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Preface 

The United States spends more money on mental disor• 
ders than on any other health condition. ,,.,itb heart 

disease a nd cancer t raili ng far behind (Roehrig. 2016). 
As i1nportant as that statistic is. it is not the main reason 
that it is incumbent upon us to understand more about 
these conditions. \ 1Ve al] have friends or family members 

who have battled w ith mental health in some way. It is 
therefore important to learn what we can about mental 

disorders. including how they are identified. how they 
develop. bow they can be treated. a11d. ullimately. how 
they can be prevented. 

As in the previous editions of Abnonnal Psychology: 
Clinical and Scieuttfic Perspectives, this sixth edition was 
prepared wjtJ1 the goal of producing a readable. useful. 
inexpensive referenced resource that could serve as a 
primary text for s tudents in undergraduate a.bnormaJ 
psychology coursas. It provide,, a t horough {and critical) 

overview of the official system for classifying mentaJ 
disorders- the Diagnostic and Statistical Manual of 
Afc111a/ Disorders, Fifth Edit ion (DSM-SJ- describing the 
many ways in which the OSM•5 differs from its predeccs .. 

sors. As this te.xt reviews both past and present treatment 
approaches and their supporting rcs.carch, it also encour• 
ages students to think critic.ally and to evaluate the 
strength of evidence. 

1l1is edition incorporates several features. including: 

'fhorough description of DSA1~5 classification. 

with frequent examples of d iagnostic Cl'itcria 
and highlighted changes from the DSM-IV 

Extensive attention to d iagnostic reliabiUty 
and vaHdity 

Coverage of continued controversies within 
psychfatry and psychology 

l\1tany new and updated references from the 
professional literature 

Expanded glossary and index 

End-of~chaptcr reviews. key te1·ms. questions 
for study. and pop quizzes. 

Student study materials. including practice 
quizzes. instructor's test banks. and lecture 
slides at www.BVTLab.com 

It is also available in a variety of formats. ranging 
from cBook to bound textbook. 

the originaJ framework of Barclay ?vlarlin 's Abnonnnl 
f-'.i.ychology: Clinico.-1 and Scientific Perspectives reflected 

the substantial changes taking place in clinical psychol
ogy and psychiatry in the early J980s.At that t ime. a new 
diagnostic system for psychopathology (the DSM-Ill) 

had appeared and Martin recognized the implications 
of the shi ft from a more subjective and analytic era in 
abnormal psychology to the less theory~dcpendent more 
objecth•e DSJ.f .. J/I model. 1be. value of a science of clini~ 

cal psychology was becoming apparent and issues such 
as d iagnostic reliability. val.idity. and empirical outcome 
data began to drjve the classification and treatrncnt of 

mental disorders. 
'fl1c p resent text. builL on that framework. reviews 

the extensive subsequent developments in research and 
practice since the DSM,///: In the past 36 years. the DSM 

has undergone four revisions- new diagnostic categor ics 
have been added, others have been proposed. and sti ll 
others modified or removed. "Olousa.nds of research stud .. 

ies hove been published, e..xploring the. biological. genetic. 
social. cognitive. and behaviornJ foundations of psycho
pathology: tht' effectiveness of various psychological and 
biological interventions: the incidence of disorders among 
populations: and the usefulness of different classifica
tions. A strongty biomedical mod.cl of abnormal behavior 
became dominant within psychiatry, enabling the prolif .. 

era t i on of pharmacologicaJ interventions for nearly every 
DS.~1 .. identified condition. Still. many of the questions 
about etiology and treatment considered in Martin's 
text remain unans,-,rcred. In nearly all cases of mental 
disorder. no biological markers or laboratory te$tS can 

identify or confirm any DSA1 d iagnosis. Many contribu• 
tory factors have been identified, but any necessary or 
sufficient causes of mcntaJ disorders remain elusive. 

Medications can offer some symptom relief: as of yet. 
however. they provide no cu.res, nor do they correct any 
presumed underlying biological abnormalities. Indeed. 
for many conditions. psychological intcn1entions have 
been developed that arc at least as effective as mcdica• 

tion. with fewer side effects and lower risk of relap.sc. 
The history of abnormal psychology contains many 

conceptual blind alleys and mistaken assu mptions. 



Adopting a scientific perspective docs not prevent such 
errors. but it does allow us to eventually recognize them. 
1he current state of the science reminds us that we have 
often been too quick to oversimplify and too slow to think 
skeptically about both causes and treatments. I ncvitably, 
mental disorders are defined within a social and cultural 
context, diagnosed within an interpersonaJ behavioral 

exchange. and treated within a biolo.gical•environmental 
interaction: thus. they are bio•psycho•social develop• 
ments. 1hc.reforc., I have endeavored to avoid the use of 

the common terms m.ental illness or mental disease
which may imply that we know more than we actually 
do: instead. I refer to these condit ions more accurately 
as mental disorders. lt should be noted that this in.formed 
skepticism docs not discount the very real distress and 
disability associated with many DSJW conditions. nor the 
importance of prompt. effective trcatTnent. 

ln such an environment, there is always a danger 
that pseudoscience can masquerade as an acceptable 
altcrnative.11lc.rcare dozens. if not hundreds. of compet• 
ing therapies for common disorders such as depression 
and anxiety. 'Ille high level of nonspecific (or placebo) 
response in treatment increases the risk of promot~ 

ing ineffective therapies and medications and fosters 
conceptual confusion. Fortunately, such problems arc 
ultimately solved by the scientific method itself through 
carefu l comparisons. empirical testing. a nd cvalua• 
tion of outcomes. I have Mghlighted 1'escarch involving 
direct treatment comparisons or lhe use of randomized 

controlled trials that provides empirical support for any 
particular therapeutic intervention over others. 

Because the DSM model is so widely accepted. I have 
provided a careful description of the DSM•S. tracing the 
evolution of diagnosis and treatment within various cate-
gories of mental disorders. while al,;o providing data on 
the reliability and validity of these diagnoses whenever 
possible. 1hc professional literature on psyc.hopathol• 
ogy is enormous and continually expanding. I have 
given preference to reviewing the more empirical and 
evaluative publications.: as a result. articles from med j .• 

cal science. neuroscience. behavioral psychology. a nd 
cognitive psychology are overrepresented in the bibliog• 
raphy. I readily adm it to a bias in favor of the scientific 
method over all other approadle$ in the field. However. 
I aJso accept that outcomes and consequences drive the 
selective process. and I reali.z.c that what may appear to 
be today's truth may be tomorrow's folly. \Ve can expect 

continued shaping and revision of the content and struc• 
turc of our djagnostic system. as well as ou r treatments. 
as some investigative pathways prove fru itful and others 
do not. I hope to have correctly reported the current state 
of affairs within this fascinating subject, without mini• 

miz.ing the many disputes, controversies. and unresolved 
issues that exist. 

Charles A. Lyons 
January 2018 
La Grande, Oregon 
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Supplements & Resources 
Instructor Supplements 
A complete teaching package is available for instructors who adopt this book.111is package includes an online lab. 
instructor's manual. lest hank. course management software. and Power Point slides. 

B\ITlab 

Test-Bunk 

Course 
Management 

Software 

PowerPoinl 
Slides 

An onlmc lab is available for this textbook et www.HVTLab.com. as de$Crihed in the BVT/..ab section 
below. 

£.ach chapter has 75 multtple choice questions ranked by difficulty and style. as weU as 25 true}fu.Jse. and 
20 written•answer questions.. 

BVT's course management software. Respond us. allows for the creation oflest.s and qui1.zes lhal can be 
downJoacled duectly into a wide variety of course management environments such as Blackboard. Web 
CT. Des:ire2Learn. ANGEL E-Leamjng. eCoUege. Can,·as. Moodie. and others. 

A set of PowerPomt slides in dudes about 50 shdes per chapter. comprising a chapter overview. learmng 
objectives. slides cQwringaU key topics. key figures and charts. as well as summary and condusfon s.lides. 

Student Resources 
Student resources arc available for this textbook at wv,w.BVTLab.corn. ~a1ese resources are geared toward students 
needing additional assistance as well as those seeking complete mastery of the content. 111e following resources 
arc available: 

Practice Questions 

Flashcards 

Power-Point SUde-s 

BVTlab 

Students can work through hundreds of practice questions onJine. Questions are muJt:ipJ~ choice 
or true/ falsa in format and are graded instantly for rm mediate feedback. 

BVTLnb ind udes sets of flashcards for each chapter that remfbrce the key terms and concepts 
from t.he textbook. 

All instructor PowerPomts are available for con\'enieot lecture preparation and for students lo 
view on line for a study recap. 

BV'rLab is an affordable on line lab for instructors and their students. (t includes an onlinc classroom with grade 
book and class forum. a bomeworkgradingsystc.m. extensive test banks for quizzes and exams.and a host or student 
study resources. 

Course Setup 

Grade Book 

Class Forum 

Student Resources 

e8ook 

BVTLnb has an easy-to•use. intuiti\'e interface that allows instructors lo quickly set up their 
courses and grade books. and to rephcate them from section to sect.Ion and semester to semester. 

Using an assigned pas.scode. students register Lhemsel\'es into the grade book: and all homeworit. 
quizzes. and Les-ts are automaticaJJy graded and recorded. 

tnsl:ructors can post discuss.ion threads to a class forum and then monitor and moderate student 
replies. 

A11 student resources for this textbook are available in BVT!.ab in digital form. 

A web-based eBook is available within the lub for easy reference during onhne classes. homework. 
and study sessions. 



Customization 
BV'J"s Custom Publishing Division can help you modify this book ·s content to satisfy your specific instTuctional needs. 
lhc following arc examples of customization; 

Rearrangement of chapters to follow the order of your syllabus 

Deletion of chapters not cove.red in your course 

Addition of paragraphs. sections. or chapters you or your colleagues have written for this course 

Editing of the existing content. down to the word level 

Customization of the accompanying student resources and onlinc lab 

Addition of handouts. lecture notes. syllabus. etc. 

Incorporation of student worksheets into the textbook 

AU of these customizations will be professionally typeset to produce a seamless textbook of the highest quality. 
with an updated table of contents and index to reflect the customized content. 
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Introduction and 
Methods of Research 
Humans engage in a vast range of activities. emotions. beliefs. perceptions, and memories. 

These types of behaviors (both overt and covert) can be viewed as adaptations to the world around us and to 
the requirc.mcnts of life. and different people find very different ways of expressing them. AJ I humans share many 
similarities: but even within the boundaries of our biology. our culture. and our experience, great variety ex:ists in 
what people do. 

Societies differ to some extent over which variations of behavior arc acceptable. but they also share the tendency to 
identify certain patterns as something other than "normal." Sometimes. people act and fecJ in ways that we could 

call maladjusted or disturl1ed: 1'hcfr behaviors cause distress or harm to themselves or to others. They may act in 

ways that other people would consider u nusual and objectionable. How have strange and puzzling behaviors been 
explained in different cultures. in differl?nl historical periods. and by different theorists·? \iVhat techniques can be 
used to help individuals overcome such difficultics?This book will address those important questions. First. however, 
a rnore fundamental issue is at hand: \\'hat is abnormal behavior? 

1.1 What Is Abnormal Behavior? 
'TI1e term abnor m al behavio r implies behavior that is different. unusual. or deviant. 
Oistinctjveness a lone. of course, is not su fficicnt to imply abnormality. Olympic athletes, 

Nobel laureates. gifted musicians. and investors 
What does the term abnormal who make a killing on the stock market- a ll deviate 

behavior mean? considerably from the norm. Yet we are not inclined 

to consider them abnormal as the term is general ly 
used. Although abnormal behavior docs, for the most part. deviate from cultural norms. only 
certain kinds of deviant behaviors arc likely to be called ahnormal- namcl'y. behavior that is 
culturally inappropriate. is ac.companicd by subjective djstrcss. and involves a psychological 
impairment (an inability lo cope with life's demands). 

1.1a Cultural Inappropriateness 
'n1e key concept here is that the behavior seems al odds with cultural expectations of 
appropriateness and propriety: 1lH? behavior is something that otJ1ers find disturbing, 
puzzling. or irrational. 

Ordinarily. a specific behavior is not judged strange in itself. only in the context of a 
particular situation. \i\fhen SJ>Orts fans (a term. incidentally. derived from the word fanatic) 
shout and shake their fists at a football game. there will be few lifted eyebrows: doing the 
same thing in church or in the public library. however. may be seen as unusual and troubling 
by others who witness these acts. Similarly. those who srnear their faces in fake blood. dress 
up as dead people. and go door~to•door asking for treats would be viewed as very strange 
indeed- except in the United States on October 31. 

Anthropologists have convincingly made the point that judgment of another person ·s 
normality will depend on the values and traditions of the culture in which he or she lives. 

Abnormal behavior 

Behavior that 
is culturally 
inappropriate. is 
accompanied by 
subjective djstress. and 
involves a psychological 
impairment (inabibty 
to cope witb life's 
demands} 

3 



4 Chapter I Abnormal Ps),cllology 

For example, hearing voices and going into a trance are likely to be labeled abnormal in 
our society: and yet. among the Plains Indians of North America. such behaviors were highly 

valued as evidence of special talent for communication with 
the spirit world. Prestige and status would on.en accrue to 
the person having these experiences. \VhaL however, would 
be the response today if a young womau from Nev.r Jersey 
announced that she heard divine voices instructing her to 
take over the position of chair of the Joint Ch iefs of Staff 
of the U.S. Armed Forces in order to protect this country 
from foreign dangers? No doubt she would find a re,.,• follow• 

ers. but it is unlikely that she would be as successful as 
Joan of Arc in accomplishing hc.r mission. Even inJoan·s 
case. not evcr,yone bought her story. 

Wben sport fans shout and shake their fist at a football game. 
there will be few lifted eyebrows, buldoing the same thing 

1\lhcn Ruth Benedict ( 1934) made her study of the 
Melanesian culture of the Dobu people.she found the society 
was characterized by a degree of suspicion and mistrust 
that would be labeled paranoia in North American culture. 
1hcrc was universal preoccupation with poisoning. No 

in church or in the pubhclibrary may beseeuas.slmnge. 
~Shul t.en:t.,d:I 

Prm•ailing cultural beliefs 
influence bow strange 
o r inappropriate a gh·en 
behavior. such as lhatof a 
shaman. is perceivt-oe:l to be. 
CU."tyctlC0~<1I 
Public Oomn.m) 

Paranoia 
Unfounded. irrational. 
or exaggerated 
suspicion or mistrust 
of others 

Collura! relntlvity 
'the perspective that 
different. cultures ma;r 
use different standards 
in defining abnonnaJity 

woman left her cooking pot untended for a moment: and 
because all others· food was considered to be deadly poison. community stores were out of 
the question. lbeir polite phrase at the acceptance of a gift was, ·And if you now poison me, 
how shall I repay you for this present?" ~Chere was one man in this Oobu society who had a 

sunny. kindly disposition and liked to be helpful. Others laughed at him and thought him 
silly. s imple. and a little crazy. Prevailing cultural beliefs. then. will influence 

how strange or inappropriate a g iven behavior is perceived to be. 
Anlhropologists(for example. Kiev (1969) and Murphy (19641). however, 

point out that we must not take too simple a view of the cultural relativity 
of abnormal behavior. For example. the trance states of shamans 

(priest •doctors such as voodoo priests and medicine men) show some 
similarities to psychopathologica.l reactions in our society. bat there 
are also important differences. Primarily. the sharnan appears to be 

more in control of the trance state, deciding on whkh occasions to 
enter it and~ most important, appears to be behaving according to 
cultural c.xpccta.tions while in it. A person who goes into trance states 
atina.ppropriate times and behaves in unpredictable ways might wcU 
be considered s trange or'"crazy~ by the com.munity. Marvin Harris 

(1989) notes that all knO\vn socictie.~ identify individuals(like shamans) 
who "have a special aptitude for obtaining help from the spirit worldfl 

(p.411). Social rules probably dictate tl1c ·normal" methods for appeal• 

ing for spiritual help in all ofthc.rn. lndecd. by selecting which symptoms 
are legitimate. shamans, priests. and healers shape the definitions of mental 

disorders in culturally specific ways (\Vallers. 2010). 
lhc question still remains: Can abnormality be defined largely in terms of cultural 

inappropriateness? 'Chere are some problems with such an approach. Take. for example. an 
individual in Nazi Germany who might. in belief and action. have differed from the prevail• 
ing anti~Semiticvicws and other aspects of the Nazi philosophy. Such a person would cle.arly 
have been deviating from acceptable cultural vie,..,•s and, by this definition. would have been 

considered abnormal In the late 20th century. some dissidenu in the Soviet Union were 
labeled mentally ill and placed in institutions because they voiced opposition to the Soviet 
dictatorship. E"en now. women in some Islamic countries are considered deviant because of 
their wish to complete an education. Do we want to label this kind of behavior abnormal? On 

the contrary. it might be argued that standing up in t his way against prevailing viewpoints 
takes considerable psychological strength. 
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111erearc other problems with cultural inappropriatenes.,; as the major criterion of abnor .. 

mality. Many individuals in our society conform almost slavishly to the customs and laws 
of the community and yet experience inhibitions. anxieties. and great 
personal unhappiness. Although their overt behavior is not cultur• 
ally inappropriate. their reactions may be considered. in some sense. 
abnormal. Other individuals (for example. profossional criminals) defy 
societal laws but othcn\rise function quite well as spouses. parents. 
colleagues. and friends. Their behavior might more accurately be 
defined as criminal rather than abnormal. Cultural inappropriateness. 
although a characteristic of most abnormal behavior in aJI societies, is 

not entirely satisfying as the sole criterion of abnormality. 

1.1 b Subjective Distress 
Subjective distress refers to internal emotions or exper iences that 
are real to the person but cannot be obse.rvcd directly by other people. 
Unhappiness. fear. apathy. terrifying visual and auditory experiences, 
and physical aches and pains are examples. Reports of subjective 
distress commonly accompany abnormal reactions and may include 
a variety of unpleasant emotions such as guilt. nervous t ension. 
depression. and the pain ofmjgraine headaches. 

1he indjvidual's distress is an important dimension of a bnormal• 
ity that should be included as one a.,;pcct of an overall definition. Once 
agajn. however. there arc exceptions. Some individuals. especially those 
with manic disorders. n1ay deny any subjective distress and maintain 

JeffHaJI. a neo-Na:,..i supporter. helped lead 
demorLc;lrations in Riverside and Los Angeles. 
CaJifomia. where white supremacists wuved 
swasHka flags. chanted ·while power.· and gave 
shff-a.rm(.-d Nazi salutes while s urrounded by 
hundreds of counterproleslcrs. !AP Wide World Photo) 

that they feel wonderful. Individuals labeled sociopathiccxpericnce little remorse or distress 
associated with their antisocial behavior. In these cases. reports about the degree of subjec~ 
tivedistress would not be an accurate indication of the presence of abnormality. 

1.lc Psychological Disability 
\Vhen persons arc unable to function adequately in their roles as s tudenL,;. workers, parents. 
spouses. or friends. they can be considered to have a psychological disability. impairment. or 
dysfunction. Tuey arc unable to cope adequately with lifo'sstrcsse-s and demands. Sometimes 
they are not able to function effectively as parents. \iVhen depressed or having a migraine 
headache. they arc hardly able to get through the day and may frequent ly take to bed. '!heir 
interpersonal relationships arc hampered by an inability to as.~ert themselves appropriately. 

One way of viewing the concept of psychological disability or dysfunction is to say that 
individuals with such handicaps have fewer a lternative ways of behaving and thinking open 
to them. In t his sense. psychological impainnents arc analogous to physical impairments: 
indeed. many of the terms used interchangeably with abnormality (such as psychopathology. 
behavior pathology. bchaviordiMJrder. mental illness. and mental dise.ase) imply a parallel with 
physical disease. For example. persons with a broken leg or pneumonia arc handicapped 

What is a 
psychological disability? 

by those conditions a nd cannot do things they 
normalJy could. Although some writers, such as 
Szasz (1960). have severely criticized the idea that 
mental illness is similar to physical illness. the 

disease metaphor is widely c.mployed today in psychiatry and psychology. As ,.,·e shall see in 
later chapters, dis.case models of mental disorders ha:ve both strengths and weaknesses. In 

addition. altc-rnative p.crspcctivcs propose that individuals may acquire certain mental dis.or• 
ders on the basis of life experiences. The concept of psychological d isabiHty or impairment. 
however. need not imply any particular theory of how abnormality develop..~. 

Subjective distress 

Emotion or internal 
experience that is 
d1.stressing to the 
individuaJ but cannot 
be directly observed by 
others 

Psy chological 
dlsabiUty 
lnabiHty to cope with 
hfc's demands and 
stress.cs, or difficuJty 
in functioning in 
important. daily social 
and interpersonal roles 
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Figure 1-1 

It is important to note that the person with a psychological irnpairmcnt is unable to do 
certain things. as opposed to the person who simply does not do them because of personal 
valul?s. lack of interest, or similar reasons. lt is not always possible to tell from the behavior 

itself whctJ1cr it stems from a psychological impairment; instead. one must make a judg~ 
mcnt as to whether the person is able to do otherwise. A succession of short•lived marriages 
docs not in iL~elf indicate a handicap; however. when a person wants a lastjng marriage. is 

physically healthy, and yet seems to be involved in one disastrous marriage after another, a 
psychological disability might be suspected. 

In sum. then. most but not all forms of abnormal behavior are likely to be culturally inap• 
propriatc and accompanied by subjective distress. In addRion. all forms of a bnormality might 
be conceived as reflecting a psychological impairment: a restrjction in response alternatives 
that makes it difficult to cope with life's demands and stresses. ~rhcse considerations fom1 
the basis for current definitions of the mental disorders addressed in this book. 

1.2 Abnormality Is a Continuum 
111e conception of abnormality may be clarified fu rther by viewing it as a continuum. with 
extreme abnonnality at one end and positive mental hcalt11 at the otl1cr. In extreme forms 
of abnormal behavior. tJ1c person is severely handicapped. suffers much subjective distress. 
and is so culturally inappropriate as to evoke intense rear or revuls ion in others . .From these 
extreme instances. in which most obscnrers would agree that something is wrong. we move 

by imperceptible steps to the range of behaviors t hat we call normal 
Milder fom1S of psychological impairments include the boy wbo is too timid to ask a 

girl on a date. the homemakc.r who feels vaguely dissatisfied and unfulfilled. t he alienated 
student who finds nothing of interest in t he world or the establishrnent. or the young person 
who feels acutely irritated whenever confronted by anyone in authority. Mild impairments 
are experienced from time to time by the vast major• 
ityofpcoplc in the middle range of this hypothetical 
continuum. \Vhoamong us docs not have some occa• 
sional reaction that impairs work efficiency. disrupts 

ls there a sharp dividing line 
between normal and abnormal? 

interpersonal rclati.onships. or otherwise hampers our ability to meet life's demands? Some 

Psychological Disability Seen as a of us feel anxious about speaking before an a udience. some 
Continuum Along Which People Vary have minor irrational fears. and some get a little disorganized 

Most of us fall in the middle. range with only mild to 
moderate handicaps. Any exact border bcn,;een normal 
and abnormal, such as the line separating the unshaded 
area above. is arbitrary. 

under the pressure of a course examination. 
There is. tJ1en. no single point at which one can draw a 

line separating normal from abnormal: t here are only varying 
dc,gncs of p sychological disability. subjective distress. and 
cultural inappropriatenC$S {Figure l •l ). Let us consider for a 

moment what is meant by the other end oft.he continuum
that is. the psychologically healthy person. 

Copyrlght@BVT Publi!lhl ng 

linSe Extteme 

Oeg,ee of Psychological Handicap 

1.3 What Is Mental Health? 
Psychologically healthy persons do not nccc..1t~ari ly escape the 
stre.sscs and strains of life. From t ime to time they wrestle 

with conflicting impulses. encounter crises in interpersonaJ 
relationships. and experience unpleasant emotions such as 
grief. anger. or fear. In gcneraJ. however. they are able to rune,. 

tion effective!)• and to find satisfaction in life. They can have. 
lasting and emotionally gratifying relations with friends. 
s pouses. parents, a nd child ren: t hey can work effectively 
and productively: and they can laugh. play. relax. and have 
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fun. 1hey are likely to make a realis tic appraisal of their own talents and shortcomings. or 
at least they do not resort to extreme forms of denial or distortion of those aspects of t hem• 
selves that they wish were different. BasicaUy. they view themselves as worthy members of 
the human race. 

This idealized description ofmcntaJ health in no way implies that such persons have to be 
conformists. adjusting pas.~ivcly to the demands of their culture. In the present definition of 

mental health. freedom from psychological disability is emphasized. Mentally healthy persons 

are able to pursue with effectiveness and satisfaction any numbc.r of life goals. 111ey have 
wejghed the value and desira bility of the specific uses to which they put their psychological 
energies. A salesperson who cmjoyssclling, has mutually satisfying relationships with others. 
plays golf on Saturda)'· and dr inks beer while watching the Sunday afternoon pro football 
game on TV would, by most criteria. b e leading a convent ional. 1niddle•class Life- and, by 
ou.r definition, be enjoying mental health. A member of a rural commune who likewise has 
satisfying interpersonal relationships, enjoys organic farming, and rclaxcs by playing the 
guitar may have an c-quaJ degree of mental health. Persons who try to reform soc.icty. such as 
political or religious leaders. may create a much more stressful life situation for t hemselves 
than eithcrof tJ1e other l1\10 examples: yet l o the extent that t hey successfully cope with t hese 
stresses. t hey also enjoy mental health. An individual with t he necessary abilities and rela 
tive freedom from psychological handicaps should be able to choose arnong these and other 
lifestyles. Good mental health leaves a person open to many alternative ways of behaving. It 
is not some ide.alized and unattainable state but is. instead, that end of t he dimension where 

individuals have relatively few psychological disabilities. 

1.3a By What Name Shall We Call le? 
Many terms have been used to rcfc.r to abnormal behavior. includjngpsyclwpathology. mental 
illness, behavior disorder. and emotional disturbance. \<Vhilesomc use oflabcls is inescapable. 
it is reasonable Lo ask about the value in a pplying such general labels to people. Such terms 
refer to a broad and complex range of phenomena. which. as previously suggested. can be 
seen as a continuum on which there is no sharp dividing line. 'The causes of these phenom• 
cna may be very complex aud interconnected ,'lith biol~")'. 
genetics. culture, and jndividual life history. It is easy to 

fal I into t he naming fallacy where, by giving something a 
name or label. we a~sumc we have in some sense explained 
it. Kegardless of how we name a disorder. we must aJso b-c 
able to describe objectively what the abnormal behaviors 
are. understand how they develop (and perha ps how tJ1cy 
could be prevented). and consider how they might be modi· 
fled to help restore a person to a healthier state. As we sha ll 
sec. mental disorders are easier to label than to c.xplain 
and understand. 

Furthermore. there js a tendency for any term used 
in referring to these phenomena to acquire a derogatory 
meaning. and that fact deserves some comment. Most 
people. feel frightened or repc.lled by individuals who b ehave 
abnormally. *lbcsc reactions account. in part, for the fact 

MentaJ dL-.orders are identified and labeled in the context of 
what people do and how Lhey int.eruct with others around 
them . lS.h.uttcm:t..odt) 

tha t abnormally behaving people have his torically been the object of ridicule and a buse. Any 
term used to refer to such indjviduals see1ns to acquire. in time, a negative connotatjon. To 
say that a person is .. mentally ill" or .. s ick .. is likely to evoke negative reactions in many listen• 

e.rs. and yet use of t he term mental illness was initially promoted by enlightened physicians 
seeking to reduce some of the negative attitudes associated with terms such as lunacy and 
notions such as demonic possession. To minimize the negative connotations oflabeling. t he 
Diagnostic and Statistical ,:Wanua/ of Mental Disorders. J,Ourth Edition (or more simply, tJ1e 

Naming fallacy 
1he incorrect 
assumption lhot by 
applying a label or 
name to something. 
we have in some sense 
explained it 
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DSM•I V). published by the American Psychiatric Association (2000). noted tha t it is prefer
able to refer to someone we might call a -schizophrenic"' as -a person with schizophrenia ... 

\Vhilc helping prevent the application of inevitably pejorative labels to individual people. t his 
solution may also have the unfortunate effect of separating U1e behavioral disability from the 
person and giving itan existence of its own (rather like a virus), apart from the individual We 
should not forget. however. that we can only identify and la bel t hese disorders in the context 
of what people do and how they interact with others a.round them. 

What Is a Mental Disorder? 
According to t he current version ofthcDSAf se-rics .. the D.'i.A1~5. a mental disorder isa ~syndrome 

characterized by clinically s ignificant disturbance in an individual's cognition, emotion 
regu lation. or behavior lJ1at reflects a dysfunction in the psychological. biological. or develop~ 
mental processes underlying mental function- (American Psychiatric Association, 2013, p. 20). 

111c disturbance usually involves significant personal distress or disruption in important 
activities in a person·s life. such as occupational or sociaJ functions (sec Table l ·l DSM•5: 

Dc6nition of a Mental Disorder). 'fo be ·clinically s ignificant: the beha,•ioral or psychological 

syndrome would have to be considered important and serious enough to presume that t he 
indjviduaJ is usua lly not able to manage the condition alone- a lt hough the manual notes 

that a diagnosis is not equivalent to t he need for treatment. 

Table 1·1 DSM-5 Definition of a Mental Disorder 

A mental disorder is aclm1cally s:ig'nfficant 
syndrome reflecting a d)lsfunctmn m 
psychologjcaJ. biologica.J. or developmentaJ 
processes. usually involving:: 

A. Disturbance m cognition. emotion 
regulation. or behavior 

B. Significant personaJ distress 

C. D1sab1lil)' in social occupational, or other 
imJ)Ortant activities 

Source: American P.sychlatric Associatk>n. 2013. 

Excluded from the definition: 

A. Expected or cuJtural1y approved responses to 
common stressors or loss. such as death of a 
loved one 

B. Deviant political religious. or sexual behavior 
C. Conflicts that are primarily between the 

lndividuaJ and society 

Certain types of significant syndromes or patterns of behavior arc excluded from the 
definition of a mental disorder in theDSiH~S. CulturalJy appropriate and acceptable reactions 
to important even Le;, like t he. death of a loved one. usually include strong responses such as 
grief. depress.ion. s leep disturbance. loss of appetite, and social withdrawal. 'With in each 
culture. members expect and accept t hese reactions as normal events: in fact, it may appear 
abnormal if these reactions don't occur. Even though grief (for example) i1wolves present 
distress and impairment in functioning for t he bereaved, it is not a mental disorder within 
the limits of culturaJ expectations. Among current cultures. however. the sorLc; of sanctioned 

responses to the deatJ1 of a loved one. can vary widely. In some American Indian cuJtures in 
the Pacific Northwest. for example. it is not unusuaJ to wear ccrtajn types of clothing or to 
continue setting a place at the table for t he lost loved one for a year after t he los.s. In the larger 
society. most North Americans would not consider jt unusual if the mourner's social and 

occupational involvements were disrupted for weeks or even a few months. At some point. 
however, cultures expectgriefto subside and the intense reactions to lessen. If that docs not 

happen. then a diagnosis of mentaJ disorder bcc-0mes possible. 
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Other potentially distressing and harmful patterns or syndromes arc also excluded from 
the definjtion. \Ve tolerate a very large range of religious beliefs and practices. Political goals. 

motives. and means can take many forms. There is great diversity in our sexual desires and 
practices. Although U1esc p atterns of behavior may at times scc.m very much out of the norm. 
they arc not - by that virtue alone-considered mental d jsorders. Similarly, some persons find 
themselves in conflict with their cul tu re or their governme.nt. Some people instigate rebel• 
lions: protest the actions ofbusines.~es. governments, and religions: or violate the laws of a 
nation or a community. Some people engage in terrorist acts to intent.ionallycrcate fear and 
havoc and to kill or maim unsuspecting victims. 1-hc~~e syndromes can be called subversive 
or criminal. but they arc not mental disorders for those reasons alone. 

H may seem obvious t hat there will be instances in which professionals might disagree 
as to whether a person is suffering from a mental disorder. Thus. the diagnostic reliability 
of mentaJ disorders is a very important issue for U1e DSM.system, as we shall consider later. 

Complicating the mattc.r further. some people diagnosed with mt'ntaJ disorders also commit 
deviant. political. religious. sexual. or criminaJ activitje..~. '01e extent to which the mental 

disorder accounts for those acts may be unclear. 

1.4 The Prevalence of Abnormality 
'D1e loosc.ness of definition should not in any way obscure the existence of abnormal behav• 
ior- which is both rea) and pervasive. as a number of studies have shown. In an early study. 

Srole. Langner. Michae l. Opler. and ncnnie (1962) intcn•iewcd and administered a question• 
naire to a random sample of 1,660 ind.ividuals Living on Manhattan"s East Side. Sy,nptoms 

indicative of mental disorder were measured. and the pcrccntageofindividua)s falling into 
six catcgoric.s representing degree of impairment was as follows: 

\,Veil 18.5% 

Mild 36.:l% 

Moderate 21.8% 

Marked 13.2% 

Severe 7.5% 

Incapacitated 2.7% 

Uthe last three categories were combined. 23.4% of the sample was considered to have 
at least a marked degree of psychological handicap. Similar results were obtained in studies 
involving rural as \'ICU as urban populations (\iVarheit. Holzer Ill. & Arey, 1975). An interview 
ofa random sample of adults in an area of New Haven. Connecticut.concluded that J5%were 
experiencing a psychiatric disorder and 18% of the people interviewed had experienced a 
depressive disorder of at least a moderate degree sometime during the past year (\iVeissman 
& Myers. 1978). 

iMore recently. Kessler and colleagues estimated U1c prevalence of some of the more 
common mental disorders among the U.S. population in terms of whether a disorder had been 
experienced in the previous year (12-month prevalence: Kessler. Chiu. Demler. & \r\'alters. 2005) 
or had ever been experienced by a person (lifetime prevalence: Kcsslcr. Berglund. et al. 2005). 
111c most common mental disorders were anxiety disorders with a 12-month prevalence of 
18.1% of the population and a lifetime prevalence of28.S% of the population (sec figure 1·2). 
Following anxiety disorders were mood disorders (such as depression). impulse-control 
disorders. and substance disorders. lf all disorders arc combined. about 26.6% of people in 
the United States experienced a defined disorder in the past 12 months. Over the course of 
our lifetimes. nearly half (46.4%) of us wHI cxpe.rience at least one of the disorders. 

Diagnostic 
reliabi lity 

Consistency and 
agreement bet ween 
clinicians in use of a 
diagnostic label 
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Figure 1·2 Prevalence of Mental Disorders 

PrcvaJcncc of mental disorders within the population. during the previous 12-month period 
and m1cr the course of a person's lifetime 

Sources: Lifetime data from "Lifetime Prevalenceand Age-of•onset Dlsttibudons of DS,U-/VOL~rders In the 
National Comothidity Survey Replication.- by R. C. Kessler. P. Berglund. 0. Demler. R.Jln. K. R. Merikanga.<1. 
mld E. £. WaJters. 2005.Archli-ts of Gene.rot PY)'C.lilauy. 62, 593. l2-inonth data from "Prevalen«. Severity. and 
Comotbklltyof I Twcl,>e-month DSM-IVDisotders In the National ComorbidltySurvey Replication (NCS-R}.
h)' R. C. K~sJer. W. T. Chiu. 0 . Demler. a od E. E.. Walters. 2005. Art:hl1•ts o/Gtnerol PsyeJllaJl')~ 62. 611. 
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1.5 The Scientific Study of Abnormal Behavior 
Only recently bave we attempted to study ourselves with the same objectivity that we have 
used in trying to understand the inanimate world and other living organisms. Abnormal 
behavior. especially. has lent itsclf to beliefs and superstitions that have yielded only slowly to 
the advance of scientific understanding. The history of changing conceptions of abnormatit)1 

will he traced in subsequent c.haptcrs. First. consideration of common methodologies used 
in the scientific study of abnormal behavior and the advantages and disadvantages associ• 
atcd with tJ1em is warranted. 

1.Sa The Case Study 
Carefully documented case studies of individuals have played an important role histori• 
c.ally in tJ1c study of abnormal behavior. 'I)'pically. the investigator derives information from 
talking with a person who d isplays abnormal behavior (or those who know the person) and 
describing. in narrative form. the bc-haviorof interest. related c-nvironmcntal circumstances. 

and past c.vents that 1night make Lhc present beha\•ior intelligible. lhc intensive study of 
individuals and of the changes in symptoms that occur during therapy has been a rich source 
of ideas about the nature and causation of abnormal behavior. 

Although case studies are useful in illustrating different forms of abnormal behavior and 
in generating theories. they arc not proper scic-ntific methods, and they c.annot be used to 
-prove- a theory. r•·or one thing. there is a tendency to select . as cvidcnc.c.. cases that support 

onc-'s theory while ignoring those cases that arc 
embarrassingly inconsistent with it. Furthermore. 
the information used in a case study report is h ighly 

How can we study abnormal 
behavior scientifically? 
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selecHve. and one rarely has any way of knowing how much information was omitted or 
never sought in the 6rst place .. By simply tracking the changes that take place in a person's 
condition. we cannot distinguish causaJ influences from simple coincidence. FinaJly. even 
when the findings for a given case are accurate. they cannot be generalized to anyone other 
than the person being studied unless. as discussed in t he following section. sim.ilar in for• 
mation was obtained from a sample ofindividuals. \Ve should be careful t hen. not to be led 
into believing that a general proposition has been demonstrated by a case study. no matter 
how persuasive and sensible tJ1e material seems to be. As \VilliamJarn.es (1897) said. "lhere 
is really no scientific or other method by which men can steer safely between t he opposite 
dangers of believing too little or ofbeJieving too much. To face such dangers is apparently 
our duty. and to h it t he right.channel between t hem is the measu re of our wisdom as men.~ 

1.Sb Epidemiological Research 
lt can be usefuJ to have certain descriptive information about abnormal behavior- for exam• 
pie. the frequency of different forms of psychopathology among different socioeconomic 
c lasses. genders, ethnic groups. age groups. and so forth. Research aimed at getting this kind 
of information is caUed normative orepidemiologicaJ research. 111e study of the prevalence 
of depression in the New Haven area.. cited earlier. is an example of this kind of research. as 
is the more current work of Kessler and his colleagues (Kessler. Chiu. ct al.. 2005: Kessler. 
Berglund. ct al. 2005). Epidemiology often involves the study of the incidence of a disorder 
in a population (that is. the number of new cases wiU1in a specific period) or the prevalence 
of a di sorder (that is. the number of people who s how the disorder at any one time). •£he 
data produced by epidemiological research can provide important information about publ.ic 
health trend,; and risks across different clements of the population. Basic requ irc1ncnts for 

good e pidemiological research. as well as for other kinds of research. arc random sampling 
and the reliability and validity of measurement. Let us look at what is meant by these tenns. 

1.Sc Sampling and Generalization 
Weissman and Myers (1978). in t hc.ircpidcmiologicaJ study of depression. randomly sampled 
·1 out of every 14 households in tJ1e New Haven area and then randomly selected an adult from 

each household. Such an approach ensures th.at. within a certain range of chance variation. 
estimates of the incidence of depression will faidy accurately reflect the actual incidence in 
the larger population. Kessler and colleagues calculated 12-month and lifetime prcvaJence 
ratcsofdiffercntdisorders from information collected in structured face-to•face interviews 
with a nationaJly representative sample ofhouseholds. including over 9.200 persons (Kessler. 
Chiu. ct aL 2005: Kessler. Berglund. ct aL. 2005). lfthese investigators had instead relied on 

statistics based on individuals who had sought treatment for mcntaJ disorders. their results 
would be incomplete due to the omission of u nt1'cated cases of depression. 

1be nature of the population randomly sampled is important in determining to what groups 
of people a given finding can be generalized. 1llus. generali1.ations about the incidence of disor-
ders can be safely made only to those llOpulations that resemble the selected sample in tcnns 
of ethnic., socioeconomic. and other factors. Most research on psychopathology is not aimed 
at estimating rates of incidence in the general population: rather. it is aimed at understanding 
something about the nature or treatment of a given disorder. In this case. too. it is important to 
know to what populations the results can be generalized. ThlL~. Mosher and Menn (1978) assessed 
the effectiveness of a special treatment facility w ith schizophrenic patients. The patients used 
in this study were young. had not had more than one brief hospitalization previously. and were 
unmarried. J>aul and Lentz (1977) evaluated tJ1c effectiveness of another approach to rchabilitat• 
ingschjzophrcnic patic.nts.1l1:cir patients averaged 45 years of age. had been hospitalized for an 
average of 17 years. and had recently been found unacceptable for transfer to an cxtendcd-,care 

facility outside the hospital. Clcm·ty. it cannot be assumed that results obtained in one of these 
studies can be generalized to the population of ind ividuals sampled in the other study. 
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RellabiUt)' 
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in some way quantify a 
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VaUdlt)' 
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Operational 
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construct that it claims 
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1.Sd Reliability and Validity of Measurement 
Reliability of measurement refers to the extent to which a measure consistently yic-lds the 
same result on repeated trials. In physical measurements. reliability tends to he quite high. 
If sevc.ral people measured the width of a table with a yardstick. their measurements wou ld 
differ only by small amounts. perhaps 1/16 inch. Such a measure is hjghly re.liable for most 
purposes. although for sornc endeavors.. such as fine machine tool work, it would not be. 
Psychological measurement is never as precise as physical measurement. One reason for 
this im.prcdsion is that when physical attributes (such as height or weight) are rncasurcd. 
we assess the entire domain of the attribute in question: \Ve measure all of a person·s height 
or all of a person's weight. The same is never true when wc measure behavior: we can only 

sample a small part of t he domain of how a person acts. thinks, or feels. To determine. whether 
a person is depressed, for C.'\'.ample, we must rely on reports of how that person foels most of 
the time. under most circumstances. All of us show var'iations in our psychological states. 
so the application of a diagnostic label is a judgment call. Therefore. diagnostic reliability is 
an important problem to consider in the measurement of abnormality. 

One type of reliability that is particularly important in psychological research is 
intcrobserv~r reliability, or the extent to which different observers (or raters) agree on the 

way thc)rcatcgorizc. or in some way quantify. a given observation. Suppose. for example. that 
an investigator wished to measure the aggressive behavior of mental patients. One method 
would be to COWlt the instances of aggressive behavior among the patients. For this informa• 
tion to be useful. however. the investigator nmst demonstrate that two or more independent 
obsenrers agree on their ratings or counts of aggression. 'lbus. it is usually necessary for 

observers to undergo prcUminary training in which they practice making ratings until they 
can agree on which behaviors they are going to label a certain way- in this case, as aggrc~1oSive. 
The careful re$earcher will always report in some fashion the degree of agreement between 
independent observers. Similarly. clinicians interviewing clients have been trained in the 
application ofa diagnostic label: interobscrvcr reliability is shown when the same patient 
receives a consistent diagnosis from two or more different clinjcians. 

An assessment tool or method is valid if it measures what it purports to measure. \Vhc.n 
measuring certain clearly defined behaviors, such as the number of times a person talks to 
or hits another person. there is littJe problem of validity. 'Ihe problem arises when one must. 
in order to obtain a measurement. rnakc an inference about a psychological trait or process 
that is itself not directly definable in terms of specific. observable behaviors. If. for example. 
raters arc asked to judge the degree of aggressiveness shown by a person. wc want to know if 
the resulting score really measures aggression or something else. 'Otis is not always an easy 
issue to resolve. Ordinari ly. the best procedure is to provide a detailed description of what 
observable behaviors were used to make an inference about aggression (such as h.itting and 
verbal insults). \iVhen we define our target behavior in terms of how it is measured. we provide 
an operational definition of the behavior, which aUows others to measure the target in the 
same way and thus compare results. 

lhc problem of validity becomes especially acute when certain behaviors arc considered 
-signs- of some underlying and unobservable process. For cxamplc. fear of srnaJI. enclosed 

places might be interpret.ed as a fear of death or excessive consumption of alcohol as a s ign 
of fixation at the oral stage of development {sec Chapter 3). Unobservable states or character,. 
istics- such as oral fixations or dispositions to be hostile. fearful. and so on- arc frequently 
referred to as constructs; and the term construct validity is used to refer to the degree to 
which an assessment measures the hypot hetical construct that it claims to measure. 

High reliability docs not guarantee high validjty. 1\V"o observe.rs might agree that one 
person punching another lightly in the ribs indicated aggression. v1hcn in fact the behavior 
was meant in a friendly way. Similarly. clinicians m ight agree that a person's report of visual 
and auditory hallucinations points to a diagnosis of schizophrenia. but t heir agreement docs 
not necessarily make it so. (Perhaps the person has recently ingested a drug. such as LSD. that 
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produces hallucinations.) Construct validity is usually determined by the way that a given 
measure relates to other measures and conditions. If a give.n measure of the construct ··di.spa• 
sition to be aggressive" predicts aggressive behavior in other situations. 
and if subjects high on this measure show more aggression t han those 
low on it, we would conclude that there is some positjve evidence for the 
measure ·s construct validity. 

1.Se Correlational Research 
Another method used to obtain knowledge about abnormal behavior 
is correlalionaJ research. ]n a corrclational study, the investigator 

attempts to demonstrate an association or correlation between two or 
more measurcs . lc;-or example, pcople·s height and weight tend to be corre• 

lated. lfwc rneas:urc these characteris tics in JOO people, we would find. 
in general, that taller people are heavier. The correlation would not be 
perfect: some tall people would weigh less t han some short people. but 
the general association wou ld be positive. A descriptive statistic called 
the correlation coefficient. which varie-s bet\'leen - 1.00 and +1.00. is one 
way of quantifying the strength of the relationship. As the correlation 
coefficient moves closer to a perfect +1.00. the two measures move up 
or down together in a very predictable way. For example. as the weight 
of a vehicle increases, its fuel consumpt ion increases as we.JI: there is a 
strong positive correlation between weight and fuel use. A correlation 
coefficient approaching a perfect - t.00 indicates that as one measure 
increases. the other decreases in a very predictable way. For example. 
increasing income is negatively correlated with financial aid: as income 

Somea psychologists have proposed that 
hypothetical constructs like •fixation al the 
om} stage" may helpacc<>unl forexcessi\'e 
drinking. (Shulli:nlockl 

goes up. aid goes down. A zero correlation indicates that rum measures 
are not related in any predictable war, no association is apparent. A scatter plot graphicaJly 
portrays the correlation between two measures. 

Correlations can tell researchers something about t he strength and direction of a rcla~ 

tionship. but correlations do not demonstrate causation. In the J950s. med ical scientists 
began to find a correlation between cigarette smoking and lung cancer. Studies showed that 
the more cigarettes people smoked per day. the more likcJy they were to have lungcanccr(Doll 
& Hill. l954).1hc tobacco companies. their scientific zeal perhaps enhanced by the prospect 
of decreased profits. were quick to point out that such correlations did not prove that cigarette 
smoking caused lung cancer. 111cy argued that it was quite possible that lung cancer and 
c igarette smoking were both influenced by some unknown third factor. For example. a person 
with certain physiological characteristics rnight be predisposed to both tobacco smoking 
and lung cancer. fn such a.case, it would not matter whether or not the person smoked since 
the occurrence of lung cancer would depend on the unknown physiological variable and not 
on smoking. Another possibility considered was t hat people experiencing chronic nervous 
tension were more likely to smoke and devC:lop lung cancer and t hat lung cancer was caused 
by nervous tension. not smoking. As is frequently t he case with correlational findings. one 
can go on at some length t hinking up alternative explanations. ln f igure 1•3, for example. 
we sec scatter plots of correlations of different magnitudes between two variables, X and Y. 

CorrelationaJ research. however. should not be discarded too lightly. Jt docs make a di ffor .. 
cncc whether there is a strong positive correlation or no correlation since a positive finding is 
consistent with thcpossibilityof a causative relationship. No relationship. causative or other• 
wise. is likely to be associated with a zero correlation. It is possible. a lso. to rule out certain 
factors as the cornpletc explanation (or cause) by controlling these factors. 11ms. to return 
to the smoking example, we cou ld divide our sample of cigarette smokers into a number of 
subgroups in which the individuals all show about the same amount of nenmus tension
individuals very high in nervous tension wouJd be in one group. those with moderate nervous 
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Figure 1-3 Scatter Plots Showing Correlations of Different 
Magnitudes Between Two Variables, X and Y 

Each person is represented by a point that reflects scores on the two dimensions. The 
correlation of +0.57, for example, could b e the relationship between height and weight for a 
sample of 11 individuals. 

Data from Fundamentals of Behavioral Statistics, 2nd ed., by R. P. Runyon and A. 1-Iaber, 1971. Reading, MA: 
Addison-Wesley. Copyright 1971 by Addison-Wesley. 
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tension would be in another group, and so on. If one still found a correlation between smoking 
and lung cancer within each group of people who have the same degree of nervous tension, 
tl1en it would be difficult to explain the correlation by this particular variable. The problem is 
that a11 unk11own nu1nber of other variables might be contributing to the observed relatio11-
ship. As for lung cancer and smoking, subsequent experimental research with animals-aided 
by correlational research that controlled for a number of other variables-has demonstrated 
that smoking, indeed, is a leading cause of lung cancer, as well as other serious diseases. The 
correlational research was valuable in leading to later, confirmatory experimental researcl1 
that produced important information of great significance for public health. 

Much of tl1e subject matter of abnormal psychology must be studied by correlational 
methods for practical and ethical reasons. For example, we cannot ethically manipulate 

brain neurochemistry or family environments in an effort to 
produce schizophrenic offspring. If we are aware of and can 
avoid the interpretive pitfalls associated with correlational 
research, a great deal of understanding can be achieved by 
this method. 

1.Sf Experimental Research 

Altl1ot1gh preliminary studies did show a correlation between 
lung cancer a11d tl1e 11umber of cigarettes smoked per day, tl1e 
correlation alone did not prove causation. (Shutterstock) 

The most powerful way of shedding light on factors tl1at 
affect human behavior is tl1e experimental method. 
'TI1e essence of the psychological experime11t is tl1at the 
people to be studied are randomly assigned to two or more 
groups-in the simplest case, to an experimental group 
and a control group. The experimental group experiences 
some special condition (a manipulation or treatment), while 
the control group does not. The logic of this approach is tl1at 
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if the experimental group shows effects not shown by the control group, tl1en these effects 

can be considered to be caused by the experimental manipulation or treatment. Since the 

subjects are randomly assig11ed to the two groups, it is assumed that the groups are alike in 

every respect except for the experience of the particular treatment. Suppose, for example, 

that m ental patients are randomly assigned to two groups, 

one of which is given tranquilizing pills, while the other is 

not. We could say then that any co11sequent difference in 

symptoms between these two groups is attributable to the 

administration of the tranquilizing pills. 

How large does the difference in symptoms between 

the experi1nental and control groups have to be before you 

can conclude that it is not just a chance difference that 

could occur between any two random samples? Statistical 

techniques are available for h elping to make this kind of 

decision. TI1ese techniques p ermit the prediction of how 

often a difference of a certain m agnitude "vould be expected 

if the research were repeated 1nany times with different 

random samples. TI1us, one can predict that a given differ

ence would occur by cl1ance l i11 every 20 times tl1at the 

study was repeated , or l in every 100, or l in every 4. The 

greater the number of studies that demonstrate difference 

Confirmatory experimental research with animals prodt1ces 
important infor1natio11 of great significance for matters 
affect ing public l1ealtl1. (iStock) 

of a certain magnitude, tl1e less likely it is that the obtained difference is due to chance. 

Somewhat arbitrarily, psychologist s usually accept a probability of 5 in 100 ti1nes (p = .05) 

as a significant difference-that is, a difference unlikely to have occurred by chance and 

therefore reflecting a real effect. 

Unfortunately, interpreting the results of an exp eriment is not always simple. For exam 

ple, in the experiment just described, we concluded that a significa11tly greater reduction in 
symptoms among subjects in the experimental group could be attributed to the admi11is

tration of the tranquilizing pills. However, administering pills involves a number of factors 

in addition to wl1at the pill does after it dissolves in the recipient's stom ach. Perhaps the 

patients who were given the pills were also given the expectation of improvement, since we 

expect medicine to alleviate symptoms of illness. Wl1en a n expectation of improvement 

communicated by the doctors and nurses is sufficient to cause improve1nent, it is called a 

placebo effect. Perhaps tl1e doctors and nurses, knowing who got the pills a nd wl10 did not, 

unconsciously spent more time with those patients who received the m edication. Perhaps the 

observers who rated the patients on their symptomatic behaviors were aware of who got the 

pills and who did not and unconsciously distorted their ratings to produce the obtained effect. 

The experimental method by itself does not automatically lead to unambiguous results, 

but experiments can be designed to rule out m any of t hese alternative interpretations. Thus, 

the proper control group i11 our illustration might be one in which the patients are given a 

sugar pill (placebo), and the doctors and nurses administ ering the pills are kept ignorant of 

which pill is which. This type of experimental design , in which both subjects and personnel 

are kept blind with respect to whether a subject is in the exp erimental or the control group, 

is called a double-blind design. Properly used, the exp erimental method can be an incisive 

way of a nswering questions about the nature, genesis, development, and modification of 

abnormal behavior. 

Som e experimental methods do not rely on groups of people but rather on individual 

subjects. These single-subject experimental designs have been widely employed in some 

research areas (such as applied behavior analysis) to system atically study an individual 's 

behavior under a variet y of experimental conditions, with the goal of understanding the 

functional relationships between the conditions imposed and the resulting behavior of 

interest. Unlike case studies, in which observations are not made under systematic controlled 

Significant 
difference 

A difference L1n1ikely 
to l1ave occw·red by 
chance a11d therefore 
reflecti11g a real effect 

Placebo effect 

When an expectation 
of improvement is 
sufficient to cause 
improvement 

Double-blind design 

Type of experimental 
design in wl1ich both 
subjects and personnel 
are kept blind with 
respect to whether 
a subject is in the 
experimental or control 
group 

Single-subject 
experimental design 

Experimental 1nethod 
that does 11ot rely on 
groL1ps of people but 
rather on repeated 
measures from 
individual subjects 
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conditions, single-subject experiments employ techniques, such as repeatedly alternating 
baseline and experimental conditions or systematically introducing interventions across 
successive settings, to control for confounding variables and to provide replicable, objective 
evidence that the experimental variables are influencing the behavior. These techniques have 
so1n e strengths and some weaknesses when compared with experimental group studies, 
but they do provide a scientific 
method for intensively study
ing the causes of the behavior 
of individuals. 

This brief introduction to 
some of the more funda1nental 
aspects of scientific inquiry is 
by no means exhaustive of tl1e 
methodological issues involved 
in research in this area. Later, 
in the context of specific inves
tigations, the various methods 
of research discussed here will 
be illustrated with examples 
from the research literature. 
As these examples will show, 

A placebo pill is used to negate effects from treatment tl1at do 
not depend on tl1e treat1nent itself. (Shutterstock) 

a scientific analysis of abnormal behavior has been very fruitful in uncovering many causes 
of psychopathology, as well as in identifying effective ways to prevent and treat 1nany mental 
disorders. At the same time, the methods of science can reveal the limitations of our t ech
niques and our understanding. That, too, is a valuable a nd important outcome. 



TO SUM UP ... 
• Three characteristics are commonly considered in defining abnormal behavior: 

cultural inappropriateness, subjective distress, and psychological disability. 
In general, abnormality does not lend itself to precise definition. TI1e empl1asis 
in this book is on understanding the current diagnostic system for identifying 
mental disorders, which includes identifying the behavior of interest, the factors 
that have led to its development, and the ways in which the behavior might 
be changed. 

• Abnormality can be seen as residing in an interpersonal system, such as a 
family or larger social group, as well as being a characteristic of an individual. 

• It makes sense to view abnormality as a continuum in wl1ich incapacitation 
and distress are extreme at one end and minimal at the other end. Most of us 
fall in the middle, with some mild inhibitions or anxieties that do not seriously 
handicap us. 

• Despite some looseness in definition, psychological disorders are identifiable 
syndromes that affect a substantial proportion of our population. 

• The study of abnormal behavior can be approached in a scientific manner. To do 
so, we need to be familiar with such concepts as sampling and generalization, 
reliability and validity of measureme11t, normative research, correlational 
research, and experimental research. 

17 
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KEY TERMS 
Abnormal behavior 3 

Case study 10 

Construct 12 

Construct validity 12 

Control group 14 

Correlational research 13 

Correlation coefficient 13 

Cultural relativity 4 

Diagnostic reliability 9 

Double-blind design 15 

Epidemiological research 11 

Experimental group 14 

Experimental method 14 

QUESTIONS FOR STUDY 

Interobserver reliability 12 

Naming fallacy 7 

Operational definitio11 12 

Paranoia 4 

Placebo effect 15 

Psychological disability 5 

Ra11dom sampling 11 

Reliability 12 

Significant difference 15 

Single-subject experimental 
design 15 

Subjective distress 5 

Validity 12 

• What is the role of cultural context in the determination of abnormal behavior? 
Provide two examples of behaviors that, dep ending on cultural context, could 
be considered either normal or abnormal. 

• What are the strengths and limitations of the different methods for 
investigating abnormal behavior? 

• Give several examples of positive or negative correlations between two variables 
t hat reflect a causative relationship between the variables. Give several otl1er 
examples that do not reflect a causative relationship between the variables. 



POP QUIZ 

1. ______ would not be one of the text's criteria for abnormal behavior. 

A. Subjective distress 

B. Psychological impairment 

C. Cultural i11appropriateness 

D. Distinctiveness 

2. A behavior that seem s abnormal in one cultural context m ay very well be 
perfectly acceptable in a different culture or society. This is called------· 

A. cultural relativity 

B. cultural bias 

C. behavior specificity 

D. epidemiological reaction 

3. If an individual's bel1avior deviates widely from the culturally accepted norm, 
would that b ehavior be abnormal according to the text? 

A. Yes, any behavior that is not cult urally sanctioned is considered abnormal. 

B. Yes, cultural relativity points out that abnormal b ehavior is defined across 
cultures in the same manner. 

C. No, the behavior would l1ave to be accompanied by subjective distress and 
psychological impairment to be abnormal. 

D. No, deviant behavior is always criminal behavior, not abnormal behavior. 

4. Jake's behavior has been deemed a psychological impairment. What does this 
mean? 

A. Jake is quite distressed by the behavior. 

B. The behavior is not common in Jake's culture. 

C. The behavior is not appropriate in Jake's culture. 

D. Jake's behavior interferes with his ability to function in his roles. 

5. Which of the following is emphasized in the present definition of mental health 
provided in the text? 

A. freedom from psychological disability 

B. absence of the stresses and strains of life 

C. lack of conflicting impulses or crises in interpersonal relationships 

D. conformity to cultural demands 

6. The line separating 11or1nal from abnormal behavior is difficult to establish 
because abnormality is on a ------· 

A. fine line 

B. narrow range 

C. trimodal distribution 

D. continuum 

7. Mental disorders a re easier to than to • 

A. define / describe 

B. explain / define 

C. label / explain 

D. describe / label 

19 
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8. Dr. Miller and Dr. Thomas agree that specific behaviors are characteristic of 
major depressive disorder. Both consistently apply the major depressive disorder 
label when these specific bel1aviors are apparent. The agreement between Dr. 
Miller and Dr. Thomas in terms of the use of the major depressive disorder label 

indicates------· 
A. content validity 

B. diagnostic reliability 

C. construct validity 

D. test-retest reliability 

9. ______ have a lifetime prevalence rate of about 30% in the U.S. 

population. 

A. Mood disorders 

B. Psychotic disorders 

C. Substance disorders 

D. Anxiety disorders 

10. Why would a researcher choose to conduct a case study for an individual with a 
rare and unusual mental disorder? 

A. The findings could be used to "prove" the researcher's theory. 

B. The research could be a rich source of ideas about the nature of the abnormal 
behavior. 

C. Causal influences could be differentiated from simple coincidence. 

D. The findings can be accurately generalized to others. 

11. Which of the following is true in epidemiological research? 

A. Its measures consistently yield the same result on repeated trials. 

B. The frequency of behaviors among different groups is calculated. 

C. Relationships between two variables are plotted on a scatter plot. 

D. One variable is manipulated to determine its effect on another variable. 

12. Requirements for good epidemiological research studies include which of the 
following? 

A. case studies, correlations, and experiments 

B. correlation coefficients and placebo effects 

C. experimental and control groups 

D. random sampling, reliability, and validity 

13. Generalizations can only be made to populations that share the characteristics 
of the original study's participants. Thus, generalization of findings is closely 

related to-----· 

A. random sampling 

B. reliability 

C. constructs 

D. validity 



14. In a double.blind study, which of the following is true? 

A. 111c participants do not know whether they rcccjved the manipulated 
variable. 

B. 111c researchers do not know whether the participants received the 
manipulated variable. 

C. Both the researchers and the participants do not know whether the 
participants rcc.cived the manipulated variable. 

D. Both the researchers and the participants do not know of the study's 
outcomes. 

15. \\fh ich of the following methods is best able to rcvc.aJ causc-and ... effcct 

relationships between variables? 

A. corrclational research 

8. epidemiological research 

C. the case study 

D. the experiment 

Additional study resources are available at www.BVTLab.com. 
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Historical Perspectives 
The Witch Trials of Salem 

In the summer and early fall of 1692. 17 women and 2 men were taken by cart to Gallows 
HiU near Salem, Massachusetts. aud hanged as witches. The principal accusers oftJ1cse alleged 

witches were a group of young girls. Bcu.y. the youngest at age 9. and her cousin AbigaiJ. age 11. were the fil'st to 
show the S)tntptoms of a strange malady that led to this tragic end. These h't'o g irls had listened secretly to the 
stories of Ti tuba. a s lave woman from the \Vest Indies; later, other girls in the village participated in these exciting 
yet forbidden sessions. Bcttyt ah-.·ays sensitive and subject to fits of weeping_. began to act strangely. Som.ctimcs her 
mother would find her sitting motion Jes.~. staring fixedly at some invisible object. If called by her mother. Betty would 
startle violently. scream. and be unable to give an explanation for her behavior other than meaningless babbling. 
T his reaction was especially likely to come on during prayer. Her father, the minister for Salem Village. learned to 
leave her alone because ifhe reproved her. she remained as rigid as evc.r but worked her mouth and gave off hoarse 
chokingsowlds, something like the barking of a dog. 

Abigail caught the affliction as ifby contagion but went beyond Betty in the imaginativeness of her display. She 
got down on hands and knees and ran about. barking and braying. and sometimes went into convulsions where 
she would writhe and scream as though sufferin g the torments of the damned. \Vithin a short time. the afOiction 
spread to other young girls in the village. 

Al another time or place. such a phenomenon might have run its course and soon have been forgotten. l.n the religious 
context of the time. however, notjons of devil possession and witchcraft were widespread. Soon. the local physicians 

and ministers began to suspect that these innocent children were being possessed and tormented by witches. \Vhen 
the authorities first asked the girls to name the people (witchc.~) who were afflicting them. they were unable to do 
so.No one afflicted them. they said; it just happened. The minister and tow-nspeopfc began to ask leading questions: 
names of suspects were suggested to the girls. and their reactions were sharply studied. Eventually Betty cried out, 
*Ti tuba ... oh. 'J'ituba." and the other girls followed suit. Ignorant and confused. Ti tuba .. confessed'" to being a witch 

and unfortunately in the process referred v~"llcly to nine other witches. 

As the witch trials proceeded. they developed a common pattern. One of the g irls in her fits and convulsions would 
claim to see the spectral form of a vi.Uage member tormenting her, and this so-called .. spectral evidence" was enough 

for the judges to render a verdict of guilty. Rebecca 
Nurse. 71-year•old matriarch of the Nurse family. 
was deeply pious. was steeped in scripture, and had 
reared her children in loving devotion to both their 
spiritual and temporal welfare. Her family never 
deserted her in the ordeal she underwent. Accused 
of witchcraft by several of the girls. Rebecca wns 
brought to court and asked by a judge if she was a 
witch. Her answer was unheard by the audience at 
lhe hearing because. almost as if on signal. the g irls 
fell into convulsions and set up a .. hideous screech 
and noise" that could be heard some distance a,-.•ay. 
· oh. Lord. hc-Jp me!" cried poor Rebecca as she 

spread her hands hclplc-Ssly. The girls immediately 
spread their hands in like manner: thereafter. 
whatever move Rebecca made. they duplicated. 
Before the very eyes of the court, she demonstrated 
her witchcraft; she made these innocent children 
follow hc.r C\rery motion (Starkey. 1961). 

(Salem \\'iLi:hcr.aO Trial bY Wilb11..m A. C1'4ib.' \ 11l iklmediaCon1mCltl,. 'Pubhr Oom.-in) 
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24 Chapter 2 Abnormal Psychology 

Paradigm 

A model or framework 
from wl1ich to view a 
phe1101nenon 

From the perspective of the 21st century, these young girls might be seen as showing a form of 
disturbed behavior called conversion disorder (formerly labeled "hysteria"), and more prosaic 

causes than possession by the devil might be sought. Initially, Betty provided the other girls 
with a model of strange behavior. Soon the townspeople began to take notice, and the girls 
became the object of concern and interest. Starkey (1961) suggests that growing up in puri
tan Salem was at best a drab, no-nonsense business. Any inclinations toward fun, frivolity, 
a nd occasional mischief were dourly i11hibited. Under the cloak of a11 acceptable reason , 
these girls were having the time of their lives. They gave vent to uninhibited physical and 
verba l expressions and were given more attention than if "th ey had married the king and 
all his court" (p. 30). 

2.1 Models and Metaphors 
In t rying to understand any new phenomena, we tend to apply ideas that were useful in some 
more familiar domain. Thus, in ancient times, the world was sometimes conceived as a flat 
surface supported by a giant animal sucl1 as a turtle or an elephant- presumably based on 
the everyday experience that the earth looks flat and the knowledge that objects would fall 
u11less supported. Later this metaphor was replaced by a model of a universe in which the 
sun, moon, and stars moved in p erfect circles around the earth (the geocentric model). That 
1nodel was in turn replaced by a view of a solar syst em in which planets, including the earth, 
revolved around the sun (the heliocentric model). After this notion became commonplace 
and familiar, it was used as a way of co11ceiving tl1e aton1-that is, as a nucleus encircled by 
planetary electrons. What an atom actually looks like has been much more difficult to deter-
1nine than was the appearance of the solar system; and although this sola r system metaphor 
of the atom has been useful to a degree, it has not been found to fit empirical data in a number 
of respect s. In fact, many features of modern physics have been difficult to visualize by a ny 
familiar conceptions taken from everyday reality. 

As a science like physics progresses, it moves through a series of models-called para
digms-concerning how its subject m atter should be viewed (Kuhn, 1970). A paradigm 
provides a frame,¥ork with whicl1 to vie,"' a pl1enome11011, the vocabulary to use i11 discussing 
tl1e subject, and a "recipe" for how to conduct research on the topic. The value of a paradigm is 
in the organization it gives to the masses of data collected by those who investigate a scientific 
puzzle. A paradigm helps researchers make sense of tl1eir results, and it is retained as long as it 
serves that purpose better than another model does. Occasionally, data are collected that are 
not easily accounted for by the leading paradigm. If enough of these a11omalies accumulate, 
the paradigm (such as the geocentric model of the universe) is eventua lly abandoned in favor 
of a n ewer one ( the l1eliocentric model) that is better at explaining and predicting observa-

... 

.. 
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tions. According to Kuhn, that change is not a slow, gradual one 
but instead is something like a social revolution that leads to a 
change in worldview. "What were ducks in the scientist's world 
before the revolution are rabbits afterwards" (Kuhn, 1970, p.111), 

as Figure 2-1 illustrates. 

Figure 2-1 Is It a Rabbit or a Duck? 

Mature scie11ces, like physics, have moved througl1 a series 
of paradigms, each one more powerful than the one before. Kuhn 
notes, for example, that early in the l1istory of electrical research, 
one competing school of thought believed electricity was some
thing like a fluid. Researchers employing that metaphor attempted 
to conduct electricity through metal tubes in order to bottle it . 
(This work actually led to the invention of the Leyden jar, an early 
type of storage battery). It was Benjamin Franklin's exp eriments 
with lightning that help ed overthrow the fluid model and led to 
the development of the modern view of electricity. Source: Wikimedia Commons/ Public Domain, 



'Ou? status of psychology is somewhat different. fn this relatively new science, no single 
ruling paradigm has yet emerged. Instead. a series of competing viewpoint,; exist. each offer .. 
ing a different model or metaphor to explain observations and predict e\'ents. It is important 
to recognize that one consequence of accepting a certain metaphor for abnormal behavior 
is that it largely determines how we talk about and interpret these behaviors. what we look 
for in terms of causes. and how we construe treatment. 

Aswc have seen. the strange behavior of the young girls ofSalt'm can be interpreted from 
a d ifferent perspective tha.n tJlat of possession by w itches. To take another example, if we 
apply an illness or disease metaphor to abnormal behavior. then the observed disturbances 
in behavior tend to be seen as syrnptomscaused by some underlying physical or biochemical 
pathology. Working within Ulis paradigm. it makes sense to conclude that modifying (that 

Historical Perspectives 

is. in some way getting rid of) the symptoms without treat .. 
ing the underlying cause will be futi le and perhaps produce 
even more severely disturbed behavior. It a lso naturally 
follows that treatment would usually include b iological 
interventions such as surgery or medications. However. 
from a behavioral perspective. many abnormal b-c.haviors 
are viewed as responses that have been shaped and modi• 
fled by their consequences rather than viewed as symptoms. 
'£heir causes would thus be found ina person·sc.."Cpericnces 

and prior personal history. As such. these responses should 
be capable of being changed or corrected, provided the 
basic principles of human learning are properly applied. 
In this view. no assumptions arc made about hypothetical 
disease proccSSC$. and it would seem to follow that treat• 
ment should be d irectly focused on the abnormal behaviors. 
These and other alternative mode.ls or metaphors will be 
considered in more detail later in the context of their expla • 
nations for specific mental disorders. but. in fact neither 
of these particu lar metaphors may turn out to be wholly 

A w itch trial in Salem. MassachuselL<.-Did t.he tragedy 
of the Salem witch trial..- resuJl. in part. from the actions 
of p:i.1·chologic11lly disturbed ¾,'iris? tEx.-mmauoo or• Witch. by 

1hompk1n.-s ll. MaU..uon. ( 18..'il~ Wikimedea Cammmi.t/P11.bbc Oom.ilinl 

adequate in capturing the reality of disordered behaviors. Ultimately. their value will be 
found in the degree to which they account for the observations we make and the effective• 
ness of the tre.atmcnts they p rovide. 

2.2 De1non Possession Versus 
Naturalistic Explanations 

Abnormal behavior has apparently been a part of the human condition in a ll times and in a ll 
cultures. \Ve can recognize in ancient writ ings descriptions of the convulsive fits that we now 
call epilepsy. hyperactive states that we now call mania: melancholic. dejected reactions that 
we now label depression: severe disturbances in rational thinking that we now call schizophre
nia; and irrational fears now known as phobias. Quite independcntl'y. it would seem. people in 

diverse lands and cultures developed a re1narkably 
similar ~theory" or metaphor to explain these aber

rations- possession by some god. spirit, or demon. 

Is abnormal behavior caused 
by invading demons? 
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l"rcphlning 
A procedure in which 
tools. probably of stone. 
we.re used to make a 
sizable hole in a s~-ull. 
possibly with the 
intent of pc.rmitting 
entrapped demons to 
escape 

Dcn1ooology 
'Inc belief that 
possession by demons 
or spirits explains 
abnormal behavior 

Exorcism 

'(he practice of 
expelling demons 
from a body that they 
possess 

2.2a Early Demonology 
11tcories of demon possession may have existed even in prehistoric thnes. as suggested by 
skulls showing trepbining. Tools. probably of stone. were used in this procedure to make 
a sizable hole in the skull. possibly with the 
intent ofpermittinge.ntrappcd demons to 
escape. Some specimens show evidence of 
healing around the holes. indicating that 
those persons survive.cl the operation. Other 

explanations besides demonology arc possi• 
hie: however. based on our understanding of 
early cultures. trcphination appears to be 
quite consistent with a procedure derived 
from a theory of demon possession. 

lhe Bible and other early literature are 
full of variations on the theme of spirit posses• 
sion. and even today our language betrays how 
deeply we have been influenced by demon• 
ological conceptions. ·,ve stiJI say, H\Vhatever 
posse.~d you?" or -,vhat's gotten into himT 
1lw expression -she was beside herself with 
anger" originally meant that the pcrson·sspirit 

left the body while the demon took over. 

2.2b Hippocrates 

Iron Age trephinated s kull: The perimeter of 
the hole m the skull is rounded off by ingrowth 
of new bony tissue. ind icating thal the patient 
s-urvhred the procedure. (Cnnc-1n-panation im~(li07 

by R41:tlll !l\'n.il11hk undtt II Crcati'n'! CClfflrno1UAltr1bution 
Licen•t CC SY·SA :to FU al hll!)$:/lcc,mmmis,.tn•ik1mcdla. 

cwit,'vnki I filc:Crane· I ttpn.nu.tion·ftn\L (l;;o'] ~Pll) 

Even in the ancient world. however, not everyone subscribed to the prevailing belie fin spirit 
possession. Many Grce,k and Roman physicians and philosophers held points of view that 
were ess:entially modern in their denial of supernaturaJ explanations for both physical and 

mental disorders. 111c Greek physician Hippocrates (460- 375 
BC£) was one of the first to advocate naturalistic explanations 
for disturbed behaviors. 10 speaking about epilepsy. referred to 
in those days as the sacred disease because of the belief that it 
reflected posses.~ion by a god. Hippocrates says. -it thus appears 
to me to be in no way more divine, nor more sacred than other 

diseases. but has a natural cause from which it originates like 
othC"r affections.- And again. -l'fyou cut open the head. you will 

find the brain humid. full of sweat andsmeUingbadly. And in this 
way you may sec tJ1at it is not a god which injures the body. but 
disease• (Zilboorg & Henry. 1941. ·sacred Disease." pp. 4:!- 44.). 

Hippocrates was a careful clinical observer; and his own clas• 
sification of mental diseases included phobias. epilepsy, mania. 
melancholia, and paranoia (which was more like mental deterio • 
ration than ,,,hat we curl'ently cal l paranoia). 

The four important bodily Ouids-yellowbtfe. black bile, 
blood. and phlegm-make up the Hfour humors.- each 
symboli.z.ing a different temperament (clockwise from 
lop ldl): blood r.sanguine- ). yeUow bile rcholericH). 
black bile {"'meJancholic-). and phlegm rphlegmatic"). 
SQuret': Adapted wil h Pffmi,.s;i, n from Sc:h.-:irt.l n.b Codtx. I 172. 

Zcnt.nubibliQtbckZiiric.h. M"C!.4 tJ.l 

Jfpsychologica.1 abnormalities are caused by spirit posses• 
sion, then treatment would likely involve ways of ridding the body 
of the invading spirit. whether by opening a bole in the skull or 
by exorcism techniques. such as uttering religious incanla• 
tions, wh ipping. starvation, or other efforts to make the body 
an uncomfortable vessel for the demon. In contrast. the natu-
ralistic approach of the Oree ks (as illustrated by Galen. who was 
strongly influenced by the earlier work of Hippocrates) proposed 
that psychologica) abnormalities were. caused by imbaJanccs of 



important bodily fluids called the four humors: yellow bile, black bile, blood, and phlegm. 
An excess of yellow bile would lead a person to be easily angered and to have a hot temper 
("choleric"). If black bile dominated, the patient would 
sleep poorly and be depressed ("melancholic"). Too much 
blood caused amorative and hopeful b ehavior ("sanguine"), 

whereas too much phlegm suppressed emotions and 
produced calm ("phlegmatic"). 

Historical Perspectives 

Hippocrates, operating from the metaphor that behav
ioral abnormalities were sicknesses in the same sen se as 
physical disorders, advocated "medical" approaches to 

treatment, such as moderate exercise and physical tra11quil
ity. To correct the imbalance of fluids, techniques such as 
bleeding and purging were practiced. His theories of bodily 
functioning were crude and frequently inaccurate by today's 
standards; yet, in looking to natural causes and eschewing 
demonology, his general viewpoint and attitude are essen
tially 1nodern. Greek and Roman physicians such as Galen, 
Asclepiades, and Aretaeus carried on this tradition. With the 

An exorcism of an evil spirit in t he streets of Akra, India 
(Shutterstock) 

fall of Rome, however, much of the collected science was lost to European culture. As Pronko 
(1989) notes, naturalism was stunted by a developing religious view, which held that the Bible 
was the source of all knowledge. 'Therefore, "research" involved careful study of the holy word 
rather than observation and dissection. In most of Europe, scientific approaches were curtailed 
for centuries. Fortunately, many works of Greek scientists and scl1olars were preserved i11 Islamic 
countries, where humane and enlightened approaches to treatment emerged-in stark contrast 
to the harsh demonology that characterized the European world during these "dark ages." 

2.2c Dance Manias in the Middle Ages 
A curious phenomenon developed near the end of the Middle Ages and appeared on and 
off for several hundred years-tl1e dance manias. Peter of Herental, a 14th-century monk, 
described one such episode that occurred in 1374: 

Both m en and women were abused by the devil to such a degree that they danced 
in tl1eir l101nes, in the churcl1es and in the streets, holding each other's hands and 
leaping in the air. While they danced, they called out the names of demons, such as 
Friskes and otl1ers; but they were neither aware of this nor did they pay attention to 
modesty even though people watched them. At the end of the dance, they felt such 
pains in the chest, that if their friends did 11ot tie linen clothes tigl1tly around their 
waists, they cried out like madmen that they were dying. In Liege they were freed 
of their demons by means of exorcism s such as those employed before baptism. 
(as quoted in Rosen, 1968, pp. 196- 197) 

Similar danci11g 1nanias were called tarantism in Italy, because they were believed to 
be caused by the bite of a tarantula; in other parts of Europe, they were known as St. Vitus's 

dance (after a 1518 episode in which dancers were sent to a chapel of St. Vitus). 'The dancers, 
mostly from the lower socioeconomic classes, sometimes set wreaths on their heads, bound 
the1nselves arou11d with cloths or towels, or went l1alf-naked. 'They would work themselves 
into a kind of ecstasy, suddenly throwing themselves on the ground with convulsive and 
twitching movements, sometimes losing consciousness and foaming at the mouth. In some 
areas, the dance mania became institutionalized as an annual ritual. One group of women, 
for exa1nple, made an annual pilgrimage to a chapel of St. Vitus, where they would dance 
ecstatically until they collapsed from exhaustion. For several weeks before the pilgrimage, 
they suffered fro1n feelings of restlessness and a feeling of painful heaviness, but after the 
dance, they were freed of these attacks and could anticipate a year of well-being (Rosen, 1968). 

Dance mania 

Episode of apparent 
mass madness in 
which groups of people 
danced in the streets 
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2.2d Demonology Triumphant: Witchcraft 
Ou ring most of the Middle Ages in Europe. physicians confronted with various forms of 
psychopathology put together, as best they cou ld, some of the traditional. and by then 

No'<n; 

somewhat garbled, views of the ancient Gree.ks and Romans and the 

astrology. alchemy. demonology, and simple prayers of their own day. 
Exorcising demons was not necessarily a brut:aJ affair. Laying on of 
hands, the utterance of certain prayers, or the ingestion of unsavory 
potions were common procedures. Beginning near the end of the 
15th century and continuing for some two hundred years. however. 
a more virulent form of demonology led to a widespread preoccupa• 
tion with witches and their identification and destruction.. Several -- -,.__ historical conditions may have contributed to this phenomenon: 
A church whose doclTines were being severely challenged by the 
Reformation (Protestants, however. soon started their own wjtch 
hunts) and general unrest caused by wars, economic depressions. 
and the plagues all increased people's readiness to blarne their woes 
on handy scape.goats. 

lhc lengths to which physicians and clergymen would go to drive 
out invading devils became more and more extreme and included 
flogging, starving. immersion in hot water. and more refined forms 
of torture. lnitiaUy. a distinction existed between individuals who 
had been unwittingly seized by a devil and those who had intention• 
ally signed a pact to do the devil's work. Only the latter were known 
as witches. 'l'he distinction. however. became blurred. If persons 
suspected or being a witch did not confess. they were likely to be 
tortured until they did. Following the biblical injunction, --111ou shalt 
not suffer a witch to live~ (Exodus 22:18). convicted witches were 
put to death. frequently by burning at the stake. To individuals like 
Henry Boguct. a f'rench judge. the world seemed infested with witches: 

I bclicvc that the sorcerers could form an am1y equal to that of Xerxes. who had one 
million. eight hundred thousand men. 

As to myself. I have no doubt. since a mere glance at our neighbors will convince 
us that the land is infested with this unfortunate and damnable vermin. Germany 
cannot do anyth ing but raise fires against them: Switzerland is compelled to do 
likewise. thus depopulating many of its villages . ... 

No. no. the sorcerers reach cverY''lhcre by the thousands: they multiply on the 
earth like the caterpillars in our gardens . ... I want them to know that if the results 
were to correspond to my wishes. the earth would be quickly purged, because I 
wish they could all be united ill one body so that all could be burned on one fire. 
(as quoted in Zilboorg & Henry, 1941, pp. 162- 163) 

lhc witchcraft phenomenon is relevant to the study of abnormal behavior because some 
individuals suffering from mental disorders we-re probably convicted as witches and may even 
have. in some cases. believed themselves to be wjtches. Most oonvictcd witches. however. 
were probably relatively normal people who simply had the ill fortune at the wrong time in 
history to get into an argument with a neighbor a few weeks before the ne.ighbor's chi]d got 
sick or the neighbor's cow died. However, ind.ividuals with behavior disorders played other 
roles in this affair. Recall how the children of Salem successfully accused others of witchcraft 
while jn the throes of hysterical reactions. 



2.2e Voices of Reason 
To draw too sharp a line between medieval and modern views of mental disorders would be 
inaccurate. Throughout the Dark Ages and medieval times, some i11dividuals maintained the 
more scientific and l1umane attitudes of the ancient Greek and Roman physicians. In Arabian 
civilization, especially, these views prevailed. For example, a menta l hospital where humane 
care for the mentally disturbed was provided was established as early as 792 CE in Baghdad. 

At the height of the European obsession ,-vith ,-vitches lived Johann Weyer (1515-1588), 
a man whose views on mental disorders were far ahead of his time. His ability to see natural 
causes of deviant huma n behavior without becoming caught up in the prevailing theologi
cal expla nations is illustrated by the case of Barbara Kremers. This 10-year-old girl had 
become a celebrity; miraculously, she never ate, urinated, or moved her bowels but was in 
good health. This "miracle" had followed a severe illness. For 6 months following the illness, 
Barbara had remained mute; after that time, she had ceased to eat. Learned men came to 
see her and marvel, and the city council awarded her a certificate testifying to the truth of 
this wonder. Weyer became interested in the girl and arranged to have her and her sister 
live at the estate where he lived (as personal physicia n to a duke). It was soon discovered 
that Barbara and her sister had engaged in a clever swindle in which her sister had secretly 
supplied her with food. Weyer treated Barbara with kindness, and in less than a week's time, 
she was eating regular meals at Weyer's table. She had also been partially lame and walked 
on crutches and suffered, in addition, from a twist in her arms. Weyer cured her lameness 
merely by rubbing bland oil on her back, and shortly thereafter, t he twist in her arms also 
disappeared. Weyer's clinical writings are full of such examples in which a combination of 
astute clinical observation, uncluttered by demo11ological speculatio11s, and a kindly respect 
for the person foreshadow modern psychiatry. 

Weyer believed that many witches were mentally disturbed individuals who needed 
care and treatment, not torturing and burning. He made a careful study of witchcraft and 
published a book on the subject i11 whicl1 he deplored the senseless torturing and killing of 
innocent p eople. It was not until long after Weyer's death that medical authorities began to 
accept the commonsense appeal of his book. The reaction of church authorities at the time is 
summed up by the statement of Father Spina: "Recently Satan went to a Sabbath (a witches' 
gathering) attired as a great prince, and told the assembled witches that they need not worry 
since, thanks to Weyer and his followers, tl1e affairs of the Devil were brilliantly progressing" 
(as quoted in Castiglioni, 1946, p. 253). 

Eventually, in the face of growing attacks, demonology gave ground. In England, 
Reginald Scott (1538-1599) exposed the fallacies of witchcraft and demonology in a book 
called The Discoverie of Witchcraft, published in 1584. He especially denied the role of demo11s 
in producing mental disorders. St. Vincent de Paul (1581-1660), at the risk of l1is own life, 
argued that 1nental diseases were similar in kind to bodily disease. 

2.3 Demonology Today: Alive and Well 
in the United States? 

In most abnormal psychology textbooks, demon possessio11 is discussed as a curious and 
interesting belief of ancient and medieval times that l1as given way to modern, scientific 
approaches to the understanding of human b ehavior. Although hardly in tl1e mainstream 
of the scientific study of abnormal p sychology, theories of demon possession still have their 
adherents. In fact, Rice (2003) reported that over half of the respondents in a random telephone 
survey of soutl1ern U.S. states believed that people are sometimes possessed by the devil. 

Historical Perspectives 
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Belief in occult phenomena- witchcraft. astrology, and so on- enjoyed a revival that 
began in the second half oft he 20th century. Movies such as Rosemary$ Ba/Jya.nd 1he£xorci.st. 

High priest of the Chu rch of Satan. Anton La Vey. performs a 
sutamc bnpllsm ofhJs 3-yenr-old daughter m 1967 with the 
assistance of h is wife Diane (r ight). The nude woman who 
serns as 11 livingallar ts priestess lsabe) Bolotov. 1AP Widt-Worldl 

which deal explicitly and seriously with demon possession. 
became immensely popular and successful. J-loll)'\-.rood and 
the press continue to feed the public's interest in all things 
supernatural. so that talcs of the livi11g being tormented 
by the dead or of battles bet\'/ecn unseen forces for the 
control of the physical ,-.1orld have become commonplace 
in American popular media. A resurgent fundamentalist 
influence also helped reestablish and legitimize religious 
possession metaphors for mental disorders. By the 1990s. 
some members of the medical and psychological connnu• 
nitics were proposing that a particular type of a rare 
condition- formerly called multiple personality disorder 
but now tcrrned dissociative identity disorder- was 
caused by satanic ritualistic abuse. Allegedly. adults and 
children as young as infants were initiated into satanic 
cu lts by secret ritual practices that included killing and 
eating babies, torture. human and animal sacrifice, and 
sexual abuse. often while in a trancclike state induced by 
devil worshippers. Initiates were then supposedly ~brain• 

DlssociaU,·e identity 
disorder 

Rare dissociative 
reaction jn which 
relatively separate 
and distinctive 
personaJjties dc\•clop 
within the same person 

washed" and · programmed'" to kill others. without having 
anyconsc.ious awareness of the cult influence.. These unseen and unrecognized influences 
later allegedly manifested themselves in terms of several different personalities coexist• 
ing within the same person. Although the outward symptoms among the afflicted oftc.n 
involved anxiety. depression. and other rather common psychological problems, proponents 
of these claims used questionable techniques involving hypnosis and/or drugs to -recover 
the repressed memories" of their clients and to bring out the many personalities so that they 
could all be ·integrated." 

Ritualistic abuse by Satan worshipers became a popular (and exciting) explanation 
for multiple personality disorder as featured in many television programs and magazines. 
~Experts" in the field developed expensive, long-term inpatient programs that kept some 
cJie.nts hospitalized forycars.Speakcrsdelivered workshops and seminars to train otJ1ers in 

how to diagnose and reprogram those who had been initiated into the secret cults. Finally. 
as public interest continued to grow. the FBJ conducted an investigation into the allegations 
of sexual abuse, torture. killings, and cannibalism supposedly occurring across the nation 
and involving thousands of victims. After an extensive review of facts, the 1992 f'BJ report 
concluded as follows: 

Until haJ'd evidence is obtained and corroborated. the public should not be fright· 
encd into believing that babies are being bred and eaten. that 50.000 mjssingchildren 
arc being murdered in human sacrifice..~. or that satanists arc taking over America's 
daycare centers or institutions.No one can prove with absolute certainty that such 
activity has NOT occurred 111c burden of proof. however. as it would be in a criminal 
prosecution. is on those who claim that it has occurred. 'Jhe explanation that the 
satanists arc too organized and law enforcement is too incompetent only goes so far 
in explaining the lack of evidcncc.1:·or at least eight years American law enforcement 
has been aggressively investigating the aJJcgations of victints of ritual abuse.1l1cre 
is little or no evidence for the portion of their allegations that deals with large-scale 
baby breeding. human sacrifice. and organized satanic conspiracies. Now it is up 
to mental health professionals. not law enforcement. to explain why victims are 
alleging things that don·t seem to have happened. (Lanning & Federal Bureau of 
Investigation Behavioral Science Unit. 1992. p. 44) 



Satanic ritualistic abuse, then, seems to be an unlikely explanat ion for dissociative identity 
disorder. Instead, it appears to b e another example of an idea that spread quickly because of its 
entertaining social (and fi11ancial) conseque11ces rather than its paradigmatic value and that 
is accepted at face value by suggestible people, much 
as tl1e Salem witchcraft possession cases illustrated 
hundreds of years earlier. Although we should reject 
no explanations out of hand, a reasonable approach to 
such ideas is skepticism and insistence on supporting 

How have ideas about 
abnormal behavior changed 

over time? 

evidence. That sort of scientific reasoning will slowly, over ti1ne, lead us to increasingly 1nore 
powerful models of abnormal behavior and away from those that simply catch the public's eye. 

2.4 Humanitarian Reforms 

2.4a The Early Asylums 

Historical Perspectives 31 

In medieval times, the fate of the mentally disturbed was 
varied. Some were si1nply allowed to wander the streets and 
the countryside, begging or st ealing, making out as best 
they could. Some more troublesome individuals wound up 
in prisons or dungeons alongside common criminals; or, if 
they were lucky, they found a place in the occasional monas
tery that provided assist ance for these u11fortunates. The 
first institutions devoted entirely to the care of the mentally 
impaired, called asylums, frequently ha d their start in 
monast eries. Asylums usually began as havens where the 
mentally disturbed could find food, shelter, and some kindly 
attention. As time went by, however, they tended to become 
overcrowded, noisy, unsanitary repositories. Patients were 
frequently chained, and no concern was shown for whether 
these conditions were l1elpful in restoring mental equilib
rium. The living conditions at Bethlem Hospital, a London 
asylum established in 1547, became so noisy and chaotic 
that the word bedlam was derived from its n ame. Passersby 
could observe the 1nore violent patients for a penny a look, 

An i11sane man sits on tl1e floor of London's Bethlen1 Hospital, 
while t wo attendants manacle his legs. His lover cries in 
distress as they are surrounded by the inmate lunatics. 
(Engraving by I-I. Pernell a fter W. I-Iogarth after l1inlself, 1735) 
(The Rake's Progress by Wellcon1e Images available under a Creative Commons 

Attribution License CC BY-SA 4.0 at https://wellco1necollection.org/\vorks/ 

u35qnmyu) 

and the more harmless individuals were forced to beg on the streets of London. In Vienna's, 
so-called Lunatics Tower, constructed in 1784, patients were confined between inner rooms 
and the outer curved wall, where, in some cases, they could be observed by the local citizenry. 

2.4b Treating Mental Patients Like Human Beings 
In the 18th and 19th centuries, several refor1ners began improving the care of the mentally 
disturbed. One of t he most famous promoters of humanitarian approaches was Philippe Pinel 
(1745-1826). In the midst of the French Revolution in 1792, Pinel was placed in charge of a 
hospital for the insane, La Bicetre in Paris . Although the leaders of the revolution loudly 
proclaimed their ideals of liberty, equality, and frat ernity, they were less than enthusiastic 
about Pinel's proposal to remove the chains from the insane and treat tl1em with kindness 
and dignity. After considerable pleading, Pinel was granted permission to t ry his experiment. 
Patients chained for as long as 40 years ,.vere cut free and permitted t o see the sun and breat he 
fresh air once more. Many of these patients, after experiencing the freer and more humane 
conditions created by Pinel, were eventually able to leave the hospital. (Incidentally, Pinel 
benefited as well when he was saved from the hands of an unruly mob of revolutionaries by 
a former inmate who recognized him.) 
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()rganJc ,•icw 

Belief that abnormal 
behavior is caused 
primarily by biological 
factors 

In other ways. Pincl's reforms were forerunners of the modern psychiatric hospitaJ. 
He carefully interviewed and studied the patients. making notes of what they said and of 
any other information relevant to their difficulties. In short, he introduced t11c. keeping of 
systematic records on patients, an 

essential step if knowledge about 
the nature of these disorders 
was to progress. Similar reforms 
were begun in England. where 
Quaker \Villiam 1uke (1732- 1822) 
founded the York Retreat in 
the English countryside. At the 
retreat. patients were permitted 
to rest and work in an accepting 
roJigious environment. 

However. these reforms begun 
by specific individuals did not 
immediately spread to all institu~ 
tions.1bc history of mental hospital 
care has been and continues to be 

Philippe Pinc] o rders the removal of chains from patients 
at the Paris Asylum for insane women. (Dr. Philippe Pinrl aJ Jhc 
Salpitrih'~. 1795 by Tony Robert~Fkmry) (\VikinK'dwi CClfflmc,.111) 

one of cyclical rediscovery of dehumanizing treatment and the advocacy of reforms. In the 
mid-19th century. a New England schoolteacher named Dorothea Dix (1802- 1887) launched 
a campaign against the in Im mane conditions in asylums. In 1848. she sent a report of what 
she had seen to the Congress of the United States: 

More than 90 idiots. epileptics and insane in the United States. destitute of appro• 
priatc care and protcc.tion ... hound ,'lith galling chains. bowed b-Oncath fetters and 

hca,'Y iron ha.Us attached to drag chains. lacerated with ropes. scourged with rods 
and terrified beneath storms of execration and cruel blows: now subject to jibes 
and scorn and torturing tricks: now abandoned to the most outrageous violations. 
(as quoted in Zilboorg& Henry, 1941. pp. 583- 584) 

During the 40 years of her endeavors. Dix was instrumental in founding or enlarging more 
than 30 state institutions for the proper custody and treatment of mental patients. 

Modern reformers still note the dehumanizing psychological impact of the institul'iona.J 
environment. Although there is still a need- at some level- for the asylum. the modern 
mental health system endorses the value of dei nstitutiouali.zation and the creation of more 
residential treatment facilities in homelike settings in the communjty. 

2.5 The Organic View 
111c organic view- based on the belief that mental disorders have their origin in some 
biological malfunction transmitted through heredity or caused by a disease. injury. lesion. 
or more subtle biochemical disturbance in the brain- is as old as Hippocrates.111e theory and 
the methods of study have become more refined in 
recent years. but the basic idc.a remains the same
mental disturbance~,; arc diseases of the central 

nervous system. 

Do diseased brains cause 
abnormal behavior? 

As we have seen. the Middle Ages saw a retreat from scientific approaches to mental 
disorders. including the organic view. In the 16th and 17th centuries. however. a resurgence 
of scientific thjnking in Europe led to a series of great discoveries and inventions for U1e study 
of the world around us. An influential perspective. formalized by philosopher RenC Descartes 
(1596- 1650). proposed U1at humans and animals worked much as machines d id- arms and 
le-gs moved through mechanisms of the body that were not so different from ropes and pulleys. 



Descartes thought that t he behavior of animals was t herefore mindless. automatic. and refle.x
ivc. Humans were different. according to Descartes. because in addition to th.is machinery, 
they have a soul and can act voluntarily. 'Chis notion of the separation of mind and body, 
known as duali.sm, has presented some i.mpecLimcnts to more modern scientific pc.rspectivcs 

of behavior. However. one of its car1icst ramifications \\13.S positive for the de\•cloping field 
of rn.edicinc. Since lhc body was only the physical housing for the soul, lhe Catholic Church 
allowed physicians to dL,scct the human body. (Although the physical realm of the l>odywas 
conceded to medicine. the Church retained imminence in the stt1dy of the mind. or soul.) 
By the middle of the 19th century. the notion that disordered behavior was related in some 
way to disordered brains had regained considerable prominence. A German psychiatrist. 
'Wilhelm Griesinger (1817- 1868), contended that classification of mental disorders should be 

based on underlying brain lesions: and a French psychiatrist. Benedict Morel (1809- 1873}, 
proposed t hat mental illness resulted from brain deterioration. itself the consequence of a 
hereditary neural weakness. 

2.Sa An Influential Classification System: Emil Kraepelin 
11te monumental work of Emil Kraepelin (1856- 1926) further solidified the organic view and 
provided us with a classification system that has continued to influence psychiatric think• 
ing to this day. Following a strategy that was paying off in the study of physical diseases, 
Kraepc.lin looked for individuals with patterns of symptoms. or Msymptom• 
complexes," that showed a similar onset. course. and outcome. He then 

combined symptom patterns previously considered as separate catego• 
ries into two major syntheses: manic~depressive psychosis and demen .. 
tia praeco:r: (roughly comparable to bipolar J disorder and schiu,phrenia 
in current terminology). Mania (excited. elated reactions) was linked 
with depression or melancholia to form the manic•depressive category 
because the psychiatric records showed that (1) these symptoms some
times alternated with each other in t he same person. (2) both mania and 
melancholia showed an abrupt onset and a periodic course in which the 
person tended to show spontaneous recovery but a high likeHhood of 
future recurrences. and (3) in neither case was tJ1ere progressive mental 
deterioration or physicaJ symptoms such as paralysis. Dementia praecm: 
represented an amalgam of an even greatcrvaric-ty of symptoms that had 
in common two characteristics: an ea.rly onset. usually in adolescence 
or young adulthood (thus praecox. or-precocious~). and a progressive 

downhill course toward an incurable dementia (mental incompetence). 
While irreversible. however, tJ1e outcome was not death but rather stabi• 

Historical Perspectives 

liz.ation at a very reduced IC\•cl of mental and sod al capacity. Kracpelin 
also included a third category, paranoia. which occurred less frequcntl)r German ps)'t'hi.at:rist £mi1 Kraepelin 
than U1c other t\'lo symptom patterns and consisted of one symptom- a CWit11,1Ni11 eo,nmo,u) 

highly systematized delusional belief of a persecutory nature. 
Kraepclin·s two major classifications accounted for about two thirds of all the patients 

in mental hospitals at that time.111e importance of his work Jay in the possibility that inves• 
tigation of the cause and cure of these disorders could proceed more rationally if. indeed. 
these categories reft~ted distinct disease processes. Kracpelin h imself thought that U1c 
manic-depressive psyd1osis was the result of some disturbance in metabolic function (prob
ably inherited, since this disorder seemed to run in families), while dementia praecox was 

caused by some abnormality in the sex glands. the framework by which mental disorders 
are classified has changed s ignificantly since that time. but the current system still shows 
Kracpelin's contribution. 

Oualisn1 
11,e belief that mind 
and body arc separate 
and follow different 
laws 

JJ 
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Lunatics 

People whose mental 
problems were 
traceable to tl1e phases 
of tl1e n1oon 

General paresis 

Severe disorder 
characterized by 
various 1nental 
symptoms as well 
as bodily paralyses; 
caused by a syphilitic 
infection of the brain 

2.Sb The Search for Physical Causes and Cures 
With almost no knowledge of heredity or neurology, most authorities on mental disorders in 
the 18th and 19th centuries looked toward seemingly naturalistic factors, such as fluid imbal

ances or astrological influences, to explain abnormality-much as did Hippocrates 
before the1n. Bleeding was a common treatment for many diverse disorders, both 

physical a nd menta l. There was widespread acceptance that the position of the 
stars a11d planets influenced behavior and p ersonality; lunatics were those 
whose mental problems were traceable to the phases of the moon. One of the 
most serious of the purported causes of insanity (as well as epilepsy, poor 
eyesight, stupidity, and a host of other afflictions) was masturbation, or "self

abuse." Convinced that the act was a dangerous threat to h ealth, doctors 
lectured on the importance of purity and prescribed various devices-such as 

genital cages, a11ti-erection rings, caustic cl1emicals, and restraints-invented 
to help wayward individuals resist the dangerous temptation to self-pleasure. 

In the United States, Benjami11 Rush (1746-1813) founded American psychiatry 
and wrote its first textbook, Medical Inquiries and Observations upon the Diseases 

of the Mind in 1812. A signer of the Declaration of Independence, he promoted humane 
treatment for patients and believed that, with the right treatment, mental disease could be 
cured. Although he was in some ways a visionary who helped introduce modern concepts 
to psychiatry, his approach reflected a combination of scientific, astrological, and supersti
tious thinking. Influenced by Samuel-Auguste Tissot (1728-1797), a Swiss physicia11, Rush 
believed that "bodily energy" must be kept in proper balance to avoid disease. Masturbation 

disturbed the balance of energy and resulted in serious disorders. Some of the treatments 
he employed were bloodletting, purgatives, a nd spinning patients on wooden boards ( or in 
special "tra nquilizing chairs") to make blood rush to the brain. 

2.Sc An Example of Organic Causation: General Paresis 
The discovery of the nature of a m ental disorder called general paresis, one of the great 
achievements of medical science, gave strong impetus to the development of organic theories 
of abnormal behavior. General paresis involved a symptom complex consisting of delusions 
of grandeur, dementia, and progressive paralysis. The paralysis and mental deterioration 
progressed rapidly to a fatal outcome. Althougl1 many contemporary physicians had thought 
that paralysis might be a secondary accompaniment of many forms of madness, in 1826, 
French physician Antoine Laurent Jesse Bayle presented even more precise descriptions of 
both the mental and physical symptoms of general paresis and argued strongly that they 
represented a single form of mental illness that could be distinguished from other disorders. 

Progress was slow for several decades. Then, around 1860, it became possible to demon
strate, with the use of improved microscopes, that the brains of patients who died from general 
paresis revealed widespread destruction of nervous t issue. In 1884, Alfred Fournier provided 
highly suggestive evidence tl1at the symptoms of general paresis were related to, and perhaps 
part of, the sexually transmitted disease syphilis. He found that 65% of patients with general 
paresis had a history of syphilis, compared with only 10% of patients with other mental disor
ders. However, 65% was still short of 100%; it remained for Richard Freiherr von Krafft-Ebing 
to perform in 1897 a convincing, if ethically questionable, study. He inoculated nine paretic 
patients, who had denied having a prior syphilitic infection, with matter from syphilitic 
sores. None of tl1ese patients developed symptoms of syphilis, indicating that immunity had 
resulted from a previous or continuing infection. The specific infectious agent for syphilis, 
a spirochete called Treponema pallidum, was identified in 1905 by Fritz Richard Schaudinn; 
and in 1913, Hideyo Noguchi found this organism in the brain tissue of paretic patients. 

Once the cause of general paresis-untreated syphilis-was identified, the discovery 
of a n effective treatment remained. Initial success came in 1917, witl1 the development of 



malarial fe,•er tJ1erapy. In Vienna. Julius \~agner .. Jaurcgg used blood from a soldier with 
rnalaria to infect patients who had general paresis. l'he resulting infection caused a high 
fever. which in turn killed off the syphilis spirochcte.1l\e patient U1en worked to recover from 
the malaria itself. Although a much more effective and palatable therapy was 
developed decades later with the discovery of penicillin. the maJariaJ fever 
technique was a paradjgmatic success at the time. 

Historical Perspectives JS 

Thus, one identifiable pattern of mental disorder was found to have a 

dearly specified onset, course. and outcome and. most important. to be 
caused by an infectious agent in the same manner as pneumonia or diphthc,, 
ria. It is no wonder that medical scientists were encouraged to expect other 
forms of mental disorders to reveal their own brand of organic causation. In 
some instances. this hope has been fuJfillcd: but after a century of organically 
orient,ed research. the foundation of the diseasc model today remains surpris• 

inglyincomplcte. \Vith very few exceptions. no laboratory tests can detect the 
presence (or absence) of a mental disorder or even any biochemical findings 
that arc specific to particular disorders. In fact. a precise physical cause has 
never been found for most DSiW•S diagnoses. However. there have been great 
dcvclopmenL'i in understanding the genetic and ncurochcmical bases of brain 
funct ioning and in the use of pharmacological agents that can provide signifi• 
cant symptom alleviation. lhesc very active areas of research arc considered 

Sp1rocbet.aJ baclenum l'repuntma pallidum
ln 1884. Alfred Fournier prm'lded evidence 
that tJ1e symptoms o r general pare!tL'> 
were related lo. and perhaps parl of. tl1e 
sexually transmitlc.>d disease .syphilis. 
!Pubhc He.ilth lmau IJbr,uyi Pubbc Dmnaut) 

in greater detail in the next chapter. In no sense, however. has an o.rganic 
~cure" like that for general paresis been formulated for the vast majority of mental disorders. 

2.6 The Psychological View 
1l1c view that psychological events- such as our personal experiences. be liefs. emotions, 
and ideas- might cause abnormal behavior dcveJ .. 

o ped along two very different lines of work. One 
arose largely through the study of hysteria and 
hypnosis, while the other emerged from the study 
of anhnal learning. 

Do ideas, emotional conflicts, 

and upsetting experiences 
cause abnormal behavior? 

2.6a Healing by Suggestion: Franz Anton Mesmer 
Hysteria includes not only the popularly recognized - hysterical attack." involving uncon
trolled emotional outbursts of weeping. laughter. or other inappropriate behaviors. but also 
certain altered states of consciousness and a host of changeable bodily symptoms (such 
as paralyses. muscular contractions. and defects in hearing and vision) that have no 
identifiable organic basis. lhc term itself. derived from the Greek hystera rutcrus-}, 
reflects a belief common in the ancient world that these disorders occurred in ,,.:omen 

only and re.suited from a wandering or displaced uterus. for which Hippocrates might 
have prescribed marriage (to allow the uterus to produce a child}. 

In the late 18th century. the rise ofa psychological metaphor for understand• 
ing these disorders began with the flamboyant career of Franz Anton Mesmer 
(1734-J815).1'raincd as a physician, Mesmer was influenced by the astrological 

and pscudoscientific bel iefs of his time. He believed that all human behavior was 
under the influence of the stars and that this influence ,-.·as accomplishOO through 

~lalarlal fever 
therapy 
A treatment (or genera I 
paresis that involved 
infecting tbe patient 
with malaria to cause a 
high fe\•er 

Hysteria 

A condition that 
incJudes emotional 
arousal and pbysical 
symptoms that seem to 
have no organic basis 

14. .,hilillk 

f rnnz Anton Mesmer 

a constant flow of a magnetic fluid tha t fills the universe. Physical symptoms devel
oped when the distribution oft he magnet ic fluid became unbalanced within a person. 
Healing was produced by permitting a flow of the magnetic fluid into or from the 
person by the *'magnctizcr ... or healer. Expelled from the Viennese medical profession 

for his unorthodox approaches to treatment. Mesmer went to Paris where he soon 
established a flourishing practice. (\\~lb.media Comm11m/ Pubbc Omiunl 
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A typical session in Mesmer's clinic was highly theatrical. The patients gathered a round 
a bacquet (a tub) whose floor was covered with powdered glass and iron filings and from 
which protruded iron rods tl1at were applied to the afflicted areas of the body. As Zweig 
(1931) described the session, Mesmer, wearing a blue robe and playing music, would enter 
the room, draw near to the patients, and stroke them with his magnetic wand while gazing 
intently at them. According to Zweig: 

Usually no great ti1ne elapsed before 011e or the other of the company would begi11 
to tremble. Then the limbs would start to twitch convulsively, and the patient would 
break out in perspiration, would screa1n, or groan. No sooner had such tokens mani
fested themselves in one m ember of the chain, than the others, too, would feel the 

onset of the famous crisis which was to bring relief. All would begin to twitch, a 
mass psychosis [sic] would arise, a second and a third patient would be seized with 
convulsions .... Some would fall to the ground and go into convulsions, others would 
laugh shrilly, others would scream, and choke and groan, and dance like dervishes, 
others would appear to faint. (pp. 55-56). 

Under these dramatic conditions, many patients experienced relief from various aches, 
pains, and other symptoms. The medical profession, however, was not impressed. In 1784, a 
committee of prominent men (including Benjamin Franklin;Joseph-Ignace Guillotin, inventor 
of the guillotine; and Antoine-Laurent de Lavoisier, the discoverer of oxygen) was appointed to 
investigate Mesmer and his therapeutic t echniques. The committee concluded that Mesmer 
was a fraud and a charlata n. Magnetism, they said, could not be weighed, observed, or 
measured. Conducting some sma ll experiments of their own, the committee concluded "that 
imagination without m agnetism produces convulsions and that magnetism without imagi

nation produces nothing." Anticipating the i1nportance t l1at 
p sychologist s currently give to observational learning or 
imitation, they said, "The spectacle of tl1e crises is equally 
dangerous because of that imitation of which nature, it 
seems to us, made a law; consequently any public treatment 
cannot but have at lengtl1 very harmful results" (Semalaigne, 
as quoted in Zilboorg & Henry, 1941, pp. 345-346). Mesmer 
was discredited and forced to leave Paris. 

Austrian hyp11otistAnto11 Mesmer andl1is tub in 1784 (iStock) 

Although Mesmer himself faded into obscurity, his 
t echniques provoked continuing interest and controversy. 
Mesmerism became a popular term for procedures used to 
induce trances and other altered states of consciousness. 
In time, these phenomen a cam e to be subsumed under 

Mesmerism 

A popular term for 
procedures used 
to induce trances 
and otl1er states of 

. . 
co11sc1ous11ess 111 
subjects; derived from 
the techniques of Franz 
Anton Mesn1er 

Hypnosis 

A trancelike state 
i11duced tl1rougl1 
suggestio11 in 
cooperative subjects 

the general heading of hypnosis, and most of the trappings and associated theory used 
by Mesmer were dropped. The central features of most hypnotic procedures, then as now, 
included som e way of narrowing the field of att ention to a sp ecific stimulus (for example, 
the hypnotist's voice, a swinging pendulum, or a shining light); an atmosphere of expecta
tion that an unusual state would indeed be forthcoming; and a willing, cooperative subject. 

2.6b The Scientific Study of Hysteria: Jean-Martin Charcot 
In the 19th century, t l1e prevailing medical view of hysterical symptoms was that they eit her 
resulted from an organic brain disorder or were displays by flighty women seeking att en
tion and sympathy, not to be taken seriously. Hypnotism continued to be associated with 
the occult, strange theories of "magnetic fluids," and charlatanism or was considered mere 

suggestion by the medical establisl1ment. Although by no means the first person to study 
the relationship between hypnosis and hysteria,Jean-Martin Charcot (1825-1893), a distin
guished French neurologist, was largely responsible for making both topics respectable 
objects of scientific investigation. 



A puzzling but significant fact about hysteria was t he a lmost unlimited variety of symp• 
toms it e ncompassed. In Charcot ·s day. one symptom was the 

grande hysterie, in which the person lost consciousness. foll. 
showed muscu lar contractions s imilar to those in epileptic 
attacks. and proceeded to various otbcr "'gymnastics.r such as a 

tetanus-like posture in which the body was bc-nt in an arc. resting 
on ly on head and heels. Following t hese physical contortions, the 
patient rnight express various emotions (such as pleasure, pain, 
fear. or hatred) that. in some cases. related dearly to a disturb• 
ing incident in the patient's life. After recovering from such an 
attack, t he patient would be amnesic- that is. the patient would 
remember nothing about it. 

Historical Perspectives 

Disturbances in sensory perception were frequent in hysteri• 
cal patients. Most common of a ll was anesthesia . a lack of 
ordinary sensation in the skin where the body surface becomes 
insensitive to touch, pain. or heat.. In some cases. the whole body 
would be affected: more usually, however. t he lack of sensation 
would only occur on sornc part of the body. In hemiancstbesia. 

French neurologist Jean-Marlin Charcot was largely 
responsjbfe for milk.mg hypnosis and hysteria 
respectable objects of scientific investigation. 
CA Clinical Le,,~n lit lM Safp(!triCn-. flil. by Andri- Braudliel I 18&7 ~ 
Wikim('dln Com mon,/PublkDomAin) 

the whole of one side of the body became insensitive. In other cases. a hand. an arm. or some 
patch of skin lost the sense of touch. Olbcr senses were also sometimes affected. Hysterical 
blindness or deafness occurred but was rare: lesser impairments in vision and hearing we.re 
more frequent. In some individuals. for example. tJ1c fie-Id of vision was restricted so that t hey 
looked at U1c world as through a tunnel 

Hysterical pa.ins were innume.rablc. especially in the head. abdomen, m1arian region, 
back. and joints. Various reflexes cou ld become involved, causing persistent coughing, sncez .. 

ing. yawning. or hiccuping. A host of afflictions occurred in the mus.cu latu re. including tics 

(mild spasms. usually of the facial muscll?s), muscular tremors. muscular contractions. and 
paralysis. ln the contractions, a hand might be permanently bent at the knuckles or the wrist, 
a knee drawn up. or one leg crossed over t he other. J)aralysis could affect any muscle group: 

le.gs. arms. or speech muscles. as in mutism. A particularly puzzling paralysis was abasia, 
the inability to walk. Patients with t his symptom were frequently young and in good health. 
When e.xamincd in bed, t hey could execute a ll normal movernent.~. and there seemed to be 
no detectable physical problem. Yet they were absolutely incapable of walking. If made to get 
out of bed. they fe ll to the floor. Other selective defect.~ frcqucntl)• seemed related to occupa• 
tions: a dressmaker who could no longer sew or a pianist who could not play the piano. even 
though in neither case was there a paraJysis of the hand. 

A.nesthesia 
A lack of ordinary 
sensation in which the 
body surface becomes 
insensiti\•c to touch. 
pain. or heat 

Uenliaoesthcsia 

A cond.ition in which 
the whole of one side 
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pain. or heat 
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l nvoluntary muscular 
twitching. usually in 
the facial musclc-s 

/\basin 

The inability to walk 
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Charcot reaJizcd that a lthough some patients exaggerated or s imulated certain symp
toms with conscious intent. in most instances, the symptoms seemed to be as mysterious 
and unexplainable to the patient as to the physician. He a lso observed a number of ways in 
which hysterical symptoms tended to differ Crom similar S)'mptorns arising from known 
organic causes .. For example, patients having real epileptic seizures are likely to fall and hurt 
themselves: by contrast. the hysterical seizure patients have an uncanny knack of falling so 
that no harm results and may engage in tJ1c more spc,ctacular display previously described. 
Sc\f'eral features seemed unlike physical paralyscs:ge.ncral lack of atrophy of the affected limb. 
disa.ppearanceoftheaffliction under chloroform (but not in ordinary s leep), normal reflexes, 
sudden onset, and occasionally sudden disappearance. In addition. hysterical anesthesias 
were especially striking in t hat they frequently involved effects on the body U1at no known 
organic lesion or djsease process could produce. In so-called glove or slecYc anesthesias, 
the insensitive area of the hand or arm corresponded with that which would be covered by a 
glove or sleeve; this outcome could not r«.?sult from any combination ofinjuries to the three 
sensory nerve tracts going to the a.rm and hand . . Many hysterical patienu. instead of being 
worried or depressed about their physical symptoms, appeared calm and indeed quite cheer• 
ful in some cases- a characteristic that Charcot christened la be lle indiffCr en ce. 

of the hand or ann 
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which would be covered 
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Autosuggestion 
Influencing 011e's own 
attitudes or behavior: 
self-11 ypnosis 

Because Charcot was a neurologist, he was strongly disposed to explain bodily symp
toms, including the hysterical variety, in terms of central nervous system pathology, which 
was consistent ,.vith the prevailing climate of medical opinion. TI1e various ways in which 
hysterical symptoms were found to differ from known organic diseases were enough to arouse 
his suspicion and lead him to consider a different explanation. Charcot, clearly impressed 
with the power of psychological events to produce hysterical symptoms, wondered if hyster
ical symptoms could be produced through autosuggestion i11 a process something like 
self-hypnosis. He soon found that he could put hysterical patients under hypnosis, produce 
new symptoms at will, and relieve the existing symptoms of at least some patients depend
ing on how chronic the conditions were. 

Charcot's hypnotic demonstrations were largely li1nited to hysterical patients. However, 
investigators (for example, Ambroise-Auguste Liebeault and Hippolyte Bernheim) were 
reporting that hysterical symptoms could be induced in subjects with no previous history 
of hysteria. 

The view that psychological factors played an important role in the causation of l1ysteri
cal symptoms gained momentum toward the end of the 19th century. Many young physicians 
came to study with Charcot in Paris and were influenced by his teacl1ings and demonstra
tions. A young ma n from Vienna, Sigmund Freud, spent the year 1885-1886 at Cha rcot 's 
l1ospital. In later years, Freud recognized t he importa11ce of this experience in his owi1 career: 

What impressed me most of all while I was with Charcot were his latest investiga
tions on hysteria, some of which ,.vere carried out under my own eyes. He proved for 

instance the genuineness of hysterical phenomena and their conformity to laws, ... 
the frequent occurrence of hysteria in men, the production of hysterical paralysis 
and contractures by hypnotic suggestion and the fact that such artificial products 
showed, down to their sma llest detail, the same features as spontaneous attacks 
which were often brought on traumatically. (Freud, 1959, p. 22) 

The stage was thus set for the more dynamic theories of Freud, to be considered in the 
next chapter. 

2.6c The Scientific Study of Learning and Behavior 
The second path of investigation lending insight into the psychological causes of abnor

mal behavior derived from animal experiments on how behavior was affected by exp e-
rience. After Charles Darwin (1809-1882) wrote his paradigm-shifting work On the 

Origin of Species in 1859, humans came to be seen as related, by greater or lesser 
degree, to otl1er animals on the great "tree of life." Perhaps, then, some knowledge 

about human physiology and behavior could be gained by research witl1 otl1er species. 
Already, studies on frogs had revealed important information about l1ow nerves 

worked and how reflexes could be triggered and modified. By the 1890s, Charles 
Scot t Sherrington (1857-1952) had organized the laws of the reflex, describing rules 

about the relationships of the stimulus that t riggered the reflex and the response it 
produced. In Russia, Ivan Petrovich Pavlov (1849-1936) was working on digestion

efforts that would later win him a Nobel Prize in physiology-by measuring the salivary 
reflex in dogs as a response to the stimulus of powdered meat placed into their mouths. 

After Cl1arles Darwin published 
On the Origin of Species in 1859, 
scientists began to use a11imal 
st udies to gain i11sight into 
human physiology and behavior. 
(Library of Congress/ Public Domain) 

Pavlov controlled events in a laboratory setting, which allowed a high level of scientific 
precision in his procedures and measurements. A cannula was impla nted into the 
dog's cheek to collect saliva and channel it to a beaker, wl1ere the quantity could be 
measured and a record could be made of its timi11g witl1i11 the session (see Figure 2-2). 
In this way, the precise amount of salivation and its temporal relationship to other 
events (such as the int roduction of meat powder) could be recorded. 

Salivation was clearly related to digestion, and the salivary reflex was readily under
stood in that context. However, Pavlov noted that the dogs soon came to salivate before meat 
powder was delivered into the mouth, apparently at just the sight of the la boratory workers 



Figure 2-2 Pavlov's Conditioning Apparatus 

'Ot is apparatus is similar to that used by Ivan Pavlov to study classical conditioning jn dogs. 

Source: Adapled from A11 lmrod11ctlon to P.tytholo,gy. by R. N. Haber and A.H. Fried. 19?5. New York. NY: Holt.. 
Rinehart and Wins ton. Copyright© 1975 b)· Holl. Rineha.n . and Win$lon. 

engaged in the study. J'avlov undertook a series of experiments to understand the nature of 
this ~psychic"' rcfle.x. From Aristotle·s time. it was known that if two sensations were combined. 

one latcr,\1ould evoke or trigger the memory of the other.111e British associationists expanded 
that framework to the philosophicaJ exploration of how ideas arc formed. Pavlov's work gave 
scientific definit ion to how association worked, both mentally and physically. 

Pavlov (1928) discovered that if a stimulus. such as a tone. bclJ. or light. that previously 
had no capacity to produce salivation was paired w ith the presentation of meat powder on 
a number of occasions. this stimulus would. in time. elicit salivation- even when no meat 
powder was provided. Ill other words, the dog had learned something new- to salivate to 
a bell. Pavlov called this learning process conditioning. and he developed a terminology for 
the component features. The meat powder was called the u nconditioned stirn ulus (or US). 
Salivation produced by the meat powder was called the unconditioned response (or UR). 
TI1c ncutraJ stimulus (such as a bell or light). after being paired with the meat powder. becrune 
the co nditioned s timulus (or CS): and the rc-s-ponse of salivation to the conditioned s timulus 
was called the conditioned response (or CR). 

Quantitative studie.~ showed that conditioning followed a regular pattern. For example. 
if one plotted the amount that a dog salivated in response to the hell. tJ1c curve would look 
like that in Figure 2•3. Furthermore. i f the C.'\'.perimentcr stopped giving meat powder in 
association with the bell signal. lhc dog would graduaJly stop saJivating untiJ. after a while, 
the bell wouJd no longer elicit salivat.ion.111e weakening and graduaJ disappearance of the CR 
aft.er discontinuation of the US,.CS pairings was called extinction. If the CS was occasionally 
presented after extinction had occurred. often the CR would briefly reappear before again 
vanishing. This brief reappearance was called spontaneous recovery. 1\\•0 other processes 
were evident as a result of conditioning. In gen eraliza tion . stimuli that were increasingly 
similar to the CS also exerted some control over the CR. \Vith continued conditioning, 

discrimination occurs. narrowing the range of controlling stimuli to those closest to the CS. 

Historical Perspectives 
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It soon became obvious that stinmli other than bells cou ld serve as condjtioncd stimuli 

and that reflexes other than saJivation could become conditioned responses. Subsequent 
rcsea.rch has shown that almost any stimulus that an organism can detect can become a 

CS. whether it is an auditory. visual. or 
tactile stimu lus. or a taste or smell. It 

leammg Exunc-uon a lso appears that not only can glandu
lar reflexes, such as salivation, can be 

not only condit ioned responses but so 
too can muscular. se.xual. immunologi• 
cal. and emotional reflexes. 'lbcrc are 

important exceptions and qualifica
t ions regarding the rules of Pavlov ian 
condition ing- some. pair ings work 
much better than others - but condj. 
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t ioning a ppears to play a broad role in 
animal and human functioning. 

Figure 2-3 Typical Learning and Extjnction Curve in a 
Salivary Condit.ioning Experiment 

Pavlov believed that most . if not 
all, human behavior cou ld be analyzed 

and explained in terms of innate and 
acquired (condjtioned) reflexes. An 
interesting experiment that perhaps 
suggests a Pavlovian analysis of 
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abnormal behavior is related in Rachlin 
(1991). One of Pavlov's students, NataliiaShcngcr-Krcstovnikova. had trained dogs to salivate 
when presented with a circle drawn on a card. She then fou nd that the dogs also salivated if 
an ell ipse. rather than a circle. was shown on the card (generalization). She trained the dog.~ 
to discriminate the circle from the ellipse by pairing food onJywith t he circle and then refined 
the disc.riminat.ion to 1norc similar stimuli (Figure 2-4). \¥hen faced with the discrimin ation 
of (A) and (0), Pavlov reported that one animal's behavior shifted dramatically: 

Figure 2·4 Discrimination of (A) from (D) Produced "Neurosis" 

Source: Adapted from hurodut:litm to Modem Rdiavlnrlsm. by H. RachlJn. 3rd e<L 1991. New York. NY: 
w. H. FreemaJl. 
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Figure 2-5 Thorndike's "Puzzle Box" 

Source: Reprinted from Animal Intelligence, by E. L. Thorndike, 1911, p. 30, New York, NY: Macmillan. 

The hitherto quiet dog began to squeal in its stand, kept wriggling about, tore off 

the apparatus with its teeth for mechanical stimulation of the skin, and bit through 

the tubes connecting the animal's room with the observer, a bel1avior wl1ich 11ever 

happened before. On being taken into the experimental room the dog now barked 

violently, which was also contrary to its usual custom; in short, it presented all the 

symptoms of acute neurosis. On testing the cruder differentiations, she also found 

them to be destroyed. (Pavlov as quoted i11 Rachlin, 1991, p. 78) 

Pavlov was not the only scientist exploring learning. In the late 1890s, Edward L. Thorndike 

(1874- 1949) began studying the process wl1ereby animals learned to escape from a "puzzle 

box" (Figure 2-5). For example, hungry cats, when placed in the box learned by trial and error 

to operate a latch that opened a door througl1 which they could escap e to get food. The cats 

slowly becam e more adept at the required response, taki11g less and less time to get out of 

the puzzle box on succeeding trials (see Figure 2-6). 

On the basis of additional research of this kind, Thorndike (1911) formulated the "law 

of effect": When a behavior is followed by a satisfying consequence, it is more likely to be 

repeated; when followed by a punishing or a11noying consequence, it is less likely to recur. 

111 other words, whether a given behavior is strengthened or weakened depends upon its 

consequences or effects. 

Although Pavlov's work focused on the stimuli that preceded the response, the learning 

process studied by Thorndike (often called i11strumental learning or operant condition
ing, to distinguish it from classical or Pavlovian conditioning) emphasized the stimuli 

that followed tl1e response. Further research showed that many of the same events that are 

found in Pavlovian conditioning-such as extinction, generalization, discrimination, and 

spontaneous recovery-also occur i11 operant co11ditioning. 
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'fllorndike viewed the law of effect as a process of selection- that is, the environment 
-selected,_. effective responses by the positive outcomes that those responses produced. In other 
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Figure 2· 6 nme (in Seconds) for One Cat to 
Escape from a Puzzle Box 

Edward 1:horndikc found that cats bec.ornc more effective in exiting the 
puzzle box wjth successive trials. as reinforcement selects and strengthens 
rapid escape skills. 

Source: Datafrorn .4nlmal Jmelligettctt. by E. L.1horndike. 1911. pp. 29-56, New Yott. NY: 
Maemlllan. 

words. cats engaged in many different 
activities inside the puzzle box. but 
only those tbat opened the door were 
selected and strengthened by the situ~ 
atfon. 1J-1osc responses that did not 
produce pleasant outcomes became 
less frequent and eventually disap~ 
pcarcd. ·n1ornd ikc saw the similarity 
ber:,..,c,cn Darwin"s concept of natural 
selection of physica.l attributes and 
his own view of learning as environ~ 

mental selection of behavior. He also 
considered that as consequences 
changed behavior, neural con nee• 

tions in the brain were also changed 
(Donahoe. 1999). lltorndikc's views 

thus antic ipated those of rnodern 
behavioral neuroscientists in these 
respects and influenced tJ1c behav• 
ioral theories of B. F. Skinner, who 

combined these two different types 
of learning into a mode) of behavior 

discussed in Chapter 3. 



TO SUM UP ... 
• Attempts to explain strange phenomena are usually couched in familiar 

metaphors; this has been true for explanations of abnormal behavior. 

• Demon possession has been a popular, but scientifically unsupportable, 
explanation for abnormal behavior in many ti1nes and places. 

• Some ancient Greeks and Romans, such as Hippocrates and Galen, proposed 
more naturalistic explanations for abnormal behavior, including the idea that 
fluid imbalances or disordered brains caused disordered behavior. 

• In the late Middle Ages and afterward, many individuals, some of whom were 
probably suffering from mental disorders, were convicted and put to death as 
witches. 

• Some courageous individuals, including Johann Weyer and Reginald Scott, 
spoke against the prevailing beliefs and argued that 1nental illnesses resulted 
from natural causes, not from demon possession. 

• Humanitarian reforms in the treatment of the mentally ill have waxed and 
waned througl1out history. Especially important landmarks were the reforms 
instituted by Philippe Pinel in Paris in 1792 and by Dorothea Dix in the United 
States in the mid-19th century. 

• The organic view of abnor1nal behavior experienced a revival in the 19th 
century, especially in the work and writings of men such as Wilhelm Griesinger 
and E1nil Kraepelin. Kraepeli11's development of two major categories of severe 
mental disorders-manic-depressive and dementia praecox-was a milestone in 
psycl1iatric diagnosis. 

• The discovery that a syphilitic infection produced the symptom pattern known 
as general paresis was particularly important in strengthening the organic view 
of abnormal behavior. 

• One psychological view of abnormal behavior arose largely from the study of 
hysteria, developing from the prescientific views of Franz Anton Mesmer to 
the carefully documented work of Jean-Martin Charcot. Clinical observations 
strongly suggested that many hysterical symptoms did not result from organic 
disease but from strong emotional conflicts a11d the social context in which the 
person lived. 

• A second psychological perspective of abnormal behavior developed from 
laboratory studies on animal co11ditioning and lear11ing. The work of Ivan 
Pavlov and Edward Thorndike set the stage for behavioral theories of how both 
normal and abnormal behavior can be acquired and modified through learning 
processes. 
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KEY TERMS 
Abasia 37 

Anesthesia 37 

Autosuggestion 38 

Conditioned response 39 

Conditioned stimulus 39 

Dance mania 27 

Demo11ology 26 

Discrimination 39 

Dissociative identity disorder 30 

Dualism 33 

Exorcism 26 

Extinction 39 

Generalization 39 

General paresis 34 

Glove or sleeve anesthesia 37 

Hemianesthesia 37 

QUESTIONS FOR STUDY 

Hypnosis 36 

Hysteria 35 

La belle indifference 37 

Lunatics 34 

Malarial fever therapy 35 

lvlesmerism 36 

Operant conditioning 41 

Organic view 32 

Paradigm 24 

Pavlovian conditioning 41 

Spontaneousrecovery 39 

Tic 37 

Trephining 26 

Unconditioned response 39 

Unconditioned stimulus 39 

• Explanations for phenomena rely on the use of familiar metaphors. What does 
tl1is mean? How do metaphors guide our understanding of abnormal b ehavior? 

• Compare demonology, the organic view, and the psychological view in their 
assumptions about the causes of hysteria. 



POP QUIZ 
1. Shifting from a demonology rnodel to a naturalistic model is an example or 

A. mesmerism 

B. the organic view 

C. dualisrn 

D. o paradigm change 

2. \Vho was among the first to advocate naturalistic explanations for distu1'hed 
behaviors? 

A. Franz Anton Mesmer 

8. Philippe Pinc! 

C. H ippocratcs 

D. Dorothea Dix 

3. 1hc first asylums devoted cntirc,ly to the care of the mcntaUy impaired were 
frequently started by ____ _ 

A. governmental officials 

B. the medical community 

C. monasteries 

0. loca.l dignitaries 

4. \Vho was instrumcJ1tal in founding or enlarging more than 30 state institutions 
for the proper custody and treatment of mental patients? 

A. Philippe Pincl 

8. William 1uke 

C. Dorothea Dix 

D. Sigmund Freud 

5. _____ is c.rcditcd with the philosophical belief of the separation oftJ1c 

mind and the body. 
A. t>hilippc Pincl 

B. Ivan Pavlov 

C. Sigmund Freud 

D. Rene Ocsc.a rtes 

6. Emil Kracpclin's third category. paranoia. occurred less frequently than his 
other two symptom patterns and consisted of _____ symptom(s). 

A. one 

8. two 

C. three 

D. four 

7. Bcnjrunin Rush advocated all of the following as effective treatments of 
abnormaJ behavior. except _____ _ 

A. spinning patients on boards 

8. laying on of hands 

C. bloodletting 

0. tranquilizing chairs 
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8. Which of the following is true of general paresis? 

9. 

A. It is characterized by delusions of grandeur, dementia, and progressive 
paralysis and is caused by a sexually transmitted spirochete. 

B. It is a bizarre treatment for hysteria, from the early 1900s, in which 
individuals were exposed to blood infected with malaria. 

C. It is a symptom of dissociative identity disorder, caused by severe 
psychological anguish stemming from ritual abuse. 

D. It is an interesting side effect of hypnosis therapy, in which the hand or arm 
loses sensation and motor control while in the trance state. 

______ was a popular term in the late 1700s for procedures used to 

induce trances and other altered states of consciousness. 

A. Conditioni11g 

B. Mesmerism 

C. Autosuggestion 

D. Abasia 

10. In hemia11estl1esia, the whole of one side of the body becon1es -----· 

A. extremely cold 

B. overheated 

C. insensitive 

D. sensitive 

11. Instead of being worried or depressed about their physical sy1nptoms, many 
hysterical patients appear calm and indeed quite cheerful in some cases, which 

is known as------· 
A. a characteristic of multiple personality disorder 

B. hemia11esthesia 

C. la belle indifference 

D. dualism 

12. ______ is a learning process whereby a formerly neutral stimulus comes 

to elicit a respon se as a result of having been p aired with another stimulus that 
already causes that response. 

A. Generalization 

B. Opera11t conditioning 

C. Pavlovian conditioning 

D. General conditioning 

13. Loud noises, such as his clock's a larm, cause Alvaro to startle into a state of high 
awareness. Just before the alarm goes off, the clock makes a light clicking noise, 
which initially Alvaro didn't even notice. Now that he has l1ad tl1e clock for 
some time, Alvaro has found that he startles into wakefulness when the clock 
makes the clicking noise, before the alarm even goes off. In this example, the 

unconditioned response is------· 

A. the alarm 

B. the clicking noise 

C. being startled into a state of high awareness 

D. turning the alarm off 



14. _____ occurs when Ute frequency and strength oftbc concLitioncd 

response tends to decrease. eventualJy to zero. after repeated presentations of 
the conditioned stimulus without the unconditioned stimulus. 

A. GeneraJization 

B. Discrimination 
C. Spontaneous recover)' 

0. Extinction 

15. Pavlovian conditioning focuses on the stimuli that _____ the response: 
operant condit ioning emphasizes the stimuli that the response. 

A. follow / follow 

8. precede / precede 
C. precede I follow 

0. follow / precede 

Additional study resources are available at www.BVTLab.com. 
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Contemporary 
Framewor s 
Chapter 2 traced the historical development of different models or paradigms of abnormal 

behavior. This chapter presents the current general models or frameworks of psychopathology. We begin with the 
framework developed from Sigmund Freud's perspective of the mind- the psychodynamic model-and its associated 
therapy, psychoanalysis. This framework became the first comprehensive theory for p sychology and psychiatry. The 
cardinal feature of the psychodynamic view is this: To comprehend abnormal behavior, one must understand the 
dynamic interplay of those intrapsychic events-motives, drives, emotions, fantasies, and conflicts-that underlie 
the surface manifestations of symptoms. Thus, psychological symptoms are seen as analogous to physical symptoms, 
such as fever, which can only be understood and effectively treated if the underlying disease process causing the 
symptom, such as an infection, is identified. Such a view clearly represents a variant of the illness metaphor. In this 
case, the underlying disease is not some physical lesion or infection but rather a pathological condition existing 
among the intrapsychic processes of tl1e mind- in short, a mental disease. 

3.1 Freud's Psychodynamic Theory 
A central idea in Freud's theory of psychological symptoms is that emotionally distressing past 
experiences may be put out of one's mind, or repressed, even as they continue to find expression 
in some manner, such as tl1rough bodily symptoms and altered states of consciousness. Freud 
came to view the mind as consisting of different "levels" of activity, with most of the action 

occurring outside of conscious awareness. Accordi11g to his depth hypothesis, the largest part 
of the mind is tl1e unconscious, of which we are unaware and from which material is normally 
unavailable. A much smaller part involves our conscious awareness and our psychological 
contact with the things around us. According to Freud's structural hypothesis, the mind can 
also be divided into three parts: tl1e id, which is concerned with basic instinctive drives of 
the unconscious; the ego, which serves to mediate the expressions of the id in the real world; 
and the superego, containing our internalized values and corresponding to sometl1ing like a 
''conscience." The relationship of these levels and structures of the mind can be illustrated by 

an iceberg metaphor: Only a small amount is easy to observe, while most exists submerged 
and unseen (Figure 3-1). 

3.1a Basic Features of Freud's Early Theory 
Unconscious Motivation 
In the course of working with m a ny patients, Freud elaborated on the basic theme of 
unacceptable impulses struggling for and finding expression in various disguises. He 
thus developed the concept of unconscious motivation, which he used to explain not only 
hysterical and otl1er symptoms but also all manner of irrational huma n behavior. There is, 
in fact, nothing incomprehensible about any human behavior (according to Freud) once we 
understand the underlying unconscious motivation. All behavior is completely determined. 
A slip of the tongue, for example, is not a chance mistake but quite precisely reflects some 
unconscious conflict. 

Unconscious 

In psychoanalytic 
tl1eory, that part of 
the rnind outside of 
conscious awareness, 
containing l1idden 
instincts, impulses, and 
111e1nor1es 
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Figure 3· 1 The Iceberg Metaphor of the Mind 
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Preconscious 
Mind 
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Unconsdous 
Mind 

Dreams. likewise. arc not nonsensical collections of images and feelings: they arc 
determined to the last detail by experiences of the recent and remote past. by w1.conscious 
motivations and connicts. and by defensive strategics designed to keep the dreamer unaware 
of the dream's-true"' meaning. According to Freud. most- perhaps all- dreams include 
clements of wish fulfillment. 

The Sexual Basis of Psycholog1cal Sy1npto1ns 
As Freud helped patients explore further and further in to the hidden and 

disguised bases of their symptoms, it seemed that the trail inevitably led 
to a sexual conmct.. At first he thought that many. perhaps all. of his 

patients had actually cxperjenced in childhood sorne kind of sexual 
attack or seduction by an adult. which had caused the sexual conflict 
and its associated anxiety. Freud soon abandoned this theory and 
proposed instead that the patient as a young child had imagined 
that such events had taken place and, in retrospect. was unable to 
distinguish clearly between what had been wish and fear and what 
had. in fact. happened. 

·m.e sexual basis ofsymptom~producing conflicts remained a 
cornerstone of Freud's theory and was the feature that provoked the 
strongest critical reactions. not only from the public at large. but from 

his professional colleagues as we.II. 1'o Freud's mind. the intensity and 
the irrationality of the attacks on him and his theory seemed to further 

prove the validity of his position. \t\lhy would people resist the idea so 
strongly ifit were not tapping their ow11 unconscious sexual conflicts? 
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111e Oedipal Conflict 
(t was not just any sexual conflict that seemed to be at the root of hysterical and othc.r 

symptoms. however. the sexual problem seemed to take a rather special form- the Oedipa..J 
conO ict. l n essence, the Oedipal conflict involves a sexual attraction to the othcr•scx parent, 
accompanied b)' feelings of competit ion and antagonism toward the same,.scx parcnL. as in 
the Greek rnyth of Oedipus. who, unaware of their true identity. slew 
his fatJ1er and married his mother. ·nlc Oedipal conflict (usually 

rcac.hing its peak around 4- 5 years of age) has no easy solution 
for the young child because the child cannot. in reality, affect 
a sexual liaison with the otber ... sex parent nor vanqu ish the 

compeUtor- that is, the same•sex parent. 
1he con nict is fu rthc.r fueled by fantasized elaborations. 

A boy, for example. may harbor death wishes against his 
father and begin. in turn. to imagine that his father wiU do 
bodily harm to him as a punishment for his (the boy"s) own 
impulses and fcclings.11le imagined harm at the hands of 
his father is likely to take the form of castration because it 
is sexual pleasure associated with his penis that is causing 
all the troublc.1lms. castration anxiety becomes a dri\li.ng 
force behind the Oedipal con Oict and its eventual resolution. 
lite young girl. discovering that she has no penis, assumes she 
has already been castrated. As a result. she experiences -penis 
envy.- which leads her to seek a man as a possessor of a penis. In 

her sexual desire for her father. her mother is her rNal. 
1llc young child of either sex copes with this seemingly insoluble problem by pushing 

the whole thing- erotic interest in the othcr•scx parent. hostile wishes toward the samc•sex 
parent. and fears of retaliation- out of his or her mind. fn short. by repression. Normally. 
their sexual urges arc later redirected to others. and they may in the end marry someone 
like mom or dad. If children have had to deaJ with an especially intense QedjpaJ conflict, 
they are vulnerable in adolescence and yowlg adulthood. when the scxua] drive becomes 

increasingly intense. to rcarousals of the conflict and ineffective reprcssi\le defenses. 111e 
result. according to Freud. can be symptoms of psychological disorders. 

3.1 b Anxiety and the Mechanisms of Defense 
In Freud's thinking. the motivation to avoid awareness and overt expression of unacceptable 
impulses came to center around the concept of anxiety.a powerful and unpleasant emotion 
thought by Freud to have its primitive beginnings in the infant's experience of being 
overwhelmed by uncontrollable stimulation. As the child grows older. anxiety begins to 
serve as a signal that warns of some impending danger. 111e danger may be internal. in 
the form of some disturbing instinctual impulse that threatens to break into awareness 
and possibly be expressed jn overt behavior. or external. such as a perceived threat of loss 

of love or physical injury from significant people in the. child's lifo.111c child then learns 
\ 1arious strategies. known as d efense mech anisms. to prevent anxiety-arousing impulses 
from entering awareness or being overtly expressed in ,,1ays that might evoke retaliation 

(sec Figure 3 °2). Repression. the primary defense mechanism in Freud's early writ ing. is 
the unconscious but intentional forgetting of memories associated with anxiety-arousing 
impulses and conflicts. ln time. Freud expanded the concept of defense to incJude several 
other mechanisms in addition to the more basic one of repression. 

Reaction formation represents an extension of the basic repressive strategy. In this 
defense. people take the additional step of believing and acting as though they were motivated 
to do just the opposite of the unacceptable impulse: A man behaves in a kindl)', considerate 
fashion when. in fact. he has an impulse lo be mean, sadistic. or cruel; a woman is excessively 
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Oedipal conflict 
In Freuclian theory, the 
erotic attachment to 
the other-sex parent. 
in\lolving feelings 
of competition and 
hostiLity toward the 
same-sex parent and 
fears ofretaJiation 
(castration anxiety in 
boys) from the same
sex parent 

Defense mecbanisrt1 
In Freuclian theory, 
strategy whereby a 
person avoids anxiety• 
arousing experiences 

Repression 
lJefunse mechanism 
in which the anxiety• 
arousing memory or 
impulse is prevented 
from becoming 
conscious 

Reaction formation 
lJefunse mechanism in 
,,,hich a person behaves 
in a way directly 
opposite from some 
underlying impulse 
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Isolation 

Defense mechanism 
in which a person 
separates emotional 
from intellectual 
co11te11t or otherwise 
separates experiences 
that would be anxiety 
arousing if permitted 
to occur together 

Displacement 

Defense mechanism 
in whicl1 tl1e person 
shifts a reaction from 
the original target 
person or situation to 
some otl1er person or 
situatio11 (e.g., anger 
displacement from boss 
to family) 

Projection 

Defense mechanism 
in which a person 
disowns son1e i1npulse 
and attributes it to 
another person 

Intrapsychic 

Unobservable mental 
eve11ts such as 
ideas,wishes,and 
unconscious conflicts 

Id 

In Freudian theory, 
that part of the mind 
from wl1ich instinctual 
impulses originate 

Ego 

In Freudian theory, that 
part of the mind that 
mediates between id 
impulses and external 
reality 

Superego 

In Freudian tl1eory, 
the i11ternalized 
representative of 
pare11tal or cultural 
values 

Figure 3-2 The Purpose of Defense Mechanisms 

Defense mechanisms serve to shield the ego from the harsh aspects of reality. 

Source: Adapted from Adjustment and Personal Growth, 2nd ed., by F. J. Bruno, 1983, New York, NY: Wiley. 
Copyright © 1983 by F. J. Bruno. 

Reality 

Defense 
Mechanisms 

Ego 

neat, clean, and orderly, when underneath she wants to be messy and dirty; a person conducts 
a crusade against pornography to control (and, indirectly, to gratify) unconscious sexual 
interests. Reaction formations of this kind are likely to become long-standing character 
traits that color the whole personality. 

Isolation refers to isolating a memory or impulse in such a way that it no longer creates 
anxiety. The most common form this defense takes is the separation of an idea from its 
associated distressing emotions. The person may become able to tl1ink of this idea in a cold, 
emotionless way. An incest wish, for exa1nple, may be experienced as an abstract, intellectual 
idea, bereft of both the attracting and repelling emotions previously associated with it. In 
displacement, a disturbing emotion or conflict is transferred from its original source to 
some less threatening object or situation. A fear of castration might be displaced to a fear of 
dogs, for example. 111 projection, the person disow11s some impulse or attitude and projects 
it onto another person. "It's not I who am filled with a murderous rage against you; it's you 
who have it in for 1ne." "It's not I who have a homosexual attraction for you; it's you who are 

making homosexual passes at me." The defensive aim of such a mechanism is clear. 
This list of defense mechanisms is not complete. In fact, there is no one standard list. 

Different psychoanalytic authors put together various combinations of ways in which people 
defend against unacceptable impulses. What is agreed is that it is normal, even healthy, for 
people to make use of defenses-up to a point. However, excessive use of defenses interferes 
with healthier methods of coping and functioning in the face of life's demands. 

3.lc A Theory of the Mind: The Higher-Order Abstractions 
Psychoanalytic theory is not so mucl1 concerned with overt behavior (what people do) as 
with what they think and feel. The basic inquiry of psychoanalysis is: What are the 1nental 
events-the i11trapsychic processes-that help us understand other mental events such 
as dreams and anxieties? As Freud's theory developed further, some aspects beca1ne quite 
abstract and complex. 

The Structure of the Mind 
As noted earlier, Freud proposed tl1at the mind could be conceptualized as consisting of 
tl1ree primary parts: the id, which is the source of basic insti11ctual drives seeking immediate 
gratification; the ego, which attempts to mediate between the urgings of the id and the demands 
of exter11al reality; and the superego, an internalized and partially irrational representation of 
parental or cultural values (see Table 3-1). 1l1e ego, according to Freud, governs such processes 
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Table 3-1 Mental Structure Accord ing to Freud 

Structure Consciousness 

Id Unconscious 

£go PredominanlJy 
conscious 

Supereg o Both conscious and 
unconscious 

Contents and Functions 

Basic impulses (sex and aggression): seeks lmmediate 
gratification. regardles.-; of consequences: impervious to 
reason and logic: immediate. irrational. impulsive 

Executive mediating between id 1mpulse·s and superego 
inhibitions: tests. reality: seeks safely und survivnl: 
rational. log1caJ. takes account of space and time 

(deals and morals: strh·es for perfection: observes. 
dictates. criticizes. and prohibits: imposes limitation.son 
satisfactions: becomes the conscience of the indh'ldual 

as perception. learning, and thinki ng. whereby the person regulates the commerce between 
the id's imp ulses and reality: it also includes those mechanjsms of defense already described. 

1hc superego was thought to develop primariJy in the course of resolution of the Oedipal 
confl ict. when children incorporate or internalize their irrational percept ion of the same~sex 
parent. 'Otis internalization is another kind of defense mechan ism in which the ch i]d identifies 
with the same~sex parent and thereby avoids his or her displeasure- a strategy of~(fyou can't 
beat 'em. join 'em:· 111creafter. this internalized parental representa tion becomes a source of 
praise or condemnation: it becomes, in other words. one·s conscience. 

The Libido 
One of Freud's most radical notions was that aJI motivation. o ther than a few simple 

physiologicaJ d rives such as hunger and thirst. arises from the sexuaJ instinct. or t he libid o. 

Many forms of beh avior tha t, on th e surface. seem to have nothing to do with sex. Freud 
considered sublimated expressions of the libidinal instinct. ~Illus. a scientist's cu riosity 

about t he workings of nature might be considered to re flect a sexua l curiosity tha t has been 
redirected to a more socially acceptable and reward ing area of investigation. 111e motive 
is descxuo.lized. or changed so tha t it is no longer recogn ized as sexual. Sublimation is 
considered a psychologically healthy mechanism since it aJlows relatively full expression of 
the underlying instinctu aJ energy. 

Later, Freud recognized the death inst inct (tha.natos) as a second major motivational 

system, accounting for aJI destructive behavior. whether people directed it against themselves 
or others. Not a lJ or Freud ·s colJcague-s. however. were willing to accept the existence of an 
independent death jnstinct. 

Stages of Psychosexual Deve/optnent 
AccorcHng to the psychoana.Jytic t heory of personality development. the individuaJ progresses 
th rough certain biologicall}•dctc.rmined stages of psychoscxual development in which the 
basicsex-ua l instinct or libido see.ks gratificat ion via oral. anal, and genital zones of the body 
(sec Table 3-2). 'the genital stage can be subdivided into the phallic .~tage, corresponding to 
the Oedipal period from ages 4 to 6: the latency period. starting with the rep ression of all 

Table 3-2 Freud's Stages of Psychosexual Development 

Stage 

Oral 

Anal 

Phallic 

Latency 

Genital 

Time Span 

Birth tJ-iough first 12-18 months 

12-18 monlhs lo age 3 

Age 3 lo ag-e 5-6 

Age 5 o r 6 to p uberty 

P'rom pubert}•on 

focus of Sex ual GnUfic.ation 

Ups and mouth 

Anal are.a 

Genitals 

No focus-sexual dn\-es unexpressed 

Sexual relabons with people outside lhe family 

BVT Lob 
Flashcards are available 
for this cllapter at 
www.BVTLab.com. 

Libido 

Psychoanalytic concept 
reforring to scxuaJ 
instincts 

Sublin,ation 

lJefunse mechanism in 
which sexual instincts 
are rcchannelcd into 
substitute activities 
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sexuality as a way of coping with Oedipal conflict and lasting u11til adolescence; and then the 
adult genital stage, in which the libido finds expression in a mature heterosexual relationship. 

Fixations at and regressions to tl1ese various st ages of development influence later 
personality traits, including features of abnormal symptomatology. Fixation refers to an 

According to Freud's theory, a habit of anxious nail
biting could be considered a form of oral fixation. 
(Shutterstock) 

undue investment of the sexual instincts at one of these stages of 
development-for example, oral fixation would tend to involve a 
conti11uing i11terest in oral activities such as the ingestion of liquids 
and sucking or chewing on objects. An anal fixation might involve 
excessive interest in messy, dirty activities (because of their symbolic 
relation to the process of defecation) or in "bathroom" l1umor. 

Fixations are thougl1t to occur because the person has been either 
overindulged or unduly deprived of gratification at a particular 
stage. If persons are later frustrated or otherwise experience stress 
at a more "mature" level of psychosexual development, they are likely 

to regress to the stage at whicl1 they had previously become partially 
fixated. In the face of difficult life circumstances, for example, a 
person orally fixated might regress to oral sources of satisfaction and 
eat or drink excessively. The anal character is commonly thought to 
show stinginess (related to anal retentiveness), stubbornness (related 
to opposition to bowel training), and compulsive orderliness and 
pedantry (reaction formations against urges to be messy and sloppy). 

Fixation 

In Freudian theory, an 
unusual investment 
of libidinal energy at a 
certain psycl1osexual 
stage 

Regression 

In Freudian theory, a 
return to some earlier 
state of psycl1osexual 
development in the 
face of some current 
frustration 

Phobia 

Strong, irrational fear 
of so1ne specific object, 
ani1nal, or situatio11 

3.ld An Illustration 
An example of Freudian analysis in tl1e case of anxiety is "Little Hans." Hans was a 5-year
old boy who had developed a phobia ( a fear) of going out in tl1e street because a horse might 
bite him. Freud described his analysis of the cause of the phobia in his paper, "Analysis of 
a Phobia in a Five-Year-Old Boy" (Freud, 1909/ 1955). Most of Freud's information came not 
from Hans but from the boy's father, who sent detailed correspondence weekly to Freud 
about the situation and its background. Freud's report on t he case ran 140 pages; it will be 
only briefly described here. 

Tracing the origin of the phobia required a complete history from Hans' s father about the 
boy's developing sexual interest. At age 3, Hans began showing interest in his penis (which 
he called his "widdler"). On one occasion, Hans was discovered touching his widdler by his 
mother, who responded by telling Hans that if he did not stop playing with it, he might be 
sent to a doctor to "h ave it removed." Still, Han s's interest in his genital area continued. He 

admitted to playing with his widdler in bed at 11ight before going to sleep. He 11oticed that 
his sist er did not have a widdler, and t his was puzzling to him. At age 4, after a bath , Hans's 
1nother was drying him and powdering him, carefully avoiding touching l1is penis, when 
Hans said, "Why don't you put your finger here?" His mother responded that "it wouldn't be 
proper," to which Ha11s replied witl1 a laugl1, "But it would be great fun!" 

Talking with his father, Hans sought to learn more about widdlers. He noted that animals 
had widdlers, and large animals had large ones. He assumed that his father had a large 
widdler too. In fact, Hans told his father about a horse he had seen that had a large widdler. 
Horses were fan1iliar objects on tl1e Vienna streets at the ti1ne, and Hans saw tl1em frequently. 
Recently, Ha ns had been warned by his nursemaid to be careful around a large white horse 
because it might bite his finger. As the phobia deepened, Hans was afraid that a horse might 
come into his room and bite him. 

In addition to tracing the developments of the situation through the father's letters, 
Freud interviewed Hans in his office. Asked what it was about horses that frightened him, 
Hans said he was afraid of what horses wore around their eyes and the black thing around 
their mouths. He also recalled an accident involving a horse that had fallen to the ground, 
kicking; Ha11s was afraid the horse was dead. 
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Freud's analysis ofHans's fear followed directly from his views on the Oedipal co11flict. 
Hans's fear of horses was symbolic of his unconscious fear of his father. His seductive episode 
after his batl1 revealed his sexual desire for his mother, whose remark about having his '"riddler 
removed only heightened his castration anxiety and fear of his father, whose widdler was larger. 
The things that horses wore around their eyes and mouth, which Hans found so frightening, 
symbolized his father's eyeglasses and moustache. Freud's conclusion was that the phobia had 

developed as Hans repressed these unacceptable feelings about his father a11d displaced them 
onto horses instead. Once the true nature of his fear was revealed to Hans, Freud reported that 
the child became less anxious and developed into a "cheerful, good-natured" boy. 

3.le Childhood Origins of Neurotic Symptoms 
Neurotic (tl1at is, a nxiety-drive11) symptoms, according 
to Freud, result from the interplay between instinctual 
impulses striving for expression and defensive strategies. 
The key to understanding the strength of the forces involved 
lies in an appreciation of their early childhood origin, as 
the case of"Little Hans" illustrates. The conflict underlying 
hysteria, for example, is not between some adult sexual urge 
and some adult view of ethics and morality. While this may 
indeed be a source of co11flict and stress, it does not result 
in the severe incapacitation of neurotic symptoms. Some 
t emptation, rejection, or other stress in the current life 
situation usually does precipitat e the disorder; however, 
its crucial feature is a rearousal of urges, fantasies, and fears 
from early childhood, a time when loss of parental love or 
threats of punishment were experienced as catastrophic 
events. The defenses used to cope with these reawakened 

Freud believed the key to understanding neuroses was to 
determine their early childhood origin. (Shutterstock) 

emotions are likewise not adult modes of handling psychological problems but those used 
by the young child in a desp erate attempt to cope with what, from a child's view, are matters 
of emotional life or death. 

3.lf Psychodynamic Treatment 
The psychoanalytic techniques that Freud introduced have been modified over the years but 
are still used in their general for1n by various psycl1odynamically oriented therapists. The goal 
of psychoanalysis essentially remains the same: to make the unconscious conscious, as a way 
to facilitate greater understanding and insight into the self. Through the relationship between 
therapist and patient, conflict s can be revealed, 
emotions can be experienced, and the patient can 
be changed, through new insights, in positive ways. 

Although Freud originally used hypnosis as a 
tool to connect with the patient's unconscious, he 

How does psychodynamic 
theory explain and treat 
psychological problems? 

soon found that inducing a trance state was not necessary. He instead developed his method 
of free association, in which the patient is instructed to express whatever comes to mind, no 

matter how seemi11gly irrelevant, trivial, or embarrassing. Rather than actively organizi11g 
thoughts, the patient is encouraged to adopt a passive attitude-reporting the ideas, feelings, 
and images that come into awareness as though they were scenes observed from a train 
window. Freud did not expect the patient to be able to comply fully with this instruction; 
sooner or later the patient drew a blank, began to m ake well-planned sp eeches, got into 
disputes with the therapist, or in many other ways resisted the basic rule of free association. 
Resistance, as this is called, became a primary focus of attention for the therapist, who then 
attempted to help the patient through such resistances by interpretation. Since the way a 

Free association 

Basic procedure in 
psychoanalysis in 
which the patient is 
asked to say, without 
ce11sorsl1ip, whatever 
comes to mind 

Resis tance 

In psychoanalysis, the 
phenome11on in which 
patients unconsciously 
resist gai11ing insight 
into unconscious 
motives and conflicts 

55 



56 Chapter 3 Abnormal Psychology 

Swiss psychiatrist 
Carl Jung 
(Getty Images) 

Transference 

Irrational emotional 
reaction of a patient to 
the tl1erapist ( usually 
in psychoanalysis) in 
which early attitudes 
toward parents are 
"transferred" to tl1e 
therapist 

patient resists is likely to reflect styles of ego defenses used in other situations, insight about 
these resistances is considered an important tl1erapeutic benefit. 

Dreams were also viewed as ,-vindows to the u11conscious. Freud eagerly sought reports 
of patients' dreams for interpretation of symbols, since ego defenses disguised unacceptable 
impulses symbolically before allowing them to enter conscious11ess by way of the dream state. 
The content of dreams, therefore, seemed to provide much valuable information about the 
sources of conflicts and anxiety hidden deep within the patient's n1ind. 

Within the intimacy of the therapeutic relationship, the patient often begins to interact 
with tl1e therapist in ways similar to how the patient reacted to important persons from 
childhood or later life. Transference involves the projection of thoughts and feelings from 
these otl1er relatio11sl1ips to the therapist; in essence, the therapist becomes, in some ways, 
the mother, father, son, lover, or judgmental authority for whom the patient harbors strong 
feelings and impulses. Psychodynamic therapists do not try to avoid transference; on the 
contrary, they expect and welcome it as an opportunity to help a patient work through 
relationships with an absent significant figure. Transference and countertransference 
(that is, the therapist's reaction to the patient's projections) become important tools for 
insight therapy. 

3.1g Variations in Psychodynamic Approaches 
As with a11y movement-whether intellectual, political, or religious-in which individuals 
propound points of view radically different from the prevailing beliefs, a band of followers 
developed a round Freud, devoted to protecting the embryonic psychoanalytic movement 
fro1n the attacks of the establishment. Just as inevitably, there emerged splinter groups and 
individuals who disagreed ,-vith the developing orthodoxy of psychoanalytic theory. The 

universal role of sexual conflict in the causation of neurotic disorders was the 
point on which a number of early adherents began to disagree. Since this 

proposit ion was based on interpretations of memories, dream s, and so on 
provided by patients in the course of treatment, it could not be proved 

or disproved with any finality. Other analysts began to believe that the 
symptoms produced by their patients could be interpreted differently. 

Alfred Adler, for example, came to believe that it was not 
sexual conflict that lay bel1ind neurotic symptoms but conflicts 
revolving around needs to dominate or triumph over others. The 
free associations of his patients seemed always to lead to a central 
problem in which they were striving to be superior as a way of 
compe11sating for underlying feelings of inferiority. Carl G. Jung also 

doubted that all human motivation could be traced to sexual urges, and 
he questioned whetl1er all significant personality characteristics were 

essentially molded in the first 5 years of life. Jung went on to emphasize 
the unconscious as an energy source from which positive, creative acts arose 

as well as lusts and meanness. He also had a strong mystical bent, reflected 
for example in his theory of the collective or racial unconscious-the idea that all 

humanity shares certain racial memories. These common racial memories, according to 
Jung, are expressed sy1nbolically in the mythologies of all present a11d past cultures. Both 
Adler and Jung broke with Freud and developed their own movements, known respectively 
as individual p sychology and analytical psychology. 

Other individuals developed their own brands of neo-Freudian theories, most rejecting 
Freud's exclusively sexual interpretation ofhu1nan motivation and his overly restrictive vie,-v 

of biologically determined stages of psychosexual development. Neo-Freudians-such as 
Harry Stack Sullivan, Karen Horney, and Erich Fromm-put more emphasis on the social 
environment as a determinant of personality developm ent. Sullivan, for example, became 
kno,-vn for his interpersonal theory of psychological disorders, supplementing the Freudian 
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preoccupation with intrapsychic dynamics with an equal concern about who is doing what 
to wl1om in the external world of social interaction. Horney believed that most neurotic 
disorders could be traced back to a basic anxiety that has its origins in early childhood. She 
argued that all children develop aggressive or hostile impulses toward tl1eir parents because 
of the inevitable frustrations tl1at even the best-intentioned parents impose. This hostility 
can produce strong basic anxiety over the possibility that children may alie11ate their parents 
by some hostile or antagonistic expression and thus find tl1emselves deprived of love, their 
only source of acceptance and nurturance. Growing children, and even adults, engage in all 
manner of protective maneuvers to ensure that this does 
not happen. For example, they become overly dependent, 
submissive, placating, achieving, or competitive to guard 
against this loss. 

More recent extensions of psychoanalytic thought 
include object-relations theory, wl1ich analyzes psychological 
problems in terms of how features of a person's prese11t life 
symbolize the early social bonds formed by the developing 
child. These early relationships are internalized; in future 
relations, the person projects the internalized object-for 
example, the good mother, the demanding teacher, the 
loving child-onto the situation, effectively reliving the 
object relations of childl1ood in the present. The therapist
patient relationship is seen as a symbolic expression of what 
is pathological in the patient's life and, therefore, tl1e avenue 

to produce change. 

Psycl1ologist Karen Horney believed t hat most neurotic 
disorders could be traced lJack to a basic anxiety tl1at has it s 
origins in early childl1ood. (Shutterstock) 

Althougl1 psychoanalysis is not as dominant in the treatment of abnormal behavior as 
it once was, it and its derivatives retain a significant following. The impact of its concepts 
has historically been stronger in psychiatry than in psychology, presumably because Freud 
trained as a physician. In fact, for most of the 20th century, advanced psychoanalytic 
training was available only to students admitted to medical schools-a situation that was 
not resolved until the 1980s, when the American Psychological Association won a lawsuit 
opening psychoanalytic institutes to psycl1ology students as well. Because its ter1ns do not 
easily lend themselves to precise definition, objective measurement, or scientific evaluation, 
psychoanalysis has not compiled a strong research base of support. Its influence, l1owever, can 
still be widely felt in psychology, and its rich and complex symbolism continues to fascinate 
philosophers, artists, and writers. 

3.2 Behavioral Approaches 
The work of Ivan Pavlov in Russia began to attract the attention of U.S. psychologists in the 
early 20th century. At the time, the common approaches used by psychologists in research 
and therapy-introspection and psychoanalysis-were under attack by some researchers as 
being too u11reliable and subjective. One of these critics i11 particular, John Watson, claimed 
that psychology would never achieve scientific status by using these techniques. Watson, the 
leading psychologist in America at the time, knew of Pavlov's conditioning studies, and he 
saw the value in applying this consistently objective, measurable scientific methodology to the 
study of human bel1avior. Watson outlined such an approach, which he called behaviorism, 
and promoted it extensively as the only scientific path open to psychologists: 

Psychology as tl1e behaviorist views it is a purely objective experimental brancl1 
of natural science. Its theoretical goal is the prediction and control of behavior. 
Introspection forms no essential part of its methods, nor is the scientific value of its 
data dependent upon the readiness with which they lend themselves to interpretation 
in terms of consciousness. (Watson, 1913, p. 158) 

Behaviorism 

An approach to 
understanding 
behavior that 
emphasizes tl1e 
relatio11 between 
observable behavior 
and specifiable 
environmental events 
(or stimuli) 

57 



58 Chapter 3 Abnormal Psychology 

Visit www.BVTLab.com 
to explore the student 
resources available for 
this chapter. 

B. F. Skinner, founder of 
behavior analysis 
(B. F. Skinner at Harvard circa 

1950 by Silly rabbit, available 

under a Creative Con1n1ons 

Attribution License CC BY 3.0 

at https://commons.wikirnedia. 

org/wiki/File:B.F._Skinner_at_ 
Ilarvard_ circa_ 1950.jpg) 

Watson's view was that tl1e principles of conditioning could explain all behavior, both 
normal and abnormal. The powerful laws of learning seemed to him a much more reasonable 
foundation for the developing science of psychology than the subjective and untestable 
concepts proposed by Freud. Watson set out to demonstrate this idea in experiments, 
including a famous example involving the development of a phobic response in a young 
boy, "Little Albert" (Watson & Rayner, 1920). 

Albert was reportedly a 11or1nal, ll-mo11th-old boy with no unusual characteristics or 
behaviors. In the experiment conducted by Watson and his graduate student Rosalie Rayner, 
the boy was shown an array of objects, most of them furry, such as a white rat, a rabbit, a dog, 
and cotton. Albert showed no signs of fear in their presence. To induce fear, the investigators 
used an unexpected loud noise produced by striking a steel bar with a ha1nmer closely bel1i11d 
the infant. In the first session, the bar was struck on two occasions when Albert reached out 
to touch a white rat. TI1e loud noise startled Albert and caused him to jump and whimper. A 
week later, five more paired presentations of rat and noise were given. On the eighth trial, the 
rat alo11e was presented, and Albert im1nediately bega11 to cry and to crawl away rapidly. In 
conditioning terms, the loud noise was the unconditioned stimulus, and the startle reaction 
was the unconditioned response. After being paired with tl1e loud noise, the rat became the 
conditioned stimulus, eliciting the conditioned response of fear. 

Five days later, Albert was tested for generalization of the fear response. He played as 
usual with wooden blocks, showing no sign s of fear. When the rabbit was put in front of 
him, he responded at once-leaning as far away from the animal as possible, whimpering, 
and finally bursting into t ears. Albert showed similar, though not as strong reactions, to 
the dog, cotto11, and other furry objects, sucl1 as a Santa Claus mask. Albert had acquired a 
phobia of white rats and related furry objects by a simple process of classical conditioning. 
Subsequent research using different methods also supported a conditioning model for the 
acquisition of phobias. For example, in a much later experiment, Campbell, Sanderson, and 
Laverty (1964) used drug-induced respiratory paralysis with volu11tary subject s. They found 
that with just one pairing of this l1orrific experience witl1 a tone, indications of fear, such 
as palms sweating and change in heart rate, became conditioned to the tone and showed 
no signs of extinguishing over a 3-week p eriod and 100 presentations of the tone by itself. 

There is much indirect and anecdotal evidence to suggest that fear responses do, indeed, 
becom e associated with previously neutral stimuli on the basis of a few fear-arousing 
experiences. Some young children's reactions to the white-coated doctor from whom they 
have received shots on previous occasions are well known to m any parents. Individuals who 
develop intense fear about riding on trains, cars, or motorcycles after having experienced 
one accident are other examples. It seems likely, then, that some fears can be learned by 
classical conditioning. In fact, Wolpe and Rach man ( 1960) reanalyzed Freud's case of "Little 

Hans" and suggested that this celebrated example of a phobia could also be explained by a 
simple conditioning account. 

Clearly, Watson's approach to the study of anxiety was very different 
from that of Freud. Th e version of behaviorism promoted by Watson 

was incomplete because he relied solely on classical conditioning as 
an explanatory m echanism and because he downplayed biological 

contributions to behavior, largely in reactio11 to tl1eir overstated role 
proposed by instinct theorists of the time. Still, Watson's attempt to 
promote a rigorous and objective approach to the study of behavior 
was groundbreaking and provided an enticing and parsimonious 
alternative to psychodynamic theory. 

3.2a Operant Conditioning 
The behavioral model was expanded and significantly strengthened by 

anotl1er U.S. psychologist , B. F. Skinner (1904-1990). In his book, The Behavior 
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of Organisms (1938), Skinner recognized two basic and distinct learning processes: classical 
conditioning, which concerned reflexive or elicited behaviors, and operant conditioning, which 
involved "voluntary" or emitted bel1aviors. The latter derived from Thorndike's "law of effect," 

which was restated to eliminate subjective experience, so that satiefi,ers and annoyers became 

reinforcers and punishers-that is, they were defined by their effect on behavior. 

Skinner created a laboratory environment (still called a Skinner box) to initially focus his 

approach, which he termed "the experimental analysis of behavior," on simple activities sucl1 as 

lever pressing by rats and key pecking by pigeons under controlled environmental situations. 

The animal subjects were placed inside the apparatus, which automatically recorded the 

target responses and provided access to food or water contingent on responses occurring at 

certain ti1nes, such as wl1en a light was illuminated. By systematically manipulati11g different 

components of the experimental procedure, he was able to describe lawful relationships 

between behavior and its consequences and to produce and control patterns of responding. 

Although Skinner began his work on the simple, observable responses of animals, 

he made it clear tl1at he intended to expand his analysis of behavior to complex l1uman 

activities, including language, and to internal or private events such as feeling and thinking. 

He considered the barrier of the skin to be unimportant in terms of the law of effect and 

viewed thoughts and beliefs not as causes of behavior but rather as behaviors themselves, 

evoked by the environmental co11text and shaped (that is, influenced and directed) by 

their consequences. 

The essence of operant conditioning is that the organism learns to make a response that 

operates on the environment so as to produce some consequence favorable to the organism. 

Skinner and others have used the term reinforcement to refer to a co11seque11ce that strengtl1ens 

or increases the likelil1ood that a response will be repeated. Some consequences are almost 

universally reinforcing: water when thirsty, food when hungry, sleep when tired, and sexual activity 

after deprivation. These biologically important consequences are called primary reinforcers, and 

hun1ans share similar sensitivities to these types of consequences. Other reinforcers, however, 
such as money, praise, and social status, are called secondary or conditioned reinforcers, which 

are established by their association with other reinforcers. Different types of consequences weaken 

or suppress the behaviors that produce them, and these are called punishers. Punishers can also 

be primary or secondary. A primary punisher ( or aversive stimulus) is electric shock, for example, 

while a secondary punisher might be criticism or disapproval. 

There is no sure way of knowing whether a given consequence will, in fact, be reinforcing 

or punishing for a given individual, but this does not matter for the behavioral approach. 

Reinforcement simply involves a consequence that increases behavior, and punishment involves 

a consequence that decreases behavior. Because they have had different learning histories, people 

differ in the sorts of secondary reinforcers and punishers that affect them. The value of a reinforcer 

also changes due to satiation and deprivation conditions, its delay in time, and the momentary 

context of other available reinforcers. In addition, internal events can serve as reinforcers and 

punishers. For example, feelings of envy, a fond recollection, a sense of accomplishment, or relief 

from pain could weaken or strengthen the activities that produced them. 

We ca.n further organize the effect of consequences by considering wl1ether the behavioral 

contingency involves the presentation of something or the removal of something. When 

behavior i11creases because of the presentatio11 of a positive result (such as winning a jackpot 

after placing a bet), it is positive reinforcement (we become 1nore likely to gamble again in 

the future). When behavior increases because of the removal of something unpleasant, the 

result is called negative reinforcement. For example, if taking aspirin relieves a headache, 

we become more likely to use aspirin again in tl1e future. On the other l1and, after receiving 

a painful burn from a hot stove, we are much less likely to touch it again; the presentation of 

pain is a punisher for that response. A final type of punishment involves the loss of sometl1ing 

positive. For instance, a traffic fine for speeding entails the removal of money; once having 

paid the fine, we are less likely to commit the same offense in a similar setting in tl1e future. 

These relationships are illustrated in Table 3-3. 

Reinforcement 

Consequence that 
strengthens the future 
probability of a response 
that produces it 

Primary reinforcer 
Event, usually 
biological i1111ature, 
that almost always 
provides reinforcement, 
such as eating when 
hungry (Primary 
reinforcers do 
not acquire their 
rei11forcing properties 
througl1 learning.) 

Conditioned 
reinforcer 

Consequence that has 
gained ITS reinforcing 
value by being paired 
with other reinforcers 

Punisher 

Type of consequence 
that weakens or 
suppresses the 
beha,riors that 
produce it 

Contingency 

The specified 
dependency between 
a behavior and its 
antecedents a11d 
conseq t1ences 

Positive 
reinforcement 

The contingent 
presentatio11 of a 
pleasant result, which 
strengthens stibsequent 
responding 

Negative 
reinforcement 

The conti11gent removal 
of an unpleasant 
sti1nult1s, wl1ich 
strengthens stibsequent 
responding 
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Another important concept in the operant learning model is the discriminative 
stimulus. What the organism learns is not just to make a response but also to make it only 

under cer tain circumstances. For example, people learn to 
tell humorous off-color jokes, but not in church, where such 
activity often earns disapproval. Similarly, touching a hot 
stove is punished unless we are using a protective oven mitt 
so that a bur11 would 11ot occur. The settings or situations 
signaling that responses are likely to produce reinforcing 
outcomes are called discrim inative stimuli, and they serve 
to guide our actions. 

Careft1l bala11cing of your ba11k account is 11egatively 
reinforced because overdraft fees are avoided. (Shutterstock) 

Although we quickly learn to discriminate (that is, to 
distinguish) the particular setting in which a response will 
produce reinforce1nent from the setting in which it will not, 
we can a lso generalize our operant resp on ses to simila r 
situations that we've never encountered before. So, based on 
only a few experiences, we may learn how to operate any type 
of automobile or not to trust any stranger. As generalization 
proceeds, our responses may become topographica lly 

Discriminative 
stimulus 

A stimulus that serves 
as a signal that a 
certain response will 
lead to a rei11forcer 

varied while remaining functionally similar; they 1nay for1n 
generalized response classes (such as "making excuses" or "telling jokes"), which include many 

different specific activities that achieve similar reinforcing functions. 

Three Levels of Selection 
Thorndike had originally assumed that the typ e of learning he studied in the puzzle box 
was the result of selection by the environment- that is, behavioral variability was present , 
and environmental consequences selected the effective actions and eliminated ineffective 
ones. In a classic paper, Skinner (1981) furt her developed this idea. Specifically, he proposed 
that operant conditioning and 11atural selection were actually the same process, operating 
over different time spans and on different asp ect s of the organism. He called that process 
selection by consequences. 

In natural selection (or Level 1 selection), many variations exist b et ween organism s 
within a species. Some are larger, heavier, faster, or n1ore sensit ive to light; some have different 
markings or colors. If any variation provided an advantage, however slight, to an organism 
in terms of succeeding at reproduction, that advantage could be passed on to offspring. Over 
time, the adva ntageous t rait would become more common in the population, and event ually 
tl1e sp ecies would become different from their ancestors. Said another way, tl1e consequence 
in natural selection is reproduction, and the effect is that organisms are slowly modified in 
ways that make reproduction more likely. The unit of this level of selection is the gene; given 
enough time (perhaps hundreds or thousands of generations), the result is evolution, or a 
change in species. 

In the case of opera nt conditioning (Level 2 selection), variations also exist within tl1e 
behavioral rep ertoire of an individual organism. If any behavioral variation provides a n 
advantage in acquiring reinforcement or avoiding punishment in a par ticular situation, that 
behavior will become 1nore likely the next time a si1nilar circumstance occurs, a11d other 
competing actions will become less likely. In t ime, the overall pattern of behavior is altered 

Table 3-3 Basic Contingencies of Operant Conditioning 

Stimulus is pleasant. 

Stimulus is aversive. 

Consequence Involves 
Presentation of Stimulus 

Positive reinforcement 

Punishment 

Consequence Involves 
Removal of Stimulus 

Punishment 

Negative rei11forcement 
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by the result. The consequence of operant conditioning is reinforcement, and the reinforcing 
environment modifies an organism's actions to make certain behavior more likely. The unit 
of this level of selection is individual behavior, and on this time scale (1noments), the result 
is a change in the repertoire of activities the organism displays. 

A third level of selection is cultural selection. Variations exist within the practices of a 
culture or social group-such as in language, religion, business, politics, scientific research, 
or the practice of medicine. If a cultural practice provides an advantage to the group in ter1ns 
of maintaining its survival or stability in tl1e face of challenges, that variation tends to be 
maintained. Cultures that provide effective educational practices, for example, are more likely 
to continue than those that do not. The consequences of selection at this level include the 
strengthening of tl1e cultural practice. On this ti1ne scale (decades or centuries), the result 
of selection is the emergence and evolution of cultures. 

According to Skinner, the 1nechanism for these three levels of selection is the sa1ne: 
selection by consequences. On the shortest time span, individual behavior is modified. On 
a longer ti1ne span, cultures are modified; and given enough time, species are modified-all 
by the consequences that variations have produced. Since humans have been on this planet 
for many thousands of years, Skinner proposed that any co1nplete explanation of l1uman 
behavior and of human problems always involved an appeal to all three levels. As one example, 
consider the problem of overconsumption of calories and the resultant obesity that we see in 
the United States at this time. At the species level (Level 1), humans have inherited genetic 
attributes that make us susceptible to sweet and high-fat foods and that provide ways to 
store excess calories in the body in the form of fat. Presumably, this is adaptive because our 
ancestors had to endure ti1nes of limited food availability or fa1nine. At the individual level 
(Level 2), we have learned particular food preferences and how to accumulate tasty foods 
for quick consumption or easy preparation; to modify their flavors with condiments and 
dressings; and perhaps to follow the meal with delicious, high-calorie desserts such as ice 
cream. We have also learned to eat while doing other thi11gs and to snack-both to satisfy 
hunger and as a way to pass tl1e time or perhaps to enhance an activity such as viewing a 
movie. At the cultural level (Level 3), we are exposed to constant promotions for fast food 
and sugary treats and find opportunities to consume large portions of high-calorie, high-fat 
foods on every highway and in every shopping mall in every town in the country. Fast foods 
are easy to consume because the culture keeps them inexpensive, conve11ient, and readily 
available; so it is much easier to order a burger and fries 
than it is to cook a healthy meal. The result of selection on 
these three levels is a dramatic increase in the percentage 
of the U.S. population that is obese. Similar analyses could 
be made for alcoholism, pornography, and aggression. 

To Skinner, then, the origin of behavior is the same 
as the origin of species: variation and selection. However, 
we are not yet able to intervene effectively in the selective 
process at the genetic level. In the case of obesity, we 
cannot change the genome of obese persons. Intervention 
at the cultural level is possible, but much time and effort is 
required to alter our fast-food culture, and economically 
powerful institutions, such as the food industry, would likely 
resist the effort. Only at the individual level can we quickly 
and effectively intervene by shaping different eating habits 
and food choices. Thus, operant conditioning provides the 
most effective way to change behavior. 

At the cultural level, we are exposed to constant pro1notions 
for fast food, sugary treats, and alcohol. The result is a 
dramatic increase i11 the percentage of people wl10 are obese 
or who drink frequently. (Shutters tock) 
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3.2b Operant Learning and Abnormal Behavior 

RcversaJ design 

Although Skinner himself did not work in the area of abnormal behavior. many other 
investigators have used the operant model as a way of understanding the development of 
abnormal reactions and as a basis for devising treatment proccdurcs.111eir basic assumption 
is that abnormal behavior is shaped because it produces reinforcing consequences in some 
way: thus. it should be subject to unlearning ifU1c setting conditions and consequences arc 
appropriately changed. From this point of view, children may develop strong and recurrent 
temper tantrums because such behavior is reinforced by parental attention or by giving in 
to the child's demands. A depressed person who expresses feelings of worthlessness and 
preoccupation with physical complaint.~ may be reinforced because his family comforts him 
at these times. An alcoholic may escape from strcssors in life. ach ieve a temporary sense of 
enjoyment. and avoid unpleasant withdrawal symptoms by continuing to drink. 

An experimental 
design in which 
new reinforccme.11t 
contingencies arc 
instated for a period 
of lime. foUowed by 
reinstatc.mcnt of the 
old reinforcement 
contingencies. and 
finally the installment 
ofthc origmnl. 
new con ti ngcncies 
(Sometimes a fourth 
reversal is included 
to show that the new 
contingencies arc 
causing any observed 
changes in beha\.";or.) 

lhc most impressive demonstrations of the power of external consequences to influence 
our behavior arc experimental studies in which the investigator changes U1e consequences 
in such a way that old behavior is eliminated and new behavior is instituted. (n a rcvcrsaJ 

design, the e..xperimentcr subsequently reinstates the original consequences and observes 
whether the fom1er behavior returns.1l1en the new consequences arc put into effect a second 
time to see whether the new behavior again rep]accs the old behavior. It is hard to argue witl1 
data of this kind; different cxtcrnaJ consequences clearly have led to different behavior. A 

reversal design js illustrated in the following clinical reporL 

1~1111's S11iness Is Mo,lifie,t bi 
Cl1a11gi11g Co11se,11.1e11ces 

Ann was a 4-ycar-old girl who had become more and more isolated from the other children in her preschoo1. 
showing an increasing preference for interaction with the adult teachers. As time went by. she spent an even 
greater proportion of her time simply standing and looking. Mild. tic-like behaviors. such as picking her lower 
lip. puUing a strand of hair. or fingering her check. also devc1oped. Careful observation or Ann's behavior indi
cated that she was using many techniques for gaining and prolonging the attention of adults and that most adult 
attention was contingent upon (was a consequence of) behaviors that were incompatible with playing with peers. 

An intervention program was instituted in which Ann received adult attention as a consequence of play 
with another chikl lbis attention. of course, had to be given in such a way that it did not draw her away from 
her interaction wiU1 the other children. No adult attention was given for isolate behavior or in response to bids 
for interaction with adults. Almost jmmcdiatcly after these new consequences were introduced. Ann:~ play-with 

other children increased drrunaticaJly and her interactions with adults decreased (see Figure 3·3). 
After 5 days of the new consequences. the procedure was reversed. The teachers responded as they had origi

nally, giving attention when Ann was showing isolate behavior or intcractingwith adults. Ann's peer intc-raction 
quick ly dropped to its previous level. After 5 more days. the new consequences were once more provided. again 
with immediate effects on Ann's behavior. 

During the last days of the second reversal period. the teachers gave increasingly intermittent (nonsystem• 
a tic) attention for interaction with other children. Many laboratory studies have shown that such interm ittent or 
partial reinforcement increases the resistance to extinction of newl)r learned responses. No systematic attempt 
was made to maintain the program after the 25U1 day. On days 31. 38.40. and 51. checks of Ann's behavior indi• 
cat.ed that her new rate of interaction with peers was holding up moderately well. Perhaps enjoyable play with 
other children had come to serve increasingly as reinforcement in its own right for social interaction with peers. 
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Figure 3-3 Effects of Social Reinforcement on Shyness 

Percentage of time Ann spent in social interaction with adu lts and with peers during approximately 2 hours of each 
morning session 
Sow-ce: Data from ~Effects of Social Reh1forceme.n1.on lso-late Beh;wlor of aNur..sery School Child.~ by K. E. Allen. B. Jfar t,J. S. Buell. F. R. 
Harrlg,, a ,ld M. M. Wolf. 196-l. C/11/d D6ve/opme11t. 35. p. SIS. Originally published In Child De1't!lopmen1. Copyright~ 1964 by 1J,eSoelety fo r 
Researeh in Child Oevelo1>ment. 
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3.2c Behavioral Treatment 
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A variety of treatment interventions have been developed within the behavioral model. 
''fypic.al ly. when building new behaviors. a contingency management technique like that 
illustrated in Ann's case is attempted. The baseline level of the t."trgct behavior is assessed, 
and then a contingency is implemented such that engaging in the target behavior produces a 
reinforcing consequence. At first. thescareartificial arrangements: however. once the behavior 
is established, an attempt is made to fade into more natural cons!!quences that will maintain 
the improvement after the contingency management program, ends. In Ann's case. adult 
attention initially was the reinforcer. but later the natural consequences of peer play came 
to maintain the sociaJ interactions. Sometimes. 
these sorts of contingency arrangements can be 
made between couples in marriage counseling; at 
other times. behavioral contacting m.ight be used to 
outline the contingencies in a sc.Jf•control program. 

What treatments have 
developed from the behavioral 

model? 

Because peers can hold strong influence over a client's behavior. modeUng is an important 
intervention. If a model pcrform.s the appropriate behavior. it is more likely to be i1nitated 
by other members of the peer group. 1]1is is especially true if the mode] receives positive 
consequences for his or her actions. A variety of posith•e behaviors. such as social interactions. 

• • 
• • 

• • 
• 

• 

31384051 

Post 
Checks 

Modeling 
Teaching a behavior 
by performing the 
behavior and having 
the learner imitate it 
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Systematic 
dcsenslUzatlou 

A countercondit1oni.ng 
procedure in which 
subjects arc exposed 
to gradually stronger 
anxiety-producing 
stimuli while 
maintaining a state 
of relaxation 

Covert sensitb:aUon 

Form of behavior 
therapy in which a 
person is asked to 
imagine an upsctt.mg 
scene in order to 
produce a form of 
aversion conditioning 

problem solving. persistence at academic tasks. and important safety behaviors. have bcc.n 
taught by employing peer models who demonstrate succcssf ul approaches to problems. 

lhcrc are times when punishment prograrns are applied- for example. when seriously 
disturbed children engage in self-destructive acts such as head banging. Unpleasant 
consequences. such as a squirt of lemon juice into the mouth or a mist of water onto the 
face. have been used quite effectively as punishcrs in stopping self-destructive activities 
among autistic and intellcctuall)r deficient children (Dorscy. lwata. Ong. & McSwecn. 1980). 
Because ofimportant ethic.al considerations. punishment is usuaJly a last-resort intervention. 
applied only when the behavior is seriously harmful and needs to be stopped quickly. More 
often. extinction tec.hniques arc used to decrease an unwanted behavior. In either case. the 
treatment would also include rcinforcernent components to build an alternative (and more 
appropriate) behavior. 

Other behavioral treatments have been derived from classic.al condition ing. Strong 
emotional reactions like fear and anxiety arc similar to reflexive responses in that they can 
come to b<! triggered by stimuli in the environment such as specific places, social situations. 
sounds, or images. in systematic desensitization. patients arc first trained in a muscle 
relaxation procedure to achieve a state i n which most mu.sclc groups of the body are untenscd. 
11ten. they arc gradually exposed to more anxiety•provoking stimuJi while they maintain 
the state of relaxation. Because we cannot. feel anxious and relaxed at t he same time, this 
-counterconditioninr;' approach makes it possible to encounter fonuer fear.-producingstimuli 

(such a,s a irplanes. dogs. or social s ituations) without triggering a phobic response. 
Some clas.~icaJ conditioning techniques arc designed to increase. rather than decrease. 

the unpleasant arousal that a stimulus can produce. A smoker. for example. may have an 
easier time quitting if the sight or smcU of a cigarette produced unpleasant reactions in t he 
body.1brough techniques of aversive counterconditioning. attempts are made to create an 
aversion to an unwanted activity that had been reinforcing in order to make the behavior lcs.~ 
likely. Fore.xample, aversivcconditioninghas been used to make aJcoholics become nauseous 
at U1c smell or taste of alcohol by pairing the flavor of alcohol w ith a drug that produces 
stomach upset. One type of aversive conditioning, covert sensitization. involves the use of 
imagery rather than actual aversive consequences (Cautcla & Kearney, 1993). Patients can be 
instructed to vivid ly imagine engaging in the problem activity and then experiencing very 
negative consequences such as illness, embarrassment. and shame.1]1ey practice imagining 

resisting the problem behavior and feeling great relief. Such approaches have been used to 
help deter smokers. overeatcrs, and sex offenders from their problem activities. 

3.2d Variations in Behavioral Approaches 
Increasingly. behavioral techniques have been combined with other approaches to produce 
hybrids. Some psychologists disagreed with the emphasis on observable behavior and argued 
that internal events such as expectancies and thoughts arc appropriately considered causes 
of behavior. Cognitive psychologists such as Aaron Beck have focused on how humans process 
and store information and how attitudes. be.liefs. and thought processes participate in normal 
and abnormal psychological states. 1he cognitive perspective on depression. for example. 
assumes that depression is caused by certain types of irrational thought processes and 
negati\•e expectations about t he person, the world, and the future (Clark, Beck. & Alford. 1999). 

EsscntiaUy, a depressed person expects failu re. overlooks evidence of improvement. a nd 
selectively remembers bad events more readily than good ones. \.Vhen combined with 
behavioral techniques that produce changes in physical activity and socjal involvement. 
cognitive-behavioral therapies challenge these deprc-ssive cognitions and can be very usefu l 
treatments. In fact.cognitive-behavioral therapie.~ are among the most effective psychological 
interventions for a variety or psychologicaJ disorders. as we shall sec in later chapters.1heir 
goal is to change the way a patient talks and thinks about the problem. as well as changing 
the problem activity itself. 
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A more recent development in therapy is acceptance and commitment therapy. or AC1' 
{Hayes. 2004). which developed more directly from the behavioral perspective. In ACT. 

patients arc taught to recognize the presence of certain bothersome emotions {such as 
depression or anxiety) in the present. to observe them as if from a distance. and to accept tJleir 
occurrence. '£his stance is often termed mindfulness. Since these feclings arc. in fact. generally 
reflexive. they aJ'c not ncc.cssarily within our control. In that circumstance, attempting to 
suppress the unpleasant crnotion can make it worse. Patients are taught that the focJings 
can be experienced without becoming overwhelmed or disabled by them. At the same time. 
patients make a commitment to engage in the important behaviors of normal life while" just 
noticing" the emotional difficulty in the background. As they do so. the natural contingencies 
of those irnportant behaviors come to maintain them. 

Behavioral tc.chniqucs have also been combined \•i'ith biological models {to be discussed 
next) in the growing field of behavioral neurosciencc.111c effects oflcarning on the brain and 
the effects of brain changes on learning can be studied in animal models in the laboratory 
using the powerful techniques of behavior analysis and brain science. 111c Skinner box is 
widely employed in research to de.fine the behavioral effects of drugs and to develop new 
drugs by carcfally examining how ongoing operant behavior is affected by pharmacological 
agents. 1J1cse studies are producing important information on how the brain is involved in 
conditions such as drug addictjon. fear. anxiety. and pain. 

3.3 Biological Approaches 
Biological science has made great progress in understanding the physical bases for behavior. 
Research into the anatomy and neurochemistry of the brain is providing insights into their 
role in emotions and emotional disorders and into avenues for treatment. In an astonishingly 
short time. the human genome has been decoded. unlocking a treasure of data to be mined 
for years to come. with the hope of identifying genetic signatures for physical and mental 
disorders and of developing medications tJ1at can influence the way in which the genome 
is expressed. 

Of course. behavior is not possible without biology. As living organisms. our biology is 
necessarily involved witJ1 everything we do. Any movement we execute. anystimulus we sense, 
and probably any thought tbat we think- all involve neurochcmical activity and biological 
variation among tissues. It is Jes.,; clear whether a particular 

biological state resu.lts in any specific behavior. 
1'he biological or d isease model. which proposes 

that mental disorders have their fundamental causes 
in physiological conditions in the brain. has expanded 
significantly since the discovery that syphilis can cause 
general paresis. Strong evidence has been collected about 
the biology and genetics of mental disorders and about 
medications that arc available for treating the symptoms 
of nearly every disorder. \+Ve be.gin our overview of the 
biological model with heredity. 

3.3a Heredity 

BVT Lab 
Improve your test 
scores. Practice quizzes 
are available at 
www.BVTLab.com. 

One of the most important developments in the history 
of biology at the beginning of the 21st century was the 
decoding (sequencing) of the human genome. The human 
genetic code can be found in the nucleus of any cell in tbc 
trillions of cells in the body. 

1n an astonishingly shorl lime. lhe human genome has be(!n 
decoded. unlocking a treai.ure o f data to be mined fo r yea.rs 
to come. •n1i.s di.sco\'ery may lead to idcnllfyinggenetic 
signatures fo r physical a nd mental disorders and development 
of medications. (Shuttentocl:) 
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Chromosome 
Elongated body in 
the celJular nucleus 
that carries genetic 
information (There 
are 23 pairs of 
chromosomes in 
human somatic cells.) 

Gene 

Unit oflu~reditary 
information carried in 
a chromosome by DNA 

Genotype 

Total set of inherited 
characteristics 
determined by a 
person's genetic 
makeup 

Phenotype 

Observed 
characteristic that 
results from interaction 
between genotype 
and environmental 
influences 

Chromosomes and Genes 
Ea.ch human body(or somatic) ccU contains 23 pairs of chromosomes. each containing many 
genes. Information about inherited characteristics is carried in the.genes by a large molecule 
called deoxyrilxmucleicacid (DNA). 'me male sperm cell and the female egg cell (ovum) have 
only 23 single chromosomes; however, as a result of sexual mating. these two cells combine 
to form a new cell with 23 pairs of chromosomes (see figure 3·4). The genetic information in 
this cell is passed on to every cell in t he.growing fetus and directs its subsequent development. 
111c particular set of gene$ in a given individual is referred to as the genotype. 

Genes arc sections of ONA base pajrs located on chromosomes (see Figure 3·5) that code 

for the production of specific amino acids and protc.ins, which. in turn. govern the anatomical 
and biochemic.aJ features of the growing organism. It is through these mechanisms that 
gene-S affect physical function and behavior. Four chemicaJ nucleobases (A or adenine.Tor 
thymine., C or cytosine, G or guanine) form the -rungs,. of the twisted Hladdcr~ that the DNA 

molecule rcsembles.1J1e.rc arc also rules about how these nuclcobascs can combine: Conly 
pairs with G. and A only pairswithT. lhose ru les allow the DNA molecule to replicate during 
cell division (sec Figure 3· 6). 

Genes come in a lternative forms, or alleles, one of which is inherited frorn the father 
and the other from the mother. 'lltcse alleles may be dominant or recessive. Dominant fonus 

of a gene arc usually associated with adaptive or heaJthy traits. and these genes typicaJly 
express their influence through protein production. Rccc.ssivc alleles do not typicaJJy express 
themselves unless they are combined with another recessive gene. There are about 3 billion 
base pairs in the human genome. and there are about 20.000 .. 25.000 human genes. Although 
some individual traits may be controlled largely by a s ingle gene. more often many different 
genes combine their effects in the expression of a s ingle trait. It is also possible for a single 
gene to have an impact on many different characteristics. To further add complexity and 
variety to the genetic picture. some genes arc constantly active (or almost constantly silent). 
whi le other genes activate for a relatively brief period (sucl1 as puberty) and then shut off. 
Much of what is known about the inHuence of genes is based on inferences from observed 
characteristics. physical or behavioral. These observable characteristics arc referred to as 
phenotypes. Phenotypes arc not directly jnherited but arc. instead, the result ofa given 

genotype interacting with given environmental circumstances to produce traits. 

Figure 3-4 Human Chromosomes 

The chromosome complement of a normal person consists of 22 matched pairs of 
chrornosomes. plus 2 sex chromosomes (2 X chromosomes for females. and an X and a Y for 
males).111e chromosomes shO\"n below arc those of a male. ·n1esc chromosomes arc shown 
with color added to disti nguish pairs. 

Source: .NlH/Wikhnedla Common~ 



Contempo,ary Framewo,ks 

Figure 3-5 Chromosomes Consist of Strands of DNA 

Sou tee: C.oortesy of Genome Management Information System~ U.S. Department or En.erg)' Genome Program..4. 
http://genomics.energy.gov. 

G 

DNA 

Figure 3·6 DNA Replication Prior to Cell Division 

Source: Courtesy of Genome Management lnk,rmatlon Syi,.lenu. U.S. Devartment of Energy Genome Programt. bUp://genomics:.energy.gov. 
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£pigcnetlcs 
Srudy of heritable 
phenotypic variation 
resulting from 
cm,.;ronmcntal 
conditions and life 
expt:ricnces 

Identical or 
wonozygotic (MZ) 
twins 
Turin.~ resuJtmg from 
the splitting of a single 
ferti111.ed ovum who 
have exactly the same 
genetic makeup 

Fraternal or 
dizygotic(DZ) twin• 
Twins that re..~uJt from 
the simultanoous 
fertilization of t\-.·o 
separate o,•a. with 
such o pair having the 
same degree of genetic 
similarity as any h\10 

nontwin siblings born 
to the same parents 

\.Yith increasingly sophisticated abilities in genetic screening, more complex relation-
ships between genotypes and phenotypes have emerged. For example, a recent study found 
that rather than asinglcgcnotypc for schizophrenia. most schizophrenics may have their own 
unique genetic alterations (W'alsh et aL 2008). lt now appears that some gcues don't directly 
code for traits: rather. they serve as -switches" that activate or inactivate other genes. tllc 
growing field of epigcnetics proposes that these gene switches can be -flipped-by particular 

cnvironmcntaJ conditions and life c.xpcrienccs and subsequently be passed along from parent 
to offspring in their flipped state. making the gene-environment interaction much more 
complicated than suspected. 

3.3b Research Methods for Studying Hereditary lnAuences 
Mental disorders arc not inherited in a direct manner from parents; however. there is 

evidence that heredity plays an important roll? in psychopathology. Ethical as well as practical 
considerations p lace experimental "breeding" research beyond the pale of acceptable 
procedures for studying hc.reditarytransmission of abnormal behaviors in humans. However. 
by collecting information about family members who have mental disorders. the distribution 
of the disorder in the famHy pedigree can provide infom1ation about the genetic i nvolvcment 
in the disorder. Linkage studie.'i can suggest ,nodes of inheritance by examining whether 
the disorder appears in certain patterns- for example. on one side of a family or in a line 
from mother to son (sec Figure 3 •7). Large pedigree studies remain particularly useful for 
the study of rare variants, pro,•idjng in,restigators with a focus for subsequent sequencing 

(Wijsman. 2012). V/ith the decoding of the human genome. a much broader approach to 
linkage is now possible. Rcc.cntly. Smoller and his c-0lleagues (2013) compared the genomes 
of33.332 patients diagnosed with autism spectrwn disorder. attention-deficit/ hyperactivity 
disorder. bipolar disorder. major depressive disorder. or schizophrenia with 27.888 controls 
and found that the five disorders shared statistical variations at several specific genetic site~~-
1\vo other research methods a.re a lso used in the study of hereditary influences: the- twin 
study method and the adoption method. 

The Twin Study Method 
Fortunately. natu re has helped us in our study of heredity by providing two types of 
twins: identical or monozygotic (llZ) twins. which result from the splitting of a s·ing le 
fertiliz.cd ovum. and fraternal or di.zygotic (OZ) twi.ns. which result from the simultaneous 
fertilization of two separate ova. fdentical twins have the same genetic endowments: fraternal 

Figure 3-7 Example of a family Pedigree of Alzheimer's Disease 

Blackened symbols are positive cases of Alzheimcr·s disease within a family. Symbols with 
strikethrough we.re decreased at t he time of tracking, and circles designate females. 

Source: lhe Oenetk DeJectCausing Familia] Ab.helme r·s Dlseas.e Maps on Chromosome 21: by P.H. 
St. George •H}'!llo1>et al_ 1981.Sde,,u 235. 885-890. Reprinted wl1J1 permlssfon ofthe publisher. 
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twins, on the average, are no more alike genetically than any two nontwin siblings born to 
the same parents. Since genetic sex is determined by whether a Y chromosome is contributed 
by the father, identical twins are always of the same sex, whereas fraternal twins are no more 
likely to be of the same sex than other non twin sibling pairs. 

The logic of the twin method might be summarized as follows: Differences in degree of 
behavioral similarity between identical and fraternal twins will be largely due to the greater 
genetic similarity of the identical twins, if it is assumed that both MZ and DZ twins share 
roughly equal environments. Should there be no hereditary influence in the development of 
a given form of abnormality, then there should be no difference in the degree of similarity 
in a trait (or concordance) shown in the two kinds of twins for this particular abnormality. 
If there are significant hereditary influences, then MZ twins should be more alike than DZ 
twins on the behavior being observed. 

This conclusion must be qualified, however, if it can be shown that people respond 
with greater similarity to identical twins than to fraternal twins or if twins don't share the 
same environments. In other words, twin methods must presume that the environmental 
variable is relatively controlled in order to see the genetic component. One way that behavior 
geneticists hope to accomplish this is to find cases in which identical twins are separated 
shortly after birth and reared in completely different environments. Any similarities between 
the separated MZ twins are inferred to reflect genetic influences, whereas differences between 
the separated twins are assumed to reflect environmental influences. However, it is possible 
that environmental as well as genetic influences may be operating to produce any greater 
concordance found in identical twins. For example, it is known that identical twins are more 
likely to share a placenta in the prenatal environment than are fraternal twins, suggesting 
the possibility that important environmental effects are overlooked even when MZ twins 
reared apart share similarities (Phelps, Davis, & Schartz, 1997). 

The Adoption Study Method 
Another method of assessing genetic influence is to compare two other kinds of children 
who have been removed from their biological parents at or shortly after birth and adopted 
or raised by foster parents: (1) children in which one or both biological parents showed 
a form of behavior disorder, and (2) children whose biological parents did not show the 

Concordance 

In genetic research, the 
degree to which related 
individuals share a 
similar trait 

disorder. If the environments provided by the adoptive 
or foster parents do not differ, on the average, for the two 
types of children, and if the children whose parents were 
abnormal subsequently develop the same disorder, then we 
might infer that genetic factors were largely responsible. An 
advantage of this method over the twin study approach is 
that it completely avoids the question of whether identical 
twins experience a more similar environment than do 
fraternal twins. However, because the environment cannot 
be readily measured or quantified, the assumption of 
fundamental environmental similarity remains only an 
assumption. (Even an assumption that siblings raised in the 
same home share the same environment may be incorrect. 
Susan has a sister named Sally, but Sally has a sister named 
Susan.) Still, to the extent that an adoptee is more like the 
adopting parents than the biological parents, we might 
infer environmental influences, whereas to the extent that 
the adoptee is more like the biological parent than the 
adoptive parents, we might infer genetic influences. 

The adoption method compares a child's behavior with his or 
her biological and adoptive parents in an attempt to assess the 
degree of genetic and environmental influence. (Shutterstock) 
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Estirnates of Genetic Influences 
1l1crc is indeed evidence that identical twins tend to be 1.norc alike on measures of heart 

rate, blood pressure. and palmar sweating than arc fratc.rnal twins (Hume, 197:i; Lader & 
\Ving, 1966: Zahn, 1977). Several studies have aJso reported that idcnticaJ twins are more 

alike on various psychological measures (such as intelligence. extroversion. and openness 
to experience) than arc fraternal twins. as one might expect if psychological traits are 
strongly influenced by genetics (Bouchard. Lykken. McGue. Segal. & Tellegan. 1990). However. 
substantial rates of nonconcordancc for a trait (that is. lack of agrecrncnt between twins) 
suggest that nongenctic factors must also play a role in psychological charactcristi~. The 
general finding from twin and adoption stud.ics is that . for most behavioral traits. genes may 
account for about half of the variability between people. whc.rcas environmental factors 
account for the other half. Genetic influence appears to be stronger for some mental disorders 
(such as bipolar mood disorders) than for other disorders (like schizophrenia) that arc. 

nonetheless. assumed to have a strong biological substrate. We must be 
careful in drawing conclusions from these estimates because calculations 
of her itability do not tell us to what extent either genetics or environment 
"causes" a psychological trait. nor whether any individual ,-.rill develop 

the trait. Even biological traits in simple an imals arc influenced by both 
genetic and environmental factors (Moore. 2001). 

£ye color is not actually determined al 
concephon but dl"\-'elops from the interactions 
of many genes and many environmental 
factors. (Shtiu,r.R1Kit) 

Some physical characteristics. such as eye color. blood type. and 
fingerprint configurations. may seem. at first glance. to be detcnninc-d 
almost entirely by the genotype and altered I ittle. if at all. by environmental 
influences. Some behavioral characteristics can also appear to be almost 
wholly the result of genetics. For example. one rare form of intc11ectua1 
disability. phcuylketonuria (PKU). is caused by a recessive condition 
involving the lack ofa specific gene required for the metabolizationof an 
important dietary ingredient. phenylalanine. (Because its 1uetabolism is 
blocked. phenylalanine builds up in the brain. prc\renting normal brain 
development.) AJthough it is tempting to try to parcel out thecontTibution 
of genetics and environment to the expression of a phenotype. it is not 
possible to do so because all traits necessarily include both genetic and 

Pbeny lketonuria 
(PKU) 
Rare single-gene 
reccssJVe metabolic 
disorder that con result 
in intellectual disabilil y 

enviromnentaJ influences- and these influences do not simpl)• cornbine 
addmvely. 1'he internal biochemical environmc.nt interacts with genes to produce p roteins. 
'fhosc proteins then interact with t he int.ernaJ environment to produce physiological systems: 
physiological sys terns tJ1en interact with the external environment to produce behavior (s.cc 
figure 3 ·8). f inally. behavioral events and their c-0nsequenccs feed back to influence both 
the external and internal cnviromnents. As a result. traits are more complex than thc.y first 
appear. For example. eye color is not actually determined at conception but develops from 
the interactions of many genes and many environmental factors. Similarly. the inteJlectuaJ 
disability associated with PKU will not develop if certain dietary restrictions are followed. 
·n1c genetic/environmental interactions involved in most behavioral characteristics are 

more complicated than these examples: thus. conclusions about relative influences of genes 
and environment depend largely upon which factor is held constant. 1J1e situation may be 
analogous to trying to decide whether the temperature or the humidity is more important 
in predictingsnow(Moore, 200l). 

3.3c The Human Brain 
It is obvious that mental disorders could be affected by genes that. through the proteins 
they direct. influence the development and functioning of every aspect of the physiology 
and chemistry of an organism. including the brain and nervous system. '!"he human brain is 
a complex organ weighing about 3 pounds. composed of about 86 billion nerve cells and an 



Contempo,ary Framewo,ks 

Figure 3-8 Processes Involved in Producing Behavior 
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Behavior is the rcsu)t of a set of processes involving genes. proteins. and physiologica) systems 
interacting with the environment at each step. 
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environment 

t 
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External environment 

(s,ghts, sounds. etc.) 

Phyuologkal 
systems ► Behav10r 

equal number of non ... nerve. cells (Azevedo et al., 2009). lhe brain is connected to the top of 

the spinal column. and together they make up the centra) ncrvou.s system. 
In an evolutionary sense. the older parts of the human brain (the hindbrain) arc dec(>er 

inside the organ. and they control basjc physical functioning such as heartbeat. respiration. 
blood pressure. and balance.1l1e midbrain controls sleep and waking and many basic reflexes. 
while the more recent forebrain includes sections nearer to the surface, where much motor 
function. sensation, and emotion are innervated. J>erhaps the most highly developed structure 

in the human brain is the cerebral cortex. It has two halves. or hemispheres. which are 
connected by fibers in the corpus callosum.111c left side of the brain. generally. is connected to 
the right optic pathway a nd the right side of the body. while the right hemisphere. is innervated 
to the left s ide. 

11le cerebral cortex maximizes its surfac.earca byway of many convolutions throughout 
its several lobes, which are involved with seeing. hearing. and other sensations: fine motor 
control: speech and language: and learning, as weU as other h igher functions (Figu.re =~·9}. 

Nearly 20% of the nerve cells in the central nervous system arc found in t he cerebral cortex 
(Azevedo ct al., 2009). 

3.3d Neurotransmission 
As noted above. the human brain contains many billions of tiny nerve cells, called neurons 
{sec Figure 3·10). Nerve impulses arc collected from other neurons and passed a long. as a 
moving electrical charge. from the branching dendrites. through thcccll body. and down to 
the neuron ·s axon. In its norma) resting state, the neuron carries a slight negative electrical 

charge (- 70 millivolts).As an impulse moves across a neuron. the cell membrane depolarizes 
as il allows positively charged sodiu.m ions to enter the cell, briefly a ltering its electrical 
potential to a positive state (+50 millivolts). Then positive ions are expelled, and the neuron 
resets to its negative resting potential. lhrough this cycle. which can be completed within 
3 milliseconds. t he electrical impu lse (the action potential) is propagated as a mO\,;ng 

depolarization that tra,•els down the length of the neuron. Transmis.~ion between neurons. 
however, is not elec.trical: it is chemical 

Neul'ons do not interact with each other through direct physical contact. lnstc.ad, they 
meet at the synapse. A tiny gap. called the synaptic deft, separates the prcsynaptic neuron·s 
axon from the postsynaptic neuron's membranes. To transverse this gap. t he clectTical nerve 
impu)se triggers a release of molecules of specia)izcd chemicals called n eurotransmitters. 

which arc stored in the synaptic vesicles near the end of the axon. Once released. the 

Neuron 
lndi\riduaJ nerve cell 

Dendrite 

Branching fiber of a 
neuron that receives 
input from other 
neurons 

Axon 
J>art of the neuron that 
carries neural impulses 
to other cells 

Synapse 
A tiny gap separating 
neurons. across 
which chemical 
communications 
between cclls can 
occur 

Neurotransmitter 

Chemical sub.~tan.cc 
released into the 
synapse that enables 
transmission of 
impulses from one 
neuron to another 
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Figure 3-9 Localization of Cortical Functions in the Brain 
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neurotransmitter diffuses across the synaptic cleft and lodges into receptor sites jn the 
membrane oflhc postsynaptic neuron. If enough neurotransmitter substance binds to enough 
receptor sites. the postsynaptic neuron begins to depolarize, and an action potential moves 
across its surface to the next connecting nerve cells in the circuit. 'U1crc are complex arrays 
of interconnections. with some neurons receiving input from thousands of others. reS11lting 
in trillions of possible synaptic connections in the brain. 

More than a hundred neurotransmitter chemicals arc known. Among the most common 
neurotransmitters are acetylcholine (ACh). the catecholamines such as adrenaline or 
epinephrine(£). noradrenaline or norepinephrinc (NE). dopamine (DA). and the indolamine 
serotonin (5 .. HT). Other neurotransmitters arc amino acids. includingganuna~aminobutyric 

acid (GABA), glysinc, and glutamate. However_. each neuron releases only one type of chemical 
ncurotransntittcr into the synaptic cleft. At some synapses, the effect on the postsynaptic cell 
is excitatory. meaning that the actions sum together to make the postsynapticncuron more 
likely to fire. Other synapses produce. effects that arc inhibitory and make the postsynaptic 
neuron less likely to fire. A .single neuron can receive both excitatory and inhibitory influences 
at the same time, and these arc integrated or summed together in determining the firing 
state of a neuron. 
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Figure 3-10 Neuronal Communication 

Neurons communicate with each other at the synapse. (NIH/Wikhnedia Commi)ns) 

a s:1111 

3.3e Biological Treatments 
Treatments derived from the biological perspective of 
mental disorders have included convulsive therapies. 
psychosurgery. and psychotropic medications. 

Convulsive TI1erap1es 

What is the biological 
perspective of abnormality? 

Early in the 1900s, observations were noted that mentally distu rbed people showed 
improvement in their symptoms after recovcr'ing from a convulsive seizure. 1llat led some 

neurosurgeons to suggest thaL perhaps. seizure disorders (like epilepsy) were incompatible 
with schizophrenia. By 1934. psychiatrist and ncuropathologist Ladislas von Meduna was 
deliberately inducing convulsions by injecting camphor into mental patients. Ugo Ccrletti 
and Lucio Bini improved the technique in 1938 by using electric current. passed through 

7J 
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the brain . to induce seizures. The application of elcctrocon vul.sivc therapy (ECT) quickly 
spread acros.,; the United States. with thousands of applications per year employed to treat 
schizophrenia. depression. and many other disorders. 1he treatment produced violent 

convu ls ions. as well as broken bones and significant residual memory 
loss. Over time. improvements were implemented. 1~ranquiliz ing a nd 

muscle-relaxing drugs we.re added so that t he seizure produced very 
little outward movement. Also. current was passed through only one 

hemisphere of the brain rather than both. 'Otis unilateral EC1'.espccially 
if applied to the nondominant hemisphere. resulted in less impairment 
in mcmory. ln recent decades. the use of ECT has been restricted almost 
e ntirely to serious mood disorders. for which it appears to be more 
effective than either placebo {sham) ECT or antidepressant medications 

over the short term (Paguin. de Queiroz. Pini. & Cassano, 2004). 'lypicaUy. 
patients are treated 3 time.,; per week for a total of 6 - 12 applications. 
However, ECT·s long-term effectiveness has not been established. and rate 
of relapse is high, with perhaps 85%of patient.1:; who do not receive other 

maintenance therapies relapsing within 6 months. 1-he exact mechanisms 
of action of .ECThave not been dctcm1ined. although it is known to modify 
neurotransmitter release and receptor sensitivity. among many other 
brain effects (Lisanby, 2007). 

The appHcalion of eleclrocom·ulsh•-e therapy, 
o r £CT. was employed to t:real schizophren ia. 
depressio n. and many other disorders. Aclress 
Carne Fisher w·as treated with ECT for manic
depres.o;ion. (Curie Fhih« 2-013 by Ricc:n.rd., C,h ilardi. 
CrellU,·i: Common, Attriblrl.ioa J.acnu;e CC HY SA :'1.0 -.1 

Newer types of somatic treatments have been derived from ECT. 
il'lag11etic seizure therapy involves stimulation of brain regions by magnetic 
fie lds. rather than electrical cul'rent. at sufficient strength to result in 

convulsions. Results of this ex'Pe,rimental therapy for temporarily reducing 
depressive symptoms appear promising thus far. In a procedure kno,m 
as repetitive transcranial magnetic stimulation (rt MS), repeated magnetic 

pulses at subscizure levels of intensity arc used to stimulate areas of the 
cortex, which appears to a lter neurotransmission. Results for rTMS arc 
a lso promising. though it.seffcctivencss has not reached ECT levels. Finally. 
t he U.S. Food and Drug Administration (FDA) has approved vagus nerve 

ht IJ111:/icommo1U.w1t1med1.a..,.-q{•iki ,'Fi~AC11.nie _ 
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EJectroconvuJ.sive 
therapy (ECJ') 

Therapeutic induction 
of con\'ulsive seizures 
by applying electrical 
current to the brain; 
found to have some 
cffectivcocss with 
severe depressions 

Psycbosurgery 

Procedure that 
attcrnpts to t re.at 
abnormal bchav,or by 
surgicaJ intervention 
on the brain 

stimulation. using c-lcctrodcs implanted in the neck around the 10th cranial 
nen1c. for use with trcatment~rcsistan t depression. Again. t1lis newer development seems 
promising but as yet cannot match ECT for size of effect or speed of effect (Lisanby. 2007). 

/>sychosurgery 
At the same. time con,rulsive therapies were appearing. a Portuguese physician named 

Ant6n io Moniz began performing surgery on the brain to treat mental disorders. In 1935. 

he dernonstratcd a procedure c.allOO a frontal lobotomy- to separate the frontal lobes from 

the deeper parts of the brain as a treatment for violent, agitated. depressed. or dangerous 
patients. A burrhole was drilled in the sl'UIL and a hollow needle from which a wire loop could 
be extended was inserted into the brain. As the needle (caJ led a /eucotome) was rotated, t he 

loop could cut small c ircular areas in brain tissue. Although the results were not impressive 
(about one third of his subjects improved). Moniz was awarded the Nobel Prize in Physiology 
or Medicine in 1949 for de,1c lop ing the proc.cdure. Ironic.ally. he was later shot in the leg by 

a patient and spent tbe rest of his Life in a wheelchair. During the 1940s and 1950s. tens of 
thousands of lobotomies were pcrformed: however, evidcncc of their effecUveness was limHcd. 

and the irreversible changes wrought in t he brain often produced permanent disability and 
functional impairment. In recent decades. much more limited and anatomically focused 
procedures have been explored. usually employing microsurgery with instruments inserted 
through the nose or eye socket rather than through the cranium. ror specialized groups of 
patients such as those with particularly severe obsessive-compulsive disorders. However. 
p sychosurgery remains an experimental practice and is not a part of standard biological 
treatment at the present. 
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Pharmacology 
1hc biggest revolut ion in the biological approach to treatment has involved the development 
of drugs that affect neurotransmission in the brain.1l1ese psychotropic compound~ represent 
the main thrust of treatment within the model. and their wide application has produced a 
gmwingmultibillion-dollarindustry. More than 11%of Amc-rican adults received psychotropic 
medications in 2002 (Paulose-Ram, Safran.Jonas. Gu. & Orwig, 2007): by 2011. the rate was 
.I in 5 (Roan. 20J 1). Medications arc now available to relieve some of the symptoms of nearly 
every defined mental disorder. a lthough they also carry with them several undesirable side 
effects. None of them appear to arrest or cure the conditions tJ1ey treat. 

Even be.fore 1900. drugs such as alcohol, heroin, cocaine, and various oth er sedative• 

hypnotic and stimulant substances had been use-cl as treatn1ents for mental disorders. By 
]950. Bcnzcdrinc- had been use-cl for hyperactivity, and lithiun1 salt.~ had been used to treat 
mania (\iVillerman & Cohcn, 1990). Other new treatments were accidc.ntaUy djscovered whiJc 

researchers were working on d ifferent problems. Antihistamines, for example. produced 
sedation and later were noted to calm psychiatric patients. lhc firstant ipsychotic medication. 
chlorpromazinc. was derived from antih istamines for its sedative effects; its antipsychotic 

effects were discovered subsequently. Marketed as Thorazine-. it dramaticaJly changed t he 
treatment of hospitalized schizophrenic patients in a very short time. It worked by blocking 
dopamine receptor sites at the synapse, and for many patients. the resu lt was to reduce the 
severity of active symptoms such as hallucinations and delusions. Soon. there we.re many 
otJ1er-phcnothiaz.inc H drugs on the market for t he treatment of schizophrenfa. \iVithin a few 

decades. the population of patients being treated inside of mental institutions dropped by 
two thirds. 

In a s imilarly indirect way. antidepressant drugs were accidentally discovered during 
investigations for treating tuberculosis. A medication that had antibacterial effects against 
the agent that cau sed tubercu losis a lso "energized"' the patients and . by 1957. had been 
employed spccificaUy as an antidepressant (\Vilson. NaUian. 0·1.cary. & Clark. 1996). 11,e 

drug appeared to increase levels of neurotransmittc-rs. like norcpincphrinc, by delaying their 
oxidation and rcuptake after their release into the synaptic cleft. This effectively allowed 
the neurotransmitter to remain longer in the synapse (the drug was a monoamine oxidase 
inhibitm·. or l\1AO·l). Other agents were quickly dc,,eloped. affecting both NE and serotonin: 
the tricyclicafllidepressants: the selective serotonin reuptake inhibitors (SSRls). widely used at 

present for the treatment of depression and otJ1cr disorders: and the selective serotonin and 
norepinephrine reuptake inhibitors (SNRJs). which arc used for both depression and anxiety. 

1-bc revolutionary development of antipsychotic and antidepressant medications also 
led to the development of biological theories of the disorders they trc.aL As the mechanisms 
of their actions at the synapse be.came understood, neurotransmit.tcr theories a.bout 
the causes of schizophrenia and depression were developed. In their earliest forms. the 
dopamine bYJ>Othcs is of schizophre11ia proposed that the dis.order was caused by excessive 
dopamine activity in the brain {hence. DA-blocking drugs like Thorazine were useful): and 
the catecholamine hypothesis of d epression proposed that U1c mood disorder resulted 
from a relative depiction ofnorcpinephrine in the brain (he.nee. MAOl drugs were useful 
because they enhaJ1ced NE activity). As newer medications with more specific transmitter 
effects have been researched and developed. these theories have been refined and modified 
as well.1]1ey will be discussed in later chapters on specific disorders. 

£ffcctivc antianxiety and antimanic drugs have aJso been developed. Together with 
stimulants and sedative-hypnotics. they make up the formulary of psychotropic medications 
that arc widc]y prescribed by psychiatrists. family physicians. and nurse practitioners 
(sec Table 3-4). 

The drug revolution has resulted in symptom relief, but none of the medications correct 
or resolve the b iological condition preswnC!d to underlie the symptoms. Instead, the general 

Dopamine 
hypothesis or 
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Proposed that the 
disorder was caused 
by excessive dopa.mine 
activity in the brain 
(hence. DA-blocking 
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were useful) 

Catcc.bolantine 
hypothesis of 
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Proposed that tl1c 
mood disorders 
resulted from a 
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norcpinephrine in the 
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NE activity) 
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Tard Ive dyskinesla 
Occasional long• 
term side effect 
ofphe.nothiazine 
treatment of 
schizoph renia that 
involves rhythmical. 
stereotyped 
move1nents and lip 
smacking 

Table 3-4 Examples of Frequently Used Medications for Mental Disorders 

AJI brand names arc registered trademarks of their respective ownc.rs. 

Purpose 

Antipsychotic {schizophrenia. 
psychosis) 

Antidepressant {depression, 
dysthymia} 

Antianx1ety (anxiety. panic) 

Anti manic (mania. mood 
swmgs) 

Stimulant {attention deficit, 
narcolepsy) 

Drug Clas...-. Generic Name 

Phenothiazine.s ChJorpromazlne 

Brand 
Name 

Thorazine 

Thk>ridazine MeUaril 

· - ·· · · · - ··· · · .. -·-·· ····-·-♦ ... . ... ♦- • • ♦-Fluphena.zine ♦- .. --·-····~~-C?)!~!!! .. _ ..... . 
.. Bu.tyTOp~e!lones ................... HaJoperid?I ................. 1:faldol __ , ........ . 

Atypical antlpsychotics Clcr.:apine Clozaril 
Risper-idone Risperdal 

MAO inhibitors Phenelzine ~ardiJ 
•• • • •, • ••• •, • •• ••·•• •• •• ••·••••·••••• • •• •,n o•<+•••••,•••••••••,••••••••••••, - •.,, , ••••,•~•••••••••••••• 

Tricyclics antidepressanLc; tmipramine 

Amit:ripty!ine 

Tofranil 

£1aviJ 

Selective serotonin Sertraline Zoloft 
reuplake inhibitors Ffuoxetine Pr~ac 

... \!!?.~T.~L ..................................................................................... . 
Serotonin and Bupropoi.n Wellb utrin 
ooreplnephrine reuptake Venlafaxine Etrexor 

.. inhibitors (SNRis} ................. Ouloxetine ................. CymbaJta ..... .. 

Atyp1caJ antidepressants Aripiprazole Abilif-y 

Benzodiazepines Diazepam Valium 

................... ·•·•· .... ·•·•· ........ ·-.... ~.JP.!.~!~.1!! .... -, .......... ~~~~-.. ,-.... .. 
.. Az.apirone.s ... ............ ... .... .... Buspirone ......... ... ..•.... Bu spar ...... ..... . 

Anticon\tulsants 

Amphetamines 

Lithium carbonate 

Carbamazepine 
Valproate 

Methylphenidate 
Combined 
dextroamphetamine 
and amphetamine 

Eskalilh 

Tegretol 
Depaken e 

RUaHn 
AdderaU 

effect of the drugs is to inhibit. or to disinhibit. the transmission of nen·e ilnpulscs. 1bcrc are 
also significant concerns about medication side effects to consider. The older antipsychotic 
medications could produce increased pulse rates. sweating. dry mouth. disturbed sexuaJ 
function. movement problems. shuffling gait. grimacing, tongue spasms. and fine motor 
tremors. Involuntary tongue darting and chewing motions reflected an incurable problem 
called tardive dyskiuesia that resulted directly from prolonged use of the drug. Ne,•1,icr 

an t ipsyc,hotic mcdJcations have reduced many of these side effects but also carry their own 
potential problems. including a potentially fatal blood disease called agranulocytosLt. The 
antidepressants. as well. tr iggered troubli ng side effects that included dry mouth. blurry 
vision. sexual problems. constipation. dizziness. sleep disturbance. and hypotension. In 
addition. the early antidepressants carried a significant rjsk offataJ overdose. especially 
important for depressed patients. Many anti anxiety drugs have a strong risk of dependence 
and addjction. becoming very dangerous when mixed with alcohol. 111c common antimanic 

drug lithium must be carefully monitored so that toxic levels in the bloodstream are not 
re.ached. Frequently. additional medications are prescribed to help patients control the 
side effects of psychotropic rnedications. and relapse is high once the medications are 
discontinued . As a result. some patients often must continue drug therapy for years. Many 
of these medications arc also associated with weight gain. All of these factors must he 
considered when weighing the rjsks of drug therapy to the symptomatic benefits of treatment. 
Still. prescription of psychotropic medication is routine witJ1in the biological model for most 
mental disorders at this tjme. 
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3.4 Humanistic-Experiential Approaches 
1he framcwol'ks discussed so rar in this chapter differ from each other in many ways. but 
they share at least one common charactc.ristic: ·n,ey arc. deterministic models. meaning 
they consider abnormal behavior to ha,1e specific causes in the individuars childhood. 

learning history. or biology. Some writers {psychotherapists. for tbc most pal't) bave reacted 
strongly against the implications of deterministic modcls.111ese individuals (Frankl. 1969: 

Mahrc.r. 1978; May. 1967: Rogers. 1961) have variously called their point of view humanistic, 
exist.ential.phenomenological. and experiential. Although by no means totally in accord. 
these writers tend to agree on a numb.er of point.,;. All. for example. tend to emphasize an 
experiential or phenomenological approach- terms that refer to the person's subjec.tive 
·cx'Periencings ... To understand another person. they say, we need to know what that person 

perceives. feels. or thinks. To analyze that person- whether in terms ofid impulses and 
ego defense mechanisms. behavioral and cognitive 
influences, or biologicaJ state-inevitably forces 
these subjective expcriencings into a mold that docs 
not fit. 111c only way we can truly understand why 
persons behave as they do is to sec and foe-I t11c world 
from the other's vantage point. 

How does the humanistic 
approach differ from other 

perspectives? 

To some extent the hun1anistic approach is antithcoreticaJ. even anti .. intellcctual: it 

implies that \'Vestern civilization. in fostering abstract. theoretical thinking. has cut us off 
from direct experience. A related idea is that it is not necessary to reconstruct past history 
in order lo understand a person. Such a rcc.onstruction would inevitably he theoretical in 
nature and would take us away from the immediate here~and-now cxperiencings of the 
individual. Although to look at a human being in the same detached, analytical manner 
that we view atoms, molecuJes, or the runctioning of the card iovascular system may he 
sc.ientific. in a certain sense it neglects, they say, the uniquely human quality o(thc person. 
1l1c phenomenologically e.X"pericnced self cannot be broken down into smaller units and 
analyzed- the proper unit is the self. 

The concept of free will or free choice plays a central role in the humanistic approach. 
1he psychoanalytic. biological. and behavioral/cognitive approaches assume that behavior 
has sped fie and discoverable causes. although they disagree on the determin ing forces. 
1l1e experientially oriented therapist believes that accepting responsibility for making 
one's Mcxjstentiar· choices is a key factor in tJ1crapy.1J1is emphasis on choice dates back to 

European philosophers such as Soren Kierkegaard. Kierkegaard maintained that personality 
is determined by the series of choices each person makes. The crucial decisions are between 
i11m1the11tic and aulhenticexistence. ln inauthentic choices. 
people permit themse.Jves to be shaped by the demands 
and expectations of others: in authentic chokes. they 
assume full responsibility for their own fate and existence. 
Existential anxiety occurs when people face the prospect 
of taking responsibility for their own destiny: failure in this 
endeavor can lead to an existential neurosis. according to 
the proponents of this point of view. A humanistic view. 

then. sees people as valued human beings, struggling with 
the problems of their existence and free to make their 
own choices-not as subjects for psychoanalysis. behavior 
mod ification, or drug therapy. 

Uumauistic 
approacl1 

Emphasis on viewing 
people as whole human 
beings rather than 
analyzing them in an 
impersonal fashion 

One point on which there is some disagreement among 
humanistic writers is the question of whether people are 
basically good, bad. or neither. Freud·s theory suggests tJ1at 

underneath the veneer of civilized behavior. humans harbor 
strong aggressive, lustfu l. greedy. and se]fish urges that 

The e.xperienUally oriented t.herap1st believes that ncccpting 
responsibility for mnkingone·s ~existentiar choices is a 
kerfactor in lberapy.Sflren Kierkegaard maintained Lhal 
personality is determined by the series of choices ench pl'rson 
makes. fSlmt tentorlt 1 

n 
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have to be controlled and regulated by societys inten1alizcd representative- the ego. Some 
humanisticwrjters. such as Abraham Maslow and Carl Rogers. argue that people are basically 
motivated toward sclf~fulfillment and constructive personality growth. Unfortunate life 

experiences can. however. warp or sidetrack this fundamental impulse. OtJ1cr hu.manistic or 
cxistentiaJ writers (Binswangcr, 1963; May. 1967) conccptuali1..cd human nature as neither good 
nor bad.Alvin Mahrcr(J978). espousing a human istic theory of personality and therapy. took 
the latter position. He proposed that each of us has experiential potentials. of which some arc 
conscious and rather dircctJy control our behavior and others exist on a deeper. unconscious 
level. Some of these experiential potentials may be viewed as good and some as bad from 
ethical or societal standards: however. there is no one basic.(>0tentia1 that represents either a 
striving for"'good·· constructjvc personality growth or a strhring for-evil .. or destructive.ends. 

\¥hat exactl)' arc the metaphors used to explain abnormal behavior in the humanistic 
framework? One such metaphor deriving from existential philosophy and mentioned 
previously is that symptoms of mental disorder occur when individuals make too many 
inauthentic choices and fai l to confro nt the existential anxiety associate.cl with taking 
responsibility for their own lives. Another. perhaps more common. metaphor is that symptoms 
occur when persons cut themselves off from their own expcricncings. 'fh is metaphor is quite 
similar to the psychodynamic metaphor and perhaps differs primarily in avoiding theorizing 
about such constructs as id. superego. ego. fixations. and so on. It is useful to be reminded that 
our subjective experiences are rich, varied. and- in many respects- likely to be unique for 
each of us; thus. any theoretical formulation will probably not capture all t he nuances ofthc-se 
cxpc.ricncings. '£here is aJso an ethicaJ quality of humaneness that pc.rvadcs this approach. 
Adherents of other approaches can be. and frequently arc~ just as humane: but the humanistic 
writers have most insistently reminded us that a bnormally behaving people arc persons. not 
cases to be considered only as interesting examples of p sychopathology. On the other hand. 
the humanistic approach has not generated much research that has illuminated the nature of 
abnormal beha\-,.ior.111is is not surprising in light of the negative views of its adherents toward 

cntc.gori z.ing. quantifying. and experimenting with human bchavjor. Although humanistic 
writers sometimes imply that we arc on the verge of sornc new methodology for studying 
subjective experience. how can they or anyone everdirectlystudysomebodyclse's subjective 
experience- short of some kind of extrasensory. telepathic communication? 

3.5 Approaching an Integrated Model 
1l1erc arc. of course. many other psychological perspectives that have not been covered here. 
aJthough most could be viewed, to some extent. within these four basic frameworks. It is 
also true that t he models presented here arc not as distinct as they seen\, Psychodynamic 

and biological frameworks have long coexisted within the practice of psychiatry, while 
t he behavioral. cognitive. and biological models combined within the ncurosciences. 
Some merging between humanistic concerns 
and behavioral methodologies is evident in the 
emergence of ~positive psychologyH approaches. 

which emphasize empir ic.ally based interventions to 
increase personal happiness (Seligman. Steen. Park. 

Can assessment of treatment 
outcomes contribute to a more 

unified framework? 

& Peterson. 2005). Practicing psychotherapists commonly draw from humanistic. behavioral. 
and cognitive models while interacting with clients. At the same time. our understanding 
of psychopathology remains very incomplete, and many questions remain unanswered. An 

eclectic approach. many wou.ld agree. is U1e best one for the current state of affairs. 
Research is progressing rapidly, noneth eless, on many fronts, and it seems very likely 

that a more unified or integrated model will be Ute result. 'lbe activity of science opens many 
new doors and also closes old ones. Psychotropic medications arc subjected to controlled 
demonstrations of their effectiveness and risks. and the cstabl ished formulary contains 
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Table 3·5 Well-Established and Probably Efficacious Psychotherapies for Selected Disorders 

Disord er 

Anxiety 

Depressfon 

Healtll 
problems 

Childhood 
problems 

1Madtal 
problems 

Other 
problems 

Cogniuve-behavioraJ therapy f()r panic d1sorder 

Cogniuve-behavioral therapy fhr generalized 
am:iety disorder 

Exposure treatment for agoraphobia 
Exposure.and response prevention for 

obsessive-compulsh:e disorder 

Behavior therapy for depression 

CogniUve therap)' for depressfon 

lnterpersonaJ therapy for depression 

Behavior therapy for headache 
CogmtJve-behavioraJ therapy fqr bulimia 

CogmtJve-behavioraJ therapy for rheumatic pain 

CogmtJve-behavioraJ therapy with relapse 
prevention for smoking cessation 

Behavlormodificabon for enuresis 
Pa.rent lrammg for children with oppos1l1011aJ 

disorder 

Behavioral marital therapy 

Probably Efficacious Treatments 

Applied relaxation for panic disorder 

Applied relaxation for generalfaed anxiel)' disorder 

Cognitwe-beha\·ioraJ therapy for social phobia 
Cogniti.,.e therapy for obsessive-compulsive disonler 

Exposure treatment for post-traumatic slres.s disorder 

£ye movement desem;1tization and reprogramming for post• 
traumatic stress disorder 

Syslemabc des.ensitiz.ation forsociaJ anxiety 

Bnef dynamic therapy for depression 

Cogniti.,.e therapy for geriatric depression 

Self-control Lherapy for depression 

Behavior therapy for chi1dhood obesity 
Cognill','e•behavioraJ therapy for b1nge•eatmg disorder 

Cognill','e•behavioraJ therapy for chronic pain 

EMG (ele<,:tromyography) biofeedback for chronic pain 

Behavior modificat1on for encopresis 
Exposure therapy for simple phobia 

Cognit.we•behavioraJ therapy for anxiety 

Emotionally focused couples therapy 
(nsight-orient.ed marital therapy 

Behavior therapy for cocaine abuse 

Cognitwe therapy for opiate dependence 
Br;cf dynamic therapy for opiate dependence 

Commumty reinforcement approach for alcohol dependence 

Ma.,;ters and Johnson's sex therapy for female orgasmic 
dysfunction 

Behavior modification for sex offenders 

OiaJecticaJ belun•ior therapy for borderline personality disorder 

Social skllls training for sociaJ adjustment of schizophrenic 
patients 

Source: Adapted from Updale on Emplrlcally Validated 1herapie!l, 11," by 0. L Ch.amb1esset aL 1998. C/i,,Jcol P!i,yehalogisl. SI. 1-12. 

those that have been approved for specific uses (sec 'fable 3 -4). In a similar way. a greater 
re Hance on empirical assessment of outcomes of psychotJ1erapics has a lready resulted in 
initial compiJations of "empirically validated therapies'" or .. demonstrably effective.,. therapy 
techniques. such as those in 1'able 3•5. lhcintcrventions listed as ·we.JI-established treatments" 
have been shown to be effective in two welJ-designed group experiments or a large series 
ofwell•de$igned singlc-•subject cxpc.rimcnts. compared with either placebo or a1ternativc 
therapies; those I isted as '"probably efficacious treatments" have been shown to be superior to 
control groups or equivalent to established treatments in fewer controlled studies (Chambless 
ct al.. 1998). Although there is much disagreement among psychologists about the value of 
such lists. there is every reason to expect that oat come rc~o;earch will persist in this endeavor. 

As these empirical efforts to define -effective" treatments continue. the very significant 
financial (and political) power of the hcaJth•care business enters into thecquation. lnsu ranee 
companies and the managed•carc industry arc interested in paying on ly for effect ive 
treatments. or course. As outcome research continues. it will not be surprising to find 
more limitations on the types of interventions that health•care agencies wi.lJ cover. Such a 
contingency hopefully adds to. rather than conflicts with. U1c general tendency of science 
to continually refine its approach toward a paradigm. So long as the scientific expectations 
outweigh the financial ones. we may eventually learn the form of an integrated perspective 
on both norma.J and abnormal psychology. 
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Chapter Review 
TO SUM UP ... 

• 1hc psychodynamic framework explains psychological symptoms in terms 
of intrapsychic events such as moUvcs. fantasies. and conflicts. Sigmund 
Freud held t hat conflicts about sexuality play an important role in all neurotic 
disorders. He proposed that discovering the underlying psychic conflict and 
bringing it to conscious awareness t hrough psychoanalysis was critical to 
treatment. 

• Other investigators differed ,•1dth Freud and proposed psychod)rnamic theories 
of their own. renouncing the jdca that sexual conflicts lay behind all neurotic 

disordcrs. 111cy suggested that other factors. such as strivings for superiority 
and basic anxiety arising from a conflict be.tween needs for affection and 
hostility. shou Id be the large ts of therapy. 

• The behavioral framework explains psychological syrnptoms as t he result of 
persona] experiences and learning histories interacting with the current set 

ofprcvajling contingencies of reinforcement and punishment. It proposes t hat 
symptoms arc treated by providing new learning experiences and altering 
contingencies to favor the development of more adaptive. behaviors. 

• The cognitive approach modifies t he behavioral perspective to include beliefs. 
expectations. attitudes. and thought patterns as sources of problems and 
targets to modify. 

• 1hc biological approach explains psychological symptoms as t he result of 
underlying biological or chemical abnormalities. lt proposes that symptoms arc 
treated mcdicalJy. usually with psychotropic medication. 

• Humanistic-cxpcric.ntiaJ approaches explain psychological symptoms as t he 
existential anxiety produced by blockage of growth or t he results of inauthentic 
subjective experiences. Treatment invol,-es the freely chosen acceptance of 
responsibility for one's own life experience 

• lncrcascd reliance on outcome as.c;essment has resulted in efforts to empirically 
identjfy effective treatmc.nts. 1l1at trend may combine with t he tendency witJ1in 

science to refine a paradigm. moving the study of psychopathology toward a 
mor-c unified model. 
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QUESTIONS FOR STUDY 
• Ocs.cribc a healthy use of defense mechanisms. d istinguishing it from an 

unhealthy use of defense mechanisms. 

• How might scfoction by consequences at the biological. individual. and cultural 
levels account ford rug abuse? 

• Describe two methods of studying hereditary iuOucnces. 

POP QUIZ 
1. According to Sigmund 1:reud. the mind can be d ivided into three parts: 

______ ______ and _____ _ 

A. oral. anal. and phallic 

B. bro.in stem, limbic systcrn. and cortc.x 

C. genetic. neural. and biological 

D. id. ego, and superego 

2. '(he _____ is concerned with basic insti.J1ctivc drives in the unconscious. 

A. id 

B. ego 

C. unconscious 

D. superego 

3. •me _____ contains our internalizing values and is something like a 
'"c.onscicnce.H 

A. id 

B. ego 

C. unconscious 

0. superego 

4. 111c driving force behind the Oedipal conflict for a young boy is _____ _ 

A. transference 

B. castration anxiety 

C. tJ1anatos 

0. penis envy 

5. _____ is a defense mechanism in which a person behaves in a way 

directly opposite from some underlying impu lsc. 

A. Reaction formation 

B. J)rojection 

C. Isolation 

0. Displacement 



6. Chuck had a really bad day at work. In particular. he is very angry that h is boss 
presented Chuck's ideas for marketing a new product to the marketing team 
without giving Chuck credit for the idea. Of cou rsc, Chuck cannot express 
his anger to his boss. as that might lead to his getting fired. \Vhcn Chuck gets 
home. he angrily picks a fight with his wifc.1his is most likely an example of 

A. projection 

B. isolation 

C. reaction forrnation 

D. displacement 

7. 'TI1c _____ is the predominantly conscious part of the mind. 

A. id 

8. ego 

C. superego 

0. unconscious 

8. In John \"/atson's attempt to create a phobia in Lit Uc Albert. what was the 
unconditioned stimulus? 

A. the rat 

B. the loud noise 

C. fear 
D. the startle reaction 

9. \\!hat is the difference between positive and negative reinforcement? 

A. In positive reinforcement.something is presented: in negative reinforc.emcnt. 
something is taken away. 

B. In positive reinforcement behavior is strengthened. in ne.gative 
reinforcement. behavior is weakened. 

C. Positive rein forccmcnt shapes positive behaviors: negative reinforcement 
shapes negative behaviors. 

D. Positive rein forc.cment is reward: negative reinforcement is punishment. 

10. Training in deep muscle relaxation is usual.ly the first step for which 
intervention procedure? 

A. negative reinforcement 

B. systematic desensitization 
C. covert sensitization 

0.ACT 

1 l. Ac.cording to B. F. Skinner. operant conditioning is a form of _____ _ 

A. representation 

8. association 

C. selection 

D. extinction 
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12. Twins resulting from the splitting of a single fertilized ovum are ____ _ 

twins. 

A. monozygotic 

B. multizygotic 

C. dizygotic 

D. zygotic 

13. Which of the following is not a 11eurotransmitter? 

A. dopamine 

B. phenylalanine 

C. serotonin 

D. GABA 

14. Which procedure involves stimulation of brain regions by magnetic fields? 

A. rTMS 

B. vagus nerve stimulation 

C. ECT 

D. unilateral ECT 

15. The emphasis on the immediate here-and-now experiencing of the individual is 
the _____ approach. 

A. behavioral 

B. biological 

C. humanistic 

D. psychoanalytic 

Additional study resources are available at www.BVTLab.com. 
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: Assessment 
People differ from one another on nearly every measure we can select. In physical attributes, 

we vary in height, weight, hair color and texture, eye color, skin color, fingerprint ridges, and shoe size, to name 
but a few. We also differ in physical and sensory capabilities, in the flexibility of our spines, and in our individual body 
odors. Even wider variety characterizes human behavior. How we act , how we feel, and how well we remember our 
lives a re only some b ehavioral characteristics that distinguish us from one another. By any comprehensive measure, 
no two p eople are exactly alike. The particular physical arrangement of our pa rts makes each of us recognizable 
as a unique human, while the patterns of our actions, feelings, and capabilities make us each a unique p erson. How 
then can we distinguish the borders of"normal" and "abnormal"? 

4.1 Classification 
In the beginning st ages of most sciences, investigators 
try to make sense of nature's complexities by classifying 
observations. The early chemists sor ted compounds with 
certain properties into a group they called acids, while other 
compounds with different properties were classified as 
bases. This categorization was useful because once chemists 
found that a compound had certain properties of an acid, 
for example, they would know automatically that it also had 
a number of other predictable properties. Once acids and 
bases had been separated into useful classes, investigators 
could look deep er into the basic nature of tl1ese compounds 
and make subtler distinctio11s. Classification, then, can be 
the start of a process that leads to a more fundamental 
understanding of basic principles, ratl1er than just a labeling 
process that is an end in itself. 

The attempt to develop a classification syste1n for abnor1nal 
behavior ,-vas largely based on the classification system used 
in the area of physical disease. (Shutterstock) 

1l1e attempt to develop a classification system for abnormal behavior was based, in 
large part, on the classification system used in the area of physical disease. People with 
a certa in syndrome (pattern of symptoms) that showed a t ypical course and outcome 
without treatment- the symptoms of m alaria, for example-were classified as having the 
same disease. Once a syndrome had been identified, research, in many instances, proceeded 
to identify the physical causes of the disease and to develop effective treatments or even 
preventive measures. 

Investigators in the field of p sychopathology have reaped similar b enefits in several 
notable ways. As we saw in Chapter 2, the first st ep in the long process of fully understanding 
the mental disorder known as general paresis ¥.ras the identificatio11 of a pattern of symptoms 
with an associated course and outcome. If physicians had not been interested in classificat ion, 
it is hard to see how progress could have been made in separating out this pa rticula r 
disorder from the mass of m ental disorders and discovering its highly specific cause-a 
syphilitic infection. 

Syndrome 

Pattern of symptoms 
that te11d to occur 
together in a particular 
disease or condition 
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BVT Lob 
Flashcards are available 
for this chapter at 

www.BVTLab.com. 

'11ms. a major aim ofpsychopathologists in dc\'cloping classi6catorysystems is to disco,,er 

to what extent there arc distinctive patterns of abnormal behaviors with their own causative 

histories. 111c realization of this aim allows tJ1cm not only to sc.ek out causative influences 
but al.so to devise rational trcatmcnl and to detect individuals in the early stages of certain 
disorders before the disorders become more serious.1his chapter outlines the classification 
scheme most widely used for abnormaJ behavior and considers some of the problems that 
classification systems encounter. 

4.1 a Development of a System of Classification 
As noted in Chapter 2. different types of abnormal behavior have been jdcntificd since 
the Greek period. Melancholia was recognized as a different condition from hysteria. for 
example. L..1.tc.r, Krac-pclin distinguished manic-depressive psychosis from dementia praccox. 
Freud djff'erentiated neuroses from psychoses, such as schizophrenia, and treated a range 

of neurotic disorders through psychoanalysis. However. a classification model had not yet 
been developed for general application. During \\1orld ~Var I, for example. the U.S. Navy had 
a system by which all rnentaJly disturbed sailors were assigned to one of two categories: 
~insane, restraintH or-insane. other." Clearly, mental health professionals needed a more 
sophisticated cla.o,;sification system. 

In 1949. the Vlorld Health Organization included a section for the classification of 
psychiatric or mental disordc.rs in the sixth edition of its lnternatfrmal Classification of 
Diseases and Related Health Problems (ICD.6). This classification system. however, had little 

impact and was rarely employed by tJ1c mcntaJ health field. Jn the United States. the American 
Psychiatric Association set up a model to replace the ICD-6 that it called the Diagnostic and 
Stntistical Manual of Mental Disorders (DSM-I). first published in 1952. 1bis new model was 
strongly influenced by the theories of Freud and Adolf Meyer. Many of the disorders listed 
in the DSM•/ were considerccl. under Meyer's influence. to be reactions of the personality to 
important psychological or biologic.a) events. For example. a schizophrenic reaction could 
be contrasted to a. depressive reaction. 1be manuaJ was revised in 1968 into the DSA1-II: 
in tJ1c process. the number of mental di~orders listed was increased by 50%. Although the 
term reaction wa.(; generally removed from the nruncs of disorders. the manual remained 
strongl}rinflucnccd by f:reud's conc.cpts of neurosis 

and psychosis. 'Oms. the depressi-vereaction of DSJW-1 
became depressive neurosis in DSM-JI and was given 
a code number in line with the newer JCD-8. 

A Critical Challenge 

What are the problems in 
classifying behavioral disorders7 

Clearly. tJ1cre were COJlCC,rns about the accuracy and consistency with v.rhich the DSM-JI labels 

could be applied: agreement among clinicians on the use of a label was often no better than chance. 
A re~~rchc.r at Stanford University, David Rosc.nhan. believed that the diagnosis of psychiatric 
problems was unlike medkal diagnoses because tl1e lattercouJd be verified orvalidatcd in some 
physical way. whereas psychiatric lal>cls were maintained by consensus alone. For example. 
homosexuality was listed as a mental disorder under the DSM.JI, but it was subsequently removed 
from the list of disorders. That decision was the result of a vote by members of the American 

Psychiatric Association- a process that presumably would not be used in determining the 
validity of an actual medical diagnosis. Rosenhan (1973) set out to demonstrate that the context 
of the diagnostic situation was more important in applying a psychiatric label than was any 
objective examination of the patient Eight normal people (confederates in the study) appeared at 
J.2p.~chiatric hospitals in five different states on both the east and west coasts of the United States. 
presenting the same complaint of hearing voices. In response to questions from the hospital's 
admission staff. the pseudopatients stated that often the voices were undcar but seemed to 
say the words empty. hollow. or thud. Apart from giving false persona) information (name and 
employment. for example). the pscudopaticnt.s reported no other symptoms or psychiatric history. 
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All of the pseudopatients were admitted to the hospitals and in all but one case were given 
the diagnosis of schizophrenia. (The other case was labeled manic-depressive psychosis.) 
Once in the hospital, all pseudopatients acted as normal as possible, given the setting. 
They remained hospitalized from 7 to 52 days before being discharged with a diagnosis of 
"schizophrenia, in re1nission." None of the pseudopatients were detected by hospital staff 
as "fakes," although nearly a third of actual patients in the admissions wards expressed 

their suspicions about them ( e.g., "You're not crazy. You're a journalist or professor checking 
up on the hospital."). Apparently, the professional staff was unable to distinguish actual 
scl1izophrenics from imposters who presented only a single, initial, verbal symptom. 

In response to criticism from a teaching hospital that had heard of these results, 
Rosenhan conducted a second experiment (Rosenhan, 1973). He infor1ned the l1ospital that 
at some time in the next 3 months, one or more pseudopatients would seek admission there. 
Hospital staff 1nembers were asked to rate patients during that time period on the likelihood 
that they were pseudopatients. Although no pseudopatients were ever sent to the hospital, 
19 actual patients were identified by at least one psychiatrist and one other staff member 
as being probable fakes. Rosenhan concluded that the "sane" could not be differentiated 
from the "insane" under the prevailing diagnostic model. Of course, as some critics pointed 
out, it may be an unfair test of a diagnostic process to send in people who pretended to be 
disturbed and presented false symptoms. Since the hospital staff's goal was to help those in 
need, it is not surprising that they would accept the feigned symptoms as real. It is also true 
that many medical diagnoses have reliability problems, and an imposter coming to a medical 
hospital complaining of a bleeding ulcer would probably also be admitted. However, physical 
examinations and laboratory tests exist that would eventually confirm or disconfirm the 
presence of an ulcer. As Rosenhan noted, there were no similar sources for verification of the 
diagnosis of schizophrenia once it was given. 

Multiaxial Diagnosis 
In light of such definitional problems, a major overhaul of the diagnostic system was needed, 
and it came with the publication of the third edition of the DSM in 1980 (DSM-III). This 
edition represented a marked improvement from the two earlier systems in several ways. 
The criteria u sed to make a diagnosis were described in more objective, b ehavioral terms 
and were less tied to theoretical assumptions about intrapsychic causes. In the case of 
scl1izophrenia, for example, the criteria sp ecified active p sychotic symptoms, a required 
duration of the disturbance, and a decline in function compared witl1 earlier periods. It is 
safe to say that under the DSM-III, Rosenhan's pseudopatients would not have received the 
diagnosis for the single symptom they presented. Some categories of doubtful utility were 
dropped, while the total number of diagnostic categories more than doubled. Perhaps the 
largest structural change involved the introduction of five separate domains (or a.xes) on 
which individuals could be evaluated in order to give a more complete clinical picture of a 
person. This multiaxial approach was continued through the next three revisions of the DSM. 

Altl1ougl1 the DSM-III was well received, several inconsistencies and unclear criteria 
set s became apparent after its implementation. It thus underwent another major refitting 
in 1987 with the DSM-III-R (R for "revision"). Its multiaxial structure was retained, but the 

axes were restructured, and more than a tl1ird of the diagnostic categories were modified in 
some way. The DSM-III-R gave way to the next revision in the sequence, the DSM-IV, in 1994; 

its terms were adjusted to be consistent with the ICD-9. Some relatively minor modifications 
were made in 2000, intended to update supporting information without altering criteria sets, 
in the DSM-IV-TR (TR for "text revision"). 
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Throughout these editions, the DSM's multiaxial diagnostic framework was generally 
as follows: 

Axis I Clinical disorders and/or other condit io11s that may be a focus of clinical 
attention 

Axis II 
Axis III 

Personality disorders and 1nental ret ardation 

Axis IV 
General medical conditions potentially relevant to Axes I and II listings 
Psychosocial and environmental problems 

AxisV Global assessment of functioning 

Each axis of the DSM system was intended to capture a different component, or "layer," 
of the total picture of disturbance. Axes I and II represented t he basic classificatory system 
of mental disorders. It was thought that separating these t wo axes made it less likely that the 
clinician would overlook long-t erm personality styles that might be missed when attention 
is directed to a current episode of disturbance. Another distinction between these t wo axes 
involved onset of the disorders. Usually, those disorders on Axis I were more immediately 
obvious and had a point of onset- that is, a time when the presence of the disorder was noted 
as a different state for the person. The Axis I disorders (for example, major depressive disorder) 
also generally had an offset as the disorder remitted and the person recovered. Axis II disorders, 
by contrast, seemed to be characteristic of the long-standing functioning of the person, evident, 
in some respects, in nearly all situations and traceable back to adolescence or childhood. 

Like medical diagnoses in general, both of t hese axes were categorica l in nature. In 
other words, disturbed behavior patterns were organized into diagnostic "boxes" or 
categories if tl1e symptoms were of sufficient intensity and duration to reach criterion level 
for use of the particular diagnostic lab el. Some psychologist s raised objections to applying 
a categorical system for diagnosing psychological and beh avioral disorders on the grounds 
that disturba nces exist not as discret e entities but rather along a continuum or dirnension. 
It is true that one ca11not be a "little bit pregna nt," 

for exa mple, but p erhaps one could be a litt le bit 
depressed or a little bit a 11xious. Nonetheless, the 
categorical model of diagnosing mental disorders 
was central to t he DSl11 series at this time. 

Is a categorical approach best 
for diagnosing mental disorders? 

Still, there were lingering concerns about the DSM-IV. One long-standing problem 
was that the overlap between some categories could be problematic. For example, mood 
disorders a nd anxiety disorders often coexist ed, leading to questions about whether the 
boundaries bet ween these categories could be accurately delineated (Brow11, Di Nardo, 
Lehman, & Ca mpbell, 2001; van Praag, 2005). Diagnostic overlap resulted in a proliferation 
of diagnoses u sing the NOS descriptor ("not otherwise specified," meaning that the condition 
did not ent irely meet the criteria for a disorder), wl1ich indicated a need for greater specificity 
in diagnostic criteria (American Psychiatric Association, 2012). In addition, psychometric 
research into personality traits had increasi11gly favored a dimensional five-factor model- the 
"Big Five"-that did not correspond well with the personality cat egories in the DSM-IV(Ryder, 
Costa, & Bagby, 2007). The American Psychiatric Association appointed a task force to work 
on the DSM-5 (the group opted to discontinue the Roman numeral indicator of edition), and 
draft criteria of the new system were produced in 2008. Following extensive research a11d 
fieldwork, tl1e final version of the DSM-5 was approved and released in 2013. 

The process was not without cont roversy. During the p eriod allowed for open public 
comments on the draft versions, 1na ny professiona l organizat ions expressed strong 
reservations about the early proposals. The American Counseling Association, a mong 
many others, was concerned that normal bereavement would be patl1ologized if it were no 
longer excluded from a diagnosis of major depression, a s it had been under the DSM-IV. 
The organization also worried that the 11umber of personality disorders would expand. The 
Societ y for Humanistic Psychology launched a11 on line "Open Letter t o the DSM-5," expressing 
similar sentiments and recommending against lowering the thresholds for attention-deficit/ 
hyperactivity disorder, which was already suspected of being overdiagnosed. It also criticized 
as unwarranted DSM-5's implied assumption that all mental disorders reflect an underlying 
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biological dysf u11ction. The letter eventually garnered more than 14,500 signatures. The 
British Psychological Society objected to DSM-S's categorical, rather than dimen sional, 
framework, and several divisions of the American Psychological Association also joined the 
critics. Although subsequent draft revisions of tl1e DSM-5 addressed some of these issues, 
the final draft left the British Psychological Society and many other groups "concerned " 
(Lane, 2012). Some of the strongest criticisms of the DSM -5 came from those who worked 
on earlier editions. For example, Allen Frances, the chair of t he DSM-IV task force, warned 
that "DSM-5 is a travesty of careless suggestions that will likely turn our current diagnostic 
inflation into hyperinflation. Let the buyer beware" (Frances, 2013). 

Mucl1 was altered ,-vith the DSM-5. First, t he rnultiaxial structure of the earlier system 
was abandoned, and disorders formerly distinguished as Axis I, II, or III were compressed 
into a single list, in pa rt to more closely accord with the ICD-10 and to harmonize with the 
cominglCD-11. Although the DSM-5 includes approximately the same number of disorders as 
did the DSM-IV-TR, several categories have been reorganized and redefined. In addition, the 
notion of a spectrum of disorders is now applied to some categories that had similar "relatives." 
For example, individuals diagnosed with autistic disorder, Asperger's disorder, or pervasive 
developmental disorder not otherwise specified in the DSM-IV-TR are given the diagnosis 
of autism spectrum disorder in the DSM-5. After ext e11ded discussion, the personality 
disorders rem a i11ed unchanged, but an alternative five-factor model was introduced for 
future consideration. The organization of diagnoses in the DSM-5 can be seen in Table 4-1. 

Table 4 -1 Categorical Organization of the DSM-5 

DSM-5 Category Specific Examples 

Neurodevelopmental disorders Intellectual disability, attention-deficit/hyperactivity disorder 

Schizopl1renia spectrum and other psychotic disorders Schizophrenia, delusional d isorder 

Bipolar and related disorders Bipolar I disorder, cyclothymic disorder 

Depressive disorders Major depressive disorder, disruptive mood dysregulation disorder 

Anxiety disorders Panic disorder, social anxiety disorder 

Obsessive-compulsive and related disorders Obsessive-compulsive disorder, l1oarding disorder 

Trauma- and stressor-related disorders Post-traumatic stress disorder, adjustment disorder 

Dissociative disorders Dissociative amnesia, dissociative identity disorder 

Somatic symptom and related disorders Conversion disorder, illness anxiety disorder 

Feeding and eating disorders Pica, bulimia nervosa 

Elimination disorders Encopresis, enuresis 

Sleep-wake disorders Narcolepsy, obstructive sleep apnea, hypopnea 

Sexual dysfunctions Erectile disorder, female orgasmic disorder 

Gender dysphoria Gender dysphoria in children, gender dysphoriain adolescents and adults 

Disruptive, impulse-control, and conduct disorders Intermittent explosive disorder, conduct disorder 

Substance-related and addictive disorders Alcol1ol use disorder, gambling d isorder 

Neurocognitive disorders Major neurocognitive disorder due to Alzheimer's disease, delirium 

Personality disorders Antisocial personality disorder, l1istrionic personality disorder 

Paraphilic disorders Exhibitionistic disorder, pedophilic disorder 

Other mental disorders Other specified mental disorder due to another medical condition, 
unspecified mental disorder 

Medication-induced movement d isorders and other Tardive dyskinesia, neuroleptic-induced Parkinsonism 
adverse effects of medication 

Other conditions that may be a focus of clinical Unco1nplicated bereave1nent, parent-cl1ild relational problem 
attention 

Source: American Psychiatric Association, 2013. 
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Note that Table 4-1 contains not only the primary clinical syndromes or disorders but 
also movement problems or tremors that can result from use of medications prescribed as 

treatments for other conditions, as well as "other conditions that may be a focus of clinical 
attention." 111ese "other conditions" (also called V-codes in the DSM-IV or Z-codes in the DSM-5 
because the letters V or Z preceded their ICD-9 or ICD-10 identification numbers, respectively) 

are not mental disorders iI1 themselves; rather, they present problems for which a person might 
seek treatment or for which the patient's reaction is a relatively normal one. For example, the 
grief tl1at follows the death of a loved one may result in significant distress, leading one to 

consult a clinician for assistance. However, grieving is not considered evidence of a mental 
disorder unless it beco1nes particularly severe or long lasting. Similarly, other subclinical 
problems could lead a person to seek assistance-for example, a parent-cl1ild relationship 

problem, an episode of abuse, an acculturation issue, or difficulties at work or at school. 

Like its predecessors, the DSM-5 also includes a listing (in Section Ill of the manual) of 

conditions that have not yet been accepted as mental disorders but are being considered for 

membersl1ip. Some of those potential future diagnoses are listed in Table 4-2.111 ge11eral, adequate 

information about tl1e usefulness of these potential diagnoses has not yet been gathered, and the 

research that exists to date does not support their status as distinctive mental disorders. 111ey are 

included in the manual to generate research that could lead to their future inclusion or exclusion. 
Although the DSM-5 remai11s a cat egorical rather than dimensional diagnostic system, 

it includes sp ecific dimensional assessments for some conditions in order to quantify the 

extent of disability associated with the condition. Some of these assessments are complet ed 
by the patient; others, by the clinician. A Level 1 assessment involves a brief survey of 12 
or 13 symptom domains (such as depression, anxiety, p sycl1osis, pl1ysical complaints, and 
anxiety) rated on a 5-point severity scale (none, slight, mild, moderate, or severe). A rating of 

1nild or higher on an issue would trigger a 1nore in-depth Level 2 assessment i11volving various 
additio11al checklists and rating scales that are more specific to the issue. These Level 1 and 
Level 2 assessments are intended to help guide clinical decision making and to provide a way 

to track response to treatment; they are not intended to be used as the sole basis for diagnosis. 
It is illustrative to compare various editions of the DSM series in the way they have defined 

and diagnosed a single disorder over the years. Recall that both Freud and Watson used their 

,-vork on animal-pl1obic childre11 to demonstrate the strength of their theories. Phobias are 
among the more common disorders, involving strong fear or anxiety wl1en confronted by 
a specific object or circumstance. Table 4-3 shows the DSM guidelines for the diagnosis of 

phobia, from DSM-I to DSM-IV; the DSM-5 table shows the current diagnostic criteria for 
the same disorder. Note the appearance of coding numbers from the ICD-8 with the DSM-II 
diagnosis; the DSM-5 includes in parentheses the codes for both the ICD-9 and the ICD-10 
(those numbers ca1ne into use beginni11g October 1, 2014). 

Table 4-2 Some Conditions Listed for Further Study in the DSM-5 

Proposed Disorder 

Attenuated psychosis 
syndrome 

Persistent complex 
bereavement disorder 

Caffeine use disorder 

Internet gaining 
disorder 

Suicidal behavior 
disorder 

Nonsuicidal self
InJury 

Description of Symptoms 

Some psychotic symptoms (such as delusions, hallucinations, or disorganized speech) at least weekly for the 
past month, but 11ot of sufficient intensity or duration to 1neet tl1e definition of any particular psychotic disorder 

After the death of a close friend or relative, persistent impairment, distress, and/or preoccupation with 
the death after 12 months (6 months for children), beyond that of cultural or religious norms 

Inability (over the past 12 months) to cut down on caffeine use despite physical, psychological, social, or 
domestic problems that result, often accompa11ied by craving, tolerance, or withdrawal 

For the past 12 months, persistent preoccupatio11 with Internet gaming that interferes with normal 
interpersonal, occupational, educational, a11d/or career fu11ctions or opportu11ities 

At least one suicidal attempt in the past 24 inonths, not due to religious or political 1notivation or during 
a period of confusion or delirium 

Intentio11al self-inflicted body injury or damage, on 5 or more days during the past 12 montl1s, that functioned 
to induce a positive feeling or reduce a negative feeling, witl1out the i11tention of se1ious bodily harm 

Source: A1nerican Psychiatric Association, 2013. 



Table 4-3 

Edition 

DSM-I 
(American 
Psycluatric 
Association, 
1952) 

DSM-II 
(American 
Psycl1iatric 
Association, 
1968) 

DSM-Ill 
{A1nerican 
Psychiatric 
Association, 
1980) 

DSM-IV 
(American 
Psychiatric 
Association, 
1994) 

Diagnostic Criteria for Phobia, DSM-I Through DSM-IV 

Diagnostic Criteria 

OOO-x04 Phobic Reaction 

Classification, Diagnosis, and Assessment 

The anxiety of these patients becomes detached from a specific idea, object, or situation in the daily life and is 
displaced to some symbolic idea or situation in the form of a specific neurotic fear. 1l1e commonly observed for1ns 
of p l1obic reaction include fear of syphilis, dirt, closed places, high places, open places, animals, etc. The patient 
attempts to control his anxiety by avoiding the phobic object or situation. 
In recording t l1is diagnosis the manifestations will be indicated. 1l1e term is synonymous with the former term 
"phobia" and i11cludes some of the cases formerly classified as "anxiety hysteria." 

300.2 Pl1obic Neurosis 
This condition is characterized by intense fear of an object or situation whicl1 the patient consciously recognizes as 
no real danger to him. His apprehension may be experienced as faintness, fatigue, palpitations, perspiration, 11ausea, 
tremor, and even panic. Phobias are generally attributed to fears displaced to the phobic object or situation from 
some ot her object of which the patient is unaware. A wide range of phobias has bee11 described. 

300.29 Simple Pl1obia 
A. A persistent, irrational fear of, and compelling desire to avoid, an object or situatio11, other than being alone or 

in public places away from home (Agoraphobia), or of humiliation or embarrassment in certain social situations 
(Social Phobia). Phobic objects a re often animals, and phobic situations frequently involve heights or closed spaces. 

B. Significant distress from the disturbance and recognition by the individual that his or her fear is excessive or 
uni-easonable. 

C. Not due to another mental disorder, such as Schizophrenia or Obsessive Compulsive Disorder. 

300.29 Specific Phobia 
A. Marked and p ersistent fear that is extensive or unusual, cued by the presence or anticipation of a specific object 

or situation (e.g., flying, heights, ani1nals, receiving an injection, seeing blood). 
B. Exposure to the phobic stimulus almost invariably provokes an immediate anxiety response, which may take 

the form of a situationally bound or situationally predisposed Panic Attack. Note: In children, the anxiety may 
be expressed by crying, tantrums, freezing, or clinging. 

C. The person recognizes tl1at the fear is excessive or unreasonable. Note: In children, this feature may be absent. 
D. The phobic situation(s) is avoided or else is endured with intense anxiety or distress. 
E. The avoidance, anxious anticipation, or distress in the feared situation i11terferes significantly with tl1e person's 

normal routine, occupational (or academic) functioni11g, or social activities or relationships, or there is marked 
distress about having the phobia. 

F. In individuals under age 18 years, the duration is at least 6 1nontl1s. 
G. The anxiety, Panic Attacks, or phobic avoidance associated with the specific object or situation are not better 

accounted for by another mental disorder, such as Obsessive-Compulsive Disorder (e.g., fear of dirt in someone 
with an obsession about contamination), Posttrau1natic Stress Disorder (e.g., avoida11ce of stimuli associated 
witl1 a severe stressor), Separation Anxiety Disorder (e.g., avoidance of school), Social Phobia (e.g., avoidance of 
social situations because of fear of e1nbarrassment), Panic Disorder With Agoraphobia, or Agoraphobia Witl1out 
History of Panic Disorder. 

Sp ecify type: Animal Type Natural Environment Type Blood-Injection-Injury Type Situational Type Other Type 

Diagnostic Criteria for Specific Phobia 

Specific Phobia 
A. Marked fear or anxiety about a specific object or situa tion (e.g., flying, heights, a nimals, r eceiving an injection, seeing 

blood). Not e: In children, the fear or a nxiety may be expressed by crying, tant rums, freezing, or clinging. 
B. The phobic object or situa tio11 almost always provokes i1nmediate fear or anxiet y. 
C. The phobic object or situa tion is act ively avoided or endured ,vith intense fear or anxiet y. 
D. The fear or anxiety is out of proportion to the actual danger posed by the sp ecific object or situation and to t he sociocultural 

context. 
E. The fear, anxiety, or avoidance is persistent, t ypica lly lasting 6 montl1s or more. 
F. The fear, anx iet y, or avoidance causes clinically significant distress or impairment in social , occupat io11al, or other 

important a reas of functioning. 
G. The disturbance is not better accounted for by the sympto1ns of anotl1er m enta l disorder, including fear, anxiety, and 

avoidance of situations ass·ociated with panic-like symptoms or other incapacita ting symp toms (as in agoraphobia); object s 
or situations rela ted to obsessions (as in obsessive-compulsive disorder); r eminders of traumatic events (as in posttraumatic 
stress disorder); separation from home or at tachment figures (as in sep aration anxiety disorder); or social situat ions (as in 
social anxiety disorder). 

Specify if: Code b ased on phobic stim ulus: 
300.29 (F40.218) Animal 00.29 (F40.228) Natural environment 00.29 (F40.23x) Blood-injection-injury 
Coding note: Select sp ecific ICD-10-CM code as follows: F40.230 fear of blood; F40.231 fear of injections and transfusions; 
F40.232 fear of oth er medical care; or F40.233 fear of injury 
300.29 (F40.248) Situational 300.29 (F40.298) Other 

Source: Reprinted with permission fro1n the Diagnostic and Statistical Manual of Mental Disorders, 5th ed. (Copyright 2013). American Psychiatric 
Association. All Rights Reserved. 
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Diagnostic 
reliability 

Consistency and 
agreement between 
clinicians in use of a 
diagnostic label 

Diagnostic validity 

The exte11t to which 
a diagnosis 1neasures 
what it purports to 
measure 

4.2 Problems Associated with Classification Systems 
Two important questio11s should be asked of any classification system: (1) How reliably can the 
categories be judged? (2) How valid are the categories in the sense of discriminating among 
disorders that have distinctive etiologies and possibly require different treatments? For a 
diagnosis to be reliable, different clinicians should come to the same diagnostic conclusion 
after independently examining the same patient. 'Their agreement on a diagnosis suggests 
tl1at the label can be applied in a consistent way. Diag11ostic reliability is not itself adequate 
for any classification system because it is possible for a diagnosis to be reliable but at the 
same time to be invalid. For example, t wo clinicians may agree that a person suffers from 
schizophrenia, when, in fact, the person's hallucinations and delusions are actually the result 
of ongoing use of p sychoactive drugs. Diagnostic 
validity concerns whether the diagnosis measures 
what it claims to measure. The refinements in the 
DSM classification syst em have been largely driven 
by the need to improve reliability and validity. 

4.2a The Reliability of Categories 

How well can different 
clinicians independently arrive 

at the same diagnosis? 

In the early versions of the DSM series, diagnostic reliability was largely ignored. Independe11t 
psychiatrist s agreed on a schizophrenic diagnosis in 53% of tl1e cases in one study (Beck, 
Ward, Mendelson, Mock, & Erbaugh, 1962). Agreement on subcategories within t he broader 
categories was even less. An importa11t component of the DSM-III involved the use of extensive 
field trials to evaluate reliability by having pairs of clinicians make independent diagnoses 
on several hundred patients. During the development of the DSM-Ill, two phases of the field 
trials were conducted with the DSM-III draft criteria employed in Phase 1 and revised criteria 
employed i11 Phase 2. Inter -rater reliability was measured using the kappa statistic, which 
considers the possibility of chance agreement in its calculation (like correlations, kappa 
values of 1.0 mean p erfect agreement). In the DSM-Ill, a reliability estimate of .70 or higher 
was said to indicate good agreement in the use of the diagnosis. 

The results of the DSM-III field trials were included in the manual as an appendix, allowing 
users to compare the relative reliabilities of different diagnostic categories. Some general 
results of tl1e DSM-III field trials for adult patients are displayed in Table 4-4. The most reliable 
diagnostic categories (those with kappa values of .70 and above) included mental retardation, 
mood disorders, substance use disorders, and schizophrenia. Less reliable diagnoses included 
somatoform disorders, factitious disorders, and personality disorders. Overall, the results 
showed that reliability had improved compared to the DSM-II, but it was still disappointing 
in several areas. 

As the DSM-IV was prepared, the t ask force assigned to the revision conducted extensive 
field trials to agaiI1 evaluate improvements in diagnostic reliability. Unfortunately, the results of 
these reliability trials were not included with the publication of either the DSM-IV or DSM-IV-TR, 
nor have they been widely disseminated in the professional literature, though some reliability 
figures for tl1e DSM-IV are found in the publisl1ed reports of the task force teams that reviewed 
specific disorders. Among the few examples, Keller and his colleagues (1995) reported that the 
1nood disorders field t rials found "fair" to "good" inter-rater, intersite reliabilities for major 

depression (.52) and dysthymia (.59). In a later, independent study of DSM-IV criteria for anxiety 
a11d 1nood disorders conducted on 362 patients in New York a11d Boston (Brown et al., 2001), 

reliabilities above .70 were found for all principal anxiety and mood diagnoses except for major 
depression (.68) a nd dysthymia (.22). Compared to the DSM-III, reliability was significantly 
improved for the anxiety disorder subtypes of generalized anxiety disorder and panic disorder. 
Data collected during the development of ICD-10 (with which the DSM-IV was coordinated) 
during global field trials in 39 countries involving 100 sites showed good category reliabilities 
for schizophrenic disorders (.82), substance use disorders (.80), mood disorders (.77), and 
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Table 4-4 Diagnostic Reliabilities for Selected DSM-Ill Adult Disorders 

DSM-JJJDiagnostic Class 

Mental retardation 

Reliability Range (Phase 1-Phase 2) 

.80-.83 

Dementias (se11ile and presenile) 

Substance use disorders 

Scl1izophrenic disorder 

Affective (mood) disorder 

Anxiety disorder 

Somatoform disorder 

Dissociative disorder 

Psychosexual disorders 

Factitious disorders 

Adjustn1ent disorders 

Personality disorders 

Overall kappa of Axis I 

Overall kappa of Axis II 

Source: American Psychiatric Association, 2013. 

.85- .91 

.86-.80 

.81- .81 

.69-.83 

.63- .72 

.54-.42 

.80- (-.003) 

.92-.75 

.66- (-.005) 

.67-.68 

.56-.65 

.68- .72 

.56-.64 

anxiety disorders (.74) but much poorer reliability (.47) for p ersonality disorders (Sartorius 
et al., 1993). However, subtype-level agreement was weaker: schizophrenia-catatonic type 
(.39) and histrionic personality disorder (.12) demonstrated poor reliability. In general, these 
studies indicate that DSM-IV diagnoses were at least as reliable as their DSM-III counterparts, 
although the need for improvement remained. 

As the DSM-5 field trials were underway, the American Psychiatric Association, perhaps 
stung by the disappointing results for the DSM-IV, appeared to be lowering expectations about 
improved reliability. In a commentary in the organization's main journal, Kraemer, Kupfer, 
Clarke, Narrow, and Regier (2012) stated: "[T]o see a k

1 
[kappa] for aDSM-5 diagnosis above 

0.8 would be almost miraculous; to see~ between 0.6 and 0.8 would be cause for celebration. 
A realistic goal is k

1 
between 0.4 a11d 0.6, while k

1 
between 0.2 and 0.4 would be acceptable" 

(p.14), implying that the earlier expectations for DSM reliability were unreasonably high. In 
fact, preliminary results of DSM-5 field trials, involving 665 children and adolescent patients 
and 1,593 adult patients, have been mixed (see Table 4-5). Some categories, such as major 

Table 4-5 Diagnostic Reliabilities for Selected DSM-5 Disorders 

DSM-5Diagnosis 

Post-traumatic stress disorder 

Alcohol use disorder 

Major depressive disorder 

Mild traumatic brain injury 

Borderline personality disorder 

Schizophrenia 

Bipolar I disorder 

Mixed anxiety-depressive disorder 

Binge-eating disorder 

Major neurocognitive disorder 

Kappa Reliability 
(95% confidence interval) 

.69 (.59-.78) 

.40 (.27-.54) 

.25 (.13-.36) 

.36 (.13- .55) 

.34 (.18- .51) 

.46 (.34-.59) 

.56 (.45-.67) 

- .004 (-.10- .09) 

.56 (.32- .77) 

.78 (.68- .88) 

DSM-5 Interpretation 
of Reliability 

Very good 

Good 

Questionable 

Questionable 

Questionable 

Good 

Good 

Unacceptable 

Good 

Very good 

Data source: "DSM-5 field trials in the United States and Canada.part II: Test-retest reliability of selected 
categorical diagnoses," by Regier et al., 2013, American journal of Psychiatry, 170, pp. 59-70. 
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neurocognitive disorder and post-traumatic stress disorder, showed test-retest reliabilities 
near or above .70; others, such as bipolar disorder and oppositional defiant disorder, showed 
kappa values between .40 and .60; major depressive disorder and generalized anxiety disorder 
reliabilities were both below .35; and mixed anxiety-depressive disorder and antisocial 
personality disorder were unreliable, showing kappa values below .06 (Regier et al., 2013). 

Spectrum diagnoses tended to show better reliability. The kappa values for several categories 
were below those m easured for the DSM-III, though it should be noted that differences in 
methodology (e.g., random sampling in the DSM-III field trials versus stratified sampling in 
the DSM-5 field trials) make direct comparisons problematic. 

4.2b The Validity of Categories 
It is important to remember that a reliable classification is not 11ecessarily a valid one; a valid 
classification measures wl1at it claims to measure. Consistency of use can be achieved for 
categories witl1out that fact constituting validation of the disorder itself, as demonstrated 
in the case of homosexuality, which was a mental disorder under the DSM-II but is not a 
disorder currently. If diagnoses show construct validity, then the separations between different 
categories should be discer11ible. Evidence should be available to support what belongs inside 
the category (convergent validity) as well as what does not (divergent validity). If a diagnosis 
has predictive validity, we should be able to say something about what to expect in terms of 
outcome or course. 

One reason to subject the DSM to continuous evaluation and revision is to assess whether 
the diagnoses are valuable as separate types of disorders. Sometimes, diagnoses have been 
relocated in the scheme of classifications to better reflect assumptions about the disorder. 
For example, pervasive developmental disorders, such as autism, and specific developmental 
disorders, such as reading or arithmetic learning disorders and speech disorders, were placed 
on Axis II in the DSM-III series but moved to Axis I in the DSM-IV. In other cases, some 
diagnoses found to be of questionable value have been moved out of the main system into 
provisional status, as in the case of passive-aggressive personality disorder, which was a11 
Axis II classification in DSM-III and DSM-III-R but retracted for further study in the DSM-IV. 
Some proposals under further study may indeed become diagnostic categories in the next 
DSM edition: Premenstrual dysphoric disorder and binge-eating disorder were elevated 
to m ental disorder status in the DSM-5. Other candidates were later abandoned as DSM 
revisions proceeded, including "rapism" (because rape is best accounted for as criminal 
behavior) and "self-defeating personality disorder" (because the proposed characteristics are 
already included under existing classifications). There is general agreement that the DSM-5 
criteria, though far from perfect, make some valid distinctions between different symptom 
presentations. Those distinctions can be meani11gful in selecting treatment and in projecting 
the course of m any disorders. For example, a diagnosis of schizophrenia implies that the 
disorder would follow a different course, and would lead to different treatments, than would 
a diagnosis of depression. However, validity presupposes reliability; the validity of any DSM-5 
diagnostic category is limited by the reliability of that diagnosis. 

It is important to recognize that the DSM series is a product of tl1e medical profession 
and consequently reflects the perspective that psychological disorders should be classified 
and treated in the same way as physical diseases. The fact that ab11or1nal behaviors can be 
described, given a name, and diagnosed with fair reliability using DSM-5 criteria does not 
1nean that the disease model or metaphor is a valid one. As so1ne critics of the medical 1nodel 
have noted, diagnoses are not diseases (Mindl1am, Scadding, & Cawley, 1992; Szasz, 1991), and 

there remain many cl1allenges to the adequacy of disease conceptualizations of DSM disorders 
(Larkin, Wood, & Griffiths, 2006; Peele, 2007). Because nearly all of the diagnostic criteria 
are behavioral, evidence of statu s as an illness or disease requires verification apart from 
the behaviors used to define the disorder in the first place. Research into the genetic bases of 
mental disorders is very active, and a great many chromosome loci are being evaluated for 
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candidate genes contributing to various diagnoses. 'l11e recent report of small but significant 
genetic overlap between five major disorders (autism, attcmtion-defidt/ hypc,ractivity disorder. 

bipolar disorder, major de1>rcssion. and schizophrenia) highlights both the possibility of 
shared genetic influences and the problem of diagnostic validity (Smollcr ct a L 2013). Al 
present.. no medical or biological tests exist that can confirm or verify the vast proportion 
of specific fJSM-5 diagnoses. Until an undc.rlying genetic or biological abnormality specific 
to and dfagnostic of a disorder can be identified, its status as a med.ical d isease remains 

an a1,sumption. At the sarnc time. the pharmacological industry continues to develop and 
promote symptomatic interventions for virtually every category of disorder in the DSM.s. 
furthering the financial investment in a d isease perspective. Despite obvious limitations. it 
is probable that the d isease metaphor will remain a dominant influence in the DSM system 
for the foreseeable future. 

4.3 The Diagnostic Process 
Ald1ough some clinicians, cspcciaUy those from the hu1nanistic~c.xperiential perspective. have 

resisted attempts at diagnostic assessment. preferring to move immediately into trcatmcnL 
in most clinical settings (and probably aU settings in which insurance payment.s arc involved). 
an attempt to provide a DSM-5 diagnosis ·will be made. ln addition to determining how to 
categorize tJ1c person's problem. the clinician may be expected to answer a nwnber of other 
specific questions on the basis of the diagnostic process: ls 
organic brain pathology present? Are the person's symptoms 
partly a reaction to drugs? ls the person reacting to some 
acute situational crisis. or is it a long-term problem? How 
severe is the disturbanc.e? Is hospitalization indic.ated? Is 
suicide a risk? Is the person motivated for treatment? Is the 
person intellectually disabled? In some cases. a thorough 
physical and neurological examination iscaJled for. perhaps 
inclttdingspccializcd measures such as a blood workup or 
an elcctrocnccphalogrruu (EEG). which measures brain 
wave patterns. 11,erc arc additional specific techniques 

for imaging the brain and its functions (to be described 
later), and at times these assist in the diagnostic process. 

However. the primary methods for obtaining and evaluating 
dfagnos tic information for most mental dfaorders are 
interviews. observations. and psyclwlogi.cal tests. 
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A thorough physicaJ and neurological examination may 
be cu1Jed fo r when diagnosing a patient. perhaps including 
specialized measures such as an cfectroencepha.log.ram. which 
measures brain wa\'e patterns. fiStock) 

4.3a The Interview 
The interview is the bas ic. and often the only. What are some common 
instrument of assessment because the diagnostic diagnostic procedures and tests? 

criteria of the DSM·S are based largely on a person's 
scl~rcport of symptoms. Ordinarily. a diagnostic intervicw(sometimes called an intake interview) 
is given when a person is first seen at a clinic or institution. lt involves an interaction between 
the patient or dicntand the clinician or intcr,riewer. who usualJy formulates an initial diagnostic 
impression. supplemented by information from the patient's medicaJ and social h istory. 
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111e nature of the diagnostic interview may vary as a function of the interviewer's 

theoretical orientation and the setting in which the interview is conducted. Clinicians 
employing different models wi.11 tend to view d ifferent types of information as more or 
less enlightening as they seek to understand the pcr-son·s dysfunction. As for setting, the 
diagnostic problems seen in a college counseling center are likely to be quite different from 
those typical of a large mental hospitaJ or a child guidance clinic. However. the general goals 

Elect.roe.nce.phalogruw 
{EEG} 

A record of clcclrical 
activity or the brain 
in terms of brain 
frequencies. measured 
from the scalp 
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of the diagnostic interview include establishing rapport with tl1e client, decreasing the client's 
anxiety about the process, and collecting some basic details about the problem. Certain 
types of information are needed to work to,-vard a reasonable preliminary classification and 
treatment plan. 

Typically, the interviewer will need to know about the presenting proble1n. How severe 
are the symptoms? How long do they last, and how do they impact the client's daily social, 
occupational, and educational fu11ctioning? Have there been previous episodes, and if so, how 

were they resolved? In addition to these sorts of questions, the interviewer 
commonly asks about family background (including any mental disorders 
or problem s evident in other members of the family), social relationships 
and the degree of social support available to the client, work history, 
educational background, medical history, substance use patterns, legal 
history, and any prevailing stressors that migl1t be influencing symptoms. 

Formal, structured clinical interviews have recently been playing 
a larger role in diagnosis, especially in research sit uations. These 
standardized interviews lead the diagnostician to ask specific questions 
tied to DSM categorization. For exa1nple, the Structured Clinical Interview 
for DSM Disorders (SCID) was created to collect the information necessary 
for DSM-111-R diagnoses (Spitzer, Willia1ns, Gibbson, & First, 1990). It has 
since been updated and expa nded as the DSM has been revised. Like other 
similar structured interviews, SCID allows focused evaluation of patient 
symptoms in relationship to DSM criteria, focusing the interview process 
to produce more reliable use of a diagnostic label. 

TI1e interview is the basic instrument of 

The interview as a source of diagnostic information is not without its 
problems. One is that the interviewer relies heavily on the accuracy of the 
p erson's self-report. Various circumstances can affect what a patient t ells 
an interviewer: the skill of tl1e interviewer in helping the patie11t feel at ease 
and in facilitating open and honest expression, personal characteristics of 
the patient (such as articulateness and defensiveness), and the immediate diagnostic assessme11t. (Shutterstock) 

circumstances and purposes of the interview. The situational factors can 
be extremely important. Have persons sought outpatient help on their own initiative? Are 
they being interviewed at a mental hospital after being brought there against their will? 
Have they been referred by a judge with the understanding that psychological treatrnent is 
an alternative to jail? Have children been taken to a clinic because their t eachers or parents 
want the clinic to "do something about their disruptive behavior"? Experienced clinicians 

are aware of these possible i11fluences and take them into account as best they can. 
It is also essential to attend to cultural factors that can i11fluence the interview (and, 

consequently, the diagnostic) process. When the interviewer and the client are of different ages, 
genders, and/or ethnic origins, bias and misinterpretation of self-report are common outcomes 
(Okazaki & Sue, 1995). A lack of eye contact or a very soft speaking voice may reflect different 
communication styles rather than indications of social dysfunction or mood disturbance. There 
is also considerable variation between cultures in how psychological distress is described, a11d 
some forms of psychological problems are highly specific to certain cultural groups. A variety 
of culture-bound syndromes are noted in the DSM-5, including dhat syndrome (dhat is a folk 
term in Sout h Asia referring to anxiety involving negative health consequences that result from 
tl1e discharge of se1nen), the related koro (a sudden and intense anxiety, usually reported in 
south and east Asia, that the p enis will recede into the body and cause death), and mal de ojo 
( or "evil eye," a concept common among Mediterranean cultures that another person's feelings 

of envy or hatred can cause physical and psychological problems for the targeted individual). 
Often, t hese syndromes can be related to DSM-5 categories such as major depressive disorder, 
somatic symptom disorder, or delusional disorder (American Psychiatric Association, 2013). 

The cultural interpretation of such symptoms or complaints is an important consideration 
during the diagnostic interview and in the application of a DSM label. 
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4.3b Observation 
'Ote psychological interview cannot adequa tely answer all 
diagnostic questions. Further information may be obtained 
by observational procedures. which are concerned with 
what persons do rather than what they say they do. Some 
observational information is usually obtained as part 
of the interview. Often. observations made during the 
interview. together with a person's responses to certain 
types of que.~tions. make up a mental status examination. 
providing a current picture of the person's level of 
functioning. Almost immediately. the interviewer makes 
note of the client's general appearance. Characteristics such 
as posture, cleanliness. and use of gestures can provide 
valuable information to supplement the c linical overview. 
Someone who has not bathed in some time. whose nails 
and teeth have been neglected. and whose clothes are 
improperly worn may be c.\'.periencing a more g lobal level 

Mal de ,yo. or* evil eye.* is a concept common among 
Mediterranean cuJtures tlt.al is believed lo cause crying. 
vomiting . and fever in ch ildren. liStod;l 

of impairment than one who attends to appearance. dress. 
and personal hygiene. Level of activity can reveal clues about high or low levels of energy. 
Degree of eye contact and tone and volume of the voice may reveal something about general 
crnotionaJ intensity. 

Observations of the person·s use oflanb'llage may pro,,idc reasons to suspect lower 

intelligence, delusional thinking. mood disorders. substance use. or neurological impairment. 
For example. digressive or incomprehensible speech or use of many unusual words can 
suggest psychotic conditions. whereas rapid or pressured speech may lead a clinician to 
consider a manic mood state. Sometimes. cl ients are asked to repeat certain statements 
or to say the alphabet as a means to assess degree of verbal control. OtJ1cr common speech 
tasks within a mental status exam serve to screen for memory problems r,vhatdid you cat 
for breakfast this morning'?~ or HWho is the president of the United Statesr). orientation 
difficult ies roo you Jmow where you arc'?" or M\iVhat day of the week is this?'"). and ability 

to concentrate ('"Say the days of the week in reverse order. starting with Sunday"'). as well as 
to estimate intellectual functioning ("\t\'hat do we mean whe.n we say. '1:he grass is a lways 
greener on the other side of the fence.? .. ). 

As the interview progresses. an experienced clinician can formulate some hypotheses 
about the person·s lc\'cls of attention and concentration. general intelligence. emotional state. 

memory ability. and presence of psychotic symptoms. lbese impressions from observation 
and intcntiew might then indicate a need to further refine the diagnostic process through a 
more formal procedure: psychological testing. 

4.3c Psychological Tests 
Psychological tests are another source of diagnostic information. Briefly. a psychological 
test is a highly standardized procedure for obtaining a sample of behavior from which 
inferences can be made about the. person's general psychological functioning. Tests are 
usually constructed so that a person ·s respon.~es can be quantified and compared with 

norms obtained from a large sample of other individuals. Jn general. these tests seek to 
reduc.e some of the uncontrolled influences that operate in the interview and to provide 
more standardized information. Psychologists ha,~c access to hundreds ofcarrent tests 

for different diagnostic purposes. 
Intelligence tests, such as the Stanford-Binet and \1Vcchsle.r intelligence scales for 

adults and children. arc especially useful when there is a que-stion of intellectual disability 
or when, for some other reason. an estimate of the person·s gencraJ ]c\•cl of intellectual 

Mental statu.s 
e:camln.ation 

Brief interview and 
observation method 
to provide an overview 
of a person·s general 
level of psychological 
functioning 

Psychological test 
Highly standardized 
procedure for obtaining 
samples of behavior 
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ability is required. The fourth edition of the Wechsler Adult Intelligence Scale (WAIS-4) was 
published in 2008 for use with people age 16 and above. The carefully constructed scales 
provide a reliable 1neasure of intellectual functioning in areas of verbal comprehensio11, 

short-term memory, perceptual organization, and processing speed, 
expressed in terms of a standardized index score (an intelligence 
quotient, or IQ) that allows comparison of the person's abilities with 
that of same-aged peers across the nation. 111ese i11telligence index 
scores are normalized with a mean score of 100 and a standard 
deviation of 15, meaning that someone who achieved a score of 115 

does as well as or better than 84% of the same-aged population, while 
a person scoring 85 does as well as or better than 011ly 16% of the 
population. Similar measurements can be acquired for younger people 
on the Wechsler intelligence scales for children ages 6-16 and preschool 
children ages 2-7. The fifth edition of the Stanford-Binet intelligence 
test, published in 2003, provides similar standard normalized 
measures for examinees ages 2 to 89. Many other reliable intelligence 
tests are available, including some that are adapted specifically to 
measure nonverbal intelligence. These tests l1ave value apart from their 
obvious use of detecting i11tellectual disability or exceptional abilities: 
An individual's pattern of strengths and weaknesses across various 
parts of the tests can provide evidence of specific types of learning 
disorders, developmental disabilities, neurological impairments, and 
memory problems. 

Psychological tests are l1igl1ly standardized 
procedures for obtaining a sample of behavior 
from which inferences can be made about a 
perso11's general psychological functioning. 
(iStock) 

Another major class of psychological testing involves personality 
tests-such as characteristic motives, defenses, conflicts, self-image, 
and thought processes. These are primarily used by clinicians to assess 
various aspects of personality. The two n1ost common types of personality 
tests are projective tests ( or techniques, as some clinicians prefer to call 
tl1em) and personality inventories. Let us look more closely at them. 

Projective test 

Test in which a person 
is presented with 
ambiguo11s stimulus 
materials a11d asked 
to respond in some 
way, based on the 
assumption that people 
project cl1aracteristics 
of their own 
intrapsychic processes 
onto their responses 

Projective Tests 
In projective tests, the person is asked to respond to ambiguous stimulus materials. Thus, 
for the Rorschach Test, created in 1921, the person is shown cards depicting inkblots and 
asked to describe what they look like. The clinician scores and interprets the perceptual 
responses. The Thematic Apperception Test (TAT), created in 1935, consists of pictures of 
varying degrees of ambiguity about "vhich the person is asked to make up stories. The themes 
and imagery in the stories can then be used to make inferences about the person's motives, 
self-concept, emotions, and conflicts. Some other types of projective tests involve filling in 
the blanks of incomplete sentences, creating the dialogue between people in a cartoon, or 
drawing a picture of a perso11. 

The basic assumption in all projective techniques, derived from the psychodynamic 
perspective, is that people project their own internal dispositions into their responses, 
whether into what they "see" in an inkblot or what they tell in a story. The content of the 
following story, told by a patient who was diagnosed as paranoid schizophrenic, supports 
other infor1nation suggesting along-term resentment of his mother's attempts to dominate 
and control him. 111e patient "vas shown TAT Card I, a picture of a young boy sitting at a table 
contemplating a violin, and told to make up a story about it. 
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There's a young boy ... looking at a violin, wondering whether he should take the 
violin or not. He doesn't want to. He doesn't like it in the least. He doesn't like the 

idea. But his mother has told him to take the violin. 
Therefore he must take it. And he doesn't see any way 
to get out of it. So he's sitting tl1ere thinking about 
chopping the violin to pieces if he can get away with 
it, or destroying it, or perhaps thinking whether he 
should go to his mother and t ell her, "I refuse to take 
the violin," but he knows he ca11't do that so he'll just 
think about it, and he'll look at the violin and hate it. 

(How will the story end?) He'll probably take tl1e violi11 
until he gets to a point where he's old enough to do what 
he pleases. (Shneidman, 1955, p. 111) 

Projective techniques, once tl1e most common forn1 of 
psychological assessment, are now employed less often than 
other forms of personality tests. The reliability, validity, and 

A sample Rorschach inkblot (Wikimedia Commons/ Public Don1ain) 

usefulness of projective tests continue to be topics of disagreement. As the illustration of the 
TAT response illustrates, the scoring and interpretatio11 of projective tests is a complicated 
task that requires mucl1 clinical experience. In fact, even experienced clinicians who frequently 
use projective techniques may disagree on the specific interpretation of a TAT response. It 
is unlikely that they could have diagnosed the storyteller with paranoid schizophrenia, or 
any other disorder, based on this story if his diagnostic status were unknown beforehand. 
Of course, valuable information might be contained in the results of projective testing, but 
without a reliable scoring method, an interpretation might be just as likely to be incorrect. 

Earlier research did 11ot provide consistent support for the validity of the Rorschach 
and the TAT (Zubin, Eron, & Schumer, 1965), and attempts to standardize scori11g systen1s 
for projective tests were made. For example, Exner (1993) proposed a comprehensive system 
for scoring the Rorschach involving computer-assisted interpretation, but many critics 
have remained unconvinced (Wood, Nezworski, Garb, & Lilienfeld, 2001). A major problem 

with the psychometric quality of the projective techniques involves an aspect that many 
clinicians consider their asset: the open-ended, unstructured responses that the tests evoke. 
With continued improvements in test construction, more objective methods of assessing 
personality that show better evidence of reliability and 
validity have gradually b ecom e dominant in p erso11ality 
testing. These newer techniques are often empirically keyed, 
standardized, and normalized, and their structures are often 
derived from complex mathematical techniques such as factor 
analysis. Projective techniques such as tl1e Rorschach and the 
TAT, however, will probably continue to be used m ainly in 
an intuitive and clinical fashion by more psychodynamically 
oriented therapists. 

Personality Inventories 

Personality 
inventory 

A self-report 
questionnaire in 
which brief responses 
to a collection of 
test items are used 
to assess personal 
cl1aracteristics or 
beha,riors across 
various personality 
climensions 

Personality inventories consist of a large number of 
statements to which the p erson is asked to respond in terms 
of fixed categories, such as "Yes," "No," or "Cannot Say." The 

important contrasts with the projective techniques are that 
the stimulus materials are not so ambiguous and that the 
person is not permitted the same freedom of response. The 
inventories are usually divided into various subscales to 
measure different aspects of the personality. 

The Thematic Apperception Test (TAT) comprises pictures 
like tl1is one. Stories told about tl1e pictures are tl1ought to 
reflect important motives, emotio11s, and conflicts of the 
storyteller. (Wikimedia Commons) 
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The Minnesota Multiphasic Personality Inventory (l\lIMPI)"' is perhaps the most widely 
used personality inventory in the field of abnormal psychology. This test, developed by 
Hathaway and McKinley (1943) and revised as the MMPI-2- in 1989, consists of more tha11 

550 item s covering a wide range of topics, including physical health, religious attitudes, 
1noods, beliefs, fears, and social interests. When the test was being developed, the item s 
were administered to eight groups of psychiatric patients with known diagnoses (such as 
l1ysteria, depression, and schizopl1renia) and a control group of normals. Subscales were 
then constructed from clusters of test items that distinguished each group, so that a p erson 
scoring high on a scale is essentially answering certain groups of questions in the same way 
as p eople with certain diagnoses. 

Several validity scales of the MMPI-2-includi11g the lie scale (L), i11frequency scale (F), 
and correction scale (K)-reflect different ways in which a subject's style of responding might 
affect the validity of the other scales. The L scale comprises a number of items that are mildly 
derogatory but probably true for most of us (such as "I get angry sometimes"). A person who 
denies 1nany of these items may be trying to "look good." F detects the tendency to overreport 
psychopathology or simple confusion in taking the test. K is a general measure of defensiveness, 
somewhat more subtle than L; a high score indicates t hat the person is ratl1er guarded and 
not inclined to disclose things that would seem unfavorable. See Table 4-6 for a summary of 
personality characteristics associated with elevatio11s on some of the different MMPI scales. 

Psychologists have conducted voluminous research on the MMPI and MMPI-2, much of 
it suggesting that this t est does l1ave some value as a n aid to diagnosis (Dal1lstrom, Welsh, 
& Dahlstrom, 1975; Butcher, 2006). Others question its usefulness and suggest that it rests 
on an outdated model of diagnosis (Helmes & Reddon, 1993). In practice, it has b ecome 
nearly a standard component of personality assessment and of psychological evaluations 
relating to such legal issues as child custody, likelihood to reoffend, competency to stand 
trial, and insanity. The interpretation of the MMPI-2 is more structured than interpretation 
of projective techniques, but it remains a complex activity with room for disagreement. A 
high score on Sc (schizophrenia), for example, does not mean that a p erson is behaving in a 
clearly schizophrenic fashion, and a high score on Hy (hysteria) does not mean that a person 
is showing clear-cut hysterical symptoms. It is the configuration of several scale scores that is 
most useful diagnostically, not the score on a single scale. Many clinicians, in fac t, tend to use 
tl1e MMPI in a rather loose fashion, dra\,ving upon their past experience and clinical intuition 
to make inferences about p ersonality dynamics and psychopathology from a particular 
profile. However, as actuarial data have accumulated, interpretative manuals conta ining 
empirically derived descriptors of many possible MMPI profiles have become available, along 
with computer-based administration and interpretation packages. These typically provide a 
variety of possible behavioral and diagnostic hypotheses that the psychologist can consider 
in the evaluative process. An example of an MMPI-2 profile is shown in Figure 4-1. This 
hypothetical client is acknowledging some distress; the profile is con sistent with depression, 
anxiety, and substance abuse. 

Other Self-Report Inventories 
Many other carefully constructed self-report devices are available for use, including other 
personality inventories (such as the Per sonality Assessment Inventory, or PAI) that can 
provide psychologists with ways to quantify the degree of a person's distress or psychological 
impairment. The PAI has found broad use among psychologists, in part because it measures 
more sp ecific aspects of disorder categories such as anxiety and depression than does 
the MMPI-2. However, the MMPI-2 seems to be better at detecting p eople who fake their 
responses in order to feign disorders such as depression or post-traumatic stress disorder 
(Lange, Sullivan, & Scott, 2010) and p eople who tend to provide ra ndom answers to the 
questions (Clark, Gironda, & Young, 2003). Other tests seek to assess a more specific range 
of symptoms, such as the 1961 Beck Depression Inventory (BDI), revised as the BDI-II in 
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Table 4-6 Personality Characteristics Associated with Elevations of the 
Basic MMPl-2 Scales 

Scale 

L. Lie scale 

F. Infrequency scale 

K. Defe11siveness scale 

1. Hypochondriasis 
(HS) 

2. Depression (D) 

3. Hysteria (Hy) 

4. Psychopathic 
deviate (Pd) 

5. Masculinity
femininity (MF) 

6 . Paranoia (Pa) 

7. Psychasthenia (Pt) 

8. Schizopl1renia (Sc) 

9. Mania (Ma) 

10. Social introversion 
(SI) 

Characteristics 

A validity scale that indicates the tendency to present oneself in an 
overly favorable or virtuous light 

A validity scale composed of items that are infrequently endorsed; 
a high score suggests carelessness, confusion, or exaggeration of 
symptoms 

A validity scale that measures the tendency to deny common 
human frailties 

Higl1 scorers report somatic complaints or concern about 
physical symptoms. 

High scorers report moody, pessimistic, sl1y, and despondent 
symptoms. 

High scorers tend to l1ave multiple physical concerns and express 
psycl1ological conflict tl1rough vague and unbiased pl1ysical 
complai11ts. 

High scorers endorse items relating to impulsive, rebellious, and 
antisocial tendencies. They often have difficulty in marital or family 
relationships and trouble with the law or authority in general. 

High-scoring males are described as sensitive, aesthetic, passive, 
or feminine. Higl1-scoring females are described as aggressive, 
rebellious, and unrealistic. 

Elevations on this scale are often associated with being suspicious, 
aloof, shrewd, guarded, worrisome, and overly sensitive. 

High scorers report feeling tense, a11xious, ruminative, preoccupied, 
obsessional, phobic, and rigid. TI1ey freque11tly are self-conde1nning 
and feel inferior and inadequate. 

Higl1 scorers answer like those who are often withdrawn, shy, 
unusual, or strange and have peculiar thoughts or ideas. They may 
have poor reality contact and, in severe cases, bizarre sensory 
experiences, such as deltisions a11d hallucinations. 

High scorers endorse items like those who are called sociable, 
outgoing, impulsive, overly energetic, optimistic, and, in some cases, 
amoral, flighty, confused, or disoriented. 

High scorers (introverts) tend to be modest, shy, private, withdrawn, 
and inhibited. Low scorers (extroverts) tend to be outgoing, 
spontaneous, sociable, and confide11t. 

Adapted from MMPI-2: A Practitioner's Guide, by J. N. Butcher, 2006, Washington, DC: 
Atnerican Psychological Association. 

1996. The scale consists of a series of questions in which the examinee can select statements 
reflecting the severity of symptoms like "hopelessness" and "sadness," as in this example: 

0. I do not feel sad. 

1. I feel sad. 

2. I am sad all the time, and I can't snap out of it. 

3. I am so sad or unhappy that I can't stand it. 

Total scores are calculated across 21 questions, with cutoff scores over 20 suggesting 
moderate depression and over 29 suggesting severe depression. Like other self-report rating 
scales, such as the Hamilton Depression Rating Scale, the BDI-II can be useful in diagnosis 
but cannot alone provide or confirm a DSM diagnosis. Similar self-report scales exist for 
assessing anxiety, fear, obsessive-compulsive disorder, substance abuse, problem gambling, 
and many other disorders. 
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4.3d Neuropsychological Assessment 
In addition to various psychological t ests, other techniques designed to provide information 
about brain functioning ca11 offer valuable i11format ion to the diagnostic process. S01ne of 
these assess behavioral abilities to infer neurological integrity, while others involve imaging 
of the physical brain and its metabolic functioning. 

Neuropsychological Testing 
Measuring a person's capacities in memory, attention, expressive and receptive language, and 
eye-hand coordination can indicate whether 11eurological difficulties should be suspected as 
the source of a person's dysfunction. Some t ests involve showing the examinee a geometric 
design and having that person reproduce it on p ap er, either directly or fron1 1nemory. Otl1ers 
involve recalling the contents of a short story after a time delay, saying a list of numbers in 
reverse order, or tapping the index finger on each hand as quickly as possible. More complete 
test packages, such as the Halstead-Reitan Neuropsychological Battery, consist of a variety of 
tasks involvi11g verbal, auditory, and tactile assessments that can give an "impairme11t index" 
score indicating comparison of test results to that of normal, unimpaired people. Many of 
tl1ese tests have become increasingly sophisticated and correlate well with later confirmation 
of brain damage. They l1ave become important components of psychological evaluations for 
dementia and other degenerative neurological conditions and amnesic syndromes. However, 
they require several hours of time to administer, and their results are considered suggestive, 
but not definitive, of physical brain impairment. 

Figure 4-1 Example of a Profile of MMPl-2 Scale Scores 

Scale scores were devised so that the original standardization sample of normal individuals had 
a mean of 50 and a standard deviation of 10, the so-called T-scores shown on the ordinate. Thus, 
a score of 70 on a scale indicated that the p erson scored higher than 97% of the normal sample, 
2 standard deviations above the n1ean. 

Adapted from MMPI-2, 2001, University of Minnesota Press Test Division 
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Brain Imaging 
A rapidly advancing t echnology in brain imaging techniques is providing vast improvement 
in our abilities to observe the structures of the living brain and its function. Earlier computer 
technology m ade the computerized axial tomography (CAT or CT) scans possible. CT 
scans involve taking a series of X-rays of the brain, organized by computers as slices or 
layers tl1at allow progressive scanning for tumors or other structural abnormalities. These 
t yp es of images showed that the fluid-filled ventricles of the brain are enlarged in many 
(but not all) schizophrenics, raising hopes that imaging may provide a direct method of 
psychiatric diagnosis. However, enlarged ventricles also occur in other conditions, including 
alcoholism; t hey are not specific to a diagnosis of schizophrenia. A more recent technique, 
called magnetic resonance imaging (MRI), makes images produced by the energy of 
vibrat ing hydrogen molecules in the brain via a strong m agnetic field. The MRI provides 
a much clearer picture of structure than does a CT scan, although one drawback is that it 
requires patients to remain motionless in a small, confined area for long periods. 

Other imaging techniques emphasize the activity of the brain rather than its structure. 
Positron emission tomography (PET) scanning involves observation of the uptake and 
use of glucose (the brain's 1nain source of energy) that has been radioactively labeled and 
injected. Active a nd inactive areas of the brain, as indicated by rates of metabolism , can 
then be mapped. A newer method is the functional MRI (/MRI), which essentially allows 
tracking of blood flow in the brain in real time. Such scans give important information about 
how p eople use specific sections of their brains during different activities. The brain i1naging 
technology can reveal differences between the activity levels of the brains of normal p ersons, 
as compared to those with certain diagnoses such as dementia of the Alzheimer's t yp e or 
obsessive-compulsive disorder. 

While the progress in brain imaging technology holds great promise, brain in1aging is 
not currently useful for diagnosing a n individual with a disorder or for verifying a diagnosis 
for several reasons. There is much variability in brain activity patterns between people, and 
not everyone who carries a particular diagnosis will demonstrate the same patterns of brain 
functioning. There are no clearly identified 11orms for brain fu11ctioning in any diagnostic 
categories. Perhaps most important, emotions and other psychological st ates are not as 
strictly localized in specific brain areas as once thought; instead, they appear to involve 
cascading activity in many diverse areas of the brain stem a nd tl1e cortex. As a result, 
the physiological and p sychological mea ni11gs of blood flow differences revealed in brai11 
imaging studies are not yet well understood (Kagan, 2007). To add to the uncerta inty, a 
recent meta-analysis of brain volume studies found that there has been a significant bias in 

Computerized axial 
tomography 
(CAT or CT) 

Computer-guided X-ray 
technique to i111age 
three-dimensio11al 
representations of the 
brain and other organs 

Magnetic resonance 
imaging (MRI) 

Imaging technique 
using variations 
in magnetic fields 
to produce three
dimensional images 
of the brain and other 
orga11s with better 
resolution than CT 
scans 

Positron emission 
tomography (PET) 

Irnaging technique that 
measures metabolic 
activity (such as 
glucose utilization) as 
an indication of the 
functioning of the brain 
or other organs 

Functional MRI 
(!MRI) 

Imaging teclmique that 
uses magnetic fields 
to detect cha11ges in 
blood flow, producing a 
measure of brain activity 

CT {left) a11d MRI {center) scans give information about structures of t he brain (Left sided cerebellar stroke by James Fleil man, MD, available 

under a Creative Conm1ons Attribution License CC BY 3.0 at https://commons.wikimedia.org/\viki/File:Leftsidedcerebellarstroke.PNG, Adrenoleukodystrophy by 

Frank Gaillard, available under a Creative Con1mons Attribution License CC BY 3.0 at https://co1n1nons.,vikimedia.org/wiki/File:Adrenoleukodystrophy.jpg), \\1hile 

fMRI (right) tracks brain activity. (Frontiers in Neurology/ \,Vikimedia Co1nmons) 
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the professional literature in terms of reporting volume differences in p eople with various 
mental disorders, with publication disproportionately favoring positive rather than negative 
fi11dings-to the exte11t that "sucl1 bias threatens the validity of the overall literature on brai11 
volume abnormalities" (Ioannidis, 2011, p. 778). Underscoring those concerns is a report that 
the most co1nmon statistical software packages for analyzing/MRI results may produce false 
positive rates as high as 70%, bringing into question the validity of some 40,000 published 

}MRI studies (Eklund, Nichols, & Knutsson, 2016). 

For the time being, the diagnostic process in abnormal psychology remains a largely 
verbal, interactive exchange between a clinician and a client, consisting of matcl1ing sets of 
behavioral symptoms and self-reported emotional states to a list of established criteria that 
define tl1e boundaries of diagnostic classes. Psychological testing, physiological examination, 
neurological assessment, and brain imaging-all can provide important supportive data but 
cannot, in themselves, verify the existence of a mental disorder. That rema ins a matter of 
clinical judgment and consensus. 



TO SUM UP ... 
• Classification is helpful in the first stages of most sciences. In the study of 

abnormal behavior, a primary purpose in developing classificatory systems is to 
discover to what extent disti11ctive patterns of symptoms and their causes can 
be isolated. 

• The Diagnostic and Statistical Manual of Mental Disorders, Fifth Edition (DSM-5) 

provides the classificatio11 scheme for abnormal behaviors currently used in tl1is 
country. 

• The DSM-5 is a categorical system of classification, strongly influenced by the 
medical perspective. It disconti11ued the multiaxial framework that had been 
used for the previous 33 years and reorganized categories in an attempt to 
reduce overlapping diagnoses and to improve diagnostic reliability. 

• Diag11ostic reliability involves the consistency with which a diagnosis can be 
given. Reliability is good for some classifications in the DSM system and fair to 
poor for other classifications. 

• The DSM-5 makes valid distinctions between many categories of disorders and 
provides useful information about the differential course of various disorders. 
However, the status of the disease or illness m etaphor remains controversial. 
Definable physical, biological, or genetic bases unique to specific disorders l1ave 
yet to be consistently identified, and there are no biological or medical tests that 
can verify a mental disorder apart from the behaviors u sed to diagnose it. 

• The process of diag11osing a mental disorder relies heavily on the diagnostic 
interview. Observational procedures, psychological tests, and physical assessments 
can provide valuable information to be used in the diagnostic process. 

• Psychological tests are standardized procedures for obtaining a sa1nple 
of behavior from which inferences can be made about the person's general 
psycl1ological functioning. Tests have been useful in the assessment of both 
intellectual and p ersonality characteristics. Personality tests tend to be of two 
basic types-projective tests and self-report inventories. 

• In projective tests, tl1e person is asked to respond to ambiguous stimuli-for 
example, to report what inkblots look like or to tell a story about a picture. 
These respo11ses are then used as a basis for psychological interpretation on 
the assumption that the person has projected inner mental processes into the 
stimulus materials. Although these tests perhaps are useful to the individual 
clinician, research has not provided strong support for their reliability or validity. 
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• The stimulus materials and responses called for on the personality inventories 
are more structured than on the projective tests. Usua lly, the person is asked 
to respond to a number of statements with either "Yes," "No," or "Cannot Say." 

The MMPI-2, the most widely used test of this kind, l1as been sho"'rn to have 
moderate validity as an aid to diagnosis. 

• Important advances in imaging the physical brain and its metabolic activity 
have allowed for some observations of functional and structural differences 
between normal and affected individuals. As yet, brain imaging is not useful for 
diagnosing specific mental disorders in individual patients. 

KEY TERMS 
Computerized axial tomography 

(CAT or CT) 105 

Diagnostic reliability 94 

Diagnostic validity 94 

Electroencephalogram (EEG) 97 

Functional MRI (/MRI) 105 

Magnetic resonance imaging 
(MRI) 105 

QUESTIONS FOR STUDY 

l\tlental st atus examination 99 

Personality inventory 101 

Positron emission tomography 
(PET) 105 

Projective test 100 

Psychological t est 99 

Syndrome 87 

• Describe some of the changes that have occurred over the past five DSM editions 
in the way m ental disorders are diagnosed. 

• Describe the distinction betwee11 diagnostic reliability and diagnostic validity. 
Can a diagnosis be reliable but invalid? Can a diagnosis be valid but unreliable? 

• Discuss the strengths and limitations of the disease p erspective that currently 
guides diagnosis of abnormal behavior. 

• Contrast and compare different ways to assess a client for the presence of 
depression. 



POP QUIZ 

1. A pattern of symptoms that tend to occur together in a particular disease is 
known as a(n) _____ _ 

A. specified disorder 

B. syndrome 

C. diagnosis 

D. axial structure 

2. When the DSM was revised in _____ into the DSM-II, the number of 
mental disorders listed was increased by 50%. 

A. 1946 

B. 1952 

C. 1962 

D. 1968 

3. The DSM-III-R was published in-----· 

A. 1952 

B. 1968 

C. 1987 

D. 1994 

4. In the DSM III through DSM-IV, personality disorders and mental retardation 
were listed on-----· 
A. Axis I 

B. Axis II 

C. Axis III 

D. Axis IV 

5. Which of the following is one concern about the DSM-IV that prompted the drive 
to revise the manual? 

A. There were too many categories of disorders. 

B. There were too few categories of disorders. 

C. Categories were too distinct from each other. 

D. Categories overlapped too often. 

6. While the DSM-III used a kappa reliability level of .70 to indicate good 
diagnostic reliability, the A1nerican Psychiatric Association may accept levels of 
_ ____ to indicate "acceptable" reliability for the DSM-5. 

A. above .80 

B. between .60 and .80 

C. between .40 and .60 

D. between .20 and .40 

7. Which of the following is not a DSM-5 category? 

A. brain damage disorders 

B. anxiety disorders 

C. depressive disorders 

D. trauma and stressor-related disorders 
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8. Which of the following is listed as a potential future diagnosis in Section III of 
tl1eDSM-5? 

A. hebopedophiliac disorder 

B. Internet pornography disorder 

C. shopping addiction disorder 

D. caffeine use disorder 

9. A mental status exam includes all of tl1e following except assessment of 

A. blood chemistry 

B. hygiene 

C. memory impairment 

D. speecl1 characteristics 

10. _____ are highly standardized procedures for obtaining a sample of 
behavior and have been normed through the use of representative samples. 

A. Diagnostic interviews 

B. Neuropsychological batteries 

C. Observational procedures 

D. Psychological tests 

11. The Rorschach Test is an example of a-----· 

A. neurological battery 

B. intelligence scale 

C. projective test 

D. personality inventory 

12. Subjects are asked to make up stories about pictures of varying degrees of 
ambiguity on the-----· 
A. MMPI-2 

B. Rorschach Test 

C. Halstead-Reitan Battery 

D. Thematic Apperception Test 

13. The _____ on the MMPI-2 is composed of a number of items that are 
mildly derogatory but probably true for most of us. 

A. L scale 

B. K scale 

C. F scale 

D. G scale 

14. The _____ consists of a series of questions in which the examinee 
can select statements reflecting the severity of sy1nptoms like sadness and 
hopelessness. 

A. MMPI 

B. Rorschach Test 

C. Beck Depression Inventory 

D. Halstead-Reitan Battery 



15. 111c _____ is a newer method of brain imaging that essentially a lJows tJ1c 

tracking of blood flow in the brain in real time. 

A. EEG 

8. CAT 

C. /MRI 

0. MRI 

Additional study resources are available at www.BVTLab.com. 
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Stress-- an Trauma--

Re ate Diso 
All living things face challenges in the course of their existence, and their adaptations to those 

challenges define life. Their survival depends on successfully balancing the demands of the world around them 
and the conditions of the world inside of them. In this chapter, we consider the types of physical and p sychological 
demands people face, the factors that can make those challenges seem either manageable or overwhelming, and 
the effects that stress can have on our health and our behavior. 

5.1 Defining Stress 
Psychologists have studied the effect s of various events, challenges, and adaptive demands 
on physiology a11d behavior for many years. As research expanded, it became clear that stress 
could have very significant impacts on present and future functioning. In 1936, Canadian 
pl1ysiologist Hans Selye developed a model of stress called the general adaptation syndrome 
(GAS), which consists of three stages: the alarm stage, in which physical resources are 
mobilized following tl1e recognition of tl1e stress event; the resistance stage, involving coping 
responses to the ongoing challenge; and, if the stress challenges persists long enough, the 
exhaustion phase, in which coping resources are depleted and the body suffers permanent 
damage or death. Selye (1956) also distinguished "negative" stress (or distress) from "positive" 

stress ( or eustress)-as an example, both weddings and funerals are challenges tl1at require 
adjustment. Over time, the terminology used to describe these challenges and the reactions 
they provoke became somewhat inconsistent. The term stress was used to refer to both the 
challenge to the organism and to the resulting physical and behavioral events triggered by 
the challenge. Gradually, the term stressor has been employed to refer to tl1e challenge and 
demand, and the effects it produces are referred to as the stress response. 

5.1 a The Stress Response 

General adaptation 
syndrome (GAS) 

A generalized model 
of physical stress 
response that inclucles 
the alarm stage, the 
resistance stage, and 
(if stress co11tinues) tl1e 
exhaustion stage 

Stressor 

A challenge or demand 
requiring adjustment 
by an organism 

Stress response 

The physical, 
beha,rioral, and/or 
psychological effects of 
a stressor 

In the course of evolution, human beings have developed 
biological systems for coping with stressful experiences: 
physical injuries, extremes of heat and cold, situatio11s 
calling for physical exertion, dangerous animals, and so on. 
Emotional responses play a11 i111portant role i11 most people's 
reactions to stressors, but tl1ese responses have been difficult 
to study because they are largely subjective in nature and 
cannot be directly measured. Investigators u sually infer 
emotions from three sources: verbal report ("I'm angry"), 

behavior (hitting anotl1er person), or physiological responses 
(increased blood pressure). Despite imperfections in 
measurement, emotions-joy, excitement, fear, anger, grief, 
shame, disgust, and so on-are obviously real. Before we 
consider some psychological forms of emotional response, 

Most often, the word stress is interpreted with a negative 
connotation. Eustress, however, is a l1ealtl1y, motivational type 
of stress that can lead to fulfillment or other positive feelings. 
(iStock) 
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Autonomic nervous 
system 

Portion of the nervous 
svstc:m that controls 
the- functioning of 
many internal bodily 
processes. such as 
heart rate. digestive 
processes. and so on 

Sy,npatbetie 
nervo1u: system 

Division of the 
autonomic nervous 
system pnmarily 
im00Jved in stress or 
emergency reactions 
thaL for example. 
produce aa increase in 
heart rate and blood 
pressure 

Pa.rasyn1patbetic 
nervous sy.stem 
Division on the 
autonomic nervous 
system primarily 
involved tn 
con.sen•ation of energy. 
such as increasing 
digestive processes 

let us take a look at one of t he body's physiological 
systems tha t is involved in a lmost all emotional 

responses. the autonomic nervous system. 

How does stress affect 
the body? 

5.2 The Autonomic Nervous System 
111c autonomic ner vous system primarily regu la tes the internal e nvironment of the 

organism by facili tating or inhibiting digestive and e li m ina tive processes. dislTibuting 

blood flow toward or away f-rom the heart and skeletal muscles, increasing or decreasing 

oxygen intake, and so on. Broadly speaking. this system controls responses that. on t he one 

ha nd, prepare a person to meet stressful environmentaJ demands or. on the other hand. aid 

in t he conservation and restoration of bodily resources. 111c former function is generally 

accompl ished by the sympathetic nervous system and the latter by t he par-a.sympathetic 

n ervous S)'Stem (sec Pigurc 5 •1). 

5.2a Sympathetic Division 
Arousal of the sympathetic d ivision of the autonomic nervous systcn:1 hclps the organism cope 

w iU1 an emergency by fighting. runn ing away. or some other form of physical exertion. The 

biological significance of most sympathetic reactions (sec Table 5•1) is reasonably clear. The 
rate and force of contraction of the heart. increase. an d blood ves.,;cls to the viscera (stomach. 

intestines. a nd colon) and skin constrict so th at the blood supply to the organ s needed for 

emergency action. primarily the heart and the skeletal muscles. is increased. 'fhe combination 

of increased card.iac output and constriction of visceraJ and skin blood vessels results in an 

increase in blood pressure. Salivation in the mouth, muscular contractions in the s tomach 

and intestines. and gastric secretions arc inhibited. Bronchial passages in d1e lungs are dilated 
to permjt greater oxygen intake t.o meet h igher rates of body metabo lism. ·a1c pupils dilate to 

increase visuaJ sensitivity. and sweating occurs on the pa l mar surfaces of the hands and feet. 
The adrenal medulla gland is stimulated to secrete epinephrine (adrenaline) and 

norcpinephrine (noradrenaline) into t he bloodstream. while the adrenal cortex secretes 

cortisol. Epinephrine tends to sustain many of t he sympathetic reactions in it iated directly by 

Table 5-1 Sympathetic and Parasympathet ic Responses of the Autonomic Nervous System 

Organ 

Heart 

Lun8$ 

Blood vessels: 

from he.art to skdelal muscles 
From heart lo viscera(stomaah.. intestines.. colon) 

Stomach 

Sahw.ry gJa.nds 

Liver 

Colon 

.Rectum 

Genitals 

Eyes 

Sweat glands and palmar surfaces 

Adrenal medulla glands 

Sympathetic Response 

Rate increases 

Force of contraction increases 

Air passages djJate 

DiJate. bJOQd flow 1ncreases 

Constrict. blood flow decreases 

1.nhJbits secretion of acid arKI pepsin 

lnh1bited 

Rdeases sugar 

Inhibited 

lnhlblted 

Ejaculabon (males) 
Blood vessel constriction (females) 

Pupil,; dilate 

Secrete s-,,...-eat 

Secrete epmephrine (adrenaline) and 
norepinephrine (noradrenaline) 

Parasympathetic Response 

Rate decreases 

Air passages constrict 

Constrict. blood Oow decreases 
Dilate. blood £low increases 

Secret.es add and pepsin 

Secrete saliva 

None 

Tone mcreases 

Releases feces 

ErectJOn {males) 
Blood vessel dilation (females) 

Pupils constrict 

None 

None 
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Figure 5-1 The Autonomic Nervous System and Some of the Organs That It Innervates 

Many organs are served by both sympathetic and parasympathetic nerves, each functioning in opposition to the other. 

BVT adaptation of Shutterstock. 

Parasympathetic 

Constricts pupil 

Stimulates salivation 

Constricts bronchi .......... 

Medulla oblongata 

nhibits heart 

Vagus nerve 

Stimulates activit 

Stimulates gall bladder 

Contracts bladder 

Sympathetic 

Dilates pupil 

Cervical 
ganglia 

Inhibits salivation 

Accelerates heart 

Relaxes bronchi 

Inhibits activity 

Stimulates glucose release 

Relaxes bladder 

Stimulates sex structures Inhibits sex structures 

Spinal cord Chain ganglia 

sympathetic nerves. For example, it acts directly on the heart to increase the force of contraction 
and causes the liver to convert glycogen to glucose (blood sugar) to provide additional 
m etabolic fuel. Circulating norepinephrine produces constriction of the blood vessels in 
the skin and viscera. In addition to being secreted by the adrenal medulla, norepinephrine 
plays a part in the chemical transmission of nerve impulses in the brain and from the end of 
sympathetic nerves to the smooth muscles of the viscera and blood vessels. The stress hormone 
cortisol prepares the orga11ism for emergency respondi11g, in part, by temporarily inhibiting 
the immune system's response to injury and giving priority to immediate physical actions, 
such as fighting and escape, over the later reactions of inflammation and healing. 

5.2b Parasympathetic Division 
The parasympathetic division functions to conserve and restore, rather than expend, bodily 
resources. Thus, activation results in slower heartbeat and dilation of skin and visceral 
blood vessels. The accompanying drop in blood pressure tends to decrease the use of fuels 
throughout the body. Parasympathetic stimulation promotes digestive processes, i11creasing 
muscle activity and dilation of blood vessels in the stomach and intestinal tracts and the 
secretion of gastric juices in the stomacl1. Eliminative processes are also facilitated, a nd the 
pupil is constricted to reduce external stimulation. As can be seen in Table 5-1, in many cases, 
the two divisions of the autono1nic 11ervous system affect the same organ in opposite ways. 
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5.2c Regulation of the Autonomic Nervous System 
The autonomic nervous system is regulated largely by the hypothalamus, the posterior part 
being associated with sympathetic activation and the anterior part with parasy1npathetic 
activation. At the beginning of a predominantly sympathetic reaction, the anterior part of the 
hypothalamus is inhibited to reduce parasympathetic activation and vice versa for the start 
of parasympathetic arousal. This process, called reciprocal inhibition, amplifies the effects of 
tl1e system being aroused because so many organs are a ffected in opposite '"'ays by the two 
systems. The l1ypothalamus is in direct connection with the master gland, the pituitary, which 
secretes a hormone called adrenocorticotrophic hormone (ACTH), which, in turn, induces the 
adrenal gland to produce cortisol. These interacting components make up the hypothalamic
pituitary-adrenocortical (HPA) axis of the stress response. Elevated levels of cortisol, in turn, 
provide feedback to the hypothalamus, which begins to shut down sympathetic activity. 

Homeostatic Mechanisms 

Homeostasis, in terms of the living body, is 

Homeostatic mecha11isms in the autono1nic nervous system also serve 
to restore equilibrium after imbalances have occurred. (Homeostasis 
is a general term referring to equilibrium in a dynamic system.) After 
sympathetic activation has resulted in increased blood pressure, 
pressure-sensitive receptors in the aorta and other arteries send neural 
impulses to certa in brain centers that, in turn, cause blood vessel 
dilation and heart rate decrease. The result is a drop in blood pressure. 
Homeostasis is achieved through systems of this kind in which forces 
are set in operat ion by the original response and tend to dampen or 
reverse that response. This cycle is called a negative f eedback loop. The 
homeostat ic principle can also be seen in the working of a tl1ermostat 
that regulates the temperature level of a house. Reciprocal inhibition, on 
the other hand, works in an opposite fashion; the original response sets 
in motion forces that tend to further increase or amplify the response 
(sometimes called a p ositive f eedback loop ). Such a syste1n, if allowed to 
go unchecked, would destroy equilibrium or homeostasis. In the well
functioning autonomic system, the initial amplifying effects of reciprocal 
inhibition are eventually reversed by homeostatic controls. However, 
the system can lose its regulatory stability if it is subjected to cl1ronic 
challenges; over time, increased levels of cortisol may damage cells in 
the hypothalamus and impair its ability to control the stress response. 

tl1e regulation of its internal environment in 
order to maintain a stable, constant condition. 
(Shutterstock) 

Homeostasis 

State of equilibrium or 
balance in a dynamic 
system 

5.3 The Nature of Stressors and Their Severity 
Selye's work on the GAS stimulated further efforts to describe and measure the impact 
of stressful events on the nervous system, on learning, and on physical and psychological 
disturbances. For example, Holmes and Rahe (1967), using an instrument called the Social 
Readjustment Rating Scale, proposed that stressful life events could be assigned "life change 
unit" values indicating their severity. The death of a spouse was assigned a value of 100 

units-compared to 73 for divorce, 40 for pregnancy, 23 for trouble with the boss, and 12 for 
Christmas. Across more than 40 rated life events, point values could be summed to determine 
the health risk a person faced from a combination of recent stressors. A total score of 300 life 
change units predicted greater than two-thirds likelihood of major illness within tl1e next 
2 years. There are several problems with assigning 
stress values, however. Individuals may vary widely 
in their reactions to life events, and some may find 
divorce less stressful than continuing in an unhappy 

Do the effects of some 
terrifying experiences 

never go away? 
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marriage, depending on circumstances. Instead of the stressor itself, the temporal and 
psychological contexts of its presentation appear to be the more important factors in the 
degree of the stress response. 

The impact of stressors on physical and behavioral function is, in part, a function of the 
intensity of the stressor and the pattern of its delivery. Stressors may be brief, time limited, 
or sustained; they may be discrete or continuous; they may be part of an acute or chronic 
patter11. Chronic stressors generally produce more damaging 
effects on mood, health, and bel1avior, especially in older 
or health-compromised perso11s (Schneiderman, Ironson, 
& Siegel, 2005). Chronic stressors (such as unemployment, 
incarceration, homelessness, or stressors imposed by a 
physical or behavioral limitation) can affect many components 
of a11 individual's life. Since it is not clear when or if those 
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stressors will ever subside, they generally have more severe 
or long-lasting effects than more acute stressors (such as a 
pending surgery or a legal proceeding). However, intensity is 
an important factor in the magnitude of the stress response. 
Very intense acute events, especially those involving serious 
threat to life or physical safety (traumas), can promote the 
most destabilizing effects on mood and behavior-even if 
these events are witnessed rather than directly experienced. 

Cl1ronic stressors generally produce more da1naging effects 
on mood, l1ealtl1, and behavior. (Shutterstock) 

Early severe traumas, such as childhood physical or sexual abuse, can have long-lasting 
effects, increasing midlife risk of disabling conditions such as cardiovascular disease, lu11g 
cancer, and psychiatric disorder (McCrory, Dooley, Layte, & Kenny, 2015). 

The psychological context concerns the influence of an individual's prior l1istory, current 
psychological functioning, and subjective interpretation on stressor severity. The degree 
to which stressors are experienced as predictable or controllable plays a large role in the 
reaction both to the current stressor and to future ones. A research method for assessing the 
relative importance of tl1e predictability of stressors is the triadic design (see Figure 5-2). In 
studies using this approach, tl1ree groups of subjects are typically compared: experimental or 
"master" subjects (who receive some warning signal or information predicting the delivery of 
the stressor), yoked subjects (who receive exactly the same intensity, frequency, and duration 
of the stressor as the experimental subjects, but who do not have any prior warning), and 
control subjects (who are present in the experimental setting but do not experience the 
specific stressor). After a series of trials involving stressor presentation, comparisons can 
be made on a variety of behavioral and physical measurements. If yoked subjects experience 
more severe outcomes than experimental subjects, the difference can be attributed to the 
unpredictable nature of stressor delivery rather than its intensity, frequency, or duration. 

Figure 5-2 The Triadic Design 

Compariso11s among the three groups allow assessment of the effects of stressor predictability 
and controllability on stress response. 

Control Subject 
(No shock) 

Experimental Subject 
(Signaled or escapable shock) 

Yoked Subject 
(Receives same shock as 
experimental subject but 
without warning or 
escape ability) 

Trauma 

Inte11se stressor 
involving threat of 
death, serious injury, 
or violence to self or 
otl1ers 
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BVT 
Flashcards are available 
for this chapter at 
www.BVTLab.com. 

Type A personality 

A personal behavior 
pattern characterized 
by competitiveness, 
hostility, and time 
urgency 

Type B personality 

A personal behavior 
pattern that is 
more relaxed, less 
co1npetitive, and less 
ht1rried 

The arrangement is similar for tl1e examination of controllable or uncontrollable 
stressors. In an animal study of stress, for example, the experimental group can postpone or 
turn off a shock by pressing a lever. Members of the yoked group are placed into an identical 
apparatus in which the floor grids are connected to the shock grids of the experimental 
animals. Whenever an experimental animal receives a shock, so does the yoked animal; but 
the yoked group's levers are disconnected, so no escape or avoidance response is possible. 
Differences in stressor impact b etween the experimental and yoked groups can then be 
attributed to the controllability of the event. 

Several animal studies have demonstrated that unpredictable electric shock produces 
greater fear and arousal (including higher plasma corticosterone levels, greater weight loss, 
a11d more stomacl1 ulceration) tl1an shocks of equal intensity that were preceded by a warning 
stimulus (Seligman, 1968; Weiss, 1970). Similarly, uncontrollable shock produces larger effects 
on fear, corticosterone levels, and ulceration than does shock of equal intensity and frequency 
that is delivered during an escape or avoidance procedure in which the subject can emit 
responses that affect shock delivery. In addition, losing control over a previously effective 
avoidance response produced even stronger ulceration and hormonal effects than simple 
uncontrolled shock (Weiss, 1971). Exposure to uncontrollable or inescapable stressors can 
also impair future learning (Overmier & Seligman, 1967), an effect that, together with tl1e 
impact on emotion and mood, led Seligman (1975) to propose that uncontrollable events 
produce a learned helplessness that can form the basis for depressive disorders (as discussed 
in Chapter 11, Mood Disorders). 

5.3a Stress and Cardiovascular Health 
Much research on stress-related health effects broadly involves the impact of psychological 
and behavioral factors on physical health, as illustrated by the long-term interest in the 
relation between behavior st yles and h ealth problems such as heart disease and stomach 
ulcers. A variety of large-scale studies have indicated that the "Type A personality"-a pattern 

of behavior that involves competitiveness, aggressiveness, hostility, and time urgency-is 
associated with a greater risk of coronary heart disease (CHD) than the more relaxed, less
hurried "Type B personality" behavior style. Typically, classification of participants as 
Type A or Type B is based on an interview or questionnaire. The Framingham Heart Study 
included more than 1,600 men and women, followed for 8 years after being identified as 
Type A or B. Among white-collar workers, 3 times as 
many Type A participants developed CHD as Type B 
(Haynes, Feinleib, & Kannel, 1980). These result s are 
similar to other large-scale studies in tl1e United 
States, Belgium, and Finland. 

Can psychological 
circumstances affect physical 

health? 

Findings have not been consistent, however. Some researchers l1ave not found a clear 
link between Type A and CHD ( e.g., Hollis, Connett, Stevens, & Greenlick, 1990). Other work 
indicated that not all aspects of Type A behavior patterns are equally damaging to heart 
health; indeed, some could be protective in certain situations, such as in survival after a 
first heart attack (Ragland & Brand, 1988). Rather, particular components of the Type A 
pattern-esp ecially anger and hostility-appear to be more directly related to CHD. Hostility 
and impatience have also been linked to a doubling in the risk for hypertension, which is a 
major risk factor for heart disease (Yan et al., 2003). 

The stress response has also been linked to cardiovascular health, hypertension, a11d CHD 
more generally. Monkeys subjected to stressful social conditions (by changing cagemates 
regularly) developed greater accumulation of plaques in the arteries (atherosclerosis) than 
did monkeys with stable cagemates (Kaplan, Adams, Clarkson, Manuck, & Shively, 1991); 

atherosclerosis is known to be a cause of heart disease. In humans, heart attacks have been 
observed to increase under threatening conditions, such as during the 1992 Los Angeles 
eartl1quake (Leor, Poole, & Kloner, 1996). 
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Despite so1ne re1naining controversies and inconsistencies, many of which appear 

to b e linked to methodological problems of trying to sep a rate subjects into two distinct 

personality "types" when 1nuch overlap undoubtedly occurs, it is reasonable to conclude 

that psychological factors i1npact coronary health. To the extent that anger and hostility 

are associated with stress, there is general support that stress-related behavior patterns are 

connected with CHD. Consistent with these findings, activities that reduce risk of CHD, such 

as increased activity level, also reduce stress. 

5.3b Stress and Immune Functioning 
Prolonged or chronic stress can have a direct impact on immune function. One effect of 

the stress hormone cortisol is to suppress immune response. It is also likely that prolonged 

stress lead s to a physical depletion, characterized by 

Selye's exhaustion stage, of resources and energies neces

sary for adequate immunological function. Certainly, 

these outcomes would be expected based on the physical 

and temporal characteristics of a stressor, but immune 

impairment is also the r esult of the psychological context 

of a stressor's delivery and individual learning histories 

associated with it. 
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An important development in our understanding of 

the relationship between stress and disease came with the 

landmark demonstration by Ader and Cohen (1975) that 

the immune function could b e directly conditioned by 

Pavlovian procedures. The autl1ors were initially working 

on a study of conditioned taste aversion, which typically 

involves the pairing of a novel flavor (in this case, saccharin) 

with a substance that produces stomach upset. Even though 

there may be no direct temporal or causal link between the 

Chronic st ress ca11 have a direct impact on immune {unction, 
since one effect of tl1e stress hormone cortisol is to suppress 
immune response. (Shutterstock) 

flavor and the stomach discomfort (there is often a long delay between the two), subjects 

usually form an aversion to the novel flavor and will avoid it in the future after only a single 

p airing of flavor and illness. (Many humans have experienced the sam e thing-sometimes 
called the "sauce-bearnaise sy11drome" -when tl1ey have eaten a novel food at tl1e same time 

that they were coming down with the stomach flu. In many cases, they will consistently avoid 

that food in the future, even though it did not cause their stomach upset.) Taste aversion 

studies with r a t s frequently employ substances 

such as lithium or exposure to radiation to produce 

gastric upset; this defines the unconditioned reflex 

in Pavlovian arrangements (i.e., the US is lithium, 

How can stress impair 
immune function? 

and the UR is stomach upset). The novel flavor (saccharin) precedes the lithium; it becomes 

the CS for the CR of nausea. Taste aversion is then indicated by a drop in co11sumption of 

water that contains the novel flavor. In the Ader and Cohen research, a different substance

cyclophosphamide (CY)-was used to produce stomach upset . Rat s were first given water 
flavored with saccharin (SACC), followed by an injection of CY, and then were returned to 

their home cages. The authors were surprised to discover that some of the experi111ental 

animals had later died, "'vvith highest mortality among those who received the strongest 

saccharin flavor. Their attempts to discover the reason for the animal 1nortality led them 

into a different direction in their research. 

Ader and Cohen realized that cyclopl1ospl1amide had unconditioned effects apart from 

stomach upset. CY is an immunosuppressant drug u sed in transplant patients to prevent 

the immune syst em from rejecting the newly transplanted organ. It appeared that the SACC 

flavor had taken on immunosuppressive properties, and this effect was responsible for the 

increased mortality i11 ani111als that received the SACC-CY pairing. The authors conducted 

Conditioned taste 
• aversion 

Aversion to a novel 
flavor, produced by 
pairing of that flavor 
with nausea or illness 
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a controlled experiment to examine this possibility. Rats in 
the conditioned group received water flavored with SACC 
and 30 minutes later were injected witl1 CY. Nonconditio11ed 
animals received plain, unflavored water fol lowed by 
CY. The placebo group received plain water followed an 
inactive injection (saline). Then, 3 days later, all animals 
were injected with a small amount of sheep red blood cells 
(SRBC), as an antigen to stimulate immune response. In the 
next 6 days, subgroups received either water or additional 
SACC followed by saline or CY injections. Antibody titers 
in the blood, measuring how much antibody the rats 
produced, were used as an index of the strength of immune 
response. The results are shown in Figure 5-3. 

During a study of co11ditioned taste aversion, rats were given 
a novel flavor (saccl1arin) before being dosed with lithium, 
which caused sto1nacl1 upset. Taste aversion is indicated by 

The effect of two injections of CY can b e seen in the 
US group results, indicating that CY as an unconditioned 
stimulus strongly inhibited antibody immune response 
to SRBC. Full i1nmune response to SRBC can be seen in 
the placebo group's results. The CS groups clearly show 
that exposure to SACC on subsequent days resulted in a 

a drop in co11sumption of water flavored with saccharin due 
to tl1e connection made between saccharin a11d experienciI1g 
upset stomach. (Shutterstock) 

weakened antibody response, with two additional SACC 
exposures producing the greatest immunosuppression. In terms of Pavlovian conditioning, the 
flavor ofSACC (the CS) had taken on some of tl1e immunosuppressive properties of CY (the US). 

The Ader and Cohen (1975) results have been replicated in other work (e.g., Rogers, 
Reich, Strom, & Carpenter, 1976) and have been shown to be reliable. Subsequent studies 
have demonstrated that additional reexposure to the CS does produce greater suppression 
of immune response and may have longer-lasting effects (Ader, Cohen, & Bovbjerg, 1982; 

Vogel, Castro, Solar, & Soto, 2007); similar results can be demonstrated using other 
immunosuppressive drugs (e.g., cyclosporine) as the unconditioned stimulus. Research 
continues into the particular neural mechanisms mediating the conditioning effects of 
behaviorally conditioned immunosuppression (e.g., Exton et al., 2002). However, tl1e fact that 

Figure 5-3 Conditioned lmmunosuppression Results 
from Ader and Cohen (1975) 

Placebo= H20 followed by saline. NC= H20 followed by CY, tl1en SACC. CS groups= SACC 
followed by CY, then SACC once or twice again. US= H

2
0 followed by CY, then repeated. 

Source: Data from "Behaviorally Conditioned Immunosuppression," by R. Ader and N. Cohen, 1975, 
Psychosomatic Medicine, 37, pp. 333-340. 

Note: NC = nonconditioned; CY = cyclophosphan1ide; SACC = saccharin. 
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previously neutral stimuli can acquire immunosuppressive properties strongly implies that 

121 

individual learning history and environmental context can play a signifi.c.antrole in the effects 
of stress on physical health. (Such findings also have obvious relevance to understanding 
the placebo cffecL) 1'hcse and additional studies of immunosupprcssion have defined a 

specialty area of research called psycboueuroinnnw1ology, the stud)" of the neural effects 
of psychological events on the immune system- a field that dearly has much to contribute 
to our understanding of the effects of stressors as well. 

Other research on the role of psychologica.l events in 
compromising immune function reveaJs that unpredictable 
or uncontmllablcstrcssors gcnerall)' have a greater impact 
on immu ne function than do stressors of equal intensity 
that arc predictable or delivered under onc·s control. 

1l1is rclationsMp is iJlustrated in a study by Visintainer. 
Volpicelli. and Seligman (1982). Using a triadic design. the 
impact of escapable and inescapable shock on rejection 
or cancerous skin tumors was investigated. A dose of 
tumor cells of sufficient strength to induce tumors in 50% 
ofunshocked animals was injected subcutancous)y into 

93 rats. 'fhc next day. the animals were- divided into three 

• 

groups. The escapable group (N = 30) received 60 trials in 
which Ooor grid shock ,-.•as delivered at random intervals 

but could be terminated by pressing the response lever. 
1he yoked animals (N = 30) received the san-1c amount of 
shock simultaneously. but bar press:ing was ineffective. 'Ote 
control group (N =- 33) was never shocked. Rats were then 

White blood cells. or leukocytes. are cells or the immune 
sys tum involved in defending lhe body against both infectious 
disea.se and foreign malerial. 1Lympboqte 2 m.• Nit,11lnsGnnd,ca.n. 
il\'aila.bk unda a Cn-.u.o,·e Common.,;AUtihul.lon liiccruc.-CC BY:tOa.t htap,sc,// 

cc,mn)Qllll.Ynkim~iil.m11,.,'w1 ki/F1111'!:Lymphocvle2.fPI.I 

observed o,1er the next 30 days for tumor growth. The rcsu)ts are displayed in Figure 5~4. 

In the control group. 54% of the animals rejected the tumor. as might be expected by the 
dosage strength: 63%ofthe escapable group. but on ly 27% of the inescapable (yoked) group. 
rejected the tumor. Yoked anjmaJs were thus only half as likely to reject the tumor. and twice 

as likely to d.ie. as animals receiving no shock or escapable shock. Presumably. inescapable 
(but not escapable) shock irnpaired immunological function in the animals that received it. 

Figure 5-4 Tumor Rejection After Escapable and Inescapable Shock 

Anima1s in the escapable and inescapable groups received identical shock but differed in the 
availability of an escape response-. 

Source: O.ua From "Tumor Rejection in Rats after Inescapable or Escapable Shock." by M.A. Vislntainer. 
J. R. Volpicelli. and M. £.Seligman. 1982.Se/e11ce. 261. pp.•13?-439. 
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Progressive 
relaxation 

The systematic tensing 
and relaxing of specific 
muscle groups 

Stress inoculation 

The gradual 
introduction of a 
stressor in manageable 
doses to prepare for 
future encounters with 
that stressor 

Additional work has explored the connection between stressors and immune function 
more directly. Mormede, Dantzer, Michaud, Kelley, and Le Moal (1988) u sed triadic design 

procedures to compare the effects of u11predictable and uncontrollable shock on immune 
response. Three groups of rats were exposed either to unsignaled foot shock at random 
intervals, ident ical shock preceded by 10 seconds of a warning tone, or no shock. Animals 
were then sacrificed, and spleens were removed and stimulated by three different mitogens 
to assess immunoactive response. Although measures of plasma corticosterone were high i11 
both shocked groups, the mitogenic response was reduced by up to 34% among unsignaled 
shock ani1nals when compared to those who received the warning signals. 

The animal data, then, strongly support the role of stressful psychological events, or of 
stimuli paired with illness, in suppressing normal functio11 of the immune system. Research 
with humans has been less clear, however, in part because of methodological limitations. 
Circumstances cannot be as tightly controlled for l1uman subjects as in the animal laboratory. 
Nonetheless, the human findings appear consistent witl1 the animal work. For example, 
decreased natural killer cell immunological activity has been produced in humans exposed 
to uncontrollable, but not controllable, noise (Sieber et al., 1992), and other studies have 
demonstrated a connection between the intensity and timing of a stressor and infla1nmatory 
immune disease (Jessop, Richards, & Harbuz, 2004). Yet, many questions remain concerning 
the specific relationships between various stressful events and immune dysfunction in 
humans. In a recent review of more than 300 empirical research studies concerning stress 
and hu1nan immune function conducted over the past 30 years, Segerstrom and Miller (2004) 
found that acute stressors, lasting minutes, appear to be associated with an unregulation of 
so1ne types of immune responses a11d a down regulation of others, while chronic stressors 
are associated with decreased immune function in general. TI1ey concluded that "stressful 
events reliably associate with changes in the immune system and that characteristics of those 
events a re important in determining the kind of change that occurs" (p. 617). 

5.3c Other Stress-Health Relationships 
To date, many studies have indicated that stressful circumstances may contribute to or 
worsen other physical conditions. For example, recurrence of genital herpes appears to 
be related to the level of stressors that an individual has recently experienced, and stress
reduction techniques can be effective in reducing the frequency and duration of outbreaks 
(Burnette, Koehn, Kenyon-Jump, Hutton, & Stark, 1991). Stressful life experiences also appear 
to influence susceptibility to the common cold (Cohen, Doyle, & Skoner, 1999) and symptom 
severity in asthma (Chen & Miller, 2007). 

If stressors can impact health, then effective ways to cope with stressors may b e 
valuable in healthcare. The behavioral health field can offer many examples. For one, stress
management techniques l1ave been associated with less e1notional distress and better immune 
function in HIV-positive gay men (Antoni et al., 2000) and with higher cancer survival rates 
(Williams & Schneiderman, 2002), as well as decreased symptom severity in many otl1er 
physical conditions and problems. A variety of coping techniques have been used effectively, 
including stress-management skills such as progressive relaxation, which involves the 
systematic training of tensing and relaxing specific muscle groups throughout the body, and 
stress inoculation, the gradual introductio11 of a stress or i11 manageable '' doses" to prepare 
a p erson for future encounters with the stressor. Indeed, coping techniques may include 
many relatively unrelated and undefined practices, such as meditation, learned optimism, 
guided imagery, prayer, and physical exercise. Wl1ile the general effectiveness of stress
reduction techniques implicates the involvement of the HPA axis i11 mediating many areas 
of physical health, there is as yet no clear understanding of exactly how psychosocial factors 
influence such serious physical disorders as cancer; many possible physical mechanisms may 
be involved (Antoni & Lutgendorf, 2007). Clearly, much careful work is needed to carefully 
define the relatio11sl1ips among stressors, psychological factors, a11d health. 
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Stress.or influence is mediated by biological and genetic variables, as well as psychological 
ones. It is not surprising that individuals differ in stress reactions for genetic and physiological 
rea~ons, as welJ as for psychological ones. considering the central role played by the nervous 
system in stress response. The heritabi lity of the stress 
response is demonstrated by the fact that selective breeding 
can produce strains of rats that differ in H J)A response to 

stressors (Anisman. Prakash, Merali. & Pou lter. 2007). In 
humans. men and women differ in their 1-LPA axis response to 
various stressors and stressor patterns (Renard. Suarez. Levin. 
& Rivarola. 2005). Genetic factors also influence susceptibility •iSIDC!d 

to acute stressors and coping responses (Frank ct aL. 2006). 

Rccc.ntJy. some research looking more closely at stress~gene interactions has suggested 
that stressors can even produce transgeJ1eratio11a/ effecL~. Radtke and his colleagues (2011) 
examined a group of25 women and their children. ages 10 ... 19, for the methytation status of 
their glucocorticoid rcceptor(GR) gene, acc-0rding to whether the mothers had been exposed 
to intimate partner violence (lPV) before. during. or after their pregnancies. (1l1e GR gene 
helps regulate the activity of the HPA axis: methylation is a process that essentially turns 
the gene off.) Blood samples collected and sequenced for GR status sho\ .. •ed no association 
between tJ1c mothers· methylation status and their own exposure to lPV. or between mother 

and child GR status when I PV had either never been experienced or occurred before or after 
pregnancy. Howcvc.r. children of mothers who experienced IPV du_ring their pregnancy 
showed significantly increased GR mcthylation. even more than a decade after theirbirth.111is 
demonstration of epigenetic influence indicates that maternal stress can be Htransmitted,. 

in utero to the offspring by inhibiting gene expression. and so HPA function, in the child. 
Similar results were reported earlier in mice: Uncontrollable stress (maternal separation) at 
a young age{l- 14 days) produced depres.~ivc--likc be.hav·ior not only in the mice but in their 
offspring as well (Franklin ct a l.. 2010). 

lhe ways in which psychological and physical factors interact in the stress response 
will continue to be an important area ofresea.rch. An obvious source of imprecision js the 

almost global use of the term stress. Clearly. many factors p lay into how each individual 
defines and responds to strcssors. In addition to genetic influences. the psychological contexts 
i n which stressors arc experienced. including conditioning history and prior experience 
with unpredictable or uncontrollable events. arc presumably different for each person: 
these contexts mediate the degree of the stress response at the ncurobiological, emotional. 
and behavioral levels. Different paradigms have provided different explanations of w hy 
events for one person might be much more stressfu l than for others and how stressors may 
contribute to mental disorders. Genetic and biological variations are. of course. important 
considerations. Events in the cnvironmentc.an also take on different meanings for different 
people due to individual object .. relations processes (within psyc.hodynamic accounts). 
different attr'ibutionaJ explanatory styles (with in cognitive accounts), and particular derived 
relational responding histories (within behavioral accounts). None of these perspectives 
propose that a ll individuals react the same way to what seems to be the samestressor. As 
interactive organisrns. however. we arc aroused by. changed by. and sometimes darnaged 
by the types of events that we experience. \+Vhen stres.sors arc sufficiently severe. a range of 
mental disorders described by the DSM•S can occu r. 

5.4 An Illustration of the Range of Trauma
and Stressor-Related Disorders 

One \videlycited model of mental disorder is the diatbesi,s .. strcss model. which proposes that 

stressful circumstances trigger the onset of a disorder in those who carry a predisposition 
(diathesis) for that disorder. 111e predisposit ion may be biological. genetic. or psychological 

Diathesis-stress 
model 

A model of mental 
disorders that proposes 
they develop when 
an individual with 
a predisposition 
(diathesis} expenence-s 
signific-ant 
psychological stress 
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in origin, and the stressor serves as the "straw that broke the camel's back." In this view, 

stressors may be involved in the expression of nearly every DSM-5 disorder-a point that will 
be co11sidered in future chapters. Some disorders, however, are so directly li11ked to stressor 
involvement that the presence of an identifiable precipitating event is a requirement of tl1e 
diagnostic criteria. The trauma- and stressor-related disorders of the DSM-5 are shown in 
Table 5-2. Consider the following case studies, which illustrate the trauma- and stressor
related disorders i11 the DSM-5. 

St1sa11 B. recently lost her dearest and closest friend, Pat. When she heard that Pat had died suddenly of a 
stroke, Su san initially refused to accept it as true. Then, she remembered that Pat recently told her about having 
high cholest erol and taking cholesterol-reducing drugs. Still, the news was u11expected, and Susan was overcome 
with grief. She could not report for work the day she heard the news or the next day or even the next. She spent 
much time wondering how she could continue without her friend. Her life seemed disrupted and empty, she l1ad 
no appetite, and sh e slept poorly. At times, she awakened from a brief slumber thinking that sh e was t alking 
\.vith Pat but then realized it was only a dream. Slowly, she came to the realization that Pat was gone and forced 
herself to begin her life again. 

Susan's experience is recognized in the DSM-511ot as a mental disorder but a s one of the 
"Other Conditions That May Be a Focus of Clinical Attention." This category includes several 
reactions and disturba nces that can develop in the absence of any disorder. The most likely 
label for Susan's stressor-related condition is uncomplicated bereavement. 

Bereavement 

Bereavement is a normal stress reaction, considering the definition of"normal" for Susan 
in t erms of her psychological, social, and cult ural background. Grief, sadness, loss of appetite, 
and sleep disturba11ce are common parts of a typical grief response-so normal that we might 
consider the absence of such reactions after the unexp ected loss of a loved one as abnormal. 
Still, t here is wide latitude in how we define the normal response to grief. After some length 
of time, or beyond some level of intensity of symptoms, the reaction moves beyond "normal" 
for the culture and is then considered a mental disorder. If Susan remains consumed by 
grief several months after Pat 's death or if the symptoms become more severe than "normal" 

sadness, m ajor depression would be considered as a diagnosis. Other diagnostic criteria are 
involved in giving a label of major depression, but departure from tl1e normal response to 
the loss of a loved one could be a factor, as is discussed in more detail in Chapter 11. 

A normal reactio11 of 
grief and sadness i11 
respo11se to the deatl1 
of a loved 011e 

Do11 \.°\J. t hought he ha d a st able job, good income, and secure retirement until the large company where he 
had worked for 20 years went bankrupt. He suddenly found l1imself without a job or a pension account a nd 
unable to make the payments on a rece11t hon1e purchase. In his specialized field of work, there were very few 
job opportunities, and his savings were quickly being spent. Feelings of desperation and panic began to grow 
whenever he thought about his ho1ne mortgage or medical insurance. Don soon spent much of his time worrying 
about his future, angry about the financial fraud that he believed was involved, and depressed and helpless about 
his prospects. After 6 months of unemployment, he saw his situatio11 as so hopeless that lie seriously considered 
suicide. Eventually, a family member found a way for Don to resume employm ent, and he began working at a 
lower-paying job, resolved to make the best he could of his circumstance. 
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Table 5-2 DSM-5 Trauma- and Stressor-Related Disorders 

Disorder 

Reactive attachment 
disorder 

Disinhibited social 
engagement disorder 

Post-traumatic stress 
disorder 

Acute stress disorder 

Adjustment disorders 

Key Symptoms 

In a child, inhibited and emotionally withdrawn behavior 
toward adult caregivers, with social and emotio11al 
disturbances relating to neglect or insufficient care 

In a child, approaching and interacting with unfamiliar 
adults in an overfamiliar and disinl1ibited rnanner, related 
to neglect or insufficient care 

After exposure to inte11se trauma, recurrent recollection 
and distress related to the trauma with marked arousal 

After exposure to intense trauma, recurrent recollection 
and distress related to the trauma with marked arousal 

Development of behavioral or emotional symptoms within 3 
months of the onset of a stressor 

Source: American Psychiatric Association, 2013. 

Minimum Duration 
for Diagnosis Sex Ratio 

None, but onset Equal 
before age 5 

None Equal 

1 month More common 
in females 

3 days More co1nmon 
in females 

None Equal 

Although anyone would be greatly troubled by such a loss of security, Don's response 
to financial loss included some symptoms of both anxiety (such as desperate worry and 
panic) and depression (such as hopelessness and suicidal thoughts); their severity warrants 
a diagnosis of adjustment disorder. 

Adjustment disorders require an identifiable stressor that produces a maladaptive 
reaction within 3 months of stressor onset (see DSM-5: Diagnostic Criteria for Adjustment 
Disorders). However, bereavement is explicitly excluded from consideration within the 
diagnosis. Common stressors that can produce such reactions include divorce, loss of job, 
l1ealth problems, arrest, or other major cl1anges in life circumstances. An1ong children, moving 

D~ilf-5 Diagnostic Criteria for Adjustment Disorders 

Adjustment Disorders 

A. The development of emotional or bel1avioral symptoms in response to an identifiable 
stressor(s) occurring witl1in 3 mo11tl1s of tl1e stressor(s). 

B. These sympton1s or behaviors are clinically significant, as evidenced by one or both of the 
following: 

1. Marked distress that is out of proportion with the severity or intensity of the stressor, 
taking into account the exter11al context a11d tl1e cultural factors that might influence 
symptom severity and presentation. 

2. Significant impairment in social, occupational, or other important areas of functioning. 

C. The stress-related disturbance does not meet the criteria for another mental disorder a11d is 
not merely an exacerbation of a preexisting mental disorder. 

D. The symptoms do not represent normal bereavement. 

E. Once tl1e stressor or its consequences have terminated, the symptoms do not persist for more 
tl1an an additional 6 months. 

Specify whether: 

309.0 (F43.21) Witl1 depressed mood 
309.24 (F43.22) With anxiety 
309.28 (F43.23) With mixed anxiety and depressed mood 
309.3 (F42.24) With disturbance of conduct 
309.4 (F43.25) With mixed disturbance of emotions and conduct 
309.9 (F43.20) Unspecified 
[Note: ICD-9-CM code (ICD-10-CM Code)] 

Specify if: Acute: If tl1e disturbance lasts less than 6 months 

Persistent (chronic): If tl1e disturbance lasts 6 months or longer 

Source: Reprinted ,vith permission fro1n the Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
(Copyright 2013). American Psychiatric Association. 
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to a new town or transferring to a different school may be common triggers. Adjustment 
disorders are, by definition, time limited, such that the impairment or maladaptive reaction 
to the stressor is expected to re1nit within 6 montl1s if the stressor is removed. (Of course, 
the stressor may be long-lasting, in which case the disturbance continues.) Only reactions 
that involve clinically significant distress or impairment qualify for the diagnosis, and 
the dysfunction may manifest as depressed mood, anxiety, disturbance of conduct, or a 
combination of tl1ese symptoms. In Don's case, ''adjustment disorder with mixed anxiety 

and depressed mood" would be a reasonable label. 
Adjustment disorders appear to be relatively common, with prevalence rates between 

5% and 20% in mental health outpatients and up to 50% in hospital psychiatric consultation 
settings (American Psychiatric Association, 2013). Some reviews have found adjustment 
disorders to be prevalent among children and adolescents, causing notable impairment 
and poor outcomes (Newcorn & Strain, 1992). Among adults, suicide is a significant risk. 
Of 119 patients at the University of Virginia Hospital who carried a diagnosis of adjustment 
disorder, over 60% had made suicide attempts (Kryzhanovskaya & Canterbury, 2001). 

Given the prevalence and potential seriousness of adjustment disorders, it is interesting 
tl1at the clinical literature does not contain more information on it. There may be several 
reasons for this apparent neglect. Because the DSM-IV-TR considered adjustment disorders 
a "residual category," clinicians were cautioned to consider whether an exacerbatio11 of 

another disorder (such as an existing mood or personality disorder) could account for the 
reaction before resorting to the diagnosis. The DSM-5 no longer holds this position in that it 
conceptualizes adjustment disorders as heterogeneous stress response syndromes in their 
own right. It is also possible that what appears to be an adjustment disorder is actually an 
early phase, or mild form, of an emerging major disorder (Strain & Newcorn, 2004). The 
possible overlap and mixing of symptoms witl1in the category, and the si1nilarity of symptoms 
with other categories (such as 1nood and anxiety disorders), may lower diagnostic reliability. 
Still, clinicians use the diagnosis often when treating clients involved in family, occupational, 
or marriage conflicts; many people without other mental disorders can find themselves 
overwhelmed by events-a not unexpected occurrence given the pervasiveness of stressful 
circumstances in life. 

To111 S. taught l1is son to drive safely. Although he was himself a very good driver, Tom felt most secure when 
his son was behind the wheel. For that reason, the accident that took his son's life and nearly killed Tom seemed 
especially unfair. The driver at fault ,-vas speeding the wrong way down the highway in an attempt to elude police. 
In the split second before the accident, as Tom saw the collision developing, it seemed to him that the other driver 
had hit them intentionally. The impact was so violent that twisted metal nearly decapitated his son, and Tom 
was left gasping for breath and unable to move, crusl1ed between debris and seeing only his dead family member 
beside him for nearly an hour before he could be extricated from the wreck. Although his physical injuries were 
healing, Tom could not escape the searing memories of the moment-the look of surprise on the dead son's face, 
the smells and sounds of the highway emergency. He often awakens in panic from nightmares about the moments 
before the accident and the near suffocation that followed. For the past 3 months, Tom has been unable to ride 
in a car without feelings of terror, and l1e l1as been reluctant to leave home, where he spends much of his time 
trying not to thi11k about that fateful day. He no longer makes any plans for the future. Friends who stop to see 
him think he is detached from them, and he seems little comforted by their company. 

Extreme stressors, such as those experienced by Tom, and the intense psychological 
reactions they can produce make up post-traumatic stress disorder (PTSD; refer to DSM-5: 
Diagnostic Criteria for Post-Traumatic Stress Disorder). The stressors that lead to PTSD are 
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so intense that they could presumably cause rnaladaptive reactions in anyone.111ey involve 
a threat to life or physical integrity and to which the reaction is intense fear. helplessness. 
or horror. These stressors may include natural events such as tornadoes. 
Ooods. and earthquakes; accidental human disasters, such as fires. 

a irp lane crashes. or automobi le collisions: and intentional human 
trauma.c;, such as war. rape. child abuse. torture. or terrorist acts. PTSD 
invoh•es not only the intense reaction to the trauma but a lso the reliving of 
the event t hrough intrusive and recurrent thoughu. images. and dreams: 
sometimes. hallucinations occur. Reactions c.an be retriggercd by s timuli 
suc.h as fireworks. da1'k passages. the smd l of diesel fuel. or other potent 
and salient reminders of t he event. Often. in cases involving loss of life. 
victims harbor guilt feelings for surviving when many others did noL 

1·he criteria given in DSM..S: Diagnostic Criteria for J>ost•Traumatic 

Stress Disorder apply to adults, adolescents, and children over age 6. 

Below U1at age. U1c DSM-5 provides modified criteria for PTSO, noting 
that younger children may appear socially withdrawn and may display 
intrusive recollections or enact flashbacks of the event during play. 
sometimes without apparent distress. Impairment for this age group 
is seen in school t>chavior and in relationships wid1 parents. siblings. 
peers, or caregivers. Post-traumatic stress djsorder can begin any ti me 
after l year of age: lifetime risk by age 75 is 8.7% (American Psychiatric 
Association. 2013). 

The lJSM•5 provides similar diagnostic criteria for the related 
diagnosis of acute stress disorder (ASO), except that symptoms arc less 
than a month in duration. lfthe disturbance persists longer than that, 
the ASO diagnosis is changed to PTSO. Thus. nearly all cases of PTSO 
begin as AS0.1he exceptions involve a particular qualifier of PTSO -with 

delayed expression." which means that P'rS.O can be diagnosed. in some 
situations, when the symptoms do not appear soon after the trauma but 
much later- months or even years later. J n contrast. symptoms in ASD 
must persist at least 3da)rs but no longer than a rnontb after the trauma. 

Conditions s uth as the civil wa r in Ethiopia 
or genodde in Darfur can lead lo PTSD. For 
someone .su ffe ring from PTSD. reaclmn.s to 
internal or external cues that resemble an 
aspect of the trauma may im·olve intense fear. 
belplessnes.s. o r horror. (Getty lmllJ.IC'NFnmooiM" 

De Muldcri llogcr Y .. UeU 

The concept of PTSO developed from effects of combat on soldiers. Few human 
experiences can compare with the horrors of battle: in every war. a certain proportion of 
military personnel develop incapacitating psychological symptoms- called shell shock in 
World \Varland war neuroses, combaJfatigue. or combat exhau.slion in subsequent wars. these 
reactions usually start with increasing irrjtability. difficulty in sleeping. and a tendency to 
react with startle to minor noises. 1hc reaction may then proceed to intense distress., extreme 

terror. and incapacitation. Notably. impairment can remain long after lhc ,\l'ar has ended. 
Some early studies by psychologists indicated that dis tu rbanccs produced by sevc-re stress 

could last for many years and. in some cases. increase in severity with the passage of time. 
For example. in 1957. the gasoline tanker i\llission 
San Frmicisco collided ,~ith £Ina II. a freighter. on 

the Delaware River. An intense explosion occurred 
in which 10 men were killed. Many of the survivors of 

What types of stressors 
produce the greatest effect? 

BVT Lob 
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th.is traumatic experience we.re given a psychiatric exam ination at the time and again about 
four years later (Leopold & Dillon. 1963). Most of the survh•ors reported symptoms of one 
kind or another: nervousness. tension. general upset, sleep disturbances, and gastrointestinal 
symptoms. In general. t here ,-.ias a tendency for the number of disturbances to increase over 
the 4•year period. Many men were unable to return to sea on a regular basis. and rnost of 
those who did indicated t hat they were tense and fearfu l aboard ship, even though going to 
sea was a matter of occupational ncc.cssity. 

Similar persisting effects were fou nd for survivors of Nazi concentration camps 
(Chodoff. 1%3) and for soldiers suffering from com hat fatigue (Archibald & Tuddcnham. 1965~ 

Visit www.BVTLab.com 
to explore the student 
resources available for 
!his chapter. 
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Diagnostic Criteria for Post,Traumatic Stress Disorder 

309.81 (F43.10) Posttraumatic Stress Disorder 

Note: 'I11e following criteria apply to adults, adolescents, and children older tl1an 6 years old. 

A. Exposure to actual or threatened death, serious injury, or sexual violence in one (or more) of tl1e following ways: 
1. Directly experiencing the traumatic event(s). 

2. Wit11essing, in person, the event(s) as it occurred to others. 
3. Learning that the traumatic event(s) occurred to a close family member or a close friend. In cases of actual or tlu·eatened 

death of a family member or friend, the event(s) must have been violent or accidental. 
4. Experiencing repeated or extreme exposure to aversive details of the traumatic event(s) (e.g., first responders collecting 

l1uman remains; police officers repeatedly exposed to details of child abuse). 
Note: Criterion A4 does not apply to exposure through electronic media, television, movies, or pictures, unless tl1is exposure is 
work related. 

B. Presence of one (or more) of tl1e following intrusion symptoms associated with the traumatic event(s), beginning after the 
traumatic event(s) occurred: 
1. Recurrent, involuntary, and intrusive distressing memories of tl1e traumatic event(s). 

Note: In children older than 6 years, repetitive play may occur i11 which then1es or aspects of tl1e traumatic event(s) are 
expressed. 
2. Recurre11t distressing dreams in which the co11tent and/or affect of the dream are related to the traumatic event(s). 

Note: In children, there 1nay be frightening dreams without recognizable conte11t. 
3. Dissociative reactions (e.g., flasl1backs) i11 wlucl1 tl1e individual feels or acts as if the traumatic event(s) were recurring. 

(Such reactions may occur on a continuum, witl1 the most extre1ne expression being a complete loss of awareness of 
present surroundings.) 

Note: In children, trauma-specific reenactment may occur in play. 
4. I11tense or prolonged psychological distress at exposure to internal or external cues that symbolize or resemble an aspect 

of the traumatic event(s). 
5. Marked physiological reactions to internal or external cues that symbolize or resemble an aspect of tl1e traumatic event(s). 

C. Persistent avoidance of stimuli associated with the traumatic event(s), beginning after the traumatic event(s) occurred, as 
evidenced by one or both of the following: 
1. Avoidance of or efforts to avoid distressing memories, thougl1ts, or feelings about or closely associated with tl1e 

traumatic event(s). 
2. Avoidance of or efforts to avoid external reminders (people, places, conversations, activities, objects, situations) that 

arouse distressing memories, thoughts, or feelings about or closely associated with the traumatic event(s). 

D. Negative alterations in cognitions and mood associated with the traumatic event(s), beginning or worsening after the 
trau1natic event(s) occurred, as evide11ced by two (or more) of the following: 
1. Inability to remember an important aspect of the traumatic event(s) (typically due to dissociative amnesia and not to 

other factors such as l1ead injury, alcol1ol, or drugs). 

2. Persistent a11d exaggerated negative beliefs or expectations about oneself, others, or the world (e.g., "I am bad," "No one 
can be trusted," "The world is completely dangerous," "My whole nervous system is completely ruined"). 

3. Persistent, distorted cognitions about the cause or consequences of the traumatic event(s) that lead tl1e individual to 
blame hi1nself/ herself or otl1ers. 

4. Persistent negative emotional state (e.g., fear, horror, anger, guilt, or shame). 
5. Markedly diminished interest or participation in significant activities. 
6. Feelings of detachment or estrangement from others. 

7. Persistent i11ability to experience positive emotions ( e.g., inability to experience happiness, satisfaction, or loving feeli11gs ). 

E. Marked alterations in arousal and reactivity associated witl1 the traumatic event(s), beginning or worsening after tl1e 
traumatic event(s) occurred, as evidenced by two (or 1nore) of the following: 
1. Irritable behavior and angry outbursts (with little or no provocation) typically expressed as verbal or physical aggression 

toward people or objects. 

2. Reckless or self-destructive behavior. 
3. I-Iypervigilance. 
4. Exaggerated startle response. 

5. Problems with concentration. 
6. Sleep disturbance (e.g., difficulty falling or staying asleep or restless sleep). 

F. Duration of the disturbance (Criteria B, C, D, and E) is more than 1 month. 

G. The disturbance causes clinically significant distress or impairment in social, occupational, or other important areas of 
functio1ling. 

H. The disturbance is not attributable to the physiological effects of a substance ( e.g., medication, alcohol) or other medical condition. 
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Specify whether: 
W"ilh dissociative .symptoms: 1l1e individuat·s symptoms meet the criteria for post trauma tic stress dborde.r. and in addition. in 
response to the stres.-.or. the individuaJ experiences persistent or recurrent experiences of either of tl1e folJowing: 
I. Depersonalization; Pers istent or recurrent exper iences or feeling detached from. and as if one were an outside ohsen·er of. 

one's mental processes or body (e.g_ fee.ling as tl,ough one were in a dream: feeling a sense of unreality of self or body o r of 
Ume moving slow1y). 

2. De realization: Persistent or recurrent experiences of unreaUL-y of surroundings (e.g.. the world around the individual is 
experienced as unreal. dreamlike. distant. or d istorted . 

.Note: To use this subtype. the dissociative symptoms must not be attributable lo lhe. physiological effects of a substance (e.g.. 
b lackouts. behavior d uring alcohol intoxication) o r another medical condmon (e.g .• complex partial seizures). 

Spec.ifyif: 

\\Tith delayed expression: If the f uU diugno.-.tic: criteria are not met unlil at feast 6 months after the enmt (although the on.set 
and expression of some symptoms may be immediate}. 

Source ReprinLed wiUl permission from the Dlog1JOfd(' at1dStatl.s.tktJI M1mualo/Al...>t111'J.l Disorders. StJ, ed. (Cop)•rlght 2013). American PS)'mWrlc:
As~iallon. 

In the latter study. 62 veterans who had experienced combat fatigue 20 years previously in 
World \Var U were compared with a control group of combat vete.rans who had not shown 
combat ratigue. 1l1e combat fatigue veterans reported more depression. restlessness. 
irritability. jumpiness. fatigue. difficu lty in concentration. sweaty hands. headaches. 
slec-plessnc-ss. yawning. and other signs of persisting anxiety later. the long~lasting. but often 
delayed. problems experienced by many Victnam~c.ra soldiers brought increased attention to 
thc-se reactions. which were first Listed in 1980 in the DSJH.JJI. along with the recognition that 
PTSU was a predictable. serious, and relatively frequent outcome among combat veterans. 
as well as civilians in lhc path of war. More recent reports from the U.S. Anny indicate that 
about 1006 of U.S. forces completing one tour of duty in the wars in Iraq and Afghanistan 
met diagnostic criteria for PTSD. and the risk increased by half again for those serving an 
add it ion al tour ('l'yson. 2006). 

PTSD is now rnorc widely conceptualized than the original military focus. and a. great 
rnany people arc exposed to conditions that can produce PTSD. Jn the past decade. t he 
terrorist attacks on the \,Vorld 1'radc Center. the devastation of Hurricane Katrina along tJ1c 

U.S. Gulf Coast. the earthquake and tidal waves in Indonesia. the wars in the ~'lidd le East. 
and the genocide in Darfur have left millions of people at rL,;k. Sexual abuse and rape arc also 
disturbingly prevalent throughout the world. Amnesty International (2004 n.d.) reported that 
global ly I in 3 women has been beaten, abused. or forced to have sex during her lifetime; a 
woman is raped in the United Statesevery6 minutes.Such 
figures are especially noteworthy for PTSO risk because 
DSM-5 reports that the dysfunction may be especially severe 
and long•lasting if the precipitating stressor is intentional 
and interpersonal (American Psychiatric Association, 201:J). 

Incidence rates for PTSO approaching one third to one 
half of victims are found among rape survivors. military 
captives. political prisoners. and targets of genocide 
(American Psychiatric Association. 2013). Not everyone 
exposed to severe strcssors develops ASO or PTS.D. Gender 
plays a role: 111c diagnosis is given about twice as often to 
females as to males (Kessler. Sonnega. Bromct. Hughes. & 

Nelson. 1995}. Variations in susceptibility to P1'SD cou Id 
also be influenced by genetics. pre\tious stressor experience. 
situational d ifferences. and ethnic background. About half 
of victims recover complctelywjthin 3 months (American 

PsychiatricAssociation. 2013}. 'tllc-rc is also much variability 

PTSD symptoms are t--ommon amo ng rape.survivors. m1litar)' 
caplives. political prisoners. a nd largeL,; of genocide. such as 
I.he women and child ren o f Darfu r. bStoek) 

in course. la Grcca. Silverman. Vernbcrg. and Prinstcin {1996) found that ofalmost30% of 
children who developed PTSO after Hurricane Andrew. fewer than 13% continued to show 

12!1 
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the same level of disturbance after 10 months; but Kessler and his colleagues (2008) found an 
increase in PTSD, suicidal activity, and other serious mental disorders a year after Hurricane 
Katrina, co1npared to measures taken 5-8 1nonths after the storm. Differences such as these 

probably stem in part from different levels of available 
assistance and support at the time of the trauma and in 
the months that follow. 

Of almost 30% of children wl10 developed PTSD after 
Hurricane Andrew in 2009, fewer than 13% continued to sl1ow 
t he disturbance after 10 1nontl1s. (Wikin1eclia/ NOAA) 

The u11iquely damaging characteristic of the stressor 
and the sufferer's extreme fear response to stimuli that 
are associated with the trauma suggest that one way to 
conceptualize PTSD is as a strongly conditioned fear 
response. Foa, Zinbarg, and Rothbaum (1992) reviewed 
research on uncontrollable and unpredictable stress in 
animals and proposed a model of PTSD in whicl1 symptoms 
of p ersistent arousal, reexp erience of the event, numbing, 
and avoidance can be con ceptua lized as the direct 
effects of stressors that are not only life-threatening but 
also, in particula r, experienced as uncontrollable and 
unpredictable. As we have seen in tl1e review of stress effects 
on health, these are the n1ost da1naging kind of stressors. 

Flooding 

Therapeutic tech11ique 
in which tl1e person is 
made to confront the 
stimuli that arouse 
anxiety u11til the 
anxiety extinguishes 

Habituation 

Lessening of a response 
as a function of 
repeated presentations 
of the eliciting stimulus 

5.5 Treatment for Severe Stress Reactions 
It might seem obvious that quick emergency assistance in trauma situations is necessary 
to blunt or avoid serious psychological reactions. Crisis intervention and critical incident 
stress debriefing involve supportive and integrative interventions within hours or days 
of the crisis, often provided by therapists brought into the situatio11 to help decrease the 
likelihood tl1at the acute reactions will develop into more serious PTSD. However, it has 
been difficult to document the value of this type of early intervention, with little or no 
support for its effectiveness in controlled studies. After the terrorist attacks on New York 
in 2001, for example, son1e 9,000 counselors descended on the city to provide rapid mental 
health assistance, even though there was no evidence that typical psychological debriefing 
interventions would be effective. In fact, there was some indication that those services could 
impede recovery (e.g., McNally, Bryant, & Ehlers, 2003), p erhaps by encouraging emotional 
expression too quickly. Reviews of two randomized controlled trials of critical incident stress 
debriefing actually fou11d harmful long-term effects of treatment amo11g burn victims and 
victims of automobile accidents compared to assessment-only controls (Lilienfeld, 2007). 

It seems reasonable to expect that some sorts of assistance shortly after the trauma might 
be valuable, but the important components of such assistance remain undefined. Clearly, 
careful outcome research is needed to develop evidence-based practices for early intervention 
in trauma. 

Fortunately, there are effective treatments for PTSD and other stress reactions. The 
psychological interventions that appear to be most effective are cognitive-behavioral therapies 
(CBTs) that involve a combination of stress managen1ent and reexposure to the stressor. Stress 
management may include systematic desensitization techniques, in which the patient is first 
taught a method for relaxation and then is confronted with gradually increasing exposure to 
the stressor while maintaining a relaxed state. Reexposure is often done in massed trials, in 
which the patient confronts either actual or imagined scenes co11taining the most terrifying 
aspects of the trauma for prolonged periods. (In the behavioral literature, this technique is 
sometimes called flooding.) Such exposure leads to habituation of autonomic responding 
and a decatastrophizing of the event itself. For example, Jaycox, Zoellner, and Foa (2002) 
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described a CB'l' intervention for rape survivors that in volved (1) establishing a trusting 
therapeutic relat ionship. (2) breathing and relaxation training and practice, (3) prolonged 
exposure b y vividly and repeatedly retelling lhe story of t he trauma in detail for 45- 60 

minutes each session. and (4) examining and challenging dysfunctional thoughts about the 
trauma (cognitive restructuring). 

Another intervention for PTSD. called eye movement desensitization and reprocessing 
(EMDR). is more controversial but appears to be as effective as CST in some comparisons. 
According to its developer. l~rancin.e Shapiro (1995}, back•and-forth eye movements play 

a role in reducing d isturbing thoughts- perhaps reJated to their value in REM sleep. She 
proposed that patients track a moving object (such as the therapist's finger) with their eyes 
while rcca.lJing the most d istressing and intense images of the trauma. ~ts of eye movements 
under t hese conditions arc repeated until the patient notes a reduction in the d is tressing 
\ralue of the image during t he therapeutic session. Several published reports have attested to 
the technique's effectiveness even t hough Davidson and Parker's (2001) review of the EMOR 

literature concluded that equivalent results were possible without t he. eye movements at 
all- indicating that EivtDR might owe its effectiveness to prolonged exposure. 

From t he biological perspective. pharmacologicaJ intcrvcntion.s can be effective in 
relieving symp toms of PTSD. Minor tranq uiliz.crs, such as benzodiazepincs. which can 
impact sympathetic arousaJ. arc not particularly effective as PTSO treatments. However, 
the tricyclic antidcpressru1ts and the selective serotonin reuptake inhibitors (such as Zoloft• 

and Paxir) have received stronger support. with the latter being the medications of choice 
(Ballenger ct al., 2000) for both ASO and PTSO at th is time. Recent studies indicate that 

SSfUs may provide broader and more global il'nprovements in symptoms than do other drug 
options (Yehaud, Marshall. t>enkower. & \Vong, 2002}. Due to associated side effects. however, 

discontinuation rates for most phannacological treatments arc h igher than t hose for CB1'. 
Recently, there have been some experim.c ntal tests of the recreat ional drug MOMA (also 
known as ecstasy) in the treatment of PTSO, with initia lly promising results. For example. a 
small. randomized control study involving trcatn1ent-refractory patients with f->TSD showed 
an 83% response rate for MOMA. compared to 25% for placebo. wiU1 no evidence of serious 
adverse drug effects (Mithoefcr, Wagner. Mithocfcr,Jcrorne, & Ooblin, 2011). Other supportive 
studies followed, and in November 2016. the U.S. Food and Drug Administration gave approval 
for largc---scalc, Phase 3 clinical trials of ~H)1'1IA. which is the final step before its possible 

approval as a prescription med ication (Philipps, 2016). 

5.6 Other Stress-Related Disorders 
'(\vo additional trauma• and strcssor-relatcd disorders result. not from intense trauma or 

discrete s t rcssors. but rather from a history of neglect and substandard care of children. 
Reactive attachment disorder was listed in U1e DSM~IVunder a category known as MOisordcrs 

usually first d iagnoscd in infancy. childhood. or adolescence.'"' It was relocated to the stress
related disorders in the DSJ\1.5 and expanded to include a second condition- disinhibited 

social engagement disorder. Although the symptom presentations differ, both disorders are 
functionally related to parental ncgle.ct. 

Keactiveattachmcnt disorder involves social and emotional disturbance and withdrawal 
toward adult caregivers following a history of inadequate care (sec Table 5<{). 'Jhedjsturbancc 

be.gins before age 5 in a child with a developmental age ofat least 9 months. Essentiall)•, 
these chiJdrcn do not form normal attachments to adults or others. though t he capacity is 
assumed to be prcsent.111cy arc not easi ly comforted (or resist comforting) when distressed 
a nd show little positive emotion in most interactions with caregivers. In the .DS1lf.JV 
parlance, t his symptom presentation was considered the · inhibited" subtype of the reactive 

attachment disorder. 

BVT Lob 
Improve your test 
soores. Practice quizzes 
are available at 
www.BVTLab.com. 

Cognith•e 
re.structuring 

Therapeutic technique 
in which dysftmctionaJ 
thoughts and beliefs 
are examined and 
challenged 
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Table 5-3 Summary of DSM-5 Diagnostic Criteria for 
Reactive Attachment Disorder 

• Consistent pattern of emotionally withdrawn, inhibited behavior toward adult caregivers. 
When child is distressed, rarely or minimally seeks comfort and minimally or rarely responds to 
comfort. 

• Persistent emotional and social disturbance characterized by at least two of these criteria: 

- Minimal positive affect 

- Limited e1notional and social responsiveness to others 

- Episodes of unexplained sadness, irritability, or fearfulness evident even during 
11011threatening interactio11s with adult caregivers 

• Child experie11ces a pattern of extremes of insufficient care characterized by at least two of these 
criteria: 

-Rearing in unusual settings (e.g., institutions with high child-to-caregiver ratios) that severely 
limit opportunities to form selective attachments 

-Deprivation or social neglect due to persistent lack of having basic emotional needs for 
affection, comfort, and stimulation from caregiving adults 

-Repeated changes of primary caregivers (e.g., frequent changes in foster care) that limit 
opportunities to for1n stable attachments 

• 'I11e emotionally withdrawn, inhibited disturbances begin after child experiences a lack of 
adequate care, as evidenced in the criteria noted above. 

• Diagnostic criteria are not 1net for autis1n spectrum disorder. 

• Evidence of the disturbance begi11s before the age of 5 years. 

• Child's developmental age is at least 9 months. 

• Specify if persistent ['The disorder has been present for more than 12 months.] 

• Specify if severe [Child currently exhibits all symptoms of the disorder, with each symptom 
manifesting at relatively higl1 levels.] 

Source: A1nerican Psychiatric Association, 2013. 

Reactive attachment disorder can be associated with developmental delays, but it is not 
accounted for by intellectual disability or another developmental disorder. It appears to be a 
rare condition, though its prevalence in the general population is not known; even in severely 
neglected children, it appears u11common (less tl1an 10%). Malnutrition and other physical 
conditions associated with extreme neglect and child abuse and comorbid language delays 
and depression may also occur (American Psychiatric Association, 2013). 

Some therapist s have promoted "holding therapy" as a treatment for reactive attachment 
disorder. In this approach, an individual is held via physically or psycl1ologically enforced 
restraint, which may include grabbing or physically lying on top of the child's body. Restraint 
and enforced eye contact are meant to encoura.ge anger and rage, in tl1e belief that anger 
due to past abandonment or mistreat1nent has been suppressed and the emotional release 
will thus have catl1artic value (Pignotti & Mercer, 2007). However, its coercive nature is 
controversial and dangerous: At least tl1ree deaths have been associated with the intervention, 
and whatever empirical support exists is thin (Zilberstein, 2006). 

Altl1ough disinhibited social engagement disorder stems from the same sort of 
substandard care and neglect, it involves disinhibited or externalizing symptoms such as 
overly familiar behavior with relative strangers that violates the normal social boundaries 
of the culture (see Table 5-4). These children are inadequately cautious in approaching 
unknown adults, showing indiscriminate sociability or a lack of selectivity in choice of 
attachment figures. In the DSM-IV, this pattern was listed as the" disinhibited type" of reactive 
attachment disorder. 



Table 5-4 Summary of DSM-5 Diagnostic Criteria for 
Disinhibited Social Engagement Disorder 

Stress· and Trauma-Related Disorders 

Con.sistanl pattern of child acti••ely approaching and interacting with unfamiliar adults. 
includin g at least two of these behmdors: 
-Ornrly familiar physical or verbal behavior that is mcons1slent with age-appropriate or 

cuJl uraJly sanctioned boundaries 

-MinimaJ or lack or retk:ence in approaching and interacting w1th unfam i1iar adults 

-MinimaJ or lack o fhe.sitation lo wil1inglygo off with unfamilia r adults 
-Reduced or lotal Jack of beh avior in terms of checking in w1th adult caregiver aflervenhJring 

of[ especially in unfamiliar settings 

Child·s behaviors above are oons:idered socially disinh ih1ted, rather than impu lsive (e.g... as in 
attention-deficit/hyperacthd ty disorder). 

Child has oons-ls-tentJy axpemm<.'ed extremes ofinsu.ffident c:a.re due to at Je-,1.st one of the 
following: 
-Persistent social d eprivabon or neglect d ue to caregivingadu lts failing to provide adequate 

emotional needs for comfort. stimulation. and affection 
-Bein g reared m unusual em•ironments (e.g.. jnstitubon.s with h igh child-to-caregiver ratios}. 

m inimizing opportunities to form selective uttachment.s 

-Frequent changes of primary ca.regl\'ers (e.g .. repeated changes m foster care). mm.im i.zing 
opporhmities to form st.able attachments 

The criteria for extremes of insufficient care are presumed to be the cause for Lhe d is tur bed 
behavior. 

Child "s developmental age ,s 0011:ude red Lo be more than 9 mont hs. 

Spec1ry if persistent (Disorder has been present more than 12 months.J 

Spec1fy cummt severity [Disorder is specified as se.,-ere when chiJd exhibJts aJI symptoms of the 
disorder and each .symptom manifests a l a sig nificant Jevel.J 

Source: Amerkan Ps)•chlatrlcAssoclatlon. 2013. 

As preschoolers. children with dis inhibitcd soc.ia) engagement dL,;ordcr ma)' continue to 
show indiscrimina te familiarity wi th adulLc; and wit h peers. who often find their expression 
of emotions as shallow a nd inauthentic. Some la ter receive comorbid djagn oscs of a ttention• 

deficit/hyperactivity d.isorder. as well as cognitive and language delays (Amer ican Psychiatric 
Associa tion. 20 13). 

Addit ional conditions in t his category. listed as ~Other specified trauma• and stressor• 

relat ed d isorders.' d o not meet the full criteria for the disorders listed thus far. For example. 
a djust ment-like dL,;orders may appear more t han 3 months following a stressor or may persist 
more than 6 months after the stressor remits. A few c ult ural syndromes (sec Chapter4) relat e 
to stressors and may be included here. A proposed Section 111 d isorder. persisten t cornplcx 
bereavement disorder involves prolonged grief and disrupt ion for more than a year aft er the 
d eath of a loved one and. as currently proposed. cou ld result from cithc r normaJ or tra uma t ic 
d eath exposures. f inally. the category also a llows for MUnsp ccificd trau rna• and s t rcssor~ 
related d isorder" for those rela ted conditions tha t either do not meet any of the criteria above 

or do not have sufficient informat ion for a more specific label. 

1JJ 
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TO SUM UP ... 
• Strong emotions play a central role in many psychological disorders. Responses 

of the autonomic nervous system are especially important physiological 
accompaniments of these emotions. 

• Stressors that are prolonged or intense can have damaging effects to l1ealth. 
Stressors that are experienced as unpredictable or uncont rollable appear to 
have tl1e most harmful health effects. 

• Stressors can also impair the functioning of the immune system. Through 
Pavlovian conditioning, neutral stimuli such as novel flavors can take on some 
of the immunosuppressive properties of drugs with which they have been 
paired. In stress studies, unpredictable or uncont rollable stressors appear to 
produce greater reduction in immune functioning. 

• Stressor- and trauma-related diagnoses in the DSM-5 range from normal 
response patterns (bereavement) to time-limited impairment (adjustment 
disorders) to severe, long-lasting, or delayed impairments (post-traumatic stress 
disorders). 

• Post-traumat ic stress disorders may be conceptualized as intense conditioned 
fear responses produced by unpredictable and uncont rollable t raumatic events. 

• Child neglect and inadequate parental care can result in reactive attachment 
disorder and disinhibited social engagement disorder in children. 

• Effective treatments for stressor-related disorders i11clude stress management, 
exposure techniques such as systematic desensitization and cognitive
behaviora l therapy, and some antidepressant medications sucl1 as SSRis. 
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• Discuss the actions of the autonomic nervous system. \Vhich part of the system. 
is active during stressful situations? How docs the arousal abate? 

• Explain how the triadic design can be useful in exploring the stress response. 

• Describe hvo ways that psychological stress can affect physical health. 

POP QUIZ 
I. In 1936. which of the following models of stress did Hans Selyc develop? 

A. the post•traumatic stress disorder syndrome 

B. the general adaptation syndrome 

C. the hypothalamic•pituita.ry-adrenocortical pathway 

D. life change unit value system 

2. Du1·ing the _____ stage of the GAS. coping responses to the ongoing 

challenge arc depicted. 

A. alarm 

B. resistance 

C. exhaustion 

0. transition 
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3. If you hear strange noises in the middle of the night and believe there is a 

burglar in your home, this stress would activate which division of the autonomic 

nervous system? 

A. sympathetic nervous syst em 

B. central nervous system 

C. somat ic nervous system 

D. parasympathetic nervous system 

4. The ______ is the division of the autonomic nervous system that 

functions to conserve and restore, rather than expend, energy. 

A. sympathetic 11ervous syst em 

B. central nervous system 

C. somatic nervous system 

D. parasympathetic nervous system 

5. The _____ gland is often referred to as tl1e master gland. 

A. adrenal 

B. pituitary 

C. medulla 

D. pineal 

6. Maintaining ______ is a general term referring to equilibrium in a 

dynamic syst em. 

A. adrenocortical response 

B. reciprocity 

C. homeostasis 

D. habituatio11 

7. According to Holmes and Rahe (1967), the death of a spouse was assigned a 
value of ______ life change units. 

A. 100 

B. 73 

C. 40 

D. 23 

8. ______ is not one of the chronic stressors cited in this text. 

A. Unemployment 

B. Incarceration 

C. Pending surgery 

D. Homelessness 

9. Exposure to uncontrollable or inescapable stressors can impair future learning, 
an effect that led _____ (1975) to propose that uncontrollable events are 

the basis for depressive disorders. 

A. Beck 

B. Freud 

C. Seligman 

D. Foa 



10. One effect of the stress hormone _____ is to suppress immune response. 

A. norepincphrinc 

8. cortisol 

C. serotonin 

0. insulin 

11. Ader and Cohen's (1975) study of conditioned immunosuppression showed 
which of the following? 

A. Drugs may influence illness. 

B. Susceptibility to illness may be in flucnccd by learning history. 

C. Illness may influence mental functioning. 

D. Drug effects may be influenced by learning history. 

l2. In the _____ of mental disorders, the predisposition for a particular 

disorder is considered to be biological. genetic. or psychologic.a) in origin. 

A. cognitive mode] 

B. diathesis-dynamic model 

C. diathesis-stress model 

0. diathcsis•custrcss n:1odcl 

13. All oflbc following could lead to P'J'SJ) except ____ _ 

A. combat 

8. bankruptcy 
C. fire 

D. tornado 

14. P'J'SJ) was first listed as a mental disorder in the DSM-II/in ____ _ 

A. 1980 

8. 1987 

C. 1994 

0. 2000 

15. \\/hat does EM DR stand for? 

A. eye movement desensitization and reprocessing 

8. eye movement desensitization and reprogramming 

C. eye movement disinltibition and restructuring 

D. eye movement discipJinc and repetition 

Additional study resources are available at www.BVTLab.com. 
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anxiety disorders? 
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Anxiety and Obsessive
Compulsive Disorders 
In Chapter 5. we saw that severe stress can precipitate psychologic.al and physiological 

disturbances, some of which clear up when the stress is rernoved and some of which do not. Among the emotional 
consequences of stressors are fear and anxiety. although stress~related reactions may involve other emotional states 
as well. In this chapter, we review the DSA1~5 disorders in which fear and anxiety arc central to the diagnosis. One 

danger in following a system such as the DSA1 too uncritically is that it can leave the impression that we are dealing 
with a series of discrete and separate disorders. which is not always the case. People can. and often do. show mixtures 
of anxiety symptom patterns that also overlap with the mood disorders. Still. anxiety symptoms arc quite frequent 
in the United States: based on epidemiological studies (e.g .. Kessler. Burg land. ct al .. 2005). the category of anxiety 
disorders is the most common of the DSM•5 diagnoses. v,ith lifetime prevalence rates of over 28% of the popuJation. 

6.1 Fear and Anxiety 
Charles Darwin's description of fear. written more than a century ago. remains an excellent 
portrayal of this emotion: 

Fear is often preceded by astonishmcnL and is so far akin to it. that both lead to 
the senses of sight and hearing being instantly aroused. b1 both cases the eyes and 
mouth arc widely opened and the eyebrows raised. 'Jlte frightened man at first 
stands like a statue motionless and breathless, or crouches dO\m as if instinctively 
to escape observation. 

Toe heart beats quickly and violently. so that it palpitates or knocks against the 
ribs: but it is very doubtful whether it then works more efficiently than usual. so as to 

send a greater supply of blood to all parts of the body: for the skin instant!)' becomes 
pale. as during incipient faintness . ... In connection with the disturbed action of 
lhc heart. the breathing is hurried. 111e saJivary glands act imperfectly: the 
mouth bcc-0mes dry and is often opened and shut. I have also noticed that 
under slight fear there is a strong tendency to yawn. One of U1e best• 
marked symptoms is the trembling of all the muscles of the body: and 
this is often 6rstseen in the lips. From this cause. and from dryness of 
the mouth. the voice becomes husky or indistinct. or may a ltogether 
fail . (Darwin.1873/ 1955. pp. 290- 291) 

Humans. as well as most mammalian species. are born with the innate 
capacity to experience fear. Although ncurophysiological systems in the 

brain are associated with this 
• 

What are the most common 
mental disorders in the 

United States? 

emotion. we ord inarily infor its 
existence more indirectly from three 
kinds of data: (I} reports of subjective (\lr1bmiedu1Common.11 /Chn.rli!11 OMwinl 

experiences of apprehension. such as dread. 
fright. tension. inability to concentrate. and the desire to flee a particular situation. as well 
as physical sensations. such a.s a pound.ing heart or sinking feeling in the pit of the stomach 
(reports oftbis kind arc. of course. limited to individuals who ha,•c the capacity to verbalize 
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these experiences); (2) behavioral manifestations, such as flight, disorganization of sp eech, 
motor incoordination, impairment of p erformance on complex problem-solving tasks, or 

immobilization, as in being "paralyzed by fear"; and 

(3) measurable physiological responses, such as rapid 
and irregular heartbeat and breatl1ing, palmar sweating, 
dry mouth, dilated pupils, and muscular trembling. The 
physiological respo11ses largely reflect activation of the 
sympathetic nervous system; however, some responses, 
such as diarrhea and increased frequency of urination, 
are produced by parasympathetic arousal. It is perhaps 
1nore accurate to say that the auto11omic 11ervous system 
is thrown out of balance, witl1 both subdivisions showing 
wide swings in activation. 

A variation that may occur in acute fear is fainting. 

Anyone wl10 has seen terror expressed by a frightened young 
cl1ild who has not yet been taught by society to conceal fear 
can appreciate the reality and potential intensity of this fear. 
(Shutterstock) 

The physiological compone11t in the fainting response, 
in contrast to the mixed sympathetic-parasympathetic 
pattern just described, is la rgely parasy1npathetic, 
involving abrupt dilation of the blood vessels in the 
viscera, slowing of the hea rtbeat, a drop in blood 
pressure, a nd loss of muscle tone. These effects result 

Fainting 

Loss of consciousness, 
slowing of heart 
rate, and drop in 
blood pressure ofte11 
associated with acute 
fear states 

Fear 

A se11se of dread, terror, 
or fright 

Anxiety 

A sense of worry, 
concern, or 
apprehension 

Panic attack 

Rapidly developing 
sense of intense fear 
and anxiety 

in a sharp decrease in t he blood supply to the brain and 
produce loss of con sciousness. The parasympathetic-dominated fainting response is likely 
to occur only in strong, acute fear states. 

Most of us have a pretty good idea of what an extreme fear response is like either from 
our own experience or from observing others. Anyone who has seen the terror expressed by a 
frightened young child who has not yet been taught by societ y to conceal fear can appreciate 
the reality and potential intensity of this emotion. In humans, the fear response, regardless 
of wl1atever unlearned tendencies exist for certai11 stimuli to elicit fear, is a highly learnable 
response that can become associated with almost a ny situation or stimulus (external or 
internal) that happens to be present when the fear occurs. It is also likely to be powerfully 
influenced by observational learning. 

A distinction is usually made between the respo11ses of fear and anxiety. Perhaps Darwin 
would have agreed with the notion t hat fear is an adaptive state for dealing with a real threat 
or danger, wl1ile anxiety is a chro11ic fear sensation that is not clearly associated with any 
specific stimulus. 

6.2 Anxiety Disorders 

6.2a Characteristic Symptoms 
The DSM-5 classifies the different anxiety disorders based in part on tl1e occurrence of certain 
components of the anxiety symptom complex. One of these components is the panic attack, 
involving a rapid onset of at least four of the symptoms show n in Table 6-1 Symptoms of a 
Panic Attack-such as pounding heart, sensations of choking or suffocation, trembling, and 
fear of losing control. The attack progresses to a p eak within 10 minutes of onset. People 
undergoing a panic attack feel intense discomfort; some think during the first such experience 
that they are dying. (Frequently, the sufferer describes the experience either as a "nervous 
breakdown" or as "losing one's mind.") Until children reach puberty, it is relatively rare for 

them to experience panic attacks; att acks are much more common among adults in the 
general population, where the 12-month prevalence is nearly 1 in 9 (American Psychiatric 
Association, 2013). 
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Table 6-1 DSM-5 Symptoms of a Panic Attack 

Heart palpitations or-accelerated heart rate 

Trembling or s ha .ldng 

Sweating 

Chest pain 

Shor tness or breath or sensation of su.ffoc:aling 

FeeHngs of choking 

Diz.zmes.s 

Numbness or tingling sensations 

Chills or heat sensahons 

Nausea 

DereaJization or depersonalization 

Pear-o£1osing control 

Fear of dying 

Source: Amerkan Psychiatric: Association. 2013. 

Panic attacks arc not. thc,mscl\•cs, a diagnosable disorder: however. they play a role in 

several anxiety disorders. depending on how they arc experienced. Sometimes panic attacks 
are expected- that is, they arc cued by or attached to situations- and a recurrence of the 
trigger (or its anticipation) can produce another attack. For example. specific phobias and 
social phobias may involve panic a ttacks associated with particular stimuli. such as b lood or 
public attention. lo other disorders (e.g .. panic disorder), the attack is unexpected and seems 
to occur without a cue, or Mout of the blue.~ People who experience panic attacks. especial ly 

unexpected episodes. live in fear of having another 1>anic attack. Many of the anxiety disorders 
in the DSAl-5 can involve panic attacks, butaU invol\'e intensely uncomfortable fear or anxiety 

as the main presenting symptom. As in the case with all DSA,f conditions, the disorders cause 
interference with or impairment of normal functioning. 

lhc reliability of anxiety disorder diagnoses irnprovcd under the IJSM-f V. with -good,. 

reliability noted for both panic disorder and generalized anxiety disorder (Brown ct aL, 2001). 
However. the DSM•S field trials produced a disappointing kappa of only .20 for generalized 
anxiety disorder: other an xicty disorders we.re not assessed (Regier ct al.. 2013). An overview 
of the main anxiety disorders in the DS,H-5 is listed in Table 6-•2. 

Table 6-2 DSM-5 Anxiety Disorders 

Disorder 

Separation anxiety 
db.order 

Selecli\-e nmtb;m 

Specific phobia 

Social anxiety disorder 
(Social phobia) 

Panic disorder 

Agoraphobia 

Generalized anxiely 
disorder 

Key Symptoms 

Excessive anxiety concerning 
separal ion from home or caregi\,er 

Consistent failure lo speak in certain 
s1tualion.c; but not. in others 

Marked fear or anxiel-y cued by specific 
objects or situations 

Marked fear or anxiety cued by social 
or performance situations 

Recur rent unexpected panic attacks 

Marked fea r or anxiety ofbe:ing in 
situations from which escape would 
be difficult if mcapacilating or 
embarrassing.symptoms ooour 

Excessive anx.iety and worry about a 
number of evenb or actiV1ties 

Source: Amer.can Ps)•chlatrlcAssoclatlon. 2013. 

M.inimum Duration Requ.ir-ed 
for Diagn osis 

4 weeks for children/adolescents. 
6 month.c; [oradults 

1 month 

6months 

6months 

1 month 

6 months 

6 months 

Sex Ratio 

More common in females 

l!quaJ 

More common In females 

More common in females 

More common in females 

More common in females 

More common ln females 
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Gender Differences in Anxiety Diagnoses 
As can been seen in Table 6-2, anxiety disorders are generally much more common among 
females than males. In the case of some subtypes (for example, panic disorder), the fe1nale-to
male ratio may be as high as 2:1 (American Psychiatric Association, 2013). Although biased 
application of the diagnostic label is possible, it is unlikely that this would explai11 persistent 
differences in prevalence of this magnitude or of similar gender differences in mood disorders. 
(Males have much higher prevalence rates of some disorders, such as those involving violent 
behavior and the sexual paraphilias.) It is possible that females with anxiety disorders 
come to the attention of therapists more often than males do or that males underreport tl1e 
incidence of anxiety. Another possible explanation for the gender differences is that females 

are differentially subjected to more frequent traumas, such 
as rape or sexual abuse, that could provoke anxiety-related 
conditions. However, precipitating traumatic events do not 
form the basis of diagnosis for most of the anxiety disorders. 
Weich, Sloggett, and Lewis (1998) did not find support for 
the proposal that gender differences in prevalence could 
be explai11ed by the type of social roles (sucl1 as traditional 
caring and domestic ones) that females, rather than males, 
tend to occupy. It is, of course, possible that biological 
differences between males and females in terms ofHPA 

Male-female bel1avior differences n1ay be related to differe11tial 
parental investment during reproduction. Because natural 
selectio11 favors fe1nales who avoid dangerous situations, females 
woulcl be more prone than men to expe1ience emotions that 
re1nove tl1em from l1armful and dangerous situations. (iStock) 

reactivity confer different levels of stress and anxiety or that 
hormonal distinctions related to reproductive physiology 
are respo11sible for higher female prevalence in anxiety 
disorders (Howell, Castle, & Yonkers, 2006). 

An interesting evolutionary speculation for gender 
differences in anxiety disorders comes from Anne Campbell 
(1999). Along with other evolutionary theorists, she noted 
that many male-female behavior differences may be related 

BVf tab 
Flashcards are available 
for this chapter at 
www.BVTLab.com. 

to differential parental investment during reproduction. Although the male contribution 
to reproduction can be as little as a few minutes, females must carry a pregnancy, nurse 
the child, and usually invest years into raising offspring. According to Campbell, in tribal 
societies similar to early human groups, the death of either parent increases the risk of death 
to offspring, but the death of the mother results in a much greater risk of infa11t mortality 
than the death of the father. For that reason, natural selection would more strongly favor 
females who avoid dangerous or harmful situations or direct conflict, since their children 
would be more likely to survive. One result, she suggested, is that women would be more 
pro11e than me11 to experience fear and anxiety, en1otions that would tend to remove the1n 
from harmful and dangerous situations. Males, on the other hand, benefit reproductively 
from multiple partners and from successful battles over resources and access to females. 
These tendencies might lead to male overrepresentation among disorders related to sexual 
behavior, dangerous activities, and physical aggression. 

Whatever the reasons for gender differences in prevalence of mental disorders, they 
have been consistently reported since the DSM-III and will be noted as each mental disorder 
is described in the coming chapters. For now, we turn to a closer examination of the 
anxiety disorders. 

6.2b Panic Disorder 
Panic disorder is characterized by recurrent, spontaneous and unexpected panic attacks 
( see Table 6-1 DSM-5 Symptoms of a Panic Attack), along with anxiety about future attacks 
and tl1eir consequences, including having a heart attack, losing control, or "going crazy." The 

panic attacks are not due to another medical condition or the effects of a substance, and 
tl1ey have been followed by a month or more of persistent concern that the attacks will recur. 
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They may also be followed by significant changes in behavior related to avoiding another 
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attack. 1l1ese behavioral changes might include avoiding certain activities (such as physical 
exertion) and responsibilities (such as going to work), in the hopes of reducing the chance 
of an attack. In some cases, the sufferer is anxious about being in places from which escape 
would be difficult should the next panic attack begin (see agoraphobia). Up to one third of 
sufferers experience nocturnal panic attacks, in which they wake from sleep in a panic state 
(American Psychiatric Association, 2013). 

Not uncommonly, those with panic disorder overreact to mild physical symptoms and 
often expect those symptoms to develop into serious or catastrophic events such as a stroke. 
Worry and apprel1ension about health can extend to comorbid problems including depression, 
generalized anxiety, and illness anxiety disorder. Sufferers may view their situation as the 
result of personal failure or weakness. Onset is typically between adolescence and the 
mid-30s, and the course is highly variable. Although almost any pattern of attacks is possible, 
the most common appears to be a chronic one of waxing and waning symptoms (American 
Psychiatric Association, 2013). 

Panic disorder appears to be fairly common, affecting up to 5% of the population at 
some point in life (Roy-Byrne, Craske, & Stein, 2006). As noted earlier, panic disorder is more 
common in women by a factor of about 2:1. Especially in men, incidence appears to be much 
higl1er a1nong homosexuals and bisexuals than among heterosexuals (Cochra11, Sullivan, 
& Mays, 2003). The DSM-5 cites a 12-month prevalence estimate of 2%-3% in adults and 
adolescents, with higher rates among American Indians and non-Latino whites than other 
ethnic groups. Prevalence appears to peak in adulthood and decline thereafter (American 
Psychiatric Association, 2013). 

Causal Factors 
Several biological factors may increase the risk of developing panic disorder. It is known 
to run in families, with first-degree relatives of panic disorder victims up to 8 times more 
likely to also show the disorder (American Psychiatric Association, 2000). Twin studies also 
support a modest genetic component, although any genetic mechanism remains unknown 
(Roy-Byrne et al., 2006). Panic attacks involve intense activity in parts of the brain involved 
in fear and emotional arousal, such as the amygdala. Thus, a possible biological hypothesis 
involves an oversensitivity of the brain's fear network in those who are most susceptible to 
the disorder, although the evidence for this as a causal factor is indirect. Another possible 
factor involves the inhibitory neurotransmitter GABA, which inhibits anxiety. GABA activity 
is low in some parts of the cortex among those with panic disorder (Goddard et al., 2004). 
Panic attacks can be triggered in panic disorder individuals more easily than in normal 
individuals by infusion of sodium lactate (resembling the lactate that is produced by the 
body during muscular exertion), by ingestion of stimulants such as caffeine, or by inhaling 
carbon dioxide (Barlow, 2002). These "physical challenge" data have been used to argue for 

a biological foundation for panic disorder. Increased risk of panic disorder also exists for 
smokers and for those with respiratory disturbances such as asthma (American Psychiatric 
Association, 2013). 

Cognitive models (e.g., Beck & Emery, 1985) propose that panic disorder stems from a 
tendency to make catastrophic misinterpretations of physiological sensations. The susceptible 
individual may become aware of increased heart rate, which he or she then misinterprets 
negatively as the early signs of an onset of a panic attack. Engaging in these catastrophic 
thoughts and expectations then serves to generate the full-blown panic attack, in turn 
justifying the original catastrophic interpretation. 

Bouton, Mineka, and Barlow (2001) proposed that, although catastrophic thinking may 
occur, a conditio11ing model of panic disorder more readily accounts for both the challenge 
study outcomes and the cognitive misinterpretations. Panic attacks are preceded by early 
internal physiological (interoceptive) cues, such as arousal and increased heart rate, as well as 
exteroceptive cues in the environment (e.g., crowds or specific social situations). The anxiety 

Interoceptive 

Relati11g to iI1ternal, 
physiological stimuli 

Exteroceptive 

Relating to external, 
environmental stimuli 
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Dependence 

A persistent pattern 
of drug use invoh•ing 
tolerance. withdrawal. 
or inability tt'l cul down 
dosage 

Relapse 
Reaccurrencc of 
symptoms after a 
period of improvement 

associated with t he attack becomes conditioned to those early cues. cspcc.ially in people with 
an associative history of uncontrollable or unpredictable negative events.111c conditioned 
anxiety elicited by the early intcroccptive and 
exteroccptivc cues serves to both predict and 
potcntiate the developing pank symptoms. Anxiety 
then becomes a conditioned stimulus predicting the 
next panic- attack. which further increases anxiety, 
spiraling into panic d_isorder. 

How do different paradigms 
attempt to explain the 

development of 
anxiety disorders? 

Psychodynam ic models of panic disorder emphasize internal conflict!; rather than 
biologic.a) predispositions or learning history as critical to the development of panic disorder. 
as they do with all of the anxiety disorders. Freud's original focus was on the sexual and 
aggressive impulses that. produced anxiety in the ego. £go defenses normally contain 
the anxiety through defense mechanisms. but these are overwhelmed if the unconscious 
conOict is too threatening. Bcc.ause functions involving the unconscious are difficult to 

test empirica.Jly. little rc-$earcl1 exists to support a psychodynamjc model of panic disorder. 

Treatrnent for Panic Disorder 
1: rom the biological perspective. treatments for panic disorder have included minor 

tranquiliz-c.rs such as the bcnzodiazepines. which arc GABA enhance.rs and reduce anxiety 
and panic symptoms. However. medications such as dia.zepmu (Valiunt) and a lprazolam 
(Xana:t) may produce. dependence. a nd most patient~ l?.xpericncc a relapse when the 
medications arc. discontinued. Sornetimes a -rebound effect- occurs (Chouinard. 2004). in 

which the relapse following drug discontinuation can involve anxic.tymore severe than that 
at the time tl'eatmen.t began. Antidepressant medications. especially the SSH.ls. have been 
used effectively in treating panic disorder without t he risk of dependence associated with 
the b enzodiazepines. However, they do not work as quickly. requiring a few weeks before 
benefits arc experienced. Side. effects and rclapseafter discontinuation remain as problems. 

Psychotherapy for panic disorder is effective. A meta -a na lysis of 17 controlled 
treatment studjes conducted between 1990 and l999 showed that 63% of patients who 

completed therapy improved. and up to 54% remained improved 2 years later (\Vesten & 

Morrison. 2001). Behavioral and cogn itive•bchavioral therapies typicall'y involve exposure to 
feared interoceptive or exteroceptive stimuli (including bodily sensations t hat have predicted 
panic attacks), sometime~,; t h rough intentional hypen•cntilation. exercise. or holding one·s 

breath. with t he goal of ext inction of the anxiety response and t he catastrophic expectations 
that accompany it. Controlled breathing exercises and relaxation techniques arc often 
included. as well as various other stress•reduction. education. and self~control skHls.111cse 

treatrnents have. been quite successful and appear to be more. effective and less subject to 
relapse than pharmacological methods (Barlow. 2002). Combination of CBT and mccbcation 
produces mixed rcsuJts. Adding the antidepressant imipramine to CBT provides some limited 
additional benefit but also increases relapse rate (Barlow, Gorman. Shear, & \Voods. 2000). 

6.2c Agoraphobia 
A second anxiety disorder is agoraphobia (see DSJ\.f •. ,.t;.- Diagnostic Criteria for Agoraphobia). 
Litc.raJly from t he Greek for *fear of the marketplac.e.- it involves not fear of open places but 

rather anxiety about be ing in places or situations Crom which escape would be difficult. 
embarrassing. or impossible in the event of having a panic attack or panic-like symptoms. 
Individuals might fear getting on a bus or airplane or traveli ng in the car because some.thing 
very embarrassing (such as a bout of diarrhea) or a f uH,blown panic attack couJd occur. 'Ihe 

fear can cause people to be reluctant to leave. home- (or another place where they are safe 
from such possibilities) or to be afraid of being at home a lone when help might be needed. 
Obviously. agoraphobia could interfere with normal occupational. academic. and social 
activities and functions. 



Diagnostic Criteria for Agoraphobia 

300.22 (F40.00) Agoraphobia 

A. Marked fear or anxiety about two (or 1nore) of the follo,,ving five situations: 
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1. Using public transportation (e.g., automobiles, buses, trains, ships, planes). 

2. Being in open spaces (e.g., parking lots, marketplaces, bridges). 

3. Being in enclosed places (e.g., shops, theaters, cinemas). 

4. Standing in line or being in a crowd. 

5. Being outside of the l101ne alone. 

B. TI1e i11dividual fears or avoids these situations because of thoug11ts that escape might be 
difficult or l1elp might not be available in the event of developing panic-like symptoms or 
other incapacitating or embarrassing sympto1ns ( e.g., fear of falling i11 the elderly; fear of 
incontinence). 

C. The agoraphobic situations almost always provoke fear or anxiety. 

D. The agoraphobic situations are actively avoided, require the presence of a companion, or are 
endured with intense fear or anxiety. 

E. The fear or anxiety is out of proportion to the actual danger posed by tl1e agoraphobic 
situations and to the sociocultural context. 

F. TI1e fear, anxiety, or avoidance is persistent, typically lasting for 6 months or more. 

G. TI1e fear, anxiety, or avoidance causes significant distress or impairment in social, 
occupational, or other important areas of functioning. 

H. If another medical condition (e.g., i11flammatory bowel disease, Parkinson's disease) is 
present, the fear, anxiety, or avoidance is clearly excessive. 

I. TI1e fear, anxiety, or avoidance is not better explai11ed by the syn1ptoms of another 1nental 
disorder-for example, tl1e symptoms are not confined to specific phobia, situational type; 
do not involve only social situations (as in social anxiety disorder); and are not related 
exclusively to obsessions (as in obsessive-compulsive disorder), perceived defects or flaws in 
physical appearance (as in body dysmorphic disorder), reminders or traumatic events (as i11 
posttraumatic stress disorder), or fear of separation {as in separation anxiety disorder). 

Note: Agoraphobia is diagnosed irrespective of the presence of panic disorder. If an individual's 
presentation meets criteria for panic disorder and agoraphobia, both diagnoses should be 
assigned. 

Source: Reprinted ,vith p ermission fro1n the Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
(Copyright 2013). American Psychiatric Association. 

In the DSM-IV, agoraphobia was not a separate diagnosis; rather, it was a specifier tl1at 
could be linked to other anxiety conditions such as panic disorder. TI1e DSM-5 elevated it to a 
free-standing diagnosis in part because of the recognition that many people with agoraphobia 
do not experience panic. In those cases where both sets of symptoms occur, both diagnoses 
(agoraphobia and panic disorder) are now given. 

The 12-montl1 prevalence rates for agoraphobia are approximately 1.7% for adolescents 
and adults and 0.4% for those older than 65. Childhood onset is rare. Stressful events may 
be associated with the onset of agoraphobia, but there is also a relatively strong genetic link 
to phobias. It is often associated with depression and other a11xiety disorders and is more 
commonly diagnosed among females than among males, wl10 tend to show higher comorbid 
rates of substance use (American Psychiatric Association, 2013). 

Treatment for agoraphobia has most often been studied in patients with accompanying 
panic disorder, due to the historical linkage between diagnoses. Promising results have 
been reported for behavioral and cognitive-behavioral interventions that involve controlled 
exposure to agoraphobic situations in an effort to promote habituation of the resulting anxiety. 
For example, Gloster and his colleagues (2011) employed two variants of exposure-based CBT 
for agoraphobia in a large sample (N = 369): one in which the exposure was discussed, planned, 
and experienced (the therapist accompanied the patient into the situation), and the other 
with similar interventions but without the therapist guiding the exposure. Compared to 
wait-list controls, both groups showed reduction in agoraphobic avoidance, with the greatest 
improveme11t in the therapist-guided group. Additio11al research has indicated that virtual 
reality exposure therapy alone may be as effective as exposure with CBT for agoraphobia 
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(Malbos, Rapee, & Kavakli, 2013). Pharmacological treatment for agoraphobia usually involves 
SSRI antidepressants, with outcomes similar to that of CBT. For example, patients aged 60 
and older in a small study (N = 49) were rando1nly assigned to receive paroxetine (an SSRI), 
CBT, or a wait-list control. Both treatments were effective, although CBT showed somewhat 
better results for those with lat er onset of the condition (Hendriks, Keijsers, Ka mpman, 
Hoogduin, & Oude Voshaar, 2012). 

6.2d Specific Phobia 
Specific phobia i11volves intense and persistent fear triggered by specific objects or situations 
(refer to the diagnostic criteria for Specific Phobia in Table 4-3). The fear reaction is excessive, 
resulting from either the presentation or the anticipation of the triggering stimulus. The 
onset of anxiet y after exposure to the feared s timulus is usually immediate, includes many 
pa nic-like symptoms, and may meet the criteria for a cued panic attack. Because the fear 
is so dis tressing, individuals avoid or escape from the feared stimulus, which negatively 
reinforces the avoidance behavior and maintains the phobic response. Often, individuals 
with phobias realize that their reactions are excessive or unreaso11able, but this realizatio11 
does not reduce the phobic response, in pa rt because they also overestimate the danger in 
their feared situatio11s. Alt l1ough many people have intense fears involving certain stimuli 
(such as snakes or spiders), specific phobia is not diagnosed unless it last s at least 6 months 
and interferes significantly with a p erson's life or is associat ed with marked distress. 

Phobic anxiety can become associated with a variety of objects or sit uations. Following 
are so1ne common examples: 

Heights: cliffs, roofs, high windows, ladders 

E11closed places: small rooms, closets, elevators, subways 

Open places: halls, wide street s, squares, p arks, beaches 

Animals: dogs, cats, snakes, l1orses, spiders 

Weapons: guns, knives, axes 

Public gatherings: crowds, meetings, churcl1es, theaters, stadiums 

Vehicles: airplanes, tra ins, automobiles, buses 

Natural dangers: storms, wind, lightning, darkness 

The DSM-5 includes subtype indicators in the diagnosis of specific phobia: animal t ype, 
natural e11vironment t ype, blood-injection-injury t yp e ( e.g., fear of blood, mutilation, or 
medical procedures), sit uational t ype (e.g., fear of flying, closed spaces, or bridges), a nd 

other types (such as fea r of choking, clow ns, or noises). 
The sp ecific phobia diagnosis appears to b e one of the 
most reliable in the anxiety disorder category. Brow n and 
his colleagues (2001) reported a kappa value of .86 when it 
was the principal DSM-IV diagnosis; its reliability was not 
assessed in tl1e DSM-5 field trials, however. 

Phobic anxiety can become associated with a variety of 
objects or situatio11s. A commo11 example is heights, such as 
cliffs, roofs, high windows, and ladders. (iStock) 

Phobias are relatively common disorders, with lifetime 
prevalence rat es of over 12% of tl1e population (Kessler, 
Chiu, et al., 2005). Women are diagnosed with phobias twice 
as often as men. First symptoms of phobias t end to appear 
in childhood or early adolescence, and prevalence declines 
among the elderly (American Psychiatric Association, 2013). 

There are many different variations of phobias, as Table 6-3 
illustrates. Certain phobias may be more easily acquired 
at different ages and may involve some differences in fear 
response patterns. For example, fear of heights and driving 

phobias appear to be a ssociated with later age of onset , and blood/injection phobias may 
be more likely to involve fainting, relative to other phobias (Antony, Brow11, & Barlow, 1997). 
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Table 6-3 Some Variations of Specific Phobias 

Name Object(s) Feared 

Acropl1obia High places 

Agoraphobia Open places 

Ailurophobia Cats 

Algophobia Pain 

Anthropophobia 

Aquaphobia 

Astraphobia 

Claustrophobia 

Cynophobia 

Hematophobia 

Men 

Water 

Storms, thunder, lightni11g 

Closed places 

Dogs 

Blood 

Name 

Monophobia 

Mysophobia 

Nyctophobia 

Ocholophobia 

Patl1ophobia 

Phyrophobia 

Syphilophobia 

'TI1a11atophobia 

Xe11ophobia 

Zoopl1obia 

Object(s) Feared 

Bei11g alo11e 

Contami11ation 

Darkness 

Crowds 

Disease 

Fire 

Syphilis 

Death 

Strangers 

Animals or a single animal 

Adapted from Abnormal Psychology: A New Look, by M. Duke and S. Nowicki, 1986, New York, NY: 
Holt, Rinehart, and Winston. 

Causal Factors 
Specific phobias are more common in families in which other members have phobias, and 
monozygotic twins show higher concordance rates than dizygotic twins (Kendler, 
Neale, Kessler, Heath, & Eaves, 1992 ); both of these points support a modest genetic 
risk factor. As noted before, differences in HPA activity can have a genetic basis, so 
it is reaso11able to expect tl1at some differences in phobic response are heritable. 
Still, there is wide latitude for environmental effects in the formation of phobias. 

How important are specific 
traumatic experiences in the 

development of phobias? 

.. TI1e behavioral model has proposed conditioning in 
the etiology of phobias since Watson's demonstration with 
Little Albert (see Chapter 3). Essentially, the phobia results 
through classical conditioning when an object or situation 
is paired with a traumatic event or a strong sen sation of 
fear. For example, some children are "taught" to swim by 

parents who tl1row them into tl1e water so that they learn 
"naturally." A phobia of deep water might easily develop 

after such an episode. Struggling to keep one's head above 
water (the US) can produce gasping and intense fear (the 
UR); because of pairing, any water in which the bottom 
cannot be seen (CS) comes to elicit terror and a sensation 
of drowning (CR). Once the phobia is established through 
Pavlovian conditioning, future exposure to the phobic 
stimulus produces avoidance b ehavior, which is then 
operatively reinforced by the reduction in fear that it 

Severe storms like Hurrica11e Sandy, which devastated parts 
of the U.S. Eastern Seaboard, can produce pl1obic reactions. 
(Shutters tock) 

produces. This negative reinforcement makes future phobic avoidance more likely, thus 
maintaining the phobia. This model is often referred to as the two-factor theory of phobias 
(Mowrer, 1950), reflecting the involvement of both Pavlovian and operant influences. 

Two-factor theory 

Theory that Pavlovia11 
conditioning 
establishes the 
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Rachman (1977) criticized the conditioning theory as being incomplete. In early classical 
conditio11ing theory, any sti1nulus ( object, sound, odor, and so on) might serve equally well as 
a CS, as long as it has been paired with the unconditioned stimulus; however, various sources 
of evidence suggest that this is not the case. For example, if all stimuli can serve equally well as 
CS, why are human phobias most commonly associated with a rather limited set of stimuli
fear of leaving home, specific animals and insects, heights, tl1e dark, situations related to 
bodily injury or mutilation, and so on? Only rarely do we have phobias of pajamas, electrical 
outlets, or hammers, even though all of these can be associated with trauma. Paja1nas, for 
exa1nple, are present when young children experience fear of the dark or have nightmares, 
but children rarely develop a pajama phobia. 

phobia, while operant 
contingencies rnaintain 
phobic behavior 
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Preparedness 

Biologically based 
tendency to form 
associations between 
certain stimuli more 
readily than others 

Vicarious 
conditioning 

Conditioning based 
on observi11g the 
respo11ses of other 
people 

Rachman also pointed out that people who undergo repeated fear-arousing experiences 

may not develop phobias to surrounding stimuli. Thus, despite repeated exposure to fearsome air 

raids during World War II, only a very small proportion of adults or children developed phobias 

as a result. Rachman considered these findings as being supportive of a theory previously 

proposed by Seligman and Hager (1972) to the effect that humans, as well as other animals, 

could learn to be fearful of some stimuli more readily than they can of other stimuli. There is 

a11 in11ate preparedness to become fearful of certain stimuli, because in our evolutionary past 

these were associated with real dangers-animals, the dark, heights, mutilated bodies. This 

theory of a preparedness to become fearful of some stimuli and not others may help explain 
why Bregman (1934) was unable to replicate Watson a11d Rayn er's (1920) demonstration of 

fear co11ditioning in Lit tle Albert. Bregman attempted to conditio11 fear in 15 infants but used 

biologically irrelevant objects such as geometrically shaped wooden blocks and cloth curtains, 

whereas Watson and Rayner used a furry rat. Bandura (1977) agreed that phobias develop more 

readily to some stimuli than others but argued that this can be explained by differences in 

tl1e presenting 11ature of tl1e stimuli rather than innate tende11cies. Thus, snakes and various 

animals are especially likely to become phobic stimuli because they can appear at unpredictable 

ti1nes and places, show great mobility, and inflict injury despite self-protective efforts. 

There is considerable laboratory and real-world evidence that both animal and human 

subjects can learn emotional reactions, including fear, by observing other subjects model 

these reactions (Bandura, 1977). For example, several people were treated for anxiety reactions 

after watching the film The Exorcist (Bozzuto, 1975). Likewise, monkeys raised in laboratory 

environments do not fear snakes until they observe the fearful response of other monkeys 

(Mineka, Davidson, Cook, & Keir, 1984). Various cognitive processes may also play a role in the 

learning and maintenance of fear. A child's interpretation of events or expectation about what is 

going to happen can be important in this respect. The child who hears parents, siblings, or others 

warn of certain dangers can begin to tell hi1nself about these same anxiety-arousing situations. 

The child's potential for i1nagi11ative elaboration can n1ultiply and maintain the stimuli. 
Certainly, large indi,ridual differences would be exp ected in the pl1obic responses of 

people exposed to ( or observing) particular traumatic events, as well as variations in prior 

familiarity with tl1e stimulus, history of uncontrollable events, and prior coping experiences. 

These fact s, as well as t he issues raised by Rachman and Selig1nan, have been incorporated 

into a comprehensive contemporary learning model by Mineka and her colleagues ( e.g., 

Mineka & Sutton, 2006; Mineka & Zinbarg, 2006), which combines early learning experiences, 

vicarious conditioning, contextual variables, genetic/temperamental influences, and basic 

learning principles to account for the development and maintena nce of phobias. It arguably 

remains the most validated and plausible perspective on the etiology of phobias at this time. 

The p sychodyna mic model is illustrated by Freud's analysis of Little Hans, described 

in Chapter 3. Recall that Ha ns had developed an animal phobia (of horses), which Freud 

interpreted as displaced fear of Hans's father, related to an Oedipal castration anxiety. More 

generally, the psychoanalytic tl1eory of phobia formation would emphasize som e initial 

repression of an anxiety-arousing conflict, the projection of the conflict onto the external 

world (Litt le Hans, for example, was said to have project ed l1is wish to attack his father, and 

thus he believed his father wished to attack him), and then displacement of the anxiety onto 

some other target (horses, in tl1e case of Hans). 

Treatments for Specific Phobias 
From the biological perspective, acute fear reactions can be moderated with medications such 

as benzodiazepines, which act more rapidly than SSRis or other antidepressants. However, in 

the case of specific phobia, no pharmacological intervention has been shown to be effective 

(Roy-Byrne & Cowley, 2002). 

Nearly all empirically supported therapies for sp ecific phobia involve exposure to the 

feared stimulus, as initially demonstrated by Mary Cover Jones (1924) with "Little Peter." Peter 

was a 3-year-old boy who was afraid of rabbits, as well as a variety of other furry creatures 
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and objects. In the initial sessions, Peter would cry in the presence of a caged rabbit unless 
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it was taken at least 20 feet away. Jones began with the rabbit in a cage some 12 feet away 
from Peter and gradually ( over several treatment sessions) brought the animal closer; at the 
same time, Peter was being fed his favorite candy by his mother. Eventually, Peter was able 
to stroke the rabbit affectionately, and even allow it to nibble at his fingers, without crying. 
Subsequently, Wolpe (1958, 1973) developed this approach into systematic desensitization. 
The many variations of exposure tl1erapy for phobias involve extended exposure, either in vivo 
or in imagination, with the goal of reducing the fear response through extinction. Systematic 
desensitization involves maintai11ing a relaxed st ate while increasingly fear-provoking phobic 
stimuli are gradually presented. Participa nt modeling, in which the therapist first models 
a cal1n, nonphobic interaction with the feared stimulus, has bee11 effective as well. Overall, 
the professional literature provides the strongest empirical support for therapies involving 
actual, rather than imagined, exposure, and a consensus has developed that in vivo exposure 
is the treatment of choice for specific phobia (Barlow, Raffa, & Cohen, 2002). 

6.2e Social Anxiety Disorder (Social Phobia) 
Social anxiety disorder (also called social phobia) is similar to specific 
phobia except that the symptoms are connected to situations in which 
the person is exposed to unfamiliar people or to the scrutiny of others; 
the person also fears acting in a way that might prove embarrassing 
or l1umiliating. For example, sufferer s may fear appearing stupid, 
incompetent, or weak, or they may fear that others in the social setting 
will notice their trembling hands or their quivering voice. Exposure to 
these situations almost immediately triggers distressing fear symptoms, 
which may escalate into panic attacks. As a result, the person tends, if 
possible, to avoid social or performance situations to t l1e extent that the 
phobia interferes with normal daily life. People with social phobia may 
experience fear far in adva11ce (perhaps every day for several weeks) of 
an anticipated social activity. 

Nearly everyone has felt some a nxiety about or embarrassment 
in some social situations, a nd these occurrences do not warrant the 
diagnosis. For example, students may find themselves unprepared for 
a question from the teacher, a nd most p eople unaccustom ed to public 
speaking would be anxious when a nticipating delivering an address to a 
large group of people. Social anxiety disorder, however, involves shyness 
and social anxiety tl1at is severe enough to i11terfere with normal life in 
terms of occupational, academic, or interpersonal functioning for at least 
6 months. The diagnosis can be subtyped as "p erformance only" if the 
fear is limited to performing or speaking in public. 

A person sufferi11g from social anxiety 
disorder (social phobia) tends to avoid social or 
performance situations to tl1e extent that the 
phobia i11terferes with nor1nal daily life. (iStock) 

Incidence estimates vary widely, but the National Co morbidity Survey Replication suggested 
a 12.1 % lifetime prevalence (Kessler, Chiu, et al., 2005) of social phobia, making it one of the 
most common anxiety disorders, along with specific phobia. The DSM-5 gives the 12-month 
prevalence rate at 7% in the United States, noting much lower prevalence (0.5%-2.3%) in the rest 
of the world. Age of onset for the disorder is between 8 and 15 years in 75% of cases (A1nerican 
Psychiatric Association, 2013). Although it is more commonly diagnosed among women, 
men are represented equally in treatment settings (American Psychiatric Association, 2000), 
suggesting that they may be more likely to seek treatment for the condition. 

Causal Factors 
As in the other anxiety disorders, social anxiety disorder runs in families, supporting a 1nodest 
genetic factor: First-degree relatives of sufferers have 2- 6 times greater risk of developing the 
condition (A1nerican Psychiatric Association, 2013). Some neuroimaging data suggest that the 

In vivo exposure 

Exposure to the actual 
feared stimulus rather 
than an imagined or 
syn1bolic sti1nt1lus 
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amygdala responds differently to novel faces rather than to familiar faces in people with social 
phobia ( Cottraux, 2005), although that may be an effect rather than a cause of the disorder. 

Learni11g models assume that social phobia develops in si1nilar ways as other phobias, 
involving a co11ditioned association between social cues and unpleasant or embarrassing 
events or social defeats. In retrospective studies, most social phobics recall such conditioning 
experiences as relevant to the beginning of their symptoms (Ost & Hugdahl, 1981), although 
retrospective recall may not be a reliable source of information. According to the DSM-5, 

there is no information that establishes any causal relation between social anxiety disorder 
and childhood abuse or other childhood adversity (American Psychiatric Association, 2013). 
Psychodynamic models tend to emphasize internal conflicts that produce anxiety (as in the 

otl1er phobias) as tl1e probable cause of social phobia. 

Treatments for Social Phobias 
Pharmacologically, benzodiazepines appear to be effective in short-term 
relief for social anxiety (Davidson, 2004). SSRis have also b een used effectively 
(Roy-Byrne & Cowley, 2002). Recent work supports the SNRI venlafaxine 
(Effexor") a nd the anticonvulsant drug pregabalin (Lyricae) as promising, 
although long-term studies are still needed (Cottraux, 2005). 

The SNRI ve11laf axine (Effexor®) shows 
pro1nise a s a treatme11t for social anxiety. 
(Wikimedia Commons/Public Domain) 

Cognitive-behavioral t herapies have also been effective in treating social 
phobia. These techniques typically involve systematic exposure to feared social 
situations, often combined with relaxation training or desensitization. Newer 
CBT applications, including virtual reality technologies that provide computer
generated scenarios of public-speaking situations, also appear promising for 
treating social anxiety (Cottraux, 2005), as well as for other anxiety disorders. 

Visit www.BVTLab.com 
to explore the student 
resources available for 
this chapter. 

6.2f Generalized Anxiety Disorder 
Generalized anxiety disorder (GAD) is characterized by a nearly constant state of worry 
and apprehension about a wide variety of events or activities on most days over a 6-mo11th 
period. Several symptoms of autonomic arousal are present, including disturbed sleep and 
concentration, muscle tension, irritability, and fatigue, to the extent that they interfere with 
daily life. Although p eople with GAD find their worries difficult to control, distressing, and 
physically troubleso1ne, they do not progress into panic attacks. 

People with GAD seem to be always "on edge" and worry about minor events as often as 
1najor ones. Children may worry about school, deadlines, or world events-often requiring 
reassurance about their performance. Adults may worry excessively about fina nces, health, 
work, a11d housel1old duties. Major events, sucl1 as nuclear war or other possible catastrophes, 
are sources of elevated concern as well. Rarely are there periods in which all worry is absent. 
Comorbidity of GAD with additional diag11oses, such as depression and other anxiety 
disorders (including panic disorder), is fairly common. GAD is diagnosed among females 
twice as often as men, and 12-month prevale11ce is around 2.9% in U.S. adults (A1nerican 
Psychiatric Association, 2013). As noted earlier, the DSM-5 diagnosis is not very reliable, with 
a kappa of .20, falling in the "questionable" range (Regier et al., 2013). 

Causal Factors 
Biological involvement in generalized anxiety includes several brain pathways that are 
also active in other anxiety disorders, including the amygdala, the limbic system, a nd 
the prefrontal cortex. It is assumed that inhibition of these pathways, mediated by the 
neurotransmitter GABA, is deficient in GAD sufferers, altl1ough there is some indication of 
serotonin involvement as well. Genetic evidence is mixed; its modest heritability (accounting 
for about one third of the risk) may be somewhat smaller tha11 that for other a11xiety disorders 
(American Psychiatric Association, 2013). Overlap of symptoms with mood disorders, as well 
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as some indications of common biological/genetic involvement between GAD and 1nood 
disorders, may indicate that these are related rather than independent clusters of d isorders 
(Tyrer & Baldwin, 2006). 

A cognitive-behavioral model of GAD "'vvould be similar to that for panic disorder: 
Interoceptive and exteroceptive stimuli become predictive of worry and apprehension, to 
the point that widespread anxiety occurs as a conditioned response. This would be most likely 
to occur in people who have a history of uncontrollable and u11predictable events and ,-vho 
would also be less likely to identify periods of safety from threat, resulting in hypervigilance. 
It would also result in a cognitive tendency to overappraise and attend to threatening 
interoceptive and exteroceptive cues; such an interpretive bias can increase vulnerability 
to anxiety disorders (Wilson, MacLeod, Mathews, & Rutherford, 2006). I11 psychodyna1n ic 
terms, anxiety is created by unconscious conflict, which overwhelms the ego's defenses with 
unacceptable impulses and produces a widespread overt anxiety reaction. 

Treatments for Generalized Anxiety Disorder 
Interventions, both medical and psychological, can be l1elpful for GAD but rarely result in total 
symptom remission (Tyrer & Baldwin, 2006). Effective medications include GABA stimulants 
such as the benzodiazepines and buspirone (which has little dependence or abuse potential) 
for short-term treatments. Antidepressants, especially the SSRis, may be more helpful both 
in the longer term and with concomitant depression (Davidson, 2004; Gorman, 2003). 

Psychotherapy for GAD can be helpful as well and appears to be at least as effective as 
pharmacological treatment. Reviews of the effectiveness of various treatments in controlled 
clinical trials report that active therapies are superior to nondirective therapies, without clear 
superiority for any one (Barlow et al., 2002). In a treatment comparison between cognitive
behavioral therapy and a benzodiazepine (diazepam), CBT produced better results 6 months 
after therapy, whereas diazepam was no more effective than placebo (Power, Simpson, 
Swanson, & Wallace, 1990). Some literature reviews (e.g., Westen & Morrison, 2001) found that 
while CBT is helpful in the short term for GAD, evidence of sustained improvement is lacking; 
overall, CBT is less effective for GAD than for panic disorder. On the other hand, Borkovec and 
Ruscio (2001) reviewed 13 well-controlled studies 
and concluded that CBT is consistently shown to be 
clinically effective for both anxiety and depression, 
with low dropout rates and long-term maintenance 
of improvement. 

6.2g Separation Anxiety Disorder 

Which treatments are 
effective for anxiety disorders? 

In separation anxiety disorder, a person experiences developmentally inappropriate and 
excessive fear or anxiety associated with separation from home or from primary caregivers. 
The distress may include anxiety about getting lost or losing connection to the attachment 
figure, concern that the attachment figure may be harmed, or fear of bei11g taken a,-vay or 
kidnapped. Associated with these fears, the person with separation anxiety disorder may 
experience nightmares or physical sy1nptoms and may refuse to attend school or other 
activities requiring absence from home or the attachment figure. The person may refuse or 
resist sleeping unless the attachment figure is nearby. 1l1e disturba11ce must last at least 4 
weeks in children and 6 months or more in adults. 

Children with this disorder often come from close-knit families. They may fear specific 
objects or animals that could pose danger of harm or events such as travel that may result in 
separation. Anxiety disorders commonly co-occur, and tl1e condition 1nay precede tl1e onset of 
panic disorder with agoraphobia. The 12-month prevalence is estimated to be 4% in children, 
and it appears to be 1nore common among females (American Psychiatric Association, 2013). 

Separation anxiety disorder is a strong predictor of subsequent mental disorders, 
especially pa11ic disorder and major depressive disorder (Lewinsohn, Holm-Denoma, Small, 
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Seclc.y, &Joinc-r. 2008). At present. there arc no medications approved by the FDA for treatment 
of separation anxiety disorder. a lthough SSRI antidepressants arc sometimes prescribed. In a 
small phannacological study. t he tricyclic antidepressant imipramine was not more effective 
than placebo in any outcome measure of separation anxictycLisordcr in a group of2 I children 
who had not responded to behavior U1crapy. although side effects were significantly higher 
in the imipraminc group (l<lein. Koplewicz. & Kanner. 1992). Cognit ive-behavioral t herapy 
appears to be effective for separation anxictr disorder in children (Chambless et al. 1998). 
and CB'f with or without added family therap)' was as..o:;ociatcd with long-term improvement 

more than 6 years after therapy (Barrett, Duffy. Dadds. & Ra pee, 2001). 

6.2h Selective Mutism 
1J1c central component of selective mutism is persistent failure to speak in situations where 
speaking is expected. such as social and school settings. 1l1e individual docs speak in 
other situations. however. Because a person may be shy in new situations, the diagnosis is 
not based on t he firs t month in a new school or other social setting. After the first month. 
sclecti\rc mutism can be diagnosed if the fai lure to speak p ersists for a month and is not due 
to lack of knowledge about the language. comfort with t he spoken language, embarrassment 
about speaking connected to a communication disorder such as stuttering. or a pervasive 
developmental disorder or psychotic disorder. Sometimes. children with selective mutism 
will communicate through h and signals or gestures. Onset is usually before age 5. a.nd more 
femaJes t han males arc affected. t he causes are unknown, though t here is some overlap with 
sociaJ anxiety disorder. 'lhe incidence is less than 1%ofthe population (American Psychiatric 
Association, 2013). 

Son:1e have app roached the treatment of selective mutism similarly to anxiety disorders: 
c.ase reports suggest antidepressants may be useful A review of the treatment literature 
by Pionek Stone, Kratochwil!, Sladezcek. and Scrlin (2002) concluded that behavioral 
interventions. including reinforcement. shaping and stimulus control of speech . perhaps 
combined witJ1 modeling. appear to be the treatments of choice for t he condition. 

6.2i Other Anxiety Disorders 
An xie ty disorder symptoms may also stem from general medical conditions. such a.s 
c.ardiovascular, respiratory, or neurological conditions. or as a. result of substance use. 'lhe 

DSM•S provides diagnostic categories for these conditions when they cause significant 
distress or impairment in important areas of funct ioning. 

Subsuince/medication,induced anxiety disorder involves panic attacks or anxiety, dcvcl• 

oping soon after intoxication w it h . withdrawal from. or exposure to a substance that is 
capable of producing tJ1c anxiety. A variety of substances can provoke anxiety or pan.ic. 
indudingalcohol. caffeine, ca.nnabis. cocaine. amphetamines. opioids. inhalanLo;. and hallu• 
cinogens. 111e diagnosis can be coded for each. and the anxiety onset can be sp ecified as 
during intoxication. during withdrawal. or after medication use. Other possible sources of 
the anxfoty(such as an independent anxiety disorder. or a delirium) must be ruled out as well. 

Anxiety disorder due to another medical condition jnvolves panic or anxiety t hat can be 

traced to t he direct pathophysiological consequence of another medical condition such as 
hyperthyroidism. arthritis, congestive heart failure. hypertension, or asthma. Othc-1· potential 
sources of anxiety. including other mental disorders, nmst be ruled out a.swell. 

01her specified anxiety disorder applies to conditions of anxiety and fear that do not meet 
the full criteria for another anxiety disorder. For example. an individual may experience panic 
attacks but with fewer than four panic symptoms. or a person may experience generalized 
anxiety for fewer than 4 days per week. 

Finally, t he remaining presentations of sign ificant anxiety or fear that a.re not covered 
by any other category ma.y be labeled as unspecified anxiety disorder. 
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6.3 Obsessive-Compulsive and Related Disorders 
Obsessions are thoughts that intrude repeatedly into awareness and are experienced as 
irrational. unwanted. and difficult to control or stop. Compulsions arc actions that one is 
compclJcd to perform: they a.re also experienced as irrational and difficult to control. Mild 
forms of obsessivc•compulsive experiences- like mild forms of phobic reactions- are not 
uncornmon in normal individuals. ihe song that 
intrudes recurrcntJy into the moment or an urge to 
return home to make sure the door is locked or the 
stove turned o.ff are cornmon examplt?s. 

What are obsessions 
and compulsions? 

ll1ere can be preoccupa t ions with certain objects or activities with in many different 
mental disorders. as we shall sec-. Those basic commonalities led some researchers (e.g., 

Hollander & \Vong. 1995) to propose tJ1at a concept of an obsessive-compulsive spectrum could 
include condjtions as apparently diverse as pathological gambling. tic disorders. antisocial 
personality. and autism. 1he DSM-5 restructured the classification of obsessivc~compulsivc 
disorder. which had been under thca.nxietydisordercategoryin both thc/JSM-///and J)SJ\f.JV. 

into a new category- the obsessive-compulsive and related disorders (s.cc Table &4i Although 
many di.ffcrent types of obsessions and compulsions can be included in the spectrum. the 
DSM-5 excludes certain apparently obscssive-compulsh1e activities t hnt occur as part of other 
disorders. For example. an alcohol-dependent person may expcT'iencc urges and obsessions 
about drjnking and may appear to drink compulsively. but that preoccupation is already 
accounted for within a subst.ance use d iagnosis. Sirnilarly. t hose obsessions or compulsions 
associated witJ, eating disordc,rs. impulse-control disorders. certain sexual disorders, or 

depressed persons with obsessive guilt would be excluded from the current spectrum. On this 
point. the DSJW-5 distinguishes between the compulsive activities of obsessive-compulsive and 
related disorders and those of substance dependence (for example) on the basis that the latter 
individuals derive pleasure from the activity.while those with obsessive-compulsive conditions 
do not. The diagnoses in thiscatcgorycanbeused with specific.rs- such as-with poor insight." 
.. absent insight/delusional beliefs.'' and -tic-rclated,. - to allow for more specificity in their use. 

6.3a Obsessive-Compulsive Disorder 
ln obsessive-compu lsivc disorder (OCD), obsc~~sions and compulsions reach a handicapping 
degree of severity. occupying a significant amount of time and interfering with normal social .. 
occupational. or academic activities (sec DSM•S: Diagnostic Criteria for Obscssivc~Compulsivc 
Disorder). Unwanted. distressing obsessions and thoughts, sometimes aggressive or sexual 
in nature. may alternate with thoughts or actions that counteract or inhibit them. The most 

Table 6-4 DSM·$ Obsessive-Compulsive and Related Disorders 

Disorder 

Obsessive-oompuJsive disorder 

Bodydysmorphic disorder 

Hoarding disorder 

TrichoUllomania (hair-pulling) 
disorder 

Excoriation (skin•picking) 
disorder 

Key Symptoms 

Recurrent obsessions or compulsions that 
cause di."itress 

Preoccupation with imagined or mJnor 
ph)'sical defect in appearance 

Pe.rsjstent difficulty discarding 
possessjons. resuJting in excessive clutter 

Recurrent pu11ing out of hair 

Recurrent pick mg of skin 

Source: Amerk-an Psychlatrk Association. 2013. 

Minimum Ourati,.m 
Required for 

Diag nosis 

None 

None 

Nooo 

None 

Nooo 

Obsession 

l ntrusive thought that 
is difficult to stop or 
control 

Compulsion 

Action that one fee.ls 
compelled to perform 

Sex "R.nlio 

Slightly more common 
in femaJes 

SUghlly more common 
in femaJes 

More common in males 

More <."Ommon in 
females 

More common in 
females 
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common sorts of obsessions involve thoughts about contamination or repeated doubts, 
such as whether a necessary act has been perfor-mcd:-forbiddenw urges. such as the idea 

As the obsessions continue lo generate increasing 
anxjety. lhc person with OCD often engages in 
compulsive acL-. lo neutralize Lhe obs~;on and reduce 
a nxiety-for example. e:xcessi\'e cleaning. lShuU..cNlocl:I 

of stabbing. choking. poisoning. shooting, or otherwise injuring 
one·s child. parent. spouse, sibling. or self: the idea of shouting 
obscene words at home. work. or church: the wish that someone 
were dead: t he thought or image of a forbidden sexual adventure. 
perhaps invoh•ing perverted'" sex acts: the. thought of committing 
suicide by jumping out of a window or into the path of a truck;and 
the thought of contracting some disease from touching doorknobs. 
banisters. toilets. or other objects in public places. 

At first the individual with obsessions usually attempts to 
ignore or suppress them. As the obsessions continue to generate 
increasing anxiety. the person often engages in compulsive acts 
to neutralize the obsession and reduce anxiety. Examples of 
thoughts or actions designed to counteract forbidden or distressing 
thoughts arc almost any kind of r itual- such as washing or 
cleaning. counting to one-self. memorizing license plate numbers. 
or reciting certain words or phrases to oneself. Or the person may 

D SM-5 Diagnostic Criteria for Obsessive-Compulsive Disorder 

30(>.~i (F42.2) Obs:essi1---e-Compubiw Disorder 

A. J-•resence of obsess-ions. compulsions. o r both: 
Obsessions a re defined by ( I) and {2): 
L. Recurrenl and persistent th ought<;, urges. or images t.hal are experienced, al some lime during the dist urbance. as intrusive 

and unwanted. and that in mosl indh•iduaJs cause marked anxiety or d istress. 

2. 'The individual attempts lo ignore or suppre.ss .such t houghL,;, urges. or images. o r to neutTalize them witJ1 some other 
thought or action (i.e., by perfonning a compulsion). 

Compulsions a re defined by (I) and (2): 

l. RepetitiYe behaviors (e.g.. hand \-\'ashing. ordering. chocking) or mental acts (e.g .. praying, counting. repeating words silently) 
that the indjvidunl feel$ d riven to perfurm in response to an obscs.•don or according lo m ies lhat must be applied rigidly. 

2. The behaviors or mental acts a re aimed al p reventing or reducing anxiety ordjstress. o r p reventing som e dreaded eve.nl 
or situation: howe\'er. these behaviors or mental acts a renol connected in a realistic way with what they are designed to 
neutralize or prevenl or are dearly excessive. 

Note: You.ng child ren may not be able to articulate the aims of these behaviors or mental act.s-. 

B. The obsessions o r <.-ompul'iions are time-consuming (e.g .• take morv tl,an J hour per day) or cause clinica.Uy significant 
distress or impaJrme.nt in sodaJ. occupational or other important a rea.,; of functioning. 

C. The obseitsive-compulsive symptoms a re not allributable to the physiological effecls of a h'Ubstance (e.g.. a drug of abuse or 
medication) or another medical condition. 

0. Thedi.sb.trbance is not better exp1ained by tlte symptoms of another mental di!;order (e.g_ excessive worries. as in gencraJb:ed 
anxiety disord er: preoccupation with appearance. as in bod)' dysmorphic disorder: d ifficulty di.sc.arding or parting with 
possessions. as in hoarding dj.sorder: hair pulling. as In trichoUUomania [hair-pulling] disorde:r: skin picking. ns in e."<coriation 
disorder [skin-picking] disorder: stereotypies,a_.. in stereotypic movement disorder: rituali:z.ed eating behavior. as in eating 
disorders: preoccupation with substances or gambling. as in suhstance•relatOO and addiclh·e disorders: preoccupation with 
havingun iJJness. as in Hines.,; anxiel)' disorder:sexual urges or fantasjes, as in paraphiUc disorders: impulses. us in disruptive. 
impulse-control. and t.-onduct disorders: guilty rnminaLions. as in major depressive disorder. thought inse rtion ordelusionnl 
preoccupations. as in schizophrenia ~-pectrum disorders: or repetitive patterns of behavior. as in auU.sm spectrum disorder). 

Specify if: 
V/ith good o r fair insight: The individual recognizes that obsessive-compulsive disorder beJief.s are definitely or probably not 

t rue o r that they may or may nol be true. 
V{ith poor in sight: The indiv:idun1 thinks that obsessive•compulsive disorder beliefs are probably true. 

\\Tith absent in.sight/delusional belief.,;~ The individual is completely convinced that obsessive-compulsive belie.fa are true. 

Specify if: 
Tic•re laled! 1l1e individuaJ has a current or past history of lie disorder. 

Source: Reprhued with perml!lslon fro m the Dlogn0$tle a11d StatisJlt:ol Mamwl of Mental D'Uorders. 5th ed. (C-Opyrlght 2013). Amer Jean 
Psych iatrlc Assoclat Jon. 
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follow more elaborate verbal rituals that have a scientific, philosophical, or religious basis. 
Other compulsive acts include excessive politeness, excessive orderliness and neatness, and 
inordinate atten1pts to schedule one's activities 011 a precise timetable. 

The obsessions and compulsions are time consuming, occupying at least an hour per 
day or frequently much longer periods. Individua ls may become incapacitated by endless 
compulsive rituals and the immobilization associated with obsessive indecision and doubt ing. 
Sufferers differ in the degree to which they a re aware that the obsessions or con1pulsions 
are excessive or unreasonable; those who recognize that their obsessive-compulsive beliefs 
are not true receive the specification "with good insight." About 30% of those with OCD also 
have a tic disorder (American Psychiatric Association, 2013). 

Obsessive-compulsive disorder may have a lifetime prevalence of about 2.5% of the 
population (12-month prevalence in the United States is 1.2%); the rate is slightly higher for 
females in adult onset , while childhood onset is p erhaps more common among boys than 
girls. Onset is usually gradual, with earlier appearance of symptoms in males. If untreated, 
the disorder usually follows a chronic course with symptoms worsening during periods of 
stress (American Psychiatric Association, 2013). 

Causal Factors 
As with the other anxiety disorders, twin studies and familial patterns suggest a moderate 
genetic contribution to OCD. Some brain studies using PET scans have reported higher levels 
of activity in the orbital frontal cortex of the left hemisphere for those with OCD as compared 
with normals (e.g., Baxter, 1992). Whether this increased 
activity is a possible cause of, or a result of, OCD is not yet 
clea r. The risk of OCD is also increased in children who 
have been subject to traumatic events, including physical 
and sexual abuse (American Psychiatric Association, 2013). 
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Behaviora l models t end to employ versions of 
two-factor theory in the analysis of obsessive-compulsive 
behavior- which, according to Williams (2001), "follows 

the pattern predicted by two factor theory in remarkable 
detail" (p. 362). In the case of a hand-washing compulsion, 
for example, it is assumed that stimuli that trigger obsession 
gained their anxiety-provoking power through a pairing 
with strong emot ions of fear or anxiety in an individual's 
learning history. Subsequent exposure to an anxiety
producing conditioned stimulus (such as a medical scene 
or a newsp aper article on disease) generates anxiety that 
p ersist s until it is relieved by giving in to the compulsion 

According to psychoanalytic tl1eory, compulsive concer11s 
with cleanliness and orderliness represent reaction formations 
agai11st artal impulses to be dirty and smelly. (iStock) 

to wash the h ands. The compulsive act is, thereby, negatively reinforced and strengthened. 
In psychoanalytic terminology, obsessive persons may be said to use several defense 

mechanisms. They isolate feelings from intellectual content so that their obsessive thoughts 
and endless verbosity become detached from their emotional roots; an overintellectualized 
pattern of life results. React ion formations are likewise common. For example, obsessive 
concern with cleanliness may be a defense against underlying urges to be dirty or sexy (sex 
may be perceived as dirty or aggressive). Thus, compulsive orderliness protects the person 
from the fear of unleashed aggression, of smashing everytl1ing in sight; excessive politeness 
and formality protect from urges to b e cruel and sadistic. Undoing refers to many features 
of compulsive rituals in which the person attempts to "undo" tl1e harm, real or imagined, 
that could result from an unacceptable impulse. Engaging in a certain mannerism (such 
as blinking the eyes or touching or straightening an object) helps the person feel that the 
dangerous impulse is canceled out . Reaction formations are similar to undoing except 
they are expressed in broad personality st yles rather than in highly sp ecific rituals. From a 
p sychosexual developmental point of view, the obsessive-compulsive p erson has regressed, 
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Cingulotomy 

Psychosurgical 
technique that severs 
fibers connecting the 
anterior cingulate 
cortex to the frontal 
lobes 

Exposure and 
response prevention 
(ERP) 

Prolonged exposure 
to a fear- or a11xiety
producing stimulus or 
situation while escape, 
or the compulsive act, 
is prevented 

in the face of an intense Oedipal conflict, to the anal stage. Compulsive concerns with 
cleanliness and orderliness represent reaction format ions against a nal impulses to be dirty 
and smelly, while compulsive tendencies to inhibit en1otion or to be formal or excessively 
good reflect reaction formations against anal-sadistic impulses, originating in the child's 
defiance of parental efforts to force compliance with toilet training. 

Treatments for Obsessive-Compulsive Disorder 
Tl1e most common m edical treatment for OCD involves a ntidepressant medications, 
especially the SSRis, some of which are effective in substantially reducing OCD symptoms 
(Abramowitz, 1997; Doug.herty, Rauch, &Jenike, 2002). In particularly unresponsive cases, a 
form of psychosurgery-a cingulotomy, in whicl1 a 
small bundle of nerve fibers connecting the anterior 
cingulate cortex to tl1e frontal lobes are severed- has 
produced improvement in some cases, including 8 of 
17 patients treated by Jung and his colleagues (2006). 

How effective are treatments 
for obsessive-compulsive and 

related disorders? 

Psychodynamic therapists have employed interpersonal group tl1erapies (Wells, 
Glickauf-Hughes, & Buzzell, 1990), as well as individual therapies, with mixed results. 
The treatment of choice among psychotherapies is exposure and response prevention 
(ERP), which is the most effective intervention, producing substantial clinical improvement 
(Abramowitz, Foa, & Franklin, 2003). ERP requires prolonged and repeated exposure to tl1e 
obsession, while the compulsive act is prevented. For example, Piacentini and Langley (2004) 
described the treatment of a 12-year-old boy obsessed with germs and contamination and 
compelled to frequently wash his hands. The ERP component of treatment required him to 
touch trashcans, doorknobs, and public tables and to play basketball without wasl1ing his 
ha nds for increasing periods of time. Other components of the program involved education 
about OCD and cognitive restructuring, common in many CBT approaches to OCD. CBT is 
effective for OCD whether or not medication is added (Franklin, Abramowitz, Bux, Zoellner, 
& Feeney, 2002), although ERP is effective witl1 or without CBT added. In one comparison 
study, both treatments produced significant improvement, but ERP showed stronger effects 
3 months after treatment ended (McLean et al., 2001). 

6.3b Body Dysmorphic Disorder 
People with body dysmorphic disorder (BDD) are preoccupied witl1 what t hey consider a defect 
in their appearance, and they engage in repetitive acts or thoughts related to this preoccupation. 
The defect is either imaginary or so slight that the preoccupation is clearly excessive. The 
preoccupation causes significa nt distress or irnpairment in normal functioning, and it is not 
better accounted for by another disorder (for example, anorexia nervosa). Frequently, the 
preoccupations in BDD involve areas of the head and face and include wrinkles; complexion; 
facial proportions; the size or shape of lips, nose, eyebrows, cheeks, or ears; or thinning hair. 
However, tl1e disorder ca11 involve a11y area of the body, sl1owing as excessive concer11 over the 
size or shape of hands, feet, buttocks, breasts, genitals, body size, or overall build. A specifier 
"with muscle dysmorphia" has been added in the DSM-5 to capture a particular subset of 
sufferers who believe that their body build is too small or insufficiently muscular. 

People with BDD can sp end several hours each day checking the imagined defect or 
finding ways to cover it up or hide it. They may alternate between almost constantly looking 
into mirrors a nd avoiding t hem altogether due to the distress associated with viewing 
them selves. TI1eir concern may lead them to isolate themselves from others or to avoid 
job interviews, meetings, classes, or dating. Depression, obsessive-compulsive disorder, 
a nd social phobia may co-occur, and suicidal ideation may be present. Not uncommonly, 
sufferers seek surgery or medical intervention and 1nay even resort to self-surgery, 
although these interventions do not reduce the concern and may make the problem worse 
(A1nerican Psychiatric Association, 2013). 
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Based on a recent survey of U.S. households. the point pre\1alence of body dysmorphic 
disorder was estimated at 2.4% of the adult population (Koran. Ahujaoude. Large. & 

Serpe. 2008). 'Jl,e prevalence may ht? higher in mental health 
settings and is up to J 5% of patients in dermatologica.J 
settings. BOD appears to be equally likely in males and 
females. begins by adole.scencc .. and tends to have a chronic 
course. Muscle dysmorphia occurs almost exclusively in 
males: females arc more likely to have comorbid eating 
disorders (American Psychiatric Associalion. 2013). 

Causal Factors 
Comorbidity with certain other disorders- notably. 
obscssivc-compuJsive disorder- might suggc.st a common 
causal component: there is higher prevalence of body 
dysmorphic d isorder in those who have first-degree 
relative~,; with OCO. Childhood neglect and abuse arc 
also r isk factors for the condition (Am.crican Psychiatric 
Association. 2013). The current social and cultural 
emphasis on physical appearance likely plays a role in its 

fJeople with body dysmorphic d isorder may spend severaJ 
hours per day checking for imagined defects. (Shuttcntoc:k) 

development. Ncziroglu. Roberts. and Yaryura-Tobias (2004) proposed a behavior model 
of BOO that suggests children might receive greater attention and reinforccrnent for their 
appearance than for their behavior. 

Treatrnents for Body Dysmorphic Disorder 
Reportedly. sorne BUD patients respond well to serotonin reuptake inhibitor medjcations 
(Fallon. 2004). Several re-c.cnt studies have demonstrated that SSR is work better than other 
pharmacological interventions for BOD. especially at higher doses and longer intervals 
of treatment (e.g .. Hadley. Kirn. Priday. & Hollander. 2006). Typical cognitive•bchavioral 
techniques employ education. relaxation. and systematic desensitization involvinggraduatcd 
exposure to the parts of the body that C\'oke distress. Response prevention to avoid checking 
may be included. combined with attention training (to red irect self-observation). self• 
rnonitoring, cognit.ive d taUenging of automatic d)1sfunctional thinking. and developing 
a lternative views about personal appearance. These CHT techniques have been shown 
effective in randomized controlled studies (Looper & Kirmaycr. 2002). ln fact. CHT may be as 
effective on BOD as it is on OCO (Cororvc & Gleaves. 2001). Currently, both SSRls and Cll'J' arc 

considered "first-line" treatments for body dysmorphic disorder (Phillips & Hollander. 2008). 
although one meta•analysis comparing their relative effectiveness concluded that CB1' was 
more useful (Williams. Hadjistavropoulos. & Sharpe. 2006). 

6.3c Hoarding Disorder 
Hoarding was l.istcd among symptoms of OCD and obse.c;sive .. compulsivc personality 
disorder in the DSJ\.f-/Vand received jndependent status as a s tanding diagnosis in the 
DSM-5. Historically. jt was seen as a dimension of personality and rccc.ived litt le professional 
attention until 1996. when studies examining the condition began to appear more frequently 
{Matai.x~Cols et al .• 2010). Recently. its prevalence in the population was estimated at 5.8% 
(1'impano etal.. 2011). Compulsive hoarders collect items that they are later unable to djscard. 
In fact. they have persistent difficulty in parting with personal pos.o;cssions regardless of 
the actual value of those possessions. A r·eview of20 cases determined that magazines. 
newspapers. old clothes. junk mail, notes. and old receipts were the most commonly hoarded 
items. motivated prirnarily by the fear of discarding something that may be usefu l now or 
in the future (\Vinsberg. Cassie. & Koran. 1999). The hoarding causes clinically significant 
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Habit reversal 
therapy (HRT) 

111erapy that i11volves 
awareness trai11ing 
and engagement in 
a response that is 
incompatible with the 
co1npulsion 

distress or impairment and compromises living areas (which are typically cluttered and 
congested unless someone else intervenes). In addition to insight specifiers, the diagnosis can 
be specified "with excessive acquisition" when items co11tinue to be collected beyond available 
space to store them. Hoardi11g disorder is 3 times more prevalent in older adults than younger 
adults, sl1owing increasing severity with each decade of life. It tends to run in families: 50% 
of hoarders have a relative who also hoards (American Psychiatric Association, 2013). 

There is little information on pharmacotherapy for hoarding. A multicomponent 
cognitive-behavioral intervention, using a version of ERP (that is, gradually exposing hoarders 
to discarding and nonacquiring situations), togetl1er with training in orga11izing and decision
making skills and cognitive therapy for dysfunctional beliefs, was effective in a controlled 
trial of 23 hoarders, con1pared to the same number of wait-listed subjects (Steketee, Frost, 
Tolin, Rasmussen, & Brown, 2010). After 26 sessions, the majority ofboth patients (80%) and 
therapists (70%) rated the condition as "improved." 

6.3d Trichotillomania (Hair-Pulling Disorder) 
People with tricl1otillomania pull out their hair and show noticeable hair loss as a result. 
Episodes of hair pulling-which can be centered on any area of the body, tl1ough episodes 
most often involve the scalp, eyebrows, or eyelashes-occur in bouts that may be brief or 
may extend for hours. The likelihood of hair pulling is often higher when an individual is 
u11der stress, but it also occurs in circumstances when the person is relaxed or distracted, 
such as watching television. Increasing tension (or urge to resist) precedes the act, which 
itself is associated with pleasure, gratification, or relief. To qualify for the diagnosis, 
trichotillomania must cause significant distress or impairment and not be associated with 
a medical condition, such as skin inflammation, or another mental disorder that would 
better account for the activity. 

Hair loss is widely variable across cases, ranging from thinning to areas of baldness. 
Individuals often deny their hair pulling and attempt to hide the effects; they may avoid social 
situations due to embarrassme11t. The condition is associated with mood disorders, anxiety 
disorders, and various obsessive-compulsive spectrum conditions, as well as personality 
disorders and intellectual disability. In adults, it is much more likely to be diagnosed in 
females. In the United States, 12-month prevalence estimates are 1%-2%, with females 
showing a ratio of 10:1 over males. The course is variable, and the condition may come and 
go, remit, or persist into adulthood (American Psychiatric Association, 2013). 

Causal Factors 
The causes of tricl1otillomania are 11ot well understood. It appears to aggregate in families, 
and some preliminary data indicate multiple-gene involvement (Chamberlain, Menzies, 
Sahakian, & Fineberg, 2007). Its similarity to obsessive-compulsive disorder may suggest 
similar casual factors, but it may differ from that condition in several ways as well, especially 
in the absence of obsessions. 

Treatments for Trichotillomania 
Although some reviewers (e.g., Grant, Odlaug, & Potenza, 2007) have concluded 
that no medicatio11 has been shown to be consistently effective in treatment, others 
(e.g., Bloch et al., 2007; Chamberlain et al., 2007) reported that clomipramine, a tricyclic 
antidepressant, is more effective tha11 placebo in reducing symptoms. However, SSRI 
antidepressants do not appear to be l1elpful; fluoxetine (Prozac .. ) does not differ from placebo. 
The most effective treatment for trichotillomania appears to be habit reversal therapy 
(HRT), a behavioral intervention that combines self-monitoring of hair pulling, training 
in awareness of high-risk situations that trigger hair pulling, stimulus control techniques 
to interfere with or prevent hair pulling, and alternate response interventions to require 
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engagernent in a substitute or incompatible activity when the tempta tion or urge to pulJ is 
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present. The competing or incompatible response may include (for example) c1cnching a fist 
for a minute. Several reviews of treatment outcome in controlled studies have shown HRT to 

be superior to clomipramjne. SSR ls. and placebo in rc-ducing hair pulling and maintenance 
of gains dur ing follow-up (Bloch ct al. 2007: Chambcrlajn el al.. 2007; Oell'Osso. Altamura. 
Allen. Marazziti. & Hollander. 2006). 

6.3e Excoriation (Skin-Picking) Disorder 
People with excoriation (skin•picking) disorder recurrently pick at their skin. causing 
bleedjng. scarring. and infections.111e condition tend~ to first appear in adolesc.encc. often 
in association with acne. AJthough it can occur an)t\\'l1ere on the body. it most commonly 
invol\,c.s the head and face. Significant amounts of time. sometimes several hours pc.r 

day. are spent in the activity. despite repeated attempts to decrease or stop skin picking. 
Sufferers cxpc.ricnce embarrassment and shame as a result of the picking. and the condition 
is commonlyassociatOO with comorbid anxiety and depression: its incidence may be as h igh 
as 5% in clinical samples (Stein et at. 2010). Among the general population. the lifetime 
prevalence in adults is 1.4%. with rem ales showing a 3: 1 ratio in prevalence over males. 
Excoriation disorder tends to run in families and is more common in those. w ith OCO 

(American Psychiatric Association. 2013). 

Treattnents for Skin-Picking Disorder 
There have been few studies of interventions for skin picking. Some have indicated that SSRl 
medications may provide a degree ofrelicf(Bloch. Elliott. Thompson. & Koran. 2001). although 
otJ1crcase studies have not found medication to be very usefu l (Christensen. 2004). Bec.ausc 
of its similarity to trichotillornania. interventions based on competing rcs:ponsc training 
or HRT ha\1e been employed in behavioral thcrapie$. For example. Lane. 111ompson. Reskc. 
Gahle. and Barton-Arwood (2006) found that occupying the hands with malleable balls of 
different textures was effective in reducing skin picking in a 9 •ycar•old boy with comorbid 
ADHO and learning disability. 

6.3f Other Obsessive-Compulsive Related Disorders 
Substance/medication-induced obsessive•compulsive and related disorder can involve 
obsessions. compulsions.skin picking. hair pulling, or other repetitive body-focused behaviors 
that result from intoxication. withdrawal. or exposure to a medication. Most often these arc 
associated with amphetamine or cocaine use. a lthough other substances may be capable of 
producing the symptoms. 'Jhere are only limited data about the condition. which appears to 
be very rare in tJ1c general population (American Psychiatric Associa tion. 2013). 

Obsessive-compulsive and rel.ated disorder due to another medical condition involves 
obsessive-compulsive symptoms that can be ctioJogically related to the presence of another 
medical condition. such as cerebral infarction. Its course usually follows that of the 
associated condition. 

Other specified obseuive--compul.~iveandrelated disorder includes conditions that do not 
meet the full criteria for the disorders described earlier. such as body dysmorphic disorder 
symptoms in a person with actual physical flaws or without repetitive behaviors in response 
to concerns about appearance. 

Finally. additional conditions. including those without sufficient infom1ation for a more 
specific diagnosis. could be listed as w,specified obsessive-compulsive and related disorders 
within this catc.gory. 

BVT Lob 
Improve your test 
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Chapter Review 
TO SUM UP ... 

• Anxiety disorders arc among the most common DSAl*S diagnoses. affecting 
more than 28% of the population at some point in their Jives. In general. anxiety 
disorders arc rnore common among females than males. 

• Anxiety includes the subjective foe.lings of fear, apprehension. dread. worry. 
and panic. Many of the anxiety disorders can inc.Jude c iU1cr panic attacks or 
agoraphobia in their symptom presentation. 

• Panic attacks may be cued or situation bound (as in phobias or PTSO) or uncued 
(as in panic disorder). Agoraphobia involves anxiety about being in. situations 
from wltich csc.a pc wou Id be difficult if a panic attack occurred. 

• •mere appears to he a moderate genetic factor in the development of anxiety 
disorders. However. life experiences. including exposure to unpredictable or 
uncontrollable events. play a substantial role in their development as well. 
Etiological models based on biological perspectives emphasize ovcractivity 
of fear circuits in the brain and deficiencies in anxiety~inhibition systems. 

Etiological models based on learning propose that anxiety becomes a 
conditioned re.,;-ponse resulting from association between predictive internal 

and external stimuli and subsequent foar or panic. cspcciall)' in those with a 
history of exposure to unpredictable or uncontrollable stressors. Psychoanalytic 
models presume that ego defenses arc overwhelmed by anxiety from internal 
conflicts. which is then often displaced onto other objects or situations. 

• .Medications such as benz.odiazepincs arc helpful for short~term relief of 
symptoms, while SSRJs arc effective in treating many of the anxiety disorders 
for longer terms. No particular medications arc effective for specific phobias. 
howC\rcr. 

• Several psychotherapies a.re available for anxiety disorders. 'The most effective 
ones involve exposure techniques, systematic descnsitiz.ation. and cognitive
behavioral interventions. £,'or several disorders- including specific phobias, 
obscs.,;ive---compulsivc disorder. and generalized anxiety disorder- these 

psychotherapies may be more effective than rnedication and carry a lower rate. 
of relapse after the end of therapy. 

• •me obsessive-compulsive spectrum of disorders includes conditions jn which 

obsessions, sensed as nearl)' uncontrollable. produce increasing anxiety until a 
compu lsive act relieves jt. Effective psychological treatments include exposure 
and rc$ponsc prevention and habit reversal thcrapy.111e most common 
pharmacothcrap)' includes the SSRJ antidepressants. 
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• Describe the differences between fear and anxiety. Are any symptoms unique to 
either one? 

• Show l1ow panic attacks are involved in various specific anxiety diagnoses. 

• What are the most commonly applied treatn1ents for a11xiety disorders? Of these 
treatments, which are the most effective? Support your answer with research 
findings. 

• Disti11guish obsessions from compulsions. What are the most effective therapies 
for obsessive-compulsive disorders? 

POP QUIZ 
1. Anxiety disorders affect about _____ of the population at some point in 

2. 

their lives. 

A. 3% 

B. 11% 

C. 28% 

D. 46% 

_____ is a chronic sensation not clearly associated with any specific 

stimulus. 

A. Fear 

B. Anxiety 

C. Specific phobia 

D. Astonishment 
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3. A panic attack progress.es to a peak witJ1in _____ _ 

A. 10 minutes 

B. 30minutcs 

C. I hour 

0. 6 hours 

4. As part of the criteria for panic disorder. a t least one of the panic attacks has 
been followed by ______ of persistent concern about having additional 

attacks and a significant change in behavior related to the attacks. 

A. I monlh 
B. 3 months 

C. 6 months 

0. 12 months 

5. Panic d isorder affects up to _____ of the population at some point in life. 

A. 35% 

B. 20% 
C. 15% 

0. 5% 

6. 'llte term _____ is defined as relat ing to intc.rnaJ. physiologic.al stimuli. 

while the term is defined as relating to external. environmental 
stimuli. 

A. interoc.eptive / cxteroccp tivc 

B. intrascnsitive / cxtrascnsitivc 

C. e.xtcroccpt.ive / intcroccptive 

0. extrascnsit ive / intrascnsitive 

7. As treatment for panic disorder, _____ rnay produce dependence: most 

patients experience a relapse when medications are discontinued. 

A. antidepressants 

B. bcnzodiazcpincs 

C. phenothiazincs 

0. beta blockers 

S. _____ therapies for panic dL~order appear to be more effective and less 

subject to relapse. 

A. ·Pham1acologicaJ 

B. Psychodynamic 

C. Psychosurgical 
0. Cognitive .. bchavioral 

9. Fear of strangers is known as _____ _ 

A. monophobia 

B. acrophobia 
C. xenophobia 

0. zoophobia 



10. A nearly constant state of worry and concern characterizes _____ _ 

A. agoraphobia 

8. social anxiety disorder 
C. specific phobia 

0. generalized anxiety disorder 

11. Grace checks her appearance in the mirror more than 40 times a day to make 
sure no hairs arc out of place. her makeup is flawless. and her earrings have 
not moved. She brushes her hair for cxactJy IQ minutes on each side and has to 
count while brushing. If she loses count.. she must start all over again. Grace 
probably suffers from _____ _ 

A. social phobia 

8. specific phobia 

C. body dysmorphic disorder 
D. obsessivc .. compulsive disorder 

12. 111c most effective intervention for obsessivc .. compulsivc disorder appears to be 

A. exposure and response prevention 

B. relaxation training 

C. interpersonal group therapy 

D. habit reversal therapy 

13. Obse..~sivc•compulsivc disorder. if untreated. usually follows a(n) ____ _ 
c.ourse with symptoms _____ du.ring periods of stress. 

A. acute / worsening 

8. acute / maintaining the same degree 

C. chronic / worsening 

D. chronic / maintaining the same degree 

14. Excoriation disorder involves _____ _ 

A. hair puJling 

8. skin picking 

C. hoarding 

D. none of the above 

15. Habit reversal therapy involves a ll except _____ _ 

A. systematic desensitization 
8. self .. mon itoring 

C. awareness ofhigh-ri~k situations 

0. engagement in incompatible activities 

Additional study resources are available at www.BVTLab.com. 
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Somatic Symptom an 
Dissociative Disor ers 
This chapter concerns bodily symptoms that become preoccupations as well as certain 

disruptions of consciousness, memory, and identity. The bodily symptoms are referred to as somatic symptom 
disorders and the disruptions of consciousness as dissociative disorders. The symptoms included in both categories 
have been labeled hysteria in the past, and ideas about their causes and treatments were important to the founding 
and development of psychoanalytic thinking. They form a set of unusual and sometimes controversial conditions, 
illustrating the interplay bet~veen psychological and physical functioning and the trauma-related breakdown of the 
integration of memory and identity. 

7.1 Can Physical and Psychological Symptoms 
Be Falsified? 

Because the disorders discussed here involve symptoms that can appear strange and 
sometimes unbelievable, there is always the question of whether the presentation of 
symptoms is honest. Recall tl1at the Rosenhan (1973) study demonstrated how easily a mental 
disorder (schizophrenia) could be simulated and how readily a diagnostic label would be 
given when only a few symptoms are described to hospital doctors. Why would anyone report 
false symptoms or pretend to have a mental disorder? It is possible that a disturbed person 
may invent maladies that i11 some way help confirm or justify his or her self-ide11tification 
as a person with a mental disorder. There are also circumstances in which a fraudulent 
presentation might be beneficial in some direct or indirect way. The context in "vhich the 
falsified symptoms appear and the degree to which the diagnostician can understand the 
motives bel1ind the falsification determine whether we are dealing with a mental disorder. 

7.1a Malingering 
Sometimes, imaginary or exaggerated symptoms bring social attention that might not 
otherwise be available, that allow one to avoid an unpleasant obligation, or tl1at perhaps 
create a situation that frightens other unwanted people away. Not uncommonly, people facing 
legal charges may attempt to portray themselves in a way that minimizes their personal legal 
responsibility. There can be financial benefits from federal agencies or insurance companies 
that are contingent on a diagnosis as well. When 
false symptoms are presented v.rith the goal of some 
personal external benefit, the behavior does not 
indicate a mental disorder (although it may meet the 
definition for criminal fraud). Instead, it is included 

Why would anyone present 
false symptoms? 

in tl1e DSM-5 u11der "Other conditions tl1at may be a focus of clinical attention" u11der the 
subset "Nonadherence to medical treatment," labeled malingering. 

Malingering involves "the intentional production of false, or grossly exaggerated, physical 
or psychological symptoms, motivated by external incentives such as avoiding military duty, 
avoiding work, obtaining financial compensation, evading criminal prosecution, or obtaining 

Malingering 

The i11tentional 
faking of a pl1ysical or 
psychological symptom 
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1\lunchausen 
syndrome 

Earlier terminology for 
the mental disordc-r in 
which symptoms are 
intcnlionaUy feigned 
for no apparent reason 

drugsH (American Psychiatric Association, 2013. p. 726). illC;l'C are se\rera.J s ituations in which 

malingering shou ld be suspected. Some examples include (I) a person who is undergoing an 

evaluation for legal purposes. (2) a person whose report of disability or d istress is inconsistent 

with objective findings. (3) a person who is uncooperative in the diagnostic evaluation. or (4) a 
person who has antisocial personality disorder (which, aswiU be described later, often in\•olvcs 

lying or .. conning" for personal gain). Obviously. the possibility of malingering always exists. 

but it becomes more likely under the sort$ of situations described here. For instance. among 

a group of criminal defendants undergoing evaluation by experienced forensic psychologist.,;. 
the incidcnc.c of malingering was 8% (Cornell & Hawk. 1989). Malingering can be difficult to 
detect. It may also be O\'errcpresented among certain conditions such as PTSD. in which case a 
c learly identifiable trauma links to a potential outcome. such as avoiding combat or receiving 
finru.1ciaJ compensation. or among those with m ild head injuries. where the incidence of 
malingering appears to be at least 7.5%, ba..,;ed on indications of invalid presentations of 
ncuropsychological symptoms (1'rueblood & Schmidt. 1993). Somatic symptom disorders 
and d issociative disorders. in which unusual symptoms cannot be confirmed apart from 
self•rcport, may a lso be particularly difficult to distinguish from malingerjng: however. 
nearly all of the DSA1AS categories are susceptible to malingering, because laboratory testing 
cannot independently validate their diagnoses. 

Sometimes. malingering involves the falsification of symptoms in others for personal 
secondary gain. A recent review oflitcrature by Amlani. Grewal, and Feldman (2016) found 
16 cases ofMmalingcri ng, by proxy." Of those, 11 c.ases involved a child victim: parents 

were perpetrators in 10 of those. and a teacher's aide was the perpetrator in the remaining 
case. In all I l cases involving human proxy. the motivation was financial gain. 1here were 
a lso 5 c.ases involving Hvetcrinary"' proxy (i.e .• dogs). in which the owners· motivation was 

acquir ing medication. 

7.lb Factitious Disorder 
Sometimes. individuals may present symptoms that arc intentionally produced but there 
is no apparent or obvious motive for doing so- other than to asswnc the sick role. lhis 
type of apparently u nmotivated simulation is maladaptive enough to qualify as a mental 
disorder called factitious disorder. (Prior to the advent of the DSJ\1~111. this condition was 

called Muncbausensyndrome) Unlike malingerers, people with factitious disorder invent 
or exaggerate thc.ir symptoms without obvious incentive or apparent reason apart from 
playing sick. 1l1eir fabrication is not the result of another condition such as a psychotic or 
dclusionaJ disorder. DSJIJ.5 specifiers for factitious disorder include -single episode" and 
-recurrent episode-; usually. the episodes arc intermittent. 

Factitious disorder symptoms vary widely.111ey can include reporting seizures that 
did not occur. exaggerating symptoms of an existing cond ition, tainting a urin e test by 
deliberately adding b lood. grieving 0\1er the death of a nonexistent child, or altering a 
medical record. Sometimes. injuries or infections are intentionally induced- for £!.~ample. 

by injection of fecal material. in other instanc-e.,;. drugs may be used to alter laboratory results 
(American Psychiatric Association. 20l3). Vt'hcn physical or mental disorders arc simuJatc-d. 
the symptoms may not casi1y correspond to an estab1ished diagnosis. Like malingering. the 
degre-c of accuracy in the feigned presentation is likely a function of the level of sophistication 
of the person's understanding of the disorder. Typically. the symptoms worsen when an 
individual is aware of being observed. 

'the DSAf-5 prevalence estimate of 1% among hospitalized patients is not very useful 
because feigning is probably not detected with great accuracy, and a person ·s ability to make 
the symptoms appear authentic may improve as interactions with medicaJ professionals 
i ncrcasc. l'reybcrgcr and Schneider (1994) criticized both the reliability and validity of the 
diagnostic criteria. which in the DS.M•lll field trials ranged from .66 to - .005 across the h,;o 

phases. The condition was not among those assessed in the DSM•S reliability field trials. 
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Factitious dL~order can invoh•c any symptom presentation and may be related to histories 
of stress or abuse. although relevant research is limited to casestudies. l~orexamplc. Mileno 
and his colleagues (2001) related a series of four cases within a 2-ycar period in which women 
requested medical treatment of HIV infection. AU claimed to be H l V•positivc. and their 
feigned symptoms included profuse night sweating. weight loss. fever. and chilJs, as well 
as giving false histories of cancer. surgery. and use of antiviral medications. Upon physical 
exam and HIV testing. all patients were found to be HIV-negative 
with normal CD4 cell counts. The four patients responded either ____ • , 
with anger or surprise when they were informed of their normal 
health status. A common factor in aJI four cases was a background 
of prolonged sexual or physical abuse. In three of the four cases. 
the women subsequently presented themselves at other clinics 
seeking HIV treatment. 

-
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The associated diagnosis- factitious disorder imposed on 
another- involves falsely presenting symptoms in another person. 
(In the DSM.JV. this cond ition was caUed factitious disorder by 

proxy.} In this type of simulation, the falst!symptoms arc produced 
on behalf of someone else. who is typically under the individuaJ's 
care. For example. the caregiver might induce vomiting, diarrhea.. 
fever. seizures. or other physical cond itions a.nd then bring the 
victim in for medic.al ca.re without acknowlC!dging a role in the 
cause of symptoms. Most often. the vic.tim of factitious disorder 
imposed on another is a preschool child, and the perpetrator is 
the mother: clearly. it is a serious, if rare. form of child abuse. 
Like factitious disorder. external incentives for the deception 

Jennifer. 8. shown with her mother m 1996. underwent 
40 operations a nd over 200 hospitaliv.ations a nd 
was detennined to be a victim of Cactitious disorder 

are absent. A caregiver who induces injuries in a child in order imposed on another. (Ar PbutMAl.-n D1a'X) 

to collect a financial settlement would not receive the d iagnosis 
(American Psychiatric Association. 2013) but would instead be a maJingercr by proxy, guilty 
of criminal assauJt. 

7.2 Somatic Symptom and Related Disorders 
1·11e somatic symptom and related disorders (which include the factitious disorders) involve 
prominent and distressing somatic (bodily) symptoms that produce abnormal thoughts. 
feelings. or behaviors. These somatic symptoms may or may not be medically explained: in 
the DSk/-5, there is no longer the requirement (as in tJ1e DSM-IV) that supporting physical 
evidence be absent. (mportantl)•, the symptoms that arc expressed in most somatic symptom 
disordc.rs are not intentionally produced or faked, as in the case of malingering and fact it ious 
disorder. Instead, individuals are genuinely distressed by their symptoms. which produce 
excessive and abnormal responscs. lbe various somatic symptom and related disorders are 
outlined in Table 7•1. 

Historically. these disorders tended to have lower diagnostic reliability than th~anxiety 
disorders desc.ribed in Chapter 6; the DSM-Ill kappa values from the reliability field trials of 
the somatoform disorders (as these conditions were previously named) ranged only from .54 
to .4.1 (American PsychiatricAss.ociation.1980). This stemmed in part from limitations in the 
ability of medical workups to verify or to rule out some medical conditions. It has also been 
the case that several of these conditions frequently co-occur with anxiety and depression 
(Lieb. Meinlschmidt, & Araya.. 2007). ln fact. a reviewof206-patients who presented multiple 
medically unc,-plaincd symptoms (Smith ct al.. 2005) found that. for the majority oFthe 
patients. depression and anxiety d iagnoses were more accurate characterizations of their 
conditions than sornatoform dfagnoses. Reviewers pointed out the conceptual d ifficulties 
of relying on wmcdicallyunexplained .. conclusions and on questionable recollection of past 
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avr 
Flashcards are available 
for this chapter at 
www.BVTLab.com. 

Table 7-1 DSM -5 Somatic Symptom and Related Disorders 

Disorder 

Somatic symptom 
disorder 

Illness anxiety 
disorder 

Conversion 
disorder (functional 
neurological 
symptom disorder) 

Psychological 
factors affecting 
other medical 
conditions 

Factitious disorder 

Key Symptoms 

Somatic symptoms 
causing disproportionate 
distress and disruption 

Excessive preoccupation 
with serious illness 

Unexplained deficits or 
symptoms in motor or 
sensory functions 

Psychological or 
behavioral factors that 
adversely affect a medical 
condition 

Falsification of physical or 
psychological symptoms 
without obvious incentive 

Source: A1nerican Psychiatric Association, 2013. 

Minimum Duration 
Required for Diagnosis Sex Ratio 

6 months More common 
among females 

6 1nonths Equal 

None More common 
a1nong females 

None Unclear 

None Unclear 

symptoms in the diagnostic process (Reif & Rojas, 2007). The ongoing controversies and 
debates about reliability and validity, togetl1er with theoretical and practical limitations 
of the diagnoses themselves, led some writers (e.g.,Janca, 2005) to conclude tl1at the entire 
somatoform category was in need of reconceptualization. 

In organizing the somatic symptom disorders, the DSM-5 extensively modified DSM-IVs 
somatoform categories. Body dysmorphic disorder was moved to the obsessive-compulsive 
and related disorders, as we have seen. Several conditions (hypochondriasis, somatization 
disorder, pain disorder, and undifferentiated somatoform disorder) were removed and the 
symptoms they classified were redistributed to new syndromes that are less concerned 
witl1 unexplained medical symptoms and more concerned with tl1e thoughts, feelings, 
and behaviors the sufferers experience. Initial indications are that the changes may lead to 
improved reliability: In the DSM-5 field trials, complex somatic symptom disorder scored a 
kappa of .61, earni11g it a "very good" reliability classification (Regier et al., 2013). 

7.2a Somatic Symptom Disorder 
Somatic symptom disorder typically involves multiple physical complaints that disrupt daily 
life (see Table 7-2). It ca11 be specified as mild, moderate, or severe, depending on the number of 
symptoms expressed. There may or may not be an underlying medical condition. Those with 
the disorder t end to worry about illness a great deal and interpret their symptoms as overly 
serious or threatening, despite evidence to the contrary. For example, an occasional cough 
might be misconstrued as lung cancer or i1nn1i11ent respiratory failure; the sensations of the 
heartbeat may be seen as indications of cardiac disease. The preoccupation continues even 
after a medical examination has ruled out the condition and a physician has given reassur
ance that the condition is not present. The disease concerns-which cause distress but do not 
reach delusional intensity-typically have lasted at least 6 months. Sufferers seek frequent 
medical atte11tion, often from several physicia11s at tl1e same time, and their frequent use of 
medications may lead to substance dependence problems. Within the "persistent" specifier, 
over the years of the chronic course of the disorder, individuals have received numerous exami
nations, hospitalizations, and surgeries. The "with predominant pain" specifier incorporates 

tl1ose people who would l1ave been diag11osed with pain disorder in the DSM-IV. The condition 
appears to be more common in females than males (American Psychiatric Association, 2013). 
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Table 7-2 Summary of DSM-5 Diagnostic Criteria for Somatic Symptom Disorder 

• Distress or significant disruption of daily life due to one or more somatic symptoms. 

• So1natic symptoms (or associated health concerns) result in excessive thoughts, behaviors, or 
feelings as evidenced by at least one of the following: 
- Persistent, high levels of anxiety related to one's l1ealth or symptoms 

- An excessive amount of energy and time devoted to one's health concerns or sympto1ns 
- Persistent and disproportionate thoughts about the seriousness of one's symptoms 

• While a particular somatic symptom may not appear continually, the state of being symptomatic 
is persistent (at least 6 months or more). 

• Specify if with predominant pain [previously "pain disorder"; pertains to people who experience 
somatic symptoms that predominantly involve pain] 

• Specify if persistent [characterized by notable impairment, severe symptoms, and a lengtl1y 
duration of at least 6 months or more] 

• Specify current severity: 
- Mild: Only one of the behavioral criteria above is present. 
- Moderate: Two or more of the behavioral criteria above are present. 

- Severe: Two or 1nore of t he behavioral criteria above are present, as well as multiple somatic 
complaints or one very severe somatic symptom. 

Source: American Psychiatric Association, 2013. 

It is difficult to get an accurate estimate of incidence 
of the disorder, but the DSM-5 suggests inciden ce may 
be between 5% and 7% of the population. However, there 
are some estimates of t he frequency with which psycho
genic ( or psychologically caused) individual symptoms are 
presented in treatment settings. For example, psychogenic 
nonepileptic seizures were reported in between 10% and 
20% of patients who were referred to epilepsy centers in 
Britain (Benbadis & Allen Hauser, 2000). A representative 
community survey estimated the incidence of people expe
riencing six or more symptom s from two or more bodily 
sites at about 1.8% of the population (Ladwig, Ma rte11-
Mittag, Erazo, & Giindel, 2001). 

Causal Factors 

Those with somatic sy1nptom disorder seek frequent medical 
attent ion, often fro1n several physicians at the same time, 
and tl1eir co11stant use of medications may lead to substance 
dependence problems. (iStock) 

A broad set of environmental factors is associated with the risk of somatic symptom disorder. 
It is more frequent in those who have experienced recent stressful life eve11ts, those who have 
low socioeconomic status, and those with fewer years of education. Somatic symptoms occur 
more commonly among the unemployed and tl1ose with a history of sexual abuse (American 
Psychiatric Association, 2013), which may contribute to the higher prevalence in females. 
In a recent group comparison, sexual abuse was 9 times more likely in the background of 
somatization disorder patients than in matched patients with m ajor depressive disorder 
(Spitzer, Barnow, Gau, Freyberger, & Grabe, 2008). The m atter of causality is complicated, 
however, by the frequent presence of coexisting disorders, such as anxiety and depression, 
which themselves are associated with somatic complaints. In general, behavioral perspectives 
would focus on the consequences that somatic symptoms might present to the sufferer, 
while cognitive viewpoints would i11volve the unduly l1arsh and catastrophic appraisals that 
sufferers make of their symptom s. Psychoanalytic p erspectives tend to view the medical 
symptoms as evidence of anxiety produced by unconscious conflict s, often involving 
sexual themes. 

Psychogenic 

Originating from 
psychological factors 
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Treatment for Somatic Symptom Disorder 
By its multisymptom nature, somatic symptom disorder is difficult to treat and rarely remits 
completely. Individuals tend to seek medical care, which rarely helps relieve their concerns, 
and they are often shocked by the suggestion that mental health intervention may be helpful 

(American Psychiatric Association, 2013). Because of the 
significant overlap with anxiety and depression, therapies 
for tl1ese disorders have provided relief and some symptom 
reduction. The effectiveness of SSRis for somatization 

Some researcl1 has indicated that St. John's wort may be 
effective in treati11g s01natic sympton1 d isorder. (iStock) 

disorder was less well documented than for some of the 
other somatoform disorders (Fallon, 2004). One controlled 
study did report a significant response to St. John's wort, 
with 45% of patients showing improvement compared to 21 % 
of those on placebo (Muller, Mannel, Murck, & Rahlfs, 2004). 
Reviews of controlled trials and comparisons between 
various treatments have shown cognitive behavior therapy 
(CBT) to be the favored treatment, with stronger evidence 

of its effectiveness tha n is found for other approaches 
(Kroenke, 2007; Sumathipala, 2007). A common component 
of treatment involves improvement in the doctor-patient 
relationship, which is frequently frayed by the disorder. 

Looper and Kirmayer (2002) described i11terventio11s tl1at begi11 with focusing all medical 
attention through a single physician (who receives a consultation letter providing information 
about somatic symptom disorder), followed by group CBT approaches that include problem 
solving, emotional expression, coping skills, and assertiveness. In their review of controlled 
studies, Kroenke and Swindle (2000) found ge11eral support for such interventions, even whe11 
tl1erapywas brief. For example, CBT techniques were effective in treating unexplained medical 
symptoms during a one-session course of treatment (Martin, Rauh, Fichter, & Rief, 2007). 

For those who receive the sp ecifier "with predominant pain," treatments can involve 

pharmacological agents to block pain or efforts to treat any underlying condition that may 
cause it. Dysfunctional pain processing has been proposed as a possible cause of chronic pain, 
based on MRI scans that show different levels of cortical brain activity in a group of women 
with pain disorder ( as compared to controls) in response to a heat stimulus ( Giindel et al., 2008). 
It is not clear ,-vhether such differences are causal to, or simply descriptive of, pain disorder. 
Obviously, pain medications are widely consumed and may be associated with risk of 
dependency. Some antidepressant medications, especially the SSRis, have produced pain 
relief in somatic pain p atients (Fallon, 2004; Fishbain, Cutler, Rosomoff, & Rosomoff, 1998). 

Psychological interventio11s may atte1npt to lessen the grip that pain has on the sufferer. 
Pain is a subjective experience, influenced by its consequences. For example, pain tolerance 
ca11 be shaped and is modified by social context (Hayes & Wolf, 1984). Cognitive-behavior 
therapy has been widely employed for pain management, stress reduction, and activity 
enhancement, and rando1nized trial studies support its effectiveness (Sin1on, 2002). A newer 
development is acceptance and commitment therapy (ACT), which changes one's perspective 
on chronic pain by focusing not on pain control but on accepting its presence a nd valuing 
pain tolerance. Acceptance-based rationales have been shown experimentally to produce 
l1igher pain tolerance tha11 control-based rationales (Hayes et al., 1999). In a recent study, 
pain acceptance appeared to be superior to a pain control protocol in terms of ability to work 
tl1rough a pain task (Paez-Blarrina et al., 2008). The value of ACT in treating pain has also been 
demonstrated in a randomized control trial among children and adolescents (ages 10 to 16) 
with chro11ic pain (Wicksell, Meli11, Lekander, & Olsso11, 2009). Children receiving a 10-week 
ACT intervention showed significantly greater improvements in function and quality of life, 
as well as less pain intensity and disco1nfort, compared with children receiving st andard 
multidisciplinary treatment involving pain medication. 
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7.2b Conversion Disorder 
(Functional Neurological Symptom Disorder) 

111c term conver sion derives from th e psychoanalytic theory that psych ic energy is 
-converted" into a phys.ical symptom. Freud's case study of Anna 0. remains a classic 

demonstration of psychoanalytic tcchniqul? in the t reatment of a woman w ith multiple 
unfounded somatic problems. including partial paralysis. In modern usage. conversion 
disorder refers to symp toms or deficits in voluntary motor or sensory function.such as those 
described jn Table 7•3. TI1e DS.A-1-5 diagnosis requires the presence of one or more of these 
sorts of symptoms to the extent that it causes clinically significant distress or impairment 
or warrants medical evaluation and is not accounted for by another condition. There must 
be evidence. from clinical findings. that the symptoms arc incompatible with the person's 
neurological 01· medical cond.ition- that is. they arc not explained by neurological djsease. 
Conversion disorder can be specified by type (e.g., with weakness or paralysis. with anesthesia 
or sensory loss. with abnorn1al movement). by duration (acute or persistent). and according 
to whether a psychosociaJ stressor has be-en involved. Lt appears to be very rare in the general 
population (Jess than 0.001%) but may be involved in 5% of referrals to neurology clinics 
{American Psychiatric Association. 2013). 

Of course. a diagnosis of conversion disorder 
would not be given until an extensive med icaJ 
examination and work•up has failed to identify auy 
physical explanation.~ for the impairment in sensory 

Can people learn to be deaf? 
To not see? 

To have a paralyzed arm? 

or motor functions. 1'hcre arc some clue.s t hat 

suggest conversion disorder. Often. the symptoms presented by the patient do not correspond 
to known anatomical pathways. as in g love anesthesia. In some patients. or an obvious lack 
of concern about the symptoms (la belle indiffCrencc), is evident. Another clue involves the 

inconsistency of symptoms- a person with aphonia (inability to make speech sounds) 

Table 7·3 Varieties of Co nversion Symptoms 

1. Motor Functions of the-Skeletal .Musculature 

A. Partial or complete paralysis of the a rms. legs:, or other body parts 

8. 8elect.ive Joss of function. inlCh as wTiter·s cramp. in which the person cannot write butca.n 
use the same muscles for other purposes 

C. Contractmns itwolvingrigid flexion of fingers. toes. knees. e lbows. or other body part..,; 

D. Aslasia-abasia {the ability to mo,-e leg$ when lying or sitting hut not to stand or walk) 

£. Speech disturbances: muti.sm (total inability to speak) and aphonia (ability to speak only Ul 
a whbper) 

P. Convulsions simiJar to epileptic seizures 

G. Tics (muscular twitching). usually around eyes or mouth 

fJ. Sensory Functions 

A. DL,;turbances in vision: tot.al o r partiaJ blindness. tunnel vision. blurred vision. double 
vision. or night blindness 

8. Disturbances in hearing, involving total or partial de--.tfness 

C. Anesthesia (genera) loss of sensitMty to stimulalion of skin) 

D. Analgesia(insensitivity to superficial pain stimuli applied to skjn) 

£. Paresthesia (false sensations. such as t:irtgling feelings in skin) 

111. Ot her SomaticSymptoms 

A. "Lwnpm the throat· 

8. Coughing speJJs 

C. Persistent belching or sneezing 

Source: American Psychiatric As!loclatlon. 2013. 

Conversion 

The notion that psychic 
energy or stress may be 
converted into physical 
symptoms 

Apbonia. 

Inability to make 
speech sounds. witboul 
apparent physical basis 
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Mirror neuron 

Nerve ccU in primate 
brains that discharges 
when a movement is 
executed. as wen as 
when the movement is 
observed in others 

may speak only in a whisper but can cough in a normaJ manner. or a person with '\\Tl'iter's 
cramp" can use the same muscles to shuffle a deck of cards with dexterity. Seizures do not 

produce a typical EEG record. Sometimes. movement in an affected paralyzed limb can be 
briefly observed duri ng routine activities when the patient's attention is d irected elsewhere. 
Movement of paralyzed limbs may also be noted when the patient is asleep. Laurcma (1993). 
for example, obscr\'eda 4J...year•old woman with conversion paralysis for five nights and found 
she performed 191 movements that were not possible when she was awake. 111c symptoms of 
conversion djsorder arc not intentionally produced. 

yet the accuracy of the symptom presentation 
is directly t'c1ated to the med icaJ sophistication 
of the patient. 1be disorder occurs 2 times more 
often in worncn tJ1an in men (American Psychiatric 
Association. 2013). 

Causal Factors 

What do hypnotism and 
conversion symptoms have in 

common? 

Since the work of Bernheim and Charcot. a close relationship between hypnotically induced 
bodily symptoms and conversion symptoms has been recognized. Conversion disorder was 
esscntiaJJy considered a form of a utosuggestion to express and relieve conflict (according 
to Freud. the primary gain oft he symptom}. Psychoanalytic theory posits that some current 
situation reawakens an unsatisfactorily resolved Oedipal problem. The unacceptable impulsc.s 
threaten lo break t hrough. creating anxiety t hat is then controlled by the development of 
th e conversion symptom. ('lbe conversion symptom could also produce secondary gai.11 
by allowing the sufferer to avoid responsibilities or u ndcsired s it uations, such as military 
combat or emotional argmnents). Freudian perspectives viewed the particu lar conversion 
symptom as the product of unconscious psychoscxual conflict. One psychoanalytic authority 
(Fcnichel. 1945) argued t hat the afflicted body part is determined. in part, by unconscious 
sexual fantasies. whereas another (Bond. 1952). in a discussion of conversion blindness. 
suggested that the erogenous nature of the testicles is often displaced to the eyes. resu lting 
in castration fears. Little empirical evidence of the hypnosis-conversion connection has been 
found. However. Roelofs and h is colleagues (2002) reported that patients \\11th conversion 
disorder were significantly more susceptible to hypnotic suggestions than a matched control 
group with mood d isorder. 

In genetic studies. Slater (1961) found no difference between MZ and DZ twins. indicating 
Httle genetic im•olvcment. Ziegler and Schlcmmer(l994) reported a case of familial con\'ersion 
blindness in a father and two of his adult children. Behavioral perspectives generally presume 
th at it is the secondary gain that maintains conversion disorder. In almost aJI cases of 
conversion disorders. specific stressful experiences arc present. either currently or in the 
recent past. In many cases. the immediate motive for developing a bodily symptom may be 
to escape from some emotionally unbearable s ituation. In addition. Mucha and Reinhardt 
(1970) provided indirect evidence consistent with a modeling effect- among a group of 56 

student aviators with conversion symptoms. 70% of their parents had suffered an illness 
involving the same organ system. An interesting speculation appeals to mi.rror neurons to 
account for the social -contagionH of hystericaJ symptoms that may occur within famiJies 
and may even grow into t he large .. group "dance manias" of t he Middle Ages mentioned in 

Chapter 2. Lee and Tsai (2010) hypothesized that an inhibitory component of the mirror 
neuron system. which normally prevents us from imitating everything that we observe .. may 
be faulty in certain subjects. leading them to copy t he hysterical actions of others. 'Otey also 
noted that mirror neurons arc more active in women than in men. possibly explaining the 
higher female incidence of conversion disorder. 

Conversion disorder is frequently comorbid with panic disorder- as well as with other 
anxiety disorders. depression. and somatic symptom disorder- but not with psychotic or 
alcohol use d isorders (American Psychiatric Association. 2013). 
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Treatment for Conversion Disorder 
Since Freud, psychoanalytic approaches have involved tl1erapy aimed at providing recognition 

of, and insight into, the underlying conflicts presumed to be causing the conversion process. 

Unfortunately, demonstrations of the effectiveness of these approaches are limited to case 

studies (as are other treatments for conversion disorder). Sometimes, simply telling the 

patient that the symptoms will disappear or showing the patient that test results from the 

examination are normal can be followed by improvement. Letonoff, Williams, and Sidhu 

(2002) reported on three cases in which patients with complete loss of lower extremity 

function spontaneously recovered and walked out of the hospital after test results were 

presented to them. Because conversion disorder patients are particularly suggestible (Roelofs 

et al., 2002), hypnotic interventions may seem reasonable. A randomized clinical trial of 

hypnosis compared to wait list controls indicated that patients in the hypnosis condition 

showed significa11t improvement in conversion symptoms that was maintained at a 6-month 

follow-up (Moene, Spinhoven, Hoogduin, & van Dyck, 2003). 

Some early behavioral efforts, based on the assumption that the conversion symptoms were 
learned, attempted to reshape normal functioning incrementally. An example of this approach 

is the case study reported by Parry-Jones, Santer-Westrate, and Crawley (1970), who essentially 

used auditory feedback to reinforce visual discrimination. TI1e patient was a 47-year-old woman 

who had been totally blind for 21/2 years. She l1ad undergone a brain operation for an aneurysm 

several years before the onset of her blindness; at first, it was thoug.ht that the blindness was a 

delayed result of either the aneurysm or the operation. Further neurological and psychological 

observations led the clinicians to suspect a hysterical basis, possibly related to a recent breakup 

of her marriage. Daily treatment sessions of about 15-minute duration were begun. In the first 

eight sessions, she was told simply to push a button every 20 seconds. If she pushed the button 

within 18 to 21 seconds after the last button press, a buzzer ,-vould sound indicating that she 

had made a correct response. In sessions 9 to 16, without informing the patient, a light bulb was 

placed in front of her and was turned on as a cue to help her identify the correct time for the 

next button press-assuming, of course, that she could see the cue. Her performance improved 

considerably over these sessions (see Figure 7-1). Before starting session 17, she was told that 

there was a light bulb that would light up when it was time to press the button, and she was 

encouraged to look for it and concentrate very hard. In session 19, she suddenly stopped and 

Figure 7-1 Shaping of Vision as Treatment for Hysterical Blindness 

Perce11tage of correct responses in pressing a button to a light sti1nulus as a function of vari
ous therapeutic interventions for a person with hysterical blindness. 

Data source: "Behaviour Therapy in a Case of Hysterical Blindness," by W. L. Parry-Jones, H. C. Santer
Weststrate, and R. C. Crawley, 1970, Behaviour Research and Therapy, 8, pp. 79- 85. 
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sat motionless for about 30 seconds. When asked what the matter was, she became tearful and 
excited and said she could see the light, intermittently, as a dim double image. After this, she 
began to rely on the light altogether; by session 27, she was making 100% correct responses. 
Her renewed vision was limited, however, to seeing only tl1e light bulb. 

The authors then embarked on a syst e1natic attempt to expand her visual capacities to 
other visual stimuli and to situations outside the treatment room. For example, she was given 
practice in seeing and describing large letters and pictures in magazines and was encouraged 
to continue practice outside the treatment room. After 127 of these brief sessions, she had 
regained normal vision in her everyday life. Two years after the completion of her treatment, 
her vision remained normal. 

Other early behavioral approaches attempted to remove the reinforcement for the 
conversion symptom so that extinction of the symptom would occur. A good example is 
the case study from Goldblatt and Munitz (1976). An Israeli soldier had developed complete 
paralysis of both legs without physical reason. While awake, he was apparently insensitive 
to pins stuck into tl1e legs, although duri11g sleep, his legs were observed to n1ove. Among 
possible incentives for his paralysis were significant benefits for Israeli veterans who were 
injured in the a rmed forces, including a pension and exemption from vehicle taxes (which 
at t he time in Israel were tw ice the cost of the automobile). A "broad spectrum" extinction 

approach was instit uted. First , the soldier was told t hat his disability would not qualify for 
pension benefits or the waiver of vehicle taxes. He was also informed that his treatment 
would require him to remain in his room after 8 p.m., 1neaning he could not socialize and 
play cards with other patients as he had enjoyed doing in the evenings. He was then presented 
,-vitl1 a noxious-smelling substance, which was described as a "miracle drug," that should be 

inhaled twice daily (but was actually an inert placebo). On the second day of the program, an 
hour after the first drug administration, the patient was able to move his toes. He was able 
to walk with crutches by the fourth day of treatment and was walking normally, kicking a 
soccer ball, and doing cart,-vl1eels after 6 days. 

Contemporary cognitive-behavioral approaches for conversion disorder build on this 
framework by removing the reinforcing consequences of the conversion symptom while also 
working to weaken the traumatic reaction to the initiating event. Comprehensive programs 
that combine CBT-like procedures with other insight-oriented and expression-oriented 
approaches have seen positive results as well. Interestingly, the addition of hypnosis did not 
contribute to improvement nor was "hypnotizability" related to treatment outcome in one 
such assessment involving 45 patients (Moene, Spinhoven, Hoogduin, & van Dyck, 2002). 

7.2c Illness Anxiety Disorder 
Illness anxiety disorder (see Table 7-4) involves a preoccupation with the fear that one has or 
will acquire a serious disease, although somatic symptoms, if present, are mild and frequently 
consist of transient or normal physiological functions, such as belching. Reaction to these 
1nild symptoms or to existing medical conditions is clearly excessive and disproportionate 
to their actual severity. Individuals have significant anxiety about t heir health status and 
are easily alarmed-for example, by hearing a news story about a health issue; their worries 
are not soothed by a medical evaluation that finds no presence of disease or by reassurances 
fron1 pl1ysicians. 

People with illness anxiety disorder are often in conflict with their doctors. They may 
succeed in getting a series of medical interventions and procedures through their insistence 
on a disease that they claim is not receiving proper care. The presence of the feared disease 
becomes central to self-image a11d can disrupt family, social, and occupational relationships. 
No clear gender differences in incidence of the disorder h ave emerged. Based on earlier 
estimates for the forerunning DSM-IV disorder, l1ypochondriasis, illness anxiety disorder may 
affect between 1.3% and 10% of community samples. Up to half of cases are of a transient type, 
whereas for others, the course is usually chronic (An1erican Psycl1iatric Associatio11, 2013). 
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Table 7-4 Summary of DSM-5 Diagnostic Criteria for Illness Anxiety Disorder 

• Person is preoccupied with having or acquiring a serious illness. 

• Person is easily alarmed by t l1eir health status and has a high level of anxiety about health. 

• Somatic symptoms, if even present, are of mild intensity. If there is a high risk of developing a 
medical condition (e.g., strong family history of co11dition) or if ai1otl1er medical condition is 
present, person's preoccupation is clearly disproportionate or excessive. 

• Preoccupation with illness l1as been present for 6 months or more, but t l1e specific illness that 
the person fears may have changed during that time. 

• Perso11 exhibits maladaptive avoidance (e.g., avoids hospitals or doctors) or displays excessive 
health-related behaviors (e.g., repeatedly checking their body for signs of illness). 

• Another mental disorder (e.g., somatic symptom disorder, panic disorder, obsessive-compulsive 
disorder, body dys1norphic disorder, or generalized a11Xiety disorder) does not better explain the 
person's preoccupation with the illness. 

• Specify whether: 

- Care-seeking type [Medical care (e.g .. physician visits, u11dergoing tests or procedures) is 
frequently used.] 

- Care-avoidant type (Medical care is rarely used.] 

Source: Am erican Psychiatric Association, 2013. 

Causal Factors 
At this p oint, data about illness anxiety disorder tend to be limited to studies of 
hypochondriasis. For t hat condit ion, no genetic influence was evident. Family studies have 
not found increased risk of hypochondriasis among first -generatio11 relatives of persons 
diagnosed with the disorder (e.g., Noyes, Holt, Happel, Kathol, & Yagla, 1997). Illness anxiety 
disorder can co-occur with several conditions, including anxiety and depressive disorder, 
and other somatic symptom conditions. Some psychodynamic clinicians have assumed that 
patients defend against poor self-opinion by displacing attention onto physical sensations 
and symptoms (Ford, 1983). Since misinterpretation of bodily symptoms is common in 
the presentation, cognitive and learning influences are presumed to be important in the 
development of the disorder. Sufferers t end to make dysfunctional assumptions about, and 
overatte11d to, physical symptoms. For example, when asked to classify common symptoms 
as "healthy" or "not healthy," hypochondriac patients were more likely to view symptoms 

as indicat ive of disease than were other patients in the same medical setting (Barsky, 
Coeyfaux, Samie, & Cleary, 1993). Accordingly, a history of previous serious childhood illness 
is associated with increased risk of the disorder, as is childhood abuse (American Psychiatric 
Association, 2013). 

Treatment for Illness Anxiety Disorder 
Pharmacological approaches employing SSRis have produced positive results in treating 
hypochondriasis (Fallon, 2004). Much current effective treatment follows CBT formats, 
involving stress management, desensitization to anxiety-provoking situations, and reduced 
attention to troubling physical symptoms. Controlled trials show CBT to be superior to no 
treatment (Simon, 2002). Even relatively brief CBT is effective in reducing symptom severity 
and associated depression and anxiety (Looper & Kirmayer, 2002). Because anxiety is a 
prominent component of the disorder, a recent randomized controlled study (\,Veck, Neng, 
Richtberg,Jakob, & Stangier, 2015) sought to compare exposure therapy (ET) with cognitive 
therapy (CT) in the treatment of hypochondriasis. In the trial, 84 patients were randomly 
assigned to ET, CT, or a waitlist . TI1e CT group received 12 sessions a imed at modifying 
dysfunctional health-related beliefs via psychoeducation, cognitive restructuring, and 
behavioral self-experiments about the effects of selective attention to symptoms on health 
anxiety. The ET group received 12 sessions focused on exposure to interoceptive sympton1s 
such as hyperventilation, in vivo exposure to health-related documentaries, and imaginal 
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Pseudocyesl.s 

Palse belief of being 
pregnant accompanied 
by reported pregnancy 
symptoms as wcll as 
some objective signs of 
pregnancy 

Paruresis 

lnabilitvto urinate in a 
public restroom 

e.xposure to images of personal illness and death. while rcducingwsafoty bchaviorsH such as 

body checking and visit ing doctors. Compared to the wait•list group, both Cf and £T were 
highly effective in reducing depressive symptoms and bodily complaint.-;. but only ET patients 
also showed sign ificant reduction in anxiety. Improvement in both groups was maintained 
at a l2•month follow•up. 

7.2d Psychological Factors Affecting Other 
Medical Conditions 

for some people with existing medical conditions or symptoms. behavioral or psychologic.aJ 
factors can negatively impact the condition. increasing the 1·isk of death or disability. For 
example, people wit h cardiac cond itions may refuse to seek treatment when exp eriencing 
chest pain. and occupational stress may exacerbate h)tpertension. When the evidence is dear 
that a psychological factor is interfo,ring with treatment or having s ignificant influences 
on medical outcome. the DSM-5 provides the category psychological factors affecting other 
medical conditions for diagnostic use-. 'fo apply. the interfering psychological or behavioral 
factors must not be better explained by another disorder and should occur in close temporal 
relationship with the worsening of the existing medical condition. 1l1e condition can be 
specified as mild (increases medical risk). moderate (aggra\lates underlying condition}. severe 
(necessitates hospitalization or emergency roorn care). or extreme (results in threat to life). 

1he diagnosis should dis tinguish between those factors that incrc-ase existing conditions 
and those factors that may be produced by the health impairment. as in adjustment disorder. 
Hence. the temporal relationship of t he behavior to the exacerbation of the condition is 
im.portant. The prevalence of psychological factors affecting other medical conditions is 
unclear, although it may be more common than other somatic symptom disorders (Amc-rican 
Psychiatric Association. 2013). 

7.2e Other Somatic Symptom Disorders 
Other specified somatic symptom and related di.sorder is inc1udcd in the somatic symptom 
category to a llow coding of conditions that involve somatic symptoms but that do not meet 
the criteria for specific disorders. Perhaps a physical complaint.such as fatigue, or a preoccu
pation with a serious disease has not lasted the required 6 months. or perhaps illness anxiety 
docs not incJude excessive health~related behaviors. In these cases. the diagnosis of other 

somatic symptorn disorder would be a ppropriate. One particular set of somatic symptoms 
that might be included here is p.seudocyesis. J n that condition. which has been known since 
the time of Hippocrates. a woman pre,~ents with false but medically unexplained symptoms of 
pregnancy. For exa1nple. Ouj (2009) reviewed cases ofpscudocycsis in a rural Nigerian hospital 
over a 4~year period: 11 of3.787 expectant mothers were confirmed with pseudocyesis du.ring 
that time. All experienced amenorrhea. and most (8) showed incrc.ase in abdominal girth. 
Over half reported feeling fetal rnovement. Ultrasound confirmed that none were pregnant. 
However. as in all somatic symptom. disorders. care is needed to distinguish the proper cata• 
loging of unusual or unconventional symptom seu. For instance. some preoccupations about 
infection might be better d iagnosed as obsessive-compulsive disorder than as illness anxiety 
disorder. Such distinctions can be difficult to make reliably. Consider t he case of psychogenic 
urinary retention (paruresis).characterized by an inabiJity to urinate in a public restroom. 
RaJ'ely dis.cussed or described in the literature. this condition appears to affect 2.8% of the 
male population. based on a representative sarnplc (Hammclstcin, Pictrowsky, Mcrbach. 
& Brahler. 2005}. However. paruresis probably would not be coded as a somatic symptom 
disorder but rather as a specific form of social phobia. 
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7.3 Dissociative Disorders 
Dissociative disorders involve certain altered states of consciousness and disruptions of 
memory and identity. They are generally rare conditions, typically associated with stressful 
or traumatic experiences; they may include, however, symptoms that could be acceptable 
within some cultural or religious contexts. It is, therefore, important to consider cross
cultural factors when diagnosing these disorders. An overview of the dissociative disorders 
is given in Table 7-5. 

Compared to many other disorders, tl1e dissociative disorder category has been plagued 
by problems with diagnostic reliability. In the DSM-III field trials, reliability ranged from a 
solid .80 to a dismal -.003 across the two phases. The reliability of dissociative disorders 
was not assessed in the DSM-5 field trials. Although these or similar disorders have been 
recognized si11ce the time of Freud, much controversy re1nains about their diag11osis and 
treatment. All the symptoms of dissociative disorders can be easily feigned, and they are 
perhaps overrepresented in situations in which malingering should be carefully considered. 
No controlled studies of these disorders have yet appeared, perhaps because they are so rarely 
encountered and because they are so difficult to detect. Instead, the professional literature 
largely consists of case studies, which do not allow authoritative conclusions about causality 
or effective treatments. Dissociative symptoms can be components of many other conditions, 
including depressive disorders, anxiety disorders, and schizophrenic disorders. 

7.3a Dissociative Amnesia 
One type of dissociative disorder, dissociative amnesia (see Table 7-6), involves a loss of 
memory for a certain p eriod that is too extensive to be explained by ordinary forgetfulness. 
This is not the type of memory loss that results from a blow to the head or a drug-induced 
coma; physiological causes must be ruled out before the diagnosis of dissociative amnesia 
can be given. Instead, the me1nory loss is usually associated with a traumatic event such as 
a11 automobile accident, sexual assault, or war experience. The memory impairment appears 
as a gap or a series of gaps in one's life history and is most often either localized amnesia 
(failure to recall events that happened during a circumscribed period) or selective amnesia, 
in which a person can recall some but not all events during a particular period. Sometimes 
the amnesia is limited to episodes of violence, self-mutilation, or suicidal behavior or to the 
first few hours following a traumatizing event. Generalized amnesia is rarer and involves a 
complete loss of memory for one's life history and perhaps one's identity; it tends to be more 
characteristic among those who have experienced combat, sexual assault, or extreme stress. 
It is also more likely to involve dissociative fugue (see below). Amnesic patients often are not 
fully aware of the extent of their memory loss and may minimize it or resist addressing it 

Table 7-5 DSM-5 Dissociative Disorders 

Localized amnesia 

Failure to recall events 
during a circumscribed 
period of time 

Selective amnesia 

Loss of men1ory for 
some but not all events 
during a particular 
period 

Generalized 
• amnesia 

Complete loss of 
me1nory for one's life 
history 

Disorder 

Dissociative 

Key Symptoms 
Minimum Duration 

Required for Diagnosis Sex Ratio 

More common 
among f e1nales 

. 
amnesia 

Dissociative 
identity disorder 

Depersonalization/ 
derealization 
disorder 

Unexplained inability to recall important personal 
information 

T,.vo or more distinct personality states, with inability to 
recall important personal information 

Persistent feelings of bei11g detached or outside of 011e's 
self 

Source: American Psychiatric Association, 2013. 

None 

None 

None 

More co1nmon 
among fe1nales 

Equal 
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Table 7-6 Summary of DSM-5 Diagnostic Criteria for Dissociative Amnesia 

Person is unable to remember significant information from their life-typically. something 
stressful or traumatic-in a way that Le; not consistent wilh ordinary fi>rgetting. Dissociative 
amnesia typtcaUy consists of generahz.ed amnesia for ident.Jty and life history and (.'On.s.ist.s of 
localized o r selective amnesia for specific avent(s). 

Clinically significanl distress or impairmenl qf 1mportanl areas offunctioning {e.g_ social. 
occupalicmal) are experienced due to t he symptoms. 

Other specific db;orders (e.g. . .somatic symptom disorder. post-traumatic stress disorder. 
dbsociat.Jveidentit}' disonfer. acute stress disorder. or major/ mild neurocognitive disorder) do 
nol better explain the disturbance. 

Disturbance cannot he attributed toa neurologic.-aJ condition (e.g .. partial complex seizures. 
segue.Jae of a traumatic brain injury. transient gJobal amnesia) or other medical condition or lo 
the physiological effect:.s of n substance (e.g.. aJcohoJ. medicatJOn. or drug abuse). 

Specify if withdissoc:iabve fugue (bewildered wandering o r seemingly purposeful trn\·eJ 
associated with amnesia for identity or other lafe history jnformation.J 

Source: American P!lychiattlc Ass.ociadon. 2013. 

when the amnesia is localized (American Psychiatric Association. 2013). Unlike the amnesic 
syndromes c.aused by neurological events. the capacity to learn new infonnation usuaJly 
remains intact (Maldonado. Butler. & Spiegel. 2002}. Suicide risk is elevated in amnestic 
patients. especial ly as the condjtion remits and memory returns. Common co-occurring 
disorders include conversion disorder. depressive disorders. J)TSO. and personality d isordc.rs 
(American Psychiatric Association. 2013). 

1'ypically. the onset of d issociative. amnesia is sudden. although it may be delayed from 
the precipitatingstressor. ~Ote course of dissociative amnesia is variable. with most patients 
spontaneously recovering. while others develop a rnorc chronic amnesia. Chronic cases may 
persist for decades and tend to develop rnorc gradually. One review of25 such patienu found 
t1lat tJ-ic most common presentation was a selective. chronic loss of memory t1lat did not 
have a sudden onset (Coons & Milstein. 1992). The incidence in the popuJation is unknown. 
although reported cases of dissociative amnesia re.fating to previously forgotten chiJdhood 
traumas increased through the J990s (American Psychiatric Association. 2000). lt is not clear 
whether the increase can be a,;cribed to better identification of cases or to overdi¾,JTf!Osis 
among h ighly suggestible individuaJs.11lc DSM-5 notes that a small community study found 
an incidence of 1.8% (Arnerican J'>sychiatric Association. 2013). 

1hc '"with dissociative fugue'" specifier for disso• 
dative amnesia stipulates both memory impairment 
and sudden travel away from home or regular 
surroundings. Al tJ-ic same time. there is disruption 
of J>ersonal identity. so the person is uncertain about 
important personal information (including name. 

Can therapists inadvertently 
create false memories 

or alternate personalities 
in their client$? 

residence. or profession). An individual with dissociative fugue may wander for periods of 
time ranging from brief journeys (of il few hours or days) to several months over thousands 
of miles. Most often. the person in the fugue state docs not form a new identity: when that 
docs occur. it appears to include more outgoing and uninhibited traits than the original one 
(American Psychiatric Association. 2000). Sometimes. however, new identities can be quite 
e.~tcnsive. including assumption of a different name. a new residence. and involvement in 
new. complex social acti\'itics and functions. Amnesia associated with dissociatjve fugue 
can remain after the fugue state remits. Severe strcssors or overwhelming life events arc 
typical ly related to onset: offset is often hastened by removal from the stressful situation 
(Arneric.an Psychiatric Association. 20l3). 
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Causal Factors 
There is no clear evidence of genetic or biological influences in the development of the 
disorder. Most case reports and reviews have suggested that severe stressors or traumas 
trigger dissociative amnesia. Coons and Milstein (1992) 
found multiple stressful precipitants among tl1e cases 
they reviewed. Among precipitating stressors for fugue, 
the most common appear to be marital discord, financial 
and occupational problems, and war-related events 
(Maldonado et al., 2002). The psychoanalytic perspective 
presumes that the memory loss is the result of unconscious 
repression (rather than suppression) of the memory due to 
its tl1reatening or unacceptable content, thus" dissociating" 

the memory from the person. The behavioral perspective 
assumes (similarly) that the amnesia is in some way 
negatively reinforced as an avoidance or escape response. 

Treatment for Dissociative Amnesia Dissociative amnesia is a memory disorder characterized 

For years, the typical approaches to treating dissociative 
amnesia i11volved hypnosis or the drug sodium amytal, (also 

by extreme memory loss that is caused by extensive 
psychological stress rather than physical causes. (Sbutterstock) 

called amobarbital, a barbiturate derivative), together with free association, to uncover 
unconscious memories and bring them to the surface. Supportive therapy takes place i11 a 
safe environment, working to facilitate recall and provide reintegration of the dissociated 
memories. No careful studies of the effectiveness of these treatments for dissociative am11esia 
exist, however (Maldonado et al., 2002). 

Because people with dissociative disorders are quite suggestible, t l1ere is a risk that the 
memories recovered during therapy may be produced through iatrogenesis. In other words, 
a false or altered memory could be created, inadvertently, during the therapy process as 
the client and therapist interact. There have been several experimental demonstrations of 
induced false memories i11 both children and adults, showi11g that it is possible to get people 
to remember events that never happened (Loftus, 1997). Simply having people read a set of 
short articles that describe witnessing the "possession" of someone else caused subjects to 
rate this implausible event as more plausible and rendered them less certain that they had 
not experienced tl1e eve11t i11 childhood (Mazzoni, Loftus, & Kirsch, 2001). Results such as 
these suggest that iatrogenic false memories for clinically significant phenomena could be 
created rather easily. Indeed, there have now been legal cases involving clients who have 
accused their therapists of implanting false memories for the purpose of financial gain. One 
lawsuit involves a 41-year-old woman who claimed her tl1erapist used hyp11osis to implant 
false memories of rape, involvement in satanic cult rituals, and multiple personalities after 
she sought treatment originally for an eating disorder. Other women at the same treatment 
center have made similar allegations (Caron, 2011). At the same time, there is strong criticism 
about the validity of the concept of repressed memory, which some consider illusionary 
(Bonanno, 2006). The heated debate, which in part is an argument about the foundations 
of psychoanalytic theory, continues to be very active, with defenders of the notion insisting 
that repression is a valid concept and others claiming that the empirical evidence shows that 
trauma, in general, enhances memory (Rofe, 2008). 

7.3b Dissociative Identity Disorder 
Dissociative identity disorder (DID), formerly called multiple personality disorder, is perhaps 
the most unusual of the dissociative disorders. Perhaps because its symptoms are so strange 
(see Table 7-7), it has also received the most attention in the literature and remains the most 
controversial. The diagnosis requires the presence of two or more distinct personalities 

Iatrogenesis 

The inadverte11t and 
avoidable indt1ction of 
a condition or disorder 
by a therapist during 
the treatment process 
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Table 7·7 Summary of DSM-5 Diagnostic Criteria for Dissociative Identity Disorder 

Person's 1dentily is disrupted by at least two di.slinct personalil)' states. often described as an 
experience of possession. Disruption involves notable discontinuity in sense of self and agency. 
along with related d1anges in behavior, memory. cognition. affe<..1:. consciousness. percept ion. 
and/or sensorimotor functioning. Person may report these symptoms/signs. or they may be 
witnesi.ed b)•others. 

Recurrmggap.1; in person's ability to remember importnnl persona) Information. everyday eo.,mts. 
and/or traumatic events 1n a Wll)' that is not cons•stent w1th ordinary forgelhng. 

Symptoms cannot be attributed lo lhe physiological effects of a substance (e.g .. blackouts or 
chaotic behavior while intoxicated byalcohoJ) or to another medical condition. such as complex 
partial seizures. 

Clin icaJly significant distress o r impairment of important areas of functioning {e.g... social. 
occupational) are experienced due to the S)rmptoms. 

Disturbance cannot he attributed to a nonnal part of a cultural or religious practice that is 
broadly accepted. Imaginary playmate$ or other fantasy play does not better explain a c:hi1d's 
S)'mptoms. 

Source: American Psychiatric Asi.ociaUon,2013. 

disrupting one's personal identity and sense of personal control (which may also be expc• 
ricnccd as being possessed by another person). For e.xamplc. sufferers rnay have a sense of 
observing strong emotions. actions. or speech taking place witl1out their control. Amnesia 
for some personal information is usually asymmetrical (tha t is. some alter egos apparently 
remember more than others). It may also include lapses jn rnemory for we.ll~lcarncd skills 

such as driving or reading. In add it.ion. dissociative 
fugue is common. and individuals mjght suddenly 

find themselves in a place w ith no recollection of 
traveling there. Most with the condition also develop 
J)TSD, and many other mental disorders (e.g.. dcprcs• 

Do some people really switch 
from one personality to another 

without remembering? 

sion, somatic symptom disordcrs.substancc,-re.lated disorders) are comOl'bid. Suicide r isk is 
significantly ele\1ated as well (American Psychiatric Association. 2013). Switching between 
personalitic-s may be triggered by strcssors and can occur in a matter of seconds or minutes. As 

personalities switch. the sufferer may take on a different tone of voice. a change in demeanor. 
or a different facial expression. The number of personalities may range from 2 to more than 
100. but in hair of the cases. the individual has lO or fC\..,·er identities (American Psychiatric 

,. 

Association. 2000). lmllOrtantly. certain diss.ociativc cxpcri• 
ences would not be included in the diagnosis. For example. 
children may commonly engage in fantasy activities with 
imaginary playmates. and this ,-.,ouJd not be considered an 

indication of DI 0. Similarly. some cultures practice spiri• 
tual or religious r ites that result in possession states among 
part icipants. Interestingly. according to the JJSM-5. ·the 
majority of possession states around the world arc normal" 
(American Psychiatric Association. 2013. p. 293). largely 
because they arc not unwanted or involuntary. 

Wilh di.ssociatiw identit y disorder. 11 pe rson displays multiple 
dis tinct iden tities or personalities. The d iagnosis requires 

In dissociative identity disorder. several years typically 
lapse between onset of first symptoms and d iagnosis. 'lhc 
course tends to be fluctuating and chronic. A review of 50 

cast!s of multiple personality disorder by Coons. Bowman. 
and Milstein (1988) round that most were women who 
displayed depression. had made suicide attempts. and 
carried a history of sexual abuse. Other co-occurring 
symptoms included headaches and conversion symptoms. 

a l lea.st two pe rsonalities that. routinely take cont ro l o f the 
individual's beh avio r with nn associated memory loss. and 
symptoms canno t be due to effects o f d rug u.se o r a mL>d 1cal 
condition. (iStnc.kl 
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According to the DSM-IV, DID is much more commonly diagnosed in women than men, by 
a ratio of 9:1 or more. Women also tend to display more personalities than males (American 
Psychiatric Association, 2000). In contrast, the DSM-5 is more cautious about sex ratios, noting 
that although females witl1 DID do predominate in adult clinical settings, males are less 
likely to acknowledge a background of trauma and 1nay thus be underdiagnosed (American 
Psychiatric Association, 2013). A recent estimate of prevalence in a city in central Turkey 
indicated it affects 1.1 % of the fe1nale population (Sar, Akyiiz, & Dogan, 2007). There has been 
a sharp rise in incidence over the past few decades, increasing from a few hundred cases 
worldwide before the 1970s to more than 40,000 in North America alone by the mid-1990s. 
This explosive increase corresponds to increased public interest in popular portrayals of the 
co11dition in books and films such as The Three Faces of Eve and Sybil (Lilienfeld et al., 1999). 
T11ere is much controversy about whether the increase is due to improved diagnostic practice 
or to overdiagnosis of suggestible people. 

Although the extreme dissociation characteristic of this disorder is unusual, the basic 
tendency to have two or more conflicting "selves" is familiar to most of us. One 1nay be quite a 
different person at a beer party, at church, and at a political demonstration. Many of us have 
experienced, in the process of growing up, a conflict between the conforming, restrained, 
"good" self on the one hand and the nonconforming, rebellious, "acting out" self on the other 

hand. This particular kind of split is fairly con1mon in multiple personalities: one may be more 
passive, while others are more hostile and controlling. Most often, it is the "host" personality 
that presents for treatment. 

There have been reports that the various personalities in DID 
show physiological variations consistent with being "different" 
people. For example, handedness may change; some alter egos may 
need eyeglasses, while others do not; and some manifest differe11t 
EEG profiles in neurological assessments. However, the diagnostic 
value of these observations is unclear. For example, Putnam (1984) 
found that EEG differences in DID patients during personality 
switching were greater than those produced by stimulating subjects. 
In contrast, Coons, Milstein, and Marley (1982) found that a person 
who was role-playing multiple personality disorder was able to 
produce EEG differences across roles larger than those produced 
by two DID patients, leading to the conclusion that the EEG data 
reflect intensity of concentration and mood changes rather than any 
inherent brain differences. The ability to effectively simulate DID, even 
to produce different EEG profiles as a result, underlines the difficulty 
of accurate diagnosis. 
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Symptoms of DID can also be evoked by common interview and 
therapy techniques. Spanos, Weekes, and Bertrand (1985) reported 
that they were able to create different personality presentations 
among college students by using the prevailing methods for DID 
treatment. Following brief hypnotic induction, the students were 
then given an interview that was almost identical to the one used to 
interview the "Hillside Strangler," Kennetl1 Bianchi, after his arrest for 

murder (Bianchi attempted to claim DID in l1is defense). Subjects in 
the experimental group displayed several symptoms of DID, including 
personalities with different behaviors and opposite tastes. 

Sally Field (right) starred in the 1967 film Sybil, based 
on a book by Flora Rheta Schreiber. The movie 
dramatizes the life of a shy young graduate student, 
Sybil Dorsett (i11 real life, Shirley Ardell Mason), 
suffe1ing from dissociative identity disorder as a 
result of tl1e psychological trauma she suffered as a 
child. (\,Vikimedia Con1111ons/Public Domain) 
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Improve your test 
scores. Practice quizzes 
are available at 
www.BVTLab.com. 

Causal Factors 
Very little information about DID comes from sources other than self-report, and there 
have been no controlled studies on etiology. Twin studies have not produced evidence of 
heritability, although there have been reports that DID runs in families (American Psychiatric 
Association, 2000). Any genetic mechanism is unclear. Coons and his colleagues (1988) found 
no significant neurological or EEG abnormalities among 50 DID patients, suggesting there 
was no evidence of underlying brain etiology. Co-occurring disorders may influence the 
development of dissociative symptoms. DID is known to associate with substance abuse and 
with borderline personality disorder {Dell, 1998). 

People with DID frequently report histories of childhood physical and sexual abuse, 
and these events are generally considered central to the etiology of the disorder, as well as 
responsible for the gender differences in incidence. Abuse histories are reported in 70%-97% of 
DID patients, with incest cited most commonly (Maldonado et al., 2002). Similarities between 
DID and PTSD have been noted by many, leading to a view that DID is a particular subtype of 
PTSD caused by severe abuse (e.g., Dell, 1998). Presumably, the individual emotionally escapes 
the abusive situation by dissociating. This perspective is perhaps the most widely held view 
on DID at present. Dalenberg a11d colleagues (2012) a11alyzed the professional literature on 
DID and concluded that the evidence strongly favors a model that trauma causes dissociation. 

The ability of normal people to produce apparently different personality characteristics 
as a result of hypnosis or suggestion, together with the malleability of memory and the 
controversies of recovered n1emories, led Spanos (1994) to propose a sociocog11itive model of 
dissociation and multiple personality. Within this view, multiplicity is an expectancy-guided 
and rule-governed display that develops iatrogenically when a suggestible person learns to 
adapt and enact multiple roles that are inadvertently suggested by therapists and clinicians. 
Demand cl1aracteristics play a strong role. As Kanter, Kolen berg, and Loftus (2002, p. 5) noted: 
''A therapist who believes it is possible for multiple personalities to exist within the skin of 
a single individual 1nay be likely to view inconsistency in behavior as evidence of 1nultiple 
personalities" and may subsequently selectively reinforce client behaviors that support that 
perspective. As a rule-governed social construction, trawnatic experiences are not necessary 
for the occurrence of multiple personalities, which are established, shaped, legitimized, and 
1naintained through social interaction between patient and therapist. This model would 
suggest that symptoms of multiple personality tend to develop after {rather than before) 
contact with tl1erapists a11d that DID would increase in incidence as a function of the extent 
to which therapists become familiar with the diagnosis. Both of these arguments receive 
support in a careful reanalysis of the Spanos model by Lilienfeld and his colleagues (1999), 

who concluded that an iatrogenic model of DID is consistent with most currently available 
information on the disorder. In response to the positive assessment of the trauma model noted 
previously (Dalenberg et al., 2012), Lynn and colleagues (2014) pointed out that inadequate 
1nethodologies and small trauma-dissociation correlations in the published literature on 
DID do not provide strong empirical support. They proposed abandoning the century
old, simple trauma-dissociation model and instead called for recognizing dissociation as 
a condition produced by several complex variables, including iatrogenesis, suggestibility, 
fantasy proneness, cognitive failures, neurological deficits, and stress responses that may 
be triggered by traumatic events. 

Treatment for Dissociative Identity Disorder 
The process of treatment in DID involves a therapeutic relationship of trust and cooperation, 
an understanding of the network of alter egos, treatment for the trauma, and work toward 
reintegrating the different personalities ( often a type of conflict resolution between the 
different alters). Hypnosis is common, as is social support and involvement in social networks 
{Maldonado et al., 2002). Many different techniques have been employed, including individual 



Somatic Symptom and Dissociative Disorders 

and group psychotherapies. marital therapies. family therapies. rncdications (incJuding 
antidepressants. antipsychotics. tranquilizers. and anticonvuls.ants). and clcctroconvulsivc 
therapy. However. no well-controlled efficacy studies are available for DID treatment. either 
with pharmacotherapy or psychotherapy. 

7.3c Depersonalization/Derealization Disorder 
Ocpersonalization/dereaJization disorder involves the fee.lings of detachment or separation 
from one·s self or of feeling as though objects and individuals in the surrounding environment 
were unreal. Sometimes. this is experienced as ifin a dreamlike state or as if floating above 
or observing one ·s self from the outside. lllesc feelings arc relatively common. and many 
people have experienced them transientJy, perhaps in times of fatigue or as an aspect of 
religious or meditative practices. In fact. the JJSAt~S estimates that half of all adults have 
experienced the sensation (American Psychiatric Association. 2013). In depersonalization/ 
derealization disorder. such feelings arc persistent or recurrent. cause marked distress, and 
are associated with impairment in daily functioning. A ffcctcd people may feel as if they arc 
autornatons or as if they arc living in a movie. Nonetheless, they do not lose contact with 
reality by concluding such sensations arc literally true. 

Transient depersonalization symptoms occur in many people exposed to life-threatening 
situations and can be associated with several other conditions such as PTSD and panic 
attacks. Lifetime prevalence of depersonalization is about 2% (American Psychiatric 
Association. 2013). Average age of onset appears to be 
around age 16, and onset is rare after age 25. The episodes 
may be very brief or may last for years. Most often.symptoms 
are described as surroundings seeming unreal. as though 
looking through a fog or having the body detached from 
the person (Simeon. Knutelska, Nelson. & GuraJnik. 2003). 
Sufferers sometimes interpret their symptoms as evidence 
of"goingcrazy.~ The course tends to be chronic and worsens 
under stressful situations. AJthough the DSM-IV reported 
that it was diagnosed twice as often among females as 
among males (American Psychiatric Association, 2000). the 
DSM-Sclaims that the maJc-•to-fcmalc ratio is 1:1 (American 
Psychiatric Association. 2013). 

Causal Factors 
(Sh111m,tod:l 

'111c cause or causes of depersonalization disorder arc unknown. although theories have 
ranged from the completely physiological to the completely psychological (Maldonado 
ct al.. 2002). 'There are no data on familial or genetic influences at this time. Simeon and 
his colleagues (2003) reported that immediate precipitants among 117 re.viewed cases of 
depersonalization disorder included severe stress, panic, dcpre.,;sion. and drug use. According 
to Maldonado and his colleagues (2002, p. 47l). ~exposure to traumatic experiences seems 
to be the common etiological factor in this disorder.H The DSM-5 notes that there is a clear 
connection between the disorder and childhood interpersonal trauma for most individuals. 
although sexual abuse is less reliably associated than in the case of DID (American Psychiatric 
Association. 201:~}. 

Treatment of Depersonalizat,on Disorder 
No controlled studies have addressed the treatment of depersonalization disorder. SSRls do 
not appear to be more effective than placebos in trcatingdepcrsonaJization disorder. although 
in a small, uncontrolled triaJ. the opiate receptor site blocker naltrcxonc was associated with 
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a 30% improvem ent in symptoms (Simeon & Knutelska, 2005). Hypnosis and a variety of 
psychotherapies have been employed in individual cases, but as yet no solid data on relative 
effectiveness of tl1ese treatments are available (Maldonado et al., 2002). 

The remaining dissociative disorder categories are other specified dissociative disorder 

and unspecified dissociative disorder. They are used for subthreshold dissociative conditions 
in which symptoms may be milder or more acute or for which the dissociative conditions 
l1ave not bee11 described elsewhere. For example, ''identity disturbance due to prolonged and 
intense coercive persuasion" may describe conditions in which people change or question 
their identity as a result of torture, indoctrination, or brainwashing. Another example is 
dissociative trance, involving profound unresponsiveness and loss of awareness of the 
immediate surroundings. In this state, individuals seem insensitive to environmental 
stimuli and may temporarily seem paralyzed or unconscious. Religious or cultural practices 
that produce tra11ce states would not b e considered symptoms (A1nerican Psychiatric 
Association, 2013). 

7.4 A Concluding Comment 
The somatic sy1npto1n disorders and dissociative disorders attempt to classify a diverse set 
of troubling conditions that are particularly difficult to distinguish from malingering and 
factitious disorder and that overlap frequently with other types of mental disorders. Many 
people have combinations of anxiety, depressive, somatoform, and dissociative concerns, and 
their conditions may not be easily classified among the disorders considered l1ere. At the same 
time, the very unusual and interesting nature of these disorders guarantees continued clinical 
interest into their development and their treatment. The changes in these areas wrought by 
the DSM-5 will be tested in broad practice application and clinical research in the coming 
years to see if both reliability and validity of these diagnoses have improved in real terms. 



Chapter Review 
TO SUM UP ... 

• People sometimes simulate or intentionally produce false psychological or 
physical symptoms. \¥hen this is done for personal gain. the fraudulent act is 
called malingering. When it is done for no apparent incentive or gain. factitious 
rusorder may be diagnosed. 

• Somatic symptom disorders involve the development of bodily symptoms that 
cause excessive distress or impair1ncnt. 

• Dissociative disorders arc disturbances of consciousness. memory. and identity. 

• Both the somatic symptom: disorders and dissociative classifications suffered, 
historically. from low diagnostic reliability. ln addition. they may be difficult to 
distinguish from symptoms that arc intentionally produced. DSM.~5 revisions in 
these categories were significant. 

• 111ere is limited evidence for a hereditary contribution to somatic symptom 
disorders and dissociative disorders. 

• Specific stressful experiences arc present. either currently or in the recent 
past. in many cases of somatic symptom disorders and dissociative disorders. 
Coexisting anxiety and depressive disorders arc frequently present as well. 

• Very few controlled evaluations have been conducted regarding the c.ffcctiveness 
of different tre.atn1cnts for these disorders. Available evidence indicates that 
selective serotonin rcuptake inhibitors and cognitive .. bchavior therapy arc more 

useful for somatic symptom disorders than for dissociative disorders. 

KEY TERMS 
Aphonia 171 

Conversion 171 

Generalized amnesia 1n 

latrogenesis 179 

Local.ized amnesia 177 

~'lalingcring 165 

Mirror neuron 172 

Munchauscn syndrome 166 

Parurcsis 176 

Pscudocyesis 176 

Psychogenic 169 

Sclectiveamncsia 177 
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QUESTIONS FOR STUDY 
• Ocs.cribc the differences bct,..,cen malingering. factitious disorder. and 

conversion disorder. Support your discussion with examples of each type of 
classification. 

• Discuss the rationaJe behind two treatment approaches for conversion disorder. 

• Dissociative identity disorder is particularly fascinating and controversial. 
Identify two possible explanations for t he development of this disorder and the 
empirical evidence for each explanation. 

• Discuss the association between PTSO and the dissoc.iativc disorders. 

POP QUIZ 
I. Luke was facing 20 years to life for his latest armed robbery. Although he never 

suffered from a psychiatric disorder in hi9: life, he told tJ1c psychiatrist that he was 
hearing voic~ that told him to rob other people. 'This would best be described as 

A. conversion disorder 

B. factitious disorder 

C. malingering 

0. iatrogcnicdisordcr 

2. laura has a tenden cy to invent or exaggerate her symptoms for no obvious 
motive or reason, apart from playing sick. She would be diagnosed with 

A. conversion disorder 

B. factitious disorder 

C. dissociative identit)• disorder 
0. malingering 

3. All except which of the following arc catc.gorizcd as DSM4 5 somatic symptom 
disorders? 
A. conversion disorder 

B. body dysmorphic disorder 

C. illness anxiety disorder 

0. pseudocycsis 

4. Which disorder has an equal rnale~fcmalc sex ratio? 

A. illness anxiety disorder 

B. dissociative identity disorder 

C. somatic symptom disorder 

D. dissociative amnesia 



5. Nearly constant and distressing pain would most likely occur in------· 

A. conversion disorder 

B. somatic symptom disorder 

C. illness anxiety disorder 

D. hypochondriasis 

6. Which of the following is not a conversion symptom? 

A. amnesia 

B. co11vulsio11s 

C. paralysis 

D. deaf11ess 

7. Somatic symptom disorder can be typed as ------· 

A. symptomatic or asymptomatic 

B. chronic or acute 

C. mild, moderate, severe 

D. care-seeking type or care-avoiding type 

8. ______ involves a preoccupation with the fear that one has a serious 
disease, based on a misinterpretation of body symptoms. 

A. Illness anxiety disorder 

B. Conversion disorder 

C. Pain disorder 

D. Somatic sy1nptom disorder 

9. Depersonalization or derealization symptoms have been experienced by what 
percentage of the U.S. population? 

A. 5% 

B. 10% 

C. 25% 

D. 50% 

10. People who suffer from conversion disorder also commonly suffer from all 
except which of the following? 

A. depression 

B. anxiety 

C. somatic symptom disorder 

D. alcohol use disorder 

11. Dissociative identity disorder may be related to------· 

A. PTSD 

B. generalized anxiety disorder 

C. body dysmorphic disorder 

D. conversion disorder 
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12. After seeing his best friend shot and killed, Tom suffered a loss of memory for 
some but not all events during that particular period of time. This is known as 

------· 
A. generalized amnesia 

B. localized an1nesia 

C. selective amnesia 

D. declarative amnesia 

13. Empirical evidence shows that trauma, in general, _____ _, which is a 

major issue in regards to the validity of the concept of repressed m emory. 

A. has 110 effect on memory 

B. contributes to memory loss 

C. impairs memory 

D. enhances memory 

14. Which disorder appears to be rarest? 

A. illness anxiety disorder 

B. conversion disorder 

C. somatic symptom disorder 

D. depersonalization/derealization disorder 

15. While Jack did not lose contact with reality, he did feel a recurrent feeling of 
detachment or separation from his body, sort of like watching himself in a 
movie. This is known as _____ _ 

A. amnesia 

B. depersonalization 

C. 
. 

conversion 

D. trance 

Additional study resources are available at www.BVTLab.com. 
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The mental disorders discussed in earlier chapters describe conditions that seem 
to intrude on a person's normal functioning-that is, we can talk about them as a 

change in behavior, which perhaps had an onset triggered by severe stressors or traumas or 
which began more gradually and grew worse as a preoccupation witl1 illness or contamination 
intensified. Sometimes, the clinical symptoms are more evident in particular settings or circumstances, such as 
high places or social situations. 

For some people, their behavior creates problems for themselves or others across many different situations, at 
many different times, because their dysfunctional actions seem to be characteristic of how they move through 

Are personality disorders 
different from other 

mental disorders? 

life. These stable patterns of behaving and thinking have been fairly 
consistent throughout their lives, traceable back to adolescence or perhaps 
childhood. To acquaintances, these consistent tendencies and tl1e problems 
they cause seem to be "the way a person is" at some fundamental level of 

personal identity. 

The DSM-III introduced the notion of separating those disorders that represent changes in a person's fu11ctioning from 
those dysfunctions that have been consistently problematic throughout adult life. Its multi axial system identified the 
former as Axis I disorders and the latter as Axis II disorders. The placement of personality disorders on Axis II was 
a recognition that, in some ways, disturbances of personality are different from other mental disorders. Although 
Axis I and Axis II distinctions were abandoned in the DSM-5, personality disorders conti11ue to prese11t particular 
challenges for botl1 diagnosis and treatment. 

8.1 The Concept of Personality 
It's i1nportant to recognize that personality is not a "thing" but rather a way of acting and 
thinking. As a hypothetical explanatory or descriptive construct within psychology, it has a 
long and co11troversial l1istory. Traditional models have te11ded to assume that personality 
reflects some sort of internal structure that causes (and thus explains) behavior, while 
behavioral models assume that personality is fundamentally a learned ability to make 
observations about oneself (Phelps, 2015). Although disputes remain, there is some general 
consensus among psychologists that individuals tend to develop broadly characteristic 
ways of viewing and organizing their world, of interacting with others, and of coping with 
challenges; these approaches to the world tend to become more stable and predictable as 
people grow from childhood to adolescence to adulthood. This stable and enduring pattern 
of relating to oneself and to the ,-vorld l1as been referred to as the i11dividual's personality. 

8.1a Assessments of Personality 
Psychologists have created several techniques for p ersonality assessment. As described in 
Chapter 4, projective techniques use vague or unstructured items that are presented to the 
examinee, who tl1en engages the items to identify a picture, tell a story, con1plete a drawing or 
a sentence, or in some other way respond to the stimuli. The assumption of projective testing 
is that an individual will, often symbolically, project (in the sense of the Freudian defense of 
projection) important aspects of personality into his or her response. 

Personality 

The stable and 
enduring pattern of 
relati11g to 011eself and 
to the world 
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Phrenologist 

011e wl10 attempts to 
describe personality by 
feel ing the bumps 011 a 
person's skull 

Factor analysis 

Mathematical 
technique to analyze a 
matrix of correlations 
to reduce dimensions 
and identify factors 
tl1at may simplify the 
relationships 

Psychometrician 

One who stt1dies 
the measurement, 
assessment, and 
testing of psychological 
attributes 

Nenroticism 

Perso11ality factor 
associated with the 
tende11cy to experience 
negative emotions 

Extroversion 

Personality factor 
associated with the 
tendency to be outgoing 
or socially gregarious 

Psychoticism 

Personality factor 
associated with tl1e 
tende11cy to sl1ow 
aggressiveness and 
interpersonal hostility 

Big Five 

Din1ensional 111odel 
of personality that 
emphasizes the mixture 
of five main factors: 
open11ess to experience, 
conscientiousness, 
extroversion, 
agreeableness, and 
neuroticism 

Openness to 
• experience 

Personality factor 
associated with a 
tendency to show 
imagi11ativeness, 
independence,and 
preference for variety 

Trait theorists assume tl1at perso11ality is made of a 
collection of psychological traits, such as kindness or depend
ability, which can be ide11tified and measured. In this view, a 
person may or may not possess the trait of honesty, for exam
ple, and that information allows some prediction of what that 
person might do in the future. The phrenologists attempted 
to assess traits by feeling the location of bumps 011 the skull, 
which purportedly revealed physical evidence of their pres
ence. Later approaches began measuring traits by a series of 
questions, and the findings were combined into large collec
tions called personality inventories (see Chapter 4). 

Factor analysis developed from mathematical attempts 
to tease apart the responses given in intelligence testing, and 
the procedure was soon applied to personality inventories as 
well. Psychometricians look for clusters of intercorrelated 
items within the tests to identify personality factors. Those 
clusters are then assumed to reveal information about the 
underlying foundational tendencies tl1at make up personality. 
There is no rule about l1ow many factors should be ide11tified; 
it is mathematically possible to extract several different factor 
structures from any set of data (Gould, 1981). However, the 
utility of factor analysis is in the reduction of complexity it 
may provide. If responses to 100 different questions can be 
categorized into three or four clusters without too much loss 
of information, t hen the procedure may be useful. In other 
words, the value of identifying personality factors rests in 
how much variability in test scores each factor "captures" 

(iStock) or explains. Over the past 50 years, several factorial models 
of p ersonality have been proposed, each with support from 

factor analysis. Eysenck and Eysenck (1969) summarized a three-factor model, arguing that 
personality consisted of various amounts of neuroticism (the tendency to experience negative 
emotions), extroversion (outgoingness an d social gregariousness), and psychoticism 
(anger and aggression); they constructed the Eysenck Personality Inventory to assess the 
three factors. Cattell used factor 
analysis to construct a 16-factor 
model of personality a11d devised 
the 16 Personality Factors {16-PF) 

questionnaire to m easure them 
(Cattell & Stice, 1957). At present, 
tl1e model endorsed by most 
psychometricia ns is a five-factor 
model, often called the Big Five, in 
which the important components 
are openness to experience, 
conscientiousness, extroversion, 
agreeableness, and neuroticism 
(Mccrae & Costa, 1987). Debate 
about precisely what those factors 
measure continues. However, 

Extroversion means outgoingness and social 
gregariousness. (iStock) 

within this perspective, personality consists of the relative degree to which each of these 
five tendencies is expressed. 



8.1 b Categories or Dimensions? 
The DSM-5 is a categorical system of classification. It lists 10 primary categories of personality 
disorders, and a perso11 qualifies for a diagnosis depending on how many diagnostic criteria 
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are m et according to tl1e diagnostician's judgm ent. For 
example, a history of criminal activity and interpersonal 
exploitativeness, including at least three of seven criteria 
involving violations of the rights of others or impulsive 
and reckless activities, might qualify som eone for a 
diagnosis of antisocial p ersonality disorder within the 
categorical model. However, the factors presumed to 
underlie personality are dimensional in structure-that 
is, people are not either extroverted or introverted but can 
act in either or both ways to various degrees, depending on 
circumstances. Using a scale of Oto 10, people might locate 
themselves along the extroversion- introversion di1nension 
by a score of 2 or 6, for example. Within a dimensional 
model, certain combinations across the factor dimensions, 
such as high extroversion and low conscientiousness and 
agreeableness, would describe a11tisocial personality. 

Those who are described as introverted t e11d to prefer solitude 
or small social groups rather than large social gatherings and 
seem more interested in their own thougl1ts and feelings than 
in tl1e world around them. (Shutterstock) 

8.1c Classifying Personality Disorders 
Distinguishing normal personality from disordered personality may be a. complex process. 
Certainly, the assessment requires accurate information about a person's long-term cognitive 
and behavioral patterns across m any different circumstances and situations. Even if 
disturbed p ersonalities can be reliably distinguished from the variations of normal ones, 
the indications of a possible characterological disorder must be separated from distress or 
impairment that can be explained by another long-standing condition . Depression, anxiety, 
or more immediately obvious symptoms such as delusional t hinking can occur in tl1e context 
of certain personality disorders, even in the absence of any other diagnosis. Therefore, a 
clinician must decide if a chronic depressive state is best described by a personality disorder 
or some other alternative (e.g., dysthymic disorder). The basic criteria for deciding whether 
a personality disorder exists are described in Table 8-1. 

Table 8-1 Summary of DSM-5 General Diagnostic Criteria for a 

Personality Disorder 

• A notable and enduring deviation in a person's inner experience and behavior that does not 
conform to the expectations of a person's culture. The deviant pattern manifests in at least two of 
the following areas: 

- Impulse control 
- Cognition [ways of perceiving or interpreting people, events, and self] 
-Interpersonal functioning 

- Affectivity [intensity, appropriateness, and range of emotional response] 

• Pattern is stable and long-lasting. Onset can be traced to at least adolescence or early childhood. 

• Significant distress or impairment of important areas of functioning (e.g., social, occupational) 
are experienced due to this pattern. 

• Pattern is inflexible and pervasive over a wide range of personal a11d social situations. 

• A manifestation or consequence of another mental disorder does not better account for tl1is 
enduring pattern. 

• Ongoing patter11 cannot be attribtited to the direct physiological effects of a substance (e.g., 
medication or drug of abuse) or to a general medical condition, such as a head trauma. 

Source: American Psychiatric Association, 2013. 

Conscientiousness 

Personality factor 
associated with 
a te11dency to lJe 
organized, self
disciplined, and 
responsible 

Agreeableness 

Personality factor 
associated with 
a te11dency to be 
caring, helpful. and 
cooperative 
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In the DSM•5, personality disorders are enduring and inflexible patterns that cause 
distress either for the person or for other people. They involve disturbances in a combination 
of areas of global functioning- including mood. cognition, social interactions. and control 
of impuJses- which arc apparent across many different situations and cannot be better 
explained by a medical condition, the cffc.cts of a substance, or another mental disorder. 
11,ey arc long•sta.nding conditions that can be traced back. if not to childhood patterns. at 
IM.st to adolescence or early adulthood. 

1·hc process of diagnosing personality disorders is made rn.ore challenging by certain 
complications that may not be present in other diagnoses. For example. some personality• 
disordered individuals arc not particularly bothered by their own personality patterns, which 
likely causes rnore distress for others. 1hey may not seek. accept. or cooperate with clinical 
involvement. In other personality disorders. exaggeration of symptoms is among the defining 
features. obviously complicating the task of accurate diagnosis. 

It is common for people in treatment to have two or more disorders concurrently. and these 
may i oteract in complex ways that contribute to the severity of each. In addition. there are 
significant overlaps among the symptoms of the 10 DSM-5 personality d b;orders, so that mixed 
types and/or comorbid personality disorder diagnoses are frequent. In fact. Zirnmerman. 
Rothschild. and Chelminski (2005) used a structured interview for DSM".{Vpc.rsonality 

disorders to assess 859 patients and found that. whenever the diagnostic criteria for one 
personality disorder were met, the majority of patients were diagnosed with more than one. 

As might be expected from these issues. reliability problems have plagued the personality 
disorder classi fications.1he DSM-Ill reliability field trials found kappa values of .56 and .65 
across the t\'lo phases (American Psychiatric Association, 1980). Even lower values were found 
in the /CIJ ... JO field trials more than a decade later when reliability wa.,; .47 for personality 

disorders as a group. with on ly .12 for histrionic personality disorder and .33 for dependent 
personality disorder (Sartorius ct al .. 1993). 11,e DSM-5 field trials found the reliability for 
borderline personality disorder to be -questionable" at .36. while the even lm-.·er .31 for 

ohsessive~compulsivc personality d isorder was based on too few subjects to be considered 
an accurate estimate (Regier ct al.. 2013). Such poor 
levels of diagnostic reliability raise serious questions 
about the value of these c lassifications within the 
DSA1 system. a point to which we shall return later. 

Another diagnostic consideration involves the 

Can someone have more than 
one personality disorder? Can 
the disorders mix together? 

increasing tendency to apply these d iagnoses to adolescents. Although many psychologists 
have argued that infant temperaments and early childhood events form the structure oflater 
adult personality. rnost psychologists assume tbat the pc.rvasive patterns of thought and 
behavior that are called personalities develop graduaUy as individuals mature. Strictly speak• 
ing. the DSM~5requires onset of most personality disorders by early adu lthood. but it docs 
not rule out use of these labe.ls beforehand. In the relatively rare instances in which a child 

or adolescent under the age of 18 is diagnosed with a personality disordc.r. the problernatic 
features must have persisted for at least a year (Americ.an J)sychiatric. Association. 2013). One 

c.xamination of the application of personality diagnoses in adolescents. ages 14---JS. found 
an ovcrdiagnosis of antisocial and avoid ant personality disorders when the DSM4 fV criteria 
were applied to that age group (\Ve.,tcn. Shed lcr. Durrett. Glass. & Martens. 2003). 

Personality disorders appear to be very common among the mental health population. 
Nearly a third of the patients interviewed by Zimmerman and h is colleague$ (2005) met the 
criteria for at least one personality disorder: and when the ·personality disorder not otherwise 
specified"' category was included, the rate increased to almost haJf of the group. The incidence 
in the general population of any pcrsonaJitydisordcr was recently estimated at just over 9%. 

based on a subsample of the National Comorbidity Survey Replication (Lcnzcnwegcr, Lane. 
Loranger. & Kc,,sler. 2007). 

Recognizing the overlap of pcrsonalitydist)rders around certain symptom typologies. the 
/)SM.sloosclyorganizes the JO djsorders into three dusters. '£he personality disorders within 



Cluster A (paranoid. schizoid. schizotypal) tend to present symptoms thatob.o;crvers consider 
odd or eccentric. ~l'hose within Cluster B (antisociaJ. borderline. histrionic. narcissistic) arc 
associated with dramatic. emotional. and erratic symptoms. In Cluster C disorders (avoidant. 
dependent, obsessivc .. compuJsivc). people present symptoms that generally appear avoid ant 
or fearful.1he DSM-5 cautions that this clustering system, Mal though useful in some research 
and educational situations. has serious limitations and has not been consistcntlyvalidated M 

(American Psychiatric Association. 2013, p. 646).1-he terms arc used here for simplifying the 
presentation: but. as we will sec. ongoing research continues to recognize those limitations. 

8.1d Treating Personality Disorders 
By their chronicity. stability, and involvement in several life areas. personality disorders are 
difficult to treat. As mentioned earlier. many people with these disorders resist or refuse 
treatment or disagree with the need for change: they 
rnay enter therapy only because of social or legal 
coercion (Meyer & Deitsch. 1996). They may also 
sabotage therapy. SociaJ relationships arc usually 
severely disrupted. and often the characteristics 

Do men and women 
tend to have different 
personality disorders? 

that produce interpersonal difficulties also interfere with the c.licnt .. therapist connect.ion. 
Much effort is required to forge a therapeutic relationship, and dinicians are frequently 
confronted with boundary concerns and transference and countertransfcre.nce issues. 

111c complex combinations of overlapping personality disorders and other disorders provide 
unjque tl'eatment challenge.,;. Cornorbidity is quite common: Up to50% of patients witJ1 either 
schizotypal personality disorder or borderline personality 
disorder aJso meet the criteria for a depressive disorder 
(Koenigsberg. Woo .. Ming, & Siever. 2002). Usually. the 
presence of a personality disorder is associated with poorer 
outcome of treatment for the comorbid condition. although 
this is not invariably true (Crits•Christoph & Barber. 2002: 
Levenson. \,Vallace. Fournier. Rucci. & Frank. 2012). 

Personality Disorders 

In many cases. treatment is directed at parbcular 
deficits or symptoms rather than any underlying 
cond ition. Psychological interventions may be long 
term and often include either maritaJ or family therapy 
(Mei•er & Deitsch. 1996) to address social dysfunction. 
Pharmacological inter,•cntions for personality disorders 
may be tailored to specific signs of depression. anxiety. 
impulsivity, or panic. guided by symptom pt'esentation. 
Overall. Cluster A symptoms appear to be best treated 
with atypical antipsychotic drugs. whereas SSR ls arc 
most readily prescribed for those in Clusters B and C 

Many people wilh persunaJity disorders resist o r refuse 
treatment o r d isagree wilh the need for change: they may 
enter therapy only because of socinJ or legal coercion. When 
they do begin regular treatment sessions. thl:y may sabotage 
their ow11 therapy. (iStockl 

(Grossman. 2004). In general. there has been very little controlled research on the relative 
effectiveness of treatments for personality disorders. with the few exceptions noted below. 

8.2 Cluster A Personality Disorders 
Cluster A pcrsonaHty disorders involve symptoms that arc de-sc.ribed as odd or eccentric. 
Normally. these symptoms arc not of sufficient. intensity to include delusions and 
hallucinations: however. when individuals arc under sufficient stress. brief psychotic states 
(ranging from minutes to hours) rnay occur. 'Otcse disorders invariably involve restriction of 
social connect.ion witJ1 others. Lenzcnwcgcr and his coUcagues (2007) estimated that 5.7% 
of the population meets the criteria for at least one Cluster A diagnosis. An overview of the 
personality d isorders included in Cluster A is shown in Table 8·2. 
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Table 8-2 DSM-5 Cluster A Personality Disorders 

Disorder 

Paranoid personality 
disorder 

Schizoid personality 
disorder 

Schizotypal personality 
disorder 

Key Descriptions 

Pervasive distrust and 
susp1c1ousness 

Pervasive social detachment, 
e1notional restriction 

Pervasive social and interpersonal 
deficits, witl1 cognitive or perceptual 
distortions and eccentric behavior 

Source: A1nerican Psychiatric Association, 2013. 

8.2a Paranoid Personality Disorder 

Sex Ratio 

More common among 
males 

Slightly more co1nmon 
among males 

Slightly more common 
among males 

People who display pa ranoid personality disorder (see DSM-5: Diagnostic Criteria for 
Paranoid Perso11ality Disorder) a re distrustful and suspicious and expect others to take 
advantage of them in nearly all circumstances. They do not show a sense of humor and 
rarely relax or let down their guard in social situations. They take offense readily and hold 
grudges easily for some unintentional slight that 
they have interpreted as malevolent. Others may 
describe them as angry, litigious, hostile, stubborn, 
or sarcastic. These characteristics help keep them 
isolated from others; t ypically, they have few or no 
close friends or confidants. 

How do personality disorders 
begin, and can they be treated 

effectively? 

Jealousy and envy, together with an excessive view of one's own self-importance, are 
characteristic of paranoid persons. The paranoid pattern of interacting with others may be 
traceable to childhood but must begin by early adulthood for the diagnosis. During periods 
of stress, those with paranoid personality disorder sometimes experience brief psychotic 
episodes. Co-occurring disorders often include major depressive disorder, agoraphobia, 
obsessive-compulsive disorder, and substance disorders. National surveys have estimated 
the prevalence of paranoid personality disorder at between 2.3% and 4.4% of the general 
population. Paranoid personality disorder is more commonly diagnosed among males 
(American Psychiatric Association, 2013). 

Diagnostic Criteria for Paranoid Personality Disorder 

301.0 (F60.0) Paranoid Personality Disorder 

A. A pervasive distrust and suspiciousness of others such tl1at their motives are interpreted as 
malevolent, beginning by early adulthood and present in a variety of contexts, as indicated by 
four ( or more) of the followin g: 

1. Suspects, without sufficient basis, that others are exploiting, harming, or deceiving llim or her. 

2. Is preoccupied with unjustified doubts about the loyalty or trustworthiness of frie11ds or 
associates. 

3. Is reluctant to co11fide in otl1ers because of unwarra11ted fear tl1at the information will be 
used maliciously against him or her. 

4. Reads l1idden demeaning or threatening meanings into benign remarks or events. 

5. Persistently bears grudges, i.e., is unforgiving of insults, injuries, or slights. 

6. Perceives attacks on his or her cl1aracter or reputation that are not apparent to others and 
is quick to react angrily or to cou11terattack. 

7. Has recurrent suspicion s, without justification, regardi11g fidelity of spouse or sexual partner. 

B. Does not occur exclusively during tl1e course of scl1izophrenia, a bipolar disorder or 
depressive disorder with psychotic features , or anotl1er psychotic disorder and is not 
attributable to tl1e physiological effects of another medical condition. 

Note: If criteria are met prior to the onset of schizophrenia, add "premorbid," i.e., "paranoid 
personality disorder (premorbid)." 

Source: Reprinted with permission from the Diagnostic and Statistical Manual of Mental Disorders, 5th ed. 
(Copyright 2013). American Psychiatric Association. 



Causal Factors 
11\cre is some evidence that paranoid personality disorder is more likely when a history 
of ejther schizophrenia or delusional disorder. persecutory type. exists within the family 
(American f)sychiatric Association. 2013). Psychologic.al mistrea tment or trauma in childhood 

and particular cultural experiences might play a role in its development. However. the causes 
of paranoid personality disorder remain unknown. 

Treatn1ent of Paranoid Personality Disorder 
No controlled studies have been completed on either pharmacological or psychological treat~ 
mcnt outcomes for paranoid personality disorder. Cognitive therapy maybe of value .. although 
the ooly available data arc from case study methods (Crits•Christoph & Barber. 2002). A genera l 
approach in psychothcrapy requires careful work at relationship building. collaboration in 
planning the goals of therapy. avoidance of techniques that emphasize vulnerability(such as 
h)1>nosis). and gradual challenging and testing of beliefs (Meyer& Dc.itsch. 1996). Antipsy• 
chotic med ications may be prescribed to target symptoms of paranoid ideation. However. 
there arc no controlled data concerning the rclativc effectiveness of such approaches. 

8.2b Schizoid Personality Disorder 
111osc diagnosed with schizoid personality disorder (sec Table S<~) show a pervasive 
detachment from social relationships and a restricted range of emotional expression with 
otJ1crs.11ley may appear cold or a loof and seem to have lit tJe interest in relationships with 
families or friends. In fact. they pre.fer to be alone and choose activities that will keep them 
so. including night jobs.1bcir lack of emotional expression is notable: they react passively to 
important events around them and arc not easily aroused to anger or any emotional display. 
'£hey arc not interested in sexual relationships or experiences: in the rare event that they date 
or marry. it is because they passively accept the initiation by others. 

t hese people arc largely indifferent to thl? praise or criticism of others- unlike paranoid 
personality disorder. where the response to even sJig ht criticism is overblown. In both types 
of disorders. social relationships arc impaired. People w ith schiz.oid personality disorder 
are loners who seem oblivious to social cues or normal sociaJ customs. such as greetings. 
Prevalence of the disorder is between 3% and 5% of the population. a nd it is diagnosed slightly 
more often in males (American Psychiatric Association. 2013). 

Table 8-3 Summary of DSM-5 Diagnostic Criteria for 
Schizoid Personality Disorder 

Detachmenlfrom soda) re1atkmshipsand a hmitedrangeof expressingemotions in 
interpersonal settings. This pen,asive pattern has occurred since early adulthood and is 
expre$sed by at least four of the following! 

-Chooses solitary acbv1ttes a1mostaU the llme 
-Enjoys few activities. 1f any 

-Lacks confidants (other than first-degree relatives) or dose friends 

-Does not care for or desire dose relationships. indudmgbeing part of a fami ly 
-Lacks or ha,; minimaJ inl·e rest. in engaging in sexual experiences with another person 

-Appears emotionally cold or detached or has Oatlru,ed affecti'llty 

-Seems indifferent to criticism or praise of others 

Criteria cannol be attributed lo the physiological effect.,; o f another medicaJ condition and do 
not ooour exdus1vely during episodes of scbJ.zophrenia. a bipolar disorder. or depressive disorder 
wit.h psychotic: featu res {or another psychotic: disorder or autism spectrum disorder.) 

Sou tee: Amerkan Psychlal-rlc:Assoclatlon. 2013. 
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Ideas of reference 

False i11terpretation 
of events i11 terms of 
special meaning for 
the self 

Causal Factors 
There may be an increased prevalence of schizoid personality disorder in families where 
schizophrenia or schizotypal p ersonality disorder is present (American Psychiatric 
Association, 2013). Such overlap may suggest common biological or environmental factors. 
However, the involvement of those factors in the development of schizoid personality disorder 
remains unclear. 

Treatment of Schizoid Personality Disorder 
It is rare for people with schizoid personality disorder to seek treatment, and few case studies 
have been reported. No controlled studies have been completed on either pharmacological 
or psychological treatment outcomes for schizoid personality disorder. Psychological 
interventions may focus on social skills training and increasing social involvement; however, 
in most cases, the i11dividual is not interested i11 increased social co1111ection. 

8.2c Schizotypal Personality Disorder 
Schizotypal personality disorder (see Table 8-4) involves social deficits and social discomfort, 
co1nbined with distortions of perception and cognition and eccentric behavior. 111ose who 
qualify for the diagnosis find close relationships uncomfortable and usually, as with schizoid 
personality disorder, do not h ave close friends or confidants outside of family members. 
However, they are not cold or aloof but instead feel anxious in social settings because they 
do not feel like they "fit in." Their thinking and perception would seem unusual to other 

people. They may believe that they can cause events by thinking about them or have the 
idea that events in their surroundings have a special meaning for them (ideas of reference). 
In addition, they may dress and speak in unusual ways (for example, clothes that do not 
fit together or loosely connected sp eech). Superstitions are common, and the individual 
may claim clairvoyance or t elepathic abilities. None of these unusual beliefs quite reaches 
delusional proportions, l1owever. 

The term schizotypal reveals the assumed connection of this personality disorder to 
schizophrenia and to schizoid personality disorder. Indeed, some have suggested that the 
Cluster A disorders occur within a schizophrenic spectrum of related conditions (e.g., Siever 

Table 8-4 Summary of DSM-5 Diagnostic Criteria for 
Schizotypal Personality Disorder 

• Social and interpersonal deficits marked by perceptual or cognitive distortions and eccentricities 
of behavior, as well as by acute discomfort ,.vith (and reduced capacity for) close relationships. 
This pervasive pattern has occurred since early adulthood a11d is expressed by at least five of the 
following: 

- Appearance or bel1avior that is considered eccentric, peculiar, or odd 

- Peculiar tl1inking and speech (e.g., overelaborate, metapho1ical, vague, stereotyped) 

- Ideation tl1at indicates paranoia or suspicious11ess 
- Ideas of reference, not including delusions of reference 

- Unusual experiences of perception, such as bodily illusions 

- Excessive social anxiety (that does diminish with familiarity), tending to be associated with 
paranoid fears instead of 11egative self-judgment 

- Inappropriate or limited affect 

- Behavior influenced by magical thinking or peculiar beliefs that is not consistent with 
subcultural norms (e.g., belief in clairvoyance, "sixth sense," or telepathy; if cl1ildren or 
adolesce11ts, may appear as bizarre fantasies or preoccupations) 

- Few if any close friends or confidants (other than first-degree relatives) 

• Criteria do not occur exclusively during episodes of a bipolar or depressive disorder ,.vitl1 
psychotic features, schizophrenia, any other psychotic disorder, or autism spectrum disorder. 

Source: American Psychiatric Association, 2013. 



& Davis. 2004). In many ways. the pattern of behavior described here is a .. subthrcshold" 
version of schizophrenia. and similar symptoms were diagnosed in the DS1W~II as -latent'" 

schizophrenia. Jt seems surprising. t hen. that only a small percentage of these people later 
develop schizophrenia (American Psychiatric Association. 2013). lt does frequently co-occur 
with sch izoid personality disorder. Both d.iagnoses sha.rc several similar criteria (social dcfi• 
cits. lack of c lose friends other than family, and restricted range of c.motions). and these 
two disorders had the highest comorbidity rate of all personality disorders (37%) in the 
Zimmerman ct a l. (2005) s tudy. There is also a high pre,•alcnce of depressive disorder in 

schizotypal individuals. If tht're is a gender imbalance. it is in favor of males: it may affect 
about 4% of the general population (American Psychiatric Association. 2013). 

Causal Factors 
Schizotypal personality disorder tends to run in families, especially those in wh ich 
schizophrenia is present (American Psychiatric Association, 2000). leading most rescarc.hcrs 
to conclude that at least a modest genetic vulnerab ility exists. Siever and Davis (2004) noted 
increased evidence of shared genetic. metabolic. and behavioral abnormalities between 
these disorders. as wcll as distjnctivc developmental paths that may actually result in some 
protection for those with schizotypal person.aJity disorder from schizophrenia. An MRI study 
of 76 schizotypal patients (Chcmcrinski et aL 2013) reported that. compared to controls, 
patfonts showed increased size in the put amen (part of t he dorsal s triatum. at the base of the 
forcbrain), s imilar to that seen in some schizophrenics. 

Treatment of Sc/11zotypal Personality Disorder 
1he commonalities be tween schizotypal personality disorder and schizophrenia suggest 
that antipsychotic medications could be useful in treatment. Limited studies have found a 
modest and generalized response to low-dose antipsychotic medication such as haloperidol in 
mixed groups of schizotypal and borderline personality disorders: re-suit.~ with antidepressant 
medications appear less certain (Koenigsberg ct al.. 2002). 'Iherc have been no controlled 
treatment outcome studies of psychotherapies for schi.zotypal personality disorder. 

8.3 Cluster B Personality Disorders 
An overview of the personality disorders listed in Cluster B is shown in Table 8~5. 1l1ese 

disorders tend to involve symptom presentations tha t may be dramatic. emotional. or erratic. 
lhrcats of suicide. frequently of a manipu lative na ture. or sc.(f .. mutilatingacts are conunon. 

A factor-analytic study of the Cluster B personality rusordcrs (Fossati ct al.. 2007) suggests 
that the main components of all Cluster B diagnoses include impulsivity, aggressivenc~. and 
novelty .. sceking behavior. Among the specific disorders. impulsiveness was more strongly 
associated with borderline personality disorder. while aggression correlated more strongly 

Table 8-5 DSM-S Clusrer B Personaliry Disorders 

Disorder 

Antisocial personahty 
disorder 

Borderline personality 
disorder 

Histnomc personality 
disorder 

NarcJss1stic 
personality disorder 

Key Descriptors 

Pervasi\'e and reckl~s d isregard of olhers., 
violations of rules or laws. impulsiveness. 
deceitfulness 
Pen,asive instability in relationships. sdf. 
lmage. and feel ings 

Pen<asi\•e. excessive emotionaJity and 
attention seeking 

Pen·as1\'8 exaggerated sense of setr4 1mportance> 
lack of empathy. and need for admiration 

Sou tee: Amerkan Psychlal-rlc:Assoclatlon. 2013. 

Sex Ratio 

More common among 
males 

Moreoommonamong 
femaJes 

Slightly more common 
among females 

More common among 
maJes 
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with antisocial and narcissistic diagnoses. 'Ute National Comorbidity Survey Replication 
found that Cluster B pc.rsona1ity disorders. as a group. may affect about 1.5% of the general 
population (Lcnzcnweger ct al.. 2007). a lthough other estimates. including those given in 
the DSt,,,14 5. tend to be much higher. 

8.3a Antisocial Personality Disorder 
Common descriptors of those who display antisocial persona.lit y disorder 
(sec DSJ\1•,:;: Diagnostic Criteria for Antisocial Persona lity Disorder) 

include deceitful. a&:,"l"essivc. manipuJativc, irresponsible, impulsive. 
and reckless. 111ese persons routincly violate the rights of others and 
appear to show no empathy. sympathy. or concern for the people around 
them. At the same time. they can be supc.rficiaJ ly channing and may 
use this ability to eX'ploit relationships and situations. They have a long 
history of such activities dating back to age 15 and evidence before that 
of conduct disorder (which involves patterns of serious rule violations. 
aggressiveness, deceitfulness. and destructiveness during adolescence). 
As adults. they commonl)'cngage in acts for which they could be arrested. 

Children and young aduJL,; who show a pattern 
o f violence toward o thers. destruction o f 
property. theft. or bullying may be al risk fo r 
developing anlhiocial personality d isorder. 

Antisocial individuals may use dramatic acts in manipulative ways. 
such as threatening violence or suicide. to exploit others or to achieve 
some goal. At the same time, they are a t higher risk for suicide than the 
general population (Duberstein & Com\l'ell. 1997). As a rule. those with 
antisocial personality disorder arc irresponsible parents and poor role 
models. and their offspring arc subject to higher risk of mental disorders. 
Abuse or neglect of children is common. Histories of v iolence and 
exploitative sexuality. together with lack of remorse and indifferenc.c to 
the suffering or others, contribute to stormy and assaultive relationships. 
llley arc often in trouble with the law or a.re unemployed and may have ti Stock) 

spent long periods incarcerated in prisons or being homeless (American 
Psychiatric Association. 2013). TI1eycan also be quite effective at gaming the system: Among a 
group of 115 opioid~dcpcndcnt patients in clinic-al methadone maintenance trials, those with 

DS1}1-5 Diagnostic Criteria for Antisocial Personality Disorder 

301.7 (F60.2) Antisocial Personality Disorder 

A. There is a perva.si\'e pa11ern or disregard for and violation of the rights of others occurring 
since age 15 years. as indicated by tJnee (or more) of lhe following: 
]. Failure to conform to soda! norms wilh respect to lawful behaviors as indicated by 

repeatedly performing acts that are grounds for arrest 
2. Deceitfulness. as indicated by repeated lying. use of aliases. or conning others for personal 

pn>fit or pleasure. 

3. lmpulsi~·ity or failure lo plan ahead. 

4. Irritability and aggressi\'eness. as indicated by repeated physical fights or assau lts. 
5. Reckless disregard for the safety of selr or olhers. 

6. Consistent iITesponsibility. as indicated by repeated failure to s ustain consistent work 
behavior or honor financiaJ obligations. 

7. Lack of remorse. as indicated by being indifferent to or rnlionali.zing having hurt. 
mistreated. or stolen from another. 

8. The individual i.-; at feast age IS years. 

C. There is evidence of a conduct disorder with onset before age l3 years. 

D. The occurrence of antisoc:ial behavior is not exclusive1y d uring the course of schizophrenia o r 
a bipolar disorder. 

Source: Reprinted with perml!.s:ion from the Diagnostic o,1d Stat/sJ.leol Mmwalo/MenUJI Di.,;ordt.r-!J. 5th ed. 
(Copyright 2013}. American PS)'Chlat.rk Association. 



antisocial personality disorder were 5 times rnorc likely to be receiving physical disability 
benefits than were the patients without the disorder (Byrne. Cherniack. & Petry, 2013). 

Although it is tempting to equate a rep~ted pattern of criminal activity with antisocial 
personality disorder. it is not accurate to say that all career criminals can be so diagnosed 
In fact. a subclinicaJ label. or ~v.codc.'" that better applies to many such persons is ~adult 
antisocial behavior.Ha DSJ\.1-Slistingmeant to apply to situations in which the focus of clinical 

attention is antisocial behavior that is not due to a mental disorder. Distinguishing adult 
antisocial behavior from antisocial personality disorder requires sufficient information to 
diagnose a personaHtydisorder. in addition to evidence of a conduct disorder before age 15. 

Antisocial personality disorder is estimated to occur in 3% of males and l% of fcmalcs in 
the general population- although fomale,1, may be undcrdiagnosed because of male aggression 
bias in the conduct disorder diagnosis. However. it is much more prevalent (over 70%) in 
certain settings. such as substance abuse treatment groups among the legal ly incarcerated 
(Amcrican Psychiatric Association. 2013).111c behavior pattcl'ns characteristic of antisocial 
personality disorder have been the focus of. perhaps. more attention from psychologists than 
other personality disorders: thus. a review of tJlat history is ,-.•orthwhile. 

Background of tile Diagnosis 
ln 1835.Jamcs Cowles Prichard described a kind of"moraJ insanity- in which intellect seemed 
unimpaired but moral principles were "pe,rvcrtcd or depraved." the .. power of self-government" 

wa.1o lost or diminished. and the pc.rson was incapable or conducting himself with decency and 

propriety in the business oflifc." Later writers (e.g .. House. 1923) us.eel the term constil-utional 
p.rychopathic inferiority to refor to this pattern of behavior. strongly implying a biological 
and possibly hereditary etiology. Until the 1960s. the term psychopathic personality (or just 
1>sycbopatb) was the most common label. ~me DSM described the pattern as ~antisocial 
personality disorder- in its diagnostic series. although the term psychopath is still wide]y used. 

Writers have compiled lists of varying lengths to describe the essential features of 
the psychopathic or antisocial personality. 11le following six charactel'istics represent a 

synthesis of earlier descriptions by various authors. especially Cleckley (1976). and McCord 
and McCord (1964). 

1. lack of conscience or feelings of remorse \Vhcn most of us have violated 
some moral standard. especiaUy if we have hurt another person physically or 
cmotionaJI)'· we arc likely to feel some regret. remorse. or "twinge of conscience." 
'Che psychopath docs not. One psychopath describes how he murdered three 
people: lhc two little kids started crying. wanting water. I gave them some and 
she !their mother] drove a while- and I turned around and started shooting in 
the back sc.atand then turned back and shot her. She fell over against me and 
onto the floor" (Smrkal & 1horne. 1951. p. 311). After giving the children a cl.rink of 
water. he shot them and later related the story without compassion or remorse. In 
psychoanalytic terminology. the psychopath has little or no superego and no gu-Llt 
feelings about wrongdoing. 

2. lmpulsivit-y: inability to delay gratification Psychopaths tend to act upon the 
impulse of the moment. l11cy seem unable or unwilling to delay gratification for 
rnore long-term rcwards.11lcreforc. they arc likely to commit impulsive. poorly 
planned criminal acts: Oit from one mate to another (with or without marriage): 
quit or be fired from job after job because they cannot stand the restrictions or 
demands of ordinary work: and. in general. lead erratic and unstable lives. \1/ltcn 
frustrated in seeking immediate gratification. they arc likely to respond with 
aggression or violence against their perceived f rustrators. 

3. Inability to profit.from mistakes Most people caught in some criminal or antisocial 
act and given some appropriate punishment e ither dcvcJop their criminal expertise 
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so that they are less likely to get caught the next time or give up criminal activities. 
Not so with psychopaths. Although they may be caught in many crimes and receive 
varying kinds of punish1nent, they do 11ot seem to lear11 from these experiences and 
frequently repeat the same antisocial behavior in tl1e future. 

4. Lack of emotional ties to other people Emotionally, psychopaths are loners; they 
seem incapable of binding ties or loyalties to other people. Although they may 
form fleeting attachments, these lack emotional depth and tenderness and, not 
uncommonly, end abruptly in aggressive explosions. They can behave as callously 
toward their own wives, children, or parents as toward anyone else. Other people 
are treated as objects to be manipulated for tl1e psycl1opath's own pleasure. 

5. Stimulus seeking Most psychopaths become bored quickly with the l1umdrum 
of everyday life. They search constantly for new thrills and experiences-daring 
robberies, impersonations, confidence games, new varieties of drugs, and deviant 
sexual behavior. 

6. Ability to make a good impression on others There is no reason to believe that 
psychopaths, on the average, are any more or less intelligent than the rest of us. 
Many of them have learned as part of their manipulative strategies to appear 
intelligent, likable, charming, and witty. Frequently, they talk their way out of 
tight spots; "con" people into dubious investments; or convince judges, juries, 
probation officers, or therapists of their good intentions for the future. 

Studies at that time suggested that the psychopath's inability to profit from mistakes 
derived from a lack of anxiety about future punishment and an impaired ability to learn 
responses motivated by avoidance of pain or other forms of punishment. Punishment is 
effective in deterring most people from repeating undesired behavior because the person 
learns to respond with anxiety in anticipation of being caught. In a study by Hare (1965a), 
the subjects watched consecutive numbers 1-12 appear on a display. They were told that each 
time the number 8 appeared, they would receive an electric shock equal in intensity to one 
earlier determi11ed to be tl1e strongest tl1ey could tolerate. Both normals a11d nonpsychopathic 
criminals showed anticipatory rises in palmar sweat gland activity (galvanic skin response, 
or GSR), but psychopathic criminals did not. 

Given a relative lack of anticipatory anxiety, one would expect psychopaths to learn 
conditioned electrodermal GSR responses less well than no11psychopaths; this was shown 
to be the case (Hare, 1965b). GSR responses were conditioned to auditory stimuli, preceded 
by electric shock as the unconditioned stimulus (see Figure 8-1). Other work similarly 
showed that psychopaths demonstrate poorer learning in shock-avoidance experiments 
(Lykken, 1957; Schmauk, 1970). A general conclusion might be that psychopaths, defined 
according to Cleckley's (1976) criteria, show less anxiety than nonpsychopaths in stressful 
situations, perhaps contributing to psychopaths' willingness to indulge in risky behavior 
and their difficulty in learning to inhibit antisocial behavior. 

Quay (1977) theorized that a prin1ary cl1aracteristic of psychopatl1s that might explain 
much of their behavior is an inordinate need for increases or changes in stimulation. Others 
(e.g., Hare, 1993) have suggested that psychopaths are physiologically underaroused and thus 
seek stimulation to bring themselves up to an optimal state of pleasurable arousal. Either 
of these proposals might explain the deficient anxiety conditioning seen in psychopaths. 
However, Fowles (1993) suggested that a deficient behavioral inhibition system together with a 
normal or overactive behavioral activation system distinguishes psychopaths. Factor analytic 
studies remain active as well. Cooke and Michie (2001) suggested the three main factors in 
psychopathy are arrogant and deceitful interpersonal style, deficient affective experience, 
and impulsive and irresponsible behavioral style. 



Figure 8-1 
Conditioning of the Galvanic Skin 
Response (GSR) in Psychopathic 
and Nonpsychopathic Criminals 

V> 
a:: u .... 
0 .... 
<1J 

12 
Nonpsychopaths 

10 

8 
Source: Data fro1n Adapted from "Acquisitions 
and Generalization of a conditioned-Fear 
Response in Psychopathic and Nonpsychopathic 
Criminals," by R. D. Hare,1965, 1hejournal of 
Psychology: Interdisciplinary and Applied, 59, 

..0 
E ,, o, ,,, A , ,,, .Q. 

0
, ;:1 ' a / o ' ::l 6 z 

pp. 367- 370 ~ 
~ 4 1

1 Psychopaths 
p 

2 

1 

1 2 3 4 

There are frequent reports of criminals who commit particu
larly violent or cruel crimes. A commonly cited example of antisocial 
p ersonality disorder is the intelligent, attractive, and charming 
Ted Bundy, who was executed in 1989 for the serial murders of at 
least 22 women. Perhaps the most famous and compelling example, 
however, is that of Charles Manson, who orchestrated bizarre 
and gruesome murders at several wealthy California households, 
including the killi11g of actress Sharo11 Tate late in l1er pregnancy. 
Manson died November 19, 2017 while still incarcerated in a 
California prison under a life sentence; some information on his 
early history is provided in the case study. 

Causal Factors 
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Trials 
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Antisocial personality disorder runs in families, and the relatives of females with the condi
tion are at higher risk than are the relatives of antisocial males. Families showing antisocial 
personality disorder also have higher rates for somatic symptom disorders and substance
related disorders. Both adopted and biological children of parents with antisocial personality 
disorder show higher risk, indicating both genetic and environmental factors in the cause 
(Am erican Psychiatric Association, 2013). After 

reviewing twin and adoption studies, Dahl (1993) Were antisocial adults 
concluded that antisocial personality disorder is the antisocial children? 
only personality disorder to show convincing data 
for a modest genetic causal influence. 

Psychoanalytic p erspectives have suggested that faulty superego development and the 
consequent lack of counterbalance for the expression of the id are causal factors in the devel
opment of antisocial p ersonality disorder. Environmental influences might include parental 
abuse, neglect, deficient parenting practices, and inept discipline techniques, all of which 
can be associated ,-vith having a11tisocial parents. However, tl1e 1nost widely accepted view 
is probably one of interacting environmental and genetic influences, perhaps similar to 
those described for aggressive b ehavior (e.g., Rutter, 1997), within the context of dynamic 
and escalating coercive parent-child interactions and deviant peer affiliation and support 
(Granic & Patterson, 2006). 
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Ted Bundy, convicted 
and executed for the 
serial murders of women, 
is often cited as an 
example of ant isocial 
personality. 
(Wikimedia Comn1ons/ 

Public Domain.) 
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Cas~ St1.1,li 

Q1artes Manson was born -no name Maddox" on November 12. 1934. in Cincinnati. Ohio. the illegit imate 
son of a J6 .. ycar .. old girl named Kathleen ·Maddox. Relatives said. -Kathleen ran around a lot. drank. and got into 

trouble." She lived with a succession of men~ and William Manson. to whom she was married bricOy. provided a 

last name for young Charles. Kathleen provided little mothering or stability. She would leave the chiJd with oblig• 

ing neighbors for an hour and then disappear for days or weeks. After a wh iJe. his grandmother or maternal aunt 

would pick him up. Most or his carl'y years were spent with one of these two in \r\1cst Virginia. Kentucky. or Ohio. 

In 1939. Kathleen and her brother LuUlcr robbed a service station. knocking out the attendant with coke 
bottles. '£hey were caught and sentenced to 5 years in the state penitentiary. \t\'h ilc h is mother was in prison. 
Charles lived with his aunt. a person who thought all pleasures were sinful but who did give him some Jove. 
\tVhcn his mother was paroled in 1942. she reclaimed him. He was 8 them. and the next severaJ years were spent 
in a succession of rundown hotel rooms witJ1 a variety of newly introduced -uncles.-

When Charles Manson was 12. his mother tried to put him in a foster home. None were available. so he was 
sent to the Oibault School for Boys. a carctaking institution in Indiana. He remained there for 10 months and the.n 
ran away and returned to h is mother. She did not want him: he ran away again and burglarized a grocery store. 
Later he broke into several other stores and ,,·as finally caught. J>laced in the juvenile center in Indianapolis. he 
escaped tJ1e next day. \Vhcn caught again. the court. erroneously thinking he was Catholic. made arrangements 
to send him to F'athcr Flanagan's Boys Town. 

Four days after his arrival. he and another boy stoic a car and drove to the home of the other boy's uncle in 
Peoria. Illinois. On the way. they robbed a grocery store and a gambling casino. Thus. Manson conunitted his 
first violentcritne. armed robbery. at the age of 13.111c uncle. a criminal in his own right. was glad to sec them. 
since they were small enough to slip through sl-ylights. He put them to work immediately- they broke into a 
grocery store and stole $1.500. for which the uncle permitted them to keep $150. Turo weeks later. they were 
caught attempting asimilar job. Manson was sent to the Indiana School for Boys at Plainfield. 

He stayed there 3 years. running away a total of 18 time~,;. According to his teachers. ··tte professed no trust 
in anyone- and -did good work only for those from whom he figured he could obtain sorncthing ... In early 1951. 
he and two other 16,•year-olds escaped and headed for California. stealing cars for transportation along the way 
and burglarizing gas stations for needed cash.Near Beaver. Utah. a roadblock setup for a robbery suspect netted 
them instead. Taking stolen vehicles across a state line is a federal offense. so in ~·larch 1951. Manson was sent 
to the National Training School for Boys in \Vashington. D.C. During Manson·s stay there.a psychiatrist wrote. 
-secausc of h is small stature. iJlegitimacy. and lack of parental love. he is constantly striving for status with the 
other boys .... He developed certain facile techniques for dealing with people. ·mesc for the most part consist of 
a good sense of humor. an ability to ingratiate himself .... 'Chis could add up to a fairly ·slick' institutionalized 
youth. but one is left with the feeling that behind all this lies an extremely sensitive boy who has not yet given 
up in terms of securing some kind of love and affection from the world . ., 

Charles Manson. convicted o r the 
Tale•LaBjanca murderi;., typifies 
many features oflhe anhsodal o r 
psychopathic personaJity. 
(AP\ .... ide Wo rld) 

Manson \ ·\fas due for a parole hearing in 
February 1952: with an offer from his aunt to 
p rovide a home and employment for him. the 
chances looked good. Less than a month before 
the hearing. howevc.r. he took a razor blade 
and held it against another boy's throat while 
he sodom ized him. As a result. he was trans• 
ferred to the federal reformatory at Petersburg. 

Virginia. By August, he had committed eight serious offenses. including three hom~ 
sexual acts. in his new placement; as a result. he was transferred to an even more 
secure institution. the Federal Reformatory at Chillicothe. Ohio.1here was a marked 
improvement in his behavior and attitude during the nearly two years he spent at 
Chillicothe. and he raised his educational level from the fourth• to seventh•grade 
level. In May 1954. he was granted parole. 
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Manson, however, continued his life of stealing autos, using stolen credit cards, and violating various federal 
laws such as forging a U.S. Treasury check and transporting women for the purpose of prostitution across state 
lines. In July 1961, he found himself back in a federal penitentiary, where he stayed until March 1967. 

When released, he was given permission to go to San Francisco-a fateful decision. During this time, Manson 
discovered Haight-Ashbury. Here were young people, naive and eager to believe and to belong. Possibilities were 
unlimited for any self-styled guru in the making, and Manson quickly sensed tl1at he had stumbled on a unique 
opportunity. Being an ex-con gave him some automatic status as antiestablishment; rapping a line of metaphysical 
jargon that borrowed as much from the drug culture as from Scientology and Buddhism, he had no trouble attract
ing followers. This combination of familial and historical influences, interacting with the sociological conditions of 
the drug and counterculture movement of the late 1960s, resulted ultimately in the tragic Tate-LaBianca murders. 

Treatment of Antisocial Personality Disorder 
As with other personality disorders, treatment for antisocial personality 
disorder is difficult, and no treatment evaluations have provided clear 
evidence of validated approaches. These clients are rarely motivated to 
attempt real change. Therapists working with the1n are typically advised 
to expect resistance and deception, confront deviant behavior, and 
challenge underlying psychopathic thinking (Meyer & Deitsch, 1996). 
In controlled settings, such as prisons, some progress is possible with 
very intensive individual therapies (Salekin, 2002). However, similar 
approaches are impractical on an outpatient basis, and recidivism rates 
are high. Targets for treatment often include overt aggression and anger 
management. Cognitive-behavioral therapy appears to be less effective on 
psychopathic offenders than nonpsychopathic ones (Valliant, Hawkins, & 

Pottier, 1998). There is a ge11eral se11se among researchers that treatment 
is more promising at earlier ages (for adolescent antisocial behavior) than 
once the patter11 becomes more established in adults. 
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No specific medications are clearly recommended for treatment 
of antisocial personality disorder. Commonly, drugs are used to target 
components such as aggressiveness or impulsiveness. A randomized 
controlled study that included so1ne Cluster B patients found the anti
convulsant divalproex, which has also been used for bipolar mania, to be 
better than placebo in reducing scores on tests measuring aggressiveness 
and irritability; however, those in the drug group discontinued treatment 
at a higher rate tl1an the placebo group (Hollander et al., 2003). 

Antisocial behavior patterns begin in 
childhood with apparent lack of remorse or 
empathy for others; poor bel1avioral controls; 
expressions of irritability, impatience, threats, 
a11d aggression; and inadequate control of 
a11ger and temper. (iStock) 

8.3b Borderline Personality Disorder 
Unstable relationships and emotions characterize borderline personality disorder (see DSM-5: 
Diagnostic Criteria for Borderline Personality Disorder). People with this condition can show 
dra1natic shifts in the way they regard others over brief periods, from excessive idealization 
to 11early complete devaluation. They hate bei11g alone and frantically seek to avoid it. They 
experience chronic feelings of emptiness, while their active emotions are very unstable; these 
feelings commonly include anger, guilt, shame, bitterness, and despair. People with borderline 
personality disorder may frequently shift career plans, life goals, or friends. 

Suicidal or self-1nutilati11g acts are commo11. At ti1nes, those witl1 borderline personality 
disorder may show dissociative symptoms, which may occur as manipulative gestures, 
designed to prevent abandonment, or may reflect genuinely depressed mood. Such people 
are at higl1er risk for completed suicide (Duberstein & Conwell, 1997). Under stress, psychotic

like sy1npto1ns may briefly occur. It is estimated that borderline personality disorder affects 
between 2% and 6% of the general population. 
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DSM-5 Diagnostic Criteria for Borderline Personality Disorder 

301.83 (F60.3} Borderline Personality Disorder 

A pervasive pattern ofinstability ofinterper.sonal relationships. seJf.image. and affects. and 
marked by impulsivily. beginning·byearJy adulthood and present in a variety of contexts, as 
indicated by five (or more) of the following: 

I. Frantic efforts to avoid real or imi:1gined abandonment. (Note: Do not include .suicidal or self
mutilating behavior covered in Criterion;>.) 

2. A pattern of unst.ahle and intense interpersonal relalionships characterized by alternating 
between extremes ofideali.zation and devaluatJOn. 

3. Jdentity distt.1rbnnce: Markedly and persistentJy unstable self-image or sense of sel( 

4. Jmpulsivity in at least two areas that are polenllally self-damaging (e.g.. spending. sex. 
substance abuse, reckless driving. binge eating). (Note: Do not include suicidal or se.Jf
mutilaling behaviorcoYered in Criterion 5.) 

5. Recurrent suicidal behavior. gestures. or threats. orseJf-muUlating be.ha,•ior. 

6. Affective instability due to a marked reac.Livilyof mood (e.g .. inten.se episodic dysphoria. 
Irritability, or anxiety usually lasting a few hours and only rare1y more than a few days). 

7. Chronic: feeling of emptiness. 

8. lnappropriale. intense anger or difficulty controlling anger (e.g .• frequent displays of temper. 
constant anger. recurrent phy.sical fights). 

9. Transient. stres.s-related paranoid ideation or se\'ere dissociaU\'e symptoms. 

Source: Re)>rinted willl pemiisslon from lhe Diogmn tle tmd StatlSJ.lco/ ,Ua,u,a/o/Mental Dirorder!I.. Sth ed. 
(Copyright 2013). Am~rlcan Ps)•chlat..rk: A~ oclntlon. 

About 75% of people diagnosed with this djsordcr arc fernalc (American Psychiatric 
Association, 2013). Some researchers have contended that gender bias in diagnosis is at 

least partly responsible for the imbalance. For example, Becker and Lamb (I 994} asked 
psychologists, psychiatrists. and social workers (N = 31 1) to read case studicswrittensuch that 
symptoms met some. but not all. oftheDSM•lll~R diagnostic criteria for botb post•traurnatic 
stress disorder and borderline personality disorder. balanced in equal measure. \rVhcn the 
case studies used female names and pronouns. tJ1e)• were more likely to be diagnosed with 
borderline personality than when male names and pronouns were employed. 

Causal Factors 
Family members of borderline personality disorder sufferers are 5 times more likely to show 
the same disorder than the general population. Those diagnosed are aJso at increased risk 
for substance•rclatcd disorders, depressive d.isorders. and antisocial personality disorder 
(American Psychiatric As.sociation, 2013). Biological factors involved in increased emotional 
liability (such as increased cholinergic activity) may play a role in symptom presentation 
(Koenigsberg eta!., 2002). Some (e.g .. ludolph ct aL 1990) have proposed that parental neglect 
or loss during childhood. or a deficient attachment between dlild and parent. is central to 
this type of personality development. A model proposing that certain vulnerabilities. such as 
emotional instability and impulsive tendencies. interact with poor parentjng, los.~. or trauma 

to produce borderline personality disorder has be-en proposed (J>aris. 1999}. Some studies 
have described high levels of physical or sexual abuse in childhood among borderline patients 
(CTits•Christoph & Barber, 2002). However. the cause or causes of borderline personality 
disorder remain unknown. 

Treatment of Borderline Personality Disorder 
Dialectical behavior tl1erapy(DBT)- a complex and eclectic mix of group and individual 
sessions dealing with interpersonal skills, emotional regulation. problem solving. acceptance. 
and goal setting- was effective in reducing some symptoms. as compared with standard 
treatment. for borderline patients who also had drug dependencies (Linehan ct aL 1999). 

lmprO\'cmcnt re.lated to psychodynamic therapy has also been reported in a less controllc-d 



outcome study, and cognitive therapy has been associated with some positive case reports 
(Crits-Christoph & Barber, 2002). First-line pl1armacology for borderline personality disorder 
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involves antidepressants such as the SSRis and anti1nanic 
drugs such as lithium; some studies have reported less 
solid support for antipsychotic or antiseizure medications 
to assist with psychotic symptoms and mood stabilization 
(Koenigsberg et al., 2002). For example, low doses of the 
antipsychotic drug clozapine produced improvement in 
psychotic symptoms, impulsiveness, and depression in a 
16-week treatment with a small group of severe borderline 
personality disorder patients (Bendetti, Sforzini, Colombo, 
Maffei, & Smeraldi, 1998). A more recent meta-analysis of 
the treatment literature (Vita, De Peri, & Sacchetti, 2011) 
suggests that antipsychotic medications and mood 
stabilizers are more effective in treating the core symptoms 
of borderline personality disorder (emotional dysregulation, 
impulsiveness, and cognitive/perceptual disturbance) than 
antidepressants, for which improvement was limited to 

Someone with histrionic personality disorder may assume 
either a "victim" or a "princess" role in relating to others. 
(Shutters tock) 

en1otional symptoms. 

8.3c Histrionic Personality Disorder 
TI1e main features of histrionic personality disorder (see Table 8-6) concern excessive 
emotionality and attention seeking. The rapidly shifting emotions may seem shallow, 
superficial, and exaggerated to others. Persons showing histrionic personality disorder 
desire to be the center of attention and act in dramatic ways to bring that about through 
both behavioral intensity and physica l appearance. They m ay fish for compliments, act 
flirtatiously, and pretend that relationships are more intimate than they actually are. They 
ofte11 assume eitl1er a "victim" or a "princess" role in relating to others (American Psychiatric 
Association, 2000). 

People with histrionic personality disorder may be seductive, m anipulative, and 
theatrical in presentation, although they are also quite dependent. Manipulative suicidal 
gestures, often with the goal of attracting attention, are not uncommon. TI1ey te11d to seek out 
novelty and excitement and easily become bored with routine. The general incidence appears 
to be close to 2% of the population; although the diagnosis is given more often to females, 
the DSM-5 notes that the ratio is not significantly different from the proportion of females 
in treatment, suggesting the diagnostic ratio m ay be slanted in females' favor (American 
Psychiatric Association, 2013). 

Table 8-6 Summary of DSM-5 Diagnostic Criteria for 
Histrionic Personality Disorder 

• Excessive emotionality and attention seeking: This pervasive pattern has occurred since early 
adulthood and is expressed by at least five of the following: 
- Displays shallow expressions of emotions that shift rapidly. 
- Presents self-dramatization, exaggerated expressions of emotio11s, and theatricality. 

- Co11sistently draws attention to self with physical appearance. 
- Provocative behavior or inappropriate sexual seductiveness often characterizes interaction 

with others. 

- Style of speech lacks detail and is excessively i1npressionistic. 
- Demonstrates suggestibility (e.g., influenced easily by others or circu1nstances). 
- Is u11comfortable when not the center of attention. 

- Considers relationships more intimate than what they are in actuality. 

Source: American Psychiatric Association, 2013. 
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Causal Factors 
No information is provided on familial influences for histrionic personality disorder in 
the DSJw.s. 111c condition co•occurs wi th several other personality disorders, most often 
narcissistic personality disorder (2imrncnnan ct aL, 2005). (tis also associated with higher 

rates of somatic symptom disorder. conversion disorder. and major depressive disorder 
(American Psychiatric Association. 2013). Various writers have suggested repression or scxuaJ 
conflicts as underlying causal factors. although supporting data are not avai lablc. 

Treatment of Histrionic Personality Disorder 
No controlled outcome trials have been reported for the treatment of histrionic personality 
disorder. Attempts at treatment typically target interpersonal rclationships. social skills. 
and attention seeking. Some believe that hypnosis or placebo treatments that incJude some 
level of clinical intensity may be most acceptable to these clients (Meyer & Ocjtsch. 1996). 

Apart f:rom scattered case studies. there is little information about treatment of this group 
in the Jiteraturc at present. 

8.3d Narcissistic Personality Disorder 
Those displaying narcissistic personality disorder arc self-centered and require the 
admiration of others. 1·hcy exaggerate their own self-importance and arc preoccupied ,'11th 

fantasie.1, about U1cirown success. brilliance. or beauty. They commonly feel entitled to special 
treatment: similar to those with antisociaJ pc-rsonaHty disordc-.r. they lack empathy and exploit 
otJ1ers for tJ1cir own purposes. 'O,cy arc described as arrogant. conceited, elitist. and grandiose 
and can frequently be contemptuous of others (refer to Table 8•7). 

People with narcissistic pc.rsonality disorder do not care to wait in line.or take their 

turn: they expect special privileges be-cause of their obvious superiority to others. ·n1cy 
arc condescending and haughty in attitude and beha,,;or. 1hcy tend to overstate their 

accomplishments while underestimating those of others. 111ey may fish for compliments 
and expect to receive them. Although preoccupied with scJf .. importancc, their self-esteem 
is ac tuaUyvery fragile: criticism may hurt them greatly. leaving them empty and humiliated 
ru1d primed to counterattack but a lso susceptible to depression. To prevent de.feat and 
humiliation. tJ1cy tend to avoid competitions that they may lose. Narcissistic personality 
disorder may co•occur with anorexia ncnrosa and with substance (especially coca.inc) use 
disorders. ,.he diagnosis is more commonly given to maJes; its prevalence is unclear. with 

estimates ranging up to 6.2% (American Psychiatric Association. 2013). 

Table 8·7 Summary of DSM-5 Diagnostic Criteria for 
Narcissistic Personality Disorder 

Shows a cons1ste-nl need for admiration. a lack of empathy. and gmndlose behavior (in which 
also shows up in the family). This pervasive _pattern has oc:curred since early adulthood and Is 
expressed by at least five of lhe following: 
-Excessive need for admiration 
-Envious of olhers or believes others envy them 
-Attitudes or behaviors that are arrogant or haught)' 
-Sense of entitlement (e.g_ unreasonably expects especially fo.vorab1e treabnent or expects 

others to automaUcallycomp1y wit.h theirexpectat.ions) 
-Grandfose sense of self. importance (e.g.. a'\:peds recognitJOn for being superior. without 

displaying achievement: exaggerates taJants or a.chie,..ements) 
-Exploits otlters (fulfilling own needs by taking advantage of people) 
-Lack of empalhy{not willing to identifywilh or recognize the feelings and needs of others) 
-Belie\<eS they a re unique Qr-special· and can onJy associate with. o r be understood by. other 

high•stalus or ~special~ people or inshtutions 

-PreoccupatJon with fantasies of unhm,ted power. success. beauty. briUia nee. or ideal love 

Source: American PsychiatricAss.oclaUon.2013. 
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111c DS1w~s provides no information about familial influences in narcissistic personaJjt.y 
disorder. Psychodynamic theories tend to view it as an outgrowth of the natural ego•centered 
nature of the child or a defense against feelings of inadequacy; others suggest it may 
develop from ovcrindtdgcncc- by parents. No empirical evidence is available lo support 
either viewpoint. 

Treatn1ent of Narc1ss1st1c Personality Disorder 
'Il1erc are no established therapies for the treatment of narcissistic personality disorder: 
indeed. some clinicians consider it even more difficult to engage the narcissistic person in 
therapy than the antisociaJ one (Meyer & Deitsch . . 1996). Very little information, outside 
of occasional uncontrolled case studies. exists on psychotherapy or drug therapy with 
these individuals. 

8.4 Cluster C Personality Disorders 
lhc Cluster C personality disorders include those in which symptom presentations tend 
to be avoidant or fearful. About 6% of the general population displays at least one of the 
ClustcrC disorders (Lenzenwegcr ct al.. 2007). An overview of the personaUty disorde-rs listed 
in Cluster C is shown in Table s ... s. 

8.4a Avoidanc Personality Disorder 
Avoidant personality disorder involves social inhibition. hypersensitivity to being evaluated 
negatively. and feel ings ofinadequacy (see Table s .. 9). lltesc individuals arc so preoccupied 
with and sensitive to criticism that they avoid activities where disapproval is possible. 
including occupational situations and social relationships. They sec themselves as inadequate 
and inferior to others and they are usually described as shy. lonely. and timid. 111cy resist 
new relationships or friendships without feeling certain that they will be accepted and liked. 
Nearly always. they expect others. to sec their obvious faults. so they resist intimacy and act 
with restraint. remaining ~invisible·· in the social background. 

Those with a\1oidant personality disorder take so few risks that tl1c)r may turn down 
occupational opportunities or new social relationships because of the possibility of future 
c.riticism. 111cy may be vigilant. in watching for early signs of social disapproval and their 
demeanor may evoke a critical reaction from others. which is then seen as confirmation of 
their sci f--doubt. D-e-pressive disorders and anxiety d isordcrs. especially social phobia. a re often 
comorbid (American Psychiatric Association. 2013). whereas the most common coexisting 
personality condit ion appears to be schizoid personality disorder (Zimmerman ct al.. 2005). 

No clear gender differences in prevalence arc apparent: it appears to affoct about 1% of the 
gcncraJ population (American Psychiatric Association. 2013). 

Table 8-8 DSM-5 Cluster C Personality Disorders 

Disorder 

A,•oidant personaJily 
disorder 

Dependent per.sonalit}' 
dlwrder 

Obsessive-compulsive 
person aJ ity d isorda-

Key Descriptions 

Pe.rvasive social mhibilion and feeJings or 
inadequacy 

Pervasive submissive and dingingheha\'ior 
and fear or separabon 

Pervasive preoccupation with orderliness. 
details, and perfectionism 

Source: Amer.Can Psychlatrk As!!oclatfon. 2013. 

Sex Ratio 

Equal 

More common among 
femaJes 

More common among 
males 
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Table 8·9 Summary of DSM-5 Diagnostic Criteria for 
Avoidant Personality Disorder 

Feelings ofinadequacy. sociaJ lnh1bibon. and hypersensitivity to negab\re evaJuations. This 
pervasive pattern has oocurred since early adulthood and is expressed by at least four of the 
following: 
-ls unwilling to be involved with others untess they are certain of being liked . 

-New interpersonal situations are inhibiting due to feelings oflnadequacy. 

-Fear of shame or ridicule causes restramt within intimate relalionsh1ps. 
-Fear of embarrassment causes an unwilling·ness to take personaJ risks or eng3!,>e in new 

activities. 
-Fear of ru}ection. disapproval. or criticism creates an avoidance of occupationaJ acti\•ilies that 

mvolve sign.ificant interpersonal con.tact. 

-Has a preoccupation with being rejected or crilid:r.-ed 10 social situations. 

-Belie\1es they are inferior. socially inept. or personaUy unappeaJing to o thers. 

Source: American P.sychlattic Assoclalkln. 2013. 

Causal Factors 
No infonnation on familial patterns is provided in DSJl1-5. ald1ough Oahl (1993) indicated that 
it is: more common among close relatives of those with the disorder. The significant overlap 
of symptoms and high comorbidity bctv.-een avoidant personality disorder and social phobia 
may suggest a common biological underpinning (Koenigsberg ct al.. 2002}. Others, however. 
argue that avoidant personaJity disorder should be considered within the schizophrenic 
spectrum (Gooding. Tallent. & Matts. 2007). Possible psychological causes include parentaJ 

or peer rejection in childhood. although little empirical 
evidence exists for any specific causal factors. 

Avoidnnt personaUty disorder inrnlves social inhihitmn. 
hypersensillvit)' to cnticism, and feehngs ofinadequacy. These 
individuals may resist new re.lation.shtps or friendslups when 
feeling uncertajn lhat they will be acc:epted or li.ked. fiSiod:I 

Treatment of Avoidant Personality Disorder 
Pharmacologica l approaches to treatment of avoidant 
personality disorder essentially assume that the condition 
has a common basis with that of social phobia. Caso reports 
suggest certain antidepressant medications (MAO-ts and 
SSR ls) may be helpful. but controlled studies are needed 
(Koenigsberg et al.. 2002). One randomized controlled trial 
showed that behavioral treatments that involved graduated 
exposure and social skills training were more effective than 
a wait-list control: less r'igorous comparative studies and 
case studies have also supported cognitive therapy and 
supportive expressive dynamic therapy (Crits•Christoph 
& Barber. 2002). 

8.4b Dependent Personality Disorder 
'Che central characteristic of dependent personality d isorder (Table 8~10) is an excessive need 

to be taken care ofby others.1hat persistent need is associated with fears of separation and 
dinging and submissive behavior designed to evoke carcgiving. Individuals with dependent 
personality disorder are uncomfortable bcing alone because they fear being unable to care 
for tJ1cmselves; thus. they will urgently seek a replacement relationship if a close relationship 
ends. 1'ypically, they allow others to make import.ant decisions about most life areas. including 
employment. use of free time, and choice of friends. 1l1ey may volunteer to do unpleasant 
tasks or participate in unwanted activities in hopes of securing the care and support they 
need. 1J1cir pattern of dependency tends to keep them dcpcndc.nt because they do not gain 
the skills needed for self-support. 



Table 8·10 Summary of DSM-5 Diagnostic Criteria for 
Dependent Personality Disorder 

E.xcess1ve need lo be taken care of that Jeads to fears of separabon. as well as submi.s.sl\'e and 
c:Jingmgbehavior. This pervasn,e pattern has occurred since early aduJthood and is expressed by 
at least 6n~ of the following: 
-Need,;: others to be responsjbJe for most major areas oflheir life. 

-Exaggerated fears of being unable 1.o care for themselves causes helplessness or discomfort 
when alone. 

-When a close relationship ends. immediately seeks another relationship for support and care. 

-Requires an excessive amount of reassurance and advic:e from others in Mder to make 
e\'eryday dec1smns. 

-Has difficultydomg things on their own or m1tiatingprojects due to a laok of approval or 
supporL 

-Expressingdisagrttment with 0U1ers is challenging due to fears about loss of support or 
approval Realistic fears of retribulion are not included in thi.s cr-iteria. 

-Makes excessive efforts to obtain support and nurtu.rance £rom others. e\'en volunteering to do 
things that are unpleasanL 

-Unrealistic preoccupatmn with fearofbe.i.ng lefi to take care of themselves.. 

Source: American PsychialJ'ic AssoclatJon. 2013. 

People with dependent personality disorder sccthcmsclvc-s as inept and totally dependent 
on the advice and assistance of others. 10 maintain the dependent bond. they may accept 
verbal. physical, or sexual abuse. '£he condition tends to co--occur \'lith borderline personality 
disorder and with mood and anxiety disorders. Jt is diagnosed more often among females than 
males. and its prevalence appears to be less than !%of the population (American Psychiatric 
Association. 2013). 

Causal Factors 
'Ote DSJ\1~.5 provides no information about any farniUal influences in dependent personality 

disorder. Some have speculated about possible histories of abuse. overprotective pa.renting. 
or delayed Hweaning from nurturance" in childhood (_Meyer & Deitsch. 1996). However. no 

empirical evidence appears to support any particular genetic. biological. or psychological 
causal factors at present. 

Treatn1ent of Dependent Personality Disorder 
No evidence is available from control.led reports concerning the rcJativc effectiveness of 
medication or psychotherapy for dependent pcrsonaJity disorder. Symptomatic treatments 
for depression or anxiety and directed skills training for assertiveness. independent living. 
and problem solving may be attempted. 

8.4c Obsessive-Compulsive Personality Disorder 
Obsessive-compulsive personality disorder (Table 8-11) involves a preoccupation with 
control, orderliness. and perfectionism. People with this condition are overinvolved with 
rules. schedules. and details and arc insensitive to the resulting annoyance of others to 
the extent that inflex:ibility of procedure is more important than cfficiency. Thc)r tend to be 

stubborn and inflexible about checking details. so that deadlines tend to he missed despite 
excessive devotion to work. lhc same preoccupation with and dedication to tasks interferes 
with friendships or leisure activit ies. 1l1cir emphasis is on perfect performance and r igid 
devotion to principles. and they typically do not trusl the abilities of others toward these 
ends. Consequently, they rarely delegate tasks or collaborate with coworkers. 

Personality Disorders 211 



212 Chaple< 8 Abnormal Psychology 

Blbliotbcrapy 
'Che use of selected 
written materiaJs t..hat 
may have parucular 
life significance 
as an ndjunct in 
psychotherapy 

Table 8·11 Summary of DSM-5 Diagnostic Criteria for Obsessive-Compulsive 
Personality Disorder 

P-reoccupation with perfectionism. orderliness. and mentaJ/interpers.onal control. at the oosl of 
efficiency. flex1h1Jity. and openness. This pervasiw pattern has occurred since early adult.hood 
and is expressed by at least four of the fc,llowin_g: 
-Difficulty completing tasks due l() a need for perfec:tionism {e.g .. their overt)' stnct sl:andards 

cause the inability to finish a project) 

-Inflexible. scrupulous. or excessively conscientious about ethics. \lalues. or mat ten. of moraJily. 
whicb cannot be accounted for by any cuJtural or religious affiliation 

-Miserly i.n matters of spend mg monc.,y on themsel .. -es or others: feels lhe need to hoard money 
in case offul-ure catastrc;,phes 

-Reluctant tu work with others or delegate t.ask..,o; unJess others agree to do tbingi. precisely their 
way 

-The major pmnt of activities becomes lost due- to a preoc:cupalion with order. ruJes. detaits.. 
hsts. schedules. and organization 

-Forgoes letsure activities and friendships due 1.o an excessive dei.'Otion to work and 
productivity that lS not an ob\1ious economic necessity 

-Unable to gel rid of worthless or wom-oul things. e\1et1 items with no sentimental ,.·alue 

-DispJays stubborn. rigid behavior 

Sou rce: American Psychlalr1c Astociatlon. 2013. 

Unlike obsessive .. compulsive disorder (described in Chapter 6). those with obsessive• 
compulsive personality disorder are not particularly distressed by their condition. In fact. 
they can appear to be emotionally insensitive and unexpressivc. Others may sec them as 
overly conscientious and moralistic. In addition. those with obsessive-compulsive personality 
disorder do not display true obsessions or compulsions. According to the DSiW~S. the condition 
may be among the rnost common personality disorder in the general popu lation. \'\'lth 

incidenc.e estimates ranging from 2% to nearly 8%. Its maJe-to•remale ratio is 2: I (American 
Psychiatric Association. 2013). 

Causal Factors 
No evidence of familiaJ influences is provided in DSJ\1.s. People with anxiety d isorders may 
have a h igher risk for obsessive-compu l,;ive personality disorder. Many of the features of 

obsessive-compulsive personality disorder appear to overlap with Cluster A rather than 
Cluster C conditions. and there may be an association \\Tith eating disorders and depressive 
disorders (American Psychiatric.Association. 2013). Earlier Freudian perspectives in,•okcd 
fixation at the anal stage ofpsychosexua.J development Canal retentive .. personalities arc 
preoccupied with order and neatness. as compared to -anal expuL,;:ive" personalities. which 

are disorgan ized and messy). possibly related to overcontrolling parents. Later perspectives 
tend to emphasize overuse of defenses. 'Without empiric.a.I data. littJc is known abcmt these 
or other possible environmental or familial contributions to this condition. 

Treatment of Obsessive-Compulsive Personality Disorder 
'lhcre arc no controlled outcome studies on either p harmacological or psychologica l 
interventions for obsessive-compu lsive personality disorder. lbcrapy may be attempted 
for relaxation training or to reduce the nearly compuJsivc preoccupation with detail tJ1at is 

so characteristic of the behavior pattern. Meyer and Ocitsc.h {1996) recommend relaxation, 
modeling of hu rnor. bibliotherapy techniques (use of written materials that may have 
life significance), and cognitive challengi ng. alth ough no empirical data support these 
interventions for obsessive-compulsive personality d isorder. 



8.5 
8.Sa 

Other Personality Disorders 

Personality Change Due to Another 
Medical Condition 

One new personality disorder classification appears in the DSM-5: personality change due 
to another medical condition. Sometimes, p ersistent p ersonality changes can be associated 
with chronic medical problems or events such as stroke, head trauma, epilepsy, autoimmune 
disorders, or other central nervous system dysfunctions. Those afflicted may show emotional 
instability, aggression, paranoia, apatl1y, or poor impulse control, among a host of other 
possible dysfunctions. When these changes can be directly linked to the underlying medical 
co11dition, this diagnosis would be appropriate. 

8.Sb Other Specified Personality Disorder 
Quite often, individuals present symptoms that meet the general definition of a p ersonality 
disorder (see Table 8-1) but do not satisfy the specific criteria for any of the Cluster A, B, 
or C diagnoses. Usually, tl1ese appear to be co11ditions in which the symptoms of different 
personality disorders are mixed together. In those situations, a diagnosis of "other specified 
personality disorder" is given. Even w hen structured clinical interviews are employed 
in diagnosis, this classification is among the top three personality disorders in terms of 
prevalence; when interviews are not structured, this is the most common personality disorder 
diagnosis {Verheul & Widiger, 2004). 

8.6 Considerations for the Future 
The overlap and intermingling of personality disorders with other DSM conditions weakens 
the argument about their independent status, and several writers have called their future 
status into question. Because categorical diagnoses of m any of these disorders involve 
matching client symptoms to "3 of the following 7" or "5 of the following 9" criteria, there 
can be a very large range of variability in the expression of any single p ersonality disorder. 
Thus, two persons with the same diagnosis may behave in different ways (a ch allenge to 
convergent validity), while others with differe11t diagnoses may act similarly (a challenge to 
divergent validity). Factor-analytic studies of the 10 p ersonality disorders did not support 
their categorical organization i11 theDSM-/V(Sheets & Craighead, 2007), and one evaluation 
of convergent and divergent validity and correspondence to the Big Five personality factors in 
the DSM-IV classificatio11 system i11dicated that only borderline personality disorder met all 
criteria for a u seful and valid classification tl1at identifies functional impairment {Ryder 
et al., 2007). Others suggested that substantial revisions were needed in paranoid personality 
disorder b ecause of poor validity (Bernstein & Useda, 2007). 

The broad and persistent criticism of the personality disorders led the DSM-5 t ask force to 
consider major changes i11 their classification. In preparation for DSM-5, proposals to rethink 
the personality disorders by sl1ifting to diagnosis based on five-factor 1nodels of personality 
appeared (Widiger, Costa, & McCrae, 2002). Among the other options mentioned for the DSM-5 
taskforce to consider were whether to abandon the classifications altogether or to redefi11e 
personality disorders as either early onset or chronic variants of existing DSM conditions 
{Widiger, 2007). It appeared certain that the DSM-5 would move toward a more dimensional, 

Personal ity Disorders 213 

BVfLo 
Improve your test 
scores. Practice quizzes 
are available at 
www.BVTLab.com. 



214 Chapter 8 Abnormal Psychology 

and less categorical, model for diagnosis of personality disorders (Regier, Narrow, Kuhl, & 
Kupfer, 2009); early drafts of the DSM-5 proposed sweeping changes including reducing the 
nu1nber of disorders to six and adding a di1ne11sional assessment component based on a five
factor model of p ersonality (curiously, not identical to the well-researched Big Five model). 
However, tl1e proposed changes were so extensive that many balked at what appeared to be 
confusing and time-consuming assessments, and in the final draft, the sweeping changes 
were voted down. Consequently, the DSM-5 retains the DSM-IV personality disorder categories 
with almost no changes, although the alternative personality trait model was placed in 
Section III for further study. Given the continued dissatisfaction with tl1eir current status, 
the personality disorders will most likely be revamped with the next revision of the DSM. 



TO SUM UP ... 
• Personality disorders are enduring and stable st yles of thinking, p erceiving, 

and behaving across many settings and situations that are evident at least since 
early adulthood and that cause distress for the person or for others. 

• Personality disorders may affect 9% of the population. Within clinical sa1nples, 
nearly half of p ersons receiving any DSM diagnosis also meet the criteria for 
some typ e of personality disorder diagnosis. 

• Personality disorder symptoms generally cluster into three groups: those that 
are odd or eccentric; those that are dramatic, emotional, or erratic; and those 

that are anxious or fearful. 

• Very little is known about tl1e causes of personality disorders, which are 
presumed to originate in adolescence. Family studies tend to support either 
weak or only moderate ge11etic influences. 

• There is significant overlap among the different p ersonality disorders and 
between personality disorders and several other mental disorders. The degree 
of comorbidity raises questions about the validity of the personality disorder 
categories. Diagnostic reliability also continues to be a problem for these 
conditions. 

• Mathematical studies of p ersonality assessments tend to support a dimen sional 
model of personality disorders rather than the current categorical model of 
personality disorders used by DSM-5. 

• Treatment of personality disorders is difficult. People diagnosed with these 
conditions often do not seek treatment and may be uncooperative patients. 
Several p sychological and pharmacological interventions have been attempted, 
but there is only limited evidence of their effectiveness. 
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QUESTIONS FOR STUDY 
• Discuss l1ow a dimensional method of p ersonality disorder diagnosis migl1t 

work and whether it would be an improvement over a categorical one. 

• Imagine you are hosting a large party. You have invited people with each of the 
personality disorders. Which ones will accept your invitation, and which will 
refuse your i11vitation? Why? 

• Try to describe a person who would meet the diagnostic criteria for two 
personality disorders simultaneously. 

POP QUIZ 
1. Dr. Brown believes that p ersonality is a collection of psychological 

characteristics, such as kindness or dependability, which can be identified and 
measured. She would be best described as a -----· 

A. trait theorist 

B. humanist 

C. phrenologist 

D. psychoanalyst 

2. The DSM-5 lists _____ different primary p ersonality disorders. 

3. 

A. 3 

B. 6 

C. 10 

D. 12 

_____ personality disorders tend to present symptoms that observers 

consider odd or eccentric. 

A. Cluster D 

B. Cluster C 

C. Cluster B 

D. Cluster A 

4. Personality disorders are difficult to treat because of all of the following reasons 

except their-----· 

A. stability 

B. chronicity 

C. medical basis 

D. involvement in several life areas 



5. Which of the following personality disordered individuals would have recurrent 
suspicions, without justification, regarding the fidelity of a spouse or sexual 
partner? 

A. obsessive-compulsive personality disorder 

B. histrionic p ersonality disorder 

C. schizoid personality disorder 

D. paranoid personality disorder 

6. People with _____ are largely indifferent to criticism. 

A. dependent personality disorder 

B. obsessive-compulsive personality disorder 

C. borderline personality disorder 

D. schizoid personality disorder 

7. _____ individuals initially diagnosed with schizotypal personality 
disorder go on to develop schizophrenia. 

A. Only a small percentage of 

B. Nearly a third of 

C. Half of 

D. Most 

8. The Cluster B personality disorders include individuals who may be described as 

-----· 
A. odd or eccentric 

B. emotional or dra1natic 

C. avoidant or fearful 

D. psycl1otic 

9. Individuals with antisocial personality disorder frequently are able to talk their 
way out of difficult situations and may "con" others into believing their good 
intentions for the future, demonstrating their-----· 

A. the inability to profit from mistakes 

B. the need for admiration 

C. impulsivity 

D. the ability to make a good impressio11 on others 

10. Of those diagnosed with borderline personality disorder, _____ are 
female. 

A. 75% 

B. 50% 

C. 25% 

D. 5% 

11. Frank believes he is more important than he really is. He has a grandiose se11se 
of self-importance and is preoccupied with fantasies about his own success and 
brilliance. Frank would best be described as having-----· 

A. narcissistic personality disorder 

B. histrionic p ersonality disorder 

C. dependent personality disorder 

D. obsessive-compulsive personality disorder 
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12. In the general population, _____ display at least one of the personality 
disorders. 

A. 1% 

B. 4% 

C. 6% 

D. 9% 

13. The most common personality disorder diagnosis is most likely-----· 

A. paranoid personality disorder 

B. dependent personality disorder 

C. other specified personality disorder 

D. schizoid personality disorder 

14. The use of written materials that may l1ave life significance is called 

• 

A. bibliotherapy 

B. biotherapy 

C. autobibliotherapy 

D. biblicotherapy 

15. Dialectical behavior therapy (DBT) is effective in treating which of the 
following? 

A. antisocial personality disorder 

B. borderline personality disorder 

C. obsessive-compulsive personality disorder 

D. dependent personality disorder 

Additional study resources are available at www.BVTLab.com. 
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Sexua an Gen 
Disor ers 

Scientific study of human sexual behavior is a recent endeavor. However, ideas about 
connections between sexuality and abnormality are much older and have played a large role in the very development 

of psychology and psychiatry. Especially among Western Christian cultures, sexual activity was something that 
authorities, concerned with proper conduct, viewed warily. Many religious leaders advised that if sex was necessary 
at all, it should occur as rarely as possible and should not be enjoyed because it was a sin of the flesh. Some influential 
men of science, such as Richard von Krafft-Ebing (1840-1902), considered all variations from "normal" sexuality to 
be diseases. Recall from Chapter 2 that masturbation was considered a cause of insanity by the founder of American 
psychiatry, Benjamin Rush; and physicians of the 18th, 19th, and 20th centuries recommended (sometimes extreme) 
measures to protect against "self-abuse." By the time of Freud, sexual appetites, fantasies, and conflicts came to 
be viewed, on the one hand, as central to all human psychological functioning and, on the other hand, the source 
of most psychological disturbance. 

These views began to change with increased scientific interest in 
sexuality, evident only within the past few generations. Kinsey and 
his colleagues (1948, 1953) were amo11g the first to collect data on the 
prevalence of different kinds of sexua l behavior sucl1 as masturbation, 
marital and premarital heterosexual intercourse, and homosexuality. 
Although their surveys were not representative of the general population, 
their findings clearly indicated that sexual activities were more varied 
than most Americans at the time believed. As perspectives on sexuality 
became more open over the past l1alf-century, the DSM system adopted 
broader views of sexual variations and dysfunctions. Homosexuality, 
once considered a mental disorder, was not listed among the DSM-III 
conditions. Sexual variations are no longer considered deviations or 
disorders a priori; instead, they must , in most cases, be recurrent, 
persistent, and distressing to the individual in order to earn a DSM label. 

The DSM-5 divides psycl1osexual disorders into three general categories: 
sexual dysfunctions, which are associated with disturbances of the 
sexual response cycle or with painful intercourse; paraphilic disorders, 
which involve intense interest in or preference for unusual targets of 
sexual arousal; and gender dysphoria, i11 ,-vhich there is strong and 
persistent sense of incongruence between one's assigned gender and 
one's gender identity. The field trial data from DSM-III indicated 
that diagnostic reliability for the psychosexual disorders was good 
to excellent overall, with a range of .92 to .75 across Pl1ases I and 2 
(American Psychiatric Association, 1980). However, those estimates 

actually result from averaging 

Sexual orientation is no longer considered 
a defining factor in mental disorder. 
(s _ buckley/Sh utterstock.con1) 

What is normal 
sexual functioning? 

How can it become impaired? 

across two very reliable categories and one very unreliable category. The 
DSM-5 field trials did not include assessments of any of these disorders. 
Each will be considered in turn, but first a review of normal sexual 
functioning is in order. 
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9.1 Human Sexual Functioning 
Nlasters and Johnson (1966), in their pioneering study of human sexuality, greatly increased 
our knowledge about physiological aspects of sexual functioning. Unlike the researchers 
before t l1em, Masters and Johnson did not simply interview people about their sexual 
activities. TI1ey, instead, made direct observations, in a laboratory setting, of more than 
10,000 episodes of sexual activity involving 312 men and 382 women, ranging in age from early 
adulthood to age 89 and engaged in either solitary sexual activity or sexual interactions with a 
part11er. Masters and Johnson recorded physiological responses, such as heart rate and muscle 
tension and contractions, by using special equipment, some of which was placed over the 
penis or inside the vagina during sexual stimulation. Of course, the p eople who volunteered 
for these observations did not make up a representative sample of the population-they were 
less sexually inhibited, more sexually experienced, a11d probably more liberal in their sexual 
attitudes than most Americans. Still, it is not unreasonable to assume that the behavioral 
and physiological responses observed are applicable to general human sexual functioning, 
and this groundbreaking research still forms the foundation of our knowledge of human 
physiological sexual response. 

One of tl1eir findings was that the basic sexual response cycle is t he same for m en 
and women and consist s of four phases. The excitement phase begins with whatever is 
sexually stimulating and arousing for the particular person. Blood rushes into the genitals 
(vasocongestion), causing p enile erection in males and vaginal lubrication and clitoral 
swelling in females. If the stimulation continues, excitement builds quickly to a point called 
the plateau phase, in which the sexual arousal is maintained and intensified. If stimulation 

Scientific st udy of sexual bel1avior is a recent e11deavor. (iStock) 

is terminated or ceases to be effective at this point, 

the person will not experience orgasm but will enter a 
prolonged period of gradually decreasing sexua l tensions. 
The orgasmic phase, the shortest period of the cycle, consists 
of those few seconds when the bodily changes resulting 
from stimulation reach their maximum intensity. Orgasm 
involves muscular contractions of tl1e pelvic area. In 
males, it consists of a stage of ejaculatory inevitability, after 
which the second stage, ejaculation of sem en, cannot be 
controlled. Women do not report a corresponding point of 
inevitability before tl1eir orgasms, which i11clude clusters 
of contractions that are intense and close together. During 
the resolution phase, sexual tensions decrease as the person 
returns to the unstimulated state. Women are capable of 

Vasocongestion 

Increased blood flow 
to and swelling of 
localized tissues a11d 
organs 

Refractory period 

Period following 
orgas1n in 1nales duri11g 
which further sexual 
arousal and orgasm are 
not possible 

having another orgasm if effective stimulation is resumed. 
For men, however, there is the refractory period, when rearousal and orgasm are impossible. 
The duration of the refractory period varies widely, from minutes to hours, and is i11fluenced 
by many factors including the male's age and novelty of the sexual practice. 

The findings of Masters and Johnson a lso corrected some of the following previously 
held fallacies about human sexuality. 

1. Myth #1: Direct stimulation of the clitoris is essential for the attainment of 
orgasms. In the female, the clitoris is the organ that is most sensitive to sexual 
stimulation. It had been widely believed that cont inuous and direct clitoral 
stimulation is i1nportant for the attainment of orgasms. This is not so, said 
Masters and Johnson. In fact, during the plateau phase, the clitoris retracts and 
becomes relatively inaccessible to stimulation by either ha11d or pe11is. The clitoris 
is stimulated during intercourse without any special effort because every thrust 
exerts pressure indirectly on this organ. Furthermore, many women find direct 



Sexual and Gender Disorders 

stimulation of the head of the clitoris irritating and prefer either stimulation on 
the side of the clitoral shaft or in the genera] genital area. 

2. Myth #2: Vaginal orgasms are better titan clitoral orgasms. Freud proposed 
that vaginaJ orgasms represent a rnore mature level ofpsychosexuaJ functioning 
than clitoral orgasms. a viev.rpoint widely he]d in psychoana]ytic circles. Part of 

the reasoning was that females who masturbated via clitoral stimulation were 
using the cJjtoris as a substitute penis. an expression of penis envy. Although 
various writers (e.g .. Ellis. [962) had argued against this idc...1.. it remained for 
Masters and Johnson to disprove it conclusively. Physiological recording reveals 
only one kind of female orgasm. and clitoral stimulation plays an important role 
in it. In fact. tJ1e women in their study frequently reported that orgasms resulting 
from masturbation or manual manipulation by a partner. both of which tend to 
focus on the clitoris. were more in.tense than orgasms achieved in intercourse. 

3. Myth #3: S/1nultaneous orgasnu represent a superior sexe1al accompll.,;/tnumt. 
·n1e older marriage manuals stated that the couple's achievement of simultaneous 

orgasms was a mark of supcriorsexuaJ accomplishment. Masters and Johnson 
did not find this to be so. In fact. preoccupation with achieving simultaneous 
orgasms could cause partners to direct their attention to the adequacy of 
their performance rather than losing themselves in the feelings of lovemaking. 
Assuming the spectator role. as Masters and John.son call lhis attitude. can lead to 
erectile difficulties in men and failure to have orgasm in women. 

4. ~lyth #4: Siu of pen.ts co11trib11tes importantly to female sexual e11joyme,1t. In 
a study of SO men. Masters and Johnson found remarkably little variation in size 
of erect penises. Even though there is some smalJ range in size. the authors draw 
attention to tJ1e fact that. during entry. the vaginal walJs expand just enough to 
accommodate the penis. so that the friction between penis and vagina should not 
be much affected by penile size. 

1hc observational studies of Masters and Johnson also led to the development of specific 
therapeutic techniques that continue to be used in sex therapy today. '£hey suggested. for 
example. that many sexual dysfunctions have their origins in perfonnancc anxiety. Both 
men and women can become preoccupied with -producing" or "performing" - the man with 

satisfying his partner and the woman with having an orgasm (the overt expression of which 
she sees as important in satisfying her partner as well as herself). ,~cars of not being able to 

perform increaso the likelihood of failure. and each new failure increases the worries of failing 
ne.xt time. resulting in a vicious eye.le. the woman. blaming herself to some extent for her 
partner's failure. may become even more concerned that she is not performing adequately. One 
or both individuals may take on a spectator role. in which they are criticallyobse,rving their 
perfonnanc.c rather than unselfconsciously participating in Jovemaking.11te identification of 
performance anxiety as etiologically important for sexual dysfunction resulted in the creation 
of anxiety~reduction approaches to sex therapies that arc widely used today. Recent research 
continues to implicate perfom1ance anxiety as centraJ to the development and maintenance 
of all sexual dysfunctions in both men and women (McCabe. 2005). 

lhe work of Masters and Johnson shed less light on the causes and treatments of tl1e 
paraphilias or of gender dysphoria. It aJso may have produced an underappreciation of the 
possible biological causes of sexual disordcrs.1hcre arc now many biological factors known to 
cause or contribute to sexual dysfunction. Any physical disorder that i.nvolves the circulatory 
system. for example. can affect sexual performance. A variety of medical conditions. hormonal 
influences. and medication side effects can directly produce sexual impairment. Efforts to 
treat these conditions phannacologically have increased dramatically in the past 2 decades. 
as discussed bclow.1J1e psychological treatment of sexual problems. however. owes more to 
the contributions of Masters and Johnson than to any other s ingle source. 

Performance 
anxiety 

!'car of not being able 
to perform sexually. 
which in turn hinders 
sexual perfonnance 
and may be central 
to the development of 
sexual dysfunctions 
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9.2 Sexual Dysfunctions 
In tJ1e DSM-5. a sexual dysfunction is a disturbance in a person·s sexual response or experience 

of sexual pleasure. A broad range of disorders. representing all stages ofthcscxual response 
cycle. is included. 1hc diagnosis of sexual dysfunction requires clinical judgment that the 
impairment is not a normal variation in response, cons:idering the age and experience of the 
person. the adequacy of the sexual stimulation involved (in some cases, lack of knowledge 
about sexual anatomy and sexual techniques can p lay a role in the dcvc.Jopmcn.L of sexual 
disorders), and the level of subjective d istress. 
Inter-rater diagnostic reliability was excellent for 
the sexual dysfunctions in the JJSM-111 field trials. 
ranging from 1.0 to .86 across the two phases. 

Each of the dysfunctions can be classified with 
certain clinical specifiers: 

How common are sexual 
dysfunctions? How effective is 

treatment? 

Lifelong type vs. acquired type- Some dysfunctions may be lifelong. occurring 
since the age of puberty. Others develop at some point after a period of normal 
sexual functioning. 

Generalized type vs. situational type- Generalized sexuaJ dysfuncticms occur in 
many or all types of circumstanc.es. regardless of sexual stimulation. situations. 
or partners. Situational dysfunctions are limited to particular circumstances or 
to particular partners. 

Severity(mild. moderate. or scvcre)- Ratings of severity arc based on the degree 
to which the symptoms cause distress. 

111c DSM~.'i reorganized DSM~JV's sexuaJ dysfunctions by making the categories gender 
specific when possible and moving away from linking disorders to parts of the sexual response 
cycle. Emphasis is more strongly placed on the degree of distress caused by the symptoms. 
and diagnosis requires at least 6 months. lbe primary categories of sexual dysfunctions 
(i.e .. those that a:re not induced by the effects of a medication or substance) are summarized 
in Table 9 .. J. (.solated or occasional symptoms such as these are common in both men and 
women and do not necessarily indicate the presence of a disorder. 1'o meet criteria for one of 

these conditions. symptoms must cause significant distress for the person: be persistent or 
recurrent: and not be due to another mental disorder (such as depression). mcdicaJ disorder 
(such as a circulatory problem). or the effect of a substance or medication. The DSM-5 also 
provides a classification for substance/medication-induced sexual dysfunction. which will 
be d iscu.sscd later. 

Table 9·1 DSM-5 Sexual Dysfunctions 

Disorder 

Delayed c:jacuJation 

E.recbled1sorder 

Female orgasmic disorder 

Female sexual interest/ 
arousal disorder 

Genito-pelvic pain/ 
penetration disorder 

Male hypoactive sexual 
desire disorder 

Premature ejaculation 

Key Symptom s 

Marked delay. reduction in. or absence of ejacuJation 

Marked difficulty attammg or retammg eredion durmgsexuaJ activity 

Marked delay. reduction in. or absence of orgasms 

Absent or reduced i;exuaJ interest or sexuaJ arousal 

Pers1stent or recurrent vaginal or peh'lc pain during sexual activ3ty 

Persistent or recurrent deficiency in or absence of sexuaJ desire 

Persistent or rec:ur-rent pattern of ejac:utating before the person wishes 
during.sexual activity 

S-Ource: American Psychiatric AssociaUon. 2013. 

Minimum Duration 
llequired for Diagnosis 

6 months 

6 months 

6 months 

6 months 

6 months 

6months 

6months 
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9.2a Female Sexual Interest/Arousal Disorder 
A woman·s persistent or recurrent deficiency in the desire for sexual activity, and in normal 

sexual fantasies or thoughts. that causes significant distress is diagnosed as female sexual 
interc.st/arousaJ disorder. l his new category (sec Table 9 .. 2) is intended to encompass those 
women who i 11 t he DSM .. / V would be diagnosed with hypoactive sexual desire disorder and 
fomale sexual arousal disorder. The low arousal or lack of des.ire rnay be generalized to all 
sexual activities or it may be situational. involving only one partner or a specific activity 
such as in tercourse. 1ypicaUy the person does not seek or init iate sexual interaction but 
rnay participate reluctantly after partner initiation. To make the diagnosis, the clinician 
must consider gender. age, health. and cultural contexts of the level of desire. as well as the 

context of the interpersonal relationships that arc affected. 

Decreased sexual lnterest i.s a common issue among women: 

225 

Decreased sexuaJ interest is a common issue among 
women. Representative national samples indicate that a third 
of U.S. women experience problems with low sexual desire. 
and 20% of females report arousal problems (A mcrican 
Psychiatric Association. 2000). However. there is much 
variation in female sexual interest across ages and cultures. 
1hc incidence of the newly combined DSiW•S category is 
unknown. Decreased sexual desire can be associated with 
other mental disorders. such as depressive disorders, as weU 

as w iU1 relationship problems. 1lw diagnosis is not given 
in the absence of significant distress: a person who self
identifies as Masc.'<ual" would not receive the label (American 
Psychiatric Association, 2013). Although it can begin at any 
time after puberty. most frequently. deficit sc.xual desire 

Representa tive nabonal sam ples indicated 209'.of U.S. women 
experience p roblem.-. with low sexual desire. (Shu.uentodl 

Table 9·2 Summary of DSM-5 Diagnostic Criteria for Female Sexual Interest/Arousal Disorder 

Sexual interest OT arousaJ is signjficantJy reduced or complete ly Jacking. as evidenced bythTee OT more of the following cnteria: 
-Erotic thoughts or fantasies are absent or interest m them is greatly reduced. 

-SexuaJ activity is lacking or interest in it is greatly reduced. 

-Is not receptive to a partner's attempt to inihatesexuaJ activity and no or reduced interest in being lhe initiator. 
-Excitement/pleasure dur ing $l?Xual activity is reduced or ent.irely absent m practicaJlyaU sexuaJ em.'lOunters (75%-1009£,). 

-Genital or nongenitaJ sensations during:sexual acbvity are reduced or entirely lacking in p racUcaJJy all sexua1 encounters 
(75%-100%). 

-SexuaJ interest/arousal responses to miernal o r externaJ sexual/ erotic st.imuH (e.g .. written. \rerbaJ. visual) a re reduced or 
entirely lacking. 

Symptoms haw persisted for at least 6 months or so. 

Symptoms are causing climcally significant distress. 

Symptoms cannot be attributed to a non.sexuaJ mental disorder or cannot be better expJajned-a.s a consequence of severe 
relationship distress (e.g_ partner \•iolence) or other sign16can t stressors and 1s not a resull of the effects of a substance / 
medication o r another medkaJ condition. 

Specify if: 
-Lifelong (disturbance present. since the person fi rst expenenced sexuaJ activityl 

-Acquired [disturbance began after the person expenenced a period of relatively normal sexual act.ivityJ 

Specify if: 
-Generalized {disturbance not limited to sped6c types of stimulation. partners. or situat:ionsJ 

-Situational {disturbance limited to certain types of stimulation. partners. or situationsj 

Specify current severity: 
-Mild (Symptoms generate mild djstress..) 

-Moderate fSymptoms generate moderate distress.) 

-Severe (Symptoms generate extreme or severe distress.) 

Source: Amerk-an Ps)•chlatrlcAssoclatlon. 2013. 
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develops after a period of relatively normal sexual interest. in conn ection with interpcrsonaJ 
problems and/or stressfu l events (American Psychiatric Association. 2000). 

lh is condition may involve the recurrent inability to attain an adequate lubrication
S\'ielling response in sexual excitement or inability to majntain t he arousal long enough for 
the completion of sexual activity. Normally. sexual arousal in women involves vasocongcstion. 
producing vaginal lubrication and swelling of the external genitals. To make the diagnosis. 
the clinician first considers issues such as age and health status and detcr1nincs that the 
tack of arousal is not due to inadequate sexual stimulation. Female sexual interest/arousal 
disorder can be accompanied by orgasm rusorders, and it may result in painful intercourse 
and avoidance of sexual situations. In earlier classifications, the condition was referred to 
by t he pejorative term frigidity. 

'Jhe male equivalents of female sexual interest/arousal disorder consist ofh\TO d iagnoses
male hypoactive sexual desire disorder and ercc.tiled.isorder- which will be described next. 

9.2b Male Hypoactive Sexual Desire Disorder 
Male hypoactive sexua l dcsil'e disordcr descrjbcs a condition of recurrent deficiency in (or 

absence o() sexual desire and erotic thoughts or fantasies, persisting at least 6 months and 
causing s ignificant distress. 'Ole individual's age. health, and social/cultural context are 
taken into consideration when giving t he diagnosis. Men with this disorder may no longer 
initiate sexual activity with a partner or participate only minimally in response toanotJ1er's 
initiation. Some sexual activities. including masturbation. may continue in the absence of 
desire. Like women. men show cross-cultural variations jn low sexual desire. and problems 

with sexual desire rnay affect a significant proportion of older men. although the persistent 
lack of desire appears to charactc.rize only a small segment (less t han 2%) of males aged 
16 - 44 (American Psychiatric Association. 20 13). 

9.2c Erectile Disorder 
1J1e defining symptom of erectile di~rdcr (see Table 9·3) is persistent or recurrent difficulLy in 
attaining an adequate erection for sexual activity or in maintaining the erection until the activity 
is completed. Some men arc unable to obtain any erection from the onset of the sexual event. while 
others may attain an initial erection but lose tumescence before penetration or during thrusting. 
Erectile problems may be generalized to all sexual situations or may be specific to certain ones 
(for example. some may awake with morning erections or ma.in ta in erection only during solitary 
masturbation). Affected men may experience anxiety about sexual performance and fear of failure. 
Depression and substance d isorders may co-occur. each of which has a lso been a.,;;sociatcd with 
erectile difficulties (American Psychiatric Associatjon. 2000). National representative survey 
data suggest that 10% of males report erectile problems; however. age Lo;; a significant factor. with 
incidence rising from about 5% at age 40 to 15% by age 70 (Scgra,•es & Althof. 2002). In earlier 
classifications. the condRion was referred to by the pejorative term. impotence. 

Causal Factors 
More research is needed to define the spcci fie causes of deficient sexual desire. A variety of 
factors are associated with reduced desire. including medical condit ions such as arthritis or 
irritable bowel syndrome, other mental disorders such a.,;; depression, and previous history 
of sexual or physical abuse (American Psychiatric Association. 2013). Ironically. the most 
common pharmacological treatments for depression- the SSRts- rnay themselves re-suit in 
decreased desire (Fava & Rankin. 2002). Sexual desire tends to decrease with age for both men 
and women. The androgen hormone testosterone plays a significant role in male sexual interest. 
and both androgens and estrogens arc involved in female libido. \1/hen levels of these hormones 
drop (during aging or after menopause). sexual desire often declines (LeVay & Valente, 2006). 
Psychological factors. including relationship dHficulties. stress, and negative attitudes about 
se.x. may reduce sexu al desire. 



Table 9-3 Summary of DSM-5 Diagnostic Criteria for Erectile Disorder 

• Practically all sexual activity (75%- 100%) must result in the experience of at least one of the 
following sympto1ns: 

- Obtaining an erection during sexual activity is notably difficult . 

- Maintaining an erection until sexual activity is completed is notably difficult. 

- Erectile rigidity is notably reduced. 

• Symptoms have persisted for at least 6 months or so. 

• Symptoms are causing clinically sig11ificant distress. 

Sexual and Gender Disorders 

• Symptoms can11ot be attributed to a nonsexual mental disorder or cannot be better explained as 
a consequence of severe relationslup distress or otl1er significant stressors and is not a result of 
the effects of a substance/medication or another medical condition. 

• Specify if: 

- Lifelo11g [Disturbance has been present si11ce the person first experienced sexual activity.] 

- Acquired [Disturba11ce began after the perso11 experienced a period of relatively normal sexual 
function.] 

• Specify if: 

- Generalized [Disturbance is not limited to specific types of stimulation, partners, or situations.] 

- Situational [Disturbance is limited to certain types of stimulation, partners, or situations.] 

• Specify current severity: 

- Mild [Sy1nptoms generate mild distress.] 

- Moderate [Symptoms ge11erate moderate d istress.] 

- Severe [Sy1nptoms generate extreme or severe distress.] 

Source: American Psychiatric Association, 2013. 

Sexual arousal problems, on the other hand, have been the source of much attention in the 
professional literature. According to psychoanalytic theory, men and women show inhibited 
sexual excitement because, unconsciously, they p erceive sexual activity as dangerous. The 
physical i11hibition of sexual response is, t hus, a defe11se against t he tl1reatening impulse. 
In this view, anxiety over sexual expression stem s from the Oedipa l conflict , which in men 
leads to intense castration anxiety. As Fenichel (1945, p. 170) put it, "In t he simplest and most 
typical cases, impotence is based on persistence of an unconscious sensual attachment to 
t he mother. Superficially no sexual attachment is completely attractive because the partner 
is never the mother; in a deeper layer, every sexual attachment has to be inhibited because 
every p artner represents the mother." 

Masters and Johnson (1970) su ggested that in addition to performance anxiety, social 
lear11ing histories contribute to the dysfunction. In their study and treatment of men with 
primary impotence, 3 of the 32 subjects reported having had clearly seductive mothers. In 
each instance, the son had slept in the mother's bedroom at least through puberty, and though 
there had been no actual intercourse, the relationship had involved strong erotic features. The 
father in these families had been either absent or ineffective. These three cases are consistent 
with a11 Oedipal interpretation. Six men came from a background in which there was a strong 
religious belief that sex was sinful. It is of interest that these men married wives with equally 
restrictive religious backgrounds, five of whom had vaginismus (involuntary contraction of the 
pelvic/vaginal muscles, making intercourse painful). Another six m en had had homosexual 
attacl1ments as teenagers and still considered themselves basically homosexual in orientation. 
Three of these homosexually inclined men had had domineering mothers, but the other three 
reported nothing unusual in the family pattern. Four other impotent men l1ad had humiliating 
initial sexual experiences with prostitutes; the squalid quarters, repelling physical appearance 
of the women, and the amusement and derision of the prostitutes had made sexual arousal 
impossible and destroyed their self-confidence. No two of t l1e remaining men reported similar 
histories, either in terms of initial sexual trauma or features of family beliefs or interaction. 
Interviews with sexually dysfunctio11al women revealed a similar variety of social learning 
experiences that may have contributed to their difficulty. 
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EspcciaJly for men. arousal problems increase with age. As noted earlier, several 
biological factors arc known to influence sexual arousal. including any condition that 
affects the circulatory system and many types of medications and drugs. Lower urinary 
tract symptoms can affect female desire. lubrication. and orgasm (Cohen. Barboglio. & 
Gousse., 2008). Among males. erectile d isorder has been Jinked to nicotine (smokers have 

twice the rate of erection problems as nonsmokers). alcohol (at higher doses). obesity. diahcte.,;. 
spinal c.ord injury. stress. anxiety. and depression (LeVay & Valente. 2006). Antipsychotic 
medications are known to produce sexual dysfunction. includjng erectile problems. as side 
effccL,; (Baggalcy. 2008). Antidepressant medications. especially the SSR Js. produce sexual 
side effects as well (R. Rivas.Yazquc-z.. Blais. Rey. & A. Rivas•Vazquez. 2000). including erectile 
dysfunction. reduced sexual interest. and ejaculatory difficulties. 

Treatments for Deficient Sexual Desire 
Intervention is difficull for low or absent sexual desire. 1here arc no aphrodisiacs or other 
medications that can ere.ate sexual desire in an individual. although there is some evidence 
that testosterone supplementation may inc.rcase sexual dl!.c;ire in men and women who 
have lower-than-normal levels (L<!Vay & Valente. 2006). Others suggest that high doses of 
androgens may im.prove ]ow sexuaJ interest jn females (Segraves, 2003). In 2015. the FDA 

approved flibanserin (marketed u nder the brand nameAddyi·) for the treatment of deficient 

Relationship counseling 1s moderately effective 
for both men and women in treating low sexual 
interesl. fiStod:) 

fomale sexual desire. based on trials showing a modest increase in desire 
and lowered distress; however. the FDA warned of serious side effects if 

mixed with alcohol.1bis drug's inlToduction has been controversia l. and 
it injtially proved ineffective as an antidepressant before beingrebranded 

for deficient fomale desire. On average. satisfying sexual activities 
increased by only0.5- 1.0 acts per month under the rncdication. yet it was 
prcmarketcd aggressively even before FDA approval. perhaps to con vi.nee 
c1inicians that a disease state existed that required pharmacological 
trcatment{Quigley. 2015). Psychothcrap)'appears to be modestly cffccti\•e. 
with between 50% and 70% of patients showing improvement. although 
only half maintain improvement 3 years after therapy (Segrave~~ & 

Althof. 2002). Often. therapy involves marital or relationship counseling. 

Treatrnents for Deficient Sexual Arousal 
\Volpe (1958) was among the 6rst to apply systematic desensitization to sexuaJ dysfunctions. 
He pointed out that his counterconditioningapproach to sexual inhibitions seemed especially 
appropriate since anxiety inhibits sexual responding in a direct way. Preorgasrnic sexual 
arousal is predominantly parasympathetic in nature. whereas anxiety almost a lways in\'Olvcs 
strong S)•mpathetic arousal. 'Ihus. anxiety would directly inhibit the parasympathetic 
activation necessary for effective sexual responding. However, if the parasympathetic sexual 
arousal could be made to be stronger than the competing anxiety response. then the fomler. 
in time. should replace the latter. \Volpe had individuals conduct their own desensitization 
in vivo- tha t is. at home witJl a cooperative partner, usually a spouse. 11lc basic strategy 
was to have the person determine at what point in the sequence of sexual activity anxiety 
began and to go beyond that poinL only gradually and in small steps. permitt ing the anxiety 
associated with each stage to be successfully countcrcondjtioncd. It was important that both 

partners understood and accepted that no particular level of performance was e.xpectcd. 
Over periods of up to 25 sessions. the partners would gradually increase contact and activity 
while maintaining a relaxed state. On the basis of his clinical records. \!Volpe (1973) concluded 
t1lat 14 of 18 impotent men recovered to the extent of achicving"entirely satisfactory sexual 
performance." Another three attained a level that was acceptable to their partners. 

Ohler (1973) reported a controlled study of systematic desensitization in the treatment of 
scx'Ual dysfunctions. In his study.221natchcd individuals ,'lith sexual dysfunctions (premature 
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ejaculation and secondary impotence in male.,; and secondary orgasmic dysfunction in females) 
were assigned to each of three conditions: systematic desensitization plus assertiveness 
training. psychodynamically oriented group therapy. and a nn•treatment control group. lhe 
systematic desensit ization plus assertiveness LTaining group showed marked improvement 
over the 15 sessions in terms of the percentage of successful sexual attempts; neither the 
group therapy nor the control group subjects improved on this measure. The improvements 
in the behaviorally treated group were maintained at an JS-month follow-up. 

Masters and Johnson (1970) similarly sought to reduce anxiety tl1at interferes with 

arousal.11,ey used sensate focus. which progresses through three phases: pleasuring (in 
which the couple is instructed to gentJy touch and caress but not to have intercourse or 
orgasm): genital stimulation (involving light genital play but. again. without any orgasrn or 
intercourse): and nondemand intercourse. increasing gradual ly from brief penetration to 
full thrusting. 'Ibey reported improvement for nearly 75% of males with acquired erectile 
dysfunction. Other psychotherapy studies have confirmed that significant gains and long• 
term improvements arc realized by up to two thirds of patients who undergo treatment 
(Segraves & Althof, 2002). 

BiologicaJ approaches. however. have received much more attention in recent years. 
Earlier biological interventions for male erectile disorder jncluded prosthetjc devices. such 
as semirigid rods or inflatable tubes, which were surgically implanted to provide crcctjon 

for jntcrcoursc. Vacuum devices. placed over the penis to draw blood into the organ and 
produce an e.rcction. have been available for years. A tension band placed O\•er the base of the 
penis kept blood from flowing out Vasodilating medications such as papaverine, injected 
directly into the penis. produce erections ·within 15 minutes. although treatments involving 
this approach have h igh dropout rates (Segra,•es & Althof. 2002). 

lite biggest advance in biological treatment has been the development of an oral 
mc.dication, sildenafil. which relaxes a valve in the penis to a llow increased blood now. 
Pfizer introduced the drug in 1998 as Viagra•: unlike papavcrinc. it produces an ercctjon 

on ly if sexual excitement is present (the drug docs not 
produce desire. or excitement itself). Several similar drugs 
are now on the very lucrative market for pharmaceutical 
treatment of erectile dysfunction. Clinical trials hn\'C 
shown response rates of nearly 70%: however. there arc 
concerns about its use in those with heart conditions. and 

controlled studies oflong-tcrm use arc.- not yet availahJc. 
Some research suggests that sildenafil plus a time-limited 
group psychotherapy technique, or psychotherapy alone. 
produce sign.ificandy better results than sildenafil given 
orally on demand (Melnik & Abdo, 2005). A similar 

cornparison study of sildenafil a lone with sildcnafil plus 
cognitive•behavior therapy in combination. involving 53 

couples, found those receiving the combined treatments 

Annual suJes of Viagra a nd related products e."t<.-eed USSJ 
billion g lobally. (Shutt.eNtuc:k-1 

showed better result.• (Banner & Anderson. 2007). Sildenafil may also be helpful for erectile 
problems resulting from antidepressant medications. although more data arc needed on 
their interactions (Pava & Rankin. 2002). 

To date. resuJts with sildenafil in the treatment of female sexual arousal problems 
have been less promising. The availability of water-based lubricant jellies and creams can 
significantly relieve friction during intercourse for effcctivesymptomatic relief. Alternative 
preparations. including herbal extracts. remain largely untested. In one assessment of ginkgo 
biloba extract for treatment (as a blood•Oow enhancer) of female sexual arousal d.isordcr, 

Meston. Rellini. and Telch (2008) found it was not better than placebo and did not enhance 
sex therapy. which was effective separately. 

Sens.ate focus 

Therapeutic sexuaJ 
exercises practiced by J 

couple that begin \\'ltb 
nondemand pleasuring 
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9.2d Female Orgasmic Disorder 
Women with female orgasmic disorder may experience normal sexual desire and excitement 
phases, but they also experience a recurrent absence or delay of orgasm, either in specific 
sexual circumstances (situational type) or in all sexual activities (generalized type), persisting 
at least 6 months and causing significant distress. The diagnostic process requires careful 
consideration of factors such as age, sexual history, and whether the sexual stimulation 
received is adequate in focus, duration, and intensity for orgas1n. The female capacity for 
orgasm tends to increase with sexual knowledge and experience; once acquired, the ability 
is rarely lost. Therefore, most cases of female orgas1nic disorder may be lifelong rather than 
acquired (American Psychiatric Association, 2000). In situational cases, females may be 

able to reach orgasm during solitary 1nasturbation but not 
with a partner. Inhibited orgasm is a relatively common 
problem among females; estimates are that from 10% to 41 % 

of women report orgasm difficulty, and about 10% do not 
have orgasms during their lifetimes (A1nerican Psychiatric 
Association, 2013). However, not all of these women report 
significant distress; som e report satisfaction with their 
sexual lives even with few or no orgasms. 

9.2e Delayed Ejaculation 

Partners who don't experience normal sexual desire or are 
frustrated by a recurrent absence or delay of orgasm can easily 
become discouraged or depressed. This can cause significant 
distress or interpersonal problems or a sense of distance i11 tl1e 
relat ionship. (iStock) 

Like its female counterpart, delayed ejaculation involves 
an ina bility to reacl1 orgasm or a delay in reaching orgasm 
that follows a normal phase of sexual excitement. The 
absence or delay of ejaculation is recurrent and persistent 
(lasting at least 6 months) and results in marked distress. 
The orgasmic dysfunction is not due to inadequate sexual 
stimulation, a medica l condition, or the effects of a 

substance. Age is a diagnostic consideration because, as m ales age, tl1ey tend to require 
longer p eriods of stimulation before reaching orgasm. Most cases appear to be situational, 
such as orgasm being inhibited during intercourse but occurring in masturbation or oral 
sex. About 10% of males report occasional problems with inhibited ejaculation (American 
Psychiatric Association, 2000), but less than 1% report problems persisting more than 6 
montl1s, making delayed ejaculation the least common male sexual complaint (American 
Psychiatric Associatio11, 2013). 

9.2f Premature (Early) Ejaculation 
Males diagnosed with premature ejaculation show almost the opposite symptoms from 
delayed ejaculation. Instead, orgasm and ejaculation occur with minimal sexual stimulatio11, 
within approximately a minute of vaginal penetration or before the person wishes it in the case 
of nonvaginal sexual activities. Ejaculation may occur before penetration is achieved or shortly 
thereafter. The pattern must be recurrent and persistent and associated witl1 significant 
distress. When giving the diagnosis, the clinician must consider factors such as age, length 
of excitement phase, novelty of the practice or partner, and frequency of sexu al activities. 
Premature ejaculatio11 is most often seen in young n1en, and onset tends to date to their earliest 
attempts at intercourse. Most males with the disorder can inhibit orgasm during masturbation 
longer than during intercourse. About 27% of males indicated problems with early ejaculation 
in a representative national sample (American Psychiatric Association, 2000), making it 
aino11g the most com1no11 sexual complaints. However, it is estimated that only 1 %-3% of men 
would meet the duration requirements (ejaculation in less than a minute and persistent for 
at least 6 months) of the DSM-5 diagnosis (American Psychiatric Association, 2013). 
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Causal Factors 
Orgasm difficulties can result from medication use, as previously mentioned. In maJes. 
prostate inflammation can rcsull in rapid ejaculation (LcVay & Valente. 2006). ln many cases 
of orgasmic dysfunction, there is inadequate knowledge 
of sexual anatomy and, therefore. inadequate. experience 
in providing sexual stimulation sufficient to produce 
orgasm. Because of large gender differences in the incidence 
of masturbation. males have greater experience with 
orgasm at earlier ages. At the same time. the majority of 
female college students report faking an orgasm (Elliott & 

Brantley. 1997). which might give false feedback to partners 
aboul the ineffectiveness of their sexuaJ techniques. 
further degrading the qua lity of stimulation. Other 
possible causal factors include emotional confHcts over 
sexuality. relationship djfficull:ics. or fear of pregnancy. One 
perspective of premature ejaculation suggests that young 
males learn to masturbate to orgasm quickly in order to 
avoid detection. and th is could shape faster ejacuJations. 

Orgasm d ifficulties can result from various medications:. 
(Slmtlfflltnd:) 

No empirical evidence exists in support of any particular 
causal theory for orgasm disorde,rs. ·111e DSM#S suggests a mode.rate genetic contribution to 

premature ejaculation but not for delayed ejaculation or female orgasmic disorder (American 
Psychiatric Association. 2013). 

Treatn1e11t of Orgasn11c Disorders 
(nterventions derived from Masters and Johnson (1970) are widely viewed as effective in the 
treatment of orgasmic disorders. for deficient orgasm. sensate focus may be combined with 
education about sexuaJ anatomy and masturbation training.1be assumption is that solitary 
masturbatory practice. without demand components.could shape orgasm techniques that 
could then be transferred to activity with a partner. Lobitzand LoPiccolo (1972). for example. 
incorporated a nine-.step masturbation program for women who had never experienced 
orgasm: they reported JOO% success in treating 13 women. Several studies have confirmed 
the effectiveness of masturbatory trajning for orgasmic disorder (Chambless et aL 1998: 

Segraves & Al tho( 2002). Sotile and Kilmann (1977) re,,iewed a large numher of studies and 

concluded that various methods of systematic dcsc.nsiti1..ation arc also succcssfu I in treating 
orgasmic dysfunctions. 

For men with premature ejaculation, the couple is usually taught the squeeze teclwique. 
whc.reby the partner stimulates the penis until the man is about to ejacu late and then 
squeezes o n the top and bottom surfaces immediately beJow the head of the penis. This 
stops the ejaculatory process: after a brief pause. stimulation can be resumed. In this way, 
the man comes to recognize the impending signs of ejaculation and can )earn to increasingly 
delay the point ofincvitability. Masters and Johnson reported moderately high success rates, 
but subsequent evaluations suggest that gains arc not maintained well over the long term 
{Segraves & Althof. 2002). 

Pharmacological interventions for premature ejaculation seem to have followed from the 
recognition that several psychiatric drugs have the unintended side effect of delaying orgasm. 
A variety of antipsychotic and antidepressant drugs have been used, with double-blind trials 
showing drugs superior to p lacebos (Segraves & AltJ1of. 2002). SSR ls appear to be more 
effective in delaying ejaculation if taken daily, rather than on-demand. and topical anesthetics 
may also delay ejaculation (\.Valdinger. 2007). Phannaceutical interest and activity are high 
in this area. raisi ng concern an1ong some researchers (e.g .. Rowland & Burck. 2007) that it is 
distracting from work toward an important biobc.havioral understanding of the condition. 

Squeeze technique 

Method for trcaung 
premature ejaculation 
in which the penis 
is squc-czed below 
the head just before 
ejaculation to stop the 
ejaculatory process 
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9.2g Genito-Pelvic Pain/Penetration Disorder 
Genito-pelvic pain/penetration disorder involves pain, or the fearful anticipation of pain, 
duri11g intercourse or vaginal penetration. The DSM-5 disorder replaces two sexual pain 
disorders in the DSM-IV-dyspareunia (painful intercourse) and vaginismus. 1l1e pa in may 
occur during intercourse or p ersist afterward and is not caused by lack of lubrication, a 
general medical condition, the effects of a substance, or another mental disorder. Involuntary 
contraction of the peri11eal muscles surrounding the outer vagina, in response to attempts 
to penetrate the vagina, is sometimes involved. It may be triggered by actual or anticipated 
penetration by a penis, finger, speculum, or tampon. In sexual interactions, the contracted 
muscles prevent intercourse and may sometimes prevent normal gynecological examination 
as well. Normal sexual responses are usually not impaired unless pe11etration is atten1pted 
or anticipated. However, sufferers tend to avoid intimate circumstances and sexual 
opportunities, often creating difficulties in relationships. The sp ecifiers for this disorder do 
not include generalized versus situational type, as it is assumed that the dysfunction occurs 
in each sexual situation. The course of the disorder is largely unknown, as wome11 may not 
seek treatment until other problems (e.g., conception issues) occur; however, genito-pelvic 
pain complaints tend to peak in early adulthood and near menopause (American Psychiatric 
Association, 2013). Trauma, such as rape or sexual assault, can be causal for sexual pain 
disorders, although Meyer and Deitsch (1996) considered the prirnary causes to be painful 
childbirth, inadequate lubrication, and abrasion by pubic hair. 

Treatment of Sexual Pain Disorders 

Trauma from a painful childbirth that leads to a sexual pai11 
disorder would be diagnosed as a "sexual dysfunction due to a 
general medical condition." (Shutterstock) 

Sotile and Kilmann (1977) reviewed the literature and 
found that systematic desensitization could b e used 
effectively for dyspareunia and vaginismus in women. 
Relaxation, sensate focus, and general counseling are 
u sually part of p sychological approaches to treatment. 
Vaginismus can be effectively treated by a combination of 
relaxation training and Kegel exercises ( which tense and 
release tl1e vaginal muscles), followed by the self-insertion 
of a graduated series of dilators into the vagina. Once this 
has been completed, partners become involved in gradual 
degrees toward full intercourse. Success rates reported 
for these intervent ions range from 83% to 100% at 1-year 
follow-up (Segraves & Althof, 2002). 

Kegel exercise 

Exercise to tense a11d 
release vaginal muscles 

9.2h Other Sexual Dysfunctions 
Substance/medication-induced sexual dysfunction occurs when there is a significant 
impairment in sexual function that results from intoxication, withdrawal, or exposure 
to a m edication or other substance capable of producing the symptoms. Among the 
possible substances are alcohol, opioids, sedatives, amphetamine, and cocaine, as well as 
antidepressants and antipsychotics, which frequently produce sexual side effects. Som e 
substances may not have their effects on sexual functioning until after a long delay (as 
in alcohol and nicotine), while others may produce dysfunction quickly (within 8 days of 
antidepressant use). There is no duration requirement, but the dysfunction must cause 
distress and not occur exclusively during delirium. The likelihood of the disorder appears 
to increase with age (American Psychiatric Association, 2013). 

Other specified sexual dysfunction is available as a category to include dysfunctions that 
do not meet any other disorder's criteria . An example might include symptoms of sexual 
aversion disorder, a former DSM-IV category that was discontinued due to its rarity. In this 
condition, individuals not only show a lack of interest in sexual activity but also an active 
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aversion to. and avoidance of. scxuaJ contact with a partner. Sufferers react with disgust. 
fear, anxiety, and occasionally panic attacks when faced with a sexual situation involving the 

opportunity for sexual contact: these reactions cause significant distress. Individuals may 
avoid possible sexual partners or situations by occupying nearly aU their time in work, school 
or family, or they may travel or attempt to make themselves unappealing through dress or 
habits. The reactions can be specific to certain aspects of sexual acth1ity or generalized to 
nearly aU sexual stimuli. inc.luding kissing (American Psychiatric Association, 2000). 

9.2i Future Considerations in the Treatment of 
Sexual Dysfunctions 

'£here arc a variety of clearlycffccti"e psychotherapies for sexual dysfw1ctions. 1J1e techniques 
pioneered by l\1lasters and Johnson have proven to be valuable. although other therapists have 
not matched their reported rates of success (sec Table 9·4). 

Behavioral and cognitivc,..bchavioral approaches to trcatrnent of sexual dysfunctions 
continue to produce solid outcomes. Sarwer and Ourlak (1997) reported that "field~ behavioral 

sex therapy produced success rates of 65% in 365 married couples presenting a range of 
sexual dysfunctions. and outcomes did not vary as a function of diagnosis. More recently. 
Stravynski and his colleagues (2007) randomly assigned 49 single women ,vith var-ious sexual 
dysfunctions (most common we.re orgasm difficulties. arousal difficulties, and low desire) 
to one of four treatment conditions: (a) behavioral therapy providing social skills training: 
{b) dysfunction-targeted heha\1jor therapy involving sensory a\'\1arencss. fear reduction, 

education. and mastuJ'batory training: (c)a combination of both behavioral treatments: or 
(d) a wait~listcontroJ group.1'herapy was provided in small groups over 15 weeks. Compared 
with the wait-Hst controls. general improvements in sexual de$ire, sexual experience, and 

sexual satisfaction were evident in all treatment groups with no significant difference 
between treatment methods scen.111e authors interpret the findings to indicate that bc.havior 
therapy is broadly effective for sexual dysfunctions in single women. although the degree of 
improvement was below that reported for males. 

Regardless of the evidence of the effectiveness of psychotherapy. there is a clear and 
concerning trend toward medicalization of the scxuaJ dysrW1ctions (Rowland, 2007). 
1he shift from the- biopsychosocial perspective toward a medical model of dysfunction is 

Table 9-4 Results of Therapy for Sexual Dysfunctions 

Re-.,;-ults of Sex Thenlpy at lhe ·Ma.sters &:John.son Institute 

N" FaiJures -Successes Success Rates 

Primary tmpotence 65 21 44 67.nt 

Secondary 1mpotence 674 134 540 80.1% 

Premai:lJre ejacuJation 543 35 !,(}8 93.6% 

Ejacu lation Incompetence 113 21 86 76.1% 

Male totals 1.395 2-17 1.178 84.4% 

Anorgasmia 811 207 604 74.5% 

Vaginismu:;, 130 2 128 98.59' 

Female totals 941 209 732 77.8% 

Cc,mbined Totals 2,l:36 426 l.9IO 8 1.891, 

• Casessee.n belwttn 1959 and 198..'i. 

- A case " '8.!I categorized as successful only lfthech.ange In sexual function was unequl"\'()ca] and lasting. for 
all patients seen before 1973, fo lJow-up lasted 5 )'eAt.!l. From 1973. the follow-up Pfflod was reduced to 2 years. 
If a patient was successful d uring the 2-week sex therapy program but lhe.n slipped back Into d)'!!fuuctlon. the 
case. wu listed tu a failure. 

Data Source: Human Se.xnalil)'.'lth ed .. by\\'. H. Maslers. \ ~£.John.son.and R. C. Kolodny. 1992. N"ewYork. N-Y: 
Harper Coltlns. 

2JJ 



234 Chapter 9 Abnormal Psychology 

Paraphilia 
Inte11se interest in or 
preference for no11-
normative targets of 
sexual arousal 

apparent in the rapid introduction of new drugs for sexual problems, driven by an aggressive 
pharmaceutical industry. The danger is that the exclusive push to market and prescribe 
very profitable new medicatio11s that provide temporary symptom relief will indirectly 
hinder the development and use of effective psychotherapies, as well m ake research into 
biopsychological foundations of sexual dysfunctions more difficult. An increased reliance 
on empirical verification of interventions a nd controlled comparisons between different 
treatments might be one effective response on the part of sex therapists. 

9.3 Paraphilic Disorders 
The paraphilic disorders (paraphilias) are those in which the disturbance concerns the 
focus or target of sexual desire. The diagnostic criteria describe intense and recurrent sexual 
fantasies, sexual urges, or sexual behaviors involving objects, children, non consenting persons, 
or sufferi11g and hwniliation. For some people with paraphilias, the fantasies or stimuli may be 
necessary for them to become sexually aroused; others may engage in them more episodically. 
Several of the p araphilias involving children or nonconsenting persons involve crimina l 
offenses in addition to mental disorders. The legal syst em may be the source of referral of 
many of these people into treatment. The paraphilic disorders are summarized in Table 9-5. 

As is apparent in Table 9-5, all the paraphilic disorders are much more common among 
1nen than women. In fact, it is rare for women to receive any of these diagnoses. In broad 
terms, these diagnoses can be clustered as courtsl1ip disorders, conditions that involve pain or 
suffering, and disorders involving unusual preferences in desire. During the DSM-III field trials, 
diagnostic reliability for paraphilic disorders was excellent (1.0) in Phase l; no figure is available 
for Phase 2, indicating that no other patients were 
evaluated with these conditions. Approximately 50% 
of those seen clinically for parapl1ilic disorders are 
married (American Psychiatric Association, 2000). 

Table 9-5 DSM-5 Paraphilic Disorders 

What are paraphilias? 
Are they dangerous? 

Minimum Duration 
Required for 

Disorder Key Symptoms Diagnosis SexRatio 

Exhibitionistic Exposure of genitals to 6 1nontl1s Much more common 
disorder unsuspecting stranger among males 

Fetishistic Sexual arousal involving 6months Much more com1non 
disorder nonliving objects among males 

Frotteuristic Sexual arotisal involvi11g 6months Much more common 
disorder touching nonconsenting among males 

persons 

Pedophilic Sexual arousal involving 6 1nontl1s Much 1nore com1non 
disorder prepubescent cl1ild among males 

Sexual Sexual arousal i11volving 61nonths Much more common 
masochism self-humiliation or self- among males 
disorder sufferi11g 

Sexual sadism Sexual arousal i11volving the 61nonths Much more common 
disorder humiliation or suffering of among males 

others 

Transvestic Sexual arousal involving 6months Much more common 
disorder cross-dressing among 1nales 

Voyeuristic Sexual arousal iI1volving 6months Much more common 
disorder secret observation of others among 1nales 

who are naked or sexually 
engaged 

Source: American Psychiatric Association, 2013. 
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l'araphilias must he distinguished from nonpathological sexual fantasies aud practices. 
which can show wide variation. 111e prevalence of paraphilias in the population is not we.II 

documented. but the substantial pornography market catering to paraphilic imagery suggests 
that their incidence may be unde.restimated A recent survey of sexual fantas·ies Uoyal, 2015) 
among 1.516 people J'ecruitcd from the Internet found that 30 of55 listed fantasies were 
con11non in either women or men. 1hc study found that 57% of the sample endorsed fantasies 
with sufficient i ntensity to be considered paraphilias, with highest intensities for watching 
two women have sex (for men) and being sexually dominated (for women). 'Paraphilias them• 

selves may not necessarily indicate. the presence of psychological problems. \Vismeijer and 
van Assen (2013), for example. collected on line psychological data from 902 practitioners of 
bondage. discipline. sad ism. and masochism (BDSl\.11) and 448 controls in the Netherlands. 
'£hey reported that BOSM participants. as a group, scored as less neurotic. more conscien• 
tious. and \'Ii.th higher subjective wclJ.,heing than control subjects (although they were also 
less agreeable). Overall. HDSM enthusiasts compared favorably with controls. supporting 
the notion that. for these subjects. -soSM may be thought of as a recreational lcisure. rather 
than the expression ofpsychopathological proces_ses (p. 1951).111e key to pathology is that 
paraphilic disorders involve c linically signi6cant distress or impairment, such as when they 
are experienced as obligatory for arousal. in\•olvc nonconsenting victims. create legal diffi~ 

culties. or interfere with interpersonal relationships. 

9.3a Exhibitionistic Disorder 
1he defining pattern ofcxhibitionistic disorder is the recurrent fantasy. urge. or behavior 
of exposing onc·s genitals to an u nsuspccting stran ger. 111esc fantasic.1;. urges. or actions 
arc experienced as sexually arousing and persist over a period of at least 6 montJ,s. ·n1e 

diagnosis can be made either if the person acted on the urges or if t he urges and fantasies 
cause the person significant distress or interpcrsouaJ difficulty. Specifiers can be used to 
indicate whether thc target was prcpubertal children. physically mature individuals. or 
both. Additional DSM•S specifiers are "in a controlled environment" (where opportunitics to 
expose are Umited) and ··in full remission"' (symptom free for 5 or more years). Occasionally 

the exhibitionist masturbates during the act of exposure or while fantasizing about the 
exposure later. Most typical ly. no further attempt is made for sexual contact with the 
unsuspecting victim. Some exhibitionists report that the shock or surprise of the victim is 
scxuaUy arousing: others fantasize that the victim will become sexually aroused (Arncrican 
Psychiatric Association. 2000). 

Exhibitionism frequentJy takes place in sornc isoJatcd place such as a park. a darkened 
movie theater. or a parked car. It is one of the most comm.on sexual offenses reported to 
the police in the United Statcs.111ese indh,;duals arc frequently introverted and quietly 

appropriate in ordinary sociaJ relationships. Onset is usually before age 18. and it may decrease 
in incidence as one ages. 111c incidence in the population is not known. but it is unlikely to 
be higher than 2%-4% of the male population (Amcrican Psychiatric Association. 2013). 
Exhibit ionistic disorder may be associated with significant impairment; in one studyof25 
males with the disorder. over 90% had comorbid conditions including depression, substanc.e 
abuse. and personality disorders. Suicidal ideation was also common (Grant. 2005). 

9.3b Fetishistic Disorder 
In fetishistic disorder. sexual interest becomes focused on non living objects. such as 
fur. unden,;ear. leather items, high-heeled shoes, or stockings. or on specific nongenital 
body parts. such as feet or toes. •n1e person expcric.nccs recurrent. intense. sexually 
arousing fantasies. urges. or behaviors involving these objects in sexual contexts. usually 
masturbating while fondling or smelling them or having the person's part:ncr wear them. 
'Ole diagnosis requirc-s that these urges. fantasies, or behaviors pcrsi.st for at least 6 months 
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and are distressing or cause interpersonal problems. The fetish does not include items 
used in cross-dressing (transvestic disorder) or items specifically designed to provide 
sexual a rousal (e.g., sex toys). Most commonly, the fetish object becomes a required or 
strongly preferred aspect of sexual functioning; in its absence, males may experience 
erectile difficulties (American Psychiatric Association, 2000). The DSM-5 diagnosis can 
be specified by object: body parts, nonliving objects, or other. It is still almost exclusively 
a male disorder (American Psychiatric Association, 2013). 

Fetish interests a re increasingly catered to by the pornography industry, in which 
fetish-related videos may make up a quarter of the output of some large companies, and 
the Internet, which has played a major role in connecting fetishists to each other (LeVay 
& Valente, 2006). Although the parapl1ilia is not in itself illegal, occasio11ally individuals 
with fetishism come to the attention of legal authorities because large collections of shoes, 
panties, bras, or other items are discovered in their homes after reports of stolen items 
from apartments, clotheslines, or laundromats. 

9.3c Frotteuristic Disorder 
The essential feature of frotteuristic disorder is intense sexual arousal from touching or 
rubbing against a nonconsenting person, persisting at least 6 months. The diagnosis can 
be made either if the individual has committed the act or if the urges and fantasies cause 
distress or impairment. Typically, the touchi11g occurs in crowded settings, such as subways, 
elevators, sporting events, and busy sidewalks. The individual may rub his or her genitals or 

Typically, the act of frotteuris1n disorder occurs in a crowded 
setting sucl1 as subways, elevators, sporting events, and busy 
sidewalks. (Shutterstock) 

hands against the victim's thighs, buttocks, or breasts and 
then escape into the crowd without making further contact 
with the victim. A male frotteurist may wear a protective 
cover, such as a plastic bag, over his penis at the time of 
his act to prevent his ejaculate from staining his clothes 
(LeVay & Valente, 2006). At the time of contact, frotteurists 
sometimes fantasize about having a close relationship with 
the victim. Frotteurism usually begins in adolescence and 
peaks between ages 15-25 before becoming less frequent 
(American Psychiatric Association, 2000). The disorder can be 
specified as in a controlled environment or in full remission. 
Frotteuristic acts such as inappropriate touching occur in 
almost a tl1ird of the male population; the incidence of the 
disorder is assumed, however, to be much lower than that, 
perhaps below 10% (American PsyclliatricAssociation, 2013). 

9.3d Pedophilic Disorder 
Pedophilic disorder involves intense sexual arousal to prepubescent children, persisting at 
least 6 montl1s. TI1e diag11osis requires that the person has either acted 011 these urges or is 
distressed or impaired by the urges or fantasies. To distinguish it from other forms of child 
sexual contact, in pedophilia, the person must be at least age 16 and must be 5 or more 
years older than the child, who is generally 13 or younger. The disorder can be subtyped as 
"exclusive" (i11 which case sexual attraction is limited to cl1ildren) or ''nonexclusive" (in whicl1 
case sexual attraction has included adults). Girls are the victims of pedophiles more often 
than boys. Pedophilia can also be specified as "limited to incest" (which generally refers to 
first-degree relatives) or by victim category ("sexually attracted to males," "sexually attracted 
to females," "sexually attracted to both") (American Psychiatric Association, 2013). 

Some who act on pedophilic urges limit contact to undressing the child and looking; 
others fo11dle the child or expose themselves and masturbate. Oral-genital contact or 
penetration can occur, as can intercourse, but these actions are less common (Fagan, Wise, 
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Schmidt, & Berlin. 2002). Pedophiles may rationalize their behavior as being educational or 
pleasurable for the chiJd or claim they were being provoked. 1hose with the disorder may take 
jobs or engage in hobbies or activities that bring thcrn into contact with children. and t hey 
may engage in very complex steps to get access to and prepare or .. groom" 

theirvictims.11te course of pedophilia tends to be more chronic. and the 
relapse rate appears to be higher in those who arc attracted to males 
(American Psychiatric Association, 2000). lts incidence is unlikely to be 
higher than 3%- 5% of the male popu lation. with the female incidence at 
only a fraction of that (American Psychiatric Association. 2013). 

Pedophilic d isorder may have received more attention than other 
paraphilias in the research literature. A review of 170 cases revealed 
that homosexual or bisexual pedophiles tend to be later jn birth order 

than heterosexual pedoph iles- in concordance with other birth order 
research that indicates that homosexuality incidence increases with 
birth order (Bogaert. Bezeau. Kuban. & Blanchard. 1997). A reanalysis 
or data involving more than 7,000 scxuaJ offenders and more than 

18.000 comparison participants for whom intelligence test data were 
available confirms that male sex offenders tend to have low-er IQ scores 

than nonoffendcrs. ln addition. among sex offcndc,rs. those who se.xually 
abuse children have lower scores than offenders of adult victims (Cantor. 
Bland1ard. Robichaud. & Christensen. 2005).1110 relation between IQ and 
offender status is shown in Figure 9 .. 1. 

1bc diagnosis ofpedophilic disorder is complicated by the fact that 
the behavjor is criminal. and mandatory reporting laws require, with 

few exceptions. notification or child sexual abuse to legal authorities. 
\Vithin that context. individuals with pedophilia rarely give honest or 
accurate reports of the extent of their activities and deny, frequently, any 

involvement whatsoever. The practice of plethysmograJ>bic assessment 

Law enforcement officers escort Christopher 
Poul Neil. a Canadian scboolleucher. Neil. 32.. was 
lhe world's most wanted suspected pedoph ile. He 
wa.-. arrested in Thailand. where he was h idlng 
witlt a Thai friend who had arranged Neil's 
sexu al liaisons wit.h young boys. IAP PhololAp~rl 
w_...tWlllllftl 

(i.e .. measuring changes in penile circumference in response to visual and 
auditory stimuli of a sexual nature) has been used to assist in diagnosis: typically. pedophiles 
show more arousal to child-related stimuli than adult•relatedstimuli. l>erhaps it is no surprise 
that those arrested for ch ild pornography offenses show phal lomctric response patterns 
similar to pedophiles when presented with slides and audio narratives of nude prepubescent 
children. suggesting that a legal record of child pornography can serve as a valid indicator 
of pedophilia (Seto. Cantor, & Blanchard. 2006). Besides lower IQ. pedophilia also a ppears 
to be associated with poorer recall memory and lower right•handedness. both brain -related 
correlates that may or may not have causal status (Cantor ct aL. 2004). 

11le actual incidence of pedophilia in the population is not known. However. for reasons 
that arc not clear. substantiated cases of child sexual abuse a ppear to have declined by over 
50% since 1990 (Finkelhor & Jones. 2006). l'emale pedophilia is rare. which may be why 
occasional cases receive widespread coverage in the media. It is also possible t hat the male 

victims of female pedophiles arc less likely to report the abuse or to view it as damaging. 
That notion is supported by the controversial me.ta~analysis of the effects of childhood sexual 
ahusc by Rind. 1'romovitch. and Bauserman (1998). who concluded that child sexual abuse 
is not typically related to serious difficulties later in li fe for fomaJe victims, and the risk of 
psychological damage is lowest for male victims of female perpetrators. However. physical 
abuse. whether sexual or nonsexual. and incest arc associated with a more damaging outcome. 

9.3e Sexual Masochism Disorder 
·nic person with se.xual masochism disorder obtains intense sexual arousal through fantasies, 

urge~~, or behaviors involving the act of being bound. beaten. humiliated. or otherwise 
forced to suffer. Masochistic fantasies may invol\rc being whipped. tortured, beaten. raped, 

PleLbysmogra1>hlc 
assessment 

Objective assessment 
of sexual arousal by 
measurement of genital 
blood flow 

MMocWs01 

l'reforencc ror obtaining 
sexual grati..fication 
by expericncmg pain 
inflicted on oneseJf 
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Figure 9· 1 IQ Scores of Sexual Offenders by Victims' Age Group 

lQ scores arc adjusted for two covariatc$-the year and the data format of the report providing tJ1c data. 1hc numbers 
appearing at the bottom of each bar represent the number of samples making up each group. 1hc five groups represent 
3.187 sexual offendcrsagainstchiJdrcn. 302 sexual offenders against adults. 16,222 nonsexual offenders. 432 nonoffcnders. 
and 2.158 sexual offenders with victims' age groups unknown. 

Adapted from: ~Quantitative reanalyid!l: ofagg-.-egate dala on IQ in sexual offenderi..· by J. M. Cantor. R. Bla ncbatd . L. K. Robichaud, and 
B. K. Chrlste.nsen. 2005. 

Pope Benedict XVI accepted the resignation 
orOishop John Magee. a fo rmer papaJ aide 
who stands accused of endangering children 
by failing lo report !'>U.!>'J>ecled pedophile 
priests to police. tC:et ty lm11~flndc-pl"adcat Xe:ws 
a Pd Med111 CoalrmllirKI Hulton A~hn'l':) 

pierced. shocked. or subject to other forms of physical or verbal a buse or 
humiliation; they must have persisted for6 monUlS and must cause distress 

or inlcrpersonal problems to qualify for the d iagnosis. In some cases. 
individuals act on these urges or fantasies during solitary sexual behavior. 
while others seek masochistic acts w ith partners. The course tends to be 
chronic, and the activities may remain relatively mild or may increase in 

intensity and dangerousness. Specifiers include in a controlled environment 
and in fuU remission. (t can also be sp ecified for one type of masochistic 
act- asphyxiophilia. which involves oxygen-depriving activities such as 
choking. hanging. or suffocating; seve ral accidental deaths occur from 
these practices each year in the United States (American Psychiatric 
Association. 2000). Prevalence estimates of about 2% of males and 1% 
of fem.ales have been reported in Australia. but t he U.S. incidence of t he 
disorder is unknown (American Psychiatric Association. 2013~ It is possible 
that the intcre.~t in masochisrn and sadism is increasing. as indicated by 
wjdcly available sadomasoch istic pornography and bcst-..sclling novels 

such as Fifty Shades of Grey. Some information exists that masochists arc 
more common among higher socioeconomic levels. and many arc highly 
educated and successful at work (Levitt. Mosc.r, & Jamison. 1994). 
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9.3f Sexual Sadism Disorder 
'Ole term sadism comes from the name of the Marquis de Sade (1740- 1814}, who wrote stories 
about achieving sexual gratification by inflicting pain on his partners. Sexual sadism djsorder 
involves intense sexuaJ arousal and fantasies. persisting 
for 6 months, about causing physical or psychologicaJ 
suffering to others. 1'0 receive the diagnosis. the person 
e ither has committed the act on a nonconsent:ing person 
or is distressed and impaired by the urges. Sad istic 
fantasies in volve themes of dorninancc and control over 

another person and typically include bondage. whipping. 
spanking, burning. torturing. raping. or otherwise 
inflicting suffering. lhe cou rse tends to be chronic. and 
the activities may remain relatively mild or may increase 
in intensity and dangerousness: when severe. especially 
involving those with antisocial lll~,rsonaJitydisorder, victims 

may be seriously injured or lolled (American Psychiatric 
Association. 2000). 1l1e condjtion can be specified as in a 
controlled en\•ironment or in full remission. 'O,eprcvalencc 
is unknown, but less than 10% of civilly committed sex 

offenders carry the diagnosis (American Psychiatric 

rt-U.stress Iridium reaches for a glowing candle. preparing to 
dribble hot wax.on her fellow performer. Miko. al tha S&:.M-
1.hemed rustaumnl La Nom.-elleJu~Une in New York. In addition 
to the perform..anoe. ClL'ilorners can purchase $20 services from 
U1e -speci.n I fare~ menu. such as s:panki ng from a vinyl•dad waiter 
or waitress. (AJ• Photo! Emde \\VIUl~I 

Association. 2013). 

9.3g Transvestic Disorder 
1he essential feature of transvestic disorder is recurrent. 
intense, sexually arousing fantasies, urges. or behaviors 
that involve cross•dressing. 1lle pattern must persist for 
at least 6 months and must be associated with distress or 

social impairment. 111c transvestic act may range from 
occasionally wearing a single object of women's clothing to 
complete cross-dressing with makeup. female mannerisms. 
and habits. Most indi·viduals with transvcstic disorder 

experience the sexual arousa l by imagining they are 
females. often visualiz ing female genitalia. In the DSJ\1.JV 
diagnosis. the disorder. by definition. occurred only in 
heterosexual ,nales . 11w DSJllf.5 no longer carries that 

requirement. It is distinguished from the cross-dressing 

Most cases oftrnn.-."\·eslk disorder in\·olve males who cross-
dress as (em ales. tShutt.t!nillldcl 

that may be involved i n gender dysphoria, which is not done for purposes of sexual arousal. 
lt is a rare disorder in males and extremely rare in females. t hough actual incidence is not 
known. lt can be specified with fetishism or with autogyneph ilia (arousal at thinking of self 
as a female) and if in a controlled environment or in fuU remission (American Psychiatric 
Association. 2013). 

9.3h Voyeuristic Disorder 
Individuals with voyeuristic disorder experience intense sexual arousal connected to 
observing an unsuspecting person who is naked. disrobing, or engaged in sexual activities. 
1"he d iagnosis requires that the person has either acted on these urges or that the urges caus.c 
the person distress or impa.irm.cnt: s igns of voyeurism must persist for at least 6 months. 
'fypicaUy. the voyeur does not seek sexual contact with the observed pc-rs.on. a lthough he may 
harbor a fantasy of such activity. It is the violation of privacy that seems to be most arousing 
to the voyeur, who may masturbate- during the viewing or at a later time while recalli ng the 
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event. Voyeurism usually begins by age 15, tends to have a chronic course, and may be the 
person's exclusive sexual outlet when severe (American Psychiatric Association, 2000). The 
diagnosis can be specified if in a co11trolled environment or in full re1nission. Prevalence 
could b e as high as 12% in males and one third that for females (American Psychiatric 
Association, 2013). 

9.3i Other Specified Paraphilic Disorder 
There a re many additional forms of paraphilic conditions-all having in common the 
intense sexual arousal associated with urges, fantasies, and act s involving unusual sources 
of attraction. If these are recurrent and persist for at least 6 months and if they cause distress 
or social problems, they may be coded as other specified paraphilic disorder. Some examples 
tl1at have been reported include zoophilia (animals), necrophilia (corpses), coprophilia (feces), 
and klismaphilia (enemas). 

9.3j Causal Factors 
The fantasies and behaviors involved in the p a raphilias often first appear during 
childhood and become elaborated in adolescence and adulthood (American Psychiatric 
Association, 2013). For example, both m asochistic and sadistic fantasies are likely to have 
been present in childhood. Psychoanalytic perspectives suggest that paraphilias result from 
regression or fixatio11 at earlier stages of psychosexual development-that is, the individual 
reverts to sexual habits that aroused them earlier in life. Other p sychoanalysts consider 
them expressions of hostility to obtain revenge for a childhood in which parents punitively 
inhibited budding sexuality (Masters et al., 1992). Biological speculations have included 
excessive exposure to male hormones, focal brai11 damage, and chro1nosomal abnormalities; 
however, evidence is lacking to support any of these possibilities. 

Most of the data on the development of the various paraphilic disorders derive from 
retrospective reports of the individuals involved. TI1ese reports suggest that learned anxiety 
or inhibition with respect to more conventional heterosexual behavior n1igl1t be mixed with 
positive experiences associated with particular pedophilic sexu al expression in childhood. 
In one conditioning model, McGuire, Carlisle, and Young (1964) stressed the importa nce of 
some early experience with the deviant sexual behavior, followed by a p eriod during which 
tl1e person masturbates while fa11tasizing about the deviant object or behavior. The repeated 
masturbation is thought to condition sexual arousal to the particular fantasized stimulus. The 
authors suggested that without the subsequent pa iring of masturbation with the fantasized 
object, the deviant behavior would probably not develop. 

McGuire and his associates reported several examples in which such conditioning could 
have occurred. Two exhibitionists reported similar experiences in which they had b een 
urinating in a semipublic place when a woman passing by surprised them. They felt no sexual 
arousal at the time; rather, they were embarrassed and left hurriedly. It was only later that 
the sexual significance of the encounter occurred to them, and each had then masturbated 
frequently to the memory of the incident. Eventually, the thought of self-exposure became 
so sexually arousing that each had acted upon the idea. In another case, a 17-year-old male 
had seen, through a window, a girl dressed only in her underwear. He was sexually aroused 
and later masturbated repeatedly to this memory. In tin1e, the memory of the actual girl 
became vagu e, but adver tisements and shop window displays continually reminded him of 
underwear; his masturbating fantasies gradually fixated on female underwear. Three years 
later, he had no sexual interest at all in girls but was sexually aroused by female underwear, 
which he bought or stole. 

In accordance with a conditioning model, sexual arousal has been established to formerly 
neutral stimuli through classical conditioning procedures. Rachman (1966), for exa1nple, 
paired a photographic slide of black boots with a slide of an attractive nude woman. Subjects 
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subsequently sl1owed penile arousal when the pictures of boots were presented alone. Those 
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results were later replicated, tl1ough certain methodological problems in tl1ese studies prevent 
clear co11clusions. For example, the control procedures were inadequate; specifically, arousal 
to boots was not assessed before pairing them with the nude picture. More recent controlled 
research has demonstrated, however, that male sexual arousal can be classically conditioned 
(Gaither, Rosenkranz, & Plaud, 1998). 

Social learning models proposed that lack of parental care, physical punishment, and 
aggressive behavior within the family increase the chances of pedophilic development. People 
raised in such homes may demonstrate the low self-esteem, limited capacity for affection 
and intimacy, and impaired ability to postpone gratification that is reported among sexual 
offender samples (Maletzky, 2002). In a different take on self-esteem, LaTorre (1980) reported 
that college students who had been rejected for dates responded more positively to pictures 
of women's legs and panties and less positively to pictures of women than did other men who 
had not been rejected, suggesting rejection as a factor in fetish development. At this point, 
conditio11ing and learning models remai11 plausible accounts for paraphilia development, 
though further controlled studies are necessary. 

9.3k Treatment of Paraphilic Disorders 
People with paraphilic disorders do not often seek treatment unless mandated by legal 
authorities; they may claim that therapy is not needed. Lack of motivation for change 
represents a serious impediment to therapy; in fact, those in treatment may make deliberate 
attempts to fool the therapist into believing that the problem has improved when, in fact, it 
hasn't (Masters et al., 1992). Publisl1ed reports on the treatment of most paraphilias are based 
on case studies, providing little guidance for identifying effective therapies. 

Some medication approaches appear to be partly directed by the apparent similarity of 
the paraphilic behavior to obsessive-compulsive disorder, which may be responsive to SSRis. 
As such, antidepressants for1n one general thrust of pharmacotherapy for paraphilias. Other 
pharmacological approacl1es attempt to inhibit sexual arousal by giving estrogen-like or 
progestin-like hormones to males. These drugs reduce the production and action of androgens, 
and they have been associated with reduced sexual activity, including masturbation, in small 
group trials (Cooper, Sandhu, Losztyn, & Cernovsky, 1992). The limited data available are 
perhaps stronger in support of antiandrogens, although controlled comparative research is 
needed (Gijs & Gooren, 1996). 

Behavioral treatments for paraphilias tend to include masturbatory retraining or 
aversion techniques. Masturbatory retraining may involve instructing the p erson to 
m asturbate while engaged in the paraphilic fantasy and to continue masturbating for a 
much longer time (e.g., 1-2 hours) than is pleasurable, even after ejaculating. Most males 
experience continued stimulation such as this as very uncomfortable; the goal is to make 
the paraphilic fantasy aversive. This technique can be combined with m asturbation to 
nondeviant stimuli, in which case masturbation stops after ejaculatio11. There have been 
positive case reports based on this type of orgasmic reconditioning, wl1ich has been termed 
masturbatory satiation or masturbatory extinction (Gaither et al., 1998). Aversion approaches 
attempt to reduce sexual arousal to deviant stimuli by pairing them with aversive events 
sucl1 as electric sl1ock or noxious odors. Data appear more convincing for olfactory aversive 
therapy, which has been found useful in several studies. In one successful treatment example 
(Earls & Castonguay, 1989), an adolescent p edophile was presented sexual stimuli relating 
to children and to adults while undergoing plethysmographic assessment. An aversive odor 
(ammonia) was presented contingent on penile arousal to the child stimuli but not after 
arousal to adult stimuli. Post-treatment assessments and follow-up indicated increased 
arousal to adult images and dramatic decreases in arousal to children. 

A different type of aversive therapy involves covert sensitization, in which imagery of 
the paraphilic act is paired with an anxiety-i11ducing or nausea-inducing verbal description. 
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Typically, tl1e perso11 imagines engaging in the paraphilia and then imagines a very unpleasant 

outcome. Imagery of appropriate behavior is paired witl1 descriptions of positive outcomes. 

An early example comes from Hayes, Brownell, and Barlow (1978). The client was an adult 

male with a history of attempted rape, exhibitionism, and sadistic fantasies. The exhibitionist 

scenes involved imagery of exposing himself, in which he was identified by his victim and 

tl1en located by police, who arrest him at home in front of his crying wife. The imagined scene 

was constructed to 1naximize the aversive conseque11ces he most feared. Similar scenes were 

prepared for sadistic imagery. The results are shown in Figure 9-2. 

The degree of arousal was assessed in two ways: the physiological assessment of penile 

erection and the self-report using a card sort technique with cards that described various 

sexual situations. The covert sensitization procedure appeared effective during therapy 

and across an 8-week follow-up in reducing arousal to paraphilic stimuli, while arousal to 

normal heterosexual stimuli did not cha11ge. A diverse set of cognitive-behavioral procedures 

involving cognitive restructuring, relapse prevention, and empathy training (identification 

Figure 9-2 Treatment of Paraphilias with Covert Sensitization 

These data were obtained in response to exhibitionistic, sadistic, and normal heterosexual stimuli 
during baseline, treatment, and follow-up phase. Card sort data are daily averages iI1 the baseline 
and treatment phases, and weekly averages in the follo,-v-up phase. 

Data source: "The Use of Self-Adminstered Covert Sensitization in the Treatment of Exhibitionism and 
Sadism," by S. C. Hayes, K. D. Brownell, and D. H. Barlow, 1978, Behavior Therapy, 9, pp. 283- 289. 
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with the victim) has also been employed in individual case studies with some positive results. 
These approaches may focus on identifying and correcting cognitive distortions, assumptions, 
and justifications for paraphilic acts. Combining these techniques with behavioral or 
conditioning approaches can result in better outcomes (Maletzky, 2002). 

The promising results from case studies involvi11g either psychotherapy or pharmaceutical 
treatments have not been supplemented by well-controlled or double-blind trials, and 
compariso11 group data are lacki11g. Recidivism continues to be a serious problem in the 
treatment of sex offenders, and most interventions are not seen as alternatives to incarceration 
for those groups. Relapse appears to be high when medications are discontinued, and 
combination therapies do not allow partition of the effective components. There is obviously 
a need for more careful research to refine tl1e treatment of paraphilias. 

9.4 Gender Dysphoria 
In gender dysphoria, both (a) strong and persistent cross-gender identification and 
(b) persistent discomfort with one's assigned sex or witl1 the gender role associated with it 
occur. As a result, the person experiences clinically significant distress or impairment in 
functioning. The disorder is diagnosed somewhat differe11tly for children than for adults; the 
criteria for gender dysphoria in children are shown in DSM-5: Diagnostic Criteria for Gender 
Dysphoria in Children. Children with gender dysphoria may express the wish to grow the 
genitals of the other sex; they prefer the stereotypic play, mannerisms, and attire of the other 
gender. Boys may enjoy fe1ninine toys and playi11g l1ouse, often role-playing female figures 
such as mothers or sisters. They prefer girls as playmates to other boys. They may also adopt 
feminine mannerism s, such as sitting down to urinate. Girls m ay ref use to attend school or 
social events in which feminine attire is required, may cut their hair short, and may take 
on a boy's name. TI1ey sl1ow little interest in dolls 
or typical girls' toys and prefer boys as playmates, 
enjoying rough-and-tumble play and contact sports. 

What is gender dysphoria? Is it 
different from homosexuality? 

Diagnostic Criteria for Gender Dysphoria in Children 

302.6 (F64.2) Gender Dysphoriain Children 

A. A marked incongruence between one's experience/expressed gender a11d assig11ed gender, of at least 6 months duration, as 
manifested by at least 6 of tl1e following (one of which must be Criterion Al): 

1. A strong desire to be of the otl1er gender or an insistence that one is tl1e other gender ( or some alternative gender 
different from one's assigned gender). 

2. In boys (assigned ge11der), a strong preference for cross-dressing or simulating female attire; or in girls (assigned gender), 
a strong preference for wearing only typical masculine clotl1ing and a strong resistance to ,vearing feminine clothing. 

3. A strong preference for cross-gender roles in make-believe play or fantasy play. 

4. A strong preference for tl1e toys, games, or activities stereotypically used or engaged in by the other gender. 

5. A strong preference for playmates of the otl1er ge11der. 

6. In boys (assigned ge11der), a strong rejection of typically masculine toys, games, and activities and a strong avoidance of 
rough-and-tumble play; or in girls (assigned gender), a strong rejection of typically feminine toys, games, and activities. 

7. A strong dislike of 011e's sexual anatomy. 

8. A strong desire for the primary and secondary sex cl1aracteristics that match 011e's experienced gender. 

B. The co11ditio11 is associated with clinically significant distress or impairment in social, school, or otl1er important areas of 
functioning. 

Specify if: 

With a disorder of sex development (e.g., a congenital adrenogenital disorder such as 255.2 [E25.0] co11genital adrenal 
hyperplasia or 259.50 [E34.50] androgen insensitivity syndrome). 

Coding note: code the disorder of sex development as well as gender dysphoria. 

Source: Reprinted with permission fro1n the Diagnostic and Statistical Manual of Mental Disorders, 5th ed. (Copyright 2013). 
American Psychiatric Association. 
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Transsexualism 

Condition in which 
sexual identity is 
contrary to biological 
gender 

Congenital adrenal 
hyperplasia 

Condition i11 which 
fetal exposure to 
androgens results in 
masculinization of the 
genitals of a genetic 
female 

Androgen 
insensitivity 
syndrome 

Condition in which a 
genetically male fetus 
is insensitive to tl1e 
effects of androgen 
and develops genitalia 
resembling a female 

In adolescents and adults with gender dysphoria, there is frequent expression of the desire 
to live as or to become the other sex, including interest in sex-change surgery or hormonal 
treatments. Gender dysphoria in adolescents a nd adults can be sp ecified if post-tra nsition 
(that is, living as the other gender and preparing for or completing gender reassignment). 
Often, effective cross-dressing allows some people with this disorder to pass convincingly 
as a member of the other sex. Gender dysphoria appears to be quite rare, althougl1 little data 
exist; i11 clinical settings, n1ales with the disorder outnumber females by a factor of least 2 or 
3 in the United States, although in some countries (e.g.,Japan and Poland), females with the 
condition may outnumber males (American Psychiatric Association, 2013). 

In the DSM-I V, the corresponding diagnosis of gender identity disorder (also called 
transsexualism) ,-vas not give11 if there was a concurrent i11tersex condition, although this 
is no longer the case for gender dysphoria in the DSM-5. Some biological conditions affect the 
development of sex characteristics in the fetus; as a result, some people may have genitals 
tl1at appear to have both male and female characteristics. In one of these intersex conditions, 
congenital adrenal hyperplasia (CAH, also t ermed adrenogenital syndrome), a genetic 
female (XX) fetus is exposed to high levels of androgens during fetal development. This m ay 
cause elongation of the clitoris to resemble a penis and fusion of the labia to resemble a scrotal 
sac; thus, the external genitals appear masculine. In another intersex condition, androgen 
insensitivity syndrome, a genetic male (XY) fetus shows general insensitivity during fetal 
development to androgens and is born with undeveloped sexual structures that, by default, 
resemble the external female genitalia. In cases of these and other pseudohermaphroditic 
conditions, individuals troubled by persist ent cross-gender identity may be diagnosed with 
ge11der dysphoria with the specifier "with a disorder of sex developme11t." 

Accurate diagnosis of gender dysphoria may be difficult. Reliability data from field trials 
indicated that the DSM-III diagnostic criteria showed very poor reliability (from - .001 to 
- .002 in tl1e two phases). In the DSM-5, it must be distinguished from simple nonconformity 
to stereotypic sex roles, and the cross-gender identification must not be based merely 
on the cultural advantages of being the other sex. The cross-d ressing involved must b e 
distinguished from tra nsvestic disorder (in which case, cross-dressing produces sexual 
arousal), and t h e conviction of belonging to the ot her sex cannot be delusional, as may 
occur in schizophrenia . In addition, sexual attraction to others of the same biological gender, 
which those exp eriencing gender dysphoria m ay consider normal heterosexual at traction 
for someone who ident ifies with the other sex, must be distinguished from homosexuality, 
in which t here is not gender discomfort. 

The course of gender dysphoria is variable. Two trajectories are highlighted in the DSM-5: 
early-onset gender dysphoria starts in childhood, while late-onset dsyphoria begins at or 
after puber ty. Cross-gender behaviors t end to decline for most children with the disorder, 
perhap s due to social and parental shaping. It tends to be more persistent in girls. Most boys 
(two thirds or more) who do not p ersist in gender dysphoria identify as gay or homosexual; 
girls who do not persist i11 the disorder identify as lesbian at lower rates. Adults may show 
fluctuating course, with late-onset fem ales more likely to engage in transvestic activities 
for a rousal. People with gender dysphoria often feel socially isolated and may experience 
concurrent anxiet y disorders or depression (American Psychiatric Association, 2013). 

9.4a Causal Factors 
Although chromosomal sex is determined at the time of conception, gender identity develops 
in early childhood and is u sually established by age 3, suggesting that causal factors for 
gender identity disorder are located in prenatal or early postnatal development. No research 
has established sp ecific biological factors in the 
development of gender identity disorder. However, 
animal research has demonstrated that masculine 
b eh avior ca n b e increased in female animals by 

Can people change from 

male to female or from 

female to male? 
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providing high levels of male hormones in the prenatal environment, while male animals 
behave more like females when not given sufficient amounts of male hormones prenatally. 
Goy (1970), for exa1nple, injected pregnant rhesus mo11keys 
with the male hormone testosterone. Masculinized female 
infants were born with genitals that included both male 
and female characteristics. When these females grew up, 
they showed 1nore rough-and-tumble play and ,-vere more 
masculine than normal females in other social behaviors. 

Similar effects have been noted i11 human female 
children. During the 1950s, a number of pregnant women 
were treated with synthetic progestin (a hormone that 
prepares the uterus for pregnancy) in order to reduce 
miscarriages. An unexpected side effect of this drug was 
that it caused an excess of male hormones and, thereby, 

affected the develop1nent of female fetuses. Compared with 
matched control girls, these girls had more traditionally 
"masculine" interests, gave higher priority to a career over 
marriage, were less interested in participating in baby care 
of a you11ger sibling or a neighbor's cl1ild, and preferred to 
play with boys' toys such as cars, guns, and trucks rather 
than dolls (Erhardt, 1973). The prenatal exposure of male 

Chromosomal sex is deternti11ed at conception, and gender 
identity is usually established by age 3. However, research 
in animals has established that pre11atal exposure to 
unusual levels of male or female hormones can affect gender 
develop1nent. (iStock) 

fetuses to female hormones (estrogen and progesterone) has also been reported to produce 
"fe1ni11ization" in boys (Yalom, Green, & Fisk, 1973). However, there is no direct evide11ce 

that hormonal exposure causes gender identity disorder in humans, and there are no clear 
hormonal distinctions between those with gender identity disorder and people with normal 
gender identity. 

Coolidge, Thede, and Young (2002) reported tl1at analysis of twin research supports 
a strong heritable component in gender ide11tity disorder. However, Segal (2006) reported 
nonconcordance of female-to-male transsexualism in two pairs of identical twi11s, suggesting 
prenatal hormonal influences as possible causal factors. The DSM-5 describes the evidence 
of familial transmission as weak, with stronger support for prenatal hormonal influences 
(American Psychiatric Association, 2013). Psychoanalytic models tend to emphasize issues 
in parental relationships in which children overidentify with the other-sex parent. No clear 
evidence exists to strongly support any particular causal tl1eory. 

Treatment of Gender Dysphoria 
Sex reassignment surgery appears to be among the only effective treatments for chronic 
gender dysphoria in adults. It is recommended that the person preparing for sex reassignment 
first complete a year of life-experience as the other sex and 6 months on continuous hormone 
treatments in order to be a candidate for surgery. Male-to-female operations typically involve 
plastic surgery for creating a vagina and labia from penile and scrotal skin and modifying the 
remnant penis into a sensitive clitoris. The female-to-male operation is less well established 
but can involve creating a phallus with skin from the forearm (Sohn & Bosinski, 2007). Sexual 
sensitivity can be maintained by using the clitoris as a base for the neophallus. Reviews of 
outcome literature revealed that most transsexuals are satisfied with the outcome of sex 
reassignment surgery (LeVay & Valente, 2006). 
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TO SUM UP ... 
• The normal sexual response cycle consist s of four phases: the excitement phase, 

the plateau phase, the orgasmic phase, and the resolution phase. 

• Masters and Johnson helped dispel previously held fallacies about direct 
stimulation of the clitoris, clitoral versus vaginal orgasms, simultaneous 
orgasms, and the relationship between the size of the p enis and sexual 
enjoyment. 

• Sexual dysfunctions are disorders in which there is a disturbance in the 
sexual response cycle or in which pain occurs during sexual activity. Sexual 
dysfunctions are relatively common among the population. 

• Anxiety about sexuality plays an important role in the development of these 
dysfunctions. Masters and Johnson especially emphasized p erformance anxiety 
and a spectator role. 

• There are a variety of effective psychotherapies for the sexual dysfunctions. 
Medications are increasingly used to provide symptom relief as well. Some sex 
therapists are concerned about the growing medicalization of treatment for 
sexual dysfunctions. 

• Paraphilias are disorders in which the disturba11ce concerns the focus or target 
of sexual desire. They are much more common among males than females. Some 
paraphilic disorders involve activities that are illegal. 

• Behavioral approaches to treating paraphilic disorders appear promising, 
especially those involving covert sen sitization and orgasmic reconditioning. 

• Gender dysphoria involving persistent cross-gender identification and discomfort 
with or rejection of 011e's biological sex is very rare. Unlike sexual dysfunctio11s 
and paraphilic disorders, which may display high diagnostic reliability, the gender 
identity disorders historically show very low diagnostic reliability. 

• The causes of and treatme11ts for gender identity disorder remai11 unclear. Most 
adults who undergo sex reassignment surgery are satisfied with the outcome. 
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QUESTIONS FOR STUDY 

Pletl1ysmographic assessment 237 

Refractory period 222 

Sadism 239 

Sensate focus 229 

Squeeze technique 231 

Transsexualism 244 

Vasocongestion 222 

• Discuss Masters andJohnson's pioneering studies of human sexuality. How was 
tl1erapy for sexual disorders influe11ced by their work? 

• Suggest a possible explanation for the large gender difference in the diagnosis of 
paraphilias. 

• Describe the differences between transvestic fetishism and gender dysphoria. 

POP QUIZ 
1. The human sexual response cycle was defined by ____ _ 

A. Benjamin Rush 

B. Alfred Kinsey 

C. William Masters and Virginia Johnson 

D. Sigmund Freud 

2. The proper order of the sexual response cycle consists of which of the following? 

A. plateau phase, orgasmic phase, resolution phase, excitement phase 

B. excite1nent phase, plateau phase, orgasmic phase, resolution phase 

C. excitement phase, orgasmic phase, plateau phase, resolution phase 

D. plateau phase, orgasmic phase, excitement phase, resolution phase 

3. Which phase do men exp erience, but not women? 

A. plateau phase 

B. orgasmic phase 

C. resolution phase 

D. refractory period 
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4. Sally, now age 33, has experienced sexual dysfunctions since she was 13 years 

old. The DSM-5 specifier choice for Sally's situation is -----· 

A. early remission vs. full remissio11 

B. lifelong type vs. acquired type 

C. generalized type vs. situational type 

D. due to psychological or to combined factors 

5. To meet criteria for a sexual dysfunction disorder, the minimum duration of 
dysfunction must be ______ ,. 

A. There is no minimum duration of dysfunction required. 

B. 1 month 

C. 3 mo11ths 

D. 6months 

6. The hormone ______ may increase sexual desire in m en and women who 

experience sexual desire disorders. 

A. progesterone 

B. estrogen 

C. adrenaline 

D. testosterone 

7. About ______ of U.S. women report some difficulties with low sexual 

desire. 

A. one tenth 

B. one third 

C. one half 

D. two thirds 

8. According to psychoanalytic theory, men and women with deficient sexual 

arousal show inhibited sexual excitement because, unconsciously, they perceive 

sexual activity as------· 

A. dangerous 

B. odd 

C. confusing 

D. dirty 

9. An effective treatm ent for deficient arousal in m ales is ------· 

A. sildenafil 

B. aphrodisiacs 

C. alcohol 

D. ginkgo biloba extract 

10. Seth is fascinated by women's shoes and stockings. He has recurrent, intense 

sexually arousing fantasies, urges, or behaviors tl1at r evolve around high 

heels, panty hose, and patent leather. He has 20 pairs of shoes and has stolen 

shoes from women's dressing rooms and from female coworkers. He often 

masturbates while merely smelling them or when a partner wears tl1em. He 

would be diagnosed with-----· 

A. fetishistic disorder 

B. exhibitionistic disorder 

C. frotteuristic disorder 

D. voyeuristic disorder 



11. John has recently incorporated the masochistic act of _____ into his 

sexual life. 'This involves oxygen-depriving activities such as choking, hanging or 

suffocating. 

A. areophila 

B. coprophilia 

C. asphyxiophilia 

D. klismaphilia 

12. Jane gets sexual gratification by inflicting pain on her partner through 

whippings and beatings with various hard leather objects and by inserting blunt 

objects into various orifices. She would be diagnosed with -----· 

A. transvestic disorder 

B. sexual masochism disorder 

C. frotteuristic disorder 

D. sexual sadism disorder 

13. A pharmaceutical treatment for males witl1 paraphilic disorders is to give 

hormones in an attempt to reduce sexual arousal. 'These drugs reduce the 
production and action of _____ _ 

A. oxytocin 

B. progestins 

C. estrogens 

D. a11drogens 

14. When a genetic male fetus does not physically respond to the effects of 

testosterone and develops genitalia resembling a female, this is known as 

-----· 
A. androgen insensitivity syndrome 

B. adrenogenital syndrome 

C. congenital adrenal hyperplasia 

D. Klinefelter's syndrome 

15. It is recommended that the person preparing for sex reassignment first 
complete _____ of life-experience as the other sex and _____ on 

continuous hormone treat1nents in order to be a candidate for surgery. 

A. 3 months / 6 months 

B. 6 months / 6 montl1s 

C. 12 months / 6 montl1s 

D. 12 montl1s / 9 months 

Additional study resources are available at www.BVTLab.com. 
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Schizophrenia and 
Psychotic Disorders 
The disorders considered in tllis chapter represent severe forms of psychopathology that are 

usually labeled psychoses. As d istinguished from the Freudian. anxiety-driven neurosis that can result when 
id impulses threaten to overwhelm the ego. psychos-is concerns a more serious pathology that involves a loss of 
contact with reality. The J)S.M-5 category or schizophrenia spectrum and other psychotic disorders includes sc,·cral 

distinct diagnoses: the most well known is schizophrenia. which has been the focus of clinical and research attention 
for well over a hundred years. Lay terms for these conditions often include madness or insanity(the latter actuaJ ly 
has a specific le.gal meaning that will be d iscussed in a later chapter). These condjtions distinctly differ in scope 
and impairment from the disorders considered thus far. To better understand these psychotic disorders. a general 
ove.rvicwofpsychotic symptoms follows. 

10.1 Psychosis 
1l1c. presence of psychosis is inferred in the same way as 
all other mental disorders: from what people say during 
an interview and how they act when observed. Some 
symptoms- such as delusions. hallucinations. and grossly 
impaired speech or movement- arc considered direct 
evidence of psychosis. almost as if bizarre attributes 
have been added to a person ·s psychological repertoire. 

Other symptoms provide indirect evidence of psychosis: 
impairment in self-care. restricted range of emotion. 
poverty of speech content. and inability to initiate goal• 
directed behavior. In a sense. these indirect symptoms 
make it seem as if something has been lost or removed from 
a person's psychological state. Tue d irect (or positive) 
symptoms and indirect {or negative) symptoms 

Disturbances in thinking and language are among the key 
symptonL-. o f psychosj.s, hStndl 

can be described as disturbances oflanguage and 
thought. disturbances of sensation and perception. 

What are the signs of 
psychosis? 

disturbances of motor behavior. emotional disturbances. and social withdrawal. 

10.la Disturbances in Language and Thought 
Loosening of Associations 
One aspect of psychosis is a tendency toward loose. disjointed expression in speech. Bleu lcr 
(1950) referred to this problem as the "derailment of associations," by which he meant that 

the person becomes distracted by irrelevant associations. cannot suppress them. and. as a 
consequence. wanders further and further off the subject. Some writers (e.g.. Mech). 1962) used 
phrases like .. cognitive sJippage"' to describe how theschizophrenic's train of thought seems 

to slip away from its intended goal. Others refer to these a.c;pects of impaired communication 
as '"tangentiality.- because the speaker seems to fo llow tangents in the original utterance 

that lead loosely to other semantic pathways. 

Neurosis 
Freudian term for 
the anxiety~drivcn 
condition that results 
when id impulses 
threaten lo 01,,•cnvhelm 
the ego 

Psychosis 
Severe psychological 
disturbance 
involving personality 
disorganization and 
los.s of contact 'Atith 
reality 
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Clanging 
'the use. of a word 
because of its sound 
rather than its meaning 

Neologism 
New word that a 
speaker invents 

Alogla 

I mpovcrished speech 
that conveys little 
information 

Intruding associations may sometimes be highly personal and result in speech that is 
c.goccntric or autistic and. in extreme instances. almost totalJy unintclligib1c.111c following 
e.xample, from 70 years ago. remains as illustrative as C\'cr: 

l11te.rviewer: \Vhy arc you in the Hospital? 

Patient: I'm a cut dona tor. donated by double sacrifice. I get two days for everyone. 
lhat's known as double-sacrifice: in other words, standard cut donator. You know. 
we considered it. He couldn"t have an.ytJ1ing for the cut, or for these patients. 

/Jtte.rviewer: \Yell. what do you do here? 

l'atie11t: l do what is known as the double criminal treatment. Something that he 
badly wanted. he gets that. and seven days' crim inal protection. '£hat's all he gets. 
and the rest l do for my friend. 

l11ter11iewer. \,Vho is the other person that gets all this? 

Patient~ That's the way the asylum cut is donated. 

l11terviewer: But who is the other person? 

Patient: He ·s a criminal. He gets so much. He gets twenty years criminal treatment. 
,-.Tou ld make fort-yyears: and he gets seven days criminal protection and that makes 
fourteen days. 11,at's all he gets. 

l11ter11iewer. And what are you? 

J'atie,,t: \\!hat is known as cutdonator Christ. None of them couldn't be able to ha,re 

anything: so it has to be true works or prove true to have anything, too. He gets two 
days; and that twenty years makes forty years. (Came.ron. 1947. pp. 466- 467) 

Note that the patient's sentence structure or syntax is not impaired: tJ1ere is no evidence 
of educational or intellectual difficulties that might make communication ineffecti\te. Instead. 

although the form oflanguageappcars normal, the content is unusual. and the meaning seems 
lost.111e part.s maybe lo0&dyconncctcd- for instance. tJ1e -double sacrifice H seems associated 

with the doublingof20years to 40 years and the doubling of? days to 14 days. However. in the 
utterance. the contribution of this connection to the information is obscure. 'IO many clin icians. 
such impaired communication has been considered evidence of a formal Lhought disorder. 

lhe DSl't1•5 distinguishes between loose associations or derailmenL which involve shifts 
bct\\leen clauses of topics or referential frames. and incoherence, which concerns shifts within 
c.lauses (American Psychiatric Association. 2000). The unusual results of loose language 
associations have sometimes been described as -word salad-- that is. psychotic speech can 

almost seem as if a collect.ion of words were thrown together and tossed. like a salad. before 
presentation. Of course. for the psychotic speaker, words may be associated in ways of which 
the listener is unaware. One example is called c.laogiug, which involves the use of a word not 
because of i ts meaning but because of its sound (such as in rhyming or punning). In other cases. 
a psychotic speaker employs tJ1e use of ncologisnut or ~new words" that the speaker invents. 

Consider this letter from Larry P .. as written to the author jn request for release from the hospital: 

1he Physcological Sanity of my mind is conducted with Reason of sanity justice 
sedetating attempt to cooperated a sanity of justice deaJ of ordain lane. attempt of 
shock treatment oftolcratingaUcrgic reactions of dust acid attacks. 

111is is my offering of justice answerable logk which says I'm sanity but I can't 
conduct. so please e.xcusc this era of joint settlement of joint delusion. I'm still please 
to hear of this place but I would like some kind of discussion about this reason of 
jurc demand. 

Other characteristics of psychotic language use include a Jogia. or impoverished 
speech. Replies to questions may be very brief and convey little information: speech may be 
repetitive, stereotyped. and nonspontaneous. Sometimes. psychotic language appears to be 
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overgeneralized and hypcrmetaphorical. An intere~~ting observation comes from Luria (1982), 
who proposed that in response to the question -v~"hat is a dog?'" those ofJow intelligence 
would give a concrete. one-dimensional answer. such as -a dog barks- or -a dog has four 
legs'°: a normal person might give a categorical response. such as-a dog is a mammal .. or -a 
dog is a peC; and a schizophrenic person 
might give an overgeneralized response. 
such as .. a dog is mass. attracted by gravity 
to the earth's core." Hyper-metaphorical 
speech is a form of overgencralization
instead of reporting. ~My arm fell asleep ... 
a psychotic person might report. '"My arm 
died" (taking the s leep metaphor too far). 
Conversely. other psychotic speech shows 
echolalia, in which the person repeats 
wha tcver someone else says. 

Deluswns 
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By definition. delusions are not beliefs 
shared by other members of a culture 
or articles of religious faith sha_rcd by 
belic\1ers. Instead. they ar-c extreme 
convictions that arc firmly held despite 
what nearly everyone else in the subculture 

~otl! the extensive religious themes in th is d rawing by a sch izophrenic palienL 
lCaartellJ oft>r. C'Juulc1 L:,on1) 

would consider incontrovertible evidence to the contrary. '£hey are distinguished front ideas 
by their fixedness. for clinical purposes. delusions can be subdivided into several types. 

• Bizarre delusions involve false beliefs that could not possibly be true, given what is 
known about the world. For example. a woman who insists she is pregnant. despite 
a series of negative tests. may be delusional. though the delusion L~ not a bizarre 
one. It is possible that a mistake was made: false negatives arc not unknown. 
However. a man who insists that he is pregnant is endorsing a belief that could 
not conceivably be true. Similarly, the delusion of being followed by Ute Cl.A is not 
c.ornpletcly implausible: however, a man who believes that his head is switched 
onto other bodies at night while he sleeps is engaging in a bizarre delusion. 

• .Delusional jealousy involves the incorrect conviction that a person's spouse or 
sexual partner has been or is being unfaithful. Unlike -normal- suspicion about 
infidelity, delusional jealousy is unreasonably held. even in the face of proof or 
evidence to the contrary. 

• Erotomanic delusions arc patently false beliefs that another person. often someone 
famous or of higher status or authority. is in love with the individual. 

• Gra.ndiose delusions involve grossly jn Hated sc)f .. irnportancc, fame. power. wealth, 
or knowledge. lbcy may involve special relationships with powerfuJ or holy entities 
or identification with a great person from history, such as a politicaJ. military. or 
religious leader. 

• iWood•congruent delu.si.ons concern content that is enti rely consistent with 
c..xpressed mood. r:or e.~ample. the belief that one is responsible for a deadly 
tornado or that one's body is rotting would be congruent with depressed mood (as 
would other tJ1cn1es of death. guilt, or failure). 

• Mood-incongruent delusions involve content that is not consistent with the 
prevailing mood. Beliefs of unlimited wealth and power wou ld be jncongrucnt with 
depressed mood. 

BVT Lob 
Flashcards are available 
ror this c:11apter at 
www.BVTLab.com. 

Echolalia 
Repetition of words 
or phrases spoken by 
another person 

Delusion 
False belief that is 
linnly held. conuary 
to evidence and the 
consensus of other 
people 
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• Delusions of being controlled involve the belief that some external force or agent is 
manipulating one's movements, thoughts, speech, or emotions. People may believe 
that a murderous impulse, a sexual fantasy, or an urge to com1nit suicide is imposed 
from the outside. The controlling agents may be gods, demons, parents, political 
groups, or a vague "they." The mechanis1n of control is sometimes spelled out-for 
example, hypnotism, extrasensory perception, or influencing machines such as a 
television set or an X-ray device. 

• Delusions of reference are false beliefs that events, 
people, or things in the immediate environment have 
a sp ecial and unique significance for the individual. 
For example, a p erson may believe that graffiti refers 
specifically to t he private events of an indiv idual 's 
life or that a song broadcast on the radio was meant 
to send a sp ecific message to the person alone. 

• Persecutory delusions concern the theme of being 
plotted against, attacked, cheated, threatened, or 
persecuted in some way by other various people 
or groups, such as neighbors, competitors, bosses, 
politicians, or the FBI. People holding such beliefs 
may find confirmation in seeing a group of people 
laughing among tl1emselves or in the frow n of a 
passing pedestrian. 

People with schizophrenia or other psychot ic disorders tend 
to perceive tl1ings different ly tha11 others do. (Shutterstock) 

• Somatic delusions are false convictions that concern 
the body. Examples include the belief that one is 
changing sexes or is pregnant or that internal organs 

Hallucination 

Se11sation or perception 
in tl1e absence of an 
exter11al source 

Illusion 

111e incorrect 
perception of sensory 
sti1nuli 

are rotting. 

• Thought broadcasting delusions involve the belief that others can hear or receive 
one's thoughts. 

• Thought insertion delusions concern the belief tl1at so1ne external person or agency 
is inserting thoughts into one's consciousness. In some cases, the delusion involves 
receiving special broadcasts through a special receiver implanted within the brain. 

These categories of delusions are organized co11ceptually and are not mutually exclusive. 
Persecutory delusions, for example, could be mood congruent with depression while also 
being bizarre. 

10.lb Disturbances in Sensation and Perception 
Psychotic individuals often report perceptual distortions. The world may seem flat, unreal, 
or remote; objects may seem unusually large or small; or time may seem to pass witl1 unusual 
slowness or rapidity. One patient described how other people appeared distorted: "People 
look confusing . ... They look almost like they're m ade up .. . like they're real people ... and 
people I know, but they have masks on or they're disguising themselves. It's like a big play" 
(Freedman & Chapman, 1973, p. 52). 

Even more dramatic than p erceptual distortions are false sensory experiences called 
hallucinations. The person hears voices, sees visions, smells odors, or has sensations of touch 
for which there are no identifiable external stimuli. Halluci11ations must be distinguished 
from illusions, in which an actual sensory stimulus is perceived incorrectly. (In the dark 
bedroom, clothes hanging in the closest may be misperceived as a lurking killer, but this is not 
hallucinatory.) Hallucinations also are distinguished from tl1e strange sensory exp eriences 
that are sometimes associated with falling asleep, dreaming, or awakening. 
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Hallucinations can involve any sensory systcrn: 

• In auditory hallucinatio,u. the person hears voices tha t may 
condemn, praise. direct. or accuse. lhcy may be identified 
with a specific agent, such as God. the devil. parents. past 
acquaintances, or unspecified ·others." \Viii le experiencing a 

hallucination. the person may or may not i·calizc it is unreal: 
often. it may seem to come from nn external source. 'Ote 

individual may listen passively to the voices. act upon their 
c.omrnands, or talk back to them- arguing. pleading, or cursing 
them. Interestingly. brain imabringstudies have shown that 
individuals experiencing auditory hallucinations display 
activation in the expressive. rather than receptive. language 
areas of the brain (Cleghorn ct al.. 1992): in rnany ways. auditory 
hallucinations appear to involve faulty interpretation and 
monitoring of self-talk (Allen. Aleman. & McGu ire. 2007). 

• Visual hallucinations can include lights. moving objects, places. 
and people. In some cases, they may appear as cartoon objects 
or as unformed images. 

• Guslatoryhalluciua.tions involve the perception ofa taste, such 
as blood. f\,lost often. the taste is unpleasanL 

• Olfactory hallucinations invohrc odors. usually unpleasant. such 
a.s decaying matter or burning hair or rubber. 

• Somatic hallucinations concern false sensations experienced as 
coming from inside t he body. such as e lectricity or pressure. 

• 1fJclile hallucinations concern the false feeling of being touched 
or having something just beneath the skin. such as splinters or 
crawling insects. 

Andreu Yates. convicted in 2002 of murdering 
her fh·e children. was later found not gullty by 
reason of 1ru.anily. She reportedly suffered from 
auditory hallucinations. CAP Pbolo,'St.tv-e l' .. du:,U 

Hallucinations can also be considered as mood congruent or mood incongruent. Any 
type of hallucination can occur in psychotic individuals. but certain types may be more 
comm.on in some d isorders. For example. the hallucinations rnost commonly reported in 
sc.hizophrcnia arc auditory. alt hough othc.r types can also occur. Drug-induced psychoses 
can involve strong. visual hallucinations. Tactile hallucinations may be more typical of 
drug withdrawal. Damage to any sensory areas of the brain could result in hallucinatory 
responses involving those arc.as. Gustatory and olfactory hallucinations may often be more 
characteristic of medical cond it ions or localized brain impairments. such as temporal lobe 
epilepsy. than of schizophrenia {American Psychiatric Association, 2000). 

10.1c Disturbances in Motor Behavior 
Psychotic persons may seem unresponsive to others and engage in strange. stereotyped 
gestures. postures. or facial grimaces, referred to as catatonia. OccasionaUy, t hey may cease 
bodily mo\'Cment.~ altogether in catatonic immobility (stupor). or they may become wildly 
excited, at the otl1cr extreme. and move violently or unpredictably in catatonic e.xcitcment. 
Sometimes. a waxy flexibility is present, in which a catatonic person can be molded jnto a 

posture that may be rigid I)' maintained over long periods. Other forms of catatonic behavior 
indudeapparently motiveless resistance to instructions or attempt.~ to be moved. stupor. refusal 
to speak (mutism). and echopraxia, in whic.h a person imitates the mO\rcments of others. Some 
become unable (or unwilling) to d.rcss, undress. feed themselves. or attend to their toileting 

needs. Ordinary inhibitions may be lost so that they urinate, defecate. or masturbate in public. 

Catatonia 

Unusual movement or 
immobiHt y associated 
with psychosis 

Mutism 

Refusal to speak 

Ecbopraxia 

Repetitively imitating 
the movements of 
others 
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Affective flattening 

Lack of range of 
emotions 

Anhedonia 

Loss of interest or 
pleasure in all aspects 
of life 

Catatonia can occur within several disorders. The DSM-5 has added it as a specifier, 
defined by the presence of at least three catatonic symptoms: other p sychotic disorders, 
other mental disorders, and other medical conditions. For example, catatonia can be a 
characteristic of schizophrenia or other psychotic disorders, major depressive disorder, or 
bipolar disorder; it can also occur with head injuries and neurological diseases. In these 
conditions, the appropriate DSM-5 diagnosis would be catatonia associated with another 
mental disorder, catatonic disorder due to another medical condition, or unspecified 
catatonia (when the underlying condition is unclear). 

10.ld Emotional Disturbance 
Frequently, the emotional state in psychotic conditions is described as shallow, flattened, 
or blunted. Affective flattening is characterized by a lack of range of emotions. The lack of 
enjoyment in all aspects of life that often characterizes the schizophrenic person is sometimes 
referred to as anhedonia. In some psycl1oses, emotions are expressed inappropriately. People 
may laugh, cry, giggle, or rage with no clear relationship to events in the social environment. 

10.1 e Social Withdrawal 
Schizophrenic individuals tend to avoid close interpersonal relationships, spend much of their 
time alone, and retreat more and more into their own fantasy world. The withdrawal is both 
physical and psychological. Their unintelligible speech and inappropriate emotio11al expression 
can keep them as psychologically distant from others as would miles of physical space. There 
1nay be confusion about personal identity, gender, and sense of self that add to disrupted social 
relationships. In addition, volition (or goal-directed behavior) seems impaired, so that work 
a11d self-care responsibilities are not con1pleted, further isolating the individual from others. 

10.2 Diagnosis of Psychotic Disorders 
Although the psychotic disorders are discussed together in the DSM-5, there is no assumption 
that these disorders share a common cause, a common pathway, or even a common 
fundamental set of symptoms. Psychotic symptoms can appear briefly (transiently) during 
periods of stress in individuals wl10 l1ave ma11y different conditions and do not, i11 themselves, 
verify the presence of a psychotic disorder. The symptom patterns and degree of impairment 
differ within the psychotic disorders as well. 

The main psychotic disorders are summarized in Table 10-1. Not listed in Table 10-1 

is schizotypal personality disorder (refer to Chapter 8), wl1ich the DSM-5 co11siders within 
the schizophrenia spectrum but also describes among the personality disorders (American 

Table 10-1 DSM-5 Psychotic Disorders 

Disorder 

Schizopl1renia 

Schizopl1reniform 
disorder 

Schizoaffective 
disorder 

Brief psychotic 
disorder 

Delusional disorder 

Key Symptoms 

Delusions, hallucinations, disordered 
speech and behavior 

Same as schizophrenia, but duration less 
than 6 months 

Mood episode a11d halluci11ations/ 
delusions occurring togetl1er 

Delusions, hallucinations, disorganized 
speech but duration less than 1 month 

Nonbizarre delusions witl1out other 
symptoms 

Source: A1nerican Psychiatric Association, 2013. 

Minimum Duration 
Required for Diagnosis Sex Ratio 

6 montl1s More com1no11 a1nong males 

1 montl1 Slightly more common among 
males 

2 weeks More common amo11g females 

1 day More common among females 

1 month Equal 
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Psychiatric Association, 2013). The distinction among schizopl1renia, schizophreniform 
disorder, and brief psycl1otic disorder is one of duration. The involvement of significant 
mood components distinguishes schizoaffective disorder. 
In delusional disorder, the psychotic symptoms are largely 
limited to delusions, and, in that sense, individuals may 
show less overall impairment in daily living. 
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Many medical conditions ca11 also produce psycl1otic 
symptoms. Neurological conditions (such as epilepsy 
and multiple sclerosis), endocrine disorders (including 
hypothyroidism), metabolic conditions, fever, and nearly 
any other disorder with central nervous system involvement 
could be responsible for p sychotic states. In addition, 
a variet y of legal and illegal substances can produce 
hallucinations, delusions, verbal incoherence, and other 

psychotic behavior as a direct result of use or upo11 abrupt 
withdrawal. The appropriate diagnostic categories for these 
conditions are "p sychotic disorder due to another medical 
condition" and "substance/medication induced psychotic 
disorder," respectively. 

Because a variety of legal and illegal substances can produce 
hallucinations, delusions, and other psychot ic behavior, they 
1nust be considered wl1en atte1npti11g to diagnose a psycl1otic 
disorder. (Psilocybe.tampanensis.t"vo by Workman, available under a 

10.2a Schizophrenia 

Creative Con1mons Attribut ion License CC BY SA 3.0 at https://con1mons. 

,vi kimed i a.or g/\viki/ F i le: Psi lacy be. ta1npanensis. two .j pg) 

Probably no mental disorder has received as much attention within the professional literature 
as schizophrenia. The disorder represents a puzzle that has so far defied solution, despite 
the focused effort of medical and psychological science. Much important knowledge has 
been gained, yet much more information is needed to understand this extreme condition. 

History of the Diagnosis 
As noted i11 Cl1apter 2, Kraepelin used the term dementia praecox to refer to a syndrome that 
involved an early, usually gradual onset and a progressive deterioration of mental functioning. 
Bleuler (1950) introduced the term schizophrenia 
in 1911 to refer to essentially the same pattern of 
psychological symptoms. He drew upon the Greek 
words for "split mind" to refer to a split bet ween 

Can schizophrenia be 
reliably diagnosed? 

thought processes and emotions or to a general disorganization in thought and behavior. 
This kind of splitting is not the same as that in the dissociation reactions off ugue, amnesia, or 
multiple personality. In those conditions, tl1e split is between different states of consciousness 
(or different selves) rather than between thought and emotion. Bleuler did not believe that 
schizophrenia necessarily began in childhood or adolescence or that it necessarily progressed 
to an irreversible dementia. 

Europea11 and American psychiatrists diverged in their diagnostic practices witl1 respect 
to schizophrenia. The Europeans stayed rather close to Kraepelin's original concept and 
tended not to give this diagnosis to individuals who abruptly developed acute schizophrenic
like symptoms but who then recovered from the episode within a few months. European 
psychiatrists were also more inclined to diagnose patients as manic-depressive (or bipolar) 
who would have been diagnosed schizophrenic in the United States. U.S. psychiatrists, on the 
other hand, were more influenced by Bleuler; thus, they did not insist on a chronic course of 
the disorder. Further, their approach explicitly stated that the diagnosis of manic-depressive 
disorder should be made only if tl1e diagnosis of schizophrenia had definitely been ruled out. A 
demonstration of how the diagnosis of schizophrenia increased from the 1930s to the 1950s in 
the United States is provided by Kuriansky, Deming, and Gurland (1974), who showed that only 
28% of the patients at the New York State Psychiatric Institute were diagnosed schizophrenic 
between 1932 and 1941, co1npared ,-vith an astounding 77% between 1947 and 1956. 
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DSM-5 

Aficr 1980. some of these differences began to disappear. By employing the more precise 
d iagnostic system of DSM~JJ/. the number of people diagnosed with schizophrenia in the 
United States was cut in half: Acute schizophrcnic~likc episodes lasting fewer than 6 months 
were classified as schizophreniform disorders, while those with strong mood components 
were more likely diagnosed with schizoaffective disorder.111ose who m.ight have been labeled 
with ·simple schizophrenia" or · latent schizophrenia" in the DSA1-JJ \ ... ·ere likely, instead, to be 

Diagnostic Criteria for Schizophrenia 

295.90 (F20.9) Sch;rophren;a 

A. Two (or more) of the following. each pre-sent for n significant proportion of lime during a 1-monlh period (or Jes.,; if 
successfuUy treated). At least one of these must be (I). (2), or (3,): 

J. Delusions. 
2. Hallucinations. 

3. Disorganized speech (e.g .• frequent derailment o r incoherence). 

4. Grossly disorgani:r.ed orcalatonic behavior. 

5. Negative symptoms (Le .. diminished emotional expres.sion or a\'olilion). 
B. Forasigni6canl portion of the time since lheonsetof the disturbance. level of fonctionlng in one or more mujorareas. such 

as work. interpersonal relations. or .self~care. L,; markedly below the level achieved prior to lhe on.set (or when the onset i.s in 
childhood or adolescence. there is failure to achieve expected le,·el of interpersonal. acudt."lTiic., or occupational functioning). 

C. Continuous signs of the disturbance persist for at least 6 months. This 6-monlh period must include at least I month of 
symptoms (or Jes,.,; if succe.ssfuUy t reated) that meet Criterion A (i.e .. actlve-phase .symptoms) and may include periods 
of pmdromaJ or residual symptoms. During these prodromaJ or re.siduaJ periods. the .signs of the di.sturhance may be 
manifested only by negati\'e.i.1'Tnptoms or by two or more symptoms listed in Criterion A present in an a ttenuated form (e.g.. 
odd beliefs. unusual perceptual experience-s). 

D. Schiz.oaffc.,ctive djsorder and depre.ssi\<e or bipolar disorder with psychotic features have been mled out because either I) no major 
depressive or manic episodes have occurred with lhe active-phase symptoms. or2) if mood epL,;odes ha\•eoccurred during nctive• 
phase :,),nptoms. they ha\'e been present fora minority of the total duration o( the active and residual periods o(t:he illness . 

. e. The disturbance i.s not attributable to the phy.siolog.ical effects of a substance {e.g .• a drug of abuse. a medication) or another 
medical condition. 

F. lflhere is a history of auU.-.m spectrum di.sorder or a communication dis.order of childhood onseL lheaddilionaJ diagnosis 
of .schizophrenia is made only if prominent de.Jm.;on.s or hallucinations. in addition tot.he other required symptoms of 
schizophrenia. a.re also present for at least I month (or le-ss if .successfully treated). 

Specify if: 
1l1e following course specifier.s are only lo be used after a 14 year duration of the di.sorderand if they are not in contraindication 
to the diagnostic cour.se criteria. 

first episode, currently in acute episode: First manifestation of the disorder meeting the diagnostic symptom and time 
criteria. An acute episode is a lime period in which the symptom criteria are fulfilled. 

fin;l episode, currently in parUnl remission: Purlial rm11issin11 is a period of time during which an improYemenl after a 
previous episode is maintained and in which the defining criteria of the di.sorderare only parlially fulfilled 

first episode, currently in full remission: Full rcm.lrsion is a period of time aft.er a previous episode during which no d isorder• 
specific symptoms are pre.sent. 

Multiple episodes, currently in acute episode: Multiple episodes may be determined after a minimum of two episodes (i.e .. 
after a fir.st episode. a remission and a minimum of one relapse). 

Multiple episoder., c-urrently in partial remission: 

Multiple episoder., c-urrently in full remission: 
Continuous: Symptoms fulfilling the diagnostic criteria of the disorder are remaining for the majority of the illne.ss course. 

witJt subthreshold symptom periods being \'ery brier relati\'e to the overall course. 

Unspecified 

Specify if: 
\Vith cal.at:onia (refer to the catatonia criteria associated with another medicaJ disorder for definition). 

Coding note: Use addltionaJ code293.S9 (F06.1) catatonia as.socinted with schizophrenia to indicate the presence of t he 
comorbid catatonia. 

Specify current se\'eril y: 
Severity is rated by a quantitaLiveassessme.ntoflhe primary symptoms orpsychosjs, including delusions. hnllucination.s. 

disorganized speech. abnormaJ psydtomotor behavior. and negative :,1•mptoms. Each of these symptoms may be rated for its 
currenl.se\'erity (most se\'e.re in the pasl 7 days) on a 54 point scule ranging from O {not present) to -4 (present and severe). 
Nole: Ota.gnosi.s o( schizophrenia can be made without uslng the severity specifier. 

Source: Repr inted with permission from the Dlognostie 011d StatlJJlca/ Mom,af of Men/11/ Dl$arder&. 5th ed. (Cop)•r lghr 2013). 
American Piiychiatric Association. 
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called borderline personality disorder and schizotypal personality djsordcr. llle diagnostic 
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reliability improved significantly to .81 in both phases of the DSM-Ill reliability field trials. In 
the DSM-5 Held trials. the pooled kappa of .46 for schizophrenia was considered to indicate 
·good" reliability (Regier ct al., 2013). 

Currently. the diagnosis of schizophrenia (refer to DSA1•5: Diagnostic Criteria for 
Schizophrenia) requires two psyc.hotic symptoms during a l•month acti\•e phase; one of the 
symptoms must be delusions, haUucinations. or disorganized speech. In earlier versions of 
the DSM. the diagnosis could be given with only one active psychotic symptom if a flca.rdinal"' 
or flindicator" symptom was present.111osc special symptoms were either bizarre delusions 

or auditory hallucinations that have the form of a running commentary or conversation. 
Tite DSM•Sremovcd this provision. in large part because it was difficult to reliably distinguish 
between bizarre and nonbizarrcdclusions. In addition to active indicators. negative symptoms 
are quite freque.nt and can account for much of the impairment associated with the disorder. 
Affective Oattening is usua.llypresent. making the person appear unresponsive. Alogia results 
in decreased fluency in communication. Often. avolition is manifested by sitting for long 
periods with little or no interest in work or social activities. (The negative symptoms of 
schizophrenia must be distinguished from those that occur with depression or as side effects 
of medication.) Schizophrenia involves either a decline from a prior level of function or a failure 

to meet expected levels: this change is usually apparent to others who know the person. As 
a condition of the d iagnosis, signs of disorder must persist for at least 6 months: however, 

for much of that time (except for J month). the symptoms can be eiU1er residual (attenuated 
symptoms that follow an active phase) or prodromaJ (symptoms that precede an active phase). 

Earlier versions of the DS,W classified schizophr·cnia by its subtype: paranoid. 
disorganized, catatonic. undifferentiated. or residual. This practice was discontinued in 
the D.~1.5 because the subtypes did not appear to be stable. reliable, or valid: in addition. 

they added little to treatment. although catatonia is offered as a specifier for the diagnosis. 
Other specifiers describe the course of schizophrenia as first episode. multiple episodes. or 
continuous and whether the condit ion is in full or partial remission. ln place of the subtypes, 
the DSM .. .:; enc0tirages a dimensionaJ ratjng of severity. 

Although most cast!s have onset between the late teens to mid-30s. schizophrenia can 
be diagnosed at any age. Men have somewhat earlier age of onset than women. who tend 
to show better outcome. Men also tend to show more negative symptoms. whereas women 
are more likely to display paranoid delusions. mood symptoms. and hallucinations. Hates 
for oomorbid substance-related disorders. especially nicotine dependence. are quite high. 
Risk of suicide is also elevated- up to 20% make at least one suicide attempt. and about 
5%-6% of schjzophrcnics eventually succeed. Schizophrenia is s lightly more common 
among males as well. Most estimates have put the rate at about 1% of the general population, 
although the DS/d.S gives somewhat lower es ti male$ of0.3% to 0.7% (American Psychiatric 
Association. 2013). 

Earlier Perspectives on Schizophrenic Spectra 

.. /Madness] ra.is'd 011 a sudden from some solemn el'ident. as from a vehement 
passion. is much safer tl,an invading by degrees." 

1l1is observation- that a gradual onset of psychotic behavior was indicative of a more 
severe and chronic course than that associated with an abrupt onset- was made in 1685 

by 1homas \Villis in The lo11do11 Practice of Physick (1\1cdner, 1963). Both Bleulcr and 

Kraepclin (in his later writings) were aware that not all patients diagnosed as schizophrenic 
showed an irreversible course toward total deterioration. Historic.ally. there ha\'C been two 
intc.rprctations of this fact; (1) 111ese patients must have been misdiagnosed in the first place. 

since. by definition. schizophrenia is a progressive and incurable disorder: or (2) there arc 
two types of schizophrenia, with one type showing the progressive dctcr-ioration and the 
other showing tJ1e capacity for recovery. 

AvoUtion 

Inability to lniLiatc and 
complete goal-directed 
activities 
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'Jbe latter point of view led to the distinction between process and reactive schizo
phrcn ias- the former with a poor prognosis for recovery and the lattc.r with a good prognosis. 
(Sec. Kantor. Wallner. & \iVindcr. 1953. for an early attempt to make this distinction.) Process 
schizophrenia is further characterized by an early and gradual onset of symptoms: the person 
develops little social or intellectual competence and shows, c,•cntually. more and more 
withdrawal and disorganization. Re.active schizophrenia, on the other hand, is marked by 

relatively normal social and intellectual development and 

I • 
appears abruptly in the form of an acute reaction, frequently 
in response to known life strcssors.1l1c. person with such 
an acute reaction may be severely disturbed, delusional. 
confused. and disorganized but has a good chance of 
recovery. Another alternative subc1assification focuses on 
the distinction bet-..,;een positive and negative symptoms. 
In this framework. Type I schizophrenia describes cases 
of the disordc.r in which active signs predominate, such 
as prominent delusions and hallucinations. Jn Type II 
schizophrenia, negative symptoms- such as Oat affect. 
avoJition. alogia. and sociaJ withdrawal- predominate. 'lltc 
overlap with the proccss~reactivc dimension is not complete. 
but in gencraJ.1)rpe ( would resemble the reactive subgroup 
and Type f I wouJd resemble the process subgroup. Outcome 
measures arc more positive for 1ype I patients. 

Related to these attempts to conceptualize different 
types of schizophrenia is a long history of research that 

This image reflects the interactmn between a hallucinating 
ind1viclunl and nonreahty. Tue real s hadow or the 
haUudnating per.s.on lransforms into the corporeal image or 
the perceived individual (Shuttentoc:k-) 

related prcmorbid adjustment to outcome in those witJ, 
the disorder. An individuaJ with low premorbid adjustment usually has not been married, 
has never worked at one job for 2 years or more. has had no academic or vocational training 
after high school, did not date steadily as a teenager, and has never been deeply in love and 
told the person about it. Ratings of the paticnt·ssocial and hetcroscxuaJ adjustrncnt prior to 
hospitalization were found to be hjghly predictive of recovery from lhe first hospitalization 
for schizophrcnia(Phillips. 1953: Stephens. O'Connor. & Wiener. 1969). Researchers also found 
that poor prcmorbid patients arc more deviant in tJ,cir language and thought processes and 
pos.s:ibly have a stronger genetic disposition to the disorder than do good premorbid patients 
(Gottesman & Shields. 1972: Maher. McKean. & McLaughlin. 1966). 

l hcrc is now general recognition that rapid or acute onset of positive and immediately 
obvious symptoms, occurring later in life in someone with good prcmorbid adjustment. is 
associated with better prognosis for recovery than a gradual. insidious onset of negative 
symptoms. beginning earlier in life in someone with poor prcmorbid adjustment. Various 
other psychotic disorders in the DS1U-S can be distinguished from schizophrenia in terms 
of duration of the disturbance or severity of symptorns. 

10.2b Schizophreniform Disorder 
Schizophreniform disorder involves symptoms that arc identical to those of schizophrenia's 
Criterion A. including hallucinations. delusions. disorganiz.00 speech and behavior. and 

How do various psychotic 
disorders differ? 

negative psychotic symptoms. However. the 
diagnosis of sch izophreniform disorder is given 
only if the duration of symptoms is at least J month 
but fewer than 6 months. Impaired social or 

occupational functioning is not required for the diagnosis. though it may occur in people 
with schizophreniform disorder. Presumably. all schizophrenics move through a period of 
schizophreniform disorder before their condition has persisted for 6 months. However. the 
DSt\il-Ssuggcsts the incidence in developed countries such as the United States is only one fifth 
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that of schizophrenia. It also estimates that two tJ1irds of those with schizophrcniform disorder 
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will likely develop e ither schizophrenia or schizoaffectivc disorder (American Psychiatric 
Association. 2013). Spccifie,rs available for t he diagnosis arc ·with good prognostic features" 
or MwitJ1out good prognostic features"; the djstinction essentiaUy concerns the presence or 

absence ofthc factors associated with better outcomes in schi-wphrcnia, as described above. 

10.2c Schizoaffective Disorder 
1hosewith schi2oaffectivc d isorder show a combination of symptoms of both psychosis and 
mood disorder. 111ere mu.st be a major depressive episode or a manic episode. concurrent at 
some point with the symptoms listed in Criterion A of sch.izoph.renia. However, there also 
must be a period of2 weeks or more in which the psychotic symptoms are present but the 
major mood symptoms arc absent. Overall mood symptoms must be present a majority of 
the time. 111e disorder is coded. according to its mood symptoms. as either bipolar type or 
depressive type. Additional specifiers (cou.rse. severity) arc the same as for schizophren ia. 
females are mo1'e likely than males to receive the diagnosis ofschizoaffective disorder, 
largely because females tend to show more frequent mood dL,;order: the depressive subtype 
of schi1.oaffoctivc disorder is most common. The pre\·alencc of schizoaffcctive disorder is 
about one tMrd that or schizophren ia (American 'Psychiatric Association. 2013). 

An obvious di fficulty involves rel.iably distinguishing schizoaffective disorder from 
sc.hizophrenia (in which there may be mood symptoms) and mood disorder with psychotic 
features {which may include haUucin.ations and delusions). 1l1e distinctions concern how 
prominent the relative mood and psychotic indkators are and their duration relative to 
each other: misd iagnosis has not been uncommon. in fact. accord.i ng to the DS:.'1-5, Mihe.re 

is growi ng evidence that schizoaf'fective disorder is not a distinct nosological category" 
(American Psychiatric Association. 2013. pp. 89- 90). Still. diagnostic reliability. at .50. was 
about equal to that for schizophrenia in the DSM-Sfield trials (Regier ct al.. 2013i Age of onset 
is usualJy young adu lthood. and prognosis tends to be better than that for schizophrenia but 
worse than that for mood disorders. 

10.2d Brief Psychotic Disorder 
Brief psychotic disorder involves the sudden onset of psychotic symptoms Lhat last more 
than a day but do not persist more than a month. \\11th eventual return to full function ing. 
1he psychotic indications involve at least one positive symptom (delusions. hallucinations. 
disorganized speech. or disorganized or catatonic behavior) and are not c..xplained by the 
effects of drugs. medical conditions, or anoU-1er mental disorder that can cause transient 
psychosis. People displaying brief psychotic disorder are usually cxpc.riencing severe stress 
or turmoil in their lives. and they appear ovcrwhehncd and confused.1.he disorder can. be 
specified Mwith marked strcssors.~ Mwithout marked strcssors.fl or Mwith pcripartum onset~ 

(if the condition began during pregnancy or within 4 weeks of giving birth). Up to 99b of 
cases offirst•onsct psychosis may he accounted for b)• brief psychotic disorder. It is twice as 
common among females as males. Prognosis tends to be much better than for other psychotic 
conditions. However. in their acutely disturbed state. people with this condition may be at 
much higher risk for sujcide (American Psychiatric Assodation. 2013). 

10.2e Delusional Disorder 
In cornparison with schizophrenia. delusional disorder involves a more fimjted range of 

psychotic symptoms. 1ltc delusions may he bizarre (this was disallowed for the DSA1•/V 
diagnosis) but may not include prominent auditory or visual hallucinations. Although the 
delusions arc persistent (at least t month in duration). they are focused on a theme apart 
from which there may be little impairment in behavior or functioning. In delusional disorder 
(called ""paranoid disorder- in the DS1\1•lll). the delusions usually concern being followed. 
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poisoned. deceived. infected. or loved at a distance. The diagnosis is subtypcd according 
to the predominant thcme- erotomanic. grandiose. jealous. persecutory, somatic. mixed. 
or unspecified. Other specifiers include ~with bizarre content'' if the delusions are clearly 

implausible. Remain ing specifiers for course and severity arc the same as for schizophrenia. 
Some individuals develop delusions of grandeur. in which they sec themselves endowed 

with special abilities or as having been called by God to le.ad humankind to salvation. Others 
feel they have made some great invention that the world ignores. no matter how hard lhc.y 
try to promote it. Commonly. delusions of persecution and grandiosity are present together. 
It is easy to see how persecutory themes can quickly develop in the context of grandiose 
beliefs. 111c establishment rarely welcomes religious messiahs, and inventions that cannot 
be proved to work likely elicit rebuff. 

A delusional person may respond to these criticisms by constructing more elaborate 
beliefs about special groups whose whole purpose is to persecute him or her. Much of the 
delusional thinking and behavior is logical if one accepts a basic premise- for example. that 
a certain group is conducting a conspiracy. Attempts to dissuade the de.Jusional person of 
such false beliefs by 1ogica1 argument and questioning of the evidence arc likely to fail. In 
fac.t. the attempt may be seen as part of the conspiracy. 

Delusional disorders appear to be uncommon. with population incidence as low as 0.2%. 
Delusional disorder scems to occur at equal rates in males and females. although males 
may b-e more likely to show the jealous subtype (American Psychiatric Association, 2013). 
Diagnoses of delusional disorder arc rare. in parL because such individuals do not seek 
help. Despite a chronic course, the d isorder does not seem to interfere w ith other aspects 
of the individual's thinking and behavior: tJ1e disorganization in these areas evident in 
schizophrenia or the extremes of elation and depression seen in the rnood disorders are not 
present. Except for those parts of life rcJated to the delusional beliefs. many affected persons 
may seem nonnal. Others. however, may show serious disruption if the delusion intersects 
important domains of daily occupational and interpersonal life. 

lhc pc.rsccutory subtype of delusional disorder may be d ifficuJt to d ifferentiate from 
paranoid personality disorder. Perhaps the most crucial distinguishing feature is that a 
paranoid personality lacks an enduring, well-fom1uJated delusional beJic.f. IL may also be 
difficult to define the boundaries between somatic-type delusional disorder and either 
illness anxiety disorder or body dysmorphic disorder. especially if those he.liefs arc held 
with delusional intensity (American Psychiatric Association. 2000). 

Another variant involves shared delusional disorder. which wouJd be listed in the 
DSM•Sunder-otherspecified schizophrenia spectrum and other psychotic disorders.- LittJe 
is known about shared delusional disorder. which occurs when an individual develops a 
delusion in the context of a close personal relationship with another person who already has 
an established delusion. 'llte delusion is similar in content to the already#establishcd delusion 
hcld by the other person (sometimes calJed the -inducer .. ). who most often is dominant in 

the relationship. Shared delusional disorder can involve groups of people. such as families. 
but most often includes only two who share the delusional beliefs. This disorder appears to 
be rare and may be more common in females a lthough very little information is available. 
Most cases seem to involve an inducer who is schizophrenic and who shares the delusion 
with a person of close blood relation or connected by marriage. often in conditions of relative 
social isolation (American 'Psychiatric Association. 2000). 

10.2f Additional Psychotic Disorders 
As noted earlier. psychoses can be caused by medical conditions or use of substances: these 
would be. labeled -psychotic disorder due to a general medic.al cond ition'" or ~substance/ 
medication..-induced psychotic disorder.- Obviously, these diagnoses require knowledge 
of the etiological significance of the medical condition or substance. 111csc d isorders may 
be responsible for many psychotic symptoms. According to the IJSM•IV#TR. -it has been 

suggested that 9 out of 10 nonaud itory haUucinations arc the product of a Substancc•lnduccd 
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Psychotic Disorder or a Psychotic Disorder Due to a General Medical Condit ion" (American 
Psychiatric Association. 2000. p. 339). 1l1e remnant category. -unspecified schizophrenia 
spectrum and other psychotic disorder." applies to psychotic presentations that do not meet 
the criteria for a defined psychotic disorder. 

Under Section II l in the DSJ\1•5. an additional proposed psychotic disorder remains under 
consideration. Attenuated psychosis syndrome is a proposed labcl for those individuals who 
show subthreshold psychotic symptoms but do not fall into any other category of psychosis. 
It is thought that they may be at increased r isk for transitioning into a psychotic mental 
disorder in the future. However. Gaudiano and Zimmerman (2013) evaluated J.2S7 people 
seeking outpatient treatment for psychotic symptoms and were unable to clearly identify 
a single person for whom the diagnosis would apply. calling into question its usefulness. 

10.3 Causal Factors in Psychotic Disorders 
Nearly aJJ research on psychotic disorde.rs has concerned schizophrenia. Over the course 
of many years. several psychological. biological. and genetic theories have been advanced 
to explain that disorder. To date, however. the etiology of schizophrenia remains unclear. 
A very active program of rcsea.rch. across many 
decades. has generated hypotheses about its 
genetic. ncu.rochemical. anatomical. environmental. 
social. and psychological foundations. E.ach 
strand of inquiry is considered here within some 
historical perspective. 

10.3a Biological Factors 

Heredity 

How strong are genetic 
influences in the development 

of schizophrenia? 

Accumulated evidence points strongly to a genetic contribution to schizophrenic disorders. 
F'or example. schizophrenia occurs at a significantly higher rate in the close relatives of 
schizophrenic individuals than in the population at large; first~degree relatives have a 
risk that is 10 times greater than that of the general population (American Psychiatric 
Association. 2000). Further. the risk increases as the degree of genetic relatedness to the 
schizophrenic person increases (Gottesman & \Volfgram. 1991): 1::irst•degrec relatives 
(parents. siblings. children) show lligher risks than second-degree relatives (grandchildren. 
nephews), who show slightly higher risk than third-degree relatives (first cousins). A genetic 
vulnerability to schizophrenia has been den1onstratcd by both twin and adoption studies. 

Twin Studies ']\\•in studies dating back nearly a century have consistently found identical 
twins to be concordant for (share a diagnosis of) schizophrenia more often than fraternal 
twins. The concordance estimates, however. have varied widely. partly due to uncertainty 
about twin zygosity and partly due to the varying definitions of schjzophrcnia employed (sec 
Table I0-·2). For example. estimates published before 1960 indicated tJ1at two tJ1irds or more 
of identical. or monozygotic. hV'ins were concordant for schizophrenia: stud.ies after 1960 
tended to report lower concordance rates. 

More recent estimates using stricter definitions and better metJ1odology tend to estimate 
concordance at less than half: Gottesman and \Volfgram (1991) reported the risks between 
identical twins as 48%. a figure that continues to be widely cited as the best measure of 
heritability. However. it has become apparent that the concordance estimates have. been 
consistently overstated. A careful review of the more methodologically sound studies. 
reported by Torrey. Bowler. Taylor. and Gottesman (1994). concluded that the best estimate 
of concordance for identical (MZ) twins is approximately 28% (that is. when one twin is 
schizophrenic. in 28% of cases tlte other twin is schizophren ic as well). For fraternal (DZ) 
twins. lhc concordance rate is about 6% (sec f igure 10·1). 
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Table 10·2 Concordance Rates for Schizophrenia in Early Twin Studies 

Number. off'airs Concordunce Percentages 

ldenticnJ f raternal lde.nticaJ Fraternal 

l!a.rly Studies 

Luxenherger (192.8}. GeTmany 19 13 58 0 

RosanolT et al. (1934). U.S. and Canada 41 53 61 13 

E.s.se.n•MOJler (194 I~ Sweden 11 27 64 15 

KaHmann (19£'"'3). New York State 174 517 69 LO 

Slater(l953~ England 37 58 65 L4 

llller Studies 

Inouye (1961).Japan 55 II 60 18 

Kring1en ()967). Norway 55 90 25 4 

Ttena.ri (1971}. Finland 19 20 16 -, 
Fischer {1973). Denmark 21 41 24 JO 

Gottesman & Shields (1972). England 2-1 33 42 9 

These rcsu)Li; consistently show a higher MZ concordance Lhan DZ concordance. 
providjng strong evidence for a genetic influence iu schizophrenia. Of course. if only genetic 
features cause schizophrenia. the concordance rate among genetical ly identical twins would 
be 100%. These data. therefore. also confirm very substantial non genetic contributions to the 
disorder. However. the consistent MZ/ OZ differences in these studies are entirely supportive 
of a genetic Jiability. 

In some twin research. the data arc more difficuJt to interpret. Kl3ning {1999) 
reported that OZ twins were statistically much more likely to be adm itted for treatment of 
schizophrenia lhan MZ twins. based on Danish twin records. However. this result seems 
surprising in the face of such strong evidence of genetic factors. ln fact, even the revised 
concordance estimates may overstate the genetic contribution. UncCJ·tainty about whether 
the twins arc truly identicaJ contributes to overestimation: Lower ~·12 concordance is found 
in studies that use laboratory measures to confirm zygosity (W'alker. Downey, & Caspi, 1991). 

Rgure 10·1 Pairwise Twin Concordance Rates for Schizophrenia 
from Methodologically Adequate Studies 

04tta Source: Seld~ophrtmla a,id Mt111lc-Depre.isb•e Dlsorder: 11,e Blologlca/ Roa ls a/Me.ma/ IJ/11&$1 as Revtoled 
by the Lm,dmark StUdJ'afldemica/1\vln.t. by£. F. TorreyetaL. 1994. New Yori:. NY: Basic Boob. 
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Another important factor in twin concordance concerns the intrauterine environment. 
In DZ twins, two separate eggs arc fert ilized. and each develops within its own placental 

sac. surrounded by its own chorionic membrane. Identical twins are produc.cd from a single 
egg. and approximately two thirds ofMZ twin pairs share the same placenta and same blood 
circulation (fJhclps ct aL. 1997). while the other third is dichorionic (sec l:'jgurc 10·2). Davis. 

Phelps. and Brach a (1995} attempted to retrospectively identifychorionicstatus of concordant 
and disconcordant MZ twins: they found that t\\l'ins without evidence of having shared a 
placenta showed about 1096 concordance. while those with evidence of shared placenta 
showed 60% concordance ror schizophrenia. The shared circulatory and placenta foatures 
of the womb for monochorionic twins could be responsible for similarities between MZ 
twins due to shared environment rather than shared genetics.11,us. the amount of similarity 

(concordance) ascribed to genetics would be overestimated. Typically. n,'ln studies have not 
reported on chorionicstatus. 

Adoption Studies Evidence from adoption studies also supports a heritable factor in the 
development of schizophrenia. Heston (1966) found that children born to schizophrenic 
mothers and placed in foster or adoptive homes within the first 3 days a~cr birth had a 
significantly higher incidence of schizophrenia as young adults than did a control group of 
foster or adoptive child.ren whose parents were not schizophrenic. Of the 47 children whose 
biological mothers were schizophrenic, 5 were diagnosed. without knowledge of the group 
to wltich they belonged, as schizophrenic; none of the children in the control group was so 
diagnosed. Although. lhc absolute number of children who became schizophrenic is smaU, 
the chance of all five coming from the experimental group was less than 2.5 times in JOO 

(p < .025). Rosenthal and his colleagues (1975) obtained similar resu lts in a study conducted 
in Denmark. where it was possible. through a central psychiatric registry. to determine who 
had been adopted at an early age and who among the biological parents (either father or 
mother) had been diagnosed as schizophrenic. 

In another variation using the same psychiatric register in Denmark. Kcty. Rosenthal. 
\!Vender. and Schu lsingcr (1976) identified a group of early adoptccs who had become 
schizophrcnic.111ey then tracked as many oft he biological parents of the adoptces as possible 
to sec what proportion of them wercschi.zophrenic.1llC results arc summarized in Table 10-3. 
where it can be seen that the diagnosis (or suspicion) of schizophrenia was highest (about 
14%). in the biological parents of schizophrenicadoptecs than for any other group of parents. 

Figure 10·2 Chorionic Arrangements in Twins 

(a) Oichorionic twins have separate placentas and separate fetal circulation. (b) Monochorionic 
twins share placenta and circulation. 

Cop)•rlght © BVT Publishing 
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Table 10-3 Percentage of Parents Diagnosed as Having Either Definite or 
Uncertain Schizophrenia 
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Type of Paren t 

Biological parents of schizophrenic adoptees 

B1ologicaJ parents of control adoptees 

Adopttve parents of schizophrenic adoptees 

Adopb\•e parents of control adoptees 

N 

173 

174 

74 

91 

Percent.age Schizophrenic 

13.9 

3.4 

2.7 

5.5 

Oat.a Sourtt: '"Studies Balled on a Total Sample or Adopted rndivldual!I and Their Relath:•e!I: Why The>' Were 
Necesary. What 1hey Demonstrated and Failed to Demon!llrate," by S.S. Kety et al. 1916, Sc/1/zophrtn la 
Bl1/leti1t. 2. pp. 413-·12$. 

lhe rc.suJts of these adoption studies a:rc difficult to expla in by environmental factors. 
since the early removal of the child from the biological family should prevent the. psychologicaJ 
transmission of the d isorder from the biologic.al parents. It would be necessary to show that 
the adoptive environments of the experimental children were more pathology inductive than 
those of the control children. and there was no reason to suspect that might be the case. 

Many adoption and family studies tend to show that a greater-than-expected proportion 
of biological parents or otlu:-r relatives of schizophrenic child rcn have schizophrenia spectrum 
disorders such as schizotypal personality disorder and schiwaffcctivc djsorder: the evidence is 
more limited for schizoid, pamnoid. and avoidant pcrsonaHtydisordcrs {American Psychiatric 
Association. 2000). All of tl>.is suggests the possibi1ity that some aspect of the genetic disposition 
to schizophrenia may. in weaker form. manifest itself in these djversc disturbances. 

In summary. both the twin studies and the adoption studies indicate that genetic factors 
contribute substantially to the development of schizophrenia. although estimates of tJ-1e 
degree of influence have moderated somewhat over 

the past few decades.Ongoing research is attempting 
to identify specific chromosomes or genes that could 
be rc-sponsible for increased risk for the d isorder. 

What non genetic factors seem 
to contribute to psychosi.s? 

Genetic Linkage Studies Tracing the disorder within a pedigree and deciphering ONA 
segments that may affect the production of various neurotransmitters arc among the techniques 
employed to search for the genes thataffcctschizophrcn.ia. Many studies ha\·e been conducted 
in this endeavor. and 111.any more are undcn'lay. Researchers looking for marker genes have 
irnplicated multiple sites on at least 10 chromosomes: incre.asingly. the developing vi.cw is 
that the disorder is very complex genetically. In fact. no single gene has been consistentJy 
as.sociated with increased risk for schizophrenia. despite intensive research (Tandon. 
Kcshavcn, & Nasrallah. 2008). According to one estimate, of the 325 possible dopamine• 
related polymorphisms that are candidates in Caucasian r isk, only 19 have been evaluated 
in methodologically appropriate ways: satisfactory conclusions about their involvement arc 
still elusive (Talkowski ct al .. 2007). Genome studies have also revealed smaJJ but significant 
genetic overlap bcl:\\"ecn schizophrenia and other major mental disorders- notably. depression. 
bipolar disorder. a utism. and attention-deficit/hyperactivity disorder (Smoller et al. 2013). At 
present, the most accurate description of research is that the genetic mechanisms producing 
schizophrenia arc unknown but probably involve a broad spectrum of both common and 
uncommon aUcles, each contributing to a smaU degree (American Psychiatric Association, 2013). 
For perspective on the djfficulty of genetic research into the disorder. Cromwell (1993) noted 

thal 89% of schizophrenics have no known relative with schizophrenia. 

Neuroc/Jemistry 
One possibHjty is that genetic influences impact the risk of schizophrenia by modifying 
biochemical processes in the central nervous system. especially tJ1osc related to neurotrans .. 

mission (sec Figure 10-3). This idea of a biochemical imbalance in psychopathology has an 
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Figure 10·3 Release of Neurotransmitters 

Molecules of chemic.al neurotransmitters, such asdopami1\C and norepinephrinc, arc released 
at tJ1e nerve endjng. travel across the synaptic cleft, attach themselves to receptor sites on a 
succeeding neuron. and thus activate an cJectrical impulse that travels aJong that neuron. Afier 
pcrfonning this function. most ncu.rotransm ittcr molecules. including those of dopamj ne and 
norcpinephrinc. arc released and re-absorbed in the original nerve ending. 
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old and honorable tradition that goes back to Grecian theories of-humors" in the blood 

and more recently to Kraepclin. who believed that dementia praecox was probably caused 
by toxic substances secreted from the sc.x glands. 'Ole fact that certain chemicaJs. such as 
hallucinatory and stimulant drugs. can produce strikingcha.ngcs in mental experiences that 
resemble the schizophrenic reaction lends credence to the hypothesis that. in schizophrenia. 
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tJ-1e body may be producing its own toxic substances. 1l1e search for that toxin included 
the taraxei11 hypothesis, which proposed that copper proteins in the bJood of schizophrcn~ 
ics p roduced a toxin that interfered with normal bra.in function. Kidney dial}1sis was used 
as a treatment for schizophrenia until 1977, under the assumption. that the toxin could he 
removed. Others proposed that a naturally produced psychedelic substance was overabun~ 
dant in lhe brain of schizophrenics. A~cr 50 years 
of work. one of the most consistently s upportc-d 
findings has been evidence implicating the role of 
e.xccssive activation of neuronal tracts that use the 
neurotransmitter dopamine. 

What is the dopamine 
hypothesis? 

11,~ dopamine hypothesis. which proposed that schizophrenia resulted fron1 a relative. 
excess of dopamine activity in tJtc braio. was an outgrowth of the attempt to explain the action 
of the anti psychotic medications that began appearing in the l 950s.Although the drugs from 
the phcnothiazine class. with the first product marketed as 'ntorazi neo-. were originally used 
for tranquilizing properties prior to surgery, they were inadvertently determined to reduce 
several signs of psychosis including delusions. catatonia. and. to a lesser extent, hallucinations. 
Research into their mechanism of action indicated that they appeared to block dopamine 

receptor sites on post.c;ynaptic neurons in brain networks now thought 
to participate in attentional. motivational. and emotionaJ activities. 'fhe 
drugs were assumed to be effective because they counteracted the cause 
of schizophrenia- that is. too much dopaminergic activ ity. 

Severa] lines of evidence support the dopamine hypothesis. 

The 2001 fi lm A BC(tubful Mwd is lou.o;ely based 
on the lire of John furbes Nash Jr- a genius 
matluunalician. The film shows how Na.sh 
developed paranoid schirophrenia as a young 
man und endured t he loss und burden thnt his 
condition brought lo hi!. wife and friends. 

First. among the frequent side effects of heavy and prolonged use of 
phenothiazincs for schizophrenia are symptoms resembling Parkinson's 
disease: rhythmic t remors accompanied hy difficulty in controlling 
body movements. fOte dopamine tract has been shown to degenerate 
in Parkinson's disease. and the d isease can be successfully treated with 
L-dopa. an amino acid that rc-plcnishcs tlte available supply of dopamine. 
tltus. the phenothiazincs. in all likelihood. arc in sornc way reducing 
activity in dopamine neurons and mimicking. in part. the symptoms of 
Parkinson's disease. 

1J1c dopamine hypothesis also receives support from research with 
amphetamine drugs.1hese stimulant drugs produce two cff'ect.s related 
to schizophrenia: (I) In large and continuing doses. amphetamines elicit 
a psychosis that can be indistinguishable from acute paranoid schizo-

(Jflhn fotbc, N.uh,Jr. b\• Economldonm1, av1ul.11ble under 
a Cri,ahvc-Common, AttnbuOOnl.ic~ns.c, ct' Bf SA ;UI 1d 
httJ>$://C'ClfflmoM.wdrimc:di.a.CK1'.. ,._,fld/File:.fnh n _ Finb~ _ 

N"~h._Jr-,pg} 

phrenia (2) 1n very small doses. they exacerbate certain symptoms of 
schizophrenic patients. f" inally. tbe phenothiazines have a calming effect on amphetamine 
psychosis (Snyder. 1974). 

l'his evidence provides a strong, though indirect. indication that some k ind of 
ovc.ractivation or dopaminergic neurons is associated with schizophrenia. At first. it was 
assumed that the disorder involved excessive production of dopamine. but f urthcr research 
cast doubt on this possibility. Post. !,;-ink. Carpenter Jr .. and Goodwin (1975}. for example. 
found no difference in levcls ofhomovanillic acid (one of the substances resulting when 
dopamine is mctaboliz.cd) in the ccrebrospinal fluid of acute schizophrenics and various 
comparison groups. findings of this kind led investigators (Bacopoulos. Spokes. Bird . & 

Roth. l979: Post ct al .. 19'75) to suspect that ovcrsensiti\fity in the dopamine receptors. 
rather than excessive amounts. may account for the inferred unusual degree of activation 
in the dopamincrgic neurons. More recent work suggests that an excess of particu Jar types 
of dopamine receptors. called 02 receptors. arc present in the brains of schizophrenics 
(Abi;Oargham. 2004). 

As promising as the dopamine hypothesis is in explaining schizophrenia. there arc data 
that do not appear to support it. For one third of schizophrenics. dopamine-blocking drugs 
arc unhelpful. For those who do respond. it may take weeks to show improvement. evc.n 
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though the receptors arc blocked almost immediately. Other neurotransmitters have also 
been implicated. includingglutamate (which may a]ter dopamine transmission), serotonin. 
and the inhibitory transmitter GABA (Goff & Coyle. 2001). Newer antipsychotic drugs may 
on ly weakly block dopamine and have most ofthcir effects on these other neurotransmitters. 
yet they seem to be about equally effective as the original phc.notlliazines. 111e dopamine 
hypothesis is now considered a part of the neurochemicaJ description of schizophrenia- but 
it is not the entire story. 

Neuroanatomy 
'01e brains of schizophrenic patients reveal no specific anatomical deviations or lesions that 
consistently distinguish tJ1em from the brains of normals. However.evidence collected over the 
past SO years docs suggest some possible impairment in brain functioning in schizophrenia. 
Ricks and Namcche (1966), for example. found e\•idencc for Msoft signs- of neurological 
impairment (abnormaJ speech. abnormal gait. poor c-0ordination, impaired attention span. 
and hyperactivity) when U-1ey examined guidance clinic 
records of adolcs.cents who were subsequently hospitn.Jired 
for schizophrenia.Subsequently. EEG studies (e.g.. ltil. 19n) 
suggested higher incidence of abnormal brain wave 
patterns among schizophrenics. along witJ1 evidence that 
points to dysfunction in the left hemisphere of the brain in 
samples of schizophrenic patients (Buchsbaum.1977). None 
ofthes.c findings in small groups of subjects was consistent 
enough to b-c useful in diagnosis. 

With improvement in brain imaging. research turned 
to CAT. PET. Mfll. andjlvLRI scanning to identify difforcnces 
between schizophrenic and normal brains. with mixed 
results. Some proportion of schizophrenics. variously 
estimated at between 25% and 60%, show evidence of 
enlarged brain ventricles. Unfortunately. brain ventricle 
enlargement is not unique to schizophrenia: it a lso 
occurs in several other conditions. including chronic 
alcoholism. Huntington's disca~e. and AJzheimer's disease. 
Enlat'g:cmc.nt may also not correlate well with psychotic 

, 
• 

Improvements in brain imaging led re.searchers to use CAT. 
P£T. MRI. and/MRI .scanning in tln:ir al tempts lo identify 
differences between schizophrenic and normal brains. Some 
schizophrenics s how evidence of enlarged brain ventricles.. 
flStac:kl 

symptoms. sometimes appearing in the well twin or the healthy siblings of schizophrenics 
(Staal ct al.. 2001). 

Other neurological reports suggest that some schizophrenics shm-..• ccrebraJ atrophy 
(Keller ct al. 2003). decrease in the size of the thalamus (Staa l ct al.. 2001). and reduction in 
the si1..c of the hippocampus (Velakoulis ct al .. 2006). Special caution is needed in interpreting 
the resu lts. both because of concerns over the vaHd ity ofjMRI studies in general (sec 
Chapter 4) and because brain changes are known to result from prolonged use of neuroleptic. 
medications. such as the phenothiazincs. which might be confused for separate evidence of 
the disorder. Torrey (2002) concJuded that evidence for brain abnormalities is strong and 
not related to medication use. However. no anatomical marker specific to schizophrenia or 
necc$sary for its occurrence is known. 

10.3b The Search for Neurobehavioral Markers 
Since the 1930s. researchers have employed the techniques of experimental psychology to 
ascertain differences between schizophrenic and normal subjects on common cognitive 
tasks such as memory. reaction time. and attention. Over the years. a vast literature 
has accumulated .. Although numerous ncurobehavioral deficits have been identified in 
schizophrenic samples, the severity of each has varied widely. It was hoped that these deficits 

2 69 
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might serve as rnarkers for the disordc.r (endophenotypcs). valuable as risk indicators either 

in predicting onset or prognosis of the disorder or in identifying neurological facets that may 

identify genetic foundations of schizophrenic functioning. 

Shakow (1962) was among the first to report large dfffcrcnccs in a simple reactiou--t imc 

experiment. Reaction time was measured when a subject was asked to lift a finger fron1 a 
telegraph key as soon as a light came on. Schizophrenics were markedly slov.1cr on this task 

than normals, with process schizophrenics showing greater impairment U1an reactive or 
paranoid schizophrenics. Numerous subsequent studies found similar results. Asarnow. Steffy. 

MacCrimm.on. and Cleghorn (1977) reported that foster children whose biological mothers 
were schizophrenic showed greater deficit.~ in paying attention than various comparison 
groups. Attentional dysfunction can a]so be observed in sch izophrenics whether they arc 
on or off medication (Finkelstein, Cannon. Gur. Gur. & Moberg. l997).1J1esc results suggest 
that attention deficit might be a useful marker for schizophrenia. A common interpretation 
of these findings is that schizophrenics become distracted by inclcvant stimuli, either from 
the external environment or from their own thought processes. An unusual susceptibility 
to distraction by irrelevant stimuli might be a basic feature in the schizophrenia-prone 
individual. present before the full.blown disorder develops and after recovery from an acute 
phase of the disorde,r. However. despite consistent evidence of attention problems. the nature 
of the deficit is still not well understood (Gold & 11,aker. 2002). 

111c.re are other possible ncuropsychological markers for schizophrenia as well. \Vorking 
memory deficits may be a useful indicator(Barch. 2005). perhaps related to attention deficit. 
Errors in smooth pursuit eye movements have been noted for some time (e.g .. Holzman 
& Levy. 1977); schizophrenics tend to track a moving target with frequent inlcrruptions 

-

and numerous rapid movements. Tltere also appears to 
be an association between impaired eye tracking and 
schizotypal features in community samples. suggesting 
lhe measure could be valuable as an cndophenotypc for 
liability to schizophrenia (Lenzenwegcr & O'DriscoU. 2006}. 

Some evidence suggests that the impairment is evident in 
family members. However. Boudct and his colleagues (2005) 

found eye-tracking impairment in schizophrenics but not 
in their first-degree relatives. thus calling its usefu lness as 
a liability marker into question. 

Since genetic makeup is p recisely tl1e same in discordant 
monozygolic twins. different environmental influences must 
accoun t for the development o f schizophrenia in one twin and 
not nnolher. (Shutt.intock) 

Finally. it is important to note that some schizophrenic 
patients show no obvious evidence of these or other 
endophenotypes. Palmer and h is colleagues ( 1997) found 

that almost 30% of schizophrenics given a comprehensive 
neuropsychological evaluation produced normal profiles 
that could not be dfatinguishcd from a control group by 

experienced ncuropsychologists.111e rneasures employed 
inc.ludcd verbal and cognitive ability. attention. memory. 

Endopbcnotypc 
Observable trait 
Lhat can serve as 
a biomarker for a 
disorder 

sensory function. and motor skills. Research continues to be brisk in this area. but. to date. 
the marker candidates are not uscf ul for diagnosis or identification of at-r isk individuals. 

10.3c Environmental Factors 
111c strongest evidence for an cnvironmentaJ influence in the etiology of schizophrenia is 
the fact that concordance rates for identical twins are much less than 100%. Since genetic 
makeup is precisely the same in discordant monozygotic twins. different environmental 
influences must account for the difference. Jt does not ncccssarHy follow. however. that the 
environmental influences arc psychological or sociaJ in nature. ·me hiologicaJ context. such 
as different intrauterine environments. birth complic.ations .. or subsequent d iscascs. might 
contribute to the development of schizophrenia in one twin and not the other. 
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One research strategy that seems promising is tJ-1e study of identical twins that arc 
discordant for schizophrenia. Environmental factors should be highlighted in the situation 
in which one identical h\1in becomes schizophrenic and the other docs not. because the two 
individuals begin life with exactly the same genetic disposjtions. Some ear,Jy studies found 

e\•idencc suggesting that the twin who became schizophrenic had CX']>Cricnccd more central 
nervous system illnesses. suffc.1·ed from more complicatjons or asphyxias at birth, or had a 

lighter birth weight (Pollin & Stabcnau. 1968). 
These observations we.re. expanded in subsequent years, consistently implicating the 

prenatal and perinatal period as important. Schizophrenia appears to be more common 
in those whose mothers had viral infections during the second trimester of pregnancy 
{Brown et aL 2000): perhaps relatedly. more schizophrenics are born during the winter and 
spring months (Davies. \Vclham, Chant. Torrey. & McGrath. 2003). after the peak of seasonal 
virus such as cold and influenza. In addition. Buka and h is colleagues (2008) reported that 
offspring of mothers who were infected with herpes simplex virus at the end of pregnancy 
were at increased risk for later development of schizophrenia. Certainly. the findings ofltigher 
concordance rates in monochorionic than dichorionic MZ t\\fins hr Davis et al. (1995) arc 
also consistent with a viral risk hypothesis. These observations point to the importance of 
early developmental factors in the complex etiological picture of the disorder. 

More generally. a variety of birth factors associate wilh schiz.ophrcnia. McN'eil. Cantor

Graae. and Ismail (2000) noted that obstetric complications. reduced head circumference., 
and minor physica1 abnormalities of the head and limbs are a ll significantly associated 
with offspring who later became schizophrenic. These findings arc supported by a meta• 
analysis of population-based studjes by Cannon.Jones. a nd Murray (2002), confirming 
that com.plicatfons during pregnancy. complications during delivery. and abnonnal fetal 
growth and development arc.risk factors associated with schizophrcnia.1herc is also newer 
evidence from a populatjon .. based study in Denmark that viral or bacteria l infectjon durjng 
childhood. serjous enough to warrant hospitalization. is associated wi th a 50% increase 

in the likelihood of developing schizophrenia (Lowry. 2013). '!he related possibility that 
schizophrenia reflects an in flammatory response in the brain has attracted increasing 
interest. fueled in part by reports that the addjtion of anti-inflammatory drugs such as 
aspirin to antipsychotic med ication may improve clinical outcome (Sommer ct al.. 2014}. 

Other reports have suggested links between schizophrenia and lead exposure., vitamin 0 
deficiency, and excessive glutamate metabolism in the brain (Stetka & Correll. 2014). 

Outside of early childhood. increasing attention is being given to adolescent 
devclopmcnL t>oor academic achievement and social adjustment in the adolescent 

years precede onset of schizophrenia. Some data implicate cannabis use as a r isk factor 
for schizophrenia: Use in adolescence was associated with some increase in incidence 
(e.g .• Tandon ct al., 2008). Later studies. however. have disputed these results. find ing 
no d ifference in risk to relatives of schizophrenics who use or do not use cannabis 
(Proa!. Fleming. Galvez-Buccollini. & Del isi. 2.014). 

10.3d Psychosocial Factors 
Because schizophrenia was known earJy in the h istory of psychology, much attention was 
historically afforded to finding possible psychological causes oftJ1c condition. c.spcciaUy in 
the mother-child or family relationship. 

Psychoanalytic theory long held that schizophrenia reflected a weak ego that could no 
longer contajn the expression of ordinarily unconscious id impulses. lhc combination of 
weak ego and fixations at the oral stage led to a regression to this early level of dcvcJopment. 
Schizophrenic p,c.rsons we.re also said to have withdrawn their libidinal attachments from 
other people and turned tJlis energy inward on thcmselvcs.1hus. they would become detached 
from other people and autistically preoccupied with their own inner world. Howeve,r. these 

views stimulated little research. and schizophrenics were rarely targets for psychoanalysis. 

Viral risk bypoth.,sis 
"lheory that 
schizophrenia may be 
cru.tscd in utero bv viral 
infection of the mother 
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Family Influences 
Schi.zophrenogenlc Mothers Nco-Freud.ian writers on schizophrenia, less tied to the 
concepts of orthodox psycboanaJytic theory, stressed the importance of the early relationship 

with the rnothcr (see. e.g .. Sullivan, 1953). In fact. certain 
mothers thought to have special ~talent"' for producing 
schizophrenic offspring were called schizoph,-cnogenic. 'rite 

central feature of the schizophrcnogcnic mother is extreme 
ovcrprotcctiven.ess and intrusiveness. 111is ~engulfing,. 
mother infantilizcs the child, tells the child what to think 

or foci. and. in general. prevents the child from growing up 
as a separate person with a sense of personal identity and 
autonomy. The lack of separation between the mother and 
child is thought to reflect the mother's perception of the 
child as an extension of hersclf.111e child c.annot escape this 
relationship and contribute~~. in a way. to jts continuation, 

The lack of separation behveen the mother and child 1s 
thought to reflect th e mother"s perception of the ch ild as 

Several early studje.,; found that. relative to mothers 

of normal offspring. mothers of schizophrenics answered 
questionnaire iterns about child-rearing attitudes in a 
direction more consistent with overcontrolling. intrusive 
behavior (e.g .. Ma1'k. 1953). Further. studies that measured 

a n extension ofhC!rself. Some early t.heories suggested that 
exlTema overprotecth-ene!ls a nd inlrusi\•enes..1o may contribute 
to tl1e development of i.ch1zophrt.-nta. tiS-1oclt) 

children's perceptions of maternal behavior seemed to 

consistently show that children with schizophrenia perceive their mothers as being intrusively 
0\1ercontrolling (e.g .. Heilbrun Jr .. 1960: McKinley. 1963). Of course, having a seriously 
disturbed child may elicit more overprotective responses from a mother. confounding the 
direction of causality. 

In the early 1950s. Murray Bowen was one of the first researchers to conduct systematic 
dinical studies in which he and his staff directly obsenred the interaction of families that 

included a schizophrenic son or daughter. Beginning at the Menninger Clinic and continuing 
later at the National Institute of Mental Health in Bethesda. Maryland. he brought the 
mothers and families of schizophrenic young adults to live on the grounds in cottages or 
in special apartments on the hospital wards. On the basis of his observations. Bowen (1978) 
described a phenomenon that he called the transfer of anxiety. 1be mothe1·. for example. 

would become anxious and then focus her thinking on the sickness of her child. repeatedly 
verbalizing how disturbed the child was. Soon the mother's anxiety would be less. but 
the patient's psychotic symptoms would be worse. In other less cornmon instances, the 
son or daughter would make positive steps toward recovery. and the mother would show 
increasing signs of anxiety. perhaps taking to her bed with some kind of physical illness. 

The phenomenon of the tnmsfor of an.:uety was just one aspect 
of the kind of family relationships tlml existed in enmeshed 
families-that ls. those I.hat were too closely knit in an 
emotionaJ sense. (iSlod:) 

More generally, Bowen proposed that when one member 
in an m·erly attached relationship functioned at a level less 
than the person's capacity. the other individual functioned 
in an overadcquatc fashion. As with anxiety. the roles of 
underadequate and overadequate would occasionally be 
exchangOO. ()\rcrt schizophrenic. symptoms might then he 

one manifestation of underadequate fa nctioning. 

Fc1111ily Dy11a111ics 1he phenomenon of the transfer 
of anxiety was just one aspect or the kind of family 
relationships that existed in enmeshed families (those that 
were too closely knit in an emotional sense). Lidz. Ficek. 
and Cornelison (1965). who conducted intensive studies 
of the families of 17 schizophrenic patients. found ~whole 

family" psychopathology in all of them. ,-he mothers were 
seen as unstable, strange persons who had difficulties 
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setting boundaries between themselves and the disturbed child. ·me fathers tended to be 
either aggres.c;ivc and paranoid or pa.~sive and ineffectual. Although none of the parents had 
been hospitalized. in 60% of the families. at least one parent was considered to be virtual ly 
psychotic or paranoid: in the remaining families. one or botJl parents m.aintained a precarious 
adjustment involving considerable distortion of reality. Generational boundaries were 
always breached, either because one parent acted like a rival sibling or because a parent 
used a child as an ernotional replacement for a spouse. Marital problems were present in 
most farnilics. and the remaining famiJies showed a pattern called marital skew. jn which 
the serious psychopathology of the dominant parent \'las passively accepted by the other. 
Lidz especiaJly emphasized the transmis.~ion of irrationality that occurred in such a family. 
in which members deny and distort the obvious interpretations of 
experiences: act as though certain disturbing situations did not exist: 
talk to each other in vague. amorphous. or fragmented ways: and are 
impervious to the child·s own feelings and dcsires.1l1c effects of these 
family patterns on the child were thought to include the production of 
schizophrenic symptoms. 

71,e Double Bind Bateson. Jackson. Haley. and \Veakland {1956) 
proposed that one kind ofparent~child interaction is especially important 
in the development of schizophrenia- the double bind.1hc double bind 
arises when (I) the child is emotionally dependent upon the parent, making 
it extremely irnportan.t for him or her to understand communications 
accurately and respond appropriately: and (2) the parent expresses t\'io 

NO LOIT£RING 
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contradictory messages. The content of what tJ1e parent says may be the 
opposite of the message contained in tone of voice or facial expression. or 
the content itself may simpl)• consist of two incompatible mcs.~age$. "£he 
child cannot comrnenton the incongruous messages. withdraw from the 
situation. or ignore the messages. Caught in a bind from which there is 
no escape. the chHd uses .. crazy .. thinking and actions to cope with this 
intolerable situation. 

11w double bind notion thus proposed that psychotic symptoms were 
a form of adaptation to an impossible situation. \-Vorking f:rom a similar 

The double bind (COJl';\'riytlO BVT Publi.dun.!l,I 

perspective. Laing and Esterson (1971) studied the familie~~ of 11 schizophrenic women. In 
each case. they felt there was strong evidence that family environment could account for 
the patient's schizophrenic behavior.111eir basic thesis was that the behavior and thought 
processes of people diagnosed as schizophrenic. indeed.seem c.razy outside of the fam ily 
context. but when seen from the family perspective.. they arc not crazy or irrational at all. 
In fact. such behavior is just how a person might rationally re.act to such an environment. 

1),c reports of Bate.son and his colleagues (1956). Bowen (1978). Laing and E.sterson (1971). 
and a number of other authors seem to make a plausible case for family determinants of 
schizophrenia. ~these hypothesized family influences could be conceptualized within tlle 
framework of social learning theory. Parents might mode) and perhaps reinforce disturbed 
communication and peculiar ideas and then punish attempts at interpersonal intimacy. 
·straight .. communication. and developing a distinct identity- ultimately. forcing the child 
to withdraw in order to escape tllis aversive experience. 

Co11/rolled Resellrch 011 Family Correl lites Although these sorts of theories (the double 
bind. the schizophrcnogcnic motJ1er. the transmission of irrational ity) and other family• 
oriented views of the origins of schizophren ia initially seemed useful. controlled research has 
provided only partial support for these views. Some researchers sought clues in information 
about family characteristics obtained before the- child was diagnosed as schizophrenic. 
McCord. Porta. and McCord {1962) made use of an extensive body of information that had 
been gathered on a large sample of boys as part of a delinquency prevention study. 
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Expressed emotion 
(EE) 
Vv'ithin family 
dynatnics. the 
expression of criticism. 
hostility. and emotion.al 
ovcrinvolvement 

Later. 12 of these boys became psychotic. and their family backgrounds were compared with 
a group closely matched on such variables as socioeconomic c.lass and ethnic background 
of parents. presence of psychoses or neuroses in parents. neurological signs and glandular 
imbalances. and race. 1:hc comparison showed that a higher percentage of mothers of 
the psychotic sons we.re rated as ovcrcontrolling (67%) than we.re motJ1ers of the control 
group (8%). Although based on a small sarnple. the results appeared consistent with the 
schizophrcnogcnic mother hypothesis. 

In asimilar study. \Varingand Ricks(l965)compared recordsof50childrcn who had been 
treated at the Judge Baker Guidance Center in Boston and who later became schizophrenic 
as adults with records of a control group of children who were also treated at the center but 
who did not become schizophrenic. The h'lo groups were matched on age. sex. IQ. presenting 
symptoms. socioeconomic class. and ethnic background. Like others, \.Varingand Ricks found 
a higher proportion of psychotic parents in the schizophrenic group than in the control group. 
Absence of disturbed family environment was characteristic of 48% of the nonschizophrenic 
control families, whereas alJ of the families of schizophrerucs were identified as disturbed. 
A related findjng was that the.re were no healthy marriages in tJ1e schizophrenic groups as 
compared with 15% healthy rnarriagcs in the control group. 

111esc data provided support to the idea that future schizophrenics grow up in severely 
disturbed fam.Hy environments; otJ1er researchers. however. reached different conclusions. 
For example, Jacob (1975) surveyed the research based on direct observation of family 
interaction and found no consistent evidence that families of schizophrenics were djfferent 

from normal control families in the amount of conflict, expression of positive or negative 
emotion. or relative dominance of father and mother. Even in supportive studies, no one 
pattern of family interaction was related to the subsequent development of schizophrenia. 

'Jbe reports of communication disturbance in the families of schizophrenics arc. of 
course, consistent with the psychological transm is.~ion of this disturbance. However. 

these results arc equally consistent with genetic transmission. Parents who are not overtly 
schizophrenic themselves but carry a genetic disposition to schizophrenia may manifest 
their ~schizotypar tendency in the form of somewhat impaired communication skills. '!'he 

basic d isposition to become schizophrenic. however, may be transmitted through the genes 
rather than through mystifying communication. Assessing communication deviance in the 
adoptive parents of children who become schizophrenic is one test of these two alternative 
theories. If psychological transmission is important. then these adoptive parents should 
show more disturbances in communication than adoptive parents of children who do not 
become schizophrenic. In two studies designed to test this hypothesis. one supported it 
(Wynne. Singer. & Toohey. 1976). and the otlwr did not (Wender. Rosenthal Rainer. Greenhill. 
& Sarlin. 1977). Since that time, the overall adoption research seems to provide more evidence 
for genetic transmission than for the influence of pathological families. 

Recent Research on Fan1ily Influences At the same time. research has provided 
strong data that family interactions contribute to the reappearance of symptoms following 
improvement. if not to their initial onset. Brown (1959) noted that after discharge from 
treatment.schizophrenics who had only limited subsequent contact witJ1 relatives did better 
than those who spent more time with their fam ilies. Over tJ1e next 20 years, he refined his 

explanation for this difference in outcome by proposing that expressed emotion (EE) in the 
family home was the important factor. Expre,~scd emotion consists of criticism. hostility, and 
emotional ovcrinvolvcment (intrusiYeness). \>Vhcn CE levels in the family were high. patients 
were more prone to relapse. Manystudie,~ havcsubscquentlyconfirmcd that high££ situations 
do lead to reappearance or worsening of psychotic symptoms. Level~ of EE can also be used 
to predict relapse (Butzlaff& Hooley. 1998). In addition. the effect of close family contact on a 
schizophrenic person interacts with the emotional climate of the family: Patient.,; who have 

more than 35 contact hours per week with the family have the highest risk of relapse in high 
£E. frunilies but have the lowest re.lapse risk in low EE families (Beggin.gton & Kuipers, 1994). 
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ll1e effect of EE on relapse mighL explain certain cultu.raJ differences in outcome in 
schizophrenia. As a general rule. those indjviduals with schizophrenia in the developing 
world tend to have a more acute course and a better outcome than schizophrenics in the 
industriaJized world. such as the United States (American Psychiatric Association. 2000). 
Jenkins and Karno (1992) noted that higher !eve.ls of family EE arc present among British and 
Anglo-American cultures. with lower EE levels in Mexican and Indian cultures. Family levels 
of EE might c.~plain some of the differences in relapse across various cultures. 

Cultural Influences 
Schizophrenia apparently exists in all cultures. from the most Hprimitivc- to the most 
·advanced..,. Global incidence appears to be up to 0.7%ofthc population (American Psychiatric 
Association. 2013}. However. the incidence rates and character of the symptoms vary widely 
from culture to culture. Murphy (1968). for example. J'eportcd unusually high incidence 
rates of schizophrenia in several subcultures. Tamil Indians living in Singapore showed a 
higher rate than their Chinese and Malay counterparts: Irish Catholics in southern Ireland 
had higher rates than Catholics living in England. Differences of this kind could conceivably 
reflect differences in the genetic makeup of the populations. although that seems unlikely 
with large populations that have not been isolated. 

Murphy then compared ratc.s of schizophrenia in three ~traditional" French Canadian 
communities with rates in otJlc.r French Canadian communities in which traditions we.re 
changing and had less hold. The prevalcJlcc of schizophrenia in women was found to be 
extremely high in the traditional communities and was especially apparent in two subgroups 
of women: married women over age 35 and young unmarried women. 
Schizophrenia was almost nonexistent among younger married women 
in traditional settings. 

Murphy (1968) s uggested that the unusual prevalence of 
schizophrenia among the young single and older married women might 
be explained by cultural factors.1he tradition.al communities cons·idcrcd 
the ideal woman as one who gets married early; has many children: 
and is hardworking, patient. and submissive to her husband. 111c idea 
of an independent career for women. outside of religious orders. was 
only just beginning to be accepted as a possibility. For some women. 
according to Murphy. the conflict between satisfying the expectation of 
the community and pursuing interests of their own became sufficiently 
acute to precipitate the schizophrenic reactions- reactions th.at tended 
to occur either at the time the women were entering the marriageable age 
or later as their children were growing up and the satisfactions derived 
from the fam ily were diminishing. 

It is also known that there are differences in the onset. symptom 
presentation. and course or schizophrenia across different cultures 
(American Psychiatric Association. 2013). ln an early examination of the 
differences. Murphy. Wittkower, fried. and Ellenberger (1963) surveyed 
psychiatrists in 27 countries representing the major regions of the world. 
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collecting information about schizophrenic patients they had seen. Eastern religious such as Hinduism. Buddhism. 
and Shinto pro mole a more passive acceptance 

including ethnic and religious background and the frequency of various of fate a nd an emotional detachment from life. 
symptoms. Social and emotional withdrawal. auditory hallucinations. f,Stockl 

delusions, and flatness of affect were broadly seen among patients. 
Other fcatu1·es. however, varied markedly in the different cultures. for example. t\V'o kinds 
of delusions showed an especially strong relationship to the world's religions- delusions with 
religious content and delusions of destruction. 1l1c highest percentage of religious delusions 
was found for Roman Catholics; the lowest. for Judaism and Buddhism. 

Murphy and his colleagues (196:i) proposed that religious delusions and delusions of 
destruction were positively correlated with the extent to which religions induce a sense of 
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guilt . They also suggested that Eastern religions, such as the Hindu, Buddhist. and Shinto 
types. promote a more passive acceptance of fate and an emotional detachment from life. 
Consistent with the latter point was the finding that social and emotional withdrawal 
occurred most frequently as a symptom among the Japanese and Okinawans. The authors 
noted that the low frequencies of religious delusions and delusions of destruction among 
the Jewish schizophren ics were inconsistent with their gcnc-raJ interpretation. but they were 
unable to offer any alternative explanation. 

• 

Socioeconomic Influences 
1t has long been known that rates of schizophrenia arc highest in the 
lowest socioeconomic social classes. It is aJso well established that risk of 
schizophrenia is higher for those raised in u1·ban environments (Pederson 
& Mortensen. 2001).1\,.•o fundamentally different hypotheses ha,•c been 
proposed for such social influences: (J) 1l1e stresses associated with the 
extremes of sociaJ disorganization, poverty. and harshness found in the 
lowe.o;t socioeconomic level (and urban slums) are a cause or partial cause 
of schizophrenia. (2) Schizophrenic or schizophrenia .. prone individuals 
tend to drift into these slum areas because they arc unable to function 
effectively in the rest of sodety. 

Studies dating back several decades have supported both positions. 

Ratt-s of schiimphrenia are higher wncmg those 
in lower socioeconomic classes and urban areas. 
l~tod:) 

In support of the-drift" hypothesis. Gerard and I-louston (1953) found 
that the e.xcess of schizophrenics from slum areas resu lted almost 
entirely from young schizophrenics who had left home and rented rooms 
in rundown sections o(town. Goldberg and Morrison (1963) obtained 
information on the occupations of the fathers of male schiz.ophrenics 
in England and \iVnlcs. 1·hcy found that although the occupations of 
schizophrenic sons were concentrated in the lowest social class. the 
occupations of the fathers were not. implying a downward drift on the 

part of the sons. Turner and \Vagenfcld (1967) reported similar results. 
However. Brenner (J973) presented data showing a strong relationship between times of 

economic hardship and first•admission rates to mental hospitals (including schizophrenia) 
in New Yorkstntc. with evidence extending back to 1841. Furthermore.in the 1841- 19J5data. 
the relationship was much higher for farmers. laborers. and salesmen than for individuals in 
more economically secure professions, such as lawyers and doctors.1hc stress of an economic 
downturn should fall most heavily on the former groups. 

Corrclational findings. of course. arc subject to many interpretations. One possibiJity 
is that du.ring times of relative prosperity. individuals who are already schizophrenic arc 
supported and cared for by re.latives. ln hard times. however. the rclatives find they can no 
longc.r provide for such persons and commit them to a mentaJ hospital. thus increasing the 
first-admission rates. Brenner. however. offered several bits of evidence against such an 
interpretation. First admissions of patients who a.re totaJly dependent on others were not more 
affected by economic changes than were admissions ofindividuals who had some savings and 
at least marginal capacity for earning a living.Second. admissions to private hospitals showed 
a similar relationshil> to economic cycles. The cost of private hospitalization is considerably 
higher than the cost of keeping the patjcnt at home. 'lltird, hospitalization rates for the 
criminally insane showed the same relationship. In these cases. the commLc;sion of a crime 
triggered hospitalization. not the need of a family to cconomiz<!.111c analysis of more than a 
century of data by Brenner supported a stress interpretation and suggested that economic 
conditions can make a difference as to whether certain people become schizophrenic. 

Mintz and Schwartz (1971) offered an alternative interpretation of the relationship 
between sociaJ class and schi2ophrcnia.111ey pointed out that the most impoverished areas 
of large cities arc likely to include a mixture of people with d ifferent ethnic backgrounds. 
\Vhcn people Uve in an area jn which their own ethnic group is few in nmnbcr. they may he 
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especially subject to conflicting cuJturaJ traditions and expectations. Mintz and Schwartz 
found a significant negative correlation between the incidence of schizophrenia in people 
of ltaJian descent and the. number of other people of JtaJian descent who 
li\'cd in the community: 'lhc (ewer the munbcrof other ltaJfans. the higher 

the rate of schizophren..ia. 1be ethnic makeup was more important than 
the affluence of the neighborhood, tJ1e latter of which proved, in fact. 

to have no relationship to the incidence of schizophrenia within U1ese 
particular groupings ofl ta.lian Americans. 

111ese findings suggest that separation from a cohesive and supportive 
culture may be a more important correlate of schizophrenia than poverty 
itsclf. lhcy also appear to be partially confirmed by findings of Cantor• 
Graae and Seltcn (2005) that first• and sccond•generation immigrants 
have much higher rates of schizophrenia than the general population. If 
these immigrants would also be more likely to live in urban areas and be of 
lower socioeconomic class. it would bcadditionalsupport for sociocultural 
factors such as stress or adversity influencing schizophrenia. 

Trauma and Abuse 
Read. van Os. Morrison. and Ross (2005) reviewed the professional 
literature between 1872 and 2004 that involved child physical abuse or 
child sexual abuse and either schizophrenia or psychosis. 1hey reported 
that a large and significant relationship exists bet\\'C-Cn abuse.in childhood 
and later development of schiz-ophrenia or psychosis. In studies that 
included those terms. more than half of psychotic men and women had a 
history of physical or scxuaJ abuse in childhood. Furtlter. most psychiatric 

Some researthers have reported lhal I.here 
is a rela1ioni.h1p behveen physical or sexual 
abuse In childhood and later development of 
schizophrema o r psychosis. bSfoc:kJ 

patients had suffered serious physical assaults as adu1ts-appro.ximate1y one third of female 
patienu had been raped. As stronger evidcnc~ about the causal role of abuse. the authors 
identified a -dose effect•- that is, more severe abuse is associated with a larger number and 

greater severity of psychotic symptoms. including hallucinations and delusions. 111 fact. the 
content of haJlucinations was so strongly linked to the severity of abuse thaL Read and his 
cohorts proposed that hallucinations arc essentially d..issociative memories of traumatic abuse, 
experienced as decontc.xtuaJiz.cd -nashbacks. - Delusions. then. might be explanations imposed 

by the psychotic person to account for the dec.ontextua1ized trauma memories. 
Read and his colleagues interpreted the evidence as supporting a causa.l role for childhood 

trauma in the development of schizophrenia. even in the absence of any genetic predisposition. 
1l1cy noted that trauma produces activation of the HPA axis and that prolonged or severe 
stress also elevates dopamine levels in the brain. which has been implicated in schizophrenia. 
Accord..ing to their argument. childhood trauma could tl1us 
produce long-term dysrcgulation of the dopam inergic 
system, leading directly lo psychosis. 

In arguing that schizophrenia. like PTSD. may be a 
product of the long~term effects of severe trauma. Read 
and his c.olleagucs made a strong case that psychological 
factors do play a role in the development of psychosis. A 
limitation of their analysis js that very few of the studies 

reviewed were we.II controlled However. most of the recent 
studies with better methodology have also supported the 
association bctw·ccn physical or sexual abuse and psychosis:. 
~Vhitficld, Dube, Pclitti. and Anda (2005) reviewed more 
than 17.000 subjects in (".,alifornia and found that adverse 
childhood events were associated with hal lucinations in 
a dosc ... rcsponsc relationship. A rcc.cnt study of more than 

6,400 children in England (Schreier ct aL. 2009) reported an 

A study of children in Englund reported an increased risk of 
psychotic symptoms in those children who were victims of 
peer bullying. (iStuck) 
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increased risk of psychotic symptoms in those children who were victims of peer bullying. 
further extending the range of traumatic triggers of psychotic disorders. 

10.3e Causal Factors in Psychosis: A Summary 
1J1e emerging picture from decades of 1'cscarch into the causes of schizoph.rcnia is complex 
and puzzling. allowing for some range in etiological opinion. On one end. a strong medical• 
model perspective considers schizophrenia to be a biological disease of the brain, unrelated 
to psychological influences. in which a genetic predisposition is triggered by a biological 
event such as a viral infection either in utero or in infancy (Torrey ct aJ .. 1994). On another 
end. some schizophrenia case$ are considered to be the direct result of childhood trauma 

and abuse. even in th e absence of genetic susceptibility (Read et al.. 2005). A more centrist 
posit.ion is represented b)' those who believe that a simple ncurodevelopmcntal mod cl cannot 
explain many factors about onset and severity; they instead look to a dopamine dysfunction 
that can have multiple causes, indudinggcnctic, environmental. social. and psychological 
ones (Broome et a l .. 2005). One example of this perspective is a sociodcvcJopmental•cognitivc 
model proposing that developmental alterations (including biological factors and childhood 
adversity} sensit ize t he dopamine system. which is then dysrcgulated by conthmcd stressors. 
Cognitive misinterpretations arc influenced by the excessive. dopamine release. producing 
hallucinations and delusions that work as additional stressors to further dysrcgulate 
dopamine- thus. hardwiring psychotic belief.(l (Howes & Murray. 2014). 

'Ute current state of affairs is one of a weaJth of data but a poverty of conclusions. 

lbousands of research studies have been published in the past 30 years, examin ing the 
multitude of genetic, neurochemical, ncuroanatomical. and developmental facets of the 

disorder. Still. t he important answers elude us. As Tandon and his colleagues (2008, p. J2) 
summarized the situation; "AJthough it a ppears that our understanding of the causation of 

schi2ophrcnia has substantially increased over t he past two decades. what we can confidently 
assert is essentially the same- both .genetic and environmental factors arc important, but 
exactly which specific exposures and exactly how they cause schizophrenia is still un i...,1own.-

lt appears at th is point tJ1at more certain pronouncements and convictions arc premature. 
Even after many decades ofintcnsive work. the most widely held view of schizophrenia etiology 
remains the general diathesis-stress rnodel (2ubin & Spring. 1977). whic.h proposed t ha t t he 
disorder is triggered by stressful events in someone w ith a diathesis (that is, a vu lnerability) 
that could be traced to genetic, biological. or psychological history. 

One Disorder? 
One source of difficulty in explaining schizophrenia is that people vary grcatly i n their psychotic 
presentations- that is, one schizoph rcnic may appear very different from others. r,.,1any deficits 

and abnormalities arc used to describe some subsets of patients, but no findingsccmsccntral to 
all. To put it another way. much has been learned about contributory causes. but no necessary 
conditions for schizophrenia have emerged. Instead. the cvidenc.egives the impression that 
there arc many paths to the disorder. ls it possible that there arc several different conditions. 
with different e t iologic$. t hat the DSA14 5 includes arnong the schizophrenia spectra? Various 
writers have sug_~ested that the negative (or -deficit'") form of schizophrenia may represent 
a fundamentally different disorder from the positive type based on differences in symptom 
presentation. neurological s·igns. and medication response (Kirkpatrick, Bud1anan. Ross. & 

Carpenter Jr .. 2001). In fact, season of birth also appears t.o differ for deficit vcl'sus nondeficit 
cases (Messias et al .. 2004), supporting t he idea that they may be distinct condit ions. If. under 
the same umbrelJa, many different disorders have been collected, then the task of finding a 

universal cause may be an impossible one. and a radical rethin king of the issue is in order. 
Pos.s:ibly, the DSA1·S psychotic disorders do not classi fy discrete conditions al all; some (van 
Os, 2016) have called for abandoning the term schizophrenia altogether and replacing il with 
something like psychosis spectrum syndrome in future editions of /CD and DSM. 



10.4 Treatment of Psychotic Disorders 

10.4a Biological Therapy 
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Efforts in the first half of the 20th century to treat schizophrenia or other psychoses generally 
involved the somatic therapies (coma therapy. psychosurgcry, or clcctroconvulsivc therapy) or 
the use of strong opiates and sedative drugs for calmativc purposes. As noted earlier, a treat~ 

ment brcaktJuough occurred with the widespread use of the phcnothiazinc drugs. beginning 
with the commonly used variety chlorpromaz.inc. 
sometirncs called by its trade name. lhorazinc. 

Several \\'e ll-controlled. doublc.~blind studies 
supported the effectiveness of this drug to reduce 

Can psychotic disorders 
be treated? 

schizophrenic symptoms. In one study involving692 schizophrenic patients from 37 different 
Veterans Health Administration hospitals. Casey ct a l. {1960) found chlorpromazine to be 
much more effective than phenobarbital (a sedative) or n placebo over a 12 .. wcek course 
of treatment. Other phcnothiazines and simiJar compounds were quickly introduced (see 
Chapter 3). 'lhese dopamine-blocking drugs reduced the severity of the most di,;ablingactive 
symptoms and allowed many seriously psychotic people to leave the institutions that had 
housed them in their more confused states (sec fjgurc 10•4). 

Hogarty and Ulrich (1977) provided evidence on the relapse rate for schizophrenic 
patients maintained on either chlorpromazinc or place.ho after discharge from a. hospital. 
At the end of2.5 years postdischargc. 86% of placebo-treated patients had relapsed. compared 
with 55% of the chlorpromazine group (sec Figure IO·S). Although chlorpromazine was more 
effective than a placebo. the grc.ater•than•50% relapse rate for the former casts some doubt 
on the ability of the phenothiaz.ine drugs to prevent relapse in many patients. 

More than 100 studies have sho,•1m that the wtypicaJW antipsychoticdrugs (as ch lorpro• 

rnaz.ine and other drugs with similar pharmacological activity arc called) are more 

Figure 10-4 Inpatient Population of Mental Hospitals 

lnpaticnt population of state and county mentaJ hospitals rose steadily from the turn of the 
century until 1955, after which it has decreased sharply. 

Data Source: "Deins:tltutlonallza1ion and Mental Health Services.~ by E. L. Bassuk and S. Gerson. l97S. 
SdMtiflc American, 238. pp. -16-53. 
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Figure 10·5 Effectiveness of Chlorpromazine 

Percentage of patients not relapsing on a 30-month postdischargc period who continued to 
receive either chlor promazinc (a phcnothiazinc) or placebo 

Daw source: lemporal Effects of Drug and Placebo in Delaying Relap11e in Sdtb:ophrenfo Outpatients.- by 
G. E. Hogar1yand R. F. Ulrich. 1971.Archltteso/Ct11e.ml Ps)<chlatry. :W. pp. 297-301. 
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effective than placebos and a number of other drugs. with about 60% of treated subjects 
showin g improvcrncnt in positive symptoms within 6 weeks (Shcitman. Kin.on. Ridgway. 
& Lieberman. 1998). However, phenothiazines arc not universally successfu l in reducing 
schizophrenic symptomatology. Some patients show only Jimited improvement. and a 
substantial number require continued hospitaliz-ation. Relapse also continues to be a 
significant issue. 

A major problem contributing to this high relapse rate is patient discontinuation of 
medications. Many pa tients do not like taking these drugs due to the many troublesome 
side effects. Drowsiness. constipation. fine motion trernor. nausea, dizz.ines.,;, jaundice. and 

weight gain arc among the more common ones. A serious and irreversible side effect tha t has 
been found to develop in some patients given long-term phcnothiazine treatment is tard ivc 
dysk inesia. an untreatable symptom pattern consisting of involuntary. slow. rhythmical. 
st.creotypcd movements of the legs, arms. or trunk. as ,,.•el l as oral movements such as lip 

smacking. In addition to these troubling side effects. antipsychotic medications produce 
sexual dysfunctions in between 30% and 80% of patients (Baggaley. 2008). 

A new gene.ration of antipsychotic medication was introduced in the J980s. These drugs 
(which include clozapine. rispcridone, and ola.nzapine. sold as Clozaru•. Rispcrda)•. and 

Zyprcxa•. respectively) block a broader range of rec.eptors than the first-generation drugs and 
have less serious side effects. Originally targeted for treatment-resistant patients. these have 
become fi rst-line medica tions for schizophrcnia.1bey appear to be as effective as the typical 
antipsychotics (both classes are more effective on positive rather than negative symptoms) 
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but perhaps are more easily tolerated because of their milder side effects. However. weight 
gain and sexual dysfunctions remain common. and although the atypical antipsychotics 
do not produce tardive dyskincsia. they can result in a potentially fatal blood disease called 
agranulocytosis in a small percentage of patients. Drug discontinuation remains a major 
problem in treatment. One recent investigation fou nd that schizophrenics take medication 
for only an average of six months in any single year. and t hisMlight use,. was related to higher 

risk of hospitaHzation and longer hospital stays (dos Reis et al., 2008). 
Hegarty. Baldessarini, Tohen. Waternaux, and Ocpen (1994} conducted a meta-analysis 

of tJ1e t reatment l.itcrature published from 1895 through 1991. 1l1eir database included 
320 stud ies involving a lmost 52.000 subjects. in which outcome data were reported for at 
least a ycar. lhc mean proportion of patients showing improvement at foUmv-•up was 40.2%. (If 
broad diagnosticcrit.eria were used. favorable outcome ,vas closer to47%.) Although favorable 

outcome percentages increased from t he 1920s to t he l970s. t hey dccljned thcrea~er: a~er 
]986. mean favorable outcome was simi lar to that found in the first half of the 20th century 

(36.4%).111e atypical anti psychotics may improve on that outcon1e. largcly because their s ide 
effect profiles lead to less di,;continuation: but without que.,;tion. pharmacological treatment 

for schizophrenia involves temporary management of symptoms at best. 

10.4b Psychosocial Therapy 
Psychoanalytic Therapy 
Freud and many of his psychoanalytic colleagues were skeptical of the value of psychoanalysis 
for schizophrenic patients. The extreme psychological withdrawal seemed to be an effective 
barric-r against the intimate interpersonal interchanges and transference reactions considered 
so essential for psychoanalytic treatment. However. some therapists- notably, Harry 
Stack Sullivan and Frieda Fromm-Reichmann- fell that with several major modifications 
psychoanalytic therapy could be used successfully with schizophrenic patients. 

Studies w ith adequate controls have not shown insight ... oriented psychotherapy to be 
particularly effective with schizophrenic patients. For example. May. (1976) found that t he 
phenothiazinc drugs alone were just as effective as phenothiazine drugs plus psychotherapy, 
and botJ1 of these t reatments were more effective than psychotherapy a lone. Grinspoon. 
Ewalt. and Shader (1968) used experienced psychoanalytic therapists and found that 
psychotherapy added little if anything to phenothi.uine treatmenL Later evaJuations were 
less than supportive: Mueser and Berenbaum (1990) suggested that some groups of patients 
got worse under psychodynamic therapy. 

Fa,nily 111erapy 
Because expressed emotion is a factor in predicting relapse. 
family intervention a pproaches have been developed to 
enhance communicat ion and interaction be.tween farnily 

members. Components typically include education about 
schizophrenia. assistance in using community supports. 
decreasing emotiona l overinvolvemcnt. a nd stress 
management. A key feature in effectiveness appears to be 
duration: At least 9 months of family sessions arc needed 
for improved outcomes to dc\lclop (Kop clowicz. Liberman. 
& Zarate. 2002). lhesc family approaches have produced 
positive impacts on rchospitalizatfon and relapse but not on 
other measures (Bustillo, Lauriello. Horan.. & Keith. 2001). 

Because expressed emotion i.s a factor in predtclutg relapse. 
family intervenlion approaches have been de,-eloped lo 
enhance communicaLion and interaclion between family 
members. lShutter•tock) 
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Behavioral Therapy 
Paul and Lentz (1977) pioneered social learning approaches for changing behavior within 
groups of schizophrenic paticnts. l hey employed a structured token economy as an incentive 
system and focused interventions on sociaJ skills. sclf~carc., and participation in activities in 

inpatient settings- all with positive results. Subsequent interventions targeted behavioraJ 
deficits, conversational skills. medication management. djsruptive activities, and most 
symptoms associa ted with sd1izophrc.nia: hundreds of studies have supported the value of 
such interventions as a component of treatment programs {Kopelowicr cl al.. 2002). 

An interesting application of acceptance and commitment therapy (ACT) for use in 
t reating psychotic patients comes from Bach a11d Hayes (2002). Patients were randomly 
assigned either to treatment as usual or to four brief sessions of ACT therapy in which patients 
were taught to accept the occurrence of troubling but unavoidable private events (such as 
hallucinations and delusions)- just noticing them without taking them to be literally true
whJle also working toward valued goaJs. lhe patients who received ACT reported being less 
troubled by psychotic symptoms and were rchospitalized at less than hal f the rate of those 
receiving treatment as usuaJ (which commonly encourages patients to actively suppress 
the symptoms). 

Cognitive-Behavioral Therapy 
Hogarty and his colleagues (2004). in a randomized study. compared cognitive enhancement 
therapy for schizophrenia with enriched supportive therapy. 1l1e cognitive enhancement 
technique employed computer•assistcd training in cognitive tasks such as attention. memory. 
and problem-solving. as well as cognitive small•group training in social skills and problem• 
solving. Both groups showed significant long~term improvement in symptorn and cognitive 
measures. although cognitive enhancement therapy also resulted in improvements in a 
processing speed measure. Other reviews (Busti llo ct al .. 200 l) suggested that cognitive .. 
behavioral techniques may enhance standard social skills training for schizophrenics. It 
may also be possible to use CST to help prevent the development of schizophren ia in h igh• 
risk individuals. Of20I patients classified as high r isk for psychosis based on fa mil)' history. 
havjng the presence of subclinical symptoms. or having experienced a brief {less than a 
week) psychotic episode. those who received CBT targeting cognit ive biases as an adjunct 
to treatment were 50% less likely to progress to psychosis compared to those who received 
t'reatmenL as usuaJ (van dcr Gaag ct al .. 2012). CBT has also been used to help patients who 
had been experiencing (and acting upon) command haUuci..nations to resist compliance 
with the voices. Over a 9 -month treatment period. 79 patients ,.,•ere taught to challenge and 
modify four types ofbelicf.c.;: that the voicc.s had absolute power and control. that the patients 
must comply with the voices· commands, that U1c voices had an identity (such as the devil). 

and that tJ1cre was meaning attached to the voice (such as punishment for past misdeeds). 
At follow-up 18 months la ter. 28% of CBT patients had complied wiU1 voices on at least one 
occasion. compared with 46%of the group of85 patients who received standard medication 
treatment; this was a significant and clinically meaningful result (Birchwood. Shiers. & 
Smith. 2014). Expanded use of CBT is likely as both a supportive and a direct intervention 
for psychotic disorders in the future. 



Chapter Review 
TO SUM UP ... 

• 111c psychotic disorders arc severe disturbances involving loss of contact with 
reality. 

• .. Positive" symptoms of schizophrenia include hallucinations, delusions, 
disorganized speech. and disorga1tizcd behavior. 'llie .. negative .. symptoms 

include socia l withdrawal. lack of self-care, emotional blunti ng. p overty of 
speech. and lack of interest in goal-directed activities. 

• Schizophrenia differs from schizoph reniform disorder and brief psychot ic 
disorder largely on the basis of duration. 

• Delusional disorder involves fixed, nonbi.zarrc delusions, without significaut 

impairment in other areas oflife. 

• Schizophrenia affects less than 1% of the population. and it is somewhat more 
c.omrnon in males. 

• 1\vin and adoption studies indicate a significant genetic risk factor for 
schizophrenia. However. the substantial nonconc.ordancc in MZ twins indicates 
significant nongenetic causal factors as well. 

• Many consider schizophrenia to be a biological brain disease. but no laboratory 
tests or medical examinations can verify the diagnosis. Some. but not all, 
schizophrenics show neurological a bnormalities or brain structural changes. 

• Environmental risk factors for schizophrenia include rnaternal viral infections 
during pregnancy and complications of pregnancy or delivery. 

• Psychosocial r isk factors for schizophrenia include poverty. im migration. and 
childhood abuse. 

• Prognosis in schizophren ia is better whcn presentations involve acute or rapid 
onset. positive symptoms, and later age of onset. Prognosis is poor when the 
presentation involves early onset, gradual worsening. and the preponderance of 
negative symptoms. 

• Drug therapies have been shown effective in reducing the sy1nptoms of 
schizophren ia in many patients. However. sorne patients show only limited 
improvement and still cannot get along outside t he hospital. Relapse rate is 
high. and the medications may produce troublesome side effects. 

• Psychosocial interventions involving family communication. social skills training. 
aud various oogniti,•e-behavioral procedures targeting symptom severity have 
shown to be useful in the overall treatment of people with schizophrenia. 

• Although intensive re.~earch on schizophrenia has produced thousands of studies 
over many decades, the cause or causes of schizophrenia remain unclear. Any 
underlying genetic. biological. neurochcmica1. deve]opmental. or psychosocial 
factors necessary for the disorder arc u nknown at this time. 
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KEY TERMS 
Affective flattening 256 

AJogia 252 

Anhedonia 256 

A volition 259 

Catatonia 255 

Clanging 252 

Delusion 253 

Echolalia 253 

Echopraxia 255 

QUESTIONS FOR STUDY 

Endophenotype 270 

Expressed emotion (EE) 274 

Hallucination 254 

Illusion 254 

Mutism 255 

Neologism 252 

Neurosis 251 

Psychosis 251 

Viral risk hypothesis 271 

• John has been diagnosed with schizophrenia. Describe symptoms that would 
distinguish John ·s condition from the other DSA1•5 psychotic disorders. 

• Suggest three reasons twin studies have varied so much in their reports of twin 
concordance for schizophrenia. 

• Describe the dopamine hypothesis of schizophrenia. and discuss evidence for 
and against this hypothesis. 

• If the Roscnhan (1973) study involving pseudopationts (Chapter 4) were repeated 
today, wou ld the fakers be more casiJy detected? \<Vhy or why not? 

POP QUIZ 
l. Symptoms such as delusions. hallucinations. and grossl)' impaired speech or 

movements arc considered _____ evjdcnce of psychosis. 

A. diJ'ect or positive 

B. inadequate 

C. indirect or negative 

0. latent 

2. A psychotic speaker may employ ______ which involves the use of a word 

not because of its meaning but bcc.ause of iU sound. 

A. derailment 

B. clanging 

C. alogia 

D. word salad 



3. Dr. Napcn had a djfficult time interviewing the patient, who kept repeating 
everything that Dr. Napcn askecl 111c patient was presenting with _____ _ 

A. neologism 
8. ccholalia 
C. word salad 

0. alogia 

4. Robert bcJicvcd that BeyonCC was in love with him. even though she has never 
met him .. Robc.rfs delusions are best described as _____ _ 

A. bizarre 
8. somatic 
C. crotomanic 

D. grandiose 

5. \Vhich is not an example of catatonia? 

A. grimacing 
8. waxy flexibility 
C. unpredictable movements 

0. laughing 

6. \Vho introduced the term schizophrenia in 1911 to refer to a split between thought 
processes and emotions or to a general disorganization in thought and behavior? 

A. Bleulcr 
B. Kracpclin 
C. Bateson 

D. Sullivan 

7. Many people with schizophrenia have difficulty showing an interest in work or 
in completing goal-directed activities. This is knov,m as _____ _ 

A. alogia 
8. a.volition 

C. atonia 

D. affective flattening 

8. Brief psychotic disorder involves the sudden onset of at least one positive 
psychotic symptom that lasts rnorc than _____ but docs not persist more 
than _____ _ 

A. l day / l week 
8 . l day / l month 
C. I week/ l month 

D. I week/ 6 months 

9. 1hc best estimate of the concordance rate for schizophrenia between 
monozygotic twins is _____ _ 

A. 10% 

8. 28% 

C. 48% 

D. 75% 
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10. Among the frequent s ide effects of heavy and prolonged use of _____ for 

schiwphrcnia arc symptoms that resemble Parkinson·s disease. 

A. ss·R1s 

B. MAOls 

C. bcnzodiazcpincs 

0. phcnothiazincs 

11. ·w hich groups in the United States show h igher rates of schizophrenia than the 

general population? 

A. rural residents 
B. first• and second-generation immigrants 

C. upper-middle class 

D. all of the above 

12. Schizophrenia, like ______ may be a product of the long-term c.ffccts of 

severe trauma. 

A. OCD 
B. depression 
C. GAD 

D. PTSD 

t:t The fi.rs t medication used widely to treat schizophrenia was _____ _ 

A. doz.a.pine 

B. risperidonc 
C. thioridazinc 

0. chlorpromazine 

14. In delusional disorder, which of the foUowing occurs? 

A. 111c person behaves relatively normaJly. 

B. Delusions and hallucinations predomjnate. 

C. Delusions usuall)' include sensory mispcrccptions. 

0. Disorganized speech is often the only obvious symptom. 

15. ExprC$SCd emotion in famil ies is thought to influence which ofthc following? 

A. development of schizophrenia 

B. content of delusions shown by schizophrenic patients 

C. display of positive or negative symptoms by schizophrenic patients 

D. probability of relapse by schizophrenic patients 

Additional study resources are available at www.BVTlab.com. 

o·sr v·M o ·tr o ·.r a·11 o ·or a·G a·s 11 ·L v ·9 o·s ;r~ a·& 11·.; v·, 
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CHAPTER OPENER QUESTIONS 

What a re mood episodes, and 

how are they used diagnostically? 

What a re the causes of 

the depressive d isorders! 

How are mood disorders different from normal 
variations in mood? 
How common are mood disorders? 

Do mood disorders improve 
without treatment? 

Does medication work better than 
psychotherapy for depression? 

Is mania treated differently than depression? 

How common is suicide? 
Who is at greatest risk? 



Mood Disorders 
and Suicide 
Our life experiences typicall)' involve subjcctfrc foe.lings and emotions that serve, in part, 

to provide us with feedback about the outcomes of our efforts. Success. progress. frustration, and failure 
usually are accompanied by different emotions. ranging from joy and euphoria. to a sense of sat isfaction and wcJJ.. 
being. to irritability. anger, sadness. or despair. Emotions a.re clearly adaptive for all species that display them 
(Darwin. 1873/ 1955). However. high levels of emotionality in humans can become maJadaptivc. causing major 
problems in social. occupational. and interpersonal functioning, as wel l as significantly increasing the risk of 
attempted or completed suicide. The mood d isordcrs describe conditions in which the intensity of emotion and 
affect create significant problems for indi\liduals and tJ1e people around them. 

Disturbances in mood have long been recognized as disabling. For example. melancholia (a particu larly deep 
depression) formed one of the four humors of early Greek medicine (Chapter 2). Mood disorders (also sometimes 
called affective disorders) are among the most common diagnoses in the DSM-5, where they arc broad ly classed as 

depressive disorders and as bipolar and related disorders. They include the widest range of affect. from those who 
find nothing what.,;oever pleasurable in life- to those who seek as much immediate gratification as possible. 

11.1 Diagnosis of Mood Disorders 

11.1a Mood Episodes 
In the DSM•S. the mood disorders arc largely defined by various combinations of mood 
episodes that function somewhat like diagnostic building blocks. These components include 
the major depressive episode. the manic episode. and the hypomanic episode. 111ey do not 
constitute diagnoses in themselves. but their 
presence or absence i,; essential in most mood 
disorder diagnoses. 

ln a m11Jor dcpr<i:ssive episode. sleep is usuaUy 
d i.slurbed eilher tl1rough insomnia orb>· wak ing 
ear1ynnd being unable to return to sleep. 
IShuUCDtud:) 

What are mood episodes, and 
how are they used diagnostically? 

Ma1or Depressive Episode 
'llte criteria for a major depressive episode 
are shown in DSM.s: Criteria for a. Major 
Depressive Episodc.111c episode involves a 
2•wcck period of nearly constant depressive 
symptomatology: sadness. loss of interest 
or pleasure. changes in weight. changc.s 
in sleep. loss of energy. agitated or slow 
movement, difficulty concentrating, guilt. 
and/or thoughts or death. Obviously. many 

people experience occasional depressed 
mood. including some of these symptoms. 
A major depressive episode is distinguished 
by its du ration (nearly constant for 2 weeks). 

the degree of disturbance (at le.a.st five ofthcsymptoms arc present). and the impairment that 
it causes in life. To be considered part of a major depressive episode. the symptoms must 
represent a change from previous functioning (American Psychiatric Association. 2013). 

llelancboUa 

Particularly deep 
level of depression 
characteri1.ed by 
absence af mtercst or 
pleasure in all things. 
changes in sleep. 
changes Ill weight. and/ 
or excessive guill 
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DSM-5 

~·lost comrnon ly, the depressive episode imrohrcs loss ofintercst or plea.~urc in activities 

that used to be enjoyable. Appetite is nearly always affected: most often. it is reduccd1 though 
some people increase their food intake. \Veight may change in accordance with the alteration 
in eating patterns. Similarly, sleep is usually disturbed. either in terms of insomnia or by 
waking early and being unable to return to sleep. Others. however. increase their sleep 
du.ration. People feel fatigued. tired. and find common tasks exhausting. Concentration is 
difficult. and thinking may seem to be slowed: tasks that are intellectually demanding arc 
not completed or attempted. Sufferers may be preoccupied with personal faiJurc and blame 
themselves for any nonpositive event they encounter: the sense of guilt and worthlessness 
can combine with feel ings ofhopclc$S1less and helplessness and e.xtcnd to thoughts of suicide 
and death. 

During a major depressive episode., some people n1ay experience psychotic symptoms. 
Ga ill may be of delusional proportions. such as feeling responsible for global problems 
or natural disasters. \r\1hen psychotic features arc prescnL the additional symptoms they 
produce arc not included in the identification of the episode. For example. an individual may 
hold tJ1c delusion that falling asleep will cause other people to die: any resulting loss of sleep 
would not be counted as evidence of meeting the diagnostic criterion of insomnia because 
the sleep disturbance is caused by the delusion itself. The presence of psychotic symptoms in 
a major depressive episode requires differentiation from schizoaffcctive disorder. in which 
psychotic symptoms arc also present in the absence of the mood episode. 

A distinction must be made between a major depressive episode and the normal 
depressive sympton1s associated with bereavement. As discussed in Chapter 5, the normaJ 

Cr iteria for a Major Depressive Episode 

~fajor Depressive.Episode 

A. Pive {or more) of the following symptoms have been pre.sent during the same 2-week period and represent a change from 
previous functioning: at least one of the symptom.sis either (1} depressed mood or (2) loss of interest or plea.sure. 

Nole: Do not include symptoms that are clearly attributable to another medical condition. 
L Depressed mood most of the day. nearly every day. as indicated by either subjective report (e.g .. feels sad or empty) or 

observations made by others (e.g .. appears tearful}. (Note: In children and adolescent.s. can be irritable mood.) 

2. Markedly diminished interest or pleasure in all. or almost all. aclivities mo.st of the day. nearly every day (as indicated by 
either subjective aC!count or observation). 

3. Significant weight los.s when not dieting or weight gain (e.s- a change of more than 5% ofhody weight in a month). or 
decrease or increa.w in appetite nea.rly every day. {Note: In children. consider failure lo make expected weight gahL) 

4. Insomnia or hypersomni.a nearly e,•ery day. 

5. Psychomotor agitation or retardation nearly every day (obi.ervable by others: not merely subjective feelings of 
re..'itlessness or being slowed down). 

6. Fatigue or loss of energy nearly every da)'· 

7. Feelings of worthlessness orexce.'iSive or lnappropriale guHt (which may be delusional) nearly everyday (nol merely self. 
reproach or guilt about being: sick). 

8. Diminished abilil)' to think or concentrate. or indecisiveness. nearly twt-ry day (either by subjective account or as 
observed by others}. 

9. Recurrent tJ1oughl'.s of deatl1 (not just fear of dying). recurrent suicidal ide-.ttion without specific plan. or asufoide 
attempt or a.specific plan for committing.suicide. 

B. The symptoms cause clinically .significant distress or impairment in social. occupational. w· other important areas of functioning. 

C. The episode is not att:ributahle to the direct physiological effect of a substance or another medical condilion. 

Note: Responses to a significant Joss (e.g.. berean1me.nt. financiaJ ruin. losses from a natural disaster. a serious medical i.llness 
o r disability) may include the fo·eling.s of intense s.adness. rumination about the loss. insomnja. poor appetite. and weight loss 
noted in Criterion A. which may resemble a depressiYe episode. Although such symptoms may be understandab)e or considered 
appropriate to the loss. the presence of a majordepres.-.i\'e episode in addition to lhe normal response lo a significnnt los..'i 
should also be carefully considered. This decision inevitably requires the exerdse of clinical j udgment based on the individuat·s 
hi.story and the cuJturaJ norm.s for the expression of distre.'is tn the contad ofloss. 

Source: Reprln1ed "'' Ith perml!islon from the Diagmmit:and Statia.tlco/Matrualo/Mentol Dl.1ordns. 5th ed. (Copyright 2013). 
American Psychiatric Association. 
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grief reaction following death of a loved one generally does not include a strong sense of 
worthlessness. su icidal ideation. psychosis. or extreme impairtnent. as is shown in major 
depressive episodes. As suc.h. in the DSM.JV. a major depressive episode was not d.iagnosed 
i f the depressive symptoms could be better accounted for by bereavement. 'lhe DSM...S 
discontinued this practice of"'bereavemcnt exclusion'" because bereavement often extends 

more than a year and can itself serve as a trig_~c.r for a major depressive episode. 1he issue 
for the dinician wou ld be to distinguish normal gricffrorn a grief.related dcpression. 111c 
DSM,5 notes. for instance. that depression usually involves a loss of interest in almost aJI 
things. while those in grief may stiU experience positive emotions. such as fond memories 
(American Psychiatric Association. 2013). 

Mame Episode 
1he key feature of a manic episode is a d istinct period (at least I week in duration, unless 
the person has already requjrcd hospitalization) or expansive. c.lcvated. or irritable mood. 
In many ways. the manic episode (DSM-5: Diagnostic Criteria for a Manic Episode) L~ nearly 
the opposite of a major depressive episode. 1l1e elevated mood is usuaJ ly experienced as 
enjoyable or euphoric: to observers who know the person. it .seems excessively so. \Vhen 
mood is expansive. the individual may seem overly enthusiastic and intrusive in social 

interactions. Irritability is a lso common. perhaps related to a blocking of the person's 
wishes. and frequently there are rnood s,'t'ings between irritabil.ity and euphoria (American 
Psychiatric Association. 2013). 
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During manic episodes. people show evidence of grandiose or inflated self-estcem. littJc 
need for sleep. pressured speech. A ight of ideas. and distractihility. 111cy perform several 
activities at once a.nd seek out pleasurable activities that pro\•idc immediate gratification. 
without regard for consequences. 1l1ey arc usuaUy very sociable and. frequently. sexually 
indjscrimina.tc. However. the excessive social involvement typical ly becomes demanding 

Flashcards are available 
for this chapter at 
www.BVTL.ab.com. 

DS'M-5 Diagnostlc Criteria for a Manic Episode 

Manic Episode 

A. A distinct period of abnormally and persistently ehH,aled. expansive. o r irrituhle mood and ahnonnnJly and persistently 
increased goal-directed acli-vity or energy. lasting al least l week and present most of the day, nearly every day (or any 
duration if hospitalization is necessary). 

B. During the period of mood dj.st urbance and increased energy or activity. lhree {or mo.re) of the following symptoms have persisted 
{four iJlhe mood is only irritable) are present to a significant degree and represent a noticeable change from usual behttYior: 
I. Inflated se)f.esteem or grandiosity. 

2. Decniased need for sJeep (e.g.. feels rested after only 3 hours of sleep). 
3. More talkative than usual or pressure to keep tuJkjng. 
4. Flight of ideas o r subjecti\re experience lhat thoughts arc racing. 
5. OistractibiUty (i.e., attention too euiJy drawn to unimportant or irrelevant external stimuli), as reported or observed. 

6. Increase in goal-directed activity (either socially. at work or school.or sexually) or psychomotor agitation (i.e .• 
purposeless non•goaJ-direcled activity). 

7. Exc:essive invoh'ement in activities lhat halo'e a high potential for painful consequences (e.g.. engaging in unrestrained 
buying sprees. sexual indiscretions. or foolish business investment.-,). 

C. the mood disturbance. is sufficienll)' severe lo cause marked impairment in socinJ or occupational functioning or to 
necessitate hospitu.li7..alion to prevent harm to self or ot.hers. or there are psychotic features. 

0 . 'The episode is not attributable to the physiological efl8ct of a substance (e.g.. a drug of abuse, a medication. other treatment) 
or another medic:aJ condition. 

Nc,te: A full manic episode that emerges during antidepressant treatment (e.g. medication. eJectroconvulsive therapy) but 
persi.sL-. at a fully srndromnl level beyond the physiological effect ofthal treatment is sufficient evidence for a manic episode 
and. therefore. a bipolar 1 diagnosi.s. 

Source: Reprinted wllh ~nnls !llon from the Diag,tost/c and Sta.rlst lcal Ma,wai o/Memal Disorders. Sthed.{Copyrlght 2013). 
Ame.rlc:an P!l)'Chiatrlc AS!IOCl.atlon. 
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and domineering. Angry outbursts and hostility may be part of the nearly constant Oow 
of verbal output, some of which is so tangentiaJ as to be incoherent. Consider figu re J 1--1.. 
which shows a letter written after a patient in a manic state was involuntarily hospitalized. 

lhe manic pc.rson·s demeanor is typicaJ ly flamboyant or dramatic. and judgment is 
poor: illegal activities and arrest arc not uncommon. Shopping sprees may occur. in which 
an individual may squander life savings or purchase large quantities of unneeded items 
without t he ability to pay. Sometimes. manic individuals become a&:,trf'cssivc and assaultive 
and increase their use of alcohol or drugs. 

Manic episodes typically begin rapidly and may follow exposure to stresso1·s. 111c 
syrnptoms build quickly and usually escalate over several days. TI1ey tend to be briefer than 
major depressive episodes. but can last several weeks. 

Figure 11· 1 Letter Sent by a Patient in a Manic Episode 

Source: Court.esyofOr.Charles L)'On11. 
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Hypomanic Episode 
'£he remain ing mood episode in the DSM-5 concen,s symptoms that arc similar to. but less 
severe than, a manic episodc.111c criteria identifying a hypomanic episode arc displayed in 
DS/d..S: Diagnostic Criteria for a Hypomanic Episode. At least three syrnptoms of elevated, 
expansive, or irritable mood are required. lasting at lea~t4 days: no psychotic symptoms arc 
allowed by the d iagnostic criteria. A variety of manic-like activities may occur. but they are 
less bizarre aud more organized than those within a manic episode. In addition. impairment 
resulting from the episode is minirnal. and hospitalization is not required. Nonetheless. the 
episode represents a change in functioning that is observable by other people. Hypomanic 
episodes tend to begin abruptly and may last from weeks to months: frequently. a major 
depressive episode eithc.r precedes or follows the experience. Up to 15% of sufferers eventually 
develop a manic episode as well (American Psychiatric Association, 2013). 

1be DSM-JV included a mixed cpisodeinvolvingalternation between a major depressive 
episode and a manic episode nearly evc.ry day during a l•wcck period. 1l1is wa~ removed in the 
DSM-5 and replaced with the specifier-with mixed features,- which can be added to manic 
or hypomanic episodes. to indicate that depressive features arc also present. or to depressive 
episodes. to indicate involvement of manic or hypomanic features. 

These three mood episodes arc combined in various ways to describe the DSM•S mood 
disorders. summarized in Table 11 · 1. As can be seen. the presence of any manic episode 
results in the diagnosis of bipolar I disorder. A major depressive episode can occur in major 
depressive disorder. in bipolar I or U disorder. or in persistent depressive disorder. Cyclo
thymic disorder involves less severe depressive states: a hypomanic episode characterizes 
bipolar Il disorder and, to a lesser extent. cyclothymic disorder. 

DSM-5 Diagnostic Criteria for a Hypomanic Episode 

Hypomanic Episode 

A. A distinct period of abnormally and pe:rsistent.lyelevnted. expansive. or irritable mood and abnormally and persistently 
increased ac:Uvil y or energy. lasting at least 4 consecutive days and present most of the day. nearly every day. 

8. During the period of mood disbtrbance and increased energy and acti"vity. three (or more} of the following symptom.-. (four 
if the mood i.s only irritable) have persisted. represent a noticeable change from usual behavior. and have been present to a 
significant degree,; 

I. In Ruled self-esteem or grandiosity. 
2. Decrea.c;ed need for sleep (e.g.. feeJs rested after only 3 hours of sleep). 

3. More talkative than usual or pressure to keep talking.. 

4. Plight of ideas or subjectiYe experience that thoughts are racing.. 

S. Distractibility (Le .. attention loo easily drawn lo unimportant or irrele\'ant external stimuli). as reported or obsened. 
6. Increase in goal-directed activity (either socially. at work or school. or sexually) or psychomolor agit.alion. 

7. ExcessiYe invol\'ement in activities that hm·e a high pote.nliaJ for painful consequences (e.g.. engaging in unrestrained 
buying sprees. sexual indb;cretions. or foolish business investments). 

C. The episode is assocmted wilh an unequivocaJ change in functioning that i.s uncharacteristic of the individunJ when not 
symptomatic. 

D. The disturbance in mood and the c:hange in functioning are observable by others. 

£. The episode is not SC\•ere enough to cause marked impairment in social or occupalionaJ functioning. or to necessitate 
hospitaJjzution. Tf there are psychotic features. the episode is., by definition. manic. 

F. The epjsode is not attributable to the physiological effects or a substance{e.g .. a drug or abuse. a.medication, other treatment). 

Note: A full hypomanic episode that emerges duringanUdepressanl treatment (e.g., medication. e.lectroconvulsive therapy) 
but persjsts at a fully t.-yndromaJ leYel beyond the physiological effecl of that treatment is sufficient evidence for a hypomanic 
episode diagnosis. However. caution is indic-ated so that one or two symptoms (particularly increased irritohility. edginess 
or agitation following antidepressant use) are not taken as sufficient for diagnosis of a hypomanic episode, nor necessarily 
indicative of a bipolar diathesis. 

Source: Reprinted with perrnis!tlon from the Dlagmutlc at1d Statlstlcnl Mmwol of.Mental Disorder&, Slh ed. {Copyright 2013). 
American Psychiatric Aslloclatlon. 
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lhc-se conditions occur at relatively high rates in the population. Kessler. Berglund. and 
their colleagues (2005) indicated that Ii fctimc. prevalence for any mood disorder is 20.8%. 
Sex ratios for the unipolar (depressed) conditions are decidedly higher for females. by a 
factor of2 or 3 tim.es tbe rates for males. Sex ratios arc approximately equal for bipolar I 
disot'der and cyclothymic disorder: however. it is expected that more boys than girls will 
receive the. diagnosis of disruptive mood dysrcgulation disorder (American Psychiatric 
Association, 2013). Of course, premenstrua l dysphoricdisorder is only diagnosed in females. 

Table 11-1 DSM-5 Depressive and Bipolar Disorders 

Disorder 

Major depressive disorder 

Per.sislent depressive d1sorder 
(dysthymia) 

Premenstrual dysphoric disorder 

Disruptive mood dysreguJation 
disordec 

Bipolar I disorder 

Bipolar II disorder 

Cyclothymic disorder 

Key Symptoms 

Presence of major depressive episode 

Pers:L~te.nt depressed mood. usually including 
major depressi\1e !:!pisode 

Mood lab.ility and mitability during mosl menses 

llefore age 10. recurrenl 5e\'ere temper 
outbursts 

Presence of man1e episode 

Major depressive episode plus hypomank 
episode 

Rec.'Urrent depression and hypomania. w1thout 
major depressive or manic epi!mdes 

Minimum Duration 
Required for Diagnosis 

2 v.'eeks 

2 years 

l year 

3 or more times 
per week. for 12 months 

I ,..-eek. 

2weeks 

2 years 

Sex ftatio 

More common 
among females 

More common 
among fe'males 

None 

Moreoommon 
among males 

Equal 

More common 
among females 

Equal 

Source: American Psychiatric Aiisoclation. 2013. 

Diagnostic reliability varies among the mood disorders. Brown and his colleagues (2001) 

reported good to excelleotreUability when agenc.ral mood disorder was the principal DSM-IV 
diagnosis (up to .72} and good reliability for the speci6cdiagnosis of major depressive disorder. 
1lie reliability for dysthymic clisorder(.22) was poor. however. In the DSM-5 fie ld trial<, a kappa 
reliability of only .25 was found for major depressive disordc-r, earning a "ques t ionable'" rating, 
while bipolar I disorder produced a ·good- kappa of .56 (Regier ct al .. 2013). 

lhe mood d isorders include a variety of qualifi.crs that further describe their onset. 
pattern. or severity. in addition to the ~with mixed features- spccifierde$cribcd earlier. \Nit h 

the cxceptjon of the less extreme d isorders (e.g .. cyclothymic disorders). the qualifiers can 
include a rating of severity (mild. moderate. or severe); if the severity is high, an indjcat:ion 

is included ac; to whether p sychotic symptoms a.re present. lf echolalia. cchoprax:ia. or 
disturbances jn motor activity arc dominant among the symptoms of bipolar I disorder 
or major depressive disorder. the qualification -w-ith catatonic features'" can be added. ~lhe: 
"melancholic features,. quali Ber de:scrihes particularly deep depression. which tends to be 

worse in t he morning and js characterized by loss of pleasure in nearly aU things. significant 
anorexia or weight loss. psychomotor changes. and early morning wakening. (In practice. 
the melancholic qualifier may be seen as an indication of need for more active intervention. 
including c.lectroconvulsivc therapy.) If t he mood disorder has onset during pregnancy or 
within 4 weeks of childbirtll, the qualifier-witll pcripartum onset~ L~ added. In some recurrent 

mood conditions. symptoms appear to cycle with the ti1ue of year: these can be indicated by 
a .. seasonal pattern" qualifier. Most often. the seasonal fonns of mood disorders are more 

severe in U1c winter months. corresponding to a shorter pe.riod of daylight.1heDSM~S added 
an "anxious distress'" specifier for mood conditions with anxiety symptoms. 



11.2 Depressive Disorders 

11.2a Major Depressive Disorder 

Mood Disorde,s and Suicide 

l'-1lajordcprcssivedisorder is the most commonly diagnosed disorder among adults (Craighead, 

Hart. Craighead, & Ilardi, 2002). As many as J in 4 females e.xperience major deprcssi\•c 
disorder a t some point in their li\1es; t he risk for males is 

a bout half of that. The a\·erage age of onset is in the m id·20s. 

though the condition can appear at an y point in life. 

Generally, younger people tend to have higher overall rates 
of depression than t hose in later life. ~u-1cdiagnosis requires 

the presence of a major depressive episode. which itself has a 

2•wec.k duration requirement. without any history of either 

manic or hypomanic episode.~. tl1c condition may consist of 

a single depressive episode. which remits and never recurs. 

More commonly(in approximately 60% of cases). a second 

episode occurs. although t he episodes may be separa ted by 

several years. Depression becomes more likely to recur with 

each additionaJ episode tha t an indi\•id ual suffers. Of those 

having a second episode. 70% have a third: of those having 

three episodes. 90% have a fourth (American Psychiatric 

Association. 2000). 

Homosexual maJes a nd females report a much hjgher rate of 
major depression than do heterosexuals. (S:huttrD'lockl 

Major depressive disorder can be associated witJ1 general medica.J conditions and health 

status: up to one fourth of those with diabctc-s. cancer. or heart cond itions develop depression 

during t he course of t heir mcdicaJ problems. It may be preceded or followed by dysthymia, 

and almost 10% of those having a single episode of major depressive disorder eventually 

develop a manic e pisode (and bipolar I disorder). Depression common ly co-occurs with 

certain anxiety disorders (e.g .. panic disorder). substan ce use disorders. eating disorders. 

and some personality disorders. Homosexual maJes and females report a much higher rate of 

major depression than do heterosexuals (Cochran et al .. 2003). A significant risk of n1ortality 

exists: Up to 15% of those with major depressive disorder die by suicide (American Psychiatric 

Association. 2000). Major dcpres.~ive disorder has a 12-month prevalence of a bout 7% in t he 

United States: it is 3 times more prevalent in young adults than in the elderly {American 

Psychiatric Association. 2013). 

11.2b Persistent Depressive Disorder (Dyschymia) 
'flte symptoms of persistent depressive disorder can be as severe as. and longer in duration 

than. major depressive disorder. 1he condition. new to the DSA1-5, essentially combines 

chronic major depressive disorder with the more persis tent but milder DSA1•1V diagnosis of 

dysthymic disorder. lt itwolves a nearly continuous state of depressed mood t hat has lasted 

for 2 years without much respite. As mentioned above. dysthymic disorder a ppeared less 
reliable than other mood disorders.1ltus, the /).™.5 task force concluded that t here was little 

to support the separation of the two disordc.rs. As now conceptualized. persistent depressive 

disorder requires fewer of the symptoms t han are required for a major depressive episode 

(that is. a major depressive e pisode is not a requirement for the diagnosis). but it does not 

limit t he number of symptoms e.-xpcrienccd. 'Ihus, most sufferers will probably experience 

major depressive ep isodes dur ing the 2-year course and. in fact. may continuousJy meet t he 

full criteria (i.e .• chronic major depressive disorder) ror t hat periocl 1l1e D5J."1•5 estimates 
:12.month prevalence to be 0.5% for persistent depress ive disorder and 1.5% for ch ronic major 

depressive disorder(American Psychiatric Association, 2013). 
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11.2c Disruptive Mood Dysregulation Disorder 
Another new diagnosis in the DSM.Sis disruptive mood dysregulation disorder (sec Table I l·2). 
11\e condition involves chronic., scvc.rc irr itability. manifested by temper outbursts be.ginning 
before 10 years of age and cxtcndjng to age 18. Temper may be expressed verbally or physically. 
involvingag,~ression against people or physical objects. Outbursts must be persistent (thr~ 
times per week or more) and cross situa t ional (in a t least two settings). In large part, t he 
condit ion was introduced to stem the in.creasing d iagnosis of bipolar I disorder in child ren 
by offering a category that covered noncpis.odic irritability. Although the criteria give an age 
window of 6 to 18, the diagnosis is not recommended for children under age 7: age of onset 
must be by 10 years of agc.111c prevalence is estimated at 2%- 5%. Children with disruptive 
mood dysregulat ion d isorder often show the symptoms o f nttention~dcficit/hypcractivity 
disorder and arc a t risk for depressive and anxiety disorders as adults (American Psychiatr'ic 
Association. 2013). 

Table 11·2 Summary of DSM-5 Diagnostic Criteria for 
Disruptive Mood Dysregulation Disorder 

Verbal outbursts (e.g .. verbaJ rages) an d/or heha\'loraJ ou tbursts (e.g.. physit:ally aggressive 
toward people or p roperty) o f a severe and frequent nature that a re extremely disproportionate 
in duration or intens.ity. considering the p rovocation o r situation. 

Persistent 1rntab1Hty o r anger between the temper outbu rsts. lastmg mosl uf almost every day. m 
a way that is observabJe by others (e.g .• teachers.. parents. peers). 

Criteria al,o,,e have been present for al least 12 months. throughou t which there has not been 
a period lnsting 3 or more c:onsecutive months in wh ich the person bas not had afl the above 
symptoms. 

Criteria above are experienced in at least two or three settings (e.g_ home. school. with peers) 
and symptoms are considered severe in al least one of these settin gs. 

Tem per outbursts a re nol consistent with the person ·s level of development. 

Temper outbu rsts oocu r at least three or more times per week. on 1werage. 

Onset of aJJ the above cnteda occurs before t he age of 10. by h1story orobservabon. 

Initia l diagnosi,sho uld not be made before the age of 6 or after the age o f 18. 

There has nt?\ ter been a d1stind period lasting more lhan o ne day in which all the symptom 
criteria for a manic o r hypomanic episode {except d uration) are not present. A developmentaJJy 
appropriate ele,ration of mood (e.g.. during a highly posit:hre e ,•ei,t or in an ticipation of it) is not 
cons1dered lo be a sym ptom of mania or hypomania. 

Temper outbu rsts are n(l,I. better explamad by another ment.al disorder (e.g.. post-traumatic 
stres$ d isorder. separation anxiety d isorder-. a ulism spectrum d isorder. persistent depressive 
dL<;order ld)'stJ1ymial). and the behaviors do not exdusively happen d uring an episode of major 
depressio.·e disorder. A diagoosis of disruptive mood dysregulation disorder c:annot coexLo;t with 
bipolar di6order. o ppositional deli ant d isorder. o r intermittent axpJosh-e d,sorder: however. 1t can 
coexist with others. including attenl io n-defidt/hype.rachvity disorder. conduct.disorder. major 
depres.swe d tsorder. an d substance use disorders.. 

Symptoms cann ot be attnbuted to a nother medical/ neu rological condition o r t-o the 
physiological effects o f a substance. 

Source: American P!lychiattlc Ass.ociadon. 2013. 
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11.2d Premenstrual Dysphoric Disorder 
Premenstrual dysphoric disorder graduated from a proposed diagnosis in the. DS1\tf.[Vto 

a depressive disorder in the DSM-5. It concerns rnood lability. irritability. and depressive 
symptoms during most menstrual pcrjods during the preceding year. 1be 
symptoms.which can include anger. anxiety. tension. and at least one physical 
sign of depression. must be present before menses. improve after menses onset. 
and become minimal by a week after menses. According to U1e DSM-5. this is 
not a culturc-bow1d condition: it occurs around the globe. although culture may 
influence the expression of symptoms. Its incidence may be as high as 5.8% of 
menstruating women (American Psychiatric Association. 2013). Some research 
has indicated that women with the condit ion have lower pain thresholds and 
experience pain more intensely; tJ1is is associated with lower beta-cndorphin 
levels in the blood (Straneva ct al .. 2007). A survey of3.965 women in the 
United States indicated that women with premenstrual dysphoric disorder 
were more likely to experience suicidal ideation and more HkcJy to make suicide 
attempts than those without the disturbance (J>ilvcr. Libby. & Hoff, 2013). 

Table 11·3 Summary of DSM-5 Diagnostic Criteria for 
Premenstrual Dysphoric Disorder 

At leas-tone of these symptoms must be present: 
-Notable irritation or anger or an increase in persona) conflicts 

-Notable feelings of hopelessness. d epression. or self-c:ntical thinking 

Premenstrual dysphoric disorder 
(commonly known as premenstrual 
syndrome or PMS) is a new depressive 
diagnosis in the DSM-5. (Shuttt"r.sloc:kl 

-Notable mood swings. increased sensitivity to rejection. orolher similar changes in feeling or 
attitude 

-Notable tension. anx1ety. and/or feeling of bemg kl")'ed up or on edge 

At least one of these symptoms must also be presenl. so lhat al least five total symptoms- a re 
present altogether: 
-Difficulty concentratmg 

-Notable lack of energy. easily tlrcd. or lethargic 

-Dist met change m appetJte (e.g.. overeating. specific food cnwlngs) 
-feeling out of control oroverwheJmed 

-Not as interested in the usual activities (e._g.. friends. hobbies. school. or work) 

-Distinct change in sleep patterns (e.g .. insomnia or hypersomnia) 
-\Ve1ght gain. breast Lenderness. feeling bloated. o r other phys:icaJ symptoms 

The ft\,e or more symptoms above must be present in the majority of m enstruaJ cycles that 
occurred in the preceding )'ear in the fol towing patte rn: symptoms are present in the week before 
menses begin. start to improve in a few days after me.nses begin.a nd minimiz.c ordiscontmue 
in the week after menses end. A daHy rating system should confirm this pattern for at 1east two 
symptomatic menstruaJ cycles. 

Symptoms c reate cl1n.icall}' s1gn1ficant stress or interference wilh ever)1dayactivil ies (e.g.. work. 
school. social actwilres) or relations with others (e.g .• not being as product.Jve at work. school. or 
home). 

Symptoms cannot be attributed to those o f another dh;or<le r (e.g,. panic disorder. major 
depressive disorder. persistent depressive disorder. or a personaUty disorder)~ however. this 
dishJrbance may co~occur with any of lhese disorders. 

Symptoms cannot be attributed to another medicaJ condition (e,g.. hyperthyrmdism) or to lhe 
physiok>gicaJ effe<:tof a.substance or medication. 

Sou tee: Amerkan Psychlal-rlc:Assoclatlon. 2013. 
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11.2e Other Depressive Disorders 
Many different medications and drugs. as well as medical conditions such as hypothyroidism. 
can produce severe depressive episodes. If the rnood d isttubance c.an be. traced to substance 
intoxte.ation, substance v.-,ithdrawal. or exposure to a medication (e.g., a lcohol. hallucin ogen. 

opioid, L-dopa} the appropriate diagnosis would be substan ce/ medication--induccd depressive 
disorder. I fit can be d irectly linked to a medjcal condition such as Huntington·s disease. stroke. 

or brain injury. the diagnosis would be depressive disorder due to another medical condition. 

11.3 Causal Factors in Depressive Disorders 
1he causes of major depressive disorder (which has received much more attention than 
other depressive disorders) and persistent depressive disorder have bec.n the targets of much 
re$earch over the past century. There is s trong evidence for biological and psychological 
involvement in the development of depression. 
although (like schizophrenia) no necessary or What are the causes of 
sufficient causal i nflucnces have been identified. depressive disorders? 
Nonetheless, scvc.ral contributory causal conditions 

have been investigated. 

11.3a Biological Components 
Genetic Factors 
Major depressive disorder occurs more commonly within families. and its prevalence may be 
3 times higher among first-degree relatives of people with tJ1ccondition.. 1\vin and familystudjcs 
show a moderate degree of genetic influence. with heritability estimates of about 42% for females 

Major depressive disorder occurs more commonJywiLhin 
families.. and ils prevalence mar be 3 ti.mes h igher among 
firs-l •d egree refatives o f people with the t--ondilion.. (Snrtter,.1od:) 

and about 29% for males, based on Swedish twin studies 
(Kcndlcr, Gat7, Gardner. & Pederson, 2006). 'There have been 
many genetic investigations into depre$sion. but no specific 
genetic basjs for depression has been reljably supported. An 

example involves the 5-HTT serotonin transporter gene on 
chromosome 17. which was apparently associated (in its short 
homozygotc form) witJ1 increased risk of dcpre$sion following 
stressful life evcJ>ts (Caspi ct al.. 2003i lbc usefulnc-<s of this 
genotype in predicting depression after s tress was partially 
confirmed by other s tudies (Goldberg. 2.006). However, a 
newer meta-analysis of published data involving U-1e 5-H'fT 
gene and depression found no evidence that the genotype 
was associated with depression in men or women or tJ1at the 
genotype improved the prediction of depression over that of 
stressful life events alone (Risch ct al., 2009). 

.Monoamlne 
bypoll1csls of 
depression 

Hypothesis that 
depression is caused 
by a deficiency of 
ccrtrun monoanune 
neurotransmitters in 
I.he brain 

Biochemical Factors 
'rhe biochemical basis of depression has been intensively studied s ince U1c development of the 
early antidepressant medications. Recall from Chapter 3 that. like the dopamine hypothesis of 
schizophrenia. the catecholamine hypothesis of depression proposed that neurotmnsmitter 
depletion in the brain caused unipolar mood disorder. '(he broader mouoamit1c hypotJ1esis 

of depression developed out of attempts to understand how antidep ressant medications 
worked in the brain. In the early 1950s. a chemical called iproniazid was synthesized for t he. 
treatment of tuberculosis. Physicians noticed that this drug seemed to make some patients 
mildly euphoric. \iVhen iproniazid was given to depressed patients, it was. inde-ecl. found to 
be moderately successful in relieving their symptoms. 
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Animal research indicated that iproniazid increased the concentration of the ncuro• 
transmitters norepinephrine (N"E)and serotonin (5·H11 in the brain. These neurotransmitters 
arc members of the catecholamine and indolaminc classes oft he biogcnicamincs. (Dopamine. 
the neurotransrnitter implicated in schizophrenia. is a catecholamine neurotransrnitter as 
well.) lbesc bioamines are synthesized from amino acid 
precursor substances (sec Figure 1 J .. 2).Although the activity 
of the biogenic amines cannot be directly measured in rea.J 
time in a living person, their metabolites (MHPG. H VA. and 
5-HIAA) c.an be measured in spinaJ fluid. blood. and urine. 

-
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It was subsequently discovered that iproniazid had 
its effect on monoaminc levels by inhibiting an enzyme 
(monoamine oxidase) that breaks down N£ and s~HT in 

the synapse as part of the neurotransmitter metabolism 
and rcuptakc cycle. By preventing the breakdown of 
these monoamincs. iproniazid effectively increased their 
concentration in the synapse. Other drugs that inhibit<:d 
monoan1inc oxidasc were also found to be useful in 
reducing depression in some patients. At about tbe same 
time. it was notjccd that a new drug being used to treat high 
blood pressure (reserpine) occasionally induced depressive 
reactions. Animal studies showed that reserpine depleted 
norcpincphrine and serotonin in the brain. 1he finding that 

The drug reserpine is used to treat h igh b lood press-we but 
can occnsionaJly induce depre.s.sive reacl io n~. Animal st1Jd ies 
showed thal reserpine depleted norepinephrine and serotonm 
in the b rain. lending to a depressed mood. 
('Wddmedu, C,ummrnu:./'N 11boon I lrutltull!ll of I lcnllhl 

drugs that increase monoamines alleviate depression. while drugs that deplete monoamincs 
induce depression. produced the monoamine hypothesis. which proposes that depression is 
caused by a relative depiction ofmonoan1incs in the brain. 

Other antidepressant drug.c;- the tricyclics- werc Jatc.r developed and found to increase 
the available amounts ofN£. Unlike the monoamine oxidasc inhibitor (MAO-I) drugs. the 
tricyclic drugs block the reuptake process and. thereby. increase the synaptic levels of NE. 
More recent medications- the selective serotonin rcuptnkc inhibitors (SSRls}-have less 
effect on NE and more on s~HT re•uptakc. 

Figure 11-2 Precursors and Metabolic Products of Two Groups of Biogenic Amines 
Source: •0verviewofRecenl R~ arcb on Depression: Integration of Ten Conceptual Models Into a Compretu!,nsl\-e 
Ctlnlcal Frame: byH. S.Aklskal a1ld W. T. McKinney. 1975. ArtMve.Mf Ce111:ral A yd1/a1,y. .12. pp. 285--304. 
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It is easy to imagine how the depletion of a neurotransmitter could produce symptoms 
of depression. If the number of neurons being activated is greatly reduced. one might expect 
to sec the cognitive and behavioral slowing. the reduction in energy, and the unresponsiveness 
observed in depression. Conversely, if the number of neurons being activated i~ greatly 
increased, the ovcractivity associated with mania might be expected. Howevc.r. evidence in 
support of the monoamine hypothesis has been inconsistent. ~111crc is little indication that 

depression can be directly Hnked to levels of monoan1incs: in fact. studies often find normaJ 
levels of NE and 5·H1' in depressed groups. and scrotonin--deplcting manipuJations do not 
reliably produce depression (France. Lysaker. & Robinson. 2007). Further. there is no logical 
requirement that the effect of a medication reveals the underlying cause of a disorder: aspirin 
relieves headaches. but headaches are not. therefore. caused by a tack of aspirin. Reviewing 
the monoaminc hypothesis and other chemical imbalance theories of depression. Valenstein 
(1998) concluded that while many in the pharmaceutical industry confidently assert t hat 
neu rochemical imbalances cause depression. the evidence is oft cu directly contradictory 
to that claim. 

Hormonal Dysregulation 
111e relationship between depression and stressful events indicates that the hypothalamic-
pituitary-adrcnocortical (H PA) axis (see Chapter 5) plays an important role in mood 
disorders. Conditions such as Cushing's syndrome 
and hypothyroidism. which affect t he endocrine 
system and the adrenal cortex. arc associated 
,'Ii.th increased risk for depression. 'fhc stress 

hormone cortisol is ele"·atcd in the blood of a sizable 
proportion of depressed patients: about half with 

How are mood disorders 
different from normal vari'ations 

in mood? How common are 
mood disorders? 

major depressive disorder show abnormalities in the H PA system (Peterson & Benca. 2006). 
Those observations led to searches for a biological test for depression that could serve 

as a inarkcr to distinguish those who bc-c.ame depressed after stressfuJ life events rreactive" 
or-exogenous- depressions) from those who became depressed due to internal biologicaJ 

dysfunctions rendogenous- deprcssions).1l1e dcxamethasone suppression test (JlST) was one 
such attempt. Oexamethasone is a synthetic hormone that normally suppresses tl1e secretion 
of cortisol and reduces HPA activity. In some depressed people. however. dexamethasone fails 
to have this effect. OST proponents presumed that those non responders were endogenously 
depressed (and. t he.refore. in need of medication rather than psychotherapy). Subsequent 

work. however. failed to support the OST as a specific 
marker for depression: instead. nonsuppression occurs 
in many other conditions. including panic disorder (as 
well as in .10% of normals) and appears to be a general 
index of level of distress. As a result. the DST is no longer 
considered a useful marker (Valenstein, 199S). 'fhe reactive-

endogenous distinction has also be-en largely abandoned 
because life events were found to be involved in the onset 
of most depressions fi.rst considered to be -endogenous.

At this point. it appears likely that chronic stress can 
produce long-term HPAdysregulation in many people w'ith 
depressive disorders. 

HonnonaJ fnct.o rs cou1d underlie the gender differences in the 
incidence of depressive mood disordcr,i;. Because of its cyclic 
pallern in females. estrogen )e\·el has been implicated in risk 
for depre.s.sio n. iShuttc,utoc:ld 

It is possible that hormonal factors underlie the 
gender differences in the incidence of unipolar (depressive) 
mood djsorders. Because of its cycUc. patteJ'n in females. 

estrogen level has bcc.n implicated in risk for depression 
(Goldberg, 2006). lbis hormone impact.~ neurotransmjttcr 

function. and fluclliating levcls may confer susceptibility for mood changes. Mood disorders 
become more common in females after menarche and occur in the contextofhom1onc~related 
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changes. such as in premenstrual dysphoric disorder. pcripartum onset depression. and 
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menopause (Steiner, Dunn. & Born. 2003). However. because hormonal levels fluctuate in all 
women. the unique nature of the involvement of such levels in t he. subset 

of women who become depressed remains uncertain. 

Sleep Dysregulat,011 
1l1e insomnia or hypcrsomnia characteristic of a major depressive 
episode suggests that sleep disturbances may play a role in depressive 
onset. There is evidence that the sJecp cycle is disturbed in specific ways 
among depressed patient.,;. and these disturbances may be seen even 

during periods of remission (J'etcrson & Benca. 2006). Nonna! s leep cycles 
progress through four stages of increasingly low~f.rcquency brain waves 
(as seen on an EEG). followed by a Jl<'riod of rapid eye movement (REM), all 
within a 90•minutecyclc that repeats through the night.Among depressed 
people. the latency to REM onset is shortened (that is, REM be.gins more 

quickly after falling asleep). and REM sleep periods tend to last longer. 
Occrcascd time to REM onset is one of the most reliable sleep disturbances 
associated with depression. However. the significance of the sleep pattern 
differences in depression is not clear, and sleep dysregulation docs not 
appear to distinguish unipolar from bipolar mood disorders. 

Neuroanatomy Decreased time to R E.M on.set is one of the most 

Bee.a use some types of brain damage arc associated with in creased 
depressive symptomatology, efforts to identify abnormalities in the brains 

re1iable s leep disturbances associated with 
depression.1Shut11:n:lod:) 

of depressed persons arc c-0nti..nuing. Findings of reduced activity in the prefrontal cortex are 
consistent with other studies suggesting reduced volume of that area among depressed patients 
{Davidson. Pizzagall.i. Nitschke. & Putnam. 200'2). Evidence of various other differences in 
activity in the hippocampus. the amygdalil. and the anterior cingulatc corte.x indicate that 
the brain is working differently in depressed people as compared w ith normaJ people. EEG 
differences in activity between tbc bl'ain hemispheres have also been found in some. but not 
a ll. studies. with lowered left hemisphere activity more characteristic of depression. In general. 
depression appears to be as.,;ociated with increased activ ity in the limbic system. perhaps 
together with decreased activity in areas that regulate limbic activity(Gotlib& Hamilton, 2008). 
However. none of these djfferences a ppears to be neces.,;ary for the disorder. and i t remains 
unclear whether these ncuroanatomic.a) indicators precede depression onset, co-occur with 

the disorder. or result from expression of the disorder (Davidson ct al.. 2002). 

11.3b Psychosocial Components 
The Psychoanalytic View 
The psychoanalytic view stresses the significance ofintrapsycl1ic processes that originate 
early in life in the development of depression. Evenu that happen in the oral stage of 
psychoscxual development arc considered important in creating a susceptibility to later 
depressive reactions. According to this perspective. young infants' eariy interactions with 
their mothers inevitably involve both satisfactions and frustrations. AJthough mothers feed 
and hold infants. prov-iding warmth. stimulation, and relief from painful stimuli, mothers 
cannot always provide satisfaction jmmcdfatcly or with total success. Infant.,;, Lhcn. begin 

to perceive motJ1crs as both good and bad. In this early stage of development. infants do not 
make a clear d.istinction between the extcrnaJ world (mother, in th is case) and their own 

selves. One way in which infants learn to deal with the world is by taking it inside: the process 
is called introjection. or the early beginnings of identification. Thus. infants introject the 
image of the good•bad mother into their own self-image. 

lntrojection 

In psychoanaJytic 
thcor_y. part of 
the process of 
identification whereby 
a pcnmn incorporates 
or intcrnali.1,es the 
charactcristks of 
others 
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Introjection need not lead to serious psychological problen1s later. unless the infant 
has experienced an unusuaJiy intense love for the -good'" mother and hate for the -bad" 
mother. Psychoanalytic theory states. however. that when such an intensely ambivalent 
image of the good~bad mother has been introjected. then. later in life. ,,.,hen the child or adult 

experiences a loss, this intense lovc .. hatc conflict from early infancy is reactivated. The auger 
and hatred become directed inward against that part of the individual that is the introjected 
bad mother. 1his inward turning of aggression, then. preswnably explains the depressed 
person's self-derogatory attitude that finds it.~ uJtimatc expression in suicidal impulses. Some 
combination or the mother's actual behavior(scvere deprivation, perhaps. or overindulgence 
mixed with occasional frustrations) and the infant"s fantasies would determine whether such 
a depression-producing introjection occurs. 

No empirical evidence is available to support or refute the psychodynamic perspective 
of depression as aggression•turne<J.inward. (tis difficult. of course. to test a theory that rcst.s 
on the rnental imagery of infants. 

Inf ant-Motlier Attachment 
Others consider the child -mother relationship important in the development of mood disorders 
independent of the psychoanalytic perspective. Spitz (1946) obscr\'cd infants or unwed mothers 
in an institutional nursery. AJtJ1ough the mothers \'/ere encouraged to spend considerable 
time with their babies, some had to be away Crom their infants for long periods. Jtrom a sample 

of l23 infants observed during the first year of life • . 19 were repo.rted to 
have devcJoped an obvious syndrome of depression. Sad fac.ia) c.xpression. 
weeping, lack of responsiveness to environmental events. slowness of 
movement. loss of muscle tone. refusal to cat. insomnia. withdrawal. 
and apathy were evident. \Vhen their rnothcrs came back. the children 
cvcntu.ally returned to normalcy. This reaction occurred only in some 
infants whose mothers had to be away from them for about 3 months when 
the infants were between 6 and LO months of age. but not in all such i nfanL.~. 

In a later experimenta.J study. Kaufman and Rosenblum (1967) 
separated four infant monkeys from their mothers but kept them with 
the father and another adult female. During separation. which lasted 
4- weeks, the infants displayed loud screams. agitated pacing and 
searching. and distress calls.1.ltese behaviors lasted for 24- 36 hours. 
during which time the infants did not sleep. Afterward. thrc-c monkeys 
became inactive. stopped responding to or making social gestures. and 
ceased play behavior. 1lte.y frequently sat hunched over. almost in a ball. 
with their heads between their legs. 'l11cir facial muscles sagged. and they 
presented the classical facial configuration of human dejection. 1.11ey 
occasionally emitted a plaintive cooing sound. The monkeys gradually 
began to recover. and by the end of the month of separation. the infants 
had almost returned to normal. 

The qualilyormolher-infanl attachment may be 
a contributing factor fo r depression. (Sbuur n tod:l 

t hese early studies supported the view that the quality of the 
maternal relationship inOucnced risk for depression. Besides mother-. 
infant separation early in life, the quality of infant-child attachment 
conti nues to be seen as a contributing factor for depression. Oisruptions 

in attachment- including emotional detachment. maternal abuse. or maternal deprt'ssion
servc to increase r isk for depression (Goldberg. 2006). However. there is much variability 
among indjviduals in the strength of these associations (\+Villerman & Cohen. 1990). 

Reduction of Positive Reinforcernent 
Since Skinner (1953). the behavioral perspective has assumed that depression is related to a 
relative los.<of positive reinforcement and pleasure. Fcrster(l973) and Lcwinsohn {1974)suggcstcd 
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that the apathy and lack of rcsponsivcncs.,; associated with depression result from a lack of 
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contingent positive reinforcement for nondepressed bcha\'lor. ln some ways. then. depression 
is similar to being in a state of extinction. This s ituation could come about in several ways: 

• Few events may be reinforcing. Some depressed persons may simpJy experience 
attention or social responsiveness as less reinforcing than do other people. As a 
result. the motivation to act L~ not present. 

• Fewer reinforcing events arc available. Depressed persons may have fewer friends 
and others to whom they can turn for reinforcing interaction. The death of a loved 
one or the breakup of a relationship. for example. might be especially devastating 
to a person who has few alLc.rnativc sources for interpersonal satisfactions. 

• Social reinforcements may be available and. in fact. reinforcing. but the depressed 
person may lack t he social skills necessary to obtain these reinforcements. 

• Persons may not only lack skill in initiat.ing and main tai ning enjoyable social 
interaction. but they may aJso have develop-ed response styles that are aversive 
to others and that actually drive people away. ~l'his effect was shown in au 

experiment conducted by Coyne (1976). female college students were asked to talk 
for 20 minutes on the telephone to a depressed female outpatient. a non depressed 
female outpatient. or a normal control female. Aftcn\lard. subjects who had talked 
to the depressed patient.or,; reported themselves to be significantly more depressed. 
anxious. and hostile than subjects who had talked to either of the other two 
types. 'Otey also were rnorc rejecting of the depressed patients. expressing less 
willingness to interact with them in the future. If depressed persons manage to 
make talking to them an aversive experience. it would not be surpris ing for people 
to avoid them. reducing even furtJ1er their sources of social reinforcement. 

• A final circumstance associated with low rates of positive social reinforcement is one 
in which an unusually high proportion of a pcrson·s behavior is controlled by negative 

reinforcement that is aimed at avoiding aversive consequences. A student. for 
example. may spend long hours studying because he or she is afrrud of the. disapproval 
and criticism that accompany low grades. not completing college. or not getting into 
graduate school. As another example. Forre.<t and Hokanson (1975) suggc.stcd that 
depressed individuals may ha\'e lcan1ed to make scl f•punitivc responses in order to 
avoid aggressive responses from others. A life that is dominated by aversive control 

and has relatively little positive reinforcement might. in time. lead to depression. 

Cognitive Processes 
Cognitive theorists. however. argue that it is the other way around: Persons feel depressed 
because they engage in depressed ways of thinking. Beck (1976) emphasized the role of 
cogn itions in producing and maintaining depression. According to Beck. these inne.r 
statements take three forms: (1) 'Jhc person may exaggerate the magnitude of obstacles. 
responding to any minor frustration with thoughts such as~, Jnight as well give up.- (2) 'fi1e 

person may interpret relatively trivial events as important losses. For example. a wealthy 
businesswoman regard~ herself as poor whenever she hears of someone making more money 
than she docs: a man who has to wait 30 seconds for an elevator thinks. ·'J'm losing valuable 
time." (3) 1-be person may be continuaJ ly se(f .. disparaging. magnifying criticisms and insults. 
An outstandi ng student tJ1inks whenever a teacher calls on another student. "She doesn't 

really think fm smart. or she would have called on me."' A student who has difficu lty getting 
a date on a single- occasion thinks ... I must be repul~ivc to girls."' Beck believes tJ1at persistent 

thoughts of this kind cause the person to foci and act jn a depressed manner. 
These inner st.atcments.or automa tic thought.i. tend to be pessimistic and negative. RatJ1cr 

than considc-ring positive interpretations for events. the depressed person seloctivt:ly accepts the 
most negative interpretation available and assumes that things will only get worse in tJ1e future. 

Automatic thoughts 

Co\rerl self-statements. 
oflen pessimistic 
and ne~tive. that 
occur readily and 
may contribute to 
depress.ion 
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So. for Beck, a depressive cognitive triad charactcriu.-s depressive thinking: negative thoughts 
about the self. negative tJ1oughL1., about the present. and negative thoughts about the future. 

Learned Helplessness 
Seligman (1975} proposed a cognitive-behavioral theory of depression that centers on the 
person's belief that he or she has little control over the important even.ts in life. Seligman 
used the tcnn learned helplessness to refer to this learned belief or expectation that there is 
nothing one can do to improve a bad situation. The idea of learned helplessness originated in 

• 

animal experiments in which Seligman and h is colleagues 
were studying the relationship of fear conditioning to 
instrumental learning. l hcy found that dogs that received 
inescapable painfu l electric shocks (while restrained in a 
harness) we.re impaired in learning a future task in which 
they couJd avoid shock by jumping over a barrier from 
one side of the box to another at a g iven signal. Similar 
impairment rud not occ.ur in naive dogs or in anirnals that 
had received prior escape training. 

In general, animals wilh lea.med help1essness training show 
sevemJ .symptoms .similar to h uman depression. including los..<1 
of appotJle. loss of sleep, passivity. and wejght loss. liS,oc¼) 

Subsequent work by Seligman and others. using 
variations of the triadic design methodology described in 
Chapter 5. explored the helplessness effect in different types 
of situations with d ifferent species. ln general, animals with 
learned helplessness training show several symptoms similar 
to human depression. including loss or appetite. loss of sleep. 
passivity, and loss of weight. Seligman (1975) concluded that 

Learned 
belpless ne.ss 

lhe theory that 
deprc~ion is caused 
by a lack of connection 
bet ween responses and 
their outcomes {i.e .. 
a lack of control over 
events) 

Attribution modcl of 
depressJon 

View that depression is 
caused by a pessimisuc 
attribution style that 
emphasizes internal. 
stable. and global 
factors to explain 
personal problems 

depression was caused not by lack of reinforcement but by learning that responses have no 
connection with outcomc.~- the result of which is helplessness in future situations. 

Considerable animal research shows that the unavoidable stress that produces learned 
helplessness also produces lowered levels of brain norepincphrine. Although different 
investigators disagree as to whether the helplessness is first learned and then produces 
the lowered levels of NE or the lowered levels of NE come first and cause the observed 
helplessness (Seligman. 1975: \.Yeiss. Kruger. Danielson. & Elman.1974). there is agreement 
that uncontrollable and/or unpredictable environmental stresses cause NE depiction. 
providing a good model of how psychological events can affect brain chemistry. 

Learned helplessness as an explanation of human depression. however. received 
considerable criticism (e.g .. \.Yortman & Ointzer. 1978). Abramson. Seligman. and Teasdale. 
(1998) reformulated it as an attribution model of depression. They proposed that 
attr ibutions about the ca.uses of events are made across three dimensions: internal-external. 
stable-unstable. and global-specific. If an attempt to do something ends in failure. people can 
attribute the failure to internal factors rrm stupidH) or to externaJ factors c··l'hc task was 
impossible"). to stable condit ions (- It 's the way ( am H) or to unstable conditions r1 did not 
sleep well"). and to g lobal ("I'm not capable") or to specific ("I had the wrong tools") factors. 

In this cogn itive fonn of the model. depression is caused by a pessimistic. attribution style 
that cmplO)'S internal. stable. and global account.c; of personal problems. 

Other Psychosocial Factors 
11,crc appear to be many other life events that can contribute to risk for unipolar mood 
disorders. Stressful li fe e\'ents are strongly related to onset of depression. especially when they 
are experienced as uncontrollable or unpredjctable. for example. sexual or physical abuse in 
cltildhood is clearly related to later dcpre-ssivc conditions (Goldberg. 2006). Further, tlte number 
of stre.c;sful life events is directly associated with the incidence of depression (Risch et al.. 2009). 

11,e intensity of strcssors required to trigger deprcss·ion appears to be less for each successive 
recurrence of the depressive episode. and recurl'cnt depression is related to a reduction in 
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volume of the hippocampus. presumably as t he result of toxic stress hormones (Monroe & 
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Harkness. 2005). Poverty and low socioeconomic status have rcccnt1ybcen Unked to epigenetic 
changes in methylation of the serotonin transporter gene and 
to increases in runygdala reactivity. suggesting that familial 
poverty may affect biological risks for depression (Swartz. 
Hariri. & \\1illiamson, 2016). Much attention has turned to the 

serious impacts of bullying. following highly publicized school 
shootings across tJ1c United States. lntercstingly, in a Danish 
sample of2.:l48 boys. t hose who frequently bullied others at 
age 8 were more likc-ly to show depression and suicidal activity 
by age 18: however. the victims ofbullyingwerc not themselves 
a t increased risk (Klomek et al. 2008). 

11.4 Treatment of 
Depressive Disorders 

'01cre is a strong tendency toward -spontaneous- recovery and 
recurrence in the mood disorders. Morri~on, \iVinol-ur. Crowe. 

and Clancy(J973) reported follow-up ratings oo 87 patients with 
bipolar disorders.. 202 with uuipolardeprcssion, and 183 poor~ 
premorbid schizophrenics. 111c results are strik ing. After 
5 rears. approximately 80% of the patients with mood disorders 

Students gather in Holden Ha11 du ring the massacre al 
Virgin ia Tech on April 16. 2007. More attention is now bemg 
paid lo the perpetrator·s mental health in s uch incidents. 
r\'irfl,lm• Tech mll$UCrt D.tmiano ph,n,t I) from I Loldi:n Hall Muddied! by 

\\11b11m ChnM: D11.1tu11-nD, aw.tl.ableu.nder a CreativeCotn:mon• Attnbuliinn 
License, CC BY SA :LO at btl~://c:u:nm1m,.,..il:im,e,dia.«g/••i ld/ Filt:Virj;inill _ 
T«b _mlt.Ullnt-_ D.am,ano _pbDl.o _front_ 1 loldcn _ I Lall_ mOOitied:!.jJIA I 

had recovered. as compared with fewer than a third of those with poor .. prcmorbid or process 
schiwphrenia(scc figure 11-3). These patients were hospitalized bcforecithcr elcctroconvulsivc 
treatment or antidepressant drug.~ were used at their 
hospital: thus. these data tend to show tJ1c .. natural'" 

or untreated course of the disorders. 

Do mood disorders improve 
without treatment? 

Figure 11·3 
Percentage of Recovery 
in Patients Over Time 

Follow-up information 
was obtained at different 
times for different groups of 
patjcnts. Each point on the 
curves represents a. different 
group of patients. 

Data source: "'!he Iowa 500: Tile 
Flrst Follow-Up; by J. Morrison 
et al_ 1913.Arthh,e.,;o/Ceneral 
h)r.hlatry. 127. pp. 678-682. 
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Recent work employing more precise diagnostic criteria finds similar rcn1:is.,;ion rat.cs 
for major depressive disorder (between 70% and 75% for both genders over a 2-ycar period). 
although rem ission is slowed when a. personality disorder is aJso present (Grilo et al.. 2005). 
Bipolar remission rates arc lowc.r, however. with about half of tbc patients showing sustained 
rcmjssion or improvement over a. to-year period (Goldberg & Harrow. 2004). It should be 
remembered that for the majority of sufferers. mood disorders arc recurrent. dramatically 
increasing their impact on public health. Still. in the context of such levels of~spontaneous" 

improvement, it might be expected that treatment effect~ could be overestimated. lo fact. the 
placebo response is qtdtc high in outcome studfos of depression. making the identification 
of effective treabucnts more difficult. However. a variety of biological and psychological 
interventions have been shown to be effective in treating the unipolar depressions. 

11.4a Biological Treatments 
Medication 
Antidepressant medications arc demonstrably effective in many randomized. p lacebo .. 
controlled studie.s. although no particular antidepressant has been consistently shown 
to be more effective than others (Nemcroff & Schatzberg. 2002). 'typically. medication is 
effective for 50%- 70% of outpatients in a lleviating depression (1basc & Kupfer. 1996). All 
of these med ications work to increase tJ1e levels of neurotransmitters (especially NE and 
5 •H'f) with in the synaptic cleft. the primary differences bet-..veen the different classes of 
antidepressants concern side effects and safety. 'Jricyclics and MAO~ls arc less well tolerated 

by patients because of a variety of unpleasant s ide effects. including dry mouth. blurred 
vision. constipation. and weight gain. 'They arc a lso less effective for depression with psychotic 
features. MAO ~ls have the disadvantage of requiring multiple doses per day. further. to 
prevent possibly serious hypertensive eris.cs. patient.,; on these drugs must avoid certain foods 
that contain the amino acid tyramine. including chocolate. cheese. and some meats and 
wines. \.Vith these side effects and restrictions. the tricyclics and MAO-ls arc associated with 
poorer patient compliance in treatment. ln addition. the ant.idepressive effects of mcdfoation 
arc typically not seen for several weeks. Because depressed patients arc al inc:rcased r isk of 
suicide. overdose is an important consideration with these classes of antidepressants. since 
a fatal overdose may require less than a 2-week supply of pills. 

r::'or those reasons. SSllls are generally the first -line medical treatments for depression at 
present. and they arc among the most widely prescribed of aJI drugs. Studies comparing the 
effectjvcness ofSSRls and tricyclics generally indicate similar rates of improvement. with 
SSRlsshowinglower discontinuation rates due to intolerance. SSRlsalso present a much lower 
risk of overdose and produce milder side effects (which can include nervousness. insomnia. 
nausea. and sexual dysfunction). Either alone or in combination with other antidepressants. 
these therapies have received research support in the treatment of major depressive disorder 
and dysthyrnic disorder. However. relapse rcrnains a s'ignific.ant problem. e.specially when 
medication is discontinued: tJ1e risk can be reduced. but not eliminated. by continuation of 
pham,acothernpy (Thase & Kupfer. 1996). 

Unfortunately. in such a lucrative pharmaceutical market. there have been some troubling 
revelations about outcome research on antidepressant medications. A study by'l\Jrner and his 
colleagues (2008) reviewed the data on outcome trials involving t2.564 patients. submitted 
by phannaceutical companies to tJ1e Food and Drug Administration {FDA) between 1987 
and 2004 as part of the drug approval process. ~llte data contained outcome results for 

12 different medications. including widely prescribed drugs marketed as Zoloft. Prozac. 
and Effexor by major drug companies (Eli Lilly. Pfizer. and Wyeth. respectively). Some of 
these trials submitted to the PDA reported positive outcomes while others did not. 11.Jrncr. 
1\'latthcws. Linardatos. Tell. and Rosenthal (2008). however. found a strong public.ation bias in 
the professional literature: 37 of38 trials reporting positive results for anUdcprcssants were 
subsequently published in psychiatric journals; yet. of the 36 studies that reported negative 
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or questionable outcomes. only 14 made it into print, and those that did were worded to 
convey the impression of positive outcomes. Put another way. 48 of51 published studies 
(94%) reported positive outcomes. while the FDA database registered only 38 of 74 studies 
(51%) as reporting positive results. According to .Matthews and his colleagues. the effect of 
such selective publication is to over,-inflatc each drug's reported superiority to placebo in the 
literature. ·me effects of nontransparent reporting of results can be quite alarm ing. In 2015, 
researchers reanalyzed Sn1ith.Kline Bcecham's Study 329: when published in 2001. the study 
established the safety and efficacy of paroxetinc and hnipramine in treating adolescents for 
unipolar major depression. 11>.e reanalysis included restoring-invisible and abandoned trials,. 
from the original study records, with the result that neither drug was found to be superior 
to placebo in any of the study's outcome measures. However. both drugs produced harmful 
side effects in adolescent clients, including suicidal ideation and cardiovascular problems 
{Le Noury ct al .. 201si prompting several experts to call for retraction of the original Study 329. 

High rates of placebo response in studies of antidepressant medication were already 
a concern: however. the placebo condition is not the same as no treatment, since patients 
receive rnuch contact and attention from staff, ,..,·hich rn.ay a.Jone have therapeutic benefit 
(Ncmeroff & Schatzberg. 2002). Kirsch. Moore. Scob-Oria. and Nicholls (2002) reviewed data 
submitted to the FDA for the top six antidepressant medications between 1987 and 1999. 'O,ey 
concluded that only 18% of the response to medication was the re-sultofthe pharmacological 
components; the remaining effect was duplicated in placebo groups. tlley concluded that 
the cJinical significance of the slight superiority of drugs over placebo was questionable. 
1hcsc issues notwithstanding, the SSR Is remain among the most widely prescribed of all 
rnedications and are routinely given to depressed patients as the first (and often onl)') 
treatment intervention. 

In the past few years. interest has increased in the glutamate receptor modulator drug 
ketamin.e- a fas t•actin.g sedative that has also been sold as a street drug C-Special K~)- as a 
rapid inten•ention for treatment•resistant depression. It has outperformed electroconvuJsivc 
therapy in some early controlled trials and has also been tested on bipolar disorder and 
PTSD patients (Schwartz, Murrough, & losifcscu. 2016). Tempering the early enthusiasm, 
however, is the report that ketamine can be dangerously toxic to the bladder (Baker. Shabir, 
GcorgopouJos. & Southgate. 2016). Because SSR l medications often require several weeks 
before symptoms ilnprovc, research will no doubt continue into ketamine-bascd alternatives 
that offer rapid response but minimize toxicity. 

Electroconvulsive Therapy 
1\vo Italian psych iat1·ists, Ugo Cerlctti and Lucio Bini. first introduced electrocon\•ulsive 
therapy (EC1') in 1938. In the original treatment. two electrodes we.re placed on either side 
of the head at t he temples. and a voltage of about LOO volts AC was applied briefly (from 0.1 
to O.Sof a second). The e-lectric current produced aconvul~ivc seizure (similar to grand mal 
epilepsy) that lasted for 4-0 to 60 seconds. Patients lost consciousness inunediatcly and did 
not regain it for several minutes. 111cy were likely to be somewhat confused and dazed for 
an hour or so afterward. 

1bc procedure has been refined so that it is no longer as unpleasant or as likely to cause 
physical injury to the patient. £Cr is now typically applied unilaterally rather than bilaterally. 
most often over the nondomjnant hemisphere ofU1c brain. A short-acting sedative drug and 
a muscle relaxant arc frequently admjnistered intravenously before treatment, putting the 
person to sleep so that thcstrongmusdc contractions will not fracture any bones. Ordinarily. 
treatments arc given two or three times a week for a total of2- 10 weeks. depending on how 
quickly jmprovemcnt occurs. 

Although EC'f has many cri tics. it seems to work more quickly and possibly with a 
higher percentage. of patients than do the antidepressant drugs (A,.,ery & \Vinokur. 1977). 
At one time. in the 1940s and 1950s, ECT enjoyed widespread use with almost all forms of 
psychotic cUsordcrs. including schizophrenia. Research. however. consistently showed that 
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its effectiveness is limited to severe depressive and obscssi\re-compulsive symptoms. Memory 
loss as a side effect has long been a s ignificant p roblem for some p atients. £mest Hemingway 
received two series of c lcctroconvulsivc treatments and cornplaincd bitterly to his friend 
and biographer. A. E. Hotchncr (1966). about how his memory was \\ffccked and how he was 
ruined as a wr'itcr: .. \Vhat is t he sense of ruining my head and erasing lll)' memory, which is 

my capital, and putting me out of business?'" 
Still. ECT works quickl)1 for depression. and ECT response rates for those who do not 

respond to rn.cdication range from 50%- 60% (1hasc. & Kupfer. 1996). EC'f has been shown 
to be superior to antidepressant medications or placebos in controlled randomized tria ls 
and remains important in the treatment of severe and resistant forms of depression 
(Pagnin. de Quciroz. Pini. & Cassano, 2004). Although it remains an effective intervention. 
the mechanisms of its action are un clear, and the relapse rate after treabncnt. is high. In 

recent years. it has been used much less commonly and only after other interventions have: 
been unsuccessful. 

Tra11scra111al Magnetic St1mulat1011 
As noted jn Chapter 3. a variety of new somatic stimulation techniques. including vagus 
nerve stimulation and transcranial magnetic stimulation ('l'MS), seek the effectiveness of 

ECT without producing seizures. Repetitive transcranial magnetic stimulation (rTMS) uses 
several short pulses of magnetic stjmulalion at subseizurc tJuesholds to stimulate areas of 

the cortex. Several demonstrations of effective use of rTMS arc available in the I itcrature. 
and some reviewers concluded that the approach is promising in depression treatment (e.g .. 
MarangcH. Martinez. Jurdi. & Zboyan. 2007). Other reviews. however. concluded that it is 
no more effective than sham therapy (Couturier. 2005). In a randomized controlled trial. 
rTMS was much less effective in producing short .. term relief than ECT (Knapp ct al.. 2008). 

and neither approach produced long-term improvements. However. newer data have been 
reported that indicate dailyTMS for 4- 6 weeks was effective in treat1ncnt-resistant patients 
,-nth unipolar. nonpsychotic depression. and improvements were maintained ata l~ycar 

follow-up (Caswls. 2013). 

11.4b Psychological Treatments 
A variety of psychotherapies have been demonstrated to he effective in the treatment of 
unipolar depression. Chambless and her colleagues (1998) included interpersonal therapy. 
behavioral therapy and cogn itive therapy among the well-established psychological 
interventions for depression. and brief dynamic therapy. self-control therapy. and social 
problem-solving therapy as probably efficacious treatment.~. Several reviews have concluded 
that certain psychotherapies arc equally effective as medical.ion and have lower risk of relapse 
in the treatment of unipolar depression. 

Cognitive TI1erapy 
Beck's cognitive therapy has been the most extensively evaluated treabncnt. and seve.ral 
controlled trials support its effectiveness as at least equivalent to standard antidepressant 
medications (Craighead, Hart. ct al.. 2002). It appears to have a protective effect against 
relapse. wjth l •yc.ar relapse rates of approximately2S%. compared to 50% for antidepressant 
medication (Gloagucn, Cottraux. Cuchcrat. & Blackbum. 1998).11,e LhcrapytypicaUy involves 
identifying and challenging dysfunctional l:>elief patterns (or schemas) about the self and 
the world. wh ich are characteristic of depressive thinking. 'Ch rough a process of testing 
the validity of these depressive cognitions and engaging in more ohjective evaluation of 
events. depressive thinking can be modified. Cognjtive therapy is oft.en combined with 
behavioral -homework" to increase activity levels. practice newly acquired personal skills. 
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and counteract the prevailing perspective of self-failure. 1hc evidence supporting cognitive 
therapy and cognitive~bchaviorthcrapy for depression has made it the -gold standardH against 
which other psychotherapies have been compared. 

Behavioral Therapy 
Consistent findings also support behavioral therapy as effec• 
tive for depression {Craighead. Hart. ct al.. 2002). Several 
positive reviews have recently appeared comparing behavioral 
approaches with other psychotherapfos. A literature review of 
randomized trials by Ekers. Richards. and Gil body (2007). for 
example. concluded that behavioral th~py ,-.ras superior to 
brief psychotherapy and supportive therapy. yet equivalent 
to cognitive therapy. leading the authors to question whether 
adding cognitive components to a sim pler behavioral 
intervention would be useful in treatment of most patients. 

A variety of techniques are used within behavioraJ 
therapy approaches to treating depression. including self• 
reinforcement and social skills training. In an early illustration. 
Fuchs and Rehm (1977) devised a t raining procedure to 

Cognitive therapy typically involves identif ymg and 
challenging dysfunclionaJ belief pntlerns ahoul the self 
and I.he world. which are characteristics of depressive 
Utinking. {.'i!m:itcnlod:J 

increase self~reward and dec.rcasc self•punishment among depressed subjects. First, they 
taught their depressed women to attend more to positive or successful events: to set realistic. 
step•by•step goals for beha,rioral change; and to provide themselves with generous, self• 
adm inistered rewards contingent on successfully completing each small step toward their 
goals.1l1is 6•weckprogram resulted in significant decreases in both self•rcport and behavioral 
measures of depression. 

Behavioral activation (BA} seeks to institute behavior change by increasing activity 
levels and by encouraging approach. rather than avoidance. of difficu lt situations 
(Oimidjian, Marte.LI. Addis. & Herman-Dw1n, 2008). It teaches coping skills with the goal 
of increasing bcha,•ior in contexts where reinforcing results arc likely. Techniques include 
self-monitoring, scheduling of goal-directed activities, and addressing specific behavioral 
deficits. In a controlled study involving 241 subjects with major depressive disorder, 
behavioral activation was equivalent to antidepressant medication and superior to cogn itive 
therapy in acute intenrention for more severely depressed persons (Dimidjian ct al.. 2006). 
A subsequent random ized trial cornparing cognit ive therapy, antidepressant medication. 
and BA (Dobson et al.. 2008) found both cognitive therapy and BA at least as effective as 
continued medication at a I-year follow•up, as well as a 2-ycar follow-up. after medication 
was djscontinucd. Cognitive tJ,crapy and behavioral activation also showed lower r isk of 
relapse compared to medication. BA appeared more effective than cognitive therapy with 
more severely depressed patients, but it did not differ significantly from cognitive therapy in 
otJ1er outcome measures. Dobson and his colleagues (2008) concluded that BA is a rcJativcly 
simple. cost•cffective. and cndu ring intervention. Other meta~anaJyscs of treatment literature 
(Cuijpers. van Straten, & \i\larmcrdam, 2007) a lso support the effectiveness of BA as an 
uncomplicated and efficient treatment for depression that produces lasting improvement. 
A recent randomized controlled treatment comparison of patients assigned either to BA 
(N = 221) or CST (N = 219) concluded that BA was as effective as CBT but cou ld be provided 
at lower cost by therapists \'Ii.th less training (Richards ct al .. 2016). 

Other Psychotherapies 
lntcrpersonal therapy focuses on identification and improvement of a person's difficulties in 
interpersonal functioning (including grief, isolation, disputes, and role transitions). especially 
with family members. It has been demonstrated in randomized controlled triaJs to be effective 
in major depressive disorder (Craighead, Hart. ct aL. 2002). Other. newer psychothl?rapies arc 
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demonstrating effectiveness as well. Acceptance and com1nitment therapy was equivalent to 
cognitive therapy for depression in a recent randomized controlled trial (Forman, Herbert, 
Moitra, Yeomans, & Geller, 2007). Seligman, Rashid, and Parks (2006) outlined an approach 
for treating depression that does not focus on depressive cognitions but rather on positive 
thinking about events. "Positive psychotl1erapy" seeks to increase engagement and positive 
emotions through practice. Specific exercises are designed to encourage the depressed 
person to identify personal strengths; focus on and savor good tl1ings in life; and cultivate 
positive attitudes such as optimism, forgiveness, attachment, and gratitude. Initial reports 
by Seligman and colleagu es suggest significant improvement in depression measures for 
those completing the course of treatment. 

11.4c Other Treatments for Depression 
Sleep deprivation is one of the 1nost rapid, but least commonly used, intervent ions to treat 
depression. Preventing REM sleep can produce a 50% decrease in symptom severity within 
a few hours for between 30% and 60% of patients, though the improvement is short-lived; 
relapse occurs after even a brief nap. Relatedly, most antidepressant medications are REM 
sleep suppressors (Peterson & Benca, 2006). Phototherapy with bright, broad-sp ectrum 

Phototl1erapy witl1 bright, broad-spectrum lighti11g has bee11 
effective in treatil1g seasonal recurrent depression. 
(Wikimeclia ConlDlons/Public Domain) 

lighting has been effective in treating seasonal recurrent 
depression, although in a comparison study, CBT prod11ced 
fewer relapses and lower symptom severity than light 
therapy, both after treatment and at 1-year follow-up 
(Roha n, Roecklein, Lacy, & Vacek , 2009). Eviden ce is 

inconsist ent for light therapy alone in the treatment of 
no11seasonal depression, with about half of recent studies 
finding evidence of effectiveness and half finding no support 
(Even, Schroder, Friedma n, & Rouillon, 2008). However, a 

newer randomized controlled study found that bright light 
therapy was more effective than placebo for nonseasonal 
depression, and the combination of phototherapy and SSRI 
medication was more effective tha n medication alone (Lam 
et al., 2016). Another successful combination approach is 
the chronotherapy t reatment, which was t ested by Martiny 
and others (2012). In the study, 75 depressed patients were 

Phototherapy 

Use of broad-spectrum 
light to treat seasonal 
depression 

Chronotherapy 
Therapy that shifts 
the sleep-vvake cycle 
in order to reset the 
circadian clock 

randomly assigned to either cl1ronotherapy (which included 
periodic sleep deprivation, early morning phototherapy, and sleep rating/scheduling) or an 
exercise group tl1at received at least 30 minutes of exercise daily with a physiotherapist. All 
patients also received antidepressant medication (duloxet ine). After 29 weeks, remission rates 
were nearly 62% for the chronotherapy patients, compared with about 38% for t he p atients 
in the exercise program. 

11.4d Summary of Treatment for Unipolar Depression 
A large number of controlled studies have demonstrated that there are several effective 
interventions for the treatment of unipolar depression. Medication is the most common 
intervention, a11d effective antidepressants l1ave been developed that have milder side-effect 
profiles than earlier-generation drugs. These medications also reduce the risk of relapse as 
long as they continue to be ad1ninistered. However, medication discont inuation is associated 
with significant recurrence of depression. ECT is an effective and rapid intervention for 
severe depression, but it is associated with memory loss a11d high rates of relapse. Severa l 
psychotherapies appear to be as effective for depression as medication and include cognitive 
tl1erapy, behavioral therapy, and interperso11al therapy. In general, psychot herapy is associated 
with lower risk of relapse when compared with a ntidepressant medication. The existence 
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of a significant placebo response and a high rate 

of natural remission may influence reported rates 

of effectiveness. as rnay selective publication of 

research presenting U1e positive, but not negative. 

outcomes in medication trials. 

11.5 Bipolar Mood Disorders 

11.Sa Bipolar I Disorder 

Does medication work better 
than psychotherapy 

for depression? 

Bipolar I disorder is distinguished from the other mood disorders by the occurrence of a manic 
e pisode al some point in tJ1c condition. As noted earlier in DSiW~S: Diagnostic Criteria for a 

Manic Episode (earlier in this chapter). the manic e pisode is characterized by excessive elation. 

irritability. talkativeness. flight ofidcas. and accelerated spc,cch and motor behavior. In some 

cases of bipolar I disorder. a single manic episode is experienced without any recurrence: 

however, this is a relatively rare s ituation. with more than 9 of 10 having a second episode. 

Most (60%-7096) of these individuals will also experience a major depressive episode-thus. 

the term bipolar. referring to the two poles of mania and depression. On average. people witl1 

bipolar r disorder experience about four recurrences in to years. Lf there are cycles of both manic 

and rnajor depressive episodes (a condition formerly termed manitNiepressivc). t he condition 

is described by its most recent expressed episode (hypornanic. man ic, or depressed}. When the 
~with rapid cycling"' specifier applies., at least four mood episodes have been experienced within 

the past year. Additional moods may be experienced concurrently with a manic episode as well. 

and their presence determines whether the bipolar I disorder is specified with mixed features. 

In these cases. mood shift.~ may be rapid betwec.n the manic and depressed states. with each 

sometimes lasting only a few hours (American Psychiatric Association. 2013). 

Bipolar I disorder occ.urs in approximately 0.6% of the population. an incidence similar 
to that of schizophrenia. ~lhe incidence appears to be about equal in male-~~ and females. 

It can develop at any age. but the average age of onset is JS. 1"yp icaUy. there is disruption 

in several interpersonal and occupationa l areas of 
functioning. and work d jfficulties and divorce are 

comrnon. Sub stance use disorders often co-•occur 

wilh the disorder. and the conditions may exacerbate 

Is mania treated differently 
than depression? 

each other. As many as 15% of people with bipolar I disorder successfully comntit suicide. and 

the condition may be responsible for 25% of all completed suicides (American Psycltiatric 

Association. 2013). However. a long•tcrrn mortality study found t hat suic ides were more 
common in patients with unipolar depression than in those with either bipolar ] or bipolar It 

disorder (Angst. Stas.<cn. Clayton. & Angst. 2002). 111c reliability estimate for bipolar I disorder 
in t heDSM.s field trials, pooled from two sites. is .56. rated as "good" (Regier ct al .. 2013). 

11.Sb Bipolar II Disorder 
In contrast. bipolar II disordc-rdocs not involve a manic episode. (nstead, bipolar ll individuals 

experience t he less severe hypomanic episode, interspersed with major depressive episodes. ln 

other words. the mood swings are lc-ss extreme on the high (manic) end of t he mood spectrum. 

In a ddition. a major depressive episode is necessary for the diagnosis of bipolar II. unlike 

bipolar I. Bipolar l I disorder tends to involve a greater number of mood episodes than bipolar t 

disorder. although bipolar I may actually include more hypomanicepisodcs. Bipolar II usually 

begins with a depressive episode: as a result. t he diagnosis maybe missed until ahypoman ic 

episode occurs. Perhaps related to the major depressive component. bipolar II disorder is 

more common among females than males. and its incidence is a bout half U1at of bipolar I 
disorder (American PsychiatricAs.,;ociation. 2013). 

Bipolar 

Referring to the ru·o 
extreme poles of mood: 
mania and depression 
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A comparison of na tural outcomes of bipolar I and bipolar II disorders {Mantcre 
et a l.. 2008) found that bipolar J l patients may actually be more impaired. spending about 
40% more time in depressive states than bipolar I patients because of a hig her number of 
depressive phases over an JS-..1nonth period. 'll1c diagnostic re.liability of bipolar JI cLisordcr 

is not well established (Simpson ct al.. 2002). Several efforts to i1uprove diagnostic re-Ji ability 
have included the use of structured and semistruc tured interviews. although in one study. 
these two instruments agreed only in 51% of cases (Benazz.i. 2003). One possible reason for 
reliability problems concerns the heterogeneity of symptom pre.-.;cntation possible in the 
bipolar disorders. According to Lieberman. Peele, and Razavi (2008). t here are mathematically 
as many as 163 symptom combinations that could qualify as n manic episode and more than 
37.000 for a DSM-I V mixed episode. before specifiers arc applied: total possible combinations 
for all of the bipolar conditions exceeds 5 billion. 

11.Sc Cyclochymic Disorder 
111c remaining bipolar spectrum disorder. cyclothymic disorder, docs not involve manic. 
hypomanic. or major dc-press.ivcc-pisodcs (sec 'fable 11•4). Instead. hypomanicsymptoms that 
never meet the full criteria for a hypomaniccpisodc alternate with depressive symptoms that 
do not meet the full criteria for a major depressive episode. lhc mood swings arc. therefore. 
less intense than the other bipolar conditions. In cyclothymic disorder. these mood swings 
last a t least 2 years and cause significant distress or dysfunction for the ind ividual. 111c 
condition tends to begin in adolescence and follows a persistent course. 

Cyclothymia appears to be relatjvely rare in t he general population, but prevalence 
figures vary. Estimates from a representative sample of more than 9.000 people in the 
United States estimat ed life time prevalence of 1.0% for bipolar I disorder. 1.1% for bipolar II 

disorder, and 2.4% for sub threshold bipolar spectrum disorders (Merikangas ct al.. 2007). The 

DSA'1~5 places the prcvaJence of cyclothymic disorder occurring at abouL the same rate as 
bipolar I disorder. although it is found rnorc commonly (up to 5%} among those in treatment 
for mood disorders. The gender ratio in the general population appears to be equal. but it is 
diagnosed more commonly in females, perhaps because they arc more likely to present for 
treatment. Between 15% and 50% of those with c:yclothymic disorder subsequently develop 
either bipolar 1 or bipolar U disorder, both of which share.family linkage with the condition 
(American Psychiatric Association, 2013). 

Table ll-4 Summary of DSM-5 Diagnostic Criteria for Cyclothymic Disorder 

Person has experienced numerous periods ofhypoman1a thal faJJ short of a diagnosis o f a 
hypomanic episode. as well as a number of depressive symptoms that fall short of a diagnosis of a 
major-depressive episode. for at least'2 years (or I year Lil children and adolescents). 

During the time specified abo\'e, the person has experienced the hypomanic: and depressive period$ 
at least half of the time. and they ha\<e nut been without these symptoms !or more than 2 months at 
ahme. 

Mante. hypomanic. or majordapressjve episode cnter-ia have never baen met. 

Symptoms cannot be explained better b)' a.nolher specified or unspecified psychotic disorder (e.g.. 
schizoaffecbve dii.o rder. scMzophrenia. delusional dis.order). 

S)rmptoms cannot beatlributed to another medical condition (e.g .. hyperthyroidism) or to the 
physiological effect of a substance or medication. 

ClinicalJ)' signHicantdistress or impairment in tmport.ant areas of functioning (e.g .. social. 
oocupatmnal) are caused by the symptoms.. 

Source: American P!lychlatricAss.oclali,on.2013. 
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11.Sd Other Bipolar Disorders 
As in the case of other DS,w.s categories. bipolar disturbances can result from substances or 

other medical conditions. 111ese can be d iagnosed. accordingly. as substance/medication• 
induced bil>Olar and re-lated disorder and bipolar and related disorder due to anotber medical 
condition. The remaining bipolar disorders that cannot otherwise be classified may include 
conditions in which hypoma.nic episodes arc of brief duration ordo not occur with depressive 
episodes or cyclothymia that does not persist for a full 2 years. ·n1cse would be listed as other 
specified bipolar and related disordc.r. 

11.6 Causal Factors in Bipolar Disorders 
111e evidence for genetic etiology is stronger for bipolar I disorder than for o ther mood 
disorders. M-any studies have indicated that the disorder runs in families. with relatives of 

bipolar l individuals having as much as 10 times the risk for also showing a bipolar condition 
as the gene.ral population (American Psychiatric Association. 2013). A large Danish twin 
study indicated 629ft concordance in MZ twins versus 8% concordance in 02 twins.1be risk 
for bipolar JI disorder is increased in the relatives of those with bipolar l disorder (Potash & 

De Paulo Jr .. 2000). 1he search for contributing genes has been very active. although several 
candidate sites identified (and enthusiastically introduced) over the past 40 years have not 
received subsequent support. Current attention is directed at possible sites impHcated on 
chromosomes 4. 12. 18. and 21. as well as the X chromosome. and for genes related to the 
scrotoncrgic and dopaminergic systems {Potash & DePaulo Jr .. 2000). However. despite 
intensive effort. no gene at this point has consistently been implicated as causal for bipolar I 
or bipolar II disorder: the current picture suggests mul tiple genes intcractingwitJ1 each other 
and with the environment in complex and unknown ways (Payne. Potash. & OcPauJoJr .. 2005). 

Like unipolar depression. bipolar r disorder is characterized by abnormalities in HPA 
activity. and increased cortisol levels may precede manic episodes (Dahan. Vieta. Mackin. & 

Young. 2005). Stressful life events accordingly tend to correspond with the onset of mania in 
people with bipolar I disorder. Interestingly. bipolar I disorder is twic.c as common in high• 
income countries as low•income countries (American Psychiatric Association. 2013). 'Chere is 
evidence for the roleofbrain norcpincphrinc in the onset of bipolar cycles. Bunney. Murphy. 
Goodwin. and Borge (1972) carefuJly followed the transition from depression to mania. and 
from mania to depression. for 10 patients. Urinary metabolites of various neurotransmitters 
were measured on a daily basis. Only NE showed a clear and significant increase on the day 
before the behavioral symptoms of man ia appeared. 'rhe !eve.I of NE: remained high during the 
manic phase and returned somewhat more gradually to its previous low level when mania 
switched to depression. Eadt of nine patients for whom this measure was obtained showed 
an increase in NE metabolites on lhc day preceding the onset of mania. Since NE levels and 
Ht>A activity arc responsive to psychological events. it is possible that various environmental 
triggers could precipitate mania recurrence. Sleep loss is aJso a trigger for manic episodes 
in these patients (Peterson & Bcnca. 2006). 

11.7 Treatment of Bipolar Disorders 

11.7a Medication 
Lithium (a Light metal) may have been naturally present in certain Roman spas known for 
their calming properties; it was in use for the treatment of mania in .Europe by the early 
1950s. lt.,; introduction in the United States was resisted for 20 years because it had previously 
been dispensed as a salt substitute (lithium chloride) for those seeking to reduce. sodium 
intake. Several cases of lithium toxicity resulted. effectively closing the door for use in the 
United States until the 1970s. 

31!1 
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Lithium carbonate has long been shown to be more effective than placebo in treating 
the manic phase of bipolar I disorder (Goodwin & Athanasios. 1979: Keck & McElroy. 2002). 
In addiUon to reducing the acute symptoms of bipolar affective disorders. maintenance 
doses of lithium can reduce or prevent recurrences (Pricn, 1979) and a.re strongly associated 
with a reduced risk ofsujcide (Fountoulakis, Grunzc, .Panagiotidis, & l<aprinis, 2008). 

Unfortunately, a significant percentage of patients do not respond well to maintenance 
therapy (Keck & McElroy. 2002). Because toxicity can still be a problem. blood levels of 
lithiurn arc typically monitored to maintain concentration within a therapeutic window. 
Side effects can be troubling: at the same time. many bipolar patients find the manic state 
to be enjoyable. Because there are no effective long•acting versions of the drug avai1ab1c 
(as there are for several antipsychotjc medications). treatrnent compliance is a constant 

issue. Furthcrmore, lithium response rates currc.ntJy are 40%- 50%, compared with earlier 
expectations of 80%- 90%: the change in re.spouse may be due to factors such as earlier 
o nset, increased comorbid drug use. and shorter hospital stays (1liasc & Kupfer, J 996}. 
Recurrence of mania during prophylactic medication ranges from 40% to 60%. most 
often related to drug noncompliance. As a resu lt . anticonvulsant m.cdications, such as 
carbamazcpine and valproate. arc increasingly used in maintenance therapy. often in 
combination with lithiurn. 

Lithium. valproate, and ca.rbamazcpine-thc three mood-stabilizing agents- arc not 
p.al'ticularly effective against the depressed state in bipolar disordc.rs. For these symptoms. 
antidepressant med.ication is usually added (Keck & ~·lcf:lroy. 200-2). However. the value of 
antidepressants in bipolar depression is controversial because of possible drug interactions 
and concerns that manic states may be retriggcrcd (Fountoulakis et aL, 2008). and they 
should be used with caution. 

After 50 years of rcsearch, Hthium's mode or action is stiU not compJctely understood. 
Animal cxperin1ents show that the drug decreases levels of brain norepincphrin.c- finding.,i; 

that support an association between high levels of NE and manic behavior. As previously 
mentioned. urinary levels of NE. have also been found to increase as individual patients 
change from depressed to manic states. One theory. supported by indirect evidence. is that 
lithium c.arbonate reduces a.bnorma.lly high levels ofintrancu ronal sodium, which has been 
preventing the reuptake of NE and thus causing excessive amounts of this neurotransmitter 
to accumulate (Goodwin & Athanasios. 1979). Later reviews suggested a more complex effect 
of lithium on several neurotransmitter-signaling networks (Lenox & Hahn, 2000). 

11.7b Psychosocial Treatments 
In general. no psychotherapies arc effective alone in the treatment of bipolar mania or 
psychotic depression. and withholding somatic treatments may be considered malpractice 
among physicians (111asc & Kupfer, 1996).1l'1Cre is evidence that psychocducation improves 
medication compliance. Cognitive-behavioral therapy addressing problem solving. stress 
management. communication skills. and relapse prevention may be helpful in overa.11 
treatment adherence (Craighead, Miklowitz. Frank, & Vajk, 2002). Cognitive therapy 

may a lso be a beneficiaJ component of treatment. 0\1cr a 30 .. month period of treatment 
a nd follow-up, a cognitive therapy plus rncdication group had lower risk of relapse than 
a medication-only group (Lam. Hayward. \Vatkins, Wright. & Sham. 2005). Additional 
stud ies have supported adjunctive interpersonal therapy for stabi lizing daily routine 
and im.proving depressive phases and marital/family therapy for reducing relapse aud 
improving communication (Craighe.ad. lvtiklowitz. et al.. 2002). 
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11.8 Suicide 
Suicide is by no means always associated with severe depression. but it is clear that a 

much higher proportion of individuals with diagnosed depressions com,nit suicide than 

in the population at large. As core symptoms for t he mood disorders- or in 

association with substance use disorders, eating disorders, psychoses. anxiety. 

or personality disorders-emotions such as hopelc-ssncss and despair arc often 

present in a suicidal cris is . In the United States. suicide ranks among t he top 

.IO leading causes of death. It has become a serious problem for t he military. 

which had more suicides t han combat deaths in Afghanistan during20J2 (CBS 
News. 2013). A recent study fou nd t hat bipolar disorder was associated with 

the highest ri~k of suicide among male veterans: among female veterans. the 

highest r isk was among those with substance use disorders (llgen ct al.. 2010). 

Apart fro1n t he connections to mental disorders. there arc strong gender 

and ethnic associations w ith completed suicide. A gender distinction is 

evident at aU ages and across all groups: Males su cceed at suicide at more than 

3 t irnes the rate of females and represent more than 70% of suicide deaths. 
figures 11·4 and 1 J-5 show suicide rates for females and male-$, rcspccti\•ely, in 

How common is suicide? Who 
i.s at greatest risk? 

t he United States in 1999 and 20!4. 

Comparing the charts. it is evident 

that male rates exceed those of 

femaJcs in every ethnic category. 
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Although males completesu.icide more often, fernales make ncarl)•3 times as 

many suicide attcmpts.111c different mortaJity rates are partly due to method: 

Ma.Jes engage in more lethaJ acts. For example. in Oregon, between 2003 and 

2010, 62% of ma.Jc suicides (compared with 3 1% of female suicides) involved 

guns: the leading suicide method for females was poisoning (41% of deaths. 

compared with 13% of male suicides). An equal percentage of both male and 

female suicides (18%) involved hanging or suffocation (Shen & l'vlillct. 2015). 

Suicide rates are much higher nmcmg 
white males and American Indian/ 
Alaskan Nath·e mules than other groups. 
Age is a sign ificant fnctor. wlth the risk ln 
American Jndians/Alaskan Nnti\'es highest 
(between ages 25 and -14).. OStoc:k> 

It is also clea.r from (f;' igurcs 11-4 a nd I 1·5 tl1at. suicide rates have increased. Overall, 

between 1999 and 2014. the age-adjusted suicide rate increased by 24% in t he United States, 

wilh the largest increases occurring among American Indians and Alaskan Natives. Increases 

were als.o evident in ncarl)' every age category. with the exception of those over age 75. Age 

is a more significant factor in the likelihood of rna.le suicide than fcma.Jc suicide. For white 

Figure 11-4 
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Figure 11-5 
U.S. Age-Adjusted 
Suicide Rates for 
Males, by Ethnic 
Group, in 1999 
and 2014 

The difference in rates 
between 1999 and 2014 
was significant (p < 0.05). 

Data source: "Increase in 
Suicide in the United States, 
1999- 2014," by S. C. Curtin 
et al., 2016, National Center for 
Health Statistics, 241. 

1nales, the risk of suicide increases throughout life, reaching its highest levels after age 75. In 

stark contrast, suicide risk in American Indians/ Alaskan Natives is highest between ages 25 

and 44 and declines thereafter. Female rates show a decline after age 65 (Curtin, Warner, & 

Hedegaard, 2016). The DSM-5 notes that the likelihood of suicide attempts drops as p eople 

move beyond middle age, but the risk of completed suicide does not (American Psychiatric 
Association, 2013). 
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11.Sa Psychological Correlates 
Many investigators have tried to determine the type of personality traits or life exp eriences 

associated with individuals who attempt suicide. For example, Paykel, Prusoff, and Myers 

(1975) compared reports of stressful life events during the 6-month period preceding a suicide 
attempt for 53 individuals wl10 attempted suicide with those of 53 depressive control patients 

who had not att empted suicide; participants were matched individually for age, sex, marital 

statu s, and race. Data were also obtained on a matched sa1nple from the general population. 

Those wl10 had attempted suicide reported 4.0 times as many stressful life events as did 

individuals in the general population sample and 1.5 times as many as in the depressed 

sample. Som e of the sp ecific life events that were significantly different in frequency are 

shown in Table 11-5. These results suggest that two ge11eral t ypes of events were present 

more often in the lives of the suicide attempters: interpersonal conflicts (as suggest ed by 
"arguments with spouse'' a nd "new person in the home") and serious illness in a close family 

member or themselves. 

Baechler (1979) studied 127 cases of suicide and proposed that suicidal acts could 

be grouped into four categories according to their meaning to the person: (1) For many, 

perhaps most, suicide represents an escap e from an intolerable situation . The person may be 

experiencing intense shame, guilt, fear, or physical p ain and sees suicide as the only way out. 

(2) For som e individuals, the m ain n1otive for suicide is aggressio11-to seek vengeance on 

others, to make them feel remorse. (3) Others commit suicide as an act of sacrifice or in 

relation to some higher values. The immolations of Buddhist monks, or devout suicide 

bombers, would be examples. ( 4) Finally, there are suicides performed in the context of games 

or to undergo an ordeal in order to prove oneself. Russia11 roulette is an example of the former. 

These categories may not capture all the variatio11s in suicidal motivation, but they do serve 

to remind us that p eople commit suicide for a variety of reasons. 
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Table 11-5 Frequency of Stressful Events Preceding Suicide Attempts 

Suicide Attempts Depressives General 
Event (N = 53) (N = 53) Pop11lation (N = 53) 

Serious argument ,ivith spouse 19 8 0 

New person in home 11 4 0 

Engagement 7 0 4 

Serious illness of close family 17 7 4 
member 

Serious personal physical illness 15 5 1 

Data source: "Suicide Attempts and Recent Life Events," by E. S. Paykel et al., 1975, Archives of General 
Psychiatry, 32, pp. 327-333. 

11.Sb Risk Factors 
A variety of risk factors for suicide have been identified. The most widely supported indicators 
for inpatients are similar to those for tl1e general public (Cassells, Paterson, Dowding, & 
Morrison, 2005), including the following: 

• Previous suicide attempt: This is the strongest single predictor of suicidal activity. 

• Contemplated method at hand: Those who have planned the method of suicide 
a11d have the means or materials needed to carry it out are at highest risk. 

• Male gender: Males are much more likely to succeed at suicide, compared 
to females. 

• Hopelessness: A hopeless attitude is related to lifetime risk of suicide. 

• Diagnosis of mood disorder or schizophrenia: Along with a11orexia nervosa, 
epilepsy, personality disorder, and obsessive-compulsive disorder, these 
conditions are associated witl1 increased risk of successful suicide. 

• Previous psychiatric admissions: Especially if there have been 
multiple admissions. 

Other conditions increasing the risk for suicide include the presence of alcohol or drugs, 
because substances can reduce ability to inhibit self-damaging impulses. Functional physical 
and psychological lin1itations, resulting from chronic health proble1ns, are also significantly 
associated with increased risk (Kaplan, McFarland, Huguet, & Newsom, 2007). Data from the 
National Comorbidity Study, taken fro1n a representative sample of nearly 8,100 respondents, 
indicated that the people most likely to attempt suicide were males with fewer years of 
education, living i11 tl1e wester11 or southwestern United States, and without active religious 
affiliation (Nock & Kessler, 2006). Other predictors included psychiatric disorders, substance 
abuse or dependence, mania (which increased risk ninefold), and a history of multiple- (but 
not single-) episode rapes or sexua l molestations. Interestingly, the risk for suicide is higher 
among female physicians than among females i11 the ge11eral populatio11, based on a study 
of doctors in England and Wales (Hawton, Clements, Sakarovitch, Simkin, & Deeks, 2001). 

The risk is also increased for mothers who were infected with Toxoplasma gondii, a parasite 
common in cats, near the time of giving birth (Pedersen, Mortensen, Norgaard-Pedersen, & 

Postolacl1e, 2012). Goldstein, Bridge, a11d Brent (2008) fou11d that adolescents who completed 
suicide were more likely to have displayed a sleep disturbance (including insomnia) within 
a week of the suicide tha n control subjects, suggesting that sleep problem s may serve as an 
effective warning sign. 

317 



318 Chapter 11 Abnormal Psychology 

11.Sc Suicide Prevention 
ln assessing suicide potential. protective factors arc considered as well. family support. 
employment. significant relationships (including marriage), having future plans. and being 

A sign ad\'i.sing of Lhe phone number for a smcide-pre\'enbon hotline is 
shown on the Auroro Br id1,"8 in Seattle. Washington. The signs. along with 
telephone call boxes. were put up man effort to reduce the number of 
people who jump to their deaths from the bridge. 
(Suicidchatbne ,_ign an G\V M'°1nori.al 8nd~by Cumulu•Cloud11. ll'l'a.ilnblc undtt a CR-•til'e 

Con1man• AU r1buhim l.lC'Jl!n.:t. CC B \' SA :Li at http$.//c:om.mon11:,nlmncdl11...wivwi ki/ 
Filc:S11idde _ lwt lu,e _, i~n _on_ GW _ M~moria.l _ Bridm: _ :!..jH,I 

in treatment- all serve to reduce the risk of 
completed suicide (Sanchez, 2001). A person 
is usually intensely suicidal for only a short 
period; i f that time can he gapped by the 
support of others and by resorting to remaining 
strengths. the suicidal crisis can pass. 

Suicide prevention is one important 
goal of crisis intervention in community 
mental health scr,,;cc.s. *l'he aim is to help a 
person contemplating suicide to consider 
other alternatives and to direct the person 
to resources for psychotherapeutic or other 
forms of help. A common model of crisis 
intervention (e.g .• Slaikcu. 1990) involves 
first making psycho]ogical contact with the 
person, actively listening and exploring the 
dimensions of the problcrn. and hc.lping with 
solutions to immediate jssucs covering the 
next twelve hours or so. At times of imminent 
danger, actions might be nec.c-s.o;ary without the 
pcrson·s consent (such as protecti\1e custody). 
If the person can be supported and assisted 
through the brief period in which risk of suicide 

is highest. then additional resources can come into play to work on the longer•tcrm issues. 
such as relationships. unemployment. and heaJtJ1 problems. 

Many suicides cannot be prevented. Howe\'Cr. the availability of rapid•response crisis 
intervention services saves many lives each year. 



Chapter Review 
TO SUM UP ... 

• Mood episodes include the major depressive episode, the manic episode, and 

the hypomanic episode. Mood disorders are diagnosed, in large part, by the 
presence or absence of these components. 

• The depressive disorders include major depressive disorder, persistent 

depressive disorder, disruptive mood dysregulation disorder, and premenstrual 

dysphoric disorder. They are characterized, in general, by depressive or irritable 
mood and loss of pleasure in activities. 

• The bipolar disorders include bipolar I disorder, bipolar II disorder, and 

cyclothymic disorder. They are characterized by increased activity and 
talkativeness, inflated self-esteem, decreased need for sleep, and elated or 

expansive mood, sometimes alternating with depression. 

• Episodic mood disorders are characterized by a tendency toward spontaneous 

recovery and recurrences. 

• There is evidence of genetic involvement in the development of mood 
disorders. The genetic factor appears to have a much greater influence in the 

bipolar conditions than in the unipolar conditions. 

• Effective antidepressant and antimanic medications began to appear in the 

1950s. Newer medications may not be more effective, but they do have milder 

side effects. 

• Explanations for the mode of action of antidepressant medications led 
to the hypothesis that depression is caused by a relative depletion of 

neurotransmitters such as NE and 5-HT. The evidence for this theory is 
inconsistent. 

• A variety of theories exist concerning the psychological causes of depression, 

including intrapsychic aggression turned inward, disrupted maternal-child 
relationship, reduced rate ofreinforcement, effect of uncontrollable stressors, and 

depressive attributional cognitive style. Effective psychotherapies have developed 
that include behavioral therapy, cognitive therapy, and interpersonal therapy. 

• In treatment of unipolar depression, medications and psychotherapies can 
produce approximately equal results. Risk of relapse appears to be less for 
psychotherapy than for pharmacotherapy. 

• ECT is effective for short-term relief of serious depression. It may also produce 
some memory loss, and relapse rate is high. 

• Lithium is effective in treating bipolar affective disorders. It reduces active 
manic symptoms and decreases risk of suicide. However, treatment compliance 

is a problem. 
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• Psychotherapy may be useful as an adjunct to mood-stabilizing medication in 
bipolar I disorder. 

• People with mood disorders, as well as other mental disorders, are at increased 
risk for suicide. 

• Males are much more likely to commit suicide than females, although females 
make more attempts. The highest risk groups for suicide in the United States are 
older white males and younger American Indian/Alaskan Native males. 

KEY TERMS 
Attribution model of 

depression 304 

Automatic thoughts 303 

Bipolar 311 

Chronotherapy 310 

Introjection 301 

Learned helplessness 304 

QUESTIONS FOR STUDY 

Melancholia 289 

Monoamine hypothesis of 
depression 298 

Phototherapy 310 

Transcranial magnetic stimulation 
(TMS) 308 

• Compare unipolar and bipolar mood disorders in terms of their incidence, 
gender ratio, genetic loading, and effective treatment. 

• Give examples of the internal, global, and stable attributions that characterize 
depressive thinking. 

• You are interviewing a patient who has attempted suicide. Describe three 
factors that might lead you to worry about increased risk of completing 
suicide and three factors that might lead you to conclude that risk is lower for 
completed suicide. 



POP QUIZ 

1. The depressive episode includes all of the following except-----· 

A. distractibility 

B. sleep disturbance 

C. fatigue 

D. indecisiveness 

2. The key feature of a manic episode is a distinct period (at least -----) of 
expansive, elevated, or irritable mood. 

A. 1 week 

B. 2 weeks 

C. 4 days 

D. 5 days 

3. The hypomanic episode cannot include which symptom? 

A. inflated self-esteem 

B. distractibility 

C. decreased need for sleep 

D. delusional grandiosity 

4. The presence of a manic episode results in the DSM-5 diagnosis of _____ _ 

A. bipolar I disorder 

B. bipolar II disorder 

C. major depressive disorder 

D. cyclothymic disorder 

5. If echolalia, echopraxia, or disturbances in motor activity are dominant among 
the depressive symptoms, which specifier applies? 
A. "with melancholic features " 

B. "with catatonic features" 

C. "with peripartum onset" 

D. "with a seasonal pattern" 

6. Temper outbursts in disruptive mood dysregulation disorder must persist for 

• 

A. 1 montl1 

B. 6 months 

C. 1 year 

D. 2 years 
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7. 'lhe prevalence of premenstrual dysphoric disorder is close to ____ _ 
ofworncn. 

A. 1% 

B. 6% 

C. 10\11\ 

0. 20% 

8. Learned helplessness is the theory that depression is caused by a lack of 
connec.t ion between responses and their outcome. which was proposed by 

A. Seligman 
B. 'Beck 
C. Freud 

D. Skinner 

9. Lithium is recommended for which disorder? 

A. bipolar I disorder 
B. bipolar LI d;sordcr 

C. cyclothymic disorder 

0. major depressive d isorder 

10. Which class of antidepressants shows lower discontinuation rates due to 
intolerance and is generally the 6rst•linc medical treatment for depression? 

A. tricyclics 

B. TPAs 

C. MAO-ls 

0. SSR ls 

I 1. \\fhich of these disorders is most common? 
A. bipolar ( disorder 

B. bipolar II disorder 
C. cyclothymic dL~ordcr 

0. major depressive d isorder 

12. \Vhich disorder shows an equal sex ratio? 

A. major depressive disorder 
B. disruptive mood dysrcgulation disorder 
C. bipolar I disorder 
0. bipolar II djsordcr 

13. One of the most reliable sleep disturbances associated with depressiou is 

A. shorter latency to REM 
B. longer latency to R£M 
C. early evening awakening 

D. late evening awakening 



14. The attributional style of depressed individuals is characterized by a tendency 
to make _____ attributions for negative events. 

A. internal, stable, specific 

B. external, unstable, global 
C. internal, unstable, specific 

D. internal, stable, global 

15. Among adolescents, those who completed suicide were more likely to have 
displayed a/an _____ within a week of the suicide, suggesting that it may 
serve as an effective warning sign. 

A. eating disturbance 

B. motor disturbance 

C. sleep disturba11ce 

D. visual disturbance 

Additional study resources are available at www.BVTLab.com. 
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Substance-Related and 
Addictive Disorders 
A Guatemalan, when asked why he drank so much of the local beverage (aguardiente). replied: 

.. A man must sometimes take a rest from his memory ... The need to forget our cares seems to be uuivcrsal; in 

almost all cu ltures throughout re.corded history. one way of achieving this has been by using substances that have 
psychoactive properties - that is. they can modify mood, perception. or brain function. 

The Greek historian Herodotus wrote ofScythians reaching certain pleasurable states by casting hemp seeds over 
open fires and inhaJi11g the vapors. The Aztecs described. in great detail. their ritual drugs: teona,ui.catl(psilocybin), 
pcyotl (pcy6tc). ololiuqui {morning glory seeds). picie.tl. and toloalZin. In many South American cou ntrie-s. away 
from the cities. indi\•iduals prepare a potent hallucinogenic drink from the plant Banisteriopsis caapi. which they 
call ayalwasc.a or caapi. Inhabitants of the South Pacific Islands use a drug called kava: people in the East Indian 
archipelago ingest nutmeg: people of the \!Vest Indies use cohoba snuff; both the Siberians and the Norsemen 
swallowed smaJI amounts of the potentially deadly Amanita muscaria, or ny agaric mushroom, which reportedly 
passes through the kidneys uncha..nged so that one could drink one's own urine (or a friend's) and regain the effect. 
Finally. fruits or vegetables fermented into some variant of alcohol are probably among the earHcst known intoxic.ants, 

The drug that has been used most effectively as an analgesic (pain reducer) throughout the 
centuries is opium. Both the Egyptians and the Persians used it medicinally. and the Greek 
physician Theophrastus mentioned its cffccti\•eness as a sleep inducer and pain reliever. In 

addition. opium became the standard therapeutic agent for cough and hysteria. Despite its 
wide medicinal use, however, its potentiaJ for producing psychological and physiological 
dependency was unnoticed by the mcdjcaJ profession. In fact. addiction to opium did not 

become widespread until the British East India Company imported the drug on a large scale 
into Europe during the 19th century (Maurer & Vogel, 1954). 

Over the centuries, human beings have used an impressive number of substances to alter 
Lhinking. mood. and perception. Some of these substances have been used in religion or 
medical treatment. and others. with Jess official sanction. in an attempt to attain a degree 
of euphoria. AJmostevery society appears to allow. if not directly employ. one or more mind• 
alteringsubstanc:es for certain segments of the population. In U.S. culture today1 use of legal 
and illegal substances is a leading social and health problem that is implicated in a large 
proportion of crime. occupational and interpersonal dysfunction, disease. disability, and 
death each year. Yet nearly all of these impacts might be pre\1entable if we can understand 
how substance use begins, how it is maintained. and how it can be treated. 

l'sycboactlve 
Altenng mood. 
perception. or brain 
function 

Analgesic 
A drug U,at reduces 
pain 

Addiction 

Chronic pattern of 
habitual maladaptive 
behavior, often 
experienced as 
compulsive and 
uncontrollable. that 
tends to provide 
immediate gratification 

Substance involvement ranges fronl occasional intake to a complete dependency on and compuJsive use of drugs 
Lhat literally destroy the person's life. Although the term addiction is widely used to describe particuJarlychronic 
patterns of substance use. the DSM-5 docs not include the word in its d iagnostic terminology "'because of its uncertain 
definition and its potentially negative connotation" (American Psychiatric Association. 2013. p. 485). Curiously. the 
DSM•S nonetheless names the general category of these conditions '"Substance-related and Addictive Disorders." 

In the nomenclature of the DSl•1•5. substance-related disorders arc divided 
into substance use disorders (which describe the pathological pattern of 
behaviors related to tJ1c use of a substance) and substancc•induced disorders 
(which include the results of substance use- intoxication. withdrawal. and 
induced mental disorders). In revising these classifications. the DSl11f.5 

How do substance use 
and substance-induced 

disorders differ? 

abandoned tho distinction, fundamentaJ in DSM-IV. between substance dependence and substance abuse. Instead. 
the behaviors to which these terms referred arc incorporated into the criteria for substance use disorders. 
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1·otera.uce 

Need for increasing 
amounts of a substance 
to have the desired 
effect 

\Vltbdrawal 
A specific psychological 
and phystological 
reaction to 
discontinuation of a 
substance 

12.1 Substance Use Disorders 
111.egcncraJ criteria used for diagnosing substance use disorders are summariz-ed in Table 12· 1 
General Diagnostic Criteria ror Substance Use Disorders. '01e D,W ~S considers the symptoms 

to be loosely organized into four general clusters: impaired control over use oft he substance: 
social impairments that rcsuJt fro,u use: risky use 
of the substance: and pharmacological critc.ria
namely. tolerance and withdrawal. 'l'olerance is 
a need for increasing amounts of a substance in 

How common are substance~ 
related disorders? 

order to have the desired effect or the diminution of effects produced by taking the same 
amount of the drug. \\1itbdrawal is a specific psychological and physiological reaction to 
disoontinuation of a substance: taking the substance can relieve the effects ofwithdrawaJ. 

Neither tolerance nor withd.rawaJ is required for the diagnosis of a substance use disorder: 
indeed . not all substances (e.g .. phencyclidinc rPCPJ and other hallucinogens and inhalants) 
are associated with \ofithdrawal. ln fact, tolerance and withdrawal symptoms that occur during 
-appropriate mc-dical treatment with prescrjbcd medications ... are spccificall)r not counted 

when diagnosing a substance use disorder" (Arnerican Psychiatric Association. 2013. p. 484). 
In general, at least two of the criteria for substance use disorders occurring within a 

12 -month period are needed to meet the c:ritcria for a diagnosis. Severity of the disorder is 
specified jn terms of how many symptoms arc present: *i\•1ild" severity is indicated by h vo to 
three symptoms: .. Mode.rate .. ~ by four to five symptorns; and -sc\•crc."' by six or more.symptoms. 
Other course speci fiers allow one to distingujsh whctJ1cr the disorder is in early or sustained 

rcmissfon: in a controlled environment (where the substance is unavailable}. or on maintenance 
therapy. me.a.ningsymptorns arc controlled b)• an agonist drug (a chemical that acts on the same 
receptors and. in effect, substitutes for t he drug. as methadone docs for heroini 

1·hc diagnostic criteria for alcohol use disorder arc shown in DSM•S: Diagnostic Criteria 
for Alcohol Use Disorder. In form and content, these criteria are almost identical to those for 

any other substance. with a few minor substancc•spccific alterations. Typically. the person 
continues to use the substance even while knowing that a persistent physical or p sychological 
problem is being caused or made worse. 1l1c pattern of use produces significant social or 

Table 12-1 DSM-5 General Diagnostic Criteria for Substance Use Disorders 

Symptoms of impaired contr.ol 

Use of substance in la rger amounts or over longer period than intended 

Persistent desire or al tempt.s to cul down or regulate use. often unsuccessfully 
Much hmespenl acquiring an d using thesubslance. or recovering from its effect.<; 

Craving for U1e drug 

Symplom.s of sociu.J impairment 
Failure to fulfil) majorobhgations due 1.o substance use 

Continued use despite resultant social.or interpersonal problams 

ReUnquls.hmg important activities because of substance use 

Risky use of the subs lance 

Recurrent. use in sih1ations where it is phys1calJy dangerous 
Continued use m spite of physic:aJ or p.o;ychologkaJ problems caused or worsened by lhe s ubstan<.'e 

PharmacologicaJ crile.ria 
Tolerance (diminJshed substance effect from the same dosage) 

Wltlidrawal (syndrome of substance-specific symptoms that de\-e.lop upon cessation of use) 

Source: American P.sychilltric AssociaUon. 2013. 
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occupationaJ problems. or it may intcrforc with fuUiUing major role obligations in life. For 
example. a person may repeated ly be Loo intoxicated to provide adequate parental care or 

to operate machinery at work. Legal problems are 
What is the d ifference between often involved because of criminal activity. such 

dependence and abuse? as driving under the influence of intoxicants or 

the possession or distrjbution of illegal drugs.111is 
continued use of the substance. despite significant distress or impairment. is central to the 
diagnosis (American Psychiatric Association. 2013). 

DSM-5 Diagnostic Criteria for Alcohol Use Disorder 

Alcohol Ose Disorder 
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A. A pnlblematic pattem of alt.-ohol use Leadlng to clinically significant impairment o r dist res~. as manifested by at least two of 
the following. occurring wilhln a 12-month period: 

J. AJcohol is often la ken in 1arger amounts oro\'er a longer period than was intended. 

2. t he.re i.s a persistent desire or m1succe.s.sful efforts to cut down or control a lcohol use. 
3. A g reat d eal of time is spent in activities necessary to obtain aJcohol use alcoh ol, or recover from iLi; effects. 

4. Craving, or a strong desire or urge lo u.se aJcoho1. 

5. Recurrent a lcoh ol use resulting in a fai lure to fulfill major role obligations al work. school. o r home. 
6. Continued alcohol use despite. having persistent or recurrent sociaJ or interpersonal problems caused or exacerbated by 

the effects of aJcohol. 

7. Import.ant social. occupatfonnl. or recreational aclivilie.s are given up or reduced because of uJcohol use. 

$. Recurrent a lcohol use in situatfons in which it is physically hazardous. 
9. Alcohol use is continued daspde knowledge or having a persistent or recurrent physical or psychologicaJ problem that i.s 

likely to have been caused or ex.acerbated by alcohol. 

IO. Toi era.nee. as defined by e ither of lhe following: 

a. A need for markedly increased amounts of alcoh ol lo achieve intoxication or desired effect. 
b. A markedly d iminished effect with continued use of the same amount of alcohol. 

J l. Withdrawal as manife.i;ted by either of t he following: 

a. The characteristic withdruwaJ syndrome for alcohol (refer to Criteria A and 8 for the criteria set fo r alcohol 
withdrawal~ 

b. Alcohol (or a close-ly--re1ated s ubstan ce. s uch as a he.nzodiazepine) is taken lo relieve or avoid withdrawn! symptoms. 

Specify if, 

Jn early re.mission: After full criteria for alcohol use disorder were previously met. none of U1e c riteria fo r alcohol use d isorder 
have been met fo r at Jeast 3 months hut fo r Je.ss than Li months (with the exception that Criterio n A4 ... Crm'lng. o r a strong 
desire o r urge to use a lcoho1.~ may be met). 

1n susta.ined remis.i;ion: After full criteria for a lcohol use disorder were previously met. none of the criteria for alcohol use 
disorder have been met at any time during a period of 12 months or longer (with the exception that Criterion A4, ·craving. or a 
strong desire or urge l'o use alcohul.~ may be met). 

Specify if, 

Jn a controlled environment: This additiona l spedfier is used if an indi\'idual is in nn environment where access to alcohol is 
restricted. 

Code based on cu rrent.severitr, Note for I CD-JO-CM rodes! If an ak-ohol intox.ication. alcohol withdrawal. or another aJcohol
induc:ed mentaJ disorder is also present. do not use the codes below fo r alcohol use disorder. Instead. t he comorbid alcohol use 
disorder is indicated in the 4th character of the a lcohol-induced disorder code (see the coding note for alcohol intoxication. 
alcohol withdrawal. or a specific uJcohoJ.induced mental disorder). For example, if there iscomorbid a lcohol intoxication 
and alcoho1 use disorder. only the alcohol intoxication code is given. with the 4th character indicating whether the comorbid 
alcohol use disorder is mild. moderate. o r se\'ere: F l0.129 for mild a lcohol use d isorder with alcohol intoxication or FJ0.229 for a 
moderate or severe alcohol use cU.sorder with a lcohol i ntoxicat:ion. 
Specify current sever ity: 

3-05.00 (FI0.10) Mild: Presence of2-3 symptoms. 

303.90 (fl0:20) Moderate: Presence of 4-5 symptoms. 

303.90 (F'J<).20) SeYere: Presence of6 or more symptoms. 

Source: From the Diagm,stlc a11d Storl!>lieol Mmwal ofMM/41/ Disorder.-.. 5th NL Copyr1glu 2013 from tbe American f'S)'Chiatrle Assocl.aUon. 
Reprinted with permission. 
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l.ntoxicatlon 

A revt:rsible 
impairment m 
behavior and cognition 
following inges-ifon of a 
substance 

'Jbe substance use disorder category has been a reliable one, with the DSM•lll field 
trials sho·wing diagnostic reliability of .80 or above on both phases. 1hc DSAf,.5 field trials 
found a kappa of .40 for alcohol use disorder, which was considered .. good"' reliability (Regier 

ct al. 2013). Although the ratio varic-s by substance. males arc more likel>r to receive substance• 
related diagnoses than females (American Psychiatric Association. 201:!). Substance use 
disorders arc common: estimates of their lifetime incidence rates in nationally representative 
surveys range from 13.2% to 17.8% for alcohol abuse and 5.4% to 12.5% for alcohol dependence 
(Hasin. Stinson. Ogburn. & Grant. 2007: Kessler. Berglund ct al. 2005). The DSM..S indicates 
the 12-month prevalence rate for aJcohol use disorder in a.duJts is S.5%(Amcrican Psychiatric 
Association. 2013). A1cohol use disorders were the most common mental health problems 
among college students. with a combined incidence of just over 20%- significantly higher 
than that of their non-collcgc•attending peers (Blanco et al .. 2008). People age 18- 24 have 
high prevalence rates of nearly aJI substance use disorders, relative to other ages, although 
rates vary widely across different substances (American Psychiatric Association. 2013). 

12.2 Substance-Induced Disorders 
1ltc other class of substance-related d isorders involves not the maladaptive pattern of substance 
use itself but rather the syndromes and consequences produced as a result of recurrent 
ingestion.111ese substancc~induced disorders consist of intoxication. withdrawal. aud a series 
of substance-induced mental d isturbances such as delirium. dementia. psychotic disorders. 
mood disorders. anxiety disorders, sexual dysfunctions. and slecp disordc.rs. lhcycan arise. in 
various com bi nations. as a consequence of repeated 
exposure to st."Veral different substances and toxins. 

12.2a Substance Intoxication 

Is one born an addict? What is 
withdrawal? What is tolerance? 

Substance intoxication is a reversible change in behavior and cognition that occurs a short 
time after ingestion of a substance and is a result of the substancc·s physiological effect on 

the central nervous system. Its onset typically oc.curs within minutes of use and resolves as 
the body metabolizes the substance. To continue with the example of a lcohol. the diagnostic 
criteria of alcohol intoxication arc shown in DSA1-5: Diagnostic Critc.ria for Alcohol Intoxication. 

Not all substances that lead to dependence cause intoxication- for example. no such 
syndrome is identified for tobacco. Toe manifestations of intoxication can vary widely 
between individuals taking thc same substance and arc affectOO by factors sucb as dosage. 
tolerance to the substance~ and the pers.on·s expectation of the substance's effect. Intoxication 

symptoms can aJso vary widely across sub stances (e.g .. alcohol intoxication can include 
nystagmusor involuntarymovementsofthecycs. while cocaine intoxication is associated with 
pupillary d.ilation): however, different c.las.~es of substances can produce s imilar symptoms 
of intoxication (e.g .. alcohol and sedatives). 

12.2b Substance Withdrawal 
Substance withdrawal is a substancc..,specific syndrome involving behavioral psychological. 

and cogn itive c hanges that occurs after the cessation or reduction of substance use. 
following a period of prolonged use(sceDSM·S: Diagnostic Criteria for Alcohol \iVithd rawal 
for an example). The symptoms ofwithdrm .. •a l are usually the opposite of the symptoms 
of intoxication and arc nearly always accompanied by craving for the substance. the 
administration of which reverses the withdrawal syndrome. 

\,Vithdrawal syndromes occur with many. but not all. substances of abuse: in t he c.asc 

of caffeine. a withdrawal syndrome is identified. but no caffeine use disorder yet exists (it 
is under consideration in DS,w-s·s Section Ill). '111c /)S1.M•S does not identify a substance 

withdrawal classification for e ither hallucinogens or inhalants (including solvents). 
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DSM-5 Diagnostic Criteria for Alcohol Intoxication 

Alcohol lnto:dcallon 

A. Recent ingestion of aJcohol 

B. Clinically .significant prc,blemutic behavioral or psychological changes (e.g .. inappropriate 
sexual or aggwssjve behavior. mood lability. impaired judgment} that developed du.ring. or 
.shortly after. alcohol ingestion. 

C. One (or more}of tJ1e roUowingsignsor symptoms developing <luring. or shortly after, alcohol use: 

I. SJurred speech 

2. lncoordination 
3. Unstea.dy gait 

4. Nystagmus 

5. Impairment in attention or memory 
6. Stupor or coma 

D. 'The .sjgns or symptoms are not attributable to anoUier medicaJ condition and are not better 
explained by another me.ntaJ disorder. including intoxication with another substance. 

Coding note: 1l1e ICD-9-CM code i.s 303.00.1he ICD-10-CM code depends on whether lhere i.s a 
comorbid alcohol use disorde·r. If a mi1d alcolm1 use disorder is comorbid. the ICD-IO-CM code 
is PI0.129. and if a moderate or.severe aJcohol use disorder is comorbid. the JCD-10-CM code is 
F J0.229. [f the.re is no comorbid alcohol use disorder. then the JCS. 10-CM code is f 10.929. 

Source: Reprinted with pennlssJon from the Dlogmnr.ic a11d Stttrlst let1I Manual oJMe11Ull Duordtn. 5th ed. 
(Copyright 2013). American Ps-)'Chiau 1c Associa1ion. 

DSM-5 Diagnostic Criteria for Alcohol Withdrawal 

Alcohol Withdrawal 

A. Cessation of (or reduction in} alcohol use that has been heavy and pro1onged. 

8. Two (or more} of the following. developing within several hours to a few days after the 
cessation of (or reduction in) alcohol use described in Criterion A! 

L Autonomic hyperacthrity (e.g .. sweating or pulse rate g reater lhan JOO hpm) 

2. Increased hand tremor 

3. Insomnia 

4. Nausea or vomiting 
5. Transient visual. tact.He. o r auditory halluc:inations or illusions 

6. Psycho motor agitation 

7. Anxiel)' 
8. Generalized tonic-clonic.seizures 

C. The signs or symptoms in Criterion 8 cause cUnicaJJy significantdlstres.s and impajrme.nt in 
soci.al. occupational. or other important areas ()ff unctioning.. 

D. The signs or symptoms are not attributable lo another medica1 condllion and are not better 
explained by another mental disorder. including intoxication or withdrawal from another 
substance. 

Specify if: 
Willi perceptua.1 disturbances: This specifier applies in the rare in.stance when halJudnations 
(usually visual or tactile) occur with intact reality testing. or auditory. visual. or tactiJe 
illusions occur in lhe absence Qf a delirium. 

Coding note-: The ICD-9-CM code is 291.SL The JCD-10-CM code for alcohol withdrawal 
without percepluaJ disturbances i.s Pl0.~9. and the ICD-10-CM code fo r alcohol withdrawal 
with perceptuaJ disturbances is PI0.232. Note that the fCD-10-CM code indicates the 
comorbid pre!:>ence of a moderate or se\'ere aJcohol use disorder. reflecting the focl that 
alcohol withdrawal can only occur in the presence of a mode.rate or .severe aJcohol use 
disorder. It is not permissible to code mild alcohol use disorde·r with alcohol witbdrawut 

S-Ource: From the Diagnrutic and Starlr,tteal Mmwalo/Menra/ D/sQrder.r. 5th ed.{Copyright 2013). 
American Psychiatric Assocb Uon. Re.printed with permission. 
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Flashcards are available 
for this chapter at 
www.BVTlab.com. 

\Vithdrawnl symptoms can be severe and may be associated with percept ual disturbances 
and seizures (as can occur in alcohol withdrawal). In many cases. however. withdrawal 
symptoms are mild or minimal. involving restlessness and perhaps insomnia. 1l1c most 
intense withd.rawal symptoms generally subside within a few days after appearing. although 

subtler symptoms can persis t for weeks (American Psychiatric Association. 2000). \.Vithdrawal 

syndromes are described in the /JSM•S for alcohol. caffeine. cannabis. tobacco. stimulants. 
opioids. sedatives. hypnotics. or anxiolytics (antianxiety drugs). 

lhc substance.related disorders can involve a wide variety oflegaJ and illegal drugs and 

toxins . Some commonly abused drugs and their characteristics are included in Table 12·2. 

In addition to intoxication and withdrawal. the substance-induced d isorders inc1ude 

conditions in which other mental disorders. such as depression and anxiety, arc induced by 
substances. as has been noted in prior d'1apters. In general. the more-sedating drugs tend to 

induce depressive disorders, whiJc the more-stimulating drugs tend to induce psychotic di.,;orders: 

both can produce sleep and sexual dysfunctions (Amc.rican Psyd1iatric Association., 2013). 

12.3 Development of Substance Use Disorders 
Some substances are as.~ociated with greater risk of dependence and abuse t han others. in 

general. faster•actingsubstances present more of a risk of dependence than s lowc.r•acting ones. 

and methods of administration that deliver the psychoactive components of the drug to the 
brain more quickly arc associated with higher degrees of dependence. 1:igurc 12-1 iJlustratcs 

substances considered by addiction workers as the easiest upon which to become dependent 

and the most difficult from which t o abstain or discontinue. once dependence is established. 

Nicotine. a legal and widely available substance. tops the list of most dependence-.. 

producing substan ces. It is also note.worthy in the deva:::ta.tion it produces. <wen though 

its p sychotropic properties may sccn1 mild compared to othe.r substances. According to 

the Centers for Disease Control and Prevention. tobacco use (the main source of nicotine) 

accounts for442.000 U.S. deaths annually (Centers for Disease Control and Prevention. 20!6). 

"fo put that number into-perspccti\•e. nicotine dependence is connected to nearly 1 in 5 of all 

deaths in the United States, making it the leading preventable cause of death. In contrast. 
alcohol consumption directly caused 85,000 deaths, or 3.5% of the total (Mokdad, Marks. 

Stroup. & Gerberding, 2004). Tobacco kills more people in the United States than human 

immunodeficiency virus (H]V). illegal drug use. alcohol use. motor vehicle injuries. suicides. 

and murders- combined- each year. 

12.3a Causal Factors for Substance Dependence 
Although it is now generally understood tJ1at biological and psychological factors interact in 

the development of substance dependence. a continuing controversy has involved the extent 
to which a~ disease'" conceptualization is accurate in explaining the disorder. Early versions 

of a disease model of addiction appeared in the United States shortlyaftc.r the Civil War, when 

morphine use bccruue associated with widespread 
addiction. Known as .. t he soldier's disease."' it 

was generally viewed as -evidence of a c haracter 

weakness. not of criminality" and C\'oked "pity rather 

than contempt.- at leas t toward former soldiers and 

What causal factors 
influence the development 
of substance dependence? 

rural white women suffering from opiate-medicine addiction (KJcber. l 990. p. 58). However. as 

drug abuse became more widely associated in laterdec.ades with the use of cocaine by Southern 

black people and the smoking of opium by Chinese imnUgrants. stronger and more negative 

views developed. leading to legislation outlawing drug and alcohol use.Addiction to dru~came 
to represent criminal activity that was caused by "weak d1aracter" and a "lack ofmoraJ fiber ... 

111is "moral failure .. model was contrasted with a physical disease model proposing 

that alc.oholisrn (or alcohol dependence) was internal to the individual due to underlying 
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Table 12·2 Drugs with Abuse Potential and Their Characteristics 

Official Name of Drug Method or Poss ible Long--Term 
or Chemical Taking l\tedica l Use WitJidrawal UsualShorl-Term Effects Elfects 

Alco/Joi Swallowing Rare: sometimes Yes Depression o(central ner\'ous Irreversible damage lo 
Whiskey. gin. beer. liquid used Ma sedath-e system: relaxation {sedation): Lhe brain and liver: severe 
wine (for tension) drowsiness: impairment in withdrawal; dementia; 

judgment reaction time. amnestic. (M-ychotic-. 
ooord.inalion, and emotionaJ mood. anxiety. and 
oontrol; frequent aggressh-e sleep disorders; sexual 
behavior. driving accidents dysfunctions 

Sedalfr'f's Swallowing pil1s Tre.aunentsal Yes Depression of central rter\'OUS lnital,;lity: weight loss: 
Barbiturates. orcapsuleit insomnia and system: sleep. relaxation severe withdrawal: 
Nenlbutat. Seconat. tension: induction (sedation). ordmwsiness: dementia: amneslic. 
phenobarbital. of anesthesia sometimes euphoria:impaired psychotic. mood. anxiety. 
Doriden•. judgment. reaction time. and sleep di.'IOl'ders: sexual 
chloral hydrate. ooordination. and emotionaJ dysfunctions 
mepmbamal.e. control; relief of anxiety 
Miltown'. £qua.nit. tension: mwde rclaxation 
Valium·. Librium·. 
Quaalude" 

Stinwlanl.t Swallowing Miki stimulant: \'es Stimulation of central nervous Anxiety and sleep 
Caffeine. coffee. tea. liquid or pill{as treatment o( some Sl,1stem: increased alertness: disorden 
cola, NoDoz. in NoDoz.) forms or coma reduced fatigue 

Nicot.ine Smoking None Yes Stimulation of central Ca.uoer. cardiovascular 
Cigarettes. cig:at$. (inhalation}, rten'ou..,; system: relaxation or disease. lung disease. 
chewingtobacoo oral absorbation distraction due to the process smoker ·s cough. gum 
(snuff) (chewing) or smoking or chewing disease.,;, tooth loss. Sl!mal 

dys(unction$ 

Amphetnmi11es Swallowing pUls Treatment or Yes Stimulation of cenlral ner\'OUS Irritability. weight lo~ 
Ben:t.ed:rin~ or capsules. obesity. narcolepsy. system: increased alertness. psychotic. mood. anxiety. 
Dexedrine' snorting. fatigue. attention reduction of (atigue. loss of and sleep disorders: sexual 
methamphetamine smoking.or deficit appetite. in90m.uia: often dysfunctions 

injecting in \'eins euphoria 

Cocaine Snorting or Anesthes.ia of eye \'e,i: StinmJation of ceritml nenous Respiratory problems. 
injecting in \'eins and throaL system: increased alertness. weight loss. card im•ascu.lar 

reduction otratigue. lossor 
appetite: often l'llphori.a 

problem.,;; ps)-chotic. 
mood. anxiety. and 
sleep disorders;se:xuat 
dysfunctioM 

Ca,rnabis Slltiva Smoking Potential Yes RelaxatiotLeuphoria.. t1lronic cough.lung 
(marijuana) finhalalion} or for appetite increased appetite; some diseases: psychotic and 

swallowing enhancemenL 
glaucoma.some-
neurodegeueratk't' 
conditions. may 
relieve side effects 

alleration of time perception. 
impaired judgment letbarg)' 

anxiety disorders 

of chemotherapy 

Opiates (narcotics. Swallowing Treatment of severe Yes Depression of cent.raJ oer\'OUS Constipation. loss of 
analgesia) pill or capsule. pain. diarrhea, and system: sedation. euphoria. appetite. weight loss. 

Opium. heroin. smoking. cough relief ol pain: impaired temporary impotency and 
methadone. injecting in inteUectuaJ func tioni.ng and sterility, psychotic. mood. 
morphine. muscle or win coordination and sleep dL,;orders: sexual 
oxycodone. codeine. dysfunctions 
rercodan•. Demerol• 

Ha/Jucfoo_gens Swallowing Experimental study No Production or \' isual imagery. Psychotic. mood. and 
LSD. psi1ocybin. liquid.capsules. of mind and brain increased sensory awareness: ~~-.orders: 
mescaline. STP. or pill (or function anxiety. nausea. impaired 
MDA sugarcube).or coordination 

chewing pl.a.ut 

Misctllaneou.s Variable: usually None No Euphoria: can produce Sometimes seriou.,; damage 
Volatile solvents inhalation delirium and delusional to li\-er and kidneys: 
(glue. gasoline. (sniffing or reaction report.sorbra.in damage: 
nutmeg) nulling") dementia: psychotic. mood. 

and anxiety disorders. 

Plrenc,-clidi.,re (PCP) Swallowing. None No Euphoria: can produce High blood pressure. 
Ket.amine snorting. delirium and delusional seizures. respiratory 

smoking reaction problems: psychotic. mood. 
and anxiety disorders 
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Figure 12-1 
Substances to Which 
It Is Easiest to Form 
an Addiction and 
to Which It Is Most 
Difficult to Quit 

1J1is figure shows the 
percentage of substance 
abuse counselors who 
identified a substance as 
easy to become dependent 
on and hard to quit. 

Oat.a source: Adapted from 
RasUngs. J<)C){). "Easy to Get 
Hooked On. Hard to Get Ofr 
by J. Hastings. 1990. Hea/1.I, 
Mago:ine. No~mber/ Oettmber 
l~iiue. 31. 

Ecstasy (MOMA) -
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and presumably genetically transmitted predisposing factors.Jellenck (1960) described 
alcoholism as a progressive. degenerative disease that passes through four stages: the 
pre-alcoholic, in which social drinking becomes more frequent and tolerance increases: the 
prodroma/, characterized by gulping of drinks. preoccupation with alcohol. and occasionaJ 
black•outs: the crucial. in which hingcing and loss of control occurs and the individual 
is unable. to stop drinking until intoxicated: and, finally. the chronic. when the person is 
openly intoxicated in most settings and lives only to drink. 

111c disease conception is well conveyed by Mann (1958): 

Alcoholism is a disease which manifests itself chiefly by the uncontrollable drink• 
ing of the victim. who is known as an alcoholic. ll is a progressive disease. \•ithich. 
if left untreated. grows more virulent year by year. driving its ,rictims further and 
further from the normal wor,Jd and deeper and deeper into an abyss which has only 
two outlets: insanity or death. (p. 3) 

A congenital biological disposition to be an alcoholic is clearly stated by Kessel (1962): 

Since some people apparently blessed with everything that should save tJ1em from 
a lcoholism ... take to drink uncontrollably. whereas others much less well endowed 
by fate can drink without cl'ossing the fatal frontier. a certain conclusion is incvi• 
table: One docs not become an alcoholic. One is hon, an alcoholic. (p. 128) 
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In the disease view, alcoholics arc unable to control their drinking due to the influence 
of powerful internal physiological forces. Although the diagnosis could be given only on the 
basis of behavioral criteria. once diagnosed. the drinker became separated from the behavior: 
Compulsive drinking was a sign of alcoholism. but nondrinking was not a sign of its absence.. 
"rhcrc wa.,; no cure: those who remained abstinent from alcohol. even fordocadcs, were still "'in 

recovery." For the past half-century. the disease model of addiction has often been portrayed 
as the only alternative to the moral failure model (Lyons, 2006). 

Gradually, the role of environmental context and learning history in the development of 
substance use problems began to be appreciated. Central to most concepts of addiction arc 
the inability to sto_p the addictive behavior and the high rate or 
recidivism or relapse that follows attempts to quit. Similarities Figure 12-2 Relapse Rates for 

Different Substances 

HJ 

in relapse rate curves across d ifferent addictive substances 
have been noted for decades (sec Figure l2·2). implying that 
common mecha.nisms of addiction cou ld be identified. 

Relapse rates arc similar for persons dependent on alco• 
hol. tobacco, or heroin. 

The U.S. Surgeon Genera.rs 1979 report on smoking saw 
these (and other) similarities as etiological ly significant. It 
termed smoking ~the prototypic substance dependence" 
(U.S. Department of HcaltJ,. Education. and 11/clfarc. 1979). 

suggesting that as we learn about one addiction, we learn 
about othc.rs as well. In .l988. the Surgeon General's r·cport 
(U.S. Department of HealtJ, and Human Services. 1988) went 
further. concluding the following: 

1. 1l1e pharmacological and behavioral processes that 
determine tobacco addiction arc similar to those 
that determine addiction to drugs such as heroin 
and cocaine. 

2. Environmental factors. including drug•associated 
stimu Ii and social pressure. are irnport.a..nt 
influences on initiation. patterns of use. qujtting. 
and relapse to use of opioids. aJc.ohol, nicotine, and 
other addicting drugs. 

\Vith inc.rea.sc,d attention to the environmental contribu

tions to substance disorders and better understanding of 
genetics. the disease concept of addiction is gradually being 
modified into a more int12ractive perspective. Although the 
saying M No one chooses addiction~ is still commonly used to 

promote the disease notion. the behavioral dynamics of choice 
are actually very informative to the analysis of how addiction 
develops and how it is treated (Heyman, 2009). 1hc cornplex 
interplay of short• and long•term behavioral consequences, 
biologic.al systems. and environmental context is now the 

Data source: Adapted from Hunt. Barneu. Branch. 1971. ~Relapse 
Rates In Addiction Programs- by W. L. Hunt. W. Bamctl, and L. G. 
Branch. 1971./tH.mUJ/ o/Cllltlcat P,yeliology. 27. pp. 455---465. 
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target of significant psychological research. lt is interesting how different from the views of 
Mann and Kessel (quoted above) is the more recent appraisal by Moore {2001) in his review 
of the nature-nurture issue: 

Drug abuse must reflect both biological and psychological factors that together 
have produced a brain that craves certain drugs. After all, experience with drugs 
always precedes addiction to drugs. and an addiction certainly influences subse• 
quent experiences. Ultimately. there is little reason to think that drug abuse is any 
more of a gencticaUy produced "disease" than is fast ski ing: in both cases. a brain 

forged by gcne-env'ironment interactions motivates its: body to seek out particular 
kinds of stimulation (p. 224: emphasis in original) 
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12.3b Biological Components 
Much of lhc research on the genetic and biologica) foundations of substance abuse and 
dependence has conccn1cd aJcohol: thus. findings involving tJ1at substance arc consequently 
given greater space here. Nonetheless. it is assumed that although substance-specific factors 

are important, there a.re also many cross substance similarities. 
as noted in the Surgeon General's report. 

Genetics 

Much of the researcl1 on the genetic and b iological 
foundations o f substance abuse and dependence bas been 
concerned with aJcohol. ( i~odt) 

Because psychoactive substances have their effects at the 
synapses of the brain, genetic factors influence the response to 
drug..~ and contribute to \1ariations in substance involvement 
between people. 'There is little doubt that alcohol dependence 
tends to run in families. \Vinokur. Reich. Rimmer, and Pitts Jr. 
(1970) found that about 40% of259 hospitalized alcoholics had 
a parent- usually the father- who was an alcoholic. Adoption 
studies ha\'e more clearl)'SUggested a role for heredity. Goodwin 
and his collea,,"l!es {1973) found that sons of alcoholics placed in 
foster homes early in life were nearly 4 times more likely to dc\•clop 
alcoholism than were adoptecs without known aJcoholism int heir 
biological parents. 111c adoptive parent.,; of the t\\io groups (atJ 
living in Oen mark) did not d iffer in soc.ioeconomicbackgrounds. 
rates of aJcoholism. or other psychological disorders. However, 

Goodwin. Schulsingcr. Knop. Mednick. and Guze (1977). in a similar adoption study. found 
inconclusive results for a genetic factor in the daughters of a lcoholics. however. 

1\'1in studies support a modest genetic effect. A comparison of3.516 male twins revealed 
a concordance rate of 58% in .MZ h'lins. compared to 50% in 02 twins, for either alcohol 
abuse or alcohol dependence. Analysis suggested U1at 4S%- 58% of the variability jn t he 
disorder could be accounted for by genetic factors. with the remainder ascribed to nonshared 
environment (Prescott & Kendler. 1999). Hughes {1986) suggested a similar heritabil ity 
estimate for smoking. However. a meta~anatysis of50 studjc•s found a more modest heritability 

estimate of 30%- 38% for alcohol misuse ('Walters. 2002). A stronger genetic influence for 
males than for females was also reported. 

1·he apparently stronger heritability of alcohol dependence in males may partly explain 

the sex ratio in the diagnosis. 111e-se findings correspond to general difference$ hetwec.n 
genders in the rate of substance consumption. Globally. a greater proportion of abstainers 
from alcohol ar-c females than arc males (Vlorld Health Organization: Department of I\•lental 
Health and Substance Abuse. 2004): there is no country in wh ich males abstained at an 
appreciably higher rate tJ1an females. Males also metabolize alcohol in the liver more rapidly 
than females. on average.; a similar amount of alcohol will have a greater effect in females. 
even after controlling for differences in body weight. 

Several candidate genes that may confer susceptibility to dependence on various 
substances ha\1e been proposed. but there is no genera] consensus on the genetic foundation 
of dependence or a lmsc. Some studies have reported that certain genes related to dopamine 
synthesis and expression. such as the D"R02 receptor gene. are associated with increased risk 
of alcohol dependence. A follow-up of838 persons involved in a longitudinal study of problem 
behavior. however. found no evidence of ORD2 linkage with alcohol abuse or dependenc-e 
(Haberstick ct a l.. 2007). 

Any genetic influence may be specific for particular suhstanccs.1]1cre is some evidence 
that the childre n of a lcohol-dep endent pa.rents arc at higher r isk for alcohol dependence 
but not dependence on other substances (American Psychiatric Association. 2000). It is also 
possible that some of the familial clustering of substance dependence may be due to its 
linkage with other d.isorders (e.g., antisocial personality disorder) that predispose people to 
substance abuse and dependence. 
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Neurological Factors 
In general. all psychoactive drugs affect brain function and appear to have their effects 
mediated by the mesocorticolimbic dopam ine pathway (sometimes called the-pleasure 
pathway"). which js activated by pleasurable or reinforcing events. According to current 
biological models of addiction. repeated exposure to a biological agent (a drug) affects 
the brain over tirne. producing adaptations in individual neurons, wh ich in turn alter the 
functioning of the neural circuits in which those neurons operate (Nestler& Aghajanian. )997~ 

Chronic drug use produces long-lasting physic..1.I modifications in this pathway: thus. use 
that was onc.e voluntary becomes compulsive. 1hc. brain responds to the artificially higher 
levels of neurotransmitters produced by the drug by down regulating that neurotransmitter·s 
"'naturar actjvity.1-ltis can lead. eventually, to tolerance. withdrawal. and craving- the 
components of substance dependence. 

12.3c Psychosocial Components 
Cultural Factors 
1l1cre are wide variations between racial and ethnic groups in terms of the amounts 
of substances consumed. In the case of alcohol. for example, annual consumption per 
person ranges from nearly zero in several countries (e.g .. Kuwait. Somalia, Bangladesh. 
Saudi Arabia) to the equivalent of almost 19.50 liters of pure alcohol per capita in Uganda. Jn 
the United States. per capita annual consumption 
is 8.51 liters of pure alcohol equivalent: the 
consumption rate in Ireland (14.45) is more than 
7 times the rate of consumption in Ecuador (J .99). 

What disorders are triggered 
by chronic drug use? 

according to data collected by the \Vorld Health Organization {2004). 
Similarly. tobacco consumption varies widely betv.1cen different racial and cultural 

groups (Substance Abuse and MentaJ Health Services Admhiistration. 20l7). \.Yithin the 
United States, American Indians or Alaskan Natives have the highest rate of smoking. and 
Asians have the low·est rates; within the Asian culture, those of Korean background smoke 
at more than 3 times the rate of those of Chinese background. 

Some cu ltural differences may be tied to biological and genetic factors, as well. One 
speculation has been that some individuals arc protected from alcoholism because they 
inherit a tendency to respond to even small amounts of alcohol with very unpleasant reactions. 
which would tend to inhibit extensive drinking or perhaps any drinking at all. Kcsearch has 
shown that about three fourths of Asian people respond to alcohol in this negative.fashion- a 
fact that may account for the low rate of alcoholism among Asians (W'olff. 1972). It now 
appc.a.rs that 50% of Japanese. Chinese, and Korean people have o. deficiency in an enzyme 
(aldehyde dchydrogenase) that assists in the breakdown of alcohol during early metabolism. 
As a re.suit. they tend to experience unpleasant palpitations and flushing of the face when 
consuming alcohol: these reactions serve as a natural unpleasant consequence that deters 
drinking. Asian groups have a lower r isk for alcohol use disorder (American Psychiatric 
Association. 201:~). 

It is also apparent that different social and religious customs and practices encourage 
or discourage invol\1cmcnt with particular substances. ln the United States for example, 
Mormon culture discourages the nonmedical use of all substances. including caffeine. 
alcohol. and tobacco: other religious groups are less restrictive and even employ certain 
substances in religious rituals. 

Drugs as Re111Jorcers 
By virtue of their physiological properties oo the reward pathways in the brain. many 
drugs arc powerful unconditioned rcinforccrs. As such. their effects reward the use of 
the substances, and the environmental stimuli associated with drugs take on value- as 

335 
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Figure 12-3 
Nicotine Reinforces 
Lever Pressing 
in Monkeys 

Effects of substituti ng 
saline for nicotine 
injections (open 
circles). treatment with 
mccamylamine before the 
session (open tr-iangll'.'s). 
or omitting the brief 
sthnulus during the fixed• 
interval rcinforcemcnt 
schedule (open squares) 
on responding under the 
sccond•ordcr schedule 
of intravenous nicotine 
injection for individual 
monkeys 

Outa source: "Persistent 
Behavior at High Rates 
~faintained by Intravenous Self• 
Admlnlsttation ofNJcotine· 
by S. R. Goldberg et aL 1981. 
Sdenctt. 214. pp. 573-575. 

discriminative stimuli setting the occasion for use. as conditioned stimuli eliciting craving. 
and as conditioned reinforcers maintaining the chain ofbcha\'iors leading to drug ingestion. 

Research with animals demonstrates conditioning as an important influence in drug
related behavior. Davis and Smith (1979) showed that a stimulus paired with a drug (either 
morpltinc or amphetamine) could be used as a conditioned reinforcer to maintain operant 
responding. and jts reinforcing strength was directly re.lated to the dose with which it was 
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paired. Stimuli paired with a drug can also 
be used to alleviate narcotic withdrawal 
in rats (Lal. Miksic, Drawbaugh. Nurnan. 
& Sm ith. 1976). and conditioned stimu1i 

associated with various drugs can acquire 
the abil ityto increase dopantine metabolism 
(Perez-Cruet. 1976). 

An example of the reinforcing value of 
a drug comes from a study with monkeys in 
which lever pressing provided an intravenous 
dose of nicotine on a fixed•intcrval schedule 
of rein forccmcnt (Goldberg. Spcalman. & 

Goldberg. 1981). '11,e value of nicotine in 

maintaining the responding is evident in 
Figurer 12 .. 3_ Mecamylamine is a chemjcaJ 

that blocks nicotine receptor s'ites in the 
brain. and it can be seen here to reduce the 
reinforcing value of nicotine. A brief visual 
stimulus paired with nicotine became a 
conditioned reinforcer: when it was omitted. 

responding declined. even though nicotine 
was still delivered. Nicotine also functions 
as a reinforcer in humans (Hughes, Pickens. 
Spring. & Keenan. 1985; Harvey ct aL. 2004). 
For a person who smokes one pack of 
cigarettes per day. assuming that each 
c igarette yields to puffs. or nicotine Nshots:

smoking is an activity that is emitted and 
reinforced 73.000 times per year. few other 
activities are so consistently and powerfully 
strengthened across a wide variety of 
settings(Lyons. 1991). 

Conditioning jnfluences extend to fondamcntal properties of substru1ce dependence. such 
as tolerance and withdrawal. Siegal. Hinson. Krank, and McCully (1982) demonstrated 
the conditioning of opiate tolerance in rats. Noting that some overdose fatalities involved 

experienced drug users who died after a dose that had not previously been lethal. the authors 
proposed that drug overdose rnight often be a failure of tolerance. Pavlovian conditioning 
principles suggested that e nvironmental cues present during drug administration 
(conditioned stimuli) arc paired with the onset of drug effect (the uncond itioned stimu lus) 
and. subsequently. elicit the anticipatory physiological responses that the body uses to 
counteract the drug. These compensatory physiological responses arc evident as drug 
tolerance. According to this conditioning analysis. drug tolerance is a response that becomes 
conditioned to the stable environmental stimuli that have reliably accompanied recurrent 

drug use in t he. past. lf so. tolerance would be rnodulatcd by drug cues. and overdose might 
be more likely v,rhen drugs are taken under novel cond itions. 
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Rats were injected with heroin in a gradually increasing series of 15 dosages. given every 
otherda)•· One group (N: 37) received the doses in their normal colony room. while another 
group (N = 42) received the drug during a 2•hour stay in a different. novel room filled with 
white noise.1J1en. each group received a final dose, larger than they had previously received, 
in one of the two environmental settings. A third group of control animals (N -= 28) also 
received this large dosage, but they had not previously been exposed to heroin. 

The results arc summarized in "fable 12•3.111e large injection of heroin was fatal to 
nearly a ll (96.4%) of control animals, which had established no tolerance for the drug. Among 
the experimental groups. the mortality rate was lower because prior drug exposure had 
produced tolerance: however. mortaJity was twice as high when animals received the large 
dose in a different environrucntal setting than the one in which the drug was previously 
experienced. Siegal and colleagues (1982) concluded that tolerance had been conditioned to 
the environmental cues that predicted the drug: in the absence of these cues (in the different 
setting group). tolerance was reduced. rcsuJting in higher mortality. 

Table 12-3 Rat Mortality After Large Dose of Heroin 

Rat mortality after large dose of heroin given either in the same setting (ST) as or different 
setting (OT) than previous injections. 

Group Mortality 

ST 32.4% 

OT 64.3% 

Control 96.4% 

Osta source: "Heroin 'Ch-e.r--Oose' Death: Contribution of Drug-Assodated Environmental Cues" by S. Slega] 
et al.. 1982. Si:ie.11u. 216. pp. 436-437. 

Siegal (1999) expanded these and other experimental observations into a more 
comprehensive Pavlovian analysis of tolerance .. craving. and withdrawal. The cues that 
predict the onset of dntg effect- including the environmental setting. the procedures 
of administration. the intcroceptive stimuli accompanying the entry of the drug into U1c 
bod)'· and the onset of its effects- all serve as cond itioned stimuli that elicit anticipatory 
homeostatic responses as the body prepares to compensate for the drug. ~rhese compensatory 

responses are. generally. the opposite of the unconditioned response caused by the drug itself 
and produce tolerance to the drug effect. However. if the drug does not follow the predictive 
stimuli. t he compensatory responses are experienced ascravingand withdrawal S)rmptoms. 
Tite analysis also explains the observation that tolerance and withdrawal arc Jess pronounced 

in individuaJs who receive ad.rug passively.compared to those who self~administcr the drug. 
'[his is because the act of self-administration involves additional intc.rnal or intcroccptivecucs 

predicting the drug that combine with the external cues of the situation. As a result. tolerance 
is stronger, and withdrawal symptoms are more evident. in seJf .. administering subjects. Once 
such conditioning is in place, re-exposure to drug-related cues. even a~er a long period of 
abstinence, can produce craving for the drug, withdrawal symptoms. and relapse to drug use. 

Expectancy 
Substance use and preference arc affected by an individual's beliefs and expectancies. For 
example. evidence shows that aJcoholics· bebcfs about whether they arc drinking alcohol 

are mot'c highly associated with desire for additional drinks than whether. in fact. they arc 
drinking alcohol. Marlatt. Demming. and Reid (1973) used a taste preference task and found 
that whether alcoholics were given an initial drink of actual alcohol or plain tonic did not 
affect their subsequent drinking(suggesting that exposure to alcohol it.self did not cause loss 
of control). However. alcoholics who were told they were receiving aJcohol drank more than 
those who were told they were not receiving akohol. whether or not alcohol was actuaJly 

included in the drink. 

J:!17 
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Instructions can also alter the value ofnicotin~as a rcinforcc-r. Hughes and his colleagues 
(1985) showed that nicotinc~depcndent subjects preforrcd to chew a n icotine gum to a placebo 
gum. However, the preference could be reversed if subjects were given false descriptions of 
the placebo gum as being a new nicotine gum with fewer side effects. 

Socral Influences 
Characteristics of the immediate social community have a powerful influence on t he initiation 
and maintenance of drug behavior. Potential drug a busers a.re likely to be strongly affected by 
the avaiJabilityof certain drugs and the modeling and social rcinforcemc.ntby peers ford rug 
usage.Severa] longitudinal studies havcshO\m that variables such as perceived drug use in the 

peer group and perceived peer tolerance for drug use predict future drug use in adolescents 
before they have begun usingdrugi; (Kandel, Kessler, & Margulies, 1978). 

lhe effect of drug availability. setting. and peer group behavior is powerfully shown in a 
study that compared U.S. soldiers in Vietnam ,\fith a matched control group (Robins. 1978). 

111e initiation of narcotic drug use (for example. heroin) 

Time~riod 
A. Before Induction 

incrl!llsed dramatically during the sold iers' stay in Vietnam 
and returned to a level somewhat lower than tJ1eir prc•Victnam 
level after they were dischargcd.111c control group showed no 
comparable change (sec Figure J2~4). 

B. In Service, Before Vietnam 
C. In Vietnam 
0 . First 10 Months Sack from Vietnam 
E. last 2 Years 

09' 

A B C D 
Time Period 

E 

Robins. J-lelzer. and Davis (1975) also found that relapse 
rates among these Vie tnam veterans differed greatly depending 
on the environment in which drug use was acquired. Among 
those veterans who initiated narcotic use in Vietnam. less than 
l0% resumed use within 6 months of rcle.asc from treatment in 
federal hospitals. while 70% of persons who acquired addiction 
to the same drugs in the United States relapsed after treatment. 
In other words. relapse was rnuch more likely if patients were. 
discharged into the same environment in which the addiction 
was established. 

Modeling effect.,; have long been recognized as important 
in substance abuse. Smart and Fejcr (1972) found a positive 
relationsh ip between parents' use of tranqu ilizing d rugs. 
a lcohol. and tobacco (as reported by students) and the students' 
usc of drugs of a ll kinds. Peers also strongly inOucnce substance 
use. As peer group deviancy increases. adolescent alcohol 
and drug use increases; as parental monitoring and support 
increases. alcohol and drug use decreases (Barnes. Hoffman. 
\Volte, Farrell, & Ointchcff, 2006). 11,cse observations imply 

that improvement ofparcntingskiUs may be an important 
component in prevention and treatmcnL 

Figure 12-4 Vietnam Veterans and 
Narcotic Use 12.3d Summary 

Percentage of veterans initiating narcotic use (usually 
heroin) during five periods before. during. and after tours 
in Vietnam.111c percentages are based on the number of 
veterans without prior narcotic use who initiated usc in 
that period. ~n1e number of veterans ,\Tlthout prior use! 
would. of course. decrease across the different periods. 

Data source: The lnteracUon ofS4.-Uinga Predisposition In 
E.rplainlngNovel Beh:wior. b)' I.. N. RobiM, 1978. Was.hlngton. DC: 
Hemisphere. 

Evidence appears to support substantiaJ contributions from both 
genetics and environment to d1c development of substance use 
disorders. Biological susceptibility to the unconditioned effects 
of drugs can be influenced by a history of drug cxpcric.nces to 
produce alterations in the brain's response to a substance. '£he 

reinfordng\lalue of drugs strengthens and maintains drug use. 
As use continues, tolerance. withdrawal. and cra\ling can be 
produced as anticipatory responses of the brain as it attempts to 

compensate for the onset of drug cffects.1]1cse brain responses can be elicited by stimuli that 

have accompanied and predicted drug onset in the past. such t hat tolerance can be associated 
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with thesctting.s of drug use. Likewise, withdrawal. craving, and relapse can he triggered when 

JH 

drug cues arc not followed by the drug. The development of these biobehavioraJ patterns is a 
function.. in pa.rt.of genetic history. cultural influence. cnvimnmenta.J setting. drug availability 
and experience. and the d~tr:ree of parental and pec.r~group support. 

12.4 Development of Substance-Induced Disorders 
As previously discussed. both substance intoxication and substance witbdrav.ral arc reversible. 
substance-specific syndromes related to recent ingestion of a. substance or to cessation of the 
substance after a prolonged period ofhc.avyuse. '111e other substance-induced disorders may 
develop more gradually. but specific drugs or toxins arc etiologica11y important in their initiation, 
rnaintcnance. or , ... ·orsening. There is great variation among substances in the disorders they 

induce. Again. however. much research to date has involved the persisting effect of alcohol 
1he substru1ce .. induced disordet's concern substance-specific intoxication and withdrawaL 

substance-induced mental disorders such as psychotic. mood. anxiety. sleep. or sexual 
dysfunctions; and substance-induced ncurocognitive disorders. such as dclirium or major 
neurocognitive disorder. The particular set of disorders will be discussed by substance. 

12.4a Alcohol-Induced Disorders 
Alcohol use is associated with some of the most severe and long-lasting substancc .. i nduced 
disorders. Alcohol intoxication is probably the most well-known effect of consumption: the 
impairment it produces is a major contributor to death or injury in automobile accidents, 
violence. and suicide.Alcohol appears to be involved in up to 55%offatal automobile accidents 
and more than half of all murdet's (American Psychiatric Association. 2000). Sometimes, 

intoxication is associated with amnesia ror events that occurred during the intoxicat.cd state. 
Level of impairment is related to blood aJcohol concentration- ·which. in turn. is determined 
by the amount of alcohol consumed. the rate of consumption. body weight. gender. and 
food intake. among other factors. Most states define legal intoxication as a blood alcohol 
concentration of0.08 g/ lOOm.L. a level that can be reached at the rate of2 or 3 s tandard 
"'drinks" (a standard drink is the equivalent of 12.0 oz. ofbecr.4.0 oz. of table wine, or 
·1.s oz. ofSO•proofliquor) within an hour for most avc.rage .. sizcd men and women. As blood 

alcohol levels jncrcasc above 0.04 g/ 100 ml. the risk of an automobile accident doubles (sec 
f'igurc 12·5}: concentrations in excess of0.30g- 0.40 g/ lOOm.L can cause respiratory failure 
and death in nontolcrant individuals. 

111c DSM,5 provides the specifier "alcohol intoxication delirium" witl1in t he neurocognitive 

disorders for delirium (Chapter J 5) to describe conditions in which consumption of aJcohol 

Standard drink 
Standard ethanol 
content. or tJ1c amount 
of alcohol in l 2 oz. of 
beer . ..J oz. of wine. or 
1.5 oz. ofliquor 

results in symptoms in cxce.o;.s of normal intoxication. serious 
enough to warrant clinical attention. "Alcohol withdrawa1 

delirium"' involves similar symptoms of delirium that have 
onset during withdrawal from alcohol. Both disorders may 
invol,•e perceptual disturbances with audjtory. tactile. 

or visual hallucinations. Alcohol withdrawal delirium 
with perceptual disturbances (delirium tremens, or D1's) 
occurs in less than 10% of strongly dependent individuals 
during withdrawal when the alcohol level in the blood 
drops suddenly (American Psychiatric Association. 2013). 
Initially the person is restless. cannot s leep. and is made 
nervous by slight noises. Left untreated. a psychologicaJ 
disturbaucc of psychotic proportions may develop. in which 
the pcrso11 becomes disoriented in place and time. has ,risuaJ 

hallucinations (frequently of fast~moving animals such as 
Alcohol intoxication is a major contribut.or to death or injury 
in automobi1e accidents. violence. and suidde. {iSLoe.k.) 
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Cirrhosis 

Degenerative ch ron,c 
disease in whicb liver 
cells arc replaced by 
scar tissue 

rats. cockroaches. snakes. or spiders that seem to S\•.:arm over the waJI. bed. or the person's 
body), develops gross tremors of the arms and legs. sweats profusely, and has a fast but weak 
hcartbcat.111c person may react ,'Ii.th terror to tJ1c hallucinated animals. hiding u nder the 

bcdcovc.rs or desperately fighting them off.111c acute phase of the OTs, which usually lasts from 
3-6 days. is Hkclyrelated to a serious medicaJ problem such as liver failure or hypoglycemia. In 
the past. a pproximately JO% of individuals with t his disorder died as a result of convul'iions. 
heart failure. a nd other complications. Recent drugs. however. have reduced the death rate.. 

Cont inued use of alcohol in large quantities has a variety of physical consequences 
on major organ systcrns in t he body, the least serious of which is the chronic irritation of 
the s tomach lining, rcsuJting in indigestion or ulceration. Extensive use aJso results in the 

accumulation of fat in the liver, reducing its functioning and eventuating. if continued. in a 
marked impairment of this organ called hepatic cirrhosis. 

imaging procedures have shown that cerebra] atrophy is associated with extensive and 
chronicalcohoHcabuse (Fox. Ramsey. Hudnnan. & Proskc, 1976). In some casc.s:. t his cerebral 

atrophy can be reversed. as indicated by brain X-rays taken before and after periods of 1 to 
4 months of abstinence (Carlen. \Vortzman. Holgate. Wilkinson. & Rankin. l978).1he reversible 
atrophy occurred only in individuals who showed improvement in psychological functioning 
during the a bstinent period. The a uthors speculated that many brain neurons had been only 
partially damaged and tha t new dendrites had ~sprouted" on the still viable axons. 

Figure 12-5 Correlation of Automobile Accidents and Blood Alcohol level 

1J1is figure shows t he relative probability t hat a driver causes and is involved in a crash as a 
function of blood alcohol lcvcl. 1::-orcxamplc. a ri~kof5 means that a driver has a 5 times greater 
risk of causing a crash than a driver whose blood alcohol level L~ less t han 0.03%. 

Daw. source: Alcohol Ca..;uaJtles and Crlme{report no. C-l8). by M.Aarens. T. Cnm.eron,J. Roiun. R. Roiun. 
R. Room. D. Sdme.betk. and 0. Wingard. 1977. Berl:elcy. CA:School or Public Health. 
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Figu_rc l2•6 shows. in this comparison. reduced brain volume and size and cortical 
atrophy in the image of an alcoholic subject. Brain effccu such as these can underlie several 
different substance•induced disorders. Alcohol•induccd persistent major ncurocognitivc 
disorder (also known as Korsakojfsyndrome). first described by the Russian psychiatrist 
Sergei Korsakoff in l887. afflicts about 1% of chronic a lcoholics. It involves a defect in 
rcmcmbering recent events. The person. however. fl.Us in the gaps in memory with imaginary 
happenings. a process usually referred to as confabulation. rlbesc patients arc also likely 
to show polyneuritis. the inflamrnation of a large number or peripheral nerves . ..Ko.rsakoff 
syndrome is thought to result from a deficiency of vitamin B (thiamine) associated with the 
alcoholic's poor dietary habits over a long period of time. Massive doses of thiamine may 
help to prevent or treat the amncstic condition although. once established. impairment can 
be quite severe and persist indefinitely. 

A variety of other debilitating and potentially lethal consequences can also follow 
chronic and extensive alcohol use. including darnage to the cardiovascular system and the 
development or a life style that renders the chronic abuser vulnerable to a variety of serious 
diseases. How much these effects arc due to the direct pharmacologic effect of alcohol and 
how much to the lifestyle that accompanies chronic and protracted use is not always clear. It 
has been shown that alcohol has a direct c.ffcct upon cells taken from rat embryos. retarding 
both their growth and rate of differentiation (Brown. Goulding. & Fabro. 1979). \iVomen 
who drink during pregnancy are more likely to have babies with physical and behavioral 
deviations. including intellectual disability and ncurodevelopmenta.J disordcu. Fetal alcohol 
synd.romc·- a constellation of fetal abnormalities. impairments in grov.tf.h. and central 
nervous system problems caused by alcohol exposure in utero- is now recognized as the 
leading preventable cause of birth defects (\Vedding ct aJ., 2007). 

12.4b Stimulant-Induced Disorders 
First synthesized in the l920s. the amphetarnines initially found their way into approved 
rncdical use as the active ingredients in nasal decongestant inhalers. Soon they were 
recognized as potent central nervous system stimulants. ~they produce increased alertness. 
wakefulness. euphoria. and an increased ability to concentrate. Amphetamines were used 
widely by truck drivers attempting to make up time on long hauls. studenu cramming for 
examinations. and executives facing a strenuous week. 1bey also served to inhibit appetite 
and were frequently prescribed for that reason ascornponents of wcight•los.~ programs or to 
treat depression.1J1ey retain valid medical uses for certain conditions. such as narcolepsy 
and attcntion .. dcficit/hypcractivity disorder. However. they are widely abused: when they arc 
smoked or injected, they arc associated with violent and aggressive behavior. 

lhe fJSM•S identifies stimu lant intoxication and stimulant intoxication delirjum: 
stimuJant withdrawal: stimulant-induced psychotic. mood. anx..icty. or sleep disorders. 
stimulant-induced sexual dysfunction as induced disorders associated with this substance. 

Figure 12-6 
Comparison of MRI 
Images of Two Females, 
One Alcoholic and One 
Normal Control 

1hese images show reduced 
brain volume and size. as well 
as corticaJ atrophy. in the image 
of the alcoholic subject. 
Source: CourtesyofNatlonaJ {n.,ititute 
on Akobol Abuse and Aleoholi!>Yu. 
(h1tp://www.nfaaa.11lh.gov) 

Confabulation 
Filling gnps in memory 
with imaginary 
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concentrate 
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During intoxication. individuals may experience euphoria. hypcrvigilance. anger. anxiety. 
rapid heartbeat. chills. nausea or confusion. Perceptual distortions. including hallucinations. 
can occur, and judgment is impaired. 

Most complications reported in regard to stimulant abuse result from chronicconsun,p ... 
tion. \"/hen dosage is kept ,'1ithin the medically therapeutic range (5 .. t5 mg), tolerance to 

the drugs develops slowly. However. progressive incrcmcnu in dose levels accelerate the 
development of tolerance to amounts hundreds of times greater than t he therapeutic dose. on-en 
without apparent serious physiological effects (Carey & Mandel. 1968). An unusual feature of 
amphetamine tolerance is that the cardiovascular system becomes tolerant to large doses rather 
rapidly. so that heartbeat and blood pressure may not be significantly increased in chronic 
abusers. However. amphetamines especially mcthamphetamine-can cause. long-term injury 
to U-1c brain. including persistent abnom1al brain chemistry and psychotic conditions that 
continue for months or years (Ernst. Chang. Loonido-Yee, & St>eck. 2000). 

During intense amphetamine intoxication. auditory and tactile hallucinations and 
paranoia can occur, as c.an extreme anger and threats.111e psychotic state may be nearly 
indistinguishable from paranoid schizophrenia. except that the reaction disappears some 
3 to 6 days after discontinuation of the drug. During amphetamine withdrawal. symptoms 
can resemble a major deprcs.~ive episode {American Psychiatric Association. 201:{). 

12.4c Caffeine-Induced Disorders 
Caffeine is associated with four substance-induced disorders in the DSJ\1-5: caffeine 
intoxication. caffeine withdrawal. caffeine-induced anxiety disorder. and caffeine-induced 
anxiety and sleep disorders.111e drug is widc.ly consumed cross-culturally. with more than 
80% of U.S. adult$ using caffeine during the past year. Intake is increasing as high-caffeine 
products are marketed. especially in younger people. Caffeine intoxication may affect 7% of 
the population. Intoxication tends to invoh,e nervousness. restlessness. diure$iS. excitement, 

and. occasionally. mild sensory disturbances. Al normal levels of intake. no medical 
difficulties arc consistently associated with caffeine use. Heavy use may exacerbate anxiety 
or gastrointestinal problems or produce cal'diac arrhythrnia; very large doses can provoke 
seizures or respiratory failure. Use of oral contraceptives increases the risk of intoxication. 
as they t.cnd to decrease the elimination of caffeine (American Psychiat.ricAssociation. 2013). 

Caffeine withdrawal disorder lists marked fatigue and drows.incss. depressed mood. 
headache.. and nausea or vomiting as symptoms that follow the abrupt cessation of caffeine after 
prolonged daily use. As always. the diagnosis would require that t he symptoms cause significant 
distress or impairment in social. occupational. or interpersonal functioning. Symptoms 
usually peak within I to 2 days of abstinence (American Psychiatric Association. 2013). As 
noted earlier. a proposed category of caffeine use disorder is placed in Section JJ r of thc.D&w.5 
for further study. As currently organized. it would invoh•c having three of nine symptoms 
common to the substance use disorders within a 12~month period. 

12.4d Cannabis-Induced Disorders 
Cannabis intoxication. cannabis intoxication delirium, cannabis~induced psychotic 

disorder. cannabis•induccd anxiety disorder. and cannabis induced sleep disorders. as well 
as cannabis withdrawal. are alJ included in the. DSM~S. Cannabis (most o~en in the form 

of marijuana that is smoked or eaten) is the most widely used illicit drug in tl1c United 
States. Nearly a third ofNorth Americans have ingested a caru1abinoid at some point. A 1992 
U.S. survey indicated that I ifctime prevalence of cannabis use disorders was nearly 5.0% 
{American Psychiatric Association. 2000): a representative sample of Australians found that 
about 2.2%of the adult population met criteria for a cannabis use disor<ler ('recsson. Lynskey. 
Manor. & Baillie. 2002). Reliable.data on the extent of impairment produced by cannabis use 
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arc difficult to collect: JndividuaJs with cannabis use disorders appear to be less likely to seek 
treatment than those with other substance use disorders. However. the rate of cannabis use 

disorders is increasing (American Psychiatric Association, 2013). 

Cannabis intoxication occurs within minutes of smoking or within a few hours of oral 
ingestion: it typically includes euphoria. a ltered time judgment. anxiety. and increased heart 
rate. At higher doses. perceptual d isturbances, including hallucinations. may occur. a-s wcll 
as paranoid ideation and experiences of depersonalization. Among regular users. nearly a 
third report mild depression. anxiety. or irritability (American Psychiatric Association, 2000~ 
lherc has been increasing interest in the correlation between cannabis use in adolescents and 
subsequent devC:lopmentof schizophrenia. although it is not clear if the association is a causal 
one (Tandon ct al.. 2008~ Some recent research has questioned the cannabis .. schizophrcnia 
connection: f'.or example. a longitudinal study of 508 white and black urban males. assessed 
on 10 occasions between ages l4 and 26. uncovered no I.ink bcnveen cannabis use patterns 
and several measures of physical and mental h12alth. including psychotic disorder {Bechtold, 
Simpson. White. & Pardini, 2015). Another concern is wheU-1er cannabis use suppresses 
intellectual dc\•elopmcnt. A large prospective study in New Zealand found that heavy cannabis 
use in adolescence was associated v.'lth a drop in IQ scores (as much as 8 points) at age 38. 
suggesting the potential neu.rotoxic risk of cannabis to the developing brain (Meier ctal. 2012). 

·111at study has been criticized, however. for overlooking the 
confoundjng association between socioeconomic status and IQ 

(Rogebcrg, 2013). A later analysis of two longitudinaJ twin studies 
(N = 789 and N = 2,277) found that, although uscrsdid showdcclinc in 
some measures of cognitive ability compared to nonusers. there were 
no differences in IQ decline within twin pairs disconcordant.for canna• 
bis use (Jackson ct al.. 2016). 'the aulbors interpreted those results to 
mean that cithCJ' genetics or aspects of the family•widc environment. 
rather than cannabis exposure. arc responsible for both the IQ decline 
and thec.ognitive differences between users and nonusers. As more U.S. 
states legaJize cannabis for either medical or recreational purposes, we 
will certainly sec a surge in research into the physical and psychological 
consequences of cannabis use. 

12.4e Cocaine-Induced Disorders 

Cannabis is the most widely used illidt drug in the 
Unitt->d States. (,Stock) 

Cocaine comes from the coca pla11t in South America and was first isolated in 1859. lt became 
widely used as a mild stimulant and anesthetic in the United States (and an early sti mulating 
ingredient of Coca-Cola•). Cocaine is associated with several substancc .. induced disorders

including coc-.ainc intoxication and intoxication delirium: cocaine withdrawaJ: and cocaine• 
induced psychotic. bipolar. depressive. anxiety, and sleep disorders: cocainc,..induced sexual 
dysfunctions. It produces strong euphoric effects. and dependence can develop rapidly: 
because of cocaine's short half-life. there is frequent rcdosing. Coc.ainc is usually snorted 
or injected. In an easily vaporized form called .. crack.' it has an extremely rapid onset and a 

very high level of associated dependence. 
the diagnostic criteria for cocaine intoxication arc identical to those for the amphet• 

amines. Stimulant effects arc most commonly seen. Dramatic behavioral changes can take 
place. and psychotic symptoms. including haUucinations and delusions. can occur. Sudden 
death from cardiac or respiratory arrest or stroke has been reporte.d in otherwise healthy 
people using cocaine. \Vithdra.waJ develops witJ1in hours of cessation of heavy use and can 
include intense dysphoria and suicidal behavior (American Psychiatric Association. 2013). 

1l1ose with cocainc•induced psychotic disorder may appear similar to those with paranoid 
schizophrenia. Depressive mood is conunon among cocaine .. dependent individuals. Other 
induced symptoms resemble panic disorder or generalized anxiety disorder. 
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perception 
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12.4f Hallucinogen-Induced Disorders 
1-hc hallucinogens comprise a class or drugs that produce marked changc~s in mood and 
sensory perception. They include a wide variety of substances with very different chmnical and 
pharmacologic properties and form a class only because of the general sintilarity of their effects. 
1l1esc drugs range from the naturally occurring variants. such as peyote. psiJocybin. and Amanita 
ma.,caria. to laboratory synthesized substances. such as lysergic acid diethylamide (LSD). 
mescaline.and thc ·tcttcr· or·aJphabcf" drugs such asSTP. MDMA('Ecstasy"). and PCP. Up to 

JO% of the population has experienced a hallucinoge.n, but Hfctirne prevalence of hallucinogen 
abuse or dependence appears to be less than 1% (American Psychiatric Assocjation. 2000~ 

LSD, first synthesized by Albert Hoffmann. a Swiss chemist. was introduced into the 
United Stalc-s in the early 1950s. (twas jnitjaJJy used in research because it was thought to 
produce a model of the schizophrenic reaction. Subsequently, re.searchers have concluded 
that the LSD experience is quite different from schizophrenia. For a time. L._<;O was used 
as an adjunct in the treatment of neuroses. psychoses, and alcoholism. though it was later 
determined to be unhelpful. 

lhc most striking effects ofhaUucinogens arc sensory and perceptual. Perceptions see1n 
intensified, objects become sharper and brighter. and details not ordinarily noticed become 
clear. HaJlucinations and illusions are central to the intoxication. Physical symptoms such as 
pupil dilation. rapid heartbeat. sweating. and tremors typically occur. Although there may 
be evidence of tolerance with repeated use. the hallucinogens do not appear to produce a 
significant wiU1drawal syndrome. 

Phencyclidine (PCJ)) is a hallucinogen originally developed as an anesthetic that shortly 
became a drug of abuse. Lt and rcJated substances. such as ketamine. can be swalJowed. 
smoked. or injected. Phencyclidine intoxication generally involves agitation. belligerence. 
impaired judgment. and assaultiveness. combined with physical disturbances (numbness, 
rapid heartbeat. muscle rigidity. seizures, and involuntary movements of the eyes). Slurred 
speech. slowed reaction time. and disorganized thinking are also present. At higher doses. 
psychotic symptoms. including hallucinations. occur. Phencyclidinc~induced intoxication 
delirium. psychotic disorder. mood disorder. and anxiety disorder have been described. 
Rates of dependence are not clear. but about 2.5% of the population report use on at least 
one occasion (American Psycl1iatric Association. 2013). 

1he induced disorders associated with these substances include intoxication: hallucinogen 
persisting perception disorder (flashbacks): and hallucinogen-induced psychotic. mood, or 
anxiety disorders. Hallucinogen persisting perception dis order involves the re..cxpericncing of 
some of the symptoms of intoxication in the absence of recent ingestion in episodes that can 
last several months. It may occur in just over 4% ofhaHudnogen users (American Psychiatric 
Association. 2013). 

12.4g Inhalant-Induced Disorders 
lnhaJant use typically involves toxins or solvents such as paint thinner.gasoline. glue, paint. 
or other volatile compounds containing toluene. benzene. acetone. and other substances. 
Typically. the substances arcconcc.ntrated on a rag or in a paper bag and inhaled. intoxication 
is rapid and can involve euphoria. perceptual disturbances. dizziness. impaired judgment. 
slurred speech. and stupor. ln addition to inhalant intoxication. the DS1W•S recognizes 
inhalant intoxication delirium. inhalant-induced persisting dementia; and inhalant•induccd 
psychotic, mood. and anxiety disorders. 

·n1c inhaled toxic substances can cause permanent damage to various organ systems. 
leading to kidney or liver failure. Neurological deficits arc common in chronic users. contributing 
toa persisting dcmc.ntia. and sudden death can occur from heart or respiratory failure. About 
JO.C)% of 13---ye..1.r•old children have used inhalants at lea.st once. but only abcmt OA% of teenagers 
develop inhalant-related disorders (American Psychiatric Association. 2013}. 
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Apart from intoxication. inhalant-induced conditions incJude psychotic. depressive. 
anxiety. and ncurocognitive disorders. However. inhalant withdrawal has not been identified. 

12.4h Tobacco-Induced Disorders 
As discussed previously, nicotincdcpcndcncc is the single greatest causcofprcventablc death in 
the nation. Up to 43%ofthe adult population has used cigarettes, and up to halfof daily smokers 
may have tobacco use disorder (Amcrican Psychiatric Association. 2013): those figul'es wouJd 
make jt tJ1e most comrnon form of substance dependence. Nicotine is a stimulant drug that 
has also been used in the past as an insecticide. Although it affects mood via several different 
neurotransmitters. it also increases dopamine levels in the reward pathways of the brain; as 
such. it is a powerful unconditioned reinforcer. 1·he most serious healt11~related effects are due 

not to nicotine per sc but to the use of tobacco as a vehicle for its delivery. 
the only substance~induced disorders associated with nicotine arc tobacco withdra,-.•al 

and tobacco~induccd sleep disorder. Usually, withdrawal involves irritability. depressed 

mood. restlessness. difficulty concentrating. insomnia. and/or increased appetite. Craving 
for tobacco is nearly always reported. Symptoms may begin within hours of cessation of 
smoking and last for several days. 1he large majorjty or smokers (80%) have attempted to 
quit. and 60% of those relapse within a week. while only about 5% remain abstinent. However. 

because of th cir repeated attempts. about half of tobacco users eventually abstain (American 
Psychiatric Association. 2013). 

12.4i Opioid-Induced Disorders 

. .... .. . 
• • 

Opiates- or narcotics. to use the common term- are 
depressants that have their major effect on the central 
nervous system and respiration. 111ey arc most commonly 
used as analgesics. or painkillers. although they are also 
frequently prescribed for use in cough suppressants and 
for diarrhea. For centuries. the most frequently used 
medications throughout the civilized world contained 
high concentTations of opium. Morphine. a more potent 
alkaloid form of opium. was isolated in Germany in 
1804.111is compound. like heroin almost a century later. 
was originally hailed as a cure for the opium habit sinc.e 
morphine could be substituted for opium without any 
signs of withdrawal. Interestingly. physicians long felt 
that the administration of morphine hypodcrmically was 

The drug Lhal has been used most effectively as a n analgesic 
(pain reducer) tl1roughoul the centuries i.s opium. (iStock) 

a means of avoiding addiction. Today. prescription opioids 
(synthetic opium) such as oxycodone arc responsible for more overdose deaths than any other 
substance- twice as many as cocaine and heroin combined (Okie, 2010). 

Opioid•induced disorders include opioid intoxication: opioid withdrawal: opioid intoxi• 
cation delirium.: and opioid-induced psychotic. and mood. sexual, and sleep disordc.rs. During 
intoxication. the pupils become constricted, and drowsiness. slurred speech. and impairment 
of mcmor-y or attention occur. With chronic use. the individual becomes constipated: 

depression and insomnia are frcqucmtly present. Sexual and reproductive dysfunctions are 
common: in women. menstruation becomes irregular or ceases, and men experience frequent 
erectile dysfunction. In effect. many of the bod.ii)• functions arc slowed down. 

Initially, individuals tend to experience increasing euphoria as they increase the dose 
and the frequency of adm.i nistration. Most chronic users report that after a period of use. 
they cease even attempting to obtain the high and use the drug just to '"feel right~ or, avoid 

withdrawal symptoms. \Vithdrawal involves anxiety. restlessness. craving. and increased 
sensitivity to pain. Dysphoria. nausea. muscle aches. diarrhea. fever. and insomnia arc present 

Narcotic 

Opiate drug that 
produces stupor and 
pain relief 

Ocpressanl. 
Drug that depresses 
the a:.ntraJ nervous 
system and produces 
d rowsinc-ss and 
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in some cornbination.Acute withdrawal subsides within a week. Opioid use disorder occurs 
ata prcva)cnceofless than 1%ofthc population. with lower rates among American Indians 

and higher rates for Native Americans. More males than females use opiates: the male-
~-------------------- to-female ratio for heroin use is 3: 1 (A mcrican Psychiatric 

Association. 2013). 

12.4j Sedative-, Hypnotic-, or 
Anxiolytic-lnduced Disorders 

-U'I 

Morphine was originally hailed as a cure for the opium habit. 
(l'ifod:) 

Sedative or tranquilizing drugs have been widely prescribed 
for relief of anxiety and insomnia. 111cse substances include 
barbitu rates, benzodiazcpincs, and hypnotic compounds 
t ha t produce sleep or have anti anxiety effcc.ts.111cdrugs arc 
very widely used. with about 15% of U.S. adults ingesting them 
each year (A1ncrican Psychiatric Association. 2000). Unlike 
with t he other substances considered, women may have a 

Agonist 

Chemical that can 
substitute for another 
substance at receptor 
sites 

higher incidence of substance use disorder in this class than men.1he incidence of sedative. 
hypnotic. or anxiolytic use disorder appears to be lower than 0.5% (American Psych iatric 
Association, 2013). 

'Ille: sedative•. hypnotic•. or a nxiolytic•induccd disorders are intoxication; iJ1toxication 
delirium: withdrawal; withdrawal delirium: persisting dementia: persisting amnestic 
disorder; and induced psychotic. rnood. anxiety. sexual. and s leep disorders. Jntoxication 
involves cloud.ing of consciousness. impairment in memory or attention. disequ ilibrium. 
poor judgment. s lurred speech. and stupor. 111e symptom presentation resembles several 
aspects of alcohol intoxication. 

In chronic users, severe depression and suicidal behavior can occur. 1l1e combination 

of these substan ces with other drugs. especially alcohol. drarnatically increases risk of 
death. Abrup t w ithdrawal of barbiturates from a heavily dependent individual produces 
a withd.rawaJ syndrorne that is severe and potentially lethal. Close medical observation is 
required to s lowly de-crease in the amount ofbarhiturat.cs administered daiJ),. In intoxication 

delirium. auditory, tactile. and visual hallucinations may occur. 

12.S Treatment of Substance-Related Disorders 
Many different. therapeutic. approaches have been applied to substance abuse and substance 
dependence. 'frcatment can be particularly difficult. in part because of the relapsing nature 
or the disorders and because many individuals arc not motivated to change and in fact. 
continuing to deny that a serious problem exists. Often. events such as health crises. arrest.,;:. 
or major disruptive events precipitate the entry into treatment. Treatment of some substance 
dependencies may rcquirede.toxification periods. in which medical personnel closely monitor 
gradual withdrawal. For a!cohol-relatcd treatment. however, there appears to be little 
difference in outcomeofinpaticnt versus outpatient treatment settings (Finney & Moos, 2002). 

In nearly all programs. tJ•eatrncnt compliance is a Which treatments are effective 
problem. and dropout rates from therapy arc high. for substance use disorders? 
Nonetheless. a variety of demonstrably effective 
inten•cntions arc available. 

12.Sa Biological Treatments 

Ago11ist and Antagonist Therapies 
As mentioned earlier, agonists arc chemicals that can substitute for other drugs by having 
similar effects on receptor sites. Methadone. a synthetic narcotic related to heroin. has been 
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used with some success in t he treatrnent of heroin depcndc..ocy. Methadone is an opiate 

agonist that does not produce the same cuphorte reaction as heroin but docs provide analgesic 

and sedative effects: it also reduces the craving for hc1·oin. \Vhen methadone treatment is 

combined with vocational and personal counseling. it is relatively effective. It has enabled 
many former heroin addjcts to become productive. responsible members of their communities. 

1here is also evidence that urban crime rates have decreased in areas where methadone has 

been used (DuPont & Katon. 197 J). Methadone maintenance treatment has been shown to 

reduce heroin use and criminal behavior among addicts waiting for admission into more 

comprehensive treatment prograrns (Schwartt.Jaffc. Highfield. Callam an. & 0-Grady. 2007~ 

However. methadone itself produces strong dependence- in e$SCnce. dependency on one 

drug. methadone. is substituted for dependency on another. heroin. 

Other opiate agonists. including buphrcnorphinc. have come into use recently and have 

been tested in controlled clinical trials. Buphrenorphineis a partial opiate antagonist. mean

ing it also blocks receptor sites that opiates activate and. as a result. may make relapse less 

likely by reducing the effects of opiates when it is prc$cnt. Both methadone and buphrcnor• 

phine have shown documented effectivene$S in treating opiate dependence. especially when 

combined with therapy (Hcrbeck. Hscr. & Teruyan. 2008). 

Other antagonist drugs have targeted different substances. Naltrexone is an opiate 

rcccptor~sitc blocker that may also reduce alcohol use among opioid addicts : il has been 

established asan effective treatment in alcohol dependence (O'Brien & McKay. 2002). However. 

compJiancc issues moderate its u.scf ulnc-ss{Modesto-Lowc& Van Kirk. 2002). Effo.rts continue to 

find substances that can removccravingand decrease relapse by blocking the pharmacological 

effect of drugs of ahLL~e. Acamprosate. an apparent GABA agonist, has been associated with 

positive outcomes and appears prornising in the treatment of alcohol dependence. 

A common approach for tobacco use disorder is to provide supplemental nicotine in forms 

other than tobacco to control craving. while smoking cessation programs move the smoker 

toward abstinence; then. nicotine is then gradually tapered off by reducing supplemental 

doses. Most often. n icotine is supplied e ither in chewing gum form or as a skin patch. Earlier 

studies found both tcclmiqucs effective in assisting with initial smoki ng cessation (ff Brien & 

McKay. 2002). although a newer prospective study that followed nearly 800 people over several 

years found no difference in relapse rates between those who used nicotine replacement 

therapy(NR'l') and those who did not. In fact. relapse was hjgher among those who had used 

NRT for any length of time without professional counseling (AlJ"'l't. Connolly. & Biener, 2013i 

Aversion Therapies 
'111e drug Antabuse• (disulfiram) has also been used to control alcohol use disorder. 'the 

presence of this drug in the bloodstream produces c.xtl'erncly unpleasant effects (such as nausea 

and cold sweats) when aJcohol is consumed. 111c person, therefore. tends to remain abstinent 
in order to avoid the djscomfort that dr-inking would produce. The problem with Antabusc is 

that the person must b-e motivated to take the drug every 2- 3 days. \<\'hen compliance can be 
assured (such as in a comprehensive program involving compliance checking~ disulfiram has 

demonstrated its effectiveness in reducingdrinking{Herhcck ct al.. 2008). However. the drug 

is associated ·with some negative side effects. and it docs not appear to be equaUycffcctivc with 

a ll users. Further. jt.s value in restricting alcohol use is present only as long as the drug is take~ 

relapse is likely when the drug is withdrawn. unless other therapeutic efforts can prc\'ent it. 

A novel approa.ch to reducing cigaJ'cttc smoking involves olfactory aversive condjtion• 

ing durh>.g s leep. Arzi and colleagues (2014) extracted cigarette odor from smoked filters 

dissolved in glycol and paired it with unpleasant odors from rotten fish or ammonium sulfide. 

In a sleep laboratory. odors were delivered through a nasal mask to 66 subjects who were 

e ither awake or asleep. depending on group as.~ignmcnt. Conditioning trials consisted of 

5 seconds of cigarette odor. followed by 3 seconds of noxious odor: fresh air then flowed 

through the mask for 25 .. 45 seconds (sessions involved blocks of30 LTials). Following a single 

night of aversive conditioning. subjects who received the cigarcttc-•odor pairings during 
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REM sleep showed significant reductions in smoking rate that persisted for the next week. 
111e reduction was even larger and longer-lasting in those receiving parings during Stage 2 
sleep. Interestingly. those who experienced the cigarctte~odor pairings while awake did not 
reduce their cigarette consumption. 

12.Sb Psychological Treatments 
Several attempts have been made recently to identify empirically supported psychotherapies 
for the treatment of substance abuse and dependence. It is becoming clear that some 
interventions seem to be more effective than others, although rncthodological problems 
prevent indisputable conclusions. 'Ute more common therapies with some empirical support 
invoh1c skills training, peer support. and therapy that addresses not only substance use but 
also coping skills in the context of daily life. 

Alcoholics Anonymous 
In the early 1930s. Bill \1/. overcame his alcoholism through a basic spirituaJ change. He 
immediately sought out his friend Dr. Bob and was able. also, to help him achieve recovery. 
Both began to help other a lcoholics. partly as a self-help program to keep themseJvcs from 
rclapsing. ln 1935. they formed Alcoholics Anonymous (AA). Sinc.c then. AA has grown to more 
than 11 5.000 groups in 175 different countriC$. according to the group's latest estimates. with 

more than two million members. 'TI1erc arc over 60.000 groups in the United States a lone. 
11,e AA approach may be likened to a combination of religious belief and group tJ1crapy. 

Several tenets are fundamental to AA: Persons must admit that they are powerless over 
alcohol: must turn the d irection of their lives over to God. as they understand Him: must 
recognize that they can never drink again: must concern themselves with going for a day 
at a time without alcohol rather than with the long-term problem of alcoholism; and must 
seek to help other alcoholics. At weckJy meetings. which have an inspirational quality. close 
bonds are developed among members. and testimonials and confessions arc made. When 
members feel on the Ycrge of succumbing to the temptation to drink, they learn to contact 
another member for emotional support. Helping other membc:rs in this way probably bolsters 
their own Nwill power."" In general, AA not onl}• attempts to stop members from drinking but 

a lso. perhaps most importantly. provides social relationships and responsibilit ies to replace 
tJ1e frustrations and emptiness that usually have come to characterize the aJcoholic·s li fe. 

Put somewhat differently, AA provides other responses that c.an be substituted for drinking. 
'Jbe AA model has been extended to many other types of substance dependence 

a nd impulse control problems. including Narcotics Anonymous. Gamblers Anonymous. 
Ovcrcaters Anonymous. and Sexaholics Anonymous. All share a common commitment to 
peer support and a 12 .. stcp approach. but they also encourage individuals to admit their 
powerlessness in sclf•control. Some people have objected to this approach. while others may 
not share the spiritual or religious components of the program. 

For those who may object to the disease perspective of AA or its reliance on religious 
intervention for sobriety. 8. F. Skinner (1987) reworded the 12 steps so that they do not require 
a person to give up responsibility to a higher authority: the rewording. in fact. keeps the 
responsibility for sobriety on the drinker. Skinner's alternative steps are compared to the 
original in 1'ablc 12· 4. 

Research on the effectiveness of AA is mixed. in large part because the organization is 
loosely based in community chapters and collects no scientific data However, two multi.site 
assessments have suggested that AA's effectiveness is about equal to cognitive-behavioral 
interventions (Pinney & Moos. 2002). A meta-analysis of361 controlled studies evaluating the 
cffccth1encss of treatment for alcohol use disorders did not list AA among tJ1c more effective 
treatments. largely because of an absence of studies comparing it to no-treatment or other 
treatments as controls. However. AA is rcadiJy available throughout the country at no cost 
and may he the most w idely consumed intervention for alcohol problems. 
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Table 12-4 The 12 Steps of Alcoholics Anonymous and Skinner's Alternative 12 Steps 

The 12. Steps 

l . We ad milted we were powerless over aJcohol: th.at our lh-es had 
becom e unmanageable. 

2. Came to believe that a Power greater than oun;elves could restore us 
to sanity. 

3. Made a decision to tu rn our will and our lives over to lhe care or God 
as v.-e understood Him. 

4. Made a search mg and fearless moral im-entor)~of ourselves. 

5. Admitted to God. to ourselves. and to another human bemg the exac t 
nature of o u r wrongs. 

6. Were entirely ready to ha,•e God remove aJJ these defects of character. 

7. Humbly llSked Him to remove our shortcomings. 

8. Made a list of all persons we had harmed. aod became willing to make 
amcmds to them all. 

9. Made d irect amends to such people wherever poi..<nble. except when to 
do so , vtmld injure them or others 

JO. Continued to l.ake personal in\'entory and when we were wrong 
promptly admitted 1L 

The Alternative 12 Steps 

I. \Ve accept lhe facL that al) OUT efforts to stop 
drinking have failed. 

2. \Ve believe that we must tum elsewhere for help. 

3. We tum to our felJow men and v.-omen. 
particularly those who have struggled with the 
same problem. 

4. We have m ade a hst oflhe situations in which we 
are more likely l.o drink. 

5. We ask our fnends to help us avmd these 
situations. 

6. We are ready to accept the help they g ive us. 

7. We earnestJy hope lhat they wi11 help. 

8. \Ve have made a list oflhe persons we haw. 
harmed a nd to whom we hope to mah amends. 

9. \Ve shall do al) we can l'o make amends. in any 
way that will not caust'! further h.ann. 

IO. \Ve will contin ue to make such lists and re,,ise 
them as net'!<led. 

J49 

J J. Sooght through prayer and meditation to improve our conscious 
contact wilh God as we u nderstood Him. p raying only fo r knowledge 
of l-l1s will for us and the power to carry lhalout. 

IL \Ve appreciate what our friends have done and are 
doing to help us . 

12.Hindng had a spiritual awakening as the result o f these steps. we tried 
lo carry this message to alcoholics an d to practice these prlndples in 
aJI our affairs. 

12. "\Ve. m turn. are ready to help olhers who may 
come to us in t he same way. 

Source: "11le 12 Steps~ Crom 11le Blf Bookof Alcohollc.'iAmmymous.4th ed.. 2001. pp. 58•60. "The Alternative 12 Steps .. from '"A Humani!II 
Altern.at..lvetoA.A.'sTwelve Sleps:A Human Centered Approach Lo ConquedngAlcohollsm: by 8. F. Skinner. 1987. 711e Huma,1/sL, 41. p. 5. 

Motivational Interviewing 
A brief and uncomplicated intervention for substance use djsordcrs is motivational 

intcrvicwing(Millcr& Roll nick. 1991). ln this approach. the therapist is empathetic but seeks 
to divert the client from apathy about the situation.111e goal is for the client to be the one to 
sug_~est change. witJ1out pressure or cocrcion.111c therapist presents infor mation tha t may 
highlig ht d iscrepancy of symptoms and Ukely outcomes of cont inued use. but the therapist 
offers no diagnostic labels and presents no arguments about the nl?'Cd for change. Motivational 
interviewing. as a very briefinlervention. has been found to be effective in promoting behavior 
change when compared with alternative therapies or no trcabncnt (Miller & \t\filbournc. 2002). 
In one example. a tw·o-session component of motivational interviewing. combined with advice 
on cognitivc-behavioraJ techniques to reduce cannabis use. was as effective as 12 sessions 
of cog nitive•hehavioraJ relapse prevention group training in reducing use and symptoms of 
dependence in cannabis users (Stephens. Roffman. & Curtin . 2000). Both treatment groups 
improved as compared with wait•Hst controls. 

Contingency Management 
Several bc-havioraJ intervent ions a ttempt to modify the pattern of substance use by employing 
reinforcement contingencies that provide external i ncentives for improvement. \tVith 
motivated c.lients. simple forms of contingency management have proven quite effec tive in 
mod ifying substance intake. Foxx and Rubinoff (J979) used small monetary rewards in a 
changing.criterion design to gradually decrease caffeine intake for three dependent females. 
TI1c results for one subject are shown in Figu re 12•7. Subjects deposited a small amount of 
money at the end of baseline and then received portions of the deposit back for each phase in 
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BVT Lob 
Improve yoor test 
scores. Practice QUizzes 
are available at 
www.BVTLab.com. 

Figure 12·7 Daily Caffeine Intake 

Subject's daily caffeine intake (mg) during baseline. treatment. and follow-up. 111e criterion 
level for each treatment phase was 102 mg of caffeine less than the previous treatment phase. 

Data souf'Ce: "BehavioraJ Treatmenl or Caffelnlsm: Reduci.ng Excessl\'e Coffee Drinking.# by R. M. Fon and 
A. Rubinoff. J<n9.Journa/ 'if Applied Beho11lorAnaQ't&, 12. pp. 335-34-4. 
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which they djd not exceed criterion. A bonus payment was available for consecutive phases 

iu which criterion was not exceeded. AJI three subjects reduced intake d.ramatically and 
maintained lower levels during extended foUO\'/•up. 

Could the same improvements be shaped in those with a lcohol dependency? That was the 

goal or efforts to producecontroUcd sociaJ drinking.111e social drinking intervention includes 

education about alcohol effects. selr-monitoring of consumption. sclf•control techniques to 
slow and pace aJcohol intake, and blood alcohol concentration discrimination training. Sobel) 

and Sobel I (1973) reported evidence suggesting tJ1at some alcoholics can become controlled 

drinkers. In their study. alcoholics who indicated a dcsi re to become controlled drinkers and 

who had available significant outside social support to help maintain controlled drinking 

were candidates for the controlled drinking condition. 1l1c other alcoholics were assigned to 

a nondrinkingcondition. lndividuals considered appropriate for controlled drinking training 

were then randomly assigned to either the controlled drinking condition or to the usual 

hospital treatment. which consisted of a combination of AA vocational training, medication. 

and group therapy- all of which emphasized abstinence. During the 6.-.month period at the 

end of a 2-year follow•up, individuals in the controlled drinking group had been functioning 

we.LI (either abstinent or drinking moderately) on 87% of the days compared with 4496 of the 

days for the control group.111cse results clearly implied that some alcoholics couJd lcarn to 

drink in moderation. Vogler, \iVcissbach. and Compton (1977) a lso were successful in training 

younger alcoholics to become c.ontroUcd drinkers. 

Others. especially those within t he diseasc•model tradition \',·ho argue that abstinence 

is the on ly legitimate goal for addiction trcatJncnt, challenged these results. 1'hccontroversy. 

which has involved fraud charges against the Sobells at one point but later exoneration. 

continues to this day. However. fo llm~•up of the original sample and subsequent research 

by otJ1crs support the position that some people with moderate alcohol problems can learn 

to control drinking at social levels (Sobel! & Sobel!, 1995). 
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Re/apse Prevention 
MarlatL Demming, and Reid (1973) examined circumstances undc.r which alcoholics relapsed 
a~er treatment. Most commonly. they had taken their first drink in one of three situations: 
interpersonal conflicts in which they had to cope with frustration and anger: negative 
emotional states. such as anxiety. depression. loncliness. and boredom; or social pressures 
by friends or others to have a drink. ·n1ese and related observations began to reveal the 
interacting factors- individual. environmental. and physiologic.al- that contribute to relapse 
and that suggest pathways for its prevention. 

1hc relapse prevention approach begins by acknowledging that reJapse is a very likely 
outcome during attempts to remain abstinent. Rather than giving up and concluding 
that treatment has failed (the abstinence violation c.ffect, wh ich can actually encourage 

resumption of substance abuse). those in rclapse prevention training come to view relapse as 
a .. s lip" or .. bwnp in the mad' that does not necessaril)' predict program failure. Individuals 

learn about recognizing and coping with relapse triggers. including emotional states. high 
risk situations, and ··apparently irrelevant dccisionsH (such as taking a walk that happens to 

lead pasta bar) that set up a relapse. Further. they practice abstinence skills in relapse-prone 
situations (because succ.css in those s ituations rnakes one more likely to remain abstinent 
in the future. compared to success only in Heasy" circumstances). Relapse prevention is now 

widely included as a component of nearly all substance abuse treatment. Its techniques have 
also been used in bipolar I d.isorder patients as a means to prevent or lessen manic episodes. 

Competing Re11if orce1nent 
Several promising results have been reported ror techniques that approach substance 
disorders in terms of competing motivations. The use of a drug is imrnediatcly reinforced 
by the drug·s effect. but there are negative consequences associated witJ1 drug use as wclL 
Conversely, there arc consequences of remaining abstinent and of engaging in alternative 
activities. lf the overall motivation for not using drugs exceeded the ovcraJI motivation for 
using, people might end their drug dependency. or at lea.st alter usage. 1lie community 
reinforcement model (Azrin, 1976) uses social. familial. vocational. and recreational 
reinforccrs to motivate d ients to reduce alcohol consumption. Techniques include probJcm 
solving. living skills. assertiveness training. goal setting. anti abuse compliance. job skills 
experiences, and alternative reinforcing activities. f n several reviews and replications, it has 

be.en found to be effective (Finney & Moos. 2002: Miller & \Vilbournc. 2002), even among 
homeless alcohol-dependent persons (Smith. Meyers. & Delancy. 1998). 

Using a community reinforcement approach, Higgins and his colleagues (1993) provided 
behavioraJ treatment for cocaine-dependent subjects t hat included -incentive vouchcrsH 

contingent on cocaine-free urine samples. which were collected unpredictably three times 
per week. The first clean urine sample earned the equivalent of S2.50, with higher monetary 
values for each consecutive clean sample, as well as a bonus each time three consecutive 
clean samples were collected. Subjects could accumulate nearly Sl .000 in voucher value if 
they rernaincd continuously abstinent during the 12"'wcek treatment period. After week 12, 
each clean urinesamplc earned a state lottery t ickeL ComparL~on subjects received standard 
drug abuse counseling treatment. which provided supportive therapy and counseled that 
drug abuse was a treatable but incurable discase.1J1ese comparison subjecu received $5.00 
fore.a ch urine sample regard less of outcome. The results (sec Figure 12·8) showed that those 
in the behavioral treatment group achieved significantly higher rates of abstinence and 
maintained abstinence longer throughout the 24-week treatment period. 

Budney, Moore, Rocha. and Higgins (2006) used a similar abstinence voucher reinforce .. 
ment method to treat cannabis dependence. Vouche.r incentives were as effective as cognit ive .. 
behavior therapy during treatment, but the combination of the h.,o approaches enhanced 

success at abstinence during follow-up. Other voucher programs are bc.ing tested on nicotine 
dependence as well 

Abstinence violation 
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Figure 12·8 Competing Reinforcement Treatment for Cocaine 
Abstinence from cocaine among cocaine~dependcnt outpatients g iven behavioral treatment 
(incentive vouchers for clean urine) or standard drug abuse counseling 
Note-: ·a1c height of each bar in the lower graph represents the percentage of patients who 
achieved a duration of abstinence greater than or equal to the numbCJ' of weeks indkatcd. 

Oats from: "Achl.evlng CocalneAb!ltinelce Wit.ha Beha,•M>ral Approach.~ by S. T. Higgins et al.. 1993. 1/Je 
American j,mma/ ef Pr.ychlntry. /5,(). pp. i63-769. 
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Cognitive-Behavioral TI1erapy 
Multicomponent cognitive-behavior therapy involves the combination of skiUs training. 
stress management. identification of high•risk situations. relapse prevention. and cogn itive: 
restructuring. 'Otis approach has been well established for smoking CC$Sation and appears 
helpful for cocaine dependence as well (Chambless ct al.. 1998). When combined with 
cornmunity reinforcement and behavioral marital therapy. its use appears very promising 
in treatment of alcohol dependence (Finney & Moos. 2002). 

A novel study by Clifascfi. Bernstein. Mantonakis. and Lofm, (2013) attempted to modify 
drinking preference by implanting false taste•aversion memories. Participants who received 
the suggestion that they had bcc.orne sick after drinking rum or vodka before age 16 became 
more confident that the suggestion was true and subsequently reported reduced preference 
for that particular beverage. Possibly. the induction of false memories could be a useful 
adjunct in U1crapy for substance use disorders. 
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12.6 Gambling Disorder 
Unlike the conditions we ha\·e considered tlms far in the chapter.gambling dL~order resembles 
an addiction without a substance. During the development of the DSM-5. proposals were 
made to include a categoryof .. behavioral addictions., to include uncontrolled Internet use. 

compulsive pornography use. shopping addict.ion, and possjbly several other non-substance• 
related disorders. Eventually, these planswe,rcshclvcd until further research could accumulate 

about the addictive nature of people's involvement with these pleasurable activities. Grunbling 
disorder rernains the only ~addictive'" behavior to earn inclusion into the DS.1W~S. 

In gambling disorder (see Table 12 .. s). individuals repcatedJy engage in gambling that 
is persistent and maladaptive. as evidenced by preoccupation with gambling: unsuccessful 
attempts to e ither stop or control gambling: and interpersonal. occupational. and social 
disruption resulting from Lhe activity. 111c individual frequently-chases- losses over the 

long term and may commit crimes or lie to family membc.rs to get money as the 6.na.nciaJ 
situation worsens. Many individuals seek excitement through gambling. and larger bets 
may be needed to achieve the same level of excitement ovc.r time. Others. however. gamble 
to escape problems or to relieve unpleasant moods (such as guilt or depression). 

Toe prevalence of gambling disorder (called pathological gambling in the DSM-IV) may 
be increasing a.~ more opportunities for legal gambling become available. lt may affect as 
much as 7%ofthepopulation within certain areas such as Australia (American t>sychiatric 

Association. 2000): a comrnonly accepted figu re for the general U.S. population is about 3%, 
although DSM:.S reduces tJ1e estimate for gambling disorder to no more than l% Ii fetimc 
risk in the general population. 1l1e condition appears to be 3 times more common among 
males. who tend to have adolescent onset and gamble for excitement females have later 
onset and tend to gamble for escape .. Pathological gamblers arc often highly competitive 

Table 12·5 Summary of DSM-5 Diagnostic Criteria for Gambling Disorder 

Ongoing prob1ematk: gambling behavior that causes person lo experien<.<>e clinically _sjgnificant 
distress o r impairment. as evidenced by at least four of these symptoms ma l2-month period: 
- Increasing amounts of money are needed for gambling to obtain tbe desired excitemenL 

-Repeated efforts to stop. out back. ur control gambling are unsuccessful. 

-Has a frequent oocupatmn with gambling (e.g .. persistent thoughts about pastgambHng 
experien<.-es. planning how to get money for gambling. handka_pping). 

-Lies to oonceaJ the ex lent of gambling behavior. 

-Loses o r Jeopardizes something of significance {e.g.. relationship. job. educational opportunity) 
due to gambling. 

-Attempts to stop or cut bac.-k ga.mbHng cause 1rntability and restlessness. 
-Gambling behavior i.s often triggered by d i.stress (e.g .. guilt, helplessness. anxiety. depression). 

-Prequently returns another day to make up forlosmg money gambling. 

-Depends on others to resolve desperate financiaJ situations caused b)• gambling. 

A manic episode cannot better explain the person·s gambling behavior. 

Specify if: 
-Early remission [None of the criteria have been met £or a period between 3 and 12 months. 

following the full on.set of gambling disorder criteria.I 

-Sustained remissmn [None of the criteria have been mel for a period of more than 12 months. 
following tht'! full onset of gambling disorder cnteria.J 

Specify current severity: 
-Mild (4---5 symptoms) 

-Moderate {6-7 symptoms] 

-Severe (8-9 symptoms I 

Source: Amerkan Psychiatric As!lodation. 2013. 

lSl 
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and easily bored. and involverncnt tends to increase under times of stress or depression for 
most problem gamblers (American Psychiatric Association. 2013). Those with pathologic.a] 

gambling often report increased rates of otJ1cr mental disorders as wclJ. \+Vhcn Lyons (2002) 
asked psychologists about comorbid conditions for their clients who carric.d a primary DSM-IV 
diagnosis of pathological gambling. major depressive disorder and substance use disorders 
were listed as the most common co~occurring djagnoscs (sec !~igurc 12-9). 

Pa thological gambling was first included as a mental disorder in the DSA1-lll and defined 
largely in terms of the disruption and damage that the activity can cause to personal. 
occupational. and social functioning. The diagnostic criteria were revised in the DSM•IIl•R 

and intcntionaJly patterned after those for substan ce dependence. introducing aspects 
suggesting both tolerance and withdrawal (Rosenthal. 1992). 'rhc DS.~.JV diagnosis, requiring 
5 of JO crjteria, was modified in the DSM~S to require 4 c riteria v.'lth in a 12-month period. 

Because only four of nine possible indications of maladaptive play arc required. t here area 
great number of different combinations of criteria that could result in t he diagnosis. Not all 
of the criteria appear to be equally predic tive of problems. however. Of those gamblers who 
meet at least one of t he c riteria. "chasing losscsH is most commonly reported: however. this 

characteristic docs not d istinguish social players from pathological ones.111e indicator most 
predictive of serious difficulties was criminal behavior {such as theft) driven by gamb1ing 
losses; together with loss of control and damage to relationships. the.~c three criteria form 
the characteristics of t he most serious problem gamblers (Toce-Gerstein. Gerstein. & 

Volbcrg. 200:l). 

12.6a Causal Factors 
111c cause of pathological gambling remains unclear. a lthough speculation has followed 
paradigmatic lines for many years. As in the case of substance use disorders, moral weakness 
was widely accc.pted as the Cl'it ic.al variable distinguishing compulsive garnblers from social 
players before the. ·enlightened" view of the Freudians. who by the middle of the 20th century 
spoke of-neurotically s ick - gamblers driven by unconscious impulse toward ruin. According 

to Bcrglcr (1957): 

I subm it that t he gambler is not simply a rational though -wcakH individual who is 

willing to run the risk of failure and moral censure in order to get money the easy 

Rgure 12-9 Co-occurring Disorders among Pathological Gamblers 

1l1e most common co-occurring disorders present among 258 pathological gamblers, as 
reported by their psychologists. 

Source: "Pathological Gambling. lmpulseCo,uroL and lhe Addictions.* by C.A. Lyons. 2002. papersei.slon 
pre!lented a t the meeting or the Aswciatlon for Behavior Analysis lnte.rnadonal. Toronto. Canada. 
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way, but a neurotic with an u11conscUJus wish to 1-0se ... 'lhe act of gambling in itself is 

lSS 

a denial of the -reality principle." In this act of denia l, the gambler is expressing his 
neurotic aggression agai nst tJ1osc who have taught him the Nrcalitypri nciple.'· - in 

most cases his parents .... For him, losing is essential to his psychic equilibrium. 
(p. v ii, J 9_. emphasis in original} 

Bcrgler's psychodynamic assessment of pathological gambling was widely cited and was 
influential in psychiatry's conception of compulsive gambling as a symptom of an underlying 
disease. It a lso influenced the development of Gambler's Anonymous. which is based on th~ 
l2•stcp AA model (Porter & Ghezz.i. 2006). About the same time. however. a very different 
perspective on pathological gambling had appeared, from Skinner (J 953): 

Slot machines. roulette wheels.dice cages. horse races. and so on pay off on a schedule 
ofvariablc¥ratio reinforcement. Each device has its own auxiliary reinforcements, 

but the schedule is the important characteristic . ... 1l1e ratio is varied by one of 
several *random., systems. 111e pathological gambler exemplifies the result. Like 

the pigeon with its five responses per second for many hours, he is the victim of an 
unprcdktable contingency of rcinforccmcnt.1hc long-term nctgn..in or loss is a lmost 
irrdevant in accounting for the effcc.t ivcness of this schedule. (p. 104) 

Obviously, these etiological perspectives show some fundamental differences. Bcrglcr·s 
concept led to the biomedica] view that compulshre gambling is an addictive disease within 

the person: Skinner·s notion led to behavioral perspectives that consider problem gambling 
to be the result of experiences witJ1 unpredictable payoffs. *.these opposing views arc st.ill 
c\•idcnt within t he scientific literature. 

Among possible biological contributions. there is some evidence that gambli ng problems 
run in families and cluster with a lcohol use disordcrs(American Psychiatric Association. 2013). 

1\vin studie.~ suggest both environmental and genetic contributions. though quantification is 
hampered by concerns that pathological gambling may include several subtypes with possibly 
differing etiologies (PaJJanti & Rossi. 2006). Further clarification within the diagnosis may 
help to untangle various causal contributions. 

\Vcatherly and Dixon (2007) have proposed an integrated beha,,ioral model of problem 

gambling U1at emphasizes the interaction of contingencies of monetary rcinforce1ucnt \-rerbaJ 
rule•govcrncd behavior (including inaccurate cognitions about probability), a tendency 
to steeply discount delayed rewards (so that smaller amounts of money today arc valued 
more highly than larger amounts of money tomorrow), and the non monetary rewarding 
consequences of gambling (such as excitement or escape). '\Vhen these influences intersect 
with known risk factors for compuls ive gamb1ing (e.g .• socioeconomic status. gender. ethnic 
membership. and age). gambling problems may be a likely outcome. according to tMs model 

12.6b Treatments for Gambling Disorder 
1hcrc arc no adequate controlled medication studies involving gambling disorder. Anti• 
depressant 1nccJ.jcations. (in particular, SSRls). as well as mood stabilizers (such as lithium 

and valproatc). have produced some positive result.~; the opiate antagonist naJtrexonc also 
appears useful in some patients. However. outcomes have been inconsistent, placebo response 
has been high. and treatment compliance has been problematic. Other promising results 
have been reported using cognitive .. behavioral interventions that invohre rejnforccment for 

alt.ernath•c activities. identification of triggers leading to gambling. stress management. and 
addressing cognith•e distortions (sucll as the galllbler's fallacy that past losses change the 
likelihood of a future win) a lthough these data are also preliminary (Petry & Roll. 2006).1bc 
disorder is attracting increased attention from researchers and clinicians. which should help 
refine and improve interventions and identify the most effecthre t herapies. 

Rule•go,•e.rned 
behavior 

Behavior that is 
controlled by the 
vcrbaJ description of 
a contingenC)' rather 
than the contingency 
itself 

Gambler's fallacy 

lhe inaccurate belief 
that past losses alter 
the future likelihood of 
a win 
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Chapter Review 
TO SUM UP ... 

• Psychoactive drugs have been used throughout recorded history as an escape or 
relief from the strains and frustrations of life. 

• Substance use disorders involve pathological patterns of substance use that 
cause impairment in important areas offWlctioning. 

• Substance-induced disorders arc conditions that arc brought on by recurrent 
substance use. They include substance intoxication, substance withdrawal. as 

well as a variety of cognitive disturbances and disorders including psychotic. 
rnood. anxiety. and sleep disorders. and sexual dysfunctions. 

• Tolerance is said to occur when a larger dose of a drug is required to produce 
the same effect. \Vithdrawal is a syndrome with effects opposite those of 
intoxication. Both withdrawal and tolerance can occur in response to recurrent 
drug use and. subsequently. become conditioned to drug cues. which arc stimuli 
that precede and predict drug onset. 

• l\1fany different substances arc associated with problematic use. Nicotine 
appears to be particularly dependencc•producing. and tobacco use is the largest 
preventable cause of dc.ath in the United States. 

• Both genetics and environmental factors make substantial contributions to U1c 
development and maintenance of substance•relatcd disorders. 

• Some substances produce widespread neurological damage and arc associated 
with several serious substance•induced disorders. including persisting 
neurocognitivc syndromes. Other substances induce fewer or less severe 
conditions. Alcohol use can produce a variety of severe conditions. and drinking 
during pregnancy is the largest preventable cause of birth defects in the 
United States. 

• 1hc empirically validated treatments for substance disorders include both 
biological and psychosocial interventions. 111esc may be used in combination 
and. most often. include a rclapsc•prevc.ntion component. 

• Among U1e biologic.al approaches. mctJ,adonc and buphrenorphine for opiate 
dependence. naltrcxonc for opiate or alcohol dependence, and disulfiram for 
alcohol dependence have been shown effective jn controlled trials. 

• A11:1ong the psychotherapies. motivational interviewing. contingency 
management. community reinforcement. social skills interventions, 
and cognitivc~hchavioral therapies have demonstrated effectiveness in 

clinical trials. 

• •mere is no clear indication that inpatient treatment is more effective than 

outpatient treatn1ent. Alcoholics Anonymous may be effective. but controlled 
trials are needed to test the approach. 



KEY TERMS 
Abstinence violation effect 351 

Addiction 325 

Agonist 346 

Analgesic 325 

Antagonist 347 

Cirrhosis 340 

Confabulation 341 

Depressant 345 

Fetal alcol1ol syndrome 341 

Flashback 344 

QUESTIONS FOR STUDY 

Gambler's fallacy 355 

Hallucinogen 344 

Intoxication 328 

Narcotic 345 

Psychoactive 325 

Rule-governed behavior 355 

Standard dri11k 339 

Stimulant 341 

Tolerance 326 

Withdrawal 326 

• Defend, and criticize, the disease model of addiction, citing evidence where 
possible. 

• Explain how botl1 tolera11ce a11d witl1drawal can both be conceptualized as 
compensatory conditioned responses. 

• Describe several of the newer biological and psychosocial treatments for 
substance-related disorders. 

• Investment in the stock market is in some ways like gambling. Discuss what 
might be involved in a gambling disorder in which the "game" is stock market 
investment. 

POP QUIZ 
1. _____ is a need for increasing amounts of a substance in order to have 

the desired effect. 

A. Addiction 

B. Withdrawal 

C. Tolerance 

D. Psychological need 
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2. A(n) _____ drug is a chcmkal that acts on the same receptors and, in 
effect, substitutes for the drug. 

A. agonist 

B. antagonist 

C. prcagonist 

0. protagonist 

3. 'Which of the fol lowing occur in confabulation? 

A. Gaps in memory arc filled with imaginary happenings. 

B. Gross tremors of the arms and legs develop. 

C. Auditory and tactile hallucinations and paranoia can occur. 

0. 1l1e person becomes disoriented in place and time. 

4. 111c .. pleasure pathway"' is another name for the _____ pathway. 

A. mcsocorticolimbic serotonin 

B. mcsoc.orticolimbic norepinephrinc 

C. mcsocorticolimbic GABA 

D. mcsocorticolimbic dopamine 

5. \.Yhich is linked to the highest number of deaths? 

A. n icotine 

B. alcohol 

C. suicide 

0. mcthamphetamine 

6. Tolerance is stronger. and withdrawal symptoms are more evident. in which of 
the following people'? 

A. those who receive the drug at random intervals 

B. those who passively receive the drug 

C. those who self-administer the drug 

0. those who receive the drug in novel settings 

7. Jerry failed his breathaJyzer test as his blood alcohol concentration level was 
over the legal intoxication lcvcJ of _____ _ 

A. O.SOg/lOOmL 

ll. O.IOg/ lOOmL 

C. O.Olg/ lOOmL 

0. 0.08g/100ml 

S. Which of the following is true when relapse rate curves are compared? 

9. 

A. Smokers relapse at a higher rate than aJJ others. 

B. Alc-0holics relapse at a higher rate than a.II others . 

C. Opioid users relapse at a higher rate than all others. 

0. ReJapsc rates are quit,e similar across addictions. 

_____ initially found their way into appro,•ed medical use as the active 

ingredients in nasal decongestant inhalers. 

A. Hallucinogens 

B. Inhalants 

C. Amphetamines 

D. Opioids 



10. Nearly _____ of Americans bave ingested a cannabinoid at some point. 

A. one fourth 

8. one third 

C. onehalr 

0. two thirds 

11. \Vhich of the following involves the rc•cxpcriencing of some of the symptoms of 
hallucinogen intoxication, in the absence of recent i ngestion. in episodes that 
can last several months? 

A. hallucinogcn~induccd psychotic disorder 

B. hallucinogen withdrawal 

C. hallucinogen persisting perception disorder 

0 . hallucinogen intoxication delirium 

12. Opiates produce stupor and pain rc1icfand depress thc ______ nervous 

system. 

A. peripheral 

B. central 

C. somatic 

D. parasympathetic 

13. Alcoholics Anonymous was formed in ______ by two men looking to 

overcome their alcoholism. 

A. 191 I 

B. 1935 

C. 1955 

0. 1975 

14. A recent Jx,havioral intervention for cocaine abusers has shown promising 

resu lts using which technique? 

A. "vouchers" for consecutive clean urjnc samples 

B. nausea-producing drugs paired with cocaine 

C. motivational interviewing to encourage controlled use 

D. covert sensitization 

15. 1he _____ effect is the tendency of an abstainer to relapse completely 

after a minor transgression. 

A. abstinence promotion 

8 . abstinence violation 

C. resilience violation 

0. c.ompliancc violation 

Addmonal study resources are available at www.BVTLab.com. 
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CHAPTER OPENER QUESTIONS 

How is intellectual d isability 
diagnosed? 

What causes Down syndrome? 

Do we know what causes stuttering? 
Can we help the person who 
stutters to speak in a normal way? 

Can autism be t reated? 

Which childhood disorders 
are the most common? 



Neurodevelopmental 
and Disruptive Disorders 
As cl1ild rcn and adolescents mature into adu.lts. their rates of development vary. We can 

define developmental milestone~..; for abilities- such as ac.adcmicskills, language. motor development. and social 
development- based on how the majority of children of d ifferent ages acquire them; those milestones can then help 
idc.ntify those children who need addit ional attention and assistance. The disorders described in tl1is chapter include 

dysfunctions that firstappcarduringchildhood. reflecting issues of both physical and psychological maturat ion. For 
some d isorders, the disturbance is considc.red to be of the developmental process; for others. the problems involve 
deficient self-control of emotions and behavior. 

l.n Lhe DS1W-JV. these conditions were considered within a larger category. '"disorders of infancy. chHdhood, or 
adolescence.~ The DSAl•S revision moved sc,•eral of those disorders to other areas- for example. separation anxiety 
disorder and selective mutism were relocated to the anxiety disorders. pica and rumination disorder were moved 
to the feeding and eating disorders, and reactive attachment disorder was p laced among the trauma .. and stressor .. 
related disorders. ·l\vo new classifications were organized: One describes neurodevelopmen.tal disorders, spanning 
childhood and adolescence: the other describes disruptive. impulse-control. and conduct disorders. The second 
category was created by merging the impulsc--control dysfunctions with the disruptive conditions of childhood. 

13.1 Neurodevelopmental Disorders 
TI1e ncurodevclopmental d isorders all have their onset during the period of biological 
development before the brain and nervous system are complete. and yet. they are quite 
varied in their symptoms. etiologies, a.nd treatments. ~£he various disorders covered in this 
category are listed in Table 13-1.111crc is much more information available on the etiology 
and treatment for some of these conditions than for others. as reflected in the coverage to 
follow. \iVcdo know. howc,•er. that boys arc much more a t r isk than girls in several categories. 

One severe deve.lopmcntal disorder from the DSJ\J .. /V- Rctt's disorder- was re.moved 
from the list of mental disorders. In Jtctfs disorder. there is a normal period of growth 
and development. with normal sensorimotor development and head growth through the 
first 5 months ofUfc.1hcn. between 5 and 48 months of age. head growth decelerates. and 
previously acquired language. social . and psychomotor abilit ies are lost. 'Otis rare condition 
occurs almost exclusively among females. A mutation in a dominant X•linkcd allele appears 
to be involved in about 90% of Rctt's cases (Am1strong. 2005). Presumably. it is now viewed 
a.c; a genetic condition that can cause mental disorders rather than as a mental d isorder in 
itself. Retfs disorder can be indicated within specifiers for some of the neurodevelopmental 
disorders in the J)SJw..s. 

J61 
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DSM-5 Neurodevelopmental Disorders 

Age o r Duration 
Disorder Requ ire.menl Sex Ratio 

lntelleclual disability (intellectuaJ 
developmental disorder} 

Key Symptoms 

Deficits in mtellectua1 and 
adaptive functioning 

Onset during the 
developmenta.J period 

More common among maJes 

language disorder 

Speech sound disorder 

Difficulties in language use 
and acqui.s1tion 

Olfficulties in speech sound 
production 

Onset in early de\'elopme:ntal 
period 

Onset in earl)•developme:ntal 
period 

Unclear 

Unclear 

Childhood-unset fluency disorder 
(stuttering) 

Disturbance in fluency and 
bme patlemin_g of speech 

Onset in earlt<levelopmental 
period 

lJndear 

Social {p ragmatic) 
oommunicatkm dis.order 

Auttsm spectrum disorder 

Deficits in sodnl 
communication 

Deficits in socml 
communication and 
interac:Lion. restricted 
activities 

Onset in earl)• developmental 
period 

Onset in earlt<levelopmental 
period 

lJndear 

More common among maJes 

Attention-defic.1t/hyperactlVity 
dL,;order (ADHD) 

Multiple symptoms of 
inattention or hyperactivity 

Several symptoms prior to More common among males 
age 12 

Specific teaming disorder 

DeveJopmental coordination 
disorder 

Difficulties in learning and 
using academic skills 

Deficit in motor skills 
de,<e1opment. cJumsine5s 

6 months More common among males 

Onset in early developmental More common among males 
period 

Stereot)'Pic movement disorder Repetitive purposeless 
behav10r 

Onset in early developmental Unclear 

Tic disorders Rapid. recurrent motor 
mo,·ements orYocaUzations 

period 

J year: onsel before age 18 More common among males 

Source: American P?iychlatrJc Assoc:iatkin. 2013. 

IQ 

Intelligence quotient: 
a standard score 
indicating inteUectual 
functioning as 
compared with others 
in the population 

13.1a Intellectual Disability (Intellectual 

Developmental Disorder) 
Intellectual disability is diagnosed when there is evidence that intcllcctuaJ abilities are 
significantly below average and important adaptive skills arc impaired. I ntcllcctual functioning 
is assessed. in part. by an individually adrninistercd standardiz-ed test ofinteUigcnce: the 
resulting score must be among the lowest 2.5%ofthe population. Level of adaptive functioning 
can also be assessed by standardized measures or clinical examination across three domains: 
conceptual (academic).social. and practical. For the diagnosis to bcgivc-n. adaptive dysfunction 
in at least one or these domains must result in failure to acquire normal m ilestones in pc.rsonal 

independence aud social te$ponsibility. including language and communication. academic 
abilities. independent care skHls. money management. and social judgment. 11le deficit in 
adaptive function must be evident in multiple environments and require ongoing support by 
othcrs. lntclloctual disability can be specified as mild. moderate. severe. or profound. defined 
in terms of the degree of adaptive impairment. 'Ille 
incidence may be 1% of the population. with maJe,5 
diagnosed more often than females (American 
Psychiatric Association. 2013). 

How is intellectual disability 
diagnosed? 

Intelligence is formally measured by int~lljgence tests (sec Chapter 4).11lc tests as-sess 
a variety of abilities. including vocabulary, comprehension, general information. short•term 
memory, and analytic skills. 'lhe resultingscorcs arc compared with those of same-age peers. 
111e IQ, or intelligence quotient. is a standard score calibrated with a mean (or average) of 
100 and a standard deviation of 15 (sec figure 13~l). In a normally d istributed distribution 
such as IQ, 95% of scores fall within two standard deviations of the mean. or bet\!/een 70 and 
130. Individuals who score between about 70 and 85 may meet the definition of borderline 
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Figure 13·1 
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intellect uaJ functioning: though this is not a disorder. it may be a focus of clinical attention. 
11\0se with (Qs less than 65-75 (2 standard deviations below the mean, with a 5-point error 

range). who also show significant impairment in adaptive functioning. meet the criteria for 
intellectual disability. 

Before the DSt.1-11. particularly pejorative terms were used for subtypes of intellectual 
disability. 'Olosc currently labeled as having a mild disability were termed .. morons- or-feeble• 
minded." those with moderate disability , .. 1erc termed -imbeciles.- and those with what is 
now severe or profound intellectual disability were called -idiots." 1l1osc conditions were 

subscquc.ntly renamed mild. moderate. severe. and profow1d mcntaJ retardation, which, in the 
DS~1~JV. were dctcm1ined by IQ level. In theDSJw.s. the.distinctions in severity of intellectual 

disability arc no longer based on IQ score but rather on level of adaptive functioning. 

Mild Intellectual Disability 
Mildly disabled individuals make up the vast majority (perhaps 85%) of those with th is 
condition. During the preschool years. t hese individuals develop social and communication 
skills and show little or no impairment in motor activities. 111cy arc 
often not distinguished from normal children until a later age. Their 
subnormal intelligence become~,;; apparent during the school years. and 
they tend to fa)) behind their age.group. \1/ith persistence., they can learn 

academic skills roughly comparable to a sixth•grade level by their late 
teens. Problem solving tends to involve concrete approaches. Socially. 
these individuals may form fr iends easily. but social interactions may 
bl? immature: they may a lso misperceive sociaJ cues. \.Vith extended 
education and assistance. independence in SC\'craJ areas can be achieved: 
however. ongoing support is needed. As adults. they can usually acquire 
vocational skills nocessaryfor economic independence .. 

Moderate l11tel/ectual Disability 
(ndivjduals with moderate intellectual d isability rep resent about 10% of 

the people with intellectual disability. ·mey usually learn to talk during 
the prcschoo) years. a lbeit at a lat.er time and more slowly than ch ildrcn in 

the normal range of intelligence. In addition. their academic abilities arc 
markedly bcJow pccrs.1l1cy arc likely to show impairments in scnsorimotor 
development, such as poor coordination. and their social skills are likely to 
be limited. 111ey gain little from the usual academic instruction at school 
but can. in special classes. profit from training in social and occupational 
skills. Social judgment is a lso limited, and behavioral problems can create 
social difficulties. 'they can care for pcrsonaJ needs. such as hygiene and 

U.S. actor Tom Hunks plap?d lhe lead character 
in tl1e film Porres/. Gump. The charac:ler is 
written to be well below overage intelligence 
statistically and yet pn>ves himself to poit.c;ess 
great mtcgnl)' ;U1d Ion, for l11e people he 
encounters. tr«rm Gump by2d Amon1 U•. 1wAibbll' 

undc-r .a CrNlin:CommQQS .-\ttributfon l. ,ec:nlll'. CC Dl:' SJ\ 

l.Ocin Wild.med.ea Commoiu.l 



364 Chapter 13 Abnormal Psychology 

dressing. with extended training and frequent reminde.rs. As adults, tJ-1cy are unlikety to 
achieve complete independence but can contribute to their own support in the protective 

environment of sheltered work conditions. 

Severe Intellectual Disability 

Those wilh intellectual dis.ability require assistance in areas of 
independent functioning. (AP Pbnt.u/Ca,olyn Wterl 

People with severe intellectual disability make up about 
3.5% of those with intellectual development disorder. 
Impaired development is apparent in infancy or early 
childhood in the form of poor motor development, 
minirnal speech. and. fairly often. the prescnccofphysic.aJ 
deformities. ,.hey do not profit as much from training as 
the moderately disabled do; however. as they get o lder. 
many can learn to taJk in sim.plc words and phrases and 
learn elementary health and grooming habits. 'Otey remain 
dependent on others in problem~solving and personal 
hygiene areas. requiring support and assistance at all times. 
As adults. t hey rnay learn to perform certain routine tasks 

Pbenylketonuria 
(PKU) 

Rare single-gene 
recessive metabolic 
disorder that results in 
intellectual disability 

-0 

1 , 
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lnteOectual 
Disability 
Due to 
Organic 
Defect 
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and develop recreational interests: in .general. however. they require complete supervision 
and economic support. Maladaptive behavior becomes increasingly problematic. 

Profound Intellectual Disability 
111e smallest group with intellectual disability (about l.5%ofthc total) is profoundlydisahled. 
Extreme deficits in both intellectual and sensorimotor functions are a pparent early in life. 
Conceptual abilities arc limited largely to the physical world. Some limited goals of habit training 
may be achieved in the older child. but usually those with profound intc.llectual disability will 
require tota.1 care for the re.~t of their lives. Many have physical or sensory dysfunctions that 
further restrict their capacity to walk or othenri~e cope with environmental demands. Still. 
these indivjduals can initiate and respond socially and can enjoy relationships with others. 

Causal Factors in Intellectual Disability 
A variety of factors arc linked to intellectual disability. inc.luding heredity. problems in 
embryonic devefopmcnt. environmental influen ces. oU-lCr rnentaJ disorders. pregnancy or 
perinatal problems. and acquired medicaJ conditions. No specific causal factors arc identified 
in 30%-40% of the cases (American Psychiatric Association. 2000). lngene.ral. specific organic 
factors arc more likely to be associawd with profound and severe Jcvds of disability. Zigler (1967) 

suggested tJ1at if the distribution of JQ scores were plotted 
from a sample of the totaJ populatio11. including U1osc in 
institutions for people with intellectua.J disability. it would 
form the usual beJl .. shaped normal curve except at the. very 

low end. where there tends to be a bump (see J~igure 13·2). 

Heredity 

~ '--=-- -'---''---'-- -"---__J 

At the gene level. numerous recessive inherited conditfons 

arc associated with intellectual disability. One of the best 
)01own of the recessive syndromes is phcnylkctonuria 

(PKU). an inherited error in protein metabolism. 
The genetic site associated with l>KU is located on 
chromosome 12. ln PKU. the individual lacks liver enzymes 
necessary to convert the amino acid phenylalanine. which 
is found in many foods. into another amino acid. tyronine. 
As a resu lt . phenylalanine accumulates and is converted 

~ 70 100 

IQ 

130 

Figure 13·2 Distribution of IQ Scores 

The distribution oflQ scores showing the subdistribution 
thought to reflect individuals whose intcllectua I disability 
resu lts from specific organic defect. 
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Both o f these brolhers suffer r rom 
phenylketonuna { PKLl J. a gen et 1c disorder 
that p rennls t hem from digesting an essenlia) 
runl no acid iAP Pboh) 'D:\ILY t-.'fWS,JdJ.maChild~; 

into phcnylpyruvic acid and other abnormal 
metabolites that cause brain damage, 
hyperactivity, and seizures. Newborns arc 

routinely screened for PKU by blood tesL<. If 
an infant is homozygous for PKU. fol lowing a 
special low-phcnylaJanine d.ict that restricts 
or eliminates fish, chicken. dairy products, 

and other high-phenylalanine foods can 
prevent intellectual disability. This dietary 
adjustment, which must be maintained 

throughout life. prevents the buildup of 
phenylalanine in the brain. 

The most common heritable condition 
associated with intellectual disability is 
fragile X syndrome, involving a nearly 
separated scg:rnent of the long arm of the X 

chromosome(see Figure 13-3).111:edisorder. 
due to a mutation on the PMR .. J gene site. 

produces intellectual deficits and subtle 
physical characteristics. such as an elongated 
face and large ears. It is also as.c;ociatcd with 

hyperactivity, sclf•injuriolls behaviors. and 
emotional difficulties (Schwarte. 2008). 
Fragile X can be detected through blood 

tesu or prenatal.ly through an1uiocentcsis or chorionic villus sampling, both of which 
collect fetal cells. Males a.re disproportionately affected by this condition because they 
carry only one X chromosome. whereas females carry two, giving greater variability in the 
disordc.r·s rucprcssion. For example. 1'.'lazzocco. Freund, Baumgardner. Forman. and Reiss 
(1995) described monozygotic 16-year•old female twins who were concordant for fragi le X but 

disc.oncordant for mental retardation: One sister's IQ was measured at 47. 
while tJ1:e unaffc-ctcd sister scored 105. 'fhc intcllcc.tual disahiHty associated 
with fragile Xis often less apparent in younger children. although the.re are 

delays in developmental milestones such as sitting up and talking. IQ tends 
to decline as f ragiJt? X individuals age. not because of loss of abilities. but 
rather due to suboptimal growth (Schwartc. 2008). 

Other recessive conditions associated with intellectual d isabil ity arc 
galactosemia and 1'ay-Sach's disease (also identifiable prenatally through 
amniocentesis). Among the dominantly in he.rited forms, tuberous sclerosis 

(epiloia) is probably the most w idely known. 1J1:js condition. caused by 
tuberous calci6cations in the brain. produces intellectual d isability 
and epilepsy. 111:e cumulative impact of multiple genes has received 
increasing a ttention. 1\vo general polygcnctic effects appear to be related 
to intellectual disability. In one. sets of genes that arc responsible for brain 
development produce structura l abnormalities iu the brain: in the othe.r. 
genetic variations decrease the normal neuraJ and synaptic plasticity tbat 
characterizes learning (Valliant ct al.. 1998). 

Figure 13·3 

FragileX syndrome 

Condition in which 
the tip oftl1e X 
chromosome is at risk 
of separation 

Amniocentesis 

l'aking a sample of 
amniotic Ouid to 
conduct genetic tests 
on a fetus 

Down s yndrome 

A condition associated 
\',dth intellectual 
disability caused 
b)• trisomy of 
chromosome 21 

Fragile X Syndrome 

Alterations of E11zbryological Deve/op111enf T he best-k nown 
chromosomal abnormality is Down syndrome. a rela tively common 
dis.ability caused by the presence of an extra chromosom.e. In most cases. 
the extra chromosome results from the failure of the 21st pair of thc
mother·s chromosomes to separate during meiosis (cell division). These two 

ch.romosomcs then join with the single 21st chromosome of the father to give 

In fragile X syndrome. material on the 
long area of the X chromosome is nca.rly or 
completely detached. 

Adapted from ~1he Fragile X: A Scanning Electron 
~ticro!l<:ope Study.- byC.J. Harrison, E. M.Jack. 
T. 0.All.en. & R. Har rls. 1983.JtmmaJ tifMedieat 
Gene.tics. 2'>, p. 282. 



366 Chapter 13 Abnormal Psychology 

II 
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three number 21 chromosomes (see Figure 13-4). Down. syndrome is sometimes referred to as 
trisomy21. 1he tr-isomy can be detected prenatally through fetal screening procedures such as 
amniocentesis. Down syndrome is associated with 
intellectual impairment and a variety of physical What causes 
anomalies: a large fissured tongue that tends to Down syndrome? 
protrude from the mouth. almond shaped eyes. flat 
nasal bridge, a short crooked fifth finger. and broad hands with a crease running across the 
palm. Down syndrome occurs once in about 700 births. but the risk is strongly linked to 

r,-. 
Dow,, 

st,o..,. 
Jl""'"'I' 21) II Ii 

• • 

maternal age. The incidence increases from 1 in 
2.000 births foJ' 20•ycar•old mothers to 1 in 25 for 
mothers older than 45 years of age. 

II II II II II II Ii 

More than a century ago, the condition was 
given the name ,nongoli.sm or mongoloid idiocy 

because of the superficial facial resemblance 
of affected persons to Asians of Mongolian 
origin. as well as the prevailing racist attitudes 
about presumed inherent rnental inferiority of 
non-Caucasians (Gould. 1981). In fact. the condi• 
tion is easily recognizable in Asian children as well. 
(Qs of these individuals tend to range from tbc 30s 
to the 70s. 1ltey arc at incl'easOO risk for severa l 
medical conditions, including c.ar infections and 
hearing loss. mitra.J valve prolapse, slc-cp apnea . 
and obesity (Davis. 2008). 
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the leading cause of preventable intcJlectua.J 
disability is the effoct of maternal alcohol 
consumption on the developing embryo. As 
discussed in Chapter 12. fetal alcohol syndrome 
produces characteristic biological and psycho• 

Figure 13-4 Down Syndrome Trisomy 
logical impairments. including mild to moderate 
intellectual disability. In the DSM-5. the behavioral 
ramifications of fetal alcohol syndrome would 
be diagnosed a➔'i -ncurodevelopmcntal disorder 

Source: CourtH)' Ofthe U.S. National Library of Medicine (https://ghr.nlm.nih. 
gov/ ). 

associated with prenatal alcohol exposure" 
(American Psychiatric Association. 2013). Although the risk of fetal alcohol syndrome appears 
greatest wjth significant alcohol consumption during the first trimester. no -safe" level of 
maternal drinking in any trimester has been identified. 

Pregnancy or Perinat,IL Problen1s During pregnancy. the embryo and fetus may be 
exposed to a variety ofharrnfu l biologicaJ jnflucnces. 1-'hosc influences that have been either 
directly or indirectly associated with intellectual dysfunction are poor maternal health. 
including acute and chronic maternal infections. maternal-fetal blood incompatibility. 
anoxia. radiation. drugs. and premature birth. 

The most common prenatal infections associated with intellectual dis.ability arc 
rubella. toxoplasmosis, syphilis. and cytomc.galovirus (herpes viruses). Rubella produces 
dysfunction by infection of the fetus through the mother during the first 3 months of 
pregnancy; immunization is available against this d.isease .. Rh disease. the best known of 
the blood incompatibilities. occurs only when the mother's blood lacks a certain chemical 
factor that is in the fetus·s blood- tJ-lat is. the mother is Rh negative. and the fetus is Rh 
positive. Typically. in later .. born pregnancies. the mother's body mobilize~,;; against the Rh 
factor. causing destruction of red blood cells. lack of oxygen. and a toxic state that can result 
in both mentaJ and motor handicap. Rh disease has been treated by blood transfusions at 
birth and during the pregnancy itself. as well as by medjcations. 



Neurodevelopmental and Disruptive Disorders 367 

Pr etuaturity refers to prcterm dcli\1cry and low birth weight. Premature infants have 
greater health r isks in many areas and are at increased risk for intellectual disability and 
other developmental disorders. Prematurity is related to a 
pregnant woman·s genera] state of health- in particular. 
hCJ' diet and smoking. AJthough medical interventions have 
s ignificantly improved the survival ability of premature 
infants. they remain at higher risk of cognitive impairment. 
sensory impairment. and various condjtions of the ccntraJ 
nervous system {Allen. 2008). 

' 

Cretinism is stuntOO physical and mental deveJopmcnt 
caused by impaired functioning of the thyroid gland. 
one cause of which is an iodine-deficient diet. Certain 
characteristic. physical foaturcs- stuntcd growth. dry skin. 
coarse hair. and a large head- usually accompany severe 
intellectual disability. Preventive efforts. such as the wide 
availability of iodized salt, have led to the virtual elimination 
of this kind of disability in the \Vestern world. Even when 
cretinism occurs. most of the impairment can bca\•oidcd if a 
thyroid supplement is added to the infant ·s diet early enough. 

Premalurit y refers to pre-term delivery and low bir th weight 
Premature infants have g reater health risks in many areas 
a nd am at increased risk for intellectuaJ disability and other 
development dL'mrders. (iS-Lockl 

Acquire,/ Jlfetlical Co11ditio11s Adverse biological events occur postnatally as well 

as during pregnancy and at birth. Infectious diseases that involve the brain. such as 
encephalitis and meningitis, arc probably the most important intellectually disabling 
conditions. OtJlC.r postnatal causes arc head trauma. lead poisoning, brain tumors. and 
epilepsy. there-is also the-important question of whether infant diets deficient in protein 
may impair mental development. if not actually cause intellectual disability. Injuries from 
-shaken baby syndrome" can include brain damage and cognitive impairment. 

.Much public attention has been focused on lead cnccphaHtis. a complication of lead 
poisoning.1his brain condition can rcsuJt from prolonged contact \'i'ith or ingestion of lead• 
based materials. f n the United States. a continuing federal effort has reduced or eliminated 
lead front paint, gasoline. children·s toys. and other sou re.es to reduce lead exposure. About 
6% of children treated for le.ad poisoning are found to have severe intellectual dis.ability. 

Cranial abnormalities. often of wtknown origin. can also cause cognitive limitations. Both 
macroccphaly(largc-headedncss) and microccpha/y(small•headcdness) arc associated "1th brain 
changes that involve intelJectuaJ irnpainnent. For e.xamplc. microccphaly can result if the fetus 
is infected with the Zika virus. which can be transmitted by mosquitoes to the mother. who then 
spreads the virus to the fetus during pregnancy (Centers for Disease Control and Prevention. 2017). 
One cause of macrocephaty is increased accumulation of ccrcbrospinal nuid in the ve.ntricles of 
the brain (hydrocephalus). either from congenital causes such asspina bifida or acquired causes 
such as head trauma. 'J:hc increased cranial pre.,;surc can damage brain tissue. 

, 
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Pre111aturity 

l'reterm delivery and 
low birth weight; may 
be associated IVilh 
multiple impairments 
in behavioral. cognitive. 
sensory. and central 
ncn•ous system 
functioning 

Encephalitis 

Inflammation of the 
brain 

Meningitis 
lnOa.mmation of 
the meninges. the 
protective covering of 
the brain and spinal 
cord 

£n.11ir,,11,nental Jnjlue11ces Psychological and social 

factors can produce deficits in intelligence as well. Rare 
cases of deprivation and abuse have been discovered in 
which environmental improvement rcsultc-.d in increases 
i n IQ. Koluchova (1976) reported one such case involving 
7•year~old identical twin boys who were rescued from 
severely abusive conditions that involved extreme 
deprivation. isolation. and beatings. At first, they could 
barely wa.lk and had ,,cry limited speech. \i\1hen tested at 

age S. they scored in the range of moderate intellectual 
disability. After 7 years ofenvironmcntaJ enrichment and 
therapy. the IQ rose to the nom1al range (sec Figure 13•5). 

(\Viki mt-di.a CCJCllmoruf.A,·.nll.ablt: 41 bUp:,'/www.tde..JD,· 'nC'.bdddlbirtJICU:fttu , 

un.agt!ll.'mic!roctphal) .. CUmparUllfl SOOJu.iP.&I 



36& Chapter 13 Abnormal Psychology 

Figure 13·5 

Environmental influences interact with genetic influence$ to produce both normal 
and abnormal levels of intelligence. In extreme circumstances such as these. the impact of 
deprivation appears obvious: however. prevailing conditions that invol\•e persisting limited 
cognitive stimulation ca..u produce broad ly lower levels of intelligence as well. Inadequate 
intc11cctual stimulation may stem from limited opportunity. lack of exposure. or lack of 
support for academic training and achievement. In addition, impoverished environments are 
associated w"ith increased exposure to crime. drug abuse, teenage pregnancy. and inadequate 
school funding. Perhaps not surprisingly, intelligence test scores arc generally found to be 
correlated with social cJass. and individuals at the lowest socioeconomic levels tend to 
perform most poorly. 

1111! quaJity of parental influence and stimu lation within the home a)so shape a d1ild·s 

intellectual development. J>olansl-y. Borgman. and de Saix (1972) studied impoverished families 
in ruraJ Appa.Jachia and identified a particular constcUation of maternal characteristics (lack 
of motivat ion to acquire competence. apathy. fee.li ngs of futility. absence of meaningful 
pcrsonaJ relationships) that seemed to be csp,cciall)' related to developmental d.ifficu.lties in 
the children. Within the sample of 65 mother~chiJd pairs studied (all living at or below the 

poverty level). the authors found that the more. common these characteristic$ were. the lower 
the child's IQ. In addition. maternal apathy~f utility was positively correlated with lethargic. 

withdrawn. dependent. and clinging children. 

Treatment for Intellectual Disability 

Pre vention Obviously. it is important to act to control as many of the conditions that 
ca1L<1;e intellectual dysfunction as possible. Family planning should include considerat ion 
of maternal age. During pregnancy. the fetus must be properly nourished. while exposure 
to a lcohol or other toxins should be eliminated. Maternal health should be monitored and 
infections avoided. After birth. an enriched and s timulating environment is important. both 
in schools and at home. 

E(zrly lnlervenlion Progra111s Treatment for intcllecn1ally disabled children involves 

providjng the kind of early childhood environments that wiU help them develop cognitive 
resources more fuJlyand to emulate desirable peer and adult models.111is goaJ is most likely to 
he achieved through specia) home intervention programs and participation in preschool day 
nurseries (child development centers). Heber and his associates (Garbc.r & Heber. l978; Heber 
& Garber. 1980) assessed an intensive early intervention program among at•risk families 
in an impoverished area ofMih•.:aukec. \<Visconsin. Children orlow•IQ mothers (mothers 
had an IQ of75 or less) were random)y assigned to an experimental or control condition 

IQ Changes in Twin Boys Rescued 
at Age 7 from Abuse 

110 ~ ------------------

100+---------~~,::__....::::,~ ;:;:'--
Dal.A source: A Report on lhe Further J)evelopmenl 
or1'wlns After Severe and Prolonged Oeprlvatioo.~ 
byJ. Koluehori.. 1916. In Eorly£xptrrle11t e:My thond 
El•ide11ee. edlLed by A. M. Clarl'.eandA. 0 . Clarke. pp. 
56-66. 
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(20 in each group). At 3 months of age. children in the experimental group began attending 

3169 

a special enrichment pr<>n1TTam at a nearby school facility: the facility targeted perceptual• 
motor. cognitive•languagc. and social•emotional development. 111c program continued all 
day. 5 days a week.12 months a year until the children entered school at age 6. In addit ion, 
mothers were given some remedial academic training. together wiU1 instruction in parenting 
skills, homemaking. and vocational train ing. Various measures of intelligence were obtained 
at 6-month intervals for both groups. ExperimcntaJ children averaged over 20 IQ points higher 
between 2 and JO years of age. At age 6, the average IQ for the experimental children was 
.12l for the control children, it was 87. This was more than 30 points difference. At age 10, or 
4 years after all intervention had stopped. the average lQs were 105 and 85. respectively- still 
a large and significant difference between the groups. 

OtJ1er early intervention programs have demonstrated their effectiveness in reducing the 
risk of cuJturaJ-familial intellectual disability. The federal Head Start program. for example, 
has been successful in improving school readincs.s and decreasing problem behaviors for 
at-r isk children (e.g .. Abbot-Shim. Lambert, & McCarty. 2003}. In schools. special education 
opportunities are available for children w ith intellectual disability. Mainstreaming. an effort 
to keep the child with disabilities with non-disabled peers as much as possible .. is a common 
approach to foster both social and academic improvement. 

Other Tret1l11umts and Fllt.:ilil ies In more serious cases of intellectual disability, tre.nt• 

ment occurs within residential living facilities. tJ'catment facilities. or institutions that 
support persons with severe disabilities. Stnictured behavior modrncation is useful in training 
important skills such as self-care. language. and daily living abilities. One serious problem 
associated w ith severe intellectual disability is self-injurious behavior. A comprehensive 
review of behavioral interventions for self-injury. invol\ringmostly persons with severe or 
profound intellectual disability. found both reinforcement• and punishment-based techniques 
effective (I(ahng. Iwata. & Lewin. 2002). 

Plwrmacological Trcah11en/S There are no medications that treat intc-llectual disability. 
although a variety of antipsychotic. sedative. and tranquilizing drugs can be used to control 
behavioraJ problems. These medications are widely employed to control a~!Tfcssivc and 
challenging behaviors in intellectually disabled individuals. though no c lear empirical 
support exists for their use. Data on thecffec.tivencss of various drugthcrapic-s offer only weak 
support at best (Petty & Oliver. 2005). A recent comparison study tested a first-generation 
antipsychotic, haloperidol. against a newe.rantipsychotic medication, risperidonc. and placebo 
in 86 intellectually disabled men with aggressive problem behavior. Aggression decreased 
substantially in all groups. but placebo was linked to a somewhat greater improvement 
and fewer treatment problems than either medication ('fyl'er ct al.. 2008). Nonetheless. use 
of these and similar medications to control challenging behavior in those with intellectual 
disability remains common. 

13.1b Specific Learning Disorders 
Specific )earning disorders combine tJ1e DSM-IV d iagnoses of"rcading disorder." ·mathematics 
disorder."-disorder of w-r-ittcn expression,· and '"learning disorder not otherwise spc,cificd." 

'£he diagnosis requires difficulties in learning and academic skills in\lolvi.ng reading. spelling. 
writing. or mathematics jn which measured abilities arc below what would be expected by 
the student's chronological age. 1l1e difficulties are not due to intellectual disability. and 
the)' must have persisted for 6 months or more. despite attempts to remediatc them. 111c 
diagnosis includes specifiers for areas of impairment (--with impairment in reading.H Hwith 
impairment in written expression.- '"with impairment in mathematics"') and severity (mild, 
moderate, or severe). 

BVT Lob 
Flashcards are available 
for this cl1apter at 
www.BVTLab.com. 
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Reading difficulties may involve errors in comprehension: slow reading: and oral 
substitutions. distortions or omissions. 111is condition has also been called -dyslexia.- As 
many as 8CW6 of persons with these learning disorders arc males. although there may be 
reason to believe that bias in diagnosis is partly responsible: Boys are more likely to show 
disruptive behavior along with the reading dysfunction. thereby attracting diagnostic 
attention (American Psychiatric Association, 2000}. Mathematical difficulties can include 
the linguistic. pcrc.cptual. attentional. and com.putational skills involved in mathematic 
achievement. Disorder of written expression is characterized by deficient writing skills, often 
including combinations of poor handwriting. poor grammar and punctuation. cornmon 
spelling errors. and poor organization of paragraphs or sentences. (t can be associated with 
pcrceptual•rnotor or language deficits. Less is known about disorder of written expression 
than the otJ1er learning disorders, in part because standardized testing of rcadfag and math 
skills is easier Lhan for writing abilities. Together, specific learning disorders may affect 
5%- 15% of the population (American Psychiatric Association. 2013). 

Causal Factors for Learning Disorders 
11lC DSA1~5 defines specific learning disorder as having a biological origin causing a dysfunction 
in the brain. without being more specific, though prematurity, low birth weight. and prenatal 
e.xposure to nicotine are listed as risk factors. Spc,cific learning disorders involving reading 
and math cspecialJy tend to run in families (American Psychiatric Association. 2013}. Genetic 
factors doubtlessly influence learning abilities. perhaps in a general rather than ability• 
specific way. Plomin and Kovas (2005) concluded that the genes affecting one learning 
disorder affect others as well, resulting jn substantial overlap and generaUst gene effect. 
\Vhen learning disorders are comorbid with attention•deficit/hyperactivity disorder (ADHO). 
outcomes tend to be poorer (Amcric.an Psychiatric Association. 2013). In addition. significant 
correlations between the specific learning disorders may suggest that they interrelate at a 
more basic level. \-Volf and Bowers (1999). for example. proposed that phonological deficiL" 
that impede word recognition and deficits in rapid recognition and naming of stimuli arc 
both core deficits in reading disorder. 

Specialized remedial programs have produced significant gains in s~verely delayed 
reading and math abilities using behavioral. flucncy .. based. individualized instruction (e.g .. 
Johnson & Layng, L992). However. learning disorder symptoms may persist into adulthood 
for up to 4% of the (>Opulation (An1crican Psychiat1·ic Association. 2013). 

13.1c Developmental Coordination Disorder 
'lhc ncurodcvelopmental disorders also include a set of motor disorders or conditions in 
which a deficit in motor coordination or delay in meeting motor development milestones 
interferes with ac.ademic or daily life. These include developmental coordination disorder. 
stereotypic movement disorder, and the tic disorders. 

Poor motor coordination may be indicated by clu msincss. dropping things. bclow~avcragc 
sports skills, or poor handwriting. Delays may occur in walking. sitting. or crawling. 'fhe 
clumsint'ss of developmental coordination disorder is not due to a physical disability such as 
cerebral palsy or muscular dystrophy. nor is it characteristic of the motor difficulties associ .. 
atcd with intellectual disability. Instead. the ability to execute coordinated motor skills is 
below that expected by the person·s age. For the diagnosis to qualify, the motor deficiencies 
must be severe enough to interfere with the normal aclivities of daily living. 1J1c IJSM•5 

reports the prevalence at between 5% and 6% of children ages 5 - 1 J (American Psychiatric 
Association, 2013). Little information is available on causal factors or treatments for those 
with developmental coordination disorder. and in some cases it persists into adulthood. 
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13.1d Stereotypic Movement Disorder 
rvtotorbchavior that is nonfunctional and repetitive is the key feature of stereotypic movement 
disorder. Although such simple movemc.nts arc rather common in children, the disorder's 
diagnostic criteria require that the stereotypic movements interfere with normal social 
or academic activities and have the potential to cause setf~injury. ?\"iovements consist of 
body rocking, hand waving. or shaking: however. all types of movements rnay be involved. 
Some repetitive activities arc also physically damaging: Eye poking. head banging. face 
slapping. and sclf•bit:ingcan cause serious injury and may persist for years. Risk factors 
may include social isolation or environmental stress. Some ncurogcnetic conditions such as 
Rctfs syndrome also contribute to stereotypic movement disorder (A1ncrican Psychiatric 
Association. 2013). 

t>rcvaJcnce may be between 10%-15% of those with intcUc.ctual disability who a.re 
living in residential facilities. AIU1ough there may be gender differences in the e.~pression 
of particular symptoms (e.g .. self-biting may be more common among females than males 
with the disorder). the overall gcndc.r ratio appears to be equaJ (American Psych iatr-ic 
Association. 2000). 

11reatment information is lirnited for non~tic movernent disorders. However. there is 
substantial literature supporting behavioral methods that provide a,1ersivc consequences 
contingent on self-injurious acts. while simultaneously shaping competing responses (Matson 
& LoVulJo, 2008). A.utipsychotic medication has not been particularly effective apart from 
tranquilization: however. small case reports have indicated that the opiate receptor site 
blocker naJtrcxone has been useful for some individuals with self-injurious behavior (Symons 
ct al.. 2001). 

13.1e Tic Disorders 
TI1c lJSM-5motor disorders category includes three disorders in,rolving verbal lies. motor tic.,;. 
or a combination of the two. Tics arc sudden.stereotyped motor movements or vocalizations 
that are rapid. recurrent. nonrhythmic, and experienced as irresistible. Simple motor tics 
include eye blinking. facial grimacing, and neck jerking: U1cy may last less than a second. 
Complex motor tics. which tend to last at least several seconds, can include hand gestures, 
squatting, twirling, retracing onc.'.s steps. smelling objects, jumping. or making obscene 
gestures. Simple vocal tics may involve clearing U1e throat. grunting. or snorting. Complex 
vocal tics include words: phrases: changes in the volume. emphasis. or pitch of language; and 
coprolalia. verbal obscenities or social ly unacceptable verbalizations. 

Tics often occur in bouts. separated by minutes or hours. which may vary in intensity 
and frequency across different contexts and settings. They can be temporarily suppressed 
with varying degrees of success in certain circumstances. such as at school or when a person 
is engaged in directed activity; they usually cease during sleep. 

Tourette's Disorder 
In Tourctte's disorder. both multiple motor and vocal tics have persisted for at least a year. 
Symptoms must have begun hefore the age of 18, and the tics. which tY]>ically happen 
many times each day. cannot be attributable to a gcneraJ medical condition or a substance. 
Tics usuall)T begin by age 6 and can wax and wane in a course that tends to diminish in 
severity as the person age..,; into adulthood (American Psychiatric Association. 2013). In fewer 
than JO% of persons, c-0prolalia occurs: more often. however. vocal tics consist of coughing, 
barking. or grunting. About half of the cases begin with a simple motor tic such as blinking 
(American Psychiatric Association, 2000). 

'fie 

Involuntary muscular 
twitching. usu.ally in 
the facial muscles 

Coprolalia 

Verbal obscemties or 
socially unacceptable 
verbaJizations. often 
emitted as voc.a.1 tics 
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Persons with Tourcue·s disorder often feel discomfort, shame. or social embarrassment 
over their condition, especially if they arc older; impairment in functioning is not arnong 
the diagnostic criteria for this condition. Obsessions or cornpulsions may be present. About 
one half of people with 1'ourctte's disorder also have ADHO. and the stimulants used to 
treat ADHD have been associated in some studies \\11th increased tic incidence and severity 
(l>idsosny & Virani. 2006). Toureuc·s disorder also may co~occur with obsessh1c--compulsive 

disorder. 'the diagnosis is given to males between 2 and 5 times more often than to fomaJc-s. 
It is a rare condition with an upper prevalence estimate of about 8 school•agcd children per 
l.000 (American Psychiatric Association. 2013). There appears to be a substantial genetic 
component Lo the d isorder. a lthough the mechanism is unknown: some individuals w ith 
Tourettc·s disorder show no evidence of familial pattern. M'cdic.ations. including older 

and newer antipsychotic drugs (e.g. haloperidol and r ispc.ridonc). arc useful in treatment 
but have significant side effects. includjng weight gain (Swain. Scahill. Lomhroso. King. & 

Leckman. 2007). Behavioral techniques. including habit reversal therapy(involvingawareness;: 
trainh1g and competing response training) and exposure and response prevention. have been 
proposed for inclusion among the well-established psychothe.rapies (Cook & Blacher. 2007). 
A randomized controlled trial found behavior therapy to be as effective as antipsychotic 
medications for treating Tourctte's disorder in children {Pfacentini ct al.. 2010). 

Persistent (Chronic) Motor or Vocal Tic Disorder 
and Prov1s1onal ric Disorder 
Persistent (chronic) motor or vocal tic disorder involves e ither vocal tics or motor tics. but 
not botJ1. ltdiffcrs in this way from Tourctte·s disorder. which requires the presence of each 

at some point. Like Tou.rette's disorder. symptoms must pc.rsisl for a year a.nd have onset 
before age 18. In provisional t ic d isorder, s ing le or multiple vocal or motor tics occur but 
have persisted for fcv,,er tha.n 12 months. 

13.1f Language Disorder 
l~our specific disorders of expressive or receptive language are classified by the DS.M•5: 

language disorder. speech sound disorder. childhood-onset fluency disorder (or stuttering). 
and social (pragmatic) communication disorder. Although the 1JSA1•1V noted that these 
disorders were more common among males. the DSM•S indicates that sex ratios are unclear. 
All of these communication djsorders also appear to aggregate within fam iHcs. although 
specific genetic. neurological. or environmental causes are unknown. 

Language disorder involves language use a.nd acquisition that is substantia lly below 
that cxp-ccted from an indjvidua l's chronological age. •n1c language impairments arc not 

due to intellectual disability to auditory or visual impairment. or to a motor dysfunction. 
Expressively. this is shown by limited vocabulary. word recaU difficulty. shortened or overly 
simplistic sentences. errors in verb tense. or a deficiency of understandable discourse. 
Receptive communication may a lso be affected. involv ing difficulties unde.rs tandingwords or 
sentcnc.cs orparticuJar types of word phrases (such as-if•thc.n" statc.mcnts). As a result of this 

comprehension deficit. it may appear as if the person has not heard or attended to a comment 
or question: he or she may seem shy or confused or g ive inappropriate or tangential responses 
to questions. All language modalities may be involved: Expression of written language. spoken 
language. and sign language can be impaired. The course is variable. although some difficul• 
ties tend to persist into adulthood: those with receptive language deficits appear to have a 
poorer prognosis {American Psychiatric Association. 2013). 
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13.1g Speech Sound Disorder 
Speech sound disorder is an articulation disorder in which persons fail to use the speech 
sounds that arc normal for their developmental level. OifficulLies may occur in knowledge of 
the correct phonological sounds or in the motor coordination required for speaking (which 
invoh1es movements of the jaw, mouth. lips. and tongue. as well as controlled airflow). For 
cxomplc. sounds moy be difficult to produce (th. ch). substituted for one onothcr(t fork). or 
omitted. Lisping is also common. Speech therapy is hclpfu.J. and articuJation tends to improve 
over time. However. if language disorder is also present. the prognosis is less optimistic 
(American Psychiatric Association, 2013). 

13.1 h Childhood-Onset Fluency Disorder (Stuttering) 
Childhood-onset fluency disorder (stuttering) is a disturbance in speech fluency typically 
charactc.rized by speech blocks. repetitions of words or syllables, and prolongations of 
speech sounds. Approximately 1% of all children are pc.rsistent stutterers; another 4%- 5% 

show transitory stuttering when young. but outgrow it in time (Arncrican Psychiatric 
Association, 2000). Children with the condition often find the dysfunction embarrassing, 

and they may avoid speaking opportunities or limit speech to short. simpJc utterances. 
'01e difficulties increase under conditions of stress 

or anxiety. Stuttering aJmost aJways starts before 
the age 7. but it can be coded for adult onset: 
usually. the onset is graduaJ (American Psychiatric 
Association, 20l3). In families in which the father 

has a history of stuttering. IO% of daughters and 
20% of sons also stutter (American Psychiatric 
Association. 2000). 

Do we know what causes 
stuttering? Can we help the 
person who stutters to speak 

in a normal way? 

Stuttering has received perhaps rnore historical attention from psychologists than the 
other communication disorders. Psychodynamic theorists emphasized the symbolic meaning 
of stuttering: One psychoanalytic scholar suggested that stuttering stems from conflict 
around the expression of anal-sadistic impulses (Fenichel. 1945}. Speaking became associated 
with the utterance of obscene, especially anal. words and the expression of verbal aggl'ession. 

The same motives which in childhood were directed against pleasurable playing 
·with feces make their appearance again in the form of inhibitions or prohibitions 
of the pleasure of playing with words. 'lbc c.xpulsion and retention of feces, and 
actually the retention of words. just a.s previously the retention of feces. may either 
be the reassurance against possible loss or a pleasurable auto-erotic activity. One 
may speak in stuttering. of a displacerncnt upwards of the functions of the anal 
sphincters. (pp. 311- 312) 

Other less complex psychologicaJ theories tended to emphasize factors that create 
anxiety or concern about speoking properly [Bloodstein. l975;Johnson 1959; Sheehon. l975~ 
Consistent with an anxiety or tension theory, Lanyon(l978)suggestcd that the stuttering act 
is preceded and accompanied by a physical struggle to speak. (t can involve excessive muscle 
tension. e~~pcci.aJly in speech•rclatc-d areas. along with breathing irrcguJarjties and a variety 
of extraneous body movements. According to Lanyon. the stuttered word appears to be the 
end point of a chain of events. of which the initial event appears to be the perception that a 
disruption in flucnc.y is about to occur.1his perception has become conditioned to elicit the 
physical struggle that eventuates in the stuttered response. 

J7J 
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Treatment for Stuttering 
Half or more of the individuals who begin to stutter will rccovcr,'lith l.ittJc or no professional 
help: this is especially true for t he younger child (\Vi ngatc. 1976). According to t he DSM-5. 
65%- 85% of stutterers recover from the dysOuency (American Psychiatric Association. 2013). 
Stutterers themselves are usually aware of circumstances in which thcjrdysflucncydisappcars 
or is greatly diminished. Blood stein (1949) found that at least 90% of the stutterers sampled 
reported substantial rcductjon in stuttering when reading in chorus. speaking to an animaJ 
or to an infant. singing. swearing. speaking to a rhythmic swing of the arm or tapping of the 
foot. or imitating a regional or foreign d ialect. 

A number of techniques. some similar to those reported above by stutterers. have been 
shown to reduce stuttering. although generalization to more normal ways of speaking outside 
of the clinic can be a problem. One technique that has been found to consistently produce an 
immcd.iate reduction in stuttering is delayed auditory feedback. \Vhcn nonstuttercrs talk while 

hearing their own speech played back through earphones 
with about a 1/IO•sccond delay. they tend to show marked 
disruptions in speech similar to stuttering. Paradoxically. 
when a stuttercr's speech is delayed in this fashion. the 
stuttering is almost completcJy suppressed. Another example 
is rhythmic cuing. in which the person is asked to speak in 
a rhythmical. singsong fashion. usually with the aid of a 
rnetronomc. \Vingate (1976) suggested that the important 
common factor in these and other procedures found to 
reduce stuttering is a slowing down of speech that permits 
a deliberate substitution of a nonstuttercd utterance. 

The Delayed Auditory Feedback (OAF) device alJows the 
speaker lo hear his or her own voice wilh a lime de.lay. which 
help.sstul terers to speak more clearl)'· 

In later research. \>Vagaman. Miltenberger. and 
Arndorfer (1993) trained eight child"ren to detect any 
instance of stuttering. to regulate breathing from the 
diaphragm. and to exhale s lightly before beginn ing 
to speak. Subjects practiced speaking during natural tA P Phc,t.u/Sc,utl1 Bend 1'nbnne. c; ~.i; s,.,•,crc.i:l 

exhalation. beginning with short conversational phrases. 
lf a stutter occurred. subjects stopped speaking imrnediatcly and reinstated the breathing 
technique. Parents as.,;isted in practice. kept records of progress. and offered social praise. 
Improvement was significant and sustained for all children outside of the treatment setting. 
Both parents and speech pathologists reported that the child.ren's speech was unimpaired 
and natural after treatment (sec Figure 13·6). 

13.1i Social (Pragmatic) Communication Disorder 
New to the /JSJ\i/~5is social (pragmatic) cornmunication disorder. a condition in which basic 
practical social communication skills- such as greetings. taking turns in conversation. 
asking forcla1·ificat.ions. or matching speech styles to the context of the listencr(for example. 
playground versus classroom)- are impaired. Children with this condition have difficulty 
telling stories. making inferences. clistinguishing humor. and understanding common 
metaphors, resulting in social and academic difficulties. Social (prag1uatic) communication 
disorder is not due to intellectual deficiency, autism spectrum disorder. or other mental 
disorders: however. it does occuJ' more commonly in families that have histories of autism. 
communication disorders. or learning disorders (American Psychiatric Association. 2013). 

13.1j Autism Spectrum Disorder 
One particularly controversial change made during the development of the DSM·S involves 
the decision to combine four of DSM4 1 V's pervasive developmental disorders into a single. 
spectrum diagnosis. 1hc-se conditions included autistic disorder. Asperger's disorder (in 
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Figure 13-6 Behavioral Treatment for St.uttering 

Percentage of stuttered words in four subjccts.1]1c arrows represent treatment sessions. 111e 
squares are generalization probes. 

Data source: "An.al)·sl4 or a Si mplified 'ITeatment for Stuttering In Children: b)' J. R. Wagaman <'l al. 1993. 
Journal of ApJ>lied Behavior A11alplS. 26. p. 57. 
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which language was not delayed). childhood disintegrative disorder (in which individuals 
show normal development for the first 2 years of life. then lose prcvjously acquired abilities). 
and pervasive dcve.JopmentaJ disorder not othen...-isc specified. Research had not consistently 
supported a clear separation among the conditions. for example, Miller and Ozonoff(2000) 
reported that those with Aspcrger·s disorder have a higher IQ than those with autism: onc.e 

lQ is control led. however. comparisons on visual-perceptual skills show no clear differences 
between children w ith the two conditions. Consequently. the authors saw little evidence 
that Aspcrger's disorder was a separate condjtion from high•IQ autism requ iring a separate 

diagnosis. lbe distinctions between the former pervasive developmental disorders arc 
now considered to be differences in severity of the same core symptoms: deficits in social 
conunu nication and interactions. and restrictive., repetitive behaviors. 

Autism spectrum disorder (sec DSM•S: Diagnostic Criteria for Autism Spectrum 
Disorder) involves problems in social interactions. communication. or play. Socially. there 
is little reciprocal interaction: Younger individuals with autism individuals have few or no 
friendships. rarely engage in communicative eye contact. and generaUy seem unaware of 
others. Older children with autistic disorder may be interested in friendships but lack the 

social understanding involved in establishing them. language is usually delayed or absent: 
when it is present. it often seems abnormal in pitch. tone. or rhythm. Range of interests and 
activities is narrow. and often the individual repetit ively engages in structured routines such 
as arranging toys in very spccificways.111csc routines tend to be inflexible. and changes c.an 
produce great distress. Stereotypic movements. such as flapping of hands or rocking. arc 
often prcsent.111c person may be preoccupied with inanimate objects or part.~ or objects or 
with very narrow interests such asdatcsorphone numbers. The severity of autism spectrum 
disorder is specified by the degree of deficit.~ shown. indicated by-requiring support" (e.g .. 
difficulty initiating social intcractjons). -requiring substantial support" (e.g .. marked deficits 

even with supports iu place, frequent and obvious repetitive behaviors) or "requiring very 
substantial support" (e.g.. minimal response to social overtures. repc-titivc bc-ha,riors markedly 

interfere with functioning). 

375 
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DSM-5 

In infancy. the autis tic ch ild rnay show an indifference or aversion to physical contact 
such as cuddling and a failure to respond to the voices and social invitations of parents. 
leading many parents to initially be conc.crncd that the child is deaf. Self-injurious behavior 
may occur. ranging from mild to severe forms of head banging or self-biting. Most autistic 
individuals also have some degree of intellectual disability. but t he level of cobFOitivc skills is 
uneven across abilities. About one fourth of people with fragi leX meet the diagnostic criteria. 
for autism spc-ctrum djsordcr. and its presence is associated with lower development and 
generally poorer outcome (Schwa rte. 2008). 

Diagnostic Criteria for Autism Spectrum Disorder 

299.00 (F84.0) Autism Spectrum Disonler 

A. Persistent deficits in social communication and social interaction across muJtiple ccmterls. as manifested by all of the 
fo llowing, cuITently or by history (examples are illustrative. not exhaustive: see text): 
J. Deficits in social•emotional reciprocity. ranging. for example. from abnormal social approach and f'a.iJu.reof nom1aJ back.and• 

forth conversation: to reduced sharing of inten'Sts. emotion.-.. or affect: to faiJure to initiate or respond to socinJ interactioTL-.. 

2. Deficit.-. in nonverb.aJ communicative behaviors used for social interaction. ranging. fo r example. from poorly integrated 
verbaJ and nonverbal communication. to abnormalities in eye contact and body language o r deficit.,; in under.standing 
and use of gestures: lo a total lack of facial expressions and nonverbal communicalion. 

a. Deficits in developing. maintaining. and understanding relntionships. ranging. for example. from difficuJties adjusting 
behavior lo-suit various social cont.ex-ls: to difficulties in sharing imaginative play or in malting friends: to absence of 
interest in peers. 

Spccifycurrent sm•erity: 

Severity is based on sociaJ communication impairments and restrictive. repetitive patterns of behavior. 
B. Restricted. repetitive patterns of behavior. interests. or activities. a.-. manife.-.ted by at IE!ast two of the following. currently or 

by history (examples are illustrative. not exhaustive: .see texl}: 
I. Stereotyped or repetitive motor movements. use of objects. or speech {e.g .• simple motor stereotypies. lining up toys or 

Ripping objects. echola)ia. idiosyncratic: phrase-s}. 
2. Insistence on sameness. inflexible adherence- to rules, or ritualiz.ed patterns of verbal or nonverbaJ behavior (e.g .. 

extreme distress al small changes, dHJicuJties with transitions. rigid thinking patterns. greeting rituaJs. need to take 
same route or eat same food every day). 

a. HishJy restricted. 6.xated interests that are abnonnal in intensity or focus (e.g~ .strong attachment to or preoccupation 
with unusuaJ objecb. excessiveJy circumscribed or per:severative interests). 

4. Hyper• or hyporeactivity to sensory input or unusuaJ intere.sl in sensory aspects of the environment {e.g .. apparent 
indifference to pain/ temperature. adverse response to specific .sounds or textures. excessive smelling or touching of 
objects. visual fascination with lights or movement). 

Specify current severil y: 
Severity is based on social communkatfon impairments and restrictive, repetiU,·e patterns of behavior. 

C. Srmploms must be present. in the early developmenla.l period (but may not become ful ly ma.nife.st until social demands 
exceed limited capacitie.s. o r may be masked by )earned strategies in later life). 

D. Symptoms cause clinicallysigni6cant impairment in social. occupational. or other areas of current functioning. 
E. These disturbances are not better explained by intelfeclual disability(intellectuaJ de\'eJopmentaJ disorder) or globaJ 

developmental delay. InteJlectual disnbility and autism spectrum disorder frequentJy co-occur: to make comorbid 
diagnoses of autism spectrum di.sorder and lnlelJectuaJ disability. sociaJ communication s houJd be below that expected fc,r 
general developmental level 

Note: Individuals with a well-established DSM-IV diagnosis of autistic disorder, J\sperger·s disorder. or pervasi\'e developmental 
disorder not otherwise specified should be given the diagnosis of autism spectrum disorder. Individuals who have marked 
deficits in social communication. but whose symptoms do not otherwise meet criteria fo r autism spectrum disorder, should be 
evaluated for social (pragmatic) communication d.isorder. 

Specify if: 

With o r without accompanying intellectuaJ impairment 

With or without accompanylng language impairment 

Associated wilh a known medical or gene-tic condition or environment.al factor 

As.sociated with another neurodevefopmentnl mental or behavioral disorder 

With catatonia 

Source: Reprinted with permi.11sfon from the Diagmmkond Star/.fJico/MmwaloJMmtal Disordera.. 6th ed. {Copyrighl 
2013). American PS)'Chiatrlc Ait.Slk"ladon. 
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The reliability of the diagnosis of autistic disorder was assessed in DS1\lf. /V field trials 

as good to excellent. with kappa values generally in the .70- .80 range (K1in. Lang. Cicchetti. 
& Volkmar. 2000). In l hc DSAf-5 field trials. pooled reliability for aulism spectrum disorder 
was very good at .69 (Regier. ct al.. 2013). Autism spectrwn disorder is at least4 times 

Savant syud.romc 
Exceptional nbihty in a 
narrow area 

more common in males. a lt hough females with the condition are more likely to show 
intcllectuaJ disability (American Psychiatric Association. 2013). Prevalence rates of 
autistic disorder increased from J in 2.500to l in 500 in the past 20years (Kabat. Masi. 
& Segal. 2003). and the DSM•S esti mates t he autism spectrum disorder frequency at 
nearly 1% of the population (American Psychiatric Association. 2013). It is not clear 
whether this reflects a true increase in the occurrence of t he disorder. an improvement 
in methods of detection and diagnosis. or an increased recognition of autism spectrum 
conditions (Volker & Lopata. 2008). 

Some people with autism spectrum disorder may have particularly strong a bilities 
in very narrow areas. Perhaps 10% of autistic individuals show savant syndrome. 
or evidence of exceptional skills in mathematics. music. drawing. calculation of 
dates. mcchanicaJ aptitude. or memory (~'Liller. 1999). One clear example is Nadia 
(sec 1:igure 13•7). an autistic female with exceptional drawing ability (Selfe. 1977). 
However. the.great majority of autistic individuals do not show savant syndrome. 

Causal Factors of Autism Spectrum Disorder 

Heredity Autism spectrum disorder tends to run in familic-~~. with about5% of siblings 
of autistic persons also showing the condition {American Psychiatric Association. 2000). 
1\\ri.n studies support a substantial genetic contribution. and the.re have been positive 
linkage reports for every chromosome; at least 188 candidate sites arc being investigated. 
although none have been confirmed (Volker & Lopata, 2008).11,e IJSM-5 reports that 
about 15% of cases arc known to he associated with specific genetic mutations: the 
remain ing risk polygcnctic and diffuse (American Psychiatric Association. 2013). 

Figure 13·7 Extraordinary Drawing Ability in an Autistic Child 

Drawings that Nadia made at age 3 1/, (left) and age 5 1/, (right) 

[nt.he200I 6.lm/umSam.actor 
Sean Penn portrays an autistic 
ndult. The academy award~ 
nominated film shows what 
Se-\'Cffe emohonal hardship a 
developmental disnhihly can 
cause for those suffering from 
the condition and for their loved 
ones. tSe.,n Venn .,..;tJ1 Cri!di1111 fr,nli11dt'1. 

ernp by Ca1111 de Cot.cmo nndtr aCrNt.i-.-.e 
Common11Attribu1,cltl Lit<"I\U'CC B't SA 

?.Oal bttr-J/commons.w,kim!!d111..~/ 
,.,, ki/File:St.11..11 _Pm n _~;th_ Cri.rtim, _ 

Fttn\:tC:l~ Ind~_ crop.J PG t 

Source: Reprinted with permission by Bethlem .Museum oftfa: M ind, Bethfom Royal HospltaJ. Beckenham. Kent, UK. 
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Neurological Factors Autism spectrum disorder has been associated with some abnor• 
maJitics of brain function or structure. It has been obsc.rvcd that those with the condition have 

higher serotonin levels than unaffected persons. It has also been reported that brain growth 
for autistic infants is accelerated in the first 2 years. followed by a slower-than-norm.al growth 
period. so that brain size is in the normal range by early adolescence. Abnormalities of the 
rercbeJlum and amygdala have also been reported (Ka bot ctal.. 2003: Volker & Lopata, 2008). 
J~or at least a subset of autistic children. the- frontaJ lobe cortex volume is enlarged. while 

the cerebellum volume is reduced (Carper & Courchesne. 2000). An analysis of postmortem 
brain slides from 10 autistic and JO normal individuals showed higher densities of dendritic 
spines (and, hence. a greater number of synapses) in the temporal lobe of the affected groul> 
(Tang ct al.. 2014). During normal development, the earl)' brain has cxcc-ssive synapses. which 
aJ'c ~pruned~ as a result of maturation and experience. l heir relative abundance in autistic 

brains c-0uld suggest that the condition is caused by a failure of this pruning mechanism. 
leading to a disorder of ovcrconncctivity. However. no consistent and unique abnormality 
is present. and it is not possible to diagnose autism spectrum dfaordcr by means of any 
anatomical or biochemical marker. 

Ps_yc/wsocial Fae/ors Leo Kanner (1943). a child psychiatrist. first formulated the concept 
of earl)' infantile autism on tbc basis of a careful study of J 1 chi ldren. all of whom showed a 

strange indifference to people. Kanner noted that the parents of the children in his original 
sample appeared to be rather cool and distant in their interpersonal rc.lationships. Other 
writers. such as J. L. Despert (1951), developed psychological theories of autism in which the 
parent.~• aloofne$S was thought to produce the lack of responsivity in the child. Subsequent 

research did not support the notion of lack of warmth in parents of autistic children (Cantwell. 
Baker. & Rutter. 1978: DeMeycr ct al.. 1972). Psychodynamic clinicians speculated that the 

autistic child's sc]f.destructive behavior reflects underlying 
feelings of worthlessness and self-hate (8ettclheim, 1967), 
although no empirical c,ridcncc exists for tllal explanation. 

Some investigators have suggested that other deficits. 
probably associated with biological abnormalities, arc 
fundamental to autistic disorder. Lovaas. Koegel, and 
Schreibman (1979) proposed that many of the autistic 
chiJd's difficulties result from .stimulus overselectivity. 

or a tendency to sc.lectivcly respond to only part of the 
relevant cues in the environment. In some instances. 

An autistic child learns to communicate using visunl symbols. 
l1St11<:kl 

the a utistic c hild responds selectively to minor or even 
irrelc\1ant aspect1, of the stimulus situation. Lovaas and his 

associates reported a number of studies demonstrating the 
autistic child 's difficulty in responding to multiple cues. 
r:or example, autistic and normal children were reinforced 

Stbnulus 
o,•erselcctlvity 

Selectively responding 
to specific. often minor 
aspects of the stimulus 
situation 

Theory of mind 
Ability to recogniz-e or 
attribute mcntaJ states 
in others 

for responding to a complex stimulus that included a 
visual. auditory. and tactile component. e.ach presented simultaneously. Later. when these 
components we.re presented separately. the autistic children tended to respond to only one 
component and ignore the other t\\l'o. The nonnal children responded to each component 
cqually.1he authors suggested that an extrernc tendency to ignore many aspects of relevant 
cnvironmcntaJ information could result in many of the symptoms seen in autism and in the 
difficulty jn teaching such children the use of language and other skills. 

Other researchers have proposed that the central deficit in autism is a theory of mind. 
or the ability to attribute mental states to the self or others. A mcta•analysis of t he literature 
ind icated that individuals with autistic disorder performed less well than persons with 

intellectual disability or normal individuals in tasks suc.h as understanding false belief. 
taking the perspective. of others, or understanding picture stories in which mental state is 
a central component (Yirmiya, Ercl. Shakc.d, & Solomonica•Lcvi. 1998). 11,c assumption is 
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that deficiencies in the skills subsumed under ~theory of mind .. produce impairments in 
social interactions. communication. and play, such as that seen in autism spectrum disorder. 

Based on the success of applied behavior analysis in trC"ating autism. Bijou and Ghczzi 
(1999) introduced a model called the behavior interference tJ1eory, which describes how 
a sequence of interconnected biobchavioral developments might produce autism onset. 
According to the theory. there- is first a tendency to escape or avoid tactile or auditory 
stimu li. which the child finds unpleasant. ·n1is tendency interferes with the devclopment of 
important social discriminative and reinforcingstimulus functions that ordinarily originate 
within the interactions between the mother and her baby. 'Otis. in turn. leads to abnormal 
development of social-emotional and communicative behavior. which then gives r ise to 
stereotypic behavior as compensation for the lack of social• 
cmotionaJ and communicative behavior. 
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Vac,:ines Several studies have examined the possibility 
that the increase in autism spectrum disorder over the 
past 25 years could be due to the increased use of medical 
vaccinations. such as the measles. mumps. and rubella 
{MMR) vaccine. Sorne proponents of the argument point 
to the fact that a mercury substance has been used in the 
vaccine·s production and that mercury is a toxin. which 
cou Id impact the central nervous system. 'l'hc..re ha,•c 
been several large•scale evaluations of that possibility. 1'o 
date. none have found any evidence that vaccination or 
mercury exposure is associated with autism. rn fact, Honda. 
Shimizu. and Rutter (2005) found that terminating a large• 
scale MMR vaccination program had no impact. more than 
a decade later. on the increasing autism rates in Japan. 

Treattnent of Autism Spectrutn Disorder 

Moms Against ~lercury acth•ists attend a news conference on 
vaccines and child heallh .. \lthough several sllJdies have 
examined the possibility that. the increase in autism could be 
due to the increased u.se of mechcuJ Vllccinations. none huve 
found any evidence or this link. CAP Pboto/fori Grip.u) 

Phannacological Approctl'Jzes StimuJant medications 
and newer antipsychotic drug.,; such as risperidone have been used in treating autism 
spectrum clients. especially those with hyperactive symptoms. self-injury, and aggression. 
(n addition, SSRls have been prescribed to reduce repetitive or compulsive-like behaviors. 
However, there is no consensus on the relative effectiveness and safctyofthesc approaches. 
Several studies have reported methylphenidate. the stimulant most often prescribed for 
ADHD. reduced symptoms of hyperactivity among autistic subjects. However. this population 
may also be more susceptible to troubling side 
effects of the medication (e.g .. Handen.Johnson, & 

Lubctsky, 2004). 

Can autism be treated? 

Belull'ioral Approaches Significant developments bave occurred in the behavioral 
treatment of autism over the past three decades. Lovaas( l987) demonstrated the effectiveness 
of an intensive 40-hour .. per-weck behavior modification program that targeted language and 
social skills on a J:1 basis. Parents received training in the program: and assumed therapist 
duties in the home, fol lowing initial treatment in the clinic and at school. After treatment. 
47% of the experimental group of children attained normal social. intellectual. and academic 
functioning and were indistinguishable from peers: their gains were maintained at multiyear 
follow-ups. Since that time. intensive behavioral interventions for autism have been refined 
and replicated. A review by Howard, Sparkman, Cohen, Green. and Stanislaw (2005) found this 
type of intervention more effective, both after treatment and at follow-up. thau eclectic n.1ixcd 
therapies or public special education classes. SevcraJ other investigators have c-0nfirmed 
the value of this approach (sometimes called applied behavior analysis. or ABA. treatment). 



Chapter 13 Abnormal Psychology 

especially when interventions begin at very early ages and parents arc involved as thcrapi~ts. 
making more naturalistic training settings possible. Comprehensive evaluations have 
subsequently concluded that both structured and naturalistic behavioral approaches were 
effective in increasing communication. peer interactions, and social interactions. as well as in 
reducing problem behaviors (Dawson ct al .. 2010: Volker & Lopata. 2008). Recently. in a small 
pilot study testing the potential of very early intervention. parents were taught to implement 
behavioral techniques to shape social interactions with their symptomatic infants between 
7 and 15 months of age. \Vhen assessed at age 36 months. those children were less likely to 

fonner Mi.a mi Dolphins star and autism aclivisl Dun Marino 
speaks be.fore Florida Governor Charles Crist on May 20, 2008. 
tAP Photo/Wilfn!do Led 

meet criteria for autism spectrum disorder than children of 
parents who opted out of the pilot study (Rogers. Vismara. 
\Vaguer.McCorm ick. Young. & Ozonoff. 2014). 

Other Tretill11e11t.1t A variety of other treatments have 
been promoted. including vita.rnins and mineraJs. spcciaJ 
sugar-free or gluten-free dieu.chelation therapy(to remove 
heavy metals from the body). auditory integration therapy. 
craniosacraJ manipulation. sccrctin. sensory integration. 
facilitated communication. and holding therapy. 111cre is 
a paucit)' of research and no substantial empirical support 
for any of these interventions (Kabot et al.. 2003). Repetitive 
transcranial magnetic stimulation (rTMS) may be helpful 
for reducing social relation symptoms and sociaJ anxiety 
in autistic adults. based on a small doubJe .. blind study 

(Enticott et al.. 2014). 'ro date. however. most r1'.M.S inten•cntions for autism have not had 
strong methodology and have been limited to high-functioning adults with mild symptoms. 

13.1k Attention-Deficit/Hyperactivity Disorder 
Attention-deficit/hyperactivity disorder (see DSM .. s: Diagnostic Criteria for Attcntion•Deficit/ 
Hyperactivity Disorder) is the leading source of referrals for youth to mental health care. 'Ute 
condition has been identified for many years. Early in the 20th century. the terms minimal 
brain damage and minimal brai.11 dysfunction were employed to describe a hyperactive 
condition presumably caused by damage to the developing brain. especially from encephalitis 
or injuries associated with birth. Brain damage could not be substru1tiatcd~ however: the 
term minimal cerebral dysfunction was later used. followed by hyperactive child syndrome. 
By the time of DSA1-JJ. it was called hyperkinetic reaction. The DS,W-IJJ recognized two forms: 
attention•deficit disorder and attention-deficit disorder with hyperactivity. 111c DSM-JV 
diagnosis of attention .. dcficit/ hyperactivity disorder allowed for prominent symptoms 
or inattc.ntion. hyperactivity-impulsi\1ity. or a combination of tJ1c t\,;o. 'lhat practice was 
continued in theDSM-5. At least some symptoms must have caused impairment before age 12. 
as compared with age 7 in the DS.M-JV; they must be present in at least two different settjngs: 
and they must interfere with academic. occupational. or social functioning. 

Inattention maybe obvious in several situations. 
Academic work tends to be messy or ca.rclcss, 
reflecting disorganization and a lack of attention 
to detail. In addition. school grades arc usually poor. 

Which childhood disorders 
are the most common? 

Affected ind.ividuals may appear easily distracted or forgetful. 'lheya,,oid tasks requiring 
sustained mentaJ effort. Hyperactivity appears as a high level of bodily activity- the person 
cannot sit stiU. fidgets. ,,;riggles. and is constantly on the move from one place of interest 
to another. Young children may cl imb on furniture and appear constantly driven: older 
adolescents feel restless and have a difficult time remain ing in quiet activities. Impulsivity 
may appear as impatience and intrusiveness. AOHO individuals tend to interrupt others. 
make comments out of turn. and act before considering immediate consequences. 
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DSM-5 -- --- Diagnostic Criteria for Attention-Deficit/Hyperactivity Disorder 

Atlention•Defidt/Hyperactivity Oi.sorde.r 

A. A persistent pattern of inattention and/or hyperactJvity•impulsivity that interferes with functioning or de\'elopment. as 
characterized by (I) and/or (2): 

1. Inattention~ Si.x {or more) of the folluwing symptonu; have pers.is:led for at leasl 6 months to a degree that is incomdstent 
with developmental level and that negatively impacts directly unsocial and academic/occupational activities: 

Note: the symptoms are not solely a manifestation of oppositionaJ behavior, defiance. hosU1il)'. or fai.lure to understand 
tusks or instructions. For older adolescents and adults {age J7 and older). al least five symptoms nre required. 

a. 00:en foj ls to give close attention to details or makes care.less mistakes in schoolwork. at work. or during other 
activities (e.g.. o,•erlook.s or misses details. work is inaccurate). 

b. 00.en has difficulty sustaining attention in tasks or play activities (e.g.. has difficulty remaining focused during 
lect ures. conversations, or lengthy reading). 

c. Often doe.,; not seem lo listen when spoken lo directly (e.g.. mind seems e.ls.ewhere. even in the absence of any obvious 
distraction). 

d. Often does not follow through on instructions and fails to finish schoolwork. chores. or duties in the workplace {e.g .. 
starts tasks but (JUickly loses focus and is easily sidetracked). 

c. Often has difficuJty organi:r.ing las.ks and activities (e.g.. difficuJty managing sequential tasks: difficulty ke~ping 
materials and belonging.,; in order: messy. disorganized work: ha..,; poor time management.: fails lo meet deadlines). 

r. Often avoids. dislikes. or is reluctant to engage in tasks lhat require sustained mentaJ e.fforl(e.g.. schoolwork or 
homework: for older adolescenL,; and adults. preparing reports. completing forms:. reviewing lengthy papers). 

g.. Often loses things necessary for tasks or activities (e.g .. school materials. pencils. books. tools. waJlet.s. keys. 
paperwork. eyegla..<iSes. mobile lelephones). 

h. Is often easily distracted by extTaneous stimuli (for older adolescents and adults. may include unrelated thoughts). 

L Is often forgetful in daHy acti\'ities (e.g .. doing chores. running errands: fo r older adolescents and adults. returning 
c.alls. paying hills. keeping appointments). 

2-. Hyperactivity and impuJsivit:y: Six (or more) of the following symptoms ha"-e persisted fur al lea.c;t 6 months to as degree lhalis 
inconsii,tent with developmental Im-el and that negati\.'ely impacts dire'--tlyon social and academic/oc:cupatfonnl ac:Uvilies: 

Note: The symptoms are not me.rely a manifestation of oppositional behavior. defiance. hosliUty. or failure to understand 
tasks or instructions. For older adolescents and adults (age 17 and older). al least five: symptoms are required. 

a. Often fidgets with or taps hands or feel or squirms in seaL 

b. Often lmwes .seat in situations when remaining in seat i.s e.~pecled (e.g .. lea\'es his or her place in the classroom. in the 
office or other workplace. or in other situntions that require remaining in place}. 

c. Often runs about or climbs in situations where it is inappropriate. (Nute: Jn adolescents or adults. may be limited to 
feeling restless). 

d. Often unable to play or engage in leisure activities quietly. 

e. ls often ·on the go: aclingas tf8driven by a motor· (e.g.. is unable to be or uncomfortable beingstilJ for an extended 
time. as in restaurants. meetings~ may be experienced by others as being restless or difficuJL to keep up wilh). 

£. Often talks excessively. 

g. Often blurts out an answer before the question has been completed (e.g .. completes people's sentences. cannot wait 
for lurn in comrersation). 

h. Often has difficulty waiting his or her turn (e.g .• whi1e waiting in line). 

i. Often interrupts or intrudes on others (e.g... butts into conYersalion.s. games. or activities: may st.art using other 
people's things without asking or receiving permission: for adolescents and adults. may intrude into and take over 
,-.1hat others are doing). 

8. SeYeraJ inallenth-e or hypemctive•impulsh·e symptoms were present prior tot.he age of 12 years. 
C. Several inatle.nt.ive or hyperactive•impulsiYe symptoms are pre.sent in two or more settings (e.g.. at home. schoo1. or work: 

with friend,; or relatives:: in olher actfritie-s}. 

D. lherc L,; clear evidence that thes)'mptoms interfere with. or reduce the qua.lily or. social. academic. or occ:upationnl functfonrng. 
£. lhe symptoms do not occur exclusively during the course Qr schizophrenia or another psychotic dLwrder and are not heller 

explained by another mental disorder {e.g.. mood dlsorder. anxiety disorder. dissociative disorder. personaJity disorder. 
substance intoxication or withdrawal). 

311 

(continues) 
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DJ"M-5 Diagnostic Criteria for Attention-Deficit/Hyperactivity Disorder (continued) 

Specify whether: 

314.0l {F90.2) Combined p resentation: Jfboth Criterion A l (inattention) and Criterion A2 (hyperactivity-impulsivity) are 
met for the pa.o;.t 6 months. 

314.00 (F90.0) Predominan tly inaltenU\'e presentation: lrboth Criterion Al (inattention) is met hut Criterion A2 
(hyperacth•ity-impu1sivily) is not met for the past 6months. 

:n◄.01 (F90.I) PredominantJy hyperaclive/impulsi\'e presentation: If Criterion A2 (hyperac.'livit-y-impulsivity) is met and 
Criterion AJ (inattention) is nut met (or the past 6 months. 

Specify if, 

In p1UUal remission: Wben foll criteria were previous ly met. fewer than lhe full criter ia ha\'e been met for the past 6 months. 
a nd the symptom.sstill result in impairment in sociaJ. academic. oroccupationaJ functioning.. 

Specify current .i;e,1erity: 

Mild: Few. if any. symplomi. in excess lo those required to make t he d iagnosis are presenL and symptoms result in no more 
tl1nn minor impninnenls in .social or occupational f unctionjng. 

Moderale:Symploms o r functional impairment between Mmild. and ·severe· are p resent. 

Se\'ere: Many symptoms in excess of those required to make the diagnosis. or severaJ symptoms that are particularly .severe. 
nre present, or the.symplom.s result in marked impairment in social o r occupational functioning. 

Source: Reprinted wi1h permission from the Diagnostic and SratL~tfr:a/Mmumlo/Mental Di.sordn~ Sth ed. (Copyr ight 2013). 
American Psychiau1e Association. 

']be disorder is much more commonly diagnosed in ma.Jes than females, at approximately 

a 2: l ratio (American Psychiatric Association. 2013). although estimates given in the DSJ\'f.fV 
were as high as 9:1 (Amc.rican Psychiatric Association. 2000). Most often. the condition 
becomes apparent when a child enters school and is required to remain seated for long 
periods. Prevalence is estimated at about 5% of school-aged children in the DSM-5 (American 
Psychiatric Association. 2013), but that is a lmost certainl'y too low. Based on a large. nationally 
rcprcscntath·e survey. the CDC reported that 11%or children ages4 to 17 have been diagnosed 
with A OHO, which is an increase of 42% between 2003 and 2011 (Visser ct al.. 2014). As children 

mature. tbc condition usually becomes less obvious and often attenuates significantly by late 
adolescence. However. sorne individuals continue to show signs of ADHO into adulthood. 
ADHD is highlrcornorbid with other conditions such as learning disorders. oppositiona l 
defiant disorder. and conduct rusorder (Kcs.,;ler. Chiu. ct al.. 2005). It occurs more often in 
families in which mood disorders. anxiety disorders. substance use disorders, and antisocial 
personality disorder are present (American Psychiatric Association. 2000). 

Causal Factors of ADHD 
family and twin studies i ndicatc a strong genetic component to AOHD, although strong 
family. school. and pc-c.r influence$ arc also important in it.,; occurrence. Neurological studies 
ha\'C suggested that reduced levels of activity in particular areas of the brain. including 
tl1e frontal lobe. basal ganglia, and cerebellum. occur with ADH O (Barkley et al.. 2002). 
Undcractivity in certain brain areas possibly produces deficiencies in attention and in the 
ability to inhibit certain activ itjes. resulting in hyperactivity and impulsivity. Recent brain 
imaging stud ies support the theory that brain ,naturation is delayed in ADHO chi ldren, as 
indicated by decreased volumes in the amygdala, accumbcns. and hippocampus (Hoogman 
ct al.. 2017).1bere have been frequent suggestions of relationship between ADHO and diet 
(including sugar and food dyes). but these have not been accompru1ied by any controlled 
supporting data. A review of health and tlutrition data from a nationally representative U.S. 
sample found that both maternal smoking during pregnancy and increased lead concentration 
in the blood were associated witJ1 AOHO (Froehlich. et a l.. 2009). 11,e DSkl-.S reports that 
low birth weight may be associated with a threefold inc.rcase in risk (American Psychiatric 
Association. 2013). A large Danish study found that a h istory of epilepsy and febrile seizures 
increased the risk of ADHO by a factor of3.22 (Bertelsen, Larsen., Petersen, Christensen, & 

Dalsgaard. 2016). However, the specific cause or causes of AOHD remain unidentified. 
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Treat1ne11t for ADHD 
Stimulant med ications such as methylphcnidate (marketed as Ritalin•) have bc:cn shown 

to reduce the symptoms of ADHD in t hc short term, and they are effective for about 70% of 
children, compared to about 10% for placebo (Greenhill & Ford, 2002). Most U.S. children 

with ADHD are prescribed medication as the first-line treatment for the condition. Some 
slower•relcase medications and nonstimulant alternatives have a]so been introduced. but 

no differences in effectiveness among these drugs arc apparent (Furman. 2008). Behavior 
therapy and contingency management programs have empirical support for treating A OHO. 

Although short-term effect sizes reported in controlled studies appear to favor medication 
for reducing symptoms (H inshaw. Klein. & Ahikoff, 2002), they favor behavior therapy for 
treatment of impairments and associated difficulties. Although useful in the short term, 

the medications do not appear to bave long-term effectiveness. and they may stunt growth. 
A 3-year follow-up of U1e Multi modal Treatment Study of Children w iU1 A OHD found U1at 
a lthough medication produced greater improvements than behavior tllerapy at the conclusion 
oftrcatm.cnt, t here were no group differences between medication. behavior therapy, or 

a combina tion of those- on any measure 2 years later Oenscn ct al.. 2007). However. there 
was a significant stimu lant-re.lated decrease in growth rates, including both height and 
wcighL among mcdicat.cd ch ildren across the 3•year period (Swanson ct al .. 2007). Contrary 
to frequent assertions in the pharmacological and professional literature. the.re is no evidence 
that treatment with stimulant medication is associated with a reduction in later risk for 
substance abuse (Humphreys. Eng, & Lee, 2013).1be A1nerican PsychologicaJ Association's 

task force on pharmacological. psychosocial. and combined interventions for childhood 
disorders, after weighing the risks and benefits of effective treatmcnts. recommended that 
children should first receive a trial ofpsychosocia) intervention for ADH O before medication 

is initiated (American Psychological Association. 2006). 

ADHD Controversies 
111c reliability and validity of the ADHD diagnosis continues to hea source 
of controvcrsy.1J1c incidence of ADHO has increased dramatically over 
the past three decades. 'Che increase may stem. in part. from practices 
intended to improve diagno.,;tic rcliabiJity d1rough the use of standardized 
rating scales. Healey, Miller. Castelli. Marks. and Halperin (2008) noted 
that ADHO rating scales. which focus only on symptom presence. result 
in many false posith1cs. However. the diagnosis did well in the DSiH-5 field 
trials. with a pooled reliability of.61 (Regier ct a l. 2013). 

Although ADHD is obsc.n1ed in o ther countries. U.S. chi ldren are 
more likely than others to receive the diagnosis. and 80%- 90% of globaJ 
methylphenidate is p rescribed for U.S. children (Stolzer. 2007). Roughly 
I in 16 U.S.children receive s timulant medication for ADHO; medication 

expenditures. which were S2.3 hiJlion in 2003 (Furman. 2008). rose to 
nearly 59 billion in 20!2 (Schwarz. 2013). despite the lack of evidence 
oflong•term effectiveness. Because of these facts. some researchers are 
concerned that U1c disorder is being overdiagnosed and over medicated. 
in part because of the significant financia l benefits involved for 
pharmaceutical companies, which both produce the medications and 
promote a disease model vie,-.• of the c-0ndition. One problem is that the 

medications are not specific for AUHO. Norrnal men and boys respond 
similarly to stimulant drugs as ADHD boys, showing decreases of activity 
and greater attention to tasks (Rapoport. Buchsbaum. \>\leingartner. 
Zahn, Ludlow. & Mikkelsen, 1980). Drug rc.s:ponse, therefore. cannot be 
,ralidation of the diagnosis. 

Most U.S. children with ADHD are prescribed 
medication as the firsl•lme treatment for the 
cond ilion. (AP Wi~ \\'nrld /Rubcrl Bubty) 
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A more contentious issue involves the validity of the diagnosis itsclf. Although ADHO is 
presented as a neurological disease. t here arc no laboratory tests. neurological assessment..._. 
physical feature.,;, or attentional assessments that are d iagnostic for the disordt-r (American 

Psychiatric Association. 2013). Concerned about what they consider inaccurate portrayals 
of the disorder, Barkley and several dozen authori ties as cosigners (Ba rkJey ct al .. 2002) 
issued an -international consensus statement'" reaffirming their conviction that A OHD is a 

genuine neurological disease of the brain. with strong gene-tic influence. that produces serious 
impairment and is effectively treated by mcd.ication. Others have remained unconvinced. 
however. Timi mi and a few dozen cosigners {Timimi ct al., 2004) issued a -crit ique" of the 
consensus statement. disputing each of the main points. Ongoing disagreement continues 
to suggest that any .. consensus- remains elusive. CoghiU (2005) strongly favors the position 
thatADHO isa valid ncuropsychiatricdisordcrtl1at is highly heritable and largclyunrclatC!d 
to parenting. Bailly (2005) noted that there arc many non•ADJ-10 causes for hyperactive 
behavior in children. including sleep disturbances, side effects of asthma medication. 
hearing impainnent, child abuse. inadequate parenting. and onset of other conditions or 
difficulties. After reviewing the literature, r:urman (2008) found theevide.nce w1convincing. 
and concluded. "Jt is critical for unbiased clinicians to consider the possibility that ADI-ID is 
not a ncurobchavioral disease but rather a constellation of symptoms that require attention 
(no pun intcndcdF (p. 780). 

13.2 Disruptive, Impulse-Control, 
and Conduct Disorders 

Other conditions that commonly have childhood or adolescent onset arc the disruptive. 
impulse-control. and conduct d isorders. they are not seen as developmental disorders. 
howc\1er.111csc conditions invol\•e behavior that tends to bring the pc,rson into conflict with 
authority. often shown as impulsive or poorly controlled violations of social rules. Like the 
neurode\•clopmcntal disorders. they arc more common in males than females. with the 
single exception of kleptomania. Included in this section (and double-listed in the DSM•S) 
is antisocial personality disorder. which wa.~ described with the other personality disorders 
in Chapter 8. 1-llese disorders are summarized in Table 13•2. 

13.2a Oppositional Defiant Disorder 
1-he distinguishing features of oppositional defiant disorder arc recurrent defiance and 
hostilit y- indudingarguing. bcingspitcf uL refusing to comply with requests. and intentionally 
annoying otbcrs- toward authority figurcs. l hesc individuals arc unwilling to compromise 

The J jstinguis.h ing features of oppositional defiant disorder 
are recurrent d isobedience and hostility loward authoril )' 
figures. (Sbuttt-u t 11ck) 

and arc stubborn. resistant. and defiant- most often with 
adults or peers they know well. Diagnostic criteria also 
include losing one's temper. often blaming others for one's 
mistakes. and being easily annoyed. Of course, one must 
distinguish the disorder from similar behavior that may be 
normal for a particular developmental level.111c diagnosis 
requires the week ly presence of four such symptoms 
for a period of at least 6 months involving anyone other 
than a sibling: if the person is under 5 years in age. then 
symptoms arc required nearly every day to qualify for the 
diagnosis. 'lbcsevcrity of oppositional defiant disorder can 
be specified with the descriptors-mild" (symptoms in only 
one setting). -moderate .. (symptoms in hvo settings). and 
-severe" (symptoms in th.rec or more settings) (Arncrican 
Psychiatric Association. 2013). 
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Table 13·2 DSM-5 Disruptive, Impulse-Control, and Conduct Disorders 

Disorder Key Symptoms 

Oppos1tionaJ Angry defiant behavior 
defiant disorder 

Conduct disorder 

Intermittent 
explosi\'e disorder 

Antisocial 
personality 
disorder 

Pyromania 

Kleptomania 

Persistent violations of 
social norms o r ruJes 

Rm:urrent impulsive 
aggres.-;ive outbursts 

Pervast\•e \riolation of the 
right.s of others 

Recurrent firesetting 

Recurrent impulsi\>e theft 

Source: Amerkan PsychialrlcAssoclatlon, 2013. 

Age or Ou ration 
Requirement Sex Ratio 

6months More common 
among males 

12 months· More common 
among males 

12 months, onset More common 
afl:erage5 among males 

Onset by age 15. More <.-ommon 
current age atleasl 18 among males 

None More common 
amongmaJes 

None Morecommon 
among females 

Some samples have reported incidence as high as J LO%, but the average is about 3.3%. 
Before puberty. the disorder is more common in males: however. males and females show 
about equa l rates after puberty. Usually. onset is before age 8. and it commonly precedes 
the devcJopment of conduct disorder. It is strongly comorbid with both ADH D and conduct 
disorder (American Psychiatric Associa tion. 2013). Diagnostic reliability. assessed in the 
DSM-5 field trials, was ·good"at .40 (Rcgic.rctal.. 2013). Effective treatments for oppositional 
defiant djsordcr arc similar to those for conduct disorder (below), usually iuvolvingparent and 
ch ild training and family interventions (American Psychological Association. 2006: ,,vebstcr• 
Stratton & Hammond.1997). ~f'raining programs for parents of children with oppositional 

defiant disorder are listed among the well-established. empir ically validated treatment.~ by 
Chambless and his colleagues (1998). 

13.2b Conduct Disorder 
Another common disruptive pattern of behavior is conduct disorder (sec DSM-5: Diagnostic 
Criteria for Conduct Disorder). It involves repetitive and pe.rsistcnt violations of rules. socially 
appropriate norms. and the r ights of others, often taking the form of aggression. damage to 
property. dccc.itfu1ncs.~ and theft. and ser ious rule violations. 'fhc pattern is usua lly c,'ident 
in a variety of settings over a 12 ... month period. and it must cause serious impairment in 
ac.adcmic. occupational. or social functioning. In many ways. conduct disorder is a childhood 
, 1crsion of antisocial personality disorder: in fact. evidence of conduct disorder before age 15 

is a requirement for the. antisocial personality disorder diagnosis. Conduct disorder mar be 
diagnosed in adults. but only in the absence of adult antisocial personality disorder. 

lndividu.als with conduct disorder arc often bullies, and they have Httlc empathy 
or concern for tllc fee.lin gs of others. Feelings of guilt are ra.rely associated with the acts 
comm itted.11lc DS,H~S added a nmv specifier to conduct disorder- -with Li mited prosocial 

emotion" - to designate those cases in which persons show little or no evidence of guilt, 
empathy, or concern for the feelings. wishes. and wcl l•being of others. Frequently, t hose 
with conduct disorder are a lso rcck.Jc.ss and irritable. Smoking. early sexual activity. and use 
of illegal substances are common. lhe prognosis appears poorer in chi1dhood•onsc.t type 
and in relation to thc.-with limited prosociaJ emotions" spc.cificr. The condition commonly 

co•occu rs with ADHD and is associated with mood disorders. anxiety disorders. learning 
disorders. and substance use disorders. Incidence appears to have incl'eascd in the past few 
decades and rnay be as high as 10% in the general population. although median estimates 
are closer to 4% {American Psychiatric Association. 2013). 
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DJ"M-5 -- Diagnostic Criteria for Conduct Disorder 

Conducl DL-,order 

A. A repetitive and persistent pattern of behavior in which the basic rights of others or major age-appropriate soc:ietaJ norms or 
ruJes are violated, as manjfe..,;ted by the p resence of ut least three of the following 15 criteria in lhe last 12 months from any 
categories below. with at least one criterion pre-sent iu the past 6 months.: 
Aggression to People and Animals 

J. Often buUies. threatens. or lntimidales others. 
2. Often initiate-li physical fights. 

3. Has used a weapon that can cause serious physical harm to others (e.g.. a baL brick. broken bottle. knife.gun). 
4. Has been physically c,rueJ to people. 
5. Has been physically cruel to animals. 
6. Has stolen while confrontjng a victim (e.g .• mugging. purse snatching. exlortion. armed robbery). 
7. Has forced someone into sexual activity. 

Oeslruclion of Property 
8. Has deliberately engaged in fire~.setlin,s with the intention of causing serious damage. 
9. Has deliberately destroyed others· proper ty (uther than by fire setting). 

Deceitfulness or1hefi 
JO. Has broken into someone e1se's house. buiJding, or car. 
JI. Often lies to obtain goods or favor or lo avoid obligations {i.e .. ·cons~ others). 

Serious Violations of Rules 
13. Often stays out at night despite parental prohibition.s. beginning before age 13 years. 
14. Has run awny from home overnight at least hvice while living in the parental or parental .surmgate home. or once 

without returning for a lengthy period. 
15. ls often t-ruant from school. beginning before age 13 years. 

8. The disturbance in heha\'ior cnuse.s clinically significant impairment in social. academic. or occupational functioning. 
C. If the individual is age 18 years or older. c:rileda are not met for antisocial personality disorder. 

Specify whether: 
312.81 (l'CJL I) Childhood•om,et type: Jndividuuls show at. least one symptom characteristic of conduct disorder prior to age 
JO years. 
312.82(f91.2) Adolescent•onsel t-ype: lndividuahi show no symptom characteristic of conduct disorder prior to age 10 year~'i. 
312.89 (F91.9) Unspecified onset: Criteria for a diagnosis of conduct disorder are meL but there is not enough information 
available to determine. whether the onset of the first symptom was before or after age 10 years. 

Specify if, 
With limited prosociaJ e.motion.s·: To qualify for this spe.ci6e.r, an individual must have displayed at least two of 
the following characteristics persistently over at least 12 months and in multiple relationships and set lings.. 1lu!se 
characteristics reflect the lndh•idual's typical pattern ofinte.rpersonal and emotional func.-tioning over Lhis period and not 
j ust occasional occurrences in some situations. Thus. to assess the criteria for lhe specifier. multiple information sources 
are necessary. In addition to the individual's self.report. it is neces.sary to consider reports by others who have known the 
individual for extended pe.riod.s of time (e.g~ parents. te.achen. co•workers. extended family members. peers). 
Lac,k o f remorse o r guilt: Does not feel bad or guilty when he or she does something wrong (exclude remorse when 
expres..,;ed only when caught nnd/or facing punishment).11,e individual shows a general lack of concern about the negative 
consequences of his or her actions. For example. the lndi\'iduaJ is not remorse.fol afi.er hurting someone else o r does not care 
about the consequences of b reaking rules. 
Callous Jack of empathy: Disregards and is unconcerned about the feelings of others.111e individual is described as cold 
and uncaring. The person appears more concerned about the effects of his o r her actions on himself or herself. rather than 
their effecL,; on others. e \'en when lhey result in ~'1.tbstantial harm lo others. 
Unconcerned about performance: Does not show concern about poor/problematic performance alschoo1, at work. orin 
other important activities. The individual does not put forth the effort necessary to perform well. even when expectat-ions 
are dear. and typically blames othe.r for his or her poor performance. 
Shallow or defici.ent a.ffeL1: Does not express feelings or show emotions lo others. except in wuys tha.tseem shallow. 
insinc:ere.. or s uperficial (e .. g... actions c::ontradic:t the emotion di.spla)·ed. can turn emotions Mon· or•ofr quickly) o r when 
emotional expressions are used for gain (e.g..emotions displayed to manipulate or intimidate others). 

Specify c,u rnmt seve.ril Y! 
Mild: Few if any conduct problems in excess of those required to make the diagnosis are p re-sent. and conduct problems 
cause relatively mlnor ha.rm to others (e.g.. lying. truancy. staylngout after dark without permission. other rule breaking). 
Moderate,: The number of conduct problems and the effect on otJ1ers are intermediate be.tween those specified in MmildM nnd 
lhose in MsevereM (e.g.. stealing without confronting a victim. vandalism). 

Severe: Many conduct problems in excess of those required lo make the diagnosis are p re.sent. and conduct problems cause 
{.-onsidemble harm to others (e.g .. forced sex. physical cruelly. use of a weapon. stealing while confronting a victim. breaking 
and entering). 

Souroe: Re1>rinted with pemil,sion from the Diagmmk ond Star/.fJica/MmwaloJMmtal Disordera.. 6th ed. {Copyrighl2013). 
American Psrchlatrlc A!lsociatkm. 



Causal Factors of Conduct Disorder 
Conduct disorder tends to rw1 in famil ies and is more like]y 

when parents or siblings have antisocial personality disorder 
or conduct disorder. substance use disorder. mood dL,;ordcrs. 
or AOHO. Other predisposing factors include parental rejection 
or neglect, use of harsh discipline. physical or sexual abuse. 
lack of supervision. peer rejection. below-normal IQ, and early 
institutional living. Both genetic and environmental factors 
arc though t to be involved in its development (American 
Psychiatric Association. 2013}. 
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Certain behavjors consistent with conduct disorder are 

Granicand Patterson (2006) described a behavioral model 
of antisocial behavior. emphasizing the dynamic interplay 
between parents and U1c child. Based on coercion theory. the 
model proposes that parents and children train each other, 
through ongoing dynamic responding. in ways that increase 
aggressive and oppositional behavior by the adolescent. In 

serio us rule \'iolations. social deviancy. and aggression. 
Smoking. sexual nclivil-y. and usc ofille_gnl substances arc 
common and begin 11t a young age. (iStQck) 

one example interaction. a parent may request compliance from an adolescent engaged in 
an inappropriate activity. 1-bc adolescent then responds coercively. escalating tJ1c problem 
behavior to the point that the parent. frustrated. withdraws. The child senses the parent"s 
acquiescence and reduces the problem activity. 1he child's cscaJation of misbehavior 

is reinforced by the withdrawal of parental demands for compliance.. while lhe parental 
withdrawal is thus reinforced by the temporary improvement in bchavior.1bc cumulative 
effect of many such exchanges over many situations is to produce more coercive behavior 
on the part of the adolescent and less monitoring and discipline on the part of the parents. 
Inept discipline and monitoring from parents. together with rejection by normal peers 
and increasing adolescent commitment to deviant peer groups. further contribute to the 
development of antisocial behavior and delinquency. 

Treatn1e11t for Conduct Disorder 
Behavioral techniques have been effectively employed for the treatment of antisocial and 
oppositional conduct in children and adolescc.nts. One key part of the interventions is training 
of parents in behavior management skills. a]ong with training both parents and children in 

problem-solving approaches. Especially when instituted in families early after the onset of 
conduct disorder iu young children. child training (e.g .• modeling p roblem solving . social 
skil ls, and coping with stressful situations) and parent training (e.g .. modeling of parent ing 
skills and solutions for interpersonal problems) arc effective in significantly reducing problem 
behaviors. Improvements have been maintained at l•ycar follow-up (Kazdin. 1998: Webster
Stratton & Hammond. 1997). 

Both parent training a nd comrnunity-hased prevention programs have been shown 
to be effective (American Psychologica] Association. 2006; Parmer. Compton. Burns. & 

Robertson. 2002). However. there arc concerns that group-based treatments can have 
ia trogenic effects- that is. group treatments may result in increased rather than decreased 
problem behavior by inadvertently reinforcing de,•iant values. increasing contact with 
peers who model inappropriate behaviors, and nonnalizing skewed perceptions about the 
prc,•alence of delinquent activities. Several reports of increased deviancy in delinquent or 
at•risk youth undergoing peer-group treatment formats in community or school setting 
are a,1ailablc. inc.luding some evidence of increased likelihood or substance use following 
participation in Drug Abuse Resistance Education (DA RE) programs {Rhule, 2005). It is 
important to be aware of these possibilities in order to modify programs and dcli,•crymcthods 
that present such risks. 
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BVT!ob 
Improve your test 
scores. Practice quizzes 
are available at 
www.BVTlab.com. 

13.2c Intermittent Explosive Disorder 
Intermittent explosive d isorder describes recurrent outburst.~ of verbal or physical aggressive• 
ncss involving failure to rc$ist aggressive impuJscs.111c aggression may include destruction 
of property. physical attacks that injure others. or verbal threats of assault. Outbursts are 
not preplanned and arc not attempts to achieve any clear objective such as intimidation. 
1J1ey arc sometimes accompanied by strong emolions. such a.s rage. grossly out of proportion 
to any provocation or precipitating stress. 1J1csc episodes arc often very distressing to the 
indjvidual and t heir consequences can involve loss of employment. interpersonal difficuJ. 

tics. divorce. legal problems. or serious injur ies. 'lhe diagnosis cannot be given before age 6. 
Onset of the condit ion is usually in late childhood (American Psychiatric.Associatfon, 2013). 

Because aggressive acts may occur in many mental disorders. careful diagnosis is 

required to rule out alternative conditions tJ1at can account for the behavior. such as antisociaJ 
or o ther personality disorders. conduct disorder. ADH"O, or manic episodes. Most people 
with intermittent explosive disorder also have other disorders (Coccaro & Danehy. 2006). 

complicating the diagnostic process. Similarly. the djagnosis requires that the aggression 
not be explainable by the effects or a substance or a general medical condition (such as 
head trauma). 

111ose with intermittent explosive disorder may have childhood histories of tantrums 
and sometimes experience mood. anxiety, or substance use disorders or other impulse• 
control conditions. Data from a representative sample. of more than 9,000 adults found 
lifetime pre\ralence rates of7.3%of the population. with average onset at age 14. and (for those 
affected} a lifetime average of 43 attacks (Kessler ct aL 2006}. There is limited information 
on the etiology or treatment of intermittent explosive disorder. although som.e evidence 
exists supporting the effectiveness ofrcJaxation training, cognitive-behavioral therapy. 
and SSR I antidepressants in reducing aggressive behavior and improving affect (Coccaro 
& Danehy. 2006). 

Some authorities complained that the diagnostic reliability and validity of the 
intermittent explosive disorder diagnosis was poor because many impulsively aggressive 
persons would not be captured within the DSW14 JV criteria for the disorder. whicb required 
a sense ofincrc.asing tension, relieved by the outburst. Coccaro. Kavous.1,i, Berman. and Lish 

(1998) proposed a set of revised diagnostic criteria that include rate (twice per week) and 
duration (J month) criteria. together with removing the rule4 out regarding other conditions 
(like antisocial personality disorder) that might better explain the aggrcssion.111esc new 
criteria we.re tested on a group of 188 personality ... disordcred individuals and were found to 
have good intcr•ratcr reliability and construct validity: they were subsequently incorporated 
into the DSM-5. 

13.2d Kleptomania 
Kleptomania involves an impulsi\'e urge to steal items that are not needed either (or personal 
use or for thejr value. 111e theft is not driven by a nger or a sense of vengcanc.c. nor is it in 
response to delusions or hallucinations. In kleptomania. the person experiences a growing 
sense of tension before stealing. which is replaced by pleasure and rclicf after the theft occurs. 
Items are stolen impulsively. with little prcplanning. and hold little value to the individual. 
who subsequently may discard them or give them m .. •ay to others. People with this disorder 
know tJ1at the theft is wrong, and they may fear being caught and arrested: they often feel 
guilty afterward. However, stealing may be chronic and contjnue for years. despite a series 
of arrests and convictions. Kleptomania may occur in a significant minority of shoplifters. 
but its prevalence in the general population is less than 1%. 11uee fourths of those with 
kleptomania are female (American Psychiatric Association. 2013). 
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As with intermittent explosive disorder, kleptomania must be distinguished from 
stealing that can occur in the context of conduct disorder. antisocial personality disorder. 
or a manic episode. Comorbid conditions most often include major depressive disorder. 
anxiety and eating ilisorders. and other impulse-control djsordcrs. Compulsive buying may 
be present as well (American Psychiatric Association. 2013).111cre is a high rate of hoarding 
of items by tJ1osc with kleptomania. bat often individuals report amnesia for the theft event 
(Grant. 2006).11,c condition usually begins by adolescence. 

Little is known about etiology or effective therapy. Most indjviduals report shoplifting 
for 10 or more years before entering treatment. Some positive reports involving naltre.xone 
(an opiate-receptor blocker) for reducing urges to steal have been reported. but overal l data 
are mixed: no pharmacological treatment is supported by controlled studies. Similarly. there 
arc case reports suggesting co,·crt sens:itization and exposure and response prevention have 
been effective behavioral interventions. but no well-controlled studies have been published 
(Grant. 2006). 

13.2e Pyromania 
Pyromania involves muJtiple episodes of jntentionaJ fire setting. 111e urge to start a fire 
is accompanied by increasing tension or arousal. and pleasure or relief accompanies the 
fire and its aftermath. Individuals with pyroman ia do not set fires for monetary gain. to 
conceal a crime. as expressions of anger or vengeance, or for sodal or politic.a..J reasons. Fire 
setting is also not a result of impaired judgment. such as that associated with intoxication, 
limited intellectual functioning. or dementia. Instead. individuals with pyromania arc 
fascinated by fire and arc attracted to and curious aboul all aspects of fire. includ ing 
firefighting paraphernalia. fire alarms, and firefightjng. Some people with lhc disorder 
affiliate themselves with local fire department.~ and may 
actually become firefighters in order to be close to their 
source of fascination. 

Although pyromania is an impulse•control disorder. 
fires arc not often set on impu lse but rather after advanc.c 
preparation that may be considerable. Howe,•er. the 
person is frequently indifferent to the possible loss of li fe 
or destruction of property that may result. ·the condition 
is more common among males with poor social skills 
or learning difficulties: in juveniles it is associated with 
conduct d isorder a nd ADHD (American Psychiatric 
Association. 2000). ll is also common for fire•settcrs to have 
a history of alcohol use disorder. (t.s prevalence is unknown 
in the popuJation, but 3.3% of fire-setters in the criminal 
justice system may qualify for the diagnosis (American 
Psychiatric Association. 2013). 

Classic psychoanalytic theory considered pyromania 

Individuals with pyromania a.re fascinated by. attracted to. 
and curious about all aspects of fire. Pyromania involves 
multiple episodes or inten tional fi re selling. fShu:Hrutockl 

to be a symbolic sexual act: Freud considered it the equivalent of masturbation. Occasional 
case studies have reported sexual arousal in both male and female arsonists, suggesting 
that pyromania. sometimes occurs in the context of fetishism (e.g .. Balachandra & 

5',-.,aminath. 2002). Others have proposed that it is a form of communication. aggression, 
or self-destructiveness by juveniles with limited socia l skills: suicidal thoughts or acts are 
very common among arsonists (Lejoyeux. McLaughlin. & Ades. 2006). A few case studies 
have reported positive outcomes with behavioral interventions such as aversion therapy. 
However. very littJc systematic work is available on the etiology or treatment of pyromania. 

Jlt 
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Chapter Review 
TO SUM UP ... 

• 1hc ncurodevclopmcntaJ disorders involve dysfunctions relating to the 
developmental p rocess. The disruptive. impulsc--control. and con.duct d isorders 
involve deficient self-control of emotions and behavior. 

• lntcllcctuaJ disability is significantly bcJow average intclloctuaJ functioning. 
combined with impairment in adaptive skills. Its causes include genetics. 
embryological errors. prenatal or postnatal conditions or injuries, 
environmental restrictions. or any conditions that prevent normal brain 
development. 

• Although medications arc commonly used in treating symptoms related to 
intc.llcctual disability and autism spectrum disorder. there is little evidence for 
their effectiveness. (ntcnsivc behavioral intervention is helpful in treating many 

children with autistic disorder, especially if intervention begins at very young 
ages and includes parents as therapists. 

• Severa) communication disorders may have onset during childhood or 
adolc-scence. and may impair acadernic and social functioning. 1l1esc conditions 
tend to improve as individuals get older. 

• Tic disorders involve sudden. rapid motor movement.~ or vocalizations that are 
experienced as irresistible. 

• 111c most comrnon childhood disordc.rs irwolvc disruptive behavior such as that 
seen in ADH 0. conduct disorder. and oppositiona.l defiant disorder. Although 
both genetic and cnvironmc.ntal factors arc involved in the development of these 
disorders. their specific causes arc unknown. 

• ADHO is controlled by stimulant medication and behavioral therapy during the 
short term. However. there is no evidence that medications have long-term value 
for ADH 0. and stimulants appear to inhibit physical growth. Behavior therapy 
and family therapy have been demonstrated as effective in treating conduct 
disorder and oppositional defiant disorder. 

• Conduct disorder is a dJsruptivc condition that involves violations of rules 
and the rights of others. lt is a prerequisite for later development of antisocial 
personality disorder. 

• There is much overlap and comorbidity among A OHO. oppositional defiant 
disorder. and conduct disorder. 

• Both kleptomania and pyromania are impulse.oeontrol disorders in which rising 
tension is relieved by the impulsive act. 
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• Identify three p.rcvcntablc causes of intellectual disability. 

• Discuss contro\•ersic$ involved in the diagnosis and treatment of ADH D. 

• Distinguish the symptoms of two cornmon djsordcrs from two uncommon or 
rare djsorders described in the chapter. 

• Describe the disorders in this chapter in which crirninal behavior may be 
present. 

POP QUIZ 
1. 111c specifiers for intellectual disability (mild. moderate. severe. profound) arc 

based on which of the following? 

A. IQscorcs 

B. degree onmpairment in adaptive functioning 

C. the number of symptoms that occur 

D. the number of settings in which tJ1c disability is apparent 

2. A standard score on intelligence test has a mean of _____ and a 
standard deviation of _____ _ 

A.100 / 15 

8 . JOO / 50 

C. 50 / 15 

0. 50 / 5 
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3. Among chHd.rcn, the most frequent psychological referral to mental hca.JtJ1 
facilit ies occurs for which disorder? 

A. Af>HO 
B. oppositional defiant d isordcr 

C. conduct disorder 

0. stuttering 

4. How do psychostimulant drugs affect normal children? 

5. 

A. 11u:y induce a period of depression. 

B. 'TI1cy increase energy but decrease alertness. 

C. 111cy improve attention and decrease motor activity. 

0. 1l1cy have no observable effects on normal children. 

______ associated with intellectual disability. is also called trisomy 21. 

A. Fragile X syndrome 

ll. PKU 
C. Rctt's disorder 

D. Oown syndrome 

6. The wide availability of _____ has led to the virtual climination of 
cretinism in the VVcstern ,-.,orld. 

A. lithium 

B. iodized salt 

C. MMRvaccinc 

0. folic acid 

7. Harry is given a series of tests. His reading and writing results are significantl)r 
below those predicted by his intelligence and education. He would most likely be 
diagnosed as havjng _____ _ 

A. intellectual d isability 

B. Af>HD 
C. language disorder 

0. specific learning disorder 

S. In families in which the father has a history of stuttering. _____ of 
daughters and ______ of sons also stutter. 

A. 20% / 40% 

B. 20% / 30% 

C. 10%/ 30% 

0. JO%/ 20% 

9. \Vhnt is savant performance? 

A. extreme sociability 
B. an exceptional skill in a specific area 
C. self-injurious behavior 

0. very high IQ 



10. \Vhid1 of the following disorders is more likely to involve coprolalia? 

A. language disorder 
8. conduct disorder 
C. Tourctte's disorder 

0. Rct.t's disorder 

11. Brain growth may be unusually rapid for the first2- 3 years in children with 

A. autism spectrum disorder 

B. fragile X syndrome 

C. stereotypic rnovcmcnt disorder 

0. ADHO 

l2. Delayed auditory feedback helps reduce ____ _ 

A. language disorder 
B. childhood~onset fluency d isorder 

C. social (pragmatic) c-0mmunication disorder 

D. speech sound disorder 

13. Tim has been diagnosed as having oppositional defiant disorder. Vince has been 
dfagnoscd as having conduct d.isordcr. \1/hat is the rnajor difference bcnvecn 
these two boys? 

A. Tint is older than Vince. 

B. Compared to Tim, Vince has a much better prognosis. 

C. Vince has en.gaged in more serious forms of rule violations than has Tim. 

D. 111ey demonstrate the same symptoms. but 'l'im is more likely to be 
intellectually disabled. 

14. \Vh ich of the followingdisordc.rs is more common among females? 

A. conduct d isorder 

B. pyromania 

C. autism spectrum disorder 

0. kleptomania 

15. Although considered an impu lse-control disorder. _____ actuaUy 

includes planning and preparation for the act. 

A. kleptomania 

8. pyromania 

C. intermittent explosive disorder 
D. none of the above 

Additional study resources are available at www.BVTLab.com. 

a·s1 a ·M :r&r e·,;i v ·rr :rm a·6 o·8 o·t a ·9 a ·s :.i-~ v·& v·r. 11 ·1 
Sll3,\\St-'V 
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CHAPTER OPENER QUESTIONS 

What is the relationship among eating d isorders, 
culture, and gender1 

How are anorexia nervosa and bulimia nervos.a 
different? Which is easier to treat? 

What are parasomnias and dyssomnias? 
What are the most common 

sleep disorders? 

Can someone fall asleep 
in the middle or a conversation? 

Do people sleepwalk because they are dreaming? 

Do some people act out their d reams' 

What t reatments are effective 
for elimination disorders? 



Eating, Sleep, and 
Elimination Disorders 
The dysfw1ctions examined in this chapter involve basic biological processes necessary for 

human lire: eating. sleeping. and elituinatingwastc. Many of the conditions involve the patterning of the activ ity. 
altJ1ough symptoms of excess and deficiency arc diagnostic.1'hc largest category- the slccp•wakcdisordcrs- conccn1s 
dissatisfaction with the quality. timing. or amount of sleep. The smaJlest classification- the elimination disorders
consists only of two conditions involving inappropriate toileting. \Ve begin with the feeding aud eating disorders. 

14.1 Feeding and Eating Disorders 
Among the feeding and eating disorders arc conditions that can seriously impair physical 
and psychological health. They involve patterns of altered consumption. some of which affect 
the absorption of nutricnL~. J)ica and rumination disorder were moved from -Conditions first 
d iagnosed in infancy. childhood. or adolescence" in the DSA1-JVto join anorexia nervosa, buli• 

utia nervosa. and binge-eating disorder (a formerly 
provisional diagnosis), as well as a new condition
avoidant/restrictive food intake disorder- in defin• 
ing this category. 'lbc various feeding and eating 
disorders are displayed in Table 14•1. 

What is the relationship 
among eating disorders, cu.Jture. 

and gender? 

1he feeding and eating disorders do not include obesity. which is not currently listed 
as a mental disorder. According to the DSM-5. "Obesity (excess body fa t) results from the 
Jong-tenn excess of energy intake relative to energy expenditure. A range of genetic. physi• 
ologicaJ. behavioral, and environmental factors that vary across individuals contributes to 
the development of obesity; thus, obesity is not considered a mental disorder" (American 

Psychiatric Association. 2013. p. 329). However. since all the fJS;\1-5 conditions considered 
in this text develop from a range or genetic. physiological, behavioral and environmental 
factors.H that distinction is less than clear. Presumably. the rnore pertinent issue would be 

that obesity is defined not in terms of the behavior tha t produces il but rather in terms of its 
product- excess body fat.1l1is is rather analogous to the relationship betwc-cn smoking (the 
beha,r:ior) and lung cancer (its product). 

Table 14-1 DSM-$ Feeding and Eating Disorders 

Minimum Du ration 
Disorde r 

Anorexia nervosa 

Key Symptoms Required for Diagnosis Sex Rulio 

BuUmia ner-..·osa 

Binge-aating 
disorder 

A,•oidant/ restricbve 
food intaka disorder 

Pica 

Rumination db,order 

Low \-..-eight with restriction of energy intake, 
plus mtense fear of gammg we1ght 

Recurrent binges with c:Ompensutory behtwiors 

Recurrent binges without c:ompensalory 
behaviors 

Persistent faUure to meet nutritional needs 

Eating oonf<>0d substanc:~ 

Repeated regurgitation or food 

Source: American Psyc:hlnttlc Association, 2013. 

None More common 
among females 

3 months More common 
in females 

3months 

Nona 

I month 

I month 

Morec()mmon 

in females 

f<tual 

Unc:1ear 

Undear 
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Diagnostic reliability in the DSM./11 fie ld trials for eating d isorders (at tha t time. only 
anorexia ne.rvosa and bulimia ncrvosa were defined) was .59 for adults. with stronger rcJi .. 

ability recorded for children a nd adolescent.,;. th e reliability appears to have imp roved under 
the DSM-IV. Especially wh en structured interviews arc used. t he overall reliability for cat.ing 
disorder diagnoses is high(KutJesic. W'illiamson. Gleaves, Barbin , & Murphy-Eberenz. 1998). 

Brody, \ Valsh. and Devlin (1994) assessed bingc•cating djsordcrcritcria at .70. indicatinggood 
reliability for the then provisional diagnosis. 11,e DS1H--S field trials found .. good- rcHability 
for both binge-eating disorder (.56) and avoidant/ restrictivc food intake disorder (.48), but 

other feeding and eating disorders were not assessed {Regier c t al.. 2013). 

14.1a Anorexia Nervosa 
1:he cond ition now diagnosed as anorexia nervosa has been recognized for more than a 
hundred years. It appears lo have been exceedingly rare until the mid-20th centu ry. when it.s 
incidence increased. particularly among young females i n \.Vestcrn industrialized coun tries. 
Self-starvation had been known for many years in early religious literature, but the clinicaJ 
synd rome was first described and named by doctors 
i n Paris and London in the 19th century. \Villiam 
Gull (1888) reported a case of a teenagegirlwho had 
nearly starved herself to death -v.rithout apparent 

cause"; she was treated effectively b y light fecdi ng 
every few hours (sec Figure 14-1). 

How are anorexia nervosa 

and bulimia nervosa different? 
Which l.s easier to treat? 

Anorexia nc.rvosa. as currently defined (sec DSAf -5: Diagnostic Criteria for Anorexia 
Nervosa), involves three main features: restricted caJorie intake insufficient to maintain 

normal body weight, intense fear of gaining weight. a nd a disturbance in the perception 
of body size. The fear of weight gain and the inaccurate percept.ion that onc·s body is too 
fat resul t in behaviors to prevent weight gain, even though the individual may already be 
emacia ted.1\vo eating patterns arc characte.r istic of those with anorexia nervosa. In the 

Figure 14-1 Before and After Anorexia Treatment 

Anorexic teenager before treatment (left) and after recovery (right) (Gull. 1888). 

Sou rce: Images rourte!I)' U.S. Ns.tJona.l Ubrary o(Medlelne 



DSM-5 -- --
Anorexia Ne.rvosa 

Eating, Sleep, and Elimination Disorders 

Diagnostic Criteria for Anorexia Nervosa 

A. Re-slTiclion of energy intake relative to r"quirement.s.1eading to a significantly low body 
weight in the context of age. se.x. developmental trajectory. a.nd physicaJ health. Significantly 
low weight is defined as a weight less than minimalJy normaJ or. for c-hildren and adole.-.cents. 
less than that minimally expected. 

8. Jnten.se fear of gajningwe.ightor of becoming fat. or persistent behavior that interferes with 
weight gain. even though al a significantly low weight. 

C. Dist urbnnce in U-.e way in which one's body weight or shupe is experienced. undue inRuence 
of body weight or shape on se1f-evnluation. or persistent lack of recognition of the seriousness 
of the current low body weight. 

Coding note: The ICD-9-CM code for anorexia nervosa is 307.1. which is assigned regardless of 
subtype. The JC0-10-CM code depends on the subtype (see below}. 

Specify whether: 

(FS0.01) Restricting type: During the l11St3 months. the individual has not engaged in 
recurrent epi.sode.s of binge eating or purging behavior{i.e .. self-induced vomiting or the 
misuse ofJnxath'es. diuretic$. or enemas). This subtype describes presentations in which 
weight los.-. is accompHshed primarily through dieting. fasting. and/or ex<.-essive exerdse. 

(FS0.02) Binge•eating/purging type: During the last 3 months. the individua.1 has engaged 
in recurTenl episodes of binge eating or purging behavior (i.e., self-induced \'Omiting or the 
misuse ofJa.xath'e.s. diuretics. or enemas). 

Specify if, 

Jn partiaJ remission: After full criteria for anorexia ner-Yosa were previously met. Criterion A 
(low body weight) hns nol been met for a sustained period. hut either Criterion 8 (intense fear 
of ga.jning weight or of becoming fat or behavior that interferes with weight gain) or Criterion 
C (disturbances in .self-perception of weight and.shape) is .slill meL 

Jn full remission: After fuJI criteria for anorexia nervosu were pre\'iously met. n<me of the 
criteria have been met for a sustained period of time. 

Specify current severity: 

The minimum leve.l of severity is ba..-.ed. for adults. on cunent body mass index (BMI: see 
below) or. for children and adoJescents. on BMI percentile. The ranges below are derived from 
World HeaJth Organization categories for thinness in adult...: for children llnd adolescents. 
corresponding BMJ percentiles should he used The level. of se\·erity may be increased to reflect 
clinical symptoms. the degree of functional dis.ability. and the need fur supervision. 

Mild, BMI > 17 kg/m' 

Moderate, BMJ 16-16.99 kg/ m' 

Severe: BMI 15-15.99kg/m~ 

Extreme: BMI < JS kg/m2 

Source: Reprinted with pennlsdon from the Dlagmmic m,d Starlstlet1/ Manual Qj"Me11111I Duordtn. 5th 00. 
(Cop)'Tight 2013}.Arnericao Ps)·chlatric Association. 

-restricting type." the individual diets, fasts, or exercises excessively. so that intake of food 
is inadequate to maintain currc.nt weight. In the less common -binge .. eating/purgingtype," 

the indjvidual regularly consumes food. often in large quantities. but then compensates by 
inducing vomiting or by misusing laxatives. enemas. or diuretics to produce weight loss. 

Most often. weight loss is achieved by severe restriction in diet. As certain food items arc 
restricted in the person's diet. the range of acceptable foods can become vc.ry narrow- for 
example. sometimes. only a few leaves of lettuce make up the daily menu. 1'ypically. food 
becomes a preoccupation for those with anorexia nervosa, often with obsessive-compulsive 
intensity. 'lhc person thinks of food most of the time and may hoard food items or even collect 
food rcdpcs (American Psychiatric Association. 2013}. However. the strict control of eating 
and the achievement or continued weight loss arc considered to be personal accomplishments 
and a source of pride for the individual with anorexia. 

Concern about weight and body shape and fear of gaining weight arc central features 
of anorexia nervosa. Body size and shape arc very important to the sel f-image of those with 
the disorder. and perceptions of body image are d istorted such that individuals feel fat even 
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when weight is significantly below normal.1hcy tend to view themsclvcs in mirrors frequently. 

scanning for parts ofthc.ir bodies that thcyfocl are too heavy or fat in appearance. 

Onset ofthcdisorder usually occurs in adolescence: in no case was onset age later than the 

m id-20s in the National ComorbidityStudy. a nationally representative survcy(Hudson. Hiripi. 

Pope. & Kessler, 2007).11\e course is highly variable, and many who begin with the rc.-stricting 

type of the disorder shift to the bingc .. cating/purging type. A variety of physical disruptions 

consequent on starvation arc evident in those with anorexia nervosa. Menstruation often 
ceases (or is delayed in prepubertal females); the DSJ\1./ Vd.iagnosis required cessation of 

menstruation for at least three consecutive menstrual cycles: however. a menorrhea is no 

longc.r listed among t he diagnostic criteria for the disorder. 'lhere may be intolerance to cold. 

loss of strength. abdominal pain. constipation. and heart irrC"gularitics. Purging behaviors 
may cause loss of tooth enamel and other dental problems, as well as osteoporosis, anemia. 

electrolyte imbalances. and dehydration. Mortality from anore.'\'.ia nervosa appears to be 

higher than that for rnost mental d.isorders. in part because suicide is elevated in anorexia 

patients. a'i wel l as in those with other eating disordc-rs- especially if purging behavior is 

present (Pisctsky. Thornton, Lichtenstein. Pedersen, & Bulik. 2013). Mortality estimates 

have varied widely, with the standardized mortality ratio 

(SM R), or the ratio of observed to expected deat hs. ranging 

from 0.71 to 17.8: among 954 Canadian patients followed 

over a 20•ycar period. the SMR was 10.5 (Birmingham. Su. 

Hlynsky. Goldner. & Gao. 2005). Using a different metric. 

the DSM4 5 g ives the crude mortality rate as 5% per decade 

(American Psychiatric Association. 2013). Fortunately. 

average lifetime duration of anorexia appears to be much 

shorter than for the other eating disorders . averaging only 

1.7 years (Hudson ct al.. 2007); most patients experience 

remission within 5 years. 

Anorexia appears to be Linked to culturaJ views about 
beauty and thinness. and driven by wide.,;-pread media 
repre.scntnlions ofincrea..•dngl)' thin models as images of 
perfec.1ion in fushion. {SbuU.t'rd«.kl 

11,e incide nce of anorexia ncrvosa is much h igher 

among young females in \>Vestcrn industrialized nations 

where food is plentiful. It appears to be linked to cultural 

views about beauty and thinness and driven by widespread 

media representations of increasingly thin models and 

actors as images of pcrfcction.1lte influence of culture can 
be seen in the fact that immigrants· risk for the disorder 

Amenorrhea 
Absence of 
menstruation in a 
woman of reproductive 
age 

Purging 

A compensatory 
activity intended to 
reverse the effects 
of eating. usually 
involving se!f•induccd 
vomiting or use of 
laxative~ 

increases as they become more enmeshed in American life 

(American Psychiatric Association. 2013). Lucas. Beard. O'Fallon. and Kurland {1991) reported 

that the prevalence of anorexia ncrvosa over a 50•year period in Minnesota. from 1935 to 

1984, rose linearly among females ages l5 to 24. with incidence increasing 36%cvery 5 years 

during that period. In the same period, incidence of the disorder did not change formal cs or 

older females. Overall. female rates were nearly J 2 times higher than male rates of anorexia 

nervosa during 1980- 1984. Since that time. the rate of increase has slowed . 

Lifetime prevalence rates are about 0.9~ for women and 0.3% for men (Hudson ct aL 2007). 

Male cases tend to be associated with homosexuality (Russell & Keel. 2002). 1hose at high· 

est risk arc white females ages 15- 24: in contrast. anorexia nervosa appears to be extremely 

rare among African Amc.rican females (Hock. 2006). One possible explanation for such racial 

disparity is that risk for the disorder is greater among tJ1osc of higher socioeconomic status 

(Striegel-Moore & Bulik. 2007). 

Anorexia nervosa commonly occurs in conjunction with other mental disorders. In a 
sample of 101 adolescent females in treatment for anorexia nen•os~ more than 73% were 

diagnosed with at least one other disorder- most often. mood or anxiety disorders. 111c 
hinge•eating/ purging type is associated with significantly greater risk of substance use 

disorders than the restrictfog type (Salbach-Andrae ct al .. 2008). The binge-eating/ purging 

t)1>e is also linked to signjficantly greater likelihood of suicide attempts (Bulik et al.. 2008). 
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Causal Factors 
the etiology of anorexia ncrvosa remains unknown. 
Psychoanalytic writers proposed that individuals with 
anorexia. when faced with tJ1c anxiety•arousing prospect of 
genital scxuaHty at adolescence. regress to already---cxisting 
oral fixat ions. Deufal of eating is thought to reflect deniaJ 
of sexuality or. even more specifically in some cases. gu ilt 
over the unconscious wish to be impregnated tluough 
the mouth. Family•systcms LhcrapisLi; have emphasized 
con Oicts around issues of independence and changing 
from child hood to adult ways. Anorexic children a re 
likely to appear in families that arc excessively enmeshed. 
en1otionally. have overprotective parents. and lack effective 
ways of directly resolving conflicts.11rns. the anorexic girl 
may be seen as asserting her independence in the only way 
she can- by refusing to cat. 

Biological and cultural influences interact in the 
development of the disorder. Anorexia ncrvosa runs in 

Certajn athletes. especinlly those in\'olvcd in aesthetic 
performa nce (such as fig ure skating o r gymnastics) or those 
emphnsiz.mg a sped fie weight (such us Judo or wrestling). are 
at higher risk for eating disorders. (Shuttc·ntod:l 

families. and concordance rates arc higher in MZ than DZ twins (American Psychiatric 
Association. 2013). Concordance has been reported as high as 55% for MZ twins versus 5% 
for OZ twins (Fairburn & Harrison. 2003). suggesting substantial genetic contribution to 
risk for the disorder. Offspring of mothers with anorexia ncrvosa arc at high risk for the 
disorder as well (Striegel-Moore & Bulik. 2007). However. its strong association with cu ltural 
portrayals of beauty in terms of thinness a]so indicates important contributions f mm envi
ronmental factors. which may e.xplain the significant variations in prevalence among different 
ages. ethnic groups. and sexuaJ orientations. As noted above. homosexual orientation is a 
significant risk factor for eating disorders in males. Greater emphasis on physical attractive• 
ness among gay men places them. like heterosexual women. at higher risk for attitudes and 
behaviors related to eating disorders (Siever, 1994). Among heterosexual adolescent males. 
the factors increasing the r isk of eating disorders similarly involve low sclf~esteem and peer 
pressure to lose weight. although body-image issues tend to involve male pursuit not of 
thinness but of muscularity (Ricciardelli & McCabe, 2004). Certain athletes. es1,ccially those 
involved in aesthetic pcrfonuance (such as figure skating or gymnastics) or those empha• 
sizing a specific weight (such as judo or wrestling). arc at higher risk for eating disorders 
(Sundgot-Borgen. 1994). 

An interesting behavioral perspective of anorexia ncrvosa comes from studies showing 
that if a rat is placed on food restriction and presented with a running whe-cJ. it increases 
activity levels and further lowers food consumption: tJ1is '"activity anorexia- can result in 
selr•starvation unless the study is terminated {Epling. Pierce. & Stefan. 1983).'Jhe increase 
in activity after food restriction could have evolutionary value. as it increases migration 
and foraging for food in animals. Female rats experiencing activity anorex.ia become hypo• 
the.rm ic. as food intake is insufficient to meet metabolic demands. and their ovulatory cycle 
is suppresscd.1.hcir weight loss can be halted if activity is prevented or if the animals arc 
kept warm. Bergh and her colleagues (2013) proposed that similar events happen in human 
females: As the person reduces food intake. there is widespread disruption of the HPA axis: 
hypothermia and amenorrhea develop: and the dopamincrgic reward system is activated. 
making food restriction and increased activity rewarding. Anorexia then deveJops from 
the reinforcing effects provided by further food restriction and increased activity. and it is 
maintained by conditioning to the situations that originally were associated with the reward
ing value of eating less than before. In this view. it is disordered eating that causes anorexia 
rather than underlying pathological processes. 

BVT Lob 
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Binge eaUng 

f:atJng much larger 
amounts of food than 
normaJ within a given 
time 

.. 

Treatment for Anorexia Nervosa 
Outcome of treatment for anorexia ncrvosa did not improve much th roughout the 20U1 
century: Stcinhauscn (2002) reported that even after 1950. mortality remained significantly 
high (ranging up to 22% in some studic.s), and less than half of patients fully recovered. 
More recently. some p romising results have been reported for a particular form of conjoint 
family therapy for adolescents. in which parents are coached in how to assume control over 
the anorexic child's eating and weight. External controls arc then gradually reduc.cd as the 
child compl ies with parental authority so that increasing autonomy is linked with improved 
eating patterns (\Vilson. Grilo. & Vitousck, 2007). However. this approach is less beneficial 
with older persons or if the disorder has persisted beyond a few years. 

~fcdic.ations arc rarely used as the sole therapeutic approach. and there is no clear 
evidence that antidepressants, which are widely prescribed for the condition. have any value 
over placebo (\1/ilson ct aL, 2007). No drug has been found to promote wejght gain for these 
patients (Fairburn & Harrison. 2003). Inpatient treatment, which a llows for close monitoring. 

nutritional counseling. and specific behavioral contingencies. can be effective in restoring 
bodyweight. However. the addition of medication does not add to outcome expectations. and 
-al present. there is no specific role for pharmacology in tJ1c treatment of anorexia nervosa

(\r\'ilson et al.. 2007. p. 577). In a smaU randomized controlled trial. repetitive transc.ra.niaJ 
magnetic stimulation (rT~,AS) was moderately effective in reducing the urge lo restrict levels 
of feeling full and levels of feeling fat. compared with sham r'l'MS (McClelland ct al.. 2016). 
Additiona.J studies involving multiple sessions and larger samples arc planned to replicate 
the.,;e results and determine the efficacy of rTMS and the time course of its effects on anorexia. 

One prom ising therapy approach is based on the activity anorexia model pre,scntcd 
earl ier. ln this inpatient program (Bergh. Eklund. £riks.,;on. Lindberg. & SOderstcn. 1996). 
anorexic patients cat meals from a plate that has been placed on a baJanc.cso that the weight 
of remaining food can be recorded by computer. Each minute:, a 0 - 10 scale appears on a 
monitor, a.Bowing the patient to rate satiety. During each meal the computer ca.Jculates the 
rate of food intake and level of satiation and displays these curves on the monitor. along with 

• 

normal eating curves for that food. 1-'o regulate the eating pattern. the 
patient is encouraged to match the curves for normal eating and satiety 
rates. Patients arc also provided thermal blankets and warm rooms. and 
their physical activity is restricted. As the eating pattern is regulated 
and normalized . patients are encouraged to resume normal social 
interactions. In an evaluation of 1.428 patients w ith anorexia nervosa or 
bulimia nervosa treated over an 18-ycar period at six centers in Swc-den. 
the Netherlands. Australia. and the United States. 75% achieved remission 
after a median of J 2.5 months of treatment. and only 1096 had relapsed 
after 5 years (Bergh ct al, 2013) . 

14.lb Bulimia Nervosa 
l hc condition known as bulimia nervosa (see DS.41•5: Diagnostic Criteria 
for Bulimia Ncrvosa) differs substantially from anorexia ncrvosa. Lnstcad 
of weight loss and strict control of eating associated w ith a sense of 
achievement. bulimia nervosa involves a sense of lack of control related 
to recurrent episodes of eating la.rge quantities of food. 'fhe binge episode 
is then foJlowed by some attempt to compensate, such as purging. fasting. 
or excessive exercise. Like anorexia nervosa. those with bu I imia nervosa 
fear gaining weight. arc dissatisfied with their bodic~~- and base their self• 
evaluation on weight and body shape. 

ln bolh anorexia nervosa and bulimia nen1osn. 
se.lf-evaJualion is u nduJy inOuenced by body 
weight o r shapc.11Sloct) 

Binge eating involves amounts of food largc.r than others would 
normally cat in a given t ime. lt usually includes h igh~catorie foods such 
as cookies, cakes. and ice cream: Fairburn and Harrison (2003) estimated 



Diagnostic Criteria for Bulimia Nervosa 

307.51 (F50.2) Bulimia Nervosa 
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A. Recurrent episodes of binge eating. An episode of binge eating is characterized by botl1 of the 
following: 

1. Eating, in a discrete period of time ( e.g., within any 2-hour period), an amount of food 
tl1at is definitely larger than wl1at most individuals would eat in a similar period of time 
under similar circ1unstances. 

2. A sense of lack of control over eating during the episode (e.g., a feeling that one cannot 
stop eating or control what or how much one is eating). 

B. Recurrent inappropriate co1npensatory behaviors in order to prevent weight gain, such 
as self-induced vomiting, misuse of laxatives, diuretics, or other 1nedications; fasting; or 
excessive exercise. 

C. The binge eating and inappropriate compensatory behaviors both occur, on average, at least 
once a week for 3 montl1s. 

D. Self-evaluation is unduly influenced by body shape and weight. 

E. The disturbance does not occur exclusively during episodes of anorexia nervosa. 

Specify if: 

In partial remission: After full criteria for bulimia nervosa were previously met, some, but not 
all, of the criteria have been met for a sustai11ed period of time. 

In full remission: After full criteria for bulimia nervosa were previously met, no11e of the 
criteria have been met for a sustained period of time. 

Specify current severity: 

The minimum level of severity is based on tl1e frequency of inappropriate compensatory 
behaviors (see below). The level of severity may be increased to reflect other symptoms a11d 
the degree of functional disability. 

Mild: An average of 1-3 episodes of inappropriate compensatory behaviors per week. 

Moderate: An average of 4-7 episodes of inappropriate compe11satory behaviors per week. 

Severe: An average of 8-13 episodes of inappropriate compensatory behaviors per week. 

Extreme: An average of 14 or more episodes of inappropriate compensatory bel1aviors per week. 

Source: Reprinted with permission fron1 the Diagnostic and Statistical Manual of1vlental Disorders, 5th ed. 
(Copyright 2013). American Psychiatric Association. 

that between 1,000 and 2,000 food calories are typically consumed during the binge event. 
Binge eating usually takes place rapidly, in secret, and continues until the individual becomes 
uncomfortably full. The person often reports feeling out of control during a binge event, 
although he or she is able to stop the act if suddenly interrupted by others. Once the binge 
eating concludes, the person may employ several techniques to compensate for the binge in 
order to avoid weight gai11. Most commonly vomiting is self-induced, often by use of fingers 
or instruments to trigger a gag reflex; one third of those with bulimia nervosa also use laxa
tives to compensate for binge eating (American Psychiatric Association, 2013). Nonpurging 
methods include fasting for a day or more or excessive exercise. 

Bulimia nervosa is more common than anorexia nervosa, affecting up to 1.5% of females; 
the female-to-male ratio is 10:1 (American Psychiatric Association, 2013). Most receiving the 
diagnosis are white. Onset is usually 5 years later than that for anorexia nervosa, and average 
duration of the disorder is much longer-about 8.3 years (Hudson et al., 2007)-although 
over the longer term, symptoms tend to diminish (American Psychiatric Association, 2013). 
Unlike anorexia nervosa, which tends to occur a1nong individuals of higher socioeconomic 
status, bulimia nervosa is not related to SES (Striegel-Moore & Bulik, 2007). 

The purging behavior is associated with several negative physical consequences, 
including disturbed electrolyte balance, extensive dental erosion, stomach problems, and 
diarrhea. Dependence on laxatives for bowel movements may develop in those wl10 use that 
technique for purging. Bulimia nervosa is often associated with mood disorders, and up to one 
third of sufferers also have substance use disorders, usually involving alcohol or stimulants 
(American Psychiatric Association, 2013). 
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Causal Factors 
Risk for bulimia ncrvosa is elevated among victims of childhood physical or sexual abuse 
(American Psychiatric Association, 2013). Data suggest familial aggregation in buJimia 
nervosa, and some studies have suggested heritability estimates between .50 and .83 (Striegel• 
Moore & Bulik. 2007). However. clinical studies showing :i5% concordance in ~AZ twins 
versus 30% concordance in DZ twins seem to indicate a weaker genetic link than for anorexia 
ncrvosa (Fairburn & Harrison, 2003}. 

llte cultural factors affecting one:,; tendency to rcJatc body image to sc)f .. cstccm in 
bulimia nervosa arc assumed to be similar to those for anorexia nervosa. At least among 
college students. exposure to mass media (especially magazines) t hat promote thin .. 

beauty jdeals is associated with increased likelihood of diso.rdercd 

eating (Harrison & Cantor. 1997). Stice (2001) outlined one pathway by 
which this may occu r in vulnerable individuals: Exposure to thinne~o;s,. 

promoting media, particularly in young people who value appearance 
highly, leads to acceptance (internalization) of these ideals of beauty. 

I 
Together with a social pressure to be thin. these internalized ideals of 
beauty lead to dissatisfaction witJ1 one·s appearance. Because these ideals 
arc unattainable for nearly everyone. negative se(f .. affect develops_ leading 

to d icting and restrict ion. thereby increasing the chance that bingcing 
will occur in response to severe hunger. 

Treatments for Bu/1m1a Nervosa 
A greater number of controlled interventions have been conducted with 
bulimia ncrvosa than with anorexia ncrvosa. and the outcome data arc 

more promising. with evidence supporting the use of both medications 
a nd psychotherapy. Antidepressant medications produce greater 
improvements in both binge eating and purging than placebos (Wilson 
& Fairburn. 2002). 1hey a lso improve mood and tend to work rapidly. 
However. medications are not associated with sustained improvement 
or with effect sizes equal to those of cognitive-behavioral therapies 
(Fairburn & Harrison. 2003). 

Bulitnla nervosu. more common lhun nnor€!x.ia 
ncrvosa. affects about 1.5% of females. !iStockl 

Among psychotherapies. interpersonal therapy focuses on how the 
person's relationships with other people contribute to the eating disorder. 
'£his treatment has sho,,;n some evidence of effectiveness but rcqujrcs 

furll1er evaluation (Wilson etal .. 2007).1hcidentificd treatment of choice 
for bulimia ncrvosa is cognitive ... behavioraJ t herapy. under which about half of patients cease 
binge eating and purging. and many report improvement in deprcs.o;ive symptoms and se)f .. 
esteem (\Vilson & Fairburn. 2002., Wilson ctal., 2.007). 

One example of a comprehc.nsive CBT intervention for bulimia ncrvosa comes from 
SpangJcr (1999). 111c 20-wcek program begins by estabJishinga regular eating pattern. First. 
a detailed food record is kept in which t he person records each instance of food consump• 
tion. includ.ing what and how much is eaten. time of day, and context. foods and situations 
that the client l'eports as .. low risk~ and -rugh r isk"' for binge eating arc identified. t hen, t he 

client begins a defined schedule of normal eating. involving three meals and two snacks per 
day. so t ha t the person iseatingsomethingcvery3- 4 hours. Many bulimics fear t hat eating 
on a regular basis w ill result in weight gain. However. their practice of restriction actually 
le-ads to increased hunger. setting the stage for binge c.ating. Regular eating patterns re.duce 
binge events. 

A list of pleasant activities (bathing. phone conversations, gardening) is compiled with 
the instruction that t he client must engage in one immediately after finishing a normal meal 
to reduce the opportunity and the temptation to engage in compensatory acts. The person 
is instructed to ea.tat specified t imes. whether hungry or not. followed immediately by a 
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pleasant activity (rather than remaining in the kitchen area). As a normal pattern of eating 
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is resumed. the client experiences less hunger and therefore fewer urges to binge and less 
temptation to purge after normaJ portions. \Vcekly weighing reveals that resumptfon of a 
regular eating schedule produces little. if any. weight gain, removing a source of anxiety about 
normal eating patterns. An cducationaJ component adds information about nutrition and 
contradicts commonly held false beliefs about vomiting (wh.ich docs not expel the majority 
of calorics consumed) and laxative use (which expels even fewer calorics). 

Next, the therapy begins a process to counter the cognitive componcmts of bulimia 
nervosa by attempting to modify tl1e client's beliefs about body shape. and ,1i•eight. body 
dissatisfaction. and bingcing.1l1rough example giving and standard cognitive disputation. 
the importance ofphysicaJ appearance to self-esteem and self.worth is challenged. Food 
tolerance is increased with the gradual addition of some -high-r isk" foods to the daily diet. 

1his shows the client that normaJ portions of forbidden foods can be consumed without a 
binge ensu ing. Homework assignments might include activities to reveal the body, such as 

swimmjng. as a way to reduce the importance of concerns about appearance and to promote 
normal exercise. Stress~reduction and problcm,solvingskills arc also taught as alternatives 

to binge eating during times of stress. Finally. a relapse prevention component is added. 
'01e client lists a set of clues or markers. such as changes in eating pattern or the presence 
of certain moods. which might increase the chance of relapse. Then. a plan is drawn up for 
the client to follow if the clues or markers appear. including activities in which to engage 
or family or fr iends to contact. Spangler (1999) reported improvement that persists during 
long .. term follow-up for clients using interventions of this type. 

14.1c Binge-Eating Disorder 
1l1e diagnostic criteria for binge-eating disorder include recurrent episodes of binge eating 
associated with both a sense of lack of control and rapid consumption. Other symptoms arc 
eating until uncomfortably full. eating large amounts when not hungry, eating alone because 
of embarrassment about eating patterns. and guilt after overeating. Binge-eating disorder 
requires that binges average at least once a week for a 3•month period, and they must be 
associated with marked distress. Binges are not accompanied by compensatory behaviors 
(as in bulimia nervosa); as such. lhe condRion is frequently associated ,\Tith varying degrees 
of obesity (American 'Psychiatric Association. 2013). 

Most people showing this condition have long histories of unsuccessful djeting. The eating 
pattern tends to be chronic and is often associated with depression. anxiety, and negative 
self-image. Unlike anorexia ncrvosa and bulimia nervosa .. which tend to have onset during 
adolescence. binge-eating disorder may notappc.ar until well into adulthood. Although some 
earlier stud.ies suggested that binge-eating djsorder is more common among white people 
than other ethnic groups (Brody ct al.. 1994). later studies reported that the condit ion is not 
linked to racial/ethnic status (Striegel-Moore & Bulik. 2007). Nationally. representative data 
show higher Ufetime incidence among women (3.5%) U1an men (2.0%). which is a significant 
but less ex.tremegendcrd iffcrence than those of other eating disorders (Hudson ct al .. 2007). 

1l1e DSAl~S provides 12-rnonth prevalence rates at 1.6% for adult females and 0.8% for adult 
males (American Psychiatric Association. 2013). ln a sample of pc,rsons witl1 eating disorders. 
binge-eating disorder was twice as common as bulimia ncnrosa (Kutlcsic ct al.. 1998). 

Some evidence suggests that. like those with other eating disorders. persons ,\Tith binge• 
eating disorder may harbor dysfunctional attitudes about body shape and size that excessively 
influence self-evaluation (Hrabosky. Mashcb. \Vhitc. & Grilo. 2009). Although not all binge 
caters engage in such overvaluation. those who do show higher levels of disordered eating 
and depression (Grilo ct al.. 2008). Binge .. eatingdisorder appears to be different from a related 
pattern of disordered eating called night eating syndrome. in which individuals consume 
more than half of their daily calories in late-night binges.Subjects with e ither condition show 
greater depressive symptomatology than a comparison group. but those with binge-eating 

Night eating 
syndrome 

Eating pattern in which 
individuals consume 
more than half their 
daily calorics in lnte• 
night binges 
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disorder engage in more bingcing episocfos and feel less c.ontrol over eating (Allison. Grilo. 
Masheb. & Stunkard. 2005). ln the DSM-5. night eating syndrome would be d iagnosed within 
the category ~other specified feeding or eating disorder." 

Treatments for b.ingc•eatingdisorder include antidepressant medications and psycho• 
therapy. Cognitive-behavior therapy is generally associated with h igh treatment completion 
rates. remission ofbingc eating in. more than half of subjects.and improvement inaccompa• 
nying depression. Antidepressant medications arc superior to placebo in reducing bingcing 
and in weight loss: however. relapse rates are high, and discontinuation of treatment remains 

problematic (\'l'ilson et al .. 2007). Those who respond rapidly to either type o[treatment (that 
is. those who show a two-thirds reduction in b inge eating within 4 weeks) arc more likely 

to show remission of the disorder and greater weight loss (Grilo, Mashcb. & \Vilson. 2006}. 

14.ld Avoidant/Restrictive Food Intake Disorder 
1]1ose with avoidant)restrictivc food intake disorder do not eat enough food to meet their 

energy or nutritional needs. A significant weight loss, nutritional deficiency. dependence 
on supplemental focdjng. or marked interference in normal functioning is needed for the 

diagnosis. Like anorexia ncrvosa. this disorder is associated with malnutrition that can 
be Ii fc threatening. Unlike anorexia. the lack of appetite or avoidance of food does not 
involve body shape or image. 1l1c condition cannot be associated with lack of available 
food. gastrointestinal disorders. or a general medical condition. nor docs it occur exclusively 
during anorexia or bulimia. 111e new DSM~S diagnosis replaced the DSM-fV condition -reeding 

disorder of infancy or early childhood." which required childhood onset. l.nfant feeding 
disorders may account for half of hospital admissions for .. fai lure to thrive.' which itself 

may have community incidence- of 3% and appears to be equally prevalent in males and 
females (American Ps:ychiatr'ic Association. 2000).111e avoidance or restrict.ion of food might 
be attributable to Pavlovian conditioning. in the sense that an aversive experience (such as 
vomiting or choking) may be paired with particular food-related stimuH. Then. the avoidance 
of food may emerge as an anticipatory conditioned response. sometimes termcdfw1ctional 
dysphagia (American Psychiatric Association. 2013). 

14.le Pica 
Pica essentially involves t he persistent (at least J month) eating ofnon•nutritive. nonfood 
substances such as soil. paint. c loth. string, chalk. and pebblcs.1he substances eaten tend to 
vary with age. with younger children more I ikcly to eat paint or plaster, hair, and cloth. whereas 
older children arc more likely to consume pebbles. animal droppings. sand. and leaves. The 
eating of these substances must be inappropriate to developmental level (very young children 
normally put almost anything into tbeir mouths). and it must not be a culturally sanctioned 
practice. A variety of physical and medical complications can develop among ind ividuals with 
pica. Some materials eaten may be toxic or may cause gastrointestinal problems. including 
infections. perforations, and blockages.1'ypicall)'. the condition remits after several months or 
a few years. Pica is more commonly found in association with intellectual cLisabilit.y. where its 
incidence can be as high as 15% (Americ.an Psychiatric Association. 2000). It is also sometimes 
seen in females during pregnancy (American Psychiatric Association. 2013). 

Ferreri. Tamm. and \!Vier (2006) describe an intervention for pica involving a 4-year• 
old autistic boy who had engaged in toy pica durjng the previous year. 1l1e boy would place 
various plastic toys into his moutb. sucking on and chewing the edges until pieces could 
be bittc.n off and swallowed. He became aggressive when attempts were made to remove 
the toys. 'the treatment program involved djpping the toys into tapioca pudding. which the 
boy d is liked, before they were made available to h im. Pica ceased a lmost immediately and 
did not recur after the tapioca dipping was discontinued. 1he boy contiuued to use the toys 
during normal play, however. 
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14.1f Rumination Disorder 
Ln rumination disorder. individuals repeatedly re.gurgitatc their food. There is no nausea 
associated with the process. lhe material is then either discarded or. more commonly, 
rcchcwed or reswallowed. The condjtion must persist for a month and not be associa ted 
with a general medjcaJ condition or neurodcvelopmental disorder. nor does it occur as part 

of anorexic or bulimic patterns. Rumination disorder usually occurs in infants. with onset 
before I year of age. Some older individuals. especially those with intc-Jlectual disability. may 
also show the condition. f\!lalnutrition and weight loss arc associated difficulties; it can be 

fatal in infants if untreated. Humination disorder appears to be rare (American Psychiatric 
Association. 2013). 

Most interventions for rumination disorder have come from the behavioral perspective. 
Earlier studjcs employed aversive techniques to punish rumination activities. For example., 

Cunn ingham and Linscheid (1976) applied brief, mild electric s hocks contingent on 
rumination to a 9-month•old infant suffering from malnutrition and weight loss. Rumination 
was suppressed quickly and effectively. with significant weight gain occurring within da)rs . 
(nan ABAB reversal dcsign.Sajwaj, Libet. and Agras (1974) demonstrated the effectiveness 

of lemon juice. squirted into the mouth contingent on rumination. in a 6 -month~old infant 
with the disorder: however. more recent interventions have moved away from punishment 

techniques in favor of alternative behavioral approaches. A review of 21 studies published 
between 1987 and 2010 (Lang ct al.. 2011) found the most common treatments for subjects 
with intellectual disabilities involved diet manipulation (su ch as pacing the presentation of 
food, increasing food quantity. or changing the food's texture). sensory-based interventions 
(such as providing a lternative t hings to chew). and use of socially me.dinted rcinforccrs (such 
as attention and praise contingent on rumination-free periods). Only two of the reviewed 
studies employed punishment (i.e., contingent mouthwash or sour drinks). Overall. behavioral 
interventions have produced effective and durable treatments for rumination disorder. 

14.2 Overview of Sleep-Wake Disorders 
Humans spend about a third of t heir lives in s leep. However. the DSA1 system did not identify 
a separate c lassification of sleep disorders until the DSM-IV. and these mental disorders 
remained less familiar to many clinicians than other d iagnoses. 'l11e category was reworked in 
the DSM-5 as the s leep-wake disorders. with the intention of making t he classifications useful 
both to mental health profcs.~ionals and to general n1edicaJ practitioners. Consequently. the 
conditions include a wider range of supporting biological validators than are found c-lsewhere 
in the rnanual. ln some instances. formal sleep studies (polysomnograpby) arc required for 
diagnostic determination. 

Optimal sleep is consid11rcd to be restful and refreshing under most circumstances. with 
good sleep continuity(fcw periods sp-c.nt in wakefulness). efficiency (most relative time in bed 

spent asleep). and short latency (the number of minutes required to fall asleep). Disturbances 
of sleep in theDSM-/Vwcre described in broad terms as the dyssonu1ias (conditions involving 
abnormal sleep amount. quality. or timing) and the parasomuias (concerned with abnor

What are parasomnias 
and dyssomnias? 

mal events or beha\•iors involving the sleep cycle or 
sleep-wake transitions). Although that distinction 
is no longer central to the DSM•S organization. the 
tem1s retain their descriptive value in discussing 
the sleep-wake djsorders (sec Table 14•2). 

Polyson1nograpb)~ 

Using a polygraph to 
make a continuous 
record during 
sleep of multiple 
physiolog1caJ variables 
(such as breatlting. 
heart rate. EEG. eye 
movemenls. and muscle 
contractions) 

Dyssomnia 

Sleep disorder that 
is concerned with 
abnormal sleep 
amount. quaJity. or 
liming 

Parasorunia 
Sleep disorder that 
is concerned with 
abnormal events or 
behaviors involving the 
sleep cycle or sleep• 
wake transitions 
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Table 14-2 DSM·S Sleep-Wake Disorders 

Disorder 

lnsomnia disorder 

Hypersomnolence 
dtsorder 

Naroolepsy 

Obstructive sleep 
apnea hypopnea 

Central sleep 
apnea 

Sleep•relat·ed 
hyJ)OVentdation 

Circadian rhythm 
sleeJMva.ke 
disorders 

Non-rapkl eye 
mo1,--ement sleep 
arousaJ disordea 

Nightmare 
disorder 

Rapid •l"' 
movement (REM) 
sleep behavior 
disorder 

Restless legs 
syndrome 

Key Symptoms 

Dissatisfacbon with sleep 
amount or quality 

Excessive sleepiness 
despite getting at le-dst 
7 hours .sleep 

Recummt irrepressible 
need to sleep 

NoctumaJ breathing 
pauses: due to obstruction 

NoctumaJ breathing 
pauses not due to 
obstruction 

Decrea.o;ed respiration with 
elevated carbon dioxide 
leveJs 

Persistent sleep d isruption 
due to misaHgnment of 
circadian rhythm and 
s leep-wake schedule 

Repea.ted part1aJ wakening 
wllh sleepwalking or nighl 
terrors 

Repeated distressmg 
nightmares 

Repeated arousaJ with 
complex acti\•ityduring 
REM sleep 

Frequent urges to mO\·e 
legs. especially at night 

Source: American Psychiatric Assoclatkm.2bl3. 

Minimum 
Duration Required 

for Diagnosis Sex Ralio 

3 monUu More common 
among females 

3 months Equal 

3 months Slightly more 
common among 
ma1es 

None b.fore common 
among males 

None More co mmon 
in males 

None Unclear 

None Un dear 

None Unclear 

None More common among 
females 

None More common among 
maJes 

3 monUu More common among 
females 

People with sleep-wake disorders can have significant life impairment. similar in degree 
to chronic health cond.itions like diabetes. heart disease, or arthritis (Sateia& Nowell, 2004). 

Often. the symptoms presented by people with sleep disorders resemble those of other mental 
disorders (panic, anxiety. and depression) and may be mis identified as a result. Correct 
diagnosis may be difficult rcqu.iringcxtensivc infonnation about history and evaluation 
in a s]ecp laboratory. Nonetheless. structured interviews using DSA1-JJI-R criteria produced 
good to cxccllent inter•rate.r agreement across different disorders. with h ighest agreement 
on insomnia and hypersomnia: the only category with poor reliability was circadian rhythm 
sleep disorder (Schramm ct al., 1993). Sleep-wake disorders were not assessed in U1c DSM-5 
field tria.ls. 

Many people experience periodic sleep disruption or unusual sleep experiences but raroly 
seek treatment for the condition. Because sleep patterns are so variable and symptoms arc 
so common. the prevalence of most sleep disorde,rs is uncertain. Diagnoses of these condi• 
t ions should be restricted to those indjviduals for whom the sleep disturbances produce 

significant distress or impairment in important areas of fu nctioning. Sleep problems are 
notable among the elderly. with a lmost 50% complaining about chronic sleep difficulties 
(Cooke. & Ancoli-lsracl. 2006). It is likely U1at these conditions arc undcrdiagnosed among 
the general population. 
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14.3 Dyssomnias 
11lc dyssomnias arc disorders in which disturbances are evident in the amount or sleep, 
the quality of sleep, or the timing of sleep. In the DSJ\1.5. these disorders include insomnia 

disorder. hypersomnolencc disorder. narcolepsy. breathing-re.lated sleep disorders. c ircadian 
rhythm sleep-wake disorders, and restless legs syndrome. 

14.3a Insomnia Disorder 
In insomnia disorder. individuals have difficulty faUing asleep or remaining asleep. or they 
arc unable to get back to sleep after early-morningwakening.11ley commonly cornplain that 
the sleep they achieve is nonresloralive- that is. restless and of poor quality. Daytime fatigue 
is often problematic as a result. To qualify for diagnosis. the sleep disturbance cannot be 
due to the effects of a substance: if there is a coexisting general medical condition or another 
mental disorder. it docs not adequately explain tl1e sleep impairment. Insomnia disorder 
must persist for at least 3 months. occur 3 nights per week. and cause significant distress 
or impairment in functioning. lt can be specified as being comorbid with nonsleep mental 
disorders, other medical disorders. or other sleep disorders. Specifiers are also provided to 
indicate if the condition is episodic (1- 3 months of symptoms). persistent (more than 3 months 
of symptoms). or recurrent (two or more episodes within a year). Ct is the most prevalent sleep 
disorder. with a third of adults complaining about 
insornnia: perhaps 10% of the population would 
meet the diagnostic criteria for im:omnia disorder 
(American Psychiatric Association. 2013). 

What are the most common 
sleep disorders? 

People with insomnia often find themselves trapped in a vicious cycle. in which d.istrMs 
at not being able to sleep increases their level of arousal. which in turn makes sleeping less 
probable. Often. they acquire maladaptive sleep habits. such as napping during the day. that 
add further to the disturbance. ln their attempt to bring on sleep. they rnay use rnedications 
or a lcohol to induce dro,,.,sincss. followed later by stimulantdrugs to combat fatigue the next 

morning. As a result. substance dependence may develop. Other conditions associated with 
insomnia include rnood and anxiety disorders (American Psychiatric Association, 2000). 

Nearly J in 5 people who consult a physician indkatc that insomnia is problematic 
(Vgontzas & Kales. 1999). Onset is rare in childhood or adolescence. Insomnia increases 
with age. affccting25% of the elderly population. Generally. youngc.r people report prob~ 
lems falling asleep. whereas oldc.r people experience 1nore difficulty remaining asleep. 11le 
disorder occurs rnorc. often in women: for them. first onset is often reported following the 
birth of a child or an.er mcnopause.1hc course is variable. but more than half of people with 
chronic complaints of insomnia continue to experience symptoms for more than a year 
(American Psychiatric Association. 20J3). 

Sleep restriction can cause a variety of neurobchavjoral symptoms. including memory 
impairment. depressed mood. and lapses of conccntration.11lcse effects accumulate across 
several days of sleep restriction unti l they equal the approximate deficits associated with 
3 days oftota.J sleep deprivation (Banks & Dinges. 2007). Insomnia disorder rnay also be 
related to a range of serious rnedical conditions. including hypertension. heart disease, and 
conditions involving mus.cu Jar or skeletal pain. 

Causal Factors 
Problems with d isrupted sleep run in fam ilies. but the genetic contributions to insomnia 
disorder arc unclcar(American Psychiatric Association. 2013). Many physical and mcdkal 
conditions can precipitate the condition: -primary" insomnia (not related to other condi• 

tions or causes) makes up only about 15% of chronic insomnia cases (Sateia & Nowell. 2004}. 
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Psychological distress is the most common cause of primary insomnia (Vgontzas & 

Kales, 1999). Development may be.gin with any specific event or strcssor that disrupts sleep. 

If the disruption continues. the person becomes frustrated. anxious. and concerned about 
his or her inability to sleep. increasing thc.ir emotional arousal and ful'ther interfering with 
sleep. (ndividuals often attcnlpt lo force sleep by l'Cmaining in bed longer. but that serves 
to associate the bed with arousal and wakcfulncss.1he resulting conditioning of arousal is 
evident, as people may sleep better when not trying to s leep (for example. when watchingTV) 

or when they arc in different sleep environments (sucl1 as a hotel). 

Treatments for Insomnia Disorder 
Benzodiazcpines a.re widely used to promote s leep. but they arc not recomrncndcd for long .. 

term use. Antidepressants may also be helpful. However. pharmacothc.rapy for insomnia 

degrades over t ime (Vgontzas & Kales, 1999). 1ltc naturally occurring hormone melatonin 

has been shown in randomized controlled triaJs to improve sleep in chronic insomniacs. 

with few side effects and no withdrawal symptoms after discontinuation (Lemoine. Nir. 

Laudon. & Zisapel. 2007). Nonpharmaco)ogical interventions include stimulus control (for 

e.xamplc .. restricting use of bedroom to slccp-rcJated activities only). s leep restriction via a 

regular slcep-wakcschedulcwi.thout napping. relaxation training, and control of stimulants 

such as caffeine. Elegular exercise. not close to bedtime. is also helpful. Cognitivc .. bchaviora.J 

treatment including several of tht'-se components can be robust. effective. and durable (Sateia 

& Nowell. 2004). 

14.3b Hypersomnolence Disorder 
Hypersomnolcnce disorder consists of excessive s leepiness despite receiving at least 7 hours of 

sleep during the main slee1> period. 11lose with the condjtion may sleep for more than 9 hours 

without finding s leep refreshing and then ha\'C difficulty awakening. Daytime naps arc not 

experienced as restorative or refreshing. Unintentional s leep may occur. especially when the 

person is in low•stimulation or inactive situations. Individuals struggle to remain alert. but 

efficiency. concentration. and memory are typically impaired, as arc social and occupational 
fu.nclions. Specifiers for the condition include como.rbidity wiU1 another menta.1 disorder. 

medical condition. or sleep disorder: duration specifiers for acute (less than 1 month). subacute 

(1- 3 months) and persistent (more than 3 months): and severity indicators for rnild (alc-rtness 

difficulties 1- 2 days per week). moderate (alertness difficulties 3- 4 days per week). and sc,•erc 
(aJertne.o;s difficultie.o; 5- 7 days per week) (American Psychiatric Association. 2013). Ouringonc 

type of rccu rrcnt h)1lersomnolencc disorder (called KJc.ine- Lcvin syndrome). individuals may 

spend as much as 20 hours per day in bed (American Psychiatric Association. 2000). 

For some people experiencing recurrent hypersomnolence. the s leepiness is associated 
\\lith disinltibit ion of sc.xuality, compulsive overeating, or impulsJ\rc behavior. Mood disorders 

and substance dependence (related to stirnulant use) may be more common among those with 

hypcrsomnolenc.cdisordcr, but much is unlo1own aboutcomorbidity\'lith othc.rdisorders. The 

prevalence for males and females is approximately equal. Hypcrsomnolcnce runs in families. 

but its causes arc not clear. Onset is usually bet ween age.,; 15 and 30. and the course tc.nds to be 

chron ic and stable. sornctimcs for decades . Its incidence is about 1% in the popu lation. but as 

many as 1096 ofindividuals presenting at sleep clinics complain ofhypersomnolcnce (American 

Psychiatric Association. 2013). Treatment usually includes stimulant drug.~. 

14.3c Narcolepsy 
People ,vit h narcolepsy experience repeated. irrepressible sleep or the ncc-d for sleep. occur~ 

ring a.t least three times per week for at least 3 months.111eslecp is unintended and may occur 

in inappropriate situations. such as when driving a car, attending a meeting, or engaging 

in a conversation. In addition to sleep attacks. the diagnosis of narcolcpsy requires either 
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cataplexy (sudden loss of muscle control without loss of consciousness). a deficiency of 
hypocretin (a h)•pothalamic ncurotransrnitter associated with arousal) measured in the 
cerebrospinaJ fluid. or short latency (15 minutes or less) to rapid eye movement (REl\t) 
sleep. Between 20%and 60% cxpericnroslccp paralysis (being awake but unable to move or 
speak during the s lcep•wake transition). A significant proportion of sufferers aJso experience 
REM sleep intrusions. which produce vivid dreamlike imagery just as one. is falling asleep 
(hypnagogic hallucinations) or just after awakeni ng(hyp11opompichallucinations). REM intru• 
sion irnagery may be visual. aud itory. or kinetic. often incorporating components fron1 the 
surrounding environment- for example. a person may sec movement within a picture hang• 
ingon the wall. REM intrusion and its sleep paralysis sometimes combine into frjghtening 
experiences of being unable to move while unusual events are unfolding. However. hypnagogic 
and hypnopompic hallucinations occur in about t5% orthe general population. and up to 50% 

have experienced sleep paralysis: t ints. U1esc RE.M-rclatcd symptoms are not unique to the 
disorder (Arn.crican Psychiatric Association. 2000). 

Cataplcxy is often precipitated by strong 
emotions such as anger. laughter. or surprise. 
Cataplc.xy occurs outside of sleep attacks and can 

Can someone fall asleep in 
the middle of a conversation? 

range from subtle signs that may not be obvious to others {such as drooping eyelids or a 
sagging jaw) to dropping items and fall ing to the ground. In children. cataplcxy may involve 
grimaces or jaw opening with tongue thrusting- these symptoms have been called ~cata

plcctic faces." full consciousness is maintained during the episode. which typically lasts 
only a fmY" seconds or minutes. 

111ose with narcolepsy typically experience sleepiness daily. and some may take voluntary 
naps in an attempt to manage sleepiness. However. involuntary episodes can present serious 
risk of harm to oneself or others: 1\v-o thirds of those with narcolepsy have fa llen asleep 
while driving (Aldrich. 1992). Social activities may be curtailed out of fear of sleep attacks 
or of emotional arousal that rnay precipitate an episode of cataple.-xy (in fact. joking and 
lauglting are the most typical triggers for cataplexy). Affected individuals may also have a 
history of mood or anxiety disorders. as well as obesity. Narcolcpsy is quite rare (0.04%of t he 
population or less) and may be slightly more common among males (American Psychiatric 
Association. 2013). 

Causal Factors 
Narcolcpsy is a serious problem that persists throughout life. Pc.011lc with narcolcpsy are 
often overweight or obese and have elevated risk for type ll diabetes. though t heir eating 
patterns are not abnormal when compared to controls (Dahmen. B.c,cht. Engel. l homrnes. 
& Tonn. 2008). Up to one half of first -degree rc.lativcs of those with narcolepsy also show 
sympton1s of s leepiness. and up to 15% have the disorder. suggesting a strong genetic co1\lri• 
bution (American Psychiatric Association. 2000). 'l'he risk of narcolepsy among first•degrce 
rcJativcs of those with the disorclcrwascalculated to be 75 times higher t han t he risk in the 
general population (Ohayon & Okun. 2006). However. MZ twins have high nonconcordancc 
rates (Vgontz.as & KaJes. 1999). jndic.ating unknown environmental contributions to the 

disorde-r. Because of an association with a specific pattern of human leukocyte antigen (HLA) 
response. some have proposed that narcolepsymay arise as part of an autoimmune condition 
(Ern1an. 2006). although many in the popula t ion share similar HLA patterns without narco .. 
lcpsy. Manipulation of genl?s controlling production ofhypocretin can produce narc.oll?ptic 
states in dogs and mice. and there is a deficiency of hypocretin in the spinal fluid of some 
narcolcptics (Nishi no. Ripley. Overccm. Lammers. & Mignot. 2000). lncrcasingly, it appears 
that narcolepsy may be due to an autoimmunc .. rclated loss of neurons in the hypothalainus 
that produce hypocrctin (Dauvilliers. Arnulf. & Mignot. 2007). As noted above. a hypocretin 
deficiency now satisfies one of the criteria for narcolepsy in the DSA1•5. 

Cntaplcxy 
Sudden Joss of mu sell? 
control without loss of 
consciousness 

Rapid eye move.men! 
(REM) sleep 
Sleep phase that 
im•olvcs rapid eye 
movements. often 
associated with vivid 
dreaming 

Sleep paralysis 
Being awake but unable 
to move just at the 
junction of sleep and 
\,:akc.fulness 
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Treatment of Narco/epsy 
111crapcutic naps for 10- 60 minutes daily may be of benefit in managing the cond.ition. 
Stimulant drugs arc typically used to stave off sleep attacks; mcthylphcnidatc is the preferred 
drug for preventing s leep onset (Vgontzas & Kales. 1999). Antidepressant medications may 
help reduce cataplcxy in patients with narcolepsy. 

14.3d Breathing-Related Sleep Disorders 
1-he central feature of a brcathing .. rclated sleep disorder is sleep disruption (leading to 

e.xccssive sleepiness or insomnia) caused by a breathing difficulty. Most often. the breath· 
ing difficulty is sleep apnca. in which breathing ceases during sleep. E.,;;scntially. the sleeping 

individual stops breatlting, begins to su ffocatc.. and then rouses from 

sleep briefly to gasp for breath. In addition to apnca. hypopnea (a 
reduction in airflow, related to unusually slow or shallow breathing) 
and b ypove.utilation (abnormal blood levels of oxygen and carbon 
dioxide) also constitute the respiratory events that may disturb sleep 
in these conditions. ~rhese ventilation cycles may occur more than 15 

times per hour. so that the. indhridual pa1'tia1ly awakens from sleep 
hundreds of t imes throughout the night. As a re.suit. sleep is not expc• 
rienccd as rcstfu l or restorative. and symptoms similar to those of 
insomnia are evident (poor concentration. irritability. mood distur• 
hanccs, and memory disturbances). 

Tua nasal continuous posill\'e airway pressure 
(nCPAP) is used to treat. severe sleep apnea by 
delivering n continuous Oow of air to the nostrils 
through a nose mask. (iStac:k} 

-'tlte most common form of breathing-related sleep disorder is 

obstructive sleep apnea hypopnea. involving repeated obstructions of 
the upper airway. accompanied by loud snoring.111c DSM•S diagnosis 
requires at least five apneas or hypopneas per hour of sleep, verified 
by polysomnography, that result in nocturnal breathing disturbance 
or daytime fatigue. or evidence of 15 or more apneas or hypopneas per 

Sleep apne.a 

Frequent ccs.satton of 
breathing during sleep 

Hy1,op11ea 

Reduction in airflow. 
related to unusually 
slow or shallow 
breathing 

Hypoventllallon 
Decreased level of 
oxygen and increased 
level of carbon dioxide 
in the blood 

Sleep drunke.n1rn·ss 

Difficulty awakening 
from sleep. often 
including confusion 
and inappropriate 
behavior: also known 
as sleep inertia 

hour of sleep, regard less of resu lting symptoms. Jt c.an be specified according to severity. 
based on the degree of reduced blood oxygen saturation. Obstructive sleep apnca is more 
common in overweight indivjduals. for whom soft tissues in the neck can block the airway: 
those with lal'ge necks (over 16- 17 inches) are at greater r isk. In less obese persons, obstruc
t ions can be related to tonsil size. abnormal growths. or nasal airway obstruction. 

People with breath ing•rclatcd sleep disorders (as well as those with hypersomnolcnce. 
disorder) often experience a dull headache on awakening, sometimes accompanied by sleep 
drunkenness (difficu lty wakening. confusion. and inappropriate bcha\'ior: also called sleep 
inertia). 1hey often are excessively sleepy during the day and may i1woluntal'ily fall asleep 
at inappropriate times in extreme cases. simi lar to those with narcolepsy. Naps arc usually 
not refreshing. Mood and anxiety disorders arc often associated with breathing-related 
sleep d isordcrs. 

Obstructive sleep apnea hypopnea is more common among midd le•agcd. overweight 
males and in children with enlarged tonsils (who. unlikeadults.maynotsnorc). Jt occurs in up 
to 15%oftheadult population. with h igher rates (more than 20Citi) among the clderly(Amcrican 
Psychiatric Association, 2013). Interestingly, sleep-disordered breathing is significantly less 
common in childl'en who were breastfed for at least 2 months (Montgomery-Downs. Crabtree. 
Sans Capdcvila. & Gozal 2007). Obstructive sleep apnea hypopnca tends to have a gradual 
onset and a chronic course. and it can contribute to premature death by heart arrhythmia or 
cardiovascular disease. \iVeight loss and continuous positive ain\1ay pressure or other tech• 
niques to keep the airway open are the most effective treatments (Vgontzas & Kales. 1999). 

A much rarer breathing-related sleep disorder is central sleep apnea. in which there are 
five or more apneas per hour of sleep not related to obstruction. Snoring is much less common 
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in this condition.111e periodic breathing pattern that occurs in central sleep apnca can he 
subtypcd as idiopathic. comorbid with opioid use (which impact.c; respiratory rhythm). or 
related to Cheyne- Stokes respiration. an increasing/decreasing air--intakc pattern that is 
tied to the development of heart failure.. It appears most often in users oflong,.acting opioids, 
such as methadone. and in association with renal fai lure or stroke {American Psychiatric 
Association. 2013). 

Slccp,rclated hypoventilation need not involve apncas but rather shallow or dec.reascd 

breathing that leads to elevated levels or carbon dioxide (CO,) levels in the blood. Sufferers 
complain of frequent wakening. sleepiness. insomnia. and headaches. 111e condition is 
thought to be uncommon but may be increasing related to rising obesity and chronic obstruc
tive pulmonary disease (COJ>O) rates (American Psychiatric Association. 2013). 

14.3e Circadian Rhythm Sleep-Wake Disorders 
Circadian rhythm sleep•wake disorders involve a persistent sleep disturbance due to a 
mismatch between the person's internal 24-hour sleep-wake cycle (the circadian sleep• 
wake pattern) and the schedule required by the person's environment. As a result of the 

mismatch in cycles. affected people us11ally experience insomnia at some times of the day and 
sleepiness at other time$. with significant distress or impairment of functioning evident (for 
example. falling asleep at inappropriate times). In some types of circadian rhythm sleep-wake 
disorders. an individual may foci ~locked in" to a cycle of unusually late sleep and awakening. 

unable to adjust the cycle to an earlier one such as that required for a job (de.laycd sleep 
phase typc). ln other cases. people may experience earlier sleep onset and awakening, with 
the inability to adjust to the conventional later sleep and wake times (advanced sleep phase 
type). 'the condition may be generated by certain work schedules. especially night shifts 
(shift work type). or it may appear as a lack of di,;-ccrniblc slecp•wake rhythm. with sleep 
rragmented into at least three different periods during the day (irregular sleep-wake type}. 
ln another pattern (non-24 .. hour slcep .. wake type). the sleep phase gradually increases and 

drifts out of24•hour alignment. so that sleep time moves into daytime hours. This subtype 
is particularly common in blind or visually handicapped persons. for whom the incidence 
approaches 50% (American Psychiatric Association. 2013). 

Persons diagnosed with the delayed sleep phase type of the disorder typically have great 
difficulty shifting the slecp,wake cycle forward. but once sleep is initiated. it is normal. 1hey 

feel continually sleep-depri\lcd due to the need to maintain social or occupational obliga• 
lions, except on weekends or during vacations, when they tend to shift back to a later cycle. 

Shifi work type may be most common among those on n ig lll•shift or rotating-shift schedules:: 
shorter sJcc.p duration and more frequent awakenings arc often accompanied by difficulties 
pertain ing to family demands and environmental disturbances during sleep times {such as 
traffic noises and tclephoncs). ln addition to sleep disruption, other symptoms associated witb 
circadian rhythm slecp,wake disorders include headache. fatigue. impai red coord ination. 
decreased appetite. and indigestion. All forms of the d isorder produce difficulties in concen• 
tration and memory. attention, and performance: depressive symptoms arc not uncommon. 

lite severity of the sleep disruption appears to increase with age. Some forms (e.g., 
shift work type) show reversal of symptoms with schedule changes, while the delayed sleep 
phase type may last for decades. The prevalence of circadian rhythm sleep-wake disorders 
is unknown. More U1an 7% of adolescents may experience delayed sleep phase type. and 
more than 10% ofnight•shift workers may experience shift work type. Some t)'pes appear 
to aggregate within families (American Psychiatric Association. 2013). Melatonin. which 
is secreted by the pineal g land and helps re.gulatc sleep-wake eye.le. rhythm. appears to be 
beneficial in treatment of circadian rhythm sleep-wake disorders (l>andi•Pcrumal. Srinivasan. 

Spence. & Cardinali. 2007). 
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14.3f Restless Legs Syndrome 
Restless legs syndrome was also elevated to a dyssomnia from provisional status in the 
DSM-IV. It involves frequent urges to move the legs. especially when resting. in order to 
relieve unpleasant sensations such as itclting. burning. or tingling. 'lbc u_rgcs arc worse in 
the evening or night and are partly or totally relieved by movement.1he urges may interfere 
with sleep onset or sleep continuity, producing daytime fatigue or sleepiness. Symptoms 
must occur three times per week for 3 months to qualify for the diagnosis. Between 2.0% and 
7.2% of the popula.tion may be affected (American Psychiatric Association. 2013). Other l.imb 
movement conditions may occur rhythmically during non-REM sleep. inducing brief arousals 
that degrade the quality of sleep. Sleep-related limb movement disorders. including restless 
legs syndrome. increase with age (Cooke& Ancoli-lsrcal. 2006}. The incidence increases up 
to about age 60. wjth the disorder more prevalent in fcrnales, especially during pregnancy 
(Arnerican Psychiatric Association, 2013). 

14.3g Substance/Medication-Induced Sleep Disorder 
Finally, the DS1l1-S provides the category ·substance/medication-induced sleep disorder" to 

describe the many sleep dyssomnias t ha t can be caused by substance use. intoxication. or 
withdrawal. A large array of substances. inc1uding caffeine. alcohol. tobacco. sedat ives. and 
opioids. arc associated with sleep dysfunctions: those with parasomnias and older individuals 
who take multiple medications may be at greater risk. \Vomcn seem more susceptible to 
substa.ncc/medication•induccd sleep problems than men. given the same amount and dura• 
tion of consumption (American t>sychiatricAssociation. 2013). 

14.4 Parasomnias 
111c parasornnias are sleep disorders that involve abnormal activities or psychological/ 
physiological events that occur dur ing sleep or during the transi tion from sleep to wakefuJ. 
ne-ss. ln t he DSM#S. those disorders include non -rapid eye movement sleep arousal disorders. 
nightmare disorder. and rapid eye movement sleep behavior disorder. 

14.4a Non-Rapid Eye Movement Sleep Arousal Disorders 
111e non-REM sleep arousal disorders involve incomplete awakening from sleep. accom• 
panied by sleepwalking or sleep terrors (sec Table 14--3). 111e DS:.'1-5 diagnostic category is 
a combination of two separate DSM.JV disorders- sleepwalking disorder and sleep terror 

disorder. Usually. U1c incomplete awakening occurs in t he 
first third of the sleep episode and tends to be brief (fewer 
than 10 minutes). although longer (up to 1 hour) events 
may occur. Typically. in thcslccpwalkingtypc. thccye.'iare 
opcn.1hc event may begin simply and become progressively 
more complex, including getting out of bed and leaving the 
room. Sleep terrors in\•olve a strong sense of dread and a 
compulsion to escape. but the person usually docs not wake 
completely and returns to sleep. In both types of episodes. 
persons do not remember the event t he next morning. 

Sleepwalking mny begin s imply and become progre..o;sh.-ely more 
complex. indudingg.ett.ing out of bed and leaving the room. 
{iStod::) 

Sleepwalking involves repeated episodes of complex 
motor activities that begin during slow~wave non•REM 

sleep. Depending on the severity. the motor activities can 
range from s'itting up in bed to carrying on conversations. 
eating food, leaving a building. or even operating ntachin• 
cry. Episodes usually terminate with return to fuU sleep 
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Table 14-3 Summary of DSM-5 Diagnostic Criteria for 
Non-Rapid Eye Movement Sleep Arousal Disorders 

Ongoing experiences of not fuUy awakening while sleeping (often in the first third of a major 
period of sJeep). aJong with either: 
-SleepwaJkmg [duringsJeep. frequent experience of nsmg from bed and walking. displaying a 

blank. staring face. mostly unable lo respond t() other's efforts t() communicate. and requiring 
great difficulty to he wakened] 

-Sleq> terrors (frequent abrupt terror arousals from sleep: episodes often start with a scream 
of panic, accompanied by intense fear and signs of autonomic arousal (e.g.. rapid breathing. 
sweating. mydriasis. tachycardia): mostly unable to respond to other's efforts to provide 
comfort during an episode] 

Person cannot recall the episodes (amnesia). 

Little ,f any dream imagery 1s recalled. 

CHnica.1.ly significant distress or impalnnenl in lmportanl areas of functioning (e.g.. social. 
oc:cupational) are caused by Lhe symptoms. 

Symptoms cannot be attributed to the physiological effect of a substance or methc:ation. 

Episodes cannot be explained better by coexisting mental and medJcal disorders.. 

Specify if: 
-With sleep-related eating: 
-With sleep-related sexual beha\'lor (sexsomnla) 

Source: Amer.Can Psychlatrk As!!oclatfon. 2013. 

(sometimes in new or unfamiliar locations). (fawakcned (which is difficuJt).theslccpwalker 

is typically confused for several minutes and docs not report dreaming or awareness of the 
event. During a s leepwalking episode, the individual commonly has a blank face and is rcla • 
tivcly unresponsive to attempts to communicate or be awakened by others. 'fhe person may 
talk or even ansi.-vcr questions, but a genuine dialogue is usually not established. Although 
their eyes are typically open. sleepwalkers may be clumsy (Plante & Winkelman. 2006). Some 
inju re themselves by walking into walls or falling 
through windows. Occasionally, s leepwalkers may 
strike out at others, particularly if sleep terrors are 
also present. 

Do people sleepwalk because 
they are dreaming? 

111cre have been reports of complex sexual or violent behaviors, including homicide and 
rape, occurring during episodes of sleepwalking (Cartwright. 2004; Rosenfeld & Elhajjar. J 998). 
Actually, a fuU range of directed sexual activities with oneself or partners (sexomuia) has 
been reported in s leeping individuals: such activitic~o;; indude masturbation. fondling, sexual 
verbalizations, and intercourse, with complete amnesia for the episodes reported after 

awakening the next morning. These types of complex acts are not limited to sleepwalking: 
they have also occurred within other parasomnias such as REM sleep behavior d isordc.r 
(discussed below) and confused arousals associated w ith sleep apnea (Schenck. Arnulf. & 

Mahowald. 2007). Although traditionally considered extremely rare. sleep•rclatcd violence 
may b-c greatly w1derreportcd. with as much as 2% of the population enacting some form of 
violence during s leep (Lettieri & Williams. 201 1). However. the majority of such cases occur 
in young to middle -aged men with a h istory of s leepwalking (Plante & 'Winkelman. 2006). 
Slecp~relatcd eating may also occur du ring slecpwaJki ng episodes. especially ruuong femaJcs. 
with varying degrees of amnesia. Inappropriate. foods may be consumed at t hese times as 
wcl l (American Psychiatric Association. 2013). 

In sleep terrors. indjviduals awake from sleep abruptly, usually with a cry or pa.nick")' 
scream. 'Ibey show intense fear and autonom.ic arousal. such as rapid heartbeat. rapid 
breathing. pupil dilation (mydriasis). and sweating: they are generally unresponsive to efforts 
by others to awaken the.m. 'tbcy may actively resist attempts to comfort or hold them by 
swingjng. punching. or rising from the bed and fleeing: t hese acts can result in physicaJ injury 
lo themselves or others. In most episodes. individuals do not fulJy awaken and return to sleep. 

Sexomnla 
Sexual nclivilics 
during sleep without 
conscious awareness 
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However. if fully wakened. they do not recall dreaming. apart from fragmented images and 
a sense of terror. The next morning. there is amnesia for the episode. which usually docs not 
occur more than once in a night. Episodes recur after several days or weeks and arc made 
more likely by fatigue. stress. and alcohol or sedative use. 

Usually. noo~R£M sleep arousal disorders begin before age l2 and resolve du ring 
adolescence and thereafter. declining from an incidence of perhaps 5% among children to 
less than l% in adults (American Psychiatric Association. 2013}. Much is unknown about 
the causes or treatments for the condition. ln one study involving three boys with histories 
of recurrent sleep terrors. scheduled awakenings 30 minutes before expected occurrence of 
sleep terrors ,,•ere effective in reducing their frequency (Durand & :.l indcll. 1999). Especially in 

adults. sleep terror is related to higher incidence of general psychopathology. including PTSD. 
mood and anx.iety disorders, and some personalitydisorde.rs. A family history of sleepwalking 
or sleep terrors is present in up to 8096 of cases (American Psychiatric Association, 2013). 

14.4b Nightmare Disorder 
111ose with njghtmarc disorder repeatedly experience frightening dreams that resu lt in 
awakening. lndjviduals rapidly become alert and oriented after waking and can recall the 
nightmares in detajl. Most often, the nightmares involve threats to the person·s safety. 

security. or self-esteem: these intense dreams (or the sleep disruptions they produce) cause 
significant distress or impairment for tJ1c ind.ividual. 

1he dreams in nightmare diso.rder usually last longer than lO minutes and happen during 
R.£r-.,1 sleep, which increases in the second half of the 
night. 'lhe nightmares often are lengthy. elaborate. 
and terrifying and may recur several times jn a 

night. Themes about attack. injury. pursuit. and 

Do some people act out 
their dreams? 

personaJ failure or embarrassment are typical. Upon awakening, the person 1uay be anxious 
and fearful and can recall the sequence and imagery of the dream in detail. TI1e most common 
impact of recurrent nightmare.,; is subjective distress: some individuals may avoid sleeping. 
and daytime functioning may then be impaired as a result of sleepiness. 

Nightmare disorder most often occurs in children who have been exposed to severe 
psychosociaJ stressors. ·me dreams usua.11)' begin between 3- 6 years of age and increase in 
prevalence and severity into early adulthood Females experience nightmare disorder up to 
2 times as often as males (American Psychiatric Association. 2013). Depression, substance 
use disorders, and personality disorders may be associated with the condition. Prs·o is 

accompanied by nightmares nearly 5 times more often than any other disorder. and some 
consider ·PTSo a prcd.isposing factor for nightmare disorder (Plante & \tVinkclman, 2006). The 

incidence of n ightmare disorder is unknown. although 50% of adults experience occasiona1 
nightmares, and up to half of children ages 3-5 experience nightmares severe enough to 
disturb parents (American Psychiatric Association. 2000). 

14.4c Rapid Eye Movement Sleep Behavior Disorder 
A provisionaJ condjtion in the DS!lf-lV. rapid eye movement sleep behavior disorder was 
e levated to a parasomnia in the DSM-5. ltconsists of complex motor activity or vocalizatfons 
that occur during REM sleep and are associated wiU1 vivid dreaming. Normally. skeletal 
muscles arc paralyzed during REM sleep: in those with REM sleep behavior disorder. that 
paralysis is absent, alJowing people to essentially act out their dreams. Violent activities such 
as punching and kicking sometimes occur du ring episodes: emotion~ladcn. loud shouting may 
be present during the episode. 111e condition may precede or accompany the development 
of some neurodcgcnerativc conditions. including Parkinson's disease, and it may be more 

likely in children with autism. Its prevalence is about 0.5% of the population (American 
Psychiatric Association. 2013), though it is more common in the elderly- especially men 
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(Cooke & Ancoli~lsrael. 2006). ·n1.e disorder appears to have. good inter-rater reliability 

(about .65) when assessed among patient.~ with Parkinson's disease (Scaglione et al.. 2004). 
lt can also be induced by a variety of medications. including antidepressants. However. its 
causes remain uncertain. lt is most commonJy treated with benzodiazepine medications 
(Thomas. Bonanni. & Onofrj. 2007) 

14.5 Elimination Disorders 
Only two elimination disorders arc listed within the DSM-5. Both must be distinguished 
from developmentally appropriate deficiencies in toileting abilities in the youngest children. 
1lms. the.~e a.re not diagnosed until after the normal period for attaining continence. 

14.Sa Encopresis 
Encopresis involves repeated passage of feces by a person age 4 or older into inappropriate 
places, such as into clothing or onto the floor. Events- which are usually. but not always, 
involuntary- must occur at least once a month for at least 3 months and are not due to 
general medical conditions (other than constipation and its mechanisms) or to use of 
laxatives. Usually the pattern in cncopresis consists of constipation (which can develop in 
response to anxiety or othc.r psychological states). followed by impaction. further retention. 
and overflow incontinence. lhccondition is often associated with embarrassment. social 
ostracism. and avoidance of social situations. Encopresis may affect 1% of 5-year-olds. 
and it is more common among males. If events arc voluntary or intentional. t he disorder 
may be associated with conduct disorder or oppositional defiant disorder {Amc.rican 
Psychiatric Association. 2000). 1here are no known pharmacological interventions for 
encopresis at present (At>A \Vorking Group on Psychotropic Medications for Children and 
Adolescents. 2006). Treatment m.ay involve high-fiber diets. use of laxatives. relaxation 
training. and bchavioraJ interventions that shape and support regular patterns of toileting. 
Combinations of behavior techniques with d iet and education appear to be helpful 
(Mikkelsen. 2001). 

14.Sb Enuresis 
Enuresis is repeated void.ing of urine into bed or clothes. during day or night. in children 
age 5 years or older (by which age bladder control would ord inarily have been acquired). 
1he condition is not due to a general medical condition and must occur at least twice a 
week for 3 months.111.c diagnosis can be sub typed as nocturna.J. diurnal, or both. 

Although few consider enuresis in itself to represent a serious disorder. for the young 
child. it c.an be a source of intense psychological discomfort. resulting from the jeers and 
taunts of unsympathetic peers and the obvious irritation of parents and others who have 
to cope with frequent changes of bedding. Children may avoid certain activities. such as 
sleeping at a friend's house., because of the potential embarrassment. 

Causal Factors 
Most children with enuresis become continent by adolescence. 1he prevalence of the 
disorder may ho Jo% among 5-year-olds. but it falls to hair or that by age IO; about I% of 
cases continue into adu lthood.111.e condition has strong familial patterns: Offspring of an 
enurctic parent have 5- 7 times the risk of the general ('>Opulation for developing enuresis. 
and 75% of children with the disorder have a fi rst~de.grcc relative who was affected 

(American Psychiatric Association. 2000). Several contributing factors have been proposed 
for enuresis. including bladder d)•sfunction. insufficient bladder capacities. disturbance of 
biological rhythms. poor toilet training. and psychological stress. Psychodynamic theorists 
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considered the meaning of the symptom in terms 
of intrapsychic conflicts that have their origins in 
disturbed family relationships. Wetting the bed may 
be seen. for example., as an unconscious expression 

What treatments are effective 
for elimination disorders? 

of hostility toward a parent, a stubborn refusal to accommodate the parent's demand for 
more age .. appropriatc behavior. or a wish to remain infantile. 

Treatrnent of Enuresis 
Ora l medications such as antidepressants and desmoprcssin (a synthetic urine suppressor) 
are more effective than placebo in reducing enuresis. but relapse is likely when medication is 
discontinued (Mikkelsen. 2001). Behavioral approaches have involved attempts to condition 
children to respond to the sensation of a full bladder: the effectiveness of such approaches is 
well validated (Chambless ctal. l998).111ebcll and pad metl1od. the best known technique, was 
developed more than 75 years ago and is based on a Pavlo,rian conditioning model. Urination 
is an automatic reflex response to a distended bladder. As they grow older. most children 
learn to inhibit this reflexive response. even while sleeping, and learn to make the response 
at the right tirne and place. for the child with nocturnal enuresis. this control is established 
by conditioning the response of awakening to the stimulus of a full bladder. 1bc procedure 
itself is quite simple. The child sleeps on a pad that. when moistened by urine, cornplctcs an 
electric circuit. triggering a bell to sound (the unconditioned stimulus). which causes the child 
to awaken (thee unconditioned response). After a few such pairings. the conditioned response 
(waking up) is triggered by stimuli that predict the bell- that is, by bladder distension (the 
conditioned stimulus). According to Mikkelsen (20Cll), the bell and pad device is t he only 
treatment that is associated with generalized improvement aftc.r the treatment is withdrawn: 
although it is the mostcost~effcctivc intervention. it remains underused. It is effective in 75% 
of cases: compared to medication. it has low risk and high benefit (APA Working Group on 
Psychotropic Mcdicatfons for Children and Adolescents, 2006}. 



Chapter Review 
TO SUM UP ... 

• Anorexia nervosa is a form of self-starvation rela ted to strict control of eating. 
fear of gaining weight. and disturbed body image. It is associated with below
normal body weight and serious physical and medical effects, including death. 

• Bulim ia ncrvosa is a loss of control over food intake that occurs in binges. 1·hc 

person e ither purges the food or engages in excessive exercise or fasting to 
compensate for binge eating. 

• Both anorexia nervosa and bulimia ncrvosa involve sclf•cvaluation that is too 
strongly connected to body shape and weight. 111cy arc much more common 
among young white fem a.Jes. \Vhcn they occur among males. the eating 
disorders arc likely to be associated with homoscxuaLity or \\Tith sports that 
emphasize aesthetic performance or weight limits. 

• Bingc ... cating disorder involves repeated food binges without compensatory 
activities. (tis much rnore common than the other eating disorders and may 

affect males and females equally. 

• Effective treatments for eating djsordcrs include cognitivc•bchavioral 
interventions and (to a lesser extent) antidcprcs.~ant mc-dications. 

• 111cre arc two general classes of slccp •wake disorders: dyssomnias (with 
abnormaJities in amount. quality. or timing of sleep) and parasomnias {,-.'1th 
abnormaJ behavioral or physiological events occurring during sleep or in the 
transition between s leep and wakefulness). 

• Insomnia disorder is the most common dyssomnia.. indicated by d.ifficulty 
falling asleep or staying asleep. Its like lihood increa..,;cs with age. Other 
dyssomnias include conditions of excessive or unexpected s leep. breathing• 
related s leep disorders. and circadian rhythm s leep disorder. 

• Effective treatments incJude cognitive-behavioral thcrapie~o;; and melatonin for 
insomnia. stimulant drugs for hypcrsomnolence disorder and narcolcpsy. and 
positive ain'la)' pressure for breathing•related slccp~wake disorder. 

• Among the parasomnias. nightmare disorder aud R..EM sleep behavior disorder 
occur during REM sleep. whereas s leep terrors and s leepwa lking occur during 
non-REM sleep. 

• Enuresis and encoprcsis arc-disorders involving inappropriate elimination. 
Enuresis is often effectively treated with the bell and pad method. 
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KEY TERMS 
Amenorrhea 398 

Binge eating 400 

Cataplcxy 409 

Dyssomnia 405 

Hypopnea 410 

Hypoventilation 410 

Night eating syndrome 403 

1>arasomnia 405 

QUESTIONS FOR STUDY 

Polysonmography 405 

Purging 398 

Rapid eye movement (REM) 
sleep 409 

Scxomnia 413 

Sleep apnea 410 

Sleep drunkenness 410 

Sleep paralysis 409 

• Speculate on reasons anorexia ncrvosa has a much shorter average duration 
than other t'ating disorders. 

• Describe binge eating. and describe the disorders in which it occurs. 

• Discuss the role of REM sleep in various para~omnias. 

• Distinguish nightmares front sleep terrors. 

• Describe how the bell and pad rncthod works. 

POP QUIZ 
l. Which of the following docs pica involve? 

A. regurgitating and rcchcwing food 

B. eatingofnon•nutritivc substances 

C. eating unusually large amounts of food 

0. purging 

2. Lifetime prcva.Jcncc rates of anorcx:ia ncrvosa currently arc about ____ _ 

of females. 

A. 15% 

B. 10% 

C. 5% 

D. 1% 



3. \Vhid1 of the following arc at h ighcst risk for anorexia nc.rvosa? 

A. Caucasian women age 15- 24 

8. African American women age 13- 18 

C. Hispanic women age 17- 24 

0. Caucasian women age 11- 16 

4. \Vhich of the following statements is true about eating disorders? 

A. Bulimics maintain bclow•avcragc body weight. 

B. Anorexics do not engage in bingeing/purging eating patterns. 

C. Bulimia ncrvosa is not related to socioeconomic status. 

0. Mortality rates are similar for bulimia.and anorexia. 

5. _____ arc sleep disorders concerned with abnonnal sleep amount., 
quality, or timing. whereas _____ arc sleep disorders concerned 
with abnormal events or behaviors involving the sleep cycle or sleep .. wakc 

transitions. 

A. Hyposomnias / parasomnias 
8. Endosomnias / dyssomnias 

C. Dyssomnias / parasomnias 

D. J>arasomnias / dyssom nias 

6. \\/hid, could not happen duringcataplexy? 

A. sleepwalking 
8. falling 
C. being aware of surround.in~ 

D. feeling e1notional distress 

7. Nightmare disorder generally has a(n) _____ onset. 

A. childhood 
8. adolescent 
C. young adulthood 

D. midlife 

8. Jack's repeated. irresistible attacks of unintended sleep started to affect his 
work and famiJy life.Jack went to his doctor. who ordered a sleep study that 
diagnosed Jack with ____ _ 

A. central sleep apnea 
8. narcolcpsy 

C. hypcrs.omnolcnce.disorder 

D. circadian rhythm slecp•wake disorder 

9. Many people experience the sensation of falling out of bed or falling down the 
stairs as they arc starting to fall asleep. This is known as _____ _ 

A. hypnopompic hallucinations 

8. cataplcxy 
C. sleep drunkenness 

D. hypnagogic hallucinations 

419 



420 

JO. _____ is unusually slow or shallow breathing and may disturb sleep in 

breathing-re.lated sleep disorder. 

A. Sleep drunkenness 
B. Oyssomnia 

C. Sleep apuea 

D. Hypopnea 

I I. Melatonin. secreted by the pineal gland. helps regu late the sleep-wake cycle and 
appears beneficial in the treatment of _____ _ 

A. hypcrsomnolcncc d isorder 

B. central s leep apnca 

C. nightmare disorder 

0. circadian rhythm sleep-wake disorder 

12. Sleepwalking involves repeated episodes of complex motor activit ies that begin 
during ____ _ 

A. the first stages of sleep 
B. tJ,e later stages or sleep 

C. slow-wave REM sleep 

0. slow-wave non•.R..EM sleep 

t:t \Vhich of the following normally occurs during REi,t s l~p? 

A. Skeletal muscles arc paralyzed. 

B. Cataplcxy occurs. 

C. 'TI1c eyes arc nearly motion.le-ss. 

0. Sleep apnca occurs. 

14. _Enuresis cannot be diagnosed until age _____ _ 

A. I year 

8. 3 years 

C. 5 years 

0. 7 years 

15. 1hc bell and pad device is used to treat _____ _ 

A. pica 

B. enu resis 

C. rumination disorder 

D. cncopresis 

Additiorial study resources are available at www.BVTLab.com. 
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What is delirium' 

Can younger people show the 
symptoms of delirium? 
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prevented? 
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How are the memory impafrments of dementia 
and amnesia different' 
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Neurocognitive 
Disorders 
The physiological basis of many of the disorders discussed up to this point remains unclear 

and sometimes controvcrsiaJ. As we have seen. some of the sleep-wake disorders generally include within their 
definition specific measurements from sleep studies or bjochemicaJ assessments. For most other DSM conditions. 

however. the undcrJ~-.-ing physiological causes have not been unequivocally identified. and diagnosis cannot be 
confirmed by physiological assessments. for the mental disorders considered in this chapter. the situation is decidedly 
different. Delirium, dementia. and the amncstic disorders were categorized as .. organic mental disorders" in the 

DSA1-JJI. rencc.ting their evident connoction to brain pathology. That nomenclature was climinatcd in the DSA/./V 
due to the growing recognition that all mental disorders have organic or physiological components. The disorders 
included under the DSM-5 classification ofneurocognitivc disorders arc unique in the extent to which tJ1eir biologicaJ 
etiology can be demonstrated. 

Ncuroc~crnitivc disorders a.re conditions in which impairment was not present during the developmental period. and 
so tJ1ey represent declines in cognitive abilities. In the DSM•IV. it was important to distinguish these conditions- alJ 
of which involve some degree of memory dysfunction- from the effects of normal aging. As poople become older. 
cognitive abilities such as memory and complex pro blem solving generally become less efficient. Some people can 
become easily confused or lost or forget about where important items arc kept. 1'he DSA(./Vprovidcd a nondisordc.r 

listing- '"agc•rclatcd cognitive decline" - to describe the occasional need for clinic.aJ attention by people whose 
difficu lties were within nonnal limits for persons of similar years. 'rhe/JSJW•S. instead. includes these symptoms under 
the new diagnosis of mild ncurocognitive disorder- a decision that has raised some concern about overdiagnosis, 

However. as we will sec. the dysfunctions considered here arc quite common among the aging population. 

15.1 Compromised Brain Function 
Many pathological conditions of the brain arc more common in older persons. 'J'hc 
prevalence of dementia. for example. is highest in those over age 85 (Americ.an Psychiatric 
Association. 2000). However. compromise of brain function (and the psychological effects 
it entails) can occur at any age. resulting from factors such as disease. injury. tumor. 
inflammation of the brain (encephalitis). or a drug or toxin. Some of tJ1cse conditions arc 
progressive, with continuing decline in cognitive function for the remainder of life. Others 
are transient and may resolve rapidly and completely. If the underlying organic cause is 
resolved. the c.ognitive decline may cease or reverse its course.. 

As an illustration of the range of the psychological consequences of brain infection. consider 
the example of the syndrome knowu a.,; general paresis. As noted in Chapter 2. the discovery 
that genera.J paresis is caused by a syphilitic infection was a landmark in the development of 
the organic view of psrchopathology. Only a small proportion of individuals (less than 5%) who 
contract syphilis and fai l to get treatment ultimately develop the symptoms of general paresis. 
Once the initial physica1 signs of infection (chancre. skin rash) subside. a lengthy latc.ncyperiod 
sets in. during which the infecting spirochetes may invade the heart. spinal cord. brain. or other 
organs. Ancr this .latency period. which can last 10- 30 years. overt symptoms of neurosyphilis 
may begin to appear: failure of the pupil of the eye to contract to light. fai lure of 0U1cr reflexes 
such as the lmcc•jcrk rcOc.x. sluned speech. and shaky handwriting. Behavioral changes also 
occur. often quite slowly. Individuals are likely to become more irritable and have periods 
of depression or confusion. As the disease progresses. they may become neglectful of dress 
and forgctfuJ of social amenities: they may also lose ordinary inhibitions jn the expression of 423 
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Broca's aphasia 

Language disturbance 
involving slow. 
cffortful articulation 
that conveys little 
expressive information 

\\'ernickc"s aphasia 

Language disturbance 
in,•olving profound 
deficit in speech 
comprehension and 
iluent expressive 
speech conveying little 
information 

Neglccl syndrome 
A spatial disorder 
involving inattention 
Lo the left visual 
field due to damage 
to th c right pa rie ta! 
Jobe of the brain: also 
caUed hemineglect or 
1.mila1eral inatle.ntion 

Figure 15·1 Cortical Areas of the Brain 

CorticaJ areas of the left hemisphere of the brain. with shaded areas showing more specialized 
sections: Broca's area and \Vernickc's area arc involved in the product ion and understanding 
of language: the angular gyrus mediates between visual and audnory infonnation. 

Source: Adapted from "Spedalb.atlons oftbe Human Bra.I n.~ by N. Ge~hwlnd. 19i 9.S.C/e,.,ijicAmerlt:a11. 2JIJ. 
pp. 180-199. 
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aggressive or sexual impulses. In some cases. grandiose delusions of great power or wealth 
develop: in other cases. there is simply a progressive dementia or paralysis. Eventually. 
widespread brain destruction occurs, accompanied by progressive dementia and paralysis. 

lhe nature of the psychological impainnent produced by brain dysfunction is related 
to the area of the brain affected. Although the degree oflocali.zation ofparticu.larcognitivc 
and cmotionaJ activities has often been overstated (Kagan. 2007). some broad psychological 
functions are integrated in specific parts of the brain. For example. general auditory. visual. 
and spatial orientation is greatly impacted by damage to particular ar·c.as of the cortex 
(Figure 15· 1). Sensorimotor integration related to the sense of touch is richly innervated 
along the somatosensory cortc.x. and sensation and motor control for different areas of the 
body and head arc mapped onto confined cortical re,gions. Specific language difficulties can 
be produced by damage to Broca,s area (Broca•s aphasia involves effortful. slow articulation 
with little infonnation included) or \Vernickc·s area (\ Vcrnicke's aphasia involves Ouent 

speech thal conveys lit t ic meaning. as well as a profound deficit in speech comprehension). 
A type of spatial dysfunction is caused by damage to the right parietal lobe of the brain. 
which controls the left visual field because. the optic nerves cross ovcr.1he impairment. called 
neglect syndrome. is one in which the left visual field seems to be ignored (sec Figure 15-2). 

An interesting distinction is apparent between those who experience neglect syndrome 
(also called hemineglect or unilateral inattention) because of damage to the left hemisphere. 
as opposed to damage to the right hemisphere. Damage to the right parietal lobe. producing 
the spatial neglect illustrated in Figure 15~2. is frequently accompan ied by relative unconcern 
on the part of the patient. who may consider the condition amusing and seem unaware 
of its seriousness. Patients with left•hemisphcrc damage. in contrast. tend to sho,,1 strong 
depressive reactions to their conditions (Ogden. 2005). 

lhc djffercnt psychological impairments produced by brain damage can be assessed and 
quantified through various neuropsychologic.aJ test batteries and mental status examinations. 
111esc assessments may involve tasks of verbal or visual memory and can incJude visual 
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reproduction of standardized complex figures or freehand drawings. like the clock and 
Hower in Figure 15·2. 'Ole accuracy and organization of these reproductions can provide 
important information about the affected brain areas. Other assessments aim to measure 
executive control (counting to to. reciting the alphabet. oaming 
as man)' animals as possible in a m inute). short-term memory 
(recalling a Ustof digits or pictures following a short delay). visual 
and auditory recognition (identifying a target stimu lus in a list). 
and the ability to acquire new information (such as learning 
pairs of words. with one word then serving as a prornpl to recall 
the other). 1be result.,; from these types of assessments aid in 

differential diagnosis of the cognitive disorders. 
lhe reliability of organic mental d isorders in the DSJW•lll 

ficld trials was good. witb overall kappa values showing highest 
consistency for the diagnosis of dementia. Later reviews (V\folfs. 
Dirksen. Severens. & Verhey. 2006) also indicated good agreement 
on the dementia category. but not on various dementia subtypes 
with different etiologies. For example. the DSM-IV criteria showed 
better reliability and validity for dementia of the Alzheimer's 

type than for vascular dementia (Hogen1orst. Bandelow. 
Combrinck. Irani. & Smith. 2003). 'the DSM-5 field trials found 
test-retest reliability to be ·good" (pooled kappa of .46) for mild 
neurocognitivedisorder and ''very good" for major ncurocogniti,•c 
disorder (pooled kappa of .78). but reliability was ·questionable" 

(kappa = .36) for mild traumatic brain injury (Regier ct al .. 2013). 
Reliability estimates arc harder to find for delirium and amnestic 
disorders: one reason may be that amnesia can occur in the 
absence of any biological evidence. as in dissociative amnesia 
and other dissociative disorders. The issue is further complicated 
by the high base rate of mali ngering of amnesia after mi ld head 
injury (Larrabee. 2004). Dementia also is more chronic and global 
in its impact and more consistently observable, in that sense, 
lending itself to agreement in di~"llosis. 

In the rnultiaxial structure of the DSM.JV. the mcntaJ 

disorder (e.g .. dementia. delirium. or amnestic disorder) was 
listed on Axis I based on diagnostic criteria that identify jts 

psychologicaJ and behavioral characteristics. such as memory or 
language disturbancc.1he physical disturbance (e.g .. Alzhcimcr·s 

disease) that causes the mental dis.order was separately coded 
on Axis JU as the associated medical condition. 11\e DSM-5 no 

Figure 15-2 Neglect Syndrome Due to Damage 
of the Right Parietal Lobe 

Examples of neglect on a drawing test. 

Source: Adapted from 1he Me11/a/ Staw.r Examlnatimt in 
Neurolt>gy. by R. L. Strub and F. W. Black. 1917. PhHadelµhia.. PA: 
F.A. Davis. 

longer makes such distinctions: The physical disease is coded along with the mental disorder. 

15.2 Delirium 
1l1econdition now known as delirium has been recognized for thousands of YL"ars. Hippocrates 
wrote in 500 BCE of phrenitis (one of several rnore or Jess equivalent terms). describing a 
mental disorder tJ1at re~,;ulted from poisoning. head injury. or fever. Historically. delirium 
was associated with incurable madness. poor prognosis. and death. By the 19th century. it 

What is delirium? 
was understood to have several ca.uses. including 
alcohol. and was seen as a serious but often transient 
condition from wh ich full recovery could occur 

(Adamjs, Treloar. Martin. & MacDonald. 2007). It was know11 as -acute brain syndrome'' in 
J)S)H.J and has also been called ~acute c.onfusional state."" "toxic psychosis.Hand "metabolic 

encephalopathy" (American J>sychiatric Association. l980). 

BVTL Jb 
Flashcards are available 
fo, this chapter at 
www.BVTLab.com. 
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As currently defined (sec DSM-.S: Diagnostic Criteria. for Ocliriurn). delirium is a change 
in consciousness that can involve disorientation. impairment of memory (usually recent). 
illusions or hallucinations. and reduced attention to the surrounding world. lt develops 
rapid.Jyand can nuctuatc in severity throughout the day. By definition. there must be evidence 
that the disturbance is related to a specific physiological ca.use .. such as a medical condition. 
a medication, or a substance. 

Delirium 

Delirium involves a rcfativcly brief, but global. cognitive impairment of attention and 
awareness. Delirious indi\1iduals often arc not oriented to place or t:imc·- for example. 
believing themscJvcs to be at home rather than in the hospital or confusing day for night.1hcy 
are easily distracted. and their rapidly shifting attention may make conversation difficult or 
impossible. There is frequently disruption of the sleep•wakc cycle. ranging from hypersomnia 
to insomnia; sometimes a reduced wakefulness or "clouded consciousness'" dominates. Motor 

activity can vacil late.shifting between hyperactivity and lethargy (American Psych iatric 
Association. 2000). 'fhc course fluctuates during the day, typically becoming worse at night 
as externaJ stimuli that provide orienting information become less available (Amc.rican 
·Psychiatric Association. 2013). 

Rapidly developing 
change in 
consciousness that 
im•olvcs impairment in 
memory and cognition 
and rtiduced attention 
to surroundings 

DSM-5 
Delirium 

Diagnostic Criteria for Delirium 

A. A disturbance in attention (i.e.. reduced ability tu direct. focu.,;, sustain. and shifi-allention) and awareness (reduced 
orientation lo the environment}. 

B. The dislu rbance develop.,; O\'er a short period of lime (usually hours to u rew days), represent..s a change &om baseline 
attention and awareness. and tends to Ruchmte in severity during the course or a day. 

C. An addiUonnJ disturbance in cognition (e.g .. memory deficit. disorientalion. language. visuospatial ability, or perception). 
D. The disturbances in Criteria A and Care not better explained by nnother preexisting, established. or evolving 

neurocognitive disorder and do not occ:ur in the context of n severely reduced level of arousal. such a.s comn. 
E. There is evidence from the history. physical examination. or laboratory findings thnt the disturbance is a direct 

physiological consequence of another medical conditi.on. substnnoe intoxication or withdrawal {i.e .. due to a drug of abuse 
or to a medication). or exposure toa toxin. or is due lo multiple etiologi~. 

Specifywhelher: 

Substance intoxkaUon delirium: This diagnosis should be made instead of substance intoxicalion when the symptoms in 
Criteria A and C predominate in the clinical picture and when they are sufficienll)' se-,·ere to warrant clinical attention. 
Substance withdrawal delirium: This diagno..o;is should be made instead of .substance withdrawal when the .symptoms in 
Criteria A and C predominate in lhecUnicaJ picture and when lhey are sufficiently severe lo warrant cllnical attention. 

Medicalion•induced delirium: This dingnosls applies when the .symptoms in Criteria A and C arise as side effects of a 
medication taken as prescribed. 

Delirium due tu another medical condition: There is e'\'idencefrom the history. physical examination. or laboratory findings 
lhat the di.sturbance is attribulabl~ lo the physiological consequences of another medical condition. 

Delirium due to multipleetio1ogies! There is evidence from the history. physical examination. or laboratory findings that the 
disturbance has more than one etiology (e.g .. more than one etiological medical condition. another medical condition plus 
substance intoxication or medication side effects). 

Specify if, 

Acute: Lasting a few hour.s or days. 

Pen.is tent: Lasting weeks or months. 
Specifyif, 

Hypemctive: The individual bas a hyperactive level of psychomotor activity I hat may be accompanied by mood )ability. 
agitation. and/or refusal tu cooperate with medical care. 

Hypoactive: The indh•idual ha.s a hypoacti\·e level of p.sychomolor activity that may be accompanied by sluggishness and 
lethargy that approaches stupor. 

!vlixed level of activity: The individual ha.s a normal level of psychomotor activit )' e\'Em though attention and nwnrene.ss are 
disturbed. Also includes indh•iduals whose activity level rapidly Ructt1ates. 

Coding Note: Please see the Appendix .. pg. 472 for the appropriate codes used for Delirium. 

Source: Reprfoted with perml!lslon from the DJogmmit: tmd Sta1isJlt:1ll Mtmuaf o/Me1ua/ Di~orders.. Sth ed •• (Copyright 2013). 
American Piirchlatric AsJiodatlon. 
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Shifting emotional disturbances are typical. includ ingcxt.rcme$ such as euphoria. anger. 
and depression. Fear is commonly present and sometimes leads to attempts to flee or to attack 
others perceived to be threatening. People who have experienced states of delirium later 
report having felt confused. anxious. and afraid. Visual hallucinations, especially of animals 
or people. are common and. together wiU1 delusions. arc the mostsignificantsourccs of fear 
and anx_iety (O'Malley. Leonard. Meagher. & O"Keeffe, 2008). Speech disruptions in delirium 
can include articulation difficulties. inability to name objects, rambling and incoherent 
verbalizations. repetition. or difficulty understanding words.Writing ability may be impaired 
as wc11.111esc emotionaJ. perceptual. and speech disturbances can resemble other psychotic 
conditions such as schizophrenia. except for their fragmented and fluctuating presentation. 

Delirium usually follows an acute course. developing witJ1in hours or days and most 
often resolving within weeks or. more rarely. months. lt can. nonetheless. become chronic jf 
supe.rimpos.cd onto a prc,cxisting major ncurocogWtivc disorder (see below): it can progress 
to stupor. coma. and death for those whose underlying cause remains unrecognized or 
untreated. Its prc.scncc is associated with increased risk of mortality: Nearly40% die within 
a year of diagnosis.At any one time, delirium may affect between 1% and 2% of the general 
population: its inc.idence increases. with age. such that nearly one seventh of those over age 85 
are affected. More than half of hospitalized patients display delirium. and s:1% of people 
develop the condition at the end of life (American Psychiatric Association. 2013). 

Delirium can occur in all ages. and childr·cn (perhaps due to their developing 
physiology) are at increased risk. especially during iUnesses involving fever. 'Jhe cognitive 
signs of the disorder may be difficu lt to identify in children. and the child's behavior may 
be misinterpreted as uncoopcrativencss (American Psychiatric Association. 2000). 111e 
cJderly arc particularly susceptible to multiple influences that can combine to produce 
the condition. In frail geriatric groups. at least 250 different contributing factors to 
delirium have been identified. the most common of which are infections, adverse metabolic 
events. and adverse medication effects (Laurila. 
Laakkonen. Tilvis. & Pitkala. 2008). In addition 
to advancing age. other risk factors include male 
gender. alcohol abuse, dementia. and sensory 

Can younger people show the 
symptoms of delirium? 

impairment (Bourne. Tahir. Borthwick. & Sampson. 2008}. 
Delirium can be caused by exposure to toxins (including fuel. solvents, insecticides. 

and carbon monoxide) and by medications. drugs or drug abuse. physical damage to tJ1e 
brain. and a host of other event.~. 111e DSJ\tf.s organizes delirium diagnoses according to 
etiology: substance intoxication delirium. substance withdrawaJ delirium. medication .. 
induced delirium. delirium due to another medical condition, or delirium due lo muJtiple 
etiologies. 111e diagnosis can be specified as acute (lasting a few hours or days) or persistent 
(lasting weeks or months): it is also based on the level of psychomotor activity involved 
(hyperactive. hypoactive, or mixed). 111e hyperactive subtype appears more commonly 
when delirium is associated with medication side effects and drug withdrawal (American 
Psychiatric Association. 2013). 

15.2a Substance Intoxication Delirium 
Each intoxicating substance produces a characteristic pattern of behavioral disturbances, 
according to the drug's pharmacolog)'. Jfthe reaction following drug ingestion is signifi .. 
cantly diffel'ent from ~normal" intoxication. resulting in cognitive impaim1c.nt that is 
excessive and serious enough to warrant clinical attention. then a substance-.. induced 
deliriu1n (e.g.. alcohol intoxication delirium) may be diagnosed. lo addition to aJcohol, 
intoxication deUrium is associated with amphetamines. cannabis. cocaine. hallucinogens. 
opiates. PCP. sedatives. anxiolytics. or combinations of drugs and substances. In most 
conditions. the delirium resolves within a few hours or days as the intoxication dissipates 
(American Psychiatric Association. 2000}. 
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15.2b Substance Withdrawal Delirium 
Some substances capable of causing withdrawal can produce substance withdrawal dc-lirium. 
involving cognitive disturbances in excess of those normally accompanying withdrawal 
and serious enough to warrant clinical attention. Substance withdrawal delirium develops 
as tissue concentration of a drug changes following cessat ion or sharp reduction in us.c. A 
wc11-known example. described in Chapter 12. is alcohol withdrawal delirium (formerly called 
delirium tremens). which can include agitated behavior and vivid visuaJ. tactile. and auditory 
halluc.inations. beginning a couple days after reduction or cessation of drinking. Alcohol 
withdrawal delirium occurs in less than 5% of those hospitalized for alcohol dependence and 
usually runs its course in a few days (American Psychiatric Association. 2000). Substance 
withdrawal delirium has also been identified for the sedative. hypnotic. or anxiolytic cl.rugs. 
In some longcr-actingsubstanccs. withdrawal delirium can persist for weeks before resolving. 

15.2c Medication-Induced Delirium 
Many mcd.ications- including anesthetics. analgesics. antihistamines, muscle relaxants. 
heart medications. and some psychotropic medications such as lithium- or their s ide effects 
can cause dclirium. Medication-induced delirium usually develops in close accordance to the 
rate of drug distribut ion in the bloodstream. often witMn minutes for rapid•actingsubstances 
or over longc-r courses (hours} for drugs that have longer haJf.Jives. lts duration can be affected 

by rate of both drug absorption and metabolism. as we.LI as by drug interactions (American 
Psychiatric Association. 2000). Especially among the c.lderly, polyphannacy is a major risk 
factor for substance-•induced delirium: Almost 44% of frail geriatric patients in an inves .. 
tigation of delirium prevalence were receiving more than eight regular tncdications daily 
(Laurila ct al.. 2008). 

15.2d Delirium Due to Another Medical Condition 
Delirium can develop in the context of a wide range of medical conditions. Specific lesions 
or tumors of tJ1c brain, especially in the parietal or occipital lobe. can produce delirium. as 
can many djsturbances of the central nervous system. metabolic disorders. heart condit ions. 

or systemic illnesses. Delirium may occur in connection with high fevers. encephalitis, fluid 
imbalances, dehydration. and certain severe vitarnin or mineraJ dcficienc ics. Jt may develop 
postoperatively or in association with hypoxia, shock. or head injury.1l1c specific medical 
condition (such as an infection of the brajn, a stroke. low blood sugar. or a tumor) is noted in 

the diagnosis (e.g.. delirium due to head trauma). Because many of the med ical conditions 
that cause delirium can be treated. delirium due to a general medical condition is frequently 
resolved rather quickly by interventions for the.underlying medical issue. 

15.2e Delirium Due to Multiple Etiologies 
If more than one specific physical factor is known to be involved in the cause of the delirimn. 
delirium due to multiple etiologies can be diagnosed. For example, delirium might result from 
the combined effects of a liver djseasc and substance withdrawal. frequently in the elderly 

population. medication s ide cffc-cts interact with physical disorders. both of which contribute 
to delirium. However. the multitude of potential triggers of delirium can also produce a variety 
of different presentations. -other specified deliriurn~ describes those cases of delirium not 

fitting into the above categories, such as delirium that is produced by sensory deprivation. 
or those that do not meet full diagnostic criteria for the condition. 
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Treat1ne11t for Delirium 
Most people recover fully from deli riun1 whether or not they receive treatment. but 
int ervention shortens the course of disturbance (American Psychiatric Association, 2013). 

Treatment of the florid and often psychotic symptoms of the disturbance frequently involves 
sedation. usuaUy via low-dose antipsychotic medjcation. Some attempts have been made 
to prevent the development of delirium in h igh-risk cases through the prophylactic use of 
antipsychotics or bcnz.odiazepincs (Bourne et al.. 2008). Of course, careful review of causal 
factors is important prior to preventative attempts because the medications may themselves 
contribute to the development of delirium. 

15.3 Major and Mild Neurocognitive Disorders 
'£he cognitive disturbance associated witJl neurocognitivc disorders involves decline in one 
or more cognitive domains. rn contrast to delirium. mild and major ncurocognitive disorders 
may have a gradual. slow onset and more frequently 
have a chronic course. 

In the DSM-IV. major ncurocognitive djsorder 
was known as dementia. It always involves a 

What causes neurocognltive 
disorders? 

memory deficit. most apparent in recent memory and the retention of new learning. For 
example., a person may lose recently handled items. forget activities that are in progress. or be 
unable to recall a list of words given moments before. The demented person may become easily 
lost when walking in Wlfam iliar settings. \>Vhcn dementia is advanced. memory impainnent 
extends beyond recent evenu, and people may forget important personal information (such 
as occupation or even name). Although dementia remains a useful term. the DSA(.5 diagnosis 

of major neurocogniti.ve disorder was broadened to include the memory impairments known 

Is dementia permanent? 
Can it be prevented? 

as amnestic disorders. 
Ncurocognitive disorders ared.iagnoscd on the 

basis of a decline in functioning in at least one of 
s ix cognitive domains: 

a. Contplex attention is the ability to attend to sustained1 multiple. or selective 
aspects of an activity. It is demonstrated when a person can remain on task, 
ignore distractions. and divide attention between two or more thing.~. 

b. Executive function is the ability to plan tasks, make decisions, manipulate 

information. solve problems based on feedback. apply complex and cffortful 
solutions. and shift between concepts. 

c. lenn1ing and memory involve several memory abilities such as short•term 
recalJ. delayed recall. cued recall. and recognition, as well as the abi lity to learn 
new things. 

d. language involves expressive abilities such as naming. word finding. grammar 
and syntax. and receptive understanding. 

c. Perceptua/.motor abilities include the ability to navigate: to use tools or devices: 

and to imitate. d.raw. or copy. 

f. Social cognition includes the ability to detect and recognize emotion in others or 
to understand another person's point of view. 

A variety of neuropsychological tesu. such as the Halstead .. Reitan Ncuropsychological 
Battery, include specific tasks to mea~urc relative functioning in these areas. Together with 
intc.lligence tests and memory instruments. like the V\'echsler Memory Scale, they provide 
a rather thorough ind icator of cognitive decline and provide the type of documentation 
required within the diagnosis. 

Dementia 
Global development 
ofmulllple cognitive 
<lc.f.icits in memory. 
speech. and executive 
functioning 
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'Inc extent of the decline determines whether the neurocognitive disorder is major or 

mild. In the case of major neurocognitivc d isorder(sce DSl't1~5: Diagnostic Criteria for Major 
Neurocognitive Disorder). the cognitive decline is significant. and the impainncnts in these 
areas interfere v.'lth independent functioning. In the case of miJd neurocognitivc disorder. 
cognitive decline is modest. and independent functioning remains adequate. People with 
mild ncumcognitivc disorder can perform c-0mplex everyday activities.such as paying biJls. 
although greater effort or certain acconunodations may be n.c-c.cssary. Each disorder can be 
specified in terms of the causal condition., as well a1:; whether a behavioral disturbance (such 

as agitation or psychotic symptoms) is also present. 
Major neurocognitivc disorder includes a11 the symptoms of dementia. Some clusters 

of S)'Tllptoms that are most frequently seen among the. demented include aphasia. apraxia. 
agnosia. and disturbances in executive function. 

A1,basia 

Aphasia is a language disturbance that involves impairment in understanding or 
expressing ideas through language. Sentences may appear to be devoid of meaning, or lhe.y 
may be long and disconnected. People may be unable to label common items in the room. 
References are often vague or indefinite; in severe cases, individuals can become echolaHc 

or mute. Undcrstand.ing of spoken words is also affected, and individuals may have trouble 
following instructions or comprchend.ing normal conversation. Both spoken and written 
language may be impaired in aphasia. 

A language dtsturbance 
im•olving impairment 
in understanding or 
expressing language 

DS'M-5 Diagnostic Criteria for Major Neurocognitive Disorder 

Major Neu rocogn it ive Disorder 

A. Evidence of significant cognitive decline from a previous le\'eJ or performance in one or more.cognitive domajn (complex 
attention. executive function. 1£>arning and memory. Language. perceptual-motor. or social cognjtion) based on: 

L Concern of the individual. a knowledgeable informant. or the clinician that there has been a significanl decline in 
cognitive function and 

2. A substantia) impajnnent in cogniti\'e performance. preforably documented by sl.andardjzed neuropsychoJogicnl testing 
or, in its absence. another quuli.fied cJinicaJ assessmenL 

8. The cognitive deficits interfere with independence in everyday activities (i.e .. al a minimwn. requiring assistance with 
complex instrumental nctivitjes of daily living such as paying bills or managing medications). 

C. The cognitive deficits do not occ~ur exclusively in the context or a delirium. 
D. The cognitive deficits are not better explained by another me.nta) disorder {e.g .• major depres..o;ive disorder. schizophrenia). 

Specify whether due to: 
AJz.heimer·s disease 

Lewy body djsease 

Traumatic brajn injury 
HN in(ec-tion 

Parldnson·s dj.sease 

Another mediClll condition 
Unspecified 

Specify 

Fronlotemporal lobar degeneration 

Vascular disease 

Substance/ medication use 
Prion disea,se 

Huntington's disease 

Multiple etiologies 

Without behavioral dtsturbance: If the cognitive disturbance is not accompanied by any signi.ficant behnvioraJ disturbance 

Wllh behavioral dist u rhance: (.specify disturbance): Jf the cognitive disturbance is accompanied b)' n cl inicalJy sign ificanl 
behavioral disturbance (e.g.. psychotic,i.')'mptoms. mood disturbance. agitation. apathy. or other behnviom.J symptoms. 

Specify current severity: 

Mild: Difficulties with instrumental activities of daily living (e.g.. housework. managing mone)'). 

Moderate: Difficulties with basic activities of daily Living (e.g .. feeding. dres.o;ing). 

Severe: fully dependent. 

Coding Note: PJease see the Appendix, pg. 472 for the appropriate codes used for Major Neurocogniti1-·e Disorder. 

Source: Reprhued with perml!islon from the Dlognostle OJ1d StatisJlcol Mamwl o/Mmtal D'Uorders. 5th ed. (Copyrlghl 2013). 
American Psychiatric Assodatk>n. 
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Apraxia is manifested by impaired ability to execute motor activities, altl1ough motor 
function is intact. For example, individuals may not be able to demonstrate how to comb 
their hair or brush their teeth or how to wave good-bye, although they are physically capable 
of making those movements. As a result, normal self-care abilities such as dressing and 
grooming are often disrupted. 

Agnosia is failure to recognize objects or people that were formerly familiar to the 
perso11. Co1nmo11 items such as car keys or pencils might 11ot be identified or labeled verbally. 
In severe cases of dementia, individuals may not recognize close friends, family members, 
or even themselves in a mirror. 

Disturbances in executive function involve impairments in the ability to plan and 
execute actions. Abstract thinking is deficient, and serial tasks such as counting or reciti11g 
familiar sequences (e.g., the alphabet) are impaired. Individuals with disturbed executive 
function might not recognize error or resist a temptation; they have difficulty with sequences 
of actions that have not been well practiced. 

As the condition progresses, these impairme11ts become more obvious. Individuals may 
show early symptoms of difficulty with financial issues or with shopping, progressing to 
problems in daily activities such as dressing, bathing, and eating. They may also lose the 
ability to use common tools such as telephones. They almost always have impaired judgment 
and poor insight and may u11derestimate tl1e dangers of certai11 activities, such as driving. 
Delusions ( often persecutory) and hallucinations ( often visual) can occur; depending on 
the causal factor, additional delirium may also be present. In fact, it can be quite difficult to 
distinguish dementia from delirium in the elderly; the t,-vo disorders co-occur in the majority 

of hospitalized older patie11ts (Blazer & van Nieuwenhuizen, 2012). However, the dementia 
must be separable from the effects of any preexisting delirium before the diagnosis can 
be applied. 

The prevalence of dementia increases rapidly with age, such that 30% of people 85 years of 
age and older are affected (American Psycl1iatric Association, 2013). Ma11y physical co11ditions 
are known to cause dementia; any condition that is associated with physical damage or 
deterioration of the brain can be involved. The DSM-5 diagnosis lists several of the most 
typical associated conditions witl1in the diagnostic criteria, but the list is not exhaustive. 
Recently, the link between midlife obesity and later dementia has become apparent (Loef & 

Walach, 2013). Some of the conditions are described in more detail below. 

15.3a Neurocognitive Disorder Due to Alzheimer's Disease 

Apraxia 

I1npaired ability 
to execute 1notor 
activities, altl1ough 
motor functions are 
intact 

Agnosia 

Failure to recognize 
familiar objects or 
people 

Disturbance in 
executive function 

An impairment in the 
ability to plan and 
execute actions 
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Neurocognitive disorder due to Alzheimer's disease, 
also called dementia of the Alzheimer's type (DAT), is 
the most common form of dementia (see Table 15-1); its 
prevalence is increasing as the population ages, and its 
numbers are expected to triple by 2050 (Caselli, Beach, 
Yaari, & Reiman, 2006). Alzheimer's disease accounts for 

up to 60% of all cases of dementia (Blennow, de Leon, & 
Zetterberg, 2006). It rarely develops before age 50, but then 
increases dramatically with age, such that 10% of those in 
their seventh decade and more than one fourth in later 
decades show tl1e disorder. Alzheimer's disease causes 
a progressive and irreversible dementia that gradually 
worsens as brain deterioration proceeds, with death 
occurring, on average, 10 years after diagnosis (American 
Psychiatric Association, 2013). 

A 1nale patient with Alzheimer's rests on l1is bed. Due to his 
loss of short-term memory, l1e relies 011 sticky notes to remi11d 
hi1n l1ow his clothes are organized. (Getty Images/John Livzey) 
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Table 15-1 Summary of DSM-5 Diagnostic Criteria for Major or 
Mild Neurocognitive Disorder Due to Alzheimer's Disease 

Along with meeting the criteria for major or mikl neurocognitive disorder. there is evidence of 
jn_<;idious onset and gmdually progressing impairment of at least one cognith·e domain (Lwo for 
maJor neurocognit:i'o-e diwrder). 

For major neumcogniti\·e disorder. probable Al:z.heimer·s disease is diagnosed by these criteria: 
-Family history or gene be testing sho,\IS eV1de.nce of a causalive Alzheimer's disease genetic 

mutabon. 

-AH of these symptoms are clearly prese:nt!(a) deohne in memorJ. learning. and al least one 
othercognitfre domain: {b} gradual and steady decline in cognition {without extended 
plat:eau.c;} (c) the oognitl\•e decline is not being contributed to by another neurological mental 
or, systemic disease or condition (e.g_ cerebrovascular disease or other neurodege.nerath.1e 
dise-dse). 

-Othenvi..se. dmgnose as possible Alzheimer·s d isease. 

For mild neurocogniti\fe disorder. probable A'7.heimer's disease i.s diagnosed iffamily history o r 
gene be testing $h0\vs evidence of a causabve A)zheimer·s disease gene lie mutation. 

Possible Alzheimer's disease ls diagnosed by these criteria: 
-Family history or genetic testing does not show evidence of a causati\le Alzheimt>T·s d isea.,;e 

genetic mutation. 
-AIJ of these symptoms are clearly present: {a) declme m memorJ and learning: (b) g radual and 

stead>•dedine in cogn ition (without extended plateaus): (c) lhe cognitive dedine Is not being 
contributed to by another neurological or systemic disease or condibon (e.g.. cerebrovascuJar 
dise-Jse or other neurodegeneralive disease). 

The effects of a substance o r another neurological or systemic disease or condition a re not 
contributing lo the cognitive decline {e.g... cerebrovascular dise-Jse or other neurodegenerat ive 
dL,;ease). 

Source: American Psychiatric Ass.oclatLon.2013. 

The. diagnosis of dementia of the Alzheimer's type is made partly by exclusion
that is. by ruling out other possible causes of dementia such as a stroke or brain tumor. 
Pa..rkinson·s or Huntington's disease. or other conditions that are known to cause dementia. 
In most cases, there are no *telltale* signs from physical exam ination (Caselli ct aJ .. 2006). 
However. the. insidious onset and slow progression of DAT may distinguish it from other 
dementias (such as vascular demcntia).111c steadily worsening condition eventually results 
in extreme cognitive impairment. As the brain disintegration proceeds. memory loss is 
usua11y apparent among the earliest symptoms. with incl'casing degrees of confusion 
and personality change developing as more of the brain is involved. Patients undergoing 
personality changes often initially become 
distrustful and suspicious but later may be openly What treatments are effective 
belligerent and delusional (Caselli ct al .. 2006). ln for the neurocognitive disorders? 
later stages. patients be.come totally dependent; 
they often show .gait disturbance, become incontinent. and are eventually bcdbound and 
mute (American Psychiatric Association. 2013). 

1hc undcrlyingcaus.aJ condition of Alzheimer's disease is a gradual. chronic deterioration 
of cholincrgic neurons (those neurons that use acctykholine as their neurotransmitter) 
that innervate the forcbrain. As can be seen in Figure 15·3. the microtubuJes within the 
axons of these neurons begin disintc-.grating. and tau proteins (which normally stabili1.e the 
structure of the neuron) form remnant clumps of matcriaJ called neurofibrillarytangles. In 
addition. a stick·y plaque. consisting ofbcta-amyloid protein fragments and degenerated 
axon tcm1inals. accumulates in deposits caJlcd stmile plaques. which also damage neurons 
(see Figure J 5•4). There is some evidence that the accumuJation of the senile plaques is 
important in the etiology of OAT. though the plaques do not correlate well with the severity 
of the dementia: the ncurofibi-illary tangles do correlate with degree of memory loss (Caselli 
ct al.. 2006). Clearly. both represent major indicators of serious brain pathology. 
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Figure 15-3 

Deterioration of microtubu]es in the axon and development of neurofibrmary tangJes 
characteristic of Alzheimer's disease 

Sourt·e: lmagecourte!I)' oCthe National Institute on Aging/National lnsti.t.ute~orHeaJth via WlkJmedla Couunons. 

-.. _ 

Early in thecou rsc of the disorder, persons are usually able to at lcastpartiaUycompensate 
(with some effort) for the dysfunctions that involve difficulties in at least two area~ including 
memory, executive functioning. perceptual motor skills. or language. As Alzheimer's disease 
progresses. more and more brain areas arc affected as the brain ventricles become enlarged.. 
and the cortex shows clear signs of atrophy. Figure 15•5 shows the appearance of brain slides 
at different degrees of disease severity. Vlhilc atrophy and ventricle enlargement can be 
imaged with an MRl. at this time, the presence of senile plaques and neurofihrillary tangles 
diagnostic of Alzheimer·s disease c.an only I><! verified by microscopic examination of brain 
slices, typically during autopsy. 

Figure 15-4 

4JJ 

As the disorder progresses, reduction in brain activity 
resulting from neuronal d isintegration spreads from the 
hippocampaJ and basa) forcbrajn areas to increasingly larger 
areas of the brain (see Figure 15 ... 6). Recent advances in brain 
imaging and cerebrospinaJ Ouid analyses (for early indications 
of bcta-amyloid deposition) give hope that valid diagnostic 
markers among living persons may soon be identified (American 
Psychiatric Association. 2013). To see ifbiomarkcrs could predict 
which of those people with milder symptoms progress on to 
Alzheimer's disease, Prestia and her colleagues (2013) assessed 
73 patients with mild cognitive. impa irment for hippocampal 
atrophy. amyloid and tau protein leve)s in the cerebrospinal 
Huid, and decreased brain glucose metabolism. 11,cy found 
that when one biomarkcr was present. 4% of patients progressed 
to AJzhcimcr's disease: however. when all three markers were 
positive. 100% subsequently did so. Plaques and neurofihrillary tangles in the brain of a 

patient v.rjth Alzheimer's disease (Shutter.stock) 
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Figure 15-5 Brain Slides Showing the Progression of Alzheimer's Disease 

Pr<>n1TYcs.,;ion of Alzheimer's disease as seen. in brain slides showing increased cortical atrophy. enlarged ventricles. and 
hippoc.ampal shr inkage: (a) the brain of patient with preclinical Alzhcimcr·s disease (b) the brain affected by mild to 
moderatcAlz.hcirncr's disease. and (c) a severely affected brain. 

Source: lllustrationscaurtesy or the National lnstitut..e on Aging/National Institutes ofHealth. 

{a) 
Cerebr.11 
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Cerebral Cone 

Alzheimer's disease occurs in both familial and sporadic forms. 'Titc familial form is rare. 
with prevalence below 1% (Bien.now ct al.. 2006). 1l1is form has onset before age 65 and is 
most closely associated with prcscnilin l and prcscnilin 2 genes (see Figure J 5-7). Several 
known genetic mechanisms that contribute to the sporadic form of Alzhci mer·s disease. but 
most cases seem to be associated with the apo)ipoprotein £ (APOE) site on chromos.ome 19 

(Blcnnow et al .. 2006: Caselli ct al.. 2006). It is not known specifically how mutations at 
this site increase risk for OAT, but forms of this gene may be ass.ociated with enhanced 
bcta•amyloid deposition (Caselli et al.. 2006). However. the association of APOE with DA1' 
is not exclusive. and APO£ genetic testing is not yet useful in confirming risk for developing 
the condition. 

In the case of the sporadic form of Alzheimer's disease. it appears likely that APOE 
and several other genes may be invoh1cd. each of which confers some risk in complex inter• 
action with cnvironrnental factors still to be cnu rncratcd (Blennow ct al.. 2006). A recent 

report that found that magnetite nanoparticlcs. possibly released during industrial combus• 
t ion. arc accumulating in brain tissue is concerning because magnetite is toxic to the brain 
and may cause neu rodegenerativc changes such as those that produce Alzheimer's disease 
(Ma.her etal.. 2016). Magnetite is also a common a ir pollutant. illustrating the possibility that 
environmental neurocognit ivc hazards are widespread. Certain psychotropic medications 

Figure 15-6 Progressive Reduction in Brain Activity in Alzheimer's Disease 

(a) Localized reduction in preclinical Alzheimer's disease: {b) spreading inactivation in mild to moderate Alzheimer's 
disease: and (c) widespread metabolic reduction in severe Alzheimer's disca,;e. 

Source: IUus trations: rourtesy or the National lns1itule or Aging/Natklnal Instil ute!I of He a.1th. 

(a) (b) (c) 



Neurocognitive Disorders 

have aJso been implicated: A Canadian study of J,796 persons diagnosed with Alzheimer"s 
disease. as compared with 7.184 matched controls. found that use ofbenzodiazcpines for more 
than 6 months was associated with an 84% increased risk of developing 
Alzhc.imer's disease. suggesting that extended benzodiazcpinc use may 
promote the development of the disorder (de Gage ct a l., 2014). Neither 
of these studies demonstrates causality. however. 

Several mutations of a bcta-amyloid precursor gene.APP. on chromo~ 
sorne 21 have also been linked to Alzheimer's disease (Lendon, Ashal l, 
& Goate. 1997). 1·his may explain the relationship hetwoon Alzheimer's 

a.~ , 

Ctwomow,me l4 

0 
disease and Down syndrome. caused by trisomy of chromosome: 21: Chr01"1'10SOff11C 19 

Alzheimer's disease is aJmost im•ariantly present in people with Down 
syndrome after age 45 (\Villcrman & Cohen. 1990). 

Treatment for Neurocogn1t.Jve Disorder 
Due to Alzhein1er's Disease 

Chrom~me21 

• 
• 

0 
• 
• 

APO! ll.l 

PS> 

It is not yet possible to stop or reverse the course of Alzheimer·s djscasc 
or its accompanying dementia. At pre.,;:ent, treatment ror ncurocognitive 
disorder due to Al.zhcimcr·s disease is focused on techniques to slow the 

advancement of the deterioration and to improve U1c quality of life of 
patients. lt is known that destruction of cholincrgic neurons in the basal 
forebrain reduces levels of acctylcholine (ACh) in the brain and interferes 
with the functioning of the h ippocampus and other areas important to 
memory.1licACh depiction m ight be addressed by use of cholinesterase 
inhibitors. which slow the breakdown of ACb in the synapse. causing 
levels of the neurotransmitter to decline less stceply.11uee cholinestc-rasc 
inhibitors are current ly available: donepczil (sold as Aricept• ). 
rivastigmjne (Exelon•). and galantaminc (Reminyl•). ·n1esc drugs can 

produce modest but measurable effects on cognition, t ranslating into 
delayed worsening or temporary slight improvements in some cases 
(Caselli ct a l.. 2006: l::vans, \Vilcock. & Birks, 2004). Some studies. however, 

Figure 15-7 Genes Associated with 
Alzheimer's Disease 

have suggested that benefits may be noticeable for as long as a few years 

Source: Adapted from "E.rplorlng the FJiolOg)' of 
Al1.helmer Disease Using Molttular Genetlclt.-by 
C. I.. Lendon et al. 1991.J<mmal o/tl1a Amer/ca,J 
Medlt:al Associa1/on. 227. pp. 825-8.1 1. 

(Bien now ct al.. 2006). A fourth medication. rncmantine. is not a cholinesterase inhibitor but 
instead blocks a specific glutamate receptor known as NOMA. the medication is based on 
some C\'l.dencc that glutamate enhancement may play a role in the development of Alzheimer's 
disease. However. glutamate is the main excitatory neurotransmitter in the centraJ nervous 
system, and its activity is required for normaJ brain function: thus. memantine is only a 
partial blocker. It. too, appears to produce small benefits but is significantly superior to 
plac.cbo (Evans ct al.. 2004). In 2016. a new drug. aducanumab. received fast-track status 
from the FDA after controlle.d tr·ials showed it couJd halt and reverse plaque buildup in the 

brain (Styncs, 2016}. Aducanumab is essentia lly an antibody that a ttaches to beta amyloid 
and breaks up the plaque., allowing the immune system to remove it. Phase LIi trials continue 
to examine the safety and c.ffectivenes.s of this promjsing treatment. 

Standard antipsychotic medications can help with behavioral symptoms associated with 
OAT, though they may a lso contribute to further complications, as well as mortality. "Otus, 
their use must be cautious and temporary. A comparison of four atypical a.ntipsychotics 
(ar-ipiprazolc. o lanzapine, quctiapinc, and risperidonc) found a lack of effectiveness and 
a high incidence of adverse side effects in 332 older patients with dementia. psychosis. or 
PTSO (Jin ct al.. 2013). Nonetheless, antipsychotics are widely used to treat dementia in 
the elderly population. In 2011. government investigators reported that 83% of!\'lcdjcare 
claims for antipsychotic medications were for patients with dementia and that 14% of all 
nursing home residents were prescribed antipsychotic drugs (Perrone. 2011). SSRls can reduce 
depression and anxiety but may cause or worsen sleep distu1·bances. Other pharmacological 
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Stroke 

Disturbance of blood 
llow to the brain. 
resulting in loss of 
function in the affected 
brain areas 

interventions may be helpful for physical symptoms. including incontinence and insomnia. 
An important component of treatment is to take steps that increase the safety of r>ersons 
with DAT. Automobile driving and gun ownership are both issues, for example. t hat must 
be considered for reasons of safety to themselves and others. 

Among psychological interventions. therapies that are based on a model of progressively 
lowered stress thresholds or that use behavioral problem-solving techniques app ear to be 
helpful in managing t he disruptive behavior that accompanies dementia (Logs.don. McCurry. 
& 1'cri. 2007). Titesc interventions typically in volve training of staff or caregivers to observe 
behavior and identify problem s ituations and triggers for behavioral disturbances. and t hen 
to use environmental or scheduling modifications and activity program ming to reduce them. 
Increased behavioral activation. through exercise or scheduling of pleasant events. is also 
a component in these approaches. 1l1esc structured efforts have becm effective in reducing 
behavioral disrurbances in randomized, controlled clinical trials and arc most useful in 

reducing anxiety and de:pre~~sion among patients with dementia. 
J)rcvc-ntion is also a topic receiving increased attention. Although evidence is prdiminary. 

there may be benefits to nutrit ional. cognit ive. and behavioral strategies to reduce risk of 
DAT. Aerobic exercise. mental exercise (such as puzzle solving), vitamin and nutritional 

supplements. lowering of cholesterol. and regular but moderate ethanol from wine have a lJ 
been reported as potentially preventative (Caselli ct al .. 2006). A recent meta-analysis (Norton. 
MaUJ1e,•ts. Barnes, Yaffe. & Brayne. 2014) calculated the risk of Alzheimer's djscasc related to 
seven potentiaUy modifiable factors (diabetes, m idlifc hypertension. mjdlife obesity, physic.al 

inactivity, smoking. depression. and educational attainment) and estimated that together 
they relate to one third of global Alz.hcimer·s cases. Also promising is the report that rates 

of dementia among those age 75 and older have declined over t he past two decades. which 
the authors suggest is t he result of expanded education and improved economic factors 
(Larson. Yaffe. & Langa, 2013). 

'The clinical presentation of dementia is s imilar across its many various forms. with 
the exception of progression or course. As noted above, ncurocognitive disorder due to 
Alzheimer's disease may be distinguished by s low. graduaJ onset and progressive decline. 
Other dementias may show sudden on.set or a nonprogrcssive course. 

15.3b Vascular Neurocognitive Disorder 
111e symptoms of dementia in vascular neurocognitivc disorder and in neurocognitivc 
disorder due to Alz hcirner's disease are essential ly identical, except that the onset of the 
cognitive deficit is usually more abrupt in the former. Va.-.cular dementia is caused by b rain 
damage that re.suits from cardiovascular disease. Essentially. t he damage is produced by 
events in which an interruption of blood supply to t he brain (i.e .. a stroke) leads to an area of 
dead tissue (an infarct). lnitial symptoms arc likely to include headache. faintness. confusion. 
memory lapses, aphasia. and, in many c.ascs. temporary paralysis in various body parts. 
Frequently. the person makes a rather good physicaJ and psychological recovery from the 
first event, but succeeding small strokes can produce accumuJating damage that results in 
dementia. often accompanied by weakness in a limb, difficulties with gait. and problems in 
motor movement and coordination or paralysis.1l1c rate of cognitive decline can be highly 
variable. some-times evident in a stepwise deterioration in function as each subsequent s troke 
adds to the overall damage, followed by a plateau in functioning. Late-onset depression 
and psychomotor slowing. along with personality changes, are common. A single stroke is 
generally sufficient to produce rnild vascular neurocognit ive disorder. while two or three 
are often necessary before major vascular ncurocognitive disorder results- depending. of 
course. on the severity and location or the events. Vascu Jar dementia tends to occur more 
commonly in males than females (American Psychiatric Association, 2013). 
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15.3c Frontotemporal Neurocognitive Disorder 
Frontotcmporal neurocognitive d isorder includes either a behavioral variant (shown by three 
symptoms such as apathy, d i.sinh ibition. and compulsive behavior) or a language variant (with 
obvious decline in language ability or socia l cognition). Both variants arc linked to distinct 
atrophy in the frontal and temporal lobes of the brain. In large part. however, perccptu.aJ 
motor function is only sJightly affected. as are learning and memory. The onset is gradual 
and insidious. Apathy rnay show as a lack of interest in socializing with others or in self•carc 
activities. Disinhibition may include changes in habit1, and social style. including political and 
religious beliefs. Aphasia is commonly observed. [a ti ng habits may change. and sometimes 
repetitive or stereotypic behavior appears. 111.ere is some indication that males arc more 
likely to display t he behavioral variant and women more likcly to show the language variant. 
Major frontotemporal neurocognitive disorder is associated with earlier ons:et. faster decline. 
and shorter survival. as compared with ncurocognitive disorder caused by Alzheimer's 
disease: however. the differentiation of the conditions can be difficult (American Psychiatric 
Association, 20.13). A variety of degenerative processes may he involved in frontotemporal 
ncurocognitive disorder. including Pick·s disease. a progressive neural degeneration (with tau 
protein deposits) typically producing dementia in people in U1.cir 50s a nd 60s. A familial form 
of the disorder has been identified. which appears to be lin keel to genes on chromosome 17 
(Grcicius. Gcschwind. & Miller. 2002).111.cre is increasing recognition that this type of frontal/ 
temporal de,mentia is more common than once thought. accounting perhaps for l in 8 cases 
of dementia (Ikeda. Ishikawa. & Tanabe. 2004). 

15.3d Neurocognitive Disorder Due to HIV Infection 
Acquired imrnunodefic.icncy syndrome (ALDS) attacks the immune system and produces 
severe neurological damage. Infection with the human immunodeficiency virus (HIV) 
produces progressive damages to the central nervous system as t he body and brain become 
increasingly vulnerable to serious infections or tumors resulting from impaired immune 
function. HfV may also imp.act brain neurology more directly. causing diffuse cortical and 
subcortical degeneration (Sad ck etal.. 2004). Overall. on ly a small percentage of those infected 
with H (V go on to develop dementia. the introduction of newer antirctroviral therapiM has 

reduced the incidence of dementia due to HIV disease by up to 50% and slowed its progress 
in countries where t hese drugs arc available (McArthur. 2004). Unlike dementia.,;; li nked to 
Alzhcimcr·s disease or frontotcmporal atrophy. neuroc.ognitivc disordc.rduc to HlV infection 
can have a fluctuating course and may even improve. One third to one half of HIV-infected 
individuals have at least mild cognitive impairment. but fewer than 5% wou ld meet the 
criteria for major neurocogn itive disorder (American Psychiatric Association. 2013). 

1 S.3e Neurocognitive Disorder Due 
to Traumatic Brain Injury 

437 

Head injuries can produce brain damage and the associated 
dementia or amnesia. 1be severity of neu rocognitive disorder 
resulting from he.ad trauma depends on the location and degree 
of the injury. In addition to memory impaim1.ent. head trauma can 
produce behavioral changes (such as aggre.,;;sivcness or apathy). mood 
changes (such as depression or affective lability). and personality 
changes. Head trauma also appears to lower Lhe threshold for 
other dementias. such as 0A1'. in susceptible persons (Starkstcin & 

Jorge. 2005). Unfortunately. as noted earlier, the diagnostic reliability 
for the mild form of ncurocognitive disorder due to traumatic brain 
injury was questionable in thcDSM-Sficld trials (Regier ot al.. 2013). 

Closed•head injuries. such as concussions. occur more 
often in males than (e.mnle.s. probably due to differential 
risk taking. (Swuc.Miu:kyf!,,hull«'UIOC'k.c:om• 
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brn 

Bennet Omalu (born in 1968) 
iden tified chronic traumatic 
encephalopathy (CTE) in 
professiona l foo l ball players:. 
(Shultf'rstcte:kl 

Concns.sion 

Closed-head injury 
in which the bra.m 
is subjected to 
mcchan.icaJ forces 
sufficient to cause 
confusion. temporary 
incapnciry. or 
temporary loss or 
consciousness 

Dementia associated with traumatic brain injury (1'8() was provisionally tcnncd post• 
concussiona) disorder in DS1lt/-JV. It describes a cognitive impairment that result.,; from a 

closed-head injury severe enough to cause accrcbraJ concIL~sion. in which the brain is subject 
to mechanical forces such as rotation, acceleration, or deceleration that do not produce 

inunOOiatc structural damage but do cause functional impairments. Concussions frequently 
cause loss of consciousness: upon awakening, the person usually cannot remember the events 

immediately preceding the injury. Occasionally. seizures can develop as well. Difficulties with 
attention or memory. headache.sleep disturbance. dizziness. fatigue. unprovoked aggression. 
affective lability or anxiety. depression. personality changes. or lack or spontaneity are alJ 
commonly reported. Closed-head injuries. such as concussions. occur more often in males 
than females. probably due to differential risk taking. and can be associated with impairments 
in vision, hearing. olfaction, and loss of interest in food. More than 1.5 million TBls occur 
annually jn the United States, and about 2% of the population lives with TBI-associated 

disability (American Psychiatric Association. 201:J). 

Usuall'y. dementia caused by head trauma is not progressive (in contrast to dementias 
related to diseases or repeated strokes). but repeated head injuries, such as those 

experienced by boxers and football players. rnay produce some progressive forms. It 
is now becoming clear that even subconcussional impacts and mild head injuries. 
experienced repeatedly. can produce a neuronal degeneration in the brain called chronic 
lraumaticenc.ephalopathy(CTE). Moreover. Cl'E is not simply an accumulation of the 
effects of many injuries; it is a disease process leading to the progressive deterioration 
and death of neurons (Yi. Padalino. Chin, Montenegro. & Cantu, 2013). Once thought 

to be rare in professional sports. the first reports ofC1' E in deceased National Football 
League (NFL) players. as verified in autopsies by Bennet Omalu and bis colleagues 
(Omalu ct al.. 2005. 2006). were met by derision and demands for retraction; NFL doctors 
claimed that players do not regularly receive repetitive blows to t he head (Breslow, 2015). 

However. more cases were uncovered quickly: Researchers with Boston University and 
the Department of Veterans Affairs reported that they have now identified CTE in 96% 

(87 of9L) ofNI'L players and 79% (13L of 165) of a ll football players who had donated their 

brains for evaluation. Of course. it is likely that those who donate brains for autopsy do 
so because of suspicion U1at they already have brain dysfunction, so these rates cannot 
be assumed to reflect the actuaJ risk to players overall. Nonetheless. the numbers arc 

alarming. especially considering the popularity of contact sports in high schools and colleges 
throughout the United States. For its part, the N£,.Lno longer denies a link between footbaJI 

and CTE. lt has worked to reduce concussions and to limit head-to-he.ad contact. It has also 
entered into a settlement. possibly worth more than $1 biU ion. wiU-1 nearly 5,000 former 
players in a lawsujt over t heir head injuries (Breslow. 2015). It seems likeJy that concern over 
C'fE risk will continue to modify the way in which professional c.ontact sports are played. 

15.3f Substance-/Medication-lnduced 
Neurocognitive Disorder 

lf substance-induced cognitive impairments persist after the usual duration of intoxication 
or withdrawal. substance .. /med ication•induccd neu rocognitive d isordcr may be diagnosed. 
'lhe specific types of symptoms depend on tJ1e type of substance involved. 'fypically. the symp• 
toms arc preceded by a long history of drug or medication usc.1J1c resulting impairment can 
show gradual improvement over months. though. in some cases. symptoms persist even after 
an extended period of abstinence. Several classes of substances can induce neurocognitive 
disorders. incJuding alcohol. scdati\1es and anxio • 
lytics. anticonvulsants. and toxins (including lead. 
mercury, carbon monoxide. and solvents). Alcohol 

may be the most common causative substance 
(American Psychiatric Association, 2013). Both 

How a.re the memory 
impairments of dementia and 

amnesia different? 
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dementias and amncstic disorders. which invoh•e memory impairments that affect tJ1e 
ability to learn and recall new information (i.e .. anterogradc amnesia), can be substance 

induced. The ahiUty to recall previously learned material (retrograde amnesia) may or may 
not be affected. depending on severity. Unlike delirium. the memory impairment in amncstic 
disorders is not associated with impaired consciousness or deficiency in attention: unlike 
dementia. amnestic disorders arc usually not accompanied by cognitive deficits such as 
aphasia or disturbed executive functioning. 

Those with substance~ or medjcation•induced amnestic 

disorders often perseveratc (that is. they repeat actions or 
words}. As discussed in Chapter 12. a particularlydiaractcri.~tic 
symptom is confabulation. in which the amnestic person 
attempts to fill in gaps of memory by inventing stories or 
explanations that can seem confused. w1planncd. often 
inconsistent, and sometimes exotic. Rather than a conscious 

attempt to deceive. confabulation appears to bca way to avoid 
uncomfortable unccrtainty.111e person shows no recognition 
that the stories may seem outlandish. are incorrect. or maybe 
judged to be falsehoods by the listener. 

Although confabulation can occur in other memory 
disturbances. it is most conunonl)' seen as a component of 
alcohol•induced amnestic confabulatory ncurocognitive 
disorder. Individuals with an alcohol-induced amnestic 

Unlike dementm. amnestic syndromes usuaJly are not 
associated with specific braln abnormalities evident on CT o r 
MRI scans. tiStod:1 

disorder are able to remember new information for on ly 
a short t ime- for example. they can repeat back digits correctly within a few seconds but 
are unable to remember anything that happened more than 25 minutes ago. 'lhe most well• 
known example may be. n1cohol•induced persisting amnesticdi.sorder. which usually occurs 
in those over age 40 who have h istories of heavy alcohol use spanning several years. Often 
labeled Korsakoff syndrome, it may be produced by a nutritional deficiency of thiam inc 
(vitamin B•l), as a result of acquiring most daily calories from alcohol rather than necessary 
foods. The onset may be abrupt. associated with confusion. ataxia (loss offull contTol of body 
movements), eye,.movement difficulties. and other neurological problems. If treated early 

with large doses of thiamine. the amncstic disturbance can sometimes be prevented. Once 
established. however, alcohol-induced persisting anmestic djsorder continues indefinitely, 

with some persons showing sJight improvement and others exhibiting chronic impairment 
requiring custodial care. In the case of other substance~induccd amnestic conditions (such 

as those resulting from-prolonged heavy use of hypnotics or sedatives), the prognosis may be 
bett.e.r: 1be persisting dementia may improve. and full recovery is often possible (American 
Psychiatric A.ssociation. 2013). 

15.3g Other Causal Diseases for Neurocognicive Disorder 

Huntington's Disease 
Huntington·s disease. which is inherited through a single dominant gene on the short arm 

of chromosome 4. causes a progressive de.generative condition affecting cognition. emotion. 
and movement. 111c motor dysfunction. which includes involuntary. spasmodic jerking of 
the limbs. led to tJ1c name HulllingtonS chorea for the cond it.ion (chorea meaning "'dance .. in 

Greek): it is produced by irreversible damage to the brain in the basal ganglia. 'J11e children of a 
parent with th is disorder have a 50% chance of being affl ictcd. However. the symptoms do not 
ordi1larily appear until people are in their 30s or early40s: therefore. many of those affected 
do not know they have the condition until after reaching tJ1cir rcproducti\'C years and perhaps 
transmitting the gene to their own children. (Genetic tests can now confirm whether a person 
carries the gene.) first symptoms appear as slow . .insidious changes in mood and behavior 
but progress to include apraxia. apathy. involuntary tremors in the arms or leg.,;, difficulty 

Amnesticdi.sorder 

Disorder in which the 
ability to learn and 
rccaU new information 
is impaired. without 
impaired consciousness 
or cognitive deficits 

Anterograde 
amnesia 
l nability to form new 
men1ories 

Retrograde. amoesla 

Inability to recall 
events that occurred 
before the onset of the 
amnesia 
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in maintaining balanc.c. while walking. smacking of the lips and tongue. and disorganized 
speech and psychotic features. Motor dysfunction eventually makes speech unintclligihlc. 
and patients eventually become nonambulatory (American f>sychiatl' ic Association. 2013). 

Postmortem analyses typical1)1 show circumscribed cerebral atrophy. especia lly in 
the temporal and parietal lobes (Garrett ct al.. 1998). 

Parkinson's Disease 

Act.or MichaclJ. Fox. who :;,uffers 
from Parkinson"s disease. speaks 
aboul stem ce11 research. rr.ucli.Ad.J. 

Parkinson"s disease is a slowly progressive neurological degeneration that produces 
major ncurocogn.itive disorder in up to 75% of affected individuals (American 
Psychiatric Association. 2013}. It may be the second most common progrcs.~ivc 
dementia. after DAT (Grcicius ct aL 2002). t>hysical signs in clude resting motor 
tremor. rigidity. s lo,-.• n1ovemcnt. and postural instability. These symptoms are related 
to destruction of dopamine-produdng neurons in the basal ganglia: the resulting 
decreased dopamine activity can he partially counteracted by administration of the 
dopan1iue precursor L--dopa.. Cognitive slowing. memory i.mpaim1ent. and disturbance 
of executive function ofic-n associated with depression areal so among the psychologicaJ 
symptoms. Many people with Parkinson's dis.case go on to develop dementia. as the 
degenerative process results in a reduction in volume and atrophy in the. amygdala 
and h ippocampus (Bouchard ct al.. 2008). ln addition to loss of dopamincrgicneurons. 
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other obs.e,rvable brain changes include deterioration of serotonin neurons {Az.mitia 

& Nixon. 2008) and widespread Lewy body pathology (abnormal accwnulations of proteins) in 
the h ippocampus. correlating with cognitive decline (Parlow & Cummings, 2008). 

Creutzfeldt-Jakob Disease 
Creutzfeldt-Jakob disease is a type of spongiform encephalopathy (that is. tiny holes form in 
the cortex.. giving it the appearance of a sponge). caused either by slow viruses or by prions. 
which are abnormal. misshapen proteins. 111e d isease can. therefore. be transmitted to 
other pcoplc.111e responsible agents arc resistant to many normal techniques of infection 
control. including boiling. alcohol. and ultraviolet radiation. (Chlorine bleach is effective for 
decontantination. however.) Creutzfeldt~Jakob disease has been transmitted during corneal 
transplants. neurosurgery and brain biopsy: by human growth factor inject.on: and (in the case 
of bovine spongiform encephalopathy) from cattle to humans in food as -mad cow disease.

Early signs of neurocognitivedisorder due to prion disease may include fatigue, loss of appetite. 
s leep problems. or anxiety. fo llowed latc.r by gait and motor difficulties. vision problems. and a 
rapidly progressing dementia.111c rare disorder affects men and women equally: death occurs 
within 12 n1onths for90% of affected patients (Grcicius et al.. 2002). In the DSM-5. U1e diagnosis 
connected to Crcutzfoldt~Jakob disease is ncurocognitivc disorder due to pr ion disease. 

15.3h Neurocognitive Disorder Due to 

Another Medical Condition 
A variety of other medical conditions. including vitamin dcficicnc.y. hypoxia. and encephalitis. 
can produce the dementias and amnestic conditions that make up ncurocognitivc disorders. 
Unlike dementia. t here arc usually no specific bra.in abnormalities evident on CT or MRI 
scans that can be identified as etiologic all)' important in amnesia: instead. careful physica1 
assessment and evidence of a temporal relationship bet\\'een memory impafrment and the 
medical disorder arc important in diagnosing the condition. In some types of general mcdica..l 
conditions (such as hypoxia). the impairments may be broadlygcneralizccL A specific form of 
transient memorydisturbanc.c. termed traJJsientglobal amnesia. describes impaired ability 
to learn new information with variable impairment in recalling events just before or dur ing 
a stroke. Other types of transient amnesia may be traced to seizures or reversible metabolic 
conditions (American Psychiatric Association. 2000). 
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TO SUM UP ... 

• 111c causative events for neurocognitive disorders arc identifiable general 
medical conditions. injur ies. substances. or medications that affect brain 
functioning. 

• Dclirium is a rapidl)' developing disturbance of consciousness that can result 
from high fcvc.r. metallic poisoning, drugs. and cert.a.in kinds ofhrai n injuries. In 
this condition. the person is confused. disoriented. and often incoherent. 

• OcJirjum is a relatively brief disturbance. If t he underlying physical problem 
is rcsoh1cd. the person usually recovers completely. (t is most likely to occur in 
eit her cltildren or elderly people. 

• Dementia is a chron ic condition involving deterioration from one ·s previous 

level of cogn itive functjoning. memory. abstract thinking. and judgment. Tit is 
syndrome can result from degenerative processes. infectious diseases. tumors. 
stroke~~. and brain injuries. the risk for dernentia increases with age. 

• Although dementia docs not involve a disturbance of consciousness. it docs 
invoh•e language and cognitive impairments. Disturbances in t he expression or 
c.ornprehension of language (aphasia). in the ability to execute motor funct ions 
(apraxia). in the ability to recognize common objects or familiar people 
(agnosia). or in the ability to plan and execute complex activities (i.e., executive 
functioning) arc present. 

• Alzheimer's disease is a progressive deterioration of t he brain that is among 
the most comrnon causes of dementia. Other causes of progressive dementias 
include Huntington's disease, Pick's disease. and Creutzfcldt~Jakob disease. 
Treatment fol' these conditions attempts to slow the progression of brain 
damage and to improve the person's 1.ifc: however. the dementia is irreversible. 

• Nonprogressivc dementias include those caused by single strokes or head 
injur ic~~ or t hose induced by drugs. medication, or toxins. 1l1e extent of dementia 
is associated with the degree of brain damage: however, the damage docs not 

progress. and the dementia may stabilize or improve. 

• Amnestic disorders involve impairments of memory and the ability to learn 
new information. The amnestic disorders arc not a.~sociat.cd with the global 
impairment in cognitive functioning that describes the dementias or with t he 
disturbance of consciousness that defines delirium. 

• Amncsticdisordcrs caused by general rnedical conditions may be transient. 
with later recovery of memory function.1hos.e induced by the persisting effects 
of alcohol tend to be permanent. 
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KEY TERMS 
Agnosia 431 

Amnc.stic djsordcr 438 

Anterogradc amnesia 438 

Aphasia 430 

Apraxia 431 

Broca·s aphasia 424 

Concussion 438 

Delirium 426 

QUESTIONS FOR STUDY 
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Ojsturbancc in executive 

function 4:il 

Neglect syndrome 424 

Retrograde amnesia 438 

Stroke 436 

\Vcrnickc's aphasia 424 

• Contrast the type..,; of 1ncmor)' impaimtcnts associated witJ1 delirium. dementia. 
and amncstic disorders. 

• How can dissociative amnesia. amncstic disorder. and malingering be 
distinguished? 

• Describe how a diagnosis of ncurocognitivc disorder due to Alzheimer's 
disease could be con finned. 

• Discuss how dementia differs from amnestic syndrome. 

POP QUIZ 
1. 1l1e discovery that general paresis is caused by _____ was a landmark in 

the development of the organic view of psychopathology. 

A. head injury 

B. syphilis 

C. acctylcholinc deficiency 

D. lead poisoning 

2. \\falter is su ffcring from a spatial disorder in which he is unable to draw 
anything on his left visual field. He is not able to draw a complete clock. nor is 
he able to shave his whole face. He is unaware of his deficits and suffers from 

A. neglect syndrome 

B. apra.xia 
C. Broca's aphasia 

D. agnosia 



3. A stroke occurs when _____ _ 

A. the heart stops beating 
8 . blood flow to the brain is interrupted 
C. a seizure disrupts neuronal transmissions 

0. he.ad injury causes daJ"nagc to the frontal lobe 

4. 1hc emotional. pc.rccptuaJ. and speech disturbances of delirium can resemble 
other psychotic conditions, except for their _____ _ 

A. fragmented and fluctuating presentation 
B. slow and gradual onset 

C. psychological strcssor origination 

D. more rational content 

5. Dementia has a(n) _____ coursc, whereas delirium has a(n) 
_____ onseL 

A. chronic / acute 
8. acute / cluonic 

C. organic / toxic 

0. chronic / toxic 

6. Larry is unable to recite the a lphabet, count bachvard from 100, or address an 
envcJopc. Larry's impairments would best be described a..~ _____ _ 

A. confabulations 
B. aphasia 
C. apraxia 

D. disturbances in executive function 

7. \Vhat is the. most obvious problem during the beginning stages of dementia? 

A. inability to recognize faces 

B. inability to recall distant events 

C. inability to recall recent events 

D. inahility to care for self 

8. In Alzheimer's disease., bcta•amyloid protein fragm.ents and degenerated axon 
termi nals accumulate in deposits ca11ed _____ _ 

A. spongifonns 

B. prions 

C. infarcts 

0. seniJe plaques 

9. Focal (localized) brain damage is most likel)• a consequence of _____ _ 

A. stroke 
8. oxygen deprivation 

C. poison ingestion 

0. malnutrition 

10. 1he introduction of newer antirctroviral therapies has reduced the incidence of 
ncurocognitivc disorder due to _____ _ 

A. H(V infection 

B. Huntington's disease 

C. Parkinson·s disease 

D. Alzheimer's disease 
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l l. Parkinson's disease symptoms are related to destruction of ____ _ 

neurons in the basal ganglia. 

A. GABA-producing 
B. do_pa1ninc .. producing 

C. seroton in -producing 

0. acctylcholinc-producing 

l2. The children of persons who have Huntington·s d.iscasc have a ____ _ 
chance of being afflicted with the d.iseasc. themselves. 

A. 10% 

B. 25% 

C. 50% 

D. 75% 

13. Un like ______ the memory impairment in amnestic disorders is not 

associated with impaired consciousness or deficiency in attention. 

A. Pick's disease 

B. delirium 
C. Huntington·s disease 

0. dementia 

14. \Vhen docs an individuaJ demonstrate confabulation? 

A. when the individu al has impairments in the ability to plan 
and complete actions 

B. when the individu al repeats actions or words 

C. when the individual fails to recognize familiar objects or people 

0. when the individual invents stories and explanations to fi ll i 11 gaps of 
memory 

15. Korsakoff synd romc is a disorder usually associated with _____ _ 

A. stroke 

B. Alzheimer's disease 

C. Lewy bodies 

0. chronic alcoholism 

Additional study resources are available at www.BVTLab.com. 
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Legal, Ethical, and 
Professional Issues in 
Abnormal Psychology 
To this point. we have reviewed the historical development and current status of abnormal psychology. including 

the nature of mental disorders, their classification. their causes, and their treatments. In this chapter. we consider 

some of the professional issues that come into play in tJ'lc provision of psychological and psychiatric services to 
people dealing with these conditions. A variety oflcgal. ethical, and professional guidelines direct the way in which 
recipients are assessed and treated in both civil and criminal situations. 1' hus. in this chapter. we also present. how 
these guidelines can impact providers and recipients, as wcU as the relationships between them. 

16.1 Who Treats Mental Disorders? 

Who treats mental disorders? 
A variety of professionals have been tra.ined in 
the assessment and treatment of psychological 
difficulties. Train ing beyond a 4,year college degree 

is nec.cssary in order to work independently as a mental health professional. However, there 

arc circumstances in which people with a bachelor or science (BS) or a bachelor of arts (BA) 
degree can partjcipatc in the treatment process. such as in substance abuse counseling or 
as psychological assistants within mental health facilities. £ach state has its own policies 
that describe the scope of practice of professions like psychology and psychiatry. The general 
descriptions that follow illustrate the differences between some of the more common 
tJ'catment disciplines. 

Psychiatrists arc medical doctors who have completed a specialization in psych iatry 
after earning the MO degree (generally, foul' to six years of schooling beyond the bachelor's 
degree). After the appropriate psychiatric rotation and training. plus subsequent board 
certification. they arc qualified to independently diagnose and treat mental disorders. 
Psych iatric treatment typically involves the use of prescription medication. although 
sometimes psychiatrists employ somatjc treatments (such as r1'MS or f:C'J} 'l11cy may also 

provide various types of psychotherapies. 
C/.i11ical psychologists have completc.d doctoraJ training leading to either the PhD (doctor 

of philosophy) or PsyD (doctor of psychology) degree- generally. four to six years of schooling 
beyond the bachelor's degree. ClinicaJ psychologists have also completed a supervised 
internship: after earning board certification or liccnsurc to practice. they are qualified to 
independently diagnose and treat mental disorders.Although they do not currently prescribe 
medications in most states. a movement in that direction is underway that would require 
additional training (discussed later in the chapter). Some psychologists hold a master of 
science (MS) or a master of arts (~'LA) degree (generally. two to three years of schooling 
beyond the bachelor's degree) and may become licensed as psychological associates who can 
tJ'cat mental d isorders but maybe required to work under the supervision ofa PhD or PsyO. 

Counseling psychologists typically hold either doctoral or master"s degrees in psychology 
and may have acquired the credentiaJ of-Licensed Profo~••s:ionaJ Counselor., or "Marriage and 
Family Therapist.fl 'Oley frequently provide assessment and counseling services to those with 
less severe djsturbances. such as marital problems and life or career difficult ies. 
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Competency 

The mental ability 
to handle onc·s own 
legal affairs a nd to 
understand and assist 
in legal proceedings 

Psychiatric nurscpractitlo11crs have completed training leading to the M'SN (master of 
science in nursing) degree (generally. two to three years of training beyond the bachelor's 
degree). After completing clinical rotation and passing their nursing boards. they arc quali6ed 
to diagnose and treat mental disorders and may prescribe medication under the period ic 
supervision ofan MD. 

CUuical social workers have completed training leading to lhc M$\\I (master of social 
work) degree, usually one to two years of schooling beyond the bachclor·s degree. Once they 

com.plctc the requirements of supervised practice leading to the LCS'W {licensed clinical 
social worker) credential. they are qualified to provide therapy to those with mental disorders 
or less severe disturbances. 

16.2 The Interface of Mental Disorders and the Law 
1llc diagnosis and treatment of mental disorders usually takes place within the general 
confines of the health industry.1,.,e majority of individuals with psychological problems 

c.an receive assistance from professional clinicians at local community mental health 
centers or clinics or in the offices of private practitioners. Distress can be relieved and 
funct ioning c.an improve through the effective use of therapy. mcdkation. education. and 
preventative practices. 

Sometimes, however. those with mental disorders find themselves invohred in the legal 

system. Perhaps they have acted in ways that led others to doubt their ability to make their 
own decisions in life. or perhaps their disturbed behavior put others in danger or threatened 
their own safety. In these situations. laws concerning civil commiuucnt and involuntary 
hospitalization may be invoked to provide treatment- even if the individual opposes it . 
Alternatively. a person with a mental disorder may have engaged in actions that violated 
crimi nal law. Compctenc}r and sanity rulings may then be applied as courts determine 
whether that person should be held legally responsible for actions that may have occurred 
as a result of a psychotic misperception ofreatityor. indeed, whether he or she is even capable 
of participating in the legal process. 

Psychological and psychiatric evaluations are essential for providing critical information 
needed for a court to render a judgment on comm itment. competency. or insanity. ~·lenta1 
health professionals recognize, howe\•er. that the people they evaluate can be members of 
a fragile. distressed population whose legal rjghts and protections could easily be violated 
in the context of mandated treatment or involuntary hospitalization. J)rivacy issues are 
im.portant in all health matters, but the social stigma associated with mental disorders 

makes it particularly important that the professionals collecting intimate psychological 
information follow strict ethical and legal guideJincs about how those data arc kept secure. 

These issues illustrate the interesting and developing intersection of mental health 
law and forensic psychology. 1'hc rules that govern the process of com rnitment alld the 

determination orlegaJ responsibility have evolved over the years. and they vary from state 
to state and between countries. 1l1e.rc is much debate about when. or if, a person is not 
responsible for his or her actions. extending to the very foundat ion of tl1e notion or'"frce will.~ 
as well as to fundamental questions about the extent of the state); responsibility to protect 

its citizens from themsclvcs.111c process oflegal determination is also less precise than that 
of clinical diagnosis. frequently requiring predictions of what might happen or estimates 
of the probability of dangerous behavior in future situations- issues on which experts in 
psychology and psychiatry will often disagree. 

16.2a Competency to Stand Trial 
Competency cone.ems an individuars mental ability to handle his or her own legal affairs. 
In the U.S. legal system. a person facing criminal charges has the right to a legal defense 
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during court proceedings before a verdict is 
rendered. \Vhen defendants arc mentally disturbed. 
however. their ability to legally defend themselves 
may be u.ncc.rtain. requiring a determination 
of competence. 

What makes a person 
incompetent to stand trial? 

In most jurisdictions. people charged with a crime are competent to stand trial if they 
(a) understand the nature of the charges. (b) appreciate the seriousness of those charges 
and the possible results of a conviction. and (c) are able to assist their attorney in their own 
dcfensc.1ypically. defendants arc assumed to be competent. 
barring arguments and evidence to the contrary. lfthc issue 
of trial competency is raised. the court usually orders a 
psychological evaluation to screen for the presence of a 
mental disorder and to ascertain the defendant's level of 

functioning and understanding of the legal situation. The 
evaluation may include psychologic.al testing. interviews, 
observations. and carefuJ consideration of diagnosis in 
order to reach an opinion about whether the indjvidual is 

too disturbed to participate in lega1 proceedings. Additiona1 
evaluatfons may be arranged by either the prosecution or 
the defense. 'TI1c determination of competency is made by 
the judge after receiving the opinions of the evaluators who 
have examined the person. 

lfthe person is ruled to be incompetent to stand trial. 
the legal procecrungs may be put on hold while he or she 

Defendants are l ~'Pie ally as.-.umed lo be competent lo stand 
trial. barringargumenl.s and evidence lo the contrary. (L~toctl 

receives treatment to restore competency. 1l1c hope is 
that after a period of confinement and treatment for the mental disorder. such persons wiJJ 
regain their mental capacities enough to participate in thcfr defense against the charges. Not 
infrequently. this may take weeks or months, during which time tJ1c legaJ -clock" is stopped, 

pending a final determination.111e issue of guilt or innocence does not a.rise at this stage of 
the legal procec-ding- only the ability of a person to move through the court process. 

1bis legal procedure has. at times. led to long-term confinement without the safeguards 
of a trial. as the example of Louis Perroni demonstrates. Perroni ope.rated a filling station in 
Syracuse. New York. During a 1955 confrontation with developers sec-king to build a shopping 
center on the site where his station was operating. Perroni 6red a warning shot into the 
air with a rifle. Shortly t hereafter. he was arrested by police. At the request of the district 
attorney. the Onondaga County Court judge ordered him to undergo a pretrial psychiatric 
examination to determine his fitness to stand trial. Pcrroni was seen by two court-appointed 
psrchiatrists. found incapable of standing trial. and committed to the Matteawan State. 
Hospital He continuaJly requested to go forward with the leg.al proceedings. but it was 7 years 

before he was allowed another hearing on bis competency. Despite the fact that a psychiatrist 
(1l1omas Szasz) retained by the defense testified that l'erroni was competent to stand trial, 

the judge again found him incompetent: Perroni was sent back to Mattcawan State Hospital. 
Perroni was finally rclea.c;cd from Matteawan State Hospital in 1968. He returned to Onondaga 

County for trial on tJ1c original charges. at which t ime the charges were dismissed. He had 
been incarcerated for 13 years. 

Portunatc.ly. the rights of legally incompetent individuals to be protected from unreason~ 
able detentions have been bolstered since the time of Perron i's struggles. 111c U.S. Supreme 
Court Uacksnn v. Indiana, 1972) considered a case in which an intellectually disabled defcn• 
dant. who was both deaf and mute.and unable to read or write., was ruled incompetent and 
held for more than 3.5 years on a -treat until competent- order. Had he been found competent 
and convicted of robbery (the crime with which he was originally charged), he would have 

instead received a sentence of 60 days. 1hc. Court ruled t11at tJ1e lengtJ1 of pretrial confine• 
ment should be limjtcd: after some reasonable period. ifit appears that the indjviduaJ is not 
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likely ever to become cornpctcnL then either the usual civil commitment procedures for 
involuntary hospitalization should he initiated or the person should be released. 

Assessing competency is often not an easy task. By virtue of the legal context. some 
c-Jicnts arc motivated to e."<aggc.ratc symptoms or malinger. perhaps in tJ1c mistaken hc.Jiefthat 
a rulingofincompctcncywill make it easy to ·beat" the charges. In one review of 105 criminal 

defendants referred for ncuropsychologicaJ evaluation. the rate of probable and definite 
malingered neurocognitivc dysfunction. was over 50% (Ardolf. Denney. & Houston. 2007). 
Even when malingering is not involved. competency may be a fluctuating state for some 
dcfendants (e.g .. those with recurrent episodes of psychosis): it may itself be affected by the 
stresses of incarceration and the legal process. Not uncommonly. the expert opinions of 
prosecution evaluators are very different frorn the expert opinions of defense evaJuators. 

David Berkowitz. self-styled "Son of Sam.- is a good example of the difficu lty involved 

in determ in ing competency to stand trial. Charged with killing six persons and wounding 
seven others. Berkowitz said that demons. speaking with the voices of barking dogs. had 
ordered him out on his latc~night hunts for victims. 'l\'10 court-appointed psychiatrists 

concluded that a lthough he was aware of the murder charges, understood that they were 
crimina.J acts. and had the intellectual capacity to understand the legal proc.css. a paranoid 
psychosis left Berkowitz so -emotionally dead"' that he was neither capable of nor interested in 

assisting in his own defcnse.111.ercfore. in their opinion. Berkowitz was incompetc-nt to stand 
trial. A third psychiatrist, however. maintained that Berkowitz 1nade up the story about the 

den1ons and that he was competent to stand trial. lbc court 
agreed with the third psychiatrist (Oa\rid Abrahamsen), and 

Berkowitz was tried and found guilty. Abrahamsen (1979) 

based his conc.lusion on a number or things: the general 
impression of mental coherence that Berkowitz made on 
fellow employees. his capacity for careful planning and 
eventually eluding the police for a long time. indications 
that Berkowitz could decide whether to obey the demons. 
and the report of o ne attempted murder that happened 
a year before Berkowitz said that the demons had begun 
talking to him. Abrahan1scn was apparently correct in his 
conclusion: BcI"kowitz himself. after bis conviction. vfrote 
a letter to Abrahamsen in which he said. "Yes. it was all a 
hoax. a silly hoax. well planned and thought out ... 

David Berkowitz claimed that demons speaking with the 
voic:.es o f barking dogs had o rdered him lo kill six people. 
The court decided that he was competent to stand trial. 
CAP PbotulllnJ Gokkn~r11.I 

In addition to crim inal charges. there are other 
situations in which legal competency is an issue for those 
with mental disorders. A disturbed individual may be 
incompetent to make treatment choices or to conduct 
daily affairs (including financial and legal decisions). In 
these cases. t he court may appoint another person (such 

'freabucnt guardlrut 

A person appointed 
by the court to make 
treatment decisions for 
another person who is 
not cornpctcnt to do so 

So.nily 
'The menta.1 ability to 
distinguish right from 
wrong and to fom1 the 
intent to commit an act 
such as a crime 

as a relative. supportive friend., attorney, or member of 
the c1ergy) to be involved in such matters and to make decisions on the person's behalf. A 

treatment guardian. for example, is often appointed when a person with a mental disorder 
is too disturbed to make informed decisions about accepting or rejecting proposed treatment 
plans. Normally. tTeatment guardians senrc until the person can resume personal authority 
ove.r his or berown affairs. 

16.2b Not Guilty by Reason of Insanity 
1J1c matter of sauity is a different legal issue from that of cornpctency. Sanity has to do with 
the pe rson's mcntaJ state at tJ1e time of the crime. not the trial. Accordingly. the concept 
is connected to the notion of responsibility over onc·s actions and. therefore. over guilt or 

innocence. Again. careful psychological evaluation is necessary to reach an opinion about 
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the dcfendanfs mentaJ state at the time a crime was committed, and the results of these 
assessments (from experts on both sides of the case) arc presented in court. Often. experts 
disagree on their opinions. and judges and juries must make the final determination of 
whether the person is legally responsible for the crime. It is important to note that a person 
must first be competent to enter legal proceedings befol'e he or she can be judged not guilty 
by reason ofinsanity. It is also apparent that someone cou ld be sane at thetimeoftheoffensc 
but incompetent to stand trial once the proceedings begin. 111c two issues, therefore. involve 
independent judgments of mental status at different poi nu in time. 

At the very core of the rule oflaw is the assumption tha t individuals bear responsibility 
for their actions: otherwise, the punishments oflawv,·ould have no value in the deterrence of 

crime. Still. t here is a long tradition in English law that if f>ersons arc so mentally deranged 
that they have no comprehension of the meaning of their criminal acts. then they are not 
legally responsible for those acts. Like all legal concepts, t he notion of insanit)' has been 
shaped from a series of ca.c;e rulings. 

One fam.ous case that affected the interpretation of the insanity pica was that of 
Daniel McNaughton. a Scotsman. who in 1843 was tried for the murder of a man whom 
he had believed to be the prime minister of the British government. In fact. !\kNaughton 

~J;.(v.l"..,,,_ 
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had mistakenly kilJcd the wrong man. a private secretary. He explained 
his action by saying that he had been -instructed by the voice of God." His 

c learly deranged behavior was evident to the court. and the verdict was not 
gu.i lty on the ground of insanity. Qu~n Victoria. who had herself been the 
target of at least three previous assassination attempts. was shocked by the 
fiJ1ding and asked that it be reviewed. Subsequently. a committee of judges 
described the c riteria that should be applied to such cases in the future: For 
a defendant to be ruled innocent by reason of insanity. it must be shown 
that -the accused was laboring u nder such defect of reason from disease of 

the mind. as not to know the nature and quaJity of the act he was doing, or 
as not to kno, .. , tJ1at ,'t'hat he was doing was wrong:· 1J1e McNaughton rule. 

as it came to be known. with its emphasis on knowing right from wrong. 
dominated the legal interpretation of mental d isorders until recent timc-S 
and remains an aspect of current insanity law. 

Queen Vlctoriu·s words on the al tempted 
assassination of Sir Robert Peel on 

1he Alabama Supreme Court, in Parso11s v. State (1887), expanded the 
conditions under which the insanity defense might be acceptable. It ruled 
that even if a person committing a criminal act could tell right from wrong. 

Ja.nuarv 20. 184:i. reflected tl1e attitude or 
many E.ngHsh citJ1.ens. The controversy 
continues today as to whether a person 
should not be held responsible for a crime 
because of a mental dit>Order. (Quttn V1ctorl11or 

En~l:md b1· Alcunder Mth•d It' od pnulimg ( uu:;). from 
Wikimfflia Cuenmm.u.) 

that person might. be not guilty by reason of insanity if a pathological drive or impulse that 
the incLividua l could not control had compelled the crime. In this irresistible impulse ruJc., 

the criminal act could be seen as the product of the mental disorder rather than the person 
who could uot resist acting. The irresistible impulse rule is sometimes referred to as the 
-police officer over the shoulder" rule, suggesting that a trulr unpreventable act would have 

been comm itted even if a police officer were looking over the defendant's shoulder at th e 
timc.1hc effect of this. and similar rulings. was to provide a defense for .. crimes of p..'ts.-;ion" 
or ~temporary insanity" - if the irresistible impulse was a momentary one. Of course. a major 

problem with this standard is the difficulty in distinguishing impulses that a person cannot 
control from impulses that a person simply does not control. 

By the mid-20th century, the psychiatric profession had become more and more critical of 
these approaches. t he McNaughton rule, they believed. was based on a conception of people 
as rational beings who made free choices informed by conscious considerations. Modern 
psychiatry. influenced by Freud and other adherents of the psychodynamic movement, 
however. preferred a model that induded irrational and unconscious. as well as conscious. 
determinants or behavior. The psychiatrists argued that it was difficult for t hem to testify as 
to whether a defendant knew right from wrong but that they could bring their expertise to 
bear on whether the accused was suffer ing from a mental disturbance. In 1959.Judge David L 
Bazclon of the U.S. Court of Appeals. acknowledging these points. wrote an opinion in tJ1c 

McNaughton role 
Legal guideline Lhat 
insanity concerns an 
individual's inability to 
distinguish nght from 
wrong in committing 
the crime 

Irresistible impulse 
role 
Legal guideline Lhat 
insanit \t concerns a 
pcrson·s inabilit}• to 
resist committing the 
crime 
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D1u·l1a1n rule 

Legal guideline that 
insanity concerns 
the extent to which 
the criminal act was 
a product of mentaJ 
disorder 

Durham case that formu lated a third test of criminal responsibility.111c Durham, ruJc held 

that an accused person is not criminalJy responsible if it is shown that the un1awfo1 act was 
the product of a mental disease or defect. 

In Judge Bazelon·s view. however. the Durham rule never accomplished its intended goal: 
13 years later. in 1972. he favored its abandonment (Bazclon, 1974i 1l1e basic probll?m. accord• 
ing to Bazelon. is t hat when psychiatrists testify, they limit t hcmsel\•cs to conclusions (for 
example, U1at the defendant is Mmcntally ill H) without providing the jury with undc.rstandablc 

evidence to support their conclusion or, for that matter, illuminating what the term mental/y 
ill means in a g iven case. Psychiatric testimony, according to Bazelon. should be submitted 
to the same scrutiny and C.\'.amination as any other kind of opinion presented in court. lt is 
not clear what a Mproduct of a mental disorder- is. whereas it is clear t hat expert psychiatric 

witnesses d isagree about their opinions in such cases. Further. the Durham ruJc did not 
address the issue.,; of -right from wrong'" or of irresistible impulse., allowing defendants to 

claim that simply carrying the diagnosis of any disorder recognized by mental health profcs,. 
sionaJs could be the-cause"" of any criminal action they committed. 

In light oftJlc persisting criticism and d_issat• 
isfac.tion w ith definitions of insanity to that 
point. the- American Law Institute (American Law 
Institute. 1962) issued a more comprehensive stan• 
dard in its Model Penal Code. 1J,e ALI standard 

stated the following: 

Can a person be insane but 
competent? Incompetent but 

sane? 

1. A person is not responsible for criminal conduct if at t he time of such conduct. 
as a result of mental disease or defect. he lacks the substantial capadt)· either 
to appreciate the criminality (wrongfulness) of his conduct or to con.form his 
conduct to the requirements of the la,v. 

2. As used in this Article. the terms -mental disease or defect" do not include an 

abnormality manifested only by repeated criminal or otherwise antisocial 
conduct. (American .Law Institute. 1962, pp. 61 - 62} 

It is apparent that this standard incorporates components of each of the earlier rulings 
but also appears to exclude soc.iopathic behavior. conduct disorder, and antisocial personality 
disorder from the conditions that qualify for the insanity defense. Later rulings determined 
that voluntary use of drugs or alcohol could not serve to create a "temporary insanity" defense 

for a crime under the ALI s tandard.Some legal experts (e.g .. \Vinick. 1995) have suggested that 
there arc also good reasons to cxcfude personality disorders. impulse control disorders. and 
most psychosexual paraphilias from mcctingthC! legal requirements or mental disease." either 
for t he insanity defense or for civil commitment. because their physical status as -illnesses .. 
is questionable. (That legal argument perhaps incorrectly presumes that the .. illness .. status 

of other DSM conditions has been physically established.) 

John Hinckley Jr .. who shot .President Ronald Reagan in 
1981. was found by a jury lo be nut guilty by reason of 
insanity. (AP P11aao/ban Vucril 

Most states adopted the ALI standard as a framework for 
insanity cases. If the capacity to intend to commit a crime (i.e .. 
criminal intent) is diminished by a mentaJ disorder. a defendant 
could be found not gu ilty of the crime. However. diminished 
capacity argumenu have continued to be controversial. \1/hc.n 
John Hinckley Jr. wounded President Ronald Reagan in an 
assassination attempt in 1981. he had carried a diagnosis of 
schizophrenia for scveraJ yea.rs and had been obsessed , .. ith the 

actress Jodi Foster. to whom he had been mailing love letters. He 
explained that he shot t he president in an attempt to impress 
f'ostcr so that she would then return his love. A jury found 

Hinckley not guilty by reason of insanity, accepting the argument 
that schizophrenia had diminished his capacity to understand the 
wrongfulness of the act or to conform to the law. 
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Public criticism of the Hinckley ruling, together with grO\•\ting dissatisfaction with 
other verdicts. eventually led to the federal Insanity Defense Refom1 Act. passed by the 
U.S. Congress in 1984. describing the insanity standard for all federal courts to apply. Largely 

on the recommendation of the American Psychiatric Association (J 983). the act limited 
the volitional component of conforming conduct to the law and partially returned to the 
McNaughton standard:~ person charged with a criminal offense shou.ld be found not guilty 

by reason of ins.unity if it is shown that as a result of mental disease or mental retardation. 
he was unable to appreciate the wrongfu lness of his conduct at the time of his offense ... 

1hc insanity defense frequently evokes skeptical reactions in people who wonder whether 

it is just a strategy that clever lawyers use to get guilty clients acquittcd. lhis skepticism is not 
helped much by the fact t hat one psychiatric .. expert" may testify that a defendant was insanc 

a t the time of a crime and another psychiatric expert may testify that the defendant ,,,as sane. 

As one psychiatrist experienced in legal testimony put it. .. Attorneys for the prosecution and 

defense will consult privately with as many potential psychiatric witnc.~scs as necessary 

(when they can afford it) until they find one or h\TO whose opinion they deem useful to their 
side" (Lunde, 1975). 

Among t he widely cove.red trials invoking the insanity defense was t hat of James Holmes. 

who o pened fire in a crowded movie-theater in Aurora. Colorado. in July 2012. during a 

m idnight showi ng of t he Batman fi lm 1he Dark Knight Rises. Holmes had become increas
ingly ,....-ithdrawn and scJf .. absorbcd in the months before the killings. He was failing in his 

graduate neuroscience program. and in March 2012, he told a campus psychiatrist that he 

was t hinking about killing people. Shortly before the shootings. Holmes mailed a notebook 

to the psychiatrist that included both psychotic ramblings and apparently measured plan

ning of the massacre. although she d id not sec the notebook until after the killings. He 

booby•trappcd his apartn1ent with homemade grenades and 10 gallons of gasoline and then 

calmly entered the theater. heavily armed and fully body-armored. with bl'ight orange hair. 
According to some witnesses. he announced ... 1 am t he Joker:· (a statement he later repeated 

to the police) ru1d fired a weapon into thcair(Frosch &Johnson, 2012). He then attacked the 

400 moviegoers from t he front of the theater. throwing tear gas grenades and fir ing with 

an AR•l5 automatic r ifle. a Glock pistol. and a shotgun, reloading and continuing until his 

weapons jammed. By then. he had killed 12 people and injured 70 in one of the worst mass 

shootings in U.S. history. 

Holmes was quickly apprehended outside the theater without resistance. He later told 

a psychiatrist that he was on a mis.~ion and that he accumulated one Cl'edit for each life he 

took. adding to his own life capital by killing (ff Neill. Cabrera. & Weisfeldt, 2015). Once the 

prosecution announced it would scc.k the death penalty. Hohnes's defense team entered a 

pica of not gui lty by reason of insanity. (In Colorado. un like other states . the burden is on 

the prosecution to prove that t he defendant is sane rather than on the defense to prove that 

the defendant is insane.) 

During the trial, the prosecution produced two psychiatrists who had evaluated Hohncs: 

One diagnosed him with schi2otypa.J pc-rsonalitydisorder. and the other testified that Holmes 
suffered from schizoaffective disorder. However. both believed him. to be sane. llle defense 

clai med that 20 doctors who had seen Holmes in custody had declared h im to be suffering 

from schizophrenia (Gurman, 2015). although none were called to testify. Instead. the defense 

presented videos of Holmes acting strangely. slamming his head against t he wall of a hold

ing ccl l. and covering h is head ,....-ith blankets and sheets while naked in a hospital bed. 1l1c 

notebook that Holmes had sent to the campus psychiatrist was entered into the triaJ record. 

with both sides anticipating that its contents would support their case. ln the end. it proved 
that Holmes's acts were deliberate and premeditated. A~er 12 hours of jury deliberation. 

Holmes was convicted of murder. attempted murder. and possession of explosives: he was 

sentenced to 12 lifc terms without parole. plus 3.318 years. 

4SJ 
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A few pages from the nolcbookjames Holmes mailed to his psycbmlnst jusl before attacking moviegoers to Aurora. Culorodo. 
in 2012. (Ca lorado Ju(htia! Di:rpart ment I 

Actually. the insanity defense is rarely used in the United States and is even more 
rarely successful: most such defendants are found sane by juries. In general, only a smal l 
percentage of those raLliing the insanitydc-fcnsc- oftcn less U1an 12%-are judged by forensic 

psychologists as meeting the requirements for insanity. though there is much variability 
between evaluators {Murrie & \Varren. 2005). Some other high-profi le cases involving 
successfu I and unsuccessful use of the insanity defense arc shown in 1'able 16-1. 

As is the case in cva1uations of competency, sanityexamjnations must deal with the issues 

of correct d iagnosis and of accurately distinguishing actual from feigned symptoms. \rVhen 
the defendant purportedly suffers from intellectual disability. that determination can be 
difficult. Of course. someone with significant intcllcctuaJ deficits could not -rake good" on an 
intclligence test: yet, someone with average or above intelligence could attempt to -rake bad.~ 

1l1is becomes important in the light of a U.S. Supreme Court ruling (Atkins v. Virginia. 2002) 

prohibiting the execution of intellectually disabled defendants. The ruling is interesting 
because it specifies the presence of a cond ition. ratJ-1cr than a dimi nished capacity, in 
asSC$Sing legal responsibility (Bonnie. 2004). Unfortunately, standardized intelligence tests 
are not very sensitive to malingering~although neuropsychological assessments may be better 
in that regard. they arc not specific to intellectual disability (Graue ct al .. 2007}. Shandera and 
her coJlcagues (2010) adntinistercd the \rVcchslcr Adult Intelligence Scale. as well as a series 
of 10 common neurological screening devices. to 24 adults: with intellectua l disability. t hey 
also adm inistered the tests to :~s matched community volw1.teers- JO of whom answered 
items honestly. while tJ1.e other 25 were instructed to foign intellectual disability. Of the 
11 indicators commonly used to detect neurological or intellectual feigning. only one (the Test 
of Memory Malingering) showed adequate specificity detecting feigned intellectual disability. 

In general. the newer neurological screens were ineffective in distinguishing those with 
actual intellectual disability from those pretencling to have intellectual disability. The authors 
concluded that there is a need for a new approach for detecting intentional falsification of 
low intelligence. 

In the past. the result has been Uttledifferent for defendants whether they were found sane 
or insane. ln the former case. they spent many years in prison: in the lattcrcas.c. they spent.on 
average. about the same number of years confined to a mental hospital {Lunde. 1975). Daniel 
McNaughton. though found -not guilty.- spent the last 22 years of his life in an institution for 

the criminally insane. where he received essentially no treatment.John Hinckley Jr. remained 
under the supervision of St. Eli7.abcth's Hospital until 2016. which was 35 years after his attack 
on Reagan. though he bad been allowed furloughs and home visits w itJ1. hjs parents since 
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Table 16-1 Some Famous Cases Involving the Defense of •Noc Guilty by Reason of Insanity" 

Case 

J9n! Francine Hughes poured gasoUne over her husband. whUe he ,vas drunk and asleep. and 
set him on are. She claimed she wa.;; ool responsible due to years of beatings and threau. 

1979~ Kenneth Bianchi claimed he had multiple personaltty djsorder and. therefore. wa.s not 
responsible for a se-ries of murders and ropes In the "HdJside"Slrangler~ case. 

1981:John Hinckley Jr.attempted to ass.assmate President Ronald Reagan in order to impress 
actres, .. <i Jodi Fo.ster. 

J(JCYl:Jeffrey Dahmer tortured. raped. killed. muulated. and partially ate 15 young men. At 
trial. he initially entered a plea of notguHty by reason oflnsaniiy d ue to a severe paraphilia: 
he then changed h is plea to guilt)' but insane. 

1993: Lorena Bobbitt cut off her husband's penis with a knife whUe he s.lept after he came 
home drunk and raped her. She chllmed depresi;ion and PTSD from years of abuse. 

2000: ·Michael McDermott gunned down seven <.'Oworkers and then clalmed that M1d1ael the 
ArchangeJ had sent him to stop the Holocaust and lo earn a souJ bykUling. 

Outcome 

Nol gwlty by reason of insanity 

Guilty 

Nol gwlty by reason of insanity 

Gu.illy and sane 

Not guilty by reason of insanity 

Guilty 
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2001: Andrea Yates drowned her five children in a ba.lhlub to sa\•e them from damnaLion due 
to loo sinful life she was leading. She had been diagnosed with postpartum psychosis. 

Guilty: sentenced lo hfe term in 
2002: new trial granted. fouod not 
guilty by reason of ins.an Hy in 2006 

'.H>02: Lee Boyd MaJvo par ticipated m the "Beltway sniper shootings of 12 people in Virginia 
and \1/ashington. O.C. He pied notgu1Jty by reason of insanity because h1s wiJJ was under lhe 
completecontro) of coshooter John AUen Muhammad. 

Gwlty 

1999. ln fact. tJ1crc is no legal connection between the hypothetical criminal sentence for 
an offense and the length of t ime of commitment. 1hc U.S. Supreme Court ru led that lhose 
acquitted by reason of insanity could be hdd under indefinite commitment until t hey proved 
themselves no longer dangerous. even if t his is longer than the sentence tha t conviction would 
have carried Uoncs v. United States. 1983). 

However. some judicial rulings have made it more difficult to keep individuals 
involuntarily confined in mental hospitals. In 1974. fore.xample. 204criminaJly insane people 
were released from ~11 ichigan s tate hospitals because the Michigan Supreme Court ruled that 
individua ls could not be confined if they were not current ly mental ly disordered (Blunt & 

Stock. 1985). In response to the public outcry that followed. the Michigan legislature changed 
the law so that a person can be found "guHty but mentally ill.'" If so convicted, treatment for 

the mental disorder is provided: when treatrn cnt is comple ted. t he person is returned to 
prison to serve out the remainder of the sentence. Release becomes a decision for the justice 
system. not t he mental health system. Several s tates 
now have versions of this approach . which implies 
responsibility for crimina I behavior but a ttempts. 
a t the sam e time. to treat whatever mental disorder 
may be rela ted to the criminal behavior. 

How easy is it to escape 
punishment for a crime by 

pleading insanity? 

Notions of insanity may be quite d ifferent in other national jurisdictions. On July 22. 2011, 
Anders Behring Brcivik set off a fertilizer.based car bomb near government buildings in Oslo, 

Norway. killing 8 and injuring 209. 111en, d ressed in a police uniform and a rmed with a rifle 
and pistol. he boarded a ferry to t he island of Ut0ya. Nearly 600 young people were staying 
on the island at a govcrnment•sponsorcd political youth camp. Breivik began shooting at 
random. killing 69 and wounding more than 33. while he repeatedly shouted. "You are going to 
die t.oday, Marxistsr He caUc-d Non,1ay's emergency number a t least twice during tJ1c spree to 

surrender. hanging up both time.~; he continued the killing between the phone call~. After more 
than an hour. he was finally arrested by Norwegian police. Once captured. Breivik admitted 
his guilt and justified his actions a.~ necessary ones to prevent the " lslamization"' of Nonvay. 
In fact. he had published onlinea 1.SOO•pagc white supremacist. anti-Muslim, antifcminist 
manifesto entitled .. 208:{: A European J)cclaration of Independence," in which he described 

his preparations and training in the lead-up to t he attacks ('Brevik Manifesto,' 201 l). Under 
Norwegian law. the McNaughton s tandard is not recognized: a diagnosis of active psychosis 
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is sufficient for an insanity ruling. without regard for such additional issues as motivation or 
understanding right from wrong. 'l\vo court~appointcd psychiatrists evaluated Brcivik and 
found him to be de,lusional and diagnosed him with paranoid schizophrenia. At the trial. 

the prosecution asked the court to find Breivik insane. However. a public uproar over the 
findjug eruplcd. and the court ordered another cvaJuation. The second le.am of psychiatris ts 
reported tl1at he was psychologically troubled but not psychotic. The court ruled that although 
he showc,d narcissistic personality features. he was nonetheless sane: he was imprisoned for 
a maximum of21 years. 

No doubt, the lcgaJ perspective of insanity and criminal responsibility will continue to 
evolve through many cases yet to be decided.1l1e DSM-5 makes this statement in regard to 
the forensic use of the diagnostic manual: 

In most situations, the clinical diagnosis of a DSM-5 mental disorder such as in tel .. 

lcctual disabiUty (intellectual developmental disorder), schizophrenia. major neuro
cognitive disorder. gambling disorder, or pcdophilic disorder does not imply that 
an individuaJ with such a condition meets le.gaJ criteria for the presence.of a mental 
disorder or a specified legal standard (e.g .. for competence. criminal responsibility. 
or disability) .... Even when diminished control over one ·s behavior is a feature of 

the disorder. having the diagnosis in its·elf docs not demonstrate that a particular 
individual is (or was) unable to control his or her behavior at a pal'ticular time. 
(American Psychiatric Association. 2013. p. 25) 

16.2c Civil Commitment 
A much larger group of mentally disturbed individuals (who arc accused of no crime) face 
a different legal procedure- involuntary commitment to treatment facilit ies. Although 
many people with mental djsorders seek treatment to relieve their distress, many more do 

not. Civil commitment under a state& mental health code allows the state. under certain 
circumstances. to provide protection and treatment to unwilling persons. ln most states. 
the legal grounds for civil commitment concen\ the degree to which the d isordered pc,rson 
is dangerous to self or others by reason of a mental disorder. 

Dangerousness. in this sense, is not Jimjted to activdy attempting to hurt other people 
(assaultivenc.ss. for example) or actively end.angering 
one's own life (i.e .• suicidal behavior). Self-negligence. 
lack of shdter, faiLlng to adequately care for p;,rsonal 
hygiene. failure to cat, or engaging in harmful 

How dangerous are former 
mental patients? 

activities (walking in traffic or sleeping on railroad tracks) could also constitute grounds 
for civil commitment- if the danger to the person is clear and if it is the result of a mental 
disorder. In these instances. a judge may order that the person be admitted to a treatment 
facility for various lengths of time in order to receive appropriate evaluation and assistance. 

Commitment proceedings vary from state to state. Most states have laws that include 
provisions for brief emergency commitments (u.~allyfor a few days or up to a week). which are 
used when immediate action is needed. or for a longer period of commitment if more extended 
intervention is needed. typically. one or more persons must file an affidavit containing 
evidence that the subject suffers from a mental d isorder and represents a danger to self or 
others. A court order is then issued. requiring the person named to enter a hospital or other 
facility for observation and a psycll iatric examination: this usualJy takes approximately 
72 hours but. in some cases:. may take considerably longer. A hearing is then conducted 
at which testimony is taken from interested parties and from one or more mental health 
examiners (often psychologists or psychiatrist$). 'The judge makes one of several decisions: 
(1) to release the person: (2) to hold the person for further observation until the next hearing: 
or (3) to commit the person for treatment. often for periods ranging from 1 month to 6 months. 
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Of course. the decision to lock an unwilling person into a treatment facility is not taken 
lightl)•, and courts require strong grounds for doing so. Because of a h istory of past abuses 
and the determined work of such groups as the Arnerican Civil Liberties Union. rnany states 
have shifted the balance considerably toward the rights of the individual. making involuntary 
comm it men ts more difficult to obtain and making it easier for the patient to get out of 
the hospital after commitment. This tendency has been reinforced by a decision of the U.S. 
Supreme Court, which ruled unanimously that people may not be civilly committed to mental 
instit utions unless the state has presented "clear and convincing" evidence that they require 

involuntary hospitalization (Addington v. Texas. 1979). In some cases. the dangerousness 
to selr or others is so immediate and apparent that it is clear that acting swiftly to protect 

society or the individual is necessary.At other times. How long does involuntary 
however. the degree of dangerousness is inferred or commitment last? 
predicted based on the current psychological state 
and previous actions of the person. 

Like a meteorologist predicting the weather. U1e psychologist assessing the likelihood 
of future violence may issue incorrect forecasts. Meteorology uses advanced technology 
and global information capacities to issue forecasts t hat can be surprisingly accurate: if the 
chance of rain over the next 24 hours is 70%. rain is measured about 70% of the time. This 

accuracy may be much better than the prediction of violence by a psychologist or psychiatrisL 
Yet even in the arguably simpler s ituation of a nonbiological system like meteorology. U1e 
accuracy of weather forecasting falls off sharply a day or so in advance, and predictions more 
than 6 days in advance are not much better than chance. Psychologists often have much less 
technical information available to U1em but arc usually asked by courts to predict violence 
over much longer periods (Monahan & Steadman. 1996). 

The prediction of future dangerousness is. therefore .. a very inexact science fraught with 
difficulties. and the results of mistakes can be serious. Concluding that a person is dangerous. 
when in fact he or she is not. often amounts to violating that person's constitutional r ights 

by forced incarceration in the absence of criminal conviction. However. concluding that a 
person is not dangerous. when in fact he or she is. can lead to severe injuries and loss of life. 
possibly invohring many victims. ·a1e basic conflict associated with involuntary commitment 
L~ thus between the civil liberties of the individual. on the one hand. and concerns of t he larger 
society. protecting itself from dangerous people and providing sustenance and help for those 
too mentally incapacitated to understand their own plight. on t he other hand. 

One. factor influencing the prediction of violence is the base rate at wh ich it occurs 
within t he population. Social advocates have long argued that the rate of violence among 
people with mental disorders is essentially no different from that of the general population: 
in fact. prevalence of violence among those with a mental disorder is 5 t imes higher than 
among those without a mental disorder. Violence is c.lcvatcd in those diagnosed with 
schizophrenia. major depression. bipolar disorder. and especially alcohol and drug abuse 
and dependence-. As a resuJt, these d isorders arc disproportionately repre.~entcd among 
the prison and jail populations. Still. more than 90% of those with mental disorders arc not 
violent (Monahan. 1992). 

Given the limits of predicting the future. experts testifying about the likelihood of 
aggression or violence face a very difficult task. Most often. c ues such as previous history of 
aggression. substance abuse. psychotic components such as delusions and hallucinations. 
level of medication compliance. and conflict within the family are used in U1e predictions. 
a lthough tests of these prcdktions indicate th ey are not significantly related to actual 
violence (Odeh, 2-eiss, & Huss, 2006). Some progress has been made in the use of empirical 
predictors (Elbogen. 2002). but the current state of the science leaves much to be desired. 
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16.2d The Right to Treatment 
Patients who a.re involuntarily cornmitted are in a special circumstance: 11tcir liberty has 

been denied. but they have not b-ccn convicted of a criml?-. and their legal rights remain intact. 

Court cases over t he years bavc defined those rights to include the right to treatment. the 
right to receive that treatment in t he least rcstrictjvc cnvironrnc.nt that is appropriate, and 

the right to refuse certain forms of treatmc.nt. As in other examples of mental heal th law. t he 
recognition of these r ights grew out of previous rulings involving their abuse. 

In 1962. Charles Rouse. age L7. was walking after dark in \Vashington. O.C. Stopped by a 
police officer. he was found to be carryi ng a loaded pistol and some ammunition. Rouse. who 
a]ready had a modest juvenile arrest record. was ac.quittcd by reason of insanity. declared a 
"'sociopath."' and g iven an indeterminate commitment to St. Elizabeth ·s Hospital. the capital's 

main facilil y for tJlosc witll mental disorders. He remained there for 4.5 years before an appeaJ 
reached. by luck, tl1c court of Judge Baz.clon. Bazelon sent the case back to tl1e lower court with 
the injunction that it look into the question of whether Rouse had not. in fact, been deprived 

of h is Nright to trcatJnent.N 11le issue was taken up in the 

lower court. although Rouse was freed on other grounds 
before this particular issue was resolved (Goodman.1974). 

SL Elizabeth's I fospilal in \\rashinglon. D.C .. is a facil ity fo r the 
mentally d isl u rbed. I L,brary of Co,,g.rl:-u/ Wi bmo:dia Common.") 

The stage was set. however. for the question of 
-right to treatment" to be. pursued. In 1970. just such a 

case developed in Alabama. A class action suit (Wjratt v. 
Stickney. .1971) was brought against t he state of Alabama 
for not providing either mental patients or institutionalized 
intc-JlectuaUy disabled individuals with a minimum degree 
of treatment. Treatment was extremely limit.eel at both 
kinds ofinstitutions: patient.~ received primarily custodial 
care and were lucky if they were not abused by the hospitaJ 
staff. District Judge Frank M.Johnson ru led in the class 
action suit: .. ,ro deprive any citizen of his or her liberty upon 

the altruistic theory that tlle confinement is for humane 
therapeutic reasons and then faj) to provide adequate 
treatment violates the very fundamentaJs of due proce~~s" 
(Goodman. 1974, p. 22). 

lhc landmark Wyatt ruJingwcnt further. definjng minimaJ physical standards that t he 
institution must meet. inc1uding the numbers of showers and toilets. minimum patient-staff 
ratios. and patient rights concerning access to physical activity. fresh air. and compensation 
for work performed. It also expanded on the right of patients to recci\•e treatment in the least 
restrictive conditions necessary for habilitation and ordered the institutions to attempt to 
move patients toward lcss•structured living and integration into the commun ity. 

George Wallace. then governor of Alabama. appealed the decision, arguing that no federal 
court has the power to tell a state how to allocate it.~ resources. The Fifth Circujt Court of 

Appeals. however. supported the original ruHng. 
reaffirming the concept of right to treatment as a 
matter of constitutional law. (Even before the appeal 
decision was reached, Alabama hod reduced by 50% 

the number of patients in mental hospitals and had 
doubled the states mental health budgeL) 

Can people with mental 
disorders be given treatment 

against their will? 

In 1975, the Supreme Court ruled W1animously in the case of Kenneth Donaldson 
(O'Connor v. Donaldson. 1975) that persons who arc labeled mentally ill could not be con fined 

against their will without treatment if they are not dangerous to themselves orothc-rs and arc 
capable of surviving on the outside. Donaldson was confined involuntarily in a Florida mentaJ 
hospital for nearly 15 years. during which time he maintained that he received no treatment 
while the hospital had repeatedly refused h is petitions for release. t he Court dismissed as 
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-unpersuasive'" the hospital superintendent's contention that the courts have no authority 
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to rule on the adequacy of treatment. ruling that this was not the special province of the 
mental health professional. 

~rhe right to treatment and the right to the least restrictive environment have been 

reaffirmed in other court rulings and today arc wcll--establishcd along with other protective 
provisions in the l'rot:cction and Advocacy for lndividua.Js with Mental Illness Act. passed 
by Congress in 1986.1bc act established a protection and advocacy system to safeguard the 
rights of those with serious n1ental disorders and to investigate allegations of abuse. 

16.2e The Right to Refuse Treatment 
Most states accept the right of a competent patient to refuse medical treatment. 1his typically 
extends to psychiatric or psychological patients who arc voluntarHy hospililliz.cd. However. 
involuntary commjtment mandates the state to provide treatment to an unwilling person. 
making the issue of refusal of treatment for mental disorders a challenging legal question. 
No clear andgc.ncral guidelines cover the broad range of situations. except that courts have 
broadly supported emergency treatment. including medication. of violent or dangerous 
patients without their consent. 111c right of competent. involuntarily hospitalized patients 
in nonemergency situations to refuse treatment continues to be the source of some debate. 

Jn some statl? rulings. patient.~ can refuse certain interventions. such as clcctroconvulsive 
therapy and psychosurgcry.1110 U.S. Supreme Court ruled in Washi11gto11 v. Harper (1990) that 
an incarcerated inmate could be given psychotropic medication against his will because he 
was dangerous and the pharmacological treatment was in his best interests. It is not clear 
to what extent the ruling applies in the case of involuntary civil commitmenl. For example, 
in a later ruling (Riggins v. Nevada. 1992). the Court ruled that a person could not be. forced, 
while he was on trial, to take anti psychotic medication bcc.ause of the potential for serious 
side effects such as tardivc dyskincsia. 

At present. there is no single right to refuse treatment under a ll situations: rather. there 
are enormous variations among jurisdictions in many contexts. leaving the gcneraJ issue 
of the right to refuse nonemergency treatment by the involuntarily committed unresolved. 
However. one is led to wonder why a state would involuntarily commit a patient it did not 
intend to treat: as some point out. nonconsensual treatment is. after all. what involuntary 
conunitment is all about (Applebaum. 1988). 

16.2f Deinstitutionalization 
In practice. the growth of the mental institution as both an asylum for housing the mentally 
disturbed and a sanctuary for protection of tJ1c patient (and of society) was unfortunately 
accompanied by both neglect and abuse. Inpatient popu lations increased, conditions , ... ·ere 

substandard. and limited therapeutic options were available. In fact. many people became 
less able to function outside of the facilities the longer they were housed there-a process 
called institutionalization. 

\Vith the widl?spread availability of psychotropic medications in the 1950s. it became 
possible to control some of the immediately obvious symptoms of psychosis without 
confinement.. By the 1970s. legal standards concerning the right to treatment in the least 
restrictive set.ting were in place as well. and state mental hospitals began to undergo profound 
change. Many institutions were closed. with the intent of transferring patients into less 
restrictive community settings. 'The population of patients housed inside state hospitals 
decreased dramaticaJly: by 1992. the number had been reduced by 77%. as compared with 
the number in l970(Witkin, Atay, & Manderscheid. 1996). 

By most measures, the deinstitutionalization movement was successful in reintegrating 
those with mental disorders into supportive community programs. whe.rc they could receive 
training in the skills needed for daily living and where outpatient medication management 

I n.stit utionalizatiou 

The tendency for 
residents of an 
institution to bccon1e 
less able to funcuon 
in the outside world 
the longer they remain 
\\.'ithin the institution 
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Conftdentia!Uy 
An ethical obligation 
on the part of the 
Lherapist not to reveal 
sens:iuvc mformation 
Lo others 

Privileged 
communication 

lnformation disclosed 
to a thernpist that 
cannot be lcgaUy 
revealed without the 
written consent of the 
patient 

could take plac.c. However, some authorities hnvcqucstioncd whether dcinstitutionaliz.ation 
actually puts for-mer patients and society at greater risk. FrcqucntJy. services for for-mer 
mental patients are fragmented. and many find themselves homeless without recourse to the 
a~ylurn. Too often. these people become enmeshed in legal or socia.J conflict and are housed 
within prisons and jai)s. choking the penal system (Roi.Jin, 2000). 111crc is also concern t hat 
inadequate supervision inhibits the ability to recognize signs of dccompcnsation and suic.iclaJ 
behavior that would have been detected within an inpatient setting (Goldney. 2003). 

1hc data on the potc-ntiallydamagingeffects of decentralizing and downsiziogthc mentaJ 
health system have been inconsistent. Although many are concerned about jncreascd r isk 
of violent behavior. victimization, and suicide among former patients. others report more 

positive outcomes. A recent study in Finland. for example. found a decrease in patient suic.ides 
after release from hospitalization (Pirkola, Sohlman, HcHa. & Wahlbeck. 2007), compared to 

rates before deinstitutionalization. Nonetheless. although there arc many excellent aftercare 
programs with dedicated mental health professionals providing compassionate care, few 
would dispute the inadequacies of outpatient mental health treatment in the United States and 
elsewhere: nor would they dispute that homelessness and inappropriate legal incarceration 
have become major problems. \,Vith the disappearance of the mental institutions. finding 
available beds for psychiatric emergencies is now a chronic problem for every community. it 
is possible that the most compassionate compromise would involve a limited return of t he 
a~ylurn as a sanctuary for those in critical need (Goldney. 2003). 

16.3 Ethical Issues for Psychologists 
1J1ose who provide mentaJ health treatn1ent arc governed by both the legal scope of practice 
defined for their professions (such as psychology) and the ethical principles to which the 
professional group adheres. Psychologists follow the ethical principles adopted by the 
American Psychological Association (2003). which specify standards involving t he practice 
of psychology. 

16.3a Confidentiality and Privilege 
One of the most important ethical obligations of psychologists is to maintain the privacy of 
the person scckiug treatment. It is unethical to reveal the private communications that take 
place within t herapy or diagnosis to persons outside the treatment s ituation. Obviously. it is 
very important that the person seeking assistance can feel secure in the notion that intimate 
details about mental or physicaJ health arc kept in confidence. ConfidenUality is thus an 
ethical obligation on the part of the therapist not to reveal se.nsitive information to others. 

At the same time. the patient holds the. priviJege to control the release of private 
information so that no records arc available to others without h is or her expressed WTitten 
consent. 111c privilege is the legal authority to release, or to prevent release of. private 
information. In most cases. the privilege is held by the patient. unless the person is a minor. 
in which case the privilege is held by the parents or legal guardians or a treatment guardian 
acting on the patient's behalf. Usually, when a patient discloses information to a therapist for 
the purposes of assessment or treatment of a mental disorder. that information is a privileged 
communication. which legally and ethically should not be revealed. 

lllcrc arc important limitations to confidentiality and privilege. however. In some 
circumstances. such as to protect the client from serious harm. there may be etJ1icaJ and 
lcgaJ requirements fordisclosu.rc to take placc.1J1.ese limitations have gradually been de.fined 
by legal cases in which the safety oft he c lient or someone e lse may be at stake if information 
were not released. lhc rules limiting confidentia lity and privilege vary from state to state. 
but tJ1erc is some general agreement that limits do exist and that tJ1erapists are obligated to 
make their cJjcnts aware of these limits. 
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Duty to Warn 
An illustration of the impact oflcgaJ judgments on confidentiality comes from Tara.soffv. 
Regelllsofthe Universilyo/Ca/ifomia (1976). A graduate student at the University ofCalifornia 
at Berkeley. Proscnjit Poddar. had become romantically obsessed with another student. 
Tatfana Tarasoff (thcy had dated. but she \\l'aS not interested in a relationship with him). On 
the advice of a friend, who noticed his increasing depression, Poddar sought treatment at the 

university student health facil ity. He was seen by both a psychologist and a psychiatrist and 
was placed on medication with a diagnosis of paranoid schizophrenia. During the course 
of therapy, Poddar told the psychologist tJ,at he intended to kill an unnamed girl (readily 
identifiable as Tarasoff) after she returned from summer vacation. Concerned about the 
possibility of violence. the psychologist contacted campus securit)', informed them that 
Poddarwas dangerous. and recommended that he be detained for civi l commitment.1l1c 
campus police did detain Poddar but released him be.cause he appeared rational and promised 
to stay away from Tarasoff. Poddar stopped attending therapy sessions. 1\\ro months later. 
after hel' return to campus. Tarasoff was stabbed to death by Poddar. 

At triaJ. Poddar was found guilty- not of murder. but of manslaughter (the charge was 
reduced because of a diminished capacity defense}. He was jailed. but the conviction was 
overturned on appeal: Poddarwas allowed to return to his native country of India. 'farasoffs 
parents fi led sujt for negligence against the university. the psychologist. the psychiatrist. 
and the campus police. 

111c California Supre1ne Court decided the case in 1974. ruling that neither the campus 
poJice nor tJ1e university was responsible for failing to hospitalize Poddar. However. the 
psychothcrapisu were held responsible for failing to warn Tarasoff that her life was in 
danger. Thc Tarasoff decision thus established. at least in t he state of California. a duty to 
protect persons who have been specifically threatened. even if the information came. out of 
a confidential therapy session. Many othc.r states have regulations that obligate therapists 
to act to protect or warn persons against whom specific and credible threats have been 
made during therapy. Still. there is much uncertainty about lhe limits of those regulations. 
For example. it is not yet clear whether a psychologist is obligated to break con6dcntia lity 
to warn sexual partners of an HI V•in(ected client (Chcnnevillc. 2000). 

Other Lim,ts on Confidentiality 
In general. confidentiality is limited by the obligation of psychologists to protect their clients 
or others from harm. A psychologist may break confidence to prevent an imminent suicide., 
for example. Psychologists have a legal obligation to report d1ild abuse or cider abuse, as 
we.II. t.f the court orders an evaluation or if a client raises his or hc.r mental condition as a 
component of a legal defense. there is no privilege to the communication.. In nearly all other 
therapy situations. the obligation to maintain confident iality applies. 

16.4 Should Psychologists Prescribe Medications? 
·n1e rapid expansion of psychopharmacology in recent decades has led to a new era in the 
treatment of mental disorders. (t has a)so vastly increased the consumption of prescription 

medication. Antidepressant use in the United States. for c..\'.ample. nearly doubled between 
1999 and 2012. w:itb the percentage of adults reporting use of tJ1e medication jn tJ1e past 
30 days increasing from 6.8% to 13% (Kantor. Rehm. Haas. Chan. & Giovannucci. 2015). Data 
from the 2013 Medical Expenditure Panel Survey indicate that I in 6 U.S. adults filled a 
prescription for some type of psyd1otropic medication that year. with 84.3% of users report• 
ing long~term (i.e .. multiple prescription) use (Moore & Mattison. 2017). It is becoming 
apparent that much or the increase is driven by off-label use. Participants in the Baltimore 
Epidemiologic Catchment Study (which began in 1981) were asked. in their fourth follow-up 
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assessment in 2004. about medication use in the previous week: 13% reported having used 
antidepressants. However, arnong the antidepressant users. 69% had never met the critc• 

ria for rnajor depressive disorder in their lifetimes. and 38% had never met the criteria for 
major depressive d.isorder. obsessive-compulsive disorder, panic disorder. social phobia. or 
generalized anxiety disorder (Takayanagi ct al.. 2015). Clearly. the pharmaceutical industry 
is a major player jn lhc mental health marketplace. and expanding the use$ for psychotro~ 
pie medications. as well as broadening the base of those who can prescribe them. is in the 
industry's financial interests. The ability to prescribe psychotropic medications was histori ... 
cally centered on medical doctors with a specialty in psychiatry, who were able to use their 
mental health expertise to assess and treat those with serious disorders. Rather quickly. 
prescription practices spread to include nonpsychiatric physicians. including family therapy 
doctors (who prescribed antidepressant and antianxicty medications as a component of 
standard family practice) and to pediatricians (who 
prO\rided stimulant m.edications for attention-deficit 

or hyperactive children). Currently. nonpsycl1iat.ric 
physicians prescribe most psychotropic medications 
(Hciby. OeLeon. & Anderson. 2004). 

Should psychologists 
prescribe medication? 

By tl1c 1980s. some nonphysicians were gaining limited prescriptive authority. Nurses 
holding the MSN degree with special training in pharmacology were alJowed to prescribe 
medications as psychiatric nurse practitioners under a doctor's supervision. as were physician 
assistant.,;. Pharmacists had prescriptive authority in most states. as well. tbe broadening 
of prescription privileges to some master's-level professionals prompted psychologists to 
propose that thc.y. too, could effectively prescribe certain medications. given appropriate 

pre• and postdoctoral training and supervision. Their quest 
for prescription privileges. opposed hy psychiatry, gained 
momentum in the 1980s and 1990s under a Department of 
Defense demonstration program that trained lOpsychologists 
to prescribe psychotropic medications, under the review and 

supervision of psychia trists. to patients at military facilities. 
'l'hat program was successful and was extended for several 
additional years, marking the first professional foray by 
psychologists into the p rescription field. 

Although psychotropic medications historically \\o-ere 
prescr ibed by medical doctors with u specialty in psychiatry. 
mosl are now p rescr ibed by nonpsychi.alnc physicians. 
( i"Copyri,thl Eh L1Uyud Cc,mpany .. \IJ ng.hC,. n:Joen-ed. l'-1 "-ilh 1,e,ormi••i(>(1l 

In 1996, the Amcric.au Psychological Association adopted 
a policy favoring prescriptive authority and proposed training 
and legislative goals to promote it. 1l1ose supporting this 
position noted that the demand for mental health services 
far o.xceeds the supply of providers; allowing psychologists 
to prescribe some of the most commonly used psychiatric 
medications would aUow greater access to care for those in 

need. Supporters also believed it would promote comprehensive. quality care forthc.irclients by 
allowing psychologists. as trained behavioral scientists. to be active participants in all aspects 
of treatment. A sign ificant proportion of psychologists opposed the decision. however. Some 
objected tl1at the proposed training was inadequate (Hcibyet al. 2004). but others objected on 
the ground tJ1at such a path would weaken the integrity of psychological science.. Hayes and 
Heiby(l996) claimed that the decision to pursue privileges by doctoral-level psychologists is 
rooted in market issues such as increasing competition from otJ1cr psychotherapists. the drive 
of managcd•care health providers to lower costs. the dominance of the medkal model. and the 
self•intcrcst of the pharmaceutical industry in expanding the use of medication. 111e dangers. 
tl1ey suggested. include an undermining of psychological•lcvel analysis. an increased risk 
of over medication and medication interactions for clients, and a shift in training emphasis 
away from science in favor of p ractice. Nonetheless. psychologist organizations in several 
states have introduced legislation to allow prescription privileges for psychologists who have 
specified train ing. Jn 2011, the American Psychological Association. anticipating increased 
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involvement in medication management by its membership. issued guideUncs for prescriptive 
practices by psychologists (American J>sychological As..,;ociation. 2011): as of 2017. specia)ly 

trained and supervised licensed clinical psychologists hold limited prescriptive authority 
in ldaho, Illinois. Iowa. Louisiana, and New Mc..,:ico. 'TI1c movement continues to grow. and 

many feel that it is only a matter of time before clinic.a] psychologists in most states will be 
able to prescribe mc-dic.ations as well as conduct psychotherapy. 

1he pharmaceutical business saw global revenues top SJ trillion in 2015 (U.S. Depart• 
ment of Commerce. 2016): given its rates of return. it may be the most successful industry 
in the world {Antonuccio. Danton. & McClanahan. 2003). Not surprisingly, it wields 
considerable influence in medical practice and research. 'the ties between psychiatry and the 

pharmaceutical industry arc extensive: quite frequently. researchers reporting the results of 
drug trials in the psychiatric literature have financial or other relationships witJ1 the company 
that manufacture.c:; the drugs being tested. This may have led to publication bias favoring 
positive results and downplaying negative results. as notOO in the Turner ct al. (2008) report 
on FDA antidepressant medication trials discussed in Chapter 11.1n fact. a recent publication 
reporting on the effectiveness of the drug ncfaz.adone was authored by l2 researchers. 11 
of whom had financial ties to the drug's manufacturer. After this and other similar cases. 
the New England Journal of Medicine was forced to relax its own policies against conflicts 
of interest in order to find enough experts to author studies or write editorials (Antonuccio 
ct al.. 2003). 

if prescriptive authority is gained by psychologists, the pharmaceutical industry will gain 
influence in psychology as well. Antonuccio and his colleagues (2003) proposed establishing a 
~6rewaJJ" between psychological science and the pharmaceutical industry as a means to limit 

that influence. They recommended that drug advertisements not be accepted into scienti fie 
journals, that authors declare all conflicts of interest, that drug companies not be allowed to 

sponsor continuing education credits. that gifts be restricted. and that industry funding not 
be accepted for training programs. Further. they reiterated that research a.i;sessing treatment 
outcomes should regularly include both placebo and double~blind controls. 

Although the outcome of psychologfs quest for prescriptive authority is not yet clear, 
the recommendations of Antonuccio and h is colleagues (2003) seem eminentJy reasonable. 
Careful. independent research and the empirical validation of psychological interventions 
should remain the goa.l of psychological science. whether or not medications form a portion 
of the practicing psychologist's arsenal. '£here are many important reasons to maintain and 
expand psychological science and research into nonpharmacological treatments for mental 
disorders. even if the. financial incentives currently lie elsewhere. (t remains to be seen how 

adequate the industry-promoted medical model of psychopathology will prove to be: hO\o,'ever. 
that judgment should be made by the scientific community rather than by tbe marketplace. 
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Chapter Review 
TO SUM UP ... 

• The legal conc.ept of competency to stand trial concerns a person's mental state 
at t he time oflcgal proceedings. Normally. a competent defendant understands 
the charges and their seriousness and can a~sist an attorney in a legal defense. 

• 1l1c legal concept ofinsanity concerns a person's mental state at the time of the 
offense. AJthough the legal criteria for insanity are still not clearly defined. t here 
is general agreement that insanity involves an inability to distinguish right from. 
wrong and an inability to form specific criminal intent due to a serious mental 
disorder. 

• Some states have included verdicts such as -guilty but mcntaJly HJ.- in which 

the person must serve out a sentence wh.i le receiving whatever tre.atn1cnt seems 
appropriate. 

• 'Ole process of involu ntary comm itment involves a conflict between two social 
concerns: the right of society to protect itself from dangerous persons (and the 
desire to provide treatment for those who lack sufficient understanding to take 
care of thcmsclvcs) versus the civil liberties of the individua.J. 

• Although the majority of t hose with mental disorders arc not dangerous 
to others. the presence of a mental disorder is associated with a significant 
increase in the l.ikclihood of violence. 111c link is strongest for those with 

substance use disorders. 

• 'Ole U.S. Supreme Court has ruled that persons who are labeled mcntaJJy 
ill cannot be confined against theirwiJI without treatment if t hey arc not 
dangerous to themselves or others and arc capable of surviving on the outside,. 

• CourL'i have established a r ight to treatment for t hos.e hospitaHzed with mental 
disorders. Courts havc a lso established a right to receive treatment in the least 
restrictive setting Ulat is appropriate. 

• Voluntary. cornpetent patients can ref use trcatJnent for a mcntaJ disorder. Jt 
is not clear whether involuntarily committed patients can refuse treahucnt. 
Courts have supported emergency treatment ofinvoluntary paticnL'i who arc 
dangerous without t heir consent. 

• Psychologists have the ethical obligation to maintain confidentiality and the 
legal rc..,;-pons·ibility to protect privi leged communications. However. there are 

special circumstances t hat limit confidentiality a1ld privilege. 

• Psychologists arc seeking legislation that would allow them to prescribe 
psychotropic medications after they receive the necessary trainjng. Limited 
numbers of psychologist.'i have gained prescriptive authority within a 
Department or Defense pilot program and in the states of Idaho. Illinois. Iowa. 
Louisiana. and New Mexico. Psychiatry opposes this extension of prescription 
privileges. as do some psychologists who are conc.crned about t he integrity of 
psychological science under the influence of t he pharmaceutical industry. 
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• Describe the type of inforrnation that a court might need in order to decide on 
the issue of insanity. 

• A psychologist is obligated to protect patient confidentiality except under 
certain circumstances. Describe several of these limits to confidentiality. 

• Discuss how a patient has both a right to treatment and a right to refuse 
treatment. 

POP QUIZ 
1. To which of the following docs competency refer? 

A. one·s ability to succeed ata task 

B. one·s current mental state 

C. one·s legal responsibi lity for criminal acts 

0. onc·s ability to understand legal charges and assist in own defense 

2. Sanity refers to which of the following? 
A. one·s ability to succeed at a task 

8. one's current mental state 

C. onc·s legal responsibility for criminal acts 

D. onc·s ability to u ndcrstand legal charges and assist in own defense 

3. In legal terms. ·competency., is to -sanity" as _____ _ 

A. -tria l - is to -crime" 

B. "crime-is to-trial"" 

C. -private- is to -public"' 

0. "public., is to ··private" 
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4. 'llte _____ is a le.gal guideline that describes insan ity in terms of an 

individual's inability to distinguish right from wrong. 

A. irresistible impulse rule 

B. Durham rule 
C. -police officer over the shoulder'" rule 

D. McNaughton rule 

5. \Vho makes the determination of whether a defendant is competent to stand 
trial? 

A. the judge 

B. the qualified mental examiner 

C. the plaintiffs lawyer 

0. the defendant's lawyer 

6. According to the Model Penal Code, which diagnosis would probably be 
disqualified for a .. not guilty by reason of insanity" plea? 

A. antisocial personality disorder 

B. major depressive d isorder 
C. sexua] sadism disorder 

0. major neurocognith'e disorder 

7. A person with a mental d isordcrcouJd be civilly committed ifhc or she were 

A. refusing rnedication 

B. dangerous to self or others 

C. delusionaJ 

0. abusingdrugs 

8. A main issue in 11'),'all v.Stickney(1971) concerned the right to _____ _ 

A. refuse treatment 

B. be free of mental disorder 

C. rccei\'e trcatrncnt 

D. trial by jury 

9. Overall. the prevalence of violence among those with mental disorders is 
_____ those without a mental disorder. 

A. lower than 

B. equal to 

C. 2 times as high as 

0. 5 times as high as 

10. A U.S. Supreme Court ruling (Atkins v. Virginia. 2002) prohibits execution of 
those who are _____ _ 

A. intellectually disabled 

B. personality disordered 

C. psychotic 

0. severely depressed 



11. \Vhid1 defendant was found not guilty by reason of insanjty? 

A. John Hinckley Jr. 
8. David Berkowitz (·Son of Sam·) 

C. Lee Boyd Malvo 

0. Anders Behring Brcivik 

12. \Vhich of the following is one outcome of the de.institutionalization movement? 

A. More patients arc able to receive treatment. 

B. Fewer patients arc treated with medications. 

C. More patients are involved with the penal system. 

0. Fewer patients show signs of serious mental disorders. 

13. All of the fol lowing are limitations on confidentiality except _____ _ 

A. child abuse 

8. imminent danger to self or others 

C. abuse of the elderly 

D. criminal activity 

14. A clear impl ication of the Tarasoff decision is that the therapist should do which 
of the following? 

A. inform the police when a client has admitt~d child abuse 

8. warn the authorities when a dient threatens suicide 

C. begin commitment proceedings ifa client appears dangerous 

D. warn a person whom the client has spccificaUy th.reatcned to harm 

15. Currently, most psychotropic medjcations are prescribed by _____ _ 

A. psychiatrists 

B. nonpsychiatricphysicians 

C. clinical psychologists 

D. psychiatric nurse practitioners 

Additional study resources are available at www.BVTLab.com. 
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DSM-5 Classification 

Neurodevelopmental Disorders 

Intellectual Disabilities 
317 (_._) lntellectuaJ Disability 

(F70) Mild 
{F71) Moderate 
(F72) 
(F73) 

315.8 (F88) 

:119 (F79) 

Sm,ere 

Profound 
Global Developmental Delay 
Unspecified Intellectual Disability 

Communication Disorders 
315.32 {f80.2) Language Disorder 
315.39 {FSO.O) Speech Sound Disorder 
315.35 (FS0.8 l) ChiJdhood•Onset Fluency Disorder 
315.39 (FS0.82) SocinJ (Pragmatic) Communication Disorder 
307.9 {FS0.9) Unspecified Communication Disorder 

Autism Spectrum Disorder 
21)9.00 (FS-4.0) Autism Spectrum Oisonler 

Actencion-Deficit/Hyperaccive Disorder 
_ ._ (_._) Att.e.ntion•Deficit/Hyperactive Oisonler 

Spwf.hvhetber, 
314.0 J {F90.2) Combined presentation 
314.00 (f90.0) Pn.-dominunt:Jy inattenth·e presentation 
314.0 J {F90.I) PredominantJy hyperactive/ impulsive 

presentation 
314.0 1 (f90.2) Other specified Attention-Deficit/ 

Hyperacth'lty Disorder 
314.01 (F90.9) Unspecified Attention-Deficit/ Jlypemctivity 

Disorder 

Specific learning Disorder 
_ ._ L._) Specific Learning OisonJer 

Spe<.ifr.iE 
315.00 (F81.0) \Vilh impairment in reading 
315.2 {FSJ.81) Vlith impairment in written expression 
315.1 {F81.2) With impairment in mnthematics: 

Motor Disorders 
315.4 {F82) OevelopmentaJ Coun:linntion Disorder 
~7.3 {F98.4) StereutypicaJ Movement Disorder 

lie Disorders 
:107.23 {F95.2) Tourette·.s Disorder 
307 .22 {F95. I) Persistent (Chronic) Mo tor or Vocal Tic 

Disorder 
Sptdfi. if: With mot.or tics onJy. With vocaJ tics 
only 

307 .2 1 {F95.0) Provisional 'lie Disorder 
307.20 {F95.8) Other Specified 'fie Disorder 
307.20 {F95.9) Unspecified Tic Disorder 

Other Neurodevelopmental Disorders 
315.8 (FS.S) Other Specified Neurodevelopmentnl 

Disorder 
315.9 (F89) Un,Spedfied Neurodevelopmentul Disorder 

Schizophrenia Spectrum and 
Other Psychotic Disorders 
30 1.22 (F2 1) Schi:mtypal (Persona)jty) Disorder 
297.1 (F'22) DdusionaJ Disorder 
298.8 (F'23) Brie(Ps:ychotic Disorder 
295.40 (F'20.8I) Schiezophrenifo rm Disorder 
295.90 (F20.9) Schizophrenia 
_._ (_ ._) Schizoaffective Disorder 

Sptt,jy if: With bizarre content 
295.70 (F2.5.0) Bipolar type 
29-5.70 (F2.5. I} Depressive type 

_._ L ._J Substance/Medic:ation•lndu ced Psychotic 
Disorder 

_._ (_._) Psychotic Disorder Due lo Another Medical 
Condition 
Sptt·,fy whether: 

29:tSI (F06.2) With delusions 
293.82 (F06.2) With hallucinations 

293.89 (F06. l) Catatonia Associated with Another Mental 
Disorder (Catatonic Specifier) 

293.89 (F06. l) Catatonic Disorder Due lo Another Medical 

293.89 (F06.L) 

298.8 (F'28) 

298.9 (F29) 

Con dition 
Unspecified Catatonia 
Other Specified Schizophrenia Spectrum und 
Other Psychotic Dis.order 
Unspecified Schiz.ophrenia Spectrum and 
Other Psychotic Disorder 

Bipolar and Related Di.sorders 
-·- L._) 
-·- (_._) 

- ·-

296.4 l 
296.42 
296.43 
296.44 
2:96.45 
296.46 
296.40 
296.40 

2:96.45 
296.46 
296.40 
(_._) 
269.5 L 
2%.52 
296.S:I 
296.54 
296 .. i;r; 
296.56 
2%.50 

296.7 (F3J.9) 
296.89 (F3 J.81) 

BipoJar 1 Disorder 
Current o r most recent episode manic 
(F31.1 I) Mild 
(P3 1.12) Moderate 
(P31.13) Severe 
(P3J.2) \Vi.th psychotic featu res: 
(~--Sl.71) In partial remission 
(F3J.n) In full remis.sion 
(P3 J.9) Unspecified 
(F3J.0) Cur rent or mo~1. recl!n t episode 

hypomnnic 
(F3J.TJ) ht partiaJ remission 
(F3 l.74) ln full remis.-.ion 
(P3J.9) Unspecified 
Current o r most recent episode depressed 
(F3l.31) ~Uld 
(F'.il.32) Moderate 
(P3 l.4) Severe 
{P3 l.5) With psychotic features 
(F3J.75) Jn partial remiss-ion 
(F31.76) In full remis.c;ion 

(P3l.9) Unspecified 
Current o r most recent episode unspecified 
Bipolar II Disonler 



301.13 (f34.0) Cyc1othymic Disorder 
_ ._ L._) Substance/ Medication-Induced Bipolar and 

Related Disorder 
293..83 L._} Bipolar and Related Disorders Due to 

Another MedjcaJ Condition 
Sp,cifyif. 

(f06 ... 13) \>'/ith manic features 
(F06..33) \Vith manic- or h ypomank-like episode 
(F06 ... 14) V/ith mixed feab.t.res 

296..89 (f3I.S9) Olher Specified Bipolar and Related Disorder 
296.80 (f3l.9) Um.-pecified Bipolar and Related Disorder 

Depressive Disorders 
296.9<J (P34.l) Disruptive Mood Dys:regulntion Disorder 
_ ._ L._) Major Depressjve Disorde r 
_ ._ L._) Single episode 

2%.21 (F32.0) Mild 
2%.22 (F32. I) Moderate 
2%.2:l (F32.2) Sernrc 

296.24 (F32 ... 1) \\fith psychotic features 
296.25 (F32.4) In partial remission 
296.26 (F:32.5) In full remission 
2%.20 (F:l2.9) Unspecified 

_ ._ L._} Recurrent episode 
2%.31 (F3:i.O) ~lild 
2%.32 (F33. l) Moderate 
296.33 (F:l.1.2) Severe 

2-96.34 (F~'l"i.:n \Vith psychotic features 
296.35 (F:33.41) [n partial remission 
296.36 (F3..'i.42} ln full remlSsion 
2%.30 (F33.9) Unspecified 

300.4 (f34.1) Persistent Depressive Disorder (Dysthymia) 

62.5.4 (f:32.8 1) Premenstrual Dysph oric Disorder 
_ ._ L._) Substance/ Medkation•ln duced Depressive 

Disorder 
29'3.83 L._) Depressive Disorder Due lo Another MedicaJ 

Condition 
Sp,c;ifr if. 

(F06.3 L) \r\1lth depressive features 
(F06 .. ~2) With major depressive-like episode 
(FOIL~) With mixed fenb.lres 

3 1 I (F32.89) Other Specified Depres.o;ive Disorde r 
3 1 I (F32.9) Unspecified Depressive Disorder 

Anxiety Disorders 
309..2 1 (F93.0) Separation Anxiety Disonler 
:·U3.23 (f'>4.0) Selective Muti.sm 
300.29 L._} Spec:ific: Phobia 

Sp,c;ifr if. 
{F40.2 18)Animal 
(f-40.228) Natural environment 

L._) Blood•injection•injury 
(F40.230) Fear of blood 
(f'40.232)fear of injections und transfusions 
{F40.233) Fear of injury 
(F40.248)Sil1Jational 
(F40.298)0ther 

300.23 (P40.IO) Social Anxiety Disorder (Social Phobia) 
300.01 (P41.0) Panic Disorder 

-·- (_ ._} 
300.22 ( F40.00) 
300.02 (F4 I.I) 

-·- (_ ._} 

293.>14 ( F06.4) 

300.09 (F4 1.8) 
300.00 ( F4 l.9) 

Panic Attack Sped.fier 
Agoraph obia 
Generaliwd Anxiety Disorder 
Substance/ Medicution 4 [nduced Anxiety 
Disorder 
Anxiety Disorder Due to Another Medical 
Condition 
Other Specified Anxiety Disorder 
Unspecified Anxiety Disorder 

Obsessive-Compulsive and Related Disorders 
300.~i ( F42.2) Obsessive-Compulsive Disorder 
300.7 (F45.22) Body Dysmorphic Disorde r 
300.3 ( F42.3) Hoarding Disorder 
3 L2.:i9 ( F63.3) Trich otillomania (Hair-PuJling ) Disorder 
698.4 ( F42.4) Excoriation (Skin-Picking) Disorder 
_._ (_ ._) Substance/ Medication-lnduced Obse.o;sive• 

C.ompuls-ive and Related Disorder 
294.8 {F06.8) Obsessive-Compulsive and Related Disorder 

Due to Another MedicaJ Condition 
300.:{ ( F42.8) Other Specified Obsessive-Compulsive and 

Related Disorder 
:iOO.:i ( F42.9} Unspecified Obsessi\o-e•Compu1.sive and 

Related Disorder 

Trauma- and Stressor-Related Disorders 
3 13.89 (F94. l) ReactiveAttachmentOisonJe.r 
3 13.$9 ( F94.2) Disinhibited Social Engagement Disorder 
309.81 (F43.10) Po.o;l.-trnumatic Stress Disorder (includes 

308.3 ( F43.0) 

-·- (_ ._) 

309.0 
:109.24 
309.28 

309.3 
309.4 

309.9 
:l09.89 (F43.8) 

309.9 ( F43.9) 

Post-traumatic Stress Disorder for Children 6 
Years and Younger) 
Acute Stress Disorder 
Adjustment Disorders 
Specffe whether, 
(1'43.21) With d epres.-1 mood 

(F43.22) With anxiety 
(F43.2.1) With mixed anxiely and 

depressed mood 
(F43.24) 
(1'43.25) 

With disturbance of conduct 
With mixed disturbance o( 

emotioao; and conduct 
(F43.20) Unspecified 
Other Specified Trauma 4 and Stressor• 
ReJated Disorder 
Unspecified Trauma• and Stressor4 Related 
Disorder 

Dissociative Disorders 
:l00.14 (F44.8 1) 
300. 12 ( F44.0) 

300.13 
300.6 ( F48. I) 
300.15 (F44.89) 
300. 15 ( F44.9) 

Dissociative Identity Disorder 
Dissociative Amnesia 
Specffeif, 
(F44.I ) \VI.th dis.wcialive fugue 
Depersonalization/ Derealiazation Disorder 
Other Specified Ois.sociatiYe Disorder 
Unspecified Dissociative Disorder 

Somatic Symptom and Related Disorders 
300.82 ( F45. I) Somatic Symptom Disorder 

46!1 
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300.7 
300.1 1 

31<> 

{f45.21) 
L._l 

(F44.4) 
{f44.4) 
{F44.4) 
{f44.4) 
{f44.5) 
(F44.6) 
{f44.6) 
{F44.7) 
{f54) 

IJJness Anxiety Disorder 
Conversion Oisorder(Functionnf 
Neurological Symptom Disorder) 
Sp,dfr. symptom type: 
Vii.th weakness or paraJysis 
With abnormal movement 
With swallowing symptoms 
\.Vith :-.i>ee<:h symptom 
\i\fith attacks or seizure.,; 

Vii.th anesthesia or sensory loss 
With special sensory symptoms 
With mixed symptoms 
P:,.1·clmlogical factors Affecting Other 
Medical Conditions 

300. L 9 {F68.JO) Factitious Disorder (includes Factitious
Disorder Imposed on SeJf. Factitiom; 
Disorder Imposed on Another) 

300.89 (F45.8) Other Specified Somatic Symptom and 
Re.lated DisonJer 

300.82 {F45.9) Unspecified Soma.tic Symptom and Related 
Disorder 

Feeding and Eating Disorders 
~7.52 (_._) Pica 

(F98.3) In children 
(FS0.89) In adults 

307.53 (f98.2 1) Rumination Disorder 

307.59 {FS0.89) Avoidnnt/Restrictive Food Intake Disorder 
~7.1 (_._} Anorexia Nervo.o;-11 

S/,('ciffwhether: 
(FSO.O l) R.stricting type 
(F~.02) Binge-eating/purging type 

307.51 (FS0.2) Bulimia Nervos.a 
307.51 (FS:0.81) Binge-Eating Disorder 
307.59 (FS0..89) Other Specified Feeding or £a.ting Disorder 
307.50 (FS0.9) Unspecified feeding or F.nting Disorder 

Elimination Disorders 
:':M>7.6 (f98.0) Enuresis 
tlJ7.7 {F98.I) Encopre.sls 
_ ._ (_._) Other Specified Elimination Disorder 
788.39 {N39.498) With urinary symptoms 
787.60 fRl5.9) \Vith fecaJ symptoms 
_ ._ (_._) Unspecified tliminalion Disorder 
788.30 {R.'12) \Vith urinary symptom.,; 

787.60 (Rl5.9) Wilh fecal symptoms 

Sleep-Wake Disorders 
307.42 (P51.0l) 
~7.44 {f51.I I) 

- ·- L._l 

347.00 

347.01 

347.00 

Insomnia Disorder 
Hyper.somnolence Oisortler 
Narcolepsy 
Spedfr. whether: 
(G47.4 I 9) Narco1epsy without cataplexy 

hut with hypocretin defideucy 
(G47.411) Narcolepsy 1,vith catap1exy but 

without hypocretin deficienc..-y 
(G47A 19) Aulosomal dominant cerebellar 

atflXla. deafne..o;s. and narcolepsy 

347.00 (G47.419) Autosomal dominant narcolepsy. 
ohe..o;ity. and type 2 diabetes 

=~47.10 (G47.429) Narcolepsy secondary to another 
medjcaJ condition 

Breathing-Related Sleep Disorders 
327.23 {G47.33) Obstructive Sleep Apnea Hypopnea 
_._ (_._) Central Sleep Apnea 

Specify whelher: 
327.21 (G47.:i1) Jdiopathic centrnlsleepapnea 
786.04 (R06 .. ~) Cheyne-Stoke.,; breathing 
780.57 (G47.37) Central sleep apnea oomorbid 

with opioid use 
_._ (_ ._) Sleep-Related Hypo1,·entiJntion 

327.24 
327.25 

Specify whether: 
(G47.34) ldiopathic hypoventilution 
(G47.35) Congenital central alveolar 

hypoventilntion 
327.26 (G47.36) Comorbid sleep-related 

hypoventilation 
_._ L._) Circadian Rhythm Sleep-Wake Disorders 

Spttifr whether: 
:i07.45 (G47.2J) De1ayedsleepphasetype 
:i07.45 (G47.22) Advanced sleep phase type 
307.45 (G47.23) Irregular .sleep-wake type 
307.45 
307.4:> 

(G47.24) Non-24,-110u.r-sJeep•wa.ke type 

(G47.26) Shift work 1)1'• 
307.45 (G47.20) Unspecified type 

Parasomnias 
_._ L ._) Non-Rapid Eye ~fovement Sleep Arousal 

Disorder 
Stx:cifr whether: 

:107.4!> {fSl.3) Sleepwnlking type 
307.46 (F5 1A) Sleep terror type 

307.47 (F5l .5) ~ightmare Di.sorder 
327.42 (G47.52) Rapid Eye Movement Sleep Behavior 

Disorder 
~i3.94 (G'15.81) Restless Leg<i Syndrome 
_._ L._) Substance/Medication•lnduced Sleep 

Disorder 
780.52 (G47.09) Other Specified lnsomnh• Disorder 
780.52 (G:17.00) Unspecified Insomnia Disorder 
780.54 (G47.19) Other Specified Hypc~rsomnolencc Disorder 
780.54 (Ci47. 10) Unspecified l-lypersomnolence Di,SOrder 
7$0.5"9 (G47.8) Other Specified Sleep•Wake Discmler 
780.!>9 (G47.9) Unspecified Sleep-,Vake Disorder 

Sexual Dysfunctions 
302..74 (P.52.:rl) Delayed Ejaculation 
302.72 (F52.21) Erectile Disorder 
302.n (Fs2.:-u) PemnleOrgasmicOisorder 
302.72 (F52.22) FemaJe Sexual Interest/ Arousal Di.sorder 
302.76 (F52.6) Genito•Pelvic Pttin/Penetmtion Disorder 
302..71 (P.52.0) ~1lale Hypoactive Sexual Desire Disorder 
302.75 (F52.4) Premature (Early) Ejaculation 
_ ._ L._) Suhstance/ Medication-lnduced Sexual 

Dysfunctions 
302.79 (F52.8) Other Specified Sexual Dy.srunction 
302..70 (P.52.9) Unspecified Sexual Dysfunction 



Gender Dysphoria 
_._ (_._) Gender Dyspl1oria 

302.6 (F64.2) Gender Dysphoria in Children 
302.85 (F64.0) Gender Dysphoria in 

Adolescents and Adults 
302.6 

302.6 

(F64.8) 

(F64.9) 

Other Specified Gender 
Dysphoria 
Unspecified Gender Dyspl1oria 

Disruptive, Impulse-Control, 
and Conduct Disorders 
313.81 (F91.3) 
312.34 (F63.81) 

-·- (_._) 

312.81 
312.82 
312.89 

301.7 (F60.2) 
312.33 (F63.l) 
312.32 (F63.2) 
312.89 (F91.8) 

312.9 (F91.9) 

Oppositional Defiant Disorder 
Intermittent Explosive Disorder 
Conduct Disorder 
Specify wheth er: 
(F91.l) Clilld11ood-011set type 
(F91.2) Adolescent-onset type 
(F91.9) Unspecified onset 
Antisocial Personality Disorder 
Pyromania 
Kleptomania 
Other Specified Disruptive, Impulse-Control, 
and Conduct Disorder 
Unspecified Disruptive, Impulse-Control, and 
Conduct Disorder 

Substance-Related and Addictive Disorders 

Substance-Related Disorders 

Alcohol-Related Disorders 
_._ L._) Alcohol Use Disorder 

Specify current severity: 
305.00 (Fl0.10) Mild 
303.90 (Fl0.20) Moderate 
303.90 (Fl0.20) Severe 

303.00 (_ ._) Alcohol Intoxication 
(Fl0.129) With use disorder, mild 
(Fl0.229) With use disorder, moderate or severe 
(Fl0.929) Without use disorder 

291.81 L._) Alcohol Withdra,val 
(Fl0.239) Without perceptual disturbances 
(Fl0.232) With perceptual disturbances 

_ ._ (_._) Other Alcohol-Induced Disorders 
291.9 (Fl0.99) Unspecified Alcohol-Related Disorder 

Caffeine-Related Disorders 
305.90 (Fl5.929) Caffeine Intoxication 
292.0 (Fl5.93) Caffeine Withdrawal 
_._ (_._) Other Caffeine-Induced Disorders 
292.9 (Fl5.99) Unspecified Caffeine-Related Disorders 

Cannabis-Related Disorders 
- ·- (_._) 

305.20 (Fl2.10) 
304.30 (Fl2.20) 
304.30 (Fl2.20) 
292.89 L._) 

Cannabis Use Disorder 
Specify current severity: 
Mild 
Moderate 
Severe 
Cannabis Intoxication 
Without perceptual disturbances 

(Fl2.129) With use disorder, mild 
(Fl2.229) With use disorder, moderate or severe 
(Fl2.929) Without use disorder 

With perceptual disturbances 
(Fl2.122) With use disorder, mild 
(Fl2.222) With use disorder, moderate or severe 
(Fl2.922) Witl1out use disorder 

292.0 (Fl2.288) Cannabis Withdrawal 
_ ._ (_ ._) Other Cai1nabis-Induced Disorders 
292.9 (Fl2.99) Unspecified Cannabis-Related Disorder 

Hallucinogen-Related Disorders 
_ ._ (_ ._ ) Phencyclidine Use Disorder 

Specify current severity: 

• --

305.90 (Fl 6.10) Mild 
304.60 (Fl 6.20) Moderate 
304.60 
(_ ._ ) 

(Fl6.20) Severe 
Other Hallucinogen Use Disorder 
Specify current severity: 

305.30 (Fl 6.10) Mild 
304.50 (Fl 6.20) Moderate 
304.50 (Fl6.20) Severe 

292.89 (_ ._ ) Phencyclidine I11toxication 
(Fl6.129) With use disorder, mild 
(Fl6.229) With use disorder, moderate or severe 
(Fl6.929) Without use disorder 

292.89 (_ ._ ) Other Hallucinogen Intoxication 
(Fl6.129) With use disorder, mild 
(Fl6.229) With use disorder, moderate or severe 
(Fl6.929) Without use disorder 

292.89 (Fl6.983) Hallucinogen Persisting Perception Disorder 
_ ._ (_._) Other Phencyclidine-Increased Disorders 
_._ (_ ._ ) Other Hallucinogen-Induced Disorders 
292.9 (Fl6.99) Unspecified Phencyclidine-Related Disorder 
292.9 (Fl6.99) Unspecified Hallucinogen-Related Disorder 

Inhalant-Related Disorders 
_._ (_._) Inhalant Use Disorder 

Specify current severity: 
305.90 (Fl 8.10) Mild 
304.60 (Fl 8.20) Moderat e 
304.60 (Fl 8.20) Severe 

292-89 (_._ ) Inhalant Intoxication 
(Fl8.129) With use disorder, mild 
(Fl8.229) With use disorder, moderate or severe 
(Fl8.929) Without use disorder 

_ ._ (_._ ) Other Inl1alant-Induced Disorders 
292.9 (Fl8.99) Unspecified Inhalant-Related Disorder 

Opioid Related Disorders 
_ ._ (_ ._ ) Opioid Use Disorder 

Specify current severity: 
305.50 (Fll.10) Mild 
304.0 
304.00 

292.89 (_ ._) 

(Fll.20) Moderat e 
(Fll.20) Severe 
Opioid Intoxication 
Without perceptual disturbances 

(Fll.129) With use disorder, 1nild 
(Fll.229) Witl1 use disorder, moderate or severe 
(Fll.929) Without use disorder 

With perceptual disturbances 
(Fll.122) With use disorder, mild 

471 
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(Fll.222) With use disorder, moderate or severe 
(Fll.922) Without use disorder 

292.0 (Fll.23) Opioid Withdrawal 
_._ (_._) Other Opioid-Induced Disorders 
292.9 (Fll.99) Unspecified Opioid-Related Disorder 

Sedative-, Hypnotic-, or Anxiolytic-Related Disorders 
_._ (_._) Sedative, Hypnotic, or Anxiolytic Use 

Disorder 

292.89 

292.0 

• --

Specify current severity: 
305.40 (Fl3.10) Mild 
304.10 
304.10 
(_._) 

(Fl3.20) Moderate 
(Fl3.20) Severe 
Sedative, Hyp11otic, or Anxiolytic 
Intoxication 

(Fl3.129) With use disorder, mild 
(Fl3.229) Witl1 use disorder, moderate or severe 
(Fl3.929) Without use disorder 
(_._) Sedative, Hyp11otic, or Anxiolytic Withdrawal 
(Fl 3.239) Without perceptual disturbances 
(Fl3.232) With perceptual disturbances 
(_._) Other Sedative-, Hypnotic-, or Anxiolytic

Induced Disorders 
292.9 (Fl3.99) Unspecified Sedative-, Hypnotic-, or 

Anxiolytic-Related Disorder 

Stimulant-Related Disorders 
_._ (_._) Stimulant Use Disorder 

• --

• --

• --

(_._) 
305.70 
305.60 
305.70 
(_ ._ ) 
304.40 
304.20 
304.40 
(_._) 
304.40 
304.20 

Specify current severity: 
Mild 

Amphetamine-type substance 
Cocaine 
Otl1er or unspecified stimulant 

Amphetamine-type substance 
Cocaine 
Other or unspecified stimulant 

Amphetamine-type substance 
Cocaine 

304.40 
292.89 (_._) 

(FIS.IO) 
(Fl4.10 
(FIS.IO) 
Moderate 
(Fl5.20) 
(Fl4.20) 
(FIS.20) 
Severe 
(FIS.20) 
(Fl4.20) 
(FIS.20) Other or unspecified stimulant 
Stimulant Intoxication 
Specify the specific intoxication 

292.89 (_._ ) Ampl1etamine or other stimulant, Witl1out 
perceptual disturbances 

(FIS.129) With use disorder, mild 
(FIS.229) With use disorder, 1noderate or sever 
(FIS.929) Without use disorder 

292.89 (_._) Cocaine, Witl1out perceptual disturbances 
(Fl4.129) With use disorder, mild 
(Fl4.229) With use disorder, moderate or severe 
(Fl4.929) Without use disorder 

292.89 (_._) Amphetamine or other stimulant, With 
perceptual disturbances 

(FIS.122) With use disorder, mild 
(FIS.222) With use disorder, moderate or severe 
(FIS.922) Without use disorder 

292.89 (_._) Cocaine, With perceptual disturbances 
(Fl 4.122) With use disorder, mild 
(Fl4.222) With use disorder, moderate or severe 
(Fl4.922) Without use disorder 

292.0 

• --
292.9 

(_._) 
(Fl5.99) 
(Fl4.23) 
L._) 
L._) 
(FIS.99) 
(Fl4.99) 

Stimulant Witl1drawal 
Amphetamine or other stimulant 
Cocaine 
Other Stimulate-Induced Disorders 
Unspecified Stimulant-Related Disorders 
Amphetamine or other stimulant 
Cocaine 

Tobacco-Related Disorders 
_._ L._) Tobacco Use Disorder 

Specify current severity: 
305.l (Z72.0) Mild 
305.1 (Fl7.200) Moderate 
305.l (Fl7.200) Severe 

292.0 (Fl7.203) Tobacco Withdrawal 
_._ (_._) Other Tobacco-Induced Disorders 
292.9 (Fl 7.209) Unspecified Tobacco-Related Disorders 

Other (or Unknown) Substance-Related Disorders 
_._ L._) Other (or Unknown) Substance Use Disorder 

Specify current severity: 

292.89 

• --

305.90 (Fl9.10) Mild 
304.90 (Fl9.20) Moderate 
304.90 
(_._) 
(_._) 

(Fl9.20) Severe 
Other (or Unknown) Substance Witl1drawal 
Other (or Unknown) Substance-Induced 
Disorders 

292.9 (Fl9.99) Unspecified Other (or Unknown) Substance
Related Disorders 

Non-Substance-Related Disorders 
312.31 (F63.0) Gambling Disorder 

Neurocognitive Disorders 
-·- (_._) 

• --
• --

292.81 
293.0 

Delirium 
Specify whether: 
(_._) Substance intoxication delirium 
(_._) Substance withdra,.val delirium 
(_._) 
(F05) 

Medication-induced delirium 
Delirium due to anotl1er medical 
condition 

293.0 (F05) Delirium due to multiple 
etiologies 

780.09 (R41.0) Other Specified Delirium 
780.09 (R4 l.O) Unspecified Delirium 

Major and Mild Neurocognitive Disorders 
Major or Mild Neurocognitive Disorder 
Due to Alzheimer's Disease 
_._ (_._) Probable Major Neurocognitive Disorder Due 

to Alzheimer's Disease 
Note: Code first 331.0 (G30.9) Alzheimer's disease. 
294.11 (F02.81) With behavioral disturbance 
294.10 (F02.80) Without behavioral disturbance 

_._ (_._) Possible Major Neurocognitive Disorder Due 
to Alzheimer's Disease 

Note: Code first 331.0 (G30.9) Alzheimer's disease. 
294.11 (F02.81) With behavioral disturbance 
294.10 (F02.80) Without behavioral disturbance 

331.83 (G31.84) Mild Neurocognitive Disorder Due to 
Alzheimer's Disease 



Major or Mild Frontotemporal Neurocognitive Disorder 
_._ L._} Probable Major Neurocognitive Disorder Due 

lo Fronlotemporal Lobar Degeneration 
Note: Code 6~1.331.19 {G31.09) f-rontotempcnaJ di.sea.-.e. 
294. 11 (FO'l.81) With behavioral disturbance 
241. 10 (FCYl.80) VVlthoul behavioral dishlrbance 

_._ L._} Pos.o;ible Major Neurocognitive Disorder Due 
lo Frontotemporal Lobar Degeneration 

Note: Code first3at . l9 (G:ll.09) frontotemporaJ di...;ease. 

'.l41. I I (FO'l.81} With behavioral disturbance 
294. 10 (FCYl.80) Without behaviornJ disturbance 

3:ll.83 (G31.84) MjJd Neu.rocogniti\'e Disorder Due to 
frontolempoml Lobar Degeneration 

Major or Mild Neurocognitive 
Disorder With Lewy Bodies 
_ ._ L._) Probable Major Neurocognitive Disorder 

With Lewy Bodles 
Nole: Code first 331.82 (G3L83) Lewy body disease. 
294. 11 (f02.8J) With behavioral disturbance 
29-1. tO (F02.SO) Without behavioral disb.Lrbance 

_ ._ L._) Pos.o;ihle Major Neurocognitive Disorder With 
Lewy Bodies 

Note: Code 6rst3:U.82 (G31.83) Lewy body disease. 

294. 11 (f02.8J) \\Tith behavioraJ disturbance 
294. tO (F02.SO) Without behavioral disb.1rbance 

331.83 (G31.84) Mild Neuroc:ognitive Disorder WiU, Lewy 
Bodies 

Major or Mild Vascular Neurocognit1ve Disorder 
_ ._(_._)Major Neuroc:ognitive Disorder Probably Due 

to Vascular Disease 
Note: ~o additional medical code for vascular disease. 
290.40 (fOl.51) With behavioral disturbance 
290.40 (F'Ol.50) \\'ithout behavioral disb.lrbance 

_ ._ (_._) Major N'eurocognitive Disorder Po.,;sibly Due 
to Vascular Disease 

Nole: ~o additional medical code for vascular disease. 
290.40 (fOl.51) \Vith behavioral disturbance 
290.40 (F'Ol.50) Without behavioral disturbance 

331..83 (G3 l .84) Mild Va-.cular Neurocognitive Disorder 

Major or Mild Neurocognitive Disorder 
Due to Traumatic Brain Injury 
_ ._ L._) Major Neuroc:ognitive Disorder Due lo 

294.11 
294.10 

Trdllmatic Grain Injury 
(f02.81) With behaviorn.l disturbance 
(F02.80) \\lithout behavioral disht.rbunce 

3:ll.83 (G:i t.84) Mi.Id Neuroc:ognitive Disorder Due to 
Traumatic: Brain lnjury 

Subsrance/ Medication-lnduced Major 
or Mild Neurocognitive Disorder 

Major or Mild Neurocognitive 
Disorder Due to HIV Infection 
_ ._ L._) Major or Mild Neurooog.nitrve Disorder Due 

to HN Jnfection 
2'>4.11 (FO'l.8 1) With behavioral dLo;turbnnce 
294.10 (FO'l.80) \i\1lthout behaviorul disturbance 

331-8:-i (G31.84) Mild Neuroc:ognitive Disorder Due to HIV 
Infection 

Major or Mild Neurocognitive 
OiKtrder Due to Prion Disease 
_._ (_._) Major NeurocognitiYe Disorder Due to Priem 

Disease 
294. 11 (FO"l.81) With beha.vioraJ disturbance 

2.94. 10 ( FOO.SO) \Vithoul behavioral disturbance 
3.1 1.8.1 (G31.84) Mild Neurocognitive Disorder Due to Prion 

Disease 

Major or Mild Neurocognitive Disease 
Due co Parkinson's Disease 
_._ {_ ._) Major Neurocognitive Disorder Probably Due 

to Parkinson's Disease 
Note: Code fi rst 3:12.0 (G20) Parl<lnson·s disease. 

294.1 1 {f02.81) With beha.vfora.l disturbance 
294. 10 {FO"l.80) \\'ithout hehaviornl disturbance 

Major Neurocognitive Disorder Possibly Due 
to Parkinson·s Disease 

Note: Code 6 rsl l.12.0 (G20) Parl<lnson·s disease. 
294.1 1 (F02.8 I) \Vith behaviora) disturbance 
294.10 (f02.80) Without behaviorn.l djsturbanc:e 

3.11.83 {G31.84) Mild N'eurocogniUve Disorder Possibly Due 
to Parkinson's Disease 

Maior or Mild Neurocognitive Disorder 
Due to Huntington's Diiease 
_._ (_._) Major Neurocog.nitive Disorder Due lo 

Huntington·s Oiseuse 
294. 11 (FO"l.8 1) Withbehavforllldisturbance 

294.10 (F02.80) Without behavioral disturbance 
3.1 1.S.1 (G3l.84) .Mild Neurocognitive Disorder Due to 

Huntington·s Disease 

Major or Mild Neurocognitive Disorder 
Due co Another /',\edical Condition 
_._ (_ ._) Major Neurocognitive Disorder Due to 

Another Medical Condition 
2.94. 11 (F'00.8 1) \Vilh behavioral disturbance 
294. 10 (FO'l.80) \Vithout behavioral disturbance 
3..1 1.83 (G31.84) .Mild Neurocognitive Disorder Due lo 

Another Medi.cal Condition 

Major or Mild Neurocognitive Disorder 
Due to Multiple Etiologies 
_._ (_ ._) Major Neurocognitive Disorder Due to 

Multiple Eliologies 
294. 11 (F02.81) With behavioral disturbance 
294. 10 (F02.80) Without behavioral disturbance 
3..'lUtl (G:31..84) Mild N'eurocognitive Disord<~r Due Lo 

Multiple Etiologies 

Unspecified Neurocognitive Disorder 
799.59 (R4 1.9} Unspecified Neurocognith•e Disorder 

Personality Disorders 

Cluster A Personality Disorders 
301 .0 ( F60.0) Paranoid PersonaJUy Disorder 
301.20 (F60. I ) Schizoid Personality Disorder 
301.22. (F2 1) Schi7.olypal Personality Disorder 
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Cluster B Personality Disorders 
:tO t.7 {F60.2) Antisocial Personality Disorder 
:tOt.83 {F60.3) Borderline Personality Disorder 
30 1.50 (F60.4) Hist..rionJC Personality OisonJer 
301.8 1 (F'60.S 1) Narci.ssistic Personality Disorder 

Cluster C Personality Disorders 
:tO t.82 {F60.6) Avoidnnt Personnlity Disorder 
301.6 {F60.7) Depend ent Personality Disorder 
30 1.4 {f60.5) Obses..o;ive-Compulsive Personality Disorder 

Other Personality Disorders 
310. l (f07.0) PersonaJjty Change Due to Another Medjal 

Condilion 
301.89 {F60..89) Other Specified Personality Disorder 
30 L.9 {P60.9) Un.spedfied Personality Disorder 

Paraphilic Disorders 
:~>2.82 (F'65~~) Voyeuristic Disorder 
302.4 (P65.2) ExhibiUonistic Disonler 
302.89 {F65.8 1) f rotteurislic Disorder 
302.83 (F'65-.5 1) Sexual Masochism DLo;order 
~ .84 (f6S.52) Sexual Sadism Disorder 
:~2.2 {F65.4) Pedophilic Disorder 
302.S l {F65.0) Fetishistic Disorder 
302.3 (f65.I) TmnsvesticOisorder 
302.89 {F'65.89) Other Spt.-cified Parnphih c Disorder 
302.9 (f6S.9) Unspecified ParaphiHc Disorder 

Other Mental Disorders 
294.8 {f06.8) Other Specified Mental Disorder Due to 

Another Medical Condition 
294.9 (F09) Unspecified MentaJ Disorder Due to Another 

Medical Condition 
300.9 (F99) 
300.9 (F99) 

Other Specified Mental Disorder 
Unspecified Mental Disorder 

Medication-Induced Movement Disorders 
and Other Adverse Effects of Medication 
:t'l2.l {G2J. I I) NeuroJeptic-lnduced Parldnsonism 
332.1 {G2J .19) Other MedJcat:ion-lnduccd Pnrlcinsonism 
333.92 (G2J.O) NeuroJeptic Malignant Syndrome 
33..1.72 {G24.02) Medication-Induced Acute Oyston la 
33..'l.99 {G25.71) Medication-lnduced AcuteAknlhisia 
:!l.'t .85 {G24.0I) ThnliYe Oyskinesia 
3:t.'l.72 {G24.09) Tardive Oystonia 
333.99 (G25.71) Tarclh·eAkathisia 
33.."l 1 {G25. I) Medication-Induced PosturaJ Tremor 
33..1.99 {G25.79) Other Meclicntion•lnduccd Movement 

- ·-

- ·-

L._J 
995.29 
995.29 
995.29 
L._! 
995.20 
995.20 
995.20 

Disorder 
Antidepressant Oiscontinuatfon Syndrome 
(T4:3.205A) Initial encounter 
(T43.20.)D) Subsequent em:ounler 
(T43.205S) Sequelae 
OU1e.r Adverse Effect of Med ication 
{1'50.90.;A) lnitiaJ encou nter 
(T50.905U) Subsequent encounter 
(1'50.905$) Seque:Jne 

Other Conditions That May Be a 
Focus of Clinical Attention 

Relational Problems 

Problems Related to Family Upbrmgmg 
V61.20 (262.820) Parent-Child Relldional Problems 
\161.8 (262.89 1) Sibling Relational Problem 
V61.8 (262.29) Upbringing J\way From ParenLs 
\161.29 (Z62.S9S) Child Affected by P..uental Relationship 

Oistre.ss 

Other Problems Related to Primary Support Groups 
V61.03 (263.0) Relationship Oistres.-. W ith Spouse or 

Intimate Partner 
V()l.03 (263.5) Disruption of Family by Separation or 

Divorce 
V61.8 (263.8) 1-ligh £.xpre.,;sed Emotion Level \V'ithin Family 
V62.82 (263.4) UncompLicated Bereavement 

Abuse and Neglect 
Child Maltreatment and Neglect Problems 

Child Physical Abuse 

C/11/d Phys,col Abuse. Confirmed 
995.54 (T74. 12XA) JnitiaJ encounter 
995.54 (T74. J2,XO) Subsequent encounter 

C/11/d Phys1<al Abuse. Suspected 
995.54 (T76. J2XA) Jnitia.J encounter 
995.54 (T7(,. J2,XO) Subsequent encounter 

Other Circumstances Related to Child Phys,co/ Abuse 
V61.21 (269.010) Encounter for mental h ealth sen ,;ces for 

victim of chiJd abuse by parent 
V61.2 1 (269.020) £ncounter for mentul health services for 

victim of nonparentuJ chHd abuse 
V 15.41 (262.810) Personal history (past hi.story) of physical 

abuse in childhood 
V61.22 {269.01 I) £.ncounter for mental h ealth services for 

perpetrator of pa.rental child abuse 
V62.83 {269.02 I) [ncounter for mental health services for 

perpetrator of nonparental child abuse 

Child Sexual Abuse 

C/11/d Sexual Abuse. Confirmed 
995.53 (T74.2'1XA) lnitia.J en counter 

995.5..'l (T72.22XD) Subsequent encounter 

C/11/d Sexual Abuse. Suspected 
995.53 (T76.22XA) Jnitinl encounter 
995.5..'l (T72.22XD) Subsequent encounter 

Other Circumstances Related to Child Sexual Abuse 
V61.2l (269.010) .Encounter for mental health services for 

victim of child sexual abuse by parent 
V61.2 1 (269.020) £ncounter for mental health services for 

victim of nonparentaJ child sexual abuse 
VJ5.4 1 (262.810} Personal history (past history) of .sexual 

abuse in childhood 
V61.22 {269.01 I) .Encounter for mental health services for 

perpetrator of parental child sexual abuse 
V62.83 {269.02 I) Encounter for mental health services fo r 

perpet.rulor of non parental child sexual abuse 



Child Neglect 

Child Neglecr. Co,iftmied 
995.52 (T74.02XA) [n.itial en counter 

995.52 (T74.02XD) Subsequent e ncounter 

Child Neglecr. Suspected 
995.52 (T76.02XA) lnltiaJ encounter 
995.52 (T76.02XD) Subsequent encounter 

Other Circumstances Related to Ch/Id Neglect 
V6 1.2J (Z69.010) Encoun ter fo r me ntaJ health seniccs for 

victim or child neglect by parent 
V6 1.21 (Z(f).0'20) Encoun ter fo r mentaJ healtl1 services for 

victim of nonparental chiJd neglect 
Vl5.42 (Z62.8J2) Per.sonal hlstory {pa..o;t history) of neglect in 

chjJdhood 
V6 t .22 (Z69.0 J I) Encoun ter fo r me ntal health services for 

perpetrator of parenlal child neglect 
V62.S3 (Z69.0'2I) Encoun ter fo r mental health services for 

perpetrator of nonpn.rentaJ child neglect 

Child Psychological Abuse 

Child Psychologu:al Abus,, Confirmed 
995.51 (T74.32XA) [n.itiaJ encounter 
995.5 1 (T74.32XD) Subsequent encounter 

Child Psychologu:al Abus,, suspected 
995.51 (T76.32XA) [n.itiaJ encounter 

995.51 (T76.32XD) Subsequent encounter 

Orher Circumstances Related to Child Psycholog,ca/ Abuse 
V6 l.21 (269.010) Encoun ter fo r me ntaJ health seniccs for 

victim or c hild psychologica.J abuse by parent 
V6 1.21 (Z69.020) Encounter fo r mental healll1 services for 

victim of nonparental chiJd psychologicnl 
abuse 

Vl5.42 (Z62.81 I) Personal history ( pa.st history) of 
p~-ychological abuse in c,hildhood 

V6 1.22 (Z69.0 l I) Encoun te.r fo r mental healtl1 services for 

perpetrator of parental child psychological 
abuse 

V62.83 (Z69.0'll) Encoun ter fo r me ntaJ health senices 

for pe rpetrator of nonpanmtnl chi.Id 
p~-ycho1ogical abuse 

Adult Maltreaanent and Neglect Problems 

Spouse or Parmer Violence, Physical 

Spouse or Partner Violence, Physical Ctinftrmed 
995.81 (1'74.l l XA) [nitia l encounter 
995..81 (1"74.1 l XD) Subsequent encounter 

Spouse or Partner Violence, Physical Suspected 
995.81 (1'76.1 l XA) [nitia l encounter 
995..81 (1"76.1 l XD) Subsequent encounter 

Orher Grcumstonce.s R~lared to Spo11.se 
or Parmer Violence, Pliys,caJ 
V6 I. I l (Z69.I l ) Encounter for mentaJ health services for 

\'ictim of spouse o r partner ,iolenc:e. physical 

Vl:l.4 1 (291.410) Personal history ( past history) of spouse or 
partner ,io1encc. physical 

V6 l.12. (Z69.12) Encoun ter fo r me ntaJ health senices for 

perpetrator of spouse or partner ,i olence. 
physical 

Spouse or Parmer Violence, SexuaJ 

Spouse or Partner v,olence, Sexua! Confirmed 
995.83 (T74.21XA) Initial encount.er 

995.8.1 (T74.21XD) Subsequent encounter 

Spouse or Partner v,olence, Sexua! Suspected 
995.83 (T76.21XA) lnitial encounter 

995.8.1 (T76.21XD) Subsequent encounter 

Other Ctf!umsrances Related ro Spouse 
or Partner Vtotence. Sexual 
V6 1.l I (269.SI) Encount.er for m enhll health services for 

victim of spouse or partner ,;olence. sexual 
VIS.4 I (291.410) Personal history (pai.1. hist.ory) of spouse or 

partner violence. sexual 
V6J.12 (2!,9.12) Encounter for m ental health se.n;ces for 

perpetrator of spouse or partner viole nce. 

sexuaJ 

Spouse or Parmer Neglect 

Spouse or Partner Neglect Confirmed 
995.$5 (T74.0IXA) lnilial encounter 

995.SS (T74.0IXD) Subsequent encounter 

Spouse or Partner Neglect Susp,,cred 
995.85 (T76.0IXA) lnilial encounter 
995.85 (T76.0IXD) Subsequent encounter 

Other Orcu,nsrances Related to Spouse or Partner Neglea 
V61.l I (269.l l) £.ncounter for m ental health services for 

,ri.ctim of spouse or partner neglect 

V15.42 (296.4 12) Personal hi.story (pa~-t history) of spouse or 
partner neglect 

V6l.l2 (269.12) Encounter for mental health services for 

perpetrator of spouse o r partner neglect 

Spouse or Parmer Abuse. Psychological 

Spouse or Partner Abuse, Psyr:l>ologica! Confirmed 
995.82. (T74.31XA) Initial encounter 

995.82 (T74.31XD) Subsequent e ncounter 

Spouse or Partner Abuse, Psyr:l>ologica! Suspected 
995.82 (T76.3lXA) Jnitial encounter 

995.82 (T76.31XD) Subsequent e ncounter 

Other Cinumsrances Related ro Spouse 
or Partner Abuse, PsycJiolog,cal 
V6l.l I (2!,9.l I) Encounter for m ental health se.n;ces for 

victim of spouse or partner psychologicel 
abuse 

VLS.42: (296.41 1) Pe.rsonal history (past history) of spouse or 
partner psyclm1ogical abuse 

V6 J. l 2 (269 . .1 2) Encounter for m ental health service.-. 

fo r perpetrator of spouse or partner 
psychologicaJ a buse 

Adult Abuse by Nonspouse or Nonparmer 

Muir Physical Abuse by Nonspouse or Nonparrner. Confirmed 
995.$1 (T74.l lXA) lnilial encounter 
9')5.81 (T74. l lXD) Subsequent e ncounter 

Adulr Physical Abuse by Nonspause or Nonparrner, SUspecred 
995.$1 (176. 1 lXA) lnilial encounter 
9')5.81 (T76.J IXD) Subsequent e ncounter 

475 



476 

Adult Sexual Abuse by Nonspouse or Nonpartne,; Confirmed 
995.83 {T74.2 lXA) lnitial encounter 
995.83 (T74.21XD) Subsequent encounter 

Adult Sexual Abuse by Nansp,,us,, ar Nanpartner, Suspected 
995.83 (T76.2 lXA) lnitial encounter 
995.83 {1'76.2JXD) Subsequent encounter 

Adult Psycholag,cal Abuse by Nornpouse 
or Nonportner. Confirmtd 
99-5.82 {1'74.3JXA) lnitial encounter 
995.82 {T74.3 1XD) Subsequent encounter 

Adult Psycholag,cal Abuse by Nonspouse 
or Nonpartner. Suspeaed 
995.82 (1'76.3 1XA) lnitilll encounter 
995.82 (1'76.3 l XD} Subsc.-quent encounte r 

Olhe.r Orcumstances Related to Adult Abuse 
by Nonspouse or Nonpartner 
V65.49 {269.8 1) Encounter fo r mental health senices fo r 

victim or nonspousal aduJt abuse 
V62.83 {269.82} Encoun ter fo r mental health services fo r 

perpetrator of nom.-pousnl aduJt abuse 

Educational and Occupational Problems 

Educational Problems 
V62.3 (255.9) Academic or Edu<.-ationa.J Problems 

Occupational Problems 
V62..21 (Z56.82) Problem Related to Current Military 

Deployment Stutus 
V62.29 {2.56.9) Other Problem ReJuted to Employment 

Housing and Economic Problems 

Housing Problems 
V60.0 {Z59.0) Homelessness 
V60. I fZ59. l) Inadequate Housing 
V60.89 {259.2) Discord With Neighbor. Lodger. or Landford 
V60.6 (259.3) Problem Related to Llvlng in a Re.sidentia.J 

Institution 

Economic Problems 
V60.2 (259.4) Lack of Ad equate Food or Safe Drinking 

Wat.er 
V60.2 {Z59.5) Extreme Poverty 
V60.2 fZ59.6) Low Income 
V60.2 (259.7) ln.suffident Social lnmrance or Welfare 

Suppo rt 
V<,0.9 (2.59.9) Un.specified Howdng or Economic Problem 

Other Problems Related to the Social Environment 
V62.89 (260.0) Phas• of Life Problem 
V60.3 (Z60.2) Problem Related to Li\ring Alone 

V62.4 (Z60.3) Acculturation Difficulty 
V62.4 {260.4) Social Exclusion or Rejection 
V62.4 (260.5) Target of (P~rcei\·ed) Adverse Discrimination 

or Persecution 
V62..9 (260.9) Unspecified Problem Related to SociaJ 

Environment. 

Problems Related to Crime or Interaction 
\Vith the Legal System 
V62.89 (265.4) Vic tim of Crime 
V62.5 (265.0} Conviction in Civil or Criminal Proceedin gs 

V62.5 
\162-5 

(265.1) 
(265.2) 
(265.3) 

Without Imprisonment 
lmprisonment or Other lncarceration 
Problems Related to Release From Prison 
Problems Relaled to Other LegaJ 
Circumstances 

Other Health Service Encounters for 
Counseling and Medical Advice 
\'65.49 (Z70.9} Sex CounseUn g 
V65.40 (27 J .9) Other Counseling or Consultation 

Problems Related to Other Psychosocial, 
Personal. And Environmenral Grcumstances 
V62.89 (265.&) Religious or Spiritual Problem 
V61.7 (2(>4.0) Problems Related to Unwanted Pregnancy 

V6L5 (264.1 ) Problems Relaled toMultiparity 
V62.89 (264.4} Discord With Social ,Sen,;ce Provider. 

lncluding Probation Officer. Case Manager. or 
Social Services \\'orker 

V61.89 (265.4) Victim of1'enorism o r Torb.lre 
V62.22 (265.5) E.xposure to Oi.suster. ¼rar. or Other 

Hosl'ilitie.-. 
\162.89 (265.8) Other Problem Related to Psychosodal 

Circumstances 
V61.9 (265.9) Unspecified Problem Related to Unspec ified 

Psychosocial Circumstances 

Other Circumstances of Personal History 
V 15.49 (29 1.49) Other PersonaJ History of Psyt:hological 

T rauma 
\'15-59 (Z9L5) Personal Hi.story o(Self*Harm 
V62.'22 (Z9J .89) Personal Hi.story o£Military Deployment 
\f 15.89 {Z9J .89) Other Pcm«mnJ Risk factors 

V69.9 (272.9) Probl•m Related lo Lifestyle 
\171.01 (272.81 L) Adult Antisocial Behavior 
V7l.02 (272.810) Child or Adole.sc.-ent Anti.social Behavior 

Problems Related to Access to Medical 
and Ocher Health Care 
V63.9 (275.3) Unavailability o r Inaccessib ility of Health 

Care Facilities 
V63.8 (Z75.4} Una\·ailability o r lnaccessibility o f Other 

Helping Agencies 

Nonadherence to Medical Treatment 
V15..81 (29 1.19) Nonadhe.re.nce to Medical Treatm ent 
278.00 {F.66.9) Ovenveightor Obesity 
V(.,5 .2 (Z76.5} Malingerin g 
V40.3 I {Z9J .83) Wand erin g Associah.-<l \Vath a Mental 

Disorder 
V61.89 (R4 J.83) .Borderline Intellectual functioning 
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Glossary 

A 

AbasiB 

1he inability to walk 37 

Abnormal behavior 
&ha.vior that is culturally jnappropriatc. is 
nccompanicd hy subjective distress. and involves 
a psychological ilnpairmcmL (inability to cope with 
lffes demands) 3 

Abstlnru1ce violation effect 
~the tendency of an abstainer to conclude that 
relapse indicates the faHIJJ'(! oftrcatmcul 

Addiction 

351 

Chronic pattern of habitual maladaptive b.chavior. 
often experienced as compulsive and uncontTollable, 
that tends to provide immediate gratification 325 

Affective Oattenlug 
Lack arrange of emotions 256 

Agn.osia 

Failure to recognize famiUar objeclS or people 431 

Agonisl 
Chemical that can substitute for another substance 
at receptor sites 346 

Agreeableness 
Pcrsonalit y factor associated with a tendency to 
he caring. hclpfuJ. and cooperative 193 

Alogla 
lmpoveris.hed speech that conveys little 
in rormation 

Aluenorrbca 
Absence of menstruation in a woman of 

252 

reproductive age 398 

Amncslicdlsordcr 
Disorder in which the ahilitv lo learn and recall 
new information is impairecl without impaired 
consciousness or cognitive deficits 439 

Aruniocentesls 
Taking a sample of amniotic fluid to conduct 
genetic tcst.s on a fetus 365 

Analgesic 
A drug that rcducl'S pain 325 

Androgen insensitivity syndrome 
Condition in which a geneticaJly male fetus is 
insensitive to the effects of androgen and develops 
genitalia resembling a female 24--1 

AnestJ1esia 
A lack of ordinary scn.sation in which the body 
surface becomes insensitive to touch. pain. or beat 37 

AnJ1edouia 

Loss ofintercst or pleasure in all aspects of life 256 

Antagoni.st 
Chemical thaL blocks receptor sites for another 
substance 347 

Anterograde an1ne-sia 
lnabiHty to form new memories 439 

Anxiety 
A sense of worry, concern. or apprehension 

AJ>hasla 
A language disturbance involving impairment in 
understanding or expressing language 430 

Aphollia 
lnabiJjty to make speech sounds. \vithout apparent 
physical basis 171 

Apraxla 
Impaired ability Lo execute motor activities. 
although motor functions arc intact 4.31 

As1>hyxiophilia 
Intentional deprivntion of oxygen to increase 
intensity of sexual nrousaJ or orgasm 239 

AttrlbuUon model of dcpre.s.sion 
View that depression is cau...;cd by a pessimistic 
attribution style that emphasizes internal. stable. 
and global factors to explain personal problems 304 

Automatic thoughts 
Covert self-statements, often pessimistic and 
negative. that occur readily and may contribute to 
depress-ion 303 



Autonomic rtervous system 
Portion of the nervou..(; system that controls the 
functioning of many intcnl:al bodily processes, such 
as hl!art rate, d igestive processes. ;.tnd so on 114 

Autosuggcstion 

C 

Case study 
111c in-depth examination of an individual clinical 
cas,; JO 

lnflucndng one's own altitudes or behavior: 
self-hypnosis 38 Cataplexy 

Avolitlon 
Inability to initiate and complete goal~dirccted 
activities 259 

Axon 
Part or the nc.uron tJ1at carries neural impulses Lo 
oll1er cells 7 1 

B 

Behav iorism 

An approach to understanding behavior that 
emphasizes the relation between observable 
behavior and specifiable environmental events 
(or stimuli) 57 

Bereavement 

A norm.al reaction of grief and sadness in response 
lo the death of a loved one 124 

Blbllotbcrapy 
'Ille use of selected writt('n. materials that may 
have particular Hfc significance as an adjunct in 
psychotherapy 212 

Big Five 
Dimensional model or personality that cmphasi.7.es 
the mixture of five main factors: openness to 
experience. conscientiousness, extroversion. 
agreeableness. and ncuroticism 192 

Binge eating 
Eating much larger amounts of food than normal 
within a given time 400 

Bipolar 
Referring to the two cxtrc.mc poles of mood: mania 
and depression 31 I 

Broca's aphasia 
Language disturbance in\·olving slow, effo1'tful 
articulation that conveys little expressive 
information -124 

Sudden loss ofmuscJc control without loss of 
consciousncss 

Cato.tonJo 
Unusual movement or immobiJity associated 
with psychosis 

Catecholamine hyJ>Olbesls of depression 
Proposed that the mood disorders resuhcd from 
a rclativc depiction of norcpincphrine in the brain 
(hence. MAO-I drugs were useful because they 

409 

255 

enhanced NE nctivity) 75 

Chromosome 

Elongated body in the cellular nucleus that 
carries genetic in formation (1l1erc arc 23 pairs of 
chromosomes io hwua.n somatic cells.) 66 

Chronotl1erapy 
1herapy that shifts the sleep-wake cycle in order 
to reset the circadian clock 310 

Cingulotomy 
Psychosurgica] technique that severs fibers 
connecting the anterior cingulatc cortex to the 
frontal lobes 156 

Cirr hosis 
Dc..gencrati\•e chronic disease jn whkh liver cells 
are replaced by scar tissue. 340 

Clanging 
The use of a word because of its sound rather than 
its meaning: 252 

Cognitive restructuring 
1herapcutic technique in which dysfunctional 
thoughts and belief.s arc examined and challenged 131 

Competency 
1l1cmental abiUtyto handle one's own legal affairs and 
to understand and assisl in legal proceedings 448 

Compulsion 
Action U1at one feels compeUcd to perform 153 
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Corupulerlzed a.x:Jal tomograpby(CAT or Cl') 
Computc.r•guidcd X-ray technique to image 
tbree-dimcnsicmal representations of the brain 
and other organs 105 

Concordance 
Jn genetic research. the degree to which related 
individuals share a similar trait 

Concussion 
Closed-head injury in which tJ1c brain is subjected 
to mcchanjcal forcc5 sufficient to cause confusion. 
temporary incapacity. or tt"!mporary loss of 

69 

Contingency 
11,c specified dependency between a behavior and 
its antecedents and consequences 59 

Control group 
Group that is treated similarly to the experimental 
group in an cxpcrirncntal design. except that no 
manipulation is performed 1-1 

Con,·crsion 
1J1e notion that psychic energy or stress may be 
co1wcrtcd into physical symptoms 171 

consciousness -I38 Coprolalla 

Conditioned rclnforcer 
Consequence that has gained ITS reinforcing value 

Verbn.J obscenities or socially unacceptable 
verbalizations, often emitted as vocal tics 371 

by being paired with other rcinforcers 59 Corrclation coe.fflcient 

Conditioned response 
A rc~~onsc that is elicited by a conditioned stimu lus 
after repeated pairing with an unconditioned 
stimulus 39 

Conditioned sthnulus 
An origina11y neutral stimulus that becomes capable 
of eliciting a conditioned response after repeated 
pairing with an unconditioned response 39 

Conditioned taste aversion 
Aversion to a novel Oavor. produced by pairing of 
that Oavor with nausea or illness l l 9 

Confabulation 

1:iunnggaps in memory with imaginary 
rccolJc-ction 

ConJldenllallty 
An ethical obligation on the part of the therapist 

341 

not to reveal sensitive information to others 460 

Congenital adrenal hyperplasia 
Condition in which fetal exposure to androgens 
rcsuJls in masculiuizatioo of the genitals ofa 
genetic female 24---1 

Conscientiousness 
Personality factor associated with a tendency to 
be ol'ganized, sclf•disciplincd. and responsible 193 

Construct 
Hypothetical or theoretical concept that cannot be 
measured dirccLly 12 

ConslTuct valldll)' 
The degree to which an assessment measures the 
hrpothctical construct that it claims to measu.re 12 

A ,ncasurc of the direction and strength or the 
relationship between variables 13 

CorrelationaJ rescarcb 
\Vbcn the investigator attempts to demonstrate 
an association or correlation between two or more 
measurements 13 

Co,·crl sensitization 
Form of behavior therapy in which a person is asked 
to imagine an upscttingS-CC11e in order to produce a 
form of aversion conditioning 64 

Culrural relativity 
'Ute perspective that different cultures may use 
different standards iu defining abnormality 

D 

Oanecmania 
Episode of apparent mass madness in which groups 

4 

of people danced in the streets 27 

Defense mechanism 

In Freudian thcol'y. strategy whereby a person a.voids 
anxiety-arousing experiences 51 

Delirium 
Rapidly developing change in consciousness that 
invoh•es impairment in memory and cognition and 
reduced attention to surroundings 426 

Delusion 

false- belief that is firmly held. contrary to evidence 
and the consensus of other people 25:i 



Dementia 
Global dcvclopmcnl of multiple cognitive deficits in 
memory. speech. and c.xecuti\'"C functioning 429 

Demonology 
'lbc belief that possc~~sion by demons or spirits 
explains abnormal behavior 

Dendrite 
Branching fiber or a neuron that receives input 

26 

from other neurons 71 

Dc1>e.nde11ce 
A persistent pattern of drug use involving tolerance. 
witJ1drawa.J, or inability to cut down dosage 144 

Dcpre-ssant 
Drug that depresses the central nervous system and 
produces drowsiness and sedation 345 

Dla,,anostlc reliability 
Consistency and agreement between clinicians in 
use of a diagnostic label 9, 94 

Diagnostic validity 
lhc- extent to which a diagnosis measures what it 
purports to measure 94 

DiatJ,e.si.s•sl re-s.s model 

A model of mental disorders that proposes they 
develop when an individual with a predisposition 
(djathesis) experiences significant psychological 
stress J23 

Dlscrhnlnation 
Nal'rowing the range of controlling stimuli for a 
response 39 

Discrhninath•e s tin1ulus 

A stimulus that ser\'cs as a signal that a certain 
response will lead to a reinforcer 

Oisplaoome..nt 

60 

Defense mechanism in which the person shifts a 
reaction from the original target person or situation 
to soruc othC"r person or situation (e.g .. anger 
displacement from boss to family) 52 

Dissociative Identity disorder 
Rare dissociattve reaction in which relatively 
separate and distincti\'e personalities develop 
within the same person 

Disturbance In executive rwiction 
An impairmcnL in the ability to plan and execute 

30 

actions 43l 

Dopamine hypotJ1eslls of schhoph.renia 
Proposed lhat the disorder was caused by cxcessii.'l' 
dopamine activity in l11c brain (hence, DA-blocking 
drugs like 1l1orazinc were useful) 75 

Double-blind design 
1)'pe of c..'\'.pcrimentaJ design in which both subjects 
and personnel arc kept bHnd with respect to whether 
a subject is in the cxpc.rimentaJ or control group 15 

Down syndrome 
A condition associated with intellectual disability 
caused by trisomy of chromosoinc 21 365 

Dualism 
1hc belief that mind and body arc separate and 
follow different laws 33 

Dar!,amru.Je 

Legal guideline that insanity concen1s the extent 
to which the criminal act was a product ofmcuta.J 
disorder 452 

Dyssomnia 
Sleep disorder that is concerned wilh abnormal 
sleep amount. quality. or timing 405 

E 

Echolalla 
Rcpctirion of words or phrases spoken by mother 
person 253 

Ecbopraxla 
Repetitively imitating the movements of others 255 

Ego 
In frcudian theory, that part of the mind that 
mediates between id impulses and external reality 52 

Electroconvulslve iberapy(ECT) 
1herapcutic induction of convulsive sejzurcs by 
applying electrical current to tJ1c brain: found to 
have some cffcctivC'ncss with severe depressions 74 

ElttlroenL'epbalogram (EEG) 
A record or electrical activity of the brain in terms 
ofbrrun frequencies, measured from the scaJp 97 

EncepballliB 
JnOamrnation of the bra.in 367 

Endopbeuotype 
Observable trait that can scn•e as a biomarkcr for 
a disorder 270 

481 



482 

Epidemiological res earch 
1hc study oft.he incidence of a disorder in a 
population 

Epigenetics 

11 

Fear 

A sense or dread. terror. or fr ight 140 

1:etal alcohol syndrome 
ConstcUation or rctaJ ahnormaJjties rc-sultlng from 
maternal alcohol use du.ring pregnancy 341 Study of heritable phcnotypic variation resulting 

from environmental conditions and life 
experiences 68 Fixation 

Exorcis m 
'lbc practice of expelling demons from a body that 
they possess 26 

Exp•rlmcotal group 
Group on wl1icb manipulation of interest is 
perfom1cd in an experimental design 

Experlmentnl method 
Research method in which conditions are 
manipulated in order to test the effects of 
manipulations on various measures 

Exposure and response prevention (ERP) 

14 

14 

Prolonged exposure to a fear• or anxicty•producing 
stimulus or situation while escape, or the compulsi\lc 
net. is prevented 156 

Expressed emotion (EE) 

Vlithin family dynamics. the express-ion or criticism. 
hostility. and emotional ovcii nvolvcmcnl 274 

Exteroceptin, 

In Freudian theory. an unusual investment of 
libidJnaJ energy at a certain psychoscxual stage 54 

Flashback 
Re-experiencing some of the symptoms of 
intoxication in the absence of recent ingestion 344 

l' loodlng 
'OterapcuLic technique in which the person is made 
to con.front the stimuli that arouse anxiety until the 
anxiety extinguishes 130 

l' raglle X syndrome 
Condition in which the t ip of the X chromosome is at 
risk or separation 365 

Frat•rnal or dizygotic (DZ) twins 
l\vins that rcsuJt from the simu ltaneous fcrti li.1 .. ation 
of two separate ova. with such a pair having the 
same degree or genetic similaril y as any t, .. ·o nontwin 
siblings born to the same parents 68 

Free association 

Basic proccclu re in psychoanalysis tn which the 
.Re.la ting to extcrnnl. environmental stimuLi l43 patient is asked to say, wilhout cc.nsorship. whatever 

Extinction 
Gradual disappearance of the conditioned response 
after pairings between the conditioned slimulus ru1d 
the unconditioned stimulus are discontinued 39 

Extroversion 
Personality factor associated with the tendency to be 
outgoing or socially gregarious 192 

F 

Factor analysis 
Mathematical technique to analyze a matrix or 
correlations to reduce dimensions and identify 
factors that may simplify the relationships 192 

Fainting 
Loss of consciousness. slowing of hcarl rat<::. and drop 
in blood pressure often associated with acute fear 
states 140 

comes to mind 55 

l'unctlonill MRI ~lRI) 
Imaging technique that uses magnetic fie lds to 
detect changes i n blood now. producing a measure of 
brain activity 105 

G 

Ga.mbler,s fallacy 
1he inaccurate belief that past losses alter the future 
likelihood ofa win 355 

Gene 
Unit ofhcreditaryjnformation carried in a 
chromosome by DNA 

General adaptation syndrom• (GAS) 

66 

A generalized model of physicnl stress response that 
includes the alarm stage. the resistance stage. and (if 
stress continues) the exhaustion stage J 13 



Gene.rat pare.sls 
Severe disorder characterized by various mc.ntal 
symptoms as wcJI as bodily p.a..ralysc-s; caused by 11 

syphilitic in foction of the brain 34 

Gcne.raUzalJon 
Responding similarly to similar stimuli 39 

Generalized amnesia 
Complete loss of rncmory for one's Life history 177 

Genotype 
Total set of inherited charactc1i.slic-s determ ined by 
a person·s genetic makeup 66 

Glo,re or sleeve anesthesia 

A condition in which the insensitive arc.a of the 
hand or arm corresponds with that which would be 
covered by a g love or sleeve 37 

H 

Habit reversal therapy (HJIT) 
111crapy tJmt involves awareness trai ning and 
engagement in a response that is incornpatiblc 
v.ith the compulsion 

Habituation 
Lessening of a response as a runction of repeated 

158 

presct1tations of the eliciting stimulus 130 

HaJluciuatlou 
Sc.nsation or perception in the absence of an 
externaJsourcc 254 

UaJJuclnogeu 
Drug that produces marked changes in 
perception 

He01ianes tJ1e.sia 

344 

A condition in which the whole of one side of the body 
becomc-s in.sensitive to touch. pain. or heat 37 

Homeostasis 
State of cquiUbrium or balance in a dynamic 
S\IStcm 116 

Humanis tic approach 
Emphasis on viewing people as whole human 
beings rather than anaJy'Z.ing them in an impersonal 
~b~n 77 

Hypnosis 
A tranccHkc state induced th.rough suggestion in 
cooperative .subjects 36 

Hypopnea 
Reduction in airOow. related to unusual ly sJowor 
shallow breathing 4IO 

Hypovcnlllallon 
Dccrc.ased level of oxygen and increased level of 
carbon dioxide in the blood 410 

Uysterio 
A condition that includes cmotionaJ arousal 
and physical symptoms that seem to have no 
organic basis 

I 

Jatrogcnesls 
111c inaJvc.rtcot and avoidable induction of a 
condition or d isorder by a the.rapist du ring the 
treatment process 

Id 

35 

179 

In 1-'rcud inn theory. t hat part of the mind from whid1 
instinctuaJ impulses originate 52 

Ideas of .reference 
Fals~ interpretation of events in terms of specia l 
meaning for the self 198 

Identical or 01onozygolle (AlZ) twins 
1\vins resulting from the splitting of a single 
fert ilized ovum who ha,•c exactly the same genetic 
makeup 68 

lllu.sion 
1hc incorrect perception of sensory stimuli 25~ 

In vivo exposure 
Exposure to the actual feared stimuJus rather than 
an imagined or symboHc stimulus 149 

lDstitutiouaU-zatlon 
1hc tendency for residents of an institution to 
become less able to function in the outside world 
the longer they remain within the! institutio11 459 

lnterobserver rellabi llty 
1hc extent t.o which differen t observers (or raters) 
agree on the wny they categorize or in some way 
quantify a g iven observation 12 

lnteroceptlvc 
Relating to internal. physiological stimuli 143 
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lntoxlcation 
A reversible impairment in behavior and cognition 
following ingestion of a substance 328 

lntrapsycblc 
Unobservable mental events such as ideas. wishes. 
and unconscious confLicts 52 

lntrojectlon 
ln psychoanalytic theory, part oftbc process of 
identification whereby 11 person incorporates or 
intc..rnaJjzes l11c characteristics of others 301 

IQ 

lotclligcncc quotient: a standard score indicating 
intellectual functioning as compared wHJ1 others in 
the population 362 

lrrcsistible bupnlse rnJe 
Legal guidcUnc that insanity concerns a person's 
inability to resist committing the crime 451 

Isolation 
Defense mechanism in which a person separates 
emotional from intellectual content or otherwise 
separates experiences that would be anxiety 
arousing if permitted to occur together 52 

K 

Kegel exercise 
.Exercise to tense and rcle.asc vaginal muscles 232 

L 

La belle lndlft'erence 

fhe condition ofhys:tcrical patients appearing calm 
and cheerful. jnstead of being worried or depressed 
about their physical symptoms 37 

Learned bC':IJ>lc.ssnes.s 
'the theory that depression is caused bya lack of 
connection bet\veen responses and their outcomes 
(i.e .. a lack of control over evc.nts) 30-1 

Libido 
Psychoanalytic concept referring to sexual 
instjnc:ts 53 

Locallz.cd amnesia 
Failure to recall events during a circumscribed 
period of time 177 

Lw1atics 

People whose mcntnJ problems were: traceable lo the 
phases of the moon 34 

M 

Magnetic resonance imaging (~lRl ) 
Imaging technique using variations in magnetic 
fields to produce thrce•dimcnsional images of the 
brain and other organs with better resolution than 
t...,. scans 105 

Malarial fever therapy 
A treatment for generaJ paresis that involved 
infecting the patient with malaria to cause a. bigh 
fo\'cr 35 

Malingering 
1l1c intentional faking of a physical or 
psychological symptom 

MasocbiSlu 
Preference for obtaining sexual gratification by 

165 

c..xpcricncing pain inflicted on onesclf 237 

Mcl\1angbton rule 
Legal guideline that insanity concerns an 
individual's inability to distinguish right from 
wrong in commit.ting the crime 

Melancl,oUa 

451 

Particularly deep level of depression characterized 
by absence ofinterest or pleasure in all things, 
changes in sleep. change~ in weight. and/or 
c.xces!tive guilt 289 

Meningitis 
Inflammation of the meninges, the protect ivc 
covering of the brain and spinal cord 

I.\Jeutal status examination 
Bricfint.crview and observation method to 
provide an overview of a person's general level of 

367 

psychological functioning 99 

!\leswerism 
A popular term for procedures used to induce trauccs 
and other state~~ of consdousncss in subjects: dcri\'cd 
from the tcchniques of Franz Anton Mesmer 36 

Mirror oeoron 
Nerve cell in primate brains that discharges when a 
movement is executed. as wcll as when the movement 
is obse:n•ed in oLhers 172 



Modeling 
reaching a behavior by performing lhe bc.bavior and 
having the learner imitate it 63 

Monoamlne hypothesis of dcpresS"lou 
Hypothesis that depression is caused by a deficiency 
of certain monoamine neurotransmitters in the 
brain 298 

Munchno.scn syndrome 
l:arlier tcrnlinology for the mental disorder in which 
symptoms arc intentionally feigned ror ao apparent 
reason 166 

A,luli.snt 

Refusal Lo speak 255 

N 

Nanting fallacy 
'lltc incorrect assumption that by applying a label 
or name to something. we have in some sense 
explained it 7 

Narcotic 

Opiate drug that produces stupor and pain relief 345 

Ne.gative rclnforce.meul 
lhc contingent removal of an unpleasant stimulus. 
which strengthens subsequent rcsponcting 59 

Neglect S)'Udronte 

A spatial disorder involving inattention to the left 
visual field clue to damage to the right parietal lobe 
of the brain: also called heminegle.cl or unilateral 
i11alfelllio11 424 

Neologism 
New word that a speaker invents 252 

Neuron 
lndjviduaJ nerve ccll 71 

Neurosis 

Freudian term for the nnxicty•drivcn condilion 
that results when id impulses threaten to ovcnvhclm 
tbc ego 251 

Neuroticlsm 

Personality factor associated v.'lth the tendency to 
experience negative emotions 192 

Neurotransmitter 
Chemical substance rclcascd into the synapse th.al 
enables l rans mission of impulses from one neuron to 
another 71 

Night eath,g syndrome 
Ealing pattern in which individuals consume more 
than half their daily calories in late-night binges 403 

0 

Obsession 
Intrusive thought that is difficult to stop 
or control 

Oedipal conflict 

153 

In Freudian theory. the erotic attachment to the 
olher•scx parent. involving feelings of competition 
and hostility toward the same-sex parent and fears 
of retaliation (castration anxiety in boys) from the 
samc--sex parent 51 

Openne-.ss to experience 
Personality factor associated with a tendency to 
show imaginativeness. independence. and preference 
for variety 192 

Operant condilion.iog 
1ype oflearning in which the consequences of a 
response control the response's future probability 41 

Operational deftnlliou 
A definition of a target behavior in terms of how H is 
measured. 12 

Organic view 
Bclicfthat abnormal behavior is caused primarily by 
biological factors 32 

p 

Panic attack 
Rapidly developing sense of intense foar and 
anxiety 

Paradigm 
A model or framework from which to view a 

140 

pbcnom.cnon 24 

Paranoia 

Unfounded, irrational. or exaggerated suspicion or 
mistrust of others 4-
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Pa raphWn 
I otcnsc interest in or preference for non-normative 
targets of sexual arousal 234 

Pa rasomnia 
Sleep disorder that is concerned with abnoJ'mal 
events or behaviors involving the- sleep cycJc or sleep• 
wake transitions 405 

Parasympathctlc nervous system 
Division on the autonmnk nervous system primarily 
involved in conservation of energy. such as increasing 
digestive processes 114 

Par uresis 

Placebo effec t 
\.Vhcn an expectation ofimprovcmCJ\l is sufficient to 
cau..-.c improvement 15 

PleU,y.smograpbic a.4sessment 

Objective assessment of sexual arousal by 
measurement of genital blood flow 

Polysomnograpby 

237 

Using a polygraph to ma.kc a continuous record 
during sleep of multiple physiological variables (such 
as breathing. heart rate. EEG, eye movemc.nts, and 
muscle contractions) 405 

Pos itive r e luforceruent 
Inability to urinate in a public restroom 176 ~me coutingcnt presentation of a pleasant result. 

Pavlovlo.n conditio ning 
Learning process whereby a formerly neutral 
stimulus comes to elicit a response as a result of 
pairing with au UJ1conditioncd stimulus 4 L 

Performance an.x:iety 
Fear of not being able to pcrfom1 scxuaUy. which in 
turn hinders sexual pcrfonnance and may be central 
to the development of sexual dysfunctions 22:~ 

Personality 
Ille stable and enduring pattern of relating to oncsetr 
and to the world 191 

Personality inventory 
A self.report questionnaire in which brief responses 
to a coUcction oftest items arc used to nsscss 
personal characteristics or behaviors across various 
personality dimensions IOI 

Phenotype 
Observed characteristic that J'csults from interaction 
beh\'een genotype and environmcntnl i nflucnces 66 

Phenyllcetonuria (PKU) 
H.are single•gcue recessive metabolic disorder that 
can rcsuJt in intc.llcctual djsability 70,364 

Phobia 
Strong. irrational fo.ar of some specific object. 
animal. or situation 54 

Pbototbcrapy 
Use ofbroad~spcctJ'um light to tTeat S('-,asonal 
deprc-ssion 

Phrenologis t 

3LO 

One who attempts to describe personality by foe.ling 
the bumps on a person's skull 192 

which strengthens subsequent responding 59 

Positro n emission tomography (PET) 
Imaging technique that measures metabolic activity 
{such as glucose utilization) as an indic.-.ation of the 
functioning of the brain or other organs 105 

Prematurity 
Prete.rm delivery and low birth weight: ma)' b.c 
associated with multiple impairments in behavioral. 
cog1titive. sensory. and central nervous system 
functioning 367 

Preparedness 
Biologically bnscd tendency to form assodations 
bctwc-cn certain stimuli more rcadjJy than others .148 

Primary rciu(or cer 

Event. usually biological in nature. that ahnost 
always provides reinforcement. such as ca ling when 
hungry (Primary rcinforcers do not acquire their 
reinforcing properties Uuough learning.) 59 

Privileged com111unica tion 
fnformation disclosed to a thC'rapist that cannot 
be legally rcvcaJcd without the written consent 
of the patient 460 

Prog ressive r e laxation 
The systematic tensing and relaxing of specific 
muscle groups 122 

Projection 
Defense mechanism in which a person disowns some 
impuJsc and 3ttributcs it to another person 52 



Projective test 
Test in which a person is prese11ted with ambiguous 
stimulus materials and asked to respond in some 
way, based on tl1e assumption that people project 
characteristics of their own intrapsychic processes 
onto their responses 100 

Pseudocyesis 
False belief of being pregnant accompanied by 
rep orted pregnancy sympto1ns as well as some 
objective signs of pregnancy 

Psychoactive 
Altering mood, perception, or brain function 

Psychogenic 
Originating from psychological factors 

Psychological disability 

176 

325 

169 

Inability to cope with life's demands and stresses, 
or difficulty in functioning in important daily social 
and interpersonal roles 5 

Psychological test 
Higl1ly standardized procedure for obtaining 
samples of bel1avior 99 

Psychometrician 
One wl10 studies the measurement, assessment, and 
testi11g of psychological attributes 192 

Psychoneuroimmunology 
The study of the neural effects of psychological events 
on the immu11e syste1n 121 

Psychopath 
Antisocial personality involving characteristics 
sucl1 as lack of empathy or concern for others, 
freque11t rule violations, impulsivity, and 
superficial cl1arn1 201 

Psychosis 
Severe psychological disturbance involving 
personality disorganization and loss of contact 
with reality 251 

Psycho surgery 
Procedure that attempts to treat abnormal behavior 
by surgical intervention on the brain 74 

Psychoticism 
Personality factor associated with the tendency to 
show aggressive11ess and interpersonal hostility 192 

Punisher 
Type of consequence that weakens or suppresses the 
behaviors that produce it 59 

Purging 
A compensatory activity inte11ded to reverse the 
effects of eati11g, usually involving self-induced 
vomiti11g or use of laxatives 398 

R ------
Random sampling 

Selecti11g subjects by cl1ance from some larger 
population 11 

Rapid eye movement (REM) sleep 
Sleep phase that involves rapid eye 1novements, 
often associated with vivid dreaming 409 

Reaction formation 
Defense mecl1anism in wl1ich a person behaves 
in a way directly opposite from so1ne u11derlying 
impulse 51 

Refractory period 
Period following orgasm in males duri11g whicl1 
further sexual arousal and orgasm are not 
possilile 222 

Regression 
In Freudian theory, a return to some earlier state 
of psychosexual development in the face of so1ne 
current frustration 54 

Reinforcement 
Consequence that strengtl1ens tl1e future probability 
of a respo11se that produces it 59 

Relapse 
Reoccurrence of symptoms after a period of 
improvement 144 

Reliability 
The extent to which a measure consistently yields the 
same results on repeated trials 12 

Repression 
Defense mechanism in wl1ich tl1e anxiety-arousing 
memory or in1pulse is prevented from becon1ing 
conscious 51 

Resistance 
In psychoanalysis, the pl1enomenon in whicl1 
patients unconsciously resist gai11ing i11sight i11to 
unconscious motives and conflicts 55 

Retrograde amnesia 
Inability to recall events tl1at occurred before tl1e 
onset of tl1e a1nnesia 439 
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Re·n~.rs aJ design 

An experimental design in which new rein forccmcnt 
contingencies arc instated fora period of time. 
followed by reinstatement of the old reinforcement 
contingencies, and finally the installmc.nt of 
the original, new contingencies (Sometimes a 
fourth rci.•crsal is included to show that the new 
contingencies arc causing any observed changes in 
behavior.) 62 

RnJe-governed behavior 
Behavior that is controlled by the wrbal 
description of a contingency rather than the 
contingency itself 

s 
Sadism 

Pref ere.nee for obtaining sexual gratification by 

355 

inOictingpain on onc·s partner 239 

Sanity 
lhc mental abiHty to distinguish right from wrong 
and to form the intent to commit an act such as a 
crime -150 

Savant syndrome 

Slecip drunkenness 
Uifficulty awakening from slc,cp, often including 
confusion and inappropriate behavior; also known 
as sleep inertia 410 

Sleep paralysis 
Being awake but unable to move just at the junction 
of sleep ,rnd wakefulness 409 

Spontaneous recovery 
1J1c brief reappearance of the conditioned response 
with occasional presentation of the conditioned 
stimulus :19 

Squeeze technique 
Method for Lreatingprcmaturc ejacu lation in which 
the pen is is squeezed below the- head _just before 
ejaculation to slop the ejaculatory process 231 

Standard drink 
Standard ethanol content. or the amount of alcohol 
in 12 oz. of bc-.cr. 4 oz. of wine, or 1.5 oz. orliquor 339 

Stimulant 
Drug tbat stimu latc-s the centraJ nervous system 
and produces wakefulness. alertness, and ability to 
concentrate 341 

Exceptional ability iu n narrow area 377 Stimulus O\'Crse.Je.cthrity 

Selective amnesia 
Loss of memory for SOtn(' but not all events during 
a particular period 177 

Sensate focus 
lhcrapcutic scxuaJ exercises practiced by a couple 
that begin with nonderuand pleasuring 229 

Se.xomuia 
Sexual acth1it ies during sleep without conscious 
awareness 

Signlllcaot difference 
A d ifference unlikely to have occurred by d,ance 

413 

and therefore re.fleeting n real effect JS 

Single-subject experimental des ign 
.Experimental method that docs not rely on groups 
of people but mthcron repeated mcarurcs from 
ind ividual subjects JS 

Sleepapnea 

frequent cessation of breathing during sleep 4 10 

Sclecti\ldy responding to specific, often minor 
aspects of the stimuJus s ituation 

Stress lnocnlnUon 

378 

1],e gradual introduction or a strcssor in manageable 
doses to prepare for foturc encounters with that 
strcssor 122 

Stres s respons e 
1he physical. behavioral and/or psychological effects 
of a strcssor Jl3 

Strc.ssor 
A challenge or demand requiring adjusl ment by an 
organism I 13 

Stroke 
Disturbance of blood flow to the brain. resulting in 
loss of function in the affected brain areas 436 

Subjec tive distress 
Emotion or internal experience that is distressing 
to the individua.J but cannot be directly observed by 
olbc-rs 5 

Subllruatlon 
l.)cfcnse mechanism in whJCh sexual instincts are 
rcchannc-led into substitute activities 53 



Superego 
111 Freudia11 theory, the internalized representative 
of pare11tal or cultural values 52 

Sympathetic nervous system 
Division of tl1e autonon1ic nervous syste1n prin1arily 
i11volved in stress or emergency reactions tl1at, for 
example, produce a11 increase i11 heart rate and 
blood pressure 114 

Synapse 
A tiny gap separating 11eurons, across which chemical 
comn1rulications between cells can occur 71 

Syndrome 
Pattern of symptoms tl1at tend to occur together in a 
particular disease or condition 87 

Systematic desensitization 
A counterconditioning procedure in which subjects 
are exposed to gradually stronger anxiety-producing 
stimuli wl1ile maintaining a state of relaxation 64 

T ------
Tardive dyskinesia 

Occasional lo11g-term side effect of phenotl1iazine 
treatment of schlzopl1renia that involves rhytlunical, 
stereotyped movements a11d lip smacking 76 

Theory of mind 
Ability to recognize or attribute 1nental states in 
others 378 

Tic 
Involuntary muscular twitcl1ing, usually in tl1e facial 
muscles 37,371 

Tolerance 
Need for increasing amounts of a substance to have 
tl1e desired effect 326 

Transcranial magnetic stimulation (TMS) 
Pulsed magnetic stimulation oftl1e brain as a 
treatment for severe depression 

Transference 

308 

Irrational emotional reaction of a patient to the 
tl1erapist (usually in psychoanalysis) i11 whicl1 early 
attitudes toward parents are "transferred" to the 
tl1erapist 56 

Transsexualism 
Condition in which sexual ide11tity is contrary to 
biological gender 244 

Tra11ma 
Inte11se stressor involving tl1reat of deatl1, serious 
i11jury, or violence to self or others 117 

Treatment g11ardian 
A person appointed by tl1e court to make treatinent 
decisions for anotl1er person who is not co1npetent to 
do so 450 

Trephining 
A procedure in wl1ich tools, probably of stone, 
were used to make a sizable l1ole in a skull, possibly 
with the intent of permitting entrapped demons to 
escape 26 

Two-factor theory 
Theory tl1at Pavlovian conditioning establishes the 
pl1obia, wl1ile operant contingencies maintain pl1obic 
bel1avior 147 

Type A personality 
A personal behavior pattern characterized by 
con1petitiveness, hostility, and ti1ne urgency 118 

Type B personality 
A personal behavior pattern that is more relaxed, less 
competitive, and less hurried 118 

u ------
Unconditioned response 

Response that occurs naturally or innately to a11 
unconditio11ed sti1nulus 39 

Unconditioned stimulus 
Stimulus that is naturally capable of eliciting the 
unconditioned response 39 

Unconscious 
In psychoanalytic tl1eory, that part of the mind 
outside of conscious awareness, containing hidden 
instincts, i1npulses, and men1ories 49 

V ------
Validity 

The extent to wl1ich a measure assesses wl1at it is 
purported to assess 12 

Vasocongestion 
Increased blood flow to and swelling of localized 
tissues and organs 222 

489 
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Vicarious conditioning 
Conditio11ing based on observing the responses of 
other people 148 

Viral risk hypothesis 
TI1eory that schizopl1renia 111ay be caused in utero 
by viral infection of the mother 271 

w -------

Wernicke's aphasia 
Language disturbance involving profound deficit 
in speech comprehension and fluent expressive 
speech conveying little information 424 

Withdrawal 
A specific psychological and pl1ysiological reaction 
to discontinuation of a substance 326 
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