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Series Editor’s Foreword

Treating Disruptive Disorders: A Guide to Psychological, Pharmacological, and 
Combined Therapies is the fourth book in one of Routledge’s newest series, 
Clinical Topics in Psychology and Psychiatry (CTPP). The overarching 
goal of CTPP is to provide mental health practitioners with practical 
information that is both comprehensive and relatively easy to integrate 
into day-to-day clinical practice. It is multidisciplinary in that it covers 
topics relevant to the fields of psychology and psychiatry and appeals to 
both the student and the senior clinician. Books chosen for the series 
are authored and edited by national and international experts in their 
respective areas, and contributors are also highly respected clinicians. 
The current volume exemplifies the intent, scope, and aims of the CTPP 
series.

Editor George Kapalka relies on some of the nation’s leading experts 
with regard to understanding and managing disruptive behaviors com-
monly encountered in clinical practice. As he and Angela A. Gorman 
note in Chapter 1, until relatively recent in our history, few choices were 
available for managing disruptive behaviors, whether it be aggressive or 
assaultive behavior by an individual suffering from psychosis or a third 
grader who was falling behind in the classroom because of impulsivity 
related to attention-deficit/hyperactivity disorder. It is no longer the 
norm to simply sedate someone who has been labeled as “difficult” or 
a “problem.” Today, research shows us that many of the behaviors that 
are fueled by an individual’s internal urges to say or act in ways deemed 
disruptive can be effectively minimized if not outright eliminated within 
the context of a variety of psychiatric conditions and presentations. Both 
medication and cognitive and behavioral therapies have a place. And, 
as illustrated in this volume, the approach of combining pharmacology 
and behavioral psychology may provide the most robust effects for many 
disruptive behaviors and disorders.

Although Treating Disruptive Disorders does not provide a step-by-step 
protocol for managing disruptive behavior disorders, it provides the clini-
cian with the latest research and sound guidance for empirically guided 
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practice. The clinician, whether novice or veteran, will recognize that she 
does not need to learn about new theoretical models or obscure pharma-
ceutical agents to successfully manage disruptive behaviors, but rather 
utilize therapies that are already familiar and used regularly in clinical 
practice. This is arguably the most useful aspect of the book.

In an area of clinical practice that has posed some of the most signifi-
cant challenges for health-care providers over the centuries, it is ironic 
that we are only now seeing the first comprehensive guide on the subject. 
Kapalka has done the field a great service by compiling in one place the 
most effective pharmacological, psychological, and combined therapies 
available for disruptive behaviors.

Bret A. Moore, PsyD, ABPP
Series Editor

Clinical Topics in Psychology and Psychiatry



Preface

The term “disruptive” is a psychological construct. Like all hypothetical 
constructs, it lacks uniform definition and is subject to individual inter-
pretation. When it comes to “disruptive behaviors,” however, while 
precise definition may vary from person to person, there is significant 
overlap with regard to which behaviors are regarded as such by most 
mental health professionals. Disruptive behaviors generally interfere 
with many aspects of functioning and cause significant difficulties 
for patients, families or caretakers, and significant others involved in 
patients’ educational, occupational, and social lives. They also pose 
considerable challenges for the treating professionals, as many of those 
behaviors may be difficult to bring under control, and in severe cases 
the behaviors may create danger to the patient and those around him, 
including the treating professionals. It is clear, therefore, that finding 
the most effective ways to address these behaviors is a high priority.

The nature of the specific behaviors that are regarded as disruptive 
may vary from person to person, but most professionals agree that a 
disruptive behavior is one that potentially threatens (or violates) one’s 
physical integrity, property, space, or day-to-day functioning. Thus disrup-
tive behaviors usually encroach on the rights of others, but they may also 
be self-directed. The most likely candidates for classification as disruptive 
are behaviors that are considered aggressive, especially when the levels 
of aggression become severe enough to be considered verbally or physi-
cally violent. Physical aggression may include assault on someone else or 
destruction of property, but it may also be self-directed and include self-
mutilation or attempts at suicide. Verbal aggression is usually directed 
toward others and commonly includes yelling, threatening, name calling, 
and various forms of verbal intimidation. In sum, the aggressive behavior 
described above is one type of behaviors considered to be disruptive in 
accordance with the operational definition followed in this book.

Disruptive behaviors may not always involve aggression, however. For 
example, they may interfere with the ability of others to benefit from edu-
cation (e.g., when one student acts out or otherwise interferes with the 
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teacher’s ability to teach in the classroom), concentrate in the workplace 
(such as when a coworker is not able to suppress impulses to make noises 
or move about excessively), feel comfortable in their surroundings (like when 
others around them talk excessively or otherwise become distracting), 
and maintain proper social interaction (e.g., when others interrupt 
conversations or social interactions).

Lack of appropriate impulse control often underlies disruptive 
behaviors. When triggers evoke reactions—for example, when a person 
is angered or when someone experiences the urge to move, say, or do 
something—most individuals are appropriately able to contain those 
reactions and usually do not behave disruptively unless the stimulus is 
of significant severity to exceed normal self-control (e.g., when a spouse 
discovers that the other spouse is having an affair). But some individuals 
possess little control over day-to-day triggers and act out many of their 
impulses through words and behaviors with seemingly little ability to 
control their internal urges. This book therefore conceptualizes disrup-
tive behaviors as those that emanate from internal urges that most indi-
viduals would be able to suppress in a given situation, while individuals 
who behave disruptively seemingly cannot. Thus impulsivity and limited 
self-control are thought herein to underlie disruptive behaviors that may 
be violent or otherwise problematic.

Disruptive disorders are those disorders where disruptive features and 
behaviors are commonly present that are severe enough to interfere with 
individuals’ day-to-day functioning, impairing their ability to adaptively 
function among others. While not an official diagnostic category, disrup-
tive disorders are considered to be a conceptual grouping of those 
disorders in which disruptive behaviors are most commonly experienced. 
These disorders may be further classified into two categories. In some 
disorders, disruptive features and behaviors are core symptoms that are 
listed in the diagnostic criteria for those disorders. In those disorders, 
impulsivity and self-control problems (often including aggression) are 
thought to be the central aspects of the underlying psychopathology. In 
other cases, underlying psychopathology may not necessarily result in 
disruptive behaviors for all individuals, but disruptive features are com-
monly associated with many people diagnosed with those disorders.

In this book readers will find a review of etiological, epidemiological, 
diagnostic, and treatment data about disruptive disorders (categorized 
as such in accordance with the above operational definitions). Chapter 1 
discusses, in general terms, the benefits and drawbacks of monotherapies 
(psychotherapy-only and medication-only treatments) versus combined 
treatments (medications and psychotherapy). Because both monothera-
pies and combined treatment approaches offer unique benefits as well as 
challenges, readers are encouraged to consider those issues before selecting 
the approach that may be most appropriate for their patients.



xiv Preface

Chapters 2 and 3 review the etiology of disruptive disorders, focus-
ing particularly on impulse control and aggression. Both are reviewed 
from the psychological as well as biological viewpoints, helping to ground 
readers in the factors that underlie disruptive symptoms and behaviors. 
Chapter 4 reviews epidemiology and course of disruptive disorders, fur-
ther providing the context as well as the risks that those disorders pose to 
individuals, those around them, and society at large.

The chapters in Part II review treatment of disorders for which dis-
ruptive features and behaviors are considered core symptoms. Chapter 5  
reviews treatment of attention-deficit/hyperactivity disorder (ADHD), 
Chapter 6 discusses treatment of oppositional defiant disorder (ODD), 
and Chapter 7 reviews treatment of conduct disorder (CD). Treatments 
of ODD and CD focus primarily on the pediatric population (children 
and adolescents), with ADHD discussed from a life span perspective, 
including treatment of adults. Chapter 8 reviews treatment of tic disor-
ders (especially Tourette’s disorder), and Chapter 9 discusses treatment 
of intermittent explosive disorder.

Part III reviews treatment of disorders in which disruptive features 
are not included in core symptoms but are commonly associated with 
patients diagnosed with those disorders. Chapter 10 discusses treatment 
of disruptive features associated with autism spectrum disorder and intel-
lectual disability, Chapter 11 reviews treatment of disruptive symptoms 
commonly seen in select mood and personality disorders, and Chapter 12  
reviews treatment of disruptive features that commonly accompany 
delirium and other neurocognitive disorders.

While the above list of disorders is not exhaustive and disruptive fea-
tures may be associated with other disorders, space considerations dictate 
inclusion of only those disorders in which disruptive symptoms are most 
likely to occur or co-occur. I hope that this practical volume provides 
needed guidance to professionals who treat patients with these challenging 
disorders.



Part I

Etiology, Epidemiology, 
and Course of Disruptive 
Disorders
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1  To Medicate or Not  
to Medicate 
Weighing the Benefits and  
Challenges of Available Treatments  
for Disruptive Disorders

George M. Kapalka and Angela A. Gorman

Since the days of Freud and Kraeplin and well into the mid-twentieth 
century, we seemed to have had only two widely recognized choices to 
treat patients with psychological disorders: long-term institutionalization 
(and, mostly, significant sedation) for the most severely ill and intensive 
psychoanalysis for those able to function outside the psychiatric hos-
pitals. The decision of whether to sedate or hospitalize patients was 
primarily made on the basis of the degree of disruption these patients 
caused to those around them. Those most severely disruptive (e.g., 
violent) were usually sedated, and those patients were most likely to be 
institutionalized.

Over the past five decades, significant developments changed the face 
of mental health treatment. A plethora of research revealed that many 
individuals with psychological disorders exhibit structural and func-
tional differences in their brains. For example, functional impairments 
in the anterior cingulate cortex (ACC) have been identified in youth with 
disruptive behaviors (Gavita et al., 2012), and researchers have explored 
the function and role of monoamine neurotransmitters such as serotonin 
and dopamine, which may play key roles in the development of disrup-
tive behaviors (Malmberg et al., 2008). In general, imbalance in activity 
between “hot” and “cold” brain circuitry is currently believed to underlie 
many disruptive symptoms and features (see Chapter 2 in this volume for 
a review). Stress hormones like cortisol have also been implicated. For 
example, an association may exist between cortisol reactivity and callous 
unemotional (CU) traits in boys, which are often present in youth with 
disruptive behavior disorders (Van De Wiel et al., 2004). This is consist-
ent with the body of literature that highlights the correlation between the 
reactivity of the hypothalamic pituitary adrenal (HPA) in times of stress 
and disruptive/aggressive behavior (Stadler et al., 2011).

Because brain changes are likely to be reflected in feelings and 
behaviors, psychopharmacological approaches were developed to try to 
address some of the biological factors that may be responsible, at least in 
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part, for the symptoms. Many of these approaches have proven effective 
in reducing (and sometimes eliminating) many symptoms, including dis-
ruptive behaviors, and intervening pharmacologically has been shown to 
be beneficial, especially in cases where symptoms are severe and poten-
tially dangerous.

But today many critics believe the pendulum has swung too far in the 
direction of pharmacological treatments. With the US Food and Drug 
Administration’s loosening of restrictions on direct-to-consumer medica-
tion advertisement (the United States is one of only two countries in the 
world allowing such advertisements), ads for various medications now fill 
the air, seemingly most of the day and on almost every radio and televi-
sion station, and medication ads similarly have infiltrated much of the 
Internet. This is driving a culture where medications are seen as a quick 
fix that provide improvement with little effort or cost (if one has proper 
health insurance coverage), and the significant adverse effects that many 
of these medications may have tend to be underemphasized. In addition, 
medications are treatments and not cures, and so when the medications 
are discontinued, the symptoms are likely to return.

Many nonmedical mental health professionals tend to recognize these 
factors and usually seek to minimize pharmacological approaches, focus-
ing instead on psychological treatments. Over the past five or six decades, 
research on various forms of psychotherapy has exploded and many spe-
cific treatments have been developed for many specific disorders. This is a 
reasonable approach, especially with children and the elderly population, 
as introducing medications in these populations may result in unpredict-
able reactions and medical risks. But is it realistic for psychotherapy to 
replace the need for psychotropic medications? Will symptom improve-
ment be sufficient so that treatment with medications will not be needed?

The above questions are most appropriate in the context of disrup-
tive symptoms and behaviors. Disruptive disorders are often-referred 
disorders for psychiatric (Jensen et al., 2007) and mental health services 
(Zisser & Eyberg, 2010), and most who encounter individuals with these 
disorders must decide whether the referral should be to a prescriber or 
a psychotherapist. On the one hand, disruptive behaviors by their very 
nature require quick stabilization, because the problems that patients 
and those around them experience as a result of aggressive and impulsive 
actions tend to be troubling and impairing. This suggests that treatment 
with medications may offer quicker improvement. But does that mean 
that psychotherapeutic treatments are not as desirable? And can the ben-
efits be maximized when combined treatment approaches (including 
psychological and pharmacological treatments) are utilized? While the 
contributions to this volume grapple with these questions and strive to  
offer readers much-needed guidance, broad themes permeate these 
reviews, and contemplating these factors while consulting the reviews will 
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help focus the readers on important aspects to consider when choosing 
the best treatment.

Pharmacological Treatment of Disruptive Disorders

Research findings reveal that many medications are effective in reducing 
disruptive symptoms and features. Most notably, psychostimulants have 
been shown to reduce impulsivity (MTA Cooperative Group, 1999), while 
mood stabilizers—including anticonvulsants (Stanford et al., 2001), atypical 
antipsychotics (Buitelaar et al., 2001), and lithium (Jones et al., 2011) 
as well as serotonergic antidepressants (especially selective serotonin 
reuptake inhibitors, or SSRIs; Coccaro et al., 2009)—have been shown to 
reduce propensity toward impulsive aggression and violence. Of course, 
medications come with risks, and various patients tolerate medications 
to varying degrees. Thus clinicians must frequently consider whether the 
benefits outweigh the risk, and, if so, which patients are best candidates 
for medications.

Severity of the symptoms often influences the decision of whether 
treatment with medications is needed. For example, milder forms 
of impulsivity or agitation may respond well to psychotherapy. Severe 
variants of these symptoms may be difficult to treat with psychological 
therapies, however, and intense and dangerous symptoms are likely to 
require psychopharmacological treatment. Therefore most clinicians 
find that individuals with seriously compromised self-control and sig-
nificant potential for violence usually require an approach that includes 
pharmacological treatment. Jensen et al. (2007) confirmed, for example, 
that the use of psychotropic agents are usually limited to cases in which 
symptoms are more severe and may not be as responsive to psychological 
interventions alone.

When psychosocial treatment is effective, progression of improvement 
is gradual, requiring several sessions to become evident. Even those vari-
ants termed “brief therapy” generally require 8–15 sessions before 
significant improvement is expected. When disruptive symptoms debili-
tate patients and pose significant risks to those around them, waiting so 
long for improvement may not be prudent. Conversely, many pharma-
cological treatments produce at least some improvement within days of 
the onset of treatment, although a few weeks (in some cases, four to six) 
may be needed for more comprehensive response. Still, this is usually 
faster than psychological treatments, and the amount of improvement 
seen with medications may be greater than the improvement seen with 
psychotherapy over the same period of time.

In order for psychological treatments to be effective, patients need to  
attend sessions regularly. If rapid progress is needed, sessions need 
to be scheduled at least weekly. Yet driving to the therapist’s office 
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once per week, and spending an hour in the office, may be difficult for 
some patients (or families) with significant time obligations. When the 
patient is a child or adolescent, psychotherapy must be done outside 
of school hours, because missing school one day per week to attend 
psychotherapy is neither practical for the family nor beneficial to the 
student.

The cost of weekly psychotherapy is also likely to constitute a signifi-
cant expense for many families, and few are able to cover such costs out 
of pocket. In the United States, most patients with health-care coverage 
are covered by private plans, usually purchased through an employer. 
The quality of this coverage varies widely. Unfortunately, mental health 
care is often considered to be the “step-child” of the health-care indus-
try, and levels of coverage for mental health treatment are often much 
lower than they are for medical care. Although laws on the federal and 
state levels have been passed to close that gap, many exclusions exist, and 
the disparity between medical and mental health coverage continues.

Limiting the patient’s access to care is one common method of con-
taining health-care costs. Many individuals with managed health-care 
coverage have benefits that are primarily evident “on paper” and virtu-
ally disappear when the insured seeks treatment. Gatekeepers review the 
need for care, and these reviews delay sessions and interrupt the continu-
ity of care. Gatekeepers may initially authorize four to six sessions, and 
additional reviews are needed for each subsequent block. It is up to the 
discretion of the gatekeeper to authorize further treatment, and when 
the gatekeeper believes that a patient has made sufficient progress, or 
that sufficient progress is not evident, further authorization may not be 
issued. Although every insurer has appeals procedures, these appeals are 
internal to the insurer, and patients usually have no external review to 
invoke if the insurer refuses to authorize continued care. To make mat-
ters worse, appeals often take months; in the meantime patients are getting 
no care and, in the case of disruptive symptoms, continue to pose risks to 
themselves and those around them.

Another challenge is that millions of children and adolescents in 
the United States have no health-care coverage. While federal and state 
authorities are striving to close this gap, there continues to be a signifi-
cant portion of our society without insurance coverage that cannot afford 
mental health care. Various agencies exist that may service these individ-
uals, including networks of community mental health centers (CMHCs) 
that provide care to those who need it, sometimes without (or with minimal) 
cost. In many states, however, CMHCs are overextended, and long wait 
times are necessary (in some cases, up to eight weeks) before the agency 
is able to provide care. Meanwhile, patients are suffering and are receiv-
ing no treatment. In addition, in rural states, the nearest CMHC may be 
a long distance away. For all of those reasons, patients and their families 
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may need to utilize psychopharmacological treatment either instead of or 
in addition to psychosocial interventions.

Psychological Treatment of Disruptive Disorders

Although there are good reasons why pharmacology may be appropriate 
for some patients, psychological treatments clearly have their place, and 
much research has shown that psychosocial interventions are effective. 
Cognitive and behavioral interventions are most clearly supported for the 
treatment of disruptive disorders and tend to aim directly at the prob-
lematic thoughts and behaviors. For example, interventions that have 
demonstrated efficacy include problem-solving skills training (Kazdin 
et al., 1987b), problem-solving skills training and practice (Kazdin et al., 
1989), rational emotive mental health program (Block, 1978), Triple P 
enhanced and Triple P standard (Sanders et al., 2000), anger control 
training (Lochman et al., 1993), group assertive training (Huey & Rank, 
1984), incredible years child training (Webster-Stratton & Hammond, 
1997), and problem-solving social skills training (Kazdin et al., 1992). In 
addition, combining the use of playgroups and social modeling has been 
effective for teaching social skills to youth with disruptive behavior disor-
ders (Nash & Schaefer, 2011). Effective interventions that target parents 
include parent management training (Bernal et al., 1980; Kazdin et al., 
1992), problem-solving skills training and parent management training 
(Kazdin et al., 1987a), helping the noncompliant child (Peed et al., 1977), 
incredible years parent training (Webster-Stratton & Hammond, 1997), 
multidimensional treatment foster care (for both children and caregivers; 
Chamberlain & Reid, 1998), multisystemic therapy (for both children 
and parents; Henggeler et al., 1992), parent–child interaction therapy 
(Schuhmann et al., 1998), Barkley’s (1997) manual-based parent man-
agement training model, and Parenting Your Out-of-Control Child (Kapalka, 
2007). Similar interventions have also been developed that target teach-
ers, including Eight Steps to Classroom Management Success (Kapalka, 2009).

Psychological therapies may be especially well suited in situations 
where impairment from the symptoms does not severely impair patients 
or affect the safety of those around them. With some patients, introduc-
ing medications may be risky, which is especially concerning when 
medications are used with patient populations that are medically or devel-
opmentally vulnerable, like children, adolescents, and the elderly. Most 
studies that investigated the use of psychotropic medications lasted at 
most a few months, and therefore long-term effects of most medications 
are not known. In addition, improvement from medications usually lasts 
only as long as the medications are administered, and return of the origi-
nal symptoms is likely upon discontinuation of medications. Conversely, 
psychosocial treatments teach patients new skills that are applicable in 
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a wide variety of life situations that they may encounter, and at least in 
theory those new skills are acquired more permanently. Even after ther-
apy terminates, the presumption is that the therapeutic benefits derived 
during treatment will continue.

Even in the short term, many medications have risks and adverse effects. 
Many of the medications utilized to diminish disruptive behaviors are 
sedating (psychostimulants being the notable exception), at least at first, 
and so they may adversely affect the patient’s day-to-day functioning and 
ability to work or attend school. In addition, most medications carry other 
risks, including effects on memory and concentration, changes in appe-
tite and sleep patterns, cardiovascular reactions, metabolic changes, and a 
variety of other physical and psychological reactions. While the severity of 
these adverse effects varies from one person to another, if symptoms are 
not severe enough to require immediate improvement, it may be worth it 
to avoid those risks and initially try psychological treatments.

While psychoanalysis usually required long-term treatment, many cur-
rent psychosocial approaches are more clearly time limited and problem 
focused. In most cognitive and behavioral treatments at least some progress 
is expected after three or four sessions, and more significant improvement 
usually occurs over eight to fifteen sessions. When disruptive symptoms 
are not unusually debilitating and do not pose significant risks to those 
around them, this time frame may provide sufficiently rapid improvement.

Because in psychological treatments patients generally attend sessions 
regularly, the mental health professional usually has the opportunity to get 
to know the patient well. This familiarity allows the professional to moni-
tor the patient’s symptoms and clarify or change the diagnosis as further 
symptoms become apparent. This is especially important in the context 
of disruptive disorders, as comorbidity with other disorders is the rule 
rather than the exception. An astute mental health professional is able to  
tailor treatment to address all the symptoms and disorders that are 
becoming apparent as the treatment is unfolding.

For patients with good health-care coverage, the cost of psychotherapy 
may only involve copayment (especially when using in-network providers), 
thus limiting out-of-pocket expenses. Those without health care may be 
candidates for various forms of free or subsidized care available through 
federal, state, and local government agencies as well as various nonprofit 
organizations. Although availability of those programs varies widely from 
state to state (and often from one portion of the state to another), in 
some parts of the country patients may be able to access these services.

Combined Treatment of Disruptive Disorders

It is clear that each modality, pharmacotherapy, and psychological treat-
ment offers unique benefits that address or minimize problems inherent 
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when either approach is used as monotherapy. Medications work only as 
long as they are being administered, but psychological treatments offer 
lasting changes and acquisition of new skills. Medications may cause 
adverse effects, utilizing psychotherapy may (at least in theory) allow 
lower doses of medications to be utilized, and combined treatment offers 
the additional benefit of more frequent monitoring of response to medi-
cations (including both desired and adverse effects), as psychotherapists 
see their patients much more frequently than medication prescribers. 
Psychotherapists are also in the position to address other issues regard-
ing the use of medications, such as adherence and patients’ perceptions 
of the medications, thus maximizing the likelihood of deriving benefits 
from the medications.

Researchers are increasingly exploring the integration of psychother-
apy and psychopharmacology as a means to treat various disruptive dis-
orders (Kutcher et al., 2004). In fact, disruptive behavior disorders tend 
to be the most often referred disorders for psychiatric care (Jensen 
et al., 2007), and many of these referrals come from nonmedical mental 
health clinicians, indicating that many professionals desire to obtain 
combination treatment for their patients. Clinicians seek this integrative 
approach to enable the simultaneous treatment of biological, behavioral, 
cognitive, and psychosocial aspects of these disorders.

But the integrative approach to the treatment of disruptive disor-
ders has rarely been studied. This dearth of research findings poses 
challenges to clinicians, as few guidelines exist about how to integrate 
treatments. While it makes conceptual sense that combining both treat-
ments maximizes therapeutic benefits, the incremental validity of add-
ing one treatment to another has rarely been investigated, and in those 
few instances where such a combination was explored, findings have 
been inconsistent. On the one hand, research findings have suggested 
that combining psychotherapy and pharmacotherapy in the treatment 
of mood and personality disorders is superior to either treatment alone 
(Kool et al., 2007). On the other hand, the degree of improvement of 
attention-deficit/hyperactivity disorder (ADHD) symptoms did not 
differ significantly for combined treatment or psychostimulant mono-
therapy, and both were statistically superior to behavioral treatment 
alone (MTA Cooperative Group, 1999). For oppositional symptoms, 
however, only the combined intervention was statistically superior. It is 
clear, therefore, that the incremental validity of adding one treatment 
to another remains unknown, and clinicians currently have no bases to 
gauge how much further improvement can be expected when one treat-
ment is added to the other.

Proper sequencing of combining treatments also remains mostly unex-
plored. Many believe that, with the exception of the unusually severe 
cases, the first-line treatment for most patients should consist of cognitive 
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or behavioral therapy, adding medications only when improvement is 
not sufficient. Conversely, however, the reverse sequence may also offer 
benefits—initial stabilization of symptoms may improve engagement in 
psychotherapy, further maximizing therapeutic benefits. Thus, when 
combined treatments are considered, the question of which modality 
should be used has not been answered.

Methods of integration of the two therapies also remain unknown. 
Will lower doses of medications be needed when the patient simultane-
ously participates in psychosocial treatment? Will less intensive (and less 
frequent) psychological treatment be sufficient when medications are 
also being utilized? Not only are those questions unanswered, but also 
it is likely that the answer to these questions may differ based on patient 
characteristics and the patient’s response to each modality. Clinicians are 
thus left to use their own judgment when considering various aspects of 
this issue.

Access to combined treatment is also likely to pose significant chal-
lenges. Ideally, one mental health professional would administer both 
modalities of treatment, but in the United States the delivery of medi-
cations and psychotherapy has been highly compartmentalized, with 
few professionals providing both treatments. Although psychiatrist and 
psychiatric nurse practitioners possess some psychotherapy training at 
least in theory, few actually deliver these services, and most exclusively 
perform medication management. In addition, the United States suf-
fers from significant shortages of psychiatric prescribers, and therefore 
most prescriptions for psychotropics are written by general practitioners, 
internists, and pediatricians who lack the training (or time) required 
to provide psychological treatment. Conversely, nonmedical mental 
health professionals do not have the ability to prescribe medications. 
One exception exists: some psychologists have undergone significant 
medical training, and two US states (New Mexico and Louisiana), the 
US territory of Guam, and various branches of the US government now 
allow these psychologists to prescribe psychotropic medications. To date, 
about 150 psychologists with this training prescribe medications, and 
the number is likely to expand; for example, Illinois just passed prescrip-
tive authority for properly trained psychologists. But 150 providers able 
to deliver combined treatment is not sufficient to meet the demand, and 
so, at least in the near future, patients requiring both treatment modali-
ties will usually require the services of two mental health providers. This 
not only strains time and financial resources but also raises issues of 
access to care, especially in rural areas with few practicing mental health 
professionals.

In the end, practitioners who consider whether to utilize pharmaco-
therapy, psychotherapy, or both treatments must arrive at the decision 
by considering various aspects of the case, and the choice will likely vary 
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from one patient to another. The following guidelines may assist practi-
tioners in making such a decision.

Clinical Points to Remember

 1 Pharmacotherapy as monotherapy may offer easier access (as medi-
cal providers tend to be more widely available, especially in rural 
areas) and may be cheaper and less time consuming. On the other 
hand, medications are only treatments, not cures, and the symptoms 
will presumably return when the medications are discontinued.

 2 Various categories of psychotropic medications are utilized in treat-
ment of disruptive disorders, and risks and adverse effects vary widely. 
While psychostimulants and SSRI antidepressants are generally well 
tolerated, mood stabilizers and atypical antipsychotics generally tend 
to have more significant adverse effects and medical risks.

 3 The use of medications has not been researched over the long term, and 
so long-term risks and adverse effects remain mostly unknown. This 
is a particular concern with vulnerable patient populations, including 
children, adolescents, and the elderly. Most psychotropic medications 
also pose significant risks during pregnancy. With those patients, use of 
psychological interventions is usually considered a first-line approach.

 4 Psychological treatment poses fewer risks and may offer the additional 
benefit of long-term improvement, as changes and skills acquired in 
treatment may remain after treatment stops. On the other hand, 
improvement is likely to be gradual and usually requires at least sev-
eral sessions for any noticeable changes, with full results requiring as 
many as 15 sessions or more. Access to providers, especially those who 
are trained in the best practices reviewed herein, may also be difficult 
to attain, especially in remote and rural areas.

 5 The decision of whether to use medications is often determined in 
large part by symptom severity. Those patients with most severe symp-
toms, especially when those symptoms threaten others, are stabilized 
more quickly with medications.

 6 At least in theory, combined treatment may offer the benefits of each 
modality alone, although this has not been convincingly supported 
with available clinical research.

 7 Incremental utility of adding one treatment to another is an impor-
tant consideration. Clinicians should consider how much further 
improvement is likely after adding the second treatment modality. 
Clinicians must weigh the incremental benefit against the increased 
need for time and resources when two providers must be utilized, as 
well as access to both types of providers.

 8 Treatment compliance with psychotropic medications may be incon-
sistent, especially when medications pose significant adverse effects 
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that are troubling to the patient (such as sedation, memory difficulties, 
sexual dysfunction, etc.). In some cases, combined treatment may 
allow practitioners an increased opportunity to monitor medications 
and address any concerns and adverse effects, as both providers will 
be able to review patient’s response to medications.

 9 When combined treatment is utilized, it is necessary for both 
providers to remain in close contact. Both providers must support 
and encourage both treatment modalities. The patient must get the 
message from both providers that maximal improvement will result 
from the complementary contributions of both treatments.

10 Clinicians must ascertain and review patients’ and family members’ 
preference for either modality. Clinicians must also accept that the 
modality for which patients and their families express the most 
clearly evident preference is the one that is most likely to be adhered 
to, and therefore the one that will ultimately result in the greatest 
response. Combined treatment is most likely to be effective when 
patients accept that both treatments are needed for optimal symptom 
reduction.
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2  Brain Structure and Function 
Involved in Self-Control,  
Impulsivity, and Disruptive 
Behaviors

Ken Fogel

Humans typically view themselves as being “above” the rest of the animal 
kingdom, which can mainly be attributed to the development (of sophisti-
cation) of the human brain. The substantial increase in size and complexity  
of the cerebral cortex in relation to the rest of the brain has allowed 
humans to maintain a tight equilibrium or homeostasis among numerous 
areas at once. The “lower” (i.e., subcortical) areas of the brain are held in 
check by downward inhibitory control.

While this viewpoint is overly simplistic, the metaphor of a hierarchy 
of functioning is helpful for understanding human behavior, especially 
when aspects of behavior become problematic for the person or society. 
For example, the orbitofrontal cortex (OFC) and its connections to lower 
brain regions have been linked to controlling social behavior and monitor-
ing reactive aggression ever since an accidental explosion blasted this area 
of Phineas Gage’s brain (Brodal, 2010). Problems are overtly manifested 
via disorders of self-control, impulse-control, or disruptive behaviors.

This chapter attempts to parse the complexity of disruptive behavior 
disorders by summarizing neurobiological findings in two broad domains: 
impulsivity/self-control and aggression. It concludes with a brief synopsis 
of the disorders most influenced by these domains. To start, a brief over-
view and review of relevant neurobiological concepts and terms help set 
the context.

Key Brain Areas and Neurotransmitters

Although a gross oversimplification, one metaphor likens the nervous 
system to an intricate and interconnected wiring network, which is often 
the most effective explanation to use with patients. In this metaphor, the 
brain comprises multiple “nodes” and bundled “cables” of wires, each of 
which plays roles in various aspects of behavior. In the above example 
of Phineas Gage, the OFC is a node that plays a role in integrating emo-
tional behaviors and furnishing emotional information toward decision 
making (Fuster, 2008).
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Other brain areas (and some of their roles) that are especially rele-
vant for the discussion in this chapter include: anterior cingulate cortex 
(ACC; organizing/initiating goal-directed behavior, monitoring pro-
cesses, detecting/focusing on errors, choosing behavior in conflicting 
task); ventromedial prefrontal cortex (VMPFC; emotional memory for 
limbic regulation, suppressing untimely actions); dorsolateral prefrontal 
cortex (DLPFC; planning, working memory, cognitive flexibility); inferior 
frontal cortex (IFC; inhibiting motor responses, cognitive switching, selec-
tive and sustained attention; Fuster, 2008); basal ganglia (motor learning, 
automating behavioral habits); amygdala (emotional coloring of learned 
experiences, emotional alarm, conditioned fear); and ventral striatum/
nucleus accumbens (emotional component of motivation, positive emotion, 
reward; Brodal, 2010).

In contrast with the wires that send electricity through our homes, 
relatively few brain-based neurons are “fused together.” Instead, neural 
connections are more akin to “ joints,” where the gap—or synapse—
demarcates the zone of neurotransmitter traffic that represents the 
flow of information. The primary relevance, however, is that many med-
ications exert most of their influence at the level of the synapse and 
neurotransmitters.

Of the numerous neurotransmitters inhabiting the central nervous 
system, the key players in this narrative are dopamine, serotonin, and 
norepinephrine. Each of these molecules plays multiple roles in the sys-
tem, depending on the brain area and pathway, because each has been 
linked with several receptors to which they bind to convey information. 
Dopamine has been associated with experiences of reward, motivation, 
attention, motor control, and learning; serotonin with mood, sleep, appe-
tite, sexual behavior, and learning; and norepinephrine with arousal, 
behavioral activation, and sleep (Fogel & Kapalka, 2012). In terms of the 
focus of this chapter, as will be apparent from the cited research, the most 
important of the three is dopamine.

At the simplest neuronal level, the outcome of any aspect of commu-
nication of a message is contingent on the temporal and spatial summa-
tion of inhibitory and excitatory stimuli. A preponderance of inhibitory 
inputs regulates information flow. A similar process governs the activity 
of networks, such that inhibitory pathways regulate the efferent output of 
brain areas unless outweighed by an influx of excitatory input (Fogel & 
Kapalka, 2012).

Inputs that ultimately result in behavioral action appear to exert an 
impact based on whether they arrive faster than competing messages. 
The more immediate or relevant to survival the behavior, the more likely 
the neural machinery is subcortical and thus out of voluntary control. In 
particular, the basal ganglia play the most influential role in motor output 
of automatic behaviors. Models of “neuronal races” have been postulated  
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for many years, and studies have focused on the subcortical pathways that 
undergird the “race” that occurs between prompts to engage in or stop 
any given action (Schmidt et al., 2013). At the risk of reifying the sys-
tem, this idea makes conceptual sense; a neural “inner conflict” occurs as 
someone is faced with a choice of actions.

Many behavioral sequences that involve planned action and regulation 
by feedback make use of circuits or loops between the frontal cortex and 
subcortical areas (Marsh et al., 2009). In particular, prefrontal cortical 
areas project in parallel to basal ganglia, then to midbrain, to thalamus, 
and back to cortex. Errors or dysfunction along these circuits are respon-
sible for a variety of disorders, including obsessive compulsive disorder, 
Tourette’s disorder, and attention-deficit/hyperactivity disorder (ADHD).

Some researchers characterize the diverse symptom patterns in 
behavioral disorders according to systems of “cold” or “hot” executive 
functions (EFs) based on the underlying neural circuitry (Rubia, 2011). 
In this case, “heat” refers to the extent to which motivational or emo-
tional forces are involved, but neither is considered to operate indepen-
dently. Again, while these summary concepts are overly simplified, they 
are nonetheless useful as an explanatory tool, especially in the service 
of differential diagnosis. While ADHD is typically conceptualized as a 
“cold” EF disorder (i.e., symptoms reflect cognitive dysregulation), for 
example, the extent to which a person manifests dysfunction in lim-
bic (amygdala, ventral striatum) or corticolimbic (OFC, VMPFC) areas 
could indicate additional symptoms of emotional dysregulation (Shaw 
et al., 2014). Such a case might present as a diagnostic conundrum but 
can be reasonably explained from the standpoint of neurobiological prin-
ciples and findings.

Impulsivity

Researchers of impulsivity have long considered that the phenomenon 
is a multifactorial construct, including several behaviors such as hyper-
excitability, disinhibition, low sensitivity to the impact of negative con-
sequences, reacting rapidly before adequate planning, and minimal 
concern about longer-term consequences (Moeller et al., 2001). It does 
not require a neurosurgeon to see the life problems such behaviors 
would cause.

One widely used characterization for the behavioral phenomena 
of impulsivity distinguishes choice from action (Winstanley et al., 
2006). Impulsive choice reflects a distorted evaluation (cognition) of 
consequences and a preference for immediate over delayed rewards, 
despite foreknowledge that the future rewards are greater. By contrast, 
impulsive action reflects a failure in response inhibition—the capacity 
to inhibit a response for which there is a powerful (prepotent) drive 
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(Reynolds et al., 2006). Part of the strength in categorizing impulsivity 
by these two broad concepts stems from neuroanatomical evidence of 
common and distinct neurobiological pathways modulating impulsive 
choice and impulsive action (Chambers et al., 2009). Note that in both 
of these cases animal behaviors will tend toward one side: immediate 
rewards and minimal response inhibition. Human adults, by contrast, 
are expected to consider delayed gratification and inhibiting responses 
that are inappropriate in a given context.

Delay discounting or delay avoidance refers to a preference for imme-
diate rewards; however, this is clinically significant only when delayed 
rewards are larger. People described as impulsive display a greater ten-
dency toward delay discounting (Kirby et al., 1999). This is a normative 
feature of children, but it becomes problematic and excessive in cases of 
ADHD, the hallmark disorder of youth impulsivity (Sonuga-Barke, 2005). 
Defining the border between normal and abnormal in this area repre-
sents an ongoing concern, one that reflects broader issues in psychiatry 
and mental health, and one that neurobiology has not been able thus far 
to help solve.

In the case of children with ADHD, difficulties with delays might be 
more severe than indicated by the terms “discounting” and “avoidance.” 
Studies point to the likelihood of delay aversion, where affected children 
cannot tolerate delays because of the aversive experience of the passage 
of time (Wilbertz et al., 2013).

Neurobiological Factors Contributing to Impulsivity

Research on the neural substrates of impulsivity has focused on response 
inhibition. There is increased activity in the prefrontal cortex when ado-
lescents are engaged in performance of tasks that require behavioral inhi-
bition (Marsh et al., 2006). With respect to the time related to delaying a 
choice, the VMPFC is selectively activated during an immediate choice, 
whereas a longer delay activates the DLPFC (McClure et al., 2004). This 
finding suggests that an immediate choice is associated with a more emo-
tional response. Findings have also been relatively consistent regarding 
reduced activity in the striatum and ACC (Tamm et al., 2004). One over-
all behavioral consequence of this combination of functional patterns is 
problematic self-regulation, as children engage in poorly planned behav-
iors without the capacity to shift tasks when necessary.

In addition to frontostriatal circuits, reward processing has been 
shown to play a role in several facets of impulse control. Impulsive choice 
strongly involves the reward pathway, which appears to track the subjec-
tive value of rewards whether delayed or not (Monterosso & Luo, 2010). 
The ventral striatum decreases in activity in response inhibition and 
reward anticipation (Carmona et al., 2011), the dorsal caudate nucleus 
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and amygdala increase in activity during delayed rewards (Plichta et al., 
2009), and the OFC and VMPFC links to ventral striatal and limbic areas 
decrease during efforts at motivation control (Cubillo et al., 2012). The 
overall conclusion that can be drawn from these studies is that delaying 
rewards, exerting behavioral control, and inhibiting potent responses is 
experienced as aversive (one might go so far as to say “unnatural”).

Several individual brain areas thus contribute to behavioral inhibition, 
but converging evidence has pointed to the IFC, especially in the right 
hemisphere, as a common area across numerous studies of goal-directed 
behavior (Dodds et al., 2011). Furthermore, two circuits appear particularly 
relevant to characteristics of impulsivity (Grant & Kim, 2013): a reward-
discounting circuit and a motor-control circuit involved in response inhi-
bition. The first of these appears to be modulated by both dopamine and 
serotonin, while the latter is modulated more by norepinephrine (Grant & 
Kim, 2013).

Researchers have provided evidence for the dopaminergic system’s 
involvement in impulsivity through specific transporter and receptor 
gene variants in ADHD (Baumgaertel et al., 2008). Dopamine plays a 
key role in the development and ongoing functionality of frontostriatal 
circuits, as well as in value-based decision making and the capacity for 
delaying rewards (Volkow et al., 2009). The behavioral manifestation of 
choosing or switching to alternatives is associated with a dopaminergic 
phasic “burst” (Oades, 1985), which links the reward pathway to impul-
sive choice. At the same time, dopamine helps in attention processes by 
focusing on salient aspects of the environment (Rubia et al., 2009).

Research has consistently demonstrated a direct inverse relationship 
between impulsive behavior and levels of serotonin (Moeller et al., 2001). 
Substantial research has also supported the role of serotonin in various 
aspects of ADHD, with potential differences between the predominantly 
inattentive and predominantly hyperactive-impulsive type (Oades, 2008). 
Given the sheer number and variety of serotonin receptors, however, 
some of which have opposing effects (Fineberg et al., 2014), the relation-
ship of impulsive behavior to serotonergic tone is complex. Furthermore, 
serotonergic and dopaminergic influences on behavioral manifestation 
and control are interrelated, but these interactions have not been studied 
in much detail in comparison to the individual pathways (Oades, 2008).

Aggression

Just as impulsivity is not unitary, aggression defies simple definition. In 
many cases, aggression can be viewed along a spectrum, between planned, 
proactive, or instrumental on one hand and impulsive, affective, or reac-
tive on the other. One common theme for the first type is goal-directed 
behavior, similar to predatory behavior, not typically caused by frustration. 
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Conversely, impulsive aggression typically arises in response to perceived 
stress, which involves the autonomic nervous system as well as emotional 
processing centers of the brain (Siever, 2008).

Neurobiological Factors Contributing to Aggression

Environmental and historical factors play a significant role in the devel-
opment of proclivity toward reactive or impulsive aggression, especially 
early physical abuse, inconsistent parenting, or reduced parental mon-
itoring (Patterson et al., 2000). But even with the powerful influence 
of parenting on childhood behaviors, some of the variance of paren-
tal behavior can be explained in terms of responsiveness to the child’s 
underlying genetically determined temperament (Larsson et al., 2008). 
In any case, these findings highlight a stark contrast to proactive aggres-
sion, which longitudinal research has found to be primarily mediated by 
genetic factors (Tuvblad et al., 2009).

In the realm of impulsive aggression, one of the more consistent find-
ings links low levels of serotonin with increased likelihood of aggressive 
behavior—most strikingly in the case of completed suicides—although 
binding to different serotonin receptors results in opposite effects 
(Siever, 2008). For example, the influence of serotonin in aggressive 
behaviors has been well established in people diagnosed with ADHD 
(Flory et al., 2007) and intermittent explosive disorder (IED; Coccaro & 
McCloskey, 2010), especially in association with limbic areas.

When frustration associated with the negative consequences of impul-
sive choice reaches a certain threshold, it can devolve into aggression. For 
example, adolescents identified as aggressive already manifest relatively 
low baseline levels of serotonin. When faced with a response inhibition 
task, which further lowers their serotonin levels, they are far more likely 
to respond impulsively and aggressively (LeMarquand et al., 1998).

In cases of impulsive aggression, limbic structures engage behavioral 
responses via pathways throughout the lower central nervous system. 
Prefrontal cortical areas—such as the medial OFC, anterior insula, and 
ACC—send inhibitory connections to modulate this emotional expres-
sion. As an example of the neuronal “race” described above, people who 
respond with impulsive aggression have been found to demonstrate over-
activity in the limbic areas, dysfunction in the inhibitory brain areas, or 
low serotonergic tone (New et al., 2002).

Instrumental aggression in youth, on the other hand, has been linked 
to the subsequent development of psychopathic traits (Pardini & Frick, 
2013). Among various findings, one common theme is reduced physiolog-
ical arousal and activity in the emotion processing centers (Siever, 2008). 
The decreased activity in the amygdala in response to negative emotions 
in others suggests a greater likelihood of antisocial behavior to obtain 
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goals (Passamonti et al., 2010). This finding has also corresponded to a 
decreased likelihood of improvement in therapy (Pardini & Frick, 2013). 
In contrast to reactive aggression, serotonin levels have not been found 
to relate; however, some findings indicate the possible role of decreased 
levels of norepinephrine, which have been correlated with responsiveness 
to aversive cues (Stedler et al., 2010).

Psychopathology

Impulsivity and aggression both cut across several categories of psychiatric 
disorder, including personality, mood, disruptive behavior, and substance 
abuse disorders. In the current edition of the Diagnostic and Statistical 
Manual of Mental Disorders (DSM-5; American Psychiatric Association 
[APA], 2013), one of the many changes from previous editions involves 
the reorganization of the section on disruptive behavior disorders. One 
of the organizing principles, stated explicitly by DSM-5 working groups in 
their preliminary discussions (Charney et al., 2002), was orienting criteria 
and diagnostic groupings along neurobiological lines.

Although reliable diagnostic classification by neurobiological substrate 
will require much more research, the DSM-5 seems to have succeeded 
in some respects, given the research on differences among the disrup-
tive behavior disorders (Clark et al., 2000). In the fourth edition of the 
manual (DSM-IV-TR), ADHD, oppositional defiant disorder (ODD), and 
conduct disorder (CD) were lumped together on the basis of the external-
izing nature of the behavioral problems (APA, 2000) and separated from 
other impulse-control disorders. By contrast, DSM-5 separates ADHD 
into its own category and emphasizes the aggression underlying the latter 
two diagnoses.

Disruptive behavior disorders have been viewed as related based on 
the nature of their underlying psychopathology, and converging evidence 
points to common genetic factors (Arcos-Burgos et al., 2012). Research 
examining the genetic and environmental influences in the development 
of disruptive behavior disorders has demonstrated a significant impact 
of parental history of substance use and antisocial personality disorder 
(Dick et al., 2005). Rather than distinguishing a specific genetic factor that 
implies a hereditary link between parental substance abuse and antisocial 
personality disorder and specific disruptive behavior disorders, however, 
studies point to a “general liability” that leaves children vulnerable to 
developing subsequent behavioral problems (Bornovalova et al., 2010).

Attention-Deficit/Hyperactivity Disorder

Substantial time and resources have been devoted to identifying the neu-
robiological substrates of ADHD. The general lack of consistent findings 
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has perpetuated the view among some that ADHD is “not a real disorder.” 
But a more reasonable explanation reflects the heterogeneity of the dis-
order (Baumgaertel et al., 2008). The most commonly found structural 
volume reductions associated with ADHD are in the frontal lobes, basal 
ganglia, and cerebellum (Valera et al., 2007).

Comparing healthy controls to youth with ADHD has highlighted the 
role of cool EF frontostriatal networks in mediating attention (Rubia, 
2011). Imaging studies of neural pathways reveal deficits in the connec-
tions between frontal areas and striatum, cingulate, parietal lobe, and 
cerebellum, as well as between parietal and occipital lobes (Konrad & 
Eickhoff, 2010). In particular, as noted previously, one specific prefrontal 
area that has appeared most frequently across imaging studies of ADHD 
is the IFC (Dodds et al., 2011). Thus it is possible that underactivation of 
the IFC can serve as a biomarker for the disorder.

Additional evidence points to inefficient connectivity between the 
amygdala and the OFC in children with ADHD (Plessen et al., 2006), 
which could explain poor cortical self-regulation on emotional process-
ing mediated by the amygdala, especially with respect to delay aversion. 
The behavioral manifestation of this particular lack of self-regulation 
might start to look like ODD or even CD (Rubia et al., 2009). Such a 
finding is relatively common, given the extent of comorbidity across these 
disorders.

Overall, cerebellar volume has been linked to symptoms of ADHD and 
detailed analysis of cerebellar structures, especially the superior cerebel-
lar vermis (Mackie et al., 2007). While several functions beyond motor 
coordination have been assigned to the cerebellum, the function of par-
ticular interest in the context of impulsivity is time perception (Nigg & 
Casey, 2005). A common thread connecting the variety of behavioral 
problems that characterize children with ADHD is difficulty in acting 
according to appropriate or efficient temporal sequencing.

A consistent finding in the accumulated literature on ADHD is the 
altered functioning and availability of norepinephrine and dopamine 
(Baumgaertel et al., 2008). In general, norepinephrine modulates inhibi-
tory control by the IFC network, whereas delayed choice is more in the 
domain of the OFC, and modulated by dopamine (Fineberg et al., 2014). 
More specifically, balanced levels of both of these neurotransmitters are 
required for proper functioning of their circuits. Prefrontal cortical func-
tioning can be hampered by either excessive (e.g., as found in bipolar 
disorder) or insufficient (e.g., as found in ADHD) dopamine or norepi-
nephrine receptor stimulation (Arnsten, 2006).

One way of conceptualizing the relationship is in terms of “signal 
and noise” modulation and “gate switching,” where norepinephrine 
activity addresses the former and dopamine the latter (Oades, 1985). 
Norepinephrine, in both ventromedial and lateral prefrontal areas, 
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functions as an arousal modulator and provides stimulation to engage the 
attention system (Arnsten, 2006). When environmental stress increases 
and triggers the autonomic nervous system, however, norepinephrine lev-
els increase, arousal levels rise, and attention suffers. Similarly, a basal 
level of dopamine is needed for focusing on a specific environmental 
stimulus; otherwise, attention “wanders.” But excess dopamine leads to 
inflexible focus (Arnsten, 2006). In this context, stimulant medications 
target ADHD symptoms through amplifying signal information while 
helping “tune out” excess noise, but only if the dosage is in the correct 
range (Arnsten, 2006).

Oppositional Defiant Disorder

Oppositional defiant disorder as a single diagnosed disorder is relatively 
rare and almost always presents as comorbid, often with another disrup-
tive behavior disorder (Greene, 2006). This finding has consequently 
limited the research on the “pure” disorder, especially neurobiological 
aspects. Some conceptualize ODD as being characterized more by negative 
emotionality than impulsivity (APA, 2013), which suggests involvement of 
limbic circuits. A recent preliminary functional neuroimaging study of 
the neural correlates of inhibitory control in pure ODD found reduced 
activation in the right IFC (Zhu et al., 2014), which is consistent with other 
studies of poor impulse control, but increased activation in areas adjacent 
to it, which suggests that behaviors might result from the connections 
between them. The results were not robust, however, and the study was 
limited by a small sample size. Overall, ODD seems to be a less impair-
ing and less distinctive disorder in relation to ADHD and CD, and the 
limited research conducted thus far appears to support the World Health 
Organization’s (1992) approach of considering ODD as a milder subtype 
of CD (Stedler et al., 2010).

Conduct Disorder

Neurodevelopmental theorists previously differentiated between child- 
and adolescent-onset CD on the basis of distinct biological vulnerabilities 
in the former and social causation in the latter (Moffitt, 1993). Yet stud-
ies have since identified structural abnormalities believed to contribute 
to behavior problems regardless of the age of the person (Fairchild 
et al., 2011). More recent attempts to elucidate the developmental path-
ways of CD have focused on callous-unemotional (CU) traits and anger 
dysregulation (Pardini & Frick, 2013). CU traits have gained increasing 
attention as a distinguishing factor in CD for multiple reasons. Not only 
is the prevalence significant (10%–50%; Kahn et al., 2012), but also the 
longitudinal clinical implications are more severe than for youth without 



24 Ken Fogel

this trait. The developmental pathway to early-onset CD characterized by 
severe problems with anger regulation highlights the strong link to ODD 
as a presyndrome.

The high frequency of comorbidity between CD and ADHD has hin-
dered efforts to disentangle the neurobiological pathways underlying 
each disorder (Rubia, 2011). Nevertheless, it is possible to differentiate 
ADHD from CD on the basis of differences between those networks 
associated with specific executive function tasks. As noted above, ADHD 
appears to be characterized by deficits in cool EF pathways, resulting in 
reduced top-down response inhibition and control of attention. On the 
other hand, CD involves underactivation of hot EF cortical structures 
(ACC) in regulating subcortical structures (amygdala) that mediate 
motivation and affect (Decety et al., 2009).

Tic Disorders

Tic disorders are by definition disorders of movement and thus involve 
the motor pathways of the nervous system. Most research has identified 
the striatum as “the major pathophysiologic site in Tourette syndrome” 
(Harris & Singer, 2006, p. 679) and has highlighted the role of cortico-
striatal-thalamo-cortical (CSTC) loops in the expression and suppression 
of tics (Marsh et al., 2009). The inclusion of the striatum/basal ganglia 
underlies the automaticity of the behavior. In addition to the DLPFC, 
basal ganglia, and thalamic components of this circuit, tics can result 
from dysregulation in other brain areas, including the cerebellum and 
insula (Towbin, 2009). Their roles in the disorder are less clear and 
consistent, but they might be related to the sensory perception that 
accompanies the experience (Marsh et al., 2009).

In terms of neurochemistry, several neurotransmitters appear to influ-
ence tic disorders, although dopaminergic pathways exert the most 
substantial impact (Towbin, 2009). This is consistent with dopamine’s 
well-known role not only in modulating all levels of the motor CSTC loop, 
but also in motivation and attention. One of the proposed mechanisms 
by which tics overcome suppression reflects the established finding of 
dual (tonic-phasic) release of dopamine into the synapse. Research has 
supported the possibility of low tonic (baseline) release of dopamine, as 
well as increased phasic or “burst” release, to explain the manifestation 
of tics (Harris & Singer, 2006).

Notwithstanding the odd nature of some tics, especially complex 
ones, the disorder can be diagnostically confusing because the behavior 
is not entirely involuntary (APA, 2013). Are these impulsive behaviors? A 
reported subjective feeling of a buildup of tension preceding a tic appears 
similar to other impulse-control disorders. This apparent confusion 
clears up when considering the abovementioned neural pathways, which 
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reflect another version of balance between “higher” and “lower” centers. 
To the extent that the DLPFC and other prefrontal areas are active, the 
tics can more likely be stifled (Marsh et al., 2009). But heightened stress 
or emotional intensity is associated with increasing frequency and inten-
sity of tics (Towbin, 2009), which suggests greater subcortical influence.

While aggression is not typically associated with tic disorders, people 
who suffer from chronic tic disorder or Tourette’s disorder can manifest 
aggressive, impulsive, or other disruptive behaviors as part of the symp-
tom picture (Towbin, 2009). These additional behavioral problems are 
more likely in the case of comorbid diagnoses, especially ADHD. The 
underlying neurobiological details have not been definitively clarified, 
but the involvement of CSTC circuits is highly likely. For comorbid ADHD 
and Tourette’s disorder, the DLPFC circuit has been implicated because 
of its role in executive functions (Wright et al., 2012).

Intermittent Explosive Disorder

Intermittent explosive disorder is typically a diagnosis of exclusion of 
other clinical reasons for the explosive episodes of anger that character-
ize its presentation (APA, 2013). “Soft signs” of a neurological disorder can 
nonetheless underlie the disorder. As the DSM-5 description suggests, 
IED anchors the continuum of problems with self-control as a result of 
emotional dysregulation (APA, 2013). Furthermore, IED is associated 
with negative feelings or consequences, which suggests that the aggres-
sive behavior is impulsive. There is a failure of top-down pathways in 
controlling excessive bottom-up influence. In a sense, this is one of the 
most clear-cut examples of “problems with the heat” in terms of neuro-
biological function. For example, patients with IED manifest increased 
amygdala activity and decreased OFC activity when viewing angry faces 
(Coccaro & McCloskey, 2010).

Bipolar Disorder

The neurobiological basis of bipolar disorder (BD) remains inconclusive, 
although results of research point to some common themes. The com-
plexity of the disorder is reflected in the range of neurotransmitters and 
pathways in which dysfunction results in symptoms. As is the case with 
the other disorders described in this chapter, the recurrent theme of bal-
ance between prefrontal and subcortical regions also applies to BD, but 
the pathological manifestation of such imbalance is emotional dysregulation 
and mood episodes.

Impulsive behavior is a hallmark feature of mania and may be espe-
cially problematic because of the increased risk for suicide (APA, 2013). 
Neuroimaging studies have shown that impulsivity is a trait-like feature of 
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BD (Trost et al., 2014). The OFC is the prefrontal area that has received 
the most empirical support for involvement in suicidal behavior in BD 
(Mahon et al., 2012). The OFC’s connections to the amygdala, basal 
ganglia, ACC, and temporal lobe highlight its roles in decision making, 
impulse control, and regulation of emotional expression. Substantial 
research has found abnormal size and functioning of the OFC in BD 
(Mahon et al., 2012). In addition, Trost et al. (2014) found evidence of 
problems in prefrontal regulation of the ventral striatum, which trans-
lated to a reduced ability in patients with BD to delay responses to obtain 
greater long-term rewards.

Children diagnosed with BD and a comorbid disruptive behavior 
disorder are at an increased risk for aggressive behavior (Kohn & Asnis, 
2003). In contrast to the finding of decreased amygdala activity in 
adolescents with CD with CU features, children with BD manifest a height-
ened amygdala response to pictures of neutral faces (Rich et al., 2006). 
Thus their aggression is much more likely to be reactive or affective than 
instrumental. Aggressive behaviors in BD tend to more commonly mani-
fest in mixed (rather than manic or depressed) states, reflecting greater 
disorganization in limbic areas (Kohn & Asnis, 2003).

Personality Disorders

Impulsive and emotionally reactive behaviors, usually associated with 
negative interpersonal consequences, represent a key feature of Cluster B 
personality disorders (PDs). Two of these disorders, antisocial personality 
disorder (APD) and borderline personality disorder (BPD), are the only 
ones where impulsivity and aggression are included in the diagnostic 
criteria (APA, 2013).

Personality disorders tend not to be considered “neurobiological” in 
terms of conceptualization and treatment, but some features are none-
theless more driven by neural networks or neurotransmitter pathways. 
Furthermore, substantial evidence links traits in adolescence and adulthood 
to temperament in childhood (Clonninger & Svrakic, 2000). Although not 
inherently negative, the extreme novelty-seeking temperament can result 
in feelings of boredom, impulsivity, and angry outbursts, followed later by 
disruptive behavior disorders and interpersonal problems.

Impulsive behavior has been correlated with severity of APD, but not 
impulsive choice (Swann et al., 2009). As with findings of the brains of 
conduct-disordered youth, structural imaging studies of neural correlates 
of APD have established a primary role of the prefrontal cortex, especially 
the OFC (Huebner et al., 2008). Other areas of interest include the amyg-
dala, insula, and striatum (Passamonti et al., 2010). Problems in connec-
tivity between prefrontal cortex and hippocampus in adults with APD can 
account for the inability to learn from experience, especially contextual 
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cues, and can culminate in impulsive reactions with little to no remorse 
(Getz, 2014). This combination of findings emphasizes structures in the 
hot EF pathway and highlights the developmental progression from CD 
to APD (Rubia, 2011). When healthy controls view pictures of intentional 
versus accidental harm, for example, they manifest increased connectivity  
between VMPFC and amygdala, which suggests a response of control-
ling reactions of intense negative affect (Decety et al., 2009). In contrast, 
youth with a history of severe aggressive behavior display significantly 
more intense response in limbic and somatosensory brain areas, without 
the prefrontal activation and connectivity that would indicate behavioral 
modulation of the negative affect.

In patients with BPD, emotional dysregulation is the hallmark feature, 
often manifested as impulsive aggression (APA, 2013). Although questions 
remain about some the details, neurobiological findings have consistently 
demonstrated frontolimbic dysfunction, specifically networks involving 
the ACC, OFC, DLPFC, amygdala, and hippocampus (Leichsenring et al., 
2011). In particular, excessive amygdala activation occurs in response to 
emotional triggers, in tandem with decreased prefrontal activation, which 
is thus inadequate to control the heightened emotional response. The 
result tends to be unstable or erratic behavior. Impulsivity and instability 
that becomes aggressive have been linked more specifically to dysfunc-
tional activity in the OFC (Getz, 2014).

Other Disorders

Other clinical disorders can be characterized by episodes of aggression 
or impulsivity, even though such symptoms are not necessarily prototypi-
cal. For example, aggressive and impulsive behaviors are associated with 
delirium, dementia, and substance-related disorders (APA, 2013). In gen-
eral, the extent to which such behaviors are observed in these disorders 
will be evident upon neurological or neuropsychological evaluation. The 
findings are almost always consistent with those presented in the bulk 
of this chapter. Patients with Alzheimer dementia who exhibit problems 
with inhibiting behaviors, for example, demonstrate decreased activity in 
OFC, DLPFC, and ACC compared to Alzheimer disease patients with no 
overt behavioral problems (Lane et al., 2011).

The increased likelihood of disruptive behaviors in developmental 
disorders, such as intellectual disabilities or autism spectrum disorder, 
reflects more overarching or diffuse deficits in neurological functioning 
(Lecavalier et al., 2011). This is reflected in the inconsistencies in imaging 
and neurochemistry research (Getz, 2014). Consequently, while impulsiv-
ity and aggression are not necessarily considered key associated features 
of developmental disorders, such behaviors can erupt, seemingly “from 
out of nowhere” in individual cases.
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Summary and Conclusions

Mental health professionals face the daunting but central task of “drawing 
the line” between normal and abnormal behavior. Behaviors like impul-
siveness and aggression can appear relatively straightforward to place on 
the “abnormal” side of the fence. But these behaviors must be contextual-
ized socially and culturally, and, more broadly speaking, evolutionarily. 
Humans engage in response inhibition, delayed gratification, and long-
term planning to an extent not matched by any other species, a reflection 
of highly developed cortical control. But clearly some moments call for 
“animal responses,” like competitive sports, creative arts, and romantic 
relationships. These tendencies always exist in balance, one with varying 
degrees of neurobiological involvement.

In treating people who manifest disorders of impulse control, dis-
ruptive behaviors, or aggression, emphasizing that balance is central 
to treatment decisions. This chapter has explored aspects of disruptive 
behavior disorders that demonstrate a more substantial biological etiol-
ogy. Of these, ADHD, bipolar disorder, IED, and tic disorders appear 
to be the most influenced by physiological origin, which is reflected in 
their treatment protocols. On the other hand, research on etiology of 
ODD, CD, and antisocial and borderline personality disorders is more 
equivocal. Clinicians are thus more likely to engage such clients with 
psychological treatments, except in the most severe cases.
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3  Psychological and  
Developmental Understanding  
of Self-Control, Impulsivity,  
and Disruptive Behaviors

Matthew Tirrell and George M. Kapalka

Disruption of adaptive, prosocial behaviors typically occurs with poor 
modulation of urges and emotion dysregulation (Arsenio & Lemerise, 
2010). There are several avenues by which the control of urges may result 
in behavioral dysfunction. For example, some individuals have difficulties 
controlling the normal range of urges (as seen in attention-deficit/hyper-
activity disorder, or ADHD), others experience extreme urges outside the 
expected range (as seen in intermittent explosive disorder), and some may 
exhibit a combination of both (as seen in tic disorders). Poorly modulated 
disruptive urges and limited emotion regulation (such as irritability and 
low frustration tolerance) impair one’s ability to self-regulate behavior, 
which is a key component of disruptive disorders.

Degrees of self-control and aggression are well established to be the 
fundamental dimensions in disruptive disorders (Broidy et al., 2003) 
based on the premise that disruptive disorders are a product of a failure 
of self-control, an expression of aggressive behavior, or a combination of 
aggression and impaired self-control. To understand the psychological 
aspects of disruptive disorders, an examination of the development of 
self-control and aggression is warranted.

Self-Control

Many social scientists define self-control as the extent to which a person 
is able to resist impulses, inhibit or overcome urges, and delay gratifi-
cation (Vazsonyi & Huang, 2010). Gailliot et al. (2007) further declare 
self-control as a component of an individual’s personality that enables 
the restraint of thoughts, feelings, and behaviors to maximize rewards 
and comply with cultural norms. Individuals who are able to exercise 
appropriate self-control are likely to improve their goal attainment and 
experience desirable outcomes, including social acceptance, interper-
sonal growth, cognitive stability, and personal, career, and academic 
achievements.
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Conversely, impaired self-control may be associated with a range of 
dysfunctional cognitive expressions such as inattention or distractibility, 
or may be expressed through dysfunctional behaviors such as hyperactiv-
ity and tics. Problems with executive functions (language, memory, and 
planning) may also be associated with these difficulties (Barkley, 1997; 
Fischer et al., 1990). Disruptive urges are experienced universally and the 
spectrum of disruptive behaviors can range widely; only a small portion 
of the population possesses such limited self-control that diagnostic 
levels of disruptive behaviors become apparent.

The life span developmental perspective sheds light on the acquisi-
tion and course of self-control and its relation to disruptive disorders. 
Self-control typically becomes evident in the first year of life and gradually 
increases through the toddler years until solidifying in early childhood 
(Barkley, 1997). This developmental sequence is directly related to lan-
guage, memory, and attention, all of which develop concurrently in the 
formative years (Berk, 2008). Supported or impeded by environmental 
and psychosocial influences, the developmental course of self-control 
remains relatively stable through adolescence into adulthood (Broidy 
et al., 2003).

It is essential to acknowledge the role that individual differences play 
in the acquisition and development of self-control. According to Vazsonyi 
and Huang (2010), while many factors contribute to the development 
and progression of self-control, a certain degree of variance is expected 
in children and may be a result of innate predispositions. These differ-
ences in emotion regulation, coping strategies, willful effort, personal 
motivations, and bonding may mediate the integration of self-control as 
a prosocial behavior (Gilliom et al., 2002). According to Barkley (1997), 
“individual differences in inhibition appear to be an even greater deter-
minant of performance in delayed-response tasks than is age or general 
development level” (p. 210). In addition to inherent differences, however, 
the etiology and development of self-control throughout the life span are 
explained in cognitive, behavioral, and social learning models.

Intrapersonal Factors Influencing Self-Control

Cognitive and behavioral perspectives add to our understanding of the 
pathogenesis of disruptive disorders through impaired self-control. In his 
seminal research on self-control, Russell Barkley (1997) formulates self-
control as a cognitively driven behavioral response by an individual that 
is directed toward the self in order to inhibit a poor response over a sig-
nificant period of time, thus increasing the likelihood of a more desired 
goal. Modern social learning theoretical models similarly emphasize the 
powerful role of cognitions; individuals are not merely responders to 
environmental stimuli but active perceivers and thoughtful contributors  
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to their environments (Bandura, 1977). Cognitive-behavioral themes 
such as frustration tolerance, personality structures, distortions, and 
emotion regulation all contribute to the acquisition and development 
of self-control (Patterson & Newman, 1993). Comparable definitions of 
frustration tolerance among theorists center on delayed gratification; 
however, Mischel’s (1986) thorough explanation of frustration tolerance 
can be aptly summarized as a cognitive technique for directing one’s own 
behaviors in response to environmental stimuli.

A key component of frustration tolerance is locus of control. In gen-
eral, when individuals perceive that the environment controls or delays an 
outcome, they often become frustrated, but those who delay responding 
tend to develop self-control (Mischel, 1986). Eisenberger et al. (1985) sug-
gest that the amount of effort one puts forth to delay reward via internal 
locus of control can mediate frustration tolerance. Individuals with low 
frustration tolerance typically react impulsively to environmental stressors 
for the sake of immediate gratification, whether it is to achieve a desired 
goal or to avoid a negative outcome. Accordingly, individuals with poor 
levels of self-control (either because of neurobiological predispositions 
or environmental and social influences) may acquire better impulse con-
trol through cognitive-behavioral training by resisting small rewards with 
little volitional effort to gradually attain higher rewards with greater cog-
nitive effort. Barkley’s (1997) research on executive functions supports 
this perspective by contending that low frustration tolerance is linked to 
impulsivity (as seen in ADHD) and comorbid cognitive deficits confound 
receptivity to effortful cognitive-behavioral training. Impaired cognitive-
behavioral mastery of frustration tolerance has wide implications for men-
tal health clinicians who must specifically target the client’s aptitude for 
delaying gratification, distress tolerance, and emotion regulation across 
myriad psychosocial dimensions in the treatment of disruptive disorders.

Personality structures and temperament also play a role in the develop-
ment of self-control. Nigg et al. (2002) reviewed five personality dimen-
sions in relation to the impulsive and hyperactive symptoms of ADHD 
and discovered a high correlation between ADHD and neuroticism and 
low correlations with openness, agreeableness, extraversion, and consci-
entiousness. Patterson and Newman (1993) confirmed this finding but 
also found extraversion to be highly correlated with disruptive behaviors, 
implying that stable personality traits that persist into adulthood are 
linked to disruptive disorders, including ADHD. In addition, Patterson 
and Newman contend that individuals who lack introspection and self-
reflection on personal gains and losses react quickly to frustration and 
develop poor self-control because of their failure to associate negative 
outcomes with disinhibition. Nigg et al. similarly suggest that impulsivity 
is highly correlated with a negative temperament and poor mood regula-
tion. Implications from these findings call for the thorough assessment of 
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personality structures and temperament characteristics that accompany 
impulse-control deficits.

In their exploration of the relationship between anger regulation 
and self-control, Gilliom et al. (2002) discovered that successful emo-
tion regulation depends largely on an individual’s proclivity to employ 
coping strategies in response to external stimuli. Children who uti-
lized adaptive techniques to distract themselves from stressful tasks, for 
example, were able to consistently reduce the intensity of their anger. 
While there were individual differences in the techniques the children 
exercised, ranging from shifting attention to seeking parental attach-
ment, their use of emotion regulation skills was found to improve overall 
self-control efficacy. This finding confirms that emotion regulation is 
related to self-control and reveals that various strategies may be effective 
to address deficits in this area.

The influence of goal orientation on impulsivity appears to be equally 
meaningful. While comparing adolescents and young adults with vary-
ing future goals, Chen and Vazsonyi (2011) found that self-control was 
highest in individuals whose perspective was oriented toward the future 
with a positive outlook on goal attainment. Barkley (1997) asserts that 
the role of cognizance about future consequences is central to the devel-
opment of self-control in association with the primary executive func-
tions, whereby self-control is increased through a continuous feedback 
loop between self-directed, inhibitory speech and successful attainment 
of rewards. Similarly, Patterson and Newman (1993) contend that the 
ability to focus on consequences, facilitated by the executive functions 
of planning and reasonable judgment, initiates and reinforces the adap-
tive coping skill of self-control. Alternatively, individuals with poorly 
modulated impulses fail to learn from negative events, reflect on con-
sequences, or develop anticipatory insights into the risks of impulsive 
behavior. Therefore it is important for mental health practitioners to 
recognize and explore an individual’s goal orientation, intrapersonal 
insight, and emotion regulation skills in order to redirect potential for 
impulsivity and other disruptive behaviors.

Interpersonal Factors Influencing Self-Control

Human beings and their environments affect each other in profound 
ways, whereby individuals learn, change, and grow through their expe-
riences with the phenomenological world. “Social learning theory 
approaches the explanation of human behavior in terms of a continu-
ous reciprocal interaction between cognitive, behavioral, and environ-
mental determinants” (Bandura, 1977, p. vii). This dynamic exchange 
may either promote or inhibit self-control, depending on an individual’s 
neurological makeup and response to life experiences. Barkley (1997) 
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affirms that innate executive functioning and the maturation process 
largely induce individual capabilities and tendencies for self-control, and 
social norms and expectations shape the development of self-control over 
time. Vazsonyi and Huang (2010) suggest that self-control develops from 
positive socialization experiences with parents, caregivers, schools, and 
civic organizations, especially through modeling, rewarding of prosocial 
behaviors, and providing opportunities to learn discipline and delay grat-
ification. The data from their long-term studies reinforce the consensus 
that patterns of impulsivity remain stable over time in the absence of 
adaptive or therapeutic interventions.

Families of origin, especially parents and guardians, largely influence 
the acquisition and development of self-control (Berk, 2008; Bradley 
& Corwyn, 2007). Parental influence on self-control begins early in 
life and has a sustained effect over time. As early as the toddler stage, 
parental warmth and sensitivity induce the development of self-control 
via reinforcement of compliant behavior (Berk, 2008). Parental warmth 
and involvement are fundamental resources for developing self-control 
through bonding, mutual respect, rule adherence, structured routines, 
and supervised activities (Bradley & Corwyn, 2007). Parents and care-
givers employ numerous adaptive techniques to promote self-control in 
early childhood, including responding sensitively to the child’s needs, 
encouraging linguistic expression, providing opportunities for autonomy 
and attention building, and praising compliance (Berk, 2008).

Accordingly, parental behaviors and family dynamics can have delete-
rious effects on the development of self-control. Harsh parental control, 
excessive punishment, and abuse have been linked to poor self-regulation 
and a host of externalizing behaviors seen in several disruptive disorders 
(Bradley & Corwyn, 2007). Similarly, coercive and impulsive parent-
ing styles that utilize inconsistent rules and disciplinary practices may 
reduce self-control in children by disempowering them and impeding 
self-efficacy (Bornovalova et al., 2013). Contrasting child-rearing styles 
among parents are incongruent with adaptive co-parenting skills that 
strengthen impulse control in children, often resulting in family con-
flicts and disruptive behaviors, delinquency, and inattention in the child 
(Bornovalova et al., 2013). Children who do not learn to self-regulate 
their impulsive emotions and behaviors from their family of origin are 
likely to experience social, academic, and occupational problems in the 
future (Fischer et al., 1990).

The quality of the adult and parent–child relationships within the home 
can negatively impact the development of self-control. Discord between 
adults may lead to maladaptive child-rearing practices and separation 
or divorce, and the environmental instability that ensues often increases 
the likelihood that children will develop problematic impulsive behaviors 
(DeKlyen, 1996). An inadequate parental unit impairs the development of 



38 Matthew Tirrell and George M. Kapalka

self-regulatory skills through poor modeling, which may alter a child’s 
sense of security and adaptive socialization. Disruptive behaviors are 
common when the parent–child relationship is interrupted by parental 
mental illness or other deficiencies such as lack of affection, poor limit 
setting, or inattention to the child (DeKlyen, 1996). In those situations, 
clinicians must consider working with the parents and families of indi-
vidual clients to address such deficiencies in the family unit.

Parental criminality is also related to disruptive behaviors in children. 
Antisocial parents are more likely than prosocial parents to divorce, expe-
rience marital dysfunction, and employ maladaptive child-rearing styles 
such as physical punishment, all of which are established determinants of 
poor self-control in children. Additionally, the poor parent–child attach-
ment in families with an antisocial parent predicts disruptive, antisocial 
behavior in children and adolescents (Bornovalova et al., 2013). Lahey et al. 
(1989) suggest that maternal antisocial personality traits mediate impulsive 
behavior, as seen in ADHD and other disruptive disorders, and McCarty 
and McMahon (2003) correlate being reared by a depressed mother with 
disruptive pathology in adolescent boys. Implications for children reared 
in such environments may include the perpetuation of impulsive, antiso-
cial, and aggressive behaviors into adulthood. Accordingly, clinicians must 
specifically address parental temperament, child-rearing practices, and 
attachment issues in the treatment setting.

In addition to the family of origin, social influences on the develop-
ment of self-control originate from a variety of sources. While family and 
peers remain primary influences, institutions, communities, media, and 
socioeconomic conditions also moderate social learning at the individual 
level. Bronfenbrenner’s (1994) ecological model best captures the dynam-
ics between these interpersonal factors, explaining how social exchanges 
of an individual with every facet of society affect individual development. 
Community environments such as schools, places of worship, and local 
neighborhoods provide opportunities for the acquisition or suppres-
sion of adaptive self-regulation skills through successful or failed peer 
interactions (Bradley & Corwyn, 2007). Involvement by peers, teachers, 
employers, and community leaders in reinforcing rewards for individual 
effort is a robust predictor of self-control in children and adolescents 
(Eisenberger et al., 1985). Mass media is also a salient factor in the acqui-
sition and maintenance of self-control (Bandura, 1977). Bandura asserts 
that modeling the representations in mass media programs can change 
the way individuals respond to observed stimuli, altering their emotional 
regulation and distractibility. Each of the aforementioned paradigms has 
strong implications for mental health clinicians to consider regarding the 
development of self-control in at-risk populations.

Socioeconomic status (SES) is another significant variable, as research 
has shown that low SES and poor living conditions contribute to impulsivity 
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and disruptive behaviors (Johnson et al., 1999). Low parental income, 
education, and occupational status are predictive factors for impulse control, 
mood, and personality disorders, and are linked to myriad disruptive dis-
orders (Johnson et al., 1999). Poverty is linked with poor self-regulation 
skills (including emotional dysregulation and linguistic deficits) in chil-
dren of various ages (Bradley & Corwyn, 2007). Low socioeconomic con-
ditions directly and indirectly influence the development of self-control 
by simultaneously impeding an individual’s opportunities for adaptive 
skill building and creating harsh conditions for families to rear children 
(Baum et al., 1985). Low socioeconomic environments impede the devel-
opment of adaptive coping strategies, such as shifting one’s attention 
away from stressful situations, leaving people vulnerable to chronic stress 
(Gilliom et al., 2002). Clinicians must consider the influences of all levels 
of community, SES, media, and peer groups as pertinent factors in the 
development of disruptive behaviors and other mental health problems.

Aggression

As with self-control, a clear understanding of aggression is salient to any 
discussion of disruptive disorders. Researchers tend to define aggression 
as behaviors that intend to harm, with underlying components of poor 
self-control and anger dysregulation (Geen, 1990). While there are many 
types of aggression—instrumental, physical, verbal, and relational—
underlying each of them is harmful behavior directed at others (Berk, 
2008). Bandura and Walters (1959) highlight the component of harm in 
their contention that aggression is tantamount to antisocial behavior that 
is harmful and disruptive to other people or property. When expressed as 
an overt physical act of anger, aggression can be considered synonymous 
with violence. Please note that our discussion of self-control intention-
ally precedes that of aggression to underscore the inherent presence of 
impulsivity in aggression.

Aggression may also be viewed as an emotionally driven response to 
environmental stressors, especially in reaction to frustration. Bandura and 
Walters (1959) define frustration as “the occurrence of conditions that pre-
vent or delay the attainment of a goal-response” (p. 89). Frustration is simi-
larly described as an emotional state resulting from goal deflection, which 
often precedes aggressive behavior (Baum et al., 1985). Affect regulation 
is linked to aggression—primarily as an antecedent—whereby individuals 
with aggressive tendencies tend to react impulsively to emotional stressors 
(Geen, 1990). The delay of gratification, then, is a deterrent to disruptive, 
aggressive urges.

A plethora of maladaptive outcomes may result from impaired frus-
tration tolerance over an individual’s life span. Loeber and Stouthamer-
Loeber (1998) document the high rates of youth in treatment centers and 
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schools receiving services for disruptive, violent behavior. As they age into 
adulthood, delinquent youth are at risk for many psychosocial problems, 
including substance use, divorce, unemployment, and legal difficulties 
(Loeber & Stouthamer-Loeber, 1998). Similarly, adolescent aggression 
has been found to correlate significantly with adult depressive symptoms 
(Diamantopoulou et al., 2011). In addition, poor frustration tolerance 
may contribute to rejection from peers when individuals engage in impul-
sive, aggressive acts in social settings (Coie et al., 1992). These factors 
propel the course of the development of disruptive and aggressive behav-
iors, and aggression is found to remain relatively stable (especially in the 
most severely impaired) over time (Loeber & Stouthamer-Loeber, 1998). 
These findings suggest that mental health clinicians must address clients’ 
abilities to tolerate frustration, delay gratification, and regulate emotions 
in order to reduce aggressive behaviors.

It is important to recognize characterological traits underlying 
aggressive behaviors. Potegal and Knutson (1994) suggest that irritabil-
ity and emotional susceptibility are key mediators of aggression. Geen 
(1990) recognize a host of additional factors that affect the development 
of aggression, including sex differences (male), cognitive development 
(low), and alcohol use (high). All of these variables should be considered 
because they play a significant role in moderating the acquisition and 
progression of aggressive behaviors.

Intrapersonal Factors Influencing Aggression

Cognitive-behavioral theoretical framework prioritizes internal experi-
ence over external stimuli. The development of aggression is thus under-
stood by examining the role of individual interpretation or perception of 
an event and assigning negative meaning to it (Geen, 1990). In fact, an 
individual’s perception of a situation is more salient than the situation 
itself; therefore a stimulus only evokes aggression when perceived by the 
individual as hostile or threatening (Zahn-Waxler et al., 1986).

In the cognitive-behavioral approach, one’s internal dialogue drives 
intrapersonal emotional experience, and subjective intrapersonal experi-
ence results in the development and expression of aggression through 
various mechanisms. Ellis (2001) emphasizes the role of one’s irrational 
belief system in the formation of unhealthy responses to neutral stim-
uli, thereby instigating a negative reciprocal dynamic that can elevate 
emotional symptoms to diagnostic levels. Similarly, Beck suggests that 
individuals contribute to their own emotional discomfort by creating 
negative intellectual paradigms through the automatic thought pro-
cesses they initiate upon a triggering event (Alford & Beck, 1997). It is 
this skewed perception that may compel an individual to react aggres-
sively to an otherwise dispassionate event, fueled by distorted, biased, or 
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personalized feelings about the situation. The statements made to oneself 
about an experience may increase and reinforce one’s negative assump-
tions and result in maladaptive behaviors, such as violence or abuse. In 
order to reduce the potential for aggression, counselors must assist 
clients in gaining insight into their subjective psychological experiences 
by identifying irrational beliefs, distorted automatic reactions, and negative 
self-statements.

Anger is a significant intrapersonal construct involved in the devel-
opment of aggression. Negative affect, especially anger, tends to pre-
cipitate (although not necessitate) aggressive behavior, typically based 
on a perceived threat or injustice (Tangney et al., 1996). According to 
Berkowitz (1990), internal psychological processes associate anger with 
negative ideas, perceptions, ruminations, and hostile inclinations. The 
methods by which people manage anger and related cognitions vary 
widely and directly affect subsequent behaviors (Tangney et al., 1996). 
For those devoid of adaptive coping strategies, for example, aggressive 
behaviors may provide an escape from the unpleasant psychological and 
somatic experiences connected with anger (Berkowitz, 1990). According 
to Tangney et al., the level of insight into one’s emotional state and the 
importance one places on the triggering event directly correlate with the 
expression of aggressive behavior. Aggressive individuals tend to perceive 
their hostility, resentment, and irritability as self-protective, and there-
fore they exhibit less regard for the long-term consequences on recipients 
of their aggressive acts (Tangney et al., 1996). Developing adaptive cop-
ing skills to improve positive self-management (especially in situations 
invoking anger) and increasing the intrapersonal awareness and evalua-
tion of anger are critical components of cognitive-behavioral treatment 
of disruptive disorders.

Capacity for empathy, problem solving, and role reversibility moderate 
intrapersonal experiences of social interactions (including aggression), 
so deficits in any of these predispose vulnerability to aggression (Zahn-
Waxler et al., 1986). In addition, low IQ, learning disabilities, and negative 
temperament have been found to correlate highly with disruptive behav-
iors because these are associated with cognitive deficiencies that impair 
judgment, forestall a sense of consequences, and make one more suggest-
ible (Bandura & Walters, 1959). Aggression is most likely to be developed 
and strengthened when reinforced by positive outcomes, that is, achieving 
desired goals (Mischel, 1986). Any perceived expectation of a reward for 
aggressive behavior is likely to increase the probability of such behavior. 
Consequently, mental health professionals should explore executive skills, 
empathy, and role reversal when evaluating and treating aggressive and 
disruptive behaviors.

Ample consideration must also be given to the psychological construct 
of intentionality as a fundamental intrapersonal component of aggression. 
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Baum et al. (1985) explain that while intent to harm underlies all acts of 
aggression, society does not shun all forms of aggression. For example, 
athletes, caregivers, and authority figures regularly engage in acceptable 
aggressive behaviors whenever they make a tackle, get children to com-
ply (e.g., by taking toys away from them), or make an arrest. In addition, 
intentionality is a broad concept—regardless of whether the behavior is 
fully realized, the intent to induce harm qualifies an act as aggressive. For 
instance, unsuccessful attempts are considered as aggressive as those that 
come to fruition.

Social information processing (SIP) models further examine the sequence 
of cognitive encoding, interpretation, and response in the development 
of aggressive behaviors. Zahn-Waxler et al. (1986) contend that specific 
aggressive outcomes—such as anger, hostility to others, or hyperarousal 
to stimuli—are the result of breaches in this information processing 
sequence. Clinicians must identify and target these breaches (such as 
faulty encoding and misinterpretation) in order to arrest the development 
and progression of aggressive urges.

Interpersonal Factors Influencing Aggression

As Arsenio and Lemerise (2010) suggest, no single source can unilater-
ally account for the creation of aggression; rather, aggression likely arises 
from a complementary amalgam of psychological, environmental, and 
social factors. While disruptive urges, including aggression, may to some 
extent be innate, social learning theorists contend that aggression is 
mediated by empirical experiences and, more immediately, individual 
cognitions (Berk, 2008), and the greatest influence on the development of 
aggression is not biological drives but experiential learning from external 
sources (Bandura, 1977). Imitation and reinforcement are fundamental 
principles that promote social learning, and imitation involves the direct 
observation and modeling of environmental stimuli, while reinforcement 
involves the promotion or extinguishment of behaviors through rewards 
or punishments. Individuals learn through experiencing, observing, and 
perceiving the mutually influential interactions with their environment, 
becoming exposed to their family, community, socioeconomics, and the 
media as sources for learning and developing aggression.

An individual’s family appears to be the primary influence on learned 
behaviors. A wide body of research findings reports a robust link between 
family experiences and aggressive behavior (Shaver & Mikulincer, 2011). 
Peters et al. (1992) found that residing with an antisocial father, depressed 
mother, or an alcoholic parent is a contributing factor to the develop-
ment of aggressive or violent behavior. Similarly, parents’ negative views 
of their own families of origin have been found to mediate the develop-
ment of aggression in their children (DeKlyen, 1996). Current parenting 
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styles are informed by the parenting styles of previous generations, and 
maladaptive child-rearing practices instill aggression and delinquency 
in children primarily through lack of warmth and maternal rejection. 
Accordingly, clinicians should review multigenerational family systems to 
uncover the possible presence of these underlying factors of aggression.

Maladaptive parent–child interactions are well-documented determi-
nants of aggression in children (Bornovalova et al., 2013): “harsh treatment 
by parents may serve as a model for aggressiveness and may contribute 
to coercive styles of parent–child conflict” (Bradley & Corwyn, 2007, 
p. 1391). Harsh treatment that compels aggressive responses in children 
may specifically entail spontaneous physical punishment, neglect, rejec-
tion, abuse, excessive displays of anger, and withholding love and nurtur-
ance (Lefkowitz et al., 1977). Clinicians should screen for these factors 
because they significantly influence the development of aggression and 
disruptive behaviors in children.

Socialization of youth reaches beyond the family into local and larger 
communities. Such environments serve as resources for developing 
aggressive tendencies, whether by direct contact or observed through 
media (Baum et al., 1985). Environments filled with violence, crime, or 
maltreatment of others provide modeling opportunities for individuals 
vulnerable to aggressive predispositions. For example, a well-documented 
significant relationship exists between aggression and harsh environments 
such as low-income housing and overcrowded day care centers (Peters et 
al., 1992). Additionally, life in low-income urban communities tends to 
contain high levels of stress and additional deviant influences that pro-
mote aggression (Gilliom et al., 2002). Loeber and Stouthamer-Loeber 
(1998) point out that aggression tends to rise and fall on the basis of the 
presence or absence of other aggressive peers. Some researchers even 
suggest that environmentally propagated aggressive behaviors, as seen in 
delinquency, serve as a protective measure against urban environmental 
stressors (Baum et al., 1985), thus reinforcing the development of aggres-
sion. Though these factors are beyond clinicians’ control, mental health 
practitioners must be sensitive to an individual’s environment to identify 
and address its impact on aggressive tendencies.

Socialization through mass media also promotes the development of 
aggression, primarily by providing suggestive material ripe for poten-
tial imitation (Lefkowitz et al., 1977) as well as exposure to societal 
cues for aggressive behavior, such as permissiveness, revenge, relat-
ability to aggressors, and justification of violence (Geen, 1990). Media 
images appear to have long-term effects on the development of aggres-
sion, often promoting aggression through desensitization to violence. 
Baum et al. (1985) suggest that violence in the media instigates aggres-
sive behavior in boys that follows them through adolescence and into 
adulthood. In addition, the content of media images appears to matter 
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in the socialization process, as modeling of violence (via graphic dis-
plays of weapons, crimes, and fighting) begets aggression in boys, while 
the absence of female aggressors moderates the media impact on girls 
(Lefkowitz et al., 1977). According to Berk (2008), the media’s influence 
on aggression is wide reaching owing to its habituating effects over time; 
children become more aggressive as they fail to link long-term consequ-
ences with violent images that are fantastical in nature (as in cartoons 
or video games). While counselors cannot limit the influence of media 
in the development of aggression, clinicians can actively focus on ways 
in which individuals interact with and perceive their environmental and 
psychosocial influences in order to develop strategies for overcoming or 
reducing these negative influences.

Self-Control, Aggression, and Disruptive Disorders

Although many psychological and developmental factors mediate the 
acquisition and course of self-control and aggression, specific patterns of 
these influences separate various disruptive disorders.

Attention-Deficit/Hyperactivity Disorder

The primary symptoms of ADHD are developmentally excessive levels of 
impulsivity and inattention. ADHD is diagnosed as either inattentive type 
or hyperactive-impulsive type, with diagnostic criteria that center on dis-
tractibility or failure to maintain self-controlled behaviors, respectively 
(American Psychiatric Association [APA], 2013). Failure to regulate self-
control is central to the diagnosis of ADHD. While aggression is not a core 
symptom of this disorder, aggressive outbursts often accompany the core 
symptoms, especially in young children. Individuals with ADHD exhibit 
wide variability in their abilities to regulate attention and impulse control 
across different settings (Barkley, 1997). For instance, children, adoles-
cents, or adults with ADHD may be able to play a video game for sustained 
periods of time but have difficulties remaining on task in school or at 
work. Cognitive deficits often underlie problems with self-control evident 
in many individuals with ADHD, and environmental factors (such as coer-
cive interaction between parents and children) further contribute to the 
development of disruptive behaviors (Nigg et al., 1998).

Oppositional Defiant Disorder

The core symptoms of oppositional defiant disorder (ODD) include anger, 
irritability, vindictiveness, and defiant behavior (APA, 2013). These behav-
iors stem from impulsivity, aggression, and, more specifically, verbal aggression. 
Impaired self-control in ODD is seen as a function of a failure to regulate 
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emotions effectively, often resulting in excessive displays of anger and defi-
ance. Except for temper outbursts, individuals with ODD do not act vio-
lently, nor do they violate the rights of others. Instead, verbal or covert acts 
of aggression are more typical, as seen in resentful behavior or intention-
ally annoying outbursts. In addition, ODD tends to frequently co-occur 
with ADHD, further underscoring the underlying aspect of impulsivity as 
symptom of both disorders stemming from difficulties resisting disruptive 
urges. As with ADHD, cognitive deficits and coercive parental interactions 
are frequently associated with symptoms of ODD (Lahey et al., 1989).

Conduct Disorder

Individuals with conduct disorder (CD) typically engage in overt aggres-
sive acts, including physical assault, theft, or destruction of property (APA, 
2013). Indifference to societal norms and violation of personal rights of 
others are defining characteristics of CD (APA, 2013). While impulsivity 
may potentiate CD, violent physical aggression is the dominant feature 
of this disorder. Research suggests that parental personality and rearing 
style are strong predictors of CD (Lahey et al., 1989). Similarly, CD is a 
primary predictor of adult antisocial personality disorder (APA, 2013), 
and those with conduct disorder often exhibit poor prognoses and treat-
ment outcomes; therefore, environmental (such as residential or legal) 
interventions may be needed.

Tic Disorders

Automatic motor movements or vocalizations define all tic disorders, 
including Tourette’s disorder, the most severe of the four tic disorders 
(APA, 2013). Symptoms of tic disorders worsen under stress, and environ-
mental and psychosocial stimuli mediate the disruptive urges underlying 
these diagnoses. Impaired self-control underlies the impulsive nature of 
tics, and the strength of the impulsive urges as well as lack of awareness 
of physical and cognitive precipitants to the urges influence the degree 
of symptom expression.

Intermittent Explosive Disorder

Both impulsivity and aggression characterize intermittent explosive dis-
order (IED). The symptoms include infrequent yet volatile outbursts of 
physical harm to people or property disproportionate to any perceived 
trigger (APA, 2013). Outside of the isolated outbursts of violence, indi-
viduals with IED usually appear calm, and following the outbursts they 
typically express regret for their actions. While violent and physically 
aggressive in nature, the destructive episodes are a result of the failure to 
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regulate self-control. In select situations, individuals with IED may experi-
ence extreme urges beyond the expected range, thus overwhelming their 
coping and inhibitory skills. Social cues, prior learning, and environmental 
factors (such as level of stress) are common associated features.

Mood Disorders

Some mood disorders include symptoms of irritability and may be character-
ized by disruptive urges and behaviors secondary to irritability. In particular, 
symptoms of disruptive mood dysregulation disorder (DMDD), which shares 
some commonalities with IED, include a combination of low self-control and 
presence of physical or verbal aggression (APA, 2013). These are expressed 
through explosive temperamental outbursts as well as the irritable moods 
that persist between episodes. Cognitive deficits underlying limited frustra-
tion tolerance and impaired modulation of anger are associated with DMDD. 
Because this diagnosis is reserved for children and adolescents (primarily 
to assuage the overdiagnosis of pediatric bipolar disorder), individuals with 
DMDD are particularly vulnerable to social and environmental influences 
on disruptive urges, including family dynamics and parenting styles associ-
ated with low self-control and increased aggression. Peer factors often exac-
erbate the severity of symptoms (Pope & Bierman, 1999).

People with bipolar disorders may also exhibit features of both impul-
sivity and aggression. Disruptive behaviors associated with impaired 
self-control often characterize symptoms of mania in particular—as 
exemplified by rapid/unrestrained speech and reckless decisions that 
may include overspending or hypersexuality—and psychomotor agita-
tion, which may stem from the hostility and anger driven by intense 
mood swings, and can result in harm to self or others (APA, 2013). 
Though genetic factors are strongly associated with bipolar disorders, 
environmental and psychosocial risk factors often exacerbate symptoms 
and may affect individuals’ responses to situational triggers. For exam-
ple, deficient cognitive structures underlying poor impulse control and 
cognitive distortions often preceding aggressive responses are likely to 
interact with biological factors when producing disruptive symptoms 
and behaviors. In addition, because symptoms of bipolar disorder often 
include suicide attempts, and completed suicides are associated with 
a diagnosis of bipolar disorder more so than with any other disorder 
described by the APA (2013), it is critical for clinicians to specifically 
address the impulsive and aggressive aspects of the bipolar disorders.

Personality Disorders

Two personality disorders are most associated with dysregulated disrup-
tive urges: antisocial and borderline personality disorders. Impulsivity is 
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a core symptom of both of these disorders, and aggression is a core symp-
tom of antisocial personality disorder (APA, 2013). Antisocial individuals 
tend to be irritable and impulsive, and they often disregard the rights 
of others while they aggressively seek satisfaction of their own needs. 
Deficient cognitive structures are evident in individuals with APD, as they 
usually fail to consider the consequences of their behaviors on others. 
Parental and socioeconomic deficits are strong predictors of APD, so 
these factors need to be assessed. Lack of empathy and callousness may 
result in violence and other criminal behaviors, and legal and residential 
(such as correctional) interventions are often needed.

Borderline personality disorder is characterized by significant prob-
lems with impulsivity linked to severe emotional dysregulation (APA, 
2013). This is primarily a psychosocial disorder with fear of abandon-
ment and interpersonal distress at its core. Faulty interpretation of 
environmental triggers often results in feelings of despair, triggering 
poorly modulated and intense behaviors aimed at reducing the feelings 
of abandonment and perceived rejection. Patterns of parental instability 
and dysfunction in close romantic relationships are commonly associ-
ated with this disorder, and consequently interventions involving family 
members or significant others may be needed.

Other Disorders with Disruptive Features

Neurocognitive disorders, intellectual disabilities, and autism spectrum 
disorders warrant inclusion because individuals with these disorders 
often exhibit aspects of impaired self-control and potential for aggression. 
Individuals with delirium, neurocognitive disorder (formerly referred to 
as dementia in the fourth edition of the Diagnostic and Statistical Manual 
of Mental Disorders), and autism spectrum disorders have the potential to 
display varying degrees of aggression when highly symptomatic (APA, 
2013). Examples of aggression may include lashing out verbally, expos-
ing oneself publicly, or shoplifting. Pathogenesis of these disorders may 
vary, but impaired cognitive structures needed to utilize self-control are 
often associated with the severity of the outbursts. Because individuals 
with these disorders often reside with family members or in supportive 
environments, consideration of environmental factors is crucial.

Summary and Conclusions

This chapter reviewed the underlying psychological and developmen-
tal factors associated with disruptive disorders. The fundamental con-
cepts of self-control (poor impulse control) and aggression emerge 
as primary underpinnings of disruptive urges and behaviors. While 
various theoretical perspectives may help understand these factors, 
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the cognitive-behavioral approach has most frequently been used to 
conceptualize the psychopathology underlying disruptive behaviors. 
Many environmental, cognitive, and social factors have been shown to 
mediate the acquisition, development, and course of self-control and 
aggression, especially including familial instability, parental discord, 
harsh child-rearing practices, abusive experiences, socioeconomic 
deficits, antisocial peer relations, deviant reinforcements and rewards, 
cognitive-perceptual distortions, and information processing deficien-
cies. Individual differences in the predispositions and responses to 
such stimuli are evident, compelling clinicians to review these factors 
as they pertain to each individual case. In addition, because of space 
limitations, this chapter did not review other associated factors (such 
as gender and cultural determinants). Clinicians are encouraged to fol-
low a broad view to understand the psychological and developmental 
influences on poor self-control and aggression, and to use that broad 
understanding to inform a comprehensive approach to the treatment 
of the symptoms of disruptive disorders.
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4  Epidemiology and Course of 
Disruptive Disorders

Jessy Warner-Cohen, Jennifer M. Twyford,  
and Lara Buckley

Disruptive behavior disorders (DBDs), by their very nature, can interrupt 
the functioning of the individual, family, community, and society as a 
whole. For example, Copeland et al. (2011) found, as part of the Great 
Smokey Mountain Study, that males overall had a greater chance of 
being diagnosed with any mental health disorder, and that difference 
was accounted for by gender differences in rates of disruptive behavior. 
There are also significant monetary costs associated with these disorders. 
Pelham et al. (2007) has estimated that the average annual cost of treat-
ing each child with attention-deficit/hyperactivity disorder (ADHD) is 
$2,636, another $4,900 in educational costs, and $7,040 in crime and 
delinquency costs, for a total of $14,576 per child with ADHD per year. De 
Graaf et al. (2008) noted an average of 22.1 annual excess lost days among 
adults across 10 countries. The cost is high and the impact is great. This 
chapter reviews the epidemiology and course of these disorders in order 
to better understand the scope of impact of these disorders and how they 
affect people across the life span.

Prevalence

Disruptive behavior, as described throughout this chapter, nearly always 
begins its course in childhood. But before discussing the prevalence of 
childhood disruptive behavior disorders, one should be aware of the limi-
tations of this area of research, as there are specific challenges to assess-
ing pediatric psychiatric epidemiology. One challenge is the paucity of 
appropriately sensitive and specific measures. Measures to assess mental 
health disorders on a large scale, such as those needed in epidemiologi-
cal surveys, have often been developed on an adult population and may 
not capture the developmental shifts associated with these disorders 
in youth (Costello et al., 2005). Costello et al. (2005) also note that using  
disability-adjusted life-years (DALYs) would more appropriately measure 
the burden of childhood psychiatric issues, but in practice DALYs are 
rarely calculated and reported. Only in the past 15 years or so have pediatric  
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psychiatric issues even been measured in epidemiological studies (Costello 
et al., 2005). Even so, the following information should therefore be 
viewed as a reasonable estimate, given the above limitations.

One prominent DBD is ADHD. In a community sample of adolescents, 
Roberts et al. (2007) found a 12-month prevalence of ADHD of 2.06%. 
Merikangas et al. (2010), using the 2001–2004 National Health and 
Nutrition Examination Survey data, found a higher 12-month prevalence 
of ADHD among children 8-15 years old, noting a rate of 7.8%. It is pos-
sible that these differences reflect differences among age groups. Willcutt 
(2012) conducted a meta-analysis and estimated a combined childhood 
and adolescent prevalence of 5.9%. Any of these estimates indicate a sizable 
proportion of youths with problems regulating attention and behavior.

But ADHD is disproportionally distributed among population demo-
graphics. Barkley (2003), citing his previous research, noted what 
appeared to be increased rates of ADHD among African Americans. He 
explains, however, that these rates may be deceptive in that they were 
based solely on teacher behavioral reports. He also notes that, when con-
trolling for comorbid conditions, socioeconomic status (SES) does not 
play a significant role in ADHD prevalence (Barkley, 2003). Using more 
recent data, Schieve et al. (2012) utilized the National Health Interview 
Survey from years 2006–2010 to look at the demographics of children 
with ADHD. Over two-thirds of respondents with ADHD were reported 
to be male. Of those with ADHD, the majority identified as non-Hispanic 
white, and their mothers were more likely to have greater than a high 
school education. Russell et al. (2013), using the British Millennium 
Cohort Study, found that among those with ADHD, children were more 
likely to be male, have lower cognitive ability, younger gestational age 
at birth, and younger maternal age. The prominence of ADHD among 
males persists through adulthood. Cumyn et al. (2009) found signifi-
cantly greater numbers of males than females with ADHD even in adult-
hood. The burden of illness therefore seems to rest heavily on certain 
segments of the population.

There is considerable variability in estimates of oppositional defiant 
disorder (ODD). Boylan et al. (2007) conducted a meta-analysis of preva-
lence of ODD among youths. Rates ranged from 1.8% to 15.4%, although it 
was not indicated if these were 12-month or lifetime prevalence estimates 
(Boylan et al., 2007). Roberts et al. (2007) found a 12-month prevalence 
of 2.77% within a community sample. Merikangas et al. (2010), based on 
NHANES data, had a similar result and found a 12-month prevalence of 
2.1% among 8- to 15-year-olds. Nock et al. (2007) found a lifetime preva-
lence of 10.2%. These ranges in prevalence estimates may reflect dif-
ferences in methods of calculating prevalence estimates (i.e., surveying 
teachers vs. parents, calculating 12-month vs. lifetime prevalence) and 
differences in measurement tools. Although there are some reports of 
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ODD being more common in males (Quy & Stringaris, 2012), large-scale 
epidemiological data indicate no significant gender differences (Nock 
et al., 2007). Those with ODD are more likely to come from lower SES 
backgrounds and to have experienced a coercive form of parenting (Quy 
& Stringaris, 2012).

Similar rates were found among those with conduct disorder (CD). 
Nock et al. (2006), based on the National Comorbidity Study Replication, 
noted a lifetime CD prevalence of 9.5%. In a community sample of adoles-
cents, Roberts et al. (2007) found the 12-month prevalence to be 3.32%. 
The likelihood of being diagnosed with CD in one’s lifetime is associated 
with “young age, male gender, low educational attainment, being sepa-
rated or divorced, residing in the Western U.S., and residing in urban 
settings” (Nock et al., 2006, p. 5).

There are mixed results on whether there are gender differences 
within ODD or CD. Roberts et al. (2007) found that there were signifi-
cantly higher rates of ODD or CD among males than females, although 
when looking at demographics associated with ODD, Nock et al. (2007) 
found no significant difference between males and females. Maughan 
et al. (2004), examining ODD and CD on a national level in England, 
found that CD was significantly more prevalent in boys than girls, and 
rates showed a linear trend over time, with greater rates with increasing 
age in both genders. ODD was similarly more common in boys than girls 
(Maughan et al., 2004). These mixed findings warrant further investigation.

There is also a temporal quality to ODD/CD diagnosis. For ODD, the 
median age of onset is estimated to be 12.0 (Nock et al., 2007). Those 
in the lowest age groups were found to be significantly less likely to have 
ODD or CD than those in middle childhood or teen years (Roberts 
et al., 2007). Additionally, those with ODD or CD were significantly less 
likely to have married parents (Roberts et al., 2007).

The prevalence of two other disruptive behavior disorders, Tourette’s 
disorder and Intermittent Explosive Disorder (IED), has been measured 
as well. The Centers for Disease Control and Prevention estimates that 
three per 1,000 youths aged 6–17 have a parent report a lifetime diagnosis 
of Tourette’s disorder. Among those with diagnosed Tourette’s disorder, 
boys outnumbered girls by three to one, and those diagnosed were twice 
as likely to be older, rather than younger, youths (Centers for Disease 
Control and Prevention, 2009). When surveying adolescents as part of 
the National Comorbidity Survey Replication, McLaughlin et al. (2012) 
found a lifetime prevalence of IED of 5.3%, and similar results were found 
with adults (Kessler et al., 2006). The average number of attacks over the 
course of a month was 11.8 (Kessler et al., 2006).

With the publication of the fifth edition of the Diagnostic and Statistical 
Manual of Mental Disorders (DSM-5), a new disruptive disorder, disruptive 
mood dysregulation disorder (DMDD), was introduced. This disorder 
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describes children with severe emotional and behavioral disturbance 
and nonepisodic irritability. The research is limited for this disorder, but 
prevalence can be extrapolated from existing data sets. Copeland et al. 
(2013) utilized existing surveys and pulled out those with symptoms con-
sistent with DMDD. Of the three studies utilized, rates of DMDD ranged 
from 0.8% (Caring for Children in the Community study) to 3.3% (Duke 
Preschool Anxiety Study). Among those with symptoms of DMDD, there 
were significantly greater impairments in parental and teacher relations, 
more school suspensions, greater service use both in mental health and 
medical settings, higher levels of poverty, and more likelihood of being 
raised in a single-parent family and having parents with low levels of edu-
cation (Copeland et al., 2013). Because DMDD has been added to the 
DSM, additional research will likely be conducted in the future.

Disruptive behaviors can also appear as a part of other disorders. 
Behavior disturbance—especially irritability, aggression, and rage—is a 
core feature of bipolar disorder, but these symptoms often overlap with 
comorbid disorders such as ODD and ADHD (Hammen & Rudolph, 
2003). Children with autism spectrum disorders have been noted to dem-
onstrate disruptive behaviors such as self-injury, decreased need for sleep 
(Klinger et al., 2003), tantrums, impatience, and stubbornness (Brereton 
et al., 2006). According to measures of disruptive behavior, children with 
autism spectrum disorders fall in the 66th percentile compared to those 
with intellectual disability (Brereton et al., 2006).

Patients with personality disorders, especially borderline personality 
disorder (BPD) and antisocial personality disorder (ASPD), often demon-
strate disruptive behaviors as part of the disorder. The prevalence of BPD is 
estimated to be 1.4% of the US population and ASPD 0.6% (Lenzenweger 
et al., 2007). When examined on a population level, there is a trend indi-
cating greater likelihood of males diagnosed with ASPD (Lenzenweger 
et al., 2007), and about 75% of those diagnosed with BPD are females 
(American Psychiatric Association [APA], 2013). Self-mutilation is a diag-
nostic feature of BPD, with such behavior occurring in up to 80% of those 
diagnosed, and individuals with BPD exhibit an increased risk of intimate 
partner violence (as cited in Sansone & Sansone, 2012).

Disruptive behaviors can range across an individual’s life span. Among 
those diagnosed with dementia, 45.1% have been found to have at least 
one disruptive behavioral symptom, significantly more than those diag-
nosed with mild cognitive impairment (Chan et al., 2005). Disruptive 
disorders should be considered across the life span.

Comorbid Conditions

As expected, DBDs often do not occur in isolation. Research has been 
conducted on youth with generalized conduct issues. Polier et al. (2012) 
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studied children with parent-identified general conduct or internalizing 
problems. In this community sample, 10.6% were found to have some sort 
of conduct problem, with 3.7% having an overlapping internalizing prob-
lem. This degree of overlap was less than in a comparison clinical sample, 
which utilized more specific diagnostic criteria and severity guidelines, 
in which 25.8% had comorbid externalizing and internalizing disorders. 
Within the community and clinical samples there was greater severity 
of social problems for those with conduct and internalizing problems as 
compared to those only having conduct problems (Polier et al., 2012). 
Therefore internalizing and externalizing disorders often co-occur and 
may share similar etiologies.

Individuals with ADHD are more likely than those without ADHD 
to have learning disorders. A significant portion (41.3%) of youths 
with ADHD, based on the National Health Interview Survey, also had a 
comorbid learning disorder (Schieve et al., 2012). Larsson et al. (2012) 
found significantly increased risk of learning disorders among those 
with ADHD. Learning disorders may contribute to patients acting out 
in the school and vocational settings, as those with undiagnosed learn-
ing disabilities often become frustrated, fueling the symptoms of their 
comorbid disruptive behavior disorders.

There is also increased risk of anxiety and depression among those 
with ADHD. Larsson et al. (2012) found significantly higher risk of anx-
iety and depression among those with ADHD. Similarly, among adults 
with ADHD, compared to those without, there were significantly higher 
rates of ADHD-specific phobia, social phobia, panic disorder, and major 
depressive disorder (Cumyn et al., 2009). These comorbid disorders addi-
tionally have the potential to exacerbate the existing disruptive behavior 
disorder and thus should be assessed when examining a person and their 
behavioral presentation.

In addition, ADHD may co-occur with a developmental disorder. 
Larsson et al. (2012) found increased risk of autism spectrum disorder 
among children with ADHD. Those with both disorders may exhibit an 
additive effect in the severity of the symptoms. Gadow et al. (2006) looked 
at the role of ADHD among children with autism spectrum disorders and 
found that those with both disorders had greater severity of symptoms 
and were more likely to be on medications.

There is also increased risk for co-occurrence of disruptive behavior 
disorders. Larsson et al. (2012) found increased risk for conduct disor-
der and Tourette’s disorder. Significantly higher rates of past (but not 
present) clinically significant symptoms of conduct disorder and antiso-
cial personality disorder also existed among adults (Cumyn et al., 2009). 
Increased risk of substance use also appears to occur among adults with 
ADHD. Van Emmerik-van Oortmerssen et al. (2012) conducted a meta-
analysis on the prevalence of ADHD in substance abuse patients and 
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found that 23.1% of patients in the substance abuse group had comorbid 
ADHD. Potential behavioral disturbance seen in those with substance 
abuse issues thus may be the manifestation of comorbid ADHD. Overall, 
owing to the high rates of comorbid conditions with ADHD, one should 
diagnostically consider the range of potential diagnoses when regarding 
a person’s behavioral profile.

There is significantly higher risk of comorbidity of ODD with other 
disorders, especially mood disorders, anxiety disorders, impulse control 
disorders, or substance abuse disorders. Of note, only 42.5% of those 
with ODD went on to develop CD, and 25% had comorbid ADHD (Nock 
et al., 2007). The prevalence of comorbid depression with ODD ranged 
from 2.4% to 45.4%, and nearly all studies indicated significantly greater 
odds ratio of depression compared to youths without ODD. Prevalence 
of comorbid anxiety disorder ranged from 7.1% to 55.3%, with simi-
larly increased odds ratios compared to those without ODD (Boylan  
et al., 2007). Research has also been conducted on youth with more than 
one disruptive behavior disorder. Among those with CD, after account-
ing for age and the presence of other disorders, there were significantly 
increased odds of comorbid ADHD in boys and girls and depression in 
boys. Among those with ODD, similar results were found, and addition-
ally there were increased odds of comorbid anxiety (Maughan et al., 
2004). With such high odds ratios, especially in terms of ADHD, the clear 
but unanswered question is whether these disorders represent distinct 
disorders, or is the overlap so great that the symptoms represent a spec-
trum of the same disorder. This consideration has diagnostic implica-
tions, and research on the prevalence and course of disruptive disorders 
should take this possibility into account.

Beyond ADHD, ODD, and CD, other DBDs also have high rates of 
comorbid conditions. Those with Tourette’s disorder had high rates of 
comorbidity with ADHD, other conduct or behavioral disorder, anxiety 
disorder, depression, or developmental delay (Centers for Disease Control 
and Prevention, 2009). Adolescents with IED were found to be signifi-
cantly more likely than the general population to have been diagnosed 
with a phobia, panic disorder, separation anxiety disorder, or drug abuse 
or dependence. When looking at the more severely impaired versus those 
with fewer episodes of IED, the more impaired group was significantly 
more likely to exhibit drug abuse or dependence (McLauglin et al., 2012).

Individuals with bipolar disorder have high rates of comorbid disrup-
tive behavior disorders such as ADHD (34.7% of those with bipolar), ADD 
(24.3%), disruptive behavior disorder not otherwise specified (18.1%), 
and CD (4.2%; Youngstrom et al., 2005). Therefore these disorders tend 
to be highly comorbid with one another.

The role of genetic overlap between disorders is an emerging field 
of study. Faraone et al. (2012) conducted a meta-analysis of ADHD and 
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Bipolar I probands and found significantly increased risk of ADHD 
among those with genetic risk of Bipolar I (risk ratio = 2.6), including off-
spring, siblings, and parents. There was similarly increased risk of Bipolar 
I in those with increased genetic risk of ADHD. These findings suggest 
that one does not need to have a relative with a specific disorder, and 
even the genetic risk of a disorder can raise the likelihood of developing 
another disorder.

Course of Disruptive Disorders

Multiple casual pathways can lead to the development of specific DBDs 
throughout one’s life span (Farris et al., 2011; Frick, 2012). An understand-
ing of the developmental course of DBDs informs treatment selection and 
aids in the development of early intervention and prevention programs. 
Individuals may vary in the onset and course of a DBD (Farris et al., 2011) 
and may display a wide range from minor symptoms of one disorder to 
many complex symptoms of several disorders. The domain of externaliz-
ing behaviors is far from unidimensional because of the array of behaviors, 
from inattention to impulsivity/hyperactivity to oppositionality to physical 
aggression (Hinshaw, 2002).

ADHD

Childhood and Adolescence

A developmental progression of behavioral disinhibition characterizes 
ADHD. On average, the onset of ADHD symptoms often occurs during 
the preschool years, typically at 3 to 4 years of age (Wilens & Spencer, 
2010), although some symptoms have been reported earlier. Hyperactive 
motor behavior, such as excessive movement during sleep, has been noted 
to appear by age 1 to 1.5 years (Loeber et al., 2000). Other hyperactive-
impulsive motor behaviors, observed in children 3 to 5 years old, include 
excessive climbing, excessive running inside, difficulty playing quietly, 
poor frustration tolerance, and deficits in adaptive behaviors (Vierhile et 
al., 2009). At home and at school, these children are seen as more impul-
sive, aggressive, and demanding of adult’s time, and as having poorer 
social skills (DeWolfe et al., 2000; Egger & Angold, 2006). When exces-
sive hyperactive motor behaviors and inattentive behaviors are observed 
for more than a year during preschool, these children are highly likely 
to become diagnosed with ADHD in childhood and adolescence (Reef 
et al., 2011).

Beginning in the elementary school years, at ages 6–12, additional 
ADHD behaviors begin to develop. School-age children with ADHD may 
develop problems with aggression (Hinshaw, 2002). Childhood ADHD 



58 Jessy Warner-Cohen et al.

has also been identified as a precursor for conduct problems in adoles-
cence and early adulthood (Mannuzza et al., 2004; Mordre et al., 2011). 
By late childhood (approximately 12 years of age), executive functioning 
problems associated with ADHD begin to significantly affect self-regulation 
(Barkley et al., 2001) and adaptive functioning (Barkley et al., 1996). As 
a result, children with ADHD may demonstrate additional problems with 
social impairments and emotional well-being (Wehmeier et al., 2010). 
When interacting with their peers, children and adolescents with ADHD 
may experience difficulties with cooperation, turn taking, and sharing, 
or they may act in self-centered, impulsive, or hostile ways. As a result, 
children with ADHD have an increased likelihood of being rejected by 
their peers (Becker et al., 2012; Hoza, 2007). Families with a child with 
ADHD experience increased child–parent conflict, which may be due to 
the child’s behavior, disregard for rules, or difficulty with communication 
(Wehmeier et al., 2010). As a result, the child with ADHD may experience 
significant emotional distress (Escobar et al., 2005), such as depression 
(Daviss et al., 2009) and self-esteem (Klimkeit et al., 2006), which in turn 
may further increase the likelihood of disruptive behaviors.

The majority of children with ADHD will likely continue to have this 
disorder into adolescence (Biederman et al., 2000). When children with 
ADHD develop into adolescents though, the severity of their symptoms 
may decline. In particular, the hyperactive-impulsive behaviors have 
shown the most significant decrease; however, inattentive behaviors tend 
to be the most persistent and problematic in adolescence (Biederman 
et al., 2000; Loeber et al., 2000). Many factors appear to contribute to 
the persistence of ADHD from childhood into adolescence, includ-
ing the degree of childhood hyperactive-impulsive behaviors, conduct 
problems, oppositional behaviors, hostility, and parent–child conflicts 
(Barkley, 2003; Taylor et al., 1996). These factors are also important 
predictors for comorbid oppositional and conduct disorder for adoles-
cents with a history of childhood ADHD (Hart et al., 1995; Mannuzza 
et al., 2004; Taylor et al., 1996; Yoshimasu et al., 2012). The presence of 
hyperactivity, inattention, and the lack of impulse control have been 
shown to be highly correlated predictors for future of antisocial behav-
iors (Herpertz et al., 2001; Hinshaw et al., 1993; Holmes et al., 2001; 
Mandel, 1997). Children with ADHD with predominantly hyperactive-
impulsive symptoms have a greater likelihood to later develop CD and 
ODD and to sustain antisocial behaviors into adulthood than children 
with predominantly inattentive symptoms (Caspi et al., 1995; Dykman 
& Acherman, 1993; Holmes, 2001). Among 25-year-olds, ADHD diag-
nosis in childhood is associated with increased likelihood of continued 
and increased psychosocial and mental health impairments, including 
bipolar disorder, conduct disorder (Mannuzza et al., 2004), and major 
depression (Biederman et al., 2009).



Epidemiology and Course of Disruptive Disorders 59

Adulthood

Remission rates for ADHD in adulthood have been noted to be as 
high as 60%, with significant decline across diagnostic subcategories 
(Biederman et al., 2000). Clinically, adults diagnosed with ADHD may pres-
ent as being impulsive, inattentive, and restless, much like the children 
and adolescents who carry the same diagnosis (Biederman et al., 2000, 
2009), but in many adults the hyperactivity may decrease significantly in 
comparison to the severity of childhood, although the inattention and 
impulsivity symptoms tend to persist (Koumoula, 2012). The symptoms 
of ADHD in adulthood can have a significant impact on the professional, 
economic, social, and emotional well-being of adults with ADHD, includ-
ing decreased financial resources, lower educational attainment, poor 
job performance, and more social isolation (Brod et al., 2012). ADHD 
symptoms typically decrease during later adulthood (Jacobs et al., 2007; 
Kessler et al., 2005).

Conduct and Oppositional Defiant Disorders

Childhood and Adolescence

Across the life span, the course of ODD and CD is fairly consistent and 
predictable, although the specific topography of the behaviors changes 
with development (Hinshaw & Lee, 2003). Defiance and temper tan-
trums in preschoolers precede physical aggression in middle and late 
childhood and the theft, lying, property destruction, and possible sex-
ual assault in adolescence. Many propose a developmental relationship 
between ODD and CD, with ODD as the developmental precursor to 
CD (Burke et al., 2010; Loeber et al., 2000), although the two remain 
separate disorders (Rowe et al., 2010) and may be diagnosed concur-
rently. For example, ODD diagnosis in youth 4 to 6 years old is predictive 
of early-onset CD in 79% of cases (Burke et al., 2010), and no boys with 
CD with low levels of oppositional behavior were found in a longitudinal 
cluster analysis of DBD (Loeber et al., 2000). Even when controlling for 
ADHD and socioeconomic factors, boys with ODD have an increased 
risk of diagnosis with CD later in life (Loeber et al., 2000). But not all 
adolescents who have a history of childhood ODD develop CD (Burke 
et al., 2010; Rowe et al., 2010).

As with ADHD, symptoms of ODD and CD are observed in children as 
young as preschool age. One of the first symptoms is a disregard for rules, 
which is a hallmark trait of both ODD and CD (Petitclerc et al., 2009). 
In a 3-year-old child, it can be difficult to distinguish developmentally 
inappropriate oppositional behavior from developmentally appropriate 
behavior testing of limits and control. Egger and Angold (2006) suggest 
developmentally appropriate cutoffs to define the DSM criterion of often 
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to distinguish developmentally appropriate preschool-age behavior from 
conduct problems: losing temper with adults (two to three times per day), 
arguing with adults (two times per week), actively defying adults (five 
times per day), deliberately annoying others (five times per week), blam-
ing others (once per week), and acting angry and resentful (one time per 
day; Egger & Angold, 2006; Wakschlag et al., 2012). According to Egger 
and Angold (2006), children who exceed these thresholds may be displaying 
behavioral problems consistent with ODD.

Behaviors associated with ODD and CD also progress developmentally. 
The approximate average age of ODD symptom onset is 6 years old, and 
9 years old for CD (Hinshaw & Lee, 2003). Children aged 4 to 6 with 
ODD (but without CD) may show a decline in ODD symptoms in six to 
seven years, but they may still exhibit high levels of functional impair-
ment (Burke et al., 2010). In a longitudinal study of DBD in boys, Loeber 
et al. (2000) found that, regardless of whether symptoms begin earlier 
in childhood (7 to 9 years old) or later in childhood (10 to 12 years old), 
the onset of conduct behavior problems is typically proceeded by oppo-
sitional behavior, then progresses to cruelty to animals, lying at home, 
fire setting, shoplifting, and then fighting (Loeber et al., 2000). Physical 
fighting predicts the onset of CD more than any other symptom (Loeber 
et al., 1995). In adolescence, common behaviors with less severe conse-
quences, such as frequent truancy and running away from home (Loeber 
et al., 2000), are frequently observed. In more severe cases of adolescents 
with CD and significant callous-unemotional traits, symptoms are likely 
to begin in childhood (Frick, 2012). The younger the child at onset of 
behaviors, the more quickly the behaviors progress from less serious to 
most serious (Loeber et al., 1992; McMahon et al., 2010). Furthermore, 
the earlier the onset of the behavior, the more severe and uncommon the 
later antisocial behavior, such as robbery, rape, and breaking and entering 
(Loeber et al., 2000).

Adulthood

Antisocial behaviors (ASBs) usually refer to behaviors of adolescents 
or young adults who demonstrate APD traits but do not meet the full 
requirement for a diagnosis of APD (i.e., no previous diagnosis of CD; 
Goldstein et al., 2012). Individuals who develop ASB later in adolescence 
tend to show fewer cognitive deficits, higher IQ scores, better academic 
performance, and better ability to emotionally self-regulate (Frick, 2012; 
Moffitt & Caspi, 2001; Walters & Knight, 2010). Although adolescents 
with ASB are also likely to be associated with delinquent peer groups, 
adolescents with later-onset ASB may additionally have higher rates of 
parental involvement and supervision, lower rates of experienced abuse 
and parental substance abuse, and higher SES (Frick, 2012; Moffitt & 
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Caspi, 2001). For them, the onset of ASB may be associated with the 
onset of puberty (Moffitt & Caspi, 2001). The earlier the onset of symp-
toms and criminality, the more likely that individual is to persist in disor-
dered behavior (Walters & Knight, 2010). That is, those who have a later 
onset of symptoms are less likely to persist in criminality or antisocial 
behaviors.

Many adolescents with CD persistently exhibit ASB into adulthood 
(Burke et al., 2010; Khalifa et al., 2012). However, just as some children 
diagnosed with ODD do not progress into the more antisocial symptoms 
of CD (Burke et al., 2010), not all youth with CD will persist exhibiting 
ASB into adulthood (Holmes et al., 2001). Although the risk factors for 
ODD and CD (Goldstein et al., 2012; Khalifa et al., 2012) are similar to 
those with APD (Lahey and Loeber, 1997; Simonoff et al., 2004), adoles-
cents with CD and later-onset APD (without ODD symptoms in child-
hood) tend to have greater difficulties processing negative emotionality, 
fear, and signs of distress in others. They also appear to be more fearless 
and thrill seeking, exhibit lower levels of anxiety, have fewer cognitive 
deficits, be more aggressive and rejecting of conventional values, and 
respond poorly to punishment. Those without symptoms of ADD, how-
ever, are less likely to progress into adulthood pathology (Frick, 2012; 
Frick & White, 2008). Youth with CD are also at increased risk for early-
onset alcohol abuse (Howard et al., 2011; Khalifa et al., 2012).

Personality Disorders

The symptoms of APD typically appear to decrease with age (Goldstein  
et al., 2012). Despite this fact, APD usually last a lifetime. Studies have shown 
that adults who carry the diagnosis of APD are more likely to become par-
ents during the teen years or at a young age; be susceptible to poverty; 
have increased levels of substance abuse, suicidality, mortality, difficulty 
maintaining employment, higher rates of divorce and relational issues, 
reported use of government assistance programs, and lower perceived 
quality of life; and be sentenced to multiple years in prison (Farris et al., 
2011; Goldstein et al., 2012; Olino et al., 2010; Walters & Knight, 2010).

Symptoms of BPD and related impairment tend to be highly variable 
from one individual to another, with most affective instability and impulse 
dyscontrol clearly evident by early adulthood. Symptoms tend to become 
less impairing with age, and suicide risks similarly decline as individuals 
with BPD progress into middle and late adulthood. The majority of indi-
viduals with BPD attain greater stability in functioning by the third and 
fourth decades of their life (APA, 2013). Those diagnosed with BPD who 
receive some degree of treatment show some positive outcomes. Among 
adults who had been psychiatrically hospitalized and diagnosed with 
BPD, 88% showed remission of symptoms over 10 years, with nearly half 
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(39.3%) improving within two years after being discharged from the hos-
pital. Remission is more likely among those diagnosed and treated earlier 
in adulthood and fewer childhood traumas (Zanarini et al., 2006).

Other Disorders

Generally, disruptive behaviors appear to decrease over time. Among 
those diagnosed with an autism spectrum disorder, behavioral distur-
bance appears to diminish over adolescence and adulthood. It has been 
noted that specific maladaptive behaviors such as unusual or repetitive 
habits and inattentive behavior show significant decreases as the person 
ages, and the perception of general disruptiveness shows a downward 
trend. Behavioral improvement is more likely among those with fewer 
negative behaviors when entering adolescence and those without comor-
bid intellectual disability (Shattuck et al., 2007). Similarly, those with 
Tourette’s disorder will often experience a significant decrease in disrup-
tive symptoms over time, with over one-third experiencing full remission 
(Bloch & Leckman, 2009).

These are disorders in which disruptive behavior does not diminish 
in adulthood. Although symptoms of IED usually begin before age 40, 
the core features tend to persist for many years (APA, 2013), although 
some decrease of symptomatology over time may be evident (Kessler  
et al., 2006).

Among those with more severe intellectual disability, especially those 
with comorbid mental health disorders, disruptive behavior continues to 
be a significant issue and especially relevant with regard to the need for 
residential placement (McIntyre et al., 2002). Among those with bipolar 
disorder, there is an increase in rate of psychiatric hospitalizations due 
to bipolar disorder in adulthood compared to pediatric hospitalizations, 
although the disruptive symptomatology tends to become less tradition-
ally manic behaviors and more psychotic behaviors (Bladder & Carlson, 
2007). As DMDD is a new disorder, there is currently no research on its 
progression into adulthood.

Summary and Conclusions

Disruptive behaviors are not uncommon and can persist throughout an 
individual’s life span. Most of these disorders have some basis in child-
hood with considerable comorbidity between disorders. The symptoms of 
many, although not all, of these disorders tend to show some progressive 
remission in adulthood, although those with more severe symptoms in 
childhood tend to exhibit more persistent symptoms in adulthood. Over-
all, when considering the symptoms, development, and course of these 
disorders, it is important to consider the severity and interrelatedness of 
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these disorders as a guide to understanding the prevalence, course, and 
treatment needs for those who exhibit disruptive behaviors.
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Attention-deficit/hyperactivity disorder (ADHD) is characterized by 
developmentally inappropriate levels of inattention, overactivity, and 
impulsivity, resulting in significant impacts on various areas of daily 
life functioning (e.g., family interactions, peer relationships, academic 
achievement). According to the fifth edition of the Diagnostic and Statistical 
Manual of Mental Disorders (DSM-5; American Psychiatric Association 
[APA], 2013) criteria for ADHD in youth require the presence of several 
inattentive or hyperactive/impulsive symptoms occurring prior to 12 years 
of age, in at least two settings, and interfering with or reducing the quality 
of social, academic, or occupational functioning. DSM-5 defines ADHD as 
consisting of three types: combined presentation, predominantly inattentive 
presentation, and predominantly hyperactive/impulsive presentation. In 
addition, DSM-5 requires specification of the severity of ADHD (i.e., mild, 
moderate, or severe).

Diagnostic Considerations

Attention-deficit/hyperactivity disorder is often comorbid with other 
psychiatric disorders, making the presentation of ADHD from one person 
to the next potentially quite different. For instance, 50%–60% of youth 
with ADHD meet criteria for oppositional defiant disorder, 30% present 
with comorbid conduct disorder, and up to 25% present with anxiety or 
mood disorders (Jensen et al., 2001). In addition, it appears that the symp-
toms of ADHD present developmentally; predominantly hyperactive/
impulsive presentation appears to occur most often in preschool-aged 
youth, while the predominantly inattentive presentation is most often 
diagnosed as youth become older (Lahey et al., 2005).

Prevalence and Course

Considered one of the most prevalent psychiatric disorders of childhood, 
ADHD affects 5% of school-age youth worldwide (Faraone et al., 2003), 
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with up to three times higher diagnostic rates for males than females 
in community-based samples (Barkley, 2006). Moreover, ADHD is now 
considered a chronic condition, affecting many youths as they become 
adults. Given the changing presentation of ADHD in youth over time and 
the commonly observed comorbid psychiatric conditions and chronic 
nature of ADHD, treatment is often multimodal and requires the active 
involvement of multiple treatment providers and key individuals in the 
person’s life. The focus of this chapter is to provide an overview of the lit-
erature about pharmacological, psychosocial, and combined approaches 
for the treatment of ADHD in children, adolescents, and adults.

Pharmacological Solitary Treatments 

According to standards provided by the American Academy of Pediat-
rics (AAP) Committee on Quality Improvement and Subcommittee on 
Attention-Deficit/Hyperactivity Disorder (AAP, 2011), primary care clini-
cians are encouraged to treat ADHD as a chronic condition and should 
recommend stimulant medication as part of an appropriate treatment 
management plan in addition to select psychosocial treatments. Stimulant 
medication use is now recognized as gold standard evidence-based treat-
ment for children with ADHD, and there are myriad studies supporting 
this status. More recently, several new classes of drugs have emerged as 
alternative treatment options for the management of ADHD symptoms. 
Over the past 15 years, there has been a growing and robust literature on 
pharmacological treatments for adolescents and adults with ADHD.

Stimulant Medications

Stimulants are currently the first-line pharmacological treatment option 
for ADHD in school-age youth. Approximately 70% of children taking 
stimulant medications demonstrate symptom improvement, making it the 
most commonly prescribed treatment (AAP, 2011). In particular, methyl-
phenidate (MPH) is the most frequently used stimulant (Mohammadi & 
Akhondzadeh, 2011). MPH was originally only available in a short-term 
immediate-release (IR) form (Ritalin). While this formulation was shown 
to be efficacious and superior to other drugs with significant effects in 
preschool-aged children (Greenhill et al., 2006a), school-aged children 
(Abikoff et al., 2004), adolescents (Evans et al., 2001), and adults (Retz 
et al., 2011), its short half-life was a significant drawback. Accordingly, 
extended-release formulations were developed to reduce the compliance 
barrier of multiple daily administrations (Wolraich et al., 2001).

There are currently multiple extended-release formulations of MPH. 
OROS-MPH (Concerta), for example, is a once-a-day osmotic controlled-
release oral dosage that was created to maintain drug efficacy throughout 
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a 12-hour period (Wolraich et al., 2001). Similarly, Ritalin LA (ER-MPH 
using Spheroidal Oral Drug Absorption System technology) mimics a 
twice-daily MPH-IR regimen, and Metadate CD (MPH using Diffucaps 
technology) delivers 30% of the drug immediately and the remaining 
70% throughout the day. While each of these drugs varies in pharmaco-
kinetic properties, they all contain the same active ingredient, MPH, and 
work by providing sustained periods of increased MPH plasma concentra-
tions via time-release technology. Several randomized controlled trials 
of have shown this class of drug to be an effective, safe, and tolerable for 
school-aged children, adolescents, and adults with ADHD (Spencer et al., 
2011; Wilens et al., 2006a; Wolraich et al., 2001), although effects seem 
attenuated in adolescent and adult samples relative to younger children 
(Bitter et al., 2012). Extended-release oral MPH formulations are gener-
ally well tolerated. Common side effects include headache, abdominal 
pain, anorexia, insomnia, and lethargy. These adverse events were largely 
reported as being mild and occurring in less than 10% of study partici-
pants (Wolraich et al., 2001).

Methylphenidate is also available in a transdermal formula-
tion (Daytrana). It is currently approved by the US Food and Drug 
Administration for use in children ages 6–12 with ADHD, with studies 
demonstrating benefits of the transdermal formulation (e.g., Pelham 
et al., 2005). To our knowledge, one study (Findling et al., 2010) found 
that transdermal MPH was effective for adolescents with ADHD based 
on improvements in clinician-rated ADHD symptoms. Marchant et al. 
(2011X) also found significant benefits of transdermal MPH for adults 
with ADHD. Interestingly, this study found that transdermal MPH was 
equally effective among adults with ADHD alone, ADHD plus emotional 
dysregulation, ADHD plus oppositional defiant disorder, and those with 
ADHD plus emotional dysregulation and oppositional defiant disorder. 
The dose is delivered through a patch over the course of up to eight 
hours (Chavez et al., 2009). One advantage of this delivery method is that 
it is an alternative option for children who cannot swallow large pills. 
Additionally, the duration of therapeutic effect is linked to the amount 
of time that the patch is worn, which offers flexibility in the duration of 
effect (Wilens et al., 2008). But disadvantages of the transdermal formu-
lation include its slower onset of action and risk of causing skin irritation 
(McGough et al., 2005). Other reported side effects are similar to those 
of all other MPH formulations, including decreased appetite, headache, 
and insomnia.

Finally, MPH is also available in a synthetically modified version of 
the drug called dexmethylphenidate (d-MPH; Focalin). MPH is a mix-
ture of two isomers: dextro (d)-threo-methylphenidate and levo (l)-threo-
methylphenidate. The l-isomer may theoretically contribute less to 
the therapeutic effect of MPH than the d-isomer, thus administering 
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the d-isomer in isolation may allow for lower doses with the same efficacy 
rates (Chavez et al., 2009; Mohammadi & Akhondzadeh, 2011). It is FDA 
approved for use in children with ADHD above the age of 6 and is 
available in an extended-release form (d-MPH-ER), which has a quick 
onset of action and is well tolerated. Randomized controlled trials have 
shown d-MPH-ER to be superior to placebo (Childress et al., 2009); 
it has also been demonstrated that d-MPH-ER has a quicker onset of 
action than OROS-MPH (Muniz et al., 2008; Silva et al., 2008). Again, 
the side-effect profile is similar to that of other MPH formulations.

Mixed amphetamine salts (MAS; Adderall) are another commonly 
prescribed medication for the treatment of ADHD in school-aged chil-
dren, adolescents, and adults. MAS are available in an extended-release 
once-daily formulation, and randomized controlled trials have demon-
strated the superiority of MAS to placebo in reducing symptom severity 
and impairment in school-age youth (Biederman et al., 2002), adoles-
cents (Spencer et al., 2006), and adults (Adler et al., 2011). Common 
side effects include sad mood, insomnia, appetite suppression, and 
stomachache.

Lisdexamfetamine (LDX; Vyvanse) is a stimulant prodrug and has 
been shown to be superior to placebo in reducing core ADHD symptoms 
and improving classroom behavior and academic performance in school-
aged children (Biederman et al., 2007a, 2007b) and adolescents (Findling 
et al., 2011). Studies have also shown that LDX improves ADHD symp-
toms and related impairments in college students (DuPaul et al., 2012X) 
and older adults with ADHD (Wigal et al., 2010). Prior to ingestion the 
compound is chemically inactive, but after oral ingestion the prodrug is 
broken down into l-lysine and active d-amfetamine, which produces the 
therapeutic effect (Mohammadi & Akhondzadeh, 2011). LDX is currently 
FDA approved for use in children between the ages of 6 and 12. Because 
of its pharmacological properties, it is believed to have a lower potential 
for abuse than other stimulant drugs and a reduced risk for toxicity (May 
& Kratochvil, 2010). LDX is generally well tolerated, with a side-effect 
profile similar to that of other stimulant drugs.

Nonstimulant Medications

Atomoxetine (ATX; Strattera) is a nonstimulant selective norepineph-
rine reuptake inhibitor that is FDA approved for use in treating ADHD 
in children, adolescents, and adults. Unlike most stimulant agents, the 
potential for abuse is low, so ATX is not categorized as a controlled 
substance. ATX has been proven to be superior to placebo in large ran-
domized controlled trials of children, adolescents, and adults with ADHD 
on measures of ADHD symptoms and related impairments (Brown et al., 
2011; Kratochvil et al., 2011; Michelson et al., 2001; Wilens et al., 2006b), 
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with maintenance of treatment gains observed for up to two years of 
treatment in youth and adult samples (Kratochvil et al., 2006; March-
ant et al., 2011b; Michelson et al., 2004). Evidence has been mixed with 
regard to its comparable efficacy with MPH. Some studies have shown 
that ATX also produces similar efficacy rates (in terms of both core 
symptoms and neuropsychological performance) as MPH, albeit in the 
context of potentially greater side effects (Hazell et al., 2011), whereas 
others have found ATX to produce inferior response rates (Newcorn 
et al., 2008). For adults, stimulants have greater efficacy than ATX for 
the treatment of ADHD (Bitter et al., 2012). ATX is generally well toler-
ated, and side effects have largely been described as mild to moderate 
in severity. Importantly, ATX has been associated with elevated heart 
rate and blood pressure as well as acute liver damage. In youth, there 
have been reports of increased risk of suicidal thinking/behavior, which 
led to an FDA black box warning on prescription ATX for youth. More 
common side effects include abdominal pain, nausea, fatigue, headache, 
increases in pulse, and aggression.

Guanfacine-XR (Intuniv), an α2-adrenoreceptor agonist, has also been 
FDA approved for treatment of pediatric ADHD. Compared to placebo, 
guanfacine-XR has been shown to be efficacious in reducing core ADHD 
symptoms, comorbid oppositional behaviors, and general functioning in 
school-aged children (Biederman et al., 2008; Sallee et al., 2012). Data 
suggest, however, that guanfacine does not result in improved outcomes 
relative to placebo in adolescents (Biederman et al., 2008; Sallee et al., 
2009). But guanfacine-XR is often used as an adjunct to psychostimu-
lant treatment, and it has been shown to be efficacious as a supplement 
for those who do not respond to stimulant monotherapy (Wilens et al., 
2012). Common side effects include somnolence, sedation, headache, 
and abdominal pain.

Clonidine-XR (Kapvay) is also available as a second-line treatment and 
is FDA approved for use in children with ADHD as both an adjunctive 
treatment and a monotherapy. It has been primarily used in the con-
text of adjunctive therapy to enhance stimulant treatment for ADHD, 
particularly in cases in which aggression is a significant symptom, with 
largely positive empirical results (Kollins et al., 2011). As a monother-
apy, clonidine-XR has been shown to be superior to placebo in reducing 
ADHD core symptom severity and improving global functioning (Jain 
et al., 2011), although it is unclear whether these effects are generaliz-
able to adolescents, as these trials enroll relatively lower percentages of 
adolescents, and efficacy data are not reported separately by age group. 
Side effects commonly associated with clonidine include drowsiness, diz-
ziness, and irritability.

Modafinil has also been reported to alleviate ADHD-related symp-
toms in school-aged children. It is currently approved for use in treating 
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narcolepsy, as it has been proven efficacious in promoting wakefulness. 
It is not currently FDA approved for treating ADHD. Because it has 
relatively few adverse effects and is not likely to cause problems with addic-
tion, it is not considered to be a controlled substance. Randomized 
controlled trials (RCTs) have demonstrated modafinil to be superior to 
placebo in improving ADHD symptoms in both home and school settings 
(Greenhill et al., 2006b). To our knowledge, only one study has directly 
compared modafinil to MPH, and it found similar results in terms of effi-
cacy in symptom reduction between the two medications (Amiri et al., 
2008). Side effects of modafinil commonly include insomnia, decreased 
appetite, and headache.

Benefits and Limitations of Pharmacotherapy as Sole Treatment

With multiple options of extended-release formulations, medication as the 
sole treatment for ADHD is appealing because it is time and cost effective. 
Individuals take one dose at the start of the day and benefit throughout 
the entire day. Moreover, medication treatments alone have proven effica-
cious in terms of reducing core symptoms, enhancing school and work 
functioning, and improving quality of life (Huang & Tsai, 2011; Surman 
et al., 2013). Arguably, pharmacotherapy may be more cost effective than 
no therapy or therapy alone (Wu et al., 2012), at least in the short term.

However, 10%–30% of children who take medications for the treatment 
of ADHD symptoms experience adverse effects, including decreased appe-
tite, headache, weight loss, insomnia, somnolence, growth retardation, 
and increased blood pressure (Huang & Tsai, 2011). Adherence to medica-
tion regimens is also frequently suboptimal (Chacko et al., 2010). Although 
medication use is associated with improvement on standardized tests, it 
has not been associated with consistent improvement in school grades, nor 
has it been linked to normalization in academic functioning (Langberg & 
Becker, 2012). Additionally, parents often prefer behavioral treatments to 
medication treatments alone, and combined behavioral and medication 
treatments have been demonstrated as superior to unimodal treatment 
(Pelham, 1999), particularly for complex ADHD presentations (Hinshaw & 
Arnold, 2014). Lastly, there are no compelling data supporting the longer-
term benefits of pharmacological approaches for the treatment of ADHD 
in youth. For adolescents and adults with ADHD, medication adherence 
is particularly challenging (Chacko et al., 2010; Olfson et al., 2007), and 
residual impairments requiring additional treatment often remain.

Psychological Solitary Treatments 

Given the poor long-term maintenance of effects following the discontin-
uation of pharmacological treatment (Hoza et al., 2005), the significant 



Attention-Deficit/Hyperactivity Disorder 77

number of people who experience adverse effects as a result of medica-
tion treatment for ADHD (see Chacko et al., 2010), residual impairments 
following pharmacological treatment, and public concerns over the 
unknown long-term impact of ongoing stimulant medication use, there 
is a critical need for evidence-based psychosocial treatments for the treat-
ment of ADHD. These concerns are particularly salient, given the growing 
number of cases of preschool ADHD, and the literature reflects a grow-
ing interest in interventions for this population (Rajwan et al., 2012).

We adopt a classification system employed by Evans et al. (2014) that 
categorizes interventions into behavioral management interventions 
(interventions that teach individuals other than the patient skills to 
modify the patient’s behavior in context), training interventions (inter-
ventions that teach/focus directly on the target patient to improve their 
skills), as well as combinations of these interventions. Behavior manage-
ment interventions primarily include behavioral parent training, behav-
ioral classroom management, and behavioral peer interventions, all of 
which are primarily used with preschool- through school-age youth with 
ADHD. Training interventions include an array of interventions, including 
traditional social skills training, organizational skills training, neurocog-
nitive treatments, and cognitive-behavioral skills-based interventions, 
which have been studied in school-age youth through adults with ADHD. 
A review of outcomes from the most recent RCTs, when available, for each 
psychosocial intervention type is provided below, spanning preschool-age 
children through adults with ADHD.

Finally, interventions aimed at spouses/partners of adults with ADHD 
may also have a place in the psychosocial treatment of ADHD. Although 
these interventions have not been as widely researched and no RCTs exist 
to date of which we are aware, 40%–60% of children and adolescents 
with ADHD continue to exhibit significant symptoms of ADHD and asso-
ciated difficulties throughout adulthood, and therefore clinicians who 
treat adults with ADHD may regularly encounter situations where such 
interventions may be beneficial.

Behavioral Management Interventions

Behavioral Parent Training

Behavioral parent training (BPT) is an intervention focused on assisting 
parents of a preschool- or school-age child with ADHD to understand 
the function of a problematic behavior (e.g., noncompliance, difficulties 
completing chores, etc.), and subsequently to learn specific methods to 
modify antecedents and consequences associated with the occurrence of 
the problematic target behaviors, in an effort to improve the frequency 
and severity of these target behaviors. As an example, antecedent-focused 
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methods include establishing house rules as well as utilizing effective 
commands, while consequence-focused methods include specific labeled 
praise, planned ignoring, and time out from positive reinforcement. 
Additionally, there are methods that employ both antecedent- and 
consequence-focused methods. A daily report card (DRC), for example, 
is a monitoring and treatment system that is often employed in BPT 
and serves as a school–home communication system to improve school 
behavior. A DRC focuses on identifying and operationally defining target 
behaviors and intermediate goals, providing a menu of rewards when a 
child attains intermediate goals as well as consequences for not attaining 
intermediate goals. Importantly, key adults (parents and teachers) con-
sistently monitor progress toward attaining goals, and intermediate goals 
are modified on the basis of responses to the DRC intervention. BPT 
methods have often been taught through a collaborative model where 
the therapist works with a parent to discuss the BPT method and how to 
tailor the method to meet the unique circumstances of the family. BPT 
has been delivered in various formats, including group, therapist–parent 
dyadic format, and therapist–parent–child triads. Most manualized BPT 
interventions are one- to two-hour sessions held weekly for about eight to 
twelve weeks. BPT interventions often employ multiple methods to sup-
port parents’ learning of the BPT methods, including direct instruction, 
discussions, videotaped instruction, modeling of methods by the ther-
apist, role-play with parents, as well as direct practice of BPT methods 
with the child during the session. Many BPT programs that focus on a 
variety of problem behaviors are widely available, and some are specifi-
cally designed to address behavior problems frequently associated with 
the symptoms of ADHD (e.g., Barkley, 2013; Kapalka, 2007).

Randomized clinical trials consistently indicate that BPT is one of the 
most efficacious psychosocial interventions for ADHD in terms of acute 
treatment effects on key outcomes (Pelham & Fabiano, 2008). RCTs of 
various BPT programs demonstrate reductions in ADHD symptoms and 
functional impairments (Anastopoulos et al., 1993; Chacko et al., 2009; 
Fabiano et al., 2012). Although most BPT programs are evaluated as a 
whole, Kapalka’s (2007) has been researched with separate RCTs exam-
ining the effectiveness of each sequential step of the program (for a 
review, see Kapalka, 2010). Most BPT programs encourage all caretakers 
in the home to participate in the program, as treatment gains are most 
likely to be evident in such situations.

In addition, current research on BPT has focused on modifications to 
evidence-based treatments, resulting in improved access and engagement 
to treatment for higher-risk populations (e.g., single mothers, Chacko 
et al., 2009; fathers, Fabiano et al., 2009, 2012). In addition, BPT was 
shown to reduce parental stress (Chacko et al., 2009), improve parental 
self-esteem (Anastopoulos et al., 1993), and improve parenting behavior 
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(Chacko et al., 2009; Fabiano et al., 2012). For adolescents, parent–teen 
collaboration, rather than directly working with parents to manipulate  
environmental contingencies via BPT, has proven to be a promising 
approach for improving family conflict. In this approach, parents and 
adolescents learn communication skills, identify existing ineffective 
communication behaviors, and work toward resolving issues while sys-
tematically using effective communication skills (Barkley et al., 2001).

Behavioral Classroom Management

Behavioral classroom management interventions are other well-established 
treatments for preschool- and school-aged children with ADHD (Pelham 
& Fabiano, 2008). Similar to BPT, the focus of behavioral classroom man-
agement intervention is to understand the function of problematic school/
classroom behaviors and to modify antecedents and consequences associ-
ated with the occurrence of identified target behaviors. In line with what 
is taught in BPT with parents, teachers are often supported in using ante-
cedent-focused methods (e.g., classroom rules, effective commands) as 
well as consequence-focused methods (e.g., labeled praise, time-out from 
positive reinforcement). Importantly, effective implementation of behav-
ioral classroom management interventions requires close collaboration 
between therapist and teachers. Classrooms vary in terms of size, number 
of students with behavioral challenges, and resources. As is the case when 
a therapist works with a parent in BPT, effective collaboration and tailor-
ing intervention methods to meet the unique needs of the teacher and 
the classroom setting are essential to successful implementation of and 
response to behavioral classroom management interventions.

Behavioral classroom management interventions specifically devel-
oped for problems associated with ADHD include the abovementioned 
daily report card as well as structured programs similar to BPT programs 
developed for parents (e.g., Kapalka, 2009). These have been utilized in 
regular classroom settings (Kapalka, 2010; Miranda et al., 2002), special 
classroom settings (Fabiano et al., 2010), and summer program classroom 
settings (Fabiano et al., 2004). Data from studies suggest that these inter-
ventions result in significant improvements in ADHD symptoms as rated 
by parents and teachers (Miranda et al., 2002); however, these outcomes 
are not always seen (Fabiano et al., 2010). Non-ADHD-specific disruptive 
behaviors show more consistent improvement across studies, with children 
receiving contingency management showing significant improvements in 
adherence to class rules, increased attainment of behavioral goals (Fabiano 
et al., 2010), significant reductions in frequency and severity of disrup-
tive behaviors (obsessive compulsive disorder/conduct disorder; Fabiano 
et al., 2004, 2010; Kapalka, 2010;), and aggression (Fabiano et al., 2004). 
Some studies have demonstrated improvements in academic productivity 
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(Fabiano et al., 2010), reductions in learning problems, and improved per-
formance in math and science (Miranda et al., 2002); however, behavioral 
contingency management often does not significantly improve academic 
performance. Of note, a recent meta-analysis of school-based treatment 
for children with ADHD found that these interventions yield moderate to 
large effects for both behavioral and academic outcomes, and concluded 
that school-based interventions should be a first-line treatment for 
students with ADHD (DuPaul et al., 2012a).

Behavioral Peer Interventions

Behavioral contingency management has also shown promise for signifi-
cantly improving peer relations, which is an area of significant impair-
ment for youth with ADHD. In a recent study conducted by Mikami et al. 
(2012), teachers implemented behavioral management including praise, 
individual attention, and messages of acceptance to others with the goal 
of improving peer acceptance of children with ADHD within a classroom 
of same-aged peers without ADHD. While there was minimal change in 
behavior problems, children with ADHD in the experimental condition 
were significantly less rejected by their peers, had more reciprocated 
friendships, and received more positive messages by peers at the end of 
the program as compared to their control group ADHD peers. This sug-
gests that behavioral management techniques implemented by teachers 
could ameliorate poor peer relationships. Similarly, Mikami et al. (2010) 
trained parents to become social coaches for their children, whereby 
parents implemented contingencies to their child for prosocial behavior. 
Compared to those in the no-treatment control group, those receiving 
treatment showed significant improvements on parent ratings of social 
skills and quality of play, and teachers, who were unaware of treatment 
assignment, also reported improved peer liking and acceptance. This 
study demonstrated gains in social skills outside of the treatment setting, 
and that changes are reported by those unaware of treatment.

Training Interventions

Skill-Based Interventions

In this section we review “skill-based” interventions that focus directly 
on teaching the patient specific skills to address key areas of functional 
impairments (social problems, disorganization, driving difficulties, etc.). 
These interventions focus on breaking complicated functional areas into 
discrete tasks/skills and then employing techniques to teach the patient 
discrete skills through various methods (e.g., therapist modeling, role-
play, etc.). Frequent feedback, monitoring of skills in natural contexts 
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(e.g., school, home, community), and reinforcement are often important 
aspects of ensuring skills are effectively implemented. Results from a vari-
ety of studies focusing on skill-based training have found mixed results 
depending upon the focus on the intervention.

Traditional social skills interventions often involve specific instruction 
to the child on various aspects of social skills (e.g., eye contact, appropri-
ate personal space during conversations, assertiveness, etc.). Based on the 
current literature on traditional social skills training, it is considered to 
have questionable efficacy (Pelham & Fabiano, 2008). The lack of robust 
empirical evidence for this type of intervention may be related to varia-
tions in length or duration of the treatment as well as the intensity and 
content of the intervention itself across studies.

Abikoff et al. (2012) developed an organizational skills training inter-
vention for school-age youth with ADHD. The intervention focused on 
teaching children to use new tools and routines to record assignments, 
organize school materials, more effectively monitor the amount of time 
involved in completing assignments, and break larger tasks into smaller, 
more manageable ones. Parents and teachers were taught to praise chil-
dren for efforts to use the organizational skills. Results of a randomized 
clinical trial suggest that, relative to a wait-list control, those receiving 
the intervention received significantly better ratings of organization as 
reported by parents and teachers as well as improved academic functioning, 
homework, and family conflict.

There has also been considerable effort at teaching skills to older youth 
and adolescents with ADHD for specific functional impairments. As an 
example, Langberg et al. (2012) adapted an organization intervention for 
middle school children with ADHD, with results demonstrating significant 
improvements at posttreatment and at three-month follow-up in parent 
ratings of organization, homework, and family conflict. Moreover, studies 
have focused on teaching driving skills to teens (Fabiano et al., 2011) and 
improving academic readiness (Meyer & Kelley, 2008; Sibley et al., 2013). 
Importantly, for adolescents with ADHD, key adults (e.g., parents or teach-
ers) must collaborate and support adolescents in the settings in which these 
youth are to utilize the skills they have learned. Skills-based interventions 
for specific impairments are indeed a promising intervention modality, 
particularly for older school-age youth and adolescents with ADHD.

Cognitive-behavioral skills-based intervention (CBSBI) appears to be 
a promising approach for adults with ADHD (Knouse & Safren, 2013). In 
CBSI, clear operationally defined treatment goals are identified, followed 
by a functional analysis to understand how problems arise that impede 
upon the patient’s ability to successfully achieve their goals. A functional 
analysis should result in selecting strategies to address the barriers to 
achieving the patient’s goals. Attempts to utilize the identified strategy also 
require the therapist to identify and address the often-observed negative 
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cognitions (e.g., attributions for success/failure, all or none things, etc.) 
and emotions (e.g., anger) that accompany efforts by a patient to utilize 
a new skill. Additionally, CBSBI includes psychoeducation about ADHD, 
efforts at supporting the adult with ADHD to adhere to medication regi-
mens, utilizing significant others (when appropriate) to help support skill 
implementation, and addressing relapse.

Data from two randomized clinical trials provide support for the CBSBI 
approach to treating ADHD in adults. Safren et al. (2010) compared an 
individually delivered CBSBI intervention to relaxation training and edu-
cational support for 86 adults with ADHD. Results demonstrated that the 
CBSBI intervention led to greater improvements in ADHD symptoms, 
which were maintained at 12-month follow-up assessment. Solanto et al. 
(2010) compared a group-based CBSBI intervention to a support group 
for 88 adults with ADHD and also found that the CBSBI intervention 
resulted in greater improvements in ADHD symptoms. Collectively, find-
ings from these two large randomized clinical trials suggest that CBSBI is 
viable treatment of ADHD in adults.

There have also been efforts at studying other skill-based interventions 
for adults with ADHD. Mindfulness-based interventions focus on improv-
ing recognition of internal states, allowing individuals greater control 
over their behaviors/reactions. For adults with ADHD, it is hypothesized 
that greater recognition of internal states would allow for greater control 
over attention, impulsivity, and the often co-occurring issues commonly 
found in adults with ADHD (e.g., mood). Zylowska et al. (2008) and 
Philipsen et al. (2007) evaluated interventions that focus on mindfulness 
training in two open clinical trials. Data from these studies suggest that 
these types of intervention can improve ADHD symptoms in adults, but, 
given their study design, more rigorous investigation is needed.

In addition to mindfulness-based interventions, ADHD coaching has 
become an often-utilized approach. The National Resource Center on 
ADHD describes coaching as “when one person (the coach) provides 
objective feedback and guidance in an organized and methodical fashion 
to help another person (the client) address a problem or achieve identi-
fied goals” (http://www.help4adhd.org/living/coaching). Although sev-
eral open trials of ADHD coaching alone (e.g., Kubik et al., 2010;) and 
coaching with CBSBI (e.g., Stevenson et al., 2003) have been completed, 
with preliminary results supporting its effects on some areas of func-
tional impairments associated with ADHD, a more rigorous evaluation of 
ADHD coaching is clearly required.

Neurocognitive Treatments

Given the increasing recognition of the neurocognitive deficits experi-
enced by youth with ADHD and the role of these factors in the longer-term 
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course of ADHD (Halperin and Shultz, 2006), there has been a growing 
interest in neurocognitive training for the treatment of ADHD. Cogmed 
Working Memory Training (CWMT) has gained particular interest from 
the research and clinical community, given the number of randomized 
clinical trials investigating this intervention for the treatment of ADHD 
in youth (see Chacko et al., 2013, for a review of these studies). Multiple 
RCTs have demonstrated some benefit of CWMT, primarily on parent-
rated ADHD symptoms and working memory tasks that closely resemble 
the CWMT training tasks (i.e., near-transfer outcomes). No RCT study 
of CWMT has demonstrated improvements in ratings from blind rat-
ers. In a recently completed RCT, Chacko et al. (2014), utilizing a more 
rigorously controlled placebo condition, found no differential effects of 
CWMT on parent/teacher reports of ADHD symptoms, objective mea-
sures of attention, impulsivity and activity, or academic achievement out-
comes. The lack of significant effects of CWMT is in keeping with the 
general outcomes found across studies of neurocognitive interventions 
for youth (school age through adolescence) with ADHD (Rapport et al., 
2013). Rapport et al., in a meta-analysis on neurocognitive interventions 
for youth with ADHD, found that these interventions had no effect 
on ADHD outcomes. To our knowledge, only three studies have assessed 
the impact of neurocognitive training in adults with ADHD (Stern et al., 
2014; Virta et al., 2010; White & Shah, 2006). In general, these studies find 
some benefit of the neurocognitive intervention on select neurocognitive 
outcomes, but no generalization of effects to ADHD symptoms or related 
impairments in daily life functioning have been found. Collectively, 
there is much promise that a neurocognitive intervention would alter 
the underlying pathophysiology of ADHD, resulting in more enduring 
effects of treatment. This remains a fruitful area of investigation; how-
ever, the data suggest that current neurocognitive interventions should 
not be considered as first- or second-line treatments of ADHD in youth 
or adults.

Neurofeedback training has also received considerable attention as 
an intervention for the treatment of ADHD. Although there are numer-
ous uncontrolled trials of neurofeedback, few well-controlled RCTs have 
been conducted. In a relatively recently completed RCT, Gevensleben et 
al. (2009) found significant benefits of neurofeedback on parent ratings 
of ADHD, ODD, and aggression, and teacher ratings of ADHD symptoms. 
Importantly, there were no significant effects of neurofeedback on social, 
academic, and home functioning, and the effects of neurofeedback appear 
to be considerably smaller than what is found for both pharmacological 
and behavioral approaches to treatment of ADHD. Similarly, Steiner 
et al. (2014a, 2014b) found benefits of neurofeedback for school-age youth 
with ADHD, but, similar to Gevensleben et al. (2009), effects were smaller 
than what has been observed for both psychosocial and pharmacological 
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approaches to treatment of ADHD. Interestingly, however, in a follow-up 
assessment, youth who were assigned to receive neurofeedback had 
sustained improvements in functioning relative to those youth assigned 
to the cognitive training or control conditions. This sustained effect is 
important, given that ADHD is considered a chronic condition, and inter-
ventions that result in improvements over time are essential to treating 
ADHD. Neurofeedback has also been studied in adults with ADHD; 
however, with the exception of one group-based uncontrolled study (e.g., 
Mayer et al., 2012), the extant literature includes only case studies. Although 
promising, further investigation is warranted before fully appreciating the 
role of neurofeedback as a treatment for ADHD. Neurofeedback is likely 
best considered a possibly efficacious second-line treatment for ADHD in 
youth. For adults, no conclusion can be made regarding the appropriate-
ness of neurofeedback as a treatment option.

Interventions with Spouses/Partners

Spouses/partners of adults with ADHD often encounter significant stress 
and frustration when dealing with the multitude of daily living prob-
lems associated with symptoms of ADHD. Murphy and Barkley (1996) 
reported that severe marital dissatisfaction is common in couples where 
one partner has been diagnosed with ADHD. The spouses often felt con-
fused, angry, and frustrated, and complained that their partners were 
poor listeners, messy, forgetful, unreliable, self-centered, insensitive, and 
irresponsible. Barkley (2006) suggested that because so many of these 
behaviors may be directly related to symptoms of ADHD, spouses need to 
learn that many of these problems may not be secondary to “willful mis-
conduct” (p. 699). Instead, partners of individuals with ADHD need to 
understand the world from their spouses’ perspective, stop blaming them, 
and align together to fight a “common enemy” (symptoms of ADHD). 
If both spouses/partners develop a mutual understanding of how symp-
toms of ADHD affect the relationship, what each partner needs from the 
other, and that working together greatly improves the relationship, the 
chances of a positive outcome are enhanced (Dixon, 1995). Although few 
resources for clinicians specifically address these techniques, some have 
recently become available (e.g., Kapalka, 2010; Ramsay & Rostain, 2008).

Few studies to date have empirically researched the benefits of these 
interventions, but some research findings suggest that marital or couple 
counseling improves core symptoms of ADHD in the “identified patient” 
and reduces stress on the entire family. Nadeau (1995) recommends 
the inclusion of couple treatment in the comprehensive management of 
ADHD, and Hallowell (1995) found that including the spouse improved 
the overall outcome in treatment of adults with ADHD. In fact, Ratey 
et al. (1995) reported that couple counseling contributed to symptom 
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reduction, stress reduction, and increased closeness in families where 
one of the partners was diagnosed with ADHD.

Benefits and Limitations of Psychotherapy as Sole Treatment

Overall, the current state of research in psychosocial treatments for ADHD 
supports behavioral parent training, behavioral contingency manage-
ment, and behavioral peer interventions as effective interventions for the 
treatment of ADHD in preschool- and school-age youth. Some training 
interventions appear to be gaining considerable efficacy for older youth 
and adolescents (i.e., organizational skills training) and adults (CBSBI), 
while some remain promising (i.e., neurofeedback), others have not with-
stood closer empirical scrutiny (i.e., neurocognitive interventions), and 
others clearly need more rigorous evaluation (e.g., coaching).

Psychosocial treatments have the benefit of teaching crucial skills to 
key adults (i.e., parents and teachers) as well as to youth and adults who 
may reduce the impairment associated with ADHD symptoms. Once 
these skills are learned, they can theoretically be applied in various 
settings over time. Importantly, there are no potential health risks asso-
ciated with psychosocial interventions, although some iatrogenic effects 
have been reported. As an example, Barkley et al. (2001) found that 10% 
of parent–adolescent dyads assigned to BPT experienced worsening of 
functioning following treatment. This finding highlights the importance 
of applying treatments in a developmentally informed manner and for 
monitoring treatment progress. Parents strongly prefer psychosocial 
interventions for the treatment of ADHD (Pelham, 1999), making it a 
first-line intervention from the perspective of many parents.

Limitations to using psychosocial treatment as a sole approach, how-
ever, are that treatment requires ongoing implementation and is rela-
tively intense (interventions must be administered several hours a week) 
and, arguably, expensive (relative to pharmacological interventions). 
Similar to pharmacological approaches, there are no data to suggest that 
acute doses of behavioral interventions have longer-lasting effects on out-
comes for youth affected with ADHD, although studies have shown that 
benefits may last several months after termination of treatment (Barkley, 
2006) and treatment may also be associated with long-term reductions in 
stress evident in the home. Longer-term outcomes of psychosocial treat-
ments for adolescents and adults are limited. But interventions such as 
neurocognitive training and neurofeedback may offer the opportunity 
for sustained improvements following treatment. This remains specula-
tive and requires further study. A significant limitation, as noted by AAP 
(2011), is that in some communities there is a scarcity of practitioners 
well versed in behavioral interventions for youth with ADHD, making it 
difficult for families to obtain these evidence-based interventions. This is 
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likely the case as well for psychosocial treatments (i.e., CBSBI) for adults 
with ADHD.

Combined Treatments

Theoretically, many assert that a combined pharmacological and psycho-
social intervention provides the most efficacious treatment for ADHD 
(Pelham et al., 2000). A number of major studies have been conducted 
to systematically evaluate combined pharmacological and psychoso-
cial treatments—exclusively in school-age children with ADHD. To our 
knowledge, unfortunately, there are no systematic evaluations of com-
bined pharmacological and psychosocial treatments for adolescents or 
adults with ADHD.

Klein et al. (2004) studied 7- to 9-year-old children diagnosed with ADHD 
without comorbid learning or conduct disorders. Children were divided 
into three treatment conditions: MPH alone, MPH plus intensive multi-
modal psychosocial treatment (MPT), and MPH plus attention control psy-
chosocial treatment (ACT). For inclusion, all children were medication-free 
at the time of enrollment and achieved meaningful improvement in a five-
week trial of MPH. In MPT, children, parents, and teachers were involved 
in treatment. Children received individualized academic assistance, orga-
nization and social skills training, and individual psychotherapy. Parents 
participated in BPT and counseling, and teachers completed daily progress 
report cards for school behaviors and academic performance. In ACT, chil-
dren completed individual and group-based nonacademic projects, as well 
as engaged in open-ended play sessions instead of receiving academic and 
organizational skills training. Children received general homework assis-
tance, but individualized assessments of academic skills were not assessed, 
nor were strategies for improving academics discussed (Klein et al., 2004).

One-year outcomes suggested that no differential effects of treatment 
group were found on any measures of symptoms, functioning, impair-
ment, or threshold of symptoms (Abikoff et al., 2004) as well as academic 
achievement, homework behavior, or emotional stress (Hechtman et al., 
2004a) between treatment groups. Further, after year one, all children 
were reported to relapse when switched from MPH to placebo, regardless 
of treatment group. Lastly, Hechtman et al. (2004b) reported on differen-
tial treatment effects on parenting practices. Results demonstrated that the 
MPH plus MPT group had significantly greater improvement in knowledge 
of behavioral principles, and thus a significant advantage in accomplishing 
educational goals, compared with the MPH-alone group or the MPH plus 
ACT group. But no differential treatment effects were found on parent prac-
tices scales or children’s perception of parental practices in year one. In year 
two, mothers of children in the MPH plus MPT group rated themselves as 
having significantly better knowledge of behavioral principles than mothers 
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of children in the MPH plus ACT group; mothers in the MPH-alone group 
did not differ significantly from those in MPH plus MPT group. Further, no 
differential treatment effects on parent practices scales or children’s per-
ception of parental practices were found. Overall, no evidence was found 
of superiority of MPH plus MPT over MPH alone with regard to parenting 
practices. Limitations of this study include the fact that parents, teachers, 
and psychiatrists were not blinded to treatment in this study, and, given that 
all youth were required to be MPH responders to be included in the study, 
it is likely that these outcomes represent more robust effects of MPH than 
what can be seen in a more general population of youth with ADHD.

The MTA study (MTA Cooperative Group, 1999) is considered a land-
mark study in ADHD treatment research in youth. Researchers assessed 
children ages 7–9.9 years (n = 579) diagnosed with ADHD–combined 
type. Participants were assigned to one of four groups: MPH alone, psy-
chosocial treatment alone, combined MPH plus psychosocial treatment, 
or standard community care (which often involved stimulant medica-
tion). With respect to medication, children were initially treated with 
various dosages of MPH, and medication was then adjusted to match 
patients’ needs. In the psychosocial conditions, participants received 
27 group sessions and 8 individual sessions of BPT over the course of  
8 weeks and a summer treatment program (Pelham et al., 2000). Similarly, 
school-based treatment consisted on 10–16 biweekly teacher sessions 
focused on classroom behavior management strategies, and 12 weeks of 
individual behavioral work with child to provide school-based feedback.

Findings have been reported in numerous publications. In general, 
combined treatment and MPH-alone interventions did not differ clini-
cally or statistically with regard to degree of improvement of ADHD 
symptoms, and both were statistically superior to behavioral treatment 
alone and community care. For other outcomes—such as oppositional 
symptoms, internalizing symptoms, social skills, parent–child relation-
ships, and academic functioning—only the combined intervention was 
statistically superior to the community control condition on some out-
comes (MTA Cooperative Group, 1999). Secondary analyses showed that 
the combined treatment was significantly better than the other treat-
ments, with comparable effect sizes ranging from 0.28 to 0.7 for MPH 
alone and community control groups, respectively.

There has been considerable debate regarding the interpretation of the 
MTA findings, given the clinical implications. For instance, Greene and 
Ablon (2001) reported differences in the degree to which pharmacological 
and psychosocial treatments were adjusted to match the needs of chil-
dren. With respect to medication, children were initially treated with vari-
ous dosages of MPH, and medication was then adjusted to match patients’ 
needs. In the psychosocial conditions, however, most aspects remained 
the same regardless of assessed need; all participants received the same 
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behavioral intervention package. Moreover, Pelham (1999) notes that the 
main 14-month outcomes of the MTA study compared active MPH to a 
faded behavioral intervention package (i.e., the intensity of behavioral 
interventions were considerably reduced at the immediate posttreatment 
assessment). As such, the 14-month post-MTA analyses are not an accu-
rate assessment comparing active MPH to active behavioral intervention. 
Moreover, when considering the dosage of interventions being compared, 
the immediate posttreatment findings suggest that faded behavioral inter-
ventions can provide quite robust effects. The fact that there were no 
differences between the behavioral intervention treatment arm and the stan-
dard community practice (many of whom received MPH), for example, 
suggests that behavioral intervention, even when not acutely administered, 
can have equivalent effects to actively administered MPH in the commu-
nity setting. Interestingly, in other studies assessing combined pharma-
cological and psychosocial interventions, there are greater nuances that 
shed light on combined approaches to treatment of ADHD. Others have 
demonstrated that, when intensive behavioral interventions are in place, 
there are limited benefits of MPH on outcomes (Pelham et al., 2005), or 
MPH can be significantly reduced when utilized in the context of ongoing 
behavioral interventions (Chacko et al., 2005), which may be important 
when considering long-term treatment for youth with ADHD.

Benefits and Limitations of Combined Treatments

Combined treatments (i.e., select pharmacological and behavioral inter-
ventions) offer complementary effects on ADHD symptoms and associ-
ated impairments in school-age youth with ADHD. A combined approach 
also offers the benefits that each modality offers (e.g., skill building, 
effects on various domains of functioning, etc.). Combined approaches 
provide an opportunity to reduce the intensity of both pharmacological 
and behavioral interventions, thereby providing a more feasible model 
for implementation over time.

As with any multimodal intervention package, however, complexity is 
a limitation to its widespread use. Providing the type of intensive behav-
ioral intervention implemented in the studies reviewed requires a team of 
professionals, coordinating services across settings and time, and involve-
ment by multiple stakeholders (i.e., parents, teachers, and the affected 
youth). The ability of routine service providers and settings to implement 
these types of treatment regimens is a critical yet understudied issue.

Summary and Recommendations

The literature on ADHD intervention is substantial and ever growing. 
Although the field has identified a select number of interventions, there is 
continued interest in developing and evaluating alternative interventions, 
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given that no intervention has resulted in generalized and sustained effects 
on all relevant functional outcomes that are often impaired in individuals 
with ADHD. In this regard, future research should continue to evaluate 
promising interventions (e.g., neurofeedback, coaching, couples counsel-
ing), address limitations of interventions that have the high potential to 
treat ADHD but have yet to be shown to be effective (e.g., neurocognitive 
training), and study further the combination of interventions that may 
have complementary or augmentative effects on functional outcomes. In 
particular, the combined treatment literature for the treatment of adoles-
cents and adults with ADHD requires systematic evaluation.

Clinically, it appears that for preschool- and school-age children, 
pharmacological and psychosocial—specifically behaviorally focused—
treatments are available that offer clear and robust effects on ADHD symp-
toms and related impairments, at least over the short term when treatment 
is being actively implemented. Which intervention modality to begin treat-
ment with (pharmacological or psychosocial or both), at what intensity/
dose, and for how long treatment should last are important decisions that 
require active collaboration between the patient, key adults in the patients’ 
life (e.g., parents, teachers, spouses/partners), and the treating profession-
als. In particular, understanding adult preferences and attitudes for imple-
menting behaviorally focused interventions is critical, given the substantial 
involvement by these adults to implement treatment. For adolescents, the 
literature suggests that skill-based behaviorally oriented interventions that 
focus intensely on specific areas of functional impairment (e.g., homework 
completion, organization, etc.) and support the adolescent in learning spe-
cific skills and approaches to use collaboratively with the monitoring and 
support of adults (i.e., parent and teachers) constitute an effective approach. 
Similarly, CBSBI is a first-line intervention for adult ADHD, and treatment 
manuals for CBSBI are now commercially available. Pharmacological inter-
ventions are also effective for both adolescents and adults with ADHD, but 
adherence (particularly over the longer term) to medication is a notable 
challenge in these populations, suggesting that if pharmacological treat-
ment is being utilized in these age groups, efforts must be made to identify 
barriers to medication adherence and collaborative efforts.

Thomas was a 5-year-old Caucasian male diagnosed with ADHD–
combined type and oppositional defiant disorder. Kyle was expe-
riencing significant difficulty in both home settings (mother and 
father were divorced and shared custody) and at school. In accor-
dance with guidelines for the treatment of ADHD in young children 
(AAP, 2011) and the parents’ own preferences, a course of BPT and 

(continued)
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behaviorally based school consultation were implemented as first-line 
interventions. BPT consisted of a nine-week group-based intervention 
focusing on common BPT content (e.g., positive attending, planned 
ignoring, incentive systems, time-out from positive reinforcement, 
school–home daily notes, etc.). Behaviorally based school consulta-
tion consisted of six individual teacher–therapist consultation meet-
ings, which implemented a behavioral tracking and reinforcement 
system (i.e., DRC with school and home-based contingent rewards 
based on school goals). Ongoing monitoring of response was done 
by utilizing the DRC. As described above, the DRC is a behavioral 
intervention tool and an assessment measure that targets specific 
areas of impairment that a child demonstrates in a particular set-
ting. The DRC is developed by collaborating with the key figures 
in each child’s setting to determine what specific difficulties a child 
is having and establishing behavioral criteria for success for each 
behavior. This behavioral criterion is determined by taking baseline 
rates of the specific behavior plus or –30% to encourage improve-
ment. Separate DRCs were developed for Thomas when he was at his 
mother’s home, his father’s home, and at school. The DRC represents 
a simple, flexible tool that should be utilized as a standard compo-
nent of behaviorally focused treatment for youth with ADHD.

Across all three settings, Thomas was exhibiting significant 
ADHD symptoms, including distractibility, interrupting, and 
hyperactivity. Additionally, significant oppositional behaviors (rule 
breaking, arguing, noncompliance) were evident in both home set-
tings. As a first step in behaviorally focused treatment, the thera-
pist collaborated with the parents and teacher on identifying how 
the symptoms of ADHD and ODD were impairing Thomas’s func-
tioning. Objectively defined functional outcomes (e.g., complet-
ing independent seatwork at school within a certain number of 
reminders, completing bedtime routine within a certain number of 
reminders) were incorporated into a DRC. Across all settings, the 
baseline DRC suggested that Thomas was attaining only approxi-
mately 10% of identified goals. Following behavioral parent train-
ing and school consultation, Thomas was attaining his goals over 
60% of the time at school and at his mother’s home. Attainment 
of DRC goals did not improve at the father’s home, but this is not 
surprising, given that the father attended few BPT treatment ses-
sions. Despite Thomas’s significant improvements, particularly on 
child-specific targets of functional impairments (i.e., DRC goals), 
parents hoped for further incremental benefits and requested a 
trial of medication.

A stimulant medication treatment is often completed under the 
close supervision of a physician. One may assume that there is little 

(continued)
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role for a therapist in the assessment of medication. But pharmaco-
logical treatment for ADHD is often administered by a primary care 
physician (AAP, 2011) who may not have the time or resources to 
efficiently monitor treatment progress and obtain objective infor-
mation on the effects of medication across various settings. In this 
regard, a behaviorally focused therapist plays an important role in 
collaborating with the primary care physician, the family, and the 
teacher to provide important information on the efficacy of phar-
macological treatment for ADHD. As discussed, a DRC is a useful 
and flexible tool for ongoing assessment and treatment monitoring. 
It is equally effective when used to monitor medication response. 
In particular, we have found that utilizing a DRC allows for assess-
ing the specific effects of medication on important, operationally 
defined functional outcomes across various key settings. This type 
of information is helpful for parents when working with a primary 
care physician to help decide whether medication is an appropriate 
treatment and at what dose.

In collaboration with the family, teacher, and prescribing physi-
cian, various doses of stimulant medications (i.e., Adderall-XR) within 
the context of ongoing behavioral intervention were assessed using a 
DRC as a monitoring tool. Based on the DRC, an interesting pattern 
of data emerged that reflected the effect of this combined treatment 
approach. The DRC data across settings indicated a beneficial effect 
of medication, with the 5-mg dose maximizing success with little 
incremental benefit of higher doses at school and the mother’s home 
setting. But the DRC data suggested that a 10-mg dose was necessary 
to maximize treatment benefits in the father’s home setting. Given 
this information, the 5-mg dose of medication was recommended 
for Thomas, and instead of increasing medications, Thomas’s father 
committed to participate in a trial of BPT to attempt to obtain the 
same types of benefits evinced in the school and the mother’s home 
setting. Ultimately, the longer-term treatment consisted of a BPT for 
Thomas’s father, monthly ongoing support at school, support for 
Thomas’s mother to continue to implement behavioral interventions, 
and maintenance of 5 mg of Adderall-XR. Six-month follow-up data 
suggested that there was maintenance of treatment gains across the 
mother’s home setting and school and improvements in the father’s 
home setting following the father’s successful completion of BPT. 
As such, these outcomes represent the effect of combined evidence-
based psychosocial and pharmacological treatment.

Herein we described a case of a preschool child where a com-
bined treatment approach including both behavioral interventions 
(school and home based) and, subsequently, stimulant medication 

(continued)
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was utilized. Combined (and sequenced) treatment was utilized to 
address parent preferences for prioritizing the treatment of func-
tional impairments with further consideration for stimulant medica-
tion based on response to behavioral interventions. We have found 
that prioritizing parent preference for which evidence-based treat-
ment to utilize is important given the relationship between patient 
preference, adherence to treatment, and efficacy of treatment. 
Additionally, there is often a need to address insufficient response 
following a unimodal treatment regimen. As such, medication was 
utilized, and optimal response resulted from administering com-
bined psychosocial and pharmacological treatments.
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Oppositional defiant disorder (ODD) is a behavioral condition, occur-
ring predominantly in children and adolescents, that consists of strongly 
embedded patterns of negative reactions to authority, willful noncompli-
ance, irritable mood, and negative attention-seeking behaviors (Steiner 
et al., 2007; Stringaris et al., 2010). The current Diagnostic and Statistical 
Manual of Mental Disorders, 5th edition (DSM-5; American Psychiatric 
Association [APA], 2013) reports that ODD affects approximately 3.3% of 
all children and adolescents, with a lifetime prevalence of 12.6%. In addi-
tion, problems related to ODD are often severely impairing and co-occur 
with attention-deficit/hyperactivity disorder (ADHD), anxiety disorders, 
and mood-related conditions (Martel et al., 2012). Because of their dis-
ruptive nature and high comorbidity with other conditions, ODD-related 
problems have a negative effect not only on individuals’ daily functioning 
but also upon their relationships with peers, family members, teachers, 
and other caregivers (Greene et al., 2002). Consequently, effective evalu-
ation and determination of appropriate treatment targets for ODD can 
be challenging and complex clinical endeavors.

Diagnostic Considerations

There are currently two primary symptom categories used to diagnose 
ODD: externalizing behavior problems and negative emotions (Frick 
& Nigg, 2012). ODD was first included in DSM-III in 1980, at that time 
requiring at least two of the following behaviors: minor rule violations, 
temper tantrums, argumentativeness, provocative behavior, or stubborn-
ness (APA, 1980). Empirical examination of these problems has subse-
quently led to an expanded description of symptoms over time (Angold 
& Costello, 1996; Stringaris et al., 2010). There are currently eight symp-
toms of ODD listed in the DSM-5 that include: (1) arguing with author-
ity figures or adults; (2) actively defying or refusing to comply with 
rules/requests from authority figures; (3) deliberately annoying others;  
(4) blaming others for own mistakes or misbehaviors; (5) prone to being 
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touchy, irritable, or easily annoyed; (6) easily losing temper; (7) often 
being angry and resentful; and (8) being spiteful or vindictive at least 
twice within six months (APA, 2013, p. 462). For a diagnosis of ODD to 
be considered, the presence of four or more symptoms is required for 
a period of at least six months. Symptoms also must present with a  
frequency and persistence that exceed similar behaviors in typically 
developing peers (i.e., contribute to significant distress and impaired 
social, educational, or occupational functioning). Further, the primary 
problems associated with ODD are distinct from other conditions in that 
they frequently violate the rights of others.

While ODD symptoms do not necessarily need to be pervasive across 
settings, new to the DSM-5 diagnosis is a specifier of symptom severity 
that is based upon the cross-situational nature of impairments (Frick & 
Nigg, 2012). ODD diagnoses are thus further qualified as mild (limited to 
one primary setting), moderate (present across at least two settings), and 
severe (presenting in three or more settings; APA, 2013).

Prevalence and Course

Disruptive behavior disorders such as ODD are considered to be the most 
prevalent childhood psychiatric conditions in need of psychological ser-
vices (Olfson et al., 2014). Though generally a high base rate condition 
overall, the prevalence of ODD reported across clinical studies varies 
widely (1%–11%). Data from community samples suggest that its preva-
lence may reach as high as 15.6% in some populations (Munkvold et al., 
2011). Studies of outpatient settings report a high proportion of clinical 
presentations of ODD, owing to its high rate of referral, ranging from 
28% to 65% (Boylan et al., 2007). There are also notable differences in the 
presentation of ODD based upon age, gender, and environmental factors.

With regard to age, ODD symptoms typically arise during preschool 
years and seldom present later than adolescence. Though researchers 
believe that individual child temperament influences ODD, there are no 
known biological or genetic predictors specific to the disorder (Loeber 
et al., 2009). Although ODD symptoms often present early, the nature 
and severity of these symptoms often change in adolescence and early 
adulthood. In fact, a distinct developmental relationship has been estab-
lished between ODD and both conduct disorder (CD) and depression 
(Burke et al., 2010; Rowe et al., 2010).

Reported gender differences in ODD suggest that boys meet criteria 
more frequently than girls (1.4:1 in preschool and elementary school years; 
APA, 2013). But gender differences appear to dissipate in adolescence and 
beyond (Munkvold et al., 2011). While girls appear to be at greater risk for 
later developing depression after experiencing ODD (Burke et al., 2010), 
boys show a greater proclivity for developing CD (Rowe et al., 2010).
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Environmental factors known to contribute to the emergence of 
ODD include higher family conflict and parenting stress as well as mul-
tiple socioeconomic variables (Cunningham & Boyle, 2002; Lavigne  
et al., 2012). The evidence to date suggests that ODD symptoms are most 
directly accounted for by families’ reports of parenting stress and poorer 
family functioning overall (Lavigne et al., 2012). The relation between 
these contextual factors and the development of ODD dates to Gerald 
Patterson’s (1982) descriptions of “coercive family processes.” Patterson 
depicts a gradual development of ODD symptoms that are brought about 
by an interaction between a difficult child temperament and reactive, 
authoritarian, and inconsistent parenting.

The developmental course of ODD symptoms often reveals a consistent 
increase in severity over time that frequently progresses to diagnoses of CD, 
depression, or other major mental health concerns. Comorbidity with other 
conditions also frequently complicates the developmental course of ODD. 
In fact, this appears to be the rule rather than the exception, with nearly 
50% of all ODD cases presenting co-occurring ADHD (Martel et al., 2012; 
Willcutt et al., 2012), 40% reporting significant anxiety symptoms (Drabick 
et al., 2010; Greene et al., 2002), and 12% being diagnosed with depres-
sion (Stoep et al., 2012). When depression later follows childhood onset of 
ODD, it is best predicted by the prominence of ODD-related negative affect. 
Likewise, children presenting more dominant symptoms of defiance and 
antagonistic behaviors frequently progress from ODD to later symptoms 
more representative of CD. There is an estimated 0.81 correlation between 
the symptoms of ODD and CD, which ultimately reflects an extremely high 
degree of symptom comorbidity (Boden et al., 2010; Loeber et al., 2009). 
Despite the strong evidence supporting ODD as a predictor of future behav-
ioral and emotional problems, it remains unclear if its role is causal, prodro-
mal, or simply a precursor to future concerns (Burke & Loeber, 2010).

Finally, it is important to differentiate the primary symptoms and 
developmental course of ODD from those of a newly introduced condi-
tion, disruptive mood dysregulation disorder (DMDD). Generally, more 
profound and persistent negative mood and more frequent and severe 
temper outbursts characterize DMDD rather than ODD (APA, 2013). 
Leibenluft (2011) suggests, however, that 84.9% of DMDD youths also 
meet DSM criteria for lifetime ODD. A primary treatment implication for 
distinguishing between these two conditions relates to treatment choices, 
as psychosocial interventions are generally preferred for ODD while psy-
chopharmacological interventions may need to be considered for DMDD.

Pharmacological Solitary Treatments

Pharmacological research dedicated exclusively to the treatment of ODD 
is limited. These interventions are difficult to study because core symptoms 
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are often conflated with those of CD (Loeber et al., 2009). Consequently, 
many pharmacological studies examine ODD/CD symptoms of aggres-
sion and emotional dysregulation, collapsing the separate diagnoses to 
instead focus upon specific, impairing symptoms. A second reason for 
the dearth of literature is related to the high comorbidity of ODD with 
other conditions such as ADHD or anxiety and mood disorders (AMDs). 
Although many of the medications used to treat these comorbid con-
ditions may also help ameliorate the externalizing symptoms of ODD, 
the evidence and the biological mechanisms for improving oppositional 
behaviors remain unclear.

Because few studies are devoted to pharmacological treatments for 
ODD and strong evidence exists to support psychosocial intervention, 
the clinical practice parameters established by the American Academy 
of Child and Adolescent Psychiatry (AACAP) assert that “medications for 
youth with ODD are mostly considered to be adjunctive, palliative, and 
noncurative” and “should not be the sole intervention in ODD” (Steiner 
et al., 2007, p. 137). Similarly, international consensus statements on 
ODD recommend that pharmacological management of ODD in the 
absence of psychiatric comorbidity be cautious and limited to patients 
who (1) have not first benefited from psychosocial interventions or 
(2) exhibit extreme levels of aggression or destructive behaviors (Kutcher 
et al., 2004; Steiner et al., 2007).

Efficacy studies of pharmacological treatment exclusively for children 
with ODD have examined divalproex sodium (Depakote), lithium salts 
(Lithobid), or atypical antipsychotics such as risperidone (Risperdal). 
One randomized clinical trial and two open-label studies of divalproex 
sodium (DVPX) demonstrated significant reductions in “hostility” 
among children of average intelligence with ODD (Donovan et al., 1997, 
2000; Saxena et al., 2010). Lithium salts have been used extensively in the 
treatment of aggression over the past 35 years; however, they have primar-
ily been intended for pediatric-onset bipolar disorder. Only a handful 
of controlled trials have examined the efficacy of lithium salts for child 
and adolescent conduct problems and aggression (Campbell et al., 1995; 
Malone et al., 2000; Rifkin et al., 1997), with none specifically for ODD. 
Atypical antipsychotics have received greater empirical support for treat-
ing ODD, particularly for aggressive symptoms. Risperidone has been the 
most studied of these atypicals (Pappadopolous et al., 2006), although 
most investigations of “pure” ODD (i.e., without comorbidity) have been 
limited to children with below-average intelligence (Aman et al., 2002; 
Synder et al., 2002). Though providing some support for improving con-
duct, these studies also report significant confounds (e.g., low IQ, short 
treatment duration, questionable follow-up phases, use of combined 
medication treatments) and a high rate of adverse events (98%; Aman 
et al., 2002; Snyder et al., 2002).
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Approximately half of children diagnosed with ODD present comor-
bid ADHD (Kutcher et al., 2004). Psychostimulant medication, consid-
ered the first-line treatment for ADHD, also presents potential benefits 
for treating comorbid externalizing symptoms of ODD (Swanson et al., 
2001). Methylphenidate has been particularly well supported in both 
open-label (e.g., Serra-Pinheiro et al., 2004) and controlled studies 
(e.g., Kolko et al., 1999; Pliszka et al., 2000) for reducing disruptive behav-
iors and aggression in addition to improving core symptoms of ADHD. 
More recent studies also suggest that atomoxetine, a selective norepi-
nepherine reuptake inhibitor (NRI), may be effective for ODD symp-
toms when comorbid with ADHD (Bangs et al., 2008; Dell’Agnello et al., 
2009; Dittmann et al., 2011). A major advantage of atomoxetine treat-
ment compared to stimulant therapy is the longer duration of effects, 
thus potentially addressing symptoms occurring during early morning 
and evening periods when stimulant effects have typically subsided. After 
methylphenidate and atomoxetine, alpha-2 adrenergic receptor agonists 
such as clonidine and guanfacine may be considered second-line med-
ications for treating comorbid symptoms of ODD and ADHD. Clinical 
trials of clonidine or guanfacine alone or in combination with stimu-
lant treatments have been shown to reduce oppositionality in children 
with comorbid ADHD (e.g., Connor et al., 2010; Palumbo et al., 2008); 
however, significant caution is also warranted owing to serious overdose 
potential (Hazell, 2010). Nonetheless, international treatment guidelines 
currently support the clinical use of alpha-2 agonists for children with 
ADHD and comorbid CD, severe ODD, or tic disorder, as well as those 
with comorbid ADHD and ODD who fail to respond favorably to either 
stimulant or atomoxetine treatment (Turgay, 2009).

Pharmacological treatments for ODD with comorbid AMDs have also 
been examined, though to a lesser extent. Two recent studies suggest 
promising support for selective serotonin reuptake inhibitor (SSRI) treat-
ment among youth with ODD and comorbid anxiety and mood disorders 
(Jacobs et al., 2010; Kodish et al., 2011). But current AACAP clinical prac-
tice parameters for ODD indicate that there is insufficient evidence at 
this time to support the use of SSRIs for treating ODD symptoms alone 
(Steiner et al., 2007). With the introduction of the new diagnostic cat-
egory of DMDD, now used to reflect these kinds of presenting problems, 
SSRI prescriptions are more likely to be directed toward the DMDD pop-
ulation rather than to a subset of children with comorbid ODD and AMD 
(Leibenluft, 2011).

Benefits and Limitations of Pharmacotherapy as Sole Treatment

Pharmacological treatments should not be considered first-line interven-
tions for ODD, but rather secondary treatment options provided only after 
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evidence-based psychosocial interventions or when comorbid conditions 
require stabilization. Though studies have examined the effects of several 
medications for treating ODD, few have exclusively examined ODD in 
the absence of co-occurring conditions. The evidence to date suggests 
that risperidone may offer the most potential benefits for ameliorating 
aggression, but with few benefits for improving symptoms of noncompli-
ance or other conduct issues. Studies of risperidone have been limited 
to children with intellectual disabilities, however, and frequent negative 
side effects such as somnolence, extrapyramidal effects, and weight gain 
suggest the need for extreme caution.

When comorbid with ADHD, the strongest empirical evidence 
supports the combined use of stimulants and atomoxetine for treating 
ODD. Methylphenidate is the most supported for use with potentially 
substantial benefits for reducing noncompliance and reactive aggression 
associated with ADHD. Atomoxetine should be limited to those consid-
ered to be minimal responders to stimulants or for those experiencing 
negative side effects. Alpha-2 agonists such as clonidine and guanfacine 
currently have the least support for treating comorbid ADHD and ODD. 
When comorbid with anxiety and mood-related problems, pharmacologi-
cal treatment data for ODD suggest benefits for judicious use of SSRIs.

Psychological Solitary Treatments

Evidence-based psychosocial interventions are recommended as the gold 
standard treatment approach for children with ODD. The interventions 
in this section have all been supported by well-conducted randomized 
controlled trials (RCTs) and found superior to no-treatment or waitlist 
control conditions. Consequently, these psychosocial treatments are all 
designated as either probably efficacious or well established on the basis 
of the criteria initially established by the APA’s Task Force for Empiri-
cally Supported Treatments (Chambless & Hollon, 1998). In addition to 
demonstrating robust positive treatment outcomes, these programs have 
demonstrated longitudinal and generalized effects, proving to be both 
effective and durable interventions (McNeil et al., 1991). Parent training 
programs, especially those targeting younger children, are among the 
most extensively studied treatments for children with behavioral problems 
such as ODD and are recommended as the first-line approach (Eyberg  
et al., 2008). Interventions for youth in middle childhood and adolescence 
generally focus on individual or group sessions with the child. Children 
in these stages of development present a greater capacity to benefit from 
cognitive-behavioral approaches in which they are primary agents of 
change. Given that maladaptive parenting behaviors, family conflict, and 
family instability are associated with the development and maintenance 
of disruptive behaviors in children (Frick et al., 1992; Patterson, 1982), 
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however, child-focused interventions often include a parent training com-
ponent. Below is an overview of the evidence-based manualized interven-
tions that have received the greatest research support for treating ODD, 
as well as additional programs that emphasize the same evidence-based 
practice principles.

Parent Training Programs

Parent–Child Interaction Therapy (PCIT) is a behavioral parent training 
program for children ages 2 to 7 (McNeil & Hembree-Kigin, 2010). The 
typical PCIT structure consists of weekly 60-minute therapy sessions in 
which the therapist, usually behind a one-way mirror, coaches a parent 
on their use of skills with their child. There are two stages in PCIT: child-
directed interaction (CDI) and parent-directed interaction (PDI). CDI 
sessions focus on coaching positive attending and active ignoring skills. 
During PDI, limit setting and discipline techniques are emphasized to 
help parents follow through with behavioral strategies in a consistent and 
predictable manner. Parents learn to balance their warmth and respon-
siveness with demands and discipline. PCIT therapists code parent–child 
interactions to measure a parents’ skill progression and to determine 
mastery of skills. “Graduation” from PCIT depends on parents’ mastery 
of the specific skills taught, their self-reported confidence in handling 
child behaviors, and their ratings of disruptive behavior on the Eyberg 
Child Behavior Inventory (ECBI) falling within normal limits (Eyberg & 
Pincus, 1999).

Helping the Noncompliant Child (HNC) is a program for children ages 
3 to 8 (McMahon & Forehand, 2003). The parent and child are seen 
together for sessions of 60–90 minutes held once or twice weekly over the 
course of approximately 10 weeks. HNC skills are achieved through thera-
pist modeling, parent–therapist role-play, and live practice with the child 
in the clinic and at home. Therapist coaching occurs within the therapy 
room or from behind a one-way mirror. Similar to PCIT, the HNC pro-
gram consists of two treatment phases. During the first phase (differential 
attention), parents learn skills to increase child prosocial behaviors (using 
positive verbal and physical attention) and to reduce minor misbehaviors 
(utilizing positive reinforcement and ignoring strategies). The second 
phase (compliance training) focuses on teaching parents to give clear 
instructions and follow through consistently with effective consequences 
(e.g., time-out or loss of privileges) for noncompliance.

Incredible Years (IY) Training Series is a set of three training programs: 
the child program (IY-CT, ages 3 to 8), the parent program (IY-PT, ages 
2 to 10), and the teacher program for children up to age 12 (Webster-
Stratton & Reid, 2003). Each IY program is delivered by a trained facil-
itator and carried out in a group format. Parent and child programs 
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are typically delivered in conjunction with one another over a course of 
12–22 weeks, with sessions lasting 2–3 hours. Sessions incorporate vid-
eotaped vignettes tailored to the specific target audience (e.g., parent, 
teacher, or child groups). Vignettes include common challenging situa-
tions followed by group discussions comparing ineffective and effective 
ways of dealing with the problem situations.

Triple P—Positive Parenting Program is a treatment designed for chil-
dren from birth to age 12, with extensions for ages 13 to 16, and focuses 
on enhancing parenting confidence and skills (Sanders, 1999). Triple 
P can be delivered in individual, group, self-directed, or in a combina-
tion of these formats. Triple P is multileveled (Levels 1 through 5), and 
families participate in a specific level depending on the severity of child 
behavioral problems. Level 4 (Standard Triple P) and Level 5 (Enhanced 
Triple P) have received the most empirical support (Eyberg et al., 2008). 
Standard Triple P involves ten individual or eight group parent sessions 
on topics such as differential attention, effective commands, logical con-
sequences, quiet time, and time-out. Level 5 is an enhanced version that 
incorporates home visits and three to five additional sessions designed 
to address family stressors (e.g., parental depression, marital conflict; 
Sanders et al., 2003).

Parent Management Training-Oregon Model (PMTO) is supported for use 
with the widest age range of children (3 to 12; Patterson et al., 1975). 
PMTO can be provided in group or individual formats. Individual 
family sessions are 60 minutes, held weekly for approximately 25–30 
weeks. Group sessions are 90 minutes and are held weekly for 14 weeks. 
Treatment also includes midweek calls from the therapist to encourage 
successful implementation of home procedures and skill generalization. 
The therapist teaches parents via role-play and modeling of skills across 
five content areas: skill encouragement (e.g., incentive chart and rewards 
for positive behaviors), limit setting, monitoring, problem solving, and 
positive involvement. The order of skill content and time allocated to 
each skill varies depending on the family’s presenting needs and level 
of child participation in sessions. Parent mastery of skill encouragement 
is a prerequisite to learning discipline strategies such as giving effective 
directions and consistent and calm use of consequences (e.g., time-out, 
privilege removal) for noncompliance.

Child-Focused Individual and Group Interventions

Problem Solving Skills Training (PSST) uses cognitive restructuring and 
problem-solving skills (e.g., identifying the problem, generating solu-
tions, evaluating solutions, and perspective taking) to help youth with 
ODD cope with interpersonal difficulties (Kazdin, 2010). Treatment is 
designed for children ages 7 to 13 and consists of 12 weeks of individual 



Oppositional Defiant Disorder 107

child therapy sessions that last 30–50 minutes. The therapist employs 
interactive exercises, games, modeling, and role-play of different scenar-
ios often encountered by the child, and uses a token economy system with 
response cost. Initial sessions focus on child participation, but parents 
are more actively included in later sessions in order to practice challeng-
ing daily scenarios and to assist the child in generalizing skills to use at 
home (Kazdin, 2010).

Anger Control Training (ACT) is a school-based group intervention that 
targets negative, defiant, and hostile behavior toward school authority 
figures (Larson & Lochman, 2002). Eighteen (60–90 minute) weekly 
sessions for children ages 8–12 focus on cognitive coping strategies, 
awareness of physiological cues, perspective taking, and problem-solving 
skills. Following skill-building sessions, participants watch videos of other 
children experiencing interpersonal difficulties and then discuss alter-
native appropriate social responses. Children participate in role-play 
rehearsal of alternative skill choices, using strategies introduced through 
the program. Final sessions provide children with opportunities to act 
out real-life situations and apply new skills instead of reacting with defi-
ance or aggression. Similarly, Coping Power is a clinic-based program 
that was developed as an extension of ACT. Coping Power offers individual 
sessions for children as well as a behavioral parent training component 
(Lochman et al., 2010).

Programs Emphasizing Evidence-Based Practice Principles

While the aforementioned programs have received the greatest empirical 
support, there are also many interventions that are based exclusively upon 
the evidence-based principles that define these programs—for example, 
Barkley’s (2013) Defiant Children, Kapalka’s (2007) Parenting Your Out-of-
Control Child, Kazdin and Rotella’s (2009) The Kazdin Method for Parenting 
the Defiant Child, and Greene’s (2010) The Explosive Child. Each program 
emphasizes using positive reinforcement to promote appropriate behav-
iors, increasing the effectiveness of commands, setting consistent limits, 
and using nonphysical/nonpunitive discipline techniques. However, each 
program also adds strategies that may be a focus of a family’s treatment. 
For example, Barkley’s (2013) 10-session program provides both proactive 
and reactive strategies for addressing negative behavior (e.g., contingency 
management, time-out, problem prediction, and school collaboration). 
Kazdin and Rotella’s (2009) PMT incorporates behavioral shaping in ses-
sions, teaching parents to create clear definitions of behavioral goals and 
reinforcing successive approximations toward desired outcomes. In addi-
tion to managing argumentative and defiant behaviors, Kapalka (2007) 
emphasizes strategies for managing emotional dysregulation and “out-
of-control” behaviors, specifically for common problem situations such 
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as transitions between activities, during homework, and while in public 
places. Similarly, Greene’s (2010) Explosive Child program highlights dif-
ficulties related to emotion regulation as well as cognitive inflexibility 
among children who become explosive. Greene’s approach teaches par-
ents to recognize the warning signs of a meltdown, to remove parent 
behaviors that may be fueling a meltdown, and gradually to “downshift” 
to allow the child to consider options when they are frustrated.

Benefits and Limitations of Psychotherapy as Sole Treatment

Intervening early with an evidence-based psychosocial intervention for 
ODD proves not only cost effective but also potent as the best clinical 
practice. Positive treatment outcomes have been demonstrated for these 
interventions in RCTs, providing a strong evidence base for their use in 
the treatment of ODD (e.g., Webster-Stratton et al., 2004). In follow-up 
studies, these interventions also demonstrate maintenance of treatment 
gains for years after treatment has ended (e.g., Forgatch et al., 2009). Given 
the posttreatment durability of positive therapeutic effects, psychosocial 
interventions are considered the gold standard for children with ODD 
and are an especially attractive option for families, communities, and pre-
scribing physicians alike as first-line intervention (Edidin et al., 2012).

Psychosocial interventions for ODD focus on the child and author-
ity figure(s) learning techniques that will create new healthy patterns 
of interacting and interrupt the negative coercive cycle that results in 
defiant behavior (Patterson, 1982). The skills learned in treatment can 
then be applied whenever necessary after treatment has ended, with 
follow-up care done on an as-needed basis. By comparison, maintenance 
of a psychotropic medication regimen requires careful monitoring and 
consistent maintenance over time for the duration of medication use. In 
addition, medications obviously do not teach skills to change child or 
caregiver patterns of interactions and are therefore not viable long-term 
solutions. In addition, medications produce highly variable outcomes for 
children with disruptive behavior disorder depending on their age and 
comorbidities.

Combined Treatments

There is a dearth of research related to combined psychosocial and phar-
macological interventions in the treatment of ODD. This stems largely 
from the fact that psychosocial approaches are preferred as front-line 
interventions, whereas medications are often used as adjuncts to treat 
comorbidities or to help manage aggression (Steiner et al., 2007; Turgay, 
2009). Despite the lack of research for pharmacotherapy for ODD, clinical 
practice parameters set by the AACAP (Steiner et al., 2007) still suggest that 
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multimodal treatment is often needed to successfully treat ODD. Further, 
AACAP recommends that clinicians develop individualized treatment 
plans for children and adolescents, as any given modality of treatment may 
vary in effectiveness from patient to patient (Steiner et al., 2007).

At present, existing data regarding the combined treatment of ODD 
must be extrapolated from studies focused primarily on other disruptive 
behavior disorders, namely, ADHD (MTA Cooperative Group, 1999; 
Swanson et al., 2001). The MTA study compared the efficacy of vari-
ous treatment modalities for ADHD (MTA Cooperative Group, 1999). 
A subset of this study’s sample was identified as having comorbid ODD, 
and secondary analyses found that medication combined with behav-
ioral treatment is significantly more effective than medication alone, 
although the effect was small (Swanson et al., 2001). Swanson et al. add 
that the seemingly small effect of psychosocial intervention may be par-
tially attributable to variability in treatment fidelity and effectiveness 
across sites. Some sites found moderate to large positive effects for psy-
chosocial treatment, while others found small to large negative effects  
(p. 177). More combined studies are needed that use standardized manu-
alized behavioral treatments to show incremental clinical utility above the 
effects of medications for children with comorbid ADHD and ODD (as 
well as children with “pure” ODD).

Benefits and Limitations of Combined Treatments

There are no recent studies addressing the use of combined pharmaco-
logic and psychosocial treatments exclusively for the ODD population. 
Perhaps this is for good reason, given that effective family-based behav-
ioral treatments are available for ODD. Owing to the absence of evidence 
to support pharmacological intervention and the strong body of evidence 
for parenting interventions and child-focused skill-building interven-
tions (see Edidin et al., 2012, for a review), psychosocial interventions 
are clearly the most effective treatments for ODD. Because few pharma-
cological studies to date have even attempted to specifically treat ODD, 
more research is needed to explore the efficacy of adding pharmacologi-
cal support to first-line psychosocial intervention.

Current practice parameters may suggest the addition of stimulants, 
alpha-2 agonists, or even atypical antipsychotics to psychosocial therapies 
to address child behaviors that are significantly aggressive, destructive, 
or nonresponsive to evidence-based behavior therapy. But these guide-
lines are based upon clinical expert consensus rather than empirical 
data from RCTs or even open-label trials. Pharmacological treatments 
should therefore be considered with caution when addressing symptoms 
of “pure” ODD, given the unanswered questions about their long-term 
effectiveness and safety with this population. Adverse events related to 
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the use of medications (e.g., fatigue, nausea, tics, weight gain, and over-
dose potential) may outweigh benefits for many children, so practitio-
ners should carefully discuss these issues with families. From a practical 
standpoint, titration needs for medications may also present significant 
challenges owing to the relative lack of research or published medica-
tion algorithms for this population. Finally, the use of these medications 
for ODD is considered off label, with US Food and Drug Administration 
approval only granted for comorbid conditions such as ADHD, thus fur-
ther prompting the need for caution (Charach et al., 2011).

Before RCTs of combined treatment strategies can be conducted with 
children with ODD, more studies are needed to analyze the effects of vari-
ous psychotropic medications on specific symptoms of ODD, either studied 
in isolation or with statistical controls for the effects of comorbid symptoms 
(e.g., ADHD). Once these lines of research expand to study ODD in isola-
tion or as the primary target of treatment, researchers will then be able to 
analyze various medications’ relative efficacy alone and in combination with 
preferred psychosocial interventions mentioned elsewhere in this chapter.

Summary and Recommendations

Oppositional defiant disorder is a high base rate condition that causes 
significant behavioral, emotional, and interpersonal difficulties for the 
individual diagnosed as well as for family, teachers, and friends. Without 
treatment, ODD symptoms tend to persist and worsen over time (Shaw 
et al., 2005), often evolving from childhood disruptive behavior to an 
adolescence and adulthood marked by emotional problems or antisocial 
behaviors such as crime and violence. Fortunately, children and adoles-
cents with ODD have been shown to respond positively to intervention, 
both during treatment and in long-term follow-up studies. More encour-
aging is the notion that psychosocial treatments are evidenced to be most 
effective for ODD, thus not requiring pharmacotherapy. In fact, phar-
macological intervention studies to date are so few and unclear in their 
findings that medication is not even recommended as an option for com-
bined treatment of ODD unless risks or comorbid symptoms suggest the 
need for additional support (Steiner et al., 2007). There are many behav-
ior therapies available for first-line intervention, composed of either par-
ent training or child-focused psychotherapies delivered in individual and 
group formats. An example of best-practice behavior therapy for a child 
with ODD is presented in the vignette below.

Brandon, age 4, was referred for behavioral intervention by his pedi-
atrician, having recently been dismissed from preschool because of 
frequent aggressive and noncompliant behaviors. Brandon’s parents 
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reported a long history of externalizing behaviors, including argu-
mentativeness, defiance toward adults, irritability, and aggression. 
Brandon’s pediatrician conducted a physical exam and reviewed 
parent and teacher ratings of disruptive behaviors on standardized 
screening forms. Because no physiological concerns were noted and 
rating scales did not indicate significant problems with inattention, 
hyperactive/impulsive behaviors, or mood, Brandon’s pediatrician 
deferred a medication trial pending a full psychological evaluation.

Brandon and his parents subsequently sought diagnostic evalu-
ation with a child and adolescent psychologist who conducted par-
ent and child clinical interviews, reviewed broad- and narrow-band 
parent and teacher rating scales, and observed their parent–child 
interactions. Following the evaluation and diagnostic feedback, the 
psychologist diagnosed Brandon with ODD and referred him for 
outpatient behavior therapy.

Brandon’s therapist conducted an initial family interview to 
establish a working therapeutic alliance, identify target behaviors 
for intervention, and provide consultation to the family about what 
to expect for their participation in therapy. The therapist observed 
how Brandon’s parents issued commands as well as how Brandon 
responded and interacted with them during a play observation. The 
therapist elicited possible patterns of situational antecedents and 
consequences associated with problem behaviors and recorded their 
frequency, duration, and parent and child responses. Finally, the 
therapist encouraged Brandon’s parents to observe and record the 
frequency of his oppositional symptoms prior to each session.

The therapist also provided an overview of the structure of each 
session for Brandon’s family, outlining the following steps:

1 The therapist models new parenting skills for Brandon’s par-
ents via role-play.

2 Brandon’s parents practice behavioral techniques in role-play 
situations with the therapist playing the part of the child.

3 The therapist explains all activities, roles, and behavioral 
expectations to Brandon and enlists him to repeat them before 
rehearsing procedures (with the therapist).

4 Brandon’s parents practice new skills using the “Child’s Game/
Special Time” (Phase 1) or the “Parent’s Game/Effective Commands” 
(Phase 2). The therapist provides in vivo feedback or via “bug-in-
the-ear” (if obser ving behind a mirror or closed-circuit television).

5 Home therapy assignments are introduced for the family to 
practice new strategies at home.

(continued)
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Treatment Phase 1: Differential Attention/Child-Directed 
Interaction

Brandon’s first phase of therapy aimed to increase his parents’ 
effectiveness in (1) reinforcing the desired behaviors he dis-
plays and (2) taking their attention away from his oppositional,  
noncompliant, and disruptive behaviors. The therapist introduced 
three differential attending skills: attending, rewarding, and 
ignoring behaviors. The goal of this phase was to increase the rate 
and proportion of positive interactions with Brandon. In addition, 
Brandon’s parents were encouraged to avoid using commands, 
redirections, corrections, and questions to discourage parental 
control and facilitate child -directed interactions. This served to 
strengthen the parent–child relationship and shift parent–child 
interactions from mostly negative to predominantly positive.

Attending strategies were introduced and practiced within the 
context of child-directed play, incorporating strategies modeled 
within “Child’s Game” for HNC (McMahon & Forehand, 2003) and 
“Special Time” for PCIT (Eyberg, 1998). The therapist first demon-
strated child-directed play by inviting Brandon to select an inter-
active, noncompetitive, and non-rule-based toy such as a train set, 
building blocks, or dinosaur landscape. The therapist described 
the adult role as similar to a “sportscaster,” simply attending to 
Brandon’s activities, observing and emulating his play, and narrat-
ing. Examples of these comments may include “It looks like you are 
building a house. I noticed that you were sitting cross-legged when 
you were building the walls to your house.” For the remainder of the 
session, Brandon’s parents practiced this activity while the therapist 
provided feedback. Brandon’s family was encouraged to schedule a 
predictable time each day for 15–20 minutes of home rehearsal of 
child-directed play. The family was provided a worksheet to record 
the days, times, and activities performed during child-directed play. 
In addition, the therapist provided the family with star stickers for 
Brandon to add his ratings after each playtime as a one-, two-, or 
three-star experience.

The next session emphasized the use of three types of rewards: 
physical rewards, unlabeled verbal rewards/general praise, and 
labeled verbal rewards/specific praise. Physical rewards consisted 
of nonverbal attending behaviors like smiles, pats on the back, and 
thumbs-up as well as use of verbal praise. The rationale for this was 
to encourage Brandon’s parents to become more attuned to his pos-
itive behaviors and prepared to deliver more specific labeled praise 
instead of general or unlabeled positive comments.

(continued)
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The third skill introduced within the first treatment phase 
was active ignoring for obnoxious, nondangerous, or negative 
behaviors. The importance of ignoring minor misbehaviors was 
highlighted along with the benefits of differential reinforcement 
of other (DRO) more productive behaviors. The therapist also 
explored “what if” situations, such as Brandon continuing to display 
negative behaviors or escalating these behaviors when ignored. 
The therapist discussed “extinction bursts,” or initial increases in 
the frequency or intensity of disruptive behaviors that aim to fulfill 
the attention-seeking function of the problem behavior. His par-
ents were encouraged to continue active ignoring in these situa-
tions, and shift to reinforcement of other behaviors immediately 
when he stops. Brandon’s parents were also prepared to stop child-
directed play or impose a time-out if his disruptive behaviors con-
tinued to escalate or pose physical risks or damage to the room. 
While actively employing these strategies during scheduled periods 
of child-directed play, the therapist also encouraged Brandon’s 
parents to extend their use of differential attention to behaviors 
they observe throughout his typical day.

Phase 2: Compliance Training/Parent-Directed Interaction

The second phase of Brandon’s therapy built upon the increased fre-
quency of positive parent–child interactions established in Phase 1 
by incorporating more directive parenting techniques. Key objectives 
for Phase 2 included improving parents’ effective use of commands 
and effective implementation of time-outs.

The first session focused on commands and began with a discussion 
of antecedent contingencies that either detract from or enhance the 
effectiveness of parent commands. The therapist discussed qualities 
of effective commands, specifically encouraging Brandon’s parents to 
use commands that are simple, clear, direct, and delivered only one at 
a time. Key word prompts such as “I’m giving you an instruction” or 
“Brandon, I need you to show me you are listening” were also suggested 
in order to prime Brandon to receive the command. In addition to the 
family’s continued home practice of child-directed play, Brandon’s par-
ents were invited to practice use of effective commands with particular 
emphasis placed upon controlling antecedents that may affect their 
commands.

The next session highlighted the importance of differential atten-
tion skills learned in Phase 1. The therapist provided Brandon’s 

(continued)
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parents with instructions for using specific verbal rewards at the 
first sign of his compliance (e.g., “I am so proud of you for fol-
lowing my instruction right away!”) and then again at the task’s 
completion (e.g., “Nice job putting the game in the toy chest!”). 
Furthermore, Brandon’s parents were encouraged to prioritize 
attending to Brandon’s behavioral compliance and not necessarily 
his attitude when responding to commands. For instance, Brandon 
responded to an instruction to put his game away by stomping 
and slamming his game into the toy chest. Brandon’s parents were 
advised to attend to his compliance with statements like “I appreci-
ate you putting your game away the first time I asked.” They thus 
ignored the negative attitude, specifically praised the target behav-
ior, and thereby increased the likelihood of future compliance by 
making his response a less aversive/more rewarding experience. 
Since time-outs had not yet been introduced, noncompliance was 
temporarily addressed by instructing Brandon’s parents to use 
hand-over-hand guidance to physically direct him to complete the 
task when failing to respond appropriately to commands within five 
seconds. If Brandon displayed a tantrum or aggression, his par-
ents were instructed to ignore his negative behavior and carry out 
the task without his participation. Finally, Brandon’s parents were 
encouraged to conduct compliance training in session and at home 
using what Barkley (2013) refers to as “fetch commands,” giving 
frequent, single-step commands during low-demand times (i.e., 
outside of daily transitions such as getting ready for school) to give 
Brandon a high rate of rewards for compliance.

The final objective addressed in Phase 2 of Brandon’s therapy 
was time-out. By then, the quality of parent–child interactions had 
proportionally shifted in favor of his family having far more positive 
than negative experiences. The therapist began by explaining that 
“time-out from reinforcement” is a more extreme use of differen-
tial attention, noting the importance of excluding Brandon from 
any attention from others (verbal and nonverbal engagement). His 
parents were encouraged to designate a time-out location in their 
home such as a chair facing the corner in a low-traffic room. The 
effectiveness of time-out was maximized by establishing clear child 
expectations, which included: (1) a brief explanation of why time-
out is being used (e.g., “you are going to time-out because you did 
not follow my instructions”); (2) the rules for time-out (e.g., “the 
rules for time-out are for you to sit here and to be quiet”); (3) con-
sequences for violating the rules of time-out (e.g., “if you break the 
rules, time-out will start over”); and (4) an explanation of how time-
out will end (e.g., “when you have followed the rules of time-out, I 
will tell you to come out of time-out. If you ask to come out, time-out  

(continued)
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will start over”). Though durations typically recommended for time-
out include 30 seconds to one minute per year of life, the therapist 
emphasized the minimum time needed for a steady period of com-
pliance (longer than one minute).

The therapist noted that time-out will now be introduced when 
Brandon refuses to comply with a parental command. Instead of 
Brandon’s parents imposing hand-over-hand physical prompting 
after five seconds of their command, they are instructed to issue an 
“if-then” warning (e.g., “if you do not follow my instruction, then you 
will have to go to time-out.”). When he complied with the initial com-
mand, his parents proceeded with verbal rewards and ignored his 
initial display of noncompliance. When he failed to comply within 
five seconds, his parents directed him to the time-out location. The 
therapist instructed Brandon’s parents to physically return him to 
time-out the first time he left and were encouraged to remain with 
him during time-out in case he attempted to elope again.

After Brandon’s parents demonstrated proficiency in using 
time-out at home, along with all of the preceding contingency 
management methods, termination of therapy was discussed. The 
therapist reviewed all behavioral techniques introduced to date 
and encouraged Brandon’s parents to predict any potential bar-
riers to future implementation of these skills (e.g., planned busi-
ness travel for one parent, extended family members visiting). The 
therapist then engaged in active problem solving with the family 
to prevent problems with implementation adherence or fidelity. 
Observations of Brandon’s behavioral improvements as well as 
his parents’ implementation efforts and skills were highlighted, 
emphasizing the family’s competency for independently main-
taining a high level of family well-being. Brandon’s parents were 
encouraged to utilize a weekly parent conference in place of their 
weekly therapy appointment in order to sustain a priority for man-
aging Brandon’s weekly behavioral needs. Finally, the therapist 
provided parent and teacher rating scales and invited the family to 
return in one month for a booster session to review posttreatment 
outcomes, continue implementation of home behavioral strate-
gies, and discuss any ongoing treatment needs.
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Accurate diagnoses and evidence-based interventions are essential to the 
treatment of psychological disorders. Evidence-based strategies can help 
patients who suffer from a multitude of psychological disorders, including 
conduct disorder (CD). Using interventions that lack scientific evidence is 
likely to be detrimental to patients, the field of psychology, and society, as 
response to treatment becomes less likely. Thus clinicians must learn about 
treatments that have proven efficacy and effectiveness in order to success-
fully address patients’ symptoms and improve patient’s daily functioning.

The use of traditional psychotherapy to treat specific psychological 
conditions has received significant attention in past and current research 
literature; however, other treatment modalities, such as evidence-based 
programs and intervention with psychotropic medication, have not 
received as much attention, especially regarding treatment of CD. With 
that in mind, the purpose of this chapter is to review the best treatment 
methods for CD, including the use of psychotropic medications. A case 
study will also illustrate treatment considerations.

Diagnostic Considerations

In a comprehensive literature review, Wu (2011) noted that children with 
CD displayed consistent aggressive or rule-breaking behaviors toward 
others. These behaviors included bullying, threatening, fighting, using 
weapons, forcing others into sexual activity, and other socially inappro-
priate behaviors. In general, biological and environmental factors each 
played a role in the development of CD in children. For example, children’s 
risk of developing CD increased when their caregivers had antisocial per-
sonality disorder and when siblings had severe emotional or behavioral 
problems. Children with CD had poor prognoses in later years; they were 
also more likely to have criminal histories, histories of domestic violence, 
mental and medical problems, financial difficulties, lower cognitive abili-
ties, poor temperaments, and lower socioeconomic status (SES), and they 
were likely to abuse alcohol and drugs.
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In most cases, CD presented in preschool children as irritable temper-
ament and inattentiveness, and some hypothesized these traits may have 
resulted from poor maternal-child attachment (Sanders & Schaechter, 
2007). As they aged, children with CD in elementary school came to dem-
onstrate quick, angry temperaments and poor social skills, and tended 
to blame the victim in scenarios involving physical aggression. In middle 
and high school, children with CD commonly broke rules, overreacted 
emotionally, and typically did not take responsibility for their actions. 
Research has shown that people with childhood-onset CD, known as 
“early starters,” are likely to exhibit antisocial personality disorder (APD) 
as adults (Kimonis & Frick, 2010). In general, children with CD are also 
more likely to have co-occurring depression, anxiety, learning disabilities, 
impulse-control problems, and addictions.

Prevalence and Course

Depending on the samples and methods used in the studies, the preva-
lence of CD has been estimated to be between 2% and 16% (Wu, 2011). 
Pardini and Frick (2013) noted that adolescents with conduct problems 
stemming from childhood were more likely to have pervasive and persis-
tent criminal problems into adulthood. Children with childhood-onset 
CD displayed severe behaviors and tended to have maladjusted outcomes 
(Brennan & Shaw, 2013). According to Hinshaw et al. (1993), childhood-
onset CD often began with oppositional defiant disorder (ODD) behav-
iors. In fact, 80% of boys with childhood-onset CD had been previously 
diagnosed with ODD (Lahey & Loeber, 1994). Typical symptoms of 
this are temper tantrums, defiance, irritability, argumentativeness, and 
annoying behaviors. The earlier-onset cases also had a strong genetic 
component alongside the behavioral indicators (difficult temperament, 
emotional dysregulation, impulsivity), the cognitive indicators (neuro-
logical impairments, deficits in verbal intelligence and executive func-
tioning), and the social indicators (poor parenting practices, low SES; 
Brennan & Shaw, 2013). As adults, early starters tended to have more 
criminal convictions, incarcerations, and other legal involvements than 
their adolescent-onset counterparts. In fact, between one-third and one-
half of these children were diagnosed with disorders characterized by 
antisocial behaviors (Loeber et al., 2002).

Compared to early starters, individuals with adolescent-onset CD 
tended to be less aggressive and violent. This population tended to 
have fewer cognitive, neuropsychological, and behavioral deficits than 
early starters. (Interestingly, the age of onset for girls was typically later 
than that of boys; Farrington, 2004.) Furthermore, individuals with 
adolescent-onset CD tended to have stable family units that used effec-
tive parenting strategies more often than did those with early-onset CD. 
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However, later-onset individuals were at a greater risk for continued sub-
stance abuse problems (Odgers et al., 2007). Interestingly, adolescents 
with both CD and alcohol abuse problems had a much greater risk of 
displaying antisocial behaviors, which speaks to the comorbid nature of 
CD with other mental disorders (Howard et al., 2012).

Pharmacological Solitary Treatments

Pharmacological interventions for CD have been used for decades; how-
ever, they are mostly used in conjunction with psychotherapy. Studies on 
pharmacological interventions for CD are often further complicated by the 
presence of comorbid disorders such as attention-deficit/hyperactivity dis-
order (ADHD), anxiety, major depression, substance use, and other related 
impulse-control problems. Overall, there are five classes of medications 
commonly prescribed to children and adolescents with CD: antipsychotics,  
mood stabilizers, antidepressants, stimulants, and adrenergic agents  
(Tcheremissine & Lieving, 2006). Each class of medication will be discussed 
in detail pertaining to randomized control trials, efficacy, and commonly 
experienced side effects in the following section.

Antipsychotics

Historically, antipsychotics have been the medications most commonly 
prescribed to adolescents with CD (Kaplan, 1994). Randomized con-
trolled trials of typical antipsychotic medications for CD revealed a 
decrease in behavioral symptoms. In a double-blind study of 31 hospi-
talized children with aggressive behavior between the ages of 6 and 11, 
for example, the effects of molindone and thioridazine were examined 
over an 8-week period (Greenhill, 1985). The results, on standardized 
rating scales, did indicate a decrease in aggressive behaviors, but the 
researchers did not use a placebo control group, so these conclusions 
are not definitive. In addition, these medications often cause significant 
adverse effects, including extrapyramidal symptoms (EPSs) caused by a 
dopamine blockade or depletion in the basal ganglia (Blair, 1992). Other 
side effects of typical antipsychotics include acute dyskinesia and dystonic 
reactions, tardive dyskinesia, Parkinsonism, akinesia, akathisia, and a risk 
of neuroleptic malignant syndrome.

Atypical antipsychotics—including risperidone, aripiprazole, que-
tiapine, and olanzapine—may offer the benefits of decreased behavioral 
aggression without the EPSs. Risperidone blocks dopamine and sero-
tonin receptors and decreases aggressive behavior in children with CD, 
as demonstrated in a 10-week trial on 20 outpatient children ages 5 to 15. 
The outcome, measured on the Rating of Aggression Against People and/
or Property (RAAP) scale, showed a decrease in aggressive behavior over 
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the placebo group. Additionally, there were no EPSs reported during 
the study. These results were replicated in two additional double-blind 
placebo-controlled studies with small sample sizes: one with children 
with borderline intellectual functioning (Van Bellinghem, 2001) and the 
other with children with borderline intellectual functioning or mild mental 
retardation (Buitelaar, 2001).

Aripiprazole has been found to be effective and well tolerated in ado-
lescents (Findling, 2009). Safety, dosage, and effectiveness were evaluated 
in 23 children and adolescents between the ages of 6 and 17 with CD. 
The participants showed improved scores on the RAAP and the Clinical 
Global Impressions–Severity scales. During the study the dosages had to 
be reduced as a result of vomiting and sedation, but after doing so the 
aripiprazole was generally well tolerated and improvements in aggressive 
behavior were noted.

Quetiapine was assessed as a treatment for CD in a seven-week ran-
domized double-blind placebo-controlled pilot study (Conner, 2008). 
Nineteen children were assessed weekly using primarily the clinician-
assessed Clinical Global Impressions Severity and Improvement Scales 
and the parent-assessed Quality of Life Scale, Overt Aggression Scale, 
and the Conduct Problems subscale of the Conners’ Parent Rating 
Scales. The study demonstrated that quetiapine is superior to placebo 
on all clinician-assessed measures and on the parent-assessed quality 
of life rating scale, but found no differences on the other measures. 
One patient on quetiapine developed akathisia, but no other EPSs were 
observed. However, weight gain and metabolic disturbances are signifi-
cant risks with this medication.

Finally, olanzapine, an atypical antipsychotic used in the treatment 
of CD, has fewer empirical studies supporting its effectiveness; however, 
preliminary findings were promising (Masi, 2006). In a retrospective 
study of 23 adolescents diagnosed solely with CD and treated with olan-
zapine, the participants responded well to this medication. However, as 
with quetiapine, risk of significant weight gain and Type II diabetes are 
major concerns with this medication and may limit its utility.

Mood Stabilizers

Lithium has been evaluated in three randomized controlled trials and 
once in a retrospective study. Campbell (1995) conducted a double-
blind placebo-controlled clinical trial with 50 children diagnosed with 
CD. After a two-week placebo baseline period, the participants were ran-
domly assigned lithium or placebo for six weeks and then returned to 
two weeks of placebo. The outcome was measured on the Global Clinical 
Judgments (Consensus) Scale, the Children’s Psychiatric Rating Scale,  
Conners’ Teacher Questionnaire, the Parent–Teacher Questionnaire, and 



124 Tony Wu et al.

the Profile of Mood States. The results indicated that lithium is superior 
to placebo in decreasing aggression, but only a modest effect was noted 
on some of the measures. A second double-blind randomized controlled 
trial, conducted by Rifkin (1997), evaluated 33 adolescents in an inpa-
tient setting. Subjects were randomly assigned after one week of placebo, 
and in total 26 subjects completed the study. Primary outcome measures 
include the Behavior Rating Scale, the Hamilton Rating Scale for Depres-
sion, the Treatment-Emergent Side Effects Scale, and Conners’ Teacher 
Rating Scales. After two weeks of treatment, it was concluded that lithium 
did not improve aggression symptoms. Because lithium poses significant 
risks of weight gain and thyroid disturbances, its limited efficacy may not 
outweigh concerns over serious adverse effects.

The effectiveness of anticonvulsant mood stabilizers in treating CD 
has also been investigated. Donovan (1997) evaluated the use of dival-
proex sodium in a two-part investigation. Donovan initially examined it 
as an open-label treatment in 10 adolescents with disruptive behavior dis-
order and observed significant improvement. The author then conducted 
a double-blind placebo-controlled study to replicate these findings. A 
sample of 20 children and adolescents aged 10 to 18 with CD or ODD 
and mood lability were evaluated in a crossover-design study. In Phase 1, 
the subjects were randomly assigned to divalproex sodium or placebo for 
six weeks, after which the drug was switched to the alternate group for 
six weeks. The results demonstrated clinically significant improvements 
after six weeks, thereby replicating the results of the initial open-label 
treatment study.

Another study by Steiner (2003) evaluated the efficacy of divalproex 
sodium in 71 youth with CD. All subjects were adolescent males with at 
least one criminal conviction. A seven-week randomized control trial 
was carried out in which participants were randomized to high- and 
low-dose groups. Participants in the low-dose group were administered 
a dose of 125 mg/day, and those in the high-dose group received a dose 
of 1,000 mg/day. The results indicated that divalproex sodium produced 
significant dose-dependent improvements in the impulse-control and 
self-restraint measures completed by the clinicians and subjects. A more 
recent study utilized the same sample to examine weekly slopes of emo-
tions and cognitions of varying degrees of complexity (Khanzode, 2006). 
By measuring more basic states such as anger, depression, happiness, and 
anxiety as well as complex states such as impulse control, consideration 
of others, responsibility, and self-esteem, the researchers attempted to 
evaluate varying levels of psychopathology for youth with CD. The out-
come of this study was mixed and indicated that further studies were 
warranted, however.

Another mood stabilizer, carbamazepine, has also been used as a treat-
ment for aggressive behavior in children. Kafantaris (1992) completed a 
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pilot study of carbamazepine in 10 hospitalized aggressive and explosive 
children diagnosed with CD. This study showed that the use of carbam-
azepine is associated with clinically and statistically significant reductions 
in the target symptoms of aggressiveness and explosiveness. These results 
were promising and suggested that a critical assessment of the efficacy 
and safety of carbamazepine was warranted under double-blind and 
placebo-controlled conditions in this population.

The common side effects of anticonvulsant mood stabilizers often 
include nausea, vomiting, diarrhea, weight gain, drowsiness, hives, rashes, 
confusion, slurred speech, and in rare cases Stevens-Johnson syndrome 
and liver damage. These risks must carefully be weighed against any 
potential clinical benefits.

Antidepressants

This category of psychotropic medications has been used in adolescents 
for a variety of disorders—including depression, anxiety, and obsessive 
compulsive disorders—and aggressive and impulsive symptoms of CD are 
often targeted with antidepressants (Soller, 2006), specifically serotonin-
based medications (Armenteros, 2002). For example, Zubieta and Alessi 
(1992) evaluated trazadone, a serotonin agonist and reuptake inhibitor, 
for efficacy in children with disruptive behavior disorders. Their sample 
consisted of 22 inpatient children between the ages of 5 and 12. After 
treatment, 13 of the children demonstrated a decrease in aggressive 
behavior, and follow-up interviews with parents showed continued posi-
tive effects. Another antidepressant, fluoxetine, was evaluated in a ran-
domized controlled trial of 126 adolescents with CD, major depressive 
disorder, and substance use disorder. The outcomes were promising in 
that the medication improved the participants’ symptoms (Riggs, 2007). 
Citalopram, another selective serotonin reuptake inhibitor, was evaluated 
in an open-label study by Armenteros. In the study, impulsive aggression 
was defined as a pattern of aggressive behavior over the preceding six 
months including at least three acts of aggression within one week of the 
study screening. Twelve subjects aged 7 to 15 with impulsive aggression 
received citalopram for six weeks. Eleven subjects completed the study; 
one subject withdrew because of hyperactivity, which required addi-
tional pharmacotherapy. The results indicated that citalopram produces 
a clinically significant decrease in impulsive aggression on all outcome 
measures. No significant adverse effects of the medication were reported. 
Researchers concluded that this medication was effective and well toler-
ated in this sample of children and adolescents.

Finally, as previously discussed, comorbid diagnoses are commonly 
observed in children with CD. Aggressive behavior is often targeted in 
treatment alongside ADHD. Two antidepressant medications, buproprion 
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and reboxetine (which are currently not available in the United States, 
although atomoxetine, which is available in the United States, is a similar 
substance), have been evaluated for their efficacy in addressing aggression, 
impulsivity, and hyperactivity. Buproprion was evaluated in an open-label 
pilot study (Riggs, 1998). Thirteen boys with CD and ADHD diagnoses 
in a residential treatment program were administered buproprion for 
five weeks. Outcome measures included Conners’ Hyperactivity Index 
and Daydream Attention scores. The data showed a decrease in symp-
toms, suggesting buproprion may be useful in adolescents with CD and 
comorbid ADHD. Likewise, Mozes (2005) evaluated reboxetine for effi-
cacy in treating aggression in CD and hyperactivity. An open-label trial 
was conducted with 15 children (ages 5 to 14) in inpatient treatment. 
Twelve patients completed the 12-week trial. This study showed significant 
reduction in symptoms by week eight. While reboxetine was well tolerated, 
adverse effects such as drowsiness, decreased appetite, bed-wetting, and 
hair loss were reported among the participants.

In summary, the studies of antidepressant use for the treatment of CD are 
promising, but there remains the need for larger randomized double-blind 
placebo-controlled trials. Many of the current studies are small open-label 
trials that have provided good preliminary data on their specific samples 
but whose generalizability to larger populations is limited. It should also be 
noted that side effects for antidepressant medications may include initial 
increases in suicidal thoughts as well as varying degrees of anxiety, changes 
in sleep patterns, agitation, nausea, and weight fluctuations. While the 
potential for adverse effect with antidepressants is less significant that with 
antipsychotics or mood stabilizers, as with all medications, clinicians must 
carefully weigh clinical benefits versus risks of side effects.

Stimulants

Stimulants comprise another class of psychotropic medications that have 
been used to treat CD. Stimulant medications have historically been used 
to address hyperactive and impulsive behavior; however, early research 
has shown benefits with aggressive behavior as well. Eisenberg (1963) 
examined the efficacy of dextroamphetamine in a double-blind placebo-
controlled study of 28 institutionalized boys with delinquent behavior. 
The results demonstrated improvement in symptoms according to teach-
ers, observers, and peers. Decades later, beginning in 1990, studies of 
the stimulant methylphenidate have demonstrated similar decreases in 
aggressive behavior. Kaplan (1990) documented a pattern of less aggres-
sive behavior during methylphenidate treatment than in the placebo 
state. For example, they conducted a seven-week crossover study with nine 
adolescents (ages 13 to 16) with ADHD and CD and found a significant 
decrease in total scores on the Adolescent Antisocial Behavior Checklist. 
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Similarly, Klein (1997) examined the efficacy of methylphenidate in a 
randomized controlled trial of 83 children with CD. Children aged 6 to 
15 were assigned to the methylphenidate or the placebo group for five 
weeks, and over this period their behavior was rated by parents, teachers, 
and clinicians and through direct classroom observations. The results 
indicated that the children’s behaviors that were specific to CD decreased 
significantly with methylphenidate treatment. The researchers concluded 
that the effects of methylphenidate on symptoms of CD were not a func-
tion of the severity of ADHD symptoms because the positive medication 
effects remained after researchers statistically controlled for the severity 
of ADHD. Although stimulants may be effective (especially with comor-
bid ADHD), side effects may include headache, upset stomach, increased 
blood pressure, decreased appetite, weight loss, nervousness, sleep prob-
lems, and emotional instability.

Antihypertensives

Antihypertensives (especially alpha-adrenergic agonists) have also been 
used to treat aggressive behaviors arising from CD. Kemph (1993) inves-
tigated the effectiveness of clonidine in treating aggressive behavior in a 
pilot study with 17 children and adolescents (ages 5 to 15). After a mean 
of 5.2 months, 88% of the participants had significantly improved in their 
emotions and behavior. A more recent study by Hazell (2003) evaluated 
the effects of clonidine when added to psychostimulant therapy in chil-
dren diagnosed with ADHD and either CD or ODD. This randomized 
placebo-controlled study involved 60 children between the ages of 6 and 
14. The outcome measure, on Conners’ Rating Scales, demonstrated a 
greater reduction in symptoms in the clonidine group. Adverse effects 
including drowsiness and dizziness were reported in the clonidine group, 
but these were noted to be transient. Common side effects may also 
include dry mouth, bowel-movement difficulties, drowsiness, dizziness, 
and low energy levels, and subjects may feel weak, especially upon the 
onset of treatment or after a dose increase.

Benefits and Limitations of Pharmacotherapy as Sole Treatment

Medication can be an effective treatment modality for CD. Psychotropic 
medications used to treat individuals with CD have included antipsychot-
ics, antidepressants, mood stabilizers, stimulants, and antihypertensives 
that have demonstrated efficacy in reducing symptoms associated with 
CD. But physicians and patients need to fully understand the reasons 
for using a medication, and both its therapeutic benefits and its possible 
adverse effects. A comprehensive psychological and medical evaluation 
is usually warranted to minimize any potential risks. It is also critical 
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that physicians and patents discuss the initial use as well as the criteria 
for continuation or termination of any of the psychotropic medications 
mentioned above. When taken appropriately, medications may reduce 
symptoms and improve the quality of life for children and families. But 
more studies that include larger samples are needed in order to provide 
additional information on the mechanisms of these medications and on 
generalizability onto diverse groups of children and young adults.

Psychological Solitary Treatments

Pardini and Frick (2013) indicated that it could be beneficial to individual-
ize treatments for children with CD based on the different developmental 
pathways of their problem behaviors. Treatment that emphasizes anger 
management and works to decrease harsh parenting, for instance, might 
be helpful for children with anger problems and emotional dysregulation 
issues (Lochman & Wells, 2004). On the other hand, interventions based 
on enhancing the parent–child relationship might help children with 
CD and callous-unemotional traits (Thomas & Zimmer-Gembeck, 2007). 
Kolko and Pardini (2010) further noted that empirically based interven-
tions are helpful in assisting children with CD (Somech & Elizur, 2012). 
The following section will describe several empirically validated psycho-
social interventions designed to address the needs of individuals with CD.

Problem-Solving Skills Training

Psychosocial treatments for CD may focus on the individual youth, the 
parents, the family system, and the community. Some treatments focus on 
only one of these aspects, while others include a more comprehensive set of 
modalities. Cognitive therapy has been used especially to teach adolescents 
with CD and problem-solving skills, for example, reducing their aggressive 
behaviors. In other cases, adolescents with CD may fail to recognize alterna-
tive interpretations of social situations and may often make negative attri-
butions regarding the motivations of others. They may also have difficulty 
understanding how others view them and understanding the consequences 
of their own actions (Kazdin, 2002). Problem-Solving Skills Training (PSST; 
Kazdin, 2003) addresses this by teaching interpersonal problem-solving 
skills, and adolescents are encouraged to take a step-by-step approach to 
social situations and to focus on all aspects of a situation before deciding 
how to respond. Therapists use in-session modeling of prosocial behavior, 
role-playing, corrective feedback, and social reinforcement. Several meta-
analytic reviews of the effectiveness of PSST have supported its usefulness. 
One review of 36 studies using participants between the ages of 4 and 17 
found that the effectiveness of self-statement modification, modeling, and 
problem-solving training exceeded that of the placebo and attention-control 
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groups (Baer & Nietzel, 1991). Research using randomized clinical trials 
also suggested particular benefit to children aged 11 and older (Durlak  
et al., 1991). Overall, these studies showed reduced aggressive and antisocial 
behavior at home, at school, and in the community at the end of treatment 
and at a one year follow-up (Kazdin, 2002).

Parent Management Training

Parent Management Training (PMT) is also an effective and empirically 
supported treatment for CD (Kazdin, 2005). In PMT, parents are taught 
to modify their adolescents’ behavior in the home using social learning 
principles. Children learn basic principles regarding reinforcement and 
consequences, and they learn alternative strategies for using these to 
manage their adolescents’ behavior. Adolescents are also brought into the 
therapy for behavioral contracting. Basic characteristics of PMT include 
having parents identify, define, and observe problem behavior; target 
specific behaviors for change; implement social learning principles, and 
provide contingent consequences (Kazdin, 2005).

Parent Management Training is considered one of the most empirically 
validated treatments for CD. For instance, Brestan and Eyberg (1998) 
examined 82 studies and suggested that 20 interventions had a signifi-
cant probability of meeting criteria for efficacious treatment for youth 
identified as conduct disordered. The results of these studies showed that 
adolescents with parents who had participated in PMT showed marked 
improvement in behavior as reported by parents and teachers and in 
school and police reports. Many of the behavioral improvements could 
be directly connected to parental behavior and practices, and these treat-
ment gains were maintained for up to 14 years (Long et al., 1994). McCart 
et al. (2006) conducted a more recent meta-analysis of parent training 
effectiveness. Their results suggested that parent management train-
ing was effective in reducing aggressive behavior, and also significantly 
reduced the parents’ own psychosocial distress.

Parent–Child Interaction Therapy

Parent–Child Interaction Therapy is an evidence-based intervention 
approach for young children with emotional and behavioral disorders 
that works on improving the quality of the parent–child relationship and 
dyadic patterns. In fact, many parent training programs based on Parent–
Child Interaction Therapy and Webster-Stratton’s Parent Training 
Program (1990) have been repeatedly shown to have empirical support 
in comparison to control groups, although these studies have generally 
only looked at children under the age of 10. Research has suggested that 
adolescents appear to respond less well to parent management techniques 
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than children (Dishion & Patterson, 1992). In 2008, for example, Eye-
berg et al. (2008) conducted a study to examine well-established and 
efficacious treatments for CD. Their review identified two evidence-based 
multicomponent treatment approaches for adolescents with significantly 
delinquent behavior, both of which included both parent and child 
training components. These were multisystemic therapy (MST) and mul-
tidimensional treatment foster care (MTFC).

Multisystemic Therapy

Multisystemic therapy (Henggeler & Bordiun, 1990) is a family-systems-
based approach that considers adolescent delinquent behavior as it is 
embedded within the family, school, community, and peer system. Therefore 
MST interventions combine cognitive–behavioral approaches, behavior 
therapies, parent training, and pragmatic family therapies. Strong evi-
dence in support of MST has come from multiple randomized controlled 
clinical trials involving youth with disruptive behaviors. For example, 
male adolescents who had committed criminal offenses or were on proba-
tion showed significant treatment gains and lower recidivism under MST 
than members of the control groups (Henggeler et al., 2009). In addition, 
efficacy trials for MST among violent and chronic juvenile offenders have 
shown improved family relations, decreased youth behavior problems, 
and decreased recidivism when compared to individual counseling after 
a four-year follow-up (Borduin et al., 1995). Similar results have been 
found with juvenile sex offenders. When compared to those in individual 
counseling, for example, adolescent sex offenders participating in MST 
demonstrated a 93% lower rate of sexual reoffending and 72% lower rate 
of other criminal offending (Borduin et al., 1990). When compared to 
“usual” sex offender services, MST has also shown decreased out-of-home 
placements, decreased delinquency, and improved family relations for 
juvenile sex offenders (Borduin et al., 2009).

Multidimensional Treatment Foster Care

Multidimensional treatment foster care (Chamberlain & Smith, 2003) 
is a community-based program originally developed as an alternative to 
institutionalization for youth with severe and chronic delinquent behav-
ior. During treatment, youths are placed in a foster home for six to nine 
months and undergo intensive support and treatment. In addition, the 
foster parents receive a 20-hour parent management training course in 
which they learn to implement basic social learning principles. After 
their training, the foster parents implement a daily token-reinforcement 
system in which the youth receives points for engaging in appropriate and 
positive behaviors and loses points for negative behaviors. In addition to 
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the parent management component, each youth participating in MTFC 
meets weekly with an individual therapist who provides support and 
works with them on problem-solving skills, anger management, social 
skills, and educational or vocational planning. The adolescent also meets 
weekly with a behavior support specialist trained in applied behavior 
analysis who focuses on teaching prosocial behaviors through one-on-one 
interactions within the community setting. Many research studies have 
demonstrated positive outcomes for this approach. For example, Rhoades 
et al. (2013) found that adolescent girls showed significant decreases in 
delinquent behaviors after participating in this type of intervention.

Functional Family Therapy

Research on family-based treatments of CD and delinquency in ado-
lescents has also focused on two other interventions: functional family 
therapy (FFT) and brief strategic family therapy (Henggeler & Sheidow, 
2012). FFT (Alexander et al., 1994) integrates systems, behavioral, and 
cognitive approaches to therapy. Overall, FFT focuses on the functions 
that various behaviors serve and requires that a functional analysis be 
conducted prior to intervention. FFT considers how the behavior of each 
family member functions within the family system. The therapy’s treat-
ment goals are to increase reciprocity and positive reinforcement among 
family members. Early research using randomized trials showed that FFT 
was more effective than three other comparison conditions at improv-
ing family interactions and decreasing recidivism for statutory offenses, 
but not for criminal offenses (Alexander & Parsons, 1973). More recent 
research using a randomized efficacy study with substance-abusing youth 
did not find FFT to be more effective than the comparison groups (Wal-
dron et al., 2001). Overall, though, research indicated that adolescents 
participating in FFT had better results than those participating in client-
centered family groups or psychodynamically oriented family therapy as 
well as those receiving no treatment (Alexander et al., 1994).

Brief Strategic Family Therapy

Brief strategic family therapy (BSFT; Szapocznik et al., 2003), initially 
developed for use with Hispanic youth in the Miami, Florida area, is 
another emerging approach for treating adolescent conduct problems. 
As with most treatments discussed herein, BSFT also views adolescent 
behavior problems in terms of family dysfunction, and BSFT is therefore 
problem focused and attempts to alter the interaction patterns among 
family members (Kazdin, 2002). Therapy is generally delivered in a 
weekly format, either at a clinic or in the family’s home, for a duration of 
8 to 24 sessions depending on family needs. Two randomized trials with 
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adolescents referred for treatment showed more posttreatment reduction 
in conduct symptoms among youth who completed BSFT than among 
youths in the control group (Coatsworth et al., 2001). Youth completing 
BSFT also had greater improvement in behavior problems posttreatment 
than those in a participatory learning condition (Santisteban et al., 2003).

Benefits and Limitations of Psychotherapy as Sole Treatment

Overall, a number of psychosocial treatments for CD have shown promise in 
research trials. Because the etiology of CD may include psychological and 
sociological aspects such as disordered cognitions, deviant peer groups, 
and dysfunctional family systems, these treatments may work because 
they address those factors. According to Kazdin (2002), familial criminal 
behavior, family relational difficulties, harsh punishment and permissive 
parenting, and low levels of affection, emotional support, acceptance, and 
attachment all contribute to conduct problems. Therefore interventions 
that focus on those parent, youth, and family characteristics that con-
tribute to or maintain the child’s conduct problems are directly focusing 
on causal factors of the disorder. But there are limitations to using solely 
psychosocial treatment methods. For example, treatments with a parent 
training component tend to have high dropout rates. In addition, these 
treatments require that families learn and implement social learning prin-
ciples, which may be difficult in many family circumstances. When the 
adolescent’s problems are more severe, their parents may also find it more 
difficult to implement these strategies. Many of the treatment programs 
are also intensive. For example, MST requires cognitive treatment for the 
adolescent, PMT, intervention with the school, community interventions 
when necessary, and therapists who are readily available.

Access to care may pose further limitations, for example, among adoles-
cents who are adjudicated or who do not reside in areas with convenient 
access to mental health care. Even if treatment agencies are reasonably 
close, they may not deliver empirically supported treatments or have ade-
quately trained therapists. Financial considerations may also limit access to 
psychological care on an outpatient basis. Although research has suggested 
that implementing small-group parent management training in neighbor-
hoods is a highly cost-effective way to deliver therapy (Cunningham et al., 
1995), most communities still do not have such treatments available and 
parents still find it difficult to access these services, especially if they are 
not referred through outside sources (e.g., court).

Combination Treatments

Conduct disorder has been considered difficult to treat, with decades 
of research making only small steps in identifying successful interventions  
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(Burke et al., 2004). Within the last two decades, cognitive and 
behavioral therapies have been the most researched for children and 
adolescents with CD, while pharmacological therapies continue to be 
amongst those least studied (Mpofu, 2002). Even among psychosocial 
treatments for CD youth, many have proven to be ineffective as a result 
of their failures to incorporate factors linked to the development of 
CD (Frick, 2001). Despite their promise for treating youth with CD, 
combined treatments have not been well researched for children and 
adolescents, and few studies have evaluated the effects of combined 
psychosocial and pharmacological treatment protocols for children 
with CD (Brown et al., 2008). When considering treatment options, it 
is important to target the processes that research has demonstrated to 
contribute to the development and maintenance of CD. These include 
biological factors (predispositions), functional factors (child tempera-
ment, academic performance, impulsivity, social cognition, etc.), and 
psychosocial factors (parenting methods, child abuse, peer effects, 
socioeconomic stresses, trauma, life stressors, ability to cope, etc.) 
(Burke et al., 2004).

The identification of effective treatments for children and adoles-
cents with CD has a twofold significance, namely, significance at an 
individual level and at a systemic level. At an individual level, many 
youths with CD show significant psychosocial impairments, including 
low educational achievement, poor social relationships, conflict with 
parents and teachers, involvement with the legal system, and high emo-
tional distress (Frick, 2001). Clinical data and outcomes from longitu-
dinal studies have demonstrated that the prognosis for CD youths is 
relatively poor and that uninformed and ill-conceived treatments for 
youth CD can do more harm than good. According to the author, inter-
vention programs for children with CD need to be implemented with 
caution, as some approaches might be harmful to children. Given this 
poor prognosis and the detrimental effects of subpar treatments for 
CD youth, it is crucial to identify treatments that have strong empirical 
support for effectiveness and positive outcomes. At a systemic level, it 
is important for schools and communities to identify effective treat-
ments of CD youth as part of a comprehensive approach to decreasing 
violence in schools and in the community. School violence continues 
to occur and to threaten the physical, psychological, and emotional 
well-being of students and school staff (National Association of School 
Psychologists, 2006). Given the aggressive nature of students with CD, 
targeting this population for intervention may be an important step in 
the effort to reduce violence.

As early as 1974, Maletzky evaluated dextroamphetamine in a 
double-blind placebo-controlled study of 28 teenagers with antisocial 
behavior. When dextroamphetamine was added to ongoing therapy, 



134 Tony Wu et al.

there was a significant reduction in antisocial behavior in these teen-
agers. Other studies also indicated a positive outcome for combined 
therapies for children and youngsters with CD. When adolescents 
between the ages of 15 and 19 were placed for 16 weeks into either 
a fluoxetine group with cognitive-behavioral therapy (CBT), a CBT-
only group, or a placebo group, for example, the fluoxetine-and-CBT 
group had greater efficacy and gains on one but not both depression 
measures than either the placebo group or the CBT-only group, and 
was not associated with greater decline in self-reported substance use 
or CD symptoms (Riggs, 2007).

Brown et al. (2008) reviewed a randomized placebo-controlled study 
that examined separate and incremental effects of methylphenidate 
and behavior modification in 16 children with ADHD and ODD. The 
results revealed that both treatment modalities showed positive effects 
when the treatment was a standalone rather than combined approach. 
The authors also discussed the Multimodal Treatment of Attention-
Deficit Hyperactivity Disorder (MTA) study, which included 579 chil-
dren randomly assigned either to routine community care (CC) or to 
one of three study-delivered treatments, each lasting 14 months. The 
three MTA treatments consisted of monthly medication management 
(usually methylphenidate), intensive behavioral treatment, and the 
combination. According to Brown et al. (2008), the MTA study found 
that children with ADHD and ODD/CD responded well to stimulant 
medication alone, while children with ADHD and other disorders 
responded well to a combined treatment of medication and psychosocial 
interventions.

Benefits and Limitations of Combined Treatments

There are potential benefits of using a combined pharmacological and 
psychotherapeutic approach when treating children and adolescents with 
CD. These may include having a more comprehensive and individualized 
approach that is wider in scope and one that may be more likely to target 
the wide array of risk factors linked to the development and maintenance 
of CD symptoms for each individual child. The few studies that reviewed 
combined pharmacological and psychological treatments for youth with 
CD revealed inconsistent results, however, and the studies have many 
limitations. As previously discussed, there are few studies on the efficacy 
of combined interventions for youth with CD, so further research is 
warranted. To assist in this effort, research for combined approaches may 
begin with interventions, both psychological and pharmacological, that 
possess empirical data supporting their effectiveness as unimodal treat-
ment approaches and, in the case of psychological treatments, interven-
tions that target factors that have been linked to the development and 
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maintenance of CD. Data detailing and comparing the cost effectiveness 
of combined and unimodal treatment approaches might also be worth 
exploring.

Summary and Recommendations

With the myriad factors contributing to CD, it is logical to assume that 
targeting many of these factors may require more than one intervention, 
as any single modality will not generally suffice to treat these multidi-
mensional problems (Burke et al., 2004). In addition to a multimodal 
approach, there is evidence showing that interventions must be individu-
alized and tailored to the unique needs of each child and adolescent with 
CD (Frick, 2001). These needs vary depending on the specific mecha-
nisms underlying each subject’s cognitive, emotional, and behavioral 
disturbances. Given the complexity and multidimensional nature of CD, 
combined approaches may hold real promise for treating children and 
adolescents with this disorder.

Combined treatments may involve integrating various psychosocial 
treatments, such as MST and FFT, both of which focus on the inter-
action of systems, environments, and cognitive and behavioral inter-
ventions (Kazdin, 1997). Combined approaches may also involve a 
combination of pharmacological and psychotherapeutic modalities. 
For instance, medications may be used to treat maladaptive, impul-
sive, or dangerous symptoms as part of a comprehensive treatment 
plan, while cognitive or behavioral interventions are incorporated 
to enhance effective coping mechanisms. One benefit of adding 
pharmacological interventions to psychosocial interventions is that 
the pharmacological intervention may enhance the child or adoles-
cent’s responsiveness to the psychological interventions. Stimulant 
medication, for example, has been shown to reduce conduct problems 
in children with ADHD and comorbid CD. It has also been shown to 
decrease the rate of disruptive classroom behaviors, including verbal 
and physical aggression, teasing, destruction of property, and cheating 
(Frick, 2001).

If children with CD are able to reduce their aggression through the 
use of medication, then they may be better able to take active part in 
interventions aimed at building and practicing social skills. A child with 
conduct disorder taking stimulant medication may also be better able to 
reduce verbal aggression toward adults, and consequently may be more 
receptive to and capable of engaging in psychotherapy aimed at develop-
ing coping skills to deal with anger. As disruptive behaviors decrease and 
children develop a repertoire of alternative socially acceptable behaviors, 
they may begin to experience success in interactions with others and 
consequently experience a more rewarding quality of life.
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The following vignette offers a case example of a student with 
severe emotional disturbance who was initially nonresponsive to 
traditional counseling and interventions over more than six months 
of treatment. This youth had a significant psychiatric history with 
treatment in a variety of different mental health settings. But after a 
combined treatment with counseling and psychotropic medication—
along with the dedication and persistence of a community of caring 
teachers, physicians, and mental health professionals—his outcome 
was excellent.

Mark, age 17, had rocky beginnings after enrolling in a self-
contained special day-class program for students with severe emo-
tional disturbance. He immediately presented himself as impulsive, 
saying anything that came to mind, however inappropriate: he used 
disrespectful language toward staff members and peers, and made 
negative sexual comments toward others. He engaged in property 
destruction such as purposefully urinating on the bathroom floor 
and writing gang names on the school walls. He also engaged in 
frequent fights with peers and teaching staff. He had difficulty stay-
ing in class for an entire period and would often run away from his 
class and wander around the school campus. He would use illegal 
substances on school grounds whenever he had the opportunity to 
do so; he would sometimes arrive at school hung over or under the 
influence of marijuana after smoking it at home.

Mark did not want to be at school and did not like following the 
school rules. He resisted participating in his counseling and psycho-
therapy sessions, which were often cut short. Academically, Mark 
was behind in credits needed to graduate. He had been diagnosed 
with ADHD and CD when he was 13 years old and had a significant 
history of substance abuse and alcohol abuse, including using mari-
juana, heroin, cocaine, and methamphetamine. On two occasions, 
his behaviors became so severe that they resulted in police involve-
ment and involuntary psychiatric hospitalizations. Given the sever-
ity of his psychiatric conditions, Mark qualified for free outpatient 
psychotherapy and psychiatric services through the county mental 
health program as well as for school-based services, but he repeat-
edly refused to access these services even though all the service pro-
viders tried hard to engage him in treatment.

Mark was the third oldest of nine siblings, five of whom still lived 
at home. He lived in an economically disadvantaged and violent 
urban area. His neighborhood was in constant distress and disarray, 
with frequent drive-by shootings, robberies, homicides, and other 
violent crimes. Drugs, gangs, and prostitutes were also prevalent 
on the streets nearby. Although his own family was relatively stable 
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in terms of living and financial situation, their home was crowded 
and Mark lacked emotional support from his family. On the few 
occasions that he talked to his therapist, he mentioned growing up 
in a household where arguing, bickering, and fighting would hap-
pen on a daily basis. Although there was no reported child abuse, 
Mark’s therapist suspected that he suffered from emotional abuse 
and trauma. Mark also did not have the greatest relationship with 
his siblings—they had limited contact, and everybody just went 
about their own business. In general, the idea that Mark would not 
make it in the world was impressed upon him from a young age. For 
example, his family had little confidence that he would graduate 
from high school, and they often expressed this to him. He once 
remarked that he would probably end up in jail or die at a young 
age. Throughout his educational career, Mark struggled academi-
cally and would not follow directions from teachers or complete his 
homework. Standardized cognitive and academic tests showed he 
was functioning within the average range, and learning disabilities 
were ruled out. Later in elementary school, he began to fight with 
other children and cut classes. He eventually started to use drugs 
and hang out with friends who had gang affiliations.

For the first two years of high school, Mark was enrolled in the 
special day-class program and began to receive weekly school-based 
psychotherapy services with an assigned school psychologist as well 
as daily “check-ins,” weekly drug counseling, and daily participation 
in the school’s extended-day program to make up the credits he 
needed to graduate. Mark’s engagement in therapy was “minimal,” 
and he was described as “nonresponsive.” His school psychologist 
utilized multiple approaches and therapeutic methods to try to build 
a therapeutic relationship; however, these efforts were unsuccessful. 
His school psychologist tried the person-centered approach, the 
psychodynamic method, solution-focused therapy, and cognitive 
behavioral therapy to no avail during the first few months. He also 
reached out to Mark’s family through phone calls and attempted to 
help them understand the importance of providing Mark with the 
emotional support he needed if he was to believe in his abilities to 
graduate and to succeed in life.

When other treatment modalities showed limited impact, a psy-
chiatrist prescribed medications. Initially, Mark was resistant. But 
after multiple conversations with school staff and community-based 
providers, though still reluctant, he became more open to medi-
cations. During his psychiatric evaluation, he reported smoking a 
pack of cigarettes per day and being mildly overweight. He also had 
sleep problems, a decreased appetite, concentration difficulties, 

(continued)
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and his weight had fluctuated. Mark admitted that he had suffered 
for many years from depression, and that this had been followed on 
and off by his therapist for the past few years. His willingness to seek 
help for it had decreased, however, and he finally refused any form 
of assistance from professionals.

Mark had a history of suicidal ideation, with multiple suicide 
attempts by overdose, cutting himself, and reckless driving when 
he was younger. He indicated that he had no history of mania, nor 
was there a family history of bipolar disorder, depression, anxiety, 
or psychotic disorders. Additionally, Mark noted that he had been 
on lithium for a while. He was now taking citalopram for depres-
sion and anxiety, and had tried fluoxetine, sertraline, paroxetine, 
and bupropion for depression in the past. He had found that these 
medications did not work for him. He did not report any other sig-
nificant medical histories. His psychiatrist decided to start him on a 
regimen of antipsychotics. Mark initially reported side effects such 
as dizziness, nausea, tiredness, and blurred vision. With careful 
titration, he reported fewer side effects. His treatment team also 
carefully monitored his suicidality, given his past suicide attempts 
and hospitalization.

Although Mark was initially resistant to any form of treatment, 
with the patience and perseverance of staff, over time Mark began 
to warm up to the idea of medication and slowly started to show 
signs of improvement. He was prescribed aripiprazole and became 
open to taking his medication consistently. His medication helped 
him to keep calm and focused. He learned to self-manage and cope 
with restlessness and impulsivity by asking his teacher for permis-
sion to take short walks instead of eloping from class. He noted 
that the medication calmed him down. As a result, he attended 
classes more frequently and fully participated in his counseling and 
therapy sessions during the latter part of the school year. During 
his one-on-one therapy sessions, he learned the basics of cognitive 
behavioral therapy. He was able to identify his distorted cognition 
and thinking patterns. He acquired skills that helped him chal-
lenge his negative and pessimistic thoughts and change his inappro-
priate feelings and unproductive behaviors. He gradually became 
skilled at recognizing and connecting his thoughts, emotions, and 
actions. During this time, parent education and family therapy were 
also offered to Mark’s family, but their participation was limited. 
Although he had periodic relapses, he was sober for longer peri-
ods of time. He admitted that the growing process was difficult, 
but he enjoyed the self-actualization and improvement. He revealed 
that he had to maintain a “tough guy” facade in order to survive 

(continued)
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in the school setting and on the street. If people found out that he 
was receiving therapy, he felt he would be in big trouble. Finally, he 
was able to create and form meaningful relationships with other 
less troubled peers in school and began to engage in school-based 
activities. Moreover, he enjoyed the connections that he had with 
his therapist and teacher. Mark eventually set for himself the goal 
of graduating from high school, which gave him a sense of purpose. 
By June, he proved to himself, his family, and the community of car-
ing adults supporting him that he was capable of accomplishing his 
goal of earning his high school diploma.
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The fifth edition of the Diagnostic and Statistical Manual of Mental Disorders 
(DSM-5) defines tic disorders as childhood-onset neuropsychiatric dis-
orders characterized by involuntary motor or vocal tics (American 
Psychiatric Association, 2013). Tics are defined as sudden, recurrent, 
and nonrhythmic movements (motor tics) or vocalizations (vocal tics) 
that typically fluctuate in form, frequency, and intensity over time. Tics 
can be further characterized as simple or complex. Simple tics are rapid, 
meaningless, discrete movements or sounds such as eye blinking, face 
twitching, sniffing, or throat clearing. Complex motor tics appear more 
purposeful, such as hand gestures, patterned touching or tapping, and 
orchestrated patterns of multiple simple tics. Complex vocal tics include 
uttering words, phrases, or complete sentences.

Many individuals also report the presence of premonitory urges, which 
are unpleasant somatic sensations that occur prior to the tic occurrence 
(Leckman et al., 1993). Premonitory urges are often described as a sen-
sation of pressure, itching, burning, or a “not just right” feeling that is 
often localized to the area of the tic. Most patients who experience pre-
monitory urges describe them as aversive signals of an upcoming tic that 
increase in intensity, especially upon attempts to suppress the tics, and 
are alleviated when the tic is performed (Kwak et al., 2003). In fact, many 
report that their tics are “semi-volitional” responses that are performed, 
at least in part, to reduce the urge (Kwak et al., 2003).

Diagnostic Considerations

The DSM-5 recognizes three primary tic disorders: persistent motor or 
vocal tic disorder, Tourette’s disorder, and provisional tic disorder. Persis-
tent motor or vocal tic disorder involves single or multiple motor or vocal 
tics, but not both, that are present for at least one year. Tourette’s disorder 
(TD) involves both multiple motor and one or more vocal tics that occur 
for at least one year. Provisional tic disorder involves single or multiple 
tics (motor or vocal) for less than one year since initial onset. Severity is 
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determined on the basis of tic frequency, intensity, complexity, and inter-
ference resulting from the tics.

Large international samples have suggested that up to 85% of individu-
als with a tic disorder meet criteria for at least one comorbid psychiatric 
disorder, with most experiencing multiple comorbidities. The most com-
mon comorbid conditions include attention-deficit/hyperactivity disorder 
(ADHD), which occurs in 50%–75% of cases, and obsessive compulsive 
disorder (OCD), which occurs in 27%–40% of cases. In addition to ADHD 
and OCD, tic disorders are also associated with increased risk for mood 
and anxiety disorders, impulse control problems (e.g., rage attacks), and 
learning and sleep problems (Freeman et al., 2000).

Although some individuals report little or no impairment associated 
with their tics, others report substantial disability and diminished quality 
of life, including social withdrawal, difficulty making and keeping friends, 
social ridicule, and occupational problems (Woods et al., 2007). In many 
cases, however, comorbid conditions contribute more to functional impair-
ment than the tics themselves (Wand et al., 1993).

Prevalence and Course

Prevalence estimates for tic disorders vary considerably. Studies have 
shown that transient tics are common, occurring in 4%–24% of school-
aged children (Robertson, 2008). Estimates for chronic tic disorders, 
including TD, range from 0.1% to 3%, with best estimates suggesting a 
lifetime prevalence of 1% (Robertson, 2008). Tic disorders occur more 
commonly in males than females by a ratio of 4:1 in general school-age 
populations and 6:1 in clinical populations (Kadesjo & Gillberg, 2000).

Tics typically start in childhood, with mean age of onset at 7 years 
(Robertson, 2008). Motor tics usually precede vocal tics, and simple tics 
generally precede complex tics (Bloch & Leckman, 2009). Tics gener-
ally take a waxing and waning course, usually peak in severity at a mean 
age of 10 (Leckman et al., 1998) and then decrease in severity through 
adolescence and early adulthood. Most adults report at least moderate tic 
improvement (Leckman et al., 1998). In addition to natural waxing and 
waning, tics are idiosyncratically influenced by contextual factors such as 
stress, mood states, social situations, and fatigue (Silva et al., 1995).

Pharmacological Solitary Treatments

Though TD was originally thought to have a psychogenic origin, it is 
now clear that tic disorders have a developmental neurobiological basis. 
Abnormal density of inhibitory basal ganglia neurons—together with 
nuclear imaging evidence for reduced GABA receptor density, excessive 
dopamine release with amphetamine challenge, and increased density 
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of striatal dopaminergic nerve terminals—support the continued study 
and clinical use of drugs that inhibit dopamine and enhance inhibitory 
neurotransmission within the basal ganglia (Felling & Singer, 2011).

Given the known neurobiological origin of tics, pharmacotherapy 
has historically been considered the first-line intervention for TD. While 
there have been few large randomized placebo-controlled trials examin-
ing the efficacy of pharmacotherapy for the treatment of TD (especially in 
children), small randomized controlled trials (RCTs), quasi-experimental 
studies, and open-label trials provide substantial empirical support for 
the efficacy of several tic-suppressing agents. Those with adequate empir-
ical support include the typical and atypical neuroleptics and alpha-2 
agonists.

Typical neuroleptics are the most potent medications for reducing tics 
and have the strongest empirical support. Consistent with findings sug-
gesting dysregulation of dopamine in the etiology of tics, these agents are 
believed to be effective because they directly block postsynaptic dopamine 
type 2 receptors. Reports of successful treatment of tics with haloperidol 
date back over 50 years (Seignot, 1961). Since then, several controlled and 
uncontrolled trials have supported the tic-reducing properties of both 
haloperidol and pimozide. For example, Shapiro et al. (1989) conducted 
a randomized placebo-controlled crossover trial comparing haloperidol 
and pimozide in 57 children and adults with tics and found that both med-
ications were more effective than placebo, with haloperidol slightly more 
effective than pimozide on a clinician rating scale of tic severity. More 
recently, Sallee et al. (1997) conducted a similar randomized double-blind 
placebo-controlled crossover trial, again comparing haloperidol to pimo-
zide, this time with 22 children and adolescents with chronic tic disorders. 
This study found pimozide (40% tic reduction) to be more effective than 
haloperidol (27% tic reduction). In addition, pimozide was associated 
with fewer serious side effects and fewer dose-limiting side effects com-
pared to haloperidol. Fluphenazine, a typical neuroleptic that has also 
been shown to be effective for tics in open-label (Goetz et al., 1984) and 
small controlled trials (Borison et al., 1982), is considered the best-tolerated 
conventional antipsychotic. In a retrospective study (mean treatment 
duration 2.6 years), there were no cases of tardive dyskinesia, but 122 of 
268 patients discontinued, including 28 who discontinued owing to lack 
of efficacy alone and 51 who discontinued because of side effects alone 
(drowsiness, weight gain, akathisia, acute dystonic reactions, or depres-
sion; Wijemanne et al., 2014). While tardive dyskinesia is rare in treatment 
of TD (Müller-Vahl et al., 2011), up to 84% of patients experience adverse 
side effects that limit use of typical neuroleptics (Sallee et al., 1997).

For this reason, attention has turned to atypical neuroleptics. Of this 
class, risperidone (Waldon et al., 2013) and aripiprazole have the most 
empirical support. Several small open-label studies and two randomized 
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controlled trials have shown risperidone to be as effective as (or better 
than) pimozide for reducing tics, but with fewer side effects (e.g., Gilbert 
et al., 2004). In addition, Gaffney et al. (2002) conducted a small double-
blind randomized comparison trial. They found risperidone and clonidine 
were equally efficacious for reducing tics in children with “pure” TD. But 
risperidone was more efficacious for reducing tics in children with TD 
and comorbid OCD (Gaffney et al., 2002). Efficacy and safety of aripipra-
zole are supported by one RCT of 61 pediatric subjects (Yoo et al., 2013) 
as well as additional case and open-label studies (Harrison et al., 2007).

The evidence for other atypical neuroleptics is mixed. While zipra-
sidone has shown promise in case studies and small open-label trials, 
clozapine and quetiapine appear less effective (see Harrison et al., 2007, 
for a review). A recent meta-analysis compared risperidone, pimozide, 
haloperidol, and ziprasidone and found these medications (as a group) 
to be more beneficial than placebo, without significant individual dif-
ferences in efficacy (Weisman et al., 2013). One double-blind crossover 
trial found olanzapine to be more effective than low-dose pimozide for 
reducing tics (Onofrj et al., 2000). Sulpiride and tiapride, atypical anti-
psychotics of the benzamide class (used as first-line treatment in Europe), 
have shown efficacy in several uncontrolled trials (Robertson et al., 1990) 
and at least one small placebo-controlled trial (Eggers et al., 1988). While 
weight gain is common with all antipsychotics, atypical neuroleptics are 
generally viewed as having more unfavorable effects on metabolic indices 
of glycemia, triglyceridemia, and cholesterolemia. This requires further 
study specifically in TD, where a single head-to-head pediatric trial found 
significant increases in hyperglycemia with pimozide and cholesterolemia 
with aripiprazole (Rizzo et al., 2012).

Alpha-adrenergic agonists (alpha-2 agonists) have the broadest evi-
dence base outside of neuroleptics supporting their use for tic disorders. 
Alpha-2 agonists reduce central noradrenergic activity, which has indirect 
effects on serotonergic and dopaminergic neurotransmission (Carpenter 
et al., 1999). Although generally less effective in reducing tics than the 
neuroleptics (e.g., Weisman et al., 2013), they are often used in first-
line treatment owing to their relatively favorable side-effect profile and 
improvement of comorbid ADHD symptoms (Tourette Syndrome Study 
Group, 2002). Within this class, clonidine and guanfacine have the most 
empirical support. To date, at least two RCTs have shown clonidine to be 
superior to placebo for reducing tics (Leckman et al., 1991), and at least 
one study (Tourette Syndrome Study Group, 2002) has shown clonidine to 
be superior to placebo for reducing ADHD symptoms in children with TD 
plus ADHD. Guanfacine has been shown superior to placebo for tic sup-
pression in mild TD (Cummings et al., 2002) as well as comorbid ADHD 
symptoms (Scahill et al., 2001). Guanfacine and clonidine have not been 
directly compared, and both pose practical challenges because of short 
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half-lives and potential for sedation and hypotension; however, tolerability 
and convenience of dosing may be improved through the use of guanfacine  
extended-release tablet or clonidine patch systems. A recent meta-
analysis concluded that alpha-2 agonists are beneficial for reducing tics 
(compared to placebo) but are generally less effective than neuroleptics. 
In this meta-analysis, ADHD moderated the efficacy of alpha-2 agonists, 
with trials enrolling subjects with ADHD plus TD showing a moderate-to-
large effect and trials excluding ADHD showing a small nonsignificant 
effect, suggesting that alpha-2 agonists might have little benefit for TD 
patients without comorbid ADHD (Bloch and Leckman, 2009).

In addition to the medications described above, the dopamine 
depleter tetrabenazine has shown sustained, often dramatic benefit for 
tics in open-label studies (e.g., Jankovic & Beach, 1997). Side effects of 
fatigue, depression, anxiety, akathisia, insomnia, and Parkinsonism 
require careful titration and may require dose reduction or discontinua-
tion. Topiramate was shown to be effective over placebo (at a maximum 
tolerated mean dose of 118 mg/day) for tic suppression in a small RCT of 
29 patients (Jankovic et al., 2010), as well as in several small head-to-head 
trials against haloperidol (Yang et al., 2013). Side effects of topiramate in 
these trials included drowsiness, cognitive slowing, loss of weight/appetite, 
diarrhea, and nephrolithiasis.

Numerous other pharmacological agents have been evaluated for use 
in tic disorders. Use of botulinum toxin for focal motor tics was supported 
by one small RCT of 10 patients with motor tics, as well as a handful of 
open-label and case studies for patients with severe vocal tics (reviewed in 
Simpson et al., 2008). One small RCT showed delta-9-tetrahydrocannab-
inol effective over placebo for tic suppression (Müller-Vahl et al., 2003), 
though there are legal barriers to its use and study in the United States. 
Clinicians should screen patients regarding self-medication with canna-
bis, which is not uncommon in our clinical experience. Because of failure 
(or weak treatment effects) in RCTs, baclofen, levetiracetam (Lyon et al., 
2010), and dopamine agonists have fallen out of favor for treatment of tic 
disorders (Kurlan et al., 2012).

Benefits and Limitations of Pharmacotherapy as Sole Treatment

Scientific evidence of the effective pharmacological management of TD 
reveals that several agents have been shown to be effective, including typi-
cal and atypical antipsychotics (especially haloperidol and pimozide) and 
alpha-2 agonists (clonidine and guanfacine). But significant adverse effects 
(especially for antipsychotics) often lead to medication discontinuation and 
limit the benefits patients derive from these medications. For this reason, 
these medications are best reserved for severe cases where tics have signifi-
cant adverse impacts on the patient’s adaptive functioning and behavioral 
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treatments have failed to provide adequate relief. Medications with more 
favorable side-effect profiles have also been investigated, and some have 
shown promise for suppressing tics, but response is often idiosyncratic and 
incomplete, and therefore it is difficult to accurately anticipate patients’ 
responses to those agents. Furthermore, comorbidity is common in TD 
and often complicates pharmacological management.

Psychological Solitary Treatments

While it is clear that tics have a biological origin, there is evidence that 
they are influenced by psychosocial factors. Rather than offering an expla-
nation for the underlying cause of tics, the behavioral model emphasizes 
how psychosocial factors can lead to variability in tic expression and how 
the environment can be modified to reduce the overall severity of tics. 
The underlying assumption of this model is that psychosocial factors can 
make tics more or less likely to occur within a particular context and can 
shape their form, frequency, and intensity (Woods et al., 2008).

To understand how the environment influences tics, the behavioral 
model considers two primary variables: antecedents and consequences. 
Antecedents are contextual variables that precede tics and function to 
make tics better or worse. Several studies have shown that external ante-
cedents, such as the presence of particular people (e.g., a parent, teacher, 
or peer), specific places (e.g., home, school, quiet places), and activities 
(e.g., social activities, watching television, talking about tics) are com-
monly associated with tic fluctuation (Silva et al., 1995). Consequence 
variables are outcomes or reactions that occur contingent upon tics that 
make them more or less likely to occur and shape how they are expressed. 
Common examples of tic-contingent consequences include attention 
(e.g., sympathy, teasing, people staring, or looking) and disruption of 
ongoing activities (e.g., being sent out of the room during a difficult 
academic task). In some instances, these consequences can reinforce the 
tic, thereby making it more frequent or intense. Identification and modi-
fication of these factors can, in some cases, minimize tic exacerbation 
and reduce overall tic severity.

Internal antecedents and consequences are also believed to affect tics. 
Examples of internal antecedents that have been associated with tic exac-
erbation include premonitory urges, mood states, and specific cognitions 
(Steinberg et al., 2013). Of particular importance to the behavioral model 
is the role of the premonitory urge. As noted earlier, studies have shown 
that most individuals report that aversive premonitory urges precede at 
least some of their tics and that performance of the tic alleviates these 
urges (Leckman et al., 1993). The behavioral model proposes that there 
is a functional relationship between premonitory urges and tics such that 
tics are strengthened (i.e., become more frequent and forceful) through 
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negative reinforcement because they reduce the unpleasant urges (Evers 
& van de Wetering, 1994). Theoretically, if an individual learns strategies 
to prevent the tic from occurring when the premonitory urge strikes, the 
urge will habituate and the tic will no longer produce relief, resulting in 
a reduction in the frequency and intensity of the tic. The model also sug-
gests that other internal antecedents that worsen tics, such as anxiety or 
boredom, can be addressed with behavioral procedures even if they are 
not linked to specific antecedent-consequence contingencies.

Based on the behavioral model, several efficacious psychosocial inter-
ventions have been developed and tested. Of these, the interventions 
with the most empirical support are habit reversal training (HRT), an 
extended version of HRT referred to as comprehensive behavioral inter-
vention for tics (CBIT), and exposure and response prevention (ERP). 
Each of these treatment approaches, along with the research supporting 
their efficacy, is described below.

To date, the psychosocial intervention with the most empirical sup-
port is HRT. As the name implies, HRT was based on the “habit model” 
originally proposed by Azrin and Nunn (1973). The rationale for HRT 
was based on two primary hypotheses. First, it was proposed that because 
tics are performed with such high frequency, they become overlearned 
(and thus are performed largely outside of the individual’s awareness) 
and are incorporated into normal ongoing behavior through behavioral 
chaining. Second, when tics are exhibited, they are shaped and strength-
ened by the automatic negative reinforcement (e.g., urge reduction) and 
external social reinforcement contingencies described above.

Based on this conceptualization, Azrin and Nunn (1973) developed 
HRT. The goals of HRT are to (1) help the individual become more aware 
of discrete instances of tics; (2) to break the link between tics and other 
ongoing behavior; (3) to break the link between tics and premonitory 
sensations, thereby allowing urge habituation; and (4) to differentially 
reinforce active tic management while extinguishing social reinforce-
ment for tics. To accomplish these goals, HRT uses three primary tech-
niques: awareness training (AT), competing response training (CRT), 
and social support. The purpose of AT is to help patients to become more 
aware of each discrete occurrence of their tic(s). After becoming able 
to recognize most occurrences of the targeted tic, the patient learns to 
engage in a competing response (CR) that is directly incompatible with 
the performance of the tic, thereby breaking the association between the 
tic and other ongoing behavior and also breaking the negative reinforce-
ment cycle by allowing urge habituation. Finally, a social support person 
is recruited to prompt the patient to use the CR if observed ticcing and to 
reinforce the correct use of the CR (e.g., provide praise) while otherwise 
ignoring the performance of the tic. Within the HRT procedure, each tic 
is targeted systematically, typically one tic per session.
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Because HRT was developed within the field of applied behavior 
analysis, much of the early evidence for its efficacy came from small 
studies utilizing small-N (single subject) designs. In general, these stud-
ies support the efficacy of HRT, with tic reduction ranging from 38% 
to 96% (see Himle et al., 2006, for a review). More recently, a series of 
small randomized controlled trials have shown HRT to be more effec-
tive than wait-list (Azrin & Peterson, 1990) and supportive psychother-
apy (e.g., Deckersbach et al., 2006), and a review concluded that HRT 
meets criteria for a “well-established treatment” according to guide-
lines outlined by the American Psychological Association’s Task Force 
on Promotion and Dissemination of Psychological Procedures (Cook & 
Blacher, 2007).

Additional evidence supporting the efficacy of HRT comes from recent 
research examining CBIT, an expanded treatment package (Woods 
et al., 2008). The primary therapeutic activity used in CBIT is HRT; how-
ever, the CBIT package also includes several additional therapeutic activi-
ties to address tic-exacerbating antecedents and consequences, including 
psychoeducation, relaxation training (RT), and a function-based assess-
ment and treatment (FBAT) protocol. The goal of psychoeducation is 
to eliminate potentially negative social consequences that may be inad-
vertently reinforcing tics as well as to reduce shame, anxiety, and worry, 
which have been shown to worsen tics in many individuals (Silva et al., 
1995). Similarly, the purpose of RT is to reduce stress and anxiety, which 
are known to exacerbate tics in many individuals (Peterson & Azrin, 
1992). Although RT has not generally been shown to be an effective 
stand-alone treatment for tics (Bergin et al., 1998), it has been shown to 
be effective for reducing tics in some individuals, especially in the short 
term (Peterson & Azrin, 1992). Finally, FBAT techniques are employed 
to identify and modify contextual variables that may be worsening tics 
(Himle et al., 2014). The FBAT protocol involves a semistructured func-
tional assessment interview designed to identify antecedents and conse-
quences associated with tic exacerbations. This information is then used 
to develop function-based treatment strategies to reduce or eliminate tic-
exacerbating factors.

The efficacy of CBIT was recently demonstrated in two large random-
ized controlled trials (a child trial and an adult trial) comparing CBIT 
to a supportive psychotherapy control condition (Piacentini et al., 2010; 
Wilhelm et al., 2012). In both trials, participants received 10 sessions 
of treatment, and a masked independent evaluator assessed outcomes. 
Results of the child trial (N = 126 children and adolescents, ages 9 to 17) 
revealed that 53% of participants receiving CBIT were characterized as 
treatment responders, as opposed to 19% in the control condition. In 
addition, there was a 31% reduction in tic severity on the Yale Global Tic 
Severity Scale (YGTSS; Leckman et al., 1989) following CBIT as opposed 
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to a 14% reduction for the control group (effect size = 0.68), and treat-
ment gains were maintained at a six-month follow-up (Piacentini et al., 
2010). Similar results were observed in the adult trial (N = 122), with 38% 
of CBIT participants showing a clinically significant response, compared 
to 6.4% in the control group, with 26% reduction in tic severity (on the 
YGTSS) for CBIT, compared to an 11% reduction for supportive psycho-
therapy (effect size = 0.57; Wilhelm et al., 2012).

A final treatment that has shown promise in the treatment of tics is 
an adapted version of ERP. ERP is based on the negative-reinforcement 
hypothesis whereby tics are reinforced by removal of an aversive pre-
monitory urge. The process of ERP for tics involves exposing patients to 
premonitory urges and antecedent sensations of tics, and then prevent-
ing the tic through general resistance or suppression. Similar to HRT, 
this approach is believed to facilitate urge habituation (Verdellen et al., 
2008). One of the main advantages cited for the ERP approach is that it 
targets all tics at once (rather than the tic-by-tic approach used in HRT).

Preliminary research on ERP for TD has shown promise. Verdellen 
et al. (2004) compared ERP to HRT in a randomized controlled study of 
43 patients with TD (age range 7–55). The study found that both ERP 
and HRT produced clinically significant reduction in tic severity on the 
YGTSS, with a slight (though nonsignificant) advantage for ERP (33% 
reduction vs. 18% reduction for ERP and HRT, respectively). In addition, 
both groups maintained clinical gains at three months posttreatment. In 
a follow-up analysis of participants who received ERP, the researchers also 
found that premonitory urges reduce in severity over the course of ERP, 
suggesting that habituation to the premonitory urge may be the mecha-
nism underlying the efficacy of ERP for tics (Verdellen et al., 2008).

Benefits and Limitations of Psychotherapy as Sole Treatment

Behavior therapy has been shown to be effective for reducing tics, espe-
cially when clinicians administer specific treatments described in detailed 
procedural manuals (e.g., Woods et al., 2008). Although there are histori-
cal concerns about behavior therapy having iatrogenic side effects (i.e., 
worsening of tics, symptom substitution), large RCTs have not found evi-
dence to support these concerns (Piacentini et al., 2010; Wilhelm et al., 
2012). Most effective treatments require specifically trained providers, 
however, and those clinicians may not be widely available, especially in 
rural areas. In addition, time, effort, and cost associated with behavioral 
treatment, as well as lingering misperceptions about treatment, are addi-
tional barriers (Scahill et al., 2013). As with pharmacological treatments, 
comorbidity (e.g., ADHD) often complicates treatment, and clinicians 
must appropriately and effectively address comorbid conditions when 
providing psychological treatment for patients with TD.
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Combined Treatments

To date, no head-to-head studies have examined the relative efficacy 
of behavior therapy, pharmacotherapy, or their combination. But some 
inferences can be drawn from psychosocial treatment studies. In the 
aforementioned CBIT trials, 38% of children and 25% of adults receiv-
ing CBIT entered the study on a stable dose of tic-suppressing medica-
tion. Both trials found that medication status did not moderate outcome 
within either treatment group, but there was a trend for lower CBIT 
response rates among adults receiving tic-suppressing medication (vs. no  
tic-suppressing medication). Unfortunately, no studies have thus far 
examined whether a combination of medication and behavior therapy 
enhances outcomes.

In addition to integrated pharmacological and psychosocial treatment 
to specifically target tics, management of common comorbidities (e.g., 
ADHD) is also of concern. ADHD and other behavioral symptoms may 
interfere with a patient’s compliance and ability to benefit from behavior 
therapy. Although no studies have yet examined whether comorbid symp-
toms moderate treatment outcome, Deckersbach et al. (2006) did report 
that adults with greater deficits in response inhibition responded “less well” 
to HRT. Although the sample size in this study was small (N = 15), which 
limits the generalizability, these findings are consistent with our clinical 
impression for both adults and children receiving HRT and CBIT. While 
there is some evidence that disruptive behaviors can be effectively treated 
with behavior therapy in children with TD (Sukhodolsky et al., 2009), given 
the lack of transdiagnostic treatments for tic disorders and comorbid con-
ditions (particularly ADHD), careful pharmacological management of 
ADHD symptoms should be considered in order to maximize likelihood 
of a positive response to behavior therapy. As noted above, alpha-2 agonists 
have been shown to reduce both tics and ADHD symptoms, so this may be 
a logical first-line approach. Additionally, atomoxetine (a selective norepi-
nephrine reuptake inhibitor) has been shown to reduce ADHD symptoms 
in children with comorbid TD in a double-blind placebo-controlled study 
(Spencer et al., 2008). Finally, although there has historically been much 
concern that psychostimulants may worsen tics, this conventional wisdom 
has been called into question by two meta-analyses examining pharmaco-
logical treatments in for ADHD in children with a comorbid tic disorder, 
which found that most psychostimulants, in correct dosages, effectively treat 
ADHD symptoms without worsening tics (Pringsheim & Steeves, 2012).

Benefits and Limitations of Combined Treatments

Although to date no research has examined the benefits or drawbacks 
of combined treatments for tic disorders, much can be inferred from 
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available research about each modality. At least theoretically, combined 
treatments hold the promise of integrating the benefits of each type of 
treatment, and therefore combined treatment should counteract at least 
some of the limitations of each approach used in isolation. Psychother-
apeutic approaches teach patients skills to help them address urges to 
tic, and those changes are likely to benefit individuals in the long run, 
regardless of whether they ultimately remain on medications. Psychoso-
cial approaches also help patients learn to manage stress, a major pre-
cipitant of tics. Conversely, adding pharmacotherapy can help address 
greater severity of tics, and the onset of improvement is likely to be faster 
than with psychotherapy alone.

Combined treatments, however, come with their own set of challenges. 
In most cases, patients need treatment with two providers, and access 
to both forms of treatment may be more difficult, as well as costlier and 
more time consuming.

Summary and Recommendations

Both pharmacological and psychosocial treatments have been shown to 
be effective for reducing tics; however, side effects often limit the use 
of the most effective tic-suppressing medications. In addition, comorbid 
symptoms are common and often contribute to functional impairment, 
emphasizing the need to address both tics and comorbid symptoms. 
When considering a treatment regimen, it is important that clinicians 
first conduct a careful assessment to determine which target symptoms 
(i.e., tics vs. comorbid symptoms) are most responsible for functional 
impairment. For patients with mild to moderate tic symptoms or for 
patients whose comorbid symptoms are not contributing to functional 
impairment, nonpharmacological interventions are the preferred initial 
treatment approach. But when tics are severe and cause functional dis-
ability, or when significant comorbid symptoms are present, a combina-
tion of pharmacological and psychosocial treatments to address both tics 
and comorbid symptoms is preferred. Further pharmacological options 
may be considered after examining response to first-line treatments.

Jack is a 10-year-old boy diagnosed with Tourette’s disorder and 
ADHD (combined subtype). His tics began at age 5 with simple 
motor and vocal tics and took the typical waxing-and-waning course. 
Until recently, his tics caused minimal disruption and impairment 
and, as such, his parents had not sought prior treatment. His parents 
reported that his tics had been gradually increasing in frequency 
and intensity for the past year, with a marked increase when Jack was 
transitioned to a new school. At the time he presented for treatment, 
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Jack exhibited numerous motor and vocal tics that ranged from sim-
ple (e.g., eye blinking, throat clearing, grunting, head jerking) to 
complex (e.g., “sniffing” his fingers, coprolalia [i.e., swearing]). In 
addition, Jack reported that many of his tics were preceded by a sense 
of building pressure inside his body (localized to the area of his 
tics) that was briefly alleviated by tic behavior, only to return almost 
immediately. Consistent with clinical observation, his parents noted 
that his tics occurred almost constantly and that he rarely went more 
than a few minutes without any tics. Although his tics were frequent, 
he reported minimal interference with ongoing behavior or speech. 
He did note that his tics occasionally drew unwanted attention, how-
ever, especially from teachers and one particular peer.

Prior to beginning treatment, Jack underwent a physical exam 
and received a structured clinical interview, several parent- and self-
report forms to assess tic and comorbidity presence and severity, 
and the YGTSS (Leckman et al., 1989). As expected, he scored in 
the clinical range on a measure of ADHD symptoms. His score on 
the YGTSS (total tic score = 26/50) placed him in the moderate 
range of tic severity.

Based on Jack’s clinical assessment results, it was recommended 
that he receive a combination of CBIT and medication to treat his 
tics. But because his ADHD would likely interfere with his full par-
ticipation in therapy, it was recommended that treatment be admin-
istered sequentially, beginning with a six-week trial of guanfacine 
prior to initiating CBIT. Guanfacine was chosen as the first-line 
agent because of its effectiveness for reducing ADHD symptoms and 
tics, as well as its tolerable side-effect profile. Jack was started on 
0.5 mg at night, titrated slowly (0.5 mg every 7 days) to 2 mg at night. 
Because symptom response only lasted for the first two hours of the 
school day, treatment was titrated to 3 mg/day (1 mg in the morn-
ing, 2 mg at night). Further titration was limited by side effects (i.e., 
sedation and dizziness). After six weeks at this dose, Jack returned 
to the clinic for reassessment. The assessment determined that 
Jack’s tics, especially his vocal tics, had improved modestly both in 
terms of intensity and frequency (YGTSS total tic score = 22/50). As 
is common in TD, however, a new tic (a complex motor-vocal combi-
nation) had recently emerged and was causing significant problems 
in the classroom. In addition, both Jack and his parents noticed a 
moderate improvement in his ADHD symptoms.

Based on his response to guanfacine, it was recommended that 
he continue on his current dose and begin a course of CBIT. As 
per standardized protocol (Woods et al., 2008), Jack received 10 ses-
sions of CBIT over the course of 12 weeks. To monitor treatment 

(continued)
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progress, Jack’s parents completed the Parent Tic Questionnaire 
(PTQ; Chang et al., 2009) at each session, and the YGTSS was  
readministered at posttreatment.

Review of self-report forms and a clinician’s assessment revealed 
several targets for function-based intervention. For example, one of 
Jack’s peers at school frequently mimicked his tics, which in turn 
led to tic exacerbations. In addition, because his vocal tics were 
disruptive to his classmates, the teacher frequently sent Jack out 
of the room (to the gymnasium) for “tic breaks” so that he could 
“get his tics out.” Although Jack enjoyed going to the gym, being 
asked to leave class resulted in him needing to complete more of 
his schoolwork at home. Jack’s mother also reported that Jack often 
came home from school stressed out and anxious, which led to 
considerable tic exacerbation. As a result, he was usually allowed to 
watch television until he calmed down and his tics lessened, which 
resulted in him not having enough time to complete his homework. 
To address these factors, a plan was developed in conjunction with 
Jack’s schoolteachers to educate his peers about TD, to reduce teas-
ing, and to minimize tic breaks. When tic breaks were deemed nec-
essary (e.g., if vocal tics were disruptive during an exam), Jack was 
sent to a support room (rather than the gym), where he completed 
his schoolwork. Jack was also taught relaxation techniques, includ-
ing diaphragmatic breathing and progressive muscle relaxation, to 
reduce stress and anxiety, and he was instructed to practice these 
exercises at home after school (rather than watching television).

Habit reversal training began with the most bothersome tic on 
Jack’s hierarchy (coprolalia). First, Jack was taught to become more 
aware of each occurrence of his tic using standardized awareness 
training procedures (see Woods et al., 2008). In particular, he was 
taught to recognize and detect pre-tic warning signs, including the 
pressure feeling in his abdomen (i.e., the premonitory urge). After 
he was able to detect the tic with 80% accuracy in session, he was 
taught to engage in a CR to prevent the tic from occurring. The CR 
chosen for his coprolalic vocal tic involved a controlled breathing 
procedure (see Woods et al., 2008). He was instructed to use the 
CR whenever he felt the urge to tic and immediately after he caught 
himself performing the tic (if he failed to detect the warning sign) 
and to hold the CR for one minute or until the urge to tic subsided 
(whichever was longer). Finally, Jack’s parents were taught to appro-
priately prompt the correct use of the CR if they witnessed a tic and 
were instructed to provide praise if they observed Jack using the CR 
on his own. After practicing the use of the CR in session, Jack and 
his parents were asked to practice HRT on their own throughout 

(continued)
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the week, especially during “high-risk” times (e.g., when Jack came 
home from school).

Sessions progressed through the same protocol weekly, with a new 
tic targeted each week (progressing from most to least bothersome). 
Between each session, Jack and his family monitored each of the tics 
targeted in previous sessions, implemented HRT, and monitored for 
additional tic-exacerbating antecedents and consequences. At the 
end of treatment, two additional biweekly sessions were conducted. 
These sessions focused on problem solving, relapse prevention, and 
the development of a plan to address any new tics that may emerge.

At the end of CBIT, Jack was reassessed using the YGTSS. Results 
of the follow-up assessment revealed that Jack’s tics had reduced 
markedly (YGTSS total tic score = 12/50). Clinical improvement 
was also observed on the PTQ (65% reduction in overall tic severity 
from pre- to posttreatment). Jack reported that his coprolalia tic was 
practically eliminated and that, although his vocal tics still occurred 
on occasion, they were markedly reduced in intensity and volume. 
Similar results were also observed for his motor tics with the excep-
tion of eye blinking, which was still frequent but not bothersome. 
In addition, Jack noted that his classmates no longer mimicked his 
tics and he was no longer being sent out of the classroom for tic 
breaks. Tic exacerbations at home were also infrequent. Medication 
discontinuation was considered, but because the medication was 
well tolerated and improved both his tics and ADHD, his current 
medication regimen was continued.
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Since intermittent explosive disorder (IED) became a diagnostic category 
in the third edition of the Diagnostic and Statistical Manual of Mental Disorders  
(DSM-III; American Psychiatric Association [APA], 1980) the exclusionary 
criteria combined with the vague operational definitions within the IED 
category made diagnosis and research difficult (Coccaro, 2003b). More 
recently, DSM-5 (APA, 2013) included a criterion for verbal aggression 
(rather than just physical aggression), allowing for inclusion of additional 
individuals into the diagnostic category (Coccaro, 2013).

Specifically, IED is the DSM-5 diagnostic category utilized to classify 
individuals who engage in repetitive patterns of impulsive aggression 
that are markedly disproportionate to stimuli that provoke the reaction 
and cannot be better accounted for by substances, medical conditions, or 
other psychological disorders (McCloskey et al., 2012). Additionally, IED 
is the sole disorder in the DSM-5 that puts affective aggressive behavior at 
the forefront of the diagnosis.

Diagnostic Considerations

A full medical examination should precede any diagnosis of IED, includ-
ing physical and neurological examinations as well as a thorough review 
of one’s medical record (Olvera, 2002). In addition, consultation with a 
neurologist is essential in many cases, because it is necessary to assist with 
exclusionary diagnoses such as head injury, memory loss, or seizures. A 
structured or semistructured diagnostic interview ensuring that comor-
bid and preexisting conditions will be given central consideration should 
also be employed. Robins and Navaco (1999) suggest that individuals with 
severe anger may not be accurate representatives of their actual behav-
ioral patterns of aggression. Therefore it is recommended that clients’ 
families and other corroborating resource persons be an integral part of 
the diagnostic process.

Because there is a high level of comorbidity between IED and other 
psychiatric disorders, one of the greatest challenges facing clinicians is 
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clinically determining whether another mental health diagnosis better 
accounts for the aggression. Because the DSM contains many diagnoses 
that contain an element of aggression, concerns about limitations of the 
DSM diagnostic criteria for IED influenced the development of a set of 
alternative integrated research IED (IED-IR) criteria (McCloskey et al., 
2012). The IED-IR criteria provide an objective definition of minimal 
aggression frequency as either twice-weekly verbal aggression for four 
consecutive weeks or three acts of physical aggression within a one-year 
period (Coccaro, 2003a). The IED-IR criteria also require the aggressive 
acts to be primarily affective in nature (acting out anger), and to result 
in clinically significant distress or impairment. In addition, the IED-IR 
criteria exclude borderline and antisocial personality disorders from this 
group of disorders, because IED is believed to more effectively explain 
aggressive behavior. In sum, the IED-IR was created in an attempt to more 
accurately assess and diagnose IED and to help differentiate it from other 
mental disorders that might better account for the affective explosiveness.

No published diagnostic assessment tools have been designed specifi-
cally to diagnose IED, perhaps because of diagnostic challenges, the use 
of multiple criteria to diagnose the disorder, and the relative absence of 
IED research (as compared to most other disruptive disorders). However, 
two unpublished instruments have been created to help diagnose IED.

The Intermittent Explosive Disorder Module (IED-M; Coccaro, 
unpublished instrument, as cited in Olvera, 2002; Olvera et al., 2001) is a 
20- to 30-minute structured diagnostic interview created to acquire com-
prehensive information needed to arrive at a diagnosis of IED by using 
both DSM-5 and IED-IR criteria. The IED-M includes quantitative infor-
mation about lifetime and current verbal aggression, aggression against 
property, and physical aggression (McCloskey et al., 2012). Descriptions 
of the three most serious instances of each type of aggression during 
the one-year period in which the aggression occurred most frequently 
(e.g., “What were the consequences of this outburst?”) provide informa-
tion about how proportionate the aggressive response is to the situation 
at hand. Additional information about aggressive acts is also obtained, 
including—but not limited to—age of onset, each type of aggression, the 
effects of aggressive behaviors on relationships with family and friends, 
subjective level of distress, emotions, physical symptoms before and after 
an outburst, and substance use during aggressive outbursts. The IED-M 
has been utilized in at least one published study (Coccaro et al., 2004), 
providing evidence of the instrument’s construct validity. In particular, 
individuals diagnosed as having IED were more aggressive on both self-
report and behavioral measures than comparison groups within this 
study. This study also provided evidence that the IED group reported 
higher levels of lifetime verbal and physical aggression than community 
control groups (Olvera et al., 2001).
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Similarly, the Intermittent Explosive Disorder Diagnostic Questionnaire 
(IED-DQ; McCloskey, unpublished instrument, as cited in Coccaro & 
McCloskey, 2010) is a seven-item self-report measure that is designed to 
diagnose IED according to either the DSM-5 or the IED-IR diagnostic 
criteria. The IED-DQ includes items that assess aggression frequency 
and severity, distress associated with aggressive behavior, and mental 
health or medical diagnoses that must be excluded in order to diagnose 
IED (McCloskey et al., 2012). Results from an initial developmental study 
utilizing the IED-DQ indicate that the instrument has satisfactory  
psychometric properties with sufficient interrater reliability, test-retest reli-
ability, and construct validity in differentiating subjects with IED from 
controls on self-report measures of anger and aggression (McCloskey 
et al., 2012).

Prevalence and Course

Historically, IED was thought to be quite rare, but recent clinical and 
epidemiological findings have pointed to the notion that it is an under-
diagnosed disorder with lifetime prevalence rates ranging from 4% to 
7% (Coccaro & McCloskey, 2006). Coccaro (2012) summarizes worldwide 
prevalence rates and places North America at the top, followed by South 
America, Europe, Asia, the Middle East, and Africa. But there is a great 
deal of variation in reported prevalence rates; for example, Fincham et al. 
(2009) places Africa at the top, reporting a 9.5% prevalence rate.

Intermittent explosive disorder usually begins during childhood 
(Coccaro, 2000) and is linked to significant impairments in interper-
sonal and occupational functioning, which are related to workplace dif-
ficulties, problematic relationships, and involvement with legal systems 
(McElroy et al., 1998). These components are further heightened when 
this chronic disorder is left untreated (Kessler et al., 2006). Finally, IED 
is associated with medical problems that include coronary artery disease, 
hypertension, and stroke (McCloskey et al., 2010).

Pharmacological Solitary Treatments

Though there are numerous medications utilized to treat aggression asso-
ciated with IED, currently there are no medications that carry the specific 
indication for IED treatment. In reviewing the available research, readers 
will find that medications are often classified according to their useful-
ness in treating impulse control disorders (ICDs) in general (Schreiber 
et al., 2011), resistant or refractory IED (Coccaro, 2013), impulsive repeti-
tive aggression (Jones et al., 2011), and agitation and violence (McElroy, 
1999). Medication choice may also reflect the presumed neurobiological 
origins of symptoms or IED as a disorder. Coccaro (2012), for example, 
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described “neurobiological support for the presence of serotonergic 
abnormalities globally and specifically in areas of the limbic system (the 
anterior cingulate) and in the orbitofrontal cortex” (p. 585). With this in 
mind, the medications are utilized to treat these dysfunctions within the 
neurotransmitter systems and the brain regions involved.

Of the medications prescribed to treat IED and symptoms associated 
with IED, antidepressants (especially antidepressants such as selective 
serotonin reuptake inhibitors, or SSRIs), mood stabilizers (anticon-
vulsants, atypical antipsychotics, and lithium), and antihypertensives 
(beta blockers and alpha-2 agonists) are among the most researched 
and utilized.

Selective Serotonin Reuptake Inhibitors

Dysfunction within the serotonin system (lower levels of serotonin) is 
associated with impulsivity and aggressiveness. An SSRI selectively pre-
vents the reuptake of serotonin by the presynaptic neuron, thus allowing 
it to remain in the synapse and produces its effect. Utilizing a SSRI there-
fore allows more serotonin to remain in the synapse, increasing its effect 
on control over aggressive impulses.

Of the SSRIs, fluoxetine has been researched most frequently. Two 
studies provide evidence that fluoxetine is beneficial in treating IED. In a 
small study of patients with IED and personality disorders, Coccaro and 
Kavoussi (1997) noted a reduction of aggressive symptoms in those tak-
ing fluoxetine as compare to those taking a placebo. Likewise and more 
recently, in a larger 14-week double-blind study, Coccaro et al. (2009) 
reported a significant reduction in the frequency and severity of impulsive 
aggression as well as a reduction in irritability. Since 2009, other studies 
have replicated the findings of these two studies.

Coccaro (2013) notes that lower doses of fluoxetine are used for first-
line treatment and higher doses for resistant IED. Coccaro and Kavoussi 
(1997) recommend a three-month minimum trial to produce desired 
effects. Side effects may include sleep disturbances, sexual dysfunction, 
and headache (Ferguson, 2001).

Anticonvulsant Mood Stabilizers

In the antiepileptic or anticonvulsant class, valproate/divalproex, carba-
mazepine oxcarbazepine, and phenytoin have been studied frequently. 
Carbamazepine, oxcarbazepine, and phenytoin produce their effect 
by blocking sodium channels and thus stabilizing neuronal membrane 
excitation, while valproate/divalproex stabilizes neuronal membranes 
through gamma-aminobutyric acid (GABA). Simplistically, anticonvul-
sants reduce neuronal excitability, thus improving mood stability.
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Two studies provide evidence for the effectiveness of valproate/
divalproex in patients exhibiting aggressive behaviors. In a small double-
blind placebo-controlled study of children and adolescents with explosive 
tempers and mood liability, Donovan et al. (2000) reported significant 
improvements in mood stability and a reduction in outbursts. Similarly, 
Hollander et al. (2003), in a large multicenter randomized double-blind 
placebo-controlled study demonstrated a reduction in impulsive aggres-
sion, irritability, and overall severity in a group of cluster B personality 
disorder patients with comorbid IED.

Thirty years ago, Mattes (1984) reported that carbamazepine reduced 
aggressiveness in individuals with rage outbursts. In this study, although 
all patients had multiple diagnoses, almost half had been diagnosed with 
IED. More recently, Stanford et al. (2005), in a double-blind placebo-
controlled parallel-group-design study of men with impulsive aggression, 
showed significant reduction in impulsive aggression for those taking 
carbamazepine, phenytoin, or valproate.

Oxcarbazepine has been the recent focus of aggression treatment stud-
ies as well. Mattes (2012) provided a rational for its use in the prison pop-
ulation and in a 10-week double-blind placebo-controlled study. Mattes 
(2005) demonstrated that oxcarbazepine significantly reduced impulsive 
aggressiveness when compared to placebo.

Stanford et al. (2001), in a six-week double-blind placebo-controlled 
crossover study, explored the effects of phenytoin on individuals with 
impulsive aggression. The authors reported a significant reduction in 
impulsive-aggressive behaviors for those taking phenytoin. Also, as noted 
earlier, Stanford et al. (2005), in a study comparing the effectiveness of 
carbamazepine, phenytoin, and valproate in men with impulsive aggression, 
showed a significant reduction in impulsive aggression for those on either 
of the medications.

According to Coccaro (2013), phenytoin, oxcarbazepine, and carba-
mazepine may be used in conjunction with an SSRI in resistant IED. 
Refractory IED may be treated with valproate/divalproex and newer anti-
epileptics such as lamotrigine (see Tritt et al., 2005) or topirimate (see 
Nickel et al., 2005). Side effects may include sedation, decreased cogni-
tion, lethargy, and weight gain (Swann, 2001).

Atypical Antipsychotics

Atypical antipsychotics are a newer addition to the treatment spectrum 
of IED. Atypical antipsychotics have a multipronged mechanism of action 
affecting numerous neurotransmitters (viz., serotonin, norepinephrine, 
dopamine, etc.), thus improving multiple dysfunctional neurotransmitter 
systems and stabilizing mood. Side effects include sedation, cognitive 
deficits, lethargy, and weight gain (Sharif, 2003).
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Of those studied, risperidone was explored most often. To a lesser 
extent, clozapine and olanzapine have also been studied. Buitelaar 
et al. (2001), in a predominantly male group, studied the effectiveness 
and safety of risperidone in a six-week double-blind randomized parallel-
group-design study. All participants had subaverage intelligence and 
were hospitalized for various disorders that included aggressiveness. The 
authors reported that risperidone use was associated with a reduction in 
severe aggression.

Lithium

Lithium has been utilized for decades to treat aggression. According to 
a recent meta-analytic review, “There was evidence for significant reduc-
tions in aggression for those taking phenytoin, lithium, carbamazepine/
oxcarbazepine, but not for valproate or levetiracetam” (Jones et al., 2011, 
p. 96). In an older study exploring the usefulness of lithium to treat 
impulsive aggression, Sheard et al. (1976) conducted a double-blind 
placebo-controlled trial with prisoners who were nonpsychotic. The 
authors noted a significant reduction in aggressiveness and made the 
recommendation that lithium be a viable option for nonpsychotic impulsive-
aggressive individuals. Other studies have supported the efficacy of lithium 
in aggressive clients; however, many are specific to clients diagnosed with 
conduct disorder (see Campbell et al., 1995).

Individuals taking lithium are required to monitor their diet in order 
to prevent toxicity. Specifically, patients should limit their sodium intake 
and be sure to drink plenty of water. With the development of newer 
medications that are free of dietary restrictions and provide a better 
safety profile, lithium is not considered a typical first-line treatment for 
IED. Coccaro (2013) recommends that lithium be utilized only for adult 
individuals with refractory IED.

Beta Blockers

Beta blockers are antihypertensives that have shown usefulness in treat-
ing IED. Propranolol and pindolol have been studied and utilized most 
frequently. These medications produce their effect through blockade 
of beta receptors, possibly in the brainstem, thus affecting norepineph-
rine and reducing sympathetic nervous system stimulation. Side effects 
include depression, hypotension, lethargy, and sexual dysfunction 
(Muzyk & Gagliardi, 2010).

Greendyke et al. (1986) explored the efficacy of propranolol in a 
small double-blind placebo-controlled crossover study of individuals with 
organic brain disease and violent behavior. The authors reported a signif-
icant reduction in assaultive behaviors. Similarly, in a small double-blind 
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placebo-controlled crossover study of individuals with organic brain 
disease, Greendyke and Kanter (1986) researched the use of pindolol for 
impulsive-explosive behaviors. Pindolol produced significant behavioral 
benefits.

Alpha-2 Agonists

Alpha-2 agonists are another class of antihypertensives that may be useful 
in treating IED aggression. Of these medications, clonidine is the most 
used; however, guanfacine is often interchanged. Many research stud-
ies simply refer to the use of alpha-2 agonists rather than differentiate 
between the two. The mechanism of action of alpha-2 agonists is believed 
to arise from the inhibitory nature (i.e., inhibits norepinephrine release) 
of alpha-2 receptors in the brainstem. Norepinephrine is associated with 
stress and arousal; therefore, by inhibiting norepinephrine, aggressiveness 
and impulsivity may be reduced. Side effects include sedation, hypotension, 
lethargy, and mild depression (Ming et al., 2008).

Ming et al. (2008), in an open-label retrospective study, explored the 
efficacy of clonidine in children diagnosed with autism spectrum disorder 
who exhibited, among other things, mood disorder and aggressive behav-
iors. Participants were predominantly boys. The outcome showed that 
clonidine was effective at reducing mood instability and aggressiveness.

Benefits and Limitations of Pharmacotherapy as Sole Treatment

Ample neuroscience research has highlighted the neurotransmitters and 
brain regions involved in IED. Therefore, when medications are utilized 
to improve the function of dysfunctional neurotransmitter systems or 
brain regions, clients experience a reduction of symptoms. Pharmaco-
logical management of IED may also be a more cost-effective method for 
treating IED and any comorbid symptom.

As a solitary approach, pharmacological management of IED is lim-
ited by the overall efficacy of medications in ameliorating all symptoms 
of IED. Some symptoms may improve or remiss; however, others remain 
relatively unchanged. With all things considered, there is a need for con-
tinued research in the area of pharmacotherapy for treatment of IED, 
especially randomized controlled clinical trials that focus specifically on 
the symptoms cluster within IED.

Psychological Solitary Treatments

Although multiple interventions (both pharmacological and psycho-
logical) have been utilized to treat anger and aggression with differ-
ing efficacy, little research has specifically examined the effectiveness of 
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treating IED. However, the effectiveness of psychological interventions in 
treating anger dysregulation has been the subject of extensive research 
(Beck & Fernandez, 1998). Cognitive-behavioral therapy (CBT) interven-
tions such as relaxation training, social skill training, and multicompo-
nent treatments have been shown to have moderate to large effects in 
the treatment of anger. CBT has also been shown to reduce aggression 
(McCloskey et al., 2012), especially when specific CBT treatment manu-
als are utilized. Individual compliance and adherence to CBT treatment 
were monitored, and results revealed increases in positive behaviors as 
well as consistent decreases in aggression. Consequently, it is suggested 
that clinicians choose structured interventions that are delivered in an 
individualized format (McCloskey et al., 2012).

Two published studies examined treatments of individuals diagnosed 
with IED. The first revealed efficacy of a brief (four 90-minute sessions) 
CBT program for aggressive drivers. Additional analyses revealed that 
drivers who had been diagnosed with IED tended to improve less than 
drivers not diagnosed with IED; thus, implying that individuals diag-
nosed with IED may require a longer, more intensive therapy schedule 
than those without IED (Galovski & Blanchard, 2002). Therefore it is 
essential to recognize that, although CBT has been shown to work with 
anger dysregulation, those diagnosed with IED may require a longer 
course of CBT treatment.

The second study compared a 12-week multicomponent CBT inter-
vention delivered in an individual format to those meeting IED diag-
nostic criteria. The counseling intervention, based upon the Cognitive, 
Relaxation, and Coping Skills Training (CRCST) anger management 
manual (Deffenbacher & McKay, 2000), was composed of three primary 
components. The primary focus of the first two sessions consisted of 
increasing awareness of physiological cues and teaching relaxation (e.g., 
progressive muscle relaxation, guided imagery). During the third session, 
clients were provided a rationale for the application of time-outs to prevent 
impulsive-aggressive behaviors. During the fourth and fifth sessions, the 
rationale for cognitive restructuring was introduced through the A-B-C 
cognitive model. Six types of cognitive distortions were introduced and 
explicated (e.g., misattribution, overgeneralization, labeling, blaming, 
demanding/commanding, and magnifying/catastrophizing), with exam-
ples and strategies for assisting in reduction of each cognitive distortion. 
The second half of the treatment focused on implementing and general-
izing previously learned relaxation and cognitive skills through practice 
and imagined exposure. The final session also consisted of relapse pre-
vention strategies (McCloskey et al., 2012). The treatment was delivered 
in individual or group sessions. The participants demonstrated a higher 
reduction in anger and aggressive behaviors when compared to subjects 
in the wait-list, control group. Specifically, clients diagnosed with IED  
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decreased their aggressive behavior from pretreatment to posttreatment 
by over 55% in the group CBT assignment and by over 75% in the indi-
vidual CBT assignment (McCloskey et al., 2012). In addition, the treat-
ment gains were maintained at a three-month follow-up. Clients in the 
individual CBT assignment also reported a greater decrease in hostile 
thoughts and a larger improvement in quality of life as compared to wait-
list clients. In sum, almost half (7 of 15) of the clients in the individual 
CBT condition achieved remission status (e.g., no physical aggression in 
the past two weeks) at the end of treatment. Comparatively, only two of 
the subjects in the group CBT condition and one of the subjects in the 
waitlist condition met the remission criteria.

Behavioral management therapy, social skills training, cognitive-
behavioral therapy (with an emphasis on anger management), group 
therapy, and family therapy have also been shown to be useful for con-
trolling aggressive behavior (Olvera, 2002). Because anger is a multidi-
mensional concept, clinicians must consider the antecedents, behavioral 
response dimensions, cognitive dimensions, physiological responses, and 
subjective experience of the emotion. An example of a therapeutic modal-
ity that addresses the multidimensional aspects of anger is social skills 
interventions (Olvera, 2002). This treatment includes social skills train-
ing with a cognitive-behavioral element using both individual and group 
formats. The sessions begin with a primary focus on social problem solv-
ing, such as identifying and defining key anger issues. In therapy, clients 
learn increased awareness of anger and physiological arousal as cues with 
which to begin problem solving. Additional training focuses on reducing 
impulsive reactions, considering consequences, and implementing alter-
native behaviors. Cognitive techniques include the use of self-statements 
and reframing perceptions of stressful situations. Additional behavior-
ally based training focuses on adjusting body language in social settings 
and learning how to negotiate interpersonal wants and needs. Controlled 
studies of this treatment used with aggressive children have reported 
improvement on a variety of measures (Olvera, 2002), but decreases in 
aggression as an outcome variable were solely found in aggressive socially 
rejected children.

Benefits and Limitations of Psychotherapy as Sole Treatment

Psychosocial treatment has been shown to improve many of the core 
features and symptoms of IED. As a treatment approach, CBT-based 
treatment, regardless of the disorder, can lead to improvements in 
both the thinking patterns and exhibited behaviors of individuals. As a 
part of a CBT-based approach, teaching clients to act rather than react 
produces noticeable effects. Also, as clients develop new coping skills 
and implement these skills, they improve.
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As a solitary approach, psychosocial treatment may not produce 
improvements quickly enough to address the severity of IED symptoms. 
Many clients need rapid stabilization, with medication, before they can 
benefit from psychotherapy.

Overall, research findings suggest that CBT-based treatment shows 
promise in treating symptoms for IED, but some of the obtained results 
have been inconsistent, and further research is needed to outline the pro-
cess that leads to aggression reduction in clients with IED. Randomized 
clinical trial studies have not been conducted, yet they have been recom-
mended. Future research needs to focus upon the layered nature of the 
symptoms and their outward behavioral manifestations in order to apply 
accurate differential diagnoses.

Combined Treatments

There is a paucity of research on combined treatment of IED; this sec-
tion reviews research that suggests these treatments may be effective 
although benefits have not yet been confirmed through controlled 
studies. The majority of that literature is extrapolated from the more 
widely researched comparable area of impulsive aggression.

Adolescents and Adults

Coccaro (2013) suggests that a comprehensive approach to treating 
patients with IED may combine pharmacotherapy with CBT. He reported 
that evidence exists that each treatment alone provides benefits, but 
he cautions that to date the literature is lacking research comparing a 
combined approach to CBT or pharmacotherapy alone. In a combined 
treatment paradigm, therapists should begin with a thorough biopsycho-
social intake interview with the client and preferably outside observers. 
Olvera (2002) recommends that therapists interview several observants, 
especially those closest to the individual, because IED clients struggle 
with objectivity regarding their symptoms. The goal of the interview is to 
determine the potential of underlying or comorbid disorders or organic 
causes leading to appropriate psychiatric or neurological referrals 
(Olvera, 2002). To determine if the client’s aggression is better explained 
by another diagnostic category, Olvera suggests utilizing a diagnostic 
timeline to differentiate the sequential course of aggressive and comor-
bid symptoms.

Working with IED clients can be challenging for therapists who strug-
gle with maintaining empathy during limit setting (Ng & Mejia, 2011). 
Another challenge for therapists that might occur is transference or coun-
tertransference during the client’s angry outburst (Ng & Mejia, 2011). 
But combining CBT and medication reduces the frequency of angry 
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outbursts by raising the triggering threshold and teaching the client to 
anticipate and manage triggering stimuli in a healthier fashion (Coccaro, 
2013). Coccaro suggests that clients may be resistant to drug therapy or 
CBT, making them poor candidates for these therapies. For resistant cli-
ents, he suggests reassessing motivation and working with these clients 
if they return for assistance. If the client is resistant but remains in the 
therapeutic environment, therapists might want to consider motivational 
interviewing strategies. McCloskey et al. (2008), for example, conducted 
a randomized clinical trial (pilot study) comparing individual and group 
CBT to a waitlist control group. Overall, they found that clients within 
the individual and group treatments experienced a decrease in aggres-
sion and anger in comparison to the control group. Additionally, clients 
who engaged in individual therapy experienced less hostility. Coccaro 
recommends that CBT therapy includes cognitive restructuring, relax-
ation training, coping skills training, and relapse prevention, all of which 
are therapeutically sound techniques to consider as part of a combined 
approach. So CBT may be a good first step to IED treatment for clients 
initially resistant to medications, and it may be beneficial when combined 
with an appropriate medication (for clients who may benefit from it and 
become more receptive to this treatment modality).

Children

While working with IED adults might be challenging, working with chil-
dren can be even more so. Children can receive an IED diagnosis as early 
as age 6, and children with severe impulsivity or aggression may be medi-
cated in order to improve symptoms and address safety concerns. Swee-
ney and Tatum (1995) note that antipsychotics have been found to be 
effective in children in lowering aggression, but caution that because of 
their side effects they should only be considered after exploring all other 
treatment options.

Combining pharmacology and play therapy is beneficial when the 
alternative of not medicating the child limits the chances for a successful 
therapeutic outcome (Sweeney & Tatum, 1995). The play therapy setting 
is conducive to countering some of the negative aspects of taking medica-
tions. For example, children often experience self-concept or self-esteem 
issues related to the stigma of having to take medication. Play therapy 
offers medicated children the opportunity to process the above issues to 
regain a sense of control and mastery over their immediate environment.

Beyond the therapeutic benefits of play therapy for the medicated 
child, therapists also play a central role in advocacy for their clients 
and monitoring treatment response (both desired and adverse effects). 
Child therapists must know how to obtain information about treatment 
response from children who have not yet developed significant verbal 
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skills, and must work in concert with the prescribing physicians to inform 
them about the children’s response to the medications. In addition, ther-
apists are able to differentiate children who legitimately need psychiatric 
care from those currently medicated for “biologically-based symptoms 
when in fact the child is behaviorally responding to an emotional trauma 
or inappropriate parenting” (Sweeney & Tatum, 1995, p. 55). For these 
reasons, psychotherapists and play therapists working with children have 
“an obligation to his or her child clients to be educated on issues of child 
psychopharmacology” (Sweeney & Tatum, 1995, p. 55).

Benefits and Limitations of Combined Treatments

A combined approach to treating IED offers synergy between psycho-
therapy and medication. For the most part, medications set the stage 
for improvement as psychotherapy provides the tools for success. Medi-
cations thus provide initial stabilization, improving clients’ engagement 
in their psychotherapy. In a combined approach, therapists can process 
with their clients the potential costs versus benefits of pharmacotherapy, 
leading to more positive treatment outcomes and improved medication 
compliance. Also, therapists are a first line of defense for identifying del-
eterious side effects that may have gone unnoticed if a client was solely 
receiving pharmacotherapy.

It is important for therapists to understand that a combined treatment 
approach for IED clients, while potentially beneficial, also complicates 
the therapist’s job, for it adds additional goals that must be addressed 
in therapy. Therapists must also become familiar with the potential side 
effects of medication and be capable of differentiating the manifestation 
of pharmacotherapy side effects from other symptoms. Finally, coordinat-
ing treatment between two providers may be a challenge, and it is likely 
to require more time and effort by the therapist, the prescriber, and the 
client.

Summary and Recommendations

Although IED has been a DSM diagnosis for over 20 years, there is rel-
atively scarce research about treating clients diagnosed with IED. This 
dearth may be due in part to limitations inherent in the DSM diagnostic 
criteria. Although there are no specific IED treatments that meet the cri-
teria for empirically validated treatments (McCloskey et al., 2012), evi-
dence from some studies reveals that behavioral and cognitive-behavioral 
interventions have been effective in reducing anger and aggression and 
in improving social skills. Research exploring IED treatment with medi-
cation is limited as well; however, there is evidence of medication effi-
cacy for many of the symptoms associated with IED. Although it can be 
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expected that combined treatments may offer the benefits of each modal-
ity, research on combined treatment for IED is almost nonexistent, and 
further study is required in this area. All in all, however, it is reasonable 
to expect that unless symptoms are severe and the clients exhibit danger 
to themselves or others, psychotherapy (especially cognitive and behav-
ioral interventions) should be utilized as first-line approaches, and when 
improvement is not sufficient or symptoms are severe enough to require 
faster stabilization, a combined approach seems most sensible.

This case vignette demonstrates the course of treatment for an 
adolescent client. The client’s treatment began with a solitary 
psychosocial approach that proved helpful but failed to remiss 
some symptoms. As a result, the client’s psychosocial treatment 
was supplemented with pharmacological treatment. The resulting 
combined approach proved to remiss more symptoms and support 
better outcomes.

Brian, a 16-year-old white male, was referred to the local commu-
nity mental health agency through the family court system. His case 
plan required him to engage in (1) individual counseling for a mini-
mum of 10 weeks, (2) family counseling for 10 weeks, (3) individual 
anger management classes for 12 weeks, and (4) anger management 
group for 12 sessions.

In his intake session, Brian’s mother explained that the first time 
Brian “exploded” was after playing a video game with his stepfather. 
When Brian’s stepfather began celebrating that he won the game, 
Brian stood up, began yelling obscenities at his stepfather, and then 
punched him in the jaw. Brian then proceeded to pick up lamps, 
tables, a chair, and throw them at his stepfather, younger brother, and 
mother. Brian’s mother reported that this incident occurred when he 
was 12, and that the family attributed this outburst to his frustration 
about his mother recently giving birth to his youngest sister.

The second incident occurred at age 13, when Brian lost a bas-
ketball game in their backyard. Brian hurled the basketball through 
the family room window, breaking it. Brian then wrestled one of his 
friends to the ground and began punching him repeatedly. When 
two of Brian’s friends attempted to pull Brian off, he began punch-
ing them as well. When Brian’s stepfather attempted to pull him off 
the other boy, he began punching his stepfather as well. The step-
father reported that he needed physical assistance from a neighbor 
to pull Brian off the victim. No charges were pressed at this time, 

(continued)
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but the boy’s father threatened to press assault charges if anything 
remotely similar reoccurred. Brian stated that he did not remem-
ber throwing the objects, but did remember becoming extremely 
angry, and believed he could have killed the boy who taunted him 
about not making the game-winning shot. He stated that he could 
not remember how he found himself on the ground punching the 
other teen, but did remember that his anger came on suddenly and 
that he wanted to hurt someone. He also shared that during this 
sudden onset he believed he could have taken down the other five 
teen boys who were there. Once he started punching and hitting, he 
explained, it became a situation he could not stop. 

In the most recent episode, at the age of 15, Brian attacked 
his younger brother. He and his younger brother were discuss-
ing an upcoming vacation, and Brian’s younger brother reminded 
Brian that if he did not improve his grades, he would not be able 
to go. Brian began verbally attacking his younger brother, sud-
denly punched him in the face, and continued to punch him in 
the face and broke his nose. At this point, the stepfather entered 
the room and attempted to break up the fight. Brian then began 
punching the stepfather in the face. Brian’s mother called the 
police as the stepfather struggled to pull Brian off of his 11-year-
old brother. When the police arrived, Brian’s mother decided that 
she needed to take action, so she reported prior destruction of 
property (Brian had been punching holes in the walls of the home 
for about one year) and pointed out that she believed her younger 
son’s nose had been broken. The paramedics confirmed that her 
son’s nose was broken, and they were concerned about a broken 
jaw as well. The stepfather did not have any broken bones but had 
suffered significant bruising.

As a result of the police being called, Brian entered the juvenile 
justice system. He was not sentenced to serve any juvenile jail time, 
but he was placed on probation for one year. Part of his probation 
was to undergo a psychiatric evaluation and engage in the previ-
ously mentioned case plan. He also was required to complete 100 
hours of community service. Because of his angry outbursts at his 
mother, threatening her with physical harm when she attempted 
to send him to school, he missed a considerable amount of school-
work. As a result, Brian was required to repeat the tenth grade.

Brian admitted that he was becoming angrier every day, and that 
everything and everyone around him feared him. He shared that 
he found himself increasingly fascinated with weapons, namely, 
rifles. Brian reported that he had been studying various guns on 
the Internet and expressed an interest in joining a local gun club in 

(continued)
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his community, as he wanted to meet others with shared interests. 
Brian also found himself missing more school and having issues 
with maintaining sleep. He admitted to having vivid, violent dreams 
that would awaken him.

At the time of his intake interview, he looked his stated age and 
was dressed casually in jeans and a t-shirt. His mood was angry, 
which appeared congruent with his affect. His thoughts were 
focused upon his preoccupation with physical violence, and how 
using a gun would show that he could not be threatened. Despite 
these thoughts, he demonstrated a high level of insight into his con-
dition. He had never hurt animals, and expressed remorse about 
unintentionally hurting his brother when he punched him in the 
nose. His suicide risk appeared low.

Although Brian was initially resistant to counseling, he agreed 
to keep a “thinking, feeling, doing” journal. In this journal, he was 
asked to record his thoughts, feelings, and behaviors before he 
began to engage in acts that would involve yelling, hitting, throwing, 
and the like. He was assigned this journaling exercise in between 
sessions to arrive at a baseline. Between the second and third ses-
sions, he claimed to forget about the assignment. But between the 
third and fourth session he did complete a daily journal. The jour-
nal revealed that when he perceived that others were verbally attack-
ing him, he automatically began to engage in physical violence. 
Therapy also involved utilizing “thought-stopping” techniques to 
cue him visually to environmental factors that would precipitate or 
encourage him to yell, hit, scream, or throw objects. Brian created a 
“stop sign” to hold in front of himself before he began to yell, hit, or 
scream. He created this visual cue in session so that he could create 
it the way he wanted it to look. He was required to share each week 
how well this visual cue worked for him, and if it did not work, to 
create a visual cue that would be effective in visually directing him 
to refrain from violent behaviors. Because Brian appeared to be a 
visual learner, the journal assignment and thought-stopping stop 
sign appeared to work well for him.

At the end of Brian’s tenth individual session, the therapist met 
with his mother to discuss his progress. The mother noted positive 
changes yet was concerned that he remained “easy to set off.” It 
seemed evident that therapy alone was not enough, and so the ther-
apist referred Brian to a local child psychiatrist for a medication 
consult. After seeking consent, the therapist prepared a summary 
report, to send to the child psychiatrist, describing her concerns. 
Based on the therapist’s report and his clinical judgment, the child 
psychiatrist prescribed 20 mg of fluoxetine daily.

(continued)
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Brian continued in therapy, and his therapist proceeded with 
CBT techniques and activities to continue to change his negative 
interpretations of triggering situations and utilize thought- and 
behavior-stopping techniques to improve self-control. After a few 
weeks, Brian’s mother reported he became less irritable and less 
reactive. But Brian reported having more vivid dreams and con-
tinued sleep disturbances that caused him to wake up suddenly. 
Subsequently, Brian made another visit to the child psychiatrist. 
Because of his vivid dreams, Brain was tapered off of the fluox-
etine and was prescribed 150 mg of oxcarbazepine daily.

Therapy continued as before, and Brian tolerated the new 
medication better. Over time, he reported a decrease in sleep dis-
turbance, irritability, and reactiveness. His mother corroborated 
the improvement, and Brian’s violent outbursts stopped. It is at 
this point that the therapy was terminated, but Brian and the 
family were encouraged to continue utilizing the techniques that 
were learned during the course of therapy.
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According to the fifth edition of the Diagnostic and Statistical Manual of 
Mental Disorders (DSM-5; American Psychiatric Association [APA], 2013) 
intellectual disability (ID) and autism spectrum disorder (ASD) are 
neurodevelopmental disorders with onset occurring from birth to early 
childhood. Three criteria define a diagnosis of ID: (1) deficits in intellectual 
functioning (e.g., reasoning, problem solving, planning, abstract thinking, 
judgment, academic learning, and learning for experience) confirmed 
by both clinical assessment and individualized standardized intelligence 
testing; (2) deficits in adaptive functioning that result in failure to meet 
developmental and sociocultural standards for personal independence 
and social responsibility and limit functioning in one or more activities of 
daily life across multiple environments, such as home, school, work, and 
community; and (3) onset of intellectual and adaptive deficits during 
the developmental period (prior to the age of 18). Four levels of ID 
severity (mild, moderate, severe, and profound) are delineated on the 
basis of adaptive functioning rather than IQ scores, within three domains 
(conceptual, social, and practical). Detailed examples/criteria descriptions 
of the ID severity level by adaptive functioning domain matrix are provided 
by APA (2013, Table 1, pp. 34–36).

Autism spectrum disorder is characterized by developmental deficits 
in reciprocal social communication and interaction and limited repeti-
tive patterns of behaviors, interests, or activities (APA, 2013). Deficits 
in social communication involve verbal and nonverbal communication, 
developing, maintaining and understanding relationships, reciprocal 
communication, sharing interests or affect with others, and adjusting 
social contexts. Limited repetitive behaviors can range from abnor-
mally intense or focused interests, inflexibility in routine, ritualized 
patterns of verbal or nonverbal behavior, stereotyped or repetitive pat-
terns of speech or motor movement, and unusual sensitivity to sensory 
environmental stimuli. Symptoms must be evident in early childhood 
and lead to impairment in daily functioning. ASD may be specified 
with accompanying intellectual impairment, language impairment, 
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medical, genetic, or environmental factors, catatonia, and other neu-
rodevelopmental, mental, or behavior disorders. Three diagnostic  
levels of severity exist that vary by degree of impairment in social com-
munication ability and restrictive repetitive behaviors: (1) requiring 
support, (2) requiring substantial support, and (3) requiring very sub-
stantial support.

Diagnostic Considerations

Disruptive behavior patterns in ID and ASD often include irritability, 
aggression, emotional dysregulation, behavioral outbursts, and noncom-
pliance/defiance with rules and expectations. Common disorders comorbid 
with ID include attention-deficit/hyperactivity disorder (ADHD), depres-
sive and bipolar disorders, anxiety disorders, ASD, stereotypic movement 
disorder, impulse control disorders, and major neurocognitive disorders 
(Maulik et al., 2011). ASD may be comorbid with varying severities of 
ID and structural language disorders (APA, 2013). Psychiatric symptoms 
beyond the scope of ASD result in 70% of diagnosed individuals having 
a comorbid diagnosis and 40% of diagnosed individuals having two or 
more comorbid diagnoses. ASD is frequently comorbid with internalizing 
problems, ADHD, and developmental coordination disorder. Disruptive 
behavior problems may be concurrent with ASD and are an emphasis in 
interventions. In a population-derived sample of children with ASD, for 
example, Simonoff et al. (2008) reported 28% comorbidity with opposi-
tional defiant disorder.

Prevalence and Course

Both ID and ASD are lifelong disabilities that occur in about 1% of the 
general population (APA, 2013). Risk factors for ID include genetic 
conditions (e.g., Down syndrome, Fragile X syndrome, Williams syndrome, 
phenylketonuria, and Prader-Willi syndrome); prenatal exposure to alco-
hol and other drugs or toxins; perinatal events during labor and delivery; 
and postnatal events such as injury, infections, intoxications, or severe 
and chronic social deprivation (Fletcher-Janzen & Reynolds, 2003; 
Raymond & Tarpey, 2006). Prevalence rates for disruptive behaviors—
including aggression, harm to others, and property destruction—have 
been reported between 11% and 27% among people with ID, with higher 
rates (38%) in institutional settings (Harris, 1993). Disruptive behaviors 
co-occurring with ASD are ubiquitous across the life span (Farmer & 
Aman, 2011) and may include verbal and physical aggression, emotional-
behavioral outbursts, bullying, stealing, defiance, intimidation, inappro-
priate sexual behavior or touching, self-mutilation, general emotional 
dysregulation, and property destruction.
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Pharmacological Solitary Treatments

Although controversial, the use of psychotropic medications for individu-
als with ID or ASD remains high (Elvins & Green, 2010; Sharma & Shaw, 
2012; Young & Hawkins, 2002). In institutions without drug monitoring 
programs, for example, psychotropic medication use typically ranges 
from 30% to 40%, and in community settings, use ranges from 19% to 
29%, with reports as high as 50% in various clinical settings (de Kuijper 
et al., 2010; Gralton at al., 1998; Holden & Gitlesen, 2004). To date, 
disruptive behaviors continue to be a primary reason for pharmacological 
interventions for individuals with ID and ASD.

Intellectual Disability

Aggressive behavior is the most common reason for psychiatric referrals 
in persons with ID (Janowsky et al., 2006). Antipsychotic medications 
are frequently used as a primary treatment of such aggression, although 
federal and state guidelines encourage less use of these medications 
(Janowsky et al., 2006).

Two broad categories of antipsychotic medications exist: typical (first 
generation) and atypical (second generation). Because of the risk for 
extrapyramidal symptoms (EPS) and sometimes permanent movement 
disorders (i.e., tardive dyskinesia), typical antipsychotic medications are 
used more often in emergency psychiatric situations or cases where other 
medications have not been successful.

Currently, atypical antipsychotic medications are frequently pre-
scribed for disruptive behaviors. Although they pose lower risk for EPS, 
these medications increase risks of weight gain and concomitant diabe-
tes, hypercholesterolemia, and metabolic syndrome. Retrospective data 
suggest that persons with ID are at higher risk of sedation and weight 
gain than the general population (Simeon et al., 2002). Common base-
line and regularly scheduled measures of relevant lab tests may include 
fasting glucose or hemoglobin HbA1c, cholesterol, triglycerides, prolactin 
(in youth), vital signs, weight, height, waist circumference (in adults), and 
body mass index (BMI). A review of 195 studies (117 typical antipsychot-
ics and 78 atypical antipsychotics) indicated that atypical antipsychotics 
are the first choice for treatment of schizophrenia in people with ID 
(La Malfa et al., 2006). Specifically, a number of studies demonstrated 
the efficacy of risperidone in the treatment of disruptive behaviors, espe-
cially aggression.

Randomized controlled trials (RCTs) investigating the use of antipsy-
chotics in individuals with ID across the life span have shown beneficial 
results. Snyder et al. (2002) investigated the use of risperidone in 110 chil-
dren (ages 5–12 years; IQ range 36–84) with disruptive behavior disorders 
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during a six-week double-blind study. Using the Nisonger Child Behavior 
Rating Form (NCBRF) Conduct Problem subscale, changes from base-
line were significantly greater in the risperidone group compared to the 
placebo group. Aman et al. (2002), in a replication of Snyder et al. (2002) 
with 118 children, reported similar results, suggesting risperidone to be 
about twice as effective as placebo. Gagiano et al. (2005) investigated 77 
adults (ages 18–59 years; IQ range 35–85) comparing risperidone (dose 
range 1–4 mg/day) versus placebo. Results revealed the risperidone 
group had a 21.5% greater improvement on a study-specific behavior 
checklist, a 23.5% improvement on the Clinical Global Impression Scale, 
and favorable results on the Behavior Problem Inventory. Comparable 
results are evident across other risperidone treatment investigations (Deb 
et al., 2001; Shedlack et al., 2005).

Olanzapine has also been shown to significantly reduce self-injurious 
and aggressive behavior in adults with ID (Janowsky et al., 2003a). This 
retrospective study involved 20 adults with intellectual disability who had 
significant aggressive, destructive, or self-injurious behaviors. Participants 
received multiple psychotropic medications at baseline, and when olan-
zapine (mean daily dose of 9.1 mg) was added to their medication regime, 
concurrent dosage reductions of conventional antipsychotic medications 
were made. Results revealed a significant decrease in the targeted aggres-
sive, destructive, and self-injurious behaviors and in global challenging 
behaviors. During the first six months of treatment, however, individuals 
experienced significant weight gain and other side effects such as sedation 
and constipation.

Although some studies support the efficacy of risperidone and other 
antipsychotics in the treatment of aggressive behavior, efficacy across studies 
varies significantly. Rana et al. (2013) conducted a systematic review of 
published research on the efficacy of various psychotropic medications on 
self-injurious behaviors in adults with ID and concluded “weak evidence” 
exists that any medications had benefits over placebo. A thorough review 
of relevant research suggests that, for maximal efficacy, medication should 
be utilized in the context of a comprehensive behavior management plan 
(Scahill et al., 2012).

Autism Spectrum Disorder

Similar to the ID literature, ASD individuals with significant aggres-
sive behavior or irritability patterns are often prescribed psychotropic 
medications. Although other medication classes (e.g., stimulants, tri-
cyclics, selective serotonin reuptake inhibitors, and alpha-adrenergics) 
have been studied with mixed results, antipsychotic medications have 
the best empirical support for reducing disruptive behaviors. Prescrib-
ing for behavior management often results in off-label medication use, 
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however. The US Food and Drug Administration (FDA) has approved 
all antipsychotics for a variety of adult indications (e.g., schizophrenia, 
bipolar disorder) and some for children, including aripiprazole for both 
children (ages 6–17 years) and adults, risperidone for children (age 5 and 
older) and adults, and iloperidone for adolescents and adults. In Octo-
ber 2006, the FDA approved risperidone for the treatment of irritability, 
aggression, self-injury, and tantrums in children and adolescents (ages 
5–16 years) with ASD (Malone & Waheed, 2009). Whether prescribed 
on- or off-label, close monitoring is highly recommended, especially in 
individuals who have difficulty reporting adverse effects.

A meta-analysis of 22 studies (16 open-label studies and 6 placebo-
controlled studies) found antipsychotic medications to have significant 
effects in improving irritability and aggression in children with ASD. 
Specifically, the mean treatment effect size was one standard deviation 
across studies (Sharma & Shaw, 2012). Haloperidol is the most critically 
studied typical antipsychotic for use in the treatment of ASD (Malone 
& Waheed, 2009). Double-blind and placebo-controlled trials of halo-
peridol have been reported, showing short- and long-term efficacy and 
safety. For example, Remington et al. (2001) investigated haloperidol 
(dose range 1–1.5 mg) versus clomipramine, a tricyclic antidepressant 
(dose range 100–150 mg), in the treatment of 36 individuals (ages 10–36 
years) with ASD. Of interest were not the overall treatment effects, but 
the premature termination rates for each group. Only 37.5% of the 
clomipramine group (vs. 69.7% of the haloperidol group) completed 
the study, with reasons reported as adverse side effects and behavioral 
problems. When analyzing completed trials, both haloperidol and 
clomipramine proved effective and superior to baseline in reducing 
behavioral problems.

The Research Units on Pediatric Psychopharmacology Autism Network 
(RUPPAN) conducted an eight-week double-blind placebo-controlled 
study of 101 children (ages 5–17 years) to evaluate the efficacy of ris-
peridone (RUPPAN, 2005). The risperidone group revealed statisti-
cally significant clinical improvement compared to the placebo group 
(69% vs. 12%) on the Aberrant Behavior Checklist (ABC) Irritability 
Scale and the Clinical Global Impressions-Improvement Rating (CGI-I).  
Significant improvement was also noted on both the ABC Stereotypy and 
Hyperactivity Scales. Of 63 participants, 51 continued to show a posi-
tive response during a four-month follow-up phase. Similarly, Shea et al. 
(2004) conducted an eight-week double-blind placebo-controlled trial 
of risperidone in 79 children (ages 5–12 years) and showed significant 
decrease in symptoms compared to the placebo group (64% vs. 31%) 
in irritability, along with hyperactivity, inappropriate speech, lethargy/
social withdrawal, and stereotypical behavior. As an example of emerg-
ing evidence requiring further study, Ghanizadeh and Moghimi-Sarani 



188 Robert W. Heffer et al.

(2013) completed a double-blind placebo-controlled RCT examining the 
efficacy and safety of n-acetylcysteine added to risperidone for treating irri-
tability in 40 children (ages 3.5–16 years) with ASD. The ABC Irritability 
Scale revealed a significant difference showing reduced behavioral 
problems with n-acetylcysteine added. Common adverse effects with this 
medication combination included constipation (16.1%), increased appe-
tite (16.1%), fatigue (12.9%), nervousness (12.9%), and daytime drowsi-
ness (12.9%). Although shown to be relatively safe, studies of risperidone 
with children with ASD (Findling et al., 2004) also show a relatively high 
incidence of certain adverse effects: somnolence (33%), headache (33%), 
rhinitis (28%), and weight gain (21%).

Benefits and Limitations of Pharmacotherapy as Sole Treatment

Typically, medications should be prescribed after trials of nonpharma-
cological strategies. Although recommended across all age groups, this 
approach is especially salient for youth to avoid risk to their developing 
brain. Moreover, many medications used to ameliorate behavioral prob-
lems in adults are not FDA approved for children. Fine-tuning pediatric 
dosages is complicated owing to adult–child differences in pharmaco-
kinetics. Pediatric research suggests that some behavioral interventions 
may be equally as effective as medications without the risk of adverse 
effects (Horner et al., 2002). Medication may be necessary as a first-line 
approach when behavioral problems include severe aggression toward 
self or others (e.g., family/peers).

Although psychotropic medications are considered a second-line 
approach following ineffective behavioral intervention, they may not 
always be necessary or helpful. In fact, when reviewing research to decide 
on medication options, comparing medication efficacy to other treat-
ments (not only comparisons with placebo) is important. “Safe practices” 
when prescribing for individuals with ID and ASD, such as “start lower 
and go slower,” are recommended for the starting dosage and titration 
compared to dosages used in individuals without ID or ASD (Hässler & 
Reis, 2010). Individuals with ID may be at risk for overmedication with 
antipsychotics, resulting in sedation, social withdrawal, and loss of cognitive 
function (Ahmed et al., 2000).

An important consideration is adherence, especially in light of esti-
mates of 40% nonadherence with antipsychotics (Robinson, 1999). Serum 
levels may help determine adherence and dosing, although clinical status 
and response should always take precedence. When nonadherence is an 
issue, long-acting injectable risperidone dosed every two weeks or longer 
is an option.

When using pharmacotherapy, routine laboratory studies may be 
added to the primary monitoring of clinical efficacy/status to identify 
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side effects, track the need for dosage changes, and make decisions to 
add medications for symptoms not being well managed on the current 
regime. No universal algorithm exists for medication treatment of aggres-
sive behavior, which is typically a pattern caused by issues specific to the 
individual and circumstances in which the pattern is embedded.

In addition, individual differences emerge in efficacy of medications 
versus behavioral strategies, and multiple reasons may lead clinicians to 
opt for one treatment modality over another. For example, a clinician 
may opt for medications other than a second-generation antipsychotic 
if the patient has a history of adverse reactions to those medications, 
long QT syndrome (a heart rhythm disorder), metabolic syndrome, liver 
disease, concomitant use of drugs known to cause elevated glucose, or 
lack of enzymes to metabolize risperidone (de Leon et al., 2005, 2009). 
Because psychotropic medications present medical risks, many clinicians 
opt for a trial of behavioral strategies (especially in youth) before consid-
ering medications. Further, pharmacotherapy alone does not teach the 
individual to improve coping, self-monitoring, or other skills helpful in 
the long term.

Psychological Solitary Treatments

Published treatment guidelines regarding evidence-based treatments 
for disruptive behaviors may be applied to persons with ID or ASD 
(Charlop-Christy et al., 2002; Durand, 1990; Eyberg et al., 2008; Fisher 
et al., 2011; Forgatch & Patterson, 2010; Walker & Gresham, 2013). In 
addition, published treatment guidelines that cut across the interven-
tion categories we use below are available specifically for individuals 
with ID or ASD. For example, guidelines for youth and adults with ID 
are described in Odom et al. (2007), Peacock et al. (2010), Sturney and 
Didden (2014), Taylor et al. (2013), Tsakanikos and McCarthy (2014), 
Wehmeyer et al. (2007), and Wodrich and Schmitt (2006). Chedd and 
Levine (2012) describe ASD treatment planning, and Goldstein and 
Naglieri (2013) and Reichow et al. (2010) provide guidelines for ASD 
evidence-based treatment.

Studies described in the following sections have demonstrated the 
efficacy of psychological interventions in reducing disruptive behaviors in 
individuals with ID and ASD. Implementation of these interventions 
varies from intensive one-on-one approaches to educational programs 
focused on individuals and their support systems. The most commonly 
used interventions are categorized as behavioral interventions, social 
skills training, parent–caregiver training/education (PT/E), preventive 
interventions, and adult interventions. In these sections, interventions for 
ID and ASD are described together on account of their similarities in 
implementation.
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Behavioral Interventions

Substantial research supports behavioral interventions to manage disrup-
tive behaviors in youth with ASD and ID. Horner et al. (2002) found that 
implementing behavioral interventions reduced the severity of problem 
behaviors in children with ASD by 80%–90%. Applied behavior analysis 
(ABA) procedures are most commonly used to treat a variety of disrup-
tive and aggressive behaviors associated with ASD and ID (Matson, 2009; 
Matson et al., 2005). ABA approaches are categorized as package proce-
dures or functional analyses. Package procedures apply traditional ABA 
interventions designed to ameliorate problem behaviors across a range 
of contexts by manipulating behavioral contingencies and focusing on 
social reinforcement of appropriate behaviors, token economy, choice 
making, and punishment procedures. Functional assessment is used to 
assess the function and purpose of behaviors in need of change, and 
results are used to tailor package procedures to particular contexts.

Randomized controlled trials examining ABA have led to its classi-
fication as an evidence-based intervention for individuals with ASD 
(Rogers & Vismara, 2008). Although substantial empirical data support 
ABA to improve communication and adaptive skills for individuals with 
ASD, inconsistent evidence exists for its efficacy in reducing problem 
behaviors, with some studies suggesting a lack of reduction in severity 
of problem behaviors (Smith et al., 2000). A meta-analysis on behav-
ioral interventions for disruptive behaviors in young children with 
ASD (Horner et al., 2002) indicated improved outcomes when positive 
behavioral supports (e.g., functional behavior analyses and functional 
communication interventions) supplemented behavioral models. This 
converges with the literature’s emphasis on gathering data to aid in 
understanding functions of behaviors prior to implementing treatment 
strategies and teaching functional communication skills to aid in behav-
ioral regulation (Didden et al., 1997).

Social Skills Training

Research on social skills training has supported its effectiveness in 
enhancing prosocial skills and reducing challenging behaviors in indi-
viduals with developmental disabilities (Alavi et al., 2013; Laugeson et al., 
2012). Nevertheless, other research suggests that social skills training has 
minimal effectiveness, poor generalizability, and limited maintenance 
(Bellini et al., 2007; Kokina & Kern, 2010). Frankel et al. (2010) conducted 
an RCT using the Children’s Friendship Training Program and found 
that, although parents reported decreased peer conflict, both parents and 
teachers did not observe significant reductions in the children’s externalizing 
behaviors or levels of aggression.
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Parent or Caregiver Training/Education (PT/E)

Because disruptive behaviors frequently occur across settings, interven-
tions should include a PT/E component (Rogers & Vismara, 2008). Matson 
et al. (2009) describe this as “a treatment approach that uniquely positions 
the therapy model toward a goal of generalization [from the clinic] to other 
relevant community settings” (p. 962). PT/E interventions typically teach par-
ents how to apply behavioral modification concepts to the home and other 
naturalistic settings and to improve the parent–child relationship (Brookman-
Frazee et al., 2006). For example, Feldman et al. (1999) taught basic child-
care skills to mothers with ID via self-learning pictorial-parenting manuals. 
Results indicated that many parents with ID may improve their child-care 
skills without intensive training and that self-instruction may be an easy and 
cost-effective way of reducing the risk of child neglect resulting from parent-
ing skill deficiencies. Although most research on disruptive behaviors in ID or 
ASD emphasizes treating young children, some support exists for the use of 
multisystemic therapy to treat older children with ASD (Wagner et al., 2013).

Randomized controlled trials examining PT/E interventions have 
revealed decreases in problem behaviors in children with Asperger disor-
der (Sofronoff et al., 2004) and significant reductions in disruptive behav-
iors in children with developmental delays (McIntyre, 2008). Building the 
capacity of family members and caregivers can be an effective intervention 
across various demographics. The Triple P—Positive Parent Program, for 
example, was effective in significantly reducing disruptive behaviors and 
parenting stress for Chinese parents of preschoolers with a developmental 
disability (Leung et al., 2013). In addition, Singh et al. (2006) compared 
intensive behavior management training for group home staff to behavior 
management followed by mindfulness. They observed a significant reduc-
tion in aberrant behaviors by adult residents after the latter training.

Preventive Interventions

Another avenue for managing disruptive behaviors in individuals with 
ID or ASD focuses on preventive changes to an individual’s environment 
to address antecedents of disruptive behaviors. These interventions often 
result in significant decreases in disruptive behaviors, reductions in using 
physical restraints, and enhancement in the efficacy of other treatments 
(Brosnan & Healy, 2011; Heyvaert et al., 2012; Williams, 2010). In addition, 
some evidence exists for mindfulness to reduce aggression in adolescents 
with high-functioning ASD (Singh et al., 2011).

Adult Interventions

A disproportionate number of child versus adult studies focus on psycho-
logical interventions for managing behavior problems in individuals with 
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developmental disabilities. In addition, frequent overlap emerges in the 
literature on managing behavioral problems in adults with ASD and ID. 
In a recent review, Vereenooghe and Langdon (2013) found favorable 
outcomes for cognitive-behavioral treatment (CBT) as an effective treat-
ment for managing anger and aggression in adults with ID, especially 
when treatment was individualized. One such CBT intervention success-
fully taught anger management skills to men with mild-moderate ID and 
a history of aggression living in secure settings (Taylor et al., 2005).

An RCT (Hassiotis et al., 2009) found that supplementing a standard 
hospital multidisciplinary treatment team with behavioral specialists was 
effective in reducing problem behaviors in adults with developmental dis-
abilities. In addition, the cost of the behavioral therapists was comparable 
to the standard treatment team. Exploratory analyses (Van Bourgondien 
et al., 2003) revealed significant reductions in problem behaviors when 
implementing the evidence-based Treatment and Education of Autistic 
and Related Communication Handicapped Children (TEACCH) model 
in an adult residential program.

Benefits and Limitations of Psychotherapy as Sole Treatment

Significant support exists for psychological interventions in managing 
behavior problems in individuals who have ASD or ID without psycho-
tropic medications. Despite strong empirical support, however, psycho-
logical interventions can be expensive and labor and time intensive. 
Another concern is that clinicians sometimes combine components 
from various curricula, treatment protocols, and programs. Reviews of 
psychological and behavioral interventions for children with ASD, for 
example, discourage this eclectic approach to implementation (Rogers 
& Vismara, 2008) because of its decreased efficacy. But these studies 
primarily focus on interventions aimed at the core symptoms of ASD 
and less on challenging disruptive behaviors.

Combined Treatments

Relatively few RCTs have studied combined psychological and pharma-
cological interventions to manage challenging behaviors in individuals 
diagnosed with ID and ASD. Limited evidence suggests, however, that 
integrating pharmacological and psychological treatments may be of 
greater benefit than implementing either alone.

Intellectual Disability

Compared to literature on solely psychopharmacological or psychologi-
cal interventions, few empirical investigations exist on the effectiveness 
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of combined approaches for disruptive behaviors in individuals with ID. 
The literature consists primarily of pharmacological studies in which 
patients were permitted to participate in behavioral therapy during medi-
cation trials. For example, Aman et al. (2002) allowed youth diagnosed 
with ID to continue behavioral therapy through the course of a clinical 
trial of risperidone. In this semicombined treatment approach study, 
risperidone was superior to placebo in decreasing severe problem behav-
iors (e.g., aggression, hyperactivity, self-injurious behavior), supporting 
the effectiveness of a combined approach to treat disruptive behaviors 
in children with ID. Case studies also suggest that the combination of 
stimulant medication with behavioral strategies in children with ID may 
be effective at reducing disruptive behavior (Blum et al., 1996).

Rigorous evidence is lacking for combined interventions for adults 
with ID. Through retrospective data analysis, however, some examina-
tion has occurred on the effectiveness of combining medications (e.g., 
serotonergic antidepressants and topiramate) with behavior therapy 
in the treatment of aggressive, self-injurious, and disruptive behaviors 
(Janowsky et al., 2003b; Janowsky et al., 2005). These two studies found 
that both medications were effective in decreasing disruptive behaviors 
while clients received behavior therapy. Although these studies did not 
control for behavior therapy, results suggest that combining psychologi-
cal and pharmacological treatments may be effective in treating disrup-
tive behavior in adults with ID.

In addition, Devapriam et al. (2008) used a multidisciplinary treat-
ment approach in specialized psychiatric inpatient units for adults with 
ID. They found that patients’ aggressive behaviors improved when using 
levomepromazine while concurrently receiving speech and language 
therapy for communication problems and psychological interventions 
for behavior management problems. Although this study was not ran-
domized for the psychological interventions, the results indicated that 
combined treatment approaches may be effective in treating challenging 
behaviors in adults diagnosed with ID.

Autism Spectrum Disorder

Aman et al. (2009) conducted one of the few RCTs examining the effects 
of combining behavioral interventions and risperidone. From the 124 fami-
lies of children with ASD, 75 were randomized to the combined treatment 
approach (PT/E and risperidone) and 49 were placed in the risperidone-
only approach. The PT/E sessions were based on a parent manual, cus-
tomized for each family, and included antecedent-prevention strategies, 
positive reinforcement, compliance training, and instructional methods for 
teaching new skills. After 24 weeks, the combined group was prescribed 
significantly less risperidone, exhibited significantly less noncompliant 
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behaviors, and experienced significantly less irritability, stereotypic behavior, 
and hyperactivity/noncompliance than the medication-only group. The 
combined group also had larger improvement in adaptive behavior includ-
ing socialization, communication, and noncompliance (Scahill et al., 2012).

Handen et al. (2013) examined behavioral changes observed among 
these same families across four conditions: free play, social attention seeking, 
demands, and tangible rewards restriction. Parents in the combined group 
used fewer restrictive statements (e.g., “no” and “stop”) and more reinforce-
ment (e.g., high-fives, hugs, praise) in some of these conditions compared 
to the medication-only group. Overall, results suggested that combined 
treatment approaches were more effective in reducing disruptive behavior 
than the medication-only condition. Despite promising findings, a one-year 
follow-up of participants suggested poor maintenance of the improvements 
(Arnold et al., 2012). At follow-up, the children’s noncompliance regressed 
back to baseline, with a larger deterioration occurring in the combined 
group, and no difference was found in risperidone dosage between the com-
bined group and medication-only group. However, 94% of parents in the 
combined group were using behavior management techniques, compared 
to only 53% in the medication-only group. Families in the combined group 
reported that the most helpful techniques remained behavioral principles, 
daily schedules, planned ignoring, and reinforcement.

In addition to RCTs, retrospective studies suggest that combined 
treatment is effective. Frazier et al. (2010) examined combined therapy 
in the treatment of aggression in children with ASD and found a combi-
nation of behavioral treatment and antipsychotic medication was more 
effective than behavioral treatment alone. Qualitative information from 
psychiatric hospitals suggests that a combined approach (i.e., ABA and 
pharmacotherapy) with large multidisciplinary treatment teams can be 
used to treat aggression, self-injurious behavior, property destruction, 
and emotional dysregulation in children with ASD (Siegel & Gabriels, 
2014). But one caveat in referencing psychiatric hospitalization data is 
that the information is largely retrospective and uncontrolled.

Other studies have examined the efficacy of pharmacotherapy while 
participants continued their behavioral therapy not associated with the 
study. Shea et al. (2004) found risperidone to be effective in treating dis-
ruptive behaviors in children with ASD when participants were allowed 
to continue behavior therapy throughout the medication trial, provid-
ing evidence that pharmacological treatments can be beneficial for those 
who have prior experience with behavioral therapies.

Benefits and Limitations of Combined Treatments

An integrated treatment approach may promote greater improvements in 
target behaviors through increased collaboration among professionals, 
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which is essential when individualizing a treatment plan that combines 
medication and psychological approaches. Several models describe a 
collaborative approach to treatment planning among medical, psycholog-
ical, and educational providers that strongly emphasize data collection 
to inform the team of the individual’s progress and the next steps of treat-
ment (Ellis et al., 2007).

True collaboration, however, requires time, resources, and organiza-
tional support. Treatment team members must dedicate adequate time 
to consult with each other. A high degree of collaboration is required 
to ensure coordinated changes in behavioral or pharmacological 
approaches. To create a functional and collaborative treatment model, 
Mohr et al. (2002) suggest a few key elements: a shared understanding of 
different models, effective communication, respect for team members, 
multidisciplinary input, ability to resolve dynamic tensions, and adequate 
resources. Although combining treatment approaches requires more 
effort, researchers and practitioners should continue to scientifically 
evaluate the efficacy of such integrated care.

Summary and Recommendations

Overall, more published evidence-based treatment protocols for youth 
and adults with ID or ASD are needed. In the meantime, some evidence-
based treatment protocols for children with disruptive behaviors may 
be applied to youth with ID or ASD. For example, Eyberg et al. (2008) 
emphasized parent training to be first priority for treating young children. 
Some evidence-based treatments for parent training include Parent–
Child Interaction Therapy (PCIT; Zisser & Eyberg, 2010) and the Parent 
Management Training-Oregon Model (Forgatch & Patterson, 2010). In 
addition, the Picture Exchange Communication System (PECS; Charlop-
Christy et al., 2002) can provide reduction in problem behaviors for children 
through aids in communication.

Further research is needed on differential effectiveness of medica-
tions in specific subgroups (e.g., responders vs. nonresponders, ID, ASD, 
chronic vs. episodic pattern) with aggression. Also, long-term research 
is urgently needed to determine the optimal approach for management 
of aggressive behavior and to compare groups treated with and without 
medications. If research controlling for severity symptoms can make 
this long-term comparison, patients and treating clinicians could make 
more well-informed treatment decisions before the initiation of treatment. 
Currently, insufficient research is available to determine how much 
behavior will improve, how long that will take, and how long psychotropic 
medications will be needed for ID and ASD subgroups.

Given the breadth of psychological treatment research discouraging 
an eclectic (as opposed to manualized) approach, further studies should 
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determine whether these recommendations apply to interventions 
for disruptive behaviors in individuals with ASD and ID. In addition, 
researchers should continue to examine the efficacy of psychological 
interventions in adults with developmental disabilities.

Owing to the lack of research comparing combined treatment meth-
ods to psychological or pharmacological approaches alone, future stud-
ies should include a combined condition. This methodology would 
provide more information about which psychological treatments work 
well in combination with pharmacological treatments and whether the 
benefits of combined treatments are maintained for both children and 
adults with ID or ASD. Furthermore, although theoretical and practi-
cal recommendations exist to guide professionals in collaborating on 
a multidisciplinary team, research should study the optimal levels with 
which these teams should collaborate. For example, research should 
examine the method (e.g., presentation of objective data) and frequency 
with which treatment teams need to communicate to maintain a strong 
collaboration.

Our overarching conceptual model for this evidence-based practice 
case vignette was the Bioecological Model of Human Development 
(Bronfenbrenner & Morris, 2006), which was applied using the 
Therapeutic Family Assessment Model described by Heffer 
et al. (2003). A contextual systems orientation is foundational to 
the Bioecological Model that maps how a person’s biology fuels 
development within the interwoven and transactional context of 
proximal and distal layers of influence, such as the family, com-
munity, culture, and society. The Therapeutic Family Assessment 
Model evaluates influences proposed in the Bioecological Model 
specific to an individual’s or immediate family’s cognitive, affec-
tive, behavioral, structural/developmental, and communication/
interpersonal domains of functioning. Assessment information 
across domains is gathered using multiple assessment strategies, 
including both formal and informal and self-report or observa-
tional techniques. Initial assessment defines treatment goals and 
ongoing assessment refines treatment and clarifies appropriate 
and socially valid treatment outcomes.

Tony, the eldest of three children in his home, was a 13-year-old 
Hispanic male with ASD and borderline intellectual functioning and 
moderately low adaptive behavior levels. Tony’s parents were profes-
sionals with a college education. Spanish and English were spoken in 
the home. Family, community, and church support were important 
aspects of this family. Cultural characteristics of familismo and respeto 
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(i.e., importance of the extended family in making decisions about 
treatment/support and emphasis on being respectful toward people 
based on age or educational authority, respectively) were obvious 
in Tony’s nuclear and extended family. Overall, a collaborative- 
consultative approach with Tony and his parents considered fam-
ily values, goals, dual-language/cultural emphases, developmental 
needs, family time and obligations, and sibling concerns/roles.

The Special Education (SPED) team at Tony’s school deter-
mined him eligible for services as an Individuals with Disabilities 
Education Act–defined student with autism when he was a pre-
schooler and subsequently developed consecutive iterations of 
an individualized education plan (IEP) for him. Triennial SPED 
reevaluations tracked Tony’s levels of intellectual and adaptive 
behavior functioning; ASD-related and other behavioral–emotional 
patterns; formal and classroom-based academic skills; social and 
interpersonal skills; and response to academic, social skill, and 
behavioral–emotional focused interventions. IEP goals and patterns/
levels of functioning also were tracked and modified via annual, 
and more frequently when needed, IEP review meetings that 
included Tony’s parents.

During the first few weeks of Tony’s transition to the seventh 
grade on a middle school campus (the previous academic year he 
was on a fifth- and sixth-grade intermediate school campus), his 
parents and teachers noted behavioral changes. He became more 
disruptive and inattentive at school, more oppositional at home, 
and seemed more resistant to changes in his routine, and he 
increased the frequency, duration, and intensity of his emotional 
outbursts at home and school. Tony’s parents met with his devel-
opmental–behavioral pediatrician about these behavioral changes, 
and she referred them back to a community-based psychologist who 
had provided services to them on and off throughout Tony’s devel-
opment. It became clear to the psychologist that these behavioral 
changes were a function of a common developmental trajectory 
of ASD (with borderline intellectual functioning) interacting with 
aspects of changes in Tony’s maturation, school campus, and family 
(e.g., his parents were challenged by how best to respond to Tony’s 
experiences in early adolescence and developmental changes and 
coping responses of his younger siblings). In addition, the psycholo-
gist learned that Tony’s problematic behavior pattern extended to 
his after-school appointments at a local rehabilitation center and 
decided that a team approach to evidence-based assessment and 
treatment was needed. Communication and coordination of 

(continued)
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services occurred between Tony’s psychologist, physician, parents, 
school psychologist and teachers, and local rehabilitation center 
personnel (i.e., speech–language pathologist, occupational therapist, 
and ABA autism specialist).

A functional behavior analysis (FBA) conducted in the home, 
school, and rehabilitation center by the psychologist, school psy-
chologist, and autism specialist revealed problematic behavior pat-
terns of (1) frequent disruptive vocal/verbal outbursts accompanied 
by emotional dysregulation, (2) frequent inattention/distractibility,  
(3) occasional hand flapping, and (4) occasional noncompliance with 
instructions from adults. The “core” treatment team (i.e., psycholo-
gist, school psychologist, and autism specialist) consulted by phone 
conference to review FBA data and then continued every week for a 
month to evaluate change over time and design/monitor treatments. 
The “full” treatment team (i.e., parents, psychologist, rehabilitation 
center staff, and school staff) then met to review the FBA data and 
develop a behavior intervention plan (BIP) for his IEP, which was also 
adapted to nonschool settings. The full treatment team then met in 
October and December of the Fall semester, including some by phone 
conference, to collaborate, coordinate services, monitor progress, and 
design/modify interventions.

A changing criterion design (Gresham, 2014) was used to evalu-
ate baseline levels of each of the four targeted behaviors across 
each of the three settings and then to identify behavioral changes 
once interventions were implemented. The psychologist, school 
psychologist, and autism specialist conducted regular (weekly 
initially and then, after four weeks, monthly) treatment integrity 
checks to ensure that adults at home, school, and the rehabilitation 
center were consistently, accurately, and uniformly implementing 
the interventions. The psychologist conducted in-session observa-
tions of the parents implementing the interventions with Tony and 
provided feedback to the parents to refine their approach. Similar 
integrity checks were conducted by the school psychologist with 
Tony and school staff and by the autism specialist with Tony and 
the rehabilitation center personnel.

Vocal/emotional control was targeted first (owing to the sever-
ity and chronicity of the behavior and interruption of Tony’s and 
his peers’ activities), and focused attention, appropriate use of 
hands, and looking at adults and complying with instructions were 
subsequently targeted, in the listed order. Behavioral and PT/E 
interventions were developed in the school BIP (and applied to 
rehabilitation and home settings) based on the FBA. Specifically, 

(continued)
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for Tony’s classrooms, rehabilitation center appointments, and time 
at home, a token economy system (Walker & Gresham, 2013) that 
included social reinforcement of appropriate behaviors and a pic-
ture exchange communication system (Charlop-Christy et al., 2002) 
was developed. The psychologist, school psychologist, and autism 
specialist provided training for parents, school staff, and rehabili-
tation center staff, respectively. In addition, the psychologist pro-
vided the parents with PT/E interventions gleaned from the Parent 
Management Training-Oregon Model (Forgatch & Patterson, 2010) 
and further informed by guidelines in Chedd and Levine (2012) 
and Goldstein and Naglieri (2013). Essential components included 
antecedent-prevention strategies, positive reinforcement, planned 
ignoring, daily scheduling/structure, compliance training, and 
instructional methods for teaching new skills.

Improvements were observed across the four problem areas, but 
levels remained problematic and disruptive. For example, Tony’s 
levels of compliance with adult instructions (once his attention to 
the instructions was fully obtained) improved substantially across 
all three settings. In addition, his hand flapping was reduced 
to once or twice per school week, no incidents at rehabilitation 
center appointments, and only several times per week at home. 
Even so, adults continued to need to redirect and refocus Tony 
because of his distractibility and inattentiveness. In addition, 
although the duration of Tony’s vocal/verbal outbursts reduced 
from 15 to 5 minutes at home and from 15 to 2 minutes at school 
and the rehabilitation center, the frequency (twice per rehabili-
tation appointment, four to five times per day at school and at 
home on weekends) and intensity remained problematic. School 
staff needed to remove students from the classroom for safety and 
disruption reasons, for example, until Tony regained emotional 
control, and the rehabilitation staff could not reliably complete 
Tony’s appointments that included social skill and peer interaction 
components.

At the parents’ request and authorization, the psychologist 
consulted with the physician and provided a summary from the 
core treatment team to accompany her medication evaluation 
appointment with Tony and his parents. Based on this clinical 
information, she decided to add risperidone to the behavioral 
treatment plan. The core treatment team continued to monitor 
and implement nonpharmacological interventions, and the physi-
cian monitored his response to medications, including possible 
adverse reactions.

(continued)
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The combined treatment approach resulted in acceptable levels 
of functioning across the four problems targeted, such that prob-
lem behaviors decreased further and reached appropriate levels for 
a youth with ASD. Specifically, the addition of risperidone resulted 
in slight weight gain, but also further reductions of hand flapping 
to one to two occurrences per week across settings and reduc-
tions of vocal/verbal outbursts to one to two occurrences per week 
across settings. Typical duration of the vocal/verbal outbursts was 
reduced to 0.5–1 minute, and the intensity levels did not necessitate 
removal of others nearby for safety and disruption reasons. Further, 
school and rehabilitation staff much more effectively accomplished 
Tony’s social skill and peer interaction skills training, with posi-
tive behavioral results for Tony after two months of his risperidone 
use. Compliance with adult instructions continued to remain at 
improved levels, and adults’ need to redirect and refocus Tony as 
a result of his distractibility and inattentiveness improved even 
further following use of risperidone.

The core team continued to consult regularly, and the full team 
met twice in the school Spring semester to monitor and coordinate 
services. The last meeting was at the end of the Spring semester and 
focused on generalization and maintenance of treatment effects 
and planning for the next school year and for summer activities at 
home and the rehabilitation center.

Note

1 The views expressed in this publication are those of the authors and do not 
reflect the official policy or position of the Department of the Army, Department 
of Defense, or the US Government.
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11 Mood and Personality Disorders

Mimi Sa

The dynamic of overwhelming urges that surpass an individual’s ability 
to control them is the theoretical origin of disruptive behaviors. As dis-
cussed in prior chapters, lack of self-control can be caused by biologic 
factors (such as reduced levels of serotonin levels, as reported by Worbe  
et al., 2014), developmental events (such as childhood abuse, as discussed 
by Brodsky and Stanley, 2008), or a combination of both. Poor self- 
control can lead to impulsive behaviors. Such individuals frequently fail 
to predict negative outcomes for their behavior and are poor at delaying 
gratification (Barkley, 1997). Impaired self-control can also lead to defi-
cits in regulation of emotion, a fundamental element of most mood and 
personality disorders. Dysregulation of emotion coupled with impulsivity 
are key ingredients in behaviors that defy social norms (as seen in antisocial 
personality disorder) and cause significant impairment in functioning 
(prevalent in both mood and personality disorders).

Impulsive individuals tend to have elevated motor activity/agitation, 
pay less attention to their surroundings, and fail to plan ahead. Krahe 
(2013) asserts that lack of self-control and aggression are frequently prev-
alent in impulsive individuals. She defines aggression as a behavior that 
is intended to harm or injure another living being. As discussed below, 
aggression is frequently a primary therapeutic target when working with 
major depressive disorder (MDD), bipolar disorder (BD), borderline 
personality disorder (BPD), and antisocial personality disorder (ASPD).

Disruptive impulsive urges are associated with more aggressive and 
violent behaviors, more legal infractions, higher rates of relapse, and 
higher rates of suicide attempts and completions. According to Moeller 
et al. (2001), impulsivity is more prevalent in individuals with mood and 
personality disorders than other psychiatric patients or healthy controls, 
making those diagnostic categories particularly important for discus-
sion when considering treatment of disruptive behaviors. Moeller et al. 
(2001) add that any treatment of mood and personality disorders should 
expressly focus on treatment of impulsivity for maximum symptom reduction 
and treatment response.
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Mood Disorders Characterized by Disruptive Behaviors

The most catastrophic yet preventable disruptive behavior is suicide, and 
depression is the most common underlying disorder of suicidal behaviors 
(Centers for Disease Control and Prevention, National Center for Injury 
Prevention and Control, 2012). Suicide is one of the leading causes of death 
and is a major public health concern worldwide. Impulsivity and aggression 
are more prevalent in depressed individuals who attempt and complete 
suicide (Corruble et al., 2003; Oquendo et al., 2004) than those who do 
not. In their 2005 study of males who had completed suicide, Dumais 
et al. (2005) found that younger depressed suicide victims (ages 18–40) 
were more impulsive and aggressive than same-age depressed nonsuicidal 
controls or older suicide victims. Also, the younger suicide victims used 
more violent means of taking their life than the older victims. While the 
authors do not theorize as to the cause of this finding, biological differ-
ences (such as higher levels of testosterone and underdeveloped prefron-
tal cortex, which manages impulse control) between younger and older 
subjects seem plausible. The authors also reported the risk for suicide in 
depressed subjects increased with the presence of comorbid aggressive/
impulsive personality disorders and alcohol abuse/dependence.

Corruble et al. (2003) looked at the effects of impulsivity on rates of 
suicide. They identified three dimensions of impulsivity: behavioral loss 
of control, nonplanning, and cognitive impulsivity. The authors found a 
positive correlation between recent suicide attempts with elevated behav-
ioral loss of control and cognitive impulsivity.

Swann et al. (2005) found that impulsivity in bipolar subjects contrib-
uted to the risk for suicidal behavior, and subjects with the most lethal 
suicide attempts had the highest impulsivity scores. In their follow-
up study, Swann et al. (2009a) found that impulsivity as a trait is more 
prevalent in bipolar subjects than nonbipolar subjects. Similarity, Swann  
et al. (2009b) found the severity of impulsivity is positively correlated with 
early onset of symptoms, more frequent manic or depressive episodes, 
and more suicide attempts. Impulsivity includes impairments in atten-
tion and response inhibition, and individuals with bipolar disorder were 
impaired in both aspects, leading to difficulties with delaying rewards 
and resulting in more disruptive acts. Moreover, severity of the illness 
directly correlates with the degree of impairment in response inhibition.

Diagnostic Considerations

Major depressive disorder in the United States is the number one cause 
of disability, reduced productivity, and costs of health care (Greenberg 
et al., 2003). Individuals with this disorder are characterized by feelings 
of sadness/depression for most of the day and anhedonia for at least two 
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weeks. They experience significant impairment in functioning in major 
areas of their life such as social interactions, professional performance, 
or self-care. Additional presence of irritability and impulsivity is nega-
tively associated with prognosis. It is most highly comorbid with anxiety 
disorders, as identified in the 2005 National Comorbidity Survey (Kessler 
et al., 2005). Significant correlations were as follows: generalized anxiety 
disorder, or GAD (r = 0.62), agoraphobia (r = 0.52), and posttraumatic 
stress disorder (r = 0.50). Alcohol dependence was significant at r = 0.37 and 
drug dependence at r = 0.40.

Bipolar I disorder is the most severe of the cycling mood disorders. 
People with this diagnosis experience extreme mood states that fluctu-
ate between depression and mania, sometimes experiencing both at the 
same time. Mania is associated with a decreased need for sleep, high 
energy levels, feelings of grandiosity, hyper-goal-driven behaviors, and, 
most importantly, impulsive high-risk behaviors (such as sexual promis-
cuity, gambling, substance abuse, or aggression toward self and others). 
The depressive episodes in BD are similar to those of major depression. 
Individuals may also exhibit a mixed-mood state (a combination of major 
depression and manic features), which is potentially more dangerous 
because increased psychomotor energy may result in impulsive/violent 
acts. Similar to MDD, BD is most highly comorbid with anxiety. For this 
disorder the highest correlations are as follows: agoraphobia (r = 0.52), 
panic disorder (r = 0.51), and GAD (r = 0.49).

A new diagnosis, disruptive mood dysregulation disorder (DMDD), has 
been identified in the fifth edition of the Diagnostic and Statistical Manual of 
Mental Disorders (DSM-5) to capture children who have severe nonepisodic 
irritability and hyperarousal similar to that seen in mania and hypomania, 
but who lack the clearly defined manic and depressive episodes character-
istic in bipolar disorder. The diagnosis was created in part to address a 
controversy over the dramatic increase in the number of children being 
diagnosed with bipolar disorder over the past 15 years, and the common 
practice of treating these children with mood-stabilizing medications, many 
of which have significant potential for dangerous side effects. Leibenluft 
(2011) in her literature review argued that nonepisodic irritability in chil-
dren is a separate phenotype from the more classic bipolar disorder seen in 
children with clearly delineated mood episodes. In the longitudinal stud-
ies she reviewed, nonepisodic irritability in children was relatively common 
and positively correlated with an increased risk for developing anxiety and 
unipolar depression in adulthood, but not bipolar disorder. She also found 
that familial rates of bipolar disorder were highly elevated for those chil-
dren with classic bipolar symptoms but no more elevated than the general 
population for children with nonepisodic irritability. Leibenluft (2011) 
defined severe mood dysregulation as the presence of irritability with out-
bursts of anger that are extreme and enduring, interspersed with episodes 
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of sadness, and reported that the impairments children suffer from these 
symptoms (which essentially constitute DMDD as defined in DSM-5) are 
equally as severe as symptoms of bipolar disorder.

Prevalence and Course

Based on data from the National Comorbidity Survey replication of 2005 
(Kessler et al., 2005), the lifetime prevalence of MDD is 16.6% of the 
adult population, but DSM-5 reports a lower 12-month prevalence of 7% 
(American Psychiatric Association [APA], 2013). These differences may 
be due to the age segment studied—prevalence of MDD in the 18–29 
age group is three times higher than among those age 60 or older (APA, 
2013). Untreated depressive episodes can last from 6 to 18 months, but 
average is about 8 months. Treated episodes typically last from six weeks 
to three months. In depression treated with medications, episodes tend 
to return, especially when antidepressants are discontinued prematurely. 
The average age of onset is 14.5 years of age.

Bipolar symptoms usually appear during the late adolescent years, 
but they can emerge at any time from early childhood into one’s 50s. 
According to a study by Brotman et al. (2006), the lifetime prevalence 
for bipolar disorder (N = 1,420) was 0.1%, and DSM-5 reports a 12-month 
prevalence of 0.6% (APA, 2013). For a small number of people diagnosed 
with bipolar disorder, symptoms will improve with medication to the 
point that medications will no longer be necessary, but it is more typical 
for manic and depressive episodes to reoccur. The chances of having a 
second manic episode are virtually 100% (Kessler et al., 2005), but with 
treatment the risk drops to 50%. A high percentage (82.9%) of bipolar 
patients are classified as severe and often require inpatient treatment. At 
least half of the cases start before age 25. Individuals with bipolar disor-
der have higher rates of arrest and incarceration than individuals with 
no mental illness and are overrepresented in jails and prisons. They have 
more work-related disruption and more interpersonal conflicts.

Information about the prevalence and course of DMDD is not yet avail-
able, as it is a new disorder first listed in DSM-5. Brotman et al. (2006) 
previously reported lifetime prevalence of DMDD-like symptoms (N = 
1,420) to be 3.3%. DSM-5 estimated 6- to 12-month prevalence to fall in 
the 2%–5% range and suggested that symptoms of the disorder are likely 
to diminish as children transition into adulthood (APA, 2013).

Personality Disorders Characterized by Disruptive Behaviors

The impulsivity, aggression, and irritability prevalent in personality disor-
ders are considered to be stable traits that are more resistant to therapeutic 
interventions than symptoms in other disorders (Moeller et al., 2001). In 
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order for the individuals to meet criteria for a personality disorder, they 
must display “an enduring pattern” of internal experience and behaviors 
that are significantly impaired relative to their culture and must display 
impairment in at least two of the following four areas: distorted cognitions, 
emotional dysregulation, impaired impulse control, and poor interper-
sonal functioning. These traits must be present independent of the indi-
viduals’ mood state. BPD and ASPD are the two personality disorders most 
associated with disruptive behaviors, and the only personality disorders in 
which disruptive behaviors are listed as core symptoms (APA, 2013).

Lawrence et al. (2010) closely examined the role of impulsivity in BPD 
by dividing impulsivity into two categories: preference for immediate grat-
ification and rejection of longer-term rewards. They found that subjects 
with BPD had a tendency toward immediate gratification and rejection 
of longer-term rewards, independent of negative emotion and feelings of 
rejection. The authors concluded that the impulsivity inherent in BPD is 
a trait that is characteristic rather than reactionary. This finding has impor-
tant implications for treatment planning and prognosis.

The difference between impulsive and nonimpulsive behaviors is most 
salient in ASPD. In their study, Moeller et al. (2001) divided inmates with 
ASPD into two categories: those who had committed impulsive acts of 
aggression and those who had committed premeditated acts of aggres-
sion. They found a strong biologic marker in the impulsive subjects, but 
not in those who planned their crime. Specifically, impulsive inmates had 
inferior verbal skills and lower peak P300 evoked-potential amplitude 
levels. Furthermore, antiepileptic medications dramatically reduced the 
aggressive behaviors of impulsive inmates, while the aggressive behaviors 
of the premediated actors did not decline. Similarly, Coccarro et al. (1989) 
found reduced levels of 5HT in individuals with mood and personality dis-
orders who displayed suicidal and impulsive/aggressive behaviors. Moeller 
et al. (2001) assert that treatments for ASPD must include screening for 
impulsivity and consideration of possible underlying biologic substrates.

In an effort to clarify the role of impulsivity in antisocial behaviors, 
Swann et al. (2010) compared male subjects on parole with ASPD to 
males with no psychological disorder. Impulsivity was broken down into 
inability to evaluate a situation thoroughly before responding (rapid-
response impulsivity) and inability to delay response despite a larger 
reward (reward-delay impulsivity). The authors found that the ASPD sub-
jects were impaired in rapid-response impulsivity, and the more severe 
the ASPD, the more impulsive they were.

Diagnostic Considerations

Antisocial personality disorder and BPD are grouped in Cluster B (known 
as the “dramatic, emotional, erratic cluster”) of personality disorders and 
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account for the largest prevalence of disruptive behaviors among person-
ality disorders (Moeller et al., 2001). The correlation between personality 
disorders and other psychological diagnoses is higher for Cluster B than 
either Cluster A or C disorders (Lenzenweger et al., 2007).

Individuals with ASPD typically do not feel remorse for their behav-
iors, but they can at times pretend to show regret and empathy when it 
is in their best interest to do so (such as in front of a judge). Such indi-
viduals often pursue gratification of their needs with disregard of the 
rights of others; they tend to be impulsive, irritable, and aggressive. The 
socially deviant behaviors of this disorder must be present by age 15, must 
be enduring in nature, and cannot be better accounted for by another 
psychological disorder.

Borderline personality disorder is one of the most widely researched 
of the personality pathologies, perhaps owing to the often violent, dis-
ruptive, and impulsive nature of the behaviors common in this disorder. 
Individuals with BPD tend to have intense and unstable emotions and 
thus impaired relationships with others. They are often afraid of being 
abandoned and can respond in violent, dramatic ways when they feel 
slighted by others. They tend to see the world in black and white and will 
often swing from overvaluing to undervaluing those around them. They 
have an unstable sense of self and have difficulty maintaining a solid,  
consistent lifestyle. Such individuals commonly harm themselves and 
punish those around them.

Linehan (1993) explains that, unlike major depressive disorder, indi-
viduals with BPD are not depressed at baseline but often exhibit bursts 
of “affective instability” that can last anywhere from a few hours to a few 
days and do not meet criteria for a mood disorder. Individuals with BPD 
struggle with regulation of emotions and can have brief flare-ups of sad-
ness, anxiety, or anger. They also tend to be impulsive behaviorally and 
prone to self-injury, mutilation, and suicide attempts. Linehan (1993) 
explains that many individuals with BPD have adopted extreme behaviors 
in order to obtain the desired validation when their environment fails to 
respond to less extreme behaviors.

Prevalence and Course

According to Lenzenweger et al. (2007), the prevalence rate for ASPD 
among adults in the United States is 0.6%, and rates are higher in males 
than females (about 3:1). In one study, Alegria et al. (2013) found that 
women with ASPD reported more frequent childhood emotional neglect 
and sexual abuse and parent-related adverse events during childhood. 
The women in their study displayed less violent antisocial behaviors than 
men but had higher rates of aggressiveness and irritability. The women 
also reported higher rates of being victimized, were more functionally 
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impaired, and had less social support than their male counterparts. The 
authors argued that because there are gender differences in origin and 
expression of antisocial behaviors, there should be gender-specific treat-
ment programs. ASPD is highly prevalent among incarcerated individuals 
and is characterized by ongoing participation in illegal activities, hostility 
toward others, dishonesty, and recklessness. The course of the disorder 
tends to be chronic and is negatively related to early onset of antisocial 
behaviors and substance abuse (Loeber et al., 1993).

Although it is commonly believed that BPD is more prevalent in 
women, in an analysis of the Wave 2 National Epidemiologic Survey data, 
Grant et al. (2008) found no statistically significant gender differences 
(overall rate at 5.9%, males at 5.6%, and females at 6.2%), although there 
was a numerically larger rate of females identified in treatment. Native 
American males, younger adults, and single adults (whether separated, 
divorced, or widowed), and those with lower incomes and education were 
overrepresented. Jovev et al. (2013) found childhood abuse (specifically 
sexual abuse and neglect) to be a significant predictor of BPD. They 
also found a positive correlation between severity of abuse and severity 
of behavioral symptoms. The expected outcome for people with BPD 
is more positive than previously believed. Recent studies report that up 
to 88% of people with the disorder experience significant improvement 
over time (Grant et al., 2008).

Comorbidity of Mood and Personality Disorders

The mood and personality disorders discussed herein are characterized 
by aggression and impulsivity, and the co-occurrence of these disorders 
increases the likelihood of disruptive symptoms. For example, Soloff 
et al. (2000) found that the comorbidity of BPD with a major depressive 
episode increased the number and seriousness of suicide attempts as well  
as hopelessness, while impulsive aggression specifically increased the risk of 
suicidal behavior. Although the impulsivity characteristic of BPD was not 
by itself a predictor of more attempts or increased lethality, the combina-
tion of the static trait of impulsivity with depression and the correspond-
ing hopelessness increased severity and frequency of suicide attempts.

There are compelling correlates between the disruptive behav-
iors common in ASPD and BD, especially with relation to impulsivity. 
Barzman et al. (2007) found high rates of illegal acts (53%) among ado-
lescents who had recently been diagnosed with BD, and early onset of 
BD was positively correlated with antisocial behaviors in juveniles, with 
an increased likelihood of incarceration. Accordingly, Barzman et al. 
(2007) asserted that there is a higher prevalence of incarcerated indi-
viduals with BD than in the general population. Swann et al. (2010) 
found that impulsive behaviors such as abuse of substances and suicide 
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attempts were more likely in individuals with comorbid ASPD and BD 
than with either disorder alone.

Swann et al. (2010) investigated the effects of what they called “trait 
impulsivity” on severity of illness in subjects with BD, ASPD, and the two 
disorders combined. They viewed impulsivity as both trait-like (a stable 
characteristic of an individual’s behavior often seen in ASPD) and state-
like (such as precipitated by the increased noradrenergic release during a 
manic episode). The two can co-occur and compound the severity of each 
other. Swann et al. found subjects with BD alone or ASPD alone were more 
impulsive than nonpathological controls, and subjects with BD, regardless 
of whether they had comorbid ASPD, were more impulsive than individu-
als with ASPD alone. They concluded that the compounding of BD on 
top of ASPD is negatively associated with prognosis because of increased 
impulsivity. Interestingly, Swann et al. found that impulsivity was not asso-
ciated with severity of the crime for subjects with ASPD. They concluded 
that premeditation is associated with severity of the crime and is more 
characteristic of the calculating nature found in ASPD.

Solitary Pharmacological Treatments for Mood Disorders

Many studies have investigated the effectiveness of antidepressant and 
mood-stabilizing medications for symptom reduction in mood disorders, 
and some of those specifically reviewed the benefits of using medications 
to reduce aggressive and impulsive symptoms. Grunebam et al. (2013), 
for example, compared the selective serotonin reuptake inhibitor (SSRI) 
paroxetine to the norepinephrine-dopamine reuptake inhibitor (NDRI) 
buproprion and their effects on suicidal behaviors and thoughts. They 
found paroxetine to be statistically superior (p < 0.001) to buproprion in 
reducing suicidality in subjects with MDD who had made prior suicide 
attempts or current suicidal ideation.

Similarly, Zisook et al. (2011) compared the effectiveness of escitalo-
pram, buproprion, mirtazapine, and venlafaxine in addressing suicidal-
ity among subjects with MDD. For those subjects who began the study 
with suicidal ideation, all treatment conditions reduced suicidal thought 
(with the escitalopram plus buproprion condition showing superiority 
after 12 weeks). In depressed subjects with no baseline suicidal ideation, 
however, no one treatment condition prevented suicidal thought better 
than another. By contrast, the mirtazapine plus venlafaxine condition 
resulted in four subjects with no prior history of suicidal ideation attempt-
ing suicide. The authors therefore cautioned against the combination of 
mirtazapine with venlafaxine.

All antidepressants can potentially increase suicidal thought (Breggin, 
2003), and serotonin agents in particular can increase suicidal/homicidal 
ideation, violence, hypomania/mania, and insomnia, constituting the 
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very symptoms that may lead to disruptive behaviors and severe functional 
impairment. Thus antidepressants must be used with caution, especially 
in BD. It is recommended that BD be ruled out before SSRIs are started.

As seen in the STAR*D study, as many as 60% of patients do not obtain 
remission from their symptoms from one antidepressant (Berman et al., 
2007). Aripiprazole is an effective adjunct to standard antidepressant 
medications, and it has been shown to produce significantly superior 
remission of depression symptoms when used in conjunction with an 
antidepressant versus placebo plus antidepressant. Aripiprazole may be 
effective in treating refractory unipolar depression owing to its mood-
elevating serotonin and dopamine partial-agonism, coupled with the 
anger-modulating properties of its weak stimulation of the D2 receptor 
that is less activating than endogenous dopamine.

Leibenluft (2011) argued that because DMDD appears to be a sepa-
rate phenotype from BPD, and because children with DMDD are most 
likely to develop unipolar depression or anxiety in adulthood, then first-
line treatments for DMDD should include SSRIs or stimulants. She sug-
gested that stimulants should be considered because of their effectiveness 
in the treatment of impulsivity and asserted that, unlike in BPD, SSRIs 
and stimulants are not likely to cause mania or mood dysregulation in 
DMDD because of its diagnostic uniqueness from BPD. A current clinical 
trial is comparing treatment of DMDD in children with citalopram plus 
a stimulant versus a stimulant plus placebo (clinicaltrials.gov identifier 
NCT00794040).

According to the Canadian Network for Mood and Anxiety Treatments 
(CANMAT) by Yaltham et al. (2013), the first-line treatments for BPD 
in Canada are lithium, lamotrigrine, valproate, olanzapine, quetiapine, 
aripiprazole, and risperidone long-acting injection. Lurasidone alone or 
in combination with lamotrigrine is the new second-line treatment, and 
asenapine is the new third-line treatment.

Lithium has long been a treatment of choice for BPD patients world-
wide. It is lauded for its neurogenerative properties and antidepressant 
effects, and it is well established as being effective in reducing aggression. 
Of great importance is its superior effectiveness in reducing suicidality, 
as reported by Gonzalez-Pinto et al. (2006). In their study, these authors 
found only 2 in 100 subjects who adhered to their lithium treatment 
attempted suicide, while 11.4 in 100 subjects who stopped their lithium 
treatment attempted suicide (a fivefold increase in suicide attempts when 
lithium was discontinued). Although effective, lithium often causes severe 
side effects, and common reasons for discontinuation include renal dam-
age (Tredget et al., 2010) and thyroid abnormalities (Gyulai et al., 2003). 
Gyulai et al. (2003) found that subjects with rapid-cycling BD were more 
likely to have thyroid abnormalities, a condition likely unmasked during 
a lithium trial, owing to the robust effect of lithium on the reduction of 
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serum thyroxine. In their study, Lazarus et al. (2009) found that subjects 
had up to 40% chance of goiter and 20% chance of hypothyroidism in 
bipolar lithium users. Gyulai et al. (2003) suggest initially checking thy-
roxine levels and performing an ultrasound to measure thyroid size at 
baseline and then annually after that for patients using lithium chroni-
cally, especially for patients with a family history of thyroid disorders.

Lamotrigrine is being used with increased frequency for stabilization 
of BD. It has been found to improve stabilization in rapid-cycling BD and 
is more effective in treating the depressive episodes of the disorder than 
the other antiepileptic drugs (Bowden et al., 2004; Muzina et al., 2005). 
Lamotrigrine appears less useful in the treatment of acute mania. It is 
appealing for its side-effect profile (less weight gain and metabolic con-
cerns per Morrell et al., 2003) but does have the rare potential to cause 
the life-threatening Stevens–Johnson syndrome. Bowden et al. (2004) 
report 0.1% incidence among adults for this syndrome. According to 
Bowden et al., lamotrigrine was well tolerated and should not be avoided 
as a treatment choice because of this rare risk (which starts as a rash). 
They found the highest predictor of a serious rash from lamotrigrine was 
a serious rash in response to other antiepileptics.

Valproate has a great deal of evidence for its utility in the reduction 
of aggression, impulsivity, and suicidality of BD. In a recent study, Woo 
et al. (2014) found valproate to be superior to lithium when both were 
paired with an antipsychotic in preventing rehospitalization during the 
first year after discharge. Valproate can cause weight gain and metabolic 
abnormalities, Chang et al. (2010) found that it caused higher insulin, 
triglyceride, and body mass index and lower glucose and high-density 
lipoprotein cholesterol versus controls, and is also known for causing 
agranulocytosis. Rahman et al. (2009) found up to 26% of participants 
in his study developed the white blood cell disorder with much higher 
incidence for African Americans—44% of those with the disorder versus 
Caucasians at 29% and Latinos at 11%.

With the advent of second-generation antipsychotics (SGAs), and their 
improved side-effect profile, many prescribers have turned to them for 
use in both the acute and maintenance treatment of disruptive behaviors 
in BD. While all of the SGAs have proven effective in the reduction of dis-
ruptive behaviors in BD (Singh et al., 2013), the medications vary signifi-
cantly in their side-effect profile (specifically metabolic concerns), which 
can be an essential component to choosing the appropriate medication.

Rummel-Kluge et al. (2010) compared the metabolic side effects of 
SGAs. They found olanzapine caused the most weight gain, then clozapine 
and risperidone. Quetiapine led to the highest increase in cholesterol, and 
olanzapine produced the highest increase in glucose. Boyda et al. (2013) 
looked at two novel SGAs (asenapine and iolperidone), compared them 
to olanzapine, and found that asenapine produced negligible metabolic 
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changes, while iolperidone caused substantial metabolic liability compa-
rable to olanzapine. Of all SGAs studied, Citrome et al. (2014) found that 
aripiprazole was associated with the lowest risk of metabolic abnormalities. 
It is most associated with movement disorders (i.e., akathesia) and gastro-
intestinal disturbances. These studies should be used as a guide for the 
prescriber to consider when choosing a mood-stabilizing agent.

Interestingly, Romo-Nava et al. (2014) in their randomized controlled 
trial (RCT) showed that 5 mg of melatonin significantly attenuated the 
negative metabolic effects of SGAs used in BD patients. The melatonin 
reduced diastolic blood pressure, weight gain, and fat mass versus pla-
cebo to a highly significant degree. The authors concluded that melato-
nin may be a cost-effective option for mitigating the unwanted metabolic 
effects of SGAs.

To date, no treatments have been approved by the US Food and Drug 
Administration (FDA) that can resolve depression or suicidal behaviors 
within hours of administration. In one study, Zarate et al. (2012) found 
that a single infusion of ketamine (0.5 mg/kg) administered on two days, 
two weeks apart, reduced depression and suicidal ideation within 40 min-
utes of each infusion in 79% of subjects, while 0% responded to placebo. 
They reported that the only significant side effect was dissociation. The 
authors conclude that ketamine produces a rapid, safe, and effective 
response to depression and suicidal ideation in individuals with BD.

A novel treatment for bipolar depression is modafinil or armodafinil. 
These medications are FDA approved for narcolepsy but have been shown 
to significantly reduce depression without triggering mania in two RCTs 
(Calabrese et al., 2010; Frye et al., 2007).

Because medications used to treat disruptive symptoms often pose sig-
nificant risks of medical complications and serious side effects, herbal 
approaches have been considered. Hallahan et al. (2007) looked at the 
effects of omega-3 fatty acids on subjects who had committed repeated 
acts of self-harm that included impulsive, aggressive, and hostile behav-
iors. They reported that 1.2 g of omega-3 significantly improved mood 
and overall well-being, and suicidal thought was greatly reduced. The 
supplement did not reduce levels of impulsivity and self-injurious behav-
ior, but the authors suggest that further studies should look at whether 
higher doses of the fatty acid could provide even more benefit for the 
treatment of impulsive and disruptive behaviors. Because most patients 
tolerate these compounds with few (if any) risks and adverse effects, 
further potential benefits of this approach should be investigated.

Benefits and Limitations of Pharmacotherapy as Sole Treatment

One of the main benefits of using medications for the treatment of mood 
disorders is the speed with which beneficial effects usually take place 
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(especially in the case of ketamine). In the acutely manic, severely dis-
ruptive, or suicidal patient, immediate response to treatment is critical. 
Because many different types of health-care providers (including gen-
eral physicians) can prescribe psychotropics, access to these medications 
often is easier than access to psychotherapists. Also, the cost may be less 
of a burden, especially as insurance coverage of medication treatments 
can be superior to coverage of psychotherapy treatment. The investment 
of time is also less significant; once patients are stabilized on medica-
tions, they usually require periodic follow-up, whereas active psycho-
therapy requires regular office visits. On the other hand, psychotropic 
medications in some patients cause significant adverse effects, and this is 
especially true in mood-stabilizing agents. Because these medications are 
often hard to tolerate, many patients discontinue them, further limiting 
their utility.

Solitary Psychological Treatments for Mood Disorders

Psychotherapy is recommended for depressed individuals who have 
significant psychosocial stress, interpersonal conflict, a comorbid per-
sonality disorder, have access to psychotherapy providers or who pre-
fer therapy over medications. APA guidelines list cognitive-behavioral 
therapy (CBT), interpersonal psychotherapy (IPT), and psychodynamic 
therapy as evidence-based psychosocial interventions for depression 
(APA, 2010), and many of these treatments specifically address disrup-
tive behaviors and symptoms.

In a randomized controlled study, for example, Brown et al. (2005) 
showed that CBT is an effective intervention for the prevention of sui-
cide attempts in individuals who have already attempted. In a fairly brief 
amount of time (about eight sessions), they were able to reduce suicide 
attempts by 50%. Psychodynamic therapy has also been shown to be bene-
ficial. Maina et al. (2005) found that psychodynamic therapy was superior 
to placebo in the remission of depressive symptoms and had longer-lasting 
effects than supportive psychotherapy at six months follow-up.

Alavi et al. (2013) found that weekly outpatient CBT reduced suicidal 
ideation and hopelessness in depressed adolescents who had attempted 
suicide within the past three months. They compared outcomes to sub-
jects in a wait-list control condition and found a significant reduction 
in suicidal ideation (54%–77% reduction). This finding is particularly 
important because suicide is the number one cause of death for adoles-
cents, in part because of their increased impulsivity and reduced amount 
of coping skills.

On the other end of the age spectrum, Heisel et al. (2014) found that 
a 16-session course of IPT reduced suicidal ideation, thoughts of death, 
and depressive symptom severity and also improved perceived meaning 
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in life, social adjustment, perceived social support, and psychological 
well-being in geriatric patients. This finding is particularly important 
in that geriatric individuals complete suicide every 97 minutes in the 
United States, and older white males have the highest rates of suicide 
completions among all segments of the population. Geriatric patients 
also exhibit greatest risks of significant adverse effects from psychotropic 
medications, and therefore effective reduction in suicidality via psycho-
therapy is uniquely important in this population.

Miklowitz (2006) reports that, in his review of studies, he did not find evi-
dence for superior efficacy of one psychotherapeutic modality over another 
in the treatment of mood disorders. However in an interesting study by 
Kwan et al. (2010), the authors examined patient preference as a relevant 
factor in response to treatment. They found that preference for modal-
ity affected how much patients engaged in treatment, including whether 
they started treatment, stayed in treatment, attended appointments, and 
formed positive therapeutic rapport. Those factors ultimately influenced 
treatment outcomes and reduced depressive symptoms when preference 
was adhered to. The authors concluded that it is therefore important to 
consider the patients’ beliefs, knowledge, and opinions about different 
treatments when selecting the therapeutic approach, as ignoring those fac-
tors could alienate the patients and reduce treatment compliance.

Similarly, Givens et al. (2007) found that ethnicity significantly affected 
preferences for depression treatment. In their study, African Americans, 
Asian Americans, and Latinos were more likely to prefer psychotherapy 
to pharmacology in the treatment of depression, as the majority did 
not believe depression is biologic in origin and that antidepressants are 
addictive. Instead, the subjects expected counseling and prayer to be 
more effective.

Because DMDD is a new diagnosis, there are currently no psycho-
therapies that have been found to be effective in evidence-based clini-
cal research. Previously, Leigh et al. (2012) found CBT to be helpful in 
the reduction of irritability and for the regulation of mood in children 
with similar symptoms to DMDD. A current clinical trial involves a pilot 
RCT looking at a customized form of dialectical behavior therapy (DBT) 
designed to help children reduce the irritability and impulsivity charac-
teristic of DMDD (clinicaltrials.gov identifier NCT01862549).

Bipolar disorder more commonly requires treatment with medica-
tions, especially in cases where more severe symptoms are evident, and 
psychotherapy is often used as an adjunct to medication treatment. But 
some research about effectiveness of psychotherapy, especially for dis-
ruptive symptoms of BD, is beginning to emerge. In a small study by Van 
Dijk et al. (2013), for example, DBT was found to be effective in the treat-
ment of BD, and subjects improved their affective control (thus reduc-
ing suicidality), had fewer emergency room visits, and fewer mental 

www.clinicaltrials.gov


220 Mimi Sa

health–related admissions in the six months following treatment. In 
another study, Ives-Deliperi et al. (2013) found that mindfulness-based 
cognitive therapy increased the ability of subjects with bipolar disorder 
to regulate their emotions. There are similarities between mindfulness-
based cognitive therapy and DBT, both of which teach the individual to 
regulate their emotions and reduce impulsivity.

Benefits and Limitations of Psychotherapy as Sole Treatment

Psychotherapy is a process of learning strategies to overcome symptoms 
(including aggressive and impulsive tendencies), and therefore it inher-
ently produces longer-lasting results than pharmacotherapy. Psycho-
therapy is intended to continue until the patient has gained the skills 
needed to maintain remission of symptoms, thus aiding the prevention 
of future episodes. By contrast, the benefits of medications usually end 
when patients stop taking them.

Psychotherapy is also noninvasive and does not introduce compounds 
into the body that may produce adverse effects. This is particularly 
important in the treatment of children, geriatric patients, pregnant 
women, or patients with comorbid medical conditions. Similarly, some 
psychotropic medications can be lethal if taken in high doses, which 
can be a crucial factor in choice of intervention for the suicidal patient. 
For example, the introduction of antidepressant medications has been 
reported to initially increase suicidal thoughts in certain patients, espe-
cially in children and adolescents, and consequently these medications 
carry a black box warning.

Conversely, the benefits of psychotherapy usually require some length 
of time to take effect—often weeks or months—which may not be an 
option for the acutely suicidal patient. Similarly, individuals in acute 
manic episodes are less likely to respond to therapy and may require 
immediate pharmacological intervention for their personal safety (Frank 
et al., 2005). Psychotherapy also necessitates a larger investment of time 
and money, as most psychotherapies require 10–26 weekly or biweekly 
sessions, each lasting an hour. By contrast, the use of medications usu-
ally requires an initial appointment with the prescriber and perhaps two 
to three follow-up appointments over the next several months. For some 
individuals, pharmacotherapy is more cost and time effective.

Combined Treatments for Mood Disorders

Combination treatment may conceptually offer the benefits of both mono-
therapies, but relatively little research has examined combination treat-
ments for mood disorders that specifically address disruptive symptoms. 
Wiles et al. (2013) looked at adults with treatment-resistant depression  
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and found CBT to be effective when combined with medication at reducing 
symptoms of depression, including associated disruptive features. They 
found that the benefits of this therapeutic combination met the higher 
standard of symptom remission (rather than only treatment response), 
and benefits lasted over 12 months.

Schramm et al. (2007) compared the combination of IPT with phar-
macotherapy versus pharmacotherapy with clinical management for 
inpatients with MDD. They found that patients who received IPT with 
medications had superior response rates (71% vs. 51%), higher remis-
sion rates (49% vs. 34%), and retained greater treatment gains at three 
months follow-up (including reduced rates of disruptive behaviors) than 
subjects who received medication with clinical management. The authors 
conclude that these findings should have implications for the design of 
inpatient treatment programming for patients with MDD.

De Jonghe et al. (2004) compared the efficacy of treatment of MDD 
between psychotherapy alone and in combination with antidepressants. 
The authors found that both treatment modalities significantly reduced 
depressive symptoms (using three different standardized instruments), 
but the combined treatment modality was significantly more effective 
than psychotherapy alone. However, there were several subjects who 
dropped out of the study because they initially wanted only psychother-
apy but were placed in the combination group. The authors concluded 
that while combination therapy did prove to be more effective in the 
treatment of depression over 24 weeks, patient preference for treatment 
is an important factor in effectiveness.

In some cases, patients initially fail to respond to either monotherapy, 
and clinicians may need to consider whether pharmacotherapy should 
be added to psychotherapy (or vice versa). Dekker et al. (2013) randomly 
assigned subjects with moderate depression into either a short-term psy-
chodynamic therapy group or treatment with an antidepressant. Those 
patients with less than 30% symptom improvement after eight weeks were 
offered combined treatment. Interestingly, 40% of patients wanted to 
continue with their monotherapy in spite of poor response. By the end 
of treatment, those patients who had started with psychodynamic ther-
apy had improved more than those initially receiving antidepressants. 
However, Dekker et al. (2013) also found significant improvement when 
subjects who had been poor responders to monotherapy received combi-
nation therapy. The authors concluded that starting with psychotherapy 
may be preferable in mild to moderately depressed individuals (given the 
superior response) and that, once again, patient preference is an impor-
tant factor when choosing treatment strategies.

Leibenluft (2011) argues that, because DMDD appears to be on 
a continuum with unipolar depression, the treatment protocol for 
DMDD should parallel that of MDD. Therefore, as mentioned above, 
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the combined treatment of antidepressants with psychotherapies that 
focus on reduction of impulsivity and disruptive behaviors (such as 
CBT and DBT) is recommended.

In addition to unipolar depression, CBT combined with mood sta-
bilizers has been shown to be more effective clinically and more 
cost eff icient in the treatment of BD than medication alone. Lam  
et al. (2005) selected nonacute outpatients with BD who were having fre-
quent mood relapses (including disruptive behaviors) in spite of taking 
prescription mood stabilizers. They found that subjects who completed 
CBT spent 110 fewer days over 30 months in a bipolar episode (defined 
as meeting criteria for major depressive, hypomanic, or manic episodes) 
reported significantly better mood and social functioning ratings, 
and were better at managing their bipolar symptoms than subjects who 
took medications alone.

Miklowitz et al. (2007) compared the effectiveness of IPT to brief col-
laborative care in conjunction with pharmacotherapy in treatment of 
bipolar depression. They found that patients in the IPT group had higher 
recovery rates by the end of one year and shorter time to recovery than 
patients in the collaborative care cohort. Patients in the IPT group were 
also 1.58 times more likely to be asymptomatic during any month in the 
study than those in collaborative care (p = 0.003). The authors concluded 
that IPT was superior as an adjunct to pharmacotherapy than brief treat-
ment for enhancing stabilization from bipolar depression.

Benefits and Limitations of Combined Treatments

As seen in the above studies, the benefits of using combined treatments 
include superior treatment outcomes (such as fewer hospitalizations for 
impulsive behaviors and reduced suicide rates), as well as responses that 
are both faster (via medications) and more enduring (through psycho-
therapy). The superior efficacy of combined treatments are especially 
compelling in light of large studies such as the STAR*D trial, which 
showed response rates around 30% to first-line medications, and studies 
showing response rates around 50% to psychotherapy alone. The faster 
response rates to medications can improve patients’ receptivity to psy-
chotherapy as well as their motivation for change, while psychotherapy 
is important in strengthening medication compliance, reducing stigma 
of treatment for mental illness, engaging family support, and gaining 
insight into the destructive nature of impulsive behaviors. Psychother-
apy can assist the patient in creating a healthy response style to stressors, 
while medication can help reduce the perceived sensation of sadness, 
hopelessness, irritability, anger, and suicidality.

On the other hand, limitations to utilizing both modalities include 
the cost, time commitment, and in some cases the increased difficulty of 
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accessing two different treatment providers. Also, as mentioned above, 
pregnant women, children, and geriatric patients may not be able to 
safely tolerate many psychotropic medications, while other patients may 
have cultural or personal beliefs against medications or psychotherapy. 
Language can be a greater barrier in psychotherapy than medications, 
as communication is an essential component and adequate interpretive 
services are often unavailable, too expensive, or inappropriate when 
conducting psychotherapy. Non-English-speaking patients tend to come 
from low socioeconomic status; further reducing many of their options 
for accessing or affording either treatment modality.

Solitary Pharmacological Treatments for Personality 
Disorders

Second-generation antipsychotics have shown significant promise in the 
reduction of impulsivity in BPD and ASPD. Zanarini et al. (2004) in their 
preliminary randomized trial found that in patients with BPD, olanzapine 
either alone or combined with fluoxetine was superior to fluoxetine alone 
in reducing impulsive aggression. While Nickel et al. (2006) found that 
aripiprazole was significantly effective in reducing patients’ scores on the 
SCL-90, HAM-D, HAM-A, and State-Trait Anger Expression Inventory 
compared to placebo, and they concluded that aripiprazole is effective in 
reducing the volatile and aggressive behaviors common in BPD.

In their open-label study, Rocca et al. (2002) found risperidone to sig-
nificantly reduce aggression and improve overall global functioning in 
BPD subjects when given an average of 3.27 mg/day, and the side-effect 
profile was reportedly well tolerated. Villeneuve and Lemelin (2005) also 
conducted an open-label study of 23 outpatients with BPD and found that 
low doses of quetiapine (250 mg +/–50 mg) significantly improved impul-
sivity and hostility as well as social and global functioning. Walker et al. 
(2003) found that quetiapine significantly reduced irritability, impulsiv-
ity, and aggressiveness in four patients with ASPD referred to a maximum-
security psychiatric facility.

With regard to antiepileptics, Pinto and Akiskai (1998) found lamotrig-
ine to be effective in attaining remission of the disruptive symptoms of 
BPD in patients who had been previously unresponsive to medication 
trials. At one year follow-up, all participants no longer met criteria for 
BPD. Hollander et al. (2003) in their placebo-controlled double-blind 
trial found that divalproex significantly reduced impulsive aggression in 
subjects with BPD.

Topiramate had an inverted U-shape effect on the reduction of aggres-
sion in antisocial subjects in a study by Lane et al. (2009). The authors 
found that acute doses (> 400 mg/day) were effective in the reduction of 
aggression, but smaller doses (100–300 mg, peaking at 200 mg) actually 
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led to an increase in aggression. The authors concluded that, similar to 
the effects of alcohol on gamma-aminobutyric acid-A (GABA-A) recep-
tors, a lower level of stimulation on the GABA-A receptor can lead to 
aggression, while a higher level can lead to reductions in irritability and 
aggression.

In a case study, Newman and McDermott (2011) found that 40 mg of 
propranolol taken twice daily significantly reduced the aggressive, impul-
sive, and violent behaviors of a man with ASPD. The man also stated that 
he felt better able to control his emotions, less frustrated, and less irri-
table on the medication. His caseworker concurred. This individual had 
been erroneously diagnosed with bipolar disorder, had not responded 
well to treatment with mood stabilizers and antipsychotics, and had been 
hospitalized over 50 times because of his disruptive behaviors.

In their review, Rosenbluth et al. (2012) concluded that when select-
ing medications for the treatment of personality disorders, it is impor-
tant to focus on symptom relief versus resolution of the disorder. To 
that end, the authors suggest that for treatment of depressive symptoms 
SSRIs are a good choice, whereas mood stabilizers and antipsychotics 
are the medications of choice for aggression, hostility, and impulsiv-
ity. Another consideration in choice of psychotropic for patients with 
personality disorders is safety. Medications that can be lethal if taken 
in overdose (such as tricyclics and some benzodiazepines) should be 
avoided in impulsive personality-disordered individuals with a history 
of self-harm or depression.

Benefits and Limitations of Pharmacotherapy as Sole Treatment

While medications may be effective in the reduction of aggression and 
impulsivity, they only work as long as the patient is compliant with treat-
ment. The benefit of medications is that subjects quickly obtain reduc-
tions in impulsivity, which in some cases could save lives. Medications are 
often more cost effective and more accessible than psychotherapy, as all 
prescribers can usually provide them. Also, compliance in long-term psy-
chotherapy is often poor in individuals with personality disorders.

The drawback is that in most cases, once the medication is terminated, 
so is the benefit. Pharmacotherapy may reduce symptom acuity (in some 
cases) but does not teach the psychosocial skills needed for long-term 
adaptive functioning. Also, suicide attempts are prevalent in BPD, and 
alcohol and drug abuse are more common in both BPD and APD, mak-
ing the potential lethality of some psychotropic medications an essen-
tial clinical consideration. Much care should be taken when selecting 
medications to treat patients who exhibit significant impulsive behaviors, 
suicidality, and drug abuse/dependence, symptoms that are common in 
individuals with these personality disorders.
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Solitary Psychological Treatments for Personality Disorders

Unlike mood disorders, personality disorders are considered to be char-
acterological in nature and tend to present as chronic and pervasive 
while causing considerable interpersonal dysfunction and psychological 
distress. They are considered by many to be more difficult to treat than 
most other disorders, in part because these individuals often do not seek 
mental health treatment, and those who do drop out about 70% of the 
time (Dingfelder, 2004).

Borderline personality disorder is the most studied of all personality 
disorders (perhaps because of patients’ extremely volatile, disruptive, 
and often life-threatening behaviors), and the most researched psycho-
therapeutic intervention for this disorder is DBT, developed by Marsha 
Linehan (1987). Since the inception of DBT, several other empirically 
validated therapeutic modalities for treatment of BPD have emerged, 
including two psychodynamic psychotherapies, transference-focused psy-
chotherapy (Clarkin & Kemberg, 2004) and mentalization-based therapy 
(Bateman & Fonagy, 2009), and another cognitive-behavioral therapy 
called schema-focused therapy (Giesen-Bloo et al., 2006).

In a study by Linehan et al. (2006), the authors compared the effec-
tiveness of DBT versus psychotherapy that was nonbehavioral in treating 
suicidal behaviors and overall psychological functioning in BPD subjects. 
The authors found that DBT produced superior results to the contrasted 
therapeutic modality. Specifically, the DBT participants were half as 
likely to attempt suicide (p = 0.005), required fewer hospitalizations due 
to suicidal ideation (p = 0.004), were less likely to drop out of treatment 
(p < 0.001), had fewer psychiatric hospitalizations (p = 0.007), and had 
fewer visits to the emergency department (p = 0.04) than participants who 
received the alternate intervention.

Mentalization-based treatment (MBT) was compared to structured 
clinical management (SCM) for subjects with BPD in a study by Bateman 
and Fonagy (2009). The results of this study showed that both groups had 
improved outcomes from their disruptive symptoms, but participants in 
the MBT group showed more dramatic declines in both self-reported and 
clinically reviewed problems, including suicide attempts and hospitaliza-
tions. The authors assert that the benefit to this modality is the simplicity 
of the training process, thereby making the intervention more accessible 
in health-care facilities and across different providers.

Giesen-Bloo et al. (2006) directly compared schema-focused therapy 
(SFT) to transference-focused psychotherapy (TFP) in the treatment of 
BPD. Their findings showed that both modalities were effective in reduc-
ing the disruptive symptoms of BPD, but SFT was superior to TFP for 
all measures, and dropout rates for TFP participants were higher. After 
three years of treatment, participants in the SFT group were more likely 
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to recover (p = 0.04) or display clinical improvement (p = 0.009) than 
those from the TFP group. Also, SFT participants reported a larger 
improvement in quality of life than TFP patients (p < 0.001).

With regard to ASPD, a 2012 study by Cullen et al. (2012) examined 
male inpatients in a secure forensic setting who had committed antiso-
cial acts. They found that their rehabilitative cognitive skills program 
reduced violence, verbal aggression, and disruptive behaviors in inmates 
with impaired impulse control. The program was not effective for inmates 
who had committed premeditated antisocial acts, again underscoring the 
need for clear psychological differentiation between impulsive versus cal-
culated antisocial behaviors. This finding creates important implications 
for future treatment designs and raises the question of a possible need to 
subtype the disorder (impulsive vs. calculating).

Gerhart et al. (2013) implemented a 14-week cognitive-behavioral 
program for violence reduction using subjects with Cluster B personal-
ity disorders. They found that individuals who were ready to change had 
better outcomes to treatment than those who were resistant to change. 
Both ASPD and BPD subjects (who were motivated to change) had higher 
responsiveness to their program than subjects with narcissistic personal-
ity features (who were not motivated to change). ASPD subjects responded 
to treatment at a rate similar to subjects with no personality disorder, 
while subjects with BPD responded at faster rates. Because BPD subjects 
had the highest willingness to change, they were the best candidates for 
this treatment program.

Benefits and Limitations of Psychotherapy as Sole Treatment

Because of the chronicity of disruptive behaviors common in the above-
mentioned personality disorders, learning coping skills, de-escalation 
techniques, management of triggers, and practice of good self-care in 
particular are critical to long-term treatment gains. Interpersonal con-
flict is such a common source of psychic distress in BPD that improve-
ments in interpersonal skills and affect regulation techniques (including 
self-soothing and ability to tolerate being alone) are likely to bring about 
a significant reduction in impulsive behaviors and overall distress. Simi-
larly, teaching individuals with ASPD methods of expressing anger and 
getting their needs met without violence are likely to dramatically reduce 
incidences of impulsive violence.

Lethality and acute symptom exacerbations are also common in these 
disorders, and must be quickly addressed to improve safety. In those cases, 
psychosocial treatments may not act quickly enough, and medications may 
be essential. Deeply violent individuals must be immediately subdued, and 
in those cases medications (along with physical restraints) may be the only 
recourse. Learning to avoid triggers and gaining skills to modulate anger 
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often takes many months to years. Whenever the provider is faced with the 
immediate safety of the patient or others around the patient, psychosocial 
treatments alone are usually not sufficient.

Combined Treatments of Personality Disorders

There are limited studies that examine combination therapies for per-
sonality disorders, but some research findings are beginning to emerge. 
Vaslamatzis et al.’s (2014) naturalistic study compared combined therapy 
versus psychotherapy only for treatment of severe impulsivity and suicidal-
ity in personality-disordered inpatients. They found that psychodynamic 
psychotherapy alone was effective in reducing impulsivity, while com-
bined treatment was more effective for reducing suicidality rather than 
impulsivity. In another small study, Bellino et al. (2010) showed that treat-
ing BPD subjects with a combination of IPT with fluoxetine was superior 
in the reduction of disruptive behaviors to the use of fluoxetine alone.

There are some studies that assess mono versus combined therapies 
of comorbid mood and personality disorders. For example, Kool et al. 
(2003) found that subjects with comorbid mood and personality disor-
ders in the combined treatment group exhibited reductions in the severity 
of both personality pathology and depression, whereas subjects in the 
medication-only group revealed reductions only in severity of depression. 
In another study, Kool et al. (2007) compared combined therapy (medi-
cations with psychodynamic psychotherapy) to pharmacotherapy only 
for depressed patients with or without comorbid personality disorders. 
They found that combined therapy was significantly superior in reduc-
ing depressive symptoms in patients with comorbid personality disorders, 
while combined treatment was no more efficacious than pharmacotherapy 
only in patients without added personality disorders.

Swartz et al. (2005) compared subjects with BD to those with BD and 
BPD combined. They found that the BD group responded much better 
to a combination of mood stabilizers with weekly psychotherapy (74% 
response rate) versus the BD–BPD subjects (25% response rate). The BD–
BPD group also required significantly higher doses of mood-stabilizing 
medications and had a higher dropout rate. But the authors concluded 
that even though the comorbid subjects were inherently much more dif-
ficult to treat and took longer to respond, they did have a significant 
amount of good responses to the combination treatment and recom-
mended combination treatment for these co-occurring disorders.

Benefits and Limitations of Combined Treatments

When using combined treatment in BPD and ASPD (especially with 
comorbid mood disorders), safety and stabilization (including reductions 
in impulsivity and aggression toward self or others) can often be achieved 
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more quickly and effectively with medications, while long-term coping 
skills, improved medication compliance, and global functioning are better 
addressed in psychotherapy. The combination may therefore provide both 
quick and lasting positive effects. Once the medication is eliminated, how-
ever, in most cases so is the benefit. Therefore adding cognitive reframing 
of interpersonal conflicts, gaining the skill of self soothing, and learning 
to de-escalate anger and aggression are all essential skills that must be 
addressed in psychotherapy to help people with these disorders gain signif-
icant long-term improvement of their disruptive and destructive behaviors.

On the other hand, it may not be feasible for an individual to partici-
pate in both modalities. Many individuals with BPD and ASPD deny that 
they have a personality disorder and blame other causes for their inter-
personal problems. In addition, these individuals often have difficulties 
maintaining employment and thus obtaining insurance, which can be a 
major obstacle in obtaining mental health treatment (especially psycho-
therapy). Even if they start psychotherapy, individuals with these disor-
ders often have trouble building rapport with a therapist. Thus attrition 
from psychotherapy is high, further limiting the likelihood of deriving 
benefits from psychological treatments.

Summary and Recommendations

Poor regulation of emotion coupled with high rates of impulsive behav-
iors (such as suicide attempts, self-injurious behavior, and violence 
toward others) are highly prevalent among individuals with the more 
severe mood disorders (MDD and BD) and those with ASPD and BPD. 
Impulsivity is even more prevalent when BD is comorbid with a personal-
ity disorder. The combination of both pathologies is negatively associated 
with severity of symptoms and prognosis. Among the studies reviewed, 
there was consensus that regulation of emotion, improved self-control, 
and reduction of impulsivity are critical to the successful treatment of 
severe mood disorders and the abovementioned personality disorders.

Treatments for those disorders should (1) evaluate the individual’s initial 
levels of impulsivity and self-control and (2) target improvement of those 
behaviors in treatment. In patients who are appropriate candidates for com-
bination treatment, the combination of psychotherapy with pharmacother-
apy appears clearly superior to either modality alone. Pharmacotherapy is 
essential for providing a faster stabilization of impulsivity/aggression and 
mood, while psychotherapy helps individuals gain an understanding of 
their disorder and its etiology as well as how to effectively cope and manage 
symptoms. Psychotropics assist with biologic stability, while psychotherapy 
is enduring and improves long-term functioning.

While the combined treatments are often superior, there are times 
when both modalities either cannot or should not be jointly implemented. 
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For example, some patients may not accept biological treatments, and no 
amount of psychoeducation may alter their perspective. In other cases, 
such as in pregnant females, geriatric patients already taking multiple 
medications, or young children, medication may be contraindicated.

In selecting the modality of psychotherapy, the provider must consider 
the needs and symptom presentation of the patient. While, on the whole, 
research findings do not reveal much statistical difference in effectiveness 
between modalities, some studies show superiority of CBT in reducing 
suicidality in adults with BD or unipolar depression, and superiority of 
DBT in managing the impulsive and violent behaviors common in BPD. 
Psychodynamic therapy appeared most appropriate when interpersonal 
conflicts were a relevant factor in symptom presentation.

Just as some patients may not be good candidates for treatment with 
medications, others may not be willing or able to dedicate the time 
needed for psychotherapy and may prefer medications. Some patients 
live in areas with few psychotherapists, and have greater access to medica-
tions through midlevel or primary care prescribers, while others may not 
be able to afford the cost of psychotherapy or may choose medications 
first, as they tend to provide faster onset of at least some improvement.

When selecting appropriate psychotropics, the provider must consider 
safety and lethality first. If the patient is acutely suicidal, tricyclic antide-
pressants, benzodiazepines, and antiepileptics should be used with caution. 
Comorbid substance-use disorders (or when other family members in the 
home have chemical addictions), metabolic concerns, or other health 
issues should also be evaluated for possible risks of certain psychotropics.

Whether medications, psychotherapy, or both modalities are most 
appropriate for patients with mood or the abovementioned personality 
disorders, the literature is clear that specifically targeting impulsive, dis-
ruptive, and violent behaviors should be paramount. The research find-
ings reviewed above should provide clinicians with a guide for treatment 
selection in a variety of clinical situations.

This case study provides an example of optimal utilization of com-
bined treatments for a male with bipolar disorder whose illness was 
characterized by a cluster of disruptive, impulsive, and destructive 
behaviors. The approach included a diagnostic evaluation to guide 
treatment selection as well as cultural assessment to better under-
stand the patient’s beliefs about his disorder and preferences for 
treatment and to comprehensively ascertain what treatments had 
been tried and failed with him in the past.

(continued)
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This 29-year-old Native American homosexual male from a 
remote part of the United States exhibited a long history of chemi-
cal abuse, prostitution for drugs and money, extreme violence, 
incarceration, and a series of severely high-risk behaviors. His par-
ents divorced when he was young, and he reportedly did not bond 
well with either of them. He bounced back and forth between the 
homes of his parents, both of whom were severely chemically depen-
dent. He dropped out of school around age 13 and ran away from 
home. He eventually ended up living on the streets in a major US 
city, quickly falling into a lifestyle of drugs and prostitution. The 
lifestyle he led was dangerous, often getting into serious fights or 
ending up in jail.

Because of his tribal affiliation, he was able to receive free health 
care. As part of a probation requirement, he agreed to complete 
chemical dependency inpatient treatment. While he learned a great 
deal about abuse and addiction issues, he found that being sober 
only unmasked his mental illness. During his sobriety, he real-
ized he had periods of time where he had trouble sleeping and felt 
like he was high on stimulant drugs (his friends thought he was 
too), while at other times he became so hopeless and depressed he 
wanted to die. The patient quickly relapsed with alcohol and heroin 
to help him sleep and stimulants when he was depressed. His cycle 
of prostitution, fighting, and drugs resumed.

He was again incarcerated and ordered to complete chemical 
and mental health treatment after his jail term was completed. He 
was diagnosed with depression and polysubstance addiction and 
treated with 150 mg of buproprion bid. The patient stated initially 
that the medication lifted his mood, but then he became violently 
manic and went out on a rampage of sex, drugs, and violence that 
led to him being severely beaten and hospitalized. Then he had 
to face more serious charges and served three years in prison. 
During that time he was able to remain sober but continued with 
promiscuous and violent sexual behaviors and wildly labile moods. 
He attempted to hang himself at one point and was put on suicide 
watch after that. While incarcerated, the prison doctor tried him 
on a series of SSRI medications, only to cause more severe lability 
and irritability.

When his moods permitted, he studied and read a great deal, 
with a particular interest in pharmacology. It was his dream to 
become a pharmacy technician. He was discharged from prison 
and hitchhiked his way across the United States until he ended 
up on a random Indian reservation. There he met a woman who 
was very nurturing but morbidly obese. She promised to take care 

(continued)
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of him if he would stop his promiscuity and drugs. The patient 
enjoyed the safety of being in her home and with her family, and so 
he and the woman married. But his moods continued to cycle, and 
when he was manic he would go to other cities and have sex with 
strange men and do drugs. His wife’s family found out about his 
behaviors, and he had many physical altercations with her brothers 
as a result.

He decided to seek mental health treatment again, and this time 
he met with a psychiatrist who again treated him for depression 
using medications such as mirtazapine, venlafaxine, and dulox-
etine. He discontinued the mirtazapine after one month because of 
excessive weight gain and a general feeling of lethargy. Venlafaxine 
made him agitated, as did duloxetine, so he stopped both of those 
medications as well and then discontinued seeing the psychiatrist 
owing to the lack of a positive response to his treatments.

After some more legal infractions and a threat from his wife that 
she would divorce him and leave him homeless if he did not stop his 
impulsive and destructive behaviors, he sought treatment with a psy-
chologist. After completing in-depth assessment, the psychologist 
diagnosed him with bipolar I disorder. The patient was started on 
25 mg of lamotrigine for mood stabilization and was slowly brought 
up to 200 mg/day. He reported noticing no serious side effects from 
the medication and felt less depressed and much less angry and vol-
atile on the medication. He fought less with his wife, but still longed 
for sexual contact with men.

He then began psychotherapy with the psychologist. He explored 
his sexuality and whether it was fair to his wife to remain with her 
when he was attracted to men (he was only rarely sexually active 
with his wife, preferring instead acts of mutual masturbation). It was 
a long and difficult process, as the patient had low self-esteem from 
the years of rape and violence he had endured and the humiliation 
from harassment for being gay (which can be particularly humiliat-
ing for a Native American male owing to the common rejection of 
homosexuality in their culture). The thought of being on his own 
was frightening, as each time he had been independent in the past, 
he had ended up homeless or in prison. But this time he went back 
to school to become a pharmacy technician, and because of his sta-
bilized mood he was able to refrain from abusing drugs and alco-
hol. He eventually became able to satisfy his homosexual urges by 
talking to men online, and his wife tolerated that.

Several times throughout his treatment, the patient decided he 
did not have bipolar disorder and discontinued his medication. 

(continued)
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Each time that happened, the consequences of his impulsive behav-
iors were significant. He relapsed into alcohol abuse and drove to 
another city to have anonymous gay sex. He either got into physical 
fights with his wife’s brothers or became violent with his homosex-
ual partners. During those periods he discontinued psychotherapy. 
These episodes lasted anywhere from weeks to months.

Finally, the patient decided he was tired of his chaotic lifestyle 
and of being in a loveless marriage. He returned to psychotherapy 
and was restarted on lamotrigine. But this time it did not have 
the same mood-stabilizing effects as it had previously. Therefore 
5 mg daily of aripiprazole was added, and the patient reported a 
significant reduction in his lability, insomnia, anger, and desire for 
high-risk behaviors. His depression became well controlled as well. 
He completed his training as a pharmacy technician, but instead 
decided he wanted to become a chemical dependency counselor 
for Native Americans, with a particular focus on dual diagnoses. 
He left his wife and moved to another city. There he completed his 
training and earned a license as an alcohol and drug counselor 
and soon after found a job in that field. He later reported he was 
in a committed relationship with a man, was satisfied with his new 
career, and was maintaining his medication regime. He stated that 
with his moods stabilized, he no longer desired multiple sexual 
partners, drugs or alcohol, and had no physical altercations with 
others.

The critical element of this patient’s treatment was starting with 
the correct diagnosis and not becoming distracted by his chemi-
cal abuse and illegal behaviors. Although he did abuse drugs and 
alcohol, that was a symptom rather than a primary disorder. His 
cycle of destructive, disruptive, and high-risk behaviors could only 
stop once his mood was stable. His intellect and desire to help oth-
ers were considerable strengths and elevated him to a high level 
of functioning once his mood was stable and he was able to think 
and feel clearly. To maintain sobriety without treating his mood 
disorder would have likely been impossible. Medications were cho-
sen that were tolerable to him, and once he felt better he quickly 
became able to build rapport with his provider, which further 
advanced his progress. Respect and consideration for his ethnic-
ity was critical, as was an understanding of his sexual orientation. 
A collaborative and nonjudgmental approach helped strengthen 
his self-esteem and turn his dangerous lifestyle into one that was 
healthy and productive.

(continued)
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Estimates are that 48.1 million individuals worldwide will have a diag-
nosis of dementia by 2020, and projections rise to 90.3 million by 2040 
(Prince et al., 2013). Dementia is a neurodegenerative change in cogni-
tive functioning resulting in functional impairment. Verbal outbursts 
and physical agitation are common as dementia progresses and some-
times lead to aggressive behaviors (Lyketsos et al., 2011). Disruptive 
behaviors may occur in 90% of individuals with dementia during the 
course of illness (Chiu et al., 2006). These behaviors are associated with 
an increase in institutionalization and contribute to caregiver burden 
(Chung & Cummings, 2000).

Compared to dementia—a chronic encephalopathy—delirium 
can be considered an acute encephalopathy. Delirium is a common 
complication in hospitalized older adults and prevalence increases 
with age, reaching 14% for those over the age of 85 (Inouye, 2006). 
The behavioral disturbances seen in delirium can result in increased 
medical problems, and hallucinations or delusions experienced dur-
ing periods of delirium can result in homicidal or suicidal behavior 
(Cole, 2004). Older adults who experience delirium are at three times 
greater risk of institutionalization and have higher rates of functional 
decline (American Psychiatric Association [APA], 2013). The preva-
lence and associated disruptive behaviors of both dementia and delirium 
place significant demands on both the health-care system and informal 
caregivers.

The behavioral disturbances affecting individuals with dementia or 
delirium also affect their caregivers. Caregiver burden is the cumula-
tive impact of physical, psychological, emotional, social, and finan-
cial stressors associated with caregiving (Kasuya et al., 2000). Langa 
et al. (2001) found that older adults without cognitive impairments 
required 4.6 hours per week of informal care, while those with mild 
dementia required an additional 8.5 hours, moderate dementia an 
additional 17.4 hours, and severe dementia an additional 41.5 hours 
of care per week.
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Diagnostic Considerations

Dementia

The fifth edition of the Diagnostic and Statistical Manual of Mental Disorders 
(DSM-5; APA, 2013) has replaced the diagnosis of dementia with a new 
diagnostic terminology of either mild or major neurocognitive disorder. 
Both new diagnoses have cognitive impairment as a core aspect, with the 
differentiating component being that everyday functioning (also known 
as instrumental activities of daily living, or IADLs) is impaired in major 
neurocognitive disorder but preserved in mild neurocognitive disorder. 
Mild neurocognitive disorder is analogous to the prior concept of mild 
cognitive impairment (MCI) that has developed over the past 20 years. 
While dementia is a change in cognition sufficient to impair function-
ing, MCI can reflect a prodromal stage of dementia. Major neurocogni-
tive disorders have the following criteria: (1) significant cognitive decline 
in at least one domain based on informant or patient report, or neuro-
psychological testing; (2) the cognitive deficits interfere with IADLs; (3) 
these deficits occur outside of delirium; and (4) the deficits are not better 
explained by another psychiatric disorder. Mild neurocognitive disorders 
share the same criteria with the exception of criterion (2).

Delirium

The DSM-5 classifies delirium based on the following criteria: (1) impaired 
attention and awareness; (2) the disturbance is acute and fluctuates; 
(3) at least one additional cognitive domain is affected; (4) the attention/
awareness and other cognitive domain change are not better explained by 
another condition; and (5) the disturbance is not due to another medical 
condition such as intoxication or withdrawal, toxin exposure, or a combi-
nation of etiologies.

Prevalence and Course

Alzheimer disease (AD) accounts for 60%–80% of cases and is the most 
common dementia presentation. Prevalence of the disease in the United 
States is 5.4 million cases, and incidence increases with age. Early clini-
cal symptoms may include memory difficulties, apathy, and depression, 
as well as the cardinal symptom of difficulty learning new information 
(Alzheimer’s Association, 2013). As the disease progresses, judgment 
becomes impaired, there is evidence of executive dysfunction, and behav-
ioral disturbances (wandering and inappropriate activities) are common 
(Chiu et al., 2006). To a lesser extent, anxiety/phobias and paranoid or 
delusional ideation may be seen, including phantom boarder syndrome 
and Capgras syndrome. Some researchers consider apathy, agitation, 
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anxiety, and irritability as the most prevalent symptoms in AD (Mega 
et al., 1996). Late-life depression with a strong apathetic component is 
considered to be a risk factor for AD and potentially a prodromal stage.

Vascular dementia can take the form of major hemorrhage, micro-
scopic bleeds, or small vessel ischemic changes and is generally considered 
to be the second-most common dementia etiology after AD. These two 
etiologies frequently co-occur, making the exact prevalence of vascular 
dementia difficult to calculate, but differences exist in clinical presenta-
tion. Incidence increases with age. A vascular etiology for dementia is 
supported when vascular risk factors are present and there is evidence of 
cortical vascular infarcts. Individuals with vascular dementia may be dis-
inhibited and aggressive, demonstrate paranoid/delusional ideation or 
anxiety, and have possible sleep disturbance (Chiu et al., 2006). Changes 
in appetite, depression, irritability, and apathy are common symptoms 
(Gupta et al., 2013).

The frontotemporal dementias (FTDs) are a rare category of neuro-
degenerative conditions that primarily affect the frontal and temporal 
cortices and comprise 5% of dementia cases. FTD often has an earlier 
onset (before age 65) than AD. Prevalence peaks in the late 60s and early 
70s and does not increase with advanced age. There are at least three 
common types of FTDs, including behavioral-variant FTD, primary 
progressive aphasia (PPA), and semantic dementia. Clinically, none of 
these have memory impairment as a primary symptom.

The FTDs have diverse behavioral presentations. The primary behav-
ioral complication of PPA is often related to the significant frustration these 
individuals feel because of their inability to communicate. Behavioral-
variant FTD has executive deficits as a core feature, but these individuals 
may perform completely normally on neuropsychological testing. There 
may be significant negative personality changes such as being disinhib-
ited, impulsive, sexually inappropriate with family members, displaying 
coarse and vulgar humor and language, and being hyperphagic or orally 
fixated. Activity disturbances dominate the clinical picture of behavioral 
variant FTD followed by paranoid/delusional ideation. Hyperactivity and 
lack of social awareness have been noted with aggressiveness and disinhi-
bition being more common in males (Diehl & Kurz, 2002).

Dementia due to Lewy body disease is often unrecognized and may 
be the most common etiology for dementia after AD. Neocortical Lewy 
bodies are found in 20%–30% of dementia patients at autopsy. Incidence 
does not increase with age. The occipital cortex is preferentially involved, 
leading to characteristic visuospatial deficits and visual hallucinations, 
leading to a misdiagnosis of psychosis. This is potentially dangerous, as 
patients with Lewy body disease may have a strong negative reaction to 
neuroleptic medications (Baskys, 2004). Other common features are a 
rapidly fluctuating level of alertness, abnormal REM sleep behaviors, 
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anosmia, and muscle rigidity that may appear Parkinsonian. As visual 
hallucinations may predominate the clinical presentation, aggression 
may result. A key feature is an abnormal lack of emotional response to 
the visual hallucination. Individuals describe the visual hallucinations as 
detailed and animate, which can lead to a variety of emotional reactions 
from amusement to fear. McKeith (2004) suggested that the persistence 
of visual hallucination can help distinguish the hallucinations from those 
seen in other dementias and in delirium.

Delirium can be a common comorbidity in dementia and occurs 
in 22%–89% of individuals age 65 or older (Flanagan & Fick, 2010). 
Incidence increases with age. By definition, the course of delirium is wax-
ing and waning in presentation. While cognitive abilities may appear to 
be globally suppressed in many cases, the main impairment in delirium is 
attentional in nature. Additionally, visual hallucinations and alterations 
in consciousness are common.

Solitary Pharmacological Treatments

Pharmacotherapy for disruptive behaviors in both delirium and demen-
tia should be used cautiously, as few high-quality randomized controlled 
trials (RCTs) exist. It is considered best practice to manage behaviors with 
psychosocial interventions first. Physiological contributions to behav-
ioral symptoms of delirium and dementia must be systematically ruled 
out before pharmacotherapy is considered. Examples of physiological 
contributions are illness/infection, sensory deprivation, polypharmacy, 
postoperative status, anesthesia, pain, and withdrawal from alcohol and 
sedatives. Additionally, current medications must be reviewed as benzo-
diazepines, corticosteroids, H2-receptor antagonists, sedative hypnotics, 
narcotics, chlorpromazine, thioridazine, meperidine, all tricyclic anti-
depressants, and all anticholinergic medications may induce or worsen 
delirium (American Geriatrics Society [AGS], 2012).

Medications for Disruptive Behaviors in Dementia

For the dementias, clinicians are encouraged to target both the patient-
specific symptoms and the underlying etiology. Most studies have focused 
on AD, as this is the most common etiology, so it is uncertain whether 
findings apply to other types of dementia. Although memory decline can 
be a primary presentation in AD, other progressive features or co-occurring 
factors, such as insomnia, may lie at the root of disruptive behaviors. For 
all medications considered for use in the elderly, the easily accessed Beers 
criteria of the AGS (2012) should be followed.

When psychosocial modalities are exhausted and the patient is not 
deemed dangerous, the following types of neuropsychiatric symptoms are 
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sometimes treated with medications: agitation, aggression, paranoid delu-
sions, hallucinations (usually limited to Lewy body dementia), depres-
sion, sleep disorders, wandering, and sexually inappropriate behaviors. 
The classes of medications used to treat these symptoms include the 
antipsychotics, nontricyclic antidepressants, trazodone, cholinesterase 
inhibitors, and memantine. Medications that are occasionally used but 
with limited evidence are the anticonvulsants (carbamazepine, valproate, 
gabapentin, lamotrigine), benzodiazepines, methylphenidate, melatonin, 
and hormonal agents that treat sexually inappropriate behavior (Press 
& Alexander, 2014). The treatment of sexually inappropriate behaviors 
with medications is understudied, but a review of case reports (N = 55) 
supports serotonergic medications as the first line of treatment, followed 
by antiandrogens, luteinizing hormone-releasing agonists, and estrogens 
(Guay, 2008).

Antipsychotics

Antipsychotics are not approved by the US Food and Drug Administra-
tion for treatment of behavioral disorders in patients with dementia, may 
increase all-cause mortality (1%–2% absolute risk), and carry black box 
warnings. There is a current initiative by Medicare to decrease antipsy-
chotic use in the elderly. The risk of mortality is increased most with halo-
peridol and least with quetiapine (Huybrechts et al., 2012). When good 
psychosocial interventions still leave patients with frightening disruptive 
delusions, paranoia, or hallucinations, an improved quality of life may 
outweigh the risk of earlier death in an elderly patient.

In a systematic meta-analysis of six first-generation agents (Sink et al., 
2005), there was insufficient evidence of efficacy for treating neuropsy-
chiatric symptoms of dementia. But systematic reviews of second-generation 
antipsychotics (Lee et al., 2004) have found modest and statistically sig-
nificant benefits with olanzapine or risperidone. A well-designed trial 
of patients with AD and either aggression, agitation, or psychosis for 
treatment with either olanzapine, quetiapine, risperidone, or placebo 
(Schneider et al., 2006) found support for olanzapine or quetiapine. 
Ballard et al.’s (2006) meta-analysis focusing on dementia found that 
aggression significantly decreased with risperidone or olanzapine and 
psychosis improved with risperidone, but they noted a high incidence of 
serious adverse events.

A 2013 Cochrane meta-analysis (Declercq et al., 2013) of studies 
withdrawing dementia patients from antipsychotics found that many 
dementia patients could safely discontinue these medications. In two 
of nine trials, however, there was significant behavioral deteriora-
tion in people with more severe baseline neuropsychiatric symptoms. 
Interestingly, some studies have found that antidepressants such as 
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citalopram or sertraline are as effective as antipsychotics in decreasing 
psychotic and other behavioral symptoms (Gaber et al., 2001; Pollock 
et al., 2007).

Benzodiazepines

Benzodiazepines carry significant cautions and should be avoided for 
treatment of insomnia and agitation in dementia. They are known to 
increase the risk of accidents in older individuals who metabolize them 
more slowly and may cause cognitive impairment in this group (AGS, 
2012). Tampi and Tampi (2014) conducted a review of five RCTs and 
did not find support for routine use of benzodiazepines to treat behav-
ioral and psychological symptoms; however, they may be used as a last 
resort. The five studies included in the review compared the following 
medications: (1) diazepam and thioridazine; (2) oxazepam, haloperidol, 
and diphenhydramine; (3) alprazolam and lorazepam; (4) lorazepam 
and haloperidol; and (5) intramuscular lorazepam, intramuscular 
olanzapine, and placebo. Significant differences in efficacy were not 
found for four of the studies; in one study, thioridazine likely had bet-
ter efficacy than diazepam and no significant differences existed in 
tolerability.

Anticonvulsants

Anticonvulsant medications decrease neuronal activity and have been 
historically used to treat mania. The most commonly prescribed anticon-
vulsants for psychiatric issues (lamotrigine, valproate, carbamazepine, 
and gabapentin) have Beers criteria cautions to avoid for patients with 
a history of falls or fractures. Hyponatremia, myelosuppression, or liver 
function abnormalities are possible and should be monitored. The few 
studies to examine their efficacy in dementia have found either limited 
support or have recommended against their use (Dolder & Nealy, 2012; 
Pinheiro, 2008). The literature regarding the use of this class of medica-
tions is equivocal, with skepticism surrounding off-label uses and case 
studies that support the use for managing sexual disinhibition (Frey-
mann et al., 2005); however, these should be considered only after all 
other means have been exhausted (Joller et al., 2013).

Medications for Disruptive Behaviors in Delirium

First-generation antipsychotics (usually haloperidol), second-generation/
atypical antipsychotics, and benzodiazepines are typically used to 
manage delirium. Expert consensus (Trzepacz et al., 2010) suggests that 
benzodiazepines should only be used when (1) the etiology of delirium 
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is clearly associated with alcohol or sedative withdrawal or (2) when an 
antipsychotic medication is contraindicated. Antipsychotics are often 
contraindicated because they can lower the seizure threshold and induce 
anticholinergic side effects and akathisia. Surveys suggest that benzodi-
azepines are commonly overprescribed for delirium (Francis, 2014). 
Generally, the lowest possible dose of benzodiazepine or antipsychotic 
medication for the shortest amount of time should be used.

Delirium-related psychotic symptoms and severe agitation may 
respond to low-dose haloperidol (Francis, 2014) and to the newer atypi-
cal antipsychotics that appear to have similar efficacy (Parellada et al., 
2004; Skrobik et al., 2004). A Cochrane meta-analysis (Lonergan et al., 
2007) found three studies that compared high- and low-dose haloperidol 
with risperidone, olanzapine, and placebo. The efficacy and incidence of 
adverse effects of low-dose haloperidol was similar to that of risperidone 
and olanzapine. High-dose haloperidol was associated with increased 
incidence of extrapyramidal effects in one study. Low-dose haloperidol 
decreased the severity and duration of delirium (but not incidence) when 
compared to placebo in postoperative patients. More recently, Yoon et al. 
(2013) examined haloperidol, risperidone, olanzapine, and quetiapine in 
a six-day prospective clinical observational study in hospitalized patients 
who met diagnostic criteria for delirium (N = 80). Those with dementia 
and comorbid psychiatric disorders were excluded from the study. The 
four medications were found to be equally safe and efficacious in treat-
ing delirium. The treatment response rate to olanzapine was poorer in 
subjects over the age of 75; the response rates to other antipsychotics were 
not different between the age groups. The researchers posited two expla-
nations for these differential rates: (1) they reasoned that olanzapine may 
induce more anticholinergic effects through an affinity toward musca-
rinic receptors and (2) some of the patients may have had dementia that 
was undiagnosed.

Benefits and Limitations of Pharmacotherapy as Sole Treatment

Many of the medications used to manage disruptive behaviors have 
cautions, but sometimes the benefits outweigh the risks or no safer sub-
stitution exists. But the tricyclic antidepressants are a clear example of 
medications that should not be used in older adults because of their anti-
cholinergic and orthostatic hypotension effects. In general, medications 
that have anticholinergic effects (interfere with acetylcholine) can induce 
symptoms that look like AD, particularly for individuals who are in a pro-
dromal stage of the disease. These medications are surprisingly common 
(e.g., most over-the-counter sleep aids, antihistamines, urinary inconti-
nence medication, etc.), and physicians sometimes do not recognize their 
contributions to symptoms.
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In general, the older antipsychotics are associated with extrapyramidal side 
effects and possible tardive dyskinesia, while the newer atypical antipsy-
chotics carry a risk of metabolic syndrome, including obesity, hyperlipid-
emia, and diabetes as well as agranulocytosis for clozapine. Antipsychotics 
are contraindicated in Lewy body dementia owing to a 30%–50% risk 
of life-threatening side effects such as irreversible Parkinsonism and 
autonomic dysfunction (Hake & Farlow, 2014). Long-term use of anti-
psychotics in mild to moderate AD is not associated with either a delay 
in nursing home admission or increased time to death (Lopez et al., 
2013). Benzodiazepines and anticonvulsant medications may result in 
decreased alertness. There are specific caveats with using antidepressants 
in the elderly. Tricyclic antidepressants are inappropriate with the excep-
tion of low-dose doxepin for sleep. Additionally, paroxetine has anticho-
linergic side effects and should be avoided. As discussed earlier, visual 
hallucinations and sleep disturbances are prevalent behavioral symptoms 
in dementia. Ballard (2013) found that cholinesterase inhibitors may be 
beneficial in reducing neuropsychiatric symptoms in this population, 
particularly those who experience visual hallucinations, and claimed 
these medications are generally tolerated well, providing an alternative 
to antipsychotics.

It is considered best practice for both delirium and dementia to exhaust 
psychosocial interventions before turning to pharmacotherapy. Corbett 
et al. (2012) recommend at least four weeks of ongoing assessment and 
monitoring, addressing underlying medical issues such as infection or 
pain, and implementing psychosocial treatment before considering phar-
macologic therapy. Even when pharmacotherapy is utilized, psychosocial 
interventions should be continued in order to utilize the smallest effec-
tive dose over the shortest period of time. As seen in this section, most 
of the medications considered for use in the treatment of delirium and 
dementia carry cautions for serious medication interactions, medical com-
plications, sedation, and falls. Therefore psychosocial interventions are 
preferred, and all interventions for elderly adults should be informed by 
the APA’s (2014) Guidelines for Psychological Practice with Older Adults.

Solitary Psychological Treatments

Practice guidelines recommend stepped care in treating behaviors that 
challenge (Brechin et al., 2013). Goals of psychosocial treatment are to 
prevent, manage, reduce, or eliminate behaviors that challenge. Psycho-
social interventions often attempt to address unmet needs or nonverbal-
ized experiences such as pain, boredom, feelings of loneliness or isolation, 
anger, fear, or depression. While substantial supportive research exists, 
much of the evidence is limited by poor-quality study design, small sample 
size, and lack of random assignment.
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Clear evidence for specific psychosocial techniques has remained chal-
lenging to discern, and intermittent evidence for specific techniques may 
not fully consider the multifaceted nature of disruptive behaviors (Bird 
& Moniz-Cook, 2008). One helpful conceptualization—which comes 
from the Newcastle biopsychosocial model (James, 2011) and takes into 
account life history, social environment, cognitive abilities, medication, 
emotions, health, and personality in considering routes to modify 
behaviors—is the iceberg analogy, which includes things caregivers cannot 
see in the affected individual (e.g., context, beliefs, physical issues,  
premorbid personality) that may influence behaviors that challenge.

Another useful strategy is the Treatment Routes for Exploring 
Agitation (TREA) model, a systematic method for individualizing non-
pharmacologic interventions. In an RCT of nursing home residents, 
the TREA intervention group received individualized care in which an 
unmet need was hypothesized, a treatment category was identified, and 
a specific treatment was individualized to the resident’s need, prefer-
ences, and abilities. Caregivers assigned to the control group were given 
an in-service presentation on causes of agitation and psychosocial meth-
ods. Research assistants directly observed agitated behaviors for two 
weeks. The TREA interventions produced significant declines in agi-
tated behaviors. Effect sizes were moderate for verbal aggression but 
large for physical nonaggressive behaviors and total agitation (Cohen-
Mansfield et al., 2012). These skills can be taught to families as well as 
nursing home staff.

In general, it is useful to consider psychosocial techniques as being 
organized into four categories: cognition-oriented, emotion-oriented, 
behavior-oriented, and stimulation-oriented approaches (American 
Psychiatric Association Workgroup on Alzheimer’s Disease and Other 
Dementias, 2007).

Cognition-Oriented Therapies

Cognition-oriented therapies generally aim to provide cognitive stimu-
lation for individuals with dementia and are used to address cognitive 
impairment in dementia. They often are mental exercises such as com-
mercially available computerized brain games. They generally show little 
efficacy for slowing cognitive decline. Cognitive therapy has shown 
some limited effect in reducing behavioral symptoms that may reflect 
underlying depressive or anxiety symptoms that may manifest as agita-
tion or resistance to care (Cipher et al., 2007). No single psychothera-
peutic approach has emerged as most appropriate and well validated for 
patients with dementia, though individual and group interventions have 
been explored. Most studies utilized a single approach, usually with weak 
methodology, and reported mixed evidence for efficacy.
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Emotion-Oriented Therapies

Emotion-oriented therapies seek to tailor treatment to address an indi-
vidual’s emotional needs. Emotions that are most frequently associated 
with behaviors that challenge are anxiety, anger, and depression. Often, 
persons with moderate to severe dementia cannot verbalize these 
emotions directly. There is insufficient evidence overall to recommend 
emotion-oriented therapies to reduce behaviors that challenge, but small 
well-designed studies show some promise for this approach (O’Neil et al., 
2011). One common emotion-oriented technique is reminiscence therapy 
or life review therapy, which encourages the person to use photos and 
memorabilia to stimulate recollections of the past. Hsieh et al. (2010) 
conducted an RCT of group reminiscence therapy and found significant 
effects for reducing depression and apathy in nursing home residents 
with mild to moderate dementia.

Validation therapy (VT) is another emotion-centered approach that 
attempts to accept the impaired individual’s emotions rather than refute 
their perceptions as disordered reality. Toseland et al. (1997) conducted 
a small RCT and found that VT reduced both verbal and physical aggres-
sion in nursing home patients with dementia when compared to those 
receiving usual care. In addition, a small trial demonstrated improved 
anxiety-related agitation, irritability, and nighttime problem behaviors 
(Tondi et al., 2007).

Simulated presence therapy is based on attachment theory and utilizes 
audio or videotapes of loved ones communicating positive shared memo-
ries. At least four trials of reasonable methodological design have found 
simulated presence therapy to reduce agitation and anxiety in persons 
with dementia, but several other studies have found that this technique 
can increase agitation (Zetteler, 2008) and may be best suited for mild 
to moderate levels of dementia. There is still too little evidence to highly 
recommend simulated presence theory as an intervention for dementia 
(O’Neil et al., 2011).

Behavior-Oriented Therapies

Behavior-oriented therapies are generally considered to have moderate 
evidence regarding their efficacy for reducing behaviors that challenge 
(Livingston et al., 2005). One area of behavior-oriented intervention is 
addressing environmental factors that contribute to agitation. There is 
also increasing attention to utilizing functional analyses techniques for 
behaviors associated with dementia. Analysis of antecedents, behavior, 
and consequences (the ABC Model) is helpful for determining triggers 
for behaviors that challenge, particularly when such analysis indicates cir-
cular causality (e.g., a caregiver’s anxiety precedes agitation in the person 
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with dementia and this agitation in turn increases the caregiver’s anxi-
ety). Functional analysis also examines inadvertently reinforced behav-
ior such as an individual with dementia being positively reinforced for 
wandering behavior by attracting attention. Examination of the function 
of the behavior allows for appropriate intervention on the part of the 
caregiver instead of a response that further agitates the patient. Some 
well-designed RCTs have been conducted examining functional analyses 
(Cohen-Mansfield & Werner, 1997; Cohen-Mansfield et al., 2007) and 
found positive effects.

A Cochrane review (Moniz-Cook et al., 2012) examined 18 trials that 
met rigorous methodological criteria, most within the home setting. Few 
studies implemented functional analysis alone, as it was typically part of 
a multimodal intervention. Small reductions in frequency of problem 
behaviors were noted, but these gains were not maintained at follow-
up. A reduction of severity and incidence of problem behaviors was not 
found. The authors concluded that research examining functional analy-
sis in dementia is still nascent, and there is a general lack of consensus 
about how to measure behaviors that challenge. With respect to other 
components of behavior-oriented treatment, interventions such as redirec-
tion, distraction, and avoiding stimulants are recommended (Press and 
Alexander, 2014).

Stimulation-Oriented Therapies

Stimulation-oriented therapies include light, music, massage, and exercise 
interventions. Stimulation therapies assume that individuals with demen-
tia engage in behaviors that challenge as a result of lack of sensory stimu-
lation. Light stimulation is theorized to affect circadian disturbances in 
the sleep–wake cycle of individuals with dementia. Two RCTs reported 
that scheduled bright light exposure reduced nocturnal restlessness, but 
the studies were small and had methodological issues (O’Neil et al., 2011). 
Two small RCTs examining the role of hand massage and light touch 
found positive effects such as reduced agitation (Hansen et al., 2006). 
Evidence regarding animal-assisted therapy, aromatherapy, and acupunc-
ture is primarily qualitative and not rigorous. Music therapy ranges from 
listening to recorded music, engaging in group singing, or personalizing 
music played to the individual. O’Neil et al. (2011) reported that several 
marginal RCTs have found support for music therapy to reduce aggres-
sion, agitation, and wandering during the music activity itself. Exercise 
has been moderately studied, but evidence for the benefit of exercise 
remains mixed, with the strongest effect found for improvement of sleep 
and reduced nocturnal awakenings (Alessi et al., 2005). Information 
regarding specific dose, intensity, and type of exercise is unclear (Gitlin  
et al., 2012). Regarding other stimulation-oriented therapies such as 
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aromatherapy, animal-assisted therapy, and acupuncture, there is insuf-
ficient evidence of efficacy for managing problematic behaviors.

Benefits and Limitations of Psychotherapy as Sole Treatment

Given clear findings regarding safety concerns for pharmacologic 
approaches, there is increased attention to psychosocial approaches. 
Strengths of these interventions are in their generally benign nature, 
while questions remain about their effectiveness. It should be noted 
that those approaches most likely to be implemented are ones that can 
be easily integrated into routine care. Attention to feasibility and cost 
effectiveness as well as efficacy are critical to successful implementation. 
Cognitive, emotion, and stimulation-oriented therapies generally have 
little to no demonstrated efficacy for improving functioning or reduc-
ing behaviors that challenge. They appear to often be utilized because 
they have little potential for harm. Behavioral therapies have more clearly 
established efficacy. But barriers to implementation relate to demands on 
caregivers and staff, reallocation of staff time, and flexibility. Concerns 
about asking staff to implement interventions against falling staff-to-
resident ratios and increasingly complex care needs at times can result 
in prioritizing safety to the detriment of potentially effective treatment 
(Lawrence et al., 2012). Other limitations of using psychosocial interven-
tions include the need for consistent treatment to maintain gains. Many 
studies find that positive effects last only briefly after cessation of the 
interventions. In general, the best interventions are person centered and 
enable persons with dementia to have meaningful social interaction with 
their caregivers and others (Lawrence et al., 2012).

Combined Treatments

The different behavioral presentations of the major neurocognitive dis-
orders, in combination with the high prevalence rates and projected 
increases in diagnosis, suggest a need for examination of combined 
pharmacological and psychosocial interventions. However, a search of 
the Cochrane Database and PubMed did not yield any relevant results 
for such approaches to target behavioral disturbances in those with AD  
(a search of clincialtrials.gov indicated that this is an area under current 
investigation). The focus of this section will thus be on multidisciplinary 
interventions and interventions that involve caregivers. Although these 
studies do not explicitly manipulate medication use, pharmacological 
management is typically included.

Large RCTs have examined the effect of targeted problem-solving 
behavioral approaches among community-dwelling individuals with 
dementia. These techniques, when used by families and caregivers, were 

www.clincialtrials.gov
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found to significantly reduce behaviors that challenge (Gitlin et al., 2010). 
A recent meta-analysis of 23 RCTs found a moderate effect size (0.34) 
for family caregiver interventions in reducing behaviors that challenge 
(Brodaty & Arasaratnam, 2012).

Gitlin et al. (2010) conducted an RCT within the home based on 
Advancing Caregiver Training (ACT) conceptualization, which includes 
patient-based items such as unmet needs and pain, caregiver-based items 
such as stress and communication style, and environmental-based fac-
tors such as clutter and hazards. The ACT intervention involved occu-
pational therapy sessions and nursing sessions. The maintenance phase 
consisted of brief telephone contacts. Initial sessions involved defining 
goals, reviewing problem behaviors, reviewing the home environment, 
and observing interactions between the caregiver and the person with 
dementia. Subsequent sessions were conducted utilizing the National 
Institutes of Health REACH II problem-solving approach (Belle et al., 
2006). Action plans were developed with caregivers and identified tar-
get behaviors, treatment goals, triggers, and management strategies. 
The management strategies consisted of modifying physical environ-
ments, using assistive devices, simplifying communications and tasks, and 
engaging the individual with dementia in activities. Caregivers received 
psychoeducation in stress reduction and self-care and completed prob-
lem-solving exercises. At the end of the 16-week intervention, there was a 
significant difference in caregiver report of targeted behavior problems, 
with intervention caregivers reporting better emotional outcomes and 
enhanced confidence-managing behaviors.

A search of the Cochrane Database revealed few studies of variable 
quality that assessed the effect of exercise on caregiver burden (Forbes 
et al., 2013). The best of these found that caregivers who supervised 
an individual with dementia during an exercise program experienced 
reduced burden (Vreugdenhil et al., 2012). The intervention group 
participated in a home-based exercise program for four months in addi-
tion to their usual treatment, while those in the control group continued 
usual care. The interventions were based on the Home Support Exercise 
Program (Johnson et al., 2003). The intervention group improved on 
measures of caregiver burden and cognitive and physical functioning.

Opie et al. (2002) examined the effectiveness of a multidisciplinary 
approach in nursing home residents with severe behavioral disturbances. 
Residents with advanced dementia were randomly assigned to either an 
early intervention group or a delayed intervention group. A consultation 
team was trained to develop specific behavior management plans for 
patients in three categories (medical, nursing, and psychological) that 
were implemented for four weeks and modestly decreased the frequency 
and severity of behavioral disturbances. The most frequent interventions 
utilized were medical (changing pain management and commencing 
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psychotropic medication), nursing (changing the timing and approach 
to activities of daily living and communication/aggression management), 
and psychological (listening to the radio or audiotapes, making environ-
mental changes, and modifying behavior).

Benefits and Limitations of Combined Treatments

Behavior-oriented therapies have the greatest supporting evidence for 
efficacy, particularly for addressing problematic behaviors, and multi-
disciplinary approaches have many benefits over single-modality inter-
ventions. First, by including a multidisciplinary team, the amount of 
knowledge and attention given to a patient increases. Second, having a 
team approach allows for more thorough problem solving when behav-
ioral problems do arise. Third, by involving a team approach, psycho-
social and psychological interventions are used as initial interventions, 
and these interventions are typically cost effective and have few adverse 
side effects. On the other hand, combined treatment approaches require 
multiple individuals to be involved in treatment, and coordination of 
efforts may pose a challenge. Team members must be in agreement and 
must consistently follow the plan. Because by definition combined treat-
ment approaches include the use of medications, careful monitoring of 
adverse effects of medications is required, particularly in a population 
where risks of adverse effects (and their severity) are more significant.

Summary and Recommendations

This review of the pharmacological, psychosocial, and combined treat-
ment approaches to targeting disruptive behaviors highlights a need for 
future RCTs to explore the current needs of those with delirium and 
dementia and the realities of an aging population. Specifically, RCTs 
should examine combined medication management and behavioral 
interventions, as high-quality studies combining both approaches are 
essentially nonexistent. We believe behavioral therapies clearly have the 
most support at this time and should be the first to be studied in con-
junction with pharmacological interventions, followed by cognitive thera-
pies. Additionally, future research in the field should take a preventative 
approach (in line with the emerging positive psychology movement) to 
reduce cognitive and functional decline. The cognitive therapies may 
have more potential in this area.

Although behavioral interventions are considered the first line of 
treatment for disruptive behaviors associated with dementias, severe dis-
ruptive behaviors may require treatment with more immediate results, 
and in some cases the improvement from behavior approaches alone may 
not be sufficient. Thus, while we would typically recommend behavioral 
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interventions as a monotherapy and the first line of treatment, severe 
cases may warrant beginning with a pharmacological intervention and 
transitioning to behavioral monotherapy when the acutely severe situation 
has stabilized. Additionally, though low-dose antipsychotic medications 
are often viewed as a first-line treatment in delirium, introducing an agent 
that taxes metabolic capacity in such medically vulnerable populations is 
likely to be risky. Future research should carefully review and weigh ben-
eficial versus adverse effects of medications used to manage disruptive 
behaviors in dementia and delirium and the incremental benefits that 
these medications may contribute in comprehensive intervention pro-
grams. So far, most research has focused on approaches in isolation that 
may not accurately reflect the reality of the current health-care model. 
Research should also examine combined approaches in the context of 
comorbid medical conditions and simultaneous medication management 
of these conditions.

Mr. Berry is a 72-year-old gentleman who was accompanied to the 
emergency department by his wife after she noticed a sudden change in 
his mental status, severe agitation, and that he appeared to be experi-
encing visual hallucinations. Mr. Berry had been also experiencing 
sleep disturbances for approximately a week prior to his emergency 
department visit and had only slept for seven hours total in the past 
week. He yelled at and threatened physical aggression toward the 
nursing staff once he was admitted into the hospital. He also demon-
strated challenging behaviors such as throwing his medications on 
the floor, and frequently complained of individuals being in his hos-
pital room that were not observed by the hospital staff, who believed 
them to be hallucinations. Mr. Berry had been diagnosed with mild 
Alzheimer dementia two years prior but declined taking a cholines-
terase inhibitor at that time. His wife also reported that Mr. Berry had 
experienced a steady increase in aggressive behaviors over the last two 
years, even prior to his recent episode.

Mr. Berry’s laboratory results indicated the presence of a current 
infection. His physician suspected an acute delirium episode due 
to a urinary tract infection, superimposed on dementia, and exac-
erbated by sleep deprivation related to his metabolic disturbance. 
Mr. Berry was started on both an antibiotic and a low dose of hal-
operidol. His family was encouraged to bring in photos from his 
home and talk to him in a nonchallenging way about recent events 
to help reorient him. They were instructed to not challenge him on 

(continued)
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hallucinations or odd verbalizations but instead to gently redirect 
him to factual events. His sleep improved quickly, his mental status 
returned to its previous baseline, and his aggressive behaviors began 
to decline over the course of a week. His haloperidol was discontin-
ued when his aggressive behaviors significantly diminished and he 
appeared to be oriented for several consecutive days. It was noted 
that he would resume the medication if his behaviors that challenge 
remerged, but they remained stable and at baseline levels from that 
point forward. He was instructed to finish his course of antibiotics.

Mr. Berry was discharged and referred for a comprehensive neu-
ropsychological evaluation to provide an objective measure of cog-
nitive functioning, to evaluate potential emotional contributions, 
and to compare results from his assessment two years prior. There 
was some concern about the possibility of Lewy body disease, given 
his visual hallucinations while hospitalized. The neuropsychologi-
cal exam found that his memory and executive functioning had sig-
nificantly declined compared to his previous evaluation, and results 
were generally inconsistent with Lewy body disease and suggestive 
of Alzheimer disease as the likely pathology. This was important, as 
the presence of Lewy body disease would have contraindicated any 
later use of antipsychotic medications. Mr. Berry’s observed cogni-
tive decline corresponded with a decline in his activities of daily liv-
ing over the last year, resulting in his wife taking more of a caregiver 
role. He stated that he felt his wife treated him like a child, which 
resulted in significant frustration for him. Mr. Berry also stated that 
he felt disconnected from his family, and he struggled to remain 
independent despite his wife’s desire to offer more assistance.  
Mr. Berry reported feeling as though he no longer served a purpose 
in his family. He was started on a cholinesterase inhibitor to slow his 
rate of cognitive decline following the evaluation.

His wife also revealed during the interview for the neuropsy-
chological evaluation that Mr. Berry had become lost while driv-
ing, needing to call his wife for assistance, several times over the 
past year. Mrs. Berry also noted that her husband handled most of 
their finances, and she was concerned that professional scammers 
had begun to call regularly and ask for him on the phone. When 
Mr. Berry was asked about these individuals, he responded that 
some of them were his friends to whom he enjoyed talking, but he 
knew better than to give them money. This was thought to reflect 
a change in social cognition related to his dementia. Mrs. Berry 
also reported that she was beginning to become frustrated by her 
husband asking her the same question multiple times during the 
day, as he did not remember her previous answers.

(continued)
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Based on the results of the evaluation and information obtained 
during the interview, it was recommended that Mr. Berry have an 
on-road driving exam with a professional driving evaluator and 
begin using a GPS device with his home address preprogrammed. 
Mr. Berry was also referred to a psychologist who consulted at a 
local senior center to examine behavioral contributions to his pre-
sentation. Mr. Berry and his wife presented to the psychologist for 
appraisal of behavioral aspects of his disturbed sleep and aggressive 
behaviors. Mr. Berry’s frustration related to his perceived loss of 
autonomy was found to underlie many of his aggressive outbursts. 
Specifically, a functional analysis of the aggressive behaviors was 
conducted, and Mr. and Mrs. Berry identified antecedents, behav-
iors, and consequences. Together with the psychologist, they came 
to realize that aggressive behaviors within the home often arose 
when responsibilities were taken away from Mr. Berry. Mr. Berry 
felt that he was being treated like a child, which led him to exert his 
autonomy through angry outbursts. As a result of these outbursts, 
his wife began to take on more of the household responsibilities, 
as she viewed these outbursts as signs of further decline. This in 
turn made Mr. Berry feel more isolated, more dependent, and more 
frustrated, further eroding his relationship with his spouse. The 
functional analysis also allowed the couple to see that Mr. Berry’s 
outbursts were serving to increase the amount of time Mr. Berry’s 
two adult children spent with him, potentially reinforcing these 
behaviors. When Mr. Berry had anger outbursts, Mrs. Berry often 
called her children, and they would visit and speak with their father.

As a result of these analyses, Mr. and Mrs. Berry defined ways for 
Mr. Berry to maintain his independence, contribute to the house-
hold responsibilities, and spend time with his children that were 
independent of any behaviors that challenge. It was decided that 
Mr. Berry would increase the amount of household chores he com-
pleted, with appropriate supervision, to develop his self-efficacy; 
this would also help reduce the burden placed on his wife. The psy-
chologist emphasized the likelihood that Mr. Berry would have dif-
ficulty with many tasks and that he should receive appropriate help 
with tasks prior to significant frustration. Mr. Berry was instructed 
on how to use a small calendar to manage his cleaning schedule. 
Mrs. Berry contacted the couples’ children to set regular visits to 
decrease the reinforcement obtained by Mr. Berry’s anger outbursts. 
It was also decided that his children would visit and interact with 
their father (watching sports programs or doing household projects 
with him) on the weekends to allow his wife to have scheduled respite 

(continued)
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time. Mrs. Berry received information about communicating with 
Mr. Berry in simple short commands when asking him to complete 
tasks, and Mr. Berry was instructed to write down his wife’s answers 
to his questions to avoid repeated questioning. The psychologist 
also recommended moving Mr. Berry’s bedtime back one to two 
hours to decrease onset insomnia and early morning exercise in 
bright light to help maintain his circadian rhythm.

The psychologist also worked with Mrs. Berry to monitor 
her husband and determined that boredom at home seemed to 
increase aggression, while engaging in appropriately stimulating 
activities at the gerontology center (such as mild exercise, yoga, 
and games) seemed to lead to calmer afternoons and evenings. 
Working with the psychologist, Mr. and Mrs. Berry also imple-
mented a plan to change their phone number, as the calls by scam-
mers had increased. Mrs. Berry purchased a cell phone exclusively 
for Mr. Berry’s use, and she programmed the names and numbers 
of his close family members and friends into it so that Mr. Berry 
would learn to answer the phone only when a person he knew 
was calling. With the help of the psychologist, the couple decided 
that Mr. Berry would be able to continue to manage household 
finances, but that Mrs. Berry would oversee all transactions and 
be involved in all financial decisions. Mr. and Ms. Berry arranged 
for both of their signatures to be required for any large financial 
transactions.

Concerns surrounding Mr. Berry’s eating patterns arose when 
it was noted that Mr. Berry had lost 40 pounds over the last two 
years and he was below a normal weight. He reported that food 
tasted bland to him and had little flavor, a common occurrence in 
Alzheimer disease, where Alzheimer pathology affects the olfactory 
bulb. A nutritionist at the senior center recommended using more-
intense flavors and spices to stimulate his appetite as well as increas-
ing his consumption of antioxidants and healthy fats to preserve brain 
health.

Mr. Berry and his wife were able to implement the recommend 
changes, and his behaviors improved. His ongoing plan was to con-
tinue to monitor his physical and cognitive status regularly with 
annual neuropsychological evaluations and behavioral analyses. He 
was to continue with regular mild exercise, cognitive stimulation, 
and improved nutrition in addition to donepezil. Mr. Berry and his 
wife reported walking approximately one mile almost every day and 
engaging in nonstrenuous yoga twice a week at the senior center. 
Mr. Berry also developed a number of friendships with other older 

(continued)
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individuals at the senior center with whom he regularly played card 
games and board games. His treatment plan noted that the use of 
agents such as antipsychotics or benzodiazepines for his aggressive 
behaviors was to be only considered as a last option if they became 
significantly problematic again.
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