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            Introduction 
 Although dissimilar in behavioral expressions, the disorders 
in this chapter share the feature of impulse dyscontrol. Indi-
viduals who experience such dyscontrol are overwhelmed 
by the urge to commit certain acts that are often apparently 
illogical or harmful (McElroy et al.  1992 ). Whereas impulse-
control disorders (ICDs) were once conceptualized as either 
addictive or compulsive behaviors, they are now classifi ed 
within the DSM-IV-TR (American Psychiatric Association 
 2000 ) ICD category. These include intermittent explosive 
disorder (IED) (failure to resist aggressive impulses), klepto-
mania (failure to resist urges to steal items), pyromania (fail-
ure to resist urges to set fi res), pathological gambling (failure 
to resist urges to gamble), and trichotillomania (failure 
to resist urges to pull one’s hair). It should be noted that 
behaviors characteristic of these disorders may be notable 
in individuals as symptoms of another mental disorder. If  
the symptoms progress to such a point that they occur in 
distinct, frequent episodes and begin to interfere with the 
person’s normal functioning, they may then be classifi ed as 
a distinct ICD. 

 There are also a number of  other disorders that are 
not included as a distinct category but are categorized as 
ICDs not otherwise specifi ed in DSM-IV-TR. These include 
sexual compulsions (impulsive-compulsive sexual behavior), 
compulsive shopping (impulsive-compulsive buying 
disorder), skin picking (impulsive-compulsive psychogenic 
excoriation), and internet addiction (impulsive-compulsive 
computer usage disorder). These disorders are unique in that 
they share features of  both impulsivity and compulsivity 
and might be labeled as ICDs. Patients with these disorders 
engage in the behavior to increase arousal. However, there 
is a compulsive component in which the patient continues to 
engage in the behavior to decrease dysphoria. 

 To properly conceptualize ICDs, it is helpful to 
understand the role of impulsivity within them. The trait 
of  impulsivity has been the subject of  increasing interest 
in psychiatry. Impulsivity is a defi ning characteristic of 
many psychiatric illnesses, even those not classifi ed as ICDs, 
including Cluster B personality disorders like borderline 

personality disorder (BPD) and antisocial personality dis-
order (ASPD), neurological disorders characterized by dis-
inhibited behavior, attention-defi cit/hyperactivity disorder 
(ADHD), substance and alcohol abuse, conduct disorder, 
binge eating, bulimia, and paraphilias. Impulsivity research 
has been conducted both in disorders characterized by 
impulsivity, like BPD, ASPD, and conduct disorder, and in 
traditional ICDs like IED. Clinicians should recognize that 
individuals who are prone to impulsivity and ICDs are often 
affl icted with a cluster of related conditions including sexual 
compulsions, substance use disorders, and post-traumatic 
stress disorder and to screen for comorbid conditions such 
as bipolar spectrum disorders and ADHD that contribute 
to impulsivity (Figure 000–1  ).   

 Impulsivityis the failure to resist an impulse, drive, or 
temptation that is potentially harmful to oneself  (e.g. tri-
chotillomania, pathological gambling) or others (e.g. IED, 
pyromania, kleptomania) is a common clinical problem and 
a core feature of human behavior. An impulse is rash and 
lacks deliberation. It may be sudden and ephemeral, or a 
steady rise in tension that may reach a climax in an explo-
sive expression of the impulse, which may result in careless 
actions without regard to the consequences to self  or others. 
Impulsivity is evidenced behaviorally as an underestimated 
sense of  harm, carelessness, extroversion, impatience, 
including the inability to delay gratifi cation, and a tendency 
toward risk taking, and sensation seeking (Hollander et al. 
 2002 ). What makes an impulse pathological is the person’s 
inability to resist it and its expression. 

 New research fi ndings associate various forms of 
impulsive behavior with biological markers of altered sero-
tonergic function. These include impulsive suicidal behavior, 
impulsive aggression, and impulsive fi re setting (Stein et al. 
 1993 ). In all these circumstances, impulsivity is conceived of 
as the rapid expression of unplanned behavior, occurring in 
response to a sudden thought. (This is seen by some as the 
polar opposite of obsessional behavior, in which deliberation 
over an act may seem never ending.) Although the sudden 
and unplanned aspect of  the behavior may be present in 
the impulse disorders (such as in IED and kleptomania), 
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2   Section VI • Disorders

Implusivity

Due to the direct effects of a
general medical conditions

Due to the direct effects of a substance

Impaired ability to control
impulses to use substances

Episodes of impaired ability to
control aggressive impulses
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control an impulse to start fires
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not needed for personal use

Episodes of impaired ability to resist the
impulse to pull out one's hair
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Occurring in response to a delusion
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Occurring in the context of
depressed mood (e.g., suicide)
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including memory impairment
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a general medical condition
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substance-induced delirium)
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Trichotillomania

Pathological gambling

Conduct disorder/antisocial
personality disorder

Paraphilias/sexual disorder NOS

Anorexia nervosa/bulimia nervosa

Attention-deficit/hyperactivity disorder

Psychotic disorder (e.g., schizophrenia,
mood disorders with psychotic features)

Manic or mixed episode in bipolar
disorder or schizoaffective disorder

Major depressive episode in major depressive,
bipolar, or schizoaffective disorders

Borderline personality disorder

Adjustment disorderOccurring in response to a psychosocial
stressor

Impulse control disorder NOS

Associated with a disturbance in
consciousness and other cognitive deficits
and characterized by a fluctuating course

Occurring in a pattern representing a
change from previous personality pattern

In excess of that usually encountered with
intoxication or withdrawal
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Figure 000–1 Differential diagnosis of impulsivity. Impulsivity is a tendency to act in a sudden, unpremeditated, and excessively spontaneous fashion. 
Other decision trees that should be considered are those for aggressive behavior, catatonia, delusions, depressed mood, euphoric or irritable mood, 
disorganized or unusual behavior, distractibility, eating behavior, self-mutilation, and suicide ideation or attempt. (NOS, not otherwise specifi ed.)
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the primary connotation of the word impulsivity, as used to 
describe these conditions, is the irresistibility of the urge to 
act. In DSM-IV-TR, ICDs are characterized by fi ve stages of 
symptomatic behavior (Table  000–1 ). First is the increased 
sense of tension or arousal, followed by the failure to resist 
the urge to act. Third, there is a heightened sense of arousal. 
Once the act has been completed, there is a sense of relief  
from the urge. Finally, the patient experiences guilt and 
remorse at having committed the act. In conditions like tri-
chotillomania, pyromania, and pathological gambling, the 
individual may spend considerable amounts of time fi ght-
ing off  the urge, trying not to carry out the impulse. The 
inability to resist the impulse is the common core of these 
disorders, rather than the rapid transduction of  thought 
to action. A decision tree for the differential diagnosis of 
impulsive behaviors may be seen in Figure  000–1 .   

 Other than sharing the essential feature of  impulse 
dyscontrol, it is unclear whether the conditions in this 
chapter bear any relationship to each other. Emerging per-
spectives on the neurobiology of impulsivity suggest that 
impulsive behaviors, across diagnostic boundaries, may 
share an underlying pathophysiological diathesis. As noted 
earlier, markers of altered serotonergic neurotransmission 
have been associated with a variety of  impulsive behav-
iors: suicidality, aggressive violence, pyromania, and con-
duct disorder. These observations have led to speculation 
that decreased serotonergic neurotransmission may result 
in decreased ability to control urges to act. In accord with 
this model, these disorders may be varying expressions of a 
single disturbance—or closely related disturbances—of ser-
otonergic function. Although such markers of altered sero-
tonergic function have been demonstrated among impulsive 
fi re setters and impulsive violent offenders, there is, as yet, 
insuffi cient research on these conditions to accept or dismiss 
this theory. 

 It has been noted that these conditions are embedded 
in similar patterns of comorbidity with other psychiatric dis-
orders. High rates of comorbid mood disorder and anxiety 
disorder appear typical of these disorders. This contextual 
similarity, combined with the common feature of impulsiv-
ity, may further support the notion that these conditions 
are—at the level of core diathesis—related to each other. 

 Although these conditions have historically been con-
sidered uncommon, later investigations suggest that some of 
them may be fairly common. Trichotillomania, for example, 

was once considered rare. However, surveys indicate that the 
lifetime prevalence of the condition may exceed 1% of the 
population. Pathological gambling may be present in up to 
3% of the population. Extrapolation from the known inci-
dence of  comorbid conditions suggests that kleptomania 
may have a 0.6% incidence. It would seem reasonable to 
suspect that individuals with pyromania and kleptomania 
may seek to avoid detection and may therefore be under-
represented in research and clinical samples. 

 Few treatment studies of these specifi c conditions have 
been conducted. Attempts to treat these conditions are usu-
ally formulated by extrapolation from treatments that have 
been developed for other conditions. The treatment literature 
for most of  these conditions refl ects the general develop-
ment of psychiatric theory. Papers from the early part of the 
20th century are largely restricted to reports of the psycho-
analytic treatment of individual cases or of small series. The 
aggressive quality of kleptomania, pyromania, and IED and 
the self-damaging nature of trichotillomania and pathologi-
cal gambling have presented tempting substrates for the 
application of  traditional analytical concepts. From this 
perspective, these behaviors have been seen as symptomatic 
expressions of unconscious confl ict, often sexual in nature. 
Other formulations include desires for oral gratifi cation and 
masochistic wishes to be caught and punished, motivated 
by a harsh, guilt-inducing superego. The increasing infl u-
ence of object relations theory was refl ected in increasing 
emphasis on narcissistic psychopathology and histories of 
disturbed early parenting. As successful behavioral interven-
tions were developed for other conditions, case reports of 
behavioral treatments for these conditions emerged. Reports 
of hypnotic treatments are also prominent in the literature. 

 As pharmacological treatments are applied to an 
increasing range of  symptoms, the ICDs in this chapter 
present new opportunities to widen the application of thy-
moleptic and anxiolytic and, more recently, atypical neu-
roleptic medication. As part ongoing evolving theory, the 
very concept of impulsivity is still in ferment. Attempts to 
further refi ne the idea of impulsivity are refl ected in a per-
spective offered by Van Ameringen et al. ( 1999 ). 

 Trichotillomania, IED, and pathological gambling 
have become the focus of increasing interest of late. How-
ever, kleptomania and pyromania remain stepchildren of 
research. Perhaps the legal implications of these behaviors 
and their entanglement with similar—but not impulsively 

Table 000–1 Differential Diagnosis of Intermittent Explosive Disorder

IED Must Be Differentiated from Aggressive Behavior in In Contrast to IED, the Other Condition

Substance intoxication or withdrawal Is due to the direct physiological effects of a substance
Delirium or dementia (substance induced or   Includes characteristic symptoms (e.g., memory impairment, impaired 
 due to a general medical condition)  attention)
   Requires the presence of an etiological general medical condition or 

 substance use
Personality change due to a general medical condition,  Requires presence of an etiological general medical condition
 aggressive type
Conduct disorder or ASPD Is characterized by more general pattern of antisocial behavior
Other mental disorders (schizophrenia, manic episode,  Includes the characteristic symptoms of the other mental disorder
 oppositional defi ant disorder, BPD)

Source: [Reproduced from First and Frances A (1995) with permission of American Psychiatric Press.]
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4   Section VI • Disorders

motivated—behaviors complicate the availability of  suf-
fi cient cases to facilitate research. Because of  the limited 
body of systematically collected data, the following sections 
largely refl ect accumulated clinical experience. Therefore, 
the practicing psychiatrist should be particularly careful to 
consider the exigencies of  individual patients in applying 
treatment recommendations. 

   Intermittent Explosive Disorder 

  Diagnosis 

  Defi nition and Diagnostic Features 
 IED is a DSM diagnosis used to describe people with patho-
logical impulsive aggression (see box for diagnostic criteria). 
Impulsive aggression, however, is not specifi c to IED. It is a 
key feature of several psychiatric disorders and nonpsychi-
atric conditions and may emerge during the course of yet 
other psychiatric disorders. Therefore, the defi nition of IED 
as formulated in the DSM-IV-TR is essentially a diagnosis 
of  exclusion. As described in criterion C, a diagnosis of 
IED is made only after other mental disorders that might 
account for episodes of aggressive behavior have been ruled 
out. The individual may describe the aggressive episodes as 
“spells” or “attacks.” The symptoms appear within minutes 
to hours and, regardless of the duration of the episode, may 
remit almost as quickly. As in other ICDs, the explosive 
behavior may be preceded by a sense of tension or arousal 
and is followed immediately by a sense of relief  or release 
of tension. 

it occurs as a part of gang behavior. Typically, the aggres-
sive behavior is ego-dystonic to individuals with IED, who 
feel genuinely upset, remorseful, regretful, bewildered, or 
embarrassed about their impulsive aggressive acts. Because 
the essential feature of  IED is the occurrence of  serious 
assaultive acts or destruction of property, it is a diagnosis 
relevant to the interface between psychiatry and the law. 

 Many clinicians and researchers rarely consider the 
diagnosis of IED, although impulsive aggressive behavior is 
relatively common. In community surveys, 12-25% of men 
and women in the United States reported engaging in physi-
cal fi ghts as adults, a frequent manifestation of impulsive 
aggression (Robins and Regier 1992). Impulsive aggressive 
behavior is usually pathological and causes substantial psy-
chosocial distress/dysfunction (McElroy et al.  1998 ). Being 
the recipient of impulsive aggressive behavior can lead to 
similar behavior in children who grow up in this environ-
ment (Huesmann et al. 1984). 

 Violence is underreported in Western societies. As 
discussed by Lion ( 1992 ) although violence is commonly 
encountered in clinical psychiatric practice, its diagnostic 
acknowledgment within psychiatry has always been problem-
atical (McElroy et al.  1992 ). To a large extent, this diffi culty 
also refl ects history: Freud himself  never fully developed a 
theory of aggression and came to consider the existence of 
a “primary” destructive drive only late in his life, after the 
death and devastation of World War I ( Beyond the Pleasure 
Principle , published in 1920) (Freud  1955 ). 

 Episodes of violent behavior appear in several common 
psychiatric disorders such as ASPD, BPD, and substance 
use disorders and need to be distinguished from the violent 
episodes of patients with IED, which are apparently rare. 
The study of Felthous et al. ( 1991 ) in which 15 men with 
rigorously diagnosed DSM-III-R IED were identifi ed from 
among a group of 443 men who complained of violence, 
permitted some systematic observations about the “typical 
violent episode” as reported by patients with IED. 

 In the vast majority of instances, the subjects with IED 
identifi ed their spouse, lover, or girl/boy friend as a provoca-
teur of their violent episodes. Only one was provoked by a 
stranger. For most, the reactions occurred immediately and 
without a noticeable prodromal period. Only one subject 
stated that the outburst occurred between 1 and 24 hours 
after the perceived provocation. All subjects with IED 
denied that they intended the outburst to occur in advance. 
Most subjects remained well oriented during the outbursts, 
although two claimed to lose track of where they were. None 
lost control of urine or bowel function during the episode. 
Subjects reported various degrees of subjective feelings of 
behavioral dyscontrol. Only four felt that they completely 
lost control. Six had good recollection of the event after-
ward, eight had partial recollection, and one lost memory 
of the event afterward. Most IED subjects tried to help or 
comfort the victim afterward. 

    Assessment 

  Psychiatric Examination and History 
 The DSM-IV-TR diagnosis of  IED is essentially a diag-
nosis of exclusion, and the psychiatrist should evaluate and 
carefully rule out more common diagnoses that are associ-
ated with impulsive violence. The lifelong nonremitting 

Reproduced with permission from the Diagnostic and 
Statistical Manual of Mental Disorders, Fourth Edition, Text 
Revision. Copyright 2000 American Psychiatric Association.

Intermittent Explosive Disorder

A.   Several discrete episodes of failure to resist 
aggressive impulses that result in serious 
assaultive acts or destruction of property.

B.  The degree of aggressiveness expressed during 
the episodes is grossly out of proportion to any 
precipitating psychosocial stressors.

C.  The aggressive episodes are not better accounted 
for by another mental disorder (e.g., antisocial 
personality disorder, borderline personality 
disorder, a psychotic disorder, a manic 
episode, conduct disorder, or attention-defi cit/
hyperactivity disorder) and are not due to the 
direct physiological effects of a substance (e.g., 
a drug of abuse, a medication) or a general 
medical condition (e.g., head trauma, Alzheimer’s 
disease).

  
DSM-IV-TR Criteria

           Although not explicitly stated in the DSM-IV-TR defi -
nition of IED, impulsive aggressive behavior may have many 
motivations that are not meant to be included within this 
diagnosis. IED should not be diagnosed when the purpose 
of the aggression is monetary gain, vengeance, self-defense, 
social dominance, or expressing a political statement or when 
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Chapter 000 • Impulse-Control Disorders   5

history of impulsive aggression associated with ASPD and 
BPD, together with other features of antisocial behavior (in 
ASPD) or impulsive behaviors in other spheres (in BPD) 
may distinguish them from IED, in which baseline behavior 
and functioning are in marked contrast to the violent out-
bursts. Other features of BPD such as unstable and intense 
interpersonal relationships, frantic efforts to avoid abandon-
ment, and identity disturbance may also be elicited by a 
careful history. More than in most psychiatric diagnoses, 
collateral information from an independent historian may 
be extremely helpful, especially in forensic settings. Of note, 
patients with IED are usually genuinely distressed by their 
impulsive aggressive outbursts and may voluntarily seek 
psychiatric help to control them. In contrast, patients with 
ASPD do not feel true remorse for their actions and view 
them as a problem only insofar as they suffer their conse-
quences, such as incarceration and fi nes. Although patients 
with BPD, like patients with IED, are often distressed by 
their impulsive actions, the rapid development of  intense 
and unstable transference toward the psychiatrist during the 
evaluation period of patients with BPD may be helpful in 
distinguishing it from IED. 

 Other causes of episodic impulsive aggression are sub-
stance use disorders, in particular alcohol abuse and intoxi-
cation. When the episodic impulsive aggression is associated 
only with intoxication, IED is ruled out. However, IED and 
alcohol abuse may be related, and the diagnosis of  one 
should lead the psychiatrist to search for the other. 

 Neurological conditions such as dementias, focal 
frontal lesions, partial complex seizures, and postconcus-
sion syndrome after recent head trauma may all present as 
episodic impulsive aggression and need to be differentiated 
from IED. Other neurological causes of impulsive aggres-
sion include encephalitis, brain abscess, normal-pressure 
hydrocephalus, subarachnoid hemorrhage, and stroke. In 
these instances, the diagnosis would be personality change 
due to a general medical condition, aggressive type, and it 
may be made with a careful history and the characteristic 
physical and laboratory fi ndings. 

 Individuals with IED may have comorbid mood dis-
orders. Although the diagnosis of a manic episode excludes 
IED, the evidence for serotonergic abnormalities in both 
major depressive disorder and ICDs supports the clinical 
observation that impulsive aggression may be increased in 
depressed patients, leading ultimately to completed suicide. 

   Physical Examination and Laboratory Findings 
 The physical and laboratory fi ndings relevant to the diagnosis 
of IED and the differential diagnosis of impulsive aggres-
sion may be divided into two main groups: those associated 
with episodic impulsive aggression but not diagnostic of a 
particular disorder and those, which suggest the diagnosis 
of  a psychiatric or medical disorder other than IED. No 
laboratory or physical fi ndings are specifi c for IED. 

 The fi rst group of  fi ndings that are associated with 
impulsive aggression across a spectrum of  disorders 
includes soft neurological signs such as subtle impairments 
in hand-eye coordination and minor refl ex asymmetries. 
These signs may be elicited by a comprehensive neurologi-
cal examination and simple pencil-and-paper tests such 
as parts A and B of the Trail Making Test. Measures of 
central serotonergic function such as cerebrospinal fl uid 

(CSF) 5-hydroxyindoleacetic acid (5-HIAA) levels, the fen-
fl uramine challenge test, and positron emission tomography 
(PET) of prefrontal metabolism also belong to this group. 
Although these measures advanced our neurobiological 
understanding of impulsive aggression, their utility in the 
diagnosis of  individual cases of IED and other disorders 
with impulsive aggression is yet to be demonstrated. 

 The second group of physical and laboratory fi ndings 
is useful in the diagnosis of causes of impulsive aggression 
other than IED. The smell of alcohol on a patient’s breath 
or a positive alcohol reading with a Breathalyzer may help 
reveal alcohol intoxication. Blood and urine toxicology 
screens may reveal the use of other substances, and track 
marks on the forearms may suggest intravenous drug use. 
Partial complex seizures and focal brain lesions may be 
evaluated by EEG and brain imaging. In cases without a 
grossly abnormal neurological examination, magnetic reso-
nance imaging may be more useful than computed tomog-
raphy of the head. Magnetic resonance imaging can reveal 
mesiotemporal scarring, which may be the only evidence 
for a latent seizure disorder, sometimes in the presence of a 
normal or inconclusive EEG. Diffuse slowing on the EEG 
is a nonspecifi c fi nding that is probably more common in, 
but not diagnostic of, patients with impulsive aggression. 
Hypoglycemia, a rare cause of impulsive aggression, may be 
detected by blood chemistry screens. 

    Epidemiology 
 IED has been subjected to little systematic study. As for-
mulated in DSM-IV-TR, IED is probably a rare disorder. 
The exclusionary criterion in the DSM-IV-TR defi nition 
(criterion C) refl ects an ongoing debate over the boundaries 
of this disorder. The current defi nition of IED is the result 
of a succession of attempts by researchers to classify syn-
dromes associated with impulsive aggression. The diag-
nostic term “IED” fi rst appeared in the 1980  Diagnostic 
and Statistical Manual of Mental Disorders , Third Edition 
(DSM-III). The DSM-III and the revised third edition 
(DSM-III-R) defi nitions of  IED required the absence of 
signs of generalized impulsivity or aggressiveness between 
episodes. Episodic behavioral disorders are quite common 
and exist across a continuum between ictal causes (excessive 
neuronal discharges) and purely motivational causes (psy-
chogenic). Temper proneness is a relatively common clinical 
syndrome that is associated with a wide variety of psychi-
atric disorders and is usually found in patients with central 
nervous system dysfunction, character disorders, and psy-
choactive substance abuse. “Pure” IED, on the other hand, 
was found to be a rare clinical entity. 

 A number of studies have looked at clinical popula-
tions, and one community survey has been done to deter-
mine the prevalence of IED. Numbers range between 1.1% 
and 6.3%. The evaluation of studies is complicated by the 
variety of defi ning criteria used, from DSM-III to current 
research criteria. Zimmerman et al. ( 1998 ) used the Struc-
tured Clinical Interview for DSM-IV to study current or 
lifetime IED in 411 psychiatric outpatients. They reported 
a rate of 3.8% for current IED and 6.2% for lifetime IED 
by DSM-IV criteria. A recent reanalysis of a much larger 
sample from the same population revealed similar rates of 
IED (Coccaro et al.  2005 ). Further, data from a pilot com-
munity sample study revealed a community rate of lifetime 
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6   Section VI • Disorders

IED by DSM-IV-TR criteria at 4% and by IED-integrated 
research criteria at 5.1% (Coccaro et al.  2004 ). Considering 
the rates found in these more recent studies, IED could be 
as common as other major psychiatric disorders like schizo-
phrenia or bipolar illness. In fact, the National Comorbid-
ity Survey Replication (NCS-R) study found that IED is 
much more common than previously thought. Lifetime and 
12-month prevalence estimates of DSM-IV IED were 7.3% 
and 3.9%, with a mean 43 lifetime attacks resulting in 1359 
dollars in property damage. IED-related injuries occurred 
180 times per 100 lifetime cases (Kessler et al.  2006 ). 

 In one study of  the prevalence of  DSM-III-R IED 
among violent men, Felthous et al. ( 1991 ) found that of 
443 subjects who complained of violence, only 15 (3.4%) met 
criteria for IED. The DSM-III-R defi nition of IED was more 
restrictive than the current DSM-IV-TR diagnosis because 
it required the absence of signs of generalized impulsivity 
or aggressiveness between episodes. The EEGs of 13 of the 
men with IED were normal; two showed excessive slowing. 

 Most of the limited published data on gender differ-
ences suggest that males outnumber females with IED, and 
men with the disorder are more likely to be encountered 
in forensic settings, whereas women with the disorder are 
more likely to be found in psychiatric settings. This differ-
ence in presentation may refl ect the reduced severity of the 
aggressive acts committed by women with IED. But, more 
recent data suggest that the male:female ratio is closer to 1:1 
(Coccaro et al.  2005 ). 

   Comorbidity Patterns 
 In contrast to the more restrictive DSM-III and DSM-III-R 
criteria, the DSM-IV-TR defi nition of  IED allows signs 
of generalized impulsivity or aggressiveness to be present 
between episodes. It also allows the psychiatrist to give an 
additional diagnosis of  IED in the presence of  another 
disorder if  the episodes are not better accounted for by 
the other disorder. These changes were deemed necessary 
because the clinical reality is that most individuals who have 
intermittent episodes of aggressive behavior also have some 
impulsivity between episodes and often present with other 
past or current psychiatric disorders. 

 Subjects with IED most frequently have other Axis I 
and II disorders. The most frequent Axis I diagnoses comor-
bid with IED lifetime include mood, anxiety, substance, 
eating, and other ICDs ranging in frequency from 7% to 
89% ( Coccaro et al. 1998b , McElroy et al.  1998 ). Such Axis 
I comorbidity rates raise the question of whether IED con-
stitutes a separate disorder. However, recent data fi nding 
earlier onset of  IED compared with all disorders, except 
for phobic-type anxiety disorders, suggest that IED is not 
secondary to these other disorders (Coccaro et al.  2005 ). 

 McElroy et al. ( 1998 ) and McElroy ( 1999 ) studied 
27 individuals who had symptoms that met criteria for 
IED and reported: “Twenty-fi ve (93%) subjects had lifetime 
DSM-IV-TR diagnoses of mood disorders; 13 (48%), sub-
stance use disorders; 13 (48%), anxiety disorders; 6 (22%), 
eating disorders; and 12 (44%), an ICD other than IED. Sub-
jects also displayed high rates of comorbid migraine head-
aches. First-degree relatives displayed high rates of mood, 
substance use, and impulse-control disorders.” McElroy et 
al. ( 1998 ) reported that the aggressive episodes observed in 
their subjects resembled “microdysphoric” manic episodes. 

Symptoms in common with both manic and IED episodes 
included irritability (79-92%), increased energy (83-96%), 
racing thoughts (62-67%), anxiety (21-42%), and depressed 
(dysphoric) mood (17-33%). However, this fi nding may 
not be surprising, because 56% of the subjects in question 
had a comorbid bipolar diagnosis of some type (bipolar I, 
33%; bipolar II, 11%; and bipolar not otherwise specifi ed or 
cyclothymia, 11%). The Rhode Island Hospital Study (Coc-
caro et al.  2005 ) suggests a much lower rate of comorbid 
bipolar illness, with a rate of 11% (bipolar I, 5%; bipolar II, 
5%; and bipolar not otherwise specifi ed, 1%). Regardless, 
clinicians should fully evaluate for bipolar disorder prior to 
determining treatment for IED, because mood stabilizers, 
rather than serotonin reuptake inhibitors (SSRIs), would 
be the fi rst-line treatment for IED comorbid with bipolar 
disorder. 

 McElroy et al. ( 1998 ) reported that up to 44% of their 
IED subjects had another impulse-control–type disorder 
such as compulsive buying (37%) or kleptomania (19%). 
However, Coccaro et al. ( 1998b ) found that IED subjects 
had a comorbid ICD, and only 5% of IED subjects had 
another ICD in the Rhode Island Hospital Study (Coccaro 
et al.  2005 ). 

 Some children with Tourette’s disorder may be prone to 
rage attacks (Budman et al.  1998 ,  2000 ). The clinical mani-
festation of these attacks is similar to IED and may be more 
common among children with Tourette’s who have comor-
bid mood disorders. On the basis of these observations, the 
rage attacks of these children may fl ow from an underly-
ing dysregulation of brain function (Budman et al.  1998 , 
 2000 ). 

 The limited literature on the comorbidity of impulsive 
aggressive episodes suggests that it often occurs with three 
classes of disorders:

   Personality disorders, especially ASPD and BPD. By 
defi nition, ASPD and BPD are chronic and include 
impulsive aggression as an essential feature. Therefore, 
their diagnosis effectively excludes the diagnosis of IED 
(Figure   000–2). Coccaro et al. ( 1998b ) reported the 
rate of BPD and/or ASPD in IED subjects to be 38%. 
However, rates of IED in subjects with BPD have been 
noted at 78% and in subjects with ASPD at 58% ( Coc-
caro et al. 1998b ). A review of unpublished data from 
the author’s lab (Hollander 2007) (Hollander E [2007], 
personal communication) suggests that these rates are 
lower among subjects not seeking treatment and are 
lowest in the community (23% for BPD and/or ASPD; 
see also Coccaro et al.  2004 ). Regardless, BPD and 
ASPD subjects with a comorbid diagnosis of IED do 
appear to have higher scores for aggression and lower 
scores for general psychosocial function than do BPD/
ASPD subjects without IED (Coccaro et al.  2005 ).    
  A history of substance use disorders, especially alcohol 
abuse. A concurrent diagnosis of substance intoxication 
excludes the diagnosis of IED. However, many patients 
with IED report past or family histories of substance 
abuse, and in particular alcohol abuse. In light of 
evidence linking personal and family history of alcohol 
abuse with impulsive aggression (Linnoila et al.  1989 ) 
and linking both with low central serotonergic func-
tion (reviewed later), this connection may be clinically 

1.

2.
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Aggressive behavior

Due to the direct effects of a
general medical condition

Due to the direct effects of a substance

In response to a delusion or hallucination

Occurring in the context of elevated mood

Occurring in the context of depressed mood
(e.g., murder of loved one preceding a suicide)

Occurring as part of a pattern of
antisocial behavior

Occurring as part of a pattern of intense anger
with onset in early adulthood

Episodes of aggressive behavior out of
proportion to the situation

Associated with psychosocial stressor

Clinically significant impairment in impulse
control not covered above

Occurring for gain

"Normal" aggressive behavior

Associated with multiple cognitive deficits,
including memory impairment

Dementia due to a general medical condition

Delirium due to a general medical condition

Personality change due to
a general medical condition

Mental disorder NOS due to
a general medical condition

Substance intoxication/substance withdrawal

Other substance-induced disorders (e.g.,
substance-induced delirium
psychotic disorder)

Psychotic disorder (e.g., schizophrenia, mood
disorder with psychotic features)

Manic or mixed episode (in bipolar disorder,
schizoaffective disorder)

Major depressive episode in major depressive
disorder or schizoaffective disorder

Antisocial personality disorder

Conduct disorder

Borderline personality disorder

Intermittent explosive disorder

Acute stress disorder/posttraumatic
stress disorder

Adjustment disorder NOS

Impulse control disorder NOS

Associated with a disturbance in
consciousness and other cognitive deficits
and characterized by a fluctuating course

Occurring in a pattern representing a change
from previous personaltiy pattern

In excess of that usually encountered with
intoxication or withdrawal

Over age 18

In response to an extreme stressor and
accompanied by recurrent reexperiencing
of the event

Criminal behavior

No

No

No

No

No

No

No

No

No

No

No

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

No

No

No

No

No

No

Yes

Yes

Yes

Yes

Yes

Yes

Figure 000–2 Differential diagnosis of aggression. The psychiatric nosology of aggression has not been well worked out and requires much additional 
study. This is a particularly unfortunate state of affairs because the attribution (or misattribution) of aggression to a mental disorder is a frequent 
focus of forensic attention and can mean the difference between a life term in prison or a promotional tour for a bestseller. Because of the inherent 
diffi culties in making these determinations, psychiatric testimony in this regard should be interpreted with caution. Other decision trees that may be 
of interest include those for catatonia; delusions; euphoria or irritability; disorganized, agitated, or unusual behavior; impulsivity; hallucinations; 
substance use; and general medical condition.

relevant. Thus, when there is evidence suggesting that 
alcohol abuse may be present, a systematic evaluation 
of IED is warranted, and vice versa.  
  Neurological disorders, especially severe head trauma, 
partial complex seizures, dementias, and inborn errors 
of metabolism. IED is not diagnosed if  the aggressive 
episodes are a direct physiological consequence of a 

3.

general medical condition. Such cases would be diag-
nosed as personality change due to a general medical 
condition, delirium, or dementia. However, individuals 
with IED often have nonspecifi c fi ndings on neuro-
logical examination, such as refl ex asymmetries, mild 
hand-eye coordination defi cits, and childhood histories 
of head trauma with or without loss of consciousness. 
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Their EEGs may show nonspecifi c changes. Such 
isolated fi ndings are compatible with the diagnosis of 
IED and preempt the diagnosis only when they are 
indicative of a defi nitely diagnosable general medical or 
neurological condition. Such “soft” neurological signs 
may be diagnosed by a full neurological examination 
and neuropsychological testing.  

     Course 
 Given the rarity of pure IED, limited research is available 
concerning the age at onset and natural course of IED. But, 
according to the DSM IV-TR (American Psychiatric Associ-
ation  2000 ), and anecdotal case reports, the onset appears to 
be from childhood to the early 20s, and may be abrupt and 
without a prodromal period. The age of onset and course of 
IED distinguish it as separate from its comorbid diagnoses. 
The course of IED is variable, with an episodic course in 
some and a more chronic course in others. IED may per-
sist well into middle life unless treated successfully. In some 
cases, it may decrease in severity or remit completely with 
old age. However, cognitive impairment caused by Alzhe-
imer’s disease and other age-related causes of dementia may 
result in the reappearance of impulsive aggressive behavior. 
A mean age at onset of 16 years and an average duration 
of about 20 years has been described (McElroy et al.  1998 ). 
Preliminary data (Coccaro et al.  2005 ) confi rm these fi ndings 
and indicate that onset of DSM-IV-TR IED occurs by the 
end of the fi rst decade in 31%, by the end of the second dec-
ade in 44%, by the end of the third decade in 19%, and by the 
end of the fourth decade in only 6%. The mean age at onset 
in the NCS-R study was 14 years (Kessler et al.  2006 ). 

 Episodes typically last less than 30 minutes and involve 
one of or a combination of physical assault, verbal assault, 
or destruction of property. If  provoked, it is usually from a 
known person and is seemingly minor in nature (McElroy 
et al.  1998 ). Many individuals frequently have minor aggres-
sive episodes in the interim between severely aggressive/
destructive episodes. Considerable distress, social, fi nancial, 
occupational, or legal or impairments typically result from 
these episodes. 

   Differential Diagnosis 
 The differential diagnosis of  IED covers the differential 
diagnosis of impulsivity and aggressive behavior in general. 
Aggression is defi ned as forceful physical or verbal action, 
which may be appropriate and self-protective or inappropri-
ate as in hostile or destructive behavior. It may be directed 
against another person or the environment, or toward the 
self. The psychiatric nosology of aggression is still prelimi-
nary. Impulsivity is defi ned as the tendency to act in a sud-
den, unpremeditated, and excessively spontaneous fashion. 
The IED diagnosis should be considered only after all other 
disorders associated with impulsivity and aggression have 
been ruled out. Chronic impulsivity and aggression may 
occur as part of a cluster B personality disorder (e.g. BPD 
and ASPD); during the course of substance use disorders 
and substance intoxication; in the setting of a general medi-
cal (usually neurological) condition; and as part of disor-
ders fi rst diagnosed during childhood and adolescence such 
as conduct disorder, oppositional defi ant disorder, ADHD, 
and mental retardation. In addition, impulsive aggression 
may appear during the course of a mood disorder, especially 

during a manic episode, which precludes the diagnosis of 
IED, and during the course of an agitated depressive epi-
sode. Impulsive aggression may also be an associated feature 
of schizophrenia, in which it may occur in response to hal-
lucinations or delusions. Impulsive aggression may also 
appear in variants of obsessive-compulsive disorder (OCD), 
which may present with concurrent impulsive and compul-
sive symptoms. 

 A special problem in the differential diagnosis of impul-
sive aggression, which may arise in forensic settings, is that 
it may represent purposeful behavior, which is distinguished 
from IED by the presence of motivation and gain in the 
aggressive act, such as monetary gain, vengeance, or social 
dominance. Another diagnostic problem in forensic settings 
is malingering, in which individuals may claim to have IED 
to avoid legal responsibility for their acts. Figure   000–2 pre-
sents the differential diagnosis of aggression. 

 Common disorders that should be excluded before IED 
is diagnosed and features that may be helpful in the differen-
tial diagnosis are summarized in Table  000–1 . 

   Differences in Gender and Cultural 
Presentations 
 Amok is an extremely rare culture-specifi c syndrome of epi-
sodic aggression fi rst described in the Malay Peninsula but 
later found in Africa and Papua New Guinea. Amok is an 
episode of sudden, unprovoked rage in which the affected 
individual runs around with a weapon and attempts to kill 
a number of people or animals. Sometimes the perpetrator, 
typically a man, then kills himself. If  captured alive, the 
individual with amok claims no memory of the acts. The eti-
ology of amok and its relation to IED are unclear. Episodic 
violent behavior is more common in males than in females 
(DSM-IV-R). 

   Etiology and Pathophysiology 
 Theories about the etiology of  impulsive aggressive out-
bursts and IED have been part of psychiatry from its ori-
gins. Possession by spirits, humoral imbalances, and “moral 
weakness” were all suggested to play a role. Since the sec-
ond-half  of the 19th century, two main lines of explanation, 
which are to a large extent complementary, have been devel-
oped to account for the existence of individuals with epi-
sodic impulsive aggression. One line of explanation viewed 
the etiology of impulsive aggression as stemming from the 
effects of  early childhood experiences and possibly child-
hood trauma on the development of self-control, frustration 
tolerance, planning ability, and gratifi cation delay, which 
are all important for self-prevention of impulsive aggressive 
outbursts. Early experiences with “good-enough” mother-
ing that fosters phase-appropriate delay of gratifi cation and 
the development of the potential for imitation and identifi -
cation with the mother are considered important for normal 
development. Too much or too little frustration, as well as 
overgratifi cation or undergratifi cation, may impair the nor-
mal development of the ability to anticipate frustration and 
delay gratifi cation (Khantzian and Mack  1983 ). 

 A second line of explanation, which has yielded numer-
ous positive fi ndings over the past 15 years, views impulsive 
aggression as the result of variations in brain mechanisms 
that mediate behavioral arousal and behavioral inhibition. A 
rapidly growing body of evidence has shown that impulsive 
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aggression may be related to defects in the brain seroton-
ergic system, which acts as an inhibitor of motor activity 
(Kavoussi et al.  1997 , Staner and Mendlewicz  1998 ). Animal 
studies suggest that serotonergic neurons play a role in 
behavioral inhibition and thus provide an impetus to explore 
the role of serotonin in human impulsivity. Although the 
majority of the human studies involved patients who suf-
fered from impulsive aggression in the context of disorders 
other than IED, their fi ndings may be relevant to the behav-
ioral dimension of impulsive aggression, of which IED is a 
“pure” form. 

 Measures examining central (and peripheral) serotonin 
function correlate inversely with life history, questionnaire, 
and laboratory measures of  aggression. This relationship 
has been demonstrated by CSF 5-HIAA (Linnoila et al. 
 1983 , Virkkunen et al.  1994 ), physiological responses to 
serotonin agonist probes (Coccaro et al.  1989 ,  1997b , Dolan 
et al.  2001 , Manuck et al.  1998 ), and platelet measures of 
serotonin activity (Birmaher et al.  1990 , Coccaro et al. 
 1996 ). The type of aggression associated with reduced cen-
tral serotonin function appears to be  impulsive,  as opposed 
to  nonimpulsive,  aggression (Linnoila et al.  1983 , Virkkunen 
et al.  1994 ). Linnoila et al. ( 1989 ) divided aggressive behav-
iors into impulsive and nonimpulsive forms and found that 
reduced CSF 5-HIAA was correlated with impulsive aggres-
sion only. These fi ndings suggest that impulsive aggressive 
behavior can be distinguished biologically from nonim-
pulsive aggression. Interestingly, the inverse relationship 
between aggression and serotonin is not observed when 
catecholamine system function is impaired (Coccaro et al. 
 1989 , Wetzler et al.  1991 ). Siever et al. ( 1991 ) and Stein 
et al. ( 1993 ) have confi rmed a relationship between levels of 
5-HIAA in the CSF and impulsive or aggressive behaviors. 
Pharmacological challenge studies have also demonstrated 
that low serotonergic responsiveness (measured by the neu-
roendocrine response to serotonergic agonists) correlates 
with scores of  impulsive aggression. Studies of  impulsive 
aggression among alcoholics have further defi ned a probable 
relationship between such behaviors and diminished sero-
tonergic function (Virkkunen et al.  1995 , Virkkunen and 
Linnoila  1993 ). 

 There is also evidence to support the role of nonsero-
tonergic brain systems and modulators in impulsive aggres-
sion. These fi ndings suggest a role for dopamine (Depue 
et al.  1994 ), norepinephrine (Coccaro et al.  1991 ), vaso-
pressin (Coccaro et al.  1998a ), brain-derived neurotrophic 
factor (Lyons et al.  1991 ), opiates (Post et al. 1984), and 
testosterone (Giammanco et al.  2005 , Virkkunen et al. 
 1994 ) and an inhibitory interaction between neuronal nitric 
oxide synthase and testosterone in rodents (Kriegsfeld et al. 
 1997 ). 

 Another line of neurobiological evidence links impul-
sive aggression with dysfunction of  the prefrontal cortex 
(PFC). Studies of neuropsychiatric patients with localized 
brain lesions have demonstrated that some bilateral lesions 
in the PFC may be specifi cally associated with a chronic pat-
tern of impulsive aggressive behaviors. Neurological stud-
ies suggest that the PFC regions associated with impulsive 
aggression syndromes are involved in the processing of affec-
tive information and the inhibition of motor responsiveness, 
both of which are impaired in impulsive aggressive patients. 
Interictal episodes of  aggression may occur among some 

people with epilepsy. In a quantitative MRI study of such 
episodes among people with temporal lobe epilepsy (TLE) 
(Woermann et al.  2000 ) three groups (24 TLE patients with 
aggressive behavior, 24 TLE patients without such behavior, 
and 35 nonpatient controls) were compared. The aggressive 
behavior was associated with a reduction of frontal neocor-
tical gray matter. 

 Further evidence linking the PFC with the serotonergic 
system and impulsive aggression comes from postmortem 
and animal studies suggesting that the PFC is rich in excita-
tory 5-HT 2  receptors, whose number is increased in suicide 
victims and correlated with aggressive social behavior in 
primates. Lower levels of CSF 5-HIAA were found in neu-
rological patients with frontal brain injuries than in patients 
with injuries in other brain regions. The fenfl uramine chal-
lenge test, a neuroendocrine challenge to the serotonergic 
system, was found to increase cerebral prefrontal glucose 
metabolism in normal control subjects. PET studies have 
found selective reductions in glucose metabolism in the 
prefrontal and frontal cortex of  patients with impulsive 
aggression. The regional reductions in glucose metabolism 
in impulsive aggressive patients were more signifi cant dur-
ing a continuous performance task, whose performance was 
impaired in neurological patients with frontal lesions and 
was found to increase frontal glucose metabolism in normal 
subjects (Raine et al.  1994 ). A visual-evoked potential and 
EEG study in a large group of aggressive children and ado-
lescents also suggest that such behavior may be associated 
with altered innate characteristics of central nervous system 
function (Bars et al.  2001 ). 

 Thus, biological studies implicate the serotonergic sys-
tem and the PFC in the pathogenesis of impulsive aggression. 
The diagnosis of IED is sometimes considered in forensic 
settings; the biological correlates of  impulsive aggression 
focus attention on, but do not solve, the complicated prob-
lem of personal responsibility for impulsive violent acts that 
are correlated with objective biological fi ndings. 

   Family and Twin Studies 
 Clinical observation and family history data suggest that 
IED is familial. Familial aggregation of temper outbursts 
and IED has been reported in psychiatric patients with “tem-
per problems” (Mattes and Fink  1987 ). McElroy et al. ( 1998 ) 
reported that nearly a third of fi rst-degree relatives of IED 
probands had IED. A blinded, controlled, family history 
study using IED-integrated research criteria (Coccaro  1999 ) 
found a morbid risk of IED of 26% in relatives of IED-IR 
probands compared with 8% among the relatives of control 
probands, a signifi cant difference. Although twin studies 
have confi rmed the hypothesis that both impulsivity (Seroc-
zynski et al.  1999 ) and aggression ( Coccaro et al.  1997a ) are 
under substantial genetic infl uence, there are no twin studies 
of IED itself. Genetic infl uence for these two traits ranges 
from 28% to 47%, with nonshared environmental infl uences 
making up the lion’s share of the remaining variance. 

   Molecular Genetic Studies 
 Studies of particular genes in aggressive populations have 
used the candidate gene approach. Candidate genes are the 
genes for proteins with a suspected, or proven, biological 
association to a disorder [e.g., serotonin (5-HT) receptors 
in aggression]. The polymorphism HTR1B/G861C and 
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short tandem repeat locus D6S284 are part of the gene for 
the 5-HT 1B  receptor for serotonin. These genetic sites were 
examined in 350 Finnish sibling pairs and 305 Southwestern 
American Indian sibling pairs, both with a high rate of alco-
holism. The diagnoses of ASPD and IED were used to exam-
ine the traits of impulsivity and aggression. The rate of IED 
in relatives of ASPD probands was 15%, and the relatives of 
healthy control subjects had neither IED nor ASPD. Lap-
palainen et al. ( 1998 ) were able to discover that the gene pre-
disposing to ASPD alcoholism resides close to the HTR1B 
version of the coding sequence. They concluded that impul-
sivity and aggression might be infl uenced, in part, by 5-HT 1B  
receptors. Other candidate genes include the genes for tryp-
tophan hydroxylase and MAO-A. Manuck et al. ( 1999 ,  2000 ) 
found an association of the traits of aggression, impulsivity, 
and serotonin activity (tested by   D,L -fenfl uramine  challenge) 
with variations in both the tryptophan hydroxylase and the 
MAO-A genes in community samples. 

   Imaging and Brain Localization 
 Few localization and functional studies have looked at 
impulsive aggression or IED. Using fl uorodeoxyglucose 
positron emission tomography (FDG-PET), Siever et al. 
( 1999 ) found blunted glucose utilization responses to serot-
onin stimulation in the orbitofrontal cortex (an area associ-
ated with impulsive aggression) of IED subjects with BPD. 
A similar fi nding was reported in the anterior cingulate 
and anteromedial orbital cortex of  impulsive aggressive 
subjects after stimulation with the direct serotonin agonist 
 m -chlorophenylpiperazine (New et al.  2002 ). Using PET 
with a 5-HT 1A  antagonist in healthy volunteers, Parsey 
et al. ( 2002 ) found a signifi cant inverse correlation between 
lifetime aggression and serotonin receptor binding in the 
dorsal raphe, anterior cingulate cortex, amygdala, medial 
PFC, and orbital PFC. Using neuropsychological testing 
in impulsive aggressive subjects, Best et al.’s ( 2002 ) data 
supported a possible dysfunctional frontal circuit. More 
work is needed to reveal the specifi c functional brain abnor-
malities in impulsive aggressive individuals. 

   Treatment 
 Given the rarity of pure IED, it is not surprising that few 
systematic data are available on its response to treatment and 
that some of the recommended treatment approaches to IED 
are based on treatment studies of impulsivity and aggression 
in the setting of other mental disorders and general medi-
cal conditions. Thus, no standard regimen for the treatment 
of IED can currently be recommended. Both psychological 
and somatic therapies have been utilized in the treatment of 
IED. A prerequisite for both modalities is the willingness of 
the individual to acknowledge some responsibility for the 
behavior and participate in attempts to control it. 

  Psychological Treatment 
 Lion ( 1992 ) has described the major psychotherapeutic task 
of teaching individuals with IED how to recognize their own 
feeling states and especially the affective state of rage. Lack 
of awareness of their own mounting anger is presumed to 
lead to the buildup of intolerable rage that is then discharged 
suddenly and inappropriately in a temper outburst. Patients 
with IED are therefore taught how to fi rst recognize and 
then verbalize their anger appropriately. In addition, dur-

ing the course of insight-oriented psychotherapy, they are 
encouraged to identify and express the fantasies surrounding 
their rage. Group psychotherapy for temper-prone patients 
has also been described. The cognitive-behavioral model of 
psychological treatment may be usefully applied to problems 
with anger and rage management. 

 Anger treatment studies focus on treatment of anger 
as a component of other psychiatric illnesses, like substance 
abuse, post-traumatic stress disorder, depression, and dom-
estic violence; and in forensic and mentally impaired popula-
tions. In a few rare cases, anger is addressed as the primary or 
only problem, and a limited number of treatments have been 
described. “Imaginational exposure therapy,” used frequently 
in anxiety disorders, was studied in a noncontrolled pilot study 
of anger treatment (Grodnitzky and Tafrate  2000 ). Subjects 
habituated to anger-provoking scenarios, and the treatment 
was felt to be useful. In a controlled trial of  high driving 
anger college students, Deffenbacher et al. ( 2000 ) compared 
pure relaxation training with relaxation training combined 
with cognitive therapy and an assessment-only control. Nei-
ther treatment condition improved general trait anger, but 
both treatments improved driving anger. When repeated in 
a new population of drivers with higher anger levels, both 
treatments lowered trait anger (Deffenbacher et al.  2002 ). 
Since relaxation training with cognitive therapy provided lit-
tle gain over pure relaxation training, relaxation training in 
itself  may be adequate treatment for driving anger. 

 Other versions of cognitive-behavioral therapy (CBT), 
like dialectical behavior therapy (DBT), have been studied 
in BPD patients. One study showed improvement in anger, 
global functioning, and social adjustment compared with a 
treatment-as-usual condition (Linehan et al.  1994 ). Improve-
ment in anger and impulsivity has been shown with DBT 
across many disorders. There are no published double-blind, 
placebo-controlled studies on IED subjects in therapy, but 
studies of therapy in IED subjects are ongoing. 

   Somatic Treatments 
 Several classes of medications have been used to treat IED 
and impulsive aggression in the context of other disorders. 
These included beta-blockers (propranolol and metoprolol), 
anticonvulsants (carbamazepine and valproic acid), lithium, 
antidepressants (tricyclic antidepressants and SSRIs), and 
antianxiety agents (lorazepam, alprazolam, and buspirone). 
Mattes ( 1990 ) compared the effectiveness of two commonly 
used agents, carbamazepine and propranolol, for the treat-
ment of rage outbursts in a heterogeneous group of patients. 
He found that although carbamazepine and propranolol 
were overall equally effective, carbamazepine was more effec-
tive in patients with IED and propranolol was more effec-
tive in patients with ADHD. A substantial body of evidence 
supports the use of propranolol—often in high doses—for 
impulsive aggression in patients with chronic psychotic disor-
ders and mental retardation. Lithium has been shown to have 
antiaggressive properties and may be used to control temper 
outbursts. In patients with comorbid major depressive disor-
der, OCD, or cluster B and C personality disorders, SSRIs may 
be useful. Overall, in the absence of more controlled clinical 
trials, the best approach may be to tailor the psychopharma-
cological agent to coexisting psychiatric comorbidity. In the 
absence of comorbid disorders, carbamazepine, titrated to 
antiepileptic blood levels, may be used empirically. 
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There are no established treatments of choice. Therefore, in 
reading this section the reader must keep in mind that much 
of what is described is based on limited data or on anecdotal 
information. 

 Kleptomania was designated a psychiatric disorder in 
1980 in DSM-III (American Psychiatric Association  1980 ), 
and in DSM-III-R (American Psychiatric Association  1987 ) 
it was grouped under “disorders of  impulse control not 
elsewhere classifi ed.” Kleptomania is currently classifi ed in 
DSM-IV-TR (American Psychiatric Association  2000 ) as an 
ICD (see box below for criteria), but it is still poorly under-
stood. Criterion A, which focuses on the senselessness of 
the items stolen, has often been considered the criterion that 
distinguishes kleptomania patients from ordinary shoplift-
ers (Goldman  1991 ), but interpretation of  this criterion 
is controversial. The archetype of the middle-aged female 
kleptomania patient who steals peculiar items may not ade-
quately account for all people with kleptomania (Goldman 
 1991 , McElroy et al.  1991a ). Patients with kleptomania may 
in fact desire the items they steal and be able to use them, 
but do not need them. This may be particularly the case with 
kleptomania patients who hoard items (Goldman  1991 ), for 
which multiple versions of the same item are usually not 
needed, but the item itself  may be desired and may be of 
practical use to the patient. 

 People with kleptomania often report amnesia sur-
rounding the shoplifting act (Goldman  1991 , Grant  2004 ), 
and deny feelings of tension or arousal prior to shoplifting 
and feelings of pleasure or relief  after the thefts. They often 
recall entering and leaving a store but have no memory of 
events in the store, including the theft (Grant  2004 ). Others, 
who are not amnestic for the thefts, describe shoplifting as 
“automatic” or “a habit”, and may also deny feelings of 
tension prior to a theft or pleasure after the act (DSM-IV-TR 
criterion B or C), although they report an inability to con-
trol their shoplifting (criterion A). Some report that they 
felt tension and pleasure when they started stealing, but it 
became a “habit” over time. Some speculate that patients 
who are amnestic for shoplifting or who do so “out of habit” 
represent two subtypes of kleptomania. 

 At presentation, the typical patient suffering from 
kleptomania is a 35-year-old woman who has been stealing 
for about 15 years and may not mention kleptomania as 
the presenting complaint or in the initial history (Goldman 
 1991 , McElroy et al. 1991a). The patient may complain 
instead of anxiety, depression, lability, dysphoria, or mani-
festations of character pathology. There is often a history 
of  a tumultuous childhood and poor parenting, and in 
addition acute stressors may be present, such as marital or 
sexual confl icts. The patient experiences the urge to steal as 
irresistible, and the thefts are commonly associated with a 
thrill, a high, a sense of relief, or gratifi cation. Generally, 
the behavior has been hard to control and has often gone 
undetected by others. The kleptomania may be restricted 
to specifi c settings or types of objects, and the patient may 
or may not be able to describe rationales for these prefer-
ences. Quite often, the objects taken are of inherently little 
fi nancial value, or have meaningless fi nancial value rela-
tive to the income of the person who has taken the object. 
Additionally, the object may never actually be used. These 
factors often help distinguish criminal theft from klepto-
mania. The theft is followed by feelings of guilt or shame 

Mr. A is a 42-year-old separated man who works as a 
bank clerk. He came to seek outpatient psychiatric treat-
ment after an angry outburst that led to the breakdown of 
his second marriage: his wife issued an order of protection 
against him after a rage attack in which he slapped her 
across the face and destroyed most of the kitchen and living 
room furniture. His rage was triggered by his wife’s decision 
to buy a new microwave oven without consulting him. Mr. 
A, who remembered the episode clearly and with remorse, 
said that he realized how angry he was only after he actually 
struck at his wife.

During the course of his evaluation, Mr. A became 
tearful and admitted to several similar episodes during 
the course of his current and previous marriages. These 
episodes were rare, occurring once or twice a year. They 
were brief  and apparently unpredictable and resulted in his 
separation from his fi rst wife. Except during those episodes, 
Mr. A was a pleasant, rather timid man who deferred to 
his wife in most important decisions. There was no history 
suggestive of antisocial or borderline personality 
disorder. Mr. A, who described himself  as a shy, withdrawn 
child, gave a history of head trauma at the age of 12 years, 
while he was ice skating, with loss of consciousness for 10 
minutes. Other than this, his medical history was normal. 
There were no neurological or behavioral sequelae. Mr. A 
also described prolonged physical abuse by his alcoholic 
father. Mr. A himself  denied a history of substance abuse, 
involvement with the criminal justice system, and prior 
psychiatric treatment. He denied a history of manic and 
depressive episodes. Mr. A had few friends and was not 
popular at his job. Although he had never lost his temper 
there, he believed that his boss and coworkers could sense 
his “stress” while dealing with clients.

Mr. A’s physical and neurological examination was 
notable only for mild bilateral diffi culty with rapid 
alternating hand movements. Except for his tearfulness 
while describing the episode, Mr. A’s Mental Status 
Examination was unremarkable. Results of routine 
laboratory blood work and computed tomography of the 
head were within normal limits. An EEG was notable for 
diffuse slowing without an epileptic focus.

Mr. A’s treatment was started with carbamazepine. at 
standard dosage. He also received a short course of 
psychotherapy that focused on recognizing his anger and 
venting it appropriately, on his memories of childhood 
physical abuse, and on his current sense of himself  as a 
helpless person who was being controlled by his wife and 
boss. In addition, it was recommended that he transfer to a 
position that would not involve contact with clients. During 
a 2-year follow-up, Mr. A had no further rage episodes. He 
continued to have few friends but was able to maintain a 
long-term relationship with a woman he was planning to 
marry.

Clinical Vignette 1

           Kleptomania 

  Diagnosis 

  Defi nition and Diagnostic Features 
 Kleptomania shares with all other ICDs the recurrent fail-
ure to resist impulses. Unfortunately, in the absence of epi-
demiological studies, little is known about kleptomania. 
Clinical case series and case reports are limited. Family, 
neurobiological, and genetic investigations are not available. 
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and, sometimes, attempts at atonement. The frequency of 
stealing episodes may greatly fl uctuate in concordance with 
the degree of depression, anxiety, or stress. There may be 
periods of complete abstinence. The patient may have a past 
history of psychiatric treatments including hospitalizations 
or of arrests and convictions, whose impact on future klep-
tomanic behavior can be variable. 

may fi rst present for evaluation 15 years later than women. 
Kleptomania occurs transculturally and has been described 
in various Western and Eastern cultures. Asian observers 
have also noted an overlap with eating disorders (Lee  1994 ). 
Atypical presentations should raise a greater suspicion of 
an organic etiology for whom a medical evaluation would 
then be indicated. Medical conditions that have been associ-
ated with kleptomania include cortical atrophy, dementia, 
intracranial mass lesions, encephalitis, normal-pressure 
hydrocephalus, benzodiazepine withdrawal, and TLE. 
A complete evaluation when such suspicions are present 
includes a physical and neurological examination, general 
serum chemistry and hematological panels, and an EEG 
with temporal leads or computed tomography of the brain 
(Chiswick  1976 , Khan and Martin  1977 , Mendez  1988 , 
Wood and Garralda  1990 , Coid  1984 , McIntyre and Emsley 
1990). 

   Epidemiology 
 No epidemiological studies of kleptomania have been con-
ducted, and thus its prevalence can be estimated only grossly 
and indirectly. In a thorough review of the existing literature, 
Goldman ( 1991 ) found that in a series of shoplifters, the 
estimate of kleptomania ranged from 0% to 24%. The fre-
quency of kleptomania may be indirectly extrapolated from 
incidence rates of kleptomania in comorbid disorders with 
known prevalence, like bulimia nervosa. Such speculations 
suggest at least a 0.6% prevalence of  kleptomania in the 
general population (Goldman  1991 ). However, given that 
people who shoplift are often not caught, this is almost cer-
tainly an underestimate. Also, the shame and embarrass-
ment associated with stealing prevents most people from 
voluntarily reporting kleptomania symptoms ( Grant and 
Kimm 2002c ). In addition, studies examining comorbidity 
of other disorders may neglect to inquire about kleptoma-
nia. Studies of kleptomania in various clinical samples sug-
gest a higher prevalence. A recent study of 204 adult psychi-
atric inpatients in the US, with multiple disorders, revealed 
that kleptomania may in fact be fairly common. The study 
found that 7.8% ( n  = 16) endorsed current symptoms con-
sistent with a diagnosis of kleptomania and 9.3% ( n   =  19) 
had a lifetime diagnosis of kleptomania (Grant et al.  2005 ). 
Kleptomania appeared equally common in patients with 
mood, anxiety, substance use, or psychotic disorders. These 
fi ndings are further supported by two French studies. One 
study of 107 depressed inpatients found that 4 (3.7%) had 
kleptomania (Lejoyeux et al.  2002 ); in another study of 
79 alcohol-dependent inpatients, 3 (3.8%) reported symp-
toms consistent with kleptomania (Lejoyeux et al.  1999 ). 
In two studies examining comorbidity in pathological gam-
blers, rates of comorbid kleptomania ranged from 2.1% to 
5% (Grant and Kim  2003 , Specker et al.  1995 ). A study 
of bulimia patients found that 24% met DSM-III (Ameri-
can Psychiatric Association  1980 ) criteria for kleptomania 
(Hudson et al.  1983 ). 

 The literature clearly suggests that the majority of 
patients with kleptomania are women (e.g. Grant and Kim 
 2002b ,  McElroy et al. 1991b , Presta et al.  2002 ). In a retro-
spective review of 56 cases that appeared to fulfi ll DSM-III-R 
criteria for kleptomania, McElroy et al. ( 1991b ) found that 
77% were women. Similarly, in a prospective series of  20 
patients with DSM-III-R kleptomania, 75% were women 

Reproduced with permission from the Diagnostic and 
Statistical Manual of Mental Disorders, Fourth Edition, Text 
Revision. Copyright 2000 American Psychiatric Association.

Kleptomania
A.   Recurrent failure to resist impulses to steal 

objects that are not needed for personal use or 
for their monetary value.

B.  Increasing sense of tension immediately before 
committing the theft.

C.  Pleasure, gratifi cation, or relief  at the time of 
committing the theft.

D.  The stealing is not committed to express anger or 
vengeance and is not in response to a delusion or 
a hallucination.

E.  The stealing is not better accounted for by 
conduct disorder, a manic episode, or antisocial 
personality disorder.

F.  The stealing is not better accounted for by 
conduct disorder, a manic episode, or antisocial 
personality disorder.

  
DSM-IV-TR Criteria

          Assessment 
 Generally, the diagnosis of  kleptomania is not a compli-
cated one to make. However, kleptomania may frequently 
go undetected because the patient may not mention it spon-
taneously and the psychiatrist may fail to inquire about it as 
part of the routine history. The index of suspicion should 
rise in the presence of commonly associated symptoms such 
as chronic depression, other impulsive or compulsive behav-
iors, tumultuous backgrounds, or unexplained legal trou-
bles. It could convincingly be argued that a cursory review 
of compulsivity and impulsivity, citing multiple examples 
for the patient, should be a part of any thorough and com-
plete psychiatric evaluation. In addition, it is important to 
do a careful differential diagnosis and pay attention to the 
various exclusion criteria before diagnosing theft as klep-
tomania. Possible diagnoses of sociopathy, mania, or psy-
chosis should be carefully considered. In this regard, the 
psychiatrist must inquire about the affective state of  the 
patient during the episodes, the presence of  delusions or 
hallucinations associated with the occurrence of the behav-
ior, the motivation behind the stealing, and the fate and 
subsequent use of the objects. 

 Although the typical patient may be a 35-year-old 
woman, it is important to remember that men, chil-
dren, and elderly persons may present with or engage in 
kleptomania. Interestingly, Goldman’s suggested that men 
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(McElroy et al. 1991a). However, women generally seek 
psychiatric help more frequently than men, whereas men 
are more likely to become involved with the penal system 
(Goldman  1991 ). Consequently, this may not refl ect true 
gender distribution. The severity of kleptomania symptoms 
and the clinical presentation of symptoms do not appear to 
differ based on gender ( Grant and Kim 2002b ). 

   Comorbidity Patterns 
 High rates of other psychiatric disorders found in patients 
with kleptomania have sparked debate over the proper char-
acterization of this disorder. Among those with kleptoma-
nia who present for treatment, there is a high incidence of 
comorbid mood, anxiety, and eating disorders, when com-
pared with rates in the general population. Rates of  life-
time comorbid affective disorders range from 59% ( Grant 
and Kim 2002b ) to 100% (McElroy et al.  1991b ). The rate 
of lifetime comorbid bipolar disorder has been reported as 
ranging from 9% ( Grant and Kim 2002b ) to 27% (Bayle 
et al.  2003 ) to 60% (McElroy et al.  1991b ). Studies have 
also found high lifetime rates of comorbid anxiety disorders 
(60-80%; McElroy et al. 1991b ,  1992 ), ICDs (20-46%; Grant 
and Kim  2003 ), substance use disorders (23-50%; Grant 
and Kim  2002b ,  McElroy et al. 1991b ), and eating disor-
ders (60%; McElroy et al.  1991b ). Personality disorders have 
been found in 43–55% of kleptomania patients, the most 
common being paranoid and histrionic personality disorder 
(Bayle et al.  2003 , Grant  2004 ). 

 In reviewing 26 case reports of  kleptomania, Gold-
man ( 1991 ) reported mention of histories of depression in 
13 patients (50%), anxiety in 8 patients (31%), and bulimia 
nervosa in 3 patients (12%). Similar percentages are noted 
by McElroy et al. ( 1991b ) in a review of 56 patients with 
probable kleptomania: 57% with mood disorder symptoms, 
34% with anxiety disorder symptoms, and 11% with bulimic 
symptoms. Comorbidity patterns among those who present 
for treatment may be greater than among random samples. 
More reliable comorbidity rates can be found in a prospective 
study of 20 kleptomaniacs ( McElroy et al. 1991a ). Lifetime 
DSM-III-R comorbidity rates were 40% major depres-
sive disorder, 50% substance abuse, 40% panic disorder, 
40% social phobia, 45% OCD, 30% anorexia nervosa, 
60% bulimia nervosa, and 40% other ICDs. Dissociative 
symptoms, signifi cant character pathology, and trauma 
histories are commonly encountered among this group 
(Goldman  1991 , McElroy et al.  1991b ). Unfortunately, Axis 
I dissociative pathology and Axis II pathology have not yet 
been systematically investigated in these patients. 

   Course 
 Kleptomania may begin in childhood, adolescence, or 
adulthood, and sometimes in late adulthood. However, 
most patients have an onset of  symptoms before the age 
of  21 years, that is, by late adolescence (Goldman  1991 , 
 Grant and Kim 2002b ,  McElroy et al. 1991a ,  1991b ; Presta 
et al.  2002 ). In two separate studies, the mean age at onset 
was 20 years (Goldman  1991 , McElroy et al.  1991a ), and 
included people who had begun stealing as early as 5 to 7 
years old. Onset beyond 50 years is unusual, and in some 
of these cases remote histories of past kleptomania can be 
elicited (Goldman  1991 ). Most clinical samples of klepto-
maniacs report shoplifting for more than 10 years prior to 

entering treatment (Goldman  1991 ,  Grant and Kim 2002c , 
 McElroy et al. 1991b ) and in some cases 15 or 16 years may 
elapse before treatment is sought (Goldman  1991 , McElroy 
et al.  1991a ). 

 The disorder appears to be chronic, but with varying 
intensity. At peak frequency, McElroy et al. ( 1991a ) found 
a mean of 27 episodes a month, essentially daily stealing, 
with one patient reporting four acts daily. The majority of 
patients may eventually be apprehended for stealing once or 
more, and a minority may even be imprisoned; usually these 
repercussions do not result in more than a temporary remis-
sion of  the behavior. People with kleptomania may also 
have extensive histories of  psychiatric treatments, includ-
ing hospitalization for other conditions, most commonly 
depression or eating disorders. Because of the unavailability 
of longitudinal studies, the prognosis is unknown. However, 
it appears that without treatment the behavior may be likely 
to persist for decades, sometimes with signifi cant associ-
ated morbidity, despite multiple convictions for shoplifting 
(arrest or imprisonment), with transient periods of remis-
sion. Three typical courses have been described: sporadic 
with brief  episodes and long periods of remission; episodic 
with protracted periods of stealing and periods of remission; 
and chronic with varying intensity (DSM-IV-TR, American 
Psychiatric Association  2000 ). 

   Etiology and Pathophysiology 
 The etiology of  kleptomania is essentially unknown, 
although various models have been proposed in an effort to 
conceptualize the disorder. At present, the available empiri-
cal data are insuffi cient to substantiate any of these models. 
With the exception of scant information on family history, 
data regarding possible familial or genetic transmission of 
a kleptomania diathesis are unavailable. One study found 
the risk for major mood disorders in fi rst-degree relatives of 
probands with kleptomania to be 0.31; similar to the familial 
risk for probands with major depressive disorder ( McElroy 
et al. 1991a ). In the same study, 7% of fi rst-degree relatives 
of kleptomania patients had histories of OCD. These fi nd-
ings, along with other lines of evidence, suggest that klepto-
mania shares a common biological diathesis with mood dis-
orders or OCD. The affective spectrum model suggests that 
kleptomania and other ICDs may share a common underly-
ing biological diathesis with other disorders like depression, 
panic disorder, OCD, and bulimia nervosa (McElroy et al. 
 1992 ,  1991b , Hudson and Pope  1990 ). The apparent high 
comorbidity of kleptomania with depression and bulimia 
nervosa has already been noted. As early as 1911, Janet 
( 1911 ) recognized the alleviation of depressive symptoms on 
the commission of kleptomanic acts. Some individuals with 
kleptomania respond to treatment with thymoleptic agents 
or electroconvulsive therapy. These observations are cited as 
support for an affective spectrum model. 

 Although the affective spectrum has been claimed to 
encompass obsessive-compulsive pathology (Hudson and 
Pope  1990 ) there exists a more specifi c model conceptualizing 
kleptomania and other impulse disorders as obsessive-com-
pulsive spectrum disorders (McElroy et al.  1993 ). Several lines 
of evidence support this model. First, there are phenomeno-
logical similarities between the classical obsessions and com-
pulsions of OCD and the irresistible impulses and repetitive 
actions characteristic of kleptomania. Further, there appears 
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to be a greater than chance occurrence of OCD in probands 
with kleptomania and in their relatives. In addition, both 
conditions have signifi cant comorbidity with mood, anxiety, 
substance use, and eating disorders. However, OCD rituals 
are more clearly associated with relief  of anxiety and harm 
avoidance, whereas kleptomania acts seem to be associated 
with gratifi cation or pleasure. In addition, OCD is associated 
with a clear preferential response to SSRIs as opposed to 
general thymoleptics. The limited treatment literature (see 
later) does not support a similar response pattern in klep-
tomania. Unfortunately, the role of the serotonergic or of 
any other neurotransmitter system has not been suffi ciently 
investigated in kleptomania. Interestingly, a large study 
found subjects with mixed anorexia and bulimia nervosa to 
have a higher lifetime prevalence of kleptomania than those 
with either anorexia or bulimia nervosa alone (Herzog et al. 
 1992 ). This could suggest a relationship between kleptoma-
nia and both the obsessive-compulsive (anorexic) and the 
affective (bulimic) spectrum. 

 Alternatively, kleptomania may be conceptualized as 
an addictive disorder. The irresistible impulse to steal is 
reminiscent of the urge and highly associated with drinking 
or drug use (McElroy et al.  1992 ). Marks ( 1990 ) proposed 
a constellation of behavioral (i.e., nonchemical) addictions 
encompassing OCD, compulsive spending, gambling, bing-
ing, hypersexuality, and kleptomania. This model postulates 
certain concepts thought to be common in all these disor-
ders, like craving, mounting tension, “quick fi xing,” with-
drawal, external cuing, and habituation. These components 
have not yet been well investigated in kleptomania. 

   Biological Theories 

  Serotonin and Inhibition 
 Compared with controls, kleptomania patients report sig-
nifi cant elevations of  impulsivity and risk taking (Bayle 
et al.  2003 , Grant and Kim  2002d ), and diminished inhibi-
tory mechanisms may underlie the risk-taking behavior of 
kleptomania. The most well-studied inhibitory pathways 
involve serotonin and the PFC (Chambers et al.  2003 ). 
Decreased measures of  serotonin have long been associ-
ated with a variety of adult risk-taking behaviors including 
alcoholism, fi re setting, and pathological gambling (Moreno 
et al.  1991 , Virkkunen et al.  1994 ). Blunted serotonergic 
responses in the ventromedial PFC have been seen in people 
with impulsive aggression (New et al.  2002 ), and this region 
has also been implicated in poor decision making (Bechara 
 2003 ), as seen in those with kleptomania. Although there are 
few biological studies of kleptomania, early evidence sup-
ports a theory of serotonergic involvement in the disorder. 
One study found a lower number of the platelet serotonin 
transporter in kleptomania patients versus healthy controls 
(Marazziti et al.  2000 ). Pharmacological case studies sug-
gest that SSRIs like clomipramine and SSRIs (Lepkifker et 
al.  1999 , McElroy et al.  1991b ) may reduce the impulsive 
behavior associated with kleptomania. 

   Dopamine and Reward Defi ciency 
 Dopaminergic systems infl uencing rewarding and reinforc-
ing behaviors have also been implicated in ICDs and may 
play a role in the pathogenesis of kleptomania. One proposed 
mechanism is “Reward defi ciency syndrome,” a hypothesized 

hypodopaminergic state involving multiple genes and 
environmental stimuli that puts an individual at high risk 
for multiple addictive impulsive and compulsive behaviors 
(Blum et al.  2000 ). Alterations in dopaminergic pathways 
have been proposed as underlying the seeking of rewards (e.g., 
shoplifting) that trigger the release of dopamine and produce 
feelings of pleasure (Blum et al.  2000 ). Further, dopamine 
release into the nucleus accumbens has been implicated in 
the translation of motivated drive into action, serving as a 
“go” signal (Chambers et al.  2003 ). Dopamine release into 
the nucleus accumbens seems maximal when reward prob-
ability is most uncertain, suggesting that it plays a central role 
in guiding behavior during risk-taking situations (Fiorillo et 
al.  2003 ). The structure and function of dopamine neurons 
within the nucleus accumbens, in conjunction with glutama-
tergic afferent and intrinsic GABAergic activities, appear to 
change in response to experiences that infl uence the function 
of the nucleus accumbens. So, future behavior may be deter-
mined in part by prior rewarding experiences via neuroplastic 
changes in the nucleus accumbens. This may explain why, 
over time, many kleptomania patients report shoplifting “out 
of habit” even without a pronounced urge or craving. 

   Opioid System, Cravings, and Pleasure 
 Kleptomaniacs report frequent urges to steal, that result 
in theft twice weekly on average ( Grant and Kim 2002b ). 
Thus, urges linked to the experience of reward and pleasure 
may represent an important clinical target for treatment. 
Many indicate that the act of  stealing reduces the urges 
or the tension these urges produce ( McElroy et al. 1991b ). 
While many report the urges as intrusive, the act of stealing 
is often a “thrill” for some, producing a pleasurable feel-
ing (Goldman  1991 , Grant and Kim  2002b ). The μ-opioid 
system is thought to underlie urge regulation by process-
ing reward, pleasure, and pain, in part through modula-
tion of dopamine neurons in the mesolimbic pathway via 
γ-aminobutyric acid interneurons (Potenza and Hollander 
 2002 ). Studies of  naltrexone, a μ-opioid antagonist, have 
shown its effi cacy in reducing urges in those with kleptoma-
nia and other ICDs (Dannon et al.  1999 ,  Grant and Kim 
2002c , Kim et al.  2001 ). 

 In sum, repeated kleptomanic behavior may be a result 
of  an imbalance between a pathologically increased urge 
and a pathologically decreased inhibition. The repeated 
shoplifting may therefore be due to increased activity of the 
mesocorticolimbic dopamine circuitry, indirectly enhanced 
through the opioid system, and decreased activity in the cor-
tical inhibitor processes, largely infl uenced via serotonin. 

 Numerous psychological formulations of kleptomania 
have also been postulated over the years. A frequent theme 
reported by many authors and reviewed by Goldman ( 1991 ) 
and McElroy et al. ( 1991b ) is that of kleptomania as an act-
ing-out aimed at alleviating depressive symptoms. Fishbain 
( 1987 ) carefully described the case of a woman whose klep-
tomanic episodes were closely related to depressive bouts 
and who experienced an apparent antidepressant effect 
from the thrill and excitement of her risk-taking behavior. 
So kleptomania may result from an attempt to relieve feel-
ings of  depression through stimulation (Goldman  1991 , 
 McElroy et al. 1991a ) and risk-taking behavior may produce 
an antidepressant effect for some patients (Fishbain  1987 , 
Goldman  1991 ). Shoplifting may distract depressed patients 
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from stressors and unpleasant cognitions. Ironically, prob-
lems resulting directly from shoplifting (e.g., embarrassment 
and shame from getting caught) may in turn lead to even 
more shoplifting as a misguided attempt of symptom man-
agement (Goldman  1991 ). Supporting the self-medication 
hypothesis of shoplifting, patients with kleptomania report 
high lifetime rates of depression (45-100%; Bayle et al.  2003 , 
 McElroy et al. 1991b ) that usually (60% of cases) precedes 
the kleptomanic behavior ( McElroy et al. 1991b ). Further, 
several case studies report patients who described shoplift-
ing as relief  for their depressed moods (Fishbain  1987 ) and 
suggest that kleptomania symptoms improve with antide-
pressants (Lepkifker et al.  1999 , McElroy et al.  1991b ). 

 From a psychodynamic point of view, kleptomania has 
been viewed over the decades as a manifestation of a vari-
ety of unconscious confl icts, with sexual confl icts fi guring 
prominently in the literature. Case reports have described 
conscious sexual gratifi cation, sometimes accompanied by 
frank masturbation or orgasm during kleptomanic acts 
(Fishbain  1987 , Fenichel  1945 ). Thus, it has been suggested 
that kleptomanic behavior serves to discharge a sexual drive 
that may have forbidden connotations similar to those of 
masturbation, and the stolen object itself  may have uncon-
scious symbolic or overt fetishistic signifi cance. Although 
no systematic studies exist, there has long been an impli-
cation in the literature on kleptomania that those affl icted 
with kleptomania suffer disproportionately from a variety of 
sexual dysfunctions. Turnbull ( 1987 ) described six patients 
with a primary diagnosis of kleptomania, all of whom had 
dysfunctional sexual relationships with their partners, com-
pulsive promiscuity, or anorgasmia. 

 Other cases of kleptomania have been understood as 
refl ecting confl ictual infantile needs and attempts at oral 
gratifi cation, masochistic wishes to be caught and pun-
ished related to a harsh guilt-inducing superego or primitive 
aggressive strivings, penis envy or castration anxiety with the 
stolen object representing a penis, a defense against unwel-
come passive homosexual longings, restitution of the self  
in the presence of narcissistic injuries, or the acquisition of 
transitional objects (Beldoch  1991 ). These various formu-
lations are presented in detail in Goldman’s review (1991). 
Psychodynamic interpretations associated with kleptoma-
nia should be carefully tailored to the individual. The lit-
erature on kleptomania has frequently implicated disturbed 
childhoods, inadequate parenting, and signifi cant character 
disturbances in kleptomanic patients. From this perspec-
tive kleptomania can be more effectively understood in the 
context of an individual’s overall character. Unfortunately, 
no clinical studies exist that systematically explore Axis II 
psychopathology in these patients. 

 Behavioral models also provide clues as to the patho-
genesis of  kleptomania. From an operant viewpoint, the 
positive reinforcer in kleptomania is the acquisition of items 
for nothing, and the intermittent reinforcement (e.g., not 
always being able to shoplift because of store security) of 
kleptomanic behavior may therefore be particularly resist-
ant to extinction. Physiological arousal related to shoplift-
ing (Goldman  1991 ) may be another reinforcer that initiates 
and perpetuates the behavior. Negative reinforcement (i.e., 
the removal of  a punishing stimulus) hypothesizes that 
shoplifting is performed to experience relief  from the aversive 
arousal of urges. The self-medication theory of kleptomania 

may represent a negative reinforcement. This could explain 
why kleptomaniac behavior continues despite the offender 
being frequently apprehended. 

 There may also be specifi c cognitive errors that are 
directly linked to kleptomanic behavior: (1) believing that 
only shoplifting will reduce the urge or the depressive state, 
(2) selective memory (e.g., remembering the thrill of shop-
lifting and ignoring the shame and embarrassment from 
being apprehended), and (3) erroneous self-assessment 
(e.g., that one deserves to be caught stealing because one 
is not intrinsically worth anything). A biopsychological 
perspective will most likely provide the most useful under-
standing for the treatment and prevention of kleptomania. 

    Treatment 

  Treatment Goals 
 The general goal of treatment is the eradication of klepto-
manic behavior. Treatment typically occurs in the outpatient 
setting, unless comorbid conditions like severe depression, 
eating disturbances, or more dangerous impulsive behav-
iors dictate hospitalization. In the initial contact with the 
psychiatrist, as described earlier, it is important that the 
appropriate differential diagnoses be considered. The inter-
view must be conducted in a respectful climate that ensures 
confi dentiality. Patients may not only experience consider-
able guilt or shame for stealing, but also may be unrevealing 
because of the fear of legal repercussions. In the acute treat-
ment phase, the aim is to decrease signifi cantly or, ideally, 
eradicate episodes of stealing during a period of weeks to 
months. Concurrent conditions may compound the problem 
and require independently targeted treatment. 

 The acute treatment of  kleptomania has not been, 
to date, systematically investigated. Recommendations are 
based on retrospective reviews, case reports, and small case 
series. Maintenance treatment for kleptomania has not 
been investigated either, and only anecdotal data exist for 
patients who have been followed up for signifi cant periods 
after initial remission. 

   Psychiatrist-Patient Relationship 
 As with any condition that may be associated with intense 
guilt or shame, kleptomania must be approached respect-
fully by the psychiatrist. Patients can be reassured and their 
negative feelings alleviated to some degree with proper 
initial psychoeducation. The treatment alliance can be 
strengthened by consistently maintaining a nonjudgmental 
and supportive stance. In addition, patients’ fears regarding 
breaks of confi dentiality and criminal repercussions must 
be addressed. 

 No treatments have been systematically shown to be 
effective for kleptomania. These treatment recommendations 
are supported by case reports and retrospective reviews only. 
In general, it appears that thymoleptic medications and 
behavioral therapy may be the most effi cacious treatments 
for the short term, while long-term psychodynamic psycho-
therapy may be indicated and have good results for selected 
patients. 

   Somatic Treatments 
 No medication is currently approved by the US Food 
and Drug Administration for treating kleptomania. So, 
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it is important to inform patients of  “off-label” uses of 
medications for this disorder and the empirical basis for 
considering medication treatment. 

 Various medications—tricyclic antidepressants, 
SSRIs (Lepkifker et al.  1999 ), mood stabilizers, and opi-
oid antagonists—have been examined for the treatment of 
kleptomania ( Grant and Kim 2002c , McElroy et al.  1989 ) 
with mixed results. In a literature review of 56 kleptomania 
cases, McElroy et al. ( 1991a ) noted that somatic treatments 
were described for 8 patients. Signifi cant improvement was 
reported for seven of these. Treatment included antidepres-
sants alone, antidepressants with antipsychotics or stimu-
lants, electroconvulsive therapy alone, or electroconvulsive 
therapy with antidepressants. The medications most com-
monly used to treat kleptomania are the antidepressants. In 
a series of 20 patients fulfi lling DSM-III-R criteria for klep-
tomania, McElroy et al. ( 1991b ) found that 18 had received 
antidepressants and of those patients 10 had partial or com-
plete remission of both kleptomanic urges and behavior. It 
has been suspected that kleptomania may respond selectively 
to SSRIs because of  the anticompulsive and anti-impul-
sive properties of  these compounds. Of these 18 patients, 
10 were administered fl uoxetine alone and only 2 had a full 
response and 1 had a partial response. These data are not 
suggestive of a high response rate to SSRIs, but dose and 
duration of treatment were not explicitly stated. In a report 
on three patients with concurrent DSM-III-R kleptomania 
and bulimia nervosa treated with serotonergic antidepres-
sants, two received high-dose fl uoxetine and one trazodone; 
all three showed signifi cant improvement in kleptomania, 
independent of the course of bulimia nervosa and depression 
(McElroy et al.  1989 ). It is still unclear whether kleptomania 
responds preferentially to serotonergic antidepressants, and 
this question awaits further study. Other agents reported to 
have treated kleptomania successfully include nortriptyline 
(McElroy et al. 1991b ) and amitriptyline (Fishbain  1987 ). 
So, although little is known about maintenance pharma-
cological treatment for kleptomania, the literature suggests 
that symptoms tend to recur with cessation of thymoleptic 
treatment and again remit when treatment is reinstituted 
(McElroy et al. 1991a , Fishbain  1987 ). But it remains unclear 
if  the antikleptomanic effect of thymoleptics is dependent on 
or independent of their antidepressant effect. 

 A number of other medications have been employed to 
treat kleptomania. These include antipsychotics (McElroy 
et al. 1991b , Fishbain  1987 ), stimulants ( McElroy et al. 
1991b ), valproic acid (McElroy et al.  1991a ), carbamazepine 
(McElroy et al.  1991a ), clonazepam ( McElroy et al. 1991a ) 
and lithium (McElroy et al.  1991a , Monopolis and Lion 
 1983 ). Lithium augmentation may be of  benefi t when 
kleptomania does not respond to an antidepressant alone 
(Burstein  1992 ). Other agents used successfully as mono-
therapy for kleptomania include fl uvoxamine (Chong and 
Low  1996 ) and paroxetine (Kraus  1999 ). Combinations of 
medications have also been effective in case reports: lithium 
plus fl uoxetine (Burstein  1992 ), fl uvoxamine plus buspirone 
(Durst et al.  1997 ), fl uoxetine plus lithium, fl uoxetine plus 
imipramine (McElroy et al.  1991b ), and fl uvoxamine plus 
valproate (Kmetz et al.  1997 ). Finally, there have been some 
reports of successful treatment of kleptomania with electro-
convulsive therapy, which may have been administered for a 
concurrent mood disorder ( McElroy et al. 1991b ). 

 The fi ndings from case reports have not been consis-
tent. Seven cases of fl uoxetine, three of imipramine, two of 
lithium as monotherapy, two of lithium augmentation, four 
of tranylcypromine, and one of carbamazepine combined 
with clomipramine all failed to reduce kleptomania symp-
toms (McElroy et al.  1991b ). Some evidence suggests that 
SSRIs may even induce kleptomania symptoms (Kindler et 
al.  1997 ). A case series found that kleptomania symptoms 
respond to topiramate (Dannon  2003 ). In another case series, 
the two subjects treated with naltrexone responded (Dannon 
et al.  1999 ). 

 In the only open-label trial for kleptomania, nal-
trexone resulted in a signifi cant decline in the intensity 
of urges to steal, stealing thoughts, and stealing behavior 
( Grant and Kim 2002c ) (mean effective dosage 145 mg/
day). A lower dosage, possibly 50 mg/day, may be effec-
tive in younger people with kleptomania ( Grant and Kim 
2002a ). Opioid antagonists like naltrexone may be effec-
tive in reducing both the urges to shoplift and shoplifting 
behavior, by reducing the “thrill” associated with shoplift-
ing and thus preventing the positive reinforcement of the 
behavior. Antidepressants, particularly those that infl u-
ence serotonergic systems (e.g., SSRIs), may also be effec-
tive in reducing the symptoms of kleptomania, by target-
ing serotonergic systems implicated in impaired impulse 
regulation. If  kleptomania represents both impaired urge 
regulation and inhibition of behavior, both opioid antag-
onists and antidepressants may play a role in controlling this 
behavior. 

   Psychosocial Treatments 
 Formal studies of psychosocial interventions for kleptoma-
nia have not been performed. However, a number of clinical 
reports have supported behavioral therapy for kleptomania. 
Different behavioral techniques have been employed with 
some success, including aversive conditioning, systematic 
desensitization, covert sensitization, and behavior modifi ca-
tion. In their review of 56 cases of kleptomania, McElroy 
et al. ( 1991a ) noted that the 8 patients who were treated with 
behavioral therapy—mostly aversive conditioning—showed 
signifi cant improvement. We give here some specifi c examples 
of behavioral techniques that have been successfully employed 
and described. One patient was taught to hold her breath as 
a negative reinforcer whenever she experienced an impulse to 
steal (Keutzer  1972 ). Another patient was taught to use sys-
tematic desensitization techniques to control the mounting 
anxiety associated with the impulse to steal (Marzagao  1972 ). 
A patient treated by covert sensitization learned to associate 
images of nausea and vomiting with the desire to steal (Glover 
 1985 ). A woman who experienced sexual excitement associ-
ated with shoplifting and would masturbate at the site of the 
act was instructed to practice masturbation at home, while 
fantasizing kleptomanic acts (Fishbain  1987 ). The literature 
suggests that these techniques remain effective over the long 
term (Gauthier and Pellerin  1982 , Glover  1985 ). In imaginal 
desensitization the patient imagines the steps of stealing and 
her ability to not steal in that context, while maintaining a 
relaxed state. Undergoing fourteen 15-minute sessions over 5 
days, two patients reported complete remission of symptoms 
for a 2-year period (McConaghy and Blaszczynski  1988 ). 
Learning to substitute alternative sources of satisfaction and 
excitement when urges to steal occur has been successful in a 
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woman treated weekly for 5 months, who reported 2 years of 
remitted symptoms (Gudjonsson  1987 ). 

 It appears that the most effective behavioral treatment 
of all may be complete abstinence, that is, the patient should 
no longer visit any of the stores or settings where kleptomanic 
acts occur. A number of patients who never come to psychi-
atric attention apparently employ this technique successfully, 
and it may be an appropriate treatment goal if  it does not 
result in excessive restrictions of activity and lifestyle. 

 The clinical literature suggests that for most patients, 
behavioral therapy may be a more effi cacious approach than 
insight-oriented psychotherapy. Insight-oriented psycho-
therapy, however, has been unsuccessful in treating this dis-
order in 11 published cases ( McElroy et al. 1991b ). Psycho-
analysis has resulted in some limited success for kleptomania 
symptoms, but usually with the addition of  medication 
(Fishbain  1988 , Schwartz  1992 ). The psychodynamic treat-
ment of kleptomania centers on the exploration and working 
through of the underlying confl ict or confl icts. In a review 
of 26 case reports, McElroy et al. ( 1991a ) reported that 4 of 
5 patients had a good response to psychoanalysis or related 
therapy. However, in another review of 20 cases (meeting 
DSM-III-R criteria) McElroy et al. ( 1991b ) reported that 
of  11 patients treated with psychotherapy, none showed 
improvement. There are case reports in the literature of suc-
cessful psychodynamic treatment of kleptomania (Schwartz 
 1992 ). Such treatment, possibly in combination with other 
approaches, may be indicated for patients for whom a clear 
confl ictual basis for the behavior can be formulated, who 
also have the needed insight and motivation to undertake 
this type of treatment. In proposing such treatments, which 
may be long term, the psychiatrist should consider whether 
there are immediate risks that must be addressed, such as a 
high risk of legal consequences. 

 As few empirical studies are available, research is 
needed to guide the selection of which psychotherapy to use, 
and to investigate of  the combination of medication and 
psychotherapy in treating kleptomania. 

   Special Treatment Considerations 
 Little is known about treating kleptomania and therefore 
special treatment considerations have not been elucidated. 
However, it is clear that comorbid conditions, like depression, 
bulimia nervosa, OCD, or substance abuse, must be addressed 
along with the kleptomania. In addition to the inherent suf-
fering and morbidity of these other disorders, their course 
and severity could compound the kleptomanic behavior. 
In the rare cases of a precipitating or exacerbating organic 
etiology, the underlying organic cause must be treated. In 
addition, the treatment of particular groups such as children 
or the elderly should take into account special contributing 
life stage or situational factors. The involvement of family or 
others on whom the patient is dependent may be indicated. 

   Refractoriness to Initial Treatment 
 There has not been suffi cient study of  the treatment of 
kleptomania to systematically delineate approaches to the 
refractory patient. However, general clinical principles can 
be applied. Medication trials should be maximized, pre-
dominantly employing antidepressants and mood stabiliz-
ers, alone or in combination. In addition, it is important 
that comorbid conditions such as depression or OCD be 

monitored and treated, because they complicate the course 
of  kleptomania. For patients who have no response or a 
partial response to pharmacotherapy alone or who do not 
want medication treatment, behavioral therapy is indicated. 
Behavioral therapy can be used alone or in combination with 
medication. There are no systematic comparisons of medic-
ation, behavioral therapy, or combined treatments. There-
fore, the initial treatment choice is based in the assessment 
of the particular circumstances of each presentation. The 
patient’s past treatment history, comorbid diagnoses, and 
personal resources should be weighed in choosing a course 
of treatment. Finally, there may be refractory patients for 
whom a multiple combination approach is helpful. Fishbain 
( 1987 ) described the treatment of a middle-aged woman with 
a long history of kleptomania, depression, and suicidality 
and extensive past psychiatric treatments who responded to 
a combination of supportive and insight-oriented therapy, 
medication, and behavior modifi cation. 

     Pyromania and Fire Setting Behavior 

  Diagnosis 

  Defi nition and Diagnostic Features 
 The primary characteristics of  pyromania are recurrent, 
deliberate fi re setting, the experience of tension or affective 
arousal before the fi re setting, an attraction or fascination 
with fi re and its contexts, and a feeling of gratifi cation or 
relief  associated with the fi re setting or its aftermath. True 
pyromania is present in only a small subset of fi re setters. 
Prins et al. ( 1985 ) have suggested the following motivations 
for intentional arson: fi nancial reward, to conceal another 
crime, for political purposes, as a means of revenge, as a 

Reproduced with permission from the Diagnostic and Stat-
istical Manual of Mental Disorders, Fourth Edition, Text 
Revision. Copyright 2000 American Psychiatric Association.

Pyromania
A.   Deliberate and purposeful fi re-setting on more 

than one occasion.

B.  Tension or affective arousal before the act.

C.  Fascination with, interest in, curiosity about, or 
attraction to fi re and its situational contexts (e.g., 
paraphernalia, uses, consequences).

D.  Pleasure, gratifi cation, or relief  when setting 
fi res, or when witnessing or participating in their 
aftermath.

E.  The fi re-setting is not done for monetary gain, 
as an expression of sociopathical ideology, to 
conceal criminal activity, to express anger or 
vengeance, to improve one’s living circumstances, 
in response to a delusion or hallucination, or as 
a result of impaired judgment (e.g., in dementia, 
mental retardation, substance intoxication).

F.  The fi re-setting is not better accounted for by 
conduct disorder, a manic episode, or antisocial 
personality disorder

  
DSM-IV-TR Criteria
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symptom of other (nonpyromania) psychiatric conditions 
(e.g., in response to a delusional belief), as attention-seeking 
behavior, as a means of deriving sexual satisfaction, and as 
an act of curiosity when committed by children. Revenge 
and anger appear to be the most common motivations for 
fi re setting (O’Sullivan and Kelleher  1987 ). Fire setting may 
also be associated with other psychiatric diagnoses (see dif-
ferential diagnosis section). Fire-setting behavior may be a 
focus of clinical attention, even when criteria for pyromania 
are not present. Because the large majority of fi re-setting 
events are not associated with true pyromania (which is rare), 
this section also addresses fi re-setting behavior in general. 
Recent diagnostic classifi cations include pyromania among 
the ICDs and fi re setting is thought to result from a failure to 
resist an impulse. Although pyromaniacs may methodically 
prepare the fi re and leave obvious clues of this preparation 
behind (Wise and Tierney  1999 ), pyromania is still consid-
ered an uncontrolled and often impulsive behavior. 

 The diagnosis of pyromania emphasizes the affective 
arousal, thrill, or tension preceding the act, as well as the 
feeling of tension relief  or pleasure in witnessing the out-
come. This is useful in distinguishing between pyromania 
and fi re-setting elicited by other motives (i.e., fi nancial gain, 
concealment of other crimes, political, arson related to other 
mental illness, revenge, attention seeking, erotic pleasure, a 
component of conduct disorder). In children and adoles-
cents, the most common elements are excitation caused by 
fi res, enjoyment produced by fi res, relief  of frustration by 
fi re setting, and expression of  anger through fi re setting 
(Brandford and Dimock  1986 ). The most frequent motives 
for arson by juveniles (RŠsŠnen et al.  1995 ) are revenge on 
parents or other authorities, the search for heroism or excite-
ment, self-destructiveness, the craving for sensation, and an 
expression of outrage. There is also a lot of self-destructive 
behavior by juveniles before committing arson; 74% have sui-
cidal thoughts and 44% have tried to commit suicide before 
committing their crimes. Females with pyromania frequently 
have a history of self-harm, sexual abuse, and psychosocial 
traumas (Noblett and Nelson  2001 ). Thus, pyromania could 
be a displacement of aggression in people with a history of 
sexual trauma. The channeling of aggression by their fi re 
setting may be an attempt to infl uence their environment 
and improve their self-esteem where other means have failed. 
Fire setting may also be an attempt at communication by 
individuals with few social skills (Geller and Bertsch  1985 ). 

 Pyromania onset has been reported to occur as early 
as age of 3 years, but it may initially present in adulthood. 
Because of the legal implications of fi re setting, individuals 
may not admit previous events, which may result in biased 
perceptions of the common age at onset. Men greatly out-
number women with the disorder. Further, nongeriatric 
state hospital inpatients who had engaged in fi re-setting 
behavior were signifi cantly more likely to have a history 
of nonlethal self-injurious behavior and had a signifi cantly 
greater number of admissions to the state hospital (Geller 
and Bertsch  1985 ). 

    Assessment 

  The Psychiatric Interview 
 The interviewer must bear in mind that the circumstances 
of arson, whatever the motive, may pose legal and criminal 

problems for the individual. This may provide motivation to 
skew the reporting of events. Individuals who may be at risk 
for the legal consequences of fi re setting may be motivated 
to represent themselves as victims of psychiatric illness, hop-
ing that a presumed psychiatric basis of the behavior may 
attenuate legal penalties. Thus, the interviewer must main-
tain a guarded view of the information presented. 

    Epidemiology 
 Most epidemiological studies have not directly focused on 
pyromania but instead on various populations of arsonists 
or fi re setters. Most studies suggest that true pyromania is 
rare and reveal a preponderance of males with a history of 
fi re fascination (Barker  1994 ). According to DSM-IV-TR, 
pyromania occurs more often in males, especially those with 
poorer social skills and learning diffi culties. This notation 
confi rms the Lewis and Yarnell ( 1951 ) data that only 14.8% 
of those with pyromania are female. Fire setting for profi t or 
revenge or secondary to delusions or hallucinations is more 
frequent than “authentic” ICD. Although pyromania is a 
rare event, fi re-setting behavior is common in the histories 
of psychiatric patients. Geller and Bertsch ( 1985 ) found that 
50 (26%) of 191 nongeriatric state hospital patients had his-
tories of some form of fi re-setting behavior. Unlike pyroma-
nia, which is rare among women, fi re-setting behavior was 
common in the histories of female patients (22%), as well as 
male patients (28.8%). 

 “True” pyromania in childhood is rare, but fi re setting is 
frequent in children and in adolescents. Juvenile fi re setting 
is most often associated with conduct disorder, ADHD, or 
adjustment disorder. Among children with psychiatric con-
ditions, fi re-setting behavior is quite common. Kolko and 
Kazdin ( 1988 ) found that among a sample of children attend-
ing an outpatient psychiatry clinic, approximately 20% had 
histories of fi re setting. For a sample of inpatient children, 
the rate was approximately 35% (Kolko and Kazdin  1988 ). 

 The classic study  Pathological Fire-Setting (Pyromania)  
by Lewis and Yarnell ( 1951 ) is one of the largest epidemio-
logical studies of this topic and includes approximately 2000 
records from the National Board of Fire Underwriters and 
cases provided from fi re departments, psychiatric clinics 
and institutions, and police departments near New York 
City. Thirty-nine percent of the fi re setters from the study 
received the diagnosis of  pyromania. Twenty-two percent 
had borderline to dull normal intelligence, and 13% had 
between dull and low average intelligence. Fire setters were 
also described as driven by an irresistible impulse to set fi res. 
The peak incidence of fi re setting was between the ages of 
16 and 18 years although. This observation has not been 
confi rmed by more recent studies. The reported high preva-
lence rates of pyromania have not been confi rmed by more 
recent studies. Koson and Dvoskin ( 1982 ) found no cases of 
pyromania in a population of 26 arsonists. Ritchie and Huff 
( 1999 ) identifi ed only 3 cases of pyromania in 283 cases of 
arson. 

   Comorbidity Patterns 
 Limited data are available regarding individuals with pyro-
mania. Reported data of comorbid diagnoses are generally 
derived from forensic samples and do not distinguish 
between criminally motivated fi re setters and compulsive fi re 
setters. Fire-setting behavior may be associated with other 
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mental conditions like mental retardation, conduct disorder, 
alcohol and other substance use disorders, personality dis-
orders, and schizophrenia. In most cases, fi re-setting behav-
ior is not directly related to pyromania. On the other hand, 
fi re setting in subjects who do not have pyromania appears 
frequent and often underrecognized. Among psychiatric 
patients, Geller and Bertsch ( 1985 ) found that 26% of the 
patients had a history of fi re-setting behavior, and 16% of 
these patients had actually set fi res. Ritchie and Huff ( 1999 ) 
reviewed mental health records and prison fi les from 283 
arsonists, 90% of whom had a recorded history of mental 
health problems. Thirty-six percent had schizophrenia or 
bipolar disorder, and 64% were misusing alcohol or drugs 
at the time of their fi re setting. 

 Repo et al. ( 1997 ) examined the medical and criminal 
records of 282 arsonists in order to compare fi rst time and 
repeat offenders. They found that alcohol dependence and 
ASPD were common among recidivist offenders, especially 
among those who committed violent crimes. Recidivist 
offenders commonly had a history of enuresis during their 
childhood, were younger than fi rst time offenders at the time 
of their fi rst offence, and were more often intoxicated with 
alcohol during the arson attempt. Psychosis was common 
among those with no record of recidivist criminal offences. 
Puri et al. ( 1995 ) examined a group of  36 forensically 
referred fi re setters. They found that about one-third had 
no other evidence of mental illness, about a quarter were 
female, psychoactive substance abuse was common and 
interpersonal relationships were often disturbed. Lejoyeux 
et al. ( 2002 ) assessed ICDs, using the Minnesota Impulsive 
Disorders Interview, in 107 depressed inpatients who met 
DSM-IV-TR criteria for major depressive episodes. Thirty-
one depressed patients met criteria for ICDs: 18 had IED, 3 
had pathological gambling, 4 had kleptomania, 3 had pyro-
mania, and 3 had trichotillomania. Patients with pyromania 
had a higher number of previous depressions (3.3 versus 1.3, 
 P  = 0.01). Bipolar disorders were more frequent in the ICD 
group than in the group without ICDs (19% versus 1.3%, 
 P  = 0.002). 

 Laubichler et al. ( 1996 ) compared the fi les of  103 
criminal fi re setters and subjects with pyromania. Subjects 
with pyromania were younger (average age 20 years) than 
criminal fi re setters (average age 30 years). Seventy of the 
103 subjects had consumed alcohol before setting a fi re. 
Fifty-four presented with alcohol dependence. The authors 
suggested a correlation between the amount of  alcohol 
consumed and the frequency of fi re setting. RŠsŠnen et al. 
( 1995 ) found that young arsonists have frequent alcohol 
problems: 82% had alcoholism and 82% were intoxicated at 
the time of committing the crime. The excessive consump-
tion of alcohol had a close connection with the arson com-
mitted. Lejoyeux et al. ( 1999 ) searched for ICDs among con-
secutive admissions for detoxifi cation of alcohol-dependent 
patients in a French department of psychiatry. They found 
30 alcohol-dependent persons presenting with at least one 
ICD (19 with IED, 7 with pathological gambling, 3 with 
kleptomania, and 1 case of  trichotillomania), but none 
of the patients presented with two or more ICDs, and no 
patient presented with pyromania. However, it cannot be 
concluded from such a limited population that pyromania is 
not associated with alcohol dependence. Further studies are 
needed. 

   Course 
 According to the DSM-TR, there are insuffi cient data to 
establish a typical age at onset of pyromania and to predict 
the longitudinal course. However, the impulsive nature of 
the disorder suggests a repetitive pattern. Again, because 
legal consequences may occur, the individual may be moti-
vated to represent the index episode as a unique event. Fire 
setting for nonpsychiatric reasons may be more likely to be 
a single event. In individuals with pyromania, fi re-setting 
incidents are episodic and may wax and wane in frequency. 
Studies indicate that the recidivism rate for fi re setters ranges 
from 4.5% (Mavromatis and Lion  1977 ) to 28% (Lewis and 
Yarnell  1951 ). In a cross-sectional and 10-year follow-up 
study Barnett et al. ( 1997 ,  1999 ) compared mentally ill and 
mentally “healthy” fi re setters from trial records in Germany 
where a defendant with a psychiatric disorder can be found 
to be not responsible, to have diminished responsibility, or 
to be fully responsible. Mentally disordered arsonists were 
more likely than those with no disorder to have a history of 
arson before their trial, were more often convicted of arson 
again (11% relapse compared with 4%), had fewer regis-
trations of  common offenses like theft, traffi c violations, 
and alcohol-related offenses, had a higher rate of recurrence, 
and committed fewer common offenses other than fi re set-
ting. Among all arsonists who committed crimes in addition 
to arson, those who were found to be partly responsible for 
their arson committed the highest number of offenses fol-
lowed by those who were deemed not responsible for their 
actions and those who were fully responsible. 

   Differential Diagnosis 
 Other causes of fi re setting must be ruled out. Fire-setting 
behavior may be motivated by circumstances unrelated to 
mental disorders. Such motivations include profi t, crime 
concealment, revenge, vandalism, and political statement 
or action (Geller  1987 , Lowenstein  1989 ). Furthermore, fi re 
setting may be a part of ritual, cultural, or religious prac-
tices in some cultures. 

 Fire setting may occur in the presence of other men-
tal disorders. A diagnosis of  fi re setting is not made 
when the behavior occurs as a part of  conduct disorder, 
ASPD, or a manic episode or if  it occurs in response to a 
delusion or hallucination. The diagnosis is also not given 
if  the individual suffers from impaired judgment associ-
ated with mental retardation, dementia, or substance 
intoxication. 

   Etiology and Pathophysiology 
 Because pyromania is rare, there is little reliable scientifi c 
literature available regarding individuals who fi t diagnostic 
criteria. But because of the morbid impact that arson has 
on society, fi re-setting behavior (which often does not ful-
fi ll criteria for pyromania) has been the focus of scientifi c 
investigation and literature. 

 Arson has been the subject of  several investigations 
of  altered neuroamine function. These fi ndings include 
the observation that platelet monoamine oxidase is nega-
tively correlated with fi re-setting behavior of  adults who 
had been diagnosed with attention-defi cit disorder in child-
hood (Kuperman et al.  1988 ). Investigation of  the func-
tion of serotonergic neurotransmission in individuals with 
aggressive and violent behaviors has included studies of CSF 
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concentrations of 5-HIAA in individuals with a history of 
fi re setting. 5-HIAA is the primary metabolite of serotonin, 
and its concentration in the CSF is a valid marker of serot-
onin function in the brain. Virkkunen et al. (1987,  1994 ) dem-
onstrated that impulsive fi re setting was associated with low 
CSF concentrations of 5-HIAA. This fi nding was consistent 
with other observations associating impulsive behaviors with 
low CSF 5-HIAA levels (like impulsive violence and impul-
sive suicidal behavior). A history of suicide attempt strongly 
predicts recidivism of arson (DeJong et al.  1992 ). 

 Impulse fi re setters who are violent offenders are often 
dependent on alcohol and have an alcohol-dependent father 
(Linnoila et al.  1989 ). Virkkunen et al. ( 1996 ) investigated 
biochemical and family variables and predictors of recidivism 
among forensic psychiatric patients who had set fi res. Male 
alcoholic patients and fi re setters ( N  = 114) were followed for 
an average of 4.5 years after their release from prison. Low 
CSF 5-HIAA and homovanillic acid concentrations were 
associated with a family history of paternal alcoholism with 
violence. A low plasma cholesterol concentration was associ-
ated with a family history positive for paternal alcoholism 
without violence. Compared with nonrecidivists, the recidi-
vists, who set fi res during the follow-up period, had low CSF 
5-HIAA and MHPG (a metabolite of norepinephrine) con-
centrations and early family environments characterized by 
paternal absence and the presence of brothers at home. 

 Psychodynamic models refer to the symbolism of fi re 
which is complemented by “normal” human interest in fi re. 
Fire interest starts between the ages of 2 and 3 years and 
was almost universal in a study of normal schoolboys at 
the ages of 6, 8, and 10 years (Kafry,  1980 ). The distinction 
between normal interest in fi re and excessive interest leading 
to pyromania is not always clear among children. Playing 
with matches is not a symptom of pyromania. Kolko and 
Kazdin ( 1989 ) showed that “future” pyromaniacs had more 
curiosity about fi re and liked to be exposured to people (par-
ents/peers) who are involved with fi re. According to Geller 
and Bertsch ( 1985 ), children at risk of pyromania were more 
often involved in fi re setting, threatening to set a fi re, sound-
ing a false fi re alarm, or calling the fi re department with a 
false report of fi re than were control subjects. Thus, there 
may be a continuum between excessive interest in fi re and 
“pure” pyromania. 

 Since the fi rst description of  pyromania in 1833 by 
the French psychiatrist Marc, the symbolic sexual dimen-
sion of pyromania has been noted. Many pyromaniacs were 
later described as having fi re fetishes. A “fi re experience” 
may become a “fi re fetish” via conditioning with positive 
feedback by for example imagining/recalling a fi re fantasy 
just before orgasm (McGuire et al.  1965 ). Lewis and Yarnell 
( 1951 ) suggest three main groups of fi re setters: the acciden-
tal, the occasional, and the habitual. 

   Treatment 

  Treatment Goals 
 Because of the danger inherent in fi re-setting behavior, the 
primary goal is elimination of the behavior. The treatment 
literature does not distinguish between pyromania and fi re-
setting behavior of other causes. Much of the literature is 
focused on controlling fi re-setting behavior in children and 
adolescents. 

   Psychiatrist-Patient Relationship 
 Because of the potential legal risks for people who acknowl-
edge fi re-setting behavior, the psychiatrist must take par-
ticular pains to ensure an environment of  empathy and 
confi dentiality. A corollary concern involves obligations that 
may be incumbent on the psychiatrist. Because of the legal 
implications of these behaviors and the potential for harm 
to another individual should fi re setting recur, psychiatrists 
should consider both the ethical and the legal constraints 
that may follow from information learned in the course of 
treatment. 

   Somatic Treatments 
 There are no reports of pharmacological treatment of pyro-
mania. Because fi re setting may be frequently embedded 
in other psychiatric illness, therapeutic attention may be 
directed primarily to the underlying disorder. However, the 
dangerous nature of fi re setting requires that the behavior 
be controlled. Much in the same fashion that one would 
seek to educate impaired patients about the functional risks 
associated with their symptoms—and to establish boun-
daries of  acceptable behavior—the fi re-setting behavior 
must be directly addressed, even if  it is not a core symptom 
of the associated disorder. 

   Psychosocial Treatments 
 Treatment for fi re setters is problematic because they fre-
quently refuse to take responsibility for their acts, are in 
denial, have alcoholism, and lack insight (Mavromatis and 
Lion  1977 ). It has been estimated that up to 60% of child-
hood fi re setting is motivated by curiosity. Such behavior 
often responds to direct educational efforts. In children and 
adolescents, focus on interpersonal problems in the family 
and clarifi cation of events preceding the behavior may help 
to control the behavior (Lowenstein  1989 ). Principles of 
CBT have been also applied to childhood fi re setting (Kolko 
 2001 ). 

 Treatments for fi re setting are largely behavioral or 
focused on intervening in family or intrapersonal stresses 
that may precipitate episodes of fi re setting. Behavioral treat-
ments like aversive therapy have helped fi re setters (McGrath 
and Marshall  1979 , Koles and Jenson,  1985 ). Other treat-
ment methods rely on positive reinforcement with threats of 
punishment an dstimulus satiation (Bumpass et al.  1983 ). 
Bumpass et al. ( 1983 ) treated 29 child fi re setters and used 
a graphing technique that correlated external stress, behav-
ior, and feelings on graph paper. After treatment (average 
follow-up, 2.5 years), only 2 of the 29 children continued to 
set fi res. Relaxation training may also be used (or added to 
graphing techniques) to assist in the development of alter-
native modes of dealing with the stress that may precede fi re 
setting. Another technique combines overcorrection, satia-
tion, and negative practice with corrective consequences. 
The child is supervised in constructing a controlled, small 
fi re in a safe location, which is then extinguished by the 
child. Throughout the process, the parent verbally instructs 
the child in safety techniques. Franklin et al. (   2002b ) con-
fi rmed the positive effect of a prevention program for pyro-
mania. In 1999, they developed the Trauma Burn Outreach 
Prevention Program. All subjects arrested and convicted 
after setting a fi re received 1 day of information. The pro-
gram’s interactive content focused on the medical, fi nancial, 
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legal, and societal impact of fi re-setting behavior. The rate 
of recidivism was less than 1% in the group who attended 
the program, versus 36% in the control group. 

     Pathological Gambling 

  Diagnosis 

  Defi nition and Diagnostic Features 
 Pathological gambling has been considered a distinct 
diagnostic entity since 1980, when it was fi rst included 
in DSM-III (American Psychiatric Association  1980 ). 
DSM-IV-TR (American Psychiatric Association  2000 ) 
currently classifi es pathological gambling as an ICD not 

A 34-year-old man came to a medical emergency 
department for the treatment of third-degree burns on 
his hands and face. He claimed to have been accidentally 
caught in a fi re at a warehouse. Because of the patient’s 
severe agitation and inability to explain the circumstances 
of the injury coherently, the treating surgeon asked that the 
patient be seen by a psychiatrist.

On meeting the psychiatrist the patient became even 
more severely agitated. He began to complain of the pain 
caused by his burns and was reluctant to speak with the 
psychiatrist. The patient insisted that he was in substantial 
pain and that he had no need to speak with “some shrink.” 
Because the patient was going to be admitted for medical 
monitoring, the psychiatrist withdrew, planning to visit the 
patient again the next day in his hospital room. The next 
day the young man was more amenable to an interview. 
At this time he seemed sad and, although anxious, less 
visibly agitated than he was on the preceding day. He no 
longer questioned the psychiatrist’s purpose in visiting him 
and participated in a brief  discussion about his burns, the 
pain they caused, and the misfortune he suffered, having 
been caught in a fi re. The psychiatrist again decided to 
withdraw after this brief  conversation. Despite the passive 
cooperation the patient offered, the psychiatrist was still 
impressed with how guarded he seemed about the 
question of the events that led up to the fi re. The 
psychiatrist concluded that the patient seemed to want to 
avoid discussing the details and decided that several visits 
might be necessary to engage the patient suffi ciently to 
obtain an adequate history.

On the following day the patient seemed relieved when 
the psychiatrist entered the room. He said that he had 
something to tell the psychiatrist. He then proceeded to 
describe a history of fascination with fi re since the age of 
16 years. He had set a couple of small fi res in wastebaskets 
at that age and found himself  drawn to trade magazines 
that specialized in fi re control equipment. He would often 
walk by the local fi rehouse and tried to follow the fi re crews 
when they responded to a fi re alarm. For a number of years 
he was aware of a growing urge to set fi res. He worried 
about this compulsion and managed to avoid acting on it.

In the past 3 years his forbearance began to erode. In 
that period he had set several fi res in isolated parts of the 
city. He was careful to do so in areas where he knew few 
people might be caught in the fi re. He tried to arrange 
circumstances in which the fi re would be quickly discovered. 
Indeed, he reported one of the fi res himself—both because 
he was fearful of the harm that might occur and because he 
had a great urge to see the fi refi ghters arrive and battle the 
fl ames. In a recent fi re a fi refi ghter had been mildly injured. 
At that point he realized the dangers of his compulsion. 
Several days ago he went out to set another fi re. He did 
not realize how quickly the fi re would progress and he was 
injured. After telling the psychiatrist this story he expressed 
great relief  that he fi nally had shared his shame with 
someone. He also expressed the hope that it would be 
understood that he suffered from a compulsion and 
asked the psychiatrist if  there might be some way to reduce 
or erase the need to set fi res. He realized he faced criminal 
prosecution but felt relieved that his behavior had been 
interrupted before another person was seriously hurt. 
Eventually this patient committed to treatment and his 
pyromanic behavior remitted with a combination 
of cognitive−behavior therapy and medication 
treatment.

Clinical Vignette 2

Pathological Gambling
A.   Persistent and recurrent maladaptive gambling 

behavior as indicated by fi ve (or more) of the 
following

 1.  is preoccupied with gambling 
(e.g., preoccupied with reliving past gambling 
experiences, handicapping or planning the 
next venture, or thinking of ways to get 
money with which to gamble)

 2.  needs to gamble with increasing amounts of 
money in order to achieve the desired excite-
ment

 3.  has repeated unsuccessful efforts to control, 
cut back, or stop gambling

 4.  is restless or irritable when attempting to cut 
down or stop gambling

 5.  gambles as a way of escaping from problems 
or of relieving a dysphoric mood 
(e.g., feelings of helplessness, guilt, anxiety, 
depression)

 6.  after losing money gambling, often returns 
another day to get even (“chasing” one’s 
losses)

 7.  lies to family members, therapist, or others 
to conceal the extent of involvement with 
gambling

 8.  has committed illegal acts such as forgery, 
fraud, theft, or embezzlement to fi nance 
gambling

 9.  has jeopardized or lost a signifi cant relation-
ship, job, or educational or career oppor-
tunity because of gambling

10.  relies on others to provide money to relieve 
a desperate fi nancial situation caused by 
gambling

B.  The gambling behavior is not better accounted 
for by a manic episode.

  
DSM-IV-TR Criteria

Reproduced with permission from the Diagnostic and 
Statistical Manual of Mental Disorders, Fourth Edition, Text 
Revision. Copyright 2000 American Psychiatric Association.
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elsewhere classifi ed. Gambling as a behavior is common. 
Current estimates suggest that approximately 80% of the 
adult population in the US gamble. The amount of money 
wagered legally in the US grew from $17 to $210 billion in 
from 1974 to 1988, an increase of more than 1200%, mak-
ing gambling the fastest growing industry in America at the 
time (Lesieur and Rosenthal  1991 ). DSM-IV-TR, like DSM-
III-R before it, covertly recognized the ubiquity of gambling 
behavior and the desire to gamble by the careful wording of 
criterion A for pathological gambling: “Persistent and recur-
rent maladaptive gambling behavior as indicated by fi ve (or 
more) of  the following.” This defi nition of  pathological 
gambling differs from some other defi nitions of ICDs not 
elsewhere classifi ed, which are worded as “Failure to resist 
an impulse to.” This difference implies that neither gambling 
behavior nor failure to resist an impulse to engage in it is 
viewed as pathological in and of itself. Rather, the maladap-
tive nature of the gambling behavior is the essential feature 
of pathological gambling and defi nes it as a disorder. 

    Assessment 
 The most established measure for pathological gambling 
is the South Oaks Gambling Screen (SOGS) (Lesieur and 
Blume  1987 ,  1993 ). It is a 20-item questionnaire, which 
assesses recurrent and maladaptive gambling behavior that 
disrupts personal, family, and vocational pursuits. However, 
the SOGS has some limitations in that it does not corre-
spond exactly with the DSM-IV diagnosis of pathological 
gambling or take into account frequency of gambling behav-
iors. While the SOGS is a self-report screening measure for 
PG, the Pathological Gambling Modifi cation of the Yale-
Brown Obsessive-Compulsive Scale (PG-YBOCS) ( DeCaria 
et al. 1998b ) is a clinician-rated outcome measure of PG. 
The PG-YBOCS consists of 10 questions that measure the 
severity and change in severity of  pathological gambling 
symptoms over a recent time interval (usually within the 
past 1/2 week(s)). The fi rst fi ve questions assess urges and 
thoughts associated with pathological gambling, while 
the last fi ve questions assess the behavioral component of 
the disorder. Although the PG-YBOCS is a relatively new 
measure of PG, it is one of the most widely used clinician-
rated measures of PG. In addition to the SOGS and PG-
YBOCS, the Gambling Symptom Assessment Scale (Kim et 
al.  2001 ) is a 12-item self-rated outcome measure designed to 
assess gambling symptom severity and change of gambling 
symptoms during treatment. It is an alternative pathological 
gambling measure that can be used in clinical studies. 

 It is not diffi cult to diagnose pathological gambling once 
one has the facts. It is much more of a challenge to elicit the 
facts, because the vast majority of patients with pathologi-
cal gambling view their gambling behavior and gambling 
impulses as ego-syntonic and may often lie about the extent 
of their gambling (criterion A7). Patients with pathological 
gambling may fi rst seek medical or psychological attention 
because of comorbid disorders. Given the high prevalence 
of  addictive disorders in pathological gambling and the 
increased prevalence of pathological gambling in those with 
alcoholism and other substance abuse, an investigation of 
gambling patterns and their consequences is warranted for 
any patient who presents with a substance abuse problem. 
Likewise, the high rates of comorbidity with mood disor-

ders suggest the utility of investigating gambling patterns of 
patients presenting with an affective episode. 

 The spouses and signifi cant others of  patients with 
pathological gambling deserve special attention. Individuals 
with pathological gambling usually feel entitled to their 
behavior and often rely on their families to bail them out 
(criterion A10). As a consequence, it is often the spouse of 
the patient with pathological gambling who fi rst realizes the 
need for treatment and who bears the consequences of the 
disorder. Lorenz ( 1981 ) conducted a survey of 103 wives of 
pathological gamblers who attended Gam-Anon meetings 
(for family members of patients with pathological gambling). 
She found that most spouses had to borrow money and 
were harassed or threatened by bill collectors. Most spouses 
physically assaulted the gambler, verbally abused their chil-
dren, and experienced murderous or destructive impulses 
toward the gambler. Although the gamblers themselves 
appeared less violent than the general population norms, 
their spouses were more violent, possibly because of desper-
ation and anger. Eleven percent of the spouses of patients 
with pathological gambling admitted to having attempted 
suicide, and this result was replicated in a later study. These 
fi ndings have two main implications for the assessment of 
pathological gambling: fi rst, the spouse may be a valuable 
and motivated informant who should be questioned about 
the patient’s behavior, and second, spouses should be specifi -
cally asked about the effects of the patient’s illness on their 
own well-being and functioning and about suicidal ideation 
and attempts and the control of their own impulsivity. 

   Epidemiology 
 Pathological gambling is considered to be the most com-
mon of the ICDs not elsewhere classifi ed. The number of 
people whose gambling behavior meets criteria for patho-
logical gambling in the US is estimated to be between 2 and 
6 million (Volberg and Steadman 1988) . Surveys conducted 
between 1986 and 1990 in Maryland, Massachusetts, New 
York, New Jersey, and California estimated the prevalence 
of “probable pathological gamblers” among the adult popu-
lation to be between 1.2% and 2.3%. These states have a 
broad range of legal wagering opportunities and a hetero-
geneous population. Similar surveys in Minnesota and Iowa, 
states with limited legal wagering opportunities and more 
homogeneous populations, yielded prevalence rates of 0.9% 
and 0.1%, respectively (Rosenthal  1992 ). Thus, availability 
of gambling opportunities and demographic makeup may 
infl uence the prevalence of pathological gambling. A 1998 
study of  national prevalence, using DSM-IV-TR criteria, 
determined that the prevalence of  pathological gambling 
was 1.2% (1.7% for men and 0.8% for women). In addition 
to those who fulfi lled DSM-IV-TR criteria, the researchers 
classifi ed an additional 1.5% as “problem gamblers.” The 
combined total of “pathological gamblers” and “problem 
gamblers” is 5.5 million adult Americans (Gerstein et al. 
 1999 ). During the past 20 years, many states have turned 
to lotteries as a way of increasing their revenues without 
increasing taxes. Currently, some form of gambling is legal 
in 47 of the 50 states, as well as in more than 90 countries 
worldwide. From 1975 to 1999 revenues from legal gambling 
in the US has risen from $3 to 58 billion (Volberg  2002 ) thus 
the prevalence and incidence of pathological gambling are 
expected to increase. A meta-analysis of 120 published stud-
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ies indicated that the lifetime prevalence of serious gambling 
(meeting DSM criteria for pathological gambling) among 
adults is 1.6% (Shaffer et al.  1999 ). Among those younger 
than 18 years, the prevalence is 3.9%, with past-year rates 
for adults and adolescents being 1.1% and 5.8%, respectively 
(Shaffer and Hall  1996 ). Although it is illegal for adoles-
cents to gamble, this high rate may be due to illegal gam-
bling of adolescents (e.g. via the internet or gambling with 
peers). Women make up about one-third of all Americans 
with pathological gambling. However, they are underrepre-
sented in GA, in which only 2% to 4% of the members are 
women. This pattern is echoed in England and Australia, 
where women make up 7% and 10% of Gamblers Anony-
mous (GA) members, respectively. The reason for this dis-
crepancy may be the greater social stigma attached to patho-
logical gambling in women and their characteristic pattern 
of solitary gambling. Nonwhites and those with less than a 
high-school education are more highly represented among 
pathological gamblers than in the general population. The 
demographic makeup of patients in treatment for pathologi-
cal gambling differs substantially from the demographics 
of all patients with pathological gambling. Jewish persons 
are overrepresented in treatment settings and in GA, while 
women, minorities, and those younger than the age of 30 
years are underrepresented in GA and in treatment (Lesieur 
and Rosenthal  1991 ). 

   Comorbidity Patterns 
 Overall, patients with pathological gambling have high rates 
of comorbidity with several other psychiatric disorders and 
conditions. Individuals presenting for clinical treatment of 
pathological gambling apparently have impressive rates of 
comorbidity. Ibanez et al. ( 2001 ) reported 62.3% of  one 
group seeking treatment had a comorbid psychiatric dis-
order. The most frequent current comorbid disorders were 
personality disorders (42%), alcohol abuse or dependence 
(33.3%), adjustment disorders (17.4%), and mood disorders 
(8.7%) Lifetime comorbid diagnoses included alcohol abuse 
or dependence (34.8%), mood disorders (15.9%), and anxi-
ety disorders (7.2%). The relatively low rate of  comorbid 
mood disorders compared to the rates reported below may 
be due to the outpatient setting of this study. 

  Mood Disorders 
 Pathological gambling is highly comorbid with affective 
disorders, among inpatient (McCormick et al.  1984 ) and 
outpatient samples (Linden et al.  1986 ). In several surveys, 
between 70% and 80% of all patients with pathological gam-
bling also had mood symptoms that met criteria for a major 
depressive episode, a manic episode, or a hypomanic episode 
at some point in their life. More than 50% had recurrent 
major depressive episodes (Lesieur and Rosenthal  1991 ). 
A complicating factor is that recovering pathological gam-
blers may experience depressive episodes after cessation of 
gambling. In addition, some pathological gamblers may 
gamble to relieve feelings of depression (criterion A5). Des-
pite criterion B for pathological gambling, which essentially 
precludes the diagnosis of  pathological gambling if  the 
behavior occurs exclusively during the course of  a manic 
episode, many patients have a disturbance that meets criteria 
for both disorders because they gamble both during and 
between manic and hypomanic episodes. Between 32% and 

46% of patients with pathological gambling were reported 
also to have mood symptoms that meet criteria for bipolar 
disorder, bipolar II disorder, or cyclothymic disorder (McEl-
roy et al.  1992 ). 

   Suicide 
 Although data are not yet conclusive, a meaningful associ-
ation between problem gambling and suicidal behavior and/
or ideation appears to exist. Phillips et al. ( 1997 ) conclude 
that “Las Vegas, the premier US gambling setting, displays 
the highest levels of suicide in the nation, both for residents 
of Las Vegas and for visitors to that setting. In general, visi-
tors to and residents of major gaming communities experi-
ence signifi cantly elevated suicide levels. In Atlantic City, 
abnormally high suicide levels for visitors and residents 
appeared only after gambling casinos were opened. The fi nd-
ings do not seem to result merely because gaming settings 
attract suicidal individuals.” Others report that between 12% 
and 24% of pathological gamblers in various settings have 
had a history of at least one suicide attempt. In one study, 
80% of pathological gamblers had a history of either suicide 
attempts or ideation (Lesieur and Rosenthal  1991 ). 

   Substance Abuse and Dependence 
 There appears to be a strong relationship between patho-
logical gambling and substance abuse as evidenced by the 
high rates of  comorbid substance abuse and dependency 
with pathological gambling (Lesieur et al.  1986 , McCor-
mick et al.  1984 , Linden et al.  1986 , Lesieur  1988 ). Studies 
of  prevalence of  comorbid substance use disorders yield 
widely varying results; from 9.9% for alcohol and other sub-
stance dependence (Gerstein et al.  1999 ) to 44% for alcohol 
dependence and 40% for illicit drug dependence (Bland 
et al.  1993 , Cunningham-Williams et al.  1998 ). Using a 
structured instrument, between 5% and 25% of substance-
abusing patients in several settings were found to meet cri-
teria for pathological gambling and an additional 10% to 
15% were considered to have “gambling problems” (Lesieur 
and Rosenthal  1991 ). Among individuals with pathologi-
cal gambling, individuals with higher socioeconomic sta-
tus (SES) are more likely to have concurrent problems with 
alcohol abuse then are gamblers with lower SES (Welte et al. 
 2001 ). Failure to treat comorbid substance use disorders in 
gamblers may lead to higher relapse rates (Maccallum and 
Blaszczynski  2002 ). 

   Other Disorders 
 Again, current data are inconclusive, but OCD, panic disor-
der, generalized anxiety disorder, and eating disorders have 
all been reported to be present in higher rates in patients 
with pathological gambling than in the general population. 
Pathological gambling has been described as being part of 
the obsessive-compulsive spectrum and sharing features with 
both OCD and impulsive cluster of  obsessive-compulsive 
spectrum disorders (Dell’Osso et al.  2005 , Bienvenu et al. 
 2000 ). The reported prevalence of OCD among pathologi-
cal gamblers ranges from 0.9% (Cunningham-Williams et al. 
 1998 ) to 16% (Bland et al.  1993 ). Pathological gambling has 
also been associated with ADHD (Carlton and Goldstein 
 1987 ). Retrospective studies suggest that many pathological 
gamblers have had symptoms that met criteria for ADHD as 
children (McElroy et al.  1992 ). Compulsive sexual behavior, 
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compulsive buying disorder, and IED are relatively frequent 
in pathological gamblers, as are personality disorders. Mur-
ray ( 1993 ) found that pathological gamblers fi t no particular 
personality profi le, but several investigators have reported 
abnormal personality traits in pathological gamblers based 
on dimensional assessments (e.g., Roy et al.  1989 ). Taber 
et al. ( 1987 ) reported that 20% of 66 pathological gambling 
inpatients had personality disorders. Narcissistic and ASPD 
are believed to be overrepresented in these patients, and 
pathological narcissism is assumed by some psychoanalysts 
to underlie the entitlement displayed by many patients with 
pathological gambling. In addition to psychiatric disorders, 
patients with pathological gambling may manifest greater 
prevalence of stress-related medical conditions, like peptic 
ulcer disease, hypertension, and migraine. 

    Course 
 The onset of  pathological gambling is usually insidious, 
although some may be “hooked” by their fi rst bet. There may 
be years of social gambling with minimal or no impairment 
followed by an abrupt onset of pathological gambling that 
may be precipitated by greater exposure to gambling or by a 
psychosocial stressor. The gambling pattern may be regular 
or episodic, and the course tends to be chronic. Over time, 
there is usually a progression in the frequency of gambling, 
the amounts wagered, and the preoccupation with gambling 
and with obtaining money with which to gamble. The urge 
to gamble and gambling activity generally increase during 
periods of stress or depression, as an attempted escape or 
relief  (criterion A5). 

 Pathological gambling usually begins in adolescence in 
men (Hollander et al.  2000a ) with gradual development of 
dependence, and may remain undiagnosed for years, they 
often present with a 20- to 30-year-gambling history. In con-
trast, onset in females is usually later in life. Prior to seeking 
treatment, the duration of pathological gambling is about 3 
years. Thus, as a result of the differences in onset and dur-
ation, female pathological gamblers generally have a better 
prognosis than male pathological gamblers (Rosenthal  1992 ). 
Female pathological gamblers also tend to be depressed and 
may use gambling as an anesthetic, accompanied by excite-
ment, to escape from life’s problems (i.e., as in a dissociative 
state; Jacobs  1988 ). 

 Psychiatric disorders like major depression and alcohol 
or substance abuse and dependence, may develop from or be 
exacerbated by pathological gambling. There is also a mor-
tality risk associated with the disorder. Estimates of suicide 
attempts in pathological gamblers range from 17% to 24% 
(Ciarrochi and Richardson  1989 ,  2000a ). One study found 
that the suicide rate in cities where gambling is legalized is 
four times higher than in cities where it is not (Phillips et al. 
 1997 ). Younger patients are more likely to have suicidal 
tendencies and major depressive disorders (McCormick 
et al.  1984 ), and most pathological gambling begins during 
adolescence ( Hollander et al. 2000a ), thus early identifi -
cation and intervention are crucial. 
 Rosenthal ( 1992 ) described four typical phases in the course 
of a typical male patient with pathological gambling: win-
ning, losing, desperation, and hopelessness (Linnoila et al. 
 1989 ). 

  Winning 

 Many male gamblers become involved with gambling 
because they are good at it and receive recognition for 
their early successes. Women with pathological gambling 
are less likely to have a winning phase. Traits that foster a 
winning phase and are typical of male patients with patho-
logical gambling are competitiveness, high energy, ability 
with numbers, and interest in the strategy of games. The 
early winnings lead to a state in which a large propor-
tion of  the gambler’s self-esteem derives from gambling, 
with accompanying fantasies of  winning and spectacular 
success. 

   Losing 
 A string of bad luck or a feeling that losing is intolerable 
may be the precipitant of chasing behavior; previous gam-
bling strategies are abandoned as the gambler attempts 
to win back everything at once. The gambler experiences 
a state of  urgency, and bets become more frequent and 
heavy. Debts accumulate, and only the most essential are 
paid. Covering up and lying about gambling become more 
frequent. As this is discovered, relationships with family 
members deteriorate. Losing gamblers use their own and 
their family’s money, go through savings, take out loans, 
and fi nally exhaust all legitimate sources. Eventually, they 
cannot borrow any more, and faced with threats from credi-
tors or loss of a job or marriage, they go to their family 
and fi nally confess. This results in the “bailout”: debts are 
paid in return for a promise to stop or cut down gambling. 
Any remission, if  achieved, is short lived. After the bailout 
there is an upsurge of omnipotence; the gambler believes it 
is possible to get away with anything, bets more heavily, and 
loses control altogether. 

   Desperation 
 This stage is reached when the gambler begins to do 
things that would previously be inconceivable: writing bad 
checks, stealing from an employer, or other illegal activi-
ties. Done once, these behaviors are much more likely to 
be repeated. The behavior is rationalized as a short-term 
loan with an intention to pay it back as soon as the win-
ning streak arrives. The gambler feels just one step away 
from winning and solving all the problems. Attention is 
increasingly taken up with illegal loans and various scams 
to make money. The gambler becomes irritable and quick 
tempered. When reminded of  responsibilities or put in 
touch with guilt feelings, the gambler responds with anger 
and projective blame. Appetite and sleep deteriorate and life 
holds little pleasure. A common fantasy at this stage is of 
starting life over with a new name and identity, the ultimate 
“clean slate.” 

   Hopelessness 
 For some gamblers, there is a fourth stage in which they sud-
denly realize that they can never get even, but they no longer 
care. This is often a revelation, and the precise moment 
when it occurred is often remembered. From this point on, 
just playing is all that matters. Gamblers often acknowledge 
knowing in advance that they will lose and play sloppily so 
that they lose even if  they have the right horse or a winning 
hand. They seek action or excitement for its own sake and 
gamble to the point of exhaustion. 
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 Few gamblers seek help in the winning phase. Most do 
so only during the later phases and only after a friend, fam-
ily member, or employer has intervened. Two-thirds of the 
gamblers have committed illegal activities by then, and the 
risk of suicide increases as they progress through the phases 
of the illness. 

 Without treatment, the prognosis of pathological gam-
bling is poor. It tends to run a chronic course with increasing 
morbidity and comorbidity, gradual disruption of family and 
work roles and relationships, depletion of fi nancial reserves, 
entanglement with criminals and the criminal justice sys-
tem, and, often, suicide attempts. In the hands of an experi-
enced psychiatrist, it is an “extremely treatable disorder” 
with a favorable prognosis (Rosenthal  1992 ). The difference 
between a poor and a good prognosis depends on treatment, 
and treatment depends on a diagnosis. As noted earlier, the 
diagnosis of pathological gambling is often missed in clinical 
settings because mental health professionals do not think 
to ask about it. Because most pathological gamblers do not 
see themselves as having a disorder and many of them do 
not even consider themselves as having a problem, collateral 
information from a family member may be very helpful. 

    Differential Diagnosis 
 The differential diagnosis of pathological gambling is rela-
tively straightforward (Table  000–2 ). Pathological gambling 
should be differentiated from professional gambling, social 
gambling, and a manic episode. Social gambling, engaged in 
by a majority of adult Americans, typically occurs with friends 
or colleagues, lasts for a specifi ed time, and is limited by prede-
termined acceptable losses. Professional gambling is practiced 
by highly skilled and disciplined people and involves carefully 
limited risks. Many individuals with pathological gambling 
may feel that they are actually professional gamblers. Chasing 
behavior and unplanned losses distinguish pathological gam-
blers. Patients in a manic episode may exhibit a loss of judg-
ment and excessive gambling resulting in fi nancial disasters. 
A diagnosis of pathological gambling should be given only 
if  a history of maladaptive gambling behavior exists at times 
other than during a manic episode. Problems with gambling 
may also occur in people with ASPD. If  criteria are met for 
both disorders, both can be diagnosed.   

   Differences in Gender and Cultural 
Presentations 
 An important and understudied area is the clinical presen-
tation of pathological gambling in women. Women constitute 

a third of patients with pathological gambling in epidemio-
logical studies. But, they are extremely underrepresented in 
treatment populations, and most psychoanalytic theories of 
pathological gambling ignore them completely. Part of this 
bias may be due to the fact that gambling carries a greater 
social stigma for women, women gamblers are more likely to 
live and to gamble alone, and treatment programs for patho-
logical gambling in the US were fi rst pioneered in Veterans 
Hospitals. Compared with men with pathological gambling, 
women with pathological gambling are more likely to be 
depressed and to gamble as an escape rather than because of 
a craving for action and excitement. Pathological gambling 
begins at a later age in female than in male gamblers, often 
after adult roles have been established. Big winning is usu-
ally less important than the need to impress. Women typi-
cally play less competitive forms of gambling in which luck 
is more important than skill, and they play alone. Their pro-
gression into the disorder is often more rapid, and the time 
between the onset of the disorder and the time they present 
for treatment is usually much shorter than for men (3 versus 
20 years). The shorter duration makes for a better prognosis 
in treatment, but, unfortunately, few of  the women with 
pathological gambling come to treatment. 

 The choice of gambling activities is dictated by local 
availability and cultural norms. Horseracing, cockfi ghts, 
roulette, slot machines, casino card games, state-sponsored 
lotteries, and the stock market may all be used by the gam-
bler. Likewise, the extent of  gambling considered normal 
varies across cultures. DSM-IV-TR approaches this by con-
centrating on the consequences of gambling rather than on 
its frequency and type. 

   Etiology and Pathophysiology 
 Pathological gambling has been included in DSM-III, 
DSM-III-R, and DSM-IV as a disorder of  impulse con-
trol. Pathological gambling can also be viewed as an addic-
tive disorder (Murray  1993 ), an affective spectrum disorder 
(McElroy et al.  1992 ) and an obsessive-compulsive spectrum 
disorder ( Hollander et al. 1992b ). DSM-IV-TR maintains a 
close relationship between pathological gambling and addic-
tive disorders in that several of the diagnostic criteria for 
pathological gambling were intentionally made to resemble 
criteria for substance dependence (Table  000–3 ).   

 The parallels between pathological gambling and addic-
tive disorders are manifold. Pathological gambling has been 
viewed as the “pure” addiction, because it involves several 
aspects of addictive behavior without the use of a chemical 

Table 000–2 Differential Diagnosis of Pathological Gambling

Pathological Gambling Must Be Differentiated From In Contrast to Pathological Gambling, the Other Condition

Professional gambling Is characterized by discipline and limited risk taking
  Is intended to be a source of income
Social gambling Usually occurs among friends
Is characterized by limited time spent on gambling and limited risk taking
Manic episode  Involves episodes of characteristic symptoms 

 (e.g., fl ight of ideas)
Is characterized by symptoms that persist at times when individual is not gambling

Source: [Reproduced from First and Frances A (1995) with permission of American Psychiatric Press.]
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Table 000–3 Comparison of DSM-IV-TR Criteria for Pathological Gambling and Substance Dependence

Pathological Gambling  Substance Dependence

A.  Persistent and recurrent maladaptive gambling  A maladaptive pattern of substance use, leading to clinically signifi cant 
behavior as indicated by at least fi ve (or more)   impairment or distress, as manifested by three (or more) of the following:
of the following:

A1.  Is preoccupied with gambling (e.g., preoccupied  1. A great deal of time is spent in activities necessary to obtain the substance 
with reliving past gambling experiences, handicapping    or recover from its effects
or planning the next venture, or thinking of ways to 
get money with which to gamble)

A2.  Needs to gamble with increasing amounts of money  2. (Tolerance) (a). A need for markedly increased amounts of the substance to  
to achieve the desired excitement   achieve intoxication or desired effect or (b). markedly diminished effect 
   with continued use of the same amount of substance 

A3.  Has repeated unsuccessful efforts to control, cut  3. There is a persistent desire or unsuccessful attempts to cut down or control  
back, or stop gambling   substance use 

A4.  Is restless or irritable when attempting to cut down  4. (Withdrawal) (a). The characteristic withdrawal syndrome for the substance 
or stop gambling

A5.  Gambles as a way of escaping from problems or  5. (Withdrawal) (b). The same substance is taken to relieve or avoid  reliev-
ing a dysphoric mood   withdrawal symptoms

A6.  After losing money gambling, often returns another 6. The substance is often taken in larger amounts or over a longer period 
day to get even (“chasing” one’s losses)   than was intended 

A7.  Lies to family members, therapist, or others to 
conceal the extent of involvement with gambling 

A8.  Has committed illegal activities such as forgery,
fraud, theft, or embezzlement to fi nance gambling

A9.  Has jeopardized or lost a signifi cant relationship,  7. Important social, occupational, or recreational activities are given up or 
job, or educational opportunity because of gambling   reduced because of substance use

A10.  Relies on others to provide money to relieve a 
desperate fi nancial situation caused by gambling

B.  The gambling behavior is not better accounted for 
by a manic episode 8.  The substance use is continued despite knowledge of having a persistent 

or recurrent physical or psychological problem that is likely to have been
 caused or exacerbated by the substance

Source: [Reproduced from American Psychiatric Association (2000) with permission of American Psychiatric Press.]

substance. The parallels between substance dependence, in 
particular alcohol dependence, and pathological gambling 
have led to the successful adoption of the self-help group 
model of Alcoholics Anonymous (AA) to GA. Patterns of 
comorbidity also suggest a possible link between pathological 
gambling and addictions, in particular alcoholism. In 
addition to the comorbidity of pathological gambling and 
substance use disorders, family studies have demonstrated a 
familial clustering of alcoholism and pathological gambling. 
Ramirez et al. ( 1983 ) found that 50% of their patients with 
pathological gambling had a parent with alcoholism; other 
studies have also found high rates of a family history of sub-
stance dependence in patients with pathological gambling. 
There is also a greater prevalence of pathological gambling 
in parents of patients with pathological gambling. 

 The links between pathological gambling and affective 
disorders are also supported by family studies that demon-
strate high rates of affective disorders in fi rst-degree rela-
tives of patients with pathological gambling (McElroy et al. 
 1992 ), as well as by high rates of comorbidity of pathologi-
cal gambling and affective disorders. In addition, as noted by 
many authors and incorporated in the DSM-IV-TR criteria 
for pathological gambling, many patients with pathologi-
cal gambling gamble as a way of relieving dysphoric moods 
(criterion A5), and cessation of gambling may be associ-
ated with depressive episodes in the majority of recovering 
gamblers (Linden et al. 1986). 

 The links between pathological gambling and obses-
sive spectrum disorders are less clear. Although a popular 
name for pathological gambling is compulsive gambling, 
the majority of people with pathological gambling do not 
experience the urge to gamble as ego-dystonic until late in 
the course of their illness, after they have suffered some of 
its consequences. The rates of comorbidity of pathological 
gambling and OCD and obsessive-compulsive personality 
disorder are not nearly as high as the rates of comorbidity 
of  pathological gambling and affective and addictive dis-
orders. Nevertheless, pathological gambling shares several 
characteristics with compulsions: it is repetitive, often has 
ritualized aspects, and is meant to relieve or reduce distress. 
Moreover, sporadic reports on the effectiveness of  SSRIs 
in the treatment of pathological gambling suggest a poss-
ible link to obsessive spectrum disorders (Hollander et al. 
 1992b ). 

  Neurotransmitter Function 
 The association between altered function of  the serot-
onin neurotransmitter system and impulsive behaviors has 
focused attention on a potential role for serotonin function 
in the neurophysiology of pathological gambling. Evidence 
of serotonergic dysfunction in pathological gamblers comes 
from neurobiological studies (Moreno et al.  1991 , Carrasco 
et al.  1994 ,  DeCaria et al. 1998a ). These fi ndings include: 
blunted prolactin response after intravenous administration 
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of the SSRI, clomipramine (Moreno et al.  1991 ), increased 
prolactin response after the administration of a serotonin 
agonist, m-CPP (DeCaria et al.  1996 ), and low platelet 
MAO-B activity (a correlate central nervous system con-
centrations of the serotonin metabolite 5-HIAA) (Blanco et 
al.  1996 , Carrasco et al.  1994 ). However, direct measure of 
CSF 5-HIAA in pathological gamblers has yielded mixed 
results ( Roy et al. 1988b , Bergh et al.  1997 , Ibanez et al. 
 2002 ). Preliminary data support potential utility of SSRI 
medications in the treatment of  pathological gambling 
(Hollander et al.  1998 ,  2000b , Ibanez et al.  2002 ). There is 
evidence of serotonergic dysfunction in depression (Coccaro 
et al.  1989 ), impulsivity (Linnoila et al.  1983 ), suicidality 
(Mann et al.  1992 ), and alcoholism (Tollefson  1991 ). This is 
of interest because pathological gambling is strongly associ-
ated with depression (Roy et al.  1988a ,  1988b ), impulsivity 
(Moreno et al.  1991 ), suicidality (Ciarrochi and Richard-
son  1989 ), and alcohol or drug abuse (Linden et al.  1986 , 
McCormick et al.  1984 ). Thus, pathological gambling may 
also be associated with serotonergic dysfunction as it relates 
to these comorbid features. 

 Because of  the “addictive” aspects of  pathologi-
cal gambling—and the role that dopaminergic function 
plays in chemical addictions—attention has been directed 
at dopamine function among pathological gamblers. Two 
available studies have yielded contradictory data (Roy et al. 
 1988b , Bergh et al.  1997 ). The role of noradrenergic function 
has also been explored. In support for such a role, patho-
logical gamblers have been shown to have higher urinary 
and CSF concentrations of noradrenaline and metabolites 
( Roy et al. 1988b , Bergh et al.  1997 ). Measures of  extro-
version in pathological gamblers signifi cantly correlate with 
indices of noradrenergic function (Roy et al.  1989 ). Further, 
increased noradrenergic function has been associated with 
arousal, irritability, and risk-taking behavior (Coccaro et al. 
 1991 ) and pathological gambling has been associated with 
increased arousal and tonic activity of the central noradren-
ergic system (Brown  1986 , Dickerson et al.  1987 ,  Roy et al. 
1988b ). In addition, increased growth hormone secretion, a 
measure of noradrenergic reactivity, was found in pathologi-
cal gamblers in response to oral administration of clonidine, 
an alpha-2-adrenergic agonist (Ibanez et al.  2002 ). 

   Genetic Contribution 
 The incidence of pathological gambling among fi rst-degree 
family members of  pathological gamblers appears to be 
approximately 20% (Ibanez et al.  2002 ). Inherited factors 
may explain 62% of variance in the diagnosis (Eisen et al. 
 1998 ) and some of these genetic factors may also contribute 
to the risk for conduct disorder, ASPD, and alcohol abuse 
(Eisen et al.  2001 ). Gambino et al. ( 1993 ) found that patients 
who perceived that their parents had gambling problems 
were three times more likely to score as probable pathologi-
cal gamblers on the SOGS. Those who also perceived that 
their grandparents had gambling problems had a 12-fold 
increased risk compared with patients who did not perceive 
gambling problems in their parents and grandparents. 

 Serotonergic, noradrenergic, and dopaminergic genes 
have been investigated because of  the putative role of 
these neurotransmitters in pathological gambling, and a 
number of molecular genetic studies performed to date have 
reported fi ndings consistent with the involvement of these 

neurotransmitter systems in pathological gambling (e.g., 
Ibanez et al.  2001 , Perez de Castro et al.  2002 , Comings et 
al.  1996 ,  1997 ). However, some of the studies performed 
to date have not been adequately controlled for potential 
differences in racial and ethnic compositions, factors that 
could account for differences in allelic variant distributions. 
Thus, these studies should be regarded as preliminary. 

 At present, the main source of evidence for the genetic 
infl uence in the etiology of  pathological gambling comes 
from a study of  3359 male twin pairs from the Vietnam 
Era Twin Registry cohort (Eisen et al.  1998 ,  2001 , Slutske 
et al.  2000 ). These data suggest that gambling problems of 
increasing severity represent a single continuum of vulner-
ability rather than distinct entities (Eisen et al.  1998 ,  2001 ), 
a genetic susceptibility model in the pathogenesis of patho-
logical gambling (Eisen et al.  1998 ), and indicates a common 
genetic vulnerability for pathological gambling and alcohol 
dependence in men (Slutske et al.  2000 ). In a smaller twin 
study, Winters and Rich ( 1999 ) found a signifi cant herit-
ability explaining “high action” gambling, like casinos and 
gambling slot machines, in 92 monozygotic and dizygotic 
male twin pairs. But, no signifi cant differences in heritability 
were found among males for “low action” games and among 
63 female monozygotic and dizygotic twin pairs for either 
“high action” or “low action” gambling. 

   Neuropsychology 
 Clinical comorbidities and observations that pathological 
gambling involves strong motivations to engage in gambling 
and subjective feelings of reward, withdrawal, and craving 
for gambling, support the categorization of  pathological 
gambling as “a nonpharmacological addiction” (Blanco 
et al.  2001 , Holden  2001 ). This view is corroborated by neu-
roimaging fi ndings that gambling-associated cognitive and 
motivational events, or responses of pathological gamblers 
to gambling-related stimuli, are associated with metabolic 
changes in brain regions implicated in studies of substance 
use disorders (Breiter et al.  2001 , Holden  2001 , Potenza 
et al.  2003 ). Using FDG-PET in unmedicated pathological 
gamblers without comorbid substance use disorders ( N  = 7), 
Hollander et al. ( 2001 ) found heightened limbic and sen-
sory activation in a gambling-for-money condition, with 
increased emotional valence and greater risk and reward, 
which confi rms the salience of  monetary reward in the 
development of pathological gambling. 

 Some data support the notion that people with impaired 
impulse control exhibit abnormalities in risk-benefi t decision 
making in both gambling and nongambling activities and 
that their cognitive or emotional sense of what distinguishes 
gambling from other decisions of daily living may be com-
promised (Crean et al.  2000 , Petry  2001a ,  2001b ; Petry and 
Casarella  1999 , Bechara  2001 , Bechara et al.  2000 ,  2001 , 
Potenza  2001 ). These defi cits may produce an inability to 
inhibit motivated drives to gamble, leading to persistent 
gambling. Myopia for the future and insensitivity to punish-
ment has also been shown in orbitofrontal and ventromedial 
PFC lesion patients (Bechara et al.  1994 , Berlin et al.  2004 ) 
using gambling tasks. Cavedini et al. ( 2002 ) data suggest 
a link between pathological gambling and other disorders 
(i.e., OCD and drug addiction) all having diminished ability 
to evaluate future consequences, which may be explained in 
part by an abnormal functioning of the orbitofrontal cortex. 

p3e085.indd   27p3e085.indd   27 8/31/07   5:39:42 PM8/31/07   5:39:42 PM



28   Section VI • Disorders

Attention problems and impulsivity in pathological gamblers 
could refl ect defi cits in executive functioning that are often 
a consequence of minimal brain damage with orbitofrontal 
cortex impairment (Rugle and Melamed  1993 , Specker et al. 
 1995 , Berlin et al.  2004 ). 

   Psychodynamic Considerations 
 Psychoanalytic theories of gambling were the fi rst systematic 
attempts to account for pathological gambling. Erotization 
of the fear, tension, and aggression involved in gambling 
behavior, as well as themes of grandiosity and exhibition-
ism, were explored by several authors during the fi rst quarter 
of the 20th century. Freud ( 1961 ) in his infl uential essay on 
Dostoyevsky, suggested that the pathological gambler actu-
ally gambled to lose, not to win, and traced the roots of the 
disorder to the ambivalence felt by the young man toward 
his father. The father, the object of his love, is not only loved 
but also hated, and this results in unconscious guilt. The 
gambler then loses to punish himself, in what Freud labeled 
“moral masochism.” Freud also spoke of “feminine maso-
chism” in which losing is a way of gaining love from the 
father, who will somehow reward the loser for loyalty. To 
lose is to suffer, and for the feminine masochist, suffering 
equals love. Interestingly, in the later spirit of  DSM-IV-
TR, Freud also conceptualized pathological gambling as 
an addiction and included it in a triad with alcoholism and 
drug dependence. He saw all three as manifestations of that 
primary addiction, masturbation, or at least masturbatory 
fantasies. Like most researchers after him, Freud focused 
only on male gamblers. 

 Bergler, a psychoanalyst who treated many pathological 
gambling patients, expanded on Freud’s idea that pathologi-
cal gamblers gamble to lose (Lesieur and Rosenthal  1991 ). 
He traced the roots of this desire to lose to the rebellion 
of gamblers against the authority of their parents and the 
parents’ intrusive introduction of the reality principle into 
their lives. The rebellion causes guilt, and the guilt creates 
the need for self-punishment. Bergler thought that the gam-
bler’s characteristic aggression is actually pseudoaggression, 
a craving for defeat and rejection. He saw the gambler as 
one who perpetuates an adversarial relationship with the 
world. The dealer in the casino, the gambler’s opponents 
at the card table, the stock exchange, and the roulette wheel 
are all unconsciously identifi ed with the refusing mother 
or the rejecting father. Overall, psychoanalytic approaches 
to pathological gambling (Lesieur and Rosenthal  1991 ) 
generally conceptualized it as either a compulsive neurosis 
(Freud, Bergler, and Rosenthal) or an impulse disorder (Fen-
ichel). Fenichel ( 1945 ) focused on the gambler’s entitlement 
and intense need to “get the stuff,” an oral fi xation. Several 
published case reports documented the successful treatment 
of pathological gambling by psychoanalysis. 

 Learning theories of  pathological gambling focus on 
the learned and conditioned aspects of gambling and use the 
quantifi able nature of the behavior to test specifi c hypoth-
eses. One hypothesis was that patients with pathological gam-
bling crave the excitement and tension associated with their 
gambling, as evidenced by the fact that they are much more 
likely to place last-second wagers than are low-frequency 
gamblers, to prolong their excitement. Higher wagers placed 
by patients with pathological gambling also produce greater 
excitement, and greater amounts of money are required to 

achieve the same “buzz” over time, an observation incor-
porated in the diagnostic criteria for pathological gambling 
(criterion A2). 

    Treatment 

  Treatment Goals 
 The goals of treatment of an individual with pathological 
gambling are the achievement of abstinence from gambling, 
rehabilitation of the damaged family and work roles and 
relationships, treatment of comorbid disorders, and relapse 
prevention. This approach echoes the goals of treatment of 
an individual with substance dependence. There are many 
similarities and several important differences between the 
treatment of  pathological gambling and the treatment of 
substance dependence. For most patients without severe 
acute psychiatric comorbidity, such as major depressive 
disorder with suicidal ideation or alcohol dependence with 
a history of delirium tremens, treatment may be given on 
an outpatient basis. Inpatient treatment in specialized pro-
grams may be considered if  the gambler is unable to stop 
gambling, lacks signifi cant family or peer support, or is sui-
cidal, acutely depressed, multiply addicted, or contemplat-
ing some dangerous activity. 

 No standard treatment of pathological gambling has 
emerged. Despite many reports of behavioral and cognitive 
interventions for pathological gambling, there are minimal 
data available from well-designed or clearly detailed treat-
ment studies (Petry  2002 ). Pharmacological treatments (see 
below) offer promise, but research-guided approaches are 
still insuffi cient to offer a standardized approach. Thus, 
general approaches, based in clinical experience and avail-
able resources (like GA or other support groups) should be 
considered. The treatment of  pathological gambling may 
consist of  participation in GA, individual therapy, family 
therapy, treatment of comorbid disorders, and medication 
treatment. Many treatment modalities of pathological gam-
bling are similar to that of substance abuse disorders and 
were created based on the addiction model, like self-help 
groups, inpatient treatment programs, and rehabilitation 
programs. As is the case for substance dependence, the gam-
bler needs to be abstinent to be accessible to any or all of 
these treatment modalities. Essential features of any thera-
peutic intervention for pathological gambling include the 
need to establish both a therapeutic alliance and network, 
address the underlying pathology, interrupt the behavior 
and maintain abstinence, problem solve, and improve qual-
ity of life. 

 The most popular intervention for problem gambling 
is GA, a 12-step group built on the same principles as AA, 
which utilizes empathic confrontation by peers who struggle 
with the same impulses. For many gamblers, participation 
in GA is suffi cient, and it is an essential part of most treat-
ment plans. Extensive data are lacking, but overall GA 
appears somewhat less effective than AA in achieving and 
maintaining abstinence. Evidence suggests that GA may 
not be very effective when used without other treatment 
modalities (Petry and Armentano  1999 ). Retrospective stud-
ies show a dropout rate of up to 70% within the fi rst year 
(Stewart and Brown 1988  ), and overall dropout rates range 
from 75% to 90% (Moody  1990 ). Only 8% of GA members 
report total abstinence at 1-year follow-up and 7% at 2-year 
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follow-up (Brown  1985 ). Although participation in GA’s 
spousal component, Gam-Anon, may be helpful for some 
family members, little evidence suggests that it reduces dis-
ordered gambling (Petry and Armentano  1999 ). 

 Individual therapy is often useful as an adjunct to GA. 
Rosenthal ( 1992 ) stressed that to maintain abstinence and 
use GA successfully, many gamblers need to understand why 
they gamble. Therapy involves confronting and teasing out the 
vicissitudes of the patient’s sense of omnipotence and deal-
ing with the various self-deceptions and the defensive aspects 
of the patient’s lying, and problems involving magical think-
ing and reality. Relapse prevention involves knowledge and 
avoidance of specifi c triggers. In addition to psychodynamic 
therapy, behavioral treatment of pathological gambling has 
been proposed, with imagined desensitization achieving bet-
ter rates of remission than aversive conditioning. 

 The greatest differences between the treatment of 
pathological gambling and other addictions are in the area 
of family therapy. Because relapse may be diffi cult to detect 
(no substance smelled on their breath, dilated or constricted 
pupils, or slurred speech or staggered gait) and because of 
a long history of exploitative behavior by the patient, the 
spouse and other family members tend to be more suspi-
cious of, and angry at, the pathological gambling patient 
compared with families of  alcoholic patients. Family ses-
sions are often essential to offer the gambler an opportunity 
to make amends, learn communication skills, and deal with 
preexisting intimacy problems. The spouse and other family 
members often acquire their own psychiatric illnesses during 
the course of the patient’s illness and may need individual-
ized treatment to recover. 

   Somatic Treatments 
 Although research reports of the pharmacological treatment 
of pathological gambling have reported some effi cacy, there 
are still, as yet, insuffi cient data to come to any conclusions 
about the utility of medication. Pharmacological treatment 
studies of pathological gambling have demonstrated some 
promising results with the use of SSRIs ( Hollander et al. 
1992b , Hollander et al.  1998 ,  2000b , de la Gandara  1999 , 
Zimmerman et al.  2002 , Kim et al.  2002 ), serotonin reuptake 
inhibitors ( Pallanti et al. 2002b ), mood stabilizers (Haller 
and Hinterhuber  1994 ,  Pallanti et al. 2002a , Hollander et 
al.  2002 ), opiate antagonists (Kim et al.  2001 ), and atypi-
cal antipsychotics (Potenza and Chambers  2001 ). Doses 
at the higher end of the usual treatment range should be 
considered with both SSRIs and opiate antagonists. Some 
studies have not reported signifi cant fi ndings, possibly due 
to high placebo response rates, high rates of discontinua-
tion, as well as the possibility that different patients have 
differential responses to the various medication options 
based on endophenotypes that have yet to be elucidated 
(Blanco et al.  2002 , Grant et al. 2003). At this time, phar-
macological agent algorithms are still not defi nitive for 
the treatment of  PG ( Grant and Kim 2002e , Haller and 
Hinterhuber  1994 , Hollander et al.  2000b , Kim and Grant 
 2001 , Kim et al.  2001 , Grant and Potenza  2004 )). Treatment 
should ultimately target all symptom domains within the 
individual patient that contribute to compulsive gambling, 
including common comorbid conditions like bipolar spec-
trum disorder, ADHD, and substance abuse/dependence 
disorders. 

   Psychotherapy 
 Inpatient programs for pathological gambling have included 
various combinations of individual and group psychother-
apy and substance use treatment (Taber  1981 ), and most 
strongly encouraged or required attendance at GA meet-
ings. Many patients improved in all programs, and outcome 
studies have shown 55% of  patients reporting abstinence 
at 1-year follow-up (Russo et al.  1984 , Taber et al.  1987 ). 
Although methodologically fl awed, these reports suggest 
that professionally delivered multimodal therapy programs, 
given alone or in combination with GA, may be more effec-
tive than GA alone. Self-help manuals may also be useful for 
some (Dickerson et al.  1990 ), and studies comparing their 
effectiveness with professionally delivered CBT are ongoing 
(Petry and Armentano  1999 ). 

 Early psychoanalytic reports suggest that problem 
gambling is regressive and representative of various pregeni-
tal and genital instincts, unconscious confl icts, or painful 
affects. Most studies that report good outcome are based 
on single-case studies, and some authors believe that purely 
psychodynamic treatment of pathological gambling is dif-
fi cult. Rosenthal and Rugle ( 1994 ) published a psychody-
namic approach to pathological gambling treatment, which 
integrates traditional psychodynamic psychotherapy with 
an addiction model. 

 Behavioral, cognitive, and combined cognitive 
-behavioral methods have been used in treating pathological 
gambling. Aversive therapy has been employed to reach the 
goal of total abstinence of gambling, as have behavior moni-
toring, contingency management, contingency contracting, 
covert sensitization, systematic desensitization, imaginal 
desensitization, in vivo exposure, imaginal relaxation, psych-
oeducation, cognitive restructuring, problem-solving skills 

Mr. Z is a 44-year-old automobile mechanic who is mar-
ried and has two adolescent children. He was referred for 
inpatient treatment from the emergency department of his 
local hospital after an overdose of a full bottle of over-the-
counter sleeping pills taken as a suicide attempt. He took 
the pills in the setting of a major depressive episode without 
psychotic features. This was his fi rst psychiatric contact. 
During his initial evaluation, Mr. Z admitted to several past 
depressive episodes for which he did not seek treatment and 
which resolved spontaneously. He also admitted to a history 
of alcohol abuse and stated that his drinking may have 
escalated recently. His family history was signifi cant for a 
father with alcohol dependence and a mother with bipolar 
disorder. Mr. Z was treated as an inpatient with fl uoxetine 
and improved rapidly, with full resolution of his suicidal 
ideation and other depressive symptoms.

Two days before his planned discharge from the hospital, 
a family meeting was held. During the meeting, his treat-
ment team was surprised when his wife announced that she 
refused to let Mr. Z return home before “the other problem” 
was taken care of. At this point, a parallel history was taken 
and revealed that Mr. Z has had a problem with “excessive 
gambling” for the last 25 years. His wife meant that 
Mr. Z gambled with money that he did not have and 
went on gambling sprees that ended only when he lost all 
the money available to him and exhausted his current 
abilities to borrow money. During such episodes he had lost 

continues

Clinical Vignette 3
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pulled out individually and may be pulled out rapidly and 
indiscriminately. Often, however, the hand of the individual 
may roam the affl icted area of scalp or body, searching for 
a shaft of hair that may feel particularly coarse or thick. 
Satisfaction with having pulled out a complete hair (shaft 
and root) is often expressed. Occasionally the experience of 
hair pulling is described as quite pleasurable. Some experi-
ence an itch-like sensation in the scalp that is eased by the 
act of pulling. The person may then toss away the hair shaft 
or inspect it. A substantial number of people then chew or 
consume the hair (trichophagia). Hair-pulling is most com-
monly limited to the eyebrows and eyelashes. The scalp is 
the next most frequently affl icted site. However, hairs in any 
location of the body may be the focus of hair-pulling urges, 
including facial, axillary, chest, pubic, and even perineal 
hairs. 

 Anxiety is almost always associated with the act of hair 
pulling. Such anxiety may occur in advance of the hair-pull-
ing behavior. A state of tension may occur spontaneously, 
driving the person to pull out hair in an attempt to reduce 
dysphoric feelings. Varying lengths of time must pass before 
the tension abates. Consequently, the amount of hair that 
may be extracted in an episode varies from episode to epi-
sode and from person to person. Frequently, hair pulling 
begins automatically and without conscious awareness. In 
such circumstances, individuals discover themselves pulling 
out hairs after some have already been pulled out. In these 
situations, dysphoric tension is associated with the attempt 
to stop the behavior. 

 Circumstances that seem to predispose to episodes of 
hair pulling include both states of stress and, paradoxically, 
moments of  relaxation. Frequently, hair pulling occurs 
when at-risk individuals are engaged in a relaxing activity 
that promotes distraction and ease (e.g., watching television, 
reading, talking on the phone). It is common for hair pullers 
to report that the behavior does not occur in the presence 
of  other people. A frequent exception may be that many 
pull hair in the presence of members of the nuclear family. 

the family home, was caught stealing spare parts from his 
job and was fi red, and borrowed several thousand dollars 
from his in-laws and his sister, which he was unable to repay. 
More recently he became involved with loan sharks, who 
were now threatening him physically. His suicide attempt 
followed a threat to hurt him and his family if  his debts 
were not paid.

Mr. Z began to gamble when he was 16 years old and 
stated that “there is nothing else like it.” He frequented 
off-track-betting establishments and considered himself  an 
expert in horseracing. His only social acquaintances were 
other gamblers, and he found other recreational activities 
dull and unsatisfying. When he was confronted with this 
history, Mr. Z felt that his wife was “being hysterical.” He 
admitted that he loved to gamble but described himself  as a 
professional gambler and cited several occasions on which 
he won signifi cant amounts of money. He was not interest-
ed in any kind of treatment but agreed to attend GA if  his 
extended family would help him out of his current fi nancial 
problems.

During the course of a 2-year follow-up, Mr. Z con-
tinued to gamble and lose money. He stopped going to 
meetings. He was fi red from his job again, discontinued his 
medication, became depressed, and started drinking. At 
that time, he came to treatment with his wife, who was at-
tending Gam-Anon and began seeing a psychiatrist for the 
treatment of her own mild depression. Mr. Z agreed to an 
arrangement in which his wife would have complete power 
of attorney over his fi nancial affairs. His participation in 
GA and AA became a prerequisite for his continued living 
at home. He was again given fl uoxetine and began a course 
of individual psychotherapy with biweekly family sessions. 
For the fi rst time in his adult life, Mr. Z was able to abstain 
from gambling for a period of 3 months.

Clinical Vignette 3 continued

training, social skills training, and relapse prevention. Use 
of  cognitive restructuring facilitates a decrease in the fre-
quency of gambling and irrational verbalizations associated 
with gambling (Ladouceur  1990 ). 

           Trichotillomania 

  Diagnosis 

  Defi nition and Diagnostic Features 
 The essential feature of trichotillomania is the recurrent fail-
ure to resist impulses to pull out one’s own hair. Resulting 
hair loss may range in severity from mild (hair loss may be 
negligible) to severe (complete baldness and involving mul-
tiple sites on the scalp or body). Individuals with this con-
dition do not want to engage in the behavior, but attempts 
to resist the urge result in great tension. Thus, hair pulling is 
motivated by a desire to reduce this dysphoric state. In some 
cases, the hair pulling results in a pleasurable sensation, in 
addition to the relief  of tension. Tension may precede the 
act or may occur when attempting to stop. Distress over the 
symptom and the resultant hair loss may be severe. 

       Typically, the person complaining of  unwanted hair 
pulling is a young adult or parent of a child who has been 
seen pulling out hair (Winchel  1992 ). Hair pulling tends 
to occur in small bursts that may last minutes to hours. 
Episodes may occur once or many times each day. Hairs are 

Trichotillomania
A.   Recurrent pulling out of one’s hair resulting in 

noticeable hair loss.

B.  An increasing sense of tension immediately before 
pulling out the hair or when attempting to resist 
the behavior.

C.  Pleasure, gratifi cation, or relief  when pulling out 
the hair.

D.  The disturbance is not better accounted for by 
another mental disorder and is not due to a 
general medical condition (e.g., a dermatological 
condition).

E.  The disturbance causes clinically signifi cant 
distress or impairment in social, occupational, or 
other important areas of functioning.

  
DSM-IV-TR Criteria

Reproduced with permission from the Diagnostic and 
Statistical Manual of Mental Disorders, Fourth Edition, Text 
Revision. Copyright 2000 American Psychiatric Association.
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Some individuals have urges to pull hairs from other peo-
ple and may sometimes try to fi nd opportunities to do so 
surreptitiously (like initiating bouts of play fi ghting). There 
have been reports of  individuals pulling hairs from pets, 
dolls, and other fi brous materials, like sweaters or carpets 
(Tabatabai and Salari-Lak 1981). 

 The distress that usually accompanies trichotilloma-
nia varies in severity. Concerns tend to focus on the social 
and vocational consequences of  the behavior. Themes of 
worry include fear of exposure, feeling that “something is 
wrong with me,” anxiety about intimate relationships, and 
sometimes inability to pursue a vocation. Because certain 
kinds of work, like reading and writing at a desk, seem to 
precipitate episodes of hair pulling, some individuals make 
career choices based on the avoidance of desk work. Leisure 
activities that may involve a risk of exposure (ranging from 
gymnastics class to sexual intimacy) may be avoided. 

 Patterns of hair-pulling behavior among children are 
less well described. Usually, the parent observes a child pull-
ing out hair and may note patches of hair loss. Children may 
sometimes be unaware of the behavior or may, at times, deny 
it. Childhood trichotillomania has been reported to be fre-
quently associated with thumb sucking or nail biting (Friman 
and Hove 1987). It has been suggested that trichotillomania 
with onset in early childhood may occur frequently with 
spontaneous remissions. Thus, some have recommended that 
trichotillomania in early childhood be considered a benign 
habit with a self-limited course. But, many people who pre-
sent with chronic trichotillomania in adulthood report onset 
in early childhood (Reeve et al.  1992 ). 

    Assessment 
 In general, the diagnosis of  trichotillomania is not com-
plicated. The essential symptom—recurrently pulling out 
hair in response to unwanted urges—is easily described by 
the patient. When the patient acknowledges the hair-pull-
ing behavior and areas of patchy hair loss are evident, the 
diagnosis is not usually in doubt. Problems in diagnosis may 
arise when the diagnosis is suspected but the patient denies 
it. Such denial may occur in younger individuals and some 
adults. When the problem is suspected but denied by the 
patient, a skin biopsy from the affected area (see later) may 
aid in making the diagnosis. 

  The Psychiatric Interview 
 The psychiatrist should carefully inquire into the nature of 
the distress and the patient’s concerns. Although the cos-
metic impact may appear slight, distress may be severe. Con-
cerns about disclosure, anticipation of social rejection, and 
concerns about limitations in career choices are frequent and 
may result in chronic dysphoria. The psychiatrist should be 
aware of the embarrassment that may accompany inspec-
tion of the hair loss, particularly when located in regions of 
the body that are not usually accessible in the course of a 
standard psychiatric examination. Because of the apparent 
frequency of comorbid mood disorders (past or current), 
the interviewer should pay special attention to the presence 
of these features. 

   Physical Examination and Laboratory Findings 
 Areas of  hair loss can be marked by complete alopecia 
or can appear diffusely thinned or “ratty.” Altered scalp 

appearance can range from small areas of thinned hair to 
complete baldness. For unclear reasons, several patterns of 
scalp loss are typical. Frequently, coin-sized areas of alo-
pecia are noted at the vertex or at temporal or occipital 
regions. Among more severely affl icted people a peculiar 
pattern, the so-called tonsure trichotillomania, may appear: 
a completely bald head except for a narrow, circular fringe 
circumscribing the outer boundary of the scalp, producing 
a look reminiscent of medieval friars. 

 Despite the hair loss, most individuals with this con-
dition have no overtly unusual appearance on cursory 
inspection. If  the hair loss is not covered by clothing or 
accessories, artful combing of hair or use of eyeliner and 
false eyelashes may easily hide it. The ease with which the 
condition may often be hidden may explain the general 
underappreciation of its apparent frequency and potential 
associated distress. 

   Associated Laboratory Findings 
 Histological fi ndings are considered characteristic and may 
aid diagnosis when it is suspected despite denial by the indi-
vidual. Biopsy samples from involved areas may have the 
following features. Short and broken hairs are present. The 
surface of the scalp usually shows no evidence of excoriation. 
On histological examination, normal and damaged follicles 
are found in the same area, as well as an increased number 
of catagen (i.e., nongrowing) hairs. Infl ammation is usually 
minimal or absent. Some hair follicles may show signs of 
trauma (wrinkling of the outer root sheath). Involved fol-
licles may be empty or contain a deeply pigmented kerati-
nous material. The absence of infl ammation distinguishes 
trichotillomania-induced alopecia from alopecia areata, the 
principal condition in the differential diagnosis (Mehregan 
 1970 , Muller  1990 ). 

    Epidemiology 
 Trichotillomania was long thought to be uncommon, often 
accompanied by other psychiatric conditions. Although 
defi nitive studies of frequency rates in the general popula-
tion are still lacking, three surveys of nonclinical college-age 
samples support the emerging view that trichotillomania is 
more common than originally suggested. In two of these 
samples, totaling approximately 3000 undergraduate stu-
dents, 10–13% of students reported hair pulling, with the 
prevalence of clinically signifi cant pulling ranging between 
1% and 3.5% ( Christenson et al. 1991b , Rothbaum et al. 
 1993 ). A epidemiological study of trichotillomania and skin 
picking using self-report instruments (the Massachusetts 
General Hospital Hairpulling Scale and the Skin Picking 
Scale) in a sample of 1324 college freshmen found that 5.4% 
(72) endorsed relatively frequent hair pulling or skin picking 
(Hajcak et al.  2006 ). One epidemiological survey of 17-year-
old adolescents in Israel suggests a prevalence rate of 1% for 
current or past hair pulling, with fewer reporting noticeable 
hair loss or distress from these symptoms ( 1995a ). 

 These may be underestimates of the lifetime incidence 
of  the disorder. Had these studies applied DSM-IV-TR 
criteria, which have become slightly less restrictive than 
DSM-III-R criteria, the rates might be higher. In addition, 
because onset may occur later in life than the mean ages of 
individuals in these groups, the true lifetime incidence would 
probably be higher. Moreover, these samples consist of  a 
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selected population—largely fi rst-year college students—and 
may not refl ect the general population. Nonetheless, these 
studies indicate that the condition is likely to be far more 
common than previously assumed. But defi nitive, control-
led studies of the prevalence of the condition have not yet 
been performed. 

   Comorbidity Patterns 
 Many experts (e.g., Christenson and Mansueto  1999 ) have 
noted a common co-occurrence and formal similarities 
between trichotillomania and other body-focused ICDs 
like skin picking and severe nail biting. Nail biting and skin 
picking (excoriation) are often associated with trichotil-
lomania and these three pathological behaviors often co-
occur with each other and are thought to be related (Wil-
helm and Margraf  1993 , Bhatia et al.  1991 , Simeon et al. 
 1997 , O’Sullivan et al.  2000 , Cohen et al.  1995 , Wilhelm 
et al.  1999 ). If  the skin picking and nail biting appear to 
be largely negatively reinforcing—that is, reducing anxiety 
associated with specifi c obsessional thoughts and/or reduc-
ing the likelihood of feared outcomes—they may be better 
conceptualized as OCD behaviors and addressed accord-
ingly. However, Franklin et al. ( 2006 ) suggest, based on 
clinical experience, that these conditions are much more 
likely to formally resemble trichotillomania. In accordance, 
many trichotillomania patients have comorbid skin picking 
and nail biting (O’Sullivan et al.  2000 , Lochner et al.  2002 , 
 Christenson et al. 1991a , Simeon et al.  1997 ). 

 Individuals with trichotillomania have increased risk for 
mood disorders (major depressive disorder, dysthymic disor-
der) and anxiety symptoms (Table 000–4  ). The frequency of 
specifi c anxiety disorders (like generalized anxiety and panic 
disorders and OCD) may be increased as well. Compared to 
controls, college students who reported frequent hair pulling 
or skin picking also reported signifi cantly more symptoms 
of anxiety and stress reactivity, and had higher scores on a 
measure of obsessive-compulsive symptoms (Hajcak et al. 
 2006 ). Although it has been suggested that trichotillomania 
in childhood or adolescence is associated with schizophrenia 
or severe disruptions of the family system, no systematically 
collected data support such conclusions.   

 Christenson et al. ( 1991a ) found that approximately 
82% of an adult sample with trichotillomania met criteria 
for a past or current comorbid Axis I disorder, the most 
common being affective, anxiety, and addictive disorders. 
Of the patients with comorbid disorders, there was a lifetime 
prevalence rate of 65% for mood disorders, 57% for anxiety 
disorders, 22% for substance abuse disorders, 20% for eating 
disorders, and 42% for personality disorders. The most fre-
quently cited comorbid personality disorders are histrionic, 
borderline, and obsessive-compulsive (Christenson et al. 

 1992 , Schlosser et al.  1994 , Swedo and Leonard  1992 ). In a 
larger sample of adults seeking treatment for trichotilloma-
nia, Christenson ( 1995 ) found comorbidity rates of 57% for 
major depression, 27% for generalized anxiety disorder, 20% 
for eating disorders, 19% for alcohol abuse, and 16% for other 
substance abuse. In a mixed sample of children, adolescents, 
and adults with trichotillomania, Swedo and Leonard ( 1992 ) 
found comorbidity rates of 39% for unipolar depression, 32% 
for generalized anxiety disorder, 16% for OCD, and 15% for 
substance abuse. Reeve et al. ( 1992 ) and King et al. ( 1995b ) 
found that 7 of 10 and 9 of 15 children with trichotilloma-
nia had at least one comorbid Axis I disorder, respectively. 
Franklin et al. ( 2002a   ) and Tolin et al. ( 2002 ) reported little 
comorbidity in their pediatric treatment-seeking samples, 
suggesting that comorbidity may develop secondarily in the 
wake of trichotillomania. Sampling issues most likely under-
lie these observed differences. Nevertheless, if  it is indeed 
the case that children and adolescents with trichotillomania 
are less comorbid than adults, early intervention in children 
and adolescents with trichotillomania may help reduce the 
rates and severity of later adult psychiatric comorbidity and 
functional impairment (Keuthen et al.  2002 ). 

   Course 
 The age at onset typically ranges from early childhood to 
young adulthood. Peak ages at presentation may be bimodal, 
with an earlier peak about age 5 to 8 years among children 
in whom it has a self-limited course, whereas among patients 
who present to clinicians in adulthood the mean age at onset 
is approximately 13 years (Rothbaum et al.  1993 , Winchel 
 1992 , Swedo et al.  1989 ). Initial onset after young adulthood 
is apparently uncommon. There have been reports of onset 
as early as 14 months of age and as late as 61 years. 

 Trichotillomania may be one of the earliest occurring 
conditions in psychiatry. Some parents insist that their child 
began pulling hair before 1 year of age. When trichotillo-
mania begins before age 6 years it tends to be a milder con-
dition. It often responds to simple interventions and may 
be self-limited, with a duration of several weeks to several 
months, even if  not treated. It often occurs in association 
with thumb sucking. In some cases it remits spontaneously 
when therapeutic attention is directed at concurrent, severe 
thumb -sucking (Watson and Allen  1993 ). It has been sug-
gested that trichotillomania in childhood may be associated 
with severe intrapsychic or familial psychiatric conditions. 
But there is no reliable evidence that supports such a con-
clusion. Indeed, some have suggested that because it may be 
common and frequently self-limiting, it should be consid-
ered a normal behavior among young children. 

 Tricotillomania in adolescents and adults typically 
follows a chronic course, involves multiple hair sites, and 

Table 000–4 Lifetime Comorbidity and Trichotillomania

Reference No Axis I Anxiety Disorder Mood Disorder PSUD* OCD Eating Disorder

Christenson et al. (1991a) (n = 60) 18% 57% 65% 22% 15% 20%
Winchel et al. (1992) (n = 20) 45% 5% 45% 15% 5% 0%
Swedo et al. (1989) (n = 14) ? 43% 57% 29% † 0%

*PSUD, Psychoactive substance use disorder.
†Patients with OCD were excluded from this sample, as were patients with psychosis.
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is associated with high rates of  psychiatric comobidity 
(Christenson et al.  1991a ). The chronic course may take 
one of two patterns: in one the frequency and severity of 
hair pulling waxes and wanes over months, without any true 
remissions; in the other, episodes are characterized by fre-
quent hair pulling separated by long periods of remission 
(Moore and Jefferson,  2004 ). Some individuals have con-
tinuous symptoms for decades. For others, the disorder may 
come and go for weeks, months, or years at a time. Sites of 
hair pulling may vary over time. Circumscribed periods of 
hair pulling (weeks to months) followed by complete remis-
sion are reported among children. Progression of the con-
dition appears to be unpredictable. It is not known which 
factors may predict a protracted and unremitting course. 

 Because of  the unavailability of  longitudinal studies 
of trichotillomania, generalizations about prognosis cannot 
be made. Patients who present in research clinics typically 
have histories of many years (up to decades) of hair pull-
ing. Presentation after age 40 years appears to be far less 
common than in the previous three decades of life, suggest-
ing that the condition may eventually remit spontaneously, 
even when untreated. It is likely that the persistent cases seen 
in research environments refl ect the more severe end of the 
spectrum. As noted earlier, trichotillomania in children may 
often be a time-limited phenomenon. 

   Differential Diagnosis 
 Among individuals presenting with alopecia who complain 
of hair-pulling urges, the diagnosis is not usually in doubt. 
When patients deny hair pulling, other (dermatological) 
causes of alopecia should be considered. These include alo-
pecia areata, male pattern hair loss, chronic discoid lupus 
erythematosus, lichen planopilaris, folliculitis decalvans, 
pseudopelade, and alopecia mucinosa. 

 Trichotillomania is not diagnosed when hair pulling 
occurs in response to a delusion or hallucination. Many peo-
ple twist and play with their hair. This may be exacerbated in 
states of heightened anxiety but does not qualify for a diag-
nosis of trichotillomania. Some may present with features 
of trichotillomania but hair damage may be so slight as to 
be virtually undetectable, even under close examination. In 
such conditions the disorder should be diagnosed only if  it 
results in signifi cant distress to the individual. 

 Trichotillomania may have a short, self-limited course 
among children and may be considered a temporary habit. 
Therefore, among children the diagnosis should be reserved 
for situations in which the behavior has persisted during sev-
eral months. 

   Differences in Gender and Cultural 
Presentations 
 Secondary avoidance of intimate relationships, which occurs 
among some individuals with trichotillomania, may be exac-
erbated for women in cultures in which physical appearance 
is weighted differently for men and women. Avoidance of 
sports activities, in which disguised hair loss can be revealed, 
may also have gender-related effects in cultures in which 
athletic participation has different social meanings for men 
and women. Although culture-based expectations regarding 
appearance may make hair loss a greater burden for women, 
women may have a greater opportunity to hide hair loss 
through the use of wigs, hats, and scarves. 

 Reliable data regarding sex ratio in the general popula-
tion are not yet available. It has long been suggested that 
women greatly outnumber men. However, surveys of college 
students suggest that the true ratio may be near parity. The 
apparent preponderance of women presenting for treatment 
may alternatively refl ect self-selection for presentation for 
treatment. Self-selection may refl ect gender related, cultur-
ally based attitudes regarding appearance, as well as an 
acceptance of normative hair loss among men. Because such 
gender-related distinctions may not be made by parents who 
are concerned about hair-pulling habits in their children, the 
apparent equal presentation of  male and female children 
may more accurately refl ect the true sex ratio. For many 
women, hair pulling may worsen during the premenstrual 
phase (Keuthen et al.  1997 ). 

   Etiology and Pathophysiology 
 The etiology of trichotillomania is unknown. The phenom-
enological similarities between trichotillomania and OCD 
have prompted speculations that the pathophysiology of the 
two conditions may be related. The apparent association 
between altered serotonergic function and OCD has guided 
attention toward the possible role of serotonergic function 
in the underlying cause of  trichotillomania. Thus, inter-
est has been spurred in examining serotonergic function in 
patients with trichotillomania. 

 Ninan et al. ( 1992 ) obtained CSF from eight indi-
viduals with trichotillomania and measured concentrations 
of the primary serotonin metabolite 5-HIAA. Baseline con-
centrations of 5-HIAA did not differ from those of control 
subjects, nor was there a relationship between the baseline 
5-HIAA concentration and the severity of trichotillomania 
symptoms. But, seven of these patients were then treated 
with SSRIs (fl uoxetine and clomipramine). The researchers 
found a negative correlation between baseline CSF 5-HIAA 
concentration and the degree of improvement after treat-
ment. This observation does not, however, directly support 
a conclusion that altered serotonin function is etiologically 
related to trichotillomania. 

 Swedo et al. ( 1991 ) used PET to measure regional brain 
glucose in three groups: trichotillomania patients, OCD 
patients, and normal controls. Like OCD patients, those 
with trichotillomania had altered patterns of glucose utiliza-
tion compared with normal controls. However, the regional 
patterns of altered glucose utilization differed between tri-
chotillomania and OCD groups. In a morphometric MRI 
study, left putamen volume was found to be signifi cantly 
smaller in 10 female trichotillomania subjects as compared 
with 10 normal matched controls (O’Sullivan et al.  1997 ). 

 Performance on neuropsychological tests may offer an 
additional basis for defi ning the underlying neuropathologi-
cal process in people with trichotillomania. Because impaired 
performance on such tests may indicate altered function in 
particular brain regions, they may also help localize brain 
regions in which altered function may be associated with 
trichotillomania. On the basis of such tests, Rettew et al. 
( 1991 ) suggested that trichotillomania patients may have 
defi cits in spatial processing. Patterns of  defi cits on such 
tests may provide further support for a relationship between 
trichotillomania and other psychiatric conditions. Rettew 
et al. ( 1991 ) found similarities between trichotillomania and 
OCD subjects. 
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 Keuthen et al. ( 1996 ) also speculated that people with 
trichotillomania would demonstrate alterations in neu-
ropsychological function similar to individuals with OCD, 
who have been shown to have impairments in executive, 
visual-spatial and nonverbal memory function. In a study 
of 20 trichotillomania subjects and 20 matched healthy con-
trols, they demonstrated the presence of impaired perfor-
mance on two of these three parameters (nonverbal memory 
and executive function). These results were interpreted as 
supporting the presumed relationship between trichotillo-
mania and OCD. However, Stanley et al. ( 1997a ), in their 
study of  21 trichotillomania subjects versus 17 healthy 
controls, did not fi nd evidence of defi cits in visual-spatial 
ability, motor function, or executive function. But, differ-
ences were found on measures of divided attention, lead-
ing to the suggestion that trichotillomania might be more 
properly conceptualized as an affective or anxiety-based 
disorder, and that any demonstrated similarities with OCD 
may be related to their shared overlap with anxiety/affective 
disorders. 

 Additional support for a possible relationship 
between trichotillomania and OCD may come from fam-
ily studies. In a preliminary investigation of  psychiatric 
diagnoses among fi rst-degree relatives of  probands with 
trichotillomania, Lenane et al. ( 1992 ) found increased 
frequencies (compared with normal control subjects) of 
OCD, as well as mood and anxiety disorders. Bienvenu et 
al. ( 2000 ) examined 300 fi rst-degree relatives of 343 OCD 
patients, and found increased rates of  “grooming” con-
ditions (e.g., nail-biting, skin-picking, trichotillomania), 
and other ICDs (e.g., kleptomania, pathological gambling, 
pyromania). 

 In sum, few data are available to support any par-
ticular model of  the etiological pathophysiology of  tri-
chotillomania. Early studies point to some alteration of 
brain activity. There is inconsistent support in these stud-
ies for a relationship with OCD. Figure 000–2   shows a 
schematic diagram of a preliminary biopsychosocial model 
of trichotillomania (Franklin et al.  2006 ). This model is a 
heuristic, not explanatory, but is hoped to stimulate new 
studies on the mechanisms of trichotillomania and to be 
modifi ed as new data emerges. 

   Treatment 

  Treatment Goals 
 Treatment of  trichotillomania typically occurs in an out-
patient setting. Eradication of hair-pulling behavior is the 
general focus of  treatment. Distress, avoidant behaviors, 
and cosmetic impairment are secondary to the hair-pulling 
behavior and would be likely to remit if  the hair-pulling 
behavior is controlled. However, if  suffi cient control of hair 
pulling cannot be attained, treatment goals should empha-
size these associated problems as well. Even if  hair pulling 
persists, therapeutic interventions may be targeted at reduc-
ing secondary avoidance and diminishing distress. Treatment 
may be considered in three phases: 
  Initial Contact : The diagnosis is made and the patient and 
psychiatrist agree on a strategy that may incorporate both 
pharmacological and psychological interventions. If  distress 
is severe, supportive interventions should be immediately 
considered in anticipation of incomplete treatment response 

or of a delay of weeks to months before interventions may 
be benefi cial. 
  Acute Treatment : Even when treatment of  hair-pulling 
behavior is optimally successful, there may be a delay of 
several weeks to months before adequate control is attained. 
So, the acute treatment phase may be prolonged. 
  Maintenance : It is not known how long patients must main-
tain active treatment interventions to prevent relapse. It 
should be anticipated that a substantial number of patients 
require ongoing treatment for an extended time. Pharma-
cological treatments may need to be maintained for open-
ended periods. Behavioral or hypnotic intervention may 
require periodic “booster shots” to support continuation 
of benefi ts. 

   Psychiatrist-Patient Relationship 
 It is important to bear in mind the particular nature of 
embarrassment that often accompanies this condition. Sev-
eral factors contribute to feelings of shame for many with 
trichotillomania. When hair pulling has had its onset in 
childhood or adolescence, there is often a history of  the 
hair pulling being treated as a family secret. Patients have 
been frequently castigated by parents or spouses for lack of 
self-control. There may also be a feeling that the problem is 
largely cosmetic, causing some individuals to fear they do 
not have the “right” to utilize health resources for its treat-
ment. This may be manifest as fears of having their problem 
minimized or of being derided for seeking help. It is helpful 
for the clinician to share with patients an understanding 
that the problem pervades their daily life and may result in 
meaningful distress and functional inhibition. 

 A variety of treatment approaches have been advocated 
for trichotillomania. However, there have, as yet, been few 
controlled studies of the effi cacy of any treatment approach. 
A review of the literature reveals that only eight randomized 
trials have been conducted thus far, seven of which included 
a control condition (see below). A number of investigations 
of  the use of  antidepressants with specifi c inhibition of 
serotonin reuptake (i.e., fl uoxetine and clomipramine) have 
yielded mixed results (Rothbaum et al.  1993 , Winchel et al. 
 1992 , Swedo et al.  1989 , Stein et al.  1997 , Jaspers  1996 ). A 
multimodal approach, simultaneously utilizing several com-
plementary treatment options, may turn out to be the most 
effective approach for most patients. 

 While a number of treatment options can be currently 
offered to individuals with trichotillomania, the durability 
of  long-term outcomes is unclear. Keuthen et al. ( 1998 , 
 2001 ) followed a group of hair pullers who had “natural-
istic” treatment in the community. Treatments were phar-
macological, behavioral or both. Among those who had 
benefi ts, improvements were often lost over time, and per-
sistent treatment and ongoing treatment was common over 
the course of several years. 

   Stress Management 
 Before embarking on a course of treatment, the psychiatrist 
and the patient should fi rst consider the course and severity 
of the individual’s condition. Because early remission may 
occur in cases of recent onset, mild trichotillomania of short 
duration does not necessarily require immediate interven-
tion. In particular, if  the hair pulling fi rst occurred during a 
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period of stress, the behavior may spontaneously diminish 
as the stressful circumstances abate. In such circumstances, 
therapeutic attention may best be directed toward examining 
and seeking to diminish the basis for stress. Teaching alter-
native stress reduction methods may be useful in reducing 
recent-onset trichotillomania. However, when individuals 
with trichotillomania present to the psychiatrist, it is often 
likely to have been a persistent condition and may have been 
present for many years or decades. Among such patients, 
stress reduction may also be useful in reducing trichotillo-
mania but complete remission is less likely. 

   Somatic Treatments 
 The literature is generally made up of  case studies, with 
progressively more controlled investigation in recent years. 
In general, knowledge about trichotillomania treatments 
is limited by small sample sizes, lack of specifi city regard-
ing sample characteristics, nonrandom assignment to treat-
ment, dearth of long-term follow-up data, exclusive reliance 
on patient self-report measures, and lack of  information 
regarding rates of treatment refusal and dropout. 

 A variety of medications have been used in the treatment 
of  trichotillomania. In 1989, initial reports demonstrated 
the apparent benefi ts of fl uoxetine and clomipramine. Clo-
mipramine was found to be superior to desipramine (Swedo 
et al.  1989 ). Fluoxetine was reported benefi cial in open treat-
ment (Winchel et al.  1992 ). Although reports for more than 
60 patients have subsequently added support for the use of 
these medications, the two double-blind studies in which 
fl uoxetine has been compared with placebo did not demon-
strate any improvement compared to placebo (Christenson 
et al.  1991b , Streichenwein and Thornby  1995 ). Fluvoxam-
ine (Stanley et al. 1997b ), citalopram (Stein et al.  1997 ), esci-
talopram (Gadde et al.  2007 ), and venlafaxine (Ninan et al. 
 1998 ) have been reported to be effi cacious in open trials. 
Although more controlled trials of SSRIs are needed, the 
use of such medications would be a prudent fi rst step if  a 
pharmacological approach has been agreed upon. 

 Of the six randomized, controlled trials evaluating 
the effi cacy of  pharmacotherapy conducted to date, fi ve 
involved SSRIs. This may refl ect the previously prevailing 
view that trichotillomania is a variant of OCD and thus 
ought to be responsive to the same pharmacological agents 
proven successful in for OCD. In sum, results from these 
controlled studies of SSRIs are equivocal at best, although 
in view of the small sample sizes more controlled research 
should be conducted to determine their effi cacy (Swedo 
et al.  1989 ,  1993 ,  Christenson et al. 1991c , Streichenwein 
and Thornby  1995 , Ninan et al.  2000 , van Minnen et al. 
 2003 ). Perhaps important differences between OCD and 
trichotillomania underlie this apparent difference in treat-
ment response. However, several case studies indicated that 
augmentation of  SSRIs with atypical neuroleptics may 
be benefi cial (Epperson et al.  1999 , Stein and Hollander 
 1992 ), and an open trial suggested that olanzapine may be 
effi cacious as a monotherapy for trichotillomania (Stewart 
and Nejtek  2003 ). Interestingly, naltrexone, an opioid antag-
onist, thought to decrease positive reinforcement, has also 
been found superior to placebo in reducing trichotillomania 
symptoms (Christenson et al.  1994 ). 

 Although no double-blind discontinuation studies 
have been conducted in trichotillomania, evidence from 

open studies suggests that treatment response gained from 
pharmacotherapy may not be maintained in the long run 
(Pollard et al.  1991 , Iancu et al.  1996 ). The absence of a single 
randomized, controlled trial in pediatric trichotillomania 
limits treatment recommendations for this population. 

 Initial evidence of improvement is usually fi rst reported 
by the patient as greater awareness of the inclination to pull 
hair. This is usually followed by an ability to abort hair-
pulling episodes more quickly than in the past. The ability 
to resist the urge follows. In cases with a good outcome, the 
inclination to pull diminishes and may eventually disappear. 
Patients who pull from several sites may fi nd that the rate of 
improvement varies from site to site. 

 There have been confl icting reports of  early relapse 
of symptoms in some patients treated with clomipramine 
or fl uoxetine. Although good maintenance of  benefi t has 
been reported for some patients 6 months and longer after 
the initiation of treatment, early relapse after several weeks 
to months has also been reported. Keuthen et al. ( 2001 ) 
provided long-term data on maintenance of response over 
time. Following a group of people who had varying forms 
of treatment (pharmacological and psychological) for sev-
eral years after an index evaluation, the authors concluded 
that initial improvement was common, but over time there 
was an increase in symptom scores and self-esteem scores 
worsened. This problem needs further exploration in long-
term treatment studies. If  early relapse turns out to be com-
mon, it would distinguish trichotillomania from depression 
and OCD, in which medication benefi ts are often well main-
tained as long as medication is continued. Optimal duration 
of treatment for well-treated individuals is still unknown. In 
accord with standards developed for the treatment of other 
conditions, it would be reasonable to continue medication 
for at least 6 months before tapering. Reinitiation of treat-
ment may be needed. 

 In a 16-week open trial, the anticonvusant drug topira-
mate, which has shown promising results in the treatment 
of ICDs, signifi cantly decreased the severity of hair pulling 
in adults with trichotillomania (Lochner et al.  2006 ). Chris-
tenson et al. ( 1991c ) have reported successful treatment 
with lithium. This observation awaits replication. Because 
trichotillomania is often accompanied by other manifes-
tations of anxiety—and for many individuals is exacerbated 
by stressful conditions—attempts at treatment with anxi-
olytic agents may be useful as well. There are no published 
reports of such treatments. 

 Adjunctive treatment with pimozide, a neuroleptic 
agent, has been advocated for some patients who are refrac-
tory to other medications (Stein and Hollander  1992 ). The 
potential benefi ts of neuroleptics have been reported now by 
several authors (Potenza et al.  1998 , Gabriel  2001 , Gupta 
and Gupta  2000 , Epperson et al.  1999 ). Most of  these 
reports describe individuals for whom SSRIs provided insuf-
fi cient benefi ts. The addition of atypical neuroleptics much 
improved their outcomes. The greater margin of safety and 
tolerability associated with atypical neuroleptics may make 
this a more viable treatment option, but the potential side 
effects of atypicals should still be taken into consideration. 
Van Ameringen et al. ( 1999 ) found that eight of  nine tri-
chotillomania patients responded to haloperidol. Six pre-
viously failed treatment with SSRIs. The possible superi-
ority of  neuroleptics prompted these authors to speculate 
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that trichotillomania may be similar to Tourette’s syndrome, 
which responds preferentially to neuroleptics. 

   Psychosocial Treatments 

  Behavioral Treatment 
 Various behavioral techniques have been tried (Diefenbach 
et al.  2000 ). The most successful technique, habit reversal, is 
based on designing competitive behaviors that should inhibit 
the hair-pulling behavior (Azrin and Nunn  1977 , Azrin et al. 
 1980 , Rosenbaum and Ayllon  1981 ). For example, if  hair 
pulling requires raising the arm to the scalp and contract-
ing the muscles of the hand to grasp a hair, the behaviorist 
may design a behavioral program in which the patient is 
taught to lower the arm and extend the muscles of the hand. 
As with most behavioral techniques, these interventions are 
most successful when the patient is strongly motivated and 
compliant. Also, the treating psychiatrist should be experi-
enced in the use of such techniques. If  necessary, a refer-
ral should be made to an experienced individual. Modifi ed 
behavioral approaches have been described for children and 
adolescents (Vitulano et al.  1992 , Rapp et al.  1998 ). 

 In a randomized, controlled trial (Diefenbach et al. 
 2006 ), patients completing group behavior therapy ( n  = 12) 
experienced signifi cantly greater decreases in self-reported 
hair-pulling symptoms and clinician-rated hair loss severity 
than those in group supportive therapy ( n  = 12). In addition, 
a signifi cantly higher percentage of those in the behavior 
therapy condition were rated as much improved or very 
much improved on the Clinical Global Impression scale at 
post-treatment. But, despite substantial symptom improve-
ment, trichotillomania severity remained problematic at 
post-treatment, few patients in either treatment met cri-
teria for clinically signifi cant change at post-treatment, and 
relapse of symptoms occurred over the 6-month follow-up 
period. So these results provided support for the short-term 
effi cacy of group behavior therapy. 

   Cognitive-Behavioral Therapy 
 CBT has been developed for, and applied to, trichotillomania 
patients. A variety of techniques have been used, and although 
the current CBT literature justifi es only cautious recommen-
dations, habit reversal, awareness training, and stimulus con-
trol are generally purported as the core effi cacious interven-
tions. Successful outcome has been reported on several of 
these interventions. But, since most of the literature consists 
of uncontrolled case reports or small case series, confi dent 
conclusions cannot be drawn. This is evidenced by the three 
randomized trials with adults exploring CBT effi cacy. Ninan 
et al. ( 2000 ) found CBT superior to clomipramine and pla-
cebo at post-treatment; the same pattern was reported by van 
Minnen et al. ( 2003 ) in their randomized, controlled trial of 
CBT, fl uoxetine, and a wait-list condition. Azrin et al. ( 1980 ) 
found that habit reversal was more effective than negative 
practice, where subjects were told to act out the motions of 
hair pulling in front of a mirror, without doing any damage, 
for 30 seconds every hour, and then to maintain the exercises 
for 4 days after entirely breaking their habit and fi nally to 
gradually decrease the exercises over a 2-week time period. 
The treatment rationale involves the principles of satiation 
and heightened awareness. The problem of relapse following 
CBT has been highlighted in several studies (Lerner et al. 

 1998 , Keuthen et al.  2001 , Mouton and Stanley  1996 ). The 
limited and equivocal treatment literature suggests that there 
is neither a universal nor a complete response to any treat-
ment for trichotillomania. Controlled studies of the effi cacy 
of CBT treatments involving habit reversal, pharmacother-
apy, and their combination are needed. 

   Hypnotherapy 
 There are no formal studies of the use of hypnosis for tri-
chotillomania, but there are many published reports of ben-
efi cial treatment (Barabasz  1987 , Cohen et al.  1999 , Fabbri 
and Dy  1974 , Kohen  1996 , Rowen  1981 , Zalsman et al. 
 2001 ). Benefi ts may be variable. Some patients may have 
dramatic improvement. For some who improve, the benefi ts 
may be short lived. As with behavioral interventions, the 
benefi ts of  this approach are sometimes dependent on a 
highly motivated patient who can regularly carry out self-
hypnotic measures as instructed by the psychiatrist. Some 
patients who have obtained partial benefi ts from either hyp-
nosis or medication do well when both treatments are com-
bined. Successful use of hypnotherapy for children with tri-
chotillomania has also been reported (Cohen et al.  1999 ). 

   Dynamic Psychotherapy 
 Many psychoanalytically oriented descriptions of  people 
with trichotillomania have been published. These reports 
generally describe the psychodynamic formulations of indi-
vidual cases and should not be the basis for generalizations 
about most individuals with trichotillomania. Although 
patients with trichotillomania may benefi t from exploration 
and attempts to reduce intrapsychic confl ict, the literature 
does not provide persuasive evidence of the effi cacy of this 
approach in reducing hair pulling. 

   Self-help and Other Groups 
 Self-help groups for patients with trichotillomania have 
appeared. Some are based in the structure of other 12-step 
programs. Some patients appear to experience meaningful 
reduction in hair-pulling symptoms after beginning par-
ticipation in such a group. Although the effi cacy of such 
groups in reducing symptoms remains to be established, 
most patients with trichotillomania can benefi t from meeting 
other individuals with similar symptoms. Because of the lack 
of general awareness of trichotillomania, these individuals 
frequently believe that they are “oddball” individuals with 
a behavior that is unique. Many have experienced parental 
condemnation for the behavior and have been frequently 
castigated for a “habit” that may be viewed by others as 
under their voluntary control. The experience of meeting 
others with the condition is extremely supportive for such 
individuals and may help to reduce the attendant stress while 
supporting self-esteem. Where programs specifi cally oriented 
toward trichotillomania may not be generally available, these 
individuals may benefi t from groups oriented toward OCD. 

    Treatment of Comorbid Conditions 
 Depression, dysthymic disorder, and anxiety symptoms occur 
frequently in patients with trichotillomania. Successful treat-
ment of depression may not be associated with reduction 
in trichotillomania. If  depression or dysthymic disorder is 
present and independently provides an indication for medic-
ation, one of the antidepressants discussed earlier should be 
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chosen. If  fl uoxetine is used, the psychiatrist should be aware 
that a dose that is suffi cient for reduction of the depressive 
symptoms may not be suffi cient for reduction of trichotillo-
mania. If  panic disorder is present, either medication may still 
be used, but fl uoxetine may initially exacerbate panic attacks 
in such patients and initiation of  treatment at low doses 
(2.5–5 mg/day) should be considered. With slow titration 
upward, the patient should generally be able to tolerate usual 
doses with concomitant amelioration of the panic disorder. 
Combined treatment with anxiolytics may be useful for some 
and may contribute to the reduction in symptoms of trichotil-
lomania. Other conditions that may be present, like OCD 
or eating disorders, may require special attention. Although 
fl uoxetine may be useful for patients with eating disorders, 
medication treatment alone is unlikely to be adequate and the 
usual multimodal approaches for the treatment of bulimia 
nervosa or anorexia are appropriate. OCD may respond to 
treatment directed at trichotillomania, but adjunctive behav-
ioral treatment of symptoms of OCD may be desirable. 

   Age- and Cultural-Related Features 
 When trichotillomania presents in early childhood, as dis-
cussed earlier, the condition may be likely to be inherently 
self-limited. Often, all that may be necessary is to draw the 
child’s attention to the behavior in some systematic way and 
to clarify for the child that the behavior is undesirable. Such 
methods include daily application of a nonmedicinal oint-
ment to the affected region and reminding the child that 
the purpose is elimination of the hair-pulling habit. Some 
suggest that the child be given the responsibility of applying 
the ointment with parental supervision. Others suggest that 
parents should monitor the child as much as possible and 
respond with reminders that the hair should not be pulled 
and rewards with verbal encouragement for ceasing to pull 
hair. There have been no systematic studies of the benefi ts of 
such interventions, but dermatologists who specialize in the 
treatment of children have noted that hair-pulling behavior 
may frequently disappear within a few weeks of initiating 
such an approach. In circumstances in which childhood tri-
chotillomania is more persistent, the parent and psychiatrist 
are faced with a dilemma. More elaborate behavioral inter-
ventions, such as habit reversal, should be tried. This, how-
ever, may be diffi cult with a child. Rosenbaum and Ayllon 
( 1981 ) have described a modifi ed version of habit reversal 
that may be employed with children. Hypnosis has been 
also used in the treatment of  habit disorders in children. 
Medication should be cautiously considered when treating 
childhood trichotillomania. Although medication may be 
useful, the absence of data supporting the benefi ts of such 
treatments in children indicates a conservative approach. If  
medication is considered, its use in the treatment of child-
hood OCD should serve as a guideline. 

 Should the psychiatrist be presented with trichotillo-
mania in a person of advanced age, special attention should 
be paid to usual concerns regarding the use of these medic-
ations in the elderly. Lower doses of medication should be 
considered because of potential altered pharmacokinetics in 
older persons. Medications with anticholinergic side effects 
(such as clomipramine) may present greater hazards for 
the older person. Sedative-hypnotic anxiolytics should be 
used sparingly because of greater vulnerability to cognitive 
side effects and the increased risk of  falling. Women of 

childbearing potential (perhaps the majority of people who 
may present for treatment) should be advised regarding the 
potential risks of these medications to a developing fetus. If  
the patient is pregnant or considering pregnancy, behavioral 
treatments may be favored. 

 Clinicians should be sensitive to the interaction between 
cultural values and trichotillomania. Women of some cul-
tures may be more prone to distress if  trichotillomania is 
perceived as a hindrance to achieving valued goals, like mar-
riage. Also, in some communities, wigs and other hair acces-
sories are generally acceptable and may present a comfort-
able means of diminishing the cosmetic impact of hair loss. 
In other communities, such accoutrements may themselves 
draw undesired attention. 

   Refractory Response or Nonresponse to Initial 
Treatment 
 Because research in the treatment of trichotillomania is still 
limited, it is not possible to recommend an initial best treat-
ment for all patients. However, the decision is often deter-
mined by available resources. Support groups may not be 
easily found in many areas. Hypnotherapy and behavioral 
therapy may be more easily available, but psychiatrists with 
these skills may not be experienced in the specifi c techniques 
used in this condition. Pharmacological interventions may 
be more readily available. Wherever possible, simultaneous 
multimodal interventions should be considered. Pharmaco-
logical, behavioral, and hypnotic interventions, which may 
each be only partially useful, may be synergistic when used 
in combination. 

 If  therapy with a single medication is not successful, 
the psychiatrist may consider augmenting one agent with 
another. Augmentation strategies in the treatment of  tri-
chotillomania have not been studied. General principles of 
augmentation used in the treatment of depression or OCD 
may be considered. There may be particular benefi t in com-
bining anxiolytic agents (such as buspirone or clonazepam) 
with an SSRI antidepressant. As noted above, the advent 
of atypical neuroleptics may offer a new and possibly effi -
cacious treatment option. Despite the increasing safety of 
these medications, caution should be used in the introduction 
of a neuroleptic for the treatment of a persistent condition. 

Mr. G, a 32-year-old podiatrist, began pulling out 
hairs in his second year of college. He had always been a 
generally anxious person and thought of it as a nervous 
habit. Never particularly concerned about his appearance 
and noting the familial disposition to male pattern hair 
loss, he felt resigned to eventual baldness and thought little 
about it. He noted that his hair pulling tended to be worse 
in a variety of circumstances: before examinations, after a 
breakup with a girlfriend, while studying, and while watch-
ing television. He thought the last circumstance surpris-
ing. The others seemed to be situations of understandable 
stress, but television relaxed him. Indeed, at those times 
he was hardly aware of it until he would fi nd his hands 
roaming searchingly through his scalp and would then fi nd 
a small pile of hairs beside him on the sofa. Occasionally, 
an acquaintance would comment—with varying degrees 
of tact—on the ratty appearance of his hair, particularly 
above the left temple. Nevertheless, he was still not too 

Clinical Vignette 4
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concerned. He did note a progression of the habit until he 
was pulling from virtually every spot on his body where 
hair grew, including his perineum.

Despite Mr. G’s relative lack of concern, his new wife 
was not so resigned to the habit. She could not deny the 
mild revulsion she felt when she saw the range of locations 
from which he pulled hair. (In the beginning of their 
courtship, she was aware of only the thinned scalp.) She 
insisted that he go to a psychiatrist.

Mr. G’s new psychiatrist tried a variety of interventions. 
Noting Mr. G’s general anxiety, the psychiatrist instructed 
him in relaxation techniques, while exploring with him 
the sources of stress in his life. This was not too helpful. 
They then embarked on a course of medication trials, 
including three different SSRIs. There was encouraging 
improvement at fi rst, but a partial relapse occurred and the 
benefi ts were limited. The psychiatrist then heard about 
a local therapist who led a group therapy for people with 
trichotillomania and also practiced hypnotic techniques for 
the problem. With some hesitancy, Mr. G joined the group. 
He was initially uncomfortable, being the only man in the 
group, and he did not identify with many of the concerns 
expressed by the women. But he settled in, became an 
active participant, and was surprised to fi nd that his 
hair-pulling diminished further. He found that he was 
pulling from fewer sites and was able to abort hair-pulling 
episodes more quickly. Fortifi ed by the partial successes 
and encouraged by the other group members, he went to 
a behavioral psychologist, who used a technique called 
habit reversal to supply him with a repertoire of skills he 
could employ to control urges to pull his hair. Finally, 
with this multimodal approach (medication, hypnosis, 
and group and behavioral therapy) his hair pulling virtu-
ally disappeared. He had occasional relapses when under 
signifi cant stress, but by and large he was relieved of his 
symptom. He and his wife thought the substantial efforts 
he had made to rid himself  of the problem were 
worthwhile.

Clinical Vignette 4 continued

     Comparison of DSM-IV/ICD-10 Diagnostic 
Criteria 
 The ICD-10 Diagnostic Criteria for Research do not include 
diagnostic criteria for IED. It is included in ICD-10 as an 
“other habit and Impulse-Control Disorder.” The ICD-
10 Diagnostic Criteria for Research and the DSM-IV-TR 
criteria for kleptomania, pyromania, and trichotillomania 
are essentially equivalent. Finally, the ICD-10 Diagnostic 
Criteria for Research for pathological gambling are mono-
thetic (i.e., A plus B plus C plus D are required) whereas 
the DSM-IV-TR criteria set is polythetic (i.e., 5 out of 
10 required) with different items. Furthermore, the ICD-10 
criteria specify “two or more episodes of gambling over a 
period of at least 1 year,” whereas DSM-IV-TR does not 
specify a duration. 
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Abstract: The impulse-control disorders (intermittent 
explosive disorder, kleptomania, pyromania, pathologi-
cal gambling, and trichotillomania) share the feature of 
the irresistible urge to act in a given way. Effort to resist 
may be associated with rising tension, giving rise to fur-
ther need to act on the given impulse. This chapter reviews 
clinical features, epidemiology, and clinical interventions. 

Data suggesting perturbations of central serotonin function 
and other neurotransmitter systems are reviewed.
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