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leptomania, defined as the recurrent failure to
resist the impulse to steal objects not needed forKBackground: The present study was de-

signed to test the short-term efficacy and safety
of naltrexone in the treatment of kleptomania.

Method: 10 subjects (7 women, 3 men) who
fulfilled DSM-IV criteria for kleptomania and
were free from other Axis I diagnoses by the
Structured Clinical Interview for DSM-IV
screening participated in a 12-week naltrexone
open-label trial. Kleptomania symptom change
was assessed with the Clinical Global Impres-
sions scale (both severity and improvement
measures), Sheehan Disability Scale (SDS),
Global Assessment of Functioning (GAF), and
Kleptomania Symptom Assessment Scale. Side
effects were monitored weekly, and liver func-
tion tests were administered every 2 weeks.

Results: Naltrexone reduced urges to steal
and stealing behavior. Subjects showed signifi-
cant improvement (p < .005) over the 11-week
treatment period in all measures compared with
measures taken at baseline. Seven subjects
(70.0%) were very much improved and 2
(20.0%) were much improved at study end.
Subjects also reported overall significant im-
provement in social and occupational function-
ing as determined by both the GAF and the SDS
(p < .000). Men responded to naltrexone as well
as women. The mean naltrexone dose required
for effective symptom control was 145 mg/day.
Nausea was common during the first week of
treatment. Five subjects (50.0%) reported previ-
ous trials of medication and cognitive-behavioral
therapy without any effect on kleptomania
symptoms.

Conclusion: The present findings provide
evidence that naltrexone may be effective in the
treatment of kleptomania. The present report is
preliminary. Further studies are needed to con-
firm these findings.
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personal use or their monetary value, is a poorly under-
stood disorder. With a possible prevalence of 0.6% of the
general population,1 kleptomania may account for a sub-
stantial proportion of the staggering 24 billion dollars
in business losses attributed to shoplifting each year.2 In
fact, shoplifting is extremely common, and its prevalence
appears to be increasing.3 Although kleptomania differs
from recurrent shoplifting in that kleptomaniacs steal for
symptomatic relief instead of personal gain, approximately
4% to 24% of shoplifters may suffer from kleptomania.4–6

In addition to the enormous social costs of this disorder,
people with kleptomania suffer the pain and humiliation
of repeated arrests, which in turn leads to feelings of guilt,
depression, and even suicide.4,7,8

Kleptomania is currently classified by DSM-IV9 as an
impulse-control disorder. Kleptomania is defined by 3
essential features: (1) failure to resist an impulse to steal
unneeded objects; (2) an increasing sense of tension or
arousal before committing the theft; and (3) an experience
of pleasure, gratification, or release at the time of commit-
ting the theft.

The cause, or pathophysiology, of kleptomania is not
well understood. No genetic or biological studies of the
disorder have been reported in the literature. Currently, only
isolated case reports shed light on possible biological
causes of kleptomania. The onset of kleptomania has been
associated with dementia and decreased levels of biogenic
amines,10 presenile cortical atrophy,11 a right parietal
tumor,12 and hypoglycemia secondary to an insulinoma.13

Although a number of therapeutic strategies have been
proposed for the treatment of kleptomania, no formal drug
studies for kleptomania are found in the literature. A small
number of case reports cite improvement using tricyclic
antidepressants,14 selective serotonin reuptake inhibitors
(SSRIs),14–17 electroconvulsive therapy,14 lithium,18 or val-
proate.19 One case series, however, found that SSRIs pre-
cipitated kleptomania.20

Like other impulse-control disorders, the core symp-
tom of kleptomania is the urge to engage in unwanted
behavior. Opioid antagonists have been effective in treat-
ing urge-driven disorders such as pathological gambling
disorder,21,22 alcoholism,23,24 borderline personality disor-
der with self-injurious behavior,25 cocaine abuse,26,27 and
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mental retardation with self-injurious behavior.28 On the
basis of the efficacy of opioid antagonists in treating dis-
orders associated with urges, we designed an open-label
study to evaluate the efficacy and safety of naltrexone in
the treatment of kleptomania. In this study, we hypoth-
esized that naltrexone would reduce both the urges to steal
and stealing behavior.

METHOD

Subjects
The study subjects consisted of 13 consecutive out-

patients who met inclusion and exclusion criteria for a
1-week single-blind placebo lead-in followed by an
11-week open-label naltrexone treatment. Subjects were
recruited by media advertising (newspaper, radio, televi-
sion). After complete description of the study to the sub-
jects, written informed consent was obtained from all par-
ticipants. The study and the consent were approved by the
Institutional Review Board for the University of Minne-
sota. A Certificate of Confidentiality issued by the U.S.
Department of Health and Human Services protected all
study subjects’ records from possible subpoena.

The following inclusion criteria were used: (1) age
15 to 75 years, (2) diagnosis of kleptomania by DSM-IV,9

(3) no other current Axis I diagnosis by the Structured
Clinical Interview for DSM-IV (SCID)29 (comorbid simple
phobia such as height phobia and nicotine dependence were
accepted), (4) psychotropic drug–free period of at least
4 weeks, (5) 17-item Hamilton Rating Scale for Depres-
sion (HAM-D-17)30 score of ≤ 16, (6) Hamilton Rating
Scale for Anxiety (HAM-A)31 score of ≤ 16, (7) normal
liver function tests (LFTs), (8) negative pregnancy test
in females of childbearing potential, (9) agreement from
females of childbearing potential to use contraception dur-
ing the course of the study, and (10) signed informed con-
sent after complete description of the study.

Subjects were excluded from the study if any of the
following criteria were met: (1) receiving group or indi-
vidual therapy; (2) history of clinically significant cardiac,
hepatic, renal, neurologic, or pulmonary disease; (3) prior
naltrexone exposure or known hypersensitivity to nal-
trexone; (4) SCID diagnosis of drug or alcohol abuse
within the past 3 months; (5) diagnosis of another DSM-V
impulse-control disorder assessed by clinical interview;
(6) severe personality disorder (e.g., borderline personal-
ity disorder, antisocial personality disorder) assessed by
clinical interview; (7) analgesic use (due to a possible
naltrexone and nonsteroidal analgesic interaction)32; and
(8) pregnant or nursing mothers.

Seventy-nine subjects were screened by telephone.
Thirty-nine subjects made appointments for interviews. Of
those 39 potential subjects, 19 kept their appointments and
were interviewed. Six subjects were excluded after the ini-
tial interview: 2 suffered from antisocial personality dis-

order, not kleptomania; 1 suffered from bipolar disorder,
not kleptomania; 1 subject had comorbid major depressive
disorder; 1 had comorbid obsessive-compulsive disorder;
and 1 suffered from comorbid alcohol dependence. Thir-
teen subjects were enrolled in the study.

Assessments
Kleptomania was diagnosed using DSM-IV criteria.9

We also administered a semistructured interview to elicit
demographic data, lifetime comorbid psychiatric disorders,
and information on the phenomenology, age at onset,
course, associated features, treatment history, and response
to treatment of the disorder. Because the SCID covers only
certain DSM-IV disorders, a detailed interview assessing
a history of impulse-control disorders (including impulse-
control disorders not otherwise specified such as compul-
sive shopping, psychogenic excoriation, and sexual com-
pulsions) was conducted.

The major outcome measures were the Clinical Global
Impressions (CGI) scale33 (both severity and improvement
measures), Sheehan Disability Scale (SDS),34 Global
Assessment of Functioning (GAF),35 and Kleptomania
Symptom Assessment Scale (K-SAS). The CGI is a reli-
able and valid 7-point clinician-administered measure as-
sessing both the severity of illness (1 = not ill at all,
7 = among the most extremely ill) and improvement over
time (1 = very much improved, 7 = very much worse).33

The CGI was limited to measuring kleptomania symptoms
that had occurred during the previous week.

The SDS is a 3-item self-rated measure assessing dis-
ability in 3 domains, each on a 10-point scale: work, so-
cial life, and family life.34 The SDS is a reliable and valid
measure of change over time with effective treatment.34,36

The 3 items may be summed into a single dimensional
measure of overall functional impairment that ranges from
0 (unimpaired) to 30 (highly impaired). The SDS was lim-
ited to impairment secondary to symptoms of kleptomania
for each week.

The GAF is a valid and reliable 100-point single-item
rating scale used to indicate overall psychosocial function-
ing during the week before evaluation.35 The GAF tracks
the change over time in patients’ psychological symptoms
and level of social and occupational functioning.

The K-SAS is an 11-item self-rated scale designed
to assess the change of kleptomania symptoms during
treatment (Appendix 1). There are 11 items in the scale,
and each item has a score of 0 to 4. Thus, a total score
ranges from 0 to 44. All items ask for an average symptom
based on the past 7 days. Items 1 through 4 ask for the
average severity, frequency, duration, and control over
urges (only urges to steal, excludes other urges); items 5
through 7 ask for the average frequency, duration, and con-
trol over thoughts associated with stealing (excludes other
thoughts); items 8 and 9 ask for the degree of excitement
felt before and during an act of stealing; item 10 asks for



© Copyright 2002 Physicians Postgraduate Press, Inc.

One personal copy may be printed

J Clin Psychiatry 63:4, April 2002

Naltrexone in the Treatment of Kleptomania

351

the subjective distress caused by stealing; and item 11 asks
for personal trouble (relationship, financial, legal, job,
medical or health) caused by stealing. The K-SAS is a
modification of the Gambling Symptom Assessment Scale
(G-SAS), a 12-item self-rated scale that has demonstrated
satisfactory psychometric properties in assessing change in
the urges, thoughts, and behavior associated with patho-
logical gambling.21,22 Because the K-SAS is a new scale,
we have examined its basic psychometric properties (see
Results section).

Side effects were assessed by asking study subjects at
each visit whether they had experienced any adverse physi-
cal symptoms while taking the study medication. Side
effects were rated for severity, action taken, outcome,
seriousness, and likely relationship to the study medication.
Side effects judged as possibly, probably, or almost cer-
tainly related to the study medication are included in the
reported rates.

Procedures
Initial screening visit. After a formal psychiatric inter-

view and physical examination, the CGI (Severity), SDS,
GAF, K-SAS, HAM-D, and HAM-A were administered.
The SCID was administered by trained staff. Baseline
LFTs, urine drug screen test, and a pregnancy test in fe-
males were obtained.

Eleven weekly visits.  The CGI (Improvement and Se-
verity) scales, SDS, GAF, K-SAS, HAM-D, and HAM-A
were administered weekly after the screening visit to as-
sess changes in kleptomania symptoms. Patients who im-
proved 50% or more on the K-SAS at visit 2 (after 1 week
on placebo) were excluded from the study as placebo re-
sponders. LFTs were carried out every other week. Adverse
effects were assessed at baseline and at weekly intervals.

Drug administration. Subjects began the study with a
1-week single-blind placebo lead-in. At visit 2, if not
judged to be placebo responders, subjects were started on
naltrexone, 25 mg/day, for the first 2 days followed by 50
mg/day for the rest of the week. The naltrexone was dis-
pensed in capsules (either with 25 mg or 50 mg of naltrex-
one per capsule) identical to the capsules used for the pla-
cebo. The dose was then gradually raised until an optimal
outcome (clinical judgment) was obtained or the dose
reached 200 mg/day, whichever came first. The rate of in-
crease was limited to 50 mg/week. If the dose exceeded 50
mg/day, the dose was divided equally and given twice a
day. If unpleasant side effects developed, the naltrexone
dose was decreased until side effects were controlled. U.S.
Food and Drug Administration approval was obtained for
using doses of naltrexone greater than 50 mg/day.

No other psychotropic medications were allowed dur-
ing the study. A capsule count was kept for each dose of
medication taken. Psychotherapy of any form (including
cognitive-behavioral therapy) was not initiated during the
study.

Statistical Analysis
Baseline and subsequent scores on continuous study

measures were compared with paired t tests (2-tailed).
The Fisher exact test was used for comparisons of cat-
egorical variables. The Pearson correlation was used to
assess the relationship between degree of change on vari-
ous study measures. Mean values were accompanied by
standard deviations. A decision was made before begin-
ning the study to include in the intent-to-treat analyses
only those subjects (N = 10) who returned for the first
study visit after beginning naltrexone and took the medi-
cation for at least 1 week.

Statistical analyses used the last-observation-carried-
forward data set, in which the last available efficacy data
from patients dropping out of the study are carried to suc-
cessive timepoints. Three subjects (2 men and 1 woman)
were excluded from data analyses because of failure to
take the medication for at least 1 week (2 did not return
for visit 3, which corresponds to having taken the medica-
tion for 1 week; 1 was a placebo responder at visit 2 and
was discontinued from the study).

The reliabilities of the K-SAS were measured by using
the Pearson correlation for the 2 repeated test scores from
each subject at visits 1 and 2 (placebo period). Factor
analysis was used to examine the internal consistency of
the 11 K-SAS items. Both 1- and 2-factor solutions were
estimated (varimax rotation) to examine factor loading of
each K-SAS item on each factor solution. The K-SAS,
CGI, and GAF weekly data were used to test the validity
of the K-SAS. The Pearson correlation analysis was used
to find the correlation between the K-SAS versus CGI and
K-SAS versus GAF.

RESULTS

Of the 13 subjects who entered the study, 10 completed
at least through visit 3, which corresponds to taking nal-
trexone for at least 1 week. Seven of the subjects (4 women,
3 men) completed all study visits. One subject completed
through visit 8 and withdrew due to depressive symptoms.
Two subjects completed through visit 10 and withdrew due
to inability to keep the study schedule. Only 1 (7.7%) of
the 13 subjects was a placebo responder.

Baseline Data
Ten subjects (7 [70.0%] women, 3 [30.0%] men;

mean age = 37.0 ± 11.4 years; range, 22–55 years) were
included in an intent-to-treat analysis. The sample in-
cluded 8 whites, 1 Puerto Rican female, and 1 Chinese
American male. Nine (90.0%) of the subjects were mar-
ried and 1 (10.0%) was single. Two (20.0%) had com-
pleted high school, 6 (60.0%) had completed a 4-year
college degree program, and 2 (20.0%) had professional
degrees. The mean annual income for the 10 subjects was
$60,900 ± $56,177.
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The mean ± SD baseline measures are presented in
Table 1. The mean HAM-A score at baseline was
4.10 ± 3.78, and the mean HAM-D score was 3.70 ± 3.40.
Baseline severity measures did not differ significantly
between male and female subjects.

Clinical Characteristics
The reported mean age at onset of stealing behavior

was 10.2 ± 3.1 years (range, 6–15 years). The mean dura-
tion of kleptomania symptoms prior to entrance into the
study was 26.8 ± 12.1 years. On average, the subjects re-
ported stealing 2.3 ± 1.6 times per week. Eight subjects
stole exclusively from stores, while 2 subjects stole from
friends, work, and stores. No subject had ever gone longer
than 3 weeks without stealing during the course of his or
her illness.

Various triggers were reported as provoking the urge to
steal. Five subjects (50.0%) reported that the sights and
sounds inside stores, not particular objects, prompted the
urge to steal. Four subjects (40.0%) reported spontaneous
urges to steal upon waking in the morning without any spe-
cific item in mind. One subject (10.0%) reported that bore-
dom prompted the urge to steal. All 10 subjects reported
that urges to steal were eliminated by the act of stealing,
but were then replaced by feelings of shame and guilt.

In addition to the guilt secondary to stealing, subjects
reported numerous other problems that resulted from their
stealing: 9 (90.0%) reported lying to family or friends
about their behavior, 6 subjects (60.0%) reported marital
problems secondary to stealing, and 4 subjects (40.0%)
reported work-related difficulties due to stealing (usually
inability to concentrate). Only 2 subjects (20.0%) had
ever been arrested for stealing (1 arrest each), and in both

cases, the arrests had occurred greater
than 2 years prior to entrance into the
study.

Although no subject had a current
Axis I disorder, 4 subjects (40.0%)
reported a history of depressive symp-
toms. In all 4 cases, these depressive
symptoms had occurred at greater than
2 years prior to entrance into the study.
Three of the 4 subjects had been treated
with an antidepressant (2 with fluoxe-
tine, 80 mg/day; 1 with paroxetine, 60
mg/day). Although all 3 subjects repor-
ted relief from depressive symptoms
with medications, none of these subjects
reported a remission in kleptomania
symptoms with these medication trials.
One subject (10.0%) had a history of
alcohol dependence, which had been in
full, sustained remission for 8 years.
None of the subjects with psychiatric
histories had ever been hospitalized for

those problems. No one had a history of an anxiety disor-
der, obsessive-compulsive disorder, other impulse-control
disorder, or bipolar disorder.

Two subjects (20.0%) reported receiving psycho-
therapy for their kleptomania symptoms. Both subjects
had undergone cognitive-behavioral therapy weekly for
16 and 20 weeks, respectively. Neither subject reported a
reduction in kleptomania urges due to the therapy. One
subject (10.0%) had attended Shoplifters Anonymous
weekly for a period of 12 weeks, but reported no reduc-
tion in kleptomania symptoms. No subject had received
either outpatient or inpatient psychiatric treatment spe-
cifically for symptoms of kleptomania.

Outcome Data
Subjects showed significant improvement over the

11-week treatment period in all measures compared with
baseline (see Table 1). Seven (70.0%) were very much
improved, 2 (20.0%) were much improved, and 1 (10.0%)
was minimally improved by the end visit using the CGI-
Improvement scale.

With respect to stealing urges, at completion of the
study, 2 subjects (20.0%) reported that their urges to steal
were in remission, while 8 (80.0%) reported urges to steal
were significantly reduced and therefore were easier to
resist. Of those 2 subjects with remitted symptoms, the
mean length of time without kleptomania symptoms at
time of study completion was 5.0 ± 1.4 weeks. None of the
subjects who stopped stealing or had remission of the urges
to steal developed other impulsive or addictive behavior
during the study period.

Compared with baseline when all subjects were actively
stealing multiple times per week, by study end, 9 subjects

Table 1. Baseline and Terminal Visit Kleptomania Symptom Data in 10 Patientsa

Baseline Terminal

Outcome Measure Mean SD Mean SD t Value p Value

K-SAS
Total score 21.75 7.78 9.85 5.33 3.807 .004
Kleptomania urge strengthb 2.25 0.64 0.95 0.37 4.801 .001
Kleptomania urge frequency (urges/wk)c 2.40 0.70 1.60 0.84 2.449 .037
Kleptomania urge duration (h/wk)d 1.60 0.70 1.05 0.50 2.091 .066
Kleptomania thought frequency 2.30 0.68 1.50  0.71 2.449 .037

(thoughts/wk)c

Kleptomania thought duration (h/wk)c 1.60 0.70 0.95 0.34 2.512 .033
Subjective distresse 2.20 1.23 0.80 0.63 3.096 .013
Stealing frequency/wk 2.30 1.57 0.10 0.32 4.125 .003

Global Assessment of Functioning score 53.60 6.54 86.60 7.15 –10.011 .000
Sheehan Disability Scale score 10.50 4.17 2.90 3.35 5.840 .000
Clinical Global Impressions- 5.30 0.67 2.30 1.16 7.115 .000

Severity of Illness scale scoref

aAbbreviation: K-SAS = Kleptomania Symptom Assessment Scale.
b0 = no urges, 1 = mild, 2 = moderate, 3 = severe, 4 = extreme urges.
c0 = none, 1 = once, 2 = 2 to 4 times, 3 = several to many, 4 = constant or near constant
urges.
d0 = none, 1 = 1 h or less, 2 = 1 to 4 h, 3 = 4 to 10 h, 4 = over 10 h/wk.
e0 = none, 1 = minimal, 2 = moderate, 3 = much, 4 = very much.
f1 = normal, 2 = borderline mentally ill, 3 = mildly ill, 4 = moderately ill, 5 = markedly ill,
6 = severely ill, 7 = among the most extremely ill.
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reported no stealing behavior for a mean of 4.3 ± 1.3
weeks. Only 1 subject reported continued stealing behav-
ior, although it was reduced in frequency.

In addition to the specific improvement in kleptomania
symptoms, analysis also showed overall significant im-
provement in social and occupational functioning as deter-
mined by both the GAF and the SDS (see Table 1).

The mean ± SD naltrexone dose at the end of the study
was 145.0 ± 49.7 mg/day.

Side Effects
Nausea (50%), drowsiness (40%), dry mouth (30%),

and vivid dreams (30%) were common. Nausea was mild
in 4 of the 5 subjects reporting that symptom, and moder-
ate in 1 subject. No subject reported nausea for longer than
14 days. Drowsiness and dry mouth were mild in all sub-
jects and lasted less than 1 week. No subject had elevated
liver transaminases at anytime during the study.

K-SAS Psychometrics
The K-SAS test-retest reliability showed a fair corre-

lation: N = 12, r = 0.572 (test-retest period = 1 week;
p = .051). For the internal consistency, Cronbach’s
α = 0.903 and 1-factor model K-SAS item loading ranged
from 0.623 to 0.888. The 2-factor model showed that urge
symptom items 1 and 2 (severity and frequency measures)
cohere with kleptomania-related subjective distress. The
K-SAS showed a good convergent validity when com-
pared with the CGI at visit 3 (N = 10, r = 0.854, p = .002)
(the first visit in which changes in symptoms were
recorded), and at visits 4 to 12, r ranged from 0.634 to
0.870, p < .03 (2-tailed) in all visits. When compared with
GAF scores, K-SAS showed good convergent validity
beginning at visit 4 (N = 10, r = –0.806, p = .005), and
at visits 5 to 12, r ranged from 0.620 to 0.883, p < .040
(2-tailed) in all visits.

DISCUSSION

The present study results suggest that naltrexone may
be effective in treating kleptomania. Most patients had
moderate to severe kleptomania symptoms at baseline,
and 5 of the 10 subjects had failed to respond to prior
pharmacologic interventions or cognitive-behavioral
therapy. At the end of the study, 90% of subjects were
much or very much improved on the CGI. Most patients
had stopped stealing and reported significantly less per-
sonal distress and improved overall functioning as shown
in the subjective distress scale score (of the K-SAS), CGI,
SDS, and GAF.

As the naltrexone treatment progressed, many patients
expressed that their struggle to resist the urges to steal and
thoughts associated with stealing were reduced or abol-
ished altogether. In addition to reducing urges, naltrexone
seemed to reduce the subjective experience of pleasure if

they engaged in stealing. Remission of symptoms, how-
ever, does not necessarily imply a correlation with a
response to naltrexone. Although the course of klepto-
mania is unclear, for some patients the symptoms fluctu-
ate over time with remissions and exacerbations.37 The
remission seen during this study period may simply reflect
the course of the illness.

Although previous pharmacologic studies of impulse-
control disorders have found high rates of placebo respon-
ders,22,38,39 there was only a single placebo responder in
this study. Most subjects required approximately 2 weeks
at a particular dose before they reported a decrease in their
kleptomania symptoms. In fact, because most subjects
had been stealing for approximately 28 years before
entering the study, they remained incredulous concerning
their improvement until approximately 3 or 4 weeks of
continued improvement.

In this study, the number of female subjects (N = 7) was
substantially greater than the number of male subjects
(N = 3). This gender difference is in keeping with the
literature on kleptomania.2,4,14 In other addiction studies,
there is evidence that females have a more favorable clini-
cal and biological response to naltrexone.40,41 In this study,
however, there was no evidence that female kleptomaniacs
responded more favorably to naltrexone than the male
kleptomaniacs. Thus, the larger number of women in this
study does not appear to have contributed significantly to
the effectiveness of naltrexone on kleptomania symptoms.

Naltrexone may be effective in treating kleptomania
behavior because of its ability to reduce urges. Preclinical
and clinical studies demonstrate that the underlying bio-
logical mechanism of urge-based disorders may involve
the processing of incoming reward inputs by the ventral
tegmental area–nucleus accumbens–orbital frontal cortex
(VTA-NA-OFC) circuit.42–46 This circuit then influences
behavior by modulating animal and human motivation
(e.g., urges, cravings). Dopamine may also play a major
role in the regulation of this region’s functioning.42,46–48

Urges linked to the experiencing of reward and pleasure
represent clinical targets in impulse-control disorders.
Studies of naltrexone in the treatment of pathological
gambling disorder have also demonstrated efficacy in
reducing urges.21,22 The primary pharmacologic action
of naltrexone within the central nervous system is the
antagonism of the µ-opioid receptor, the site at which
β-endorphins, morphine, and heroin act as endogenous and
exogenous agonists. The µ-opioid system is involved in the
processing of reward, pleasure, and pain. The effects of
naltrexone across these diagnostic categories may be due
to the drug’s modulation of dopamine function within the
VTA-NA-OFC via the antagonism of opioid receptors in
the VTA.49–51

Other opioid models to explain stealing, however, have
also been suggested.2,37 It has been hypothesized that
patients with kleptomania steal as a means of stimulating
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the opioid system. The opioid release “soothes” the
patients, treats their sadness, or reduces their anxiety. Thus,
stealing is a mechanism to relieve oneself from a chronic
state of hyperarousal, perhaps produced by prior stressful
or traumatic events, and thereby modulate affective
states.2,37

The use of naltrexone, however, has been limited to
50 mg/day in part because of a fear that it may elevate liver
enzymes. Naltrexone causes hepatic enzyme elevations
dose dependently. In physically healthy individuals, how-
ever, doses up to 150 mg/day rarely result in enzyme el-
evations.52 In obese patients, however, naltrexone doses of
300 mg/day caused a significantly higher rate of enzyme
elevations than the standard 50 mg/day.53 Recently, we
noticed an increased risk of liver enzyme elevation when
naltrexone is used concurrently with analgesics.32 Pres-
ently, we use naltrexone only for those patients who do not
need nonsteroidal analgesics. Elevated enzymes return to
normal levels if the drug is discontinued.54 There were,
however, no instances of elevated enzymes in this study.
In fact, although some subjects experienced mild nausea
with naltrexone, most patients tolerated the medication
without difficulty.

Limitations
This study has several limitations. First, our sample of

kleptomaniacs may not reflect the larger population of
patients who suffer from kleptomania. Because subjects
were excluded from the study if they had comorbid Axis I
disorders, and because comorbidity with affective or anx-
iety disorders appears to be common in kleptomania,2,4,14

our subjects with kleptomania may not be characteristic of
patients with kleptomania in general. Although no subject
was diagnosed with a current comorbid Axis I disorder,
and HAM-D and HAM-A scores reflected mild or no
depressive or anxiety symptoms, 4 of our subjects reported
lifetime major depressive disorder. This finding of lifetime
comorbidity is consistent with the literature.2 Also, while
the exclusion of only 3 subjects due to current psychiatric
comorbidity may raise issues of how representative our
sample is of patients with kleptomania, it may also pro-
vide useful data concerning the phenomenology of the
“typical” presentation of this poorly understood disorder.

A second limitation of this study is that no structured
interview of possible Axis II pathology was performed.
Some researchers have suggested that most patients with
kleptomania do not come forward for treatment.37 The
fact that the subjects in this study voluntarily sought treat-
ment may raise the question of whether these patients are
“true” kleptomaniacs or are suffering from personality
disorders. An unstructured interview did exclude severe
personality disorders (borderline personality disorder,
antisocial personality disorder), but the lack of a standard-
ized Axis II interview may have resulted in the underdiag-
nosis of some personality disorders or traits.

A third limitation of this study is the sample size. Any
conclusions about the efficacy of naltrexone in klepto-
mania must be made cautiously given the extremely small
study sample. The small sample size may also underesti-
mate or overestimate the psychometric properties of the
K-SAS. Although the psychometric properties of the
K-SAS are satisfactory, this measure is still investi-
gational, and the validity and reliability still need to be
vigorously assessed.

Until further study data are available, the results of this
study should be viewed as preliminary. The small study
number makes it difficult to weigh the validity of the
present data. Double-blind studies will provide more reli-
able information in this area. Because of the flexible dos-
ing design of the study, one also cannot determine with
certainty whether improvement was due to a longer dura-
tion on at least 50 mg/day of naltrexone or to the higher
doses given at later times.

In conclusion, the present findings provide evidence
that naltrexone may be effective in the treatment of klep-
tomania. Further controlled trials are needed to confirm
these findings.

Drug names: fluoxetine (Prozac and others), naltrexone (ReVia and
others), paroxetine (Paxil).
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Appendix 1. Kleptomania Symptom Assessment Scale (K-SAS)a

The following questionnaire is aimed at evaluating kleptomania symptoms. Please read the questions carefully before you answer.
1) If you had urges to steal during the past WEEK, on average, how strong were your urges?  Please circle the most appropriate number.

2) During the past WEEK, how many times did you experience urges to steal? Please circle the most appropriate answer.
0) None
1) Once
2) Two or 3 times
3) Several to many times
4) Constant or near constant urges

3) During the past WEEK, how many hours (add up hours) were you preoccupied with your urges to steal?
Please circle the most appropriate number.

4) During the past WEEK, how much were you able to control your urges? Please circle the most appropriate number.

5) During the past WEEK, how often did thoughts about stealing come up? Please circle the most appropriate answer.
0) None
1) Once
2) Two to 4 times
3) Several to many times
4) Constantly or nearly constantly

6) During the past WEEK, approximately how many hours (add up hours) did you spend thinking about stealing?
Please circle the most appropriate number.

7) During the past WEEK, how much were you able to control your thoughts of stealing? Please circle the most appropriate number.

8) During the past WEEK, on average, how much excitement did you have shortly before you committed a theft?
If you did not actually steal anything, please estimate how much anticipatory excitement you believe you would
have experienced if you had committed a theft. Please circle the most appropriate number.

9) During the past WEEK, on average, how much excitement and pleasure did you feel when you successfully committed a theft?
If you did not actually steal, please estimate how much excitement and pleasure you believe you would have experienced
if you had committed a theft. Please circle the most appropriate number.

10) During the past WEEK, how much emotional distress (mental pain or anguish, shame, guilt, embarrassment) has your stealing caused you?
Please circle the most appropriate number.

11) During the past WEEK, how much personal trouble (relationships, financial, legal, job, medical or health) has your stealing caused you?
Please circle the  most appropriate number.

aThe K-SAS assesses kleptomania symptom severity. This scale was designed so that modified versions could be developed for other impulse-
control disorders. Maximum score = 44, severe = 31–44, moderate = 21–30, mild = 8–20.
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