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uring the 1990s, changes in state and local legisla-
tion encouraged the development of all types of
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Background: This randomized, double-blind,
placebo-controlled study investigated the efficacy
and tolerability of paroxetine in the treatment of
pathological gambling.

Method: Patients fulfilling DSM-IV criteria
for pathological gambling and scoring ≥ 5 on the
South Oaks Gambling Screen were enrolled if
no other Axis I disorder was present. A 1-week
placebo run-in phase was followed by 8 weeks’
treatment with paroxetine or placebo. The initial
paroxetine dose of 20 mg/day could be increased
after week 2 by 10 mg/week to a maximum of 60
mg/day. Changes in clinical status were assessed
using the Gambling Symptom Assessment Scale
(G-SAS) and the Clinical Global Impressions
scale (CGI). Treatment-emergent symptoms
were assessed weekly.

Results: Forty-five patients were included
in an intent-to-treat analysis (N = 23 paroxetine,
N = 22 placebo). Statistically significantly greater
reductions in the total score of the G-SAS were
observed in the paroxetine group compared with
the placebo group at weeks 6 through 8 (p = .003,
.003, and .042, respectively). Improvement on the
CGI was also significantly greater in the paroxe-
tine than in the placebo group at the same time-
points (p = .033, .014, and .025, respectively).
A significantly greater proportion of patients in
the paroxetine group were responders at weeks
7 and 8 (p = .011 and .010, respectively).

Conclusion: The results of this trial indicate
that paroxetine may be effective in the treatment
of pathological gambling. There were no unex-
pected side effects from this treatment. However,
additional studies with larger patient samples and
a longer treatment phase are required to establish
conclusively the efficacy and safety of paroxetine
for this indication.
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D
wagering (casino gambling, lotteries, Internet gambling).
As a consequence, gambling and gambling-related prob-
lems are on the rise in the United States and Canada. A
recent meta-analysis by Shaffer et al.1 of 120 published
studies indicates that the lifetime prevalence of serious
gambling (meeting DSM criteria for pathological gam-
bling) among adults is 1.6%. Among young persons less
than 18 years of age, the prevalence is 3.9%, with past-year
rates for adults and adolescents being 1.1% and 5.8%,
respectively.2 Pathological gamblers are prone to painful
financial losses that often lead to bankruptcy, divorce, and/
or criminal behavior.3,4 Psychiatric disorders, including
major depression and alcohol or substance abuse and de-
pendence, may develop from or be exacerbated by patho-
logical gambling. A study by Phillips et al.5 indicates that
the suicide rate in cities where gambling is legalized is 4
times higher than in cities without legal gambling.

Pathological gambling, the main feature of which is
the irresistible urge to gamble, has been described phe-
nomenologically as both an impulse-control disorder and
an obsessive-compulsive spectrum disorder.6,7 Biological
findings implicating the serotonin neurotransmitter sys-
tem lend credence to both descriptions. For example, a
number of studies found that glucose metabolism in the
orbital frontal cortex is inversely correlated to the levels
of the serotonin metabolite 5-hydroxyindoleacetic acid in
the cerebrospinal fluid.8–12 These findings suggest that de-
creased central nervous system serotonin function within
this defined region engenders disinhibited behaviors and
may thereby contribute to the development of impulse-
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control disorders.8–12 Aberrations in serotonin metabolism
have also been implicated in the etiology of obsessive-
compulsive disorder (OCD).13 In support of these find-
ings, the selective serotonin reuptake inhibitors (SSRIs)
have been shown to be effective in treating OCD14 and
may reduce impulsivity in patients in other impulse-
control disorders such as kleptomania, skin picking, and
compulsive buying.15–17

Against this theoretical background, a number of re-
searchers have tested serotonergic agents as a treatment for
pathological gambling. After an initial case report of the
successful treatment of pathological gambling with the
nonselective serotonin reuptake inhibitor clomipramine,
Hollander and associates18 went on to conduct 2 crossover
studies with the SSRI fluvoxamine; the first single blind
(N = 16),19 the second double blind (N = 15).20 In both
studies, during the active-drug phase, patients exhibited
reductions in the total score of the Yale-Brown Obsessive
Compulsive Scale, modified for Pathological Gambling
(PG-YBOCS),19 which were significantly greater than
those for treatment with placebo. In a placebo-controlled
study lasting 6 months in 34 patients treated with fluvox-
amine, Blanco-Jerez21 found significantly greater reduc-
tions in time and money spent gambling per week in male
and young pathological gamblers. In an open-label pilot
study,22 7 of 8 patients treated with citalopram for 12
weeks were rated as responders according to the Clinical
Global Impressions-Improvement scale (CGI-I). Finally,
in an open-label study comparing patients receiving fluox-
etine plus supportive psychotherapy with patients receiv-
ing supportive psychotherapy alone, significantly greater
global improvement, as measured by the CGI-I, was
shown for the combination treatment.23

To date, no study has investigated the utility of the SSRI
paroxetine as a treatment for pathological gambling. In
light of the studies described above indicating that SSRIs
may be efficacious in the treatment of pathological gam-
bling and considering the demonstrated efficacy of parox-
etine as a treatment for OCD,24 we conducted a double-
blind, placebo-controlled study to evaluate the efficacy and
safety of paroxetine in the treatment of pathological gam-
bling. We hypothesized that paroxetine would not only
improve the general status of patients suffering from
pathological gambling, but also reduce the frequency and
severity of gambling symptoms.

METHOD

Patient Selection
Patients were recruited by newspaper advertisements

and by referrals for medication treatment. Patients 18 to
65 years of age fulfilling the DSM-IV25 criteria for patho-
logical gambling and scoring ≥ 5 on the South Oaks Gam-
bling Screen (SOGS)26 were enrolled if no other Axis I
disorder as determined by the Structured Clinical Inter-

view for DSM-IV Axis I Disorders (SCID-I)27 was present
and if baseline scores on both the 17-item Hamilton Rat-
ing Scale for Depression (HAM-D)28 and the Hamilton
Rating Scale for Anxiety (HAM-A)29 were ≤ 18 at the
screening and baseline assessments. Concomitant psycho-
tropic medication was not allowed. Psychotropic medica-
tions were discontinued at least 4 weeks before study start.
Patients undergoing individual or group psychotherapy
or participating in Gamblers Anonymous were excluded.
Individuals with an untreated coexisting medical condi-
tion and women of childbearing potential who did not
practice a reliable method of contraception were not eli-
gible for the study.

The Institutional Review Board at the University of
Minnesota, Minneapolis, approved the study protocol.
Written informed consent from each patient was obtained
before any study procedures were carried out.

Study Flow
Following the initial assessment, patients eligible for

the study entered a 1-week placebo run-in phase. At the
second (baseline) visit, patients were randomly assigned
to receive double-blind study medication if they still met
the eligibility criteria and if their initial score on the Gam-
bling Symptom Assessment Scale (G-SAS)30 had not de-
creased by 50%. Study medication was given for 8 weeks.
The initial paroxetine dosage of 20 mg/day could be in-
creased gradually to a maximum of 60 mg/day in incre-
ments of no more than 10 mg/week. The decision to in-
crease the dosage of study medication was determined by
the investigating physician at each study visit on the basis
of tolerability and efficacy. During the study, reductions
in the dosage of study medication to the next previous
dosage level were allowed if a patient was experiencing a
side effect; once the side effect subsided, the dosage could
be returned to the previous level.

Outcome Measures and Safety Assessments
Changes in clinical status during the treatment phase

were assessed at weekly intervals using the total score and
gambling urge subscale score of the G-SAS. The G-SAS
is a 10-item, self-rated scale designed to assess the aver-
age frequency, intensity, and duration of gambling symp-
toms. Individual items are scored on an ordinal scale rang-
ing from 0 (symptom not present) to 8 (highest frequency
or intensity), with each score representing the average of
the past 7 days. Items 1 through 3 focus on gambling
urges, items 4 and 5 address gambling-related thoughts,
items 6 and 7 ask for the frequency and duration of actual
gambling behavior, item 8 assesses the degree of subjec-
tive excitement experienced by an imminent gambling act,
item 9 summarizes the subjective distress caused  by gam-
bling, and item 10 measures the amount of personal
trouble (relationship, financial, legal, occupational, medi-
cal) caused by gambling. The test-retest reliability and
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validity of the G-SAS have been demonstrated in open-
label and double-blind studies of naltrexone treatment of
pathological gambling.30,31

The change relative to baseline in the patients’ overall
gambling symptom status was assessed with the CGI.32

This scale asks the rater to assess the symptom improve-
ment on the basis of the rater’s total experience with the
specific patient population to which the patient belongs.
In the present study, the CGI was limited to the assessment
of changes in gambling symptoms from the baseline level
(PG-CGI). In addition to the clinician-rated PG-CGI (PG-
CGI-MD), each patient was asked to use the same scale to
rate his or her own gambling symptoms (PG-CGI-PT) at
each weekly visit.33 Response to treatment was defined
by a score of 1 (“very much improved”) or 2 (“much im-
proved”) on the PG-CGI-MD. A further outcome measure
was the reduction in the reported amount of money spent
on gambling at the end of treatment relative to baseline.
Although patients with major depression and anxiety dis-
orders were excluded from the study, the severity of de-
pressive and anxiety symptomatology was monitored dur-
ing the study using the HAM-D and HAM-A.

At each study visit, information regarding side effects
was obtained from spontaneous patient reports and inves-
tigator inquiry. Besides documented side effects, the over-
all evaluation of safety included scheduled physical ex-
aminations and laboratory tests.

Data Analysis
The main comparison of interest in this study was

paroxetine versus placebo in the intent-to-treat study
population. The intent-to-treat population comprised all
patients who were randomly assigned to double-blind
study medication and for whom at least 1 postbaseline ef-
ficacy assessment was available. Statistical analyses used
the last-observation-carried-forward (LOCF) data set, in
which the last available efficacy data from patients drop-
ping out of the study are carried to successive timepoints.

For continuous variables, comparisons were based on
the change from baseline scores. These were investigated
by repeated measures analysis of variance (ANOVA) us-
ing the general linear model procedure in SPSS, version
10.0.34 The dichotomous response data were analyzed
using chi-square tests, with the proportion of patients ful-
filling the response criteria being compared among the
treatments. All hypotheses were 2-sided. The effect of in-
teractions was assessed during the model-building pro-
cess at the 10% level of significance, while all other sta-
tistical tests were performed at the 5% significance level.

RESULTS

Demographic and Baseline Characteristics
One hundred thirty-three potential patients were

screened by telephone (112 were responding to advertise-

ments; 21 were seeking treatment from referrals). Eighty-
six potential patients made appointments for interviews.
Of those 86 potential patients, 71 kept their appointments
and were interviewed. Eighteen were excluded after the
initial interview: 11 did not meet DSM-IV criteria for
pathological gambling, 4 suffered from comorbid major
depressive disorder, 2 suffered from comorbid alcohol
abuse, and 1 suffered from bipolar disorder. Fifty-three
patients met inclusion criteria and completed the single-
week placebo run-in phase.

By the end of the 1-week placebo run-in phase, 2 pa-
tients were lost to follow-up and 6 (11.3%) were placebo
responders (50% or greater reduction of the total G-SAS
score). Forty-five patients were randomly assigned to re-
ceive either paroxetine (N = 23) or placebo (N = 22) and
were included in the intent-to-treat population. Of the 45
subjects, 2 patients (both from the paroxetine group; 1 at
visit 6 and 1 at visit 8) were unable to comply with the study
schedule, and 2 (1 from the placebo group at visit 5, 1 from
the paroxetine group at visit 7) discontinued treatment be-
cause of side effects. Forty-one patients (20 paroxetine, 21
placebo) completed all study visits. Demographics of the
intent-to-treat population are presented in Table 1.

At baseline, the treatment groups were very similar
with respect to mean age, mean SOGS and G-SAS scores,
and mean HAM-A and HAM-D scores (Table 2). Baseline
scores on the SOGS, G-SAS, CGI, HAM-A, and HAM-D
correlated significantly with screening visit scores (Pearson
correlation coefficient range, .550–.680, p < .05). The pa-
tients in the placebo group had lost on average 10% more
(a mean of 7.7%) of their weekly income than the paroxe-
tine patients during the week before study start, but this
difference was not statistically significant. There was a
greater proportion of women in the placebo group (77%
versus 57% in the paroxetine group). Since the severity of
pathological gambling symptoms at baseline was similar
for men and women (total G-SAS score was 41.14 ± 10.81
for men and 43.35 ± 13.55 for women [t = –0.537, df = 43,
p = .594]), it is assumed that this difference did not affect
the analysis of the outcome measures.

Efficacy Assessments
At the 8-week study endpoint, the mean G-SAS total

score had decreased by 52% in the paroxetine group com-
pared with 23% in the placebo group. At all assessment
timepoints, the reduction in the G-SAS total score in
the paroxetine group was greater than in the placebo
group, with the differences between the treatment groups
being statistically significant at week 1 (t = 4.348, df = 1,
p = .043), week 3 (t = 5.298, df = 1, p = .026), and weeks
6 through 8 (t = 9.687, df = 1, p = .003; t = 9.999, df = 1,
p = .003; and t = 4.411, df = 1, p = .042; respectively)
(Figure 1). At week 4, in the paroxetine group there was
an increase in the mean G-SAS total score, which was due
primarily to a single outlier.
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The gambling urge subscale of the G-SAS, which en-
compasses intensity, frequency, and duration of urges, re-
flects gambling-urge intensity since the last assessment.
In the paroxetine group, the mean gambling urge subscale
score decreased 37.9% at study endpoint compared with
baseline, whereas there was only a 19.9% reduction for
the placebo group. In the LOCF dataset, the reduction
in the mean G-SAS gambling urge subscale score was
numerically superior in the paroxetine group compared
with the placebo group, but the differences were not sta-
tistically significantly greater (Figure 2). Among those
patients completing the 8-week treatment (N = 41), how-
ever, the reduction in the G-SAS gambling urge subscale
was significantly greater in the paroxetine group (N = 20)
than in the placebo group (N = 21) at week 1 (t = 3.102,
df = 39, p = .004) and at weeks 6 through 8 (t = 2.412,
df = 39, p = .021; t = 2.300, df = 39, p = .027; and
t = 2.221, df = 39, p = .032, respectively) (Figure 2).

Self-rated improvement as measured by the PG-CGI-
PT was also significantly greater in the paroxetine than in
the placebo group at weeks 6 through 8 (t = 4.879, df = 1,
p = .033; t = 6.644, df = 1, p = .014; and t = 5.439, df = 1,
p = .025; respectively) (Figure 3). From the clinician per-
spective, a similar result was obtained at weeks 7 and 8
(t = 5.423, df = 1, p = .025 and t = 6.448, df = 1, p = .015,
respectively), where significantly greater proportions of

patients in the paroxetine group achieved response as de-
fined by a CGI-I score of 1 (“very much improved”) or 2
(“much improved”) (week 7: χ2 = 6.505, df = 1, p = .011
and week 8: χ2 = 6.706, df = 1, p = .010) (Figure 4).

Of the group treated with paroxetine, 11 (47.8%) were
very much improved (equivalent to having stopped gam-
bling), and 3 (13.0%) were much improved at the study
endpoint using both the PG-CGI-MD and the PG-CGI-PT,
while 3 (13.0%) had no change in pathological gambling
symptoms at week 8. In comparison, 1 (4.5%) of the pa-
tients taking placebo was very much improved and 4
(18.2%) were much improved; 6 (27.3%) of the placebo
group had no change in symptoms.

At the study conclusion, relative to baseline, the percent-
age of weekly income lost by gambling in the previous

Table 1. Demographic and Clinical Features of Patients With
Pathological Gambling, Intent-to-Treat Population

Paroxetine Placebo
Characteristic (N = 23) (N = 22)

Age, mean (SD), y 49.3 (10.8) 49.3 (10.1)
Sex, N (%)

Female 13 (56.5) 17 (77.3)
Male 10 (43.5) 5 (22.7)

Marital status, N (%)
Single 3 (13.0) 6 (27.3)
Married 15 (65.2) 11 (50.0)
Divorced 4 (17.4) 5 (22.7)
Widowed 1 (4.3) 0

Race/ethnicity, N (%)
White 21 (91.3) 22 (100.0)
African American 2 (8.7) 0

Education, N (%)
Less than high school 1 (4.3) 2 (9.1)
High school graduate 11 (47.8) 10 (45.5)
Some college 6 (26.1) 5 (22.7)
College graduate 5 (21.7) 5 (22.7)

Forms of gambling, N (%)
Slot machines 21 (91.3) 18 (81.8)
Bingo 6 (26.1) 2 (9.1)
Blackjack 5 (21.7) 3 (13.6)
Sporting events 4 (17.4) 6 (27.3)
Dice 4 (17.4) 2 (9.1)
Horse/dog track 2 (8.7) 1 (4.5)
Pull tabs 1 (4.3) 5 (22.7)

Lifetime history of a substance use
disorder, N (%) 7 (30.4) 4 (18.2)

Probands with at least 1 first-degree
relative with:

Pathological gambling 10 (43.5) 10 (45.5)
Substance use disorder 14 (60.9) 11 (50.0)

Table 2. Baseline Characteristics of Patients With
Pathological Gambling, Intent-to-Treat Populationa

Paroxetine Placebo
(N = 23)  (N = 22)

Characteristic Mean SD Mean SD

SOGS score 13.9 2.6 14.0 3.0
G-SAS score 37.0 10.9 38.9 13.1
Gambling urge G-SAS score 3.8 1.0 3.8 1.4
Time spent gambling, h/wk 11.1 5.7 13.6 10.4
Duration of gambling symptoms 6.1 2.7 6.7 2.1

prior to the study, y
Weekly income, US $ 712.5 332.2 732.4 335.3
Weekly income lost in previous 44.2 40.1 51.9 35.2

week, %
HAM-D score 7.4 4.9 7.0 4.5
HAM-A score 8.8 6.1 8.7 5.0
aAbbreviations: G-SAS = Gambling Symptom Assessment Scale,
HAM-A = Hamilton Rating Scale for Anxiety, HAM-D = Hamilton
Rating Scale for Depression, SOGS = South Oaks Gambling Screen.

Figure 1. Change From Baseline in the Mean Total Score of
the Gambling Symptom Assessment Scale (G-SAS) During
Treatment of Pathological Gambling With Paroxetine or
Placeboa

aAsterisks represent pairwise comparisons, paroxetine versus placebo,
for the difference in mean change from baseline in the LOCF intent-
to-treat population. Abbreviation: LOCF = last observation carried
forward.
*p < .05.
**p < .01.
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week was reduced by 20.2% in the paroxetine group and
by 12.2% in the placebo group. The difference between the
2 treatments in this regard was not statistically significant
(p = .456).

As measured by the HAM-D and HAM-A, the patients
in both treatment groups exhibited on average low levels
of depressive and anxiety symptoms at baseline (Table 2).
Nonetheless, there was a drop in the depression and anxi-
ety scores by approximately 50% in both groups, with no
significant difference between the treatment groups at the

end of the 8-week treatment (HAM-D score at endpoint:
3.37 ± 2.22 in the paroxetine group, 3.77 ± 2.69 in the
placebo group [p = .402]; HAM-A score at endpoint:
4.67 ± 4.73 in the paroxetine group, 3.77 ± 2.69 in the
placebo group [p = .917]).

Tolerability
The mean daily dose of paroxetine at the completion of

the study was 51.7 ± 13.1 mg. Paroxetine was well toler-
ated, and only 1 patient in the paroxetine group dropped
out of the study because of treatment-emergent adverse
events. The most common adverse events in the paroxe-
tine group were nausea (N = 6, 26.1%), headache (N = 4,
17.4%), and sweating (N = 4, 17.4%). Clinically signifi-
cant changes in laboratory parameters or vital signs were
not observed during the study.

DISCUSSION

The results of this 8-week trial indicate that paroxetine
is effective in the treatment of pathological gambling. As
measured by both the G-SAS and the CGI scales, the re-
duction in symptoms was significantly greater in the
paroxetine than in the placebo group. The absolute reduc-
tion in gambling symptom severity—greater than 50% on
G-SAS total score—is considered clinically relevant, par-
ticularly in light of the high baseline illness severity
(mean SOGS scores of 13.9 and 14.0 for paroxetine and
placebo, respectively) in the study sample. It is notewor-
thy that at the study endpoint more than 60% of the parox-
etine patients and less than 25% of the placebo patients
achieved clinical response using a generally accepted
definition (the CGI). At study endpoint, there was less,

Figure 4. Percentage of Patients Achieving Response (CGI-I
score = 1 or 2) During Treatment of Pathological Gambling
With Paroxetine or Placeboa

aAsterisks represent pairwise comparisons, paroxetine versus placebo,
for difference in mean change from baseline for the LOCF intent-to-
treat population. Abbreviations: CGI-I = Clinical Global Impressions-
Improvement scale, LOCF = last observation carried forward.
*p < .05.
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Figure 2. Change From Baseline in the Mean Score of the
Gambling Symptom Assessment Scale (G-SAS) Gambling
Urge Subscale During Treatment of Pathological Gambling
With Paroxetine or Placeboa

aAsterisks represent pairwise comparisons, paroxetine versus placebo,
for difference in mean change from baseline in the LOCF population
and completer populations. Abbreviation: LOCF = last observation
carried forward.
*p < .05.
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*p < .05.

0 1 2 3 4 5 6 7 8

4.0

3.5

3.0

2.5

2.0

1.5

1.0

0.5

0

M
ea

n 
P

G
-C

G
I-

P
T

 S
co

re

* * *

Placebo (N = 22)
Paroxetine (N = 23)

Week

505



© Copyright 2002 Physicians Postgraduate Press, Inc.

One personal copy may be printed

Paroxetine in Pathological Gambling

J Clin Psychiatry 63:6, June 2002 507

although not statistically significant, loss of weekly in-
come in the paroxetine group compared with the placebo
group. Our factor analytic data from a previous study sug-
gest that the amount of money loss or frequency of gam-
bling does not reflect gambling symptom severity accu-
rately.30 The frequency of gambling and amount of loss
seem to be affected more by gamblers’ income and money
availability (clinical observation).

Similar to OCD and other impulse-control disorders,
pathological gambling encompasses not only aberrant
thought processes, but also specific objectifiable behav-
iors. Gambling behavior may fluctuate with availability of
money, whereas urges to gamble and thoughts of gambling
appear to be independent of gambling opportunities.30,31

The G-SAS, which was employed in this study, documents
changes in all of these domains of pathological gambling
(urges, thoughts, behavior). This study supports previous
findings that the G-SAS is a reliable and valid measure of
change in pathological gambling symptoms.30,31

Paroxetine was found to be well tolerated. The types
of adverse events documented in this study correspond to
the safety profile of paroxetine established by research for
depression and other indications.24,35–37 Only 1 subject re-
ceiving paroxetine dropped out due to adverse events
(nausea) exclusively associated with paroxetine.

The major limitation of this study is that our sample of
pathological gamblers may not reflect the larger popula-
tion of patients who suffer from pathological gambling. In
the present study, the number of women (N = 30) was
double that of men (N = 15). The literature, however, in-
dicates that the rate of pathological gambling is twice as
high among men compared with women.38 Various factors
might explain the fact that this study is inconsistent with
earlier research. A larger-than-expected number of women
in the study may have resulted from a gender-biased
response from the newspaper advertisements or may re-
flect women’s greater willingness to seek treatment. The
gender distribution reported here may affect the general-
izability of these findings to others with pathological
gambling.

Pathological gambling has a reported high comorbidity
with mood, anxiety, and substance use disorders. 39,40 Our
study excluded patients with other Axis I disorders. Addi-
tionally, our subjects reported low HAM-A and HAM-D
scores at baseline, suggesting little comorbid anxiety or
depressive symptoms. Thus, our study sample may not
represent the actual clinical population of patients with
pathological gambling. Further controlled trials in patients
with pathological gambling and comorbid disorders are
necessary to test the effectiveness of paroxetine and other
medications in a more naturalistic setting. The major
focus of the present study, however, was the efficacy, not
the effectiveness, of paroxetine.

In this study, positive effects of paroxetine, which were
significantly greater than those of placebo, were seen from

week 6, i.e., toward the end of the 8-week treatment phase
and at doses generally greater than 40 mg/day. Although
the reductions in symptom severity as measured by the
G-SAS and the proportion of responders to paroxetine
at study endpoint are considerable, it is clear that many
patients still manifested appreciable levels of pathological
gambling symptomatology. This point is borne out by the
effects of treatment on scores on the gambling urge sub-
scale of the G-SAS, since as a group only those paroxe-
tine patients who completed 8 weeks of treatment showed
improvement in core pathological gambling symptoms
significantly greater than that of placebo. Thus, additional
trials with larger patient samples and a longer treatment
phase are required to determine whether treatment effects
can be enhanced. This question is being addressed by the
placebo-controlled 16-week trial that is currently ongoing
at 5 investigative sites.

Drug names: citalopram (Celexa), fluoxetine (Prozac and others), flu-
voxamine (Luvox and others), naltrexone (Depade), paroxetine (Paxil).
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