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bsessive-compulsive disorder (OCD) is an ill-
ness characterized by intrusive and distressing
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Background: We report the results of an open
trial of cognitive-behavioral therapy (CBT) using
exposure and ritual prevention as an adjunct to
serotonin reuptake inhibitors (SRIs) in obsessive-
compulsive disorder (OCD). We hypothesized
that exposure and ritual prevention would signifi-
cantly reduce OCD symptoms in patients who
remained symptomatic despite an adequate trial
of an SRI and enable patients to discontinue their
medication.

Method: OCD patients taking an adequate
dose of an SRI ≥ 12 weeks who remained symp-
tomatic (i.e., a Yale-Brown Obsessive Compul-
sive Scale [Y-BOCS] score ≥ 16) were eligible.
While taking a stable dose of an SRI, patients
received 17 sessions of exposure and ritual pre-
vention. For the intent-to-treat group, the paired
t test was used to compare scores on the Y-BOCS,
the National Institute of Mental Health (NIMH)
Global OCD scale, the Clinical Global Impres-
sions scale, and the Hamilton Rating Scale for
Depression before and after exposure and ritual
prevention.

Results: Six of 7 eligible patients entered the
study, and 5 completed it. All 6 improved on all
OCD measures. The mean ± SD Y-BOCS score
was 23.8 ± 2.6 prior to exposure and ritual pre-
vention and 12.2 ± 4.3 after it (p < .001). The
mean percentage decrease on the Y-BOCS was
49% (range, 26%–61%). Patients were rated by
the therapist and rated themselves as much
(N = 4) or very much (N = 2) improved. Blood
drug levels did not change in most patients during
exposure and ritual prevention; thus, the improve-
ment was attributed to this type of therapy. No
patients discontinued their medication.

Conclusion: This open trial suggests that CBT
using exposure and ritual prevention can lead to a
significant reduction in OCD symptoms in pa-
tients who remain symptomatic despite an ad-
equate trial of an SRI.

(J Clin Psychiatry 1999;60:584–590)

O
thoughts, urges, and/or images (obsessions) and repeti-
tive thoughts or behaviors (compulsions) aimed at reduc-
ing the distress triggered by the obsessions.1 Once
thought rare, OCD is now reported to have a lifetime
prevalence as high as 2% to 3%.2,3 Because of the signifi-
cant suffering and impairment in social and occupational
functioning caused by OCD,4,5 the World Health Organi-
zation concluded that OCD was one of the world’s most
disabling illnesses.6 Thus, improving treatments for OCD
is important.

The best current treatments for OCD (reviewed in
Kozak et al.7) are the serotonin reuptake inhibitors (SRIs;
e.g., clomipramine, fluoxetine, fluvoxamine, sertraline,
paroxetine) and cognitive-behavioral therapy (CBT) using
exposure and ritual prevention. Problems with the SRIs
include limited acute efficacy, occurrence of side effects,
and a high relapse rate for patients who stop medication
(e.g., because of pregnancy). For example, estimates for
clomipramine, arguably the most potent available medi-
cation, are that approximately 50% of patients respond
and that responders achieve, on average, about a 40% re-
duction in symptoms.7,8 Those who stop clomipramine re-
lapse up to 89% of the time.9 The response rate for those
who complete exposure and ritual prevention is higher: on
average, 83%. However, up to 30% of patients refuse this
type of therapy, and many who start it do not complete it.7

Thus, OCD is a severe mental illness, and the 2 best treat-
ments have serious limitations.
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Because of these limitations, combination treatments
have been proposed. These combinations include augment-
ing SRIs with other medications (including buspirone, lith-
ium, clonazepam, fenfluramine, tryptophan, and neurolep-
tics; reviewed in Pigott and Seay8) and combining SRI
treatment with exposure and ritual prevention (reviewed in
Kozak et al.7 and van Balkom van Dyke10). The combina-
tion of exposure and ritual prevention therapy and SRIs has
not been found to be clearly superior to therapy alone in
most studies that have examined this question.7,10–17 At least
in some cases, this lack of superiority could be due to the
way the 2 treatments are combined. For example, in the on-
going comparison of clomipramine and exposure and ritual
prevention sponsored by the National Institute of Mental
Health (NIMH),7 OCD patients receiving the combination
treatment start medication and therapy at the same time.
However, since the intensive exposure and ritual preven-
tion occurs 5 times a week for the first 3 weeks, and clo-
mipramine can take 6 to 10 weeks to show much effect, the
intensive phase of the therapy is over before the medica-
tion has time to take effect.

Some have reported that exposure and ritual prevention
can reduce symptoms in OCD patients who are already
taking medication.12,18–20 However, we know of no pub-
lished study that examined the benefit of exposure and
ritual prevention in OCD patients who remained symp-
tomatic despite an adequate dose (as defined below) and
duration (e.g., ≥ 12 weeks) of an SRI. In addition, we
know of no such study that used blood drug levels to docu-
ment medication compliance.

We report the results of an open pilot trial of exposure
and ritual prevention as an adjunct to SRIs in OCD. We
hypothesized that this type of therapy would lead to a re-
duction in OCD symptoms in patients who remained
symptomatic despite an adequate trial of an SRI and that
those who improved with this therapy would be able to
discontinue their SRI with a lower relapse rate than that
reported in the literature.

METHOD

This study was conducted at an outpatient clinic that
specializes in the treatment of anxiety disorders. Patients
were recruited by advertisements and by referrals from
other clinicians. To be eligible, patients had to meet
DSM-IV1 criteria for OCD as their primary disorder, have
had OCD for at least 1 year, and be between the ages of 18
and 65 years. They had to have experienced some improve-
ment (by verbal report) on an adequate dose (see below)
and duration (≥ 12 weeks) of an SRI (e.g., clomipramine,
fluoxetine, fluvoxamine, paroxetine, sertraline), but re-
mained symptomatic (i.e., a Yale-Brown Obsessive Com-
pulsive Scale [Y-BOCS21,22] score of ≥ 16). Some improve-
ment while taking an SRI was required so that it would be
ethical to maintain the patients on this medication during

the study. An adequate dose of an SRI for a duration of
≥ 12 weeks was required so that patients were likely to
have already experienced the maximum benefit from their
SRI medication.8 In congruence with the literature,8,23 an
adequate dose of medication for OCD was defined as clo-
mipramine, ≥ 225 mg/day; fluoxetine, ≥ 60 mg/day; par-
oxetine, ≥ 60 mg/day; sertraline, ≥ 200 mg/day; and flu-
voxamine, ≥ 250 mg/day. Patients were excluded if they
had already had CBT using exposure and ritual prevention
for OCD; were taking psychoactive substances other than
SRIs; and/or had a current episode of major depression, a
current or past history of psychosis or mania, and/or a di-
agnosis of alcohol or substance abuse or dependence in
the past 6 months. Eligibility for the study was determined
by one of the authors (H.B.S.) during a comprehensive
psychiatric assessment; the psychiatric diagnosis was
confirmed using the Structured Clinical Interview for
DSM-IV.24 Medication history was confirmed by the pro-
vider who prescribed the medication and/or by review of
the medication record. Written informed consent was ob-
tained after full explanation of the study procedures.

While taking medication, patients received 17 sessions
of CBT using exposure and ritual prevention. This
therapy involves live exposure to feared situations, imagi-
nal exposure to feared consequences, and ritual preven-
tion, in which patients refrain from compulsive rituals.
We followed the exposure and ritual prevention protocol
as described by Kozak and Foa25 with one exception: in-
stead of sessions 5 times a week, the therapy sessions
were scheduled twice a week, with allowances made for
occasional scheduling conflicts. This scheduling change
was made to enhance recruitment and to examine a ver-
sion of the therapy that would be more applicable to the
typical clinical setting. The 17 exposure and ritual preven-
tion sessions each lasted 11/2 hours and included 2 treat-
ment planning sessions and 2 home visits. The therapy
was conducted by a psychiatrist (H.B.S.), trained and su-
pervised in exposure and ritual prevention by an experi-
enced cognitive-behavioral therapist (K.S.G.). Before and
after the therapy, clinical symptoms were assessed using
the Y-BOCS, the NIMH Global Obsessive Compulsive
Severity Scale26,27 (NIMH-OC), the Clinical Global Im-
pressions (CGI) scale (severity and improvement sub-
scales),28 and the 17-item Hamilton Rating Scale for De-
pression (HAM-D29). In addition, patients filled out a
patient version of the CGI-improvement scale. Blood
drug levels were taken before and after exposure and
ritual prevention to ensure compliance with medication
and to exclude the possibility that changes in symptoms
were due to changes in blood drug levels. For each pa-
tient, blood drug levels were taken at the same time of day
in relationship to the last dose of medication. Patients
with a ≥ 50% reduction in their Y-BOCS score at the end
of exposure and ritual prevention were eligible to enter a
medication discontinuation phase.
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Patients were contacted at 1, 2, 3, 4, 5, 6, 9, and 12
months after the end of exposure and ritual prevention
and reassessed over the phone and/or in person, each time
for approximately 45 minutes. Ongoing problems with
OCD symptoms were discussed, the principles of expo-
sure and ritual prevention were reiterated, and clinical
symptoms were assessed using the scales listed above;
however, no live or imaginal exposure occurred. Patients
were also asked about any additional treatment they had
received in the intervening period.

A statistical analysis was done on the intent-to-treat
sample, which included all patients who entered the study.
For the analysis, the paired t test was used to compare
scores on the Y-BOCS, the NIMH-OC, the CGI-severity
scale, and the HAM-D before and after receiving expo-
sure and ritual prevention. The last observations were car-
ried forward for the patient who did not complete the
study. For all tests, a p value < .05 (2-tailed) was consid-
ered significant.

RESULTS

To recruit those who met the stringent inclusion crite-
ria, 47 patients with OCD were screened, and 40 were ex-
cluded. Most (N = 21, 53%) were excluded because they
either were not taking an adequate dose of an SRI (usually
because of intolerable side effects) or were taking benzo-
diazepines or other excluded medications. Some (N = 7,
18%) were not currently taking medication and wanted

only exposure and ritual prevention. Some (N = 6, 15%)
were excluded because they had previously received ex-
posure and ritual prevention. Of 7 eligible patients, 1 de-
clined to participate after learning more about exposure
and ritual prevention.

Six patients entered the protocol, 5 men and 1 woman.
Five completed all 17 sessions; 1 (Table 1; patient 6)
stopped after the 14th session because of an unexpected
medical problem that made him unable to complete the fi-
nal 3 sessions. The mean ± SD age of those who entered
was 35 ± 3.3 years. Six had entered college, 5 had com-
pleted college, and 2 (patients 3 and 5) had completed
graduate school. Five patients were employed, and 1 was
a full-time graduate student. The mean age at onset of
OCD was 13.5 ± 5.3 years.

Besides a current diagnosis of OCD, all 6 patients had
other Axis I psychiatric disorders. Patient 1 had comorbid
generalized anxiety disorder. Patient 2 had a history of so-
cial phobia and major depressive disorder. Patient 3 had
specific phobia, dysthymia, and a history of major depres-
sive disorder. Patients 4 and 5 both had histories of major
depressive disorder. Patient 6 had a history of both major
depressive disorder and panic disorder with agoraphobia.
None had a current episode of major depression (HAM-D
mean score = 8.7 ± 2.7), and none reported a history of tics.

The patients had a range of OCD symptoms. Two pa-
tients (patients 2 and 6; see Table 1) primarily experi-
enced contamination and somatic obsessions and cleaning
compulsions. The remaining 4 (patients 1, 3, 4, 5) had

Table 1. Y-BOCS Scores at Intake, Before and After Exposure and Ritual Prevention Therapy, and During the Follow-Up
in 6 OCD Patients Taking SRIsa

Daily Medication Start of End of
(duration prior to Exposure Exposure

exposure and ritual and Ritual and Ritual
Patient prevention)b Intake Prevention Prevention 1 mo 2 mo 3 mo 4 mo 5 mo 6 mo 9 mo 12 mo

1 Fluvoxamine 300 mg
(12 weeks) 26 27 20 18 21 23 20 26 23 17 20

2 Fluoxetine 100 mg
(> 1.5 years) 24 22 9 NA 13 12 11 NA NA  15c NA NA

3 Fluoxetine 80 mg
Clomipramine 50 mg
(> 1 year) 22 26 13 11 12 13 12 12 12 10 11

4 Fluoxetine 60 mg (16
weeks) then fluoxetine
70 mg (8 weeks) 27 25 13 13 16 23 22 17 17 19 …

5 Fluvoxamine 300 mg
(> 10 years) 22 20 9 33 4 16 8 25 20 13 …

6 Fluoxetine 40–60 mg
(2.5 years) then
fluoxetine 60 mg
(26 weeks) 21 23 9 6 NA NA NA NA 21 … …

aAbbreviations: NA = not available, OCD = obsessive-compulsive disorder, SRI = serotonin reuptake inhibitor, Y-BOCS = Yale-Brown Obsessive
Compulsive Scale.
bPrior to these medications for OCD, the pharmacotherapy history of the 6 patients was as follows. Patient 1 had a previous trial of paroxetine, which
was of questionable benefit, and a previous trial of clomipramine, which was beneficial but was stopped because of intolerable side effects. Patient 2
had a previous trial of fluvoxamine that was stopped because of intolerable side effects. Patient 3 had a previous trial of fluoxetine monotherapy.
Patient 4 had a previous trial of paroxetine, sertraline, fluvoxamine, and clomipramine; all were stopped because of intolerable side effects. Patient 5
had a history of augmenting fluvoxamine with clonazepam, lithium, buspirone, and methylphenidate hydrochloride. Patient 6 had no prior
medication trials.
cPatient was unable to be assessed at 6, 9, and 12 months, but was seen at 7.5 months.
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multiple obsessions and compulsions
from the categories listed in the Y-BOCS
symptom checklist. Patient 1 primarily
experienced aggressive, contamination,
and symmetry obsessions and cleaning,
checking, and ordering compulsions. Pa-
tient 3 primarily had aggressive, con-
tamination, and hoarding obsessions and
cleaning, checking, counting, and hoard-
ing compulsions. Patient 4 mostly experi-
enced aggressive, contamination, hoard-
ing, and symmetry obsessions and
cleaning, checking, repeating, counting,
ordering, and hoarding compulsions. Patient 5 mostly had
aggressive, sexual, and religious obsessions and mental
and checking compulsions. As shown in Table 1, 3
patients were taking fluoxetine only (60, 70,  and 100
mg/day, respectively), 2 were taking fluvoxamine (300
mg/day), and 1 was taking fluoxetine (80 mg/day) and
clomipramine (50 mg/day) at the time they received expo-
sure and ritual prevention therapy. All but 1 had previ-
ously taken other OCD medications as well (see Table 1).

Prior to receiving exposure and ritual prevention, all
patients had Y-BOCS ratings twice: at intake and at the
start of therapy (see Table 1). The mean time interval be-
tween these 2 ratings was 21.2 ± 11 days (range, 6–39
days). There was no significant difference in the Y-BOCS
scores between intake and the start of exposure and ritual
prevention therapy (mean at intake = 23.7 ± 2.4; mean at
start of therapy = 23.8 ± 2.6; t = –0.16, df = 5, p = .88).

After receiving exposure and ritual prevention, all 6
patients improved significantly on all outcome measures
that assessed OCD symptoms, as shown in Table 2. The
mean Y-BOCS score was 23.8 ± 2.6 prior to exposure and
ritual prevention and 12.2 ± 4.3 after the therapy
(p < .001). The mean percent decrease in the Y-BOCS
score was 49% (range, 26%–61%). Individual Y-BOCS
scores before and after exposure and ritual prevention are
shown in Table 1. All patients were rated by the therapist
and rated themselves as much (N = 4) or very much im-
proved (N = 2).

The clinical improvement was attributable to exposure
and ritual prevention. All patients remained on the same
dose of medication while receiving this type of therapy. In
4 patients, the blood drug levels were nearly identical be-
fore and after therapy (Table 3; patients 1, 2, 4, 5). In an-
other patient (patient 3), blood drug levels were higher at
the end of therapy, but 1 month later, the levels had de-
creased again with continued clinical improvement. Thus,
the clinical improvement in this patient was also attribut-
able to exposure and ritual prevention. Blood drug levels
after exposure and ritual prevention were not available for
the sixth patient. Of the 5 patients with drug levels before
and after therapy, 3 were taking fluoxetine, and 2 were tak-
ing fluvoxamine. For the 3 patients taking fluoxetine (pa-

tients 2, 3, and 4), the mean blood fluoxetine levels before
and after exposure and ritual prevention were 516 ± 147
ng/mL and 588 ± 64 ng/mL, respectively. For the 2 patients
taking fluvoxamine (patients 1 and 5), the mean blood flu-
voxamine levels before and after exposure and ritual pre-
vention were 431 ± 193 ng/mL and 417 ± 206 ng/mL, re-
spectively. A repeated measures analysis of variance was
performed using a univariate approach with a between-
subject factor of medication (fluoxetine, fluvoxamine) and
a within-subject factor of time (start of therapy, end of
therapy). Neither medication (F = 0.999, df = 1, p = .111)
nor time (F = 0.478, df = 1, p = .539) had a significant ef-
fect on blood drug levels. Moreover, there was no signifi-
cant medication × time interaction (F = 1.028, df = 1,
p = .385).

Despite significant improvement, no patient entered
the medication discontinuation phase. The reasons in-
cluded patient’s fear of symptom return (N = 2), necessity
of ongoing medication for maintenance treatment of se-
vere recurrent depression (N = 2), and failure of the
Y-BOCS score to decrease by the required ≥ 50% to enter
the discontinuation phase (N = 2).

Patients were followed for up to 1 year after the end of
exposure and ritual prevention. Because they entered the

Table 3. Blood SRI Levels Before and After Exposure and
Ritual Prevention Therapy

Exposure and
Ritual Prevention

Daily Start End 1 mo later
Patient Medication Dose (ng/mL) (ng/mL) (ng/mL)

1 Fluvoxamine 300 mg 567 563 …
2 Fluoxetine 100 mg 598 659 …

Norfluoxetine 618 623 …
3 Fluoxetine 80 mg 347 535 243

Norfluoxetine 277 397 392
Clomipramine 50 mg 150 208 98
Desmethyl-

clomipramine 83 140 120
4 Fluoxetine 70 mg 604 569 …

Norfluoxetine 307 285 …
5 Fluvoxamine 300 mg 294 271 …
6 Fluoxetine 60 mg 427 … …

Norfluoxetine 271 … …

Table 2. Response to Exposure and Ritual Prevention Therapy in 6 OCD
Patients Taking SRIsa

Exposure and
Ritual Prevention 95% CI
Start End Difference of the

Scale Mean SD Mean SD Mean SD t df p Value Difference

Y-BOCS score 23.8 2.6 12.2 4.3 –11.7 2.5 11.4 5 < .001 9.0 to 14.3
NIMH-OC score 7.8 1.0 5.7 1.5 –2.2 0.8 7.1 5 .001 1.4 to 3.0
CGI-severity score 4.5 0.5 3.2 0.7 –1.3 0.5 6.3 5 .001 0.8 to 1.9
HAM-D score 8.7 2.5 6.7 1.4 –2.0 2.8 1.8 5 .14 –9 to 4.9
aAbbreviations: CGI = Clinical Global Impressions scale, CI = confidence interval,
HAM-D = 17-item Hamilton Rating Scale for Depression, NIMH-OC = National Institute of
Mental Health Global Obsessive Compulsive Severity Scale.
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protocol at different times, they were followed for differ-
ent periods of time (see Table 1); the mean length of fol-
low-up was 9 months (range, 6–12 months). If the
Y-BOCS and CGI ratings at the last available follow-up
visit are examined, 5 (83%) of 6 patients (1 through 5) re-
mained much improved with a ≥ 6 point decrease in their
Y-BOCS score compared with their Y-BOCS score at the
start of exposure and ritual prevention. Two of these pa-
tients (patients 1 and 3) had a Y-BOCS score at the last
available follow-up visit as good or better than their score
at the end of exposure and ritual prevention. However, if
the individual pattern of monthly ratings is examined (see
Table 1), 2 patients maintained their gains in the follow-
up phase with no (patient 3) or only gradual slippage (pa-
tient 2). The other 4 patients (patients 1, 4, 5, and 6) suf-
fered essentially full relapses during certain months of
follow-up, which they ascribed to not having applied the
principles of exposure and ritual prevention those months
and to decreasing (patient 5) or stopping their medication
(patient 6).

Two patients (patients 1 and 2) did not change their
medication or seek further treatment during the follow-up
period; both remained much improved at the final follow-
up visit. Four patients (patients 3 through 6) changed their
treatment during the follow-up period. Patient 3 sought
couples therapy and individual cognitive-behavioral
therapy for dysthymia; the latter permitted booster ses-
sions for OCD as needed (approximately 1 time per
month). In the follow-up period, he reduced his fluoxetine
from 80 to 40 mg/day (from 80 to 60 mg/day 1 week prior
to the 5-month follow-up and from 60 to 40 mg/day 10
weeks before the 9-month follow-up) and his clomipra-
mine from 50 to 25 mg/day (1 week prior to the 4-month
follow-up) while maintaining his gains. After the 9-month
visit, he briefly increased his fluoxetine and clomipra-
mine because of increasing OCD symptoms and then re-
duced them again to fluoxetine, 40 mg/day, and clomipra-
mine, 25 mg/day, 2 weeks prior to the 12-month visit.
Patient 4, because of ongoing struggles with his OCD
symptoms, increased his fluoxetine from 70 to 80 mg/day
2 weeks prior to the 1-month follow-up, augmented his
fluoxetine with buspirone (up to 60 mg/day: 10 to 20
mg/day 2 weeks prior to the 3-month follow-up visit,
30 mg/day prior to the 6-month follow-up visit, and 60
mg/day 1 week prior to the 9-month follow-up visit), and
attended a weekly OCD self-help group. Patient 5, despite
struggling with relapses, decreased his fluvoxamine from
300 to 200 mg/day 2 weeks prior to the 3-month follow-
up because he believed that the exposure and ritual
prevention skills he had learned were more effective at
combating his OCD symptoms than the higher dose of
medication, and he wanted fewer medication side effects.
He subsequently increased his fluvoxamine to 300
mg/day (to 250 mg/day after the 5-month follow-up and
to 300 mg/day 5 weeks before the 9-month follow-up) and

started clonazepam (up to 1 mg/day: 0.5 mg p.r.n. for in-
somnia prior to the 5-month follow-up visit, 1 mg/day ap-
proximately 8 weeks prior to the 9-month follow-up visit)
because of returning OCD symptoms. At his last follow-
up visit (at 9 months), he had recently stopped his fluvox-
amine altogether because he felt it was not helping him
and that he was more successful with the exposure and
ritual prevention techniques when he was not taking the
drug.  Patient 6 was lost to follow-up during the 2nd, 3rd,
4th, and 5th months. During the 2nd month, he stopped
taking fluoxetine. At the 6-month follow-up visit, he had
been off all medication for 4 months, had stopped practic-
ing his exposure and ritual prevention techniques, and had
experienced a full relapse of OCD.

DISCUSSION

The results of this open trial of exposure and ritual pre-
vention as an adjunct to SRI treatment are striking: for
these OCD patients who remained symptomatic despite an
adequate trial of an SRI, exposure and ritual prevention re-
sulted in a significant further reduction in OCD symptoms.
All patients benefited, some quite dramatically. The bene-
fit occurred despite the fact that the therapy was conducted
twice a week (instead of 5 times a week) and performed
by a therapist who had not previously conducted CBT us-
ing exposure and ritual prevention. The degree of addi-
tional benefit (mean percentage decrease in Y-BOCS
score = 49%) is as great or greater than that reported for
placebo-controlled trials of SRIs in OCD (reviewed in
Pigott and Seay8). Moreover, this degree of improvement
is as great or greater than that reported for the augmenta-
tion of SRIs with other medications, including buspi-
rone,30–32 lithium,33,34 clonazepam,35 and neuroleptics (halo-
peridol36 and risperidone37). In the follow-up period, 5 of
6 patients remained much improved at the last available
follow-up visit, although only 2 of these maintained their
improvement without any significant periods of relapse.

Whether all OCD patients who remain symptomatic
despite SRI medication can benefit from exposure and
ritual prevention is unclear. The results of this open study
were based on a small sample of highly educated and em-
ployed patients who were motivated to try this type of
therapy. These findings need to be replicated in a larger
sample of OCD patients, with blind assessments and a
placebo-control group. Moreover, the durability of the
benefit needs to be further studied. It would be useful to
know whether patients with comorbid conditions such as
tic disorders and psychotic disorders can benefit from ex-
posure and ritual prevention augmentation. In addition, it
would be useful to know whether exposure and ritual pre-
vention can help patients who are taking lower doses of
SRIs and/or who are taking medications in addition to
SRIs (e.g., benzodiazepines), since these patients were
excluded from this study, but are common among the pa-
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tients who were initially screened. Despite the limitations
of this study, the results suggest that exposure and ritual
prevention may be one of the best methods for SRI aug-
mentation in OCD patients who are willing to participate
in this therapy, both because of the magnitude of the po-
tential benefit and the safety of the treatment.

Others have also reported that exposure and ritual pre-
vention can help OCD patients who are taking medica-
tion.12,18–20 The advantage of the present study is that it
was designed to separate the medication and exposure and
ritual prevention effects. In this study, all patients were on
an adequate dose of an SRI for a minimum of 12 weeks
(and most for much longer; see Table 1), and thus these
patients presumably could expect minimal further im-
provement from their medication. In addition, this study
used blood drug levels to confirm compliance with medi-
cation, and in 4 cases, to document negligible changes in
blood SRI levels during exposure and ritual prevention
therapy. Our results illustrate that this type of therapy can
augment an adequate trial of an SRI.

Despite the dramatic improvement, no patient elected
to discontinue the medication at the end of exposure and
ritual prevention. This could be due to the underlying psy-
chopathology of the sample: all had Y-BOCS scores at
baseline ≥ 20 despite an adequate trial of an SRI, most
had obsessions and compulsions in multiple domains, and
2 had histories of severe recurrent major depression and
thus required maintenance medication for this reason.
Medicated OCD patients who started the therapy with
fewer residual OCD symptoms might be more capable
(and less fearful) of tapering their medication with ad-
junctive exposure and ritual prevention. In addition, pa-
tients may be more successful at tapering or stopping their
medication if they are receiving ongoing therapy during
this process (although see Baer et al.38). Of note, 1 patient
(Table 1; patient 3) cut his medication dose in half during
the follow-up period while maintaining his gains; whether
the additional cognitive-behavioral therapy that he re-
ceived was necessary to achieve this outcome is un-
known. The 2 other patients who either reduced (patient
5) or stopped (patient 6) their medication during the fol-
low-up period suffered a return of OCD symptoms; nei-
ther received additional cognitive-behavioral therapy.

There are limitations of this study: the sample is small,
there is no control group, and the ratings were done by the
treating therapist and thus are subject to bias. Nonethe-
less, this open trial suggests that exposure and ritual pre-
vention can acutely reduce OCD symptoms in patients
who remain symptomatic despite an adequate trial of an
SRI. The long-term benefits of adjunctive exposure and
ritual prevention need further study. The 2 first-line treat-
ments for OCD are the SRIs and exposure and ritual pre-
vention.39 For OCD patients who first receive SRIs, CBT
using exposure and ritual prevention is worth considering
if residual OCD symptoms persist.

Drug names: buspirone (BuSpar), clomipramine (Anafranil and oth-
ers), clonazepam (Klonopin and others), fluoxetine (Prozac), fluvox-
amine (Luvox), haloperidol (Haldol and others), methylphenidate (Rit-
alin), paroxetine (Paxil), risperidone (Risperdal), sertraline (Zoloft).
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