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not to participate in CBT for varying rea-
sons (eg, limited insight, difficulty engag-
ing in exposures), thus making medication
alone the initial choice of treatment. In
many cases, thankfully, patients whose
symptoms decrease with medication
become willing to participate in CBT.

■ Cognitive-behavioral 
therapy the preferred route

A large database supports the efficacy 
of CBT with E/RP in treating OCD.
Methodologically rigorous controlled tri-
als of CBT in adults and children have
reported success rates reaching 85%
(SOR: AA).2,3 One qualifier of success:
though most patients respond positively
to CBT, symptoms often remain and true
cure or complete remission is often not
possible.

CBT is unlike other psychotherapies.

Unfortunately, the number of qualified
mental health professionals trained in CBT
for OCD is limited,4 as is general knowl-
edge about this approach. The Obsessive-
Compulsive Foundation estimates that 5
million Americans with OCD lack access
to behavioral therapy.5 Many of the
patients we see in our clinic have partici-
pated in psychodynamic or traditional
“talk therapies” that are supported by lit-
tle evidence. Such approaches have a
strength of recommendation (SOR) of C.
As a result, many afflicted individuals

Practice recommendations
■  Cognitive-behavioral therapy with

exposure and response-prevention 
is effective for the treatment of 
obsessive-compulsive disorder (OCD)
in both children and adults (A).

■  Numerous medications are effective
options for the treatment of OCD in
adults, including serotonergic agents
(clomipramine, citalopram, fluoxetine,
sertraline, paroxetine, fluvoxamine)
(A). Only clomipramine, fluoxetine, 
fluvoxamine, and sertraline have been
approved by the Food and Drug
Administration for use in youths (A).

Note: this article is a continuation of
“Obsessive-compulsive disorder: Tools for
recognizing its many expressions,” in the
March 2006 issue of JFP.

E
vidence supports 2 forms of treat-
ment for adults and children with
obsessive-compulsive disorder

(OCD): cognitive-behavioral therapy
(CBT) with exposure and response pre-
vention (E/RP), and psychopharmacologic
treatment with serotonin reuptake
inhibitors (SRIs).

OCD Expert Consensus Guidelines
strongly recommend exposure-based CBT,
alone or with pharmacotherapy, as the
first-line treatment.1 However, approxi-
mately 25% of persons with OCD wish
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Therapy involves
the exposure of
patients to 
situations that
elicit anxiety, 
and response 
prevention that
deters compulsive
behavior
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receive only partial treatment that consists
of either non-CBT psychotherapy or 
medication.

Preparing the way for your patient

Before referring a patient for CBT, ask
about the practitioner’s level of training
(PhD or PsyD are preferable), theoretical
approach (cognitive behavioral vs others,
such as psychodynamic or humanistic),
and experience in working with OCD
patients. Perhaps the most important ques-
tion to ask a clinician is, “Will you expose
the patient to situations that provoke ritu-
als while having him/her refrain from
engaging in them?”

What your patients can expect. CBT is
a form of psychological treatment explicit-
ly based on learning and cognitive princi-
ples. Twelve to 16 sessions are typical,
though the function of each individual will
determine the duration of treatment.2

Treatment may be stopped if significant
symptom reduction has lasted for at least 
4 consecutive weeks. Thereafter, periodic
booster sessions are helpful to maintain
gains and prevent relapse.1

The 3 central aspects of CBT therapy
for OCD:

• Exposure—placing the patient in sit-
uations that elicit anxiety related to
their obsessions

• Response prevention—deterring the
ritualistic or compulsive behaviors
that may serve to reduce or avoid
anxiety

• Cognitive therapy—training the
patient to identify and reframe 
anxiety-provoking cognitions.

Exposure—very simply, having the
patient face their fear—reduces anxiety
responses.

Response prevention involves encour-
aging the patient to refrain from engaging
in repetitive, time-consuming compul-
sions. This component is based on the
notion that rituals serve to reduce anxiety
and are thus reinforcing. Naturally, E/RP
is quite anxiety-provoking for patients.
As a result, it may be useful to inform
them that feared situations will be

approached in a hierarchical manner,
starting with easier items before moving
to more difficult ones. Successful comple-
tion of E/RP tasks teaches patients that
the feared consequences of not ritualizing
are not going to occur.

Cognitive therapy takes into account
that patients with OCD have characteris-
tic thoughts believed to contribute to the
development and maintenance of their
condition. Specifically, common themes
within this population include distorted
appraisals of risk (eg, “The chance of
burning the house down with an extin-
guished cigarette is 25%”), an inflated
sense of responsibility for harm (eg, “If I
do not touch this rock, my mother will
get cancer”), and pathologic levels of
self-doubt (eg, “I know the odds of con-
tracting HIV from using a public toilet
are slim, but I can’t be sure I will not”).
OCD in adults has also been related to
the concept of thought–action fusion, in
which negative thoughts and actions are
seen as synonymous.6 Such maladaptive
cognitive processes often motivate com-
pulsive behavior and make patients with
OCD less able to cope with negative
thoughts.7 The cognitive component of
CBT addresses these issues and teaches
patients ways to mend their thinking.

Enlist the family. Finally, family
involvement is often central to the success
of CBT. Family members may accommo-
date the patient’s symptoms by facilitating
avoidance, assisting with ritualistic behav-
iors, or inadvertently facilitating the devel-
opment of the disorder by participating in
rituals (eg, providing reassurance, allowing
compulsive avoidance of feared stimuli,
and tolerating delays associated with ritual
completion). Given this, CBT often
includes the patient’s spouse, parents, and
significant others.

■ Pharmacotherapy 
Malfunction in the serotonin neurotrans-
mitter system is thought to be the physi-
ologic basis of OCD.8,9 More specifically,
OCD patients are believed to have a
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Obsessive-compulsive disorder ▲

Because family
members often 
accommodate 
the patient’s 
symptoms, they
must be involved
in the therapy
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lower level of serotonin in neural synaps-
es than healthy persons. Given this, sere-
tonergic agents, such as clomipramine
(Anafranil), citalopram (Celexa), fluoxe-
tine (Prozac), sertraline (Zoloft), paroxe-
tine (Paxil), and fluvoxamine (Luvox)
have been used extensively to treat OCD
in both adults and youths (SOR: AA). The
Food and Drug Administration (FDA)
has approved only clomipramine, fluoxe-
tine, fluvoxamine, and sertraline for use
in youth. Each receives an SOR of A.

Clomipramine: once first choice, 

now a backup

Until recently, clomipramine—a tricyclic
antidepressant—was the most widely pre-
scribed medication for OCD, given its
record of providing the greatest and most
reliable symptom reduction.10 The efficacy
of clomipramine, which has strong sere-
tonergic properties, has not been replicated
with other tricyclic antidepressants (eg,
desipramine [Norpramin, Pertofrane]) that
more directly target other neurotransmit-
ter systems (serotonin, norepinephrine,
and dopamine).11 However, clomipramine,
like other tricyclic antidepressants, can
cause tachycardia, prolongation of QT
interval, and other unpleasant side effects
(eg, orthostatic hypotension, constipation,
and dry mouth are common). As a result,
its use is indicated in cases where the
patient does not respond to alternative
medications.

SSRIs now favored

Given clomipramine’s side effects, selec-
tive serotonin reuptake inhibitors
(SSRIs), a class of SRIs, have emerged as
the first-line medication.12 For patients
who need medication, first consider pre-
scribing an SSRI first.

SSRIs, however, are not without
side effects. During the initial phase of
treatment, nausea, exacerbations of
anxiety, jitteriness, and insomnia are
experienced by approximately 35% of
patients and may persist over the dura-
tion of treatment. These side effects may
be limited by slow-dose titration. With
fluoxetine, for example, start at 20 mg
and gradually increase the dose over
several weeks to the usual target dose of
40 to 60 mg. 

Some patients require even lower ini-
tial doses and more prolonged titration.
Extended SSRI treatment has been
linked to sexual dysfunction, headache,
asthenia, and sweating in 25% to 35%
of patients.13

Multiple large-scale controlled trials
have demonstrated the efficacy and toler-
ability of SSRIs for adults and youths.13,14

About 40% to 55% of patients generally
report significant symptom reduction
after 12 weeks. However, typical symp-
tom reduction in clinical practice averages
only 20% to 50%, and many patients
experience residual symptoms after treat-
ment has stopped.

SRI dosing guidelines recommended 
by the Expert Consensus Panel (1997)

INITIAL DOSE/INCREMENT USUAL TARGET

SRI FOR INCREASES* DOSE* MAXIMUM DOSE* SOR

Clomipramine 10–25 mg/d 100–250 mg/d 250 mg/d A

Fluoxetine 20 mg/d 40–60 mg/d 80 mg/d A

Fluvoxamine 50 mg/d 200 mg/d 300 mg/d A

Paroxetine 10–20 mg/d 50 mg/d 60 mg/d A

Sertraline 50 mg/d 150 mg/d 225 mg/d A

T A B L E
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For patients who
need medication,
consider an SSRI
first—but note
that many will
experience 
residual symptoms
after treatment
has stopped

332 VOL 55, NO 4 / APRIL 2006  THE JOURNAL OF FAMILY PRACTICE

APPLIED EVIDENCE

FAST TRACK

Course of pharmacotherapy

SSRIs should be gradually titrated. The
TABLE displays dosing of commonly used
SSRIs in adults with OCD. A 12-week trial
of an adequate dosage is the standard of
care before considering alternative thera-
pies.9 Initial response to medications may
take 6 to 8 weeks, although the maximal
response may take up to 20 weeks.
Continue medications for 1 year after
achieving a therapeutic response and slow-
ly taper thereafter. Evidence suggests that
ongoing CBT may be one method to pre-
vent relapse when discontinuing medica-
tion.15 Most patients do not fully remit on
medication treatment alone, and as many
as 60% do not have a substantial reduc-
tion of symptoms.16

For cost-effectiveness, 

CBT still comes out on top

It is suggested that patients continue med-
ication consistently for 2 years before
deciding to stop.9 Medication would there-
fore be expected to cost more over the
long-term than CBT, given the time-limited
nature and durability of the latter.3 To date,
several trials have examined the relative
efficacy of pharmacotherapy alone versus
its combination with CBT. In general,
results suggest that CBT alone or in com-
bination with pharmacotherapy (an SRI) is
the treatment of choice.1,17

■ CBT plus medication 
often the better way to go

Given that many patients do not respond
adequately to medication alone, augmen-
tation strategies are often necessary. As
CBT is considered the most effective
approach, this therapy should always be
used, particularly when a patient has
proven refractory with pharmacological
approaches. In cases that are unresponsive
to multiple SSRIs and CBT, consider such
second-line pharmacological treatments as
serotonergic or dopaminergic agents, or
adding a second first-line agent.13

Dopaminergic augmentation with
drugs such as risperidone (Risperdal) or

haloperidol (Haldol), and olanzapine
(Zyprexa) have been fairly extensively stud-
ied. This approach, which consists of
adding a medication that affects the
dopaminergic system to the ongoing SSRI,
has been well-supported.18 However, it is
unclear as to how long to continue treat-
ment as many patients relapse upon discon-
tinuation47 and the antipsychotics are linked
to undesirable side effects such as sedation,
weight gain, or (particularly with higher
doses of risperidone) extrapyramidal effects.

Strategies for adding a second seroton-
ergic medication include switching to a
new agent or adding another. Indeed,
many patients with an inadequate
response to one SSRI may have a favorable
response to another.10

■ Prognosis
Left untreated, the course of obsessive-
compulsive disorder is chronic and
unremitting, with symptoms generally
fluctuating over time due to stress-induced
exacerbations of symptoms.19 Children
with this disorder remain at higher risk for
other psychiatric problems into adult-
hood,20,21 and adults frequently display
additional symptoms as well. Comorbidity
with Major Depressive Disorder is particu-
larly common in both children and adults,
as are ADHD and other anxiety, mood,
and tic disorders.22–24 Symptoms also dis-
rupt family, social, academic, and occupa-
tional functioning.25–27

Accurate diagnosis of OCD and the
identification of a qualified treatment
provider remain the 2 major obstacles to
treatment of OCD. In one study, the aver-
age delay between onset of symptoms and
provision of appropriate treatment was 17
years.27 However, once appropriate treat-
ment begins, prognosis for patients with
OCD is positive. One meta-analysis
demonstrated significant long-term
improvement (range, 1–15 years) in pedi-
atric patients receiving any treatment (ie,
pharmacological, psychological, or com-
bined) for OCD.28 Other studies have
demonstrated that medication generally
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Accurate 
diagnosis and
finding a qualified
treatment provider
are the 2 main
obstacles to the
treatment of OCD
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accounts for significant symptom reduc-
tion compared with baseline levels,14,15 and
57% to 64% of pediatric patients exhibit
no symptoms or subclinical levels of symp-
toms at follow-up.29,30 Studies of adults
have also demonstrated significant symp-
tom reduction,12 with about 50% of
patients responding to medication.31 In
addition, numerous studies have demon-
strated that CBT is as effective or more
effective than pharmacotherapy alone for
both children and adults.12,15,31

As noted previously, upwards of 85%
of patients improve significantly with
CBT.3,31 Thus, CBT alone or combined
with medication has the best prognosis for
children and adults.
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