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I. OVERVIEW
Obsessive-compulsive disorder (OCD) is characterized by significant recurrent 

and disturbing thoughts (obsessions) and/or repetitive behaviors (compulsions), which 
are usually associated with anxiety (American Psychiatric Association, 2000, 2007; 
First, Frances, and Pincus, 2004; Lange, Lange, Hauser, Tucha & Tucha, 2012). 
Between 2 to 3 % of the population suffers from OCD (Lange, Lange, Hauser, Tucha & 
Tucha, 2012). Recurrent thoughts or worries (obsessions) and experiencing an intense 
desire to perform certain actions suggest a significant effect on day-to-day functioning 
and on quality of life for people who suffer from OCD. This condition is not as well 
known as it should be (Pinto, Mancebo, Eisen, Pagano, Rasmussen & 2006). This 
disorder can cause detrimental effects on the personal lives of the people who suffer 
from OCD.  Social functioning, including work and personal relationships are also often 
affected. In some cases, close interpersonal relationships can even become 
compromised by this disorder. 

There are a variety of themes that preoccupy OCD patients. Spreading 
contamination, contracting a disease, causing harm to others, making an important 
mistake, committing a religious or moral sin, the possibility of committing homosexual or 
pedophilic acts are common obsessions (American Psychiatric Association, 2007). 
Common compulsions include hoarding, cleaning or washing hands, checking to be 
sure a task was done, counting, arranging objects, confessing to sins or errors, and 
making lists. 

II. NATURE OF THE CONDITION AND DIAGNOSTIC CRITERIA 
In order to correctly diagnose and treat OCD, it is crucial to understand the 

nature of the condition—its definition, scope and diagnostic criteria. OCD and other 
related conditions, including generalized anxiety disorder, panic disorder, agoraphobia, 
social phobia and post-traumatic stress disorder, are all classified as anxiety disorders 
in the DSM-IV-TR (American Psychiatric Association, 2000, 2007; First, Frances, and 
Pincus, 2004). However,  the International Statistical Classification of Diseases and 
Related Health Problems categorizes OCD as a neurotic, stress-related and 
somatoform disorder (10th ed., rev.; ICD-10; World Health Organization, 2007; Kai-
Ching Yu, 2013).

In a nutshell, OCD involves obsessions and/or compulsions that cause distress 
or interfere with functioning. Obsessions occur when a person experiences unwanted 
and distressing thoughts, images, or urges, (Taylor & Jang, 2011) while compulsions 
occur when a person experiences a seemingly uncontrollable desire to engage in 
certain patterns of behaviors. These compulsions are incredibly intrusive, and are so 
intense that they lead people to act in a certain way; they make people focus on 
negative consequences, which  brings about a heightened likelihood of action and 
feelings of concern. Once the person has foreseen the possible negative 
consequences, they must decide whether or not to take action in order to prevent harm.
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Compulsions are to be distinguished from impulsions. Compulsivity is the 
disposition to repeat the same acts or activities and is caused by mental pre-occupation 
of those activities (Lange, Lange, Hauser, Tucha & Tucha, 2012; Forrester, Wilson & 
Salkovskis, 2002). Contrarily, impulsivity refers to one’s inclination to act without 
appropriate and sufficient consideration of the consequences of one’s actions. That is, 
one is impulsive, if, and only if, one acts prematurely without foresight. Interestingly, 
compulsitivty is caused by increased frontal lobe activity, while impulsivity may be 
caused by reduced frontal lobe activity (Endrass, Koehne, Riesel, Kathmann, 2013; 
Colt, 2006; Hauser, 2006; Solomon, 2001; Goleman, 1995). Examining the symptoms of 
these concepts has lead to the identification of several distinguishable, yet correlated 
factors. The scores on each of these factors    indicate the severity of a particular 
subtype of symptoms. Major factors or symptom subtypes identified in various studies 
include: (a) checking compulsions; (b) washing rituals; (c) hoarding; (d) ordering 
compulsions, which include symmetry and arranging compulsions; (e) cognitive 
neutralizing rituals (mental acts aimed at undoing or preventing the anticipated negative 
effects of “bad” thoughts); and (f) obsessions characterized by aggressive, sexual, or 
religious themes (Foa et al., 2002; Taylor, Coles, et al., 2010; Taylor & Jang, 2011).

The Obsessive Compulsive Cognitions Working Group has identified six belief 
domains that increase the likelihood of intrusions: (1) an inflated belief in one’s personal 
responsibility for averting danger; (2) a belief that the mere presence of a thought 
indicates it is important; (3) a belief that one can and should control their thoughts; (4) 
an increased likelihood of perceiving threat; (5) a belief that perfection is necessary in 
order to avoid threatening outcomes; and (6) a concomitant intolerance of any 
uncertainty. Additionally, clients may present with a belief that anxiety is unacceptable or 
dangerous (Doron & Kyrios, 2005; Doron et al, 2008; Obsessive Compulsive Cognitions 
Work Group, 1997).

Thus, according to the CBT model, obsessions develop because of the meaning 
given to the experience and/or content of intrusive phenomena, and the resulting 
responses or worries regarding these intrusions. As a result, the treatment protocal for 
individuals presenting with compulsions/rituals (i.e., overt neutralizing behaviors) and 
obsessions only (i.e., covert neutralizing behaviors) is quite similar (Maher et al., 2010; 
Doron & Kyrios, 2005; Doron et al, 2008). For instance, an individual may be highly 
distressed by his or her inability to prevent the occurrence of intrusive thoughts that are 
inconsistent with his or her personal values (e.g., repugnant sexual thoughts). This 
leads to an increased likelihood of dysfunctional responses such as checking the 
occurrence of thoughts, attempting to suppress them, or even praying in a ritualized 
manner. Having such responses increases ones likelihood of having reoccurring, 
unwanted thoughts and experiencing an exacerbation of symptoms (Keeley et al, 2008).

The early cognitive models of OCD theorized that compulsive behaviors were 
attempts to achieve a sense of control over detrimental consequences. Currently, 
control issues are associated with the concept of inflated responsibility (attributing to 
oneself exaggerated ability crucial to bring about or prevent subjectively crucial negative 

© 2018 Ace-Classes, Inc. adapted with permission for ACEonline, LLC                                                                               4



ACEonline, LLC                                    online-CEs.com______________________________________________ 
Online Continuing Education for Professionals

outcomes) (Salkovskis, 1996). Cognitive models of OCD also focus on the ability to 
control one’s thoughts; these models suggest that persons with OCD misinterpret the 
importance of normal intrusive thoughts, which leads to excessive attempts to control 
them. Having such a disposition to control intrusive thoughts worsens the intrusions and 
interferes with one’s ability to foster compulsive neutralization (Rachman, 1998; 
Salkovskis, 1985, 1996; Wells, 1997). 

Two control-related constructs have been shown to be especially relevant to 
anxiety. First, there is the sense of control (or perceived control), which refers to an 
individual’s belief about the level of control that is available in any particular context 
(Skinner, 1996). Having a low sense of control is suggested to lead to one having an 
inability to cope with threats, which in turn leads to anxiety and avoidant behaviors 
characteristic of anxiety disorders (Barlow, 2008). The second construct is the desire for 
control (or need for control), which refers to an individual’s general motivation to exert 
control over life events (Skinner, 1996). Having such a desire for control can motivate 
an individual to achieve the desired outcome. Such a desire for control tends to be 
positively correlated with his or her sense of control (Burger, 1992). Unfortunately, if an 
individual fails to achieve the desired level of control, it is believed that he or she will 
experience negative emotional states, particularly to anxiety (Burger, 1992; Evans, 
Shapiro, & Lewis, 1993).  

The cognitive theory of OCD maintains that when one experiences intrusive 
thoughts about harm one must decide whether or not they will permit harm to happen. 
The presence of negative and unacceptable intrusive thoughts was judged by both 
obsessional and non-obsessional participants as having the effect of increasing 
emotional and behavioral responses to ambiguous scenarios. Such a result fits with the 
normalizing emphasis of this line of thought. 

The definition of OCD in the DSM-IV-TR lists five criteria (American Psychiatric 
Association, 2000). The first criterion requires either the presence of obsessions or 
compulsions. 

Obsessions occur when: 
!Thoughts, impulses, or images are not merely excessive worries about real-life 
problems.
!An individual desires to ignore or suppress such thoughts, impulses, or images, 
or to neutralize them with some other thought or behavior.
!The patient realizes that the obsessions, impulses, or images are a product of 
his or her own thinking.
!The recurring and persistent thoughts, impulses, or images are intrusive and 
inappropriate, and cause marked anxiety or distress (American Psychiatric 
Association, 2000; 2007).

Compulsions occur when:
!The actions or mental acts are manifested to prevent or reduce distress or 
prevent some dreaded event or situations. These behaviors or mental acts either 
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are not connected in a realistic way with what they are designed to neutralize or 
prevent, or they are clearly excessive.
!Repetitive behaviors (walking on the stairs repeatedly, washing hands, etc.) or 
mental acts (counting, praying, etc.) that the person feels driven to perform in 
response to an obsession or according to rigidly applied rules.

The second criterion dictates that at some point during the course of the disorder, 
the person has recognized that the obsessions or compulsions are excessive or 
irrational. If a person does not recognize that the obsessions and compulsions are 
excessive or unreasonable, then the diagnosis is OCD with poor insight. OCD patients 
are usually aware, at least at some point in time, that their obsessions or compulsions 
are not warranted. People with OCD will have some insight into the fact that their 
obsessions or compulsions are illogical or irrational. However, there is a subgroup of 
patients who lack this insight, which actually may be a manifestation of particular OCD 
symptoms. That is, the patient's level of anxiety overrules what or she might recognize 
as common sense. Still, from time to time, patients will report that they have never 
interpreted the fears or compulsions as less than rational. In one study that involved 
431patients at 7 outpatient sites, it was reported that 8% of the participants had no 
insight at the time of being interviewed while 5% of the participants had never 
experienced insite (Foa et. al, 1995). Additionally, the obsessions of 250 of the 
participants involved some fear of consequences; about 13% felt certain that the 
consequence would not occur, 26% were mostly certain that it would occur, and 4% 
were certain that it would occur.

The third criterion states that day-to-day life must be disrupted in order to obtain 
a diagnosis of OCD. The obsessions or compulsions cause marked distress, are time-
consuming (take more than one hour a day), or significantly interfere with a person's 
occupation (or academic) routine, usual social activities, and/or personal relationships. 

The fourth criterion involves disease-specific manifestations. In otherwords, if the 
obsessions or compulsions exclusively concern a certain subject matter that is 
indicative of another Axis 1 disorder, then a diagnosis of such a disorder is appropriate. 
The following are examples of instances where the content of one’s obsessions or 
compulsions will result in a diagnosis other than OCD:

!A person preoccupied with food will be diagnosed with an eating disorder.
!A person who constantly pulls their hair will be diagnosed with trichotillomania.
!A person concerned with their distorted appearance will be diagnosed with 
body dysmorphic disorder.
!A person consumed with the thought of having a serious illness will be 
diagnosed with hypochondriasis.
!A person experiencing guilty ruminations will be diagnosed with major 
depressive disorder.
!A person preoccupied with sexual urges or fantasies will be diagnosed with 
paraphilia.
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Finally, the fifth criterion forbids a diagnosis of OCD where the disturbance is due to 
either the direct physiological effects of a substance (prescribed medication or illicit 
drugs) or a general medical condition. 

It is important to note that a portion of the psychological community has argued 
for a reclassification of OCD. These individuals advocate for the removal of the label 
“anxiety disorder” for OCD. This portion of the psychological community feels that it 
would be more appropriate to label OCD as an "obsessive-compulsive-related disorder," 
which would encompass the related disorders of body dysmorphic disorder, eating 
disorders, trichotillomania, and tic disorders (Stein, 2006). The usefulness and 
appropriateness of such a reclassification is still under discussion.

III. COMORBIDITY
This section discusses the relationship between OCD and other psychiatric or 

mental conditions. An interview-based study of 334 OCD patients found that only 8% of 
participants had no psychiatric comorbidity, (LaSalle et. al, 2004) while another study 
found that as many as 91% of its participants had at least one other Axis 1 disorder 
(Pinto et al., 2006). A more recent study found that as many as 75% of adults with OCD 
have at least one comorbid condition (Storch et al, 2010). The most prevalent conditions 
were: generalized anxiety disorder; major depressive disorder; social phobia; and panic 
disorder; other conditions included: post-traumatic stress disorder; obsessive-
compulsive personality disorder; and Tourette syndrome.

The presence of comorbid disruptive behavior is thought to actually help 
treatment response, as there is typically greater family accommodation, increased 
externalization of problems, and decreased resistance to OCD symptoms (Foa et al. 
1992). Additionally, similarities have also been observed between OCD and other 
conditions, including: bipolar disorder; phobias; eating disorders; panic disorder; 
generalized anxiety disorder; alcohol dependence/substance abuse; and Tourette 
syndrome (American Pyschiatric Association, 2007; Pigott et al., 1994). Patients with 
OCD, social anxiety disorder, or panic disorder often engaged in trichotillomania, skin 
picking, body dysmorphic disorder, and tics; with OCD patients having the strongest 
association with these behaviors (Richter, 2003). 

In addition to considering other psychiatric diagnoses in the setting of OCD, 
clinicians should be alert for OCD symptoms in patients who have already been 
diagnosed with a different psychiatric illness. For example, eating disorders are often 
accompanied by anxiety disorders, including OCD. OCD is also common in patients 
with Tourette syndrome. One rather large international registry found that 27% of people 
with Tourette syndrome also had OCD, while other studies have found percentages 
ranging anywhere from 28% to 62% (American Pyschiatric Association, 2007; Freeman 
et al., 2000).
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Depression is a particularly common comorbidity. Depression, like OCD, is 
usually accompanied by intrusive, unpleasant thoughts, the difference being that these 
thoughts do not generally result in compulsions.  The Epidemiologic Catchment Area 
Study in the United States found 67% of individuals identified as having OCD also had 
at least one episode of major depression (Dunner, 2001). According to the American 
Psychiatric Association, as postulated in the DSM-IV-TR, the nine symptoms of 
depression are: 1) suicidal tendency; 2) depressed mood (notice the circularity); 3) 
significant weight-loss 4) fatigue or loss of energy every day; 5) diminished interests; 6) 
feeling of worthlessness; 7) excessive or inappropriate guilt; 8) agitation; and 9) 
insomnia (2000). If a person exhibits at least five of the above symptoms, then he or 
she has clinical depression (American Psychiatric Association, 2000).  

Generalized anxiety disorder (GAD), like OCD, involves excessive anxiety and 
worry about feared events. Be that as it may, GAD differes from OCD in that GAD is 
characterized by the presence of the following symptoms: restlessness; a tendency to 
be easily fatigued; difficulty concentrating; irritability; muscle tension; and sleep 
disturbance arousal (American Psychiatric Association, 2000; Frances and Ross, 2001; 
First, Frances, and Pincus, 2004; Spielberger & Sydeman, 1994). Further, when 
compared with OCD, the anxiety associated with GAD tends to focus on more realistic 
problems and concerns.  Anxiety is conceptualized as an emotional state that includes 
apprehension, nervousness, and worry, along with physiological arousal (American 
Psychiatric Association, 2000; Frances and Ross, 2001; First, Frances, and Pincus, 
2004; Spielberger & Sydeman, 1994). Intense physiological activation due to anxiety 
can cause sleep problems (Zawadzki, Graham & Gerin, 2013). 

Obsessive-Compulsive Personality Disorder (OCPD) is often found with OCD. 
OCPD is characterized by having a preoccupation with order, perfection, and control, 
but not by the presence of obsessions or compulsions (Foa, Kozak & Goodman, 1985). 
It is usually described as perfectionist personality. Unlike OCD, in order to be diagnosed 
with OCPD, symptoms must appear by early adulthood. On the other hand, OCD and 
OCPD may occur in the same individual (Coles, Pinto, Mancebo, Rasmussen & Eisen, 
2008). The regularity of both diagnoses occurring together is not known, but studies 
suggest that it is not unusual (Coles, Pinto, Mancebo, Rasmussen & Eisen, 2008). For 
instance, a study involving OCD participants found a concomitant rate of between 23% 
and 32%. However, it is important to note that this sample of participants was not 
designed to be representative of all patients with OCD (Coles, Pinto, Mancebo, 
Rasmussen & Eisen, 2008). Importantly, studies utilizing community samples estimate 
the prevalence of OCPD to be about 0.9% to 2% (Coles, Pinto, Mancebo, Rasmussen & 
Eisen, 2008). There is also some evidence that OCPD is more common in people with 
OCD than in patients with other psychiatric disorders. 

Post-traumatic stress disorder (PTSD) is known for its onset in the wake of an 
extreme traumatic stressor. PTSD symptoms include avoidance of stimuli associated 
with the trauma and persistent thoughts about the event, both of which seem to 
resemble behaviors and obsessions commonly seen in OCD patients (American 
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Psychiatric Association, 2000). On the other hand, the obsessions and compulsions 
characteristic of OCD differ from PTSD symptoms in that they are not caused by a 
specific traumatic event.

Tourette syndrome is defined by the occurrence of tics that for a majority of 
partients, first manifest during childhood. Unlike OCD, these tics tend to be preceded by 
a physical sense of "needing" to do the movement, not by anxiety about a specific 
outcome or the desire to avert a feared event. Such tics may be quite complex and can 
even resemble compulsions, leading to diagnostic confusion in some cases.

Delusional disorder often co-exists with OCD and occurs when there is a 
presence of one or more non-bizarre delusions. The content of the delusions may even 
resemble that of an obsession in OCD; for example, a delusion that one has contracted 
an infection may resemble anxiety about contamination in OCD. Classically, a patient 
with OCD would have insight into his or her illness, while a patient with delusional 
disorder would not; however, when insight is lacking, OCD may closely resemble 
delusional disorder (Foa, Kozak & Goodman, et al. 1995). The DSM-IV-TR suggests the 
possibility of adding a diagnosis of delusional disorder in OCD patients when 
obsessions reach delusional proportions and are sustained over time (Foa, Kozak & 
Goodman, et al. 1995). OCD with delusional obsessions may also superficially 
resemble schizophrenia. However, the additional symptoms of schizophrenia will 
generally be lacking (Foa, Kozak & Goodman, et al. 1995).

While the criteria for OCD is straightforward, research has demonstrated that the 
diagnosis is often missed (Foa, Kozak & Goodman, et al. 1995). The Brown 
Longitudinal Obsessive Compulsive Study has demonstrated this phenomenon since its 
subjects first received treatment an average of more than 17 years after having their 
first obsessive-compulsive symptoms and 11 years after meeting the diagnostic criteria 
(Pinto, Mancebo, Eisen, Pagano, Rasmussen & 2006). One hurdle to diagnosis 
includes patients' reluctance to discuss symptoms. They may be embarrassed to admit 
to their obsessions, ashamed of the extent to which they pursue compulsions, or they 
may even be unaware that treatment is available. The wide differential diagnosis and 
the fact that comorbidities are common may also serve to obscure the diagnosis.

Symptoms resembling those of OCD can appear in the absence of disease 
(American Psychiatric Association, 2007). Up to 80% of healthy people have intrusive or 
unwanted thoughts, and roughly 50% may even have ritualized behaviors (American 
Psychiatric Association, 2007). Additionally, the thoughts and behaviors experienced by 
both healthy people and those diagnosed with OCD may share common themes; 
(American Psychiatric Association, 2007) the difference being that the symptoms 
experienced by healthy people do not cause them distress or interfere greatly with their 
functioning.

Screening tools are available to help evaluate the impact of OCD. One of the 
best known is the Yale-Brown Obsessive-Compulsive Scale (Y-BOCS). The Y-BOCS 
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includes two components: a symptom checklist and a severity scale. The Y-BOCS is 
widely used in research studies of OCD treatment, with reductions in severity used as 
markers of treatment success. The symptom checklist includes obsessions and both 
physical and mental compulsions. The severity scale is based on: the amount of time 
spent on obsessions and compulsions; resistance to these symptoms; interference from 
symptoms; related distress; and level of control. Please see the complete checklist at 
http://www.stlocd.org/handouts/YBOC-Symptom-Checklist.pdf, last accessed April 27, 
2013.

IV. SOCIETAL COSTS AND SERIOUS EFFECTS ON THE INDIVIDUALS 
WHO SUFFER FROM OCD

OCD is among the top 20 worldwide causes of disability for people 15 to 44 
years of age (World Health Organization, 2001). It is estimated that lifetime lost wages 
from the disorder total $40 billion (Hollander, Kwon, Stein, et al, 1996). Moreover, it is 
estimated to cost $10.6 billion in annual direct and indirect costs to treat people who 
have received a formal OCD diagnosis in the United States (Eaton, Martins, Nestadt, 
Bienvenu, Clarke & Alexandre, 2008). It is important to note that OCD is actually the 
least expensive of all mental disorders, mainly due to the comparatively greater 
functionality of affected individuals and low frequency of the disorder. OCD can have a 
huge impact on one’s life; marriage, sexual functioning, family life, religious expression, 
leisure activities, and friendships can all be adversely affected by the disorder (Norberg, 
Calamari, Cohen & Riemann, 2008). For instance, some patients avoid social situations 
altogether because of the embarrassment and/or anxiety that they endure. Other 
patients report that they often have no time for social events and/or that their punctuality 
and efficiency at work is diminished because performing their compulsions is so time-
consuming. For all of the above reasons, it should come as no surprise that there is a 
reported link between severity of OCD and decreased quality of life (Hollander, Kwon, & 
Stein, 1996; Eisen, Mancebo & Pinto, 2008; Huppert, Simpson, Nissenson, Liebowitz & 
Foa, 2009).

OCD has been known to affect both men and women about equally, and the 
prevalence appears to be similar across all races and ethnicities. The NCS-R has found 
that the median age of onset is 19 years of age, with about 1/5 of cases starting before 
ten years of age (Kessler, Chiu, Demler, Walters, 2005). Other studies suggest a mean 
age of onset between 22 and 35 years of age, with 1/3 of cases starting before fifteen 
years of age (American Psychiatric Association, 2007). Having an early age of onset 
appears to be associated with more severe symptoms and higher rates of specific 
comorbidities (including attention deficit hyperactivity disorder, tic disorders, and other 
anxiety disorders). Such patients may be less responsive to first-line pharmacologic 
treatment as adults (American Psychiatric Association, 2007).

OCD can also be affiliated with several types of dysfunctional self-perceptions 
(Doron & Kyrios, 2005; Doron et al, 2008). Anxiety, distress and preoccupation with 
particular intrusions may stem from sensitivity in particular self-domains (e.g., job 
competence), thus hindering therapeutic progress. It is quite common for an individual’s 
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self-worth to depend solely on competence in one specific domain (Doron & Kyrios, 
2005; Doron et al, 2008). Intrusions that challenge an individual’s perception of 
competence in such a domain will result in both distress and dysfunctional responses. 
For instance, a client presenting with checking and ordering rituals described her 
greatest fear as showing incompetence at work and believed that not getting enough 
sleep would lead to her having work problems. As a result, this client spent several 
hours a day performing routines (e.g., counting her steps, ordering her room, etc.) that 
she believed would prevent her from having difficulty falling asleep (Doron & Kyrios, 
2005; Doron et al, 2008).

A common overvalued domain in OCD is morality. Some patients have such a 
rigid and limited perception of morality (e.g., being free of sexual urges before 
marriage), that having an urge or thought that challenges their concept of morality leads 
to self-criticism, continuous rumination and compulsions (Doron & Kyrios, 2005; Doron 
et al, 2008). When a client presents with such a limited self-view, special emphasis 
should be put on expanding their self-concept. This can be accomplished by mapping 
additional important domains for the client, by adding variety to daily activities, by 
increasing skills in other domains (using activity scheduling, professional courses, etc.), 
and by challenging the rigidity and boundaries of the valued domain (e.g., “what does 
being moral mean to you?”; “what other behaviors/beliefs/attitudes could be included in 
this concept?”). The contingency of self-worth and self-domain should be explicitly 
explored, to the point where the client understands the relationship between anxiety and 
perceptions of failure in that self-domain. 

Nocturnal growth hormone (GH) secretion is shown to be altered among people 
suffering from OCD; that is, the release of sleep onset-related GH is dulled, which 
causes sleeplessness (Lange, Lange, Hauser, J., Tucha, &Tucha, 2012). Also, the delay 
in activation of melatonin causes sleep delay which is also associated with OCD 
(Lange, K.W., Lange, K.M., Hauser, J., Tucha, L. Tucha, 2012). The relationship of OCD 
with GAD, depression and the like has previously been discussed. When an individual is 
suffering from depression, GAD or OCD, they may become pre-occupied with the cause 
of their depression or racing thoughts, which often leads to insomnia or sleep 
deprivation (Alfano, Ginsburg, & Kingery, 2007; Frances and Ross, 2001; First, Frances, 
and Pincus, 2004). Thus, a prudent practitioner will realize that the client’s insomnia 
may be the direct result of the client’s disorder, (Alfano, Ginsburg, & Kingery, 2007; 
Frances and Ross, 2001; First, Frances, and Pincus, 2004) and that such insomnia can 
be cured or treated merely by virtue of treating the underlying mental illnesses, if at all. 

According to the American Psychiatric Association (APA), clinicians should 
understand that individuals with OCD are not immune to co-occurring disorders that 
may increase the likelihood of suicidal or aggressive behavior. When such co-occurring 
conditions are present, it is important to arrange treatments that will enhance the safety 
of the patient as well as others. As mentioned previously, OCD is related to low-levels of 
serotonin, which in turn may lead to aggression—a necessary component of suicide 
(Colt, 2006; Solomon, 2001). The risk of suicide appears to be elevated in OCD patients 

© 2018 Ace-Classes, Inc. adapted with permission for ACEonline, LLC                                                                               11



ACEonline, LLC                                    online-CEs.com______________________________________________ 
Online Continuing Education for Professionals

when compared to the general population (American Psychiatric Association, 2007). 
OCD symptoms and comorbid depression may be contributing factors. Although the 
precise risk of suicide is not known, the odds ratio for suicidal ideation in OCD patients 
compared to the general population is about 7 to 1 (Borges, Angst & Nock, 2006). The 
Brown Longitudinal Obsessive-Compulsive Study (an ongoing, non-random, 
prospective study of the course of OCD) reported that 52% of their patients had a 
history of suicidal ideation and 15% had at least one suicide attempt (Pinto et al, 2006). 
In general, patients with OCD should be carefully evaluated for suicidal ideation and for 
any history of suicide attempts (American Psychiatric Association, 2007). 

V. ETIOLOGY
Although the pathophysiology of OCD is not fully understood, there is an 

apparent genetic component since there is a higher incidence in first-degree relatives of 
affected patients (Taylor & Jang, 2011). Clinicians should explain to their patients that 
the available data indicate an increased (but modest) risk of OCD in the children of 
affected individuals (Taylor & Jang, 2011). However, while the possibility of a specific 
genetic etiology has been considered, none have been identified with certainty. In a 
meta-analysis of five family studies involving adults, researchers found a four-fold 
increase of OCD incidence among first-degree relatives (Hettema, Neale & Kendler, 
2001). Similarly, twin studies consistently show higher concordance of OCD in 
monozygotic than in dizygotic twins (Kim & Kim, 2006). Concordance ranges from 
47-50% for dizygotic twins and from 80-87% for monozygotic twins (American 
Psychiatric Association, 2007). 

Ample evidence suggests that particular kinds of dysfunctional beliefs contribute 
to OCD symptoms (Taylor & Jang, 2011). Three domains of beliefs have been 
described: (1) perfectionism and intolerance of uncertainty; (2) over importance of 
thoughts and the need to control thoughts; and (3) inflated responsibility and 
overestimation of threat (Taylor & Jang, 2011). These domains of beliefs and OCD 
symptoms are both heritable. It has been theorized that OCD symptoms likely have a 
complex biopsychosocial etiology (Abramowitz, Taylor, & McKay, 2009; Taylor & Jang, 
2011). Currently, it appears that there is no single model capable of explaining the full 
range of OC-related phenomena (Dougherty, Rauch, & Greenberg, 2010; Taylor & Jang, 
2011). 

Leading models (including cognitive models) do not adequately integrate 
biological, psychological, and social factors. For instance, most biological models of 
OCD symptoms make no mention of cognitive factors such as dysfunctional beliefs. The 
corollary of such models is that dysfunctional beliefs are mere symptoms or 
epiphenomena of biological determinates of OCD (Taylor & Jang, 2011). As a result, 
these models implicate that dysfunctional beliefs do not play an important etiological 
role in obsessions or compulsions; some models even state that dysfunctional beliefs 
are the consequence and not the cause of OCD symptoms (Taylor & Jang, 2011). 
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Although there is a general consensus that OCD symptoms likely have 
biopsychosocial causes, no previous attempts have been made to integrate 
dysfunctional beliefs and genetic factors into a unified and definite theory (Taylor & 
Jang, 2011). One study utilized structural equation modeling in order to compare the 
following three models: (1) belief causation model—in which genetic and environmental 
factors influence beliefs and OCD symptoms, and beliefs also influence symptoms; (2) 
symptom causation model—which is the same as the aforementioned model, except 
that symptoms cause beliefs; and (3) belief co-effect model—in which beliefs and OCD 
symptoms are the product of common genetic and environmental factors, and beliefs 
have no causal influence on symptoms. The belief causation model turned out to be the 
best fitting model; beliefs accounted for a mean of 18% of phenotypic variance in OCD 
symptoms, while genetic and environmental factors, respectively, accounted for an 
additional 36% and 47% of phenotypic variance. These results suggest that further 
biopsychosocial investigations may be fruitful for unraveling the etiology of obsessions 
and compulsions (Taylor & Jang, 2011).

Some theorists maintain that a defect in neural pathways (likely including 
orbitofrontal-striatal circuits) may be involved, but specific pathology has not been 
consistently shown (Stein & Lochner, 2006; Menzies, Chamberlain, Laird, et al, 2008). 
Hard-wired primal behaviors (e.g., checking, cleaning) are exacerbated by a hyper-
stimulated thalamus. Imaging studies of OCD brains have found increased metabolic 
activity in the caudate nucleus, cingulate gyrus, and orbital frontal cortex; numerous 
studies point to functional and structural alterations in the cortico-striato-thalamo-cortical 
(CSTC) circuitries (Endrass, Koehne, Riesel, Kathmann, 2013; Menzies et al., 2008; 
Aouizerate et al., 2004). Dysfunctions in the anterior cingulated cortex (ACC), the 
orbitofrontal cortex (OFC), and the basal ganglia have been shown to interfere with 
cognitive functioning and with performance during decision-making and learning in OCD 
patients (Endrass, Koehne, Riesel, Kathmann, 2013). In particular, OCD patients 
display reduced cognitive flexibility as examined with set-shifting tasks that require the 
adjustment of attention and behavior in response to reversing or changing 
reinforcement signals (Endrass, Koehne, Riesel, Kathmann, 2013).

It is often suggested that low levels of serotonin are strongly associated (if not 
the main cause of) with OCD, depression, GAD, and other mental conditions (Colt, 
2006; Solomon, 2001; Frances and Ross, 2001). Low-levels of serotonin have an 
inverse correlation with high levels of dopamine—also a crucial neurotransmitter related 
to mood, compulsion, and other mental states (Colt, 2006; Solomon, 2001). Research 
regarding the role of serotonin was spurred by experiements dealing with the 
effectiveness of antidepressants (e.g., clomipramine, desipramine) for OCD in non-
depressed patients (Stein & Lochner, 2006; Stein, 2000). Clomipramine (which has 
proven to be more effective than desipramine) acts primarily as a serotonin reuptake 
inhibitor (SRI), while desipramine is thought to act primarily by inhibiting norepinephrine 
reuptake (Stein, 2002). The ability of selective serotonin reuptake inhibitors (SSRIs) to 
reduce OCD symptoms further supports a role for serotonin abnormalities in the 
pathogenesis of OCD. However, a specific mechanism has not been elucidated, and 
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studies involving measures of serotonergic function have been inconsistent. The 
criticism surrounding the serotonin hypothesis is that SSRIs fail to bring significant 
improvement for a substantial number OCD patients. This could simply be explained by 
dosage errors or alternatively low-levels of serotonin are not the cause of OCD. Other 
neurotransmitters (e.g., dopamine, glutamate) are also being investigated for their 
influence on OCD.

Some researchers have hypothesized that OCD may be an immune-related 
disorder (Swedo, Leonard, Garvey, et al, 1998). Exploration of this possibility began 
with the observation of an association between Sydenham's chorea and OCD. 
Obsessive-compulsive symptoms have been observed in children following 
streptococcal infection—a condition referred to as pediatric autoimmune 
neuropsychiatric disorder associated with streptococcal infections (PANDAS) (Swedo, 
Leonard, Garvey, et al, 1998). Much more research is needed in order to establish 
whether there is a significant autoimmune contribution to OCD (Stein, 2002).

VI. TREATMENT
OCD is a disease that is hard to fully cure. There are patients who will achieve 

full diminution, but many others will retain at least some obsessive or compulsive 
symptoms. For a large number of cases, the goal is to allow the patient to return to 
normal or near-normal functioning, including the ability to work and to have healthy and 
satisfying social relationships. Elements of this process include decreasing the 
frequency and severity of symptoms and helping the patient to cope with residual 
disease. Practitioners should discuss with patients the possibility that medication and/or 
Cognitive Behavioral Therapy (CBT) may not make OCD disappear entirely in order to 
reduce frustration and disappointment. Meaningful improvements happen slowly; 
months-long medication trials and/or many weeks or months—even years of treatment 
may be required before meaningful improvements can occur. OCD patients may also 
need extra time to consider their treatment options, especially if their symptoms include 
doubting their ability to choice the right course of action.

A. PSYCHODYNAMIC THERAPY
Early theorists attempted to explain the relationship between the obsessions, 

compulsive behaviors and the individual in OCD. Obsessions were described as mental 
exhaustion that manifested as a result of weak control of thoughts and actions—Janet 
(1903) and later they were described as failed attempts to control intrusive thoughts—
Freud  (1913/1966). An OCD person’s excessive need for control was viewed an 
attempt to compensate for feelings of inadequacy and inferiority—Adler (1936). Later, 
similar beliefs were voiced by Shapiro who stated that an OCD person suffers from a 
low sense of autonomy and compensates for this deficit with a rigid effort to control all 
actions, thoughts, impulses, and emotions (1965).

Common psychodynamic interpretations of OCD postulate that obsessions and 
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compulsions arise due to a conflict between an impulsive id and a rigid superego 
battling for control over the expression of unresolved fixations from the anal stage of 
development. More specifically, the id pushes for aggressive and sexual impulses to be 
fulfilled, while the rigid superego attempts to rid such impulses from consciousness. To 
regulate this conflict, the ego develops defenses (e.g., doubting, indecision, magical 
thinking) to mediate the struggle between id and superego (Fenichel, 1945). 
Contamination fears, for example, may relate to one’s desire to alleviate displaced 
feelings of shame; fears of one’s house being destroyed are representative of one’s 
destructive wishes; and obsessions of hurting one’s children may be a redirection of 
anger toward one’s spouse (Chlebowski & Gregory, 2009). There is no known empirical 
support for the efficacy of psychodynamic therapy for OCD. Likewise, controlled trials of 
psychodynamic therapy for OCD are nonexistent, which explain why the 
psychodynamic approach is not recommended for the treatment of OCD (Leichsenring 
et al, 2006; Lam & Steketee, 2001).

B. COGNITIVE-BEHAVIORAL THERAPY
The main tenet of cognitive and behavioral theory is that the human mind is a 

substance of rewarded and repeated patterns of behavior; cognitive-behavioral therapy 
(CBT) is the reflection, breaking and changing of these patterns. This type of therapy 
can be practiced in groups or individually. Cognitive theories of OCD hypothesize that 
the difference between those who experience significant distress and those who do not 
is the meaning attributed to the intrusions (Salkovskis, 1985). Cognitive models of OCD 
are based on empirical research indicating that the vast majority of the population 
experiences intrusive thoughts at times, and that the difference between common 
intrusive thoughts and obsessions is the frequency, intensity, and discomfort elicited by 
such thoughts and behaviors (Clark, 2004; Obsessive Compulsive Cognitions Work 
Group, 1997). Cognitive models suggest that individuals with OCD miscalculate normal 
intrusive thoughts (e.g., as indicating a danger that the individual is responsible for 
averting), leading to extreme emotional responses and strategies to manage the 
thoughts or their feared consequences (e.g., thought control strategies or compulsive 
behaviors to avert perceived danger) (Clark, 2004; Obsessive Compulsive Cognitions 
Work Group, 1997). The goal of CBT is to decrease the frequency of unwanted 
obsessions by directly altering the appraisals through cognitively challenging and 
experiential exercises, rather than periods of stress and the negative effects associated 
with increased severity of obsessions. CBT is an empirically supported psychosocial 
treatment premised on the theory that an individual experiences significant distress from 
a previously neutral thought or stimulus that has become classically conditioned to 
signal distress. The individual engages in compulsions to reduce obsessional distress. 

Current cognitive behavioral treatments of OCD incorporate several main 
components, which commonly progress in the following order: assessment and 
information gathering; psycho-education; identification of dysfunctional thinking 
patterns; exposure and response prevention; and relapse prevention techniques (Doron 
& Kyrios, 2005; Doron et al, 2008). The therapist provides the rationale for the cognitive 
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model of OCD, emphasizing that everyone experiences intrusive thoughts, and that 
such intrusions are not harmful, dangerous or uncommon. A list of common intrusive 
thoughts may be presented to the client. This leads to the discussion that the difference 
between individuals with and without OCD is the negative meaning assigned to 
intrusions (Keeley et al, 2008). It is further explained that such negative appraisals 
would logically lead to worry and preoccupation with the intrusions and to dysfunctional 
responses, which in turn increase the frequency of intrusions and associated distress. 
This model is personalized for the client through fitting their experiences into the 
Trigger→ Intrusion→ Appraisal→ Response model (Doron & Moulding, 2009). Engaging 
in compulsions that are triggered by obsessions reinforces this relationship by reducing 
distress, thereby increasing the likelihood of engaging in rituals whenever an anxiety-
inducing stimulus is encountered. Hence, treatment focuses on eliciting anxiety by 
presenting an obsessional trigger and prohibiting compulsions. By doing so, the 
obsessive-compulsive cycle is broken and eventually extinguished. The individual 
learns the feared event does not occur if the compulsion is not performed, and in turn 
the aversive trigger no longer elicits distress at its original levels. Moreover, a stimulus 
hierarchy is created to rank the degree of distress the patient anticipates experiencing 
when exposed to an obsessional trigger while refraining from ritual engagement. The 
exposure itself consists of having an individual confront the trigger, without engaging in 
compulsions, starting with stimuli that provoke the least amount of anxiety.. The 
individual remains in the feared situation until anxiety habituation (or reduction in anxiety 
to a negligible level) occurs. A single exposure is typically repeated until it no longer 
elicits a significantly anxious response, or at least until the associated anxiety falls 
considerably below pre-exposure levels. 

Exposure and response prevention (ERP) is arguably the most effective way of 
breaking the dysfunctional response cycle (Doron & Moulding, 2009). ERP consists of 
gradually and repeatedly exposing the client to increasingly feared stimuli while 
refraining from escaping or ritualizing (Doron & Moulding, 2009). For instance, a client 
presenting with fear of being responsible for causing harm (e.g., fire at home) would be 
encouraged to develop a hierarchy whereby he or she is gradually exposed to the 
feared stimuli (e.g., electric tea pot, toaster, heater, iron, stove) while refraining from 
using neutralizing behaviors (e.g., leaving the room without checking), or gradually 
reducing the use of such neutralizing behaviors (Maher et al., 2010; Foa, 1984). ERP is 
a behavioral component of CBT that directs the individual to confront the aversive 
stimulus (e.g., thought, item, situation) and experience the associated distress without 
engaging in rituals. Such distress will naturally habituate over time in the absence of 
ritual engagement. The mere act of exposing oneself to a feared situation and staying in 
that situation for a meaningful period is generally therapeutic from the standpoint of 
ERP. The client learns that anxiety naturally declines, and that the feared consequence 
is unlikely to occur (Doron & Moulding, 2009). After each trial of ERP is completed, it is 
important to examine in detail the behavioral experiment and the evidence it provides, in 
order to challenge the client’s underlying belief structure (Doron & Moulding, 2009). The 
APA recommends at least weekly sessions (American Psychiatric Association, 2007). 
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ERP is based on the idea that obsessions and compulsions serve to reinforce 
one another (Conlan & Heyman, 2007). The obsessions are associated with great 
anxiety and because compulsions serve to reduce that anxiety, the performance of 
these behaviors is reinforced with each cycle. At the same time, the use of ritualized 
behaviors to combat anxiety prevents the development of other methods of coping with 
the anxious feelings. Thus, repeated exposure to a feared stimulus while avoiding the 
use of ritualized behavioral responses should, over time, lead to a dampening of the 
anxiety response and a lessening of the need to perform compulsions. Exercises 
generally start with an exposure to a situation that causes a moderate level of anxiety, 
and progresses to exposures that are more intensely feared. Patients are encouraged 
to think about the feared consequences of not performing their rituals. At the same time, 
they are asked to abstain from these ritualistic behaviors and encouraged to develop 
alternative ways of tolerating and overcoming anxiety. 

When exposure and response prevention is successful, patients gradually 
become accustomed to the idea that feared outcomes are unlikely to happen even 
though rituals are not performed. The consensus, according to the APA guidelines, is for 
an initial course of thirteen to twenty weeks of CBT, or three weeks of daily sessions 
(American Psychiatric Association, 2007). If treatment is successful and beneficial, it 
may be tapered down to monthly sessions for another three to six months.  There are 
also patients who will benefit from occasional booster sessions. The APA recommends 
ongoing maintenance, although details are not specified (American Psychiatric 
Association, 2007). The exact probability of relapse following CBT is uncertain. Patients 
who have not achieved benefit after an initial course of CBT should be re-evaluated. 
Lack of compliance with treatment and insufficient treatment duration are examples of 
barriers to success. Other options include increasing the intensity of treatment or adding 
cognitive therapy to exposure and response prevention, although the effectiveness of 
these choices has not been established. 

Other behavioral experiments can also be undertaken to challenge specific 
dysfunctional beliefs systems (Maher et al., 2010). A version of the “white bear” 
experiment is used to challenge dysfunctional beliefs about thought control (Doron & 

IMPORTANT NOTES FOR ERP EXERCISES 
! Exposure should be anxiety evoking, but not traumatizing. 
! Use moderately distressing situations, stimuli and images and gradually escalate to 

increasingly distressing situations. 
! Repeat exposure in several different environmental contexts for a prolonged period of 

time  
! Review how the ERP exercise challenges underlying dysfunctional beliefs. 
! Encourage the client to continue exposure exercises after treatment (Doron & Moulding, 

2009).
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Moulding, 2009). In this task, the client is asked to think about a white bear for a period 
of two minutes. Each time the thought of a white bear leaves the client’s mind, the client 
raises his or her hand, and the therapist counts each failure of thought control (Maher et 
al., 2010). The client is then asked to do the same task, but this time is requested not to 
think of the white bear. The therapist continues to count the number of times the client 
raises his hand. Gradually, the association of raising one’s hand with the white bear is 
diminished. The same thing goes for any stimuli that provoke anxiety. The idea is to 
reduce intrusive thoughts and associated repetitive behaviors. Generally, clients show 
incomplete mental control either by not holding the bear in their minds or by not 
preventing it from entering their minds; the few clients who succeed usually do so 
through great mental effort (Foa et al., 1984).

During the final sessions of therapy, a review regarding the particular beliefs or 
appraisals that play a role in the client’s symptoms should be performed (Olatunji, 
Cisler, & Deacon, 2010). It is important to note that behavioral experiments, ERP tasks, 
and cognitive strategies have all been effective in challenging dysfunctional beliefs 
(Abramowitz et al., 2002). It is useful to devise a “tool-box” to help the client work 
through and prepare for high-risk situations (e.g., at times of low mood or stress, such 
as following interpersonal conflict or professional difficulty) (Abramowitz et al., 2002). It 
is also important to discuss with the client under what circumstances the client should 
seek additional professional assistance (Olatunji, Cisler, & Deacon, 2010).

Subsequent to successful completion of an exposure, progressively more difficult 
exposures are conducted in a gradual manner according to the individual’s 
improvement (March, Franklin, Nelson & Foa, 2001). Homework based on the session 
content is a critical component of treatment, with patients typically being assigned up to 
an hour or more of projects every day. Cognitive mechanisms are developed to highlight 
and confront irrational and dysfunctional thoughts. As previously mentioned, individuals 
with OCD tend to overestimate the likelihood of feared events occurring, as well as 
overestimating their individual responsibility in such occurrences. Helping the patient 
identify and correct anxiogenic cognitions that are conceptually related to obsessive-
compulsive symptoms are the main goals of cognitive strategies. In addition, strategies 

EXAMPLE OF AN OCD TOOL-BOX 
! Understanding—review the OCD model and your reading material 
! Relaxation—do daily relaxation exercises to decrease your base anxiety and stress levels 
! Life Balance—use activity scheduling to stabilize your mood 
! Identify—identify your current problematic behaviors and underlying appraisals and 

beliefs 
! Hierarchies—plan exposure hierarchies and use ERP exercises 
! Remember—when feeling down, encourage yourself 
! Support—share your difficulties with people close to you (Doron & Moulding, 2009).
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that enhance constructive self-talk (e.g., ‘‘this should not faze me for I am a very 
capable person”) may enhance motivation and engagement in treatment procedures. 
Relapse prevention training is a critical component of CBT. Such training teaches the 
patient skills that will enable him or her to maintain gains and deal with any potential 
setbacks. 

 Not all patients will be able to complete a course of CBT. For some, the 
commitment level is too high. For others, the anxiety induced by facing or thinking about 
the feared objects or events is simply too strong. Anywhere from 22 to 30% of patients 
are expected to drop out or refuse to comply with exposure and response prevention 
therapy (Foster & Eisler, 2001). Some patients will fail to respond to both standard 
pharmacologic options and to outpatient CBT. Others will achieve a partial response, 
but will not be able to achieve a satisfactory level of functioning. If individual therepy 
does not yield the desired results, patients have the option of trying group therapy, but 
for those with OCD of mild to moderate severity, APA practice guidelines recommend 
individual therapy (American Psychological Association, 2007). A subset of patients are 
so disabled by symptoms that they are unable to participate in standard outpatient 
treatment; such patients should generally be referred to specialty psychiatric care, 
preferably to a physician with expertise in OCD. 

Some OCD patients prefer behavioral therapy (BT) that focuses on exposure and 
response prevention in treating their disorders (Olatunji et al., 2013; Greist et al., 2003; 
National Institute for Health and Clinical Excellence, 2006). BT is based on principles of 
learning; it derives from the theory that compulsive behavior is performed in order to 
avoid obsessional anxiety, which in turn is negatively reinforced by the reduction in 
distress that it engenders (Olatunji et al., 2013; Mowrer, 1951). The behavioral 
treatment derived from this theory involves gradual prolonged exposure to fear-eliciting 
stimuli or situations combined with instructions to abstain from compulsive behavior 
(Olatunji et al., 2013). The effectiveness of utilizing BT for the treatment of OCD is 
demonstrated by the high percentage of successful treatments (e.g., approximately 75% 
of patients achieving responder status (Olatunji et al., 2013)), and by the results of 
several meta-analyses that show treatment gains often persists after treatment 
discontinuation (Whittal, Robichaud, Thordarson, & McLean, 2008).

Many professionals argue that unlike ERP, CBT targets the variables 
believed to control the existence of the disorder (Wilhelm et al., 2009). The cognitive 
model of OCD (Rachman, 1997; Salkovskis, 1989) suggests that the distinguishing 
characteristic of OCD is not the experience of intrusive thoughts per se but, rather, 
dysfunctional beliefs about the presence or significance of the intrusive thoughts. A 
prominent cognitive model of OCD is that inflated perceptions of responsibility—the 
belief that one has power to bring about or prevent crucial negative outcomes—
accounts for the development and maintenance of OCD (Salkovskis, Shafran, 
Rachman, & Freeston, 1999). Based on this formulation, CBT may achieve its desired 
effect by reducing perceptions of responsibility. Initial treatment outcome findings have 
provided supportive evidence for the efficacy of CBT for OCD (Van Oppen et al., 1995; 
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Wilhelm et al., 2005, 2009). 

If an adequate response is not achieved, multi-modal treatment may be 
appropriate. For instance, individuals suffering from severe OCD symptoms should 
consider pharmacotherapy either in addition to CBT or prior to CBT. The addition of 
pharmacological therapy may reduce baseline anxiety levels or may even help mitigate 
symptoms of comorbid disorders, thereby reducing attrition rates and fostering improved 
treatment outcomes.

C. Pharmacological Therapy
The American Psychiatric Association (APA) recommends two options for first-

time therapy: Serotonin Reuptake Inhibitors (SRIs) and/or CBT (American Psychiatric 
Association, 2007). The most common type of SRI used to treat OCD are Selective 
Serotonin Reuptake Inhibitors (SSRIs); most patients will tolerate SSRIs well, but some 
patients experience significant side effects. Another type of medicine used to treat OCD 
is Trycilic Anti-Depressant (TCA).

One meta-analysis suggested that SRIs and CBT are equally effective, but the 
authors admitted that there was not enough evidence to draw a firm conclusion (Kobak, 
Greist, Jefferson, Katzelnick & Henk, 1998). There also appears to be a benefit to 
combining SRIs with CBT in some patients.  In addition, there is some limited evidence 
that CBT, alone or in combination with medication, may lead to lower symptom severity 
after treatment is discontinued (Hembree, Riggs, Kozak, Franklin, Foa, 2003; Simpson, 
Liebowitz, Foa et al. 2004). The APA suggests combining treatments (e.g., CBT and 
SRIs) for patients who either: do not respond adequately to monotherapy; who wish to 
limit the duration of SRIs; who have comorbidities that will benefit from SRIs; or who 
have severe OCD (American Psychiatric Association, 2007).

A randomized controlled trial to examined the effects of augmenting SRIs with 
exposure and ritual prevention (Simpson, Foa, Liebowitz, et al., 2008). The trial sample 
consisted of 108 adult OCD outpatients, all of whom had been taking an SRI at a 
therapeutic dose for at least twelve weeks prior to entrty, yet still had a Y-BOCS total 
score of 16 or greater. In addition to continuing with SRI usage, the patients had 
seventeen biweekly sessions of CBT—either an OCD-specific program of exposure and 
ritual prevention, or a control setting of stress management training. After eight weeks, 
patients who received the exposure and response prevention sessions were more likely 
to have at least a 25% decrease in severity and a score of 12 or less on the Y-BOCS 
scale. Similarly, the Pediatric OCD Treatment Study II (POTS II) was compared the 
effectiveness of SRI therapy alone to SRI therapy plus CBT. In addition to continued 
SRI usage, patients either: participated in fourteen one-hour CBT sessions; were given 
CBT instructions at medication management visits; or simply continued with SRI usage 
(Franklin, Sapyta, Freeman, et al, 2011). Each of the three study groups consisted of 
forty-two  patients. The measure for success was 30% improvement from initial Y-BOCS 
scores. The success rate of combining SRI and CBT (68.8%) was twice as high as SRI 
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plus instruction (34%) and medication alone (30%) (Franklin, Sapyta, Freeman, et al, 
2011). 

Studies suggest that 40-60% of patients will have a clinically useful response to 
SRIs and 20-40% of patients will actually experience a decrease in symptoms 
(Catapano, Perris, Masella, Rossano, Cigliano, Magliano & Maj, 2006). Data on long-
term improvement is limited. In a three-year prospective follow-up study, seventy-nine 
Italian OCD patients treated with SSRIs were studied (Catapano, Perris, Masella, 
Rossano, Cigliano, Magliano & Maj, 2006). Some of these patients also received 
augmented therapy that consisted of low doses of neuroleptics. The researchers found 
that there was a 65% probability of achieving at least partial remission and a 38% 
probability of achieving full remission. However, the rate of relapse was 60%. Patients 
presenting either with severe symptoms; symptoms that had persisted for a long 
duration; or comorbid schizotypal personality disorder experienced the worst outcomes 
(Catapano, Perris, Masella, Rossano, Cigliano, Magliano & Maj, 2006). 

Choice of SSRI (e.g., Fluoxetine, Citalopram) should be individualized and 
should include a consideration of the following: drug-specific side effects; drug-drug 
interactions; comorbidities; and past response. Some professionals have suggested that 
the response of first-degree relatives to certain medications may indicate an increased 
chance for response, but additional research is necessary before a recommendation 
may be made. Citalopram is the most serotonin-selective of the SSRIs. Although it does 
not have an FDA-approved indication for OCD, the APA guidelines include it as an SSRI 
option for the treatment of OCD (American Psychiatric Association, 2007). A twelve-
week study of 401 OCD patients was conducted in order to evaluate the effectiveness 
of Citalopram in the treatment. Different doses of Citalopram and a placebo were 
administered; patients were deemed to have improved if at the end of twelve weeks 
their initial Y-BOCS score was reduced by 25%. (Montgomery, Kasper, Stein, Hedegarrd 
& Lemming, 2001). The percentage of patients who reached this endpoint was 
significantly higher in the treatment groups: 65% of subjects at 60 mg per day, 52% at 
40 mg per day, and 57% for 20 mg per day; compared to 37% of subjects receiving the 
placebo. Subsequent to this study, the FDA issued a warning advising patients and 
prescribers that Citalopram should no longer be used at a dosage greater than 40 mg 
due to risk of potentially fatal abnormal heart beat (American Psychiatric Association, 
2007).

Clomipramine is a TCA with multiple actions—including significant activity as a 
serotonin reuptake inhibitor. It was the first medication approved in the United States for 
the treatment of OCD (Math & Janardhan Reddy, 2007). Some studies have suggested 
that Clomipramine is more effective than the SSRIs, while others have found that the 
two were either equally effective, or that SSRIs were actually more effective (Math & 
Janardhan Reddy, 2007). It must be noted that Clomipramine does have a higher 
potential for adverse effects—anticholinergic side effects are common, and overdoes 
can lead to cardiac arrhythmias, seizures, hypotension and even death.
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The usage of many SSRIs for OCD treatment is supported by placebo-controlled 
experiments, and the available evidence suggests that efficacy is similar amongst this 
class of drugs. However, actual relative efficacy is unknowns since no trials have 
compared all of the SSRIs under controlled conditions (Math & Janardhan Reddy, 
2007). Furthermore, different trials have used different definitions for response, making 
comparisons difficult.

Although Clomipramine and the SSRIs are also used to treat depression, their 
use in the treatment of OCD has somewhat different parameters (Math & Janardhan 
Reddy, 2007). For instance, OCD patients may require higher doses, and the onset of 
action may be slower—patients suffering from depression may actually see an 
improvement as early as one week after the initiation of treatment. The APA guidelines 
recommend a reevaluation of treatment for patients with major depressive disorder if 
moderate improvements have not occurred after six-eight weeks. A full trial of SRI 
therapy for depression takes eight to twelve weeks, while SRI therapy for OCD only 
takes four to six weeks.](American Psychiatric Association, 2007).

The common side effects of both SRIs and SSRIs include: nausea;, agitation; 
and sleep disturbances; these side effects usually occur when the medication is first 
started and disappear over the first few weeks to months. (American Psychiatric 
Association, 2007). This should be explained to patients, so that they are encouraged to 
continue with the medication (American Psychiatric Association, 2007). In some cases, 
lowering the dose, changing the timing of doses, or changing to a different SRI will help 
to alleviate side effects. For instance  it may be helpful to switch to Clomipramine, 
Venlafaxine (a serotonin-norepinephrine reuptake inhibitor)—although research has 
shown that switching to this drug may be less effective than switching to another SRI, or 
even Mirtazapine—although supporting evidence is limited with this specific drug. In 
other cases, patients may benefit from additional medication (i.e., a second-generation 
anti-psychotic) may also be helpful (American Psychiatric Association, 2007).

Some patients will be partial responders to SSRIs, meaning that some of their 
symptoms will improve but their functioning will still be impaired. For these patients, the 
APA recommends continuing the pharmacotherapy but augmenting it with either a 
second-generation anti-psychotic or CBT. Anti-psychotics alone have not proven useful 
in OCD. However, there is some evidence supporting their use to augment SRI therapy, 
with response rates of about 40-55% (American Psychiatric Association, 2007). 
Unfortunately, details regarding how best to use the drug (i.e. dosage, duration) and 
which patients subsets are ideal candidates has not yet been established.

 Certain side effects are more likely to occur with certain SSRIs. For example, 
weight gain is more likely to occur with Paroxetine that with any other medication used 
in the treatment of OCD, depression, or GAD. If insomnia occurs, patients should take 
the SSRI in the morning and/or should consider the using a sleep-promoting agent 
(Modafinil or other medications for narcolepsy may help with fatigue). 
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Excessive diaphoresis may be improved with the addition of a low-dose 
anticholinergic. Sexual symptoms, including decreased libido and difficulty with orgasm, 
may be difficult to overcome. In some cases, sexual symptoms will decrease over time. 
Some patients may be willing to wait until OCD symptoms have improved and weaning 
from the SSRI is appropriate. Some patients may benefit from a “drug holiday”—
stopping the SSRI for one day before a sexual encounter. In general, stopping an SSRI 
abruptly is not recommended due to the possibility of withdrawal effects, but with most 
of the SSRIs, missing one dose is not expected to cause an adverse reaction. The use 
of this technique with Paroxetine and Fluoxetine is not recommended due to the short-
half life of Paroxetine and the long half-life of Fluoxetine. SSRIs and Clomipramine carry 
a warning from the FDA regarding a possible increased risk of suicide in children, 
adolescents, and young adults. Patients should be closely monitored for suicidal 
thoughts throughout therapy, particularly when beginning treatment or altering the 
dosage.

The best duration for the use of pharmacotherapy in OCD treatment has not 
been determined. A minimum of 1 to 2 years has been recommended considered 
withdrawal (American Psychiatric Association, 2007). The decision to continue or to stop 
medication should be discussed with each patient. As noted, neither SSRIs nor 
Clomipramine should be stopped abruptly. Instead, these medications should be 
tapered slowly, decreasing by 10-25% every 1-2 months (American Psychiatric 
Association, 2007). Sudden discontinuation can cause Drug Discontinuation Syndrome, 
where patients may experience one or more of the following symptoms: nausea and 
vomiting; headache: dizziness: insomnia: agitation; lethargy; paresthesias; and 
myoclonic jerks.

D. GROUP VS. INDIVIDUAL THERAPY
Group therapy is an effective treatment option, but for a long time it was unclear 

where it stood compared to individual therapy or which components yielded the best 
results (i.e., CT and/or ERP). The majority of those who complete such treatment will 
experience substantial decreases in obsessions and compulsions that will be retained 
over time. When delivered individually, CT is considered to be the gold standard 
psychological treatment, meaning that patients and therapists have wider treatment 
options. However, given the cost of OCD treatment and the lack of trained clinicians, 
group ERP is a cost-effective and practical solution. For twelve weeks, a group of 
ninety-three patients receive two one-hour weekly sessions of either: group BT, 
individual BT, or progressive muscle relaxation  (Fenger, Mortensen, Rasmussen & Lau, 
2007). Results indicated that group BT was just as effective as individual BT in reducing 
OCD symptoms. (Fenger, Mortensen, Rasmussen & Lau, 2007). However, when 
another group of patients under the same circumstances received one two and a half-
hour weekly session, group BT was found to be slightly more effective than group CBT 
in that group CBT reduced OCD symptoms and overvalued ideas and improved patient 
self-reported quality of life (Fenger, Mortensen, Rasmussen & Lau, 2007).
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The same research group also compared group CBT with pharmacological 
treatment. Patients in the CBT group had one weekly two-hour session for 12 weeks, 
while patients in the pharmacological group had a 20-minute weekly visit and were 
given  100 mg sertraline per day for 12 weeks (Fenger, Mortensen, Rasmussen & Lau, 
2007). Results indicated that there was no significant difference in symptom reduction 
between the two groups, but group CBT was associated with significant reduction in 
compulsion and the highest rate of remission of symptoms. The most recent study 
compared individual CBT and group CBT with identical CBT protocols. Group CBT 
patients received ten weekly two-hour sessions, while individual CBT patients received 
ten weekly one-hour sessions. (Fenger, Mortensen, Rasmussen & Lau, 2007) The 
expectation was that individual CBT patients would experience better results because of 
the complex and idiosyncratic nature of obsessions and compulsions, but no significant 
difference between the two was observed (Fenger, Mortensen, Rasmussen & Lau, 
2007). The authors argued that less time for each patient was compensated by the fact 
that group treatment facilitates motivation and homework completion. Therefore, group 
treatment is just as effective as individual treatment, with the added benefits of requiring 
fewer interactions with therapists and costing less (Fenger, Mortensen, Rasmussen & 
Lau, 2007). 

In conclusion, the available studies suggest that group CBT is just as efficient as 
individual CBT in the treatment of  OCD (Fenger, Mortensen, Rasmussen & Lau, 2007). 
These studies showed moderate-large effects, with the largest shown in comparable 
studies of OCD group therapy. However, differences amongst the studies with respect to 
treatment programs, patient characteristics, training of therapists, and methodological 
factors may have something to do with these differences (Fenger, Mortensen, 
Rasmussen & Lau, 2007).

VII. CONCLUSION
OCD is obviously a disheartening illness that affects interpersonal relationships, 

professional endeavors, and one’s overall quality of life. Despite having straightforward 
criteria for diagnosing the disorder, an OCD diagnosis is frequently missed. Varied 
presentations, comorbidities, and patients' own hesitation to discuss symptoms can 
cloud the diagnosis. Physicians must be familiar with the diagnostic criteria and with the 
variations in presentation in order to identify patients with OCD can all contribute to an 
improper diagnosis. OCD can be challenging; however, recognition and appropriate 
care can help many patients reduce or even eliminate disability. The information 
explicated in this course has provided both clinicians and practitioners with all of the 
tools that they need to improve the lives of their OCD clients,
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