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This continuing education monograph examines the results of a comparative 
effectiveness review to assess the efficacy, comparative effectiveness, and harms of 
psychological and pharmacological treatments for adults with posttraumatic stress 
disorder (PTSD). 



2 
 INTRODUCTION 

The Institute of Medicine (IOM) and various Federal 
agencies (e.g., the Veterans Health Administration [VA]) 
have identified PTSD as a priority area for quality 
improvement and comparative effectiveness research; 
these decisions are based, in part, on evidence of higher 
rates of PTSD among service members returning from 
operations in Afghanistan and Iraq than previously 
reported, and their increased need for mental health 
services.1 In response to this need, a comparative 
effectiveness review was undertaken to examine what is 
known about the efficacy, comparative effectiveness, and 
harms of psychological and pharmacological treatments 
for adults with PTSD. Comparative effectiveness reviews 
are comprehensive systematic reviews of the literature 
that usually compare two or more types of treatment for 
the same health condition. The literature included in this 
review was identified through searches for trials 
published from January 1, 1980, to May 24, 2012. 
Studies evaluating complementary and alternative 
medicine interventions were not included in the review.  
Furthermore, the review was limited to people with a 
diagnosis of PTSD; it did not address those at risk of 
developing PTSD or interventions to prevent the 
development of PTSD. 

 
  

WHAT’S INSIDE 

→ Background about posttraumatic 
stress disorder (PTSD). 

→ Description of current treatments 
for adults with PTSD. 

→ Methodology of the comparative 
effectiveness review. 

→ Key Questions addressed. 

→ Results of the comparative 
effectiveness review. 

→ Conclusions about the efficacy, 
comparative effectiveness, and 
adverse effects of treatments for 
PTSD in adults. 

→ What to discuss with patients 
and caregivers. 

AHRQ COMPARATIVE EFFECTIVENESS REVIEW PROCESS 

AHRQ considers topics for systematic review that are nominated through a public process, 
including submissions from health care professionals, professional organizations, the private 
sector, policymakers, members of the public, and others. A systematic review of all relevant 
clinical studies is conducted by independent researchers, funded by the Agency, to 
synthesize the evidence in a report in order to summarize what is known and not known about 
the clinical issue. The research questions and the results of the report are subject to expert 
input and peer review, and are posted for public comment. 

The systematic review included 92 unique studies. Of these studies, 77 studies were included in 
quantitative syntheses (i.e., meta-analyses). The full report is available at the Agency for Healthcare 
Research and Quality’s (AHRQ’s) Effective Health Care Program Web site 
(http://effectivehealthcare.ahrq.gov).  

This monograph is a summary of the full report. It is provided to inform discussions of options with patients 
and their caregivers and to assist in decision making along with consideration of a patient’s values and 
preferences. Reviews of evidence should not be construed to represent clinical recommendations or 
guidelines. 

 

http://effectivehealthcare.ahrq.gov/
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 BACKGROUND 

PTSD is a mental disorder that may develop 
following exposure to a traumatic event. 
According to the 4th edition text revision of the 
Diagnostic and Statistical Manual of Mental 
Disorders (DSM-IV-TR),2 the essential feature of 
PTSD is the development of characteristic 
symptoms following exposure to a traumatic 
stressor. PTSD is characterized by three core 
symptom clusters: (1) reexperiencing symptoms; 
(2) avoidance and numbing symptoms; and (3) 
hyperarousal symptoms. The full DSM-IV-TR 
criteria are listed in Table 1. 

Table 1. Diagnostic Criteria for PTSD 
Criterion 
(# of symptoms met) Symptom or Description 

A: Trauma (both) 
• Traumatic event that involved actual or threatened death, serious injury, or threat to 

physical integrity 
• Intense response of fear, helplessness, or horror 

B: Reexperiencing 
symptoms (≥ 1) 

• Intrusive recollections of events 
• Recurrent distressing dreams of the event 
• Acting or feeling as if the traumatic event were recurring 
• Distress at internal or external reminders of the trauma 
• Physiological reaction to internal or external reminders 

C: Persistent avoidance 
and numbing (≥ 3) 

• Avoidance of thoughts, feelings, or conversations associated with trauma 
• Avoidance of activities, places, or people that arouse recollections of trauma 
• Failure to recall an important aspect of trauma 
• Loss of interest or participation in significant activities 
• Detachment from others 
• Restricted range of affect 
• Lost sense of the future 

D: Hyperarousal (≥ 2) 

• Difficulty falling or staying asleep 
• Irritability or outburst of anger 
• Difficulty concentrating 
• Hypervigilance 
• Exaggerated startle response 

E: Duration of 
disturbance • Duration of disturbance symptoms > 1 month 

F: Clinically significant 
distress or impairment 

• Disturbance causes clinically significant distress or impairment in social, occupational, 
or other important areas of function 

Traumatic events that are directly experienced include the following: military combat, motor vehicle 
collisions, violent personal assault, being taken hostage, a terrorist attack, torture, natural or human-caused 
disasters, and, in some cases, being diagnosed with a life-threatening illness.2 According to a 2008 IOM 
report on the treatment of patients with PTSD, the condition develops in some people “…who are exposed 
to extreme stressors, and symptoms of PTSD almost always emerge within days of the trauma.”3 PTSD is 
also frequently associated with other psychiatric disorders; data from epidemiologic studies have found that 
a high percentage of individuals with PTSD have another psychiatric disorder, most notably substance use 
disorders or major depressive disorder.4 

 

 
LEARNING OBJECTIVES 

 Discuss the efficacy and comparative 
effectiveness of different psychological treatments 
for adults diagnosed with PTSD.  

 Discuss the efficacy and comparative 
effectiveness of different pharmacological 
treatments for adults diagnosed with PTSD. 

 Identify the important adverse effects associated 
with treatments for adults diagnosed with PTSD. 

 Identify current gaps in the evidence base related 
to the psychological and pharmacological 
treatments for adults with PTSD. 
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EPIDEMIOLOGY OF PTSD 

Shortly after exposure to trauma, 
many people experience some of 
the symptoms of PTSD. In most 
people, those symptoms resolve 
spontaneously in the first several 
weeks after the trauma. However, in 
approximately 10 percent to 20 
percent of those exposed to trauma, 
PTSD symptoms persist and are 
associated with impairment in social 
or occupational functioning.5 
Although approximately 50 percent 
of those diagnosed with PTSD 
improve without treatment in 1 year, 
10 percent to 20 percent develop a 
chronic unremitting course (see 
Figure 1).6 

 

Figure 1. Natural History After Exposure to Trauma, and Course of PTSD 
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The 2000 National Comorbidity Survey—Replication (NCS-R) estimated lifetime prevalence of PTSD 
among adults in the United States to be 6.8 percent (9.7% in women and 3.4% in men) and current (12-
month) prevalence to be 3.6 percent (5.2% in women and 1.8% in men) (see Figure 2).7 The probability of 
development of PTSD is a function of both the probability of exposure to traumatic events and the risk of 
developing PTSD among those exposed to trauma. 

 

 
Figure 2. U.S. Prevalence of PTSD among Adults 
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Figure 4. Potential Treatment Outcomes
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Some demographic or occupational groups, such as military personnel, are at higher risk of PTSD 
because of higher rates of exposure to trauma. Estimates from the National Vietnam Veterans 
Readjustment Survey (NVVRS) found a lifetime PTSD prevalence estimate of 18.7 percent and a 
current PTSD prevalence estimate of 9.1 percent among Vietnam veterans.7 Surveys of military 
personnel returning from operations in Afghanistan and Iraq have yielded estimates ranging from 6.2 
percent for U.S. service members who fought in Afghanistan to 12.6 percent for those who fought in 
Iraq (see Figure 3).8   

Figure 3. 12-Month Prevalence of PTSD in Military Personnel Versus General Adult Population in the 
U.S. 
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TREATMENT STRATEGIES FOR PTSD 

The main goals of treatment for PTSD 
among adults are listed in Figure 4. One 
primary outcome in PTSD treatment is 
reduction of PTSD symptoms, which can 
include both clinician-rated and self-
reported measures. In addition, other 
important outcomes include remission (i.e., 
no longer having symptoms); loss of PTSD 
diagnosis (i.e., no longer meeting 
diagnostic criteria, but possibly still having 
some symptoms); prevention or reduction 
of coexisting medical or psychiatric 
conditions (e.g., reduced symptoms of 
depression or anxiety); improved quality of 
life; improved functioning; and ability to 
return to work or to active duty. 
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Treatments available for PTSD span a variety of psychological and pharmacological categories. Both appear 
to be mainstays of treatment cited in treatment guidelines.9 Most guidelines identify trauma-focused 
psychological treatments over pharmacological treatments as a preferred first step and view medications as 
an adjunct or a next-line treatment.10–13 The guideline from the International Society for Traumatic Stress 
Studies recognizes that practical considerations, such as unavailability of trauma-focused psychological 
treatment or patient preferences, may guide treatment decisions.14 

Psychological Treatments 

Specific psychological interventions that have been studied for the treatment of patients with PTSD are 
described below (see Table 2). These therapies are designed to minimize the intrusion, avoidance, and 
hyperarousal symptoms of PTSD by reexperiencing and working through trauma-related memories and 
emotions, targeting distorted cognitions, teaching better methods of managing trauma-related stressors, or a 
combination of these approaches.3 The therapies are delivered predominantly to individuals; some can also 
be conducted in a group setting.15,16  

Table 2. Types of Psychological Treatments 
Intervention Description Components/Goals 
Brief eclectic 
psychotherapy17,18 

• 16-session manualized 
treatment 

• Combines cognitive-behavioral 
and psychodynamic approaches 

• Psychoeducation with partner or close friend 
• Catharsis of grief and helplessness through 

imaginal exposure 
• Expression of aggressive feelings through 

writing and use of mementos 
• Domain of meaning focused on learning from 

the trauma 
• Farewell ritual to end treatment 

Cognitive-behavioral 
therapy (CBT)3,14,19,20 

• Typically, at least 8-12 weekly 
sessions; 60-90 minutes each 

• Includes components from both 
behavioral and cognitive therapy 

• Group or individual therapy 
• Variety of specific or mixed 

types of therapy 

• Broad category of therapies 
• Specific types include: cognitive therapy, 

cognitive processing therapy, cognitive 
restructuring, coping skills therapy, exposure-
based therapy 

• Mixed therapies contain components of the 
various specific types of CBT 

Cognitive therapy 
(type of CBT) 

• Brief, goal-oriented, and time-
limited 

• Variants of cognitive therapy 
include cognitive restructuring 
and cognitive processing 
therapy 

• Help identify distorted thinking 
• Modify existing beliefs 
• Improve ability to cope and change problematic 

behaviors 

Cognitive processing 
therapy21 
(type of CBT) 

• 12-session manualized 
treatment; 60-90 minutes each 

• Psychoeducation 
• Written accounts about traumatic event 
• Cognitive restructuring addressing beliefs about 

event’s meaning and implications of the trauma 
Cognitive 
restructuring3,14 
(type of CBT) 

• 8-12 sessions; 60-90 minutes 
each 

• Aims to facilitate relearning of thoughts and 
beliefs generated from the event 

• Increase awareness of dysfunctional thoughts 
• Correct or replace dysfunctional thoughts with 

adaptive and rational cognitions 
Interpersonal therapy22 • Acute phase: 10-20 weekly 

sessions 
• Maintenance phase: Time-

unlimited phase following acute 
phase 

• Dynamically informed psychotherapy 
• Aims to alleviate suffering and improve 

interpersonal functioning 
• Focuses on interpersonal relationships 
• Improve patient’s social support 
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Table 2. Types of Psychological Treatments (Continued) 
Intervention Description Components/Goals 
Coping skills therapy⃰ 
(type of CBT)3,14 

• ≥ 8 sessions; 60-90 minutes 
each 

• Comprehensive interventions 
(e.g., stress inoculation 
training) require 10-14 
sessions 

May include the following: 
• Stress inoculation training 
• Assertiveness training 
• Biofeedback, including brainwave 

neurofeedback 
• Relaxation training 
• Education 
• Muscle relaxation training 
• Breathing retraining 
• Role-playing 
• Interventions to manage anxiety 

Exposure-based 
therapy3,14,23 
(type of CBT) 

• 8-12 weekly or biweekly 
sessions; 60-90 minutes each 

• Prolonged exposure is a 
manualized intervention 
including imaginal and in vivo 
exposure23 

• Confrontation with frightening stimuli related to 
trauma 

• Imaginal exposure using mental imagery from 
memory or introduced by the therapist 

• In vivo exposure requires confrontation of real-
life situations 

• Aims to eliminate conditioned emotional 
response to traumatic stimuli 

CBT-mixed therapies • Use of components of CBT   
• Combinations of components 

do not fit into above-named 
CBT types 

• Number and length of sessions 
vary 

May include any of the following: 
• Psychoeducation 
• Self-monitoring 
• Stress management 
• Relaxation training 
• Skills training 
• Exposure: imaginal, in vivo, or both 
• Cognitive restructuring 
• Guided imagery 
• Mindfulness training 
• Breathing retraining 
• Crisis/safety planning 
• Relapse prevention 

Eye movement 
desensitization and 
reprocessing (EMDR)3,20 

• 8-12 weekly sessions; 90 
minutes each 

• Patient holds distressing image in mind along 
with associated negative cognition and bodily 
sensation while engaging in saccadic eye 
movements for 20 seconds 

• Patient asked to then “blank it out,” breathe 
deep, and note any changes occurring in the 
image, sensations, thoughts, or emotions 

• Process repeated until desensitization has 
occurred 

Hypnosis3,14 • Number and length of sessions 
vary 

• Used as an adjunct to psychodynamic, 
cognitive-behavioral, or other therapies 

Psychodynamic 
therapy3,14,20 

• Number and length of sessions 
vary 

• Overall duration of 3 months to 
7 years 

• Explores psychological meaning of a traumatic 
event 

• Goal to bring unconscious memories into 
conscious awareness 

*This category includes a range of active psychotherapeutic treatments (e.g., stress inoculation training) and some 
comparison treatments that are generally intended as a control group (e.g., relaxation). The systematic review did not 
evaluate an overall effect for this category, but did examine results separately for the various therapies included. Not all 
of these coping skills are considered CBT. 
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The full systematic review on the efficacy, comparative effectiveness, and safety of psychological and 
pharmacological treatments on PTSD can be found on AHRQ’s Effective Health Care Program Web 
site.25 

Available at: http://www.effectivehealthcare.ahrq.gov.  

Pharmacological Treatments 

Pharmacotherapies, including selective serotonin reuptake inhibitors (SSRIs), serotonin and 
norepinephrine reuptake inhibitors (SNRIs), tricyclic antidepressants, monoamine oxidase (MAO) 
inhibitors, other second-generation antidepressants, atypical antipsychotics, anticonvulsants or mood 
stabilizers, adrenergic agents, benzodiazepines, and other treatments such as naltrexone, cycloserine, 
and inositol have been studied for treatment of patients with PTSD.3 Specific medications within these 
drug classes that have been studied or used in treating PTSD are listed in Table 3. Currently, only 
paroxetine and sertraline are approved by the U.S. Food and Drug Administration for treatment of 
patients with PTSD. 

Table 3. Medications Used or Studied in Adults With PTSD 

Class Drug 

SSRIs citalopram, escitalopram, fluoxetine, fluvoxamine, paroxetine, 
sertraline 

SNRIs desvenlafaxine, venlafaxine, duloxetine 

Other second-generation antidepressants bupropion, mirtazapine, nefazodone, trazodone 

Tricyclic antidepressants imipramine, amitriptyline, desipramine 

Alpha-blockers prazosin 

Second-generation (atypical) antipsychotics olanzapine, risperidone 

Anticonvulsants (mood stabilizers) topiramate, tiagabine, lamotrigine, carbamazepine, divalproex 

Benzodiazepines alprazolam, diazepam, lorazepam, clonazepam 

Key: SNRI, serotonin and norepinephrine reuptake inhibitors; SSRI, selective serotonin reuptake inhibitors 

CLINICAL KEY QUESTIONS 
The following six Key Questions were investigated in the report: 

Key Question 1: What is the comparative effectiveness of different psychological treatments for adults 
diagnosed with PTSD? 

Key Question 2: What is the comparative effectiveness of different pharmacological treatments for adults 
diagnosed with PTSD? 

Key Question 3: What is the comparative effectiveness of different psychological treatments versus 
pharmacological treatments for adults diagnosed with PTSD? 

Key Question 4: How do combinations of psychological treatments and pharmacological treatments 
(e.g., CBT plus paroxetine) compare with either one alone (i.e., one psychological or one 
pharmacological treatment)? 

Key Question 5: Are any of the treatment approaches for PTSD more effective than other approaches 
for victims of particular types of trauma? 

Key Question 6: What adverse effects are associated with treatments for adults diagnosed with PTSD? 

 

http://www.effectivehealthcare.ahrq.gov/
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 INCLUSION CRITERIA 

Studies that evaluated the participants, interventions, comparators, and outcomes listed in Table 4 were 
included for review. Studies that included populations at risk of developing PTSD or that evaluated 
interventions aimed at preventing PTSD were not included in the systematic review. Studies evaluating 
complementary and alternative medicine interventions were also not included. 

Table 4. Inclusion Criteria for the Systematic Review 
 Inclusion Criteria 

Participants Adults with PTSD based on Diagnostic and Statistical Manual of Mental Disorders criteria (See 
Table 1) 

Interventions Psychological treatments as listed in Table 2 
Pharmacological treatments as listed in Table 3 

Comparators 

KQ 1: Psychological interventions compared with one another or with waitlist assignment, usual 
care (as defined by the study), no intervention, or sham 
KQ 2: Pharmacological interventions compared with one another or to placebo 
KQ 3: Psychological interventions compared with pharmacological interventions  
KQ 4: Combinations of psychological and pharmacological interventions compared with either 
one alone (placebo, waitlist assignment, usual care, no intervention, or sham may be used in 
conjunction with the monotherapy arm) 
KQs 5 and 6: All studies including the comparators for KQs 1 through 4 

Outcomes 

• PTSD symptom reduction 
• Prevention or reduction of comorbid medical or psychiatric conditions 
• Remission (no longer having symptoms) 
• Loss of PTSD diagnosis 
• Quality of life 
• Disability or functional impairment 
• Return to work or return to active duty 
• Adverse events: Overall adverse events, withdrawals due to adverse events, and specific 

adverse events (including, but not limited to, disturbed sleep, increased agitation, sedation, 
weight gain, metabolic side effects, and mortality) 

Timing At least 4 weeks from the time of group assignment for trials 

Setting 
• Outpatient and inpatient primary care or specialty mental health care settings 
• Community settings (e.g., churches, community health centers, rape crisis centers) 
• Military settings 

Key: KQ, Key Question; PTSD, posttraumatic stress disorder 

KEY QUESTIONS IN RELATION TO EACH OTHER 

The investigative team developed an analytic framework to guide the systematic review process. The 
population consists of adult patients with a diagnosis of PTSD. Because a goal was to assess whether 
the evidence suggested any differences in response to various treatments for trauma subgroups, such 
as military personnel and those with comorbid psychiatric or medical conditions, the team identified 
subgroups of interest as noted in Figure 5. 
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Figure 5. Key Questions in Relation to Each Other 
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STRENGTH OF EVIDENCE 

Throughout this monograph, strength-of-evidence ratings are assigned to findings of the systematic 
review. Strength of evidence is typically assigned to reviews of medical treatments after assessing four 
domains: risk of bias, consistency, directness, and precision. Available evidence for each Key Question 
was assessed for each of these four domains; these assessments were then used to assign the overall 
strength of evidence for each Key Question and the following outcomes: PTSD symptom reduction, 
remission, loss of diagnosis, prevention or reduction of comorbid medical or psychiatric conditions, 
quality of life, disability or functional impairment, return to work or to active duty, and adverse events, as 
recommended in the AHRQ Methods Guide.26 Table 5 provides the ratings and corresponding definitions. 

A “High” strength of evidence grade is assigned if further research is very unlikely to change the 
confidence in the estimate of effect, based on consistent findings from low risk of bias studies that 
directly address the populations and outcomes of interest and provide precise estimates of effects. A 
“Moderate” grade is assigned if further research may change the confidence in the estimate of effect and 
may change the estimate, due to methodological limitations, imprecision, indirectness, or inconsistency. 
A “Low” strength of evidence grade is assigned if further research is likely to change the confidence in 
the estimate of effect and is likely to change the estimate. And an “Insufficient” grade is assigned if 
evidence either is unavailable or does not permit estimation of an effect. 

A Note on Clinical Significance 

Definitive thresholds for clinically significant changes are not well established for many of the 
measures used in the included studies, although there are some general guideposts. For example, 
some suggest that a reduction of 15 points on the Clinician-Administered PTSD Scale (CAPS) 
constitutes a clinically significant reduction.27 However, this cutoff has not been validated and is 
somewhat uncertain. For the PTSD Checklist, some have considered a reduction of five or more 
points to indicate a clinically significant response.28 For the Hamilton Depression Rating Scale (HAM-
D) and the Beck Depression Inventory (BDI), a three-point improvement has been considered 
clinically meaningful.29 For continuous outcomes for which a standardized mean difference (SMD) 
was calculated (when data from different scales are combined), an effect size of approximately 0.5 (a 
“medium” effect size)30 or higher has been considered a threshold for clinically significant benefit. 

Table 5. Strength of Evidence Ratings 

High    
High confidence that the evidence reflects the true effect. Further research is very 
unlikely to change the confidence in the estimate of effect.  

Moderate    
Moderate confidence that the evidence reflects the true effect. Further research may 
change the confidence in the estimate of effect and may change the estimate.  

Low  
Low confidence that the evidence reflects the true effect. Further research is likely to 
change the confidence in the estimate of effect and is likely to change the estimate.  

Insufficient  Evidence either is unavailable or does not permit estimation of an effect. 
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RESULTS 

Included Studies 

The searches identified 101 published articles reporting on 92 relevant studies. All were randomized 
controlled trials. Of the 92 studies, 77 were included in meta-analyses. 

Key Question 1. Psychological Treatments for PTSD  

Efficacy of Psychological Treatments 

Among the psychological treatments, the strongest evidence of efficacy for improving PTSD symptoms 
and achieving loss of PTSD diagnosis was for exposure-based therapy (high and moderate strength of 
evidence, respectively). Evidence of moderate strength also supports the efficacy of cognitive processing 
therapy, cognitive therapy, cognitive-behavioral therapy (CBT)-mixed therapies, eye movement 
desensitization and reprocessing (EMDR), and narrative exposure therapy for improving PTSD 
symptoms and/or achieving loss of PTSD diagnosis. 

Effect sizes were generally large for psychological treatments, with moderate strength of evidence 
supporting efficacy for improving PTSD symptoms (e.g., reduction in CAPS from 28.9 to 32.2), and 
numbers needed to treat (NNTs) were ≤ 4 to achieve one loss of PTSD diagnosis for cognitive 
processing therapy, cognitive therapy, CBT-exposure, CBT-mixed, and EMDR. Table 6 summarizes the 
main findings and strength of evidence for the psychological treatments with evidence of efficacy for the 
most commonly reported outcomes: PTSD symptoms, loss of PTSD diagnosis, and depression 
symptoms. 

Evidence was insufficient to determine efficacy for achieving remission for any psychological treatments 
except CBT-mixed treatments (moderate strength of evidence) because trials typically did not report 
remission as an outcome. Similarly, evidence for improving other outcomes of interest—anxiety 
symptoms, quality of life, disability or functional impairment, or return to work or active duty—was 
generally insufficient (often with no trials reporting those outcomes). A few exceptions emerged: some 
evidence supported efficacy of cognitive therapy for improving anxiety symptoms and disability 
(moderate strength of evidence), efficacy of CBT-mixed treatments and brief eclectic psychotherapy for 
improving anxiety symptoms (low strength of evidence), efficacy of CBT-mixed treatments for improving 
disability and functional impairment (low strength of evidence), and efficacy of brief eclectic 
psychotherapy for improving return to work (low strength of evidence). 

Comparative Effectiveness of Psychological Treatments 
Most of the direct head-to-head comparative evidence was insufficient to determine whether 
psychotherapies differ in effectiveness, with a few exceptions. Evidence of moderate strength supports 
greater effectiveness (1) for exposure therapy than for relaxation for achieving loss of PTSD diagnosis 
and improving depression symptoms; and (2) for CBT-mixed therapies than for relaxation for improving 
PTSD symptoms. Evidence of moderate strength also supports similar effectiveness for (1) exposure and 
exposure plus cognitive restructuring for achieving loss of PTSD diagnosis; and (2) Seeking Safety and 
active controls (e.g., relapse prevention programs) for PTSD symptom reduction. Table 7 summarizes 
the available head-to-head comparative evidence and strength of evidence for improving PTSD 
symptoms, achieving loss of PTSD diagnosis, and improving depression symptoms (the outcomes most 
commonly reported). Only comparisons and outcomes for which head-to-head evidence allowed the 
research team to make a conclusion based on low, moderate, or high strength of evidence are included 
in the table. 
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Table 6. Summary of the Efficacy and Strength of Evidence of Psychological Treatments Versus Inactive 
Control: PTSD Symptoms, Loss of Diagnosis, and Depression Symptoms 
Outcome SoE Summary (Number of Studies)⃰ 

Cognitive Processing Therapy  

PTSD Symptoms  Clinically significant difference favored CPT (4 RCTs) 

Loss of Diagnosis†  Favored CPT; RD = 0.44; NNT = 3 (4 RCTs) 

Depression Symptoms  Clinically significant difference favored CPT (3 RCTs) 

Cognitive Therapy 

PTSD Symptoms  Clinically significant difference favored CT (3 RCTs) 

Loss of Diagnosis†  Favored CT; RD = 0.51; NNT = 2 (3 RCTs) 

Depression Symptoms  Clinically significant difference favored CT (3 RCTs) 

CBT-Exposure 

PTSD Symptoms  Clinically significant difference favored CBT-exposure (7 trials) 

Loss of Diagnosis†  Favored CBT-exposure; RD = 0.66; NNT = 2 (3 RCTs) 

Depression Symptoms  Clinically significant difference favored CBT-exposure (6 trials) 

CBT-Mixed 

PTSD Symptoms  Clinically significant difference favored CBT-mixed therapies (14 RCTs) 

Loss of Diagnosis†  Favored CBT-mixed; RD = 0.26; NNT = 4 (6 RCTs) 

Depression Symptoms  Clinically significant difference favored CBT-mixed therapies (10 RCTs) 

EMDR 

PTSD Symptoms  Clinically significant difference favored EMDR (4 RCTs) 

Loss of Diagnosis†  Favored EMDR; RD = 0.64; NNT = 2 (3 RCTs) 

Depression Symptoms  Clinically significant difference favored EMDR (4 trials) 

Narrative Exposure Therapy 

PTSD Symptoms  
Clinically significant difference favored narrative exposure therapy (3 
RCTs) 

Loss of Diagnosis†  
Narrative exposure therapy may result in loss of diagnosis; Additional 
research needed; RD = 0.15 (3 RCTs) 

Depression Symptoms  
Mixed evidence (2 RCTs); 1 RCT reported efficacy; 1 RCT reported no 
difference  

Brief Eclectic Psychotherapy 

PTSD Symptoms  Likely small to medium effect size (3 RCTs) 

Loss of Diagnosis†  RD ranged from 0.125 to 0.58 across trials (3 RCTs) 

Depression Symptoms  
3 RCTs found benefit; 2 RCTs reporting sufficient data had wide range 
of effect sizes from medium to large  

Key: CBT, cognitive-behavioral therapy; CPT, cognitive processing therapy; CT, cognitive therapy; EMDR, eye 
movement desensitization and reprocessing; NNT, number needed to treat; PTSD, posttraumatic stress disorder; RCT, 
randomized controlled trial; RD, risk difference; SMD, standardized mean difference; SoE, strength of evidence 
⃰SMD considered clinically significant when Cohen’s d ≥ 0.50. 
†RD can be interpreted as the proportion of those patients treated who lost their PTSD diagnosis. 
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For detailed results of comparisons with insufficient head-to-head evidence to conclude whether one 
treatment was better than another, please see the full report on AHRQ’s Effective Healthcare Web site. 
Evidence was often deemed insufficient because of imprecision, unknown consistency, and availability 
of very limited evidence from one or a few small trials. 

Key Question 2. Pharmacological Treatments for PTSD 
Efficacy of Pharmacological Treatments 

Among pharmacological treatments, evidence of moderate strength supports the efficacy of fluoxetine, 
paroxetine, sertraline, topiramate, and venlafaxine for improving PTSD symptoms. Risperidone may 
also have some benefit for reduction of PTSD symptoms (low strength of evidence). Evidence was 
insufficient to determine whether other medications are efficacious for improving PTSD symptoms. For 
most of the medications with evidence of efficacy, the mean size of the effect for improving symptoms 
was small or medium; mean change from baseline in CAPS  compared with placebo ranged from −4.9 
to −15.5 for fluoxetine, paroxetine, sertraline, topiramate, and venlafaxine. However, paroxetine and 
venlafaxine also had evidence of efficacy for inducing remission, with NNTs of approximately 8 
(moderate strength of evidence). 

Table 8 summarizes the main findings and strength of evidence for the pharmacological treatments 
with evidence of efficacy for the outcomes most commonly reported: PTSD symptoms, remission, and 
depression symptoms. Unlike the studies of psychological treatments, which often reported loss of 
PTSD diagnosis as an outcome, evidence in these studies was insufficient to determine efficacy for 
achieving loss of PTSD diagnosis for any of the pharmacological treatments because studies generally 
did not report it as an outcome.  

Table 7. Summary of the Comparative Effectiveness and Strength of Evidence of Psychological 
Treatments Versus Active Controls: PTSD Symptoms, Loss of Diagnosis, and Depression Symptoms 

Outcome SoE Summary (Number of Studies) 

Relaxation vs. CBT-Mixed  

PTSD Symptoms  Favored CBT-mixed therapies (2 RCTs) 

Seeking Safety vs. Active Controls* 

PTSD Symptoms  Similar benefits (4 RCTs) 

Exposure vs. Relaxation 

Loss of Diagnosis†  Favored exposure; RD = 0.31 (2 RCTs) 

Depression Symptoms  Favored exposure therapy (2 RCTs) 

Exposure vs. Exposure + Cognitive Restructuring 

Loss of Diagnosis†  Similar benefits (3 RCTs) 

Key: CBT, cognitive behavioral therapy; PTSD, posttraumatic stress disorder; RCT, randomized controlled trial; 
RD, risk difference; SoE, strength of evidence 
⃰Active controls included relapse prevention, psychoeducation, and treatment as usual in a VA substance use 
disorder clinic. 
†RD can be interpreted as the difference between the two treatments for the proportion of patients treated who 
lost their PTSD diagnosis. 
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Table 8. Summary of the Efficacy and Strength of Evidence of Pharmacological Treatments Versus Placebo: 
PTSD Symptoms, Remission, and Depression Symptoms 
Medication (Class) SoE Summary (Number of Studies) 

Topiramate (Anticonvulsant) 

PTSD Symptoms  Clinically significant difference favored topiramate (3 RCTs) 

Remission  No significant difference (1 RCT) 

Depression Symptoms  No significant difference (2 RCT) 

Risperidone (Antipsychotic) 

PTSD Symptoms  Small difference favored risperidone (4 RCTs) 

Remission  No studies evaluated 

Depression Symptoms  No significant difference (1 RCT) 

Venlafaxine ER (SNRI) 

PTSD Symptoms  Small difference favored venlafaxine ER (2 RCTs) 

Remission  Favored venlafaxine ER; RD = 0.12; NNT = 9 (2 RCTs) 

Depression Symptoms  Small difference favored venlafaxine ER (2 RCTs) 

Fluoxetine (SSRI) 

PTSD Symptoms  Small difference favored fluoxetine (5 RCTs) 

Remission  No significant difference (1 RCT) 

Depression Symptoms  Small difference favored fluoxetine (3 RCTs) 

Paroxetine (SSRI) 

PTSD Symptoms  Moderate difference favored paroxetine (2 RCTs) 

Remission  Favored paroxetine; RD = 0.13; NNT = 8 (2 RCTs) 

Depression Symptoms  Moderate difference favored paroxetine (2 RCTs) 

Sertraline (SSRI) 

PTSD Symptoms  Small difference favored sertraline (8 RCTs) 

Remission  No significant difference (1 RCT) 

Depression Symptoms  No difference (7 RCTs) 

Key: NNT, number needed to treat; RCT, randomized controlled trial; RD, risk difference; SNRI, serotonin and 
norepinephrine reuptake inhibitor; SoE, strength of evidence; SSRI, selective serotonin reuptake inhibitor 

Evidence for improving other outcomes of interest was usually insufficient (often with no trials reporting those 
outcomes). There were a few exceptions, with evidence supporting efficacy of fluoxetine for improving 
anxiety symptoms (moderate strength of evidence), efficacy of venlafaxine for improving quality of life 
(moderate strength of evidence), and efficacy of venlafaxine and paroxetine for improving functional 
impairment for adults with PTSD (moderate strength of evidence). 

Comparative Effectiveness of Pharmacological Treatments 
Little direct comparative evidence (i.e., head-to-head) was available to determine whether pharmacological 
treatments differ in effectiveness. The literature searches identified just three trials meeting inclusion criteria. 
Of those, just one compared medications that have evidence supporting their efficacy: it compared 12 weeks 
of venlafaxine, sertraline, and placebo in 538 patients with a variety of index trauma types. There was no 
statistically significant difference between the venlafaxine and sertraline groups. 
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  The report included a network meta-analysis of 28 
trials (4,817 patients) that found paroxetine and 
topiramate to be more effective for reducing PTSD 
symptoms (measured by reduction in CAPS score) 
than most other medications included in the analysis 
(low strength of evidence). Table 9 provides a 
summary of the findings. When compared with 
medications with at least moderate strength of 
evidence supporting efficacy, paroxetine was more 
effective than sertraline (weighted mean difference 
[WMD], −7.6; 95% credible interval [CrI], −12 to −2.8), 
but was not significantly different from the others (low 
strength of evidence). When compared with 
medications with moderate strength of evidence 
supporting efficacy, topiramate was more effective 
than fluoxetine (WMD, 8.6; 95% CrI, 2.4 to 14.9), 
sertraline (WMD, 11; 95% CrI, 5.7 to 16.6), and 
venlafaxine (WMD, −8.8; 95% CrI, −15 to −2.5) but 
was not significantly different from paroxetine (low 
strength of evidence). 

Table 9. Summary of the Comparative Effectiveness and 
Strength of Evidence of Pharmacological Treatments 
Versus Active Controls: PTSD Symptoms 

Comparison SoE Summary from Network 
Analysis 

Paroxetine vs. 
sertraline  

Reduction in PTSD symptoms 
favoring paroxetine 

Paroxetine vs. 
fluoxetine  No difference 

Paroxetine vs. 
topiramate  No difference  

Paroxetine vs. 
venlafaxine  No difference 

Topiramate vs. 
fluoxetine  

Reduction in PTSD symptoms 
favoring topiramate 

Topiramate vs. 
sertraline  

Reduction in PTSD symptoms 
favoring topiramate 

Topiramate vs. 
venlafaxine  

Reduction in PTSD symptoms  
favoring topiramate 

Key: PTSD, posttraumatic stress disorder; SoE, strength of 
evidence 

 

 

 

 

 

 

 

Key Question 3. Psychotherapy Compared with Pharmacotherapy 

Just one trial included a head-to-head comparison of a psychotherapy (EMDR) and a pharmacotherapy 
(paroxetine). The trial found that EMDR- and  fluoxetine- treated patients had similar improvements in PTSD 
symptoms, rates of remission, and loss of PTSD diagnosis at the end of treatment. At 6-month followup, 
those treated with EMDR had higher remission rates and greater reductions in depression symptoms than 
those who received fluoxetine. However, the report concluded that comparative evidence was insufficient to 
draw any firm conclusions about comparative effectiveness because of risk of bias, unknown consistency 
(with data from just one study), and imprecision. 

Key Question 4. Combinations of Psychological and Pharmacological Treatments Compared with 
Either One Alone 

Two trials provided limited information related to this question. The most relevant trial found greater 
improvement in PTSD symptoms (CAPS, −51.1 versus −29.8; P = 0.01) and greater likelihood of remission 
for those treated with both prolonged exposure and paroxetine than for those treated with prolonged 
exposure plus placebo. Evidence was limited by unknown consistency (single trial), attrition, and lack of 
precision. Overall, evidence was insufficient to determine whether combinations of psychological treatments 
and pharmacological treatments are better than either one alone when initiating treatment. 

Key Question 5. Victims of Particular Types of Trauma 

Overall, evidence was insufficient to make definitive conclusions about whether any treatment approaches 
are more effective for victims of particular types of trauma. Analyses were generally not powered to detect 
anything but large differences. Also, many factors other than trauma type varied across the studies included 
in the subgroup analyses. Findings should be considered hypothesis generating. Most of the subgroup 
analyses (those reported by included studies and those conducted in the meta-analyses) found similar 
benefits for victims of different trauma types. 
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Key Question 6. Adverse Effects of Treatments 

Overall, evidence was insufficient to determine comparative rates of adverse events for various 
interventions.  

For psychological treatments, the vast majority of studies reported no information about adverse effects. 
With such a small proportion of trials reporting data, evidence was insufficient to draw conclusions about 
withdrawals due to adverse events, mortality, suicide, suicidal ideation, self-harmful behaviors, or other 
specific adverse events. 

For pharmacological treatments, very few studies reported any information about mortality, suicide, 
suicidal ideation, or self-harmful behaviors (insufficient strength of evidence). For most other adverse 
effects, risk of bias of included studies, inconsistency or unknown consistency, and lack of precision all 
contributed to the insufficient strength of evidence determinations. Study durations ranged from 8 to 24 
weeks and were generally not designed to assess adverse events. Adverse events were often not 
collected using standardized measures, and methods for systematically capturing adverse events often 
were not reported. 

Focusing on the medications with moderate strength of evidence supporting efficacy—topiramate, 
venlafaxine, fluoxetine, paroxetine, and sertraline—most of the evidence was insufficient to determine 
whether risks were increased, often primarily due to lack of precision. For withdrawals due to adverse 
events, the evidence suggests similar rates (within 1 % to 2 %) for patients treated with fluoxetine, 
sertraline, and venlafaxine compared with those who received placebo (low strength of evidence). Taking 
paroxetine resulted in a 4-percent higher rate of withdrawals due to adverse events compared with 
patients receiving placebo treatment (moderate strength of evidence). For most of the specific adverse 
events, point estimates favored placebo (more adverse events with medications), but differences were not 
statistically significant. Evidence suggests a small increase (~5%) in the risk of nausea for fluoxetine (low 
strength of evidence); an increase (of 10%-13%) in the risk of nausea, dry mouth, and somnolence for 
paroxetine (low strength of evidence); between 7 percent and 12 percent increases in the risk of nausea, 
diarrhea, fatigue, and decreased appetite for sertraline (moderate strength of evidence); and an increased 
risk (of 6%-10%) of nausea, dry mouth, and dizziness for patients treated with venlafaxine compared with 
those who received placebo (moderate strength of evidence). No difference was found in the risk of 
headache or somnolence between patients treated with venlafaxine compared with those who received 
placebo (low strength of evidence). Findings were insufficient to determine whether the risks of other 
adverse events are increased. Table 10 summarizes the results for the pharmacological treatments with 
moderate evidence of efficacy. Comparisons and outcomes for which there was insufficient evidence for a 
determination are not included in Table 10. 
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  Table 10. Adverse Effects Associated With Pharmacological Interventions 

Intervention Outcome Summary of Evidence SoE 

Fluoxetine vs. placebo Nausea Increased risk (~5%) for patients treated with 
fluoxetine  

Sertraline vs. placebo 
Nausea 
Diarrhea 
Fatigue 
Decreased appetite 

Increased risk (7%-12%) for patients treated with 
sertraline   

Venlafaxine vs. 
placebo 

Nausea 
Dry mouth 
Dizziness 

Increased risk (6%-10%) for patients treated with 
venlafaxine  

Headache 
Somnolence 

No difference between patients treated with 
venlafaxine or placebo  

Paroxetine vs. placebo 
Nausea 
Dry mouth 
Somnolence 

Increased risk (10%-13%) for patients treated with 
paroxetine  

Key: SoE, strength of evidence 

CONCLUSIONS 

This monograph provides a summary of the evidence on the efficacy, comparative effectiveness, and 
potential adverse effects of psychological and pharmacological treatments for adults with PTSD as 
reported in a comparative effectiveness review commissioned by AHRQ. The full report provides extensive 
details in terms of study characteristics and methodological features, which may help inform individual 
treatment decisions. 

Several psychological and pharmacological treatments have at least moderately strong evidence 
supporting their efficacy. These include exposure-based therapy, cognitive processing therapy, cognitive 
therapy, CBT-mixed therapies, EMDR, narrative exposure therapy, fluoxetine, paroxetine, sertraline, 
topiramate, and venlafaxine. Head-to-head evidence was insufficient to determine the comparative 
effectiveness of these treatments. 

For exposure-based therapy, cognitive processing therapy, cognitive therapy, CBT-mixed therapies, and 
EMDR, effect sizes for improving PTSD symptoms were large (e.g., reduction in CAPS from 28.9 to 32.2), 
and NNTs to achieve loss of diagnosis were 4 or less. For fluoxetine, paroxetine, sertraline, topiramate, 
and venlafaxine, effect sizes for improving symptoms were smaller (reduction in CAPS from 4.9 to 15.5). 
Paroxetine and venlafaxine also had evidence of efficacy for inducing remission, with NNTs of 
approximately 8. Exposure therapy was the only treatment with high strength of evidence supporting its 
efficacy (based primarily on studies of prolonged exposure). Evidence was generally insufficient to 
determine whether any treatment approaches are more effective for victims of particular types of trauma or 
to determine comparative risks of adverse effects. 

Some guidelines identify psychological treatments over pharmacological treatments as the preferred first 
step and view medications as an adjunct or a next-line treatment.9,10,14,31 Direct evidence (from head-to-
head trials) to confirm or refute this approach is not available. Indirect evidence suggests that 
psychological treatments are more effective than pharmacological ones because effect sizes for reduction 
of PTSD symptoms are much larger in trials of the efficacious psychological treatments. However, 
conclusions based on naive indirect comparisons can be flawed, primarily because it is difficult to 
determine the similarity of populations across two somewhat different bodies of literature (i.e., studies of 
psychological treatments and those of pharmacological treatments). 
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Efficacious Psychological Treatments for PTSD in Adults*† 

CBT-exposure: 
Reduces PTSD and depression symptoms. 

 
Increases the likelihood of achieving loss of PTSD 
diagnoses.  

CBT-mixed therapies: 
Reduce PTSD and depression symptoms; and 
increase the likelihood of achieving remission and 
loss of PTSD diagnoses.  

Cognitive processing therapy: 
Reduces PTSD and depression symptoms; and 
increases the likelihood of achieving loss of PTSD 
diagnoses.  

Cognitive therapy:  
Reduces PTSD, depression, and anxiety 
symptoms; increases the likelihood of achieving 
loss of PTSD diagnoses; and reduces disability. 

 

EMDR: 
Reduces depression symptoms and increases 
the likelihood of achieving loss of PTSD 
diagnoses.  

Narrative exposure therapy: 
Reduces PTSD symptoms.  

Insufficient evidence does not allow for an evaluation 
of the effect of psychological treatments on 
withdrawals due to adverse events, mortality, suicide, 
suicidal ideation, self-harmful behaviors, or other 
potential adverse events. 

Key: CBT, cognitive-behavioral therapy; EMDR, eye movement desensitization and reprocessing; PTSD, 
posttraumatic stress disorder 
*Outcomes for which there is a lack of (i.e., insufficient) evidence are not included in the summary above. 
This is an indication only of the lack of evidence to determine the efficacy. 
†Only evidence that achieved moderate strength of evidence or higher is included here. 
 

Although patients enrolled in trials of psychological and pharmacological treatments had similar 
average ages and similar baseline PTSD severity, different types of patients may have been recruited 
for studies or may have been willing to be enrolled in studies of psychological treatments than for 
studies of medications. For example, it was often hard to determine how many previous treatments 
patients had not responded to, and studies of medications may have enrolled more “treatment-
resistant” patients. Furthermore, the study designs used for pharmacological treatments could be 
considered more rigorous in some ways (e.g., generally with masking of patients, providers, and 
outcome assessors) than those of psychological treatments (e.g., generally with no masking of 
patients or providers). Thus, further studies are needed to confirm or refute whether psychological 
treatments are truly more effective first-line treatments. 

Overall, evidence was insufficient to determine possible harms associated with psychological or 
pharmacological treatments for adults with PTSD. It is possible that useful information could have 
been provided by studies conducted in other populations (i.e., those without PTSD) that were not 
evaluated in the review. For example, many studies of some medications reviewed in the report 
enrolled patients with depression (rather than those with PTSD), and therefore were not included. 
Such studies could provide important information about adverse effects of those medications. 
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Efficacious Pharmacological Treatments for PTSD in Adults* 

Fluoxetine (SSRI): 
Reduces PTSD, depression, and anxiety 
symptoms.  
May result in an increased risk (~5%) of nausea. 

 

Paroxetine (SSRI):  
Increases the likelihood of achieving remission 
and improves PTSD and depression symptoms 
as well as functional impairment.  
May increase risk (10%-13%) of nausea, dry 
mouth, and somnolence.  

Topiramate (anticonvulsant): 
Reduces PTSD symptoms.  

Sertraline (SSRI): 
Reduces PTSD symptoms.  
Increases risk (7%-12%) of nausea, diarrhea, fatigue, 
and decreased appetite.  

Venlafaxine ER (SNRI): 
Reduces PTSD and depression symptoms; increases 
the likelihood of achieving remission; improves quality 
of life and functional impairment.  
No differences between venlafaxine and placebo for 
risk of headache or somnolence.  
Increases risk (6%-10%) of nausea, dry mouth, and 
dizziness.  

Key: PTSD, posttraumatic stress disorder; SNRI, serotonin and norepinephrine reuptake inhibitor; SSRI, 
selective serotonin reuptake inhibitor; 
*Outcomes for which there is a lack of (i.e., insufficient) evidence are not included in the summary above.  This 
is an indication only of the lack of evidence, not the lack of efficacy, of these treatments for these outcomes. 

 
  

If a decision is made to pursue treatment with a medication, paroxetine and venlafaxine may have the best 
evidence supporting their efficacy. Unlike the other medications with evidence of efficacy for improving 
PTSD symptoms, there is evidence of efficacy for achieving remission for both of these medications, with 
NNTs approximately 8 to achieve one remission. In addition, there is evidence supporting the efficacy of 
paroxetine for improving depression symptoms and functional impairment (moderate strength of 
evidence); and evidence supporting the efficacy of venlafaxine for improving depression symptoms, quality 
of life, and functional impairment (moderate strength of evidence). Furthermore, the network meta-analysis 
found paroxetine to be one of the best treatments. 

The network meta-analysis included in the systematic review used methods that allowed for the inclusion 
of data from head-to-head and placebo-controlled trials. However, very few head-to-head trials were 
identified for inclusion. The findings have low strength of evidence, given that they were based primarily on 
indirect evidence. Indirect comparisons, in general, have to be interpreted cautiously because the validity 
of results is based on assumptions that cannot be verified, particularly the assumption that study 
populations were similar. Also, the network meta-analysis was based on a single outcome (reduction of 
PTSD symptoms as measured by CAPS) and does not capture information for other important outcomes. 
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Issues you should discuss with your patients 
and their caregivers regarding treatment for 
PTSD include the items listed below: 

 The availability and known efficacy of 
psychological treatments for PTSD. 

 The availability and known efficacy of 
pharmacological treatments for PTSD. 

 Other potential current presenting issues 
such as substance abuse and/or suicidality, 
which may require stabilization prior to 
treatment. 

 Patient and caregiver preferences and 
values regarding treatment. 

Gaps in Knowledge 
→ Most of the head-to-head evidence was insufficient to determine whether psychological treatments 

differ in effectiveness. 

→ Evidence was insufficient to determine the efficacy of some psychological treatments. 

→ Head-to-head comparative evidence was insufficient to determine whether pharmacological 
treatments differ in effectiveness. 

→ Evidence was insufficient to determine efficacy of many medications. 

→ Head-to-head evidence was insufficient to determine comparative effectiveness of psychological 
and pharmacological treatments. 

→ Evidence was insufficient to make definitive conclusions about whether any treatment approaches 
are more effective for victims of particular types of trauma. 

→ For psychological treatments, the vast majority of studies reported no information about adverse 
effects. 

→ For pharmacological treatments, few studies reported any information about mortality, suicide, 
suicidal ideation, self-harmful behaviors, or hospitalizations. 

→ For pharmacological treatments, most of the evidence for specific adverse effects was insufficient to 
determine whether the risk was increased. 

WHAT TO DISCUSS WITH PATIENTS 

There are a variety of topics patients and providers 
should discuss when deciding what treatment for 
PTSD is appropriate.  

Practical considerations, such as presence or lack of 
availability of psychological treatments, as well as 
patient preferences, may guide treatment decisions.14 
Given the findings, the magnitude of benefit and 
strength of evidence found for exposure therapy 
supports its use as a first-line treatment for PTSD. 
However, other factors must be considered in 
selecting a treatment for PTSD, including patient 
preference, access to treatment, and clinical 
judgment about the appropriateness of an 
intervention. For example, a majority of the studies 
included in the systematic review excluded patients 
with presenting issues such as substance 
dependence or suicidality. Most clinicians would 
agree that stabilization of these issues should occur 
before initiating trauma-focused therapy. 
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ORDERING INFORMATION 

For electronic copies of Psychological and Pharmacological Treatments for Adults with Posttraumatic 
Stress Disorder (PTSD) Executive Summary and the full comparative effectiveness review, visit 
http://effectivehealthcare.ahrq.gov/search-for-guides-reviews-and-
reports/?pageaction=displayproduct&productID=1435.  

To order free print copies, call the AHRQ Publications Clearinghouse at 800-358-9295. 

SOURCE 

The information in this summary is based on Psychological and Pharmacological Treatments for Adults 
With Posttraumatic Stress Disorder (PTSD). Comparative Effectiveness Review No. 92. (Prepared by 
the RTI International-University of North Carolina Evidence-based Practice Center under Contract No. 
290-2007-10056-I). AHRQ Publication No. 13-EHC011-EF. Rockville, MD: Agency for Healthcare 
Research and Quality; April 2013.www.effectivehealthcare.ahrq.gov/reports/final.cfm. 

Evidence was insufficient to determine whether clinicians should begin with combinations of 
psychological and pharmacological therapies when initiating treatment. Until further research is available 
to confirm or refute the findings, initial treatment with combinations of psychological and pharmacological 
therapies does not seem to be supported by the evidence. 

Access to and availability of treatments may vary for individuals and by geography. For example, among 
all the potential psychological treatments for PTSD, prolonged exposure therapy and cognitive 
processing therapy are offered by the U.S. Department of Veterans Affairs for its patients.32 Many 
people with PTSD never seek or receive treatment—reasons may include symptoms of the disorder 
itself (e.g., avoidance, anxiety), particular patient characteristics that increase or decrease the likelihood 
of seeking treatment (e.g., age, marital status, race, comorbidities), lack of availability of treatments, 
stigma, costs, availability of transportation, or unfamiliarity with accessing treatment.33–35 
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