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Abstract Posttraumatic stress disorder (PTSD), added to
the DSM nosology in 1980, has become a widely used and
studied psychiatric diagnosis—though it has also been the
subject of much criticism and controversy. In this paper, we
review and discuss a number of issues related to the future
of PTSD within the DSM, including the conceptual basis of
the disorder, summary of proposed changes to DSM-V, the
empirical basis for or against specific disorder criteria,
forensic implications, and conclusions and recommenda-
tions regarding the future of the disorder in DSM. Overall,
the current proposed changes for DSM-V represent a
modest improvement over DSM-IV criteria, though they
are incremental and relatively minor in nature. As such,

they are unlikely to have a meaningful impact on
prevalence rates, treatment approaches, or forensic applica-
tions of the disorder—and the disorder, as defined, remains
problematic in many ways. The empirical data on latent
structure of responses to traumatic and general life stressors
seem to indicate that perhaps PTSD should be replaced by a
dimensional general stress response disorder within the
DSM system.
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Introduction

Over the past three decades since its introduction into the
DSM nosology (American Psychiatric Association 1980,
2000), posttraumatic stress disorder (PTSD) has been a
virtual growth industry in the mental health field, with
research, clinical, and disability programs expanding
rapidly in that time period (McHugh and Treisman 2007;
Rosen et al. 2010a). Epidemiological studies indicate that
2–7% of the general population (Breslau et al. 1991;
Breslau et al. 1997; Kessler et al. 1995), 4–9% of combat
veterans (Dohrenwend et al. 2006; Richardson et al. 2010;
Smith et al. 2008; Sundin et al. 2010), and 19–42% of
adults with severe mental illnesses would be diagnosed
with PTSD (Cusack et al. 2004; Mueser et al. 1998). PTSD
is a costly disorder to individuals and society in that it is
highly associated with psychiatric comorbidity, suicide
attempts, poorer physical health, reduced quality of life,
and overall disability (Sareen et al. 2007). Accordingly,
treatment programs, research funding, scientific publica-
tions, disability awards, and other legal applications
relevant to the disorder have all increased exponentially.
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Much of this has been driven by the previously unrecog-
nized and unmet needs of combat veterans, rape survivors,
victims of domestic violence and childhood sexual and
physical abuse, and other traumatized groups.

As the field of PTSD has grown, so have the disorder’s
critics—and controversy has abounded on numerous fronts
(e.g., repressed and recovered memory, epidemiological
rates, the delayed-onset concept, disability claims; McNally
2003). The disorder’s critics have raised questions regard-
ing many of the conceptual assumptions of the disorder
(e.g., McHugh and Treisman 2007; McNally 2003; Rosen
et al. 2010a; Rosen and Lilienfeld 2008; Rosen et al. 2008;
Spitzer et al. 2007; Summerfield 2001). Some of these
questions may relate to the fact that the roots of PTSD
were not merely empirical, but also sociopolitical in origin
(Satel and Frueh 2009; Shephard 2001). Creation of the
diagnosis and inclusion in DSM-III was to a certain extent
driven by the writings and efforts of advocates in the
1970s working on behalf of combat veterans and victims
of sexual assault. To this day, economic interests and
politics drives many aspects of how the disorder is
perceived and responded to, including congressional
decisions related to funding of PTSD research and
treatment programs for veterans and various policies
implemented by Veterans Affairs (VA) and the Department
of Defense.

In this paper, we will review and discuss a number of
issues related to the future of PTSD within the DSM,
including the conceptual basis of the disorder, summary of
proposed changes to DSM-V, the empirical basis for or
against specific disorder criteria, forensic implications, and
finally, conclusions and recommendations regarding the
future of the disorder in DSM.

Conceptual Basis for the Disorder

It is well established that general life stressors, particularly
those occurring at critical developmental time points, play a
major role in the onset of a variety of mood and anxiety
disorders (Post 1992). The “kindling” theory offers a
developmental psychopathology perspective on the interac-
tion between stress and disorder episodes over time
(Monroe and Harkness 2005; Stroud et al. 2008; Post
1992; Post 2007). According to this theory, life stressors
play two roles: first, an acute pathophysiological role and
second, a stimulus that leaves long-lasting vulnerabilities,
which lowers the threshold of stress required to trigger
episodic recurrences. Traumatic stressors could be viewed
as representing an extreme point along a stressor continu-
um. Alternatively, many believe they represent altogether a
unique form of stressor, a stressor with sequelae that are
different in form and function from other life stressors. The

empirical data on this point, which we shall address later, is
equivocal, and the field of traumatic stress has become
somewhat disconnected from the general stress literature.

Although PTSD has always been classified as an anxiety
disorder in the DSM, and there is much evidence to support
a strong anxiety component to the disorder, its position
within this category does not necessarily appear secure.
First, its symptoms overlap heavily with mood disorders
(e.g., depression), it is highly comorbid with diagnoses
of depression, and empirical studies have not always
supported a clear distinction between the disorders
(Frueh et al. 2000a). Second, researchers do not seem to
agree on which of PTSD’s symptoms best characterize the
disorder, with a number of candidates nominated, includ-
ing: avoidance and emotional numbing (North et al. 2009),
dissociation (Zucker et al. 2006), anger, guilt, and shame
(Resick and Miller 2009); and re-experiencing symptoms,
such as nightmares (McNally 2009). In fact, PTSD is a
relatively weak marker of both fear and distress conditions
(Gros et al. 2010; Watson 2009). In a factor analytic study
with the National Comorbidity Survey data, PTSD was found
to have little affinity with the fear factor (e.g., panic disorder,
social phobia; factor loading=0.10) compared to the other fear
disorders (e.g., factor loadings >0.46) and a relatively weak
loading on the anxious–misery factor (e.g., depression,
dysthymia; factor loading=−0.39) when compared to the
other distress disorders (e.g., factor loadings <−0.63; Cox et
al. 2002). A similar pattern of findings was also found in the
Australian National Survey of Mental Health and Well-
Being (Watson 2005). In addition, there is strong data
indicating that PTSD is not even the most common form of
posttraumatic psychopathology (see Bryant 2010, for
review). Depression, substance abuse (including nicotine
and alcohol, in particular), and perhaps, even other anxiety
disorders are more common than PTSD in the wake of
severe traumatic stressors. At the least, PTSD, when it
exists, is typically found alongside other co-occurring axis
I and II disorders.

Summary of Proposed Changes to DSM-V

The current proposed changes to DSM-V include the
following: (1) further specification regarding criteria for
the traumatic event (A1), including that deaths of close
relatives or close friends must have been violent or
accidental and that exposure through electronic media does
not (usually) qualify; (2) elimination of the prior require-
ment that the traumatic event be accompanied by a reaction
of fear, helplessness, or horror (A2); (3) spreading the three
symptom clusters (B-D) of DSM-IV into four symptom
clusters, primarily by separating avoidance and numbing
into two separate clusters; (4) the numbing symptom cluster
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(D) is characterized by negative alterations in cognitions
and mood associated with the traumatic event; (5) cluster D
includes two new symptoms, including persistent distorted
blame of self or others about the causes or consequences of
the traumatic event and a pervasive negative emotional
state; (6) the arousal and reactivity symptom cluster (now E)
includes a new symptom described as reckless or self-
destructive behavior; and (7) elimination of the acute versus
chronic specification. These proposed changes are relatively
incremental in nature and do not fundamentally alter the core
concept of the PTSD diagnosis or the general approach to how
the diagnosis is considered and made. The proposed changes
should allow the diagnosis to remain quite familiar to
practicing clinicians, and it should be relatively easy for them
to adapt to the new criteria, unlike the draft criteria for some
other diagnoses (e.g., personality disorders). We now discuss
the empirical literature related to a number of important
diagnostic issues with this disorder.

Criterion A: The Traumatic Stressor

The diagnostic criteria for PTSD begin with criterion A,
which represents the traumatic stressor criterion. Criterion
A requires exposure to a traumatic event involving actual or
threatened death, actual or threatened serious injury, or
violation of one’s bodily integrity (A1). Exposure can
involve directly experiencing the event, witnessing it
happening to others, or learning about it happening to a
close associate (American Psychiatric Association 2000).
Also required in DSM-IV is that the individual had
experienced intense fear, helplessness, or horror immedi-
ately after the event (A2).

Several problems have been noted about PTSD’s
criterion A (Kilpatrick et al. 2009; Long and Elhai 2009).
First, criterion A1 is extremely diverse with respect to the
types of events that could apply. On one hand, it can be
satisfied by exposure to high magnitude, catastrophic
events (e.g., combat exposure, violent rape, life-
threatening accident). On the other hand, it can be satisfied
by low magnitude events that are not directly experienced,
such as learning that a family member died unexpectedly or
witnessing a fight; it is important to note that these
indirectly experienced events are not in line with how the
PTSD diagnosis was originally framed in DSM-III around a
major, life-threatening traumatic stressor (Spitzer et al.
2007).

Criterion A1 also defines traumatic events in a somewhat
ambiguous way, which could lead to one clinician to judge
that an event satisfies the criterion whereas another might
judge that it does not. For example, does viewing an actual
death on television, such as video footage from the
September 11, 2001, terror attacks, satisfy criterion A1’s

scenario of witnessed trauma (in the current DSM-IV PTSD
criteria)? Does observing a military aircraft overhead and
fearing that it may engage in fire satisfy criterion A1 if the
soldier on the ground is unsure if the aircraft is an enemy or
friendly plane? Criterion A1’s ambiguity does not address
such examples, and no universally agreed upon list of
events or conditions that would satisfy criterion A1 is
available. The proposed changes to PTSD’s diagnosis for
DSM-V do address criterion A1 by providing slightly more
detailed parameters (e.g., viewing potentially horrific
events on television or movies does not typically qualify
as a traumatic event; American Psychiatric Association
DSM-5 Development 2010).

Relatedly, because of criterion A1’s ambiguity, the
traumatic stress literature has demonstrated a “bracket
creep” over time in terms of the types of events that could
satisfy the criterion (McNally 2003). For example, some
have argued that such stressful events as sexual harassment
(Avina and O’Donohue 2002), childbirth (Olde et al. 2006),
and losing one’s farm animals (Olff et al. 2005) would
satisfy PTSD’s criterion A1. Yet others have argued that
including such stressful events (but not “traumatic” in the
true sense) dilutes the PTSD diagnosis and redirects
treatment resources away from genuinely suffering PTSD
patients to individuals who are merely in mild distress from
everyday hassles (Elhai et al. 2005b; McNally 2003).

PTSD’s criterion A2 has been criticized, as well. Studies
have demonstrated that the vast majority of individuals
satisfying criterion A1 also satisfy criterion A2; and among
individuals who meet criterion A1 and all PTSD symptom
criteria, almost every such case meets A2 (Brewin et al.
2000; Creamer et al. 2005; Karam et al. 2010). As a result,
criterion A2 has been challenged as perhaps being
unnecessary to the diagnosis of PTSD; in fact, it is
proposed that it should be removed from PTSD’s diagnostic
criteria in DSM-V (American Psychiatric Association.
DSM-5 Development 2010). However, recent research has
demonstrated that despite criterion A2’s poor diagnostic
utility, substantial differences in PTSD’s factor structure are
found based on whether PTSD symptoms were rated in
reference to a traumatic event meeting or not meeting A2
(Armour et al. 2010). Thus, criterion A2 might not have
diagnostic utility, but it could be important in defining the
PTSD construct in other relevant ways.

Thus, including both criterion A1 and criterion A2 in the
traumatic stressor criterion is potentially confusing, at best,
and mistaken, at worst, because it mistakenly conflates the
experience of exposure (i.e., the stimulus) to the trauma
with the resulting emotional effects of the trauma (i.e., the
response). This sets the stage for the common misconcep-
tion that terms such as “trauma exposure” are the same as
terms such as “traumatic stress” or “posttraumatic stress.”
In actuality, most individuals who experience psychological
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trauma do not develop PTSD or other mental health
problems (Bonanno 2004; Bryant 2010). Further, some
individuals who do not experience trauma do, in fact, report
symptoms consistent with PTSD (reviewed in Long and
Elhai 2009). McNally argued that including A2 within
criterion A “confounds the response with the stimulus” in
behavioral terms, and “it confounds the host with the
pathogen” in medical terms (McNally 2009, p. 598). We
argue that exposure to the trauma should be considered as
distinct from emotional reactions to the trauma exposure—
especially in the context of evaluating a patient for PTSD.
Treating these separate constructs as though they are the
same fails to recognize the individual differences among
people in their reactions to psychological trauma exposure.
Last, A2 is assessed after the fact and is therefore likely
subject to a range of memory biases, including state-
dependent recall.

Finally, we remind readers that the diagnosis of PTSD,
first formally introduced in DSM-III (1980), always
represented a novel approach to understandably life-
threatening events that was unique and distinct from other
more general life stressors (Dohrenwend 2010; Dohren-
wend and Dohrenwend 1974; Frueh et al. 2000a, b). The
empirically demonstrated findings that there are strong
associations between PTSD symptoms and general life
stressors, such as unemployment, divorce, and financial
hardship, represent a challenge to the basic assumptions on
which the PTSD diagnosis is based. In other words, the
assumption that exposure to life-threatening stressors is the
primary cause of a unique set of stress response symptoms
is highly problematic and represents a disconnection from
and failure to incorporate the larger body of general stress
literature that dates back to Hans Selye (1936). To close this
gap, Dohrenwend (2010) has proposed a typology of
stressful situations and events to be systematically tested
for their relation to PTSD and other posttraumatic reactions.

Symptom Overlap with Other Psychiatric Disorders

Many have expressed concern about the symptom overlap
that PTSD shares with other mood and anxiety disorders
(Frueh et al. 2000a, b; Gros et al. 2010; McHugh and
Treisman 2007; Spitzer et al. 2007). This overlap includes:
anhedonia (criterion C4), sleep difficulty (D1), irritability
(D2), and concentration difficulty (D3). Symptoms C4, D1,
and D3 are shared with major depressive disorder (MDD),
while D1, D2, and D3 are shared with generalized anxiety
disorder. Not surprisingly, PTSD is highly comorbid with
other anxiety and mood disorders—particular MDD. Based
on nationally representative samples, between 48% and
55% of individuals with PTSD also have MDD (Elhai et al.
2008; Kessler et al. 1995), and comorbidity is even higher

in clinical samples (reviewed in Keane and Kaloupek
1997). Furthermore, PTSD severity and depression severity
are highly intercorrelated, based on scores from popular
depression instruments and the most widely used PTSD
instruments—the Clinician Administered PTSD Scale
(CAPS), Posttraumatic Diagnostic Scale (PDS) and PTSD
Checklist (PCL; Elhai et al. 2005a). PTSD-depression
severity correlations generally range from 0.61 to 0.75 for
the CAPS (reviewed inWeathers et al. 2001), 0.63 to 0.67 for
the PCL (Adkins et al. 2008; Ruggiero et al. 2003), and 0.59
to 0.79 for the PDS (Adkins et al. 2008; Foa et al. 1997).

Some evidence suggests that symptom overlap is not the
sole explanation for PTSD’s high comorbidity with MDD.
In three recent studies, with a national sample of adults
(Elhai, et al. 2008), a national sample of adolescents (Ford
et al. 2009), and an epidemiological survey of veterans
from the Southeastern U.S. (Grubaugh et al. 2010), results
demonstrate that even after removing the overlapping
symptoms, PTSD-MDD comorbidity remained essentially
the same.

Although there is some support for the position that the
comorbidities observed between PTSD and MDD/GAD are
not simply the result of “double counting” symptoms,
conceptual parsimony argues that PTSD should be a
relatively distinct disorder that is free from symptom
overlap with other disorders. Yet isolating PTSD’s symp-
tom criteria has not been considered with regard to the
DSM-V’s proposed diagnostic revisions. Instead, the
current proposal unfortunately makes the PTSD diagnosis
even less distinct, by including additional symptoms that
are clearly depression-related, such as exaggerated negative
expectations about oneself, others, or the future; distorted
blame of oneself or others’ regarding the causes or
consequences of the trauma; and a pervasive negative
emotional state (American Psychiatric Association. DSM-5
Development 2010). Of course, PTSD is not the only
psychiatric disorder in the DSM for which symptom
overlap is a concern, as this problem is inherent to some
extent in many psychiatric disorders in the nosology.

Factor Structure

DSM-III and DSM-IV both stipulated a tripartite PTSD
symptom conceptualization, consisting of re-experiencing,
avoidance/numbing, and hyperarousal. However, substan-
tial evidence from exploratory and confirmatory factor
analyses (CFA) of PTSD symptoms demonstrates that a
three-factor PTSD symptom model does not adequately
capture the number of PTSD’s underlying dimensions
(Asmundson et al. 2000; Cox et al. 2008; McWilliams et
al. 2005; Taylor et al. 1998). Instead, two competing
models evidence the best model fit based on CFA: (1)
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King et al. (1998) emotional numbing model that merely
separates effortful avoidance and emotional numbing into
two separate factors, based on support for these two
constructs being statistically distinct (reviewed in Asmundson
et al. 2004) and (2) Simms et al. (2002) dysphoria model that
revises the emotional numbing model by moving three
symptoms from the hyperarousal factor and combining them
with the emotional numbing symptoms to form a larger
dysphoria factor. The emotional numbing and dysphoria
models primarily differ from each other in the placement of
PTSD’s symptoms D1 to D3, which are part of the emotional
numbing model’s hyperarousal factor, but part of the
dysphoria model’s dysphoria factor.

What the emotional numbing and dysphoria PTSD
models have in common, representing changes over the
DSM-IV PTSD model, is separation of avoidance and
emotional numbing into separate factors. As stated above,
this distinction of avoidance and numbing is proposed for
inclusion in the PTSD diagnosis’ revision for DSM-V
(American Psychiatric Association DSM-V Development
2010). However, this proposal could result in a downward
adjustment to PTSD’s prevalence by about 1%, based on
preliminary evaluation (Elhai et al. 2009b).

In model fitting research, the emotional numbing and
dysphoria models have garnered substantial empirical
support and have outperformed all other models offered at
this time, but neither model clearly better fit with all data
across studies (Elhai et al. 2009b; Shevlin et al. 2009).
Newer studies have investigated assessment and measure-
ment conditions (Elhai et al. 2009a, b; Palmieri et al. 2007),
along with sociodemographic and trauma-related moderat-
ing variables (Armour et al. 2010; Engdahl et al. 2010;
Hoyt and Yeater 2010; Mansfield et al. 2010) that can
explain the circumstances under which one of these models
will fit better than the other. Newer studies also have
explored latent subgroups of trauma victims formed based
on their latent factors, using factor mixture modeling
analyses (Naifeh et al. 2010).

Despite the clear superiority of the emotional numbing
and dysphoria PTSD models over other models, PTSD
researchers continue to test a range of alternative models
that have already been thoroughly examined and all, but
ruled out as representing PTSD’s symptom structure. Some
investigators continue to rely on exploratory factor analysis
(EFA) to examine PTSD’s latent constructs (Lancaster et al.
2009; Wu et al. 2010). EFA is intended for use in the early
stages of model development, in situations where theoret-
ical and empirical generation of models is lacking (Fabrigar
et al. 1999). Yet in the PTSD literature, there is currently
strong theoretical and empirical gains made over the past
20 years in clarifying PTSD’s best fitting models. We argue
that the time has arrived when EFA of PTSD symptoms
should be completely abandoned, and instead, the empiri-

cally supported four-factor models should be considered as
theoretically and empirically viable.

Finally, a relatively newer research question in PTSD’s
CFA research involves clarifying the nature of the dyspho-
ria model’s dysphoria factor. Recent studies have found that
dysphoria is unique among other PTSD symptoms in that it
is less related to trauma exposure (Armour and Shevlin
2010), but similar to other PTSD symptoms in terms of a
substantial relationship with subjective distress (Elklit et al.
2009; Marshall et al. 2010; Shevlin, et al. 2009). The
dysphoria factor should be further examined for its role in
the PTSD construct.

Criterion F: Clinically Significant Distress
or Impairment

PTSD, like all psychiatric disorders, is not a mere checklist
of symptoms. Also, it includes the requirement that the
constellation of symptoms cause clinically significant
distress or impairment in social, occupational, or other
important areas of functioning. Without this distress or
impairment, a set of symptoms does not constitute a
“disorder,” and therefore, criterion F is extremely important
to the diagnosis (Kilpatrick et al. 2009). In fact, this is a
critically important element of the disorder. However,
DSM-IV criteria are absolutely vague about how this
distress or impairment is defined and where the clinical
threshold is set. The criteria proposed for DSM-V are not
different from DSM-IV in these regards, and therefore, do
not remedy this vagueness. This is unfortunate for several
reasons. First, most commonly used screening and self-
report instruments for PTSD provide little more than a
checklist of symptoms and do not include items to evaluate
the impact of these symptoms on functioning. Second,
empirical data show that PTSD prevalence rises and falls on
the basis of where the impairment criterion cutpoint is set in
both general populations (Breslau and Alvarado 2007) and
military populations (Dohrenwend et al. 2006; McNally
2006). For example, in the recent reanalyses of the National
Vietnam Veteran’s Readjustment Study, a congressionally
mandated epidemiological study of PTSD prevalence in
Vietnam veterans, the prevalence of PTSD was 9.1% when
criterion F was met via cutpoint of 7 on the Global
Assessment of Functioning (GAF) scale (a 9-point Likert
scale clinician rating; Dohrenwend et al. 2006), and
dropped to 5.4% when it was met via cutpoint of 6 on the
GAF (McNally 2006). Moreover, among those diagnosed
with PTSD at the higher GAF cutpoint, only a small
minority (7.4%) was rated in any of the four lowest
categories of functioning; the majority (55.6%) experienced
only slight impairment or some difficulties in role func-
tioning (Frueh 2007).
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Delayed-Onset

Another problematic construct in PTSD is the notion of
“delayed-onset” (a diagnostic specifier), which has taken on
special relevance in recent years as VA disability applica-
tions have soared. A systematic review examining the
evidence for and against the existence of this construct
(Andrews et al. 2007) concluded that there is “no consensus
emerging as to its prevalence (p. 1319)” and that studies
demonstrating delayed-onset PTSD in the absence of prior
symptoms are quite rare, whereas clinically presumed
delayed-onset defined as an exacerbation or reactivation
of prior symptoms is relatively common (e.g., 38.2% of
military and 15.3% of civilian cases of PTSD). Other
skeptics of delayed-onset PTSD have criticized the empir-
ical data upon which it is based and have questioned the
existence of the phenomenon (McNally 2003; Spitzer et al.
2007). Moreover, at least four large-scale epidemiological
studies have now reported zero or extremely low rates of
delayed-onset PTSD (Breslau et al. 1991, 1997; Frueh et al.
2009; Helzer et al. 1987), although other studies have
reported more significant percentages of delayed-onset
PTSD (McFarlane 2010; Prigerson et al. 2001).

One problem with the research on this construct is a
lack of clarity regarding the conceptual definition of
“delayed-onset.” Simply because a disorder is recognized
many years after the etiological event is not evidence that
onset of the disorder was “delayed.” PTSD diagnosed
more than 6-months after a traumatic event could
indicate delayed treatment- or disability-seeking,
delayed-onset of any symptoms of PTSD, or delayed-
onset of the full disorder such that a change in one or two
symptoms alters PTSD diagnostic status. Another issue is
the actual time interval from traumatic exposure to onset,
with “delayed-onset” counting as any PTSD onset that
occurs from 7 months to 50 or more years post-trauma.
Spitzer et al. (2007) proposed revised PTSD diagnostic
criteria for DSM-V, changing the onset criterion to read as
either “the symptoms develop within a week of the event”
or “if delayed onset, the onset of symptoms is associated
with an event that is thematically related to the trauma
itself (e.g., onset of symptoms in a rape survivor when
initiating a sexual relationship) (p. 235).”

A revision to the DSM criteria for delayed-onset is
proposed. The definition has been changed from “if onset
of symptoms is at least 6 months after the stressor” (DSM-
IV; p. 429) to “if diagnostic threshold is not exceeded until
6 months or more after the event(s) (although onset of some
symptoms may occur sooner than this)” (DSM-V proposal).
This new definition is more clear and precise, though this
likely does not address the problem identified in epidemi-
ological studies, namely that delayed-onset PTSD is at best
exceedingly rare, if it exists at all.

Forensic Implications

For the past 30 years, PTSD has been one of the psychiatric
diagnoses that is most commonly invoked in forensic
situations (Taylor et al. 2007). This is, in part, due to the
fact that it is virtually the only psychiatric disorder with a
specific external cause (i.e., the traumatic event), which
makes it relevant as the basis for a wide range of disability
and legal claims. Among other forensic uses, it is
potentially a basis for worker’s compensation and other
disability claims, civil lawsuits, and legal defense of felony
charges.

From an economic perspective, perhaps the most
important forensic context of PTSD is its use in U.S. VA
disability claims by veterans seeking financial compensa-
tion for psychiatric disability putatively caused by their
military service. VA provides generous lifetime psychiatric
disability compensation for veterans diagnosed with
combat-related PTSD (typically over $35,000 tax-free for
veterans with a 100% service connected rating). Over the
course of the lifetime of veterans currently receiving such
disability compensation, the VA will pay out billions of
dollars in disability compensation. Thus, the financial cost
of this disorder to the government and society is massive.
Moreover, given that a large percentage of the research on
PTSD has been conducted in the VA system, disability
incentives are obviously an important contextual influence
on how veterans present their symptoms and respond to
treatment—and therefore, influences our ability to study
and understand this condition.

This gives rise to several concerns, including: (1) the VA
has experienced rapidly increased rates of disability claims
and payments due to combat-related PTSD, including a
149% increase in payments from 1999 to 2004, whereas all
other disability awards increased by only 42% (DVAOIG
2005); (2) 25% of recent disability award files were lacking
compelling evidence of combat exposure, putting the mone-
tary risk of potential fraud at about $20 billion over the
lifetime of veterans with current PTSD disability (DVAOIG
2005); (3) most veterans’ self-reported symptoms of PTSD
became steadily worse over time until they reach the 100%
disability level, at which point there is an 82% drop in use of
VA mental health services, but no change in other VA
medical health service use (DVAOIG 2005); (4) treatment
outcome studies of PTSD in veterans show markedly less
robust treatment effects than similar studies conducted with
other PTSD populations (e.g., survivors of sexual assault;
Bradley et al. 2005; Frueh et al. 2007) and the VA has no
administrative data showing that some veterans recover from
PTSD (Frueh et al. 2007); (5) virtually all veterans seeking
PTSD treatment at VA medical centers also apply for VA
disability for the disorder and there is clear evidence of
widespread symptom over-reporting among these veterans
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(Frueh et al. 2000b; Frueh et al. 2003), as well as outright
malingering (Freeman et al. 2008) and exaggeration/misrep-
resentation of combat experiences (Frueh et al. 2005); and
(6) the VA does discourages systematic evaluation of
malingering or effort in its clinical evaluations of veterans
seeking disability (Poyner 2010).

Compounding the problems with VA disability is the fact
that recent legislative changes have been made to the VA’s
consideration of criterion A, namely that they have
liberalized the evidentiary standard for establishing the
required in-service stressor (Department of Veterans Affairs
2010). This amendment eliminates the requirement for
corroborating that the claimed in-service stressor occurred
if a stressor claimed by a veteran is related to the veteran’s
fear of hostile military or terrorist activity and appears to
mean that merely serving in hazardous areas (e.g., military
bases in theater) is itself now categorized as a “traumatic
event.” Although this does not seem consistent with DSM-
IV definition of “trauma,” the VA claims that it is—
although it is possible that it will not be consistent with the
new and tighter definition proposed in DSM-V.

Taken together, VA’s PTSD disability policies and incen-
tives are highly problematic. They are potentially iatrogenic at
the level of the individual veteran, and also probably distort
the empirical database and limit our ability to accurately
understand posttraumatic reactions and evaluate effective
treatments for them (Frueh et al. 2007; Jones et al. 2002;
Mossman 1996; Rosen et al. 2008). All of this is especially
unfortunate because there is solid evidence to indicate that
PTSD is often not a permanent condition and is highly
treatable. Data from epidemiological studies indicate that
about half of those who develop PTSD at some point in their
life are identified as remitters (McNally 2003; Dohrenwend
et al. 2006), and the treatment outcome literature shows that
cognitive-behavioral therapy is an extremely efficacious
treatment for PTSD (Bradley et al. 2005). As described in
the PTSD section of ICD-10: “The course is fluctuating, but
recovery can be expected in the majority of cases. In a
smaller proportion of cases the condition may follow a
chronic course over many years, with eventual transition to
an enduring personality change.”

All of this is to say that malingering and over-reporting
of PTSD symptoms is a very real and growing concern in a
variety of healthcare and forensic settings and requires
additional attention in the DSM, as well as in clinical and
forensic practice (Taylor et al. 2007; Rosen and Taylor
2007). Wording in DSM-IV counsels that “Malingering
should be ruled out in those situations in which financial
remuneration, benefit eligibility, and forensic determina-
tions play a role (p. 427).” Empirical data supports the use
of psychometric instruments to assess validity of patient
reports and effort (Elhai et al. 2004; Tolin et al. 2010).
Yet, consideration of malingering and symptom exagger-

ation is virtually ignored in many clinical settings and
research studies where it should be appropriately ruled
out. Until DSM’s dictum is followed by clinicians,
disability raters, researchers, and journal editors PTSD
remains a potentially problematic construct (Rosen 2006).
At this point, it is unknown if or how this concern will be
addressed in DSM-V.

Conclusions

The current proposed changes for DSM-V represent a
modest improvement over DSM-IV criteria, though they
are incremental and relatively minor in nature. As such,
they are unlikely to have a meaningful impact on
prevalence rates, treatment approaches, or forensic applica-
tions of the disorder. Proposed changes do address some of
the empirical limitations inherent in DSM-IV that are
discussed above, such as tightening the A1 criterion,
eliminating the A2 criterion, and changing the symptom
structure from three to four clusters so as to make it more
consistent with data from factor analytic studies. However,
these changes do not address other concerns, such as
improving the link to the general stress literature, clarifying
the overlap with other psychiatric mood and anxiety
disorders, reconsidering the delayed-onset concept, or
improving our ability to define and implement criterion F
(distress and functional impairment). Moreover, there are
several new symptoms that have been added, including
persistent distorted blame of self or others associated with
the trauma and pervasive negative emotional state (both in
symptom cluster D) and reckless or self-destructive
behavior (in symptom cluster E). It is unclear whether
these newly added symptoms are empirically supported and
what impact, if any, they are likely to have on prevalence
rates or treatment, though the likely impact is minor.

Although individual reactions to traumatic event expo-
sure vary (Bryant 2010), the general qualitative response is
most commonly negative in valence. This alone, however,
does not necessarily equate to psychopathology per se (i.e.,
a “disorder”), which is essentially defined not only by
statistical infrequency or societal distaste (consider the non-
pathological nature of genius) but also by impairment. The
concept that extreme and negative emotional responses are
not necessarily indicative of a psychopathological state is
clarified by considering these responses in the environmen-
tal context from which they originate. From this perspec-
tive, that to which we refer to as “symptoms” might
actually often constitute normal, expected, and even
adaptive responses to a traumatic event or situation.
Whereas, the “normality” of response is relatively simple
to understand in the immediate time frame of an event (e.g.,
hypervigilance and exaggerated startle during street combat
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in Iraq could keep you alive and is thus not only normal,
but highly adaptive), it might be less clear 1 or 2 months
post-event; or when the environmental context changes
to the extent that these responses are no longer adaptive
(e.g., when a soldier returns home). Therefore, the
conceptualization in the DSM is of the PTSD response
as an initially expected and arguably normal response set
that has “gone awry” insofar as its temporal course,
intensity, or sequelae (e.g., social isolation) are
concerned. This begs the question: what must transpire
for this expected and normal set of responses to be
considered indicative of psychopathology?

In the DSM-IV, the point at which the response set moves
from “normal, expected, and non-pathological” to PTSD is
considered when 1 month has elapsed; however, we maintain
that it should be when functional impairment becomes and
remains significant. Thus, the presence of the disorder should
turn on the level of functional impairment—indeed as noted
above, prevalence rates of the disorder will rise and fall
depending on where the threshold for this is set. Moreover,
this impairment as functional impact is contextually defined
because many responses that comprise PTSD are adaptive on
the battlefield or in the immediate aftermath of disaster and are
decidedly maladaptive once the traumatic situation is well
past.

The advantages of conceptualizing PTSD in this way,
that is, as a product of initially predictable behavioral
learning acquired in a manner similar to most other
environmental episodes of learning, followed by a failure
to unlearn or to change the response when the context
changes to one of less danger, is important when develop-
ing treatment options and estimating prognosis. It is also
important in that it frames posttraumatic exposure respond-
ing in terms of a continuum (as opposed to framing it as a
dichotomy wherein qualitatively different types of respond-
ing are defined as either pathological or non-pathological,
such as the visual hallucinations in schizophrenia), in which
behaviors and cognitive emotional events become symp-
toms of a disorder only when they manifest at the end of the
continuum, becoming functionally impairing in the new,
non-traumatic context.

Empirical data on PTSD symptoms clearly support the
importance of “subthreshold” PTSD (Grubaugh et al. 2005)
and the dimensional nature of the construct (A.M. Ruscio et
al. 2002), as well as the dimensional, rather than categor-
ical, nature of most psychiatric disorders (Ruscio and
Ruscio 2008; Widiger and Trull 2007). Taken together,
the data on latent structure of responses to traumatic and
general life stressors seem to indicate that perhaps PTSD
should be replaced by a dimensional general stress response
disorder within the DSM system.

Other considerations also must come into play. Although
psychiatry remains the last bastion of symptom-based

medicine—where symptoms, often overlapping across
different disorders, are also the diagnosis—data from
genetic and functional neuroimaging studies are rapidly
changing this status. The empirical database supporting a
genetic component to PTSD, for example, has grown
rapidly in the past 5 years (Afifi et al. 2010; Galea et al.
2006; Kilpatrick et al. 2007; Koenen et al. 2009). Empirical
research on genetic mutations, various candidate genes, and
the degree of variance contributed by heredity have already
begun to show that psychiatric conditions previously
viewed as distinct disorders have common underlying
genetic bases. So there is bound to be overlap and
confusion between psychiatric conditions as they have
traditionally been defined in the DSM.

How and where this takes the construct of PTSD in
future editions of DSM is hard to foresee. One final idea in
the discussion on how to operationalize PTSD in the DSM-
V is the suggestion that the diagnosis might best be
relegated to the DSM’s appendix for experimental criteria
sets (Rosen et al. 2010b). Such an approach would allow
for research and treatment of a wide range of posttraumatic
reactions, while delaying scientifically premature accep-
tance of any specific diagnostic criteria set. This approach
would also serve to remind clinicians that PTSD as defined
in DSM-IV should not be reified to the status of a distinct
disorder in nature. This approach could lead to improve-
ment in its criteria set that lead to more balanced
approaches to the disorder in forensic contests related to
psychological injury and law.
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