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Review and Critique of the New DSM-IV Diagnosis
of Acute Stress Disorder
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Objective: A new diagnosis can greatly influence scientific research, access to re-
sources, and treatment selection in clinical practice. The authors review the historical evo-
lution, rationale, empirical foundation, and clinical utility to date of the recently introduced
diagnosis of acute stress disorder. Method: The conceptual basis and relevant methods for
identifying a psychiatric syndrome are reviewed with respect to acute stress disorder, in-
cluding selection of criteria for core symptoms; considerations of sensitivity and specificity
of a syndrome definition; longitudinal course; and distinctions between normative and
pathological phenomena. Particular attention is devoted to two major issues: the implica-
tions of the core feature requirement of three of five dissociative symptoms, and the ques-
tion of whether there should be two separate diagnoses (acute stress disorder and post-
traumatic stress disorder [PTSD]) describing posttraumatic syndromes. The widely
divergent approaches in DSM-IV and ICD-10 are also reviewed. Results: The diagnosis of
acute stress disorder does not appear to achieve the important objective of providing ade-
guate clinical coverage for individuals with acute posttraumatic symptoms. The validity and
utility of requiring peritraumatic dissociative symptoms as a core feature are questionable,
as is the separation of essentially continuous clinical phenomena into two disorders with
different criteria sets (acute stress disorder and PTSD) based on persistence of symptoms
for 30 or more days. Conclusions: Longitudinal studies using acute stress disorder crite-
ria, as well as broader considerations of the clinical and scientific functions that posttrau-
matic diagnoses should serve, suggest a need to reevaluate the current DSM-IV approach

to posttraumatic syndromes.
(Am J Psychiatry 1999; 156:1677-1685)
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Because the etiology of most mental disorders is
largely unknown, psychiatric research remains particu-
larly dependent on the principles and process of syn-
drome identification. Identification of syndrome crite-
ria with acceptable reliability can then facilitate
investigation of syndrome validity with methodologies
such as factor and cluster analysis, laboratory study,
studies of comorbidity and distinction from other dis-
orders, follow-up, family studies, and treatment re-
sponse (1, 2). Official recognition of a clinical syn-
drome can also greatly stimulate scientific interest, as
illustrated by the surge of research in posttraumatic
stress disorder (PTSD) since its recognition in DSM-III
in 1980. Finally, diagnoses serve the crucial clinical ob-
jectives of identifying individuals in need of treatment
and guiding treatment selection.
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Since manifestations of a given psychological disor-
der generally are not uniform and often are distributed
in a spectrum of severity, seemingly minor variations in
syndrome criteria definition can alter the detected
prevalence of the diagnosis, with substantial clinical
and scientific consequences (3). Given a particular hy-
pothetical rate of disorder in a population, increasing
the sensitivity of diagnostic criteria enhances the rate
of true positive cases detected (diagnosing those who
have the true disorder), at the risk of including more
false positive cases (diagnosing those who do not have
the true disorder). Increasing the specificity of diagnos-
tic criteria enhances the rate of true negative cases de-
tected (not diagnosing those who do not have the true
disorder), at the risk of failing to identify more true
positive cases (failing to diagnose individuals with the
true disorder). The decision as to whether to define a
disorder broadly or narrowly usually hinges on the rel-
ative consequences of doing so and has been widely de-
bated in psychiatry with respect to psychiatric diagno-
sis. For example, which is worse: failing to identify
some persons with PTSD who could benefit from treat-
ment, or mistakenly diagnosing some persons who are
actually experiencing a normative reaction to a trau-
matic event? The problem is compounded by the ab-
sence of a “gold standard” to identify true disorder.

Substantial clinical evidence was required for a new
disorder to be recognized in DSM-IV (4, 5). After ex-
tensive review of the available empirical literature, a
second trauma-related diagnosis, acute stress disorder,
was included to describe responses to trauma occur-
ring within the first 30 days of the event. This ad-
dressed an important limitation in DSM-III-R, since
the definition of PTSD did not allow the diagnosis to
be made until symptoms had been present for at least
30 days. Acute stress disorder identifies individuals
with symptoms similar to those of PTSD (i.e., intru-
sive, avoidant, numbing, and increased arousal symp-
toms) but does not specify the number of symptoms
required in the avoidance and increased arousal cate-
gories (unlike the definition of PTSD). Furthermore,
acute stress disorder requires that at least three of the
following five dissociative symptoms were experienced
during or after the traumatic event: numbing, detach-
ment, or absence of emotional responsiveness; a reduc-
tion in awareness of surroundings; derealization; de-
personalization; or dissociative amnesia.

A number of complex issues are raised by this new
diagnosis. This article reviews the historical develop-
ment, empirical foundation, rationale, and clinical im-
plications of acute stress disorder as defined in DSM-
IV. The rationale and implications of requiring three of
five dissociative symptoms in order to diagnose acute
stress disorder in DSM-IV are a central focus of this re-
view and critique. Furthermore, both conceptual and
practical problems are raised by the existence of two
posttraumatic diagnoses that have different criteria but
that appear to describe largely continuous clinical phe-
nomena. Finally, the related ICD-10 diagnoses of acute
stress reaction and PTSD are discussed in comparison.
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HISTORICAL DEVELOPMENT OF DIAGNOSES
OF TRAUMATIC STRESS SYNDROMES

There have been several important points of conten-
tion during the evolution of the diagnoses of PTSD and
acute stress disorder. Some concern fundamental issues
in nosological development, and some are specific to
trauma research. These include the following: 1) the
item content of the syndromes of acute stress disorder
and PTSD, including the relative importance of disso-
ciative symptoms; 2) the way to address longitudinal
course; and 3) the importance of distinguishing be-
tween normative and pathological responses to trau-
matic events in order to define a “boundary” for the
disorder.

The diagnosis of PTSD was first officially recognized
in DSM-IIT in 1980 and was based on an extensive
clinical literature documenting characteristic responses
after a broad range of traumatic events (6). Before this,
DSM-I included a diagnosis of gross stress reaction,
which presented no criteria and described a reaction in
a “normal personality” to severe trauma, which sup-
posedly resolved rapidly in most cases. DSM-II con-
tained no posttraumatic diagnostic category. The diag-
nosis of PTSD, created in DSM-III, required the
presence of a stressor that “would evoke significant
symptoms of distress in almost everyone” (criterion
A). Criteria included the three symptom clusters of re-
experiencing the trauma (B, one required); numbing of
general responsiveness (C, one required); and in-
creased arousal, cognitive impairment, avoidance of
reminders of the trauma, reexperiencing symptoms in
the presence of reminders of the trauma, and survivor
guilt (D, two required). Subtypes of the diagnosis were
acute (onset within 6 months and symptom duration
of less than 6 months), chronic (symptom duration of
more than 6 months), and delayed (onset at least 6
months after the trauma). The diagnosis could be
made immediately after a traumatic event if the full
syndrome were present.

The most significant revision in DSM-III-R was the
addition of a minimum duration criterion requiring
symptoms to have been present for at least 30 days.
This constituted a response to new findings that symp-
toms and distress were common after a severe trauma
and therefore might represent a normative process (7,
8). Since the boundary between normative and patho-
logical responses to trauma was unclear, it was felt that
trauma-related diagnoses should be narrowly defined
to include only those individuals who, in essence, had
not begun to show clinically significant spontaneous
recovery after 30 days.

The unfortunate clinical consequence of the mini-
mum duration criterion, however, was that the only
stress-related diagnosis available in the first month af-
ter a traumatic event was the nonspecific diagnosis of
adjustment disorder. Thus, survivors of severe trauma,
experiencing the full PTSD syndrome, would initially
receive the same diagnosis as individuals experiencing
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nonspecific and relatively mild reactions to common
life stressors.

During the development of DSM-1V, this deficit was
recognized and addressed. Longitudinal studies
showed, in fact, that a substantial proportion of indi-
viduals met criteria for PTSD in the first month after
severe trauma (7, 9) and would have received the diag-
nosis of acute PTSD according to DSM-III. Treatment
and research were curtailed by the unavailability of a
diagnosis in DSM-III-R. However, the possibility of re-
turning to the DSM-III definition—i.e., dropping the
time duration requirement—was rejected for the same
reasons it was instituted, out of concern for assigning a
diagnosis of a mental disorder to individuals who
would eventually recover spontaneously (10).

ACUTE STRESS DISORDER

Several different diagnostic approaches were consid-
ered. The final decision was to select criteria for acute
stress disorder that would theoretically identify indi-
viduals likely to meet criteria for PTSD 1 month later
(11). The objective was to distinguish between norma-
tive and pathological acute stress responses by linking
acute stress disorder to predictors of a relatively poor
prognosis.

Four symptom clusters were created: reexperienc-
ing, avoidance, increased arousal, and dissociative
symptoms. All but the last are essentially identical to
those of PTSD but are less precise in two of three cri-
teria categories. PTSD requires the presence of at least
one intrusive symptom, three of seven specific avoid-
ance symptoms, and two of five specific arousal symp-
toms, whereas acute stress disorder requires one intru-
sive symptom and “marked avoidance” and “marked
symptoms of anxiety or increased arousal” and pro-
vides lists of potential symptoms but no required min-
imum number. Duration of symptoms was stipulated
as between 2 days and 4 weeks, with onset within 4
weeks of the traumatic event. Thus, if symptoms per-
sist beyond 4 weeks, the diagnosis is changed to
PTSD. The greatest difference between acute stress
disorder and PTSD is the additional core symptom re-
quirement of three of five dissociative symptoms dur-
ing or after the traumatic event.

Other options proposed included creation of a new
V code called uncomplicated posttraumatic stress reac-
tion, in order to capture a normal reaction, similar to
the V code condition of bereavement. The use of
course of illness descriptors such as “acute” (onset
within 1 year), “delayed” (onset after 1 year), “recur-
rent” (for a resurgence of symptoms after a period of
recovery), and “residual” (for subthreshold symptoms
in individuals who previously met criteria for the full
syndrome) was discussed (4).

The possibility of reclassifying PTSD as a dissocia-
tive disorder was also considered (10). The empirical
evidence linking PTSD to anxiety disorders was viewed
in the end as more convincing, but this debate may
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have played a role in promoting an increased emphasis
on dissociative symptoms. The DSM-IV subcommittee
on PTSD, in fact, reccommended that syndromes clearly
following a stressor be grouped together, but this rec-
ommendation was not implemented (10).

PERITRAUMATIC DISSOCIATION
AND OTHER VULNERABILITY FACTORS

Several studies have found that a dissociative re-
sponse during or immediately after a traumatic experi-
ence predicted the subsequent development of PTSD
(for review, see Cardena et al. [12]); these studies used
both retrospective (13-18) and prospective (19-21)
methodologies. This important finding generated re-
newed interest in the role of dissociation in posttrau-
matic syndromes and led to the inclusion of peritrau-
matic dissociation as a core feature of acute stress
disorder.

Several other factors also increase the risk of develop-
ment of PTSD. For example, overall severity of acute
PTSD symptoms also predicts development of chronic
disorder (7, 21-24). Preexisting vulnerability factors
increase the risk of development of PTSD after trauma;
these include neuroticism (22), personality disorder
(25), history of psychiatric illness (9, 26), history of
trauma or stress (27-29), genetic liability (30), and
family history of psychological disorder (22, 30-32).

Thus, the risk of experiencing both peritraumatic
dissociation and subsequent PTSD may be elevated by
common vulnerability factors. A study of rescue work-
ers responding to a freeway collapse after an earth-
quake, in fact, found that particular personality traits
and coping styles increased the risk of both peritrau-
matic dissociation and subsequent PTSD (33). In a
prospective study of female rape and criminal assault
victims, dissociative symptoms in the immediate post-
trauma period were correlated with prior history of
sexual abuse (34). A study that retrospectively diag-
nosed acute stress disorder in a sample of motor vehi-
cle accident victims with PTSD 1-4 months after the
trauma similarly found acute stress disorder to be asso-
ciated with higher rates of premorbid mood disorders
other than major depression and premorbid axis I and
axis II disorders (35). Dissociative symptoms correlate
with high levels of anxiety and PTSD symptoms in all
studies.

In summary, the current definition of acute stress
disorder singles out one of several risk factors for
PTSD—peritraumatic dissociation—and elevates it to
the status of a core symptom of a new disorder. Fur-
thermore, common preexisting vulnerability factors
appear to increase the risk of both peritraumatic disso-
ciation and subsequent PTSD, perhaps in part by in-
creasing the intensity of the response to trauma (36).
Most important, however, the current definition of
acute stress disorder excludes from receiving the diag-
nosis those individuals who do not have prominent
dissociative symptoms (criterion B) even if symptom
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criteria for PTSD are met within a month of the
trauma.

One of us (R.S.) observed the following illustrative
case example. A 30-year-old married woman presented
to the psychiatric emergency room 9 days after having
been badly beaten by her husband. Since the beating
she had felt depressed, tearful, sleepless, numb, and
hopeless and had thoughts of killing herself. She had
repeated nightmares of being beaten and dragged by
her husband. During the day she was hypervigilant and
anxious and experienced intrusive thoughts of the
beating. The resident proposed a diagnosis of PTSD
and was surprised when the attending psychiatrist ex-
plained that the diagnosis was not applicable because
the duration was less than 4 weeks, nor was it acute
stress disorder because of the absence of multiple dis-
sociative symptoms. In fact, the only available diagno-
sis, according to DSM-IV, was adjustment disorder.

ACUTE STRESS IN THE ABSENCE
OF SEVERE DISSOCIATIVE SYMPTOMS

The studies that established peritraumatic dissocia-
tion as a predictor of PTSD (cited earlier) did not ad-
dress the question of taxonomic specificity. A few later
studies using acute stress disorder criteria can be exam-
ined to address the issue of whether peritraumatic dis-
sociation can be considered a sine qua non or core fea-
ture of an acute stress disorder. Three prospective
studies (37-39) and two retrospective studies (35, 40)
are reviewed to determine the proportion of acute
trauma survivors who had significant distress or im-
pairment or who will later develop chronic disorder,
who were unrecognized by the current DSM-IV defini-
tion. In addition, three prospective studies (21, 34, 41)
are reviewed that used dimensional measures (but not
DSM-IV criteria) to measure dissociative symptoms af-
ter acute trauma. Generalization across studies is lim-
ited by the use of different measures and methodology.

Jaycox et al. (37) assessed 43 female assault victims
within 1 month of the trauma. All subjects met criteria
for PTSD (with the duration criterion suspended),
whereas only 43% met criteria for acute stress disor-
der. This suggests that acute stress disorder, as cur-
rently defined, fails to identify a large proportion of
patients with significant clinical distress or impairment
after serious trauma. Subjects with acute stress disor-
der reported significantly more posttraumatic symp-
toms. The authors suggested that acute stress disorder
may therefore simply reflect greater severity of PTSD
symptoms, rather than a distinct diagnostic entity. In a
second sample of patients with chronic PTSD (mean
time since assault was 3.7 years), only 58% retrospec-
tively met criteria for acute stress disorder, and the di-
agnosis of acute stress disorder did not correlate with
later symptom severity.

A recent study (38) of adults who sustained mild
traumatic brain injury after a motor vehicle accident
consecutively assessed subjects within 1 month by
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structured interview and again 6 months after the
trauma. Within the first month, 13.8% (N=11) met
criteria for acute stress disorder, and after 6 months,
23.8% (N=15) met criteria for PTSD. Among those
subjects with PTSD at 6 months, nine (60%) had met
criteria for acute stress disorder, and six (40%) had
not. Thus, in that study, most subjects with acute stress
disorder (nine of 11) did develop chronic PTSD, but
40% of subjects who developed chronic PTSD were
not identified by the acute stress disorder diagnosis.

A recent prospective study assessed acute stress
symptoms (within 8 days of the trauma) and subse-
quent PTSD symptoms among a treatment-seeking
subset of witnesses of a mass shooting (39). Symptoms
were assessed with self-report forms only. The main
finding was that meeting criteria for acute stress disor-
der predicted PTSD symptom dimensional scores, and
acute stress disorder symptoms were significantly cor-
related with later PTSD symptoms (r=0.44, p<0.01).
Other potential predictors (such as acute PTSD symp-
toms or comorbid or prior psychiatric disorder) were
not assessed, however. As the authors noted, in the ab-
sence of clinical interviews, it was not known whether
subjects actually met diagnostic criteria for either acute
stress disorder or PTSD (including the distress/impair-
ment criterion).

Barton et al. (35) made retrospective diagnoses of
acute stress disorder (since the criteria were not avail-
able at the initial data collection) in a subset of motor
vehicle accident victims with PTSD. The diagnosis was
based on detailed accounts of immediate responses to
the accident and review with the interviewing clinician.
In the original sample of non-treatment-seeking motor
vehicle accident victims (N=158), 39% (N=62) had
been diagnosed with PTSD on the basis of DSM-III-R
criteria (42). In fact, only a minority (N=14 [23%] of
62) of the PTSD subjects retrospectively met criteria
for acute stress disorder (i.e., reported at least three or
more dissociative symptoms from criterion B). Individ-
uals who met criteria for acute stress disorder were
more likely to show preexisting psychopathology, as
well as greater initial severity on measures of depres-
sion, state and trait anxiety, PTSD symptoms, and level
of functioning. However, at 6-month follow-up, there
were no differences in symptom severity or rate of
chronic PTSD between the two groups, again suggest-
ing that meeting criteria for acute stress disorder did
not predict poorer outcome. The authors noted the
limitation of retrospective assessments.

A second study retrospectively assessed PTSD and
acute stress disorder symptoms in the Swedish survi-
vors (N=53) of the capsizing of the Swedish car ferry
Estonia in 1994 (40). Of more than 900 passengers,
only 135 survived after several hours’ struggle in near-
freezing water. The authors reported a PTSD rate of
64.3% 3 months after the accident, but only 40.5%
(N=17 of 42) of the subjects reported three or more
DSM-1V dissociative symptoms. The authors stated
that “the more dissociative symptoms the person had,
the higher was the risk of post-traumatic symptoms”;
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however, the analyses were not reported. Since the re-
port also failed to present data on the proportion of
subjects with PTSD and fewer than three dissociative
symptoms, it is of limited use in assessing the adequacy
of the acute stress disorder diagnosis.

Dancu et al. (34) prospectively examined the rela-
tionship between acute dissociative symptoms (as-
sessed within 2 weeks of trauma) and clinical outcome
3 months after trauma in three groups of women: rape
victims (N=74), nonsexual assault victims (N=84), and
comparison subjects (N=46). Fifty percent of rape vic-
tims and 21% of nonsexual assault victims met the cri-
teria for PTSD 3 months after trauma. There was con-
siderable heterogeneity of dissociative tendencies
(range of scores on the Dissociative Experiences Scale
[43] was 0-88.6), and the predictive power of acute
dissociative symptoms varied in the two trauma
groups. Among rape victims, a regression analysis of
PTSD symptoms at 3 months revealed that the combi-
nation of initial symptom scores with Dissociative Ex-
periences Scale scores accounted for only 12% of the
variance, and no single variable reached significance.
Among nonsexual assault victims, the same analysis
showed a stronger contribution for intrusion scores,
and Dissociative Experiences Scale scores approached
significance as a predictor (p<0.06). Overall, the study
does not support an emphasis on peritraumatic disso-
ciation as the most important predictor of subsequent
PTSD, at least when assessed with the Dissociative Ex-
periences Scale.

Shalev et al. (21) assessed PTSD and dissociative
symptoms within 6 days of trauma in hospitalized in-
dividuals who had been physically injured (N=51).
Fifty-one percent of subjects (N=26 of 51) endorsed at
least one symptom on the Peritraumatic Dissociation
Experiences Questionnaire (16). At 6-month follow-
up, 25.5% (N=13 of 51) met criteria for PTSD. Those
who later developed PTSD had more severe initial
symptoms of peritraumatic dissociation, intrusive re-
experiencing, depression, and state anxiety. Peritrau-
matic dissociation scores were significantly correlated
with initial severity of anxiety, depressive, and PTSD
symptoms, again suggesting an important link between
dissociative symptoms and general psychopathology.

A logistic regression analysis was conducted to iden-
tify predictors of PTSD status and included the follow-
ing variables: age, gender, education, event severity,
immediate response, peritraumatic dissociation, PTSD
symptoms (Impact of Event Scale), state-trait anxiety,
and depressive symptoms. Peritraumatic dissociation
was the only significant predictor of PTSD status in
this analysis. The sensitivity and specificity of the
model, however, are particularly relevant to the ques-
tion of whether dissociation should be viewed as a core
symptom of acute stress reactions. The model pos-
sessed sensitivity of only 30.8%, with a specificity of
94.7%. At 6 months, only nine (35%) of 26 subjects
who endorsed at least one peritraumatic dissociative
symptom had developed PTSD, and four (16%) of 26
subjects without any dissociative symptoms still devel-
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oped PTSD. These two groups showed nearly identical
severity of all other PTSD symptoms at week 1 assess-
ment. Thus, it is likely that more than four (31%) of
13 subjects who later developed PTSD would not have
received the diagnosis of acute stress disorder in the
first month after trauma.

Shalev et al. (41) reported a second, larger prospec-
tive study (N=239) assessing acute dissociative symp-
toms, PTSD symptoms, and general distress within 1
week after a range of traumatic events, with 1- and 4-
month follow-up assessments. Of the subjects who
completed at least the 1-week and 4-month assess-
ments (N=207), about 30% met criteria for PTSD after
1 month, and 17% met criteria after 4 months. In that
study, acute dissociative symptoms (again measured by
the Peritraumatic Dissociation Experiences Question-
naire) were no better at predicting 4-month outcome
than were measures of PTSD and general symptoms. In
addition, assessments at 1 week were as predictive as
assessments at 1 month, calling into question the
DSM-1V requirement of waiting 1 month before diag-
nosing PTSD.

In summary, prospective and retrospective studies to
date suggest that a substantial proportion of individu-
als with characteristic PTSD symptoms in the first
month after trauma may not have experienced signifi-
cant peritraumatic dissociation and thus would not
meet criteria for acute stress disorder. Furthermore,
acute dissociative symptoms do not emerge as a sine
qua non of severe acute stress reactions. Finally, the
more parsimonious view that the symptoms of acute
stress disorder simply reflect greater severity of PTSD,
rather than a separate diagnostic entity, is supported
by the available data.

DISSOCIATION AND POSTTTRAUMATIC SYNDROMES

Although the above review suggests that dissociation
is not a core feature of acute PTSD, higher rates of dis-
sociative symptoms have been found in subjects with
PTSD than in normal control subjects, subjects with
histories of trauma but no PTSD, and subjects with
psychiatric disorder but no PTSD (44-46). Dissocia-
tive symptoms have been viewed as a response to over-
whelming fear and anxiety in a predisposed individual
and are associated with general psychopathology. One
study of the Dissociative Experiences Scale found that
61% of the variance in the scale’s scores was predicted
by measures of phobic anxiety, hostility, somatization,
imaginative absorption, and irrational thinking (47).
However, a number of studies have shown that mild
dissociative experiences, such as the capacity for imag-
inative involvement/absorption, appear normally dis-
tributed (48, 49). Thus, it is likely that this unfortu-
nately vague term is used to describe a broad range of
phenomena, and clarification of phenomenological
models of dissociation may be important in future
studies of the psychobiology and clinical treatment of
types of dissociation (50).
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Whether dissociative symptoms are viewed as cen-
tral or secondary phenomena has important clinical
implications. For example, dissociative symptoms sec-
ondary to severe anxiety (as in panic disorder and
PTSD) may improve with treatment of the primary
disorder (51).

USING SYMPTOM DURATION TO DISTINGUISH
BETWEEN DISORDERS

According to DSM-1V, an individual’s diagnosis
changes from acute stress disorder to acute PTSD if
symptoms persist for 1 month. After 3 months of
symptoms, the diagnosis changes again to chronic
PTSD. This represents an effort to distinguish between
three different clinical situations: a severe acute re-
sponse to trauma, a time-limited disorder that eventu-
ally resolves after weeks to months, and a chronic dis-
order that tends to persist for months to years (52—
54). However, the time point after which a chronic
disorder can be identified, and the proportion of sub-
jects who develop chronic disorder, varies consider-
ably across studies and with the severity of the
trauma. Among female rape victims, the proportion of
subjects meeting criteria for PTSD diminished over
time from 94% 1 week after trauma, to 65% 1 month
after trauma, to 47% at 3 months, with no further sig-
nificant proportional change between 3 and 9 months
(7). Among 84 prospectively studied criminal assault
victims, rates of PTSD declined more rapidly, from
71.1% of women and 50% of men within the first
month, to 21.1% of the women and none of the men
after 4 months (8). In the National Comorbidity Sur-
vey (which presents the largest data set and longest pe-
riod of follow-up in the literature, albeit with retro-
spective assessments), the rate of PTSD declined at a
relatively constant rate over 12 months, with a more
gradual decline over 6 years (55).

Thus, the distinction between a time-limited form of
PTSD that eventually remits and a chronic form of
PTSD is supported, although studies vary as to the
point at which chronic PTSD can be identified. How-
ever, research to date suggests that it makes little clini-
cal or conceptual sense to regard the first month of
symptoms as a separate disorder.

SPECIAL CONSIDERATIONS
FOR POSTTRAUMATIC SYNDROMES

DSM-1V defines mental disorder as “a clinically sig-
nificant behavioral or psychological syndrome or pat-
tern that occurs in an individual and that is associated
with present distress (e.g., a painful symptom) or dis-
ability (i.e., impairment in one or more important ar-
eas of functioning) or with a significantly increased
risk of suffering death, pain, disability, or an important
loss of freedom.” It also must not be merely an “ex-
pectable” response and must represent “dysfunction.”
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Klein (56) proposed that disease implies a dysfunc-
tion of one or more evolved (naturally selected) func-
tions within an organism. Following this line of rea-
soning, the DSM definition of acute stress disorder
attempts to make the important distinction between a
normal reaction to trauma and a symptomatic state
that is more likely to involve underlying dysfunction or
dysregulation.

The viewpoint that an acute stress syndrome should
not include symptoms that are relatively common (and
therefore “expectable”) after severe trauma, however,
conflates nosological and statistical concepts. Physical
injury after a serious accident (e.g., falling from a
height of 20 feet) may indeed be common. By analogy,
the fact that the risk of developing PTSD increases
with the severity and duration of trauma suggests that
there are likely limitations to the evolved normal ca-
pacity to adapt to psychological trauma. The concep-
tual maxim that a disorder should not be expectable is
therefore called into question in the case of severe trau-
matic events.

The argument that many trauma survivors will even-
tually show gradual, spontaneous recovery and there-
fore should not be given a diagnosis is similarly incon-
sistent with nosologic principles. The natural history
of many mental disorders and medical diseases is spon-
taneous recovery, and interventions are often directed
at shortening the natural course of illness to alleviate
distress and prevent further complications. That is, a
disorder involving an underlying dysfunction may still
resolve spontaneously over time.

Finally, the studies reviewed above suggest that ini-
tial symptom response after a traumatic event (includ-
ing peritraumatic dissociative symptoms) is not a
strong enough predictor to be useful for diagnostic
purposes—i.e., to identify all individuals who will later
develop chronic PTSD. Although individuals who de-
velop PTSD tend to have a more severe initial response
to trauma, there is considerable overlap with the group
of those who eventually recover. In other words, at-
tempts to minimize false positive cases on the basis of
initial symptom profile alone appear to result in a clin-
ically unacceptable failure to identify individuals who
may be in need of clinical intervention after a trau-
matic experience.

COMPARISON OF ICD-10 AND DSM-IV

In ICD-10, the category “Reactions to severe stress,
and adjustment disorders” groups the diagnoses with
the common feature of being clearly precipitated by se-
vere stressors. These are acute stress reaction, PTSD,
and the adjustment disorders, with a residual category
of “unspecified.”

The ICD-10 definition of PTSD most resembles the
first DSM-III definition in that it does not require a
minimum duration of symptoms. Acute stress reaction,
by contrast, requires immediate onset of symptoms
(within 1 hour) and relatively rapid diminution of
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symptoms after the stressor is relieved (within 8
hours). If the stressor is ongoing, diminution of symp-
toms must begin after not more than 48 hours. Thus,
this syndrome essentially describes an immediate, tran-
sient reaction to a traumatic experience.

In ICD-10, acute stress reaction can be diagnosed
following “an exceptional mental or physical stressor”
and provides three levels of severity with different cri-
teria sets for each and a complex method for assigning
the diagnosis. Thus, it captures a broad range of peri-
traumatic responses with varying degrees of dissocia-
tion, anxiety, affective instability, and confusion.

The primary strength of the ICD-10 approach is that
it may provide greater diagnostic coverage for a
broader range of posttraumatic responses associated
with impairment and distress. This is accomplished
through inclusion of both nonspecific acute responses
to trauma (in the diagnoses of acute stress reaction and
adjustment disorder), and the specific, well-validated
constellation of symptoms included in PTSD. It differs
from the DSM approach in that there is probably sub-
stantial overlap with normal emotional reactions, since
the milder form of acute stress reaction describes an
emotional upheaval that resolves relatively rapidly af-
ter trauma. Further research is needed to clarify this
important distinction in the nosology.

SOCIAL IMPLICATIONS OF A TRAUMA DIAGNOSIS

The psychological and societal implications of re-
ceiving a psychiatric diagnosis have often been consid-
ered in the DSM development process, and played a
role in the decision to define acute stress disorder
strictly. Since the concept of illness is subject to value-
laden considerations, a psychiatric diagnosis histori-
cally has carried multiple meanings with both positive
and pejorative implications (57). Critics of DSM have
emphasized that individuals and society may perceive a
diagnosis as stigmatizing. In the United States, there
has been concern that broad definitions of posttrau-
matic diagnoses may be exploited in the courts, and
this issue was discussed at length during the delibera-
tion process. Alternatively, a diagnosis can often be
used to validate a patient’s symptoms and disability
and legitimately entitle an individual to the sick role.
Diagnoses are used to guide treatment selection, as
well as to justify access to resources. In fact, patient ad-
vocacy groups have used a biological model of mental
illness to destigmatize psychiatric disorder and encour-
age fair and compassionate treatment. In clinical prac-
tice, providing education about a disorder can help to
counter a patient’s distorted view of the self as weak or
defective.

Since a psychiatric disorder evokes both positive and
negative connotations, it seems unwise to allow such
considerations to distort the scientific process of syn-
drome development. Instead, stigmatization and dis-
tortion can be addressed through individual and soci-
etal education. It should be noted that broadening the
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definition of acute stress responses should not have im-
portant implications in the courts, since compensation
is usually sought for severe, protracted disabilities.

CONCLUSIONS

Prospective findings to date do not support the cur-
rent DSM-IV requirement of three of five prominent
dissociative symptoms as a core feature of acute stress
disorder, since a significant proportion of individuals
with an identifiable trauma-related syndrome appear
to be thereby excluded from receiving a diagnosis. Un-
der the present system, an individual who did not ex-
perience significant peritraumatic dissociation might
meet criteria for PTSD after 1 month but never have
met criteria for acute stress disorder. Such an inconsis-
tency may produce clinical confusion in applying these
diagnoses. Most important, the current division of
posttraumatic symptoms into two separate disorders is
called into question by the available data.

Given that the time course of spontaneous recovery
after traumatic experiences varies considerably, the re-
quirement of 1 month of symptoms before the diagno-
sis of PTSD can be made does not appear to distinguish
adequately between normative and pathological post-
traumatic responses and creates an illusion of pseudo-
exactness regarding longitudinal course.

A more parsimonious approach that serves both
clinical and scientific objectives would allow PTSD to
be diagnosed at any point in time after trauma if symp-
tom criteria are met. This would essentially represent a
return to the DSM-III format and would be consistent
with ICD-10. Acute and chronic subtypes might still be
retained, and the duration cutoff point reviewed on the
basis of further prospective data. Further study is
needed to clarify the distinction between a normative
response to trauma and a disorder involving dysfunc-
tion. The validity of a chronic subtype of PTSD has
been established by prospective longitudinal study, the
pathophysiology of which may also prove distinct
from acute PTSD. The alternative of retaining the diag-
nosis of acute stress disorder, but broadening the defi-
nition, would also accomplish the same purpose but
lacks parsimony and splits a continuous dimension ar-
bitrarily into separate syndromes.

Further study is needed as to how dissociative symp-
toms might be included in future definitions of PTSD.
Since peritraumatic dissociation is one of several pre-
dictors of chronic PTSD, the presence of dissociative
symptoms might be recognized as an associated, but
not required, feature of acute PTSD.

A recent study found significant differences in heart
rate, skin conductance, and nonspecific movement be-
tween rape victims with high peritraumatic dissocia-
tion scores and those with low scores (36). High-disso-
ciation subjects were also more likely to meet criteria
for PTSD and had more severe PTSD symptoms. Thus,
prominent dissociation may be associated with a phys-
iologic subtype of severe PTSD, and recognition in the
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diagnostic criteria would facilitate further research.
Future research may reveal physiologic factors that as-
sist in distinguishing between normative and patholog-
ical responses to trauma.

After acute trauma, neither dissociative symptoms
nor severity of PTSD symptoms has a high sensitivity
for detecting individuals who will develop chronic
PTSD, since there is significant overlap with the symp-
toms of individuals who spontaneously recover. It is
possible that initial symptom presentation is of limited
use in predicting longitudinal course in the case of
posttraumatic syndromes, as is the case, for example,
with schizophrenia.

On balance, it may be argued an approach similar to
that used in ICD-10 better addresses the above con-
cerns with a hierarchical, algorithmic organization of
the three diagnoses of PTSD, acute stress reaction, and
adjustment disorder. The diagnoses are all mutually
exclusive and differentiated on the basis of clinical
phenomenology.

Many important clinical questions remain concerning
the treatment of acute trauma survivors. An interven-
tion may 1) shorten the course of the normal posttrau-
matic response, 2) reduce PTSD symptoms, 3) prevent
the development of chronic PTSD, 4) help to restore
functioning, and 5) prevent functional deterioration.
Since research is often guided by diagnosis, the way in
which posttraumatic syndromes are defined in the fu-
ture will likely be greatly influential in all aspects of
trauma studies.
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