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a b s t r a c t

Background: Distinguishing patients with psychogenic nonsyncopal collapse (PNSC), a conversion dis-
order that resembles syncope, can pose a difficult clinical challenge. Using the open-ended question
“what does it feel like to faint?,” the present study aimed to characterize how patients with PNSC
perceive and communicate the prodromal symptoms associated with their attacks by comparing nar-
ratives between patients with PNSC and those with syncope.
Methods: During a 42-month database-type study of tilt-table diagnoses, all patients with a history of
fainting were asked the open-ended question. Symptom descriptions were compared, qualitatively and
quantitatively, between patients with PNSC and those with tilt-induced syncope (n ¼ 121 in both
cohorts).
Results: Twenty-nine patients (24%) diagnosed with PNSC and eight (6.6%) diagnosed with syncope
either denied having any prodromal symptoms or could not recall any symptoms (P < 0.001). Among
patients who reported prodromal symptoms, patient narratives led to the formation of 26 symptom
categories. Symptom frequencies differed between cohorts in 19 of the symptom categories (each P value
<0.05). Qualitative differences in the descriptions of symptoms were often present, even when symptom
frequencies did not differ. More patients with PNSC described atypical symptoms than patients with
syncope, 54 of 92 (58.7%) versus eight of 113 (7.1%), P < 0.001.
Conclusions: Symptom narratives can help to distinguish patients with PNSC from those with syncope.
The use of a single, open-ended question as a screening tool for conversion disorder has immediate
clinical relevance because it can be instituted easily in a busy clinical setting.

© 2019 Elsevier Inc. All rights reserved.
Introduction

Psychogenic nonsyncopal collapse (PNSC), also referred to as
“psychogenic pseudosyncope,” is defined as a transient alteration
in behavior, movement, or arousal that resembles neurally medi-
ated (reflex) syncope, but the attacks do not have the corre-
sponding hypotension, bradycardia, or electroencephalographic
(EEG) changes typical of syncope.1-9 Instead, PNSC has a psycho-
logical origin. Parallels between PNSC and psychogenic non-
epileptic seizures (PNES) have been demonstrated through the
overlap in semiologic and clinical features1-3,6,7,10,11 and the
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observation of dual diagnoses4 in some patients. Accordingly, PNSC
and PNES likely represent similar functional neurological symptom
(conversion) disorders, with one resembling syncope and the other
resembling seizures.1,10

The clinical differentiation of patients with a conversion disor-
der from those with syncope (or epilepsy) can be challenging.
Among clinics specializing in the diagnosis and management of
syncope, the published diagnostic rates for PNSC vary considerably,
ranging from less than 1% to as high as 18.6%.2,4,6,12-20 Given that up
to 30% of patients with refractory epilepsy are diagnosed with PNES
when referred to a tertiary care epilepsy center,21 the variability in
PNSC diagnostic rates probably represents insufficient recognition
of the clinical features that are suggestive of a conversion disorder
or an insufficient clinical approach to establish the definitive
diagnosis.2,4,7,14 Yet, establishing an accurate diagnosis is important
as pediatric and adult studies have demonstrated that mere
communication of the PNSC diagnosis can lead to improvements in
attack frequency, in some cases leading to attack resolution, and
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reduction in the utilization of health care resources, similar to
published outcomes for PNES.4,6,14

Several “red flags” that represent clinical features considered
atypical of syncope can be used to help differentiate patients with a
conversion disorder from those referred for fainting. These atypical
features include frequent fainting or numerous lifetime attacks,
prolonged attacks, atypical triggers, absence of prodromal symp-
toms, rare or absent presyncope, eye closure with attacks, and
tearfulness with attacks.1,2,6-8,11,17,22,23 In contrast, when patients
were queried about symptoms that are considered typical of syn-
copedlightheadedness, nausea, warmth, and sweatingdthe
symptom ratings did not differ between cohorts with PNSC and
with syncope.5 Only ratings of visual changes (specifically re-
sponses to the statement “my vision goes white, gray, or black
before I faint”) differed, with significantly lower ratings among
patients with PNSC.5 Although assessments of atypical features of
syncope might better discriminate patients with PNSC than as-
sessments of typical features, differences in patient narratives
about symptoms have not been explored. How patients describe
the quality of their symptoms might further enhance our ability to
detect patients with a conversion disorder that appears like
syncope.

Accordingly, the aim of the present studywas to characterize the
symptoms leading up to PNSC based on responses to the open-
ended question, “what does it feel like to faint?,” by comparing
responses, qualitatively and quantitatively, between patients with
PNSC and patients with syncope. As the diagnosis of a conversion
disorder might lead to feelings of shame, guilt, or embarrassment
that could affect how patients report symptoms, all responses were
obtained before testing or diagnosis. The term “fainting” in this
article refers to all episodes (syncopal and nonsyncopal) that pa-
tients endorsed as syncope before diagnosis. The symptoms leading
up to attacks are referred to as “prodromal,” although it was not
always clear whether a patient perceived a symptom as a trigger
that caused fainting or as a component of the fainting process.

Patients and methods

Standard protocol approvals

The studywas approved by the Institutional Review Board at the
Nationwide Children's Hospital. Informed consent and assent
(subjects aged 10 to 17 years) were obtained before any testing.

Subjects

Between January 2015 and June 2018, a database-type studywas
conducted of all patients referred to a pediatric neurology sub-
specialty clinic for tilt-table evaluation. Reasons for referral
included atypical features of fainting, frequent or refractory faint-
ing, transient loss of consciousness of unclear etiology, and
frequent symptoms of orthostatic intolerance. Four of the 648
(0.6%) referred patients declined study participation, none of whom
were ultimately diagnosed with PNSC. Of the remaining 644
database patients, 121 were diagnosed with PNSC. All patients
diagnosed with PNSC acknowledged previous attacks that were
similar to the attack(s) captured during testing where they
perceived loss of consciousness, “blacking out,” or “passing out,”
although some patients reported some form of sensory awareness
during attacks (e.g., “I couldn't move or see, but I could hear [wit-
nesses speaking]”).

To compare prodromal symptoms between PNSC and syncope, a
reference group of 121 sequential patients with tilt-induced syn-
cope was established from the database. All patients in the syncope
cohort confirmed that symptoms during tilt-induced syncope were
similar to symptoms during the fainting episodes that prompted
clinical referral. Patients who met the diagnostic criteria for
postural tachycardia syndrome before syncope were excluded to
minimize the contribution of symptoms attributable to orthostatic
intolerance rather than the syncope prodrome. Other exclusion
criteria were (1) age less than 10 or greater than 25 years; (2) use of
medicine provocation to induce syncope during testing; (3) any
form of psychosis; (4) use of antipsychotic medications for any
reason; and (5) pregnancy.

Definitions

Tilt-induced syncope was defined as a transient loss of con-
sciousness with hypotension, with or without bradycardia or
asystole, and with corresponding EEG changes that are typical of
neurally mediated syncope.24,25 PNSC was defined as a period of
apparent loss of consciousness during orthostatic challenge that
the patient identified as fainting, but without corresponding hy-
potension, bradycardia or asystole, or EEG changes.

Patient interview

As previously published,2,4 a standardized interviewwas used to
obtain clinical information from all database participants, before
testing or diagnosis. When patients reported a history of previous
fainting, the open-ended question followed: “What does it feel like
to faint?” When symptom descriptions were vague or unclear,
further detail was requested. After each response, the patient was
asked: “Were there any other symptoms?” The open-ended ques-
tioning continued until patients denied further symptoms. When
patients denied any symptoms associated with fainting, they were
asked to clarify whether they could recall the attacks and no
symptoms were present or they could not recall if symptoms were
present or not. If patients acknowledged at least one symptom, they
were asked when the symptoms began in relation to perceived loss
of consciousness, blacking out, or passing out. All responses were
recorded; many were recorded verbatim when the descriptions of
symptoms seemed atypical for syncope. The symptoms analyzed in
the present study (1) were described in response to the open-
ended question; (2) began before the fainting episode; and (3)
had a direct relationship with fainting, meaning the patient
recognized a strict or common association between the symp-
tom(s) and the attacks. As the prodromal symptoms typical of
syncope (e.g., lightheadedness, visual changes, nausea, warmth,
sweating, etc.) were each queried separately during the standard-
ized interview, fewer prodromal symptoms were reported from
open-ended questioning than from the completed interview (data
not presented). Although this methodology underestimated overall
symptom reporting, it highlighted the prodromal symptoms that
patients recalled without specific prompting, which has clinical
relevance.

Protocol

The tilt-table protocol has been described previously.2-5,26 The
pre-tilt evaluation included a normal 12-lead electrocardiogram, a
normal cardiac examination, and a negative urine pregnancy test
for appropriately aged females. All medicines that could affect
orthostatic tolerance were discontinued �5 half-lives before
testing. Video-EEG (Comet AS-40, GRASS systems, Warwick, Rhode
Island, USA) and continuous heart rate and blood pressure (Por-
tapres, Finapres Medical Systems, Amsterdam, The Netherlands)
were synchronized and monitored. After at least 30 minutes of
recumbency, patients were tilted upright to 70�. Testing was
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completed (table lowered) with syncope, apparent loss of con-
sciousness consistent with PNSC, or after at least 45 minutes of tilt.

To optimize the diagnostic rate, additional testing was per-
formed whenever the PNSC diagnosis was highly suspected.2-5

1. If syncope occurred during the initial tilt-table test, but (A) the
patient reported that the event seemed different from prior
attacks, (B) apparent loss of consciousness or head drop
occurred before EEG changes, or (C) apparent loss of con-
sciousness continued after EEG normalization, the tilt test was
repeated with abdominal and lower extremity compression.27

The compression garment limits orthostatic blood pooling,
lowering the risk of tilt-induced syncope, without altering the
suggestibility that fainting will occur among compression-naive
patients. All patients with syncope and PNSC during testing
were analyzed in the PNSC group.

2. If the tilt-table test was normal at 45 minutes, but the patient
reported multiple or severe orthostatic symptoms or believed
that fainting was imminent, then standing tests were per-
formed. Patients were asked to stand rapidly from the seated
position for up to 120 seconds, supported upright by two ex-
aminers. Up to six consecutive standing tests were conducted,
with and without deliberate hyperventilation while seated. Pa-
tients were instructed to relax their breathing upon standing.

3. Two patients reported that their attacks only occurred with
exercise. Both had thorough cardiac evaluations, which were
normal. After normal tilt-table testing, repeating the exercise in
the laboratory (jogging in place and “mountain climbers,”
respectively) led to typical PNSC in both patients. EEG was
monitored without continuous blood pressure monitoring dur-
ing exercise.
Statistical analysis

Symptom descriptions were considered atypical of syncope
when none of the patients in the syncope cohort also described the
symptom (e.g., bilateral leg weakness) or when the symptom did
not match what would be expected from known physiology (e.g.,
“rainbow”-colored visual changes). Data were compared between
patients diagnosed with PNSC and those diagnosed with syncope.
The chi-square test or Fisher's exact test was used to compare
categorical variables. Student's t test was used to compare contin-
uous variables. All analyses were two-tailed where appropriate.
Data are presented as mean ± standard deviation. All statistical
analyses were performed using SPSS Version 25 (SPSS Inc, Chicago,
IL, USA). The significance threshold was set at 5%.

Results

During the 42-month study period, 121 patients were diagnosed
with PNSC. Patients with PNSC did not differ frommatched patients
with syncope (n ¼ 121) by age (15.6 ± 2.3 vs 15.4 ± 2.5 years,
P ¼ 0.4) or sex (84.3% vs 79.3% female, P ¼ 0.32).

Patients from both cohorts described multiple prodromal
symptoms during open-ended questioning. Symptoms are listed by
category in Table 1. Twenty-nine patients (24%) diagnosed with
PNSC and eight (6.6%) diagnosed with syncope either denied hav-
ing any prodromal symptoms or could not recall any symptoms
(P < 0.001). Among the 92 patients with PNSC who reported pro-
dromal symptoms, 12 (13%) reported one symptom, 28 (30.4%)
reported two, 34 (37%) reported three, and 18 (19.6%) reported four
or more. Among the 113 patients with syncope who reported
prodromal symptoms,12 (10.6%) reported one symptom, 50 (44.2%)
reported two, 43 (38.1%) reported three, and eight (7.1%) reported
four or more.

Table 1 lists the symptom categories and the differences in re-
ported symptom frequencies between cohorts: 19 symptom cate-
gories differed with P values �0.05; seven of the 19 symptom
categories differed with P values �0.001. Qualitative differences in
the descriptions of symptoms were often present, even when
symptom frequencies did not differ. For example, of the 70 patients
with syncope who reported prodromal vision changes, 64 (91.4%)
described visual dimming before loss of consciousness and the
remaining six (8.6%) described “graying out” of vision or dimming
of only the peripheral visual fields. In contrast, only 12 of the 57
(21.1%) patients with PNSC who reported vision changes described
visual dimming, usually as an abrupt onset of “blackness,” “blacking
out,” or inability to see. The remaining patients with PNSC and
visual symptoms described various vision changes including bright
colors (commonly red or “rainbow”), “blobs,” static, or well-formed
visual hallucinations. Similarly, patients with PNSC described
qualitatively different types of muscle weakness, including the
inability to move one or several muscles. The inability to stand-
dcausing collapsedwas attributed by some to muscle weakness of
both legs. In contrast, the four patients with syncopewho described
muscle weakness later clarified during the interview or following
tilt testing that the sensation of weakness matched a sensation of
“feeling drained” or feeling generally weak, rather than an inability
to move muscles. As muscle weakness was verbalized in the open-
ended question, however, it was retained in the analysis. In all
cases, the symptom(s) began while the patient was alert. For
example, a patient with PNSC reported a full-body “seizure,”
described as head and bilateral limb shaking that always preceded
perceived loss of consciousness and loss of tone. Notably, it was the
loss of tone and lack of movement following collapse that promp-
ted the neurology referral for refractory syncope rather than
referral for seizures. Table 2 provides additional examples of
symptom narratives from patients with PNSC.

Eleven symptom categories comprised symptoms only
described by patients with PNSC (see Table 1). Commonly reported
symptoms within these categories included the sensation of
imminent sleep with fainting or sleepiness as the cause of collapse
(inconsistent with features of narcolepsy or cataplexy), severe
confusion or surprise immediately before fainting, stuttering or
inability to find words, headache (typically described as severe)
that only occurredwith fainting or was notablyworsewith fainting,
exhaustion or severe fatigue that only occurredwith fainting or was
notably worse with fainting, the sensation of being pulled to the
floor, immobility or the description of muscle “freezing,” and crying
before fainting. Notably, the description of crying with PNSC was
largely under-reported during open-ended questioning when
compared with the observation of tearfulness preceding PNSC
during diagnostic testing (3.3% vs 36.3%, P < 0.001).

Among patients who acknowledged prodromal symptoms, 54 of
the 92 (58.7%) patients with PNSC and eight of the 113 (7.1%) pa-
tients with syncope described at least one atypical symptom,
P < 0.001. Eighty-eight of the 92 (95.7%) symptomatic patients with
PNSC also confirmed the presence of matching atypical symptom(s)
during the laboratory-captured attack(s). Those patients without
matching symptoms commonly reported that the attack(s)
captured during diagnostic testing was “milder” than the attacks
that prompted clinical referral. Patients with syncope described
atypical symptoms related to shaking or tremor, body pain, weak-
ness, numbness, and panic. In each case, further clarification of the
symptom description(s) during the interview or following tilt



TABLE 1.
Prodromal Symptoms Reported by Patients With PNSC and Patients With Syncope

Prodromal Symptoms PNSC (n ¼ 121) Syncope (n ¼ 121) P value

Lightheadedness 59 (48.8%) 98 (81%) <0.001*

Vision change 57 (47.1%) 70 (57.9%) 0.09
Vertigo 49 (40.5%) 31 (25.6%) 0.014y

Sweating 28 (23.1%) 34 (28.1%) 0.38
Temperature change (warmth or cold) 13 (10.7%) 39 (32.2%) <0.001*

Nausea 13 (10.7%) 36 (29.8%) <0.001*

Dyspnea or hyperventilation 23 (19%) 10 (8.3%) 0.02y

Muscle weakness 18 (14.9%) 4 (3.3%) 0.002y

Numbness or tingling 15 (12.4%) 5 (4.1%) 0.02y

Shaking or tremor 14 (11.6%) 3 (2.5%) 0.006y

Change in hearing (includes hearing sounds or voices) 12 (9.9%) 6 (5%) 0.14
Heart racing 3 (2.5%) 9 (7.4%) 0.08
Body pain (other than headache) 9 (7.4%) 2 (1.7%) 0.03y

Chest tightness 3 (2.5%) 6 (5%) 0.31
Panic 5 (4.1%) 1 (0.8%) 0.1
Somnolence or sensation of imminent sleep 13 (10.7%) 0 <0.001*

Confusion or the sense of surprise 12 (9.9%) 0 <0.001*

Change in speech or language 11 (9.1%) 0 0.001*

Balance changes, sensation of falling or a downward force 8 (6.6%) 0 0.004y

Headache or head pressure 7 (5.8%) 0 0.007y

Fatigue, malaise, or exhaustion 6 (5%) 0 0.013y

Unable to move, but without muscle weakness 6 (5%) 0 0.013y

Tearfulness or crying 4 (3.3%) 0 0.04y

Anger or irritability 4 (3.3%) 0 0.04y

Depressed mood 2 (1.7%) 0 0.16
Odd taste(s) or change in taste sensation 2 (1.7%) 0 0.16
No prodromal symptoms with some or all past episodes 26 (21.5%) 6 (5%) <0.001y

Unable to recall prodromal symptoms 3 (2.5%) 2 (1.7%) 0.65

Abbreviation:
PNSC ¼ Psychogenic nonsyncopal collapse

* P value �0.001.
y P value �0.05.
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testing matched what would be expected physiologically with
syncope (e.g., panic occurring during routine venipuncture and
followed by warmth, nausea, lightheadedness, and then loss of
consciousness). None of the patients with syncope and atypical
symptoms acknowledged other atypical features (“red flags”) sug-
gestive of PNSC.
TABLE 2.
Descriptions of Prodromal Symptoms Reported by Patients With PNSC

Prodromal Symptom Specific Examples Fro

Vision change “My eyes close so I ca
“zigzagging” lines, “d

Vertigo “I feel like the world
Dyspnea or hyperventilation “I can't breathe, so I p
Muscle weakness “Everything gives ou
Numbness or tingling “I can't feel my legs”
Shaking or tremor “I shake like I'm havi
Change in hearing (includes hearing sounds or voices) “Noises [sound] loude

present]
Body pain (other than headache) It “hurts all over.” “M
Panic or anxiety I feel “overwhelmed.
Somnolence or sensation of imminent sleep “My brain wants to s
Confusion or the sense of surprise I feel “airy.” I do not “

and out.”
Change in speech or language People tell me that “I
Headache or head pressure It feels like “my head
Balance changes, sensation of falling or a downward force “Something pulls me
Fatigue, malaise, or exhaustion I am “too exhausted
Unable to move, but without muscle weakness “Suddenly I can't mo
Tearfulness or crying “Now, every time I cr
Anger or irritability “I get so mad.”
Depressed mood “It always happens w
Odd taste(s) or change in taste sensation I have a “weird taste.
No prodromal symptoms with some or all past episodes “I never know it's com

Abbreviation:
PNSC ¼ Psychogenic nonsyncopal collapse
Discussion

Distinguishing patients with a conversion disorder that re-
sembles syncope from among those presenting with fainting can
pose a difficult clinical challenge. The presence of atypical clinical
features (“red flags”) for syncope can be helpful, but only when
m Patient Narratives

n't see.” Other vision changes reported include “rainbow-colored blobs,”
ark fuzzies,” “all red,” and “red and staticky”
is spinning, and I can't open my eyes”
ass out.” “I can't catch my breath”

t.” “My body goes limp.”

ng a seizure.” “I know I'm going to [faint because I cannot] stop shaking”
r.” “I hear the ocean.” “I hear my parents screaming.” [although parents were not

y chest starts to hurt [and then] my legs hurt and I can't stand.”
” “I get panicky.” “[Fainting is] caused by stress.”
leep.” “It feels like I am falling asleep.”
remember if I lose consciousness or not; I get so confused.” “Mymemory [drifts] in

stutter.” “I can't come up with words.” “I can't talk.”
[will] explode.” I feel “extreme pressure” in my head.
down.” “I have to fall down.” “I feel ‘tipsy,’ [further described as off-balance].”
to move.”
ve.” “My arms and legs feel frozen, [further described as immobile].”
y I [feel as if I will] pass out.”

hen I am [sad].”
”

ing.” “Suddenly I am on the ground and [witnesses] tell me I fainted.”
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queried directly by the clinician or reported spontaneously by the
patient. The present study demonstrated that symptom narratives
also have value in distinguishing patients with PNSC. Responses to
the open-ended question, “what does it feel like to faint?,” varied
among both cohorts, but patients with PNSC were more likely to
describe atypical symptoms, even within categories of symptoms
such as visual changes, which are considered typical during the
syncope response. The use of a single, open-ended question as a
potential screening tool for conversion disorder has immediate
clinical relevance because it can be instituted easily in a busy clinic
setting.

Patient narratives that contain bizarre symptoms or symptoms
that do not conform with known neurological localization (e.g.,
bilateral convulsions with retained consciousness) will quickly
evoke suspicions of conversion disorder. Subtler features that seem
atypical, however, can be more difficult to interpret. As earlier
published characterizations of prodromal symptoms with syncope
lacked methodologies that systematically identified and excluded
patients with PNSC, the possibility exists that rarer symptoms have
been incorrectly attributed to syncope. The present study defined a
symptom as “atypical” if it was not reported by any patients in the
syncope cohort or if it could not be reasonably explained by known
physiology. Although this definition is also susceptible to error, as
was demonstrated by the presence of atypical symptoms among
eight patients with syncope, the PNSC diagnosis was rigorously
pursued. A 10-item screening tool for PNSCdthe Fainting Assess-
ment Inventory (FAI-10)dhas recently been validated, and it
demonstrated strong accuracy in distinguishing patients with a
conversion disorder from otherwise healthy youth presenting with
fainting.5 Use of the FAI-10 in future research will better resolve
which symptoms are typical of syncope and which symptoms are
not typical. In addition, its clinical use will improve PNSC recog-
nition. However, because the FAI-10 may not be readily at hand in
clinics where presentations for fainting are rare or inconsistent,
patient narratives from a simple, open-ended question remain
clinically relevant.

Certain symptoms such as lightheadedness, vision changes,
warmth, sweating, nausea, and hearing changes are reported
commonly with tilt-induced syncope andwere included among the
typical symptoms in the present study. Vision changes during the
evolution of syncope are thought to be related to the higher
intraocular pressure compared with intracranial pressure.28 Based
on centrifuge data,29,30 as cerebral perfusion becomes impaired, the
pressure differential between the eye and brain causes greater
impedance in perfusion to retinal cells than to cerebral cells,
leading to visual dimming and other visual symptoms before loss of
consciousness.28 Applying the centrifuge model to neurally medi-
ated syncope, patients with a gradual progression of hypotension
tend to recall visual symptoms with syncope provided that they are
alert enough during the symptom to encode the memory.28 Hear-
ing changes, commonly described as “muffled” hearing or hearing
loss, can also occur if the blood pressure drops gradually.28 In
contrast, brightly colored vision changes, transient or fixed visual
changes that do not progress with fainting (or occur independently
of perceived loss of consciousness), or formed visual or auditory
hallucinations represent atypical symptoms only reported by pa-
tients with PNSC and without a clear physiological correlation.

Three categories of symptoms atypical of syncope (somnolence
or the sensation of imminent sleep, confusion or the sense of sur-
prise, and a change in speech or language) were reported by more
than 10% of patients with PNSC and none of the patients with
syncope. Among the specific symptoms described the association of
fainting as a feeling of sleep or sleepiness and the onset of stut-
tering (in individuals without a history of stuttering) each stand out
as indicative of conversion disorder. Ictal stuttering has been
documented among patients with PNES,31,32 albeit with similar
findings as a rare but highly specific feature. Previous studies of
sleep and PNES or PNSC have focused either on signs of apparent
sleep, sometimes referred to as pseudosleep, preceding attacks or
on the patient reports of abnormal sleep patterns.3,32-36 The pre-
sent study demonstrates that a patient's description of sleepiness
or imminent sleep with fainting should raise suspicion for PNSC.
Additional atypical symptoms that suggest PNSC include isolated
(or escalated) prodromal symptoms of headache, body pain, or fa-
tigue; each has been described as associated with episodic con-
version disorder, but rarely implicated as a specific symptom
during the evolution of attacks.3,37-42

Limitations

There were several study limitations. First, as described above,
symptoms were considered atypical of syncope if they were not
reported by any patient with syncope or they did not conform to
known physiology. The circularity of this definition and its prone-
ness to error are acknowledged. However, it serves as a starting
point in a field that lacks robust recognition of the conversion
disorder that resembles syncope. Second, not all symptom reports
were transcribed verbatim, which could have introduced error in
the subsequent data collation and analyses. Third, the analyses
excluded patients without PNSC or syncope during testing, which
may have introduced an ascertainment bias in both groups. Fourth,
patients were highly selected by their referral to a pediatric
neurology, subspecialty clinic, which might have biased symptom
reporting as individuals with simple reflex syncope rarely seek
medical attention or receive subspecialty referral. Fifth, the use of
an open-ended question underestimated symptom reporting in
both cohorts, narrowing the scope of the data. However, although
potentially limiting in terms of scope, this methodology highlighted
the symptoms that patients could recall with minimal prompting,
which is a strength of the study. Last, patients were categorized as
PNSC evenwhen they had both syncope and PNSC during testing. It
is possible that patients with PNSC plus syncope differ in ways yet
to be determined from those with PNSC only.

Conclusion

Although distinguishing patients with a conversion disorder
from those presenting with fainting can pose a difficult clinical
challenge, patient narratives can help to detect patients with PNSC.
The use of a single, open-ended question as a screening tool for
conversion disorder has immediate clinical relevance because it can
be instituted easily in a busy clinical setting.
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