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	 Patient:	 Female, 18-year-old
	 Final Diagnosis:	 Ehlers-Danlos syndrome • functional neurological disorder (FND) • postural orthostatic tachycardia 

syndrome (POTS)
	 Symptoms:	 Dizziness • headache
	 Clinical Procedure:	 —
	 Specialty:	 Neurology
	 Objective:	 Unusual clinical course
	 Background:	 Functional neurological disorder (FND) is characterized by neurological symptoms identified through positive 

clinical signs that are incongruent with recognized structural neurological disease. Postural orthostatic tachy-
cardia syndrome (POTS), in contrast, is defined by excessive orthostatic tachycardia and is associated with a 
range of multisystem autonomic symptoms. Shared clinical features can blur diagnostic boundaries. As a re-
sult, new or evolving symptoms in patients with a prior functional diagnosis may be overlooked, increasing the 
risk of diagnostic overshadowing.

	 Case Report:	 An 18-year-old woman with a prior diagnosis of FND presented with fluctuating lower-extremity weakness, 
gait disturbance, and recurrent drop attacks. She also reported persistent orthostatic intolerance and symptom 
improvement with recumbency. These symptoms had previously been attributed to the functional diagnosis. 
Neurological examination demonstrated positive signs of functional weakness, consistent with the prior FND 
diagnosis. The Composite Autonomic Symptom Score (COMPASS-31) was markedly elevated. Head-up tilt ta-
ble testing demonstrated sustained sinus tachycardia, with reproduction of typical orthostatic symptoms; oth-
er autonomic responses were largely preserved. Generalized joint hypermobility (Beighton score 4/9 with pos-
itive historical hypermobility) met the 2017 criteria for hypermobile Ehlers-Danlos syndrome based on family 
history and chronic musculoskeletal pain. Over several months, functional status improved from wheelchair 
dependence to independent standing, with reduced symptoms during multidisciplinary care; these findings are 
reported as a temporal association rather than causal inference.

	 Conclusions:	 This case demonstrates the coexistence of POTS in a patient with established FND and highlights the impor-
tance of systematic autonomic evaluation in individuals with persistent orthostatic symptoms. A prior func-
tional diagnosis should not preclude investigation for coexisting physiological disorders.
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Introduction

Functional neurologic disorder (FND) is a disorder of nervous 
system functioning characterized by neurological symptoms 
that are internally inconsistent with recognized disease and 
are diagnosed by positive clinical signs rather than exclusion 
alone. Presentations include functional weakness, abnormal 
movements, sensory disturbances, and nonepileptic attacks. 
Psychogenic nonepileptic seizures are a common category of 
FND in which individuals exhibit episodes of abnormal limb 
movements with apparent loss of consciousness resembling 
epileptic seizures but without any changes in cortical activi-
ty [1,2]. FND is common in neurology practice and is among 
the leading causes of disability in young adults.

Postural orthostatic tachycardia syndrome (POTS) is a disor-
der of orthostatic intolerance characterized by a heart rate in-
crease of 30 or more beats/min ( 40 beats/min in ages 12-19) 
within 10 minutes of standing, in the absence of orthostatic 
hypotension, accompanied by symptoms of lightheadedness, 
palpitations, weakness, blurred vision, and fatigue. Patients 
with joint hypermobility disorders have a significantly higher 
prevalence of orthostatic intolerance and POTS [3,4].

Patients with FND frequently report paroxysmal events, fa-
tigue, cognitive dysfunction, and sleep disturbance. In con-
trast, POTS is characterized by orthostatic tachycardia with 
lightheadedness, palpitations, presyncope, exercise intoler-
ance, gastrointestinal dysmotility, and cognitive impairment 
related to cerebral hypoperfusion [3,5,6]. Despite these dis-
tinctions, both conditions can present with some overlapping 
symptoms such as fatigue, cognitive dysfunction, and tran-
sient loss of consciousness or presyncope. FND is not associ-
ated with a primary hemodynamic abnormality, whereas POTS 
is defined by objective orthostatic tachycardia. The clinical sim-
ilarity occurs despite important physiologic differences. This 
overlap creates a risk of diagnostic overshadowing, whereby 
potentially treatable autonomic dysfunction may be misattrib-
uted to a functional diagnosis.

Both disorders have been associated in prior studies with al-
terations in central autonomic network function and height-
ened interoceptive awareness. These observations have been 
proposed as potential mechanisms contributing to overlap-
ping symptom profiles, although their relevance to individual 
cases remains uncertain.

Although FND and POTS are individually well described, sev-
eral clinically relevant uncertainties remain [7]. In particular, 
the prevalence of objectively confirmed autonomic dysfunc-
tion in patients with established FND is not well defined, and 
the frequency with which orthostatic symptoms are misattrib-
uted to a functional diagnosis (diagnostic overshadowing) is 

unclear. Diagnostic overshadowing may be further compound-
ed when objective orthostatic assessment is limited or not sys-
tematically performed, reinforcing attribution of symptoms to 
a functional etiology.

There is also limited guidance on when persistent orthostat-
ic symptoms in patients with FND should prompt escalation 
to structured autonomic testing. This gap has direct implica-
tions for clinical decision-making, as reliance on single time-
point bedside measurements—or the absence of standard-
ized orthostatic assessment—may fail to detect physiologic 
orthostatic abnormalities, particularly in patients with limit-
ed upright tolerance [8].

We present a case of a patient with established FND in whom 
persistent orthostatic symptoms and nondiagnostic bedside 
evaluation were followed by diagnostic confirmation of POTS on 
formal autonomic reflex testing. This case illustrates a practical 
clinical question: When should clinicians pursue formal auto-
nomic evaluation in patients with established FND who pres-
ent with persistent orthostatic symptoms, to avoid diagnostic 
overshadowing and identify coexisting physiologic pathology?

Case Report

An 18-year-old female patient was referred for evaluation of 
longstanding episodic lower-extremity weakness, paroxysmal 
“drop attacks”, and dizziness.

Her neurologic symptoms began at age 14 years in 2022 and 
were characterized by intermittent inability to support weight 
in the legs, fluctuating gait difficulty, and recurrent episodes 
of behavioral arrest with loss of postural tone described as 
“zoning out”. These events occurred multiple times per week, 
were often precipitated by fatigue or prolonged standing, and 
were followed by rapid recovery without postictal confusion. 
She also had a history of motor and vocal tics beginning in 
childhood. Episodes were associated with lightheadedness and 
worsening symptoms with upright posture, heat exposure, and 
visually complex environments, with improvement on recum-
bency. There was no history of tongue biting, incontinence, or 
prolonged loss of consciousness, and injury was not reported.

She had been diagnosed with functional neurologic disorder 
(FND) based on the variability of her motor symptoms and 
prior documentation of examination findings consistent with 
functional weakness. She demonstrated good insight into this 
diagnosis and reported that symptom severity increased dur-
ing periods of environmental transition or heightened stress. 
At that time, she had also been seen for new persistent daily 
headache and vertigo. Brain magnetic resonance imaging and 
laboratory studies were normal. Amitriptyline was ineffective 
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as a preventive therapy, and headache-related disability pro-
gressed, limiting school participation. There was no histo-
ry of structural neurologic disease, inflammatory disorder, or 
known cardiac condition. A diagnosis of psychogenic nonep-
ileptic seizures had also been made based on clinical evalua-
tion and video-electroencephalographic (vEEG) confirmation.

Throughout this time period, she endorsed persistent ortho-
static symptoms that had not been formally evaluated. These 
included daily lightheadedness, chronic fatigue, “brain fog”, 
exercise intolerance, and worsening of both dizziness and leg 
weakness with prolonged standing, heat exposure, and busy 
visual environments. Symptoms improved with recumbency. 
These symptoms had largely been attributed to anxiety, de-
conditioning, or her functional neurologic diagnosis. At age 14 
years, she had a cardiology evaluation for episodic orthostatic 
lightheadedness. Orthostatic vital signs obtained at that time 
did not meet criteria for POTS or orthostatic hypotension; how-
ever, the duration of upright posture was limited. Conservative 
measures, including increased fluid and salt intake and grad-
ual positional changes, were recommended.

Psychiatric comorbidities were managed primarily by outside 
providers, including the patient’s treating provider at the ther-
apeutic school. Review of the available records demonstrated 
that, over several years, the patient underwent multiple psycho-
pharmacologic trials, including bupropion, duloxetine, quetiapine, 
hydroxyzine, dextroamphetamine-amphetamine and lamotrigi-
ne, with adjustments in therapy over time. Because much of the 
psychiatric care occurred outside our institution, the exact chro-
nology, indications, and duration of individual medication trials 
could not be reliably reconstructed from the available records.

Notably, she experienced a marked exacerbation in gait impair-
ment and frequency of paroxysmal events after transitioning 
to a full-time therapeutic school program in September 2024. 
She had participated in physical therapy earlier in her course 
with substantial but temporary improvement in mobility.

On neurological examination in our clinic, mental status and 
cranial nerves were normal. Motor testing demonstrated fluc-
tuating, give-way weakness in the lower extremities with in-
consistent effort, alongside preservation of automatic move-
ments during distraction, consistent with positive functional 
motor signs. Gait assessment revealed variability in base and 
stride with inconsistency across tasks and improvement dur-
ing distraction, further supporting a functional etiology rather 
than structural neurologic disease. These findings were consis-
tent with previously documented functional motor signs in this 
patient. The patient presented to clinic using a wheelchair due 
to activity-limiting lower-extremity weakness and orthostat-
ic symptoms. Sensory testing and coordination were normal. 
When moving from supine to standing, she developed marked 

lightheadedness, subjective leg heaviness, and visible tachycar-
dia. During the visit, she also exhibited episodes of abnormal 
limb movements with apparent unresponsiveness, consistent 
with her prior diagnosis of psychogenic nonepileptic seizures.

Given the chronic and pervasive nature of her orthostatic symp-
toms, autonomic symptom burden was quantified using the 
Composite Autonomic Symptom Score (COMPASS-31), which 
demonstrated an elevated total score of 63.4/100 indicating 
significant multidomain autonomic involvement. The largest 
contribution to the total score derived from the orthostatic 
intolerance domain, driven by frequent and severe lighthead-
edness with standing and worsening symptoms over time. 
Substantial contributions were also observed in the secreto-
motor domain due to increased sweating and persistent sicca 
symptoms, and in the gastrointestinal domain, primarily relat-
ed to severe, constant constipation. Additional points accrued 
from vasomotor symptoms, including color changes in feet, 
and pupillomotor symptoms such as photophobia and diffi-
culty focusing. This supported clinically meaningful autonomic 
involvement that had not previously been formally evaluated.

Examination also demonstrated generalized joint hypermobili-
ty (Beighton score 4/9) (Table 1). The Beighton score included 
bilateral fifth finger hyperextension over 90° and thumb appo-
sition to the forearm. Criterion 2 was met based on positive 
family history of hypermobility and chronic musculoskeletal 
pain and joint instability. Alternative heritable connective tis-
sue disorders were excluded based on clinical evaluation and 
absence of syndromic features. The patient met the 2017 diag-
nostic criteria for hypermobile Ehlers-Danlos syndrome, support-
ed by historical photographs demonstrating longstanding joint 
hypermobility and related phenotypic features since childhood.

Given the prominent orthostatic symptoms, she underwent 
formal autonomic reflex testing. Autonomic reflex testing was 
performed under standard laboratory preparation protocols, 
including medication review, avoidance of caffeine and oth-
er stimulants before testing, hydration instructions, and con-
tinuous electrocardiogram monitoring during tilt. Menstrual 
phase was not standardized as part of the testing protocol.

After 5 minutes of supine rest, her baseline heart rate was 
95 beats/min and blood pressure was 130/80 mm Hg. During 
head-up tilt to 70°, heart rate increased to 115 beats/min at 1 
minute, 118 beats/min at 3 minutes, 130 beats/min at 5 min-
utes, and 144 beats/min at 10 minutes, representing a sus-
tained increase of over 40 beats/min without a fall in systol-
ic or diastolic blood pressure meeting criteria for orthostatic 
hypotension. Blood pressure remained elevated (160/120 
to 175/130 mm Hg). During head-up tilt, the patient devel-
oped progressive orthostatic symptoms, including heaviness 
of the head and legs at 2 minutes and diffuse headache with 
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generalized heaviness by 5 minutes, accompanied by pallor and 
slowed speech. Symptoms improved shortly after return to the 
supine position, with residual fatigue. Continuous monitoring 
demonstrated sustained sinus tachycardia without arrhythmia. 
Blood pressure did not demonstrate a sustained fall meeting 
criteria for orthostatic hypotension. Findings were consistent 

with POTS (Figure 1). Testing of other autonomic responses 
was largely preserved. During the Valsalva maneuver, blood 
pressure and heart rate responses were overall within normal 
limits, although the phase IV blood pressure overshoot was 
slightly delayed, suggesting mild slowing of adrenergic barore-
flex recovery without evidence of significant adrenergic failure 

Criterion Details

Criterion 1: generalized joint hypermobility Beighton score:  5 in adults aged  50 years
If the Beighton score is 1 point below the age-specific cutoff,  2 positive 
historical hypermobility features may be used to satisfy criterion 1

Criterion 2:  2 of the following Feature A: 
Systemic connective tissue features
Examples: soft or velvety skin; mild skin hyperextensibility; striae; piezogenic 
papule; hernia; dental crowding; high palate; mitral valve prolapse; aortic root 
dilation
Feature B: 
Family history; first degree relative meeting criteria
Feature C: 
Musculoskeletal complications; chronic pain (> 3 months); recurrent joint 
dislocations; instability

Criterion 3: exclusion of alternative diagnosis Must exclude other EDS subtypes; Marfan syndrome; Loeys-Dietz syndrome; 
skeletal dysplasia; neuromuscular disorders

Table 1. Diagnostic criteria for hypermobile Ehlers-Danlos syndrome (hEDS), adapted from the 2017 international classification.

Figure 1. �Continuous heart rate and blood pressure during head-up tilt table test. Heart rate increases from 95 beats/min at baseline 
to 144 beats/min within 10 minutes of upright posture without fall in blood pressure, consistent with postural orthostatic 
tachycardia syndrome (excessive orthostatic tachycardia defined as > 40 beats/min for ages 12-19 years) [17].
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(Figure 2). Deep breathing testing demonstrated reduced heart 
rate variability compared with age-adjusted norms, indicating 
mildly reduced parasympathetic (cardiovagal) function, but 
without features of generalized autonomic failure.

Laboratory evaluation did not identify secondary causes of 
tachycardia or orthostatic intolerance. Screening studies in-
cluding complete blood count and iron studies, thyroid func-
tion testing, and basic metabolic profile were within reference 
ranges. Clinical evaluation did not suggest acute infection, de-
hydration, or medication-induced tachycardia. Pregnancy was 
not applicable. Orthostatic hypotension was excluded based 
on absence of sustained blood pressure reduction during tilt. 
Vasovagal syncope was considered less likely given the sus-
tained tachycardic response without hypotension or bradycar-
dia. Inappropriate sinus tachycardia was considered but was 
less consistent with the orthostatic pattern of symptoms and 
heart rate increase observed during tilt.

The patient had prior cardiology evaluation including ambula-
tory patch monitoring, which demonstrated sinus tachycardia 
without evidence of arrhythmia, including during episodes of 
heart rate up to 202 beats/min. These findings argued against 
supraventricular tachycardia or other primary arrhythmias. 
Conservative management strategies, including hydration, 
salt intake, and physical conditioning, were recommended.

Together, findings supported a diagnosis of POTS. At follow-
up over several months, the patient reported improvement in 

orthostatic tolerance, with reduction in frequency and sever-
ity of presyncope and paroxysmal symptoms compared with 
baseline daily symptoms associated with functional limita-
tion. At baseline, symptoms limited ambulation and required 
wheelchair use for mobility; at follow-up, the patient was 
able to stand independently for an extended period of time 
and participate more fully in daily activities. Management in-
cluded participation in a structured POTS rehabilitation pro-
gram incorporating fluid and sodium optimization, compres-
sion strategies, and graded recumbent exercise progressing 
toward upright activity, alongside reintroduction of physi-
cal therapy. Low-dose propranolol (twice daily) was initiat-
ed for management of POTS. The patient also continued care 
in a specialized FND clinic, which addressed symptom aware-
ness and functional neurological symptoms during the same 
interval. Her psychiatric medication regimen remained stable 
throughout follow-up, including bupropion, dextroamphet-
amine-amphetamine (Adderall), doxylamine, and duloxetine. 
Improvement occurred in the context of multidisciplinary care 
and is therefore described as temporal association rather than 
causal inference in a single case. Table 2 outlines the clinical 
timeline, diagnostic evaluation, and management, highlight-
ing the recognition of coexisting autonomic dysfunction in a 
patient with established FND.

Over the course of longitudinal follow-up, the patient’s broad-
er clinical phenotype became apparent. Subsequent evaluations 
led to diagnoses of POTS, hypermobile Ehlers-Danlos syndrome, 
and chronic migraine. Management was refined accordingly to 

Figure 2. �Beat-to-beat heart rate and blood pressure during the Valsalva maneuver demonstrating normal late phase II blood pressure 
recovery, indicating preserved sympathetic vasoconstrictor function. Phase IV blood pressure overshoot is mildly delayed, 
suggesting subtle slowing of adrenergic baroreflex recovery without evidence of significant adrenergic failure. The Valsalva 
ratio is 2.64 (5th percentile 1.46), consistent with preserved cardiovagal function. Red tracings denote systolic and diastolic 
blood pressure, and the green tracing denotes heart rate. Vertical green lines indicate onset and release of strain during the 
Valsalva maneuver.
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include nonpharmacologic and pharmacologic measures for ortho-
static intolerance and onabotulinumtoxinA for chronic migraine. 
Approximately 6 months after the diagnosis of POTS and initiation 
of low-dose propranolol (twice daily), the COMPASS-31 question-
naire was repeated, demonstrating an improvement in the total 
score from 63.4 to 30, and she no longer required a wheelchair, 
reporting substantially improved mobility and daily functioning.

Discussion

This case demonstrates how reliance on single time-point bed-
side orthostatic vital signs may fail to detect clinically signif-
icant orthostatic tachycardia in patients with limited upright 
tolerance. Initial evaluation in this patient did not meet diag-
nostic criteria for POTS; however, subsequent formal autonomic 

Timepoint Clinical events Evaluation Management Interpretation

2022: age 14 years 
(symptom onset)

New daily persistent 
headaches, vertigo, 
episodic lower-
extremity weakness, 
gait disturbance, 
drop attacks; onset of 
orthostatic symptoms

Brain MRI normal Amitriptyline trial 
(ineffective)

Initial presentation: no 
structural neurologic 
disease identified

2022: age 14 years 
(early evaluation)

Episodic orthostatic 
lightheadedness

Orthostatic vitals 
nonrevealing

Advised hydration, 
salt intake, positional 
measures

Limited sensitivity of 
bedside testing

2022-2023 
(neurology)

Fluctuating weakness 
and gait disturbance

Diagnosis of FND 
based on positive 
clinical signs and vEEG 

Physical therapy 
with temporary 
improvement

FND diagnosis 
established

September 2024 Functional decline Symptom 
exacerbation 

Feb 2025 to 
November 2025 
(referral to our center 
and ongoing care)

Persistent orthostatic 
intolerance; 
wheelchair use due to 
symptoms; orthostatic 
symptoms reproduced 
in clinic

COMPASS-31 score 
63.4 (markedly high); 
Beighton score: 
hEDS criteria met; 
autonomic reflex 
testing (tilt table): 
heart rate > 40 bpm 
without hypotension 
 POTS

Formal autonomic 
evaluation ordered 
and completed during 
the same period

Clear escalation 
trigger: persistent 
symptoms, 
risk factors, no 
improvement with 
lifestyle modifications.
Objective confirmation 
of POTS

After diagnosis Orthostatic intolerance 
and functional 
symptoms ongoing

Initiation of POTS-
directed therapy 
(fluids, salt, 
compression, graded 
exercise), propranolol

Targeted physiologic 
treatment introduced

Same period Functional gait 
impairment and 
psychogenic seizures

Re-initiation of 
physical therapy; 
referral to FND 
program

Multidisciplinary 
management

June 2026: follow-up 
(after 6 months)

Improved orthostatic 
tolerance; reduced pre 
syncope; improved 
mobility

Clinical reassessment, 
COMPASS-31 score 30

Continued therapy Functional 
improvement 
temporally associated 
with diagnostic 
clarification and 
targeted management

Table 2. �Clinical timeline, diagnostic evaluation, and management highlighting the stepwise recognition of coexisting autonomic 
dysfunction in a patient with established functional neurological disorder (FND).

Abbreviations: COMPASS-31, Composite Autonomic Symptom Score-31; hEDS, hypermobile Ehlers-Danlos syndrome; MRI, magnetic 
resonance imaging; POTS, postural orthostatic tachycardia syndrome; vEEG, video electroencephalography.
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reflex testing confirmed a sustained orthostatic heart rate in-
crease. This highlights the value of structured autonomic test-
ing in patients with persistent orthostatic symptoms when 
bedside measurements are nondiagnostic.

Reduced heart rate variability with deep breathing in this ad-
olescent may reflect deconditioning or submaximal respirato-
ry effort and, in the setting of a normal Valsalva response and 
preserved blood pressure profile, does not indicate general-
ized autonomic failure.

Adolescents with chronic daily headache, functional gait dis-
turbance, and activity-limiting fatigue are frequently encoun-
tered in neurology practice, and autonomic dysfunction may 
represent an under-recognized contributor to disability in this 
population. In the present case, the presence of generalized 
joint hypermobility further increased the pre-test probability 
of orthostatic intolerance and provided an additional clinical 
rationale for comprehensive autonomic evaluation.

This case also illustrates the impact of diagnostic overshad-
owing. Originally described in psychiatric and intellectual dis-
ability populations, diagnostic overshadowing refers to the 

misattribution of new or coexisting symptoms to an estab-
lished diagnosis, thereby obscuring potentially treatable pa-
thology. This cognitive bias has since been recognized across 
medical specialties as a contributor to delayed or missed diag-
noses [9,10]. Patients with FND may be particularly vulnerable 
to this phenomenon. Bidirectional misdiagnosis between FND 
and multiple sclerosis has been reported, highlighting how pri-
or diagnostic labels can influence subsequent clinical reason-
ing and reduce the likelihood of pursuing alternative physio-
logic explanations [11,12].

FND is increasingly understood as a disorder of abnormal 
nervous system functioning rather than structural injury. 
Neuroimaging studies have demonstrated altered connectivity 
between limbic regions, motor planning areas, and prefrontal 
control networks, suggesting disruption in the integration of 
emotional, cognitive, and motor processes [6,11]. These chang-
es may impair voluntary motor control and the interpretation 
of bodily sensations, resulting in genuine neurologic symp-
toms despite normal structural imaging. This model supports 
the biological basis of FND while distinguishing it from neu-
rodegenerative or inflammatory disease [6].

Step Action Details

1 Initial clinical assessment Elicit a focused orthostatic history (lightheadedness, presyncope, fatigue, 
cognitive symptoms), including triggers (prolonged standing, heat) and relieving 
factors
Document symptom chronicity, functional impact, and presence of other 
paroxysmal events

2 Bedside orthostatic vitals Perform standardized supine-to-standing measurements with serial heart rate 
and blood pressure recordings over an adequate duration (eg, up to 10 minutes 
of upright posture, as tolerated)

3 Interpretation of bedside testing If diagnostic criteria for orthostatic hypotension or POTS are met  proceed with 
appropriate management

4 Formal autonomic reflex testing If repeat bedside testing remains non diagnostic or is not feasible, refer for 
comprehensive autonomic evaluation, including head-up tilt table testing with 
continuous hemodynamic monitoring
Incorporate cardiovagal and adrenergic testing (eg, heart rate variability with 
deep breathing and the Valsalva maneuver) to assess parasympathetic function 
and sympathetic responses

5 Risk modifiers Lower threshold for escalation in the presence of features increasing pre-test 
probability, such as generalized joint hypermobility, multi-system autonomic 
symptoms, or high autonomic symptom burden (eg, elevated COMPASS-31 
scores)

6 Diagnostic integration Interpret autonomic findings alongside positive clinical signs of FND
Recognize that functional and autonomic disorders may coexist and avoid 
attributing all symptoms to a single mechanism
Use objective autonomic data to guide targeted management while continuing 
appropriate FND-directed therapy

Table 3. Stepwise approach to orthostatic symptoms in patients with established functional neurological disorder (FND).

Abbreviations: COMPASS-31, Composite Autonomic Symptom Score-31; POTS, postural orthostatic tachycardia syndrome.
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POTS, meanwhile, is frequently under-recognized and often 
diagnosed after prolonged symptom duration. Patients com-
monly experience years of symptoms before diagnosis, partly 
because orthostatic intolerance may be inaccurately ascribed 
to anxiety or deconditioning [5,13,14]. Proposed mechanisms 
include impaired peripheral vasoconstriction with excessive 
venous pooling, relative hypovolemia, hyperadrenergic states, 
and in some patients, small fiber neuropathy affecting auto-
nomic fibers [3,5]. These abnormalities result in reduced ef-
fective venous return upon standing, requiring a compensa-
tory increase in heart rate to maintain cerebral perfusion. The 
resulting symptoms of lightheadedness, cognitive clouding, 
tremulousness, and fatigue reflect hemodynamic changes 
and heightened autonomic signaling. In individuals with gen-
eralized joint hypermobility, connective tissue laxity may fur-
ther impair vascular recoil and promote venous pooling, there-
by increasing susceptibility to orthostatic tachycardia [4,15].

The elevated COMPASS-31 score in this patient illustrates how 
standardized autonomic symptom instruments may help iden-
tify clinically significant physiologic contributors in patients 
carrying a diagnosis of FND, particularly when orthostatic in-
tolerance is prominent. The diagnosis of POTS in this patient 
was based on objective hemodynamic criteria obtained during 
standardized autonomic reflex testing, which distinguishes it 
from functional symptom generation and confirms the pres-
ence of a physiologic orthostatic disorder. Table 3 outlines a 
stepwise approach to the evaluation of orthostatic symptoms 
in patients with FND.

Recent literature has also highlighted a subgroup of patients 
with FND in whom autonomic symptoms such as orthostatic 
intolerance, fatigue, and gastrointestinal dysmotility are prom-
inent, sometimes described as a dysautonomia-predominant 

phenotype [16]. In addition, emerging work examining the in-
terface between autonomic disorders and FND has proposed 
that alterations in interoceptive processing and central auto-
nomic network function may contribute to symptom generation 
in both conditions, while remaining mechanistically distinct. 
These observations provide a clinical framework for recogniz-
ing autonomic symptom clusters in patients with FND and for 
considering formal autonomic evaluation when orthostatic in-
tolerance is a dominant feature [7].

Although FND and POTS arise from distinct mechanisms, their 
coexistence is clinically plausible (Figure 3). FND involves ab-
normal integration of motor, sensory, and emotional process-
ing at a network level [6,11], whereas POTS produces objec-
tive autonomic instability with orthostatic tachycardia due to 
impaired peripheral vasoconstriction, hypovolemia, or hyper-
adrenergic states [3,5]. Both conditions generate prominent 
interoceptive symptoms, including dizziness, fatigue, cognitive 
dysfunction, and episodic unresponsiveness [3,5,6]. In a patient 
with established FND, physiologic autonomic symptoms may be 
interpreted within a functional framework, particularly when 
subjective symptoms overlap [9,10]. Recognition that function-
al and autonomic disorders can coexist is therefore essential 
to prevent misattribution of treatable orthostatic pathology.

Management implications differ substantially between the 
2 conditions. Treatment of FND emphasizes education, psy-
chotherapy, physical therapy, and multidisciplinary rehabili-
tation, whereas POTS management targets autonomic phys-
iology through volume expansion, exercise reconditioning, 
compression therapy, and when indicated, pharmacologic in-
terventions [5,6]. Identification of POTS in this patient there-
fore had direct therapeutic relevance.

Figure 3. �Conceptual diagram illustrating 
overlapping symptoms and 
distinguishing diagnostic features 
of functional neurologic disorder 
(FND) and postural orthostatic 
tachycardia syndrome (POTS). The 
central overlap highlights shared 
clinical manifestations while the outer 
sections depict condition-specific 
diagnostic signs and pathophysiologic 
mechanisms.
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In summary, autonomic reflex testing identified objective or-
thostatic tachycardia in a patient with established FND and 
generalized joint hypermobility. While the diagnosis of FND 
was supported by positive clinical features, the coexistence of 
POTS demonstrates how overlapping symptom profiles may 
obscure additional physiologic contributors. Systematic eval-
uation of orthostatic symptoms in patients with FND is essen-
tial to ensure recognition of coexisting, potentially treatable 
autonomic disorders.

Limitations

This report should be interpreted in the context of a few lim-
itations. As a single-patient case, causal inferences regarding 
the relationship between autonomic findings and clinical im-
provement are limited, and observed changes may reflect the 
combined effects of multidisciplinary management, including 
physical therapy and FND-directed interventions. The charac-
terization of paroxysmal events is informed by prior vEEG eval-
uation at an outside institution, during which typical events 
were captured and a diagnosis of psychogenic nonepileptic 
seizures was established; however, repeat vEEG was not per-
formed during the current evaluation. Finally, although auto-
nomic testing demonstrated objective orthostatic tachycardia, 
the extent to which these physiologic findings directly account 
for all reported symptoms or paroxysmal events cannot be de-
finitively established.

Conclusions

Diagnostic overshadowing is an important consideration in 
complex neurologic presentations. A prior diagnosis of FND 
should not preclude continued evaluation for coexisting, ob-
jectively measurable conditions when symptoms are physio-
logically plausible. In patients with FND who report orthostatic 
intolerance or multisystem autonomic symptoms, systemat-
ic orthostatic assessment and, when indicated, formal auto-
nomic testing may enable timely recognition of treatable auto-
nomic disorders. Maintaining diagnostic vigilance is essential 
to optimize clinical outcomes and to avoid misattribution of 
reversible physiologic pathology.
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