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Abstract

Acute neurologic presentations in the setting of profound emotional trauma can create significant diagnostic complexity,
particularly when symptoms overlap with Functional Neurologic Disorder (FND), formerly referred to as Conversion Disorder.
In these situations, clinicians may be vulnerable to diagnostic overshadowing, in which emotionally salient psychosocial factors
bias interpretation of objective neurologic findings and lead to premature psychiatric attribution. This risk may be further
amplified when initial non-contrast neuroimaging is unrevealing. We present the case of a 26-year-old previously healthy female
who developed severe headache, dysarthria, right-sided facial droop, and bilateral extremity weakness one week after the sudden
death of her sister-in-law. Initial vascular imaging and non-contrast computed tomography (CT) were unremarkable, raising
concern for FND in the context of acute bereavement, and psychiatry was consulted to evaluate for a possible functional or
psychiatric etiology. Subsequent multidisciplinary reassessment involving psychiatry and neurology prompted advanced
neuroimaging. Magnetic resonance imaging (MRI) of the brain demonstrated multifocal T2/FLAIR hyperintense lesions,
including enhancing lesions in the bilateral thalami, left cerebellar peduncle, and left insular/temporal regions; cervical and
thoracic spinal cord T2 hyperintensities were also identified without reported enhancement. Collectively, these findings were
concerning for an active demyelinating process and highly suggestive of multiple sclerosis (MS), but a definitive diagnosis was
not established because cerebrospinal fluid studies and subsequent neurologic follow-up were unavailable. This case highlights
several important clinical lessons: acute emotional stressors should not substitute for a neurologic evaluation when objective
deficits are present; FND is a rule-in diagnosis supported by positive functional signs rather than psychosocial stress alone;
normal CT imaging does not exclude demyelinating disease; and interdisciplinary evaluation may help reduce premature
diagnostic closure. The temporal association between bereavement and symptom onset in this case is observational and does not
establish that stress caused or precipitated demyelinating disease.
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1. Introduction

Multiple sclerosis (MS) is a chronic inflammatory demye-
linating disease of the central nervous system characterized by
multifocal neurologic deficits and lesions distributed across
characteristic central nervous system regions [1, 2]. Clinical
presentations vary widely and may include sensory disturb-
ances, weakness, dysarthria, visual changes, gait abnormali-
ties, and cognitive dysfunction [1]. Acute demyelinating dis-
ease can occasionally present with focal or stroke-like neuro-
logic symptoms, creating diagnostic overlap with other neuro-
logic conditions [2].

Functional Neurologic Disorder is characterized by neuro-
logic symptoms arising from altered nervous system function-
ing rather than a structural lesion that fully explains the
presentation. Patients may present with weakness, abnormal
movements, speech changes, sensory disturbances, gait symp-
toms, or non-epileptic events. Current diagnostic approaches
emphasize that FND should be identified by positive clinical
findings characteristic of the disorder, rather than inferred
solely from normal diagnostic testing, psychiatric conditions,
or psychosocial stressors [3-5].

The phenomenon of diagnostic overshadowing occurs
when prominent psychiatric or psychosocial factors bias clin-
ical reasoning and contribute to premature diagnostic closure
[6]. In acute care settings, a recent emotional trauma may in-
crease attention to psychiatric explanations even when an or-
ganic neurologic disorder remains possible. This creates a par-
ticularly challenging diagnostic environment when neurologic
symptoms occur soon after bereavement or another major life
stressor.

Emotional stress and inflammatory neurologic disease are
not mutually exclusive. Recent evidence suggests a small as-
sociation between psychological stress and MS onset, inflam-
matory activity, and disease progression; however, findings
across studies are inconsistent, and other factors may contrib-
ute to this relationship [7]. Accordingly, a temporal relation-
ship between stress and neurologic symptom onset should be
regarded as observational and should not be interpreted as ev-
idence that stress caused the neurologic disease in an individ-
ual patient.

This report describes a young woman initially evaluated for
possible FND following sudden bereavement whose subse-
quent MRI demonstrated multifocal brain and spinal cord le-
sions concerning for an inflammatory demyelinating process
and highly suggestive of MS. Because lumbar puncture and
subsequent follow-up were unavailable, the case does not es-
tablish a definitive diagnosis of MS. The case highlights the
importance of diagnostic rigor, careful interpretation of FND
criteria, and interdisciplinary collaboration between psychia-
try and neurology.

2. Case Presentation

2.1. Patient Information and Initial
Presentation

A 26-year-old previously healthy female presented to the
emergency department with severe headache, dysarthria,
right-sided facial droop, and bilateral upper and lower extrem-
ity weakness and numbness. Symptoms began approximately
one week after the sudden death of her sister-in-law in a motor
vehicle accident.

The patient denied any prior neurologic history, psychiatric
diagnoses, or previous episodes of similar symptoms. She de-
nied depression, suicidal ideation, homicidal ideation, halluci-
nations, mania, panic symptoms, flashbacks, or nightmares.
She also denied recent viral illness or infectious symptoms.
Her medical history was otherwise unremarkable except for
brief oral contraceptive use in 2021. She admitted to remote
tobacco and alcohol use but had abstained for several years.

Given the close timing of symptom onset and acute be-
reavement, FND or another stress-related psychiatric condi-
tion was considered, and psychiatry was consulted as part of
the multidisciplinary evaluation. The psychosocial context
was treated as one component of the differential rather than as
diagnostic evidence for FND.

2.2. Initial Diagnostic Evaluation

Initial non-contrast CT imaging and vascular neuroimaging
were reportedly unremarkable, reducing concern for acute
hemorrhage, large-vessel occlusion, or other CT-detectable
acute intracranial pathology. Despite unrevealing initial imag-
ing, the patient continued to demonstrate documented neuro-
logic abnormalities including right-sided facial droop, dysar-
thria, and extremity weakness and numbness.

Neurologic examination was notable for mild, symmetric
weakness of the bilateral upper and lower extremities with
subjectively decreased sensation in all four extremities. A
right-sided facial droop was present; otherwise, cranial nerve
examination was grossly intact. Extraocular movements were
full, without nystagmus or other apparent oculomotor abnor-
malities. Coordination and gait were normal, and no pronator
drift was observed. Formal testing for functional neurologic
signs, including Hoover sign, give-way weakness, distractibil-
ity, or inconsistency, was not performed.

During psychiatric evaluation, the patient appeared emo-
tionally appropriate and demonstrated intact thought pro-
cesses, insight, and judgment. Although she acknowledged
grief related to the recent death of her loved one, she denied
severe mood symptoms or significant anxiety beyond situa-
tional bereavement. The available case information does not
document positive examination signs establishing FND;
therefore, FND remained a diagnostic consideration rather
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than a confirmed diagnosis.

2.3. Advanced Neuroimaging

Further multidisciplinary reassessment involving psychia-
try and neurology prompted advanced neuroimaging.

MRI of the brain with and without contrast demonstrated
multiple T2/FLAIR hyperintense lesions involving both cere-
bral hemispheres. The report described associated T1 hy-
pointense enhancing lesions involving the bilateral thalami,
left cerebellar peduncle, and left insular/temporal regions,

concerning for active inflammatory demyelination. MRI of
the cervical spine demonstrated a suspected T2 hyperintense
lesion in the ventral cord at C3 without gross enhancement.
Thoracic spine MRI demonstrated additional subtle T2 hyper-
intensities suspicious for demyelination without associated
enhancement, including a lesion reported at approximately the
T2 level. Taken together, the brain and spinal cord abnormal-
ities were highly concerning for a multifocal demyelinating
process and radiographically suggestive of MS; however, im-
aging alone did not establish a definitive MS diagnosis.

Figure 1. Brain MRI demonstrating multifocal T2/FLAIR hyperintense lesions with enhancing lesions reported in the bilateral thalami, left
cerebellar peduncle, and left insular/temporal regions. Findings were concerning for active inflammatory demyelination and were radiograph-

ically suggestive of MS, but were not independently diagnostic of MS.

Figure 2. Cervical and thoracic spine MRI demonstrating intramedullary lesions at the C3 and T2 levels without significant associated spinal
canal stenosis. These findings supported an inflammatory demyelinating differential.

The radiologic differential included MS, acute dissemi-
nated encephalomyelitis (ADEM), other inflammatory demy-
elinating disorders such as neuromyelitis optica spectrum dis-
order or MOG antibody-associated disease, central nervous
system vasculitis, infectious/inflammatory processes, and less
likely neoplastic disease [8, 9]. MS was favored radiograph-
ically because of the multifocal brain and spinal cord distribu-
tion and the presence of enhancing and nonenhancing abnor-
malities, while the absence of encephalopathy or a preceding
infectious syndrome made classic ADEM less typical. Never-
theless, the absence of cerebrospinal fluid analysis, disease-

specific serologic testing, and longitudinal imaging or clinical
follow-up prevented definitive exclusion of these alternatives
and precluded confirmation of MS [1, 8, 9].

2.4. Hospital Course

Corticosteroid treatment was discussed; however, the pa-
tient expressed concern regarding treatment while breastfeed-
ing. The patient left the hospital prior to initiation of therapy
and before additional diagnostic studies, including lumbar
puncture and cerebrospinal fluid analysis, could be completed.
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Outpatient neurology follow-up was recommended, but sub-
sequent follow-up information was unavailable. Consequently,

2.5. Clinical Timeline

the final diagnostic status remained an inflammatory demye-
linating process highly suggestive of MS rather than con-
firmed MS.

Table 1. Clinical Timeline.

Day Clinical Event
Day 0 Sudden death of patient’s sister-in-law
Day 7 Onset of headache, dysarthria, facial droop, and extremity weakness
Dav 8 Presentation to emergency department; initial CT and vascular imaging unremarkable
Y Psychiatry consultation requested due to concern for Functional Neurologic Disorder
Brain MRI revealed multifocal enhancing demyelinating lesions
Day 9 Cervical and thoracic spinal MRI demonstrated additional spinal cord lesions
Findings considered radiographically consistent with demyelinating disease concerning for multiple sclerosis
Day 10 Corticosteroid treatment discussed; patient expressed concern regarding treatment while breastfeeding

Post-discharge

3. Discussion

3.1. Diagnostic Overshadowing in Acute
Neurologic Presentations

This case highlights the risk of diagnostic overshadowing,
in which psychosocial circumstances may bias clinical judg-
ment and contribute to premature attribution of symptoms to
a psychiatric cause. The patient’s recent bereavement influ-
enced the initial diagnostic framing and raised consideration
of FND while a structural neurologic process remained in the
differential. Diagnostic overshadowing is particularly im-
portant in acute care environments, where clinicians must rap-
idly synthesize emotionally significant contextual information
while evaluating potentially serious neurologic pathology [6].

The temporal relationship between grief and symptom on-
set created a compelling psychosocial narrative. However, a
recent stressor is neither necessary nor sufficient for the diag-
nosis of FND, and it should not supersede neurologic exami-
nation findings or replace an appropriate medical evaluation
[3-5].

3.2. Distinguishing Functional Neurologic
Disorder from Demyelinating Disease

FND may present with weakness, speech abnormalities,
sensory changes, gait disturbances, or other symptoms that re-
semble structural neurologic disease [3-5]. Importantly, focal

Patient left hospital prior to treatment initiation

Outpatient neurology follow-up recommended; subsequent follow-up information unavailable

or anatomically localizable symptoms do not by themselves
exclude FND. Current diagnostic practice instead relies on
positive examination findings characteristic of FND, includ-
ing specific patterns of variability, distractibility, or functional
weakness that can be demonstrated during the neurologic ex-
amination [3-5].

By contrast, this patient demonstrated focal and anatomi-
cally localizable neurologic findings, including unilateral fa-
cial droop, dysarthria, and progressive extremity weakness.
These findings were less consistent with classic functional
presentations and more suggestive of an underlying structural
neurologic process. Recent emotional trauma alone should not
be considered sufficient evidence that neurologic symptoms
are psychogenic in origin.

This distinction is clinically significant because misattribu-
tion of structural neurologic disease to psychiatric illness may
delay diagnosis, postpone treatment initiation, and contribute
to worse patient outcomes. Historical studies have demon-
strated that patients initially diagnosed with conversion disor-
der may later be found to have underlying neurologic disease,
highlighting the importance of thorough diagnostic evaluation
and ongoing reassessment [10].

3.3. Limitations of Initial CT Imaging in
Demyelinating Disease

Another teaching point is the limited sensitivity of non-con-
trast CT for inflammatory demyelinating lesions. Initial CT
and vascular imaging were reportedly unremarkable despite
abnormalities subsequently identified on MRI. MRI is the
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principal imaging modality for suspected MS and other central
nervous system demyelinating disorders because lesion mor-
phology, distribution, and contrast enhancement provide sub-
stantially greater diagnostic information [1, 8, 11].

In this patient, multifocal supratentorial and infratentorial
brain lesions together with cervical and thoracic cord lesions
supported an inflammatory demyelinating process. The re-
ported combination of enhancing and nonenhancing lesions
increased concern for lesions of differing activity, but the
available information was insufficient to independently verify
fulfillment of formal dissemination-in-time criteria. Normal
CT imaging therefore should not be used to exclude demye-
linating disease when the clinical presentation remains con-
cerning; MRI and appropriate neurologic evaluation are war-
ranted when symptoms remain unexplained [1, 8, 11].

3.4. Differential Diagnosis of Multifocal
Demyelinating-Appearing Lesions

Because CSF studies and longitudinal follow-up were una-
vailable, the imaging findings must be interpreted within a
broader differential. MS was favored radiographically be-
cause of multifocal brain and spinal cord involvement and the
reported presence of enhancing and nonenhancing lesions.
ADEM was also considered; however, the patient’s adult age,
absence of encephalopathy, and lack of a preceding infectious
illness made the presentation less typical of classic ADEM.
Nevertheless, ADEM cannot be excluded solely on these fea-
tures [8]. Other inflammatory demyelinating disorders, in-
cluding neuromyelitis optica spectrum disorder and MOG an-
tibody-associated disease, should also be considered when
supported by the clinical presentation and imaging findings,
with appropriate antibody testing used to help distinguish
these conditions. Central nervous system vasculitis and infec-
tious or systemic inflammatory disorders may also produce
multifocal neurologic symptoms and MRI abnormalities,
while neoplastic disease was considered less likely by the in-
terpreting radiologists [8, 9].

Definitive differentiation among these entities may require
CSF analysis, targeted serologic studies, careful review of le-
sion morphology and distribution, and longitudinal clinical or
MRI assessment [8, 9]. Because these data were not available,
the most supportable conclusion in this report is that the im-
aging demonstrated a multifocal inflammatory demyelinating
process highly suggestive of MS rather than confirmed MS.

3.5. Psychosocial Stress and Neuroimmune
Activation

The close temporal relationship between acute bereavement
and neurologic symptom onset is clinically notable but obser-
vational. A recent systematic review and meta-analysis found
a small to moderate association between psychological stress
and MS onset, inflammatory activity, and disease progression,

although limitations across the included studies may have in-
fluenced these findings [7]. Earlier literature similarly ex-
plored stress-related neuroendocrine and immune pathways
[12, 13].

These associations do not establish that bereavement
caused, triggered, or precipitated the patient’s demyelinating
disease. At the individual-patient level, the temporal sequence
could be coincidental or reflect mechanisms that cannot be de-
termined from a single case. Psychosocial stress and trauma
have also been discussed inthe FND literature [14, 15], further
underscoring that the presence of a stressor is diagnostically
nonspecific. The appropriate clinical lesson is therefore not
causal, but diagnostic: emotionally salient events should be
considered as context without being allowed to substitute for
objective neurologic assessment.

3.6. Importance of Interdisciplinary
Collaboration

This case further illustrates the value of interdisciplinary
collaboration between psychiatry and neurology. Psychiatry
consultation did not simply serve to exclude psychiatric dis-
ease; rather, continued multidisciplinary reassessment pre-
served diagnostic openness and supported escalation to ad-
vanced neurologic evaluation. Psychiatric and neurologic dis-
orders can coexist, and collaborative assessment may help re-
duce cognitive bias and premature diagnostic closure in com-
plex neuropsychiatric presentations.

4. Conclusions

This case illustrates how acute psychosocial stressors can
shape diagnostic framing in a patient presenting with new-on-
set neurologic symptoms. Although recent bereavement ini-
tially raised consideration of FND, subsequent MRI demon-
strated multifocal brain and spinal cord lesions concerning for
inflammatory demyelination and highly suggestive of MS. A
definitive diagnosis of MS was not established because CSF
studies and longitudinal follow-up were unavailable.

Several clinical lessons emerge. FND should be diagnosed
through positive functional signs rather than psychosocial
stress or exclusion alone, and focal symptoms do not inde-
pendently rule FND in or out. Normal CT imaging does not
exclude demyelinating disease, and persistent or unexplained
neurologic abnormalities may warrant MRI and specialist
evaluation. Finally, interdisciplinary collaboration between
psychiatry and neurology can help preserve diagnostic flexi-
bility and reduce premature closure. The temporal association
between bereavement and symptom onset in this case should
be interpreted as observational rather than causal.

This report highlights the importance of maintaining diag-
nostic vigilance while recognizing the complex interplay be-
tween psychosocial stress, cognitive bias, and neurologic dis-
ease.
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Abbreviations
CNS Central Nervous System
CSF Cerebrospinal Fluid
CT Computed Tomography
FND Functional Neurologic Disorder
HPA Hypothalamic-Pituitary-Adrenal
MOGAD  Myelin Oligodendrocyte Glycoprotein
Antibody-Associated Disease
MRI Magnetic Resonance Imaging
MS Multiple Sclerosis
NMOSD  Neuromyelitis Optica Spectrum Disorder
T2/FLAIR  T2-weighted Fluid-Attenuated Inversion
Recovery
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