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CASE REPORT

A neuropsychiatric presentation 
of suspected immune‑mediatedneuropathy: 
diagnostic overlap between Guillain–Barré 
syndrome andautoimmune encephalitis—a 
case
Christopher Washington1*, Alexander Morris2,3 and Natalia Ortiz4 

Abstract 

Background  Guillain–Barré syndrome (GBS) is an acute, immune-mediated polyneuropathy classically characterized 
by rapidly progressive, symmetrical limb weakness and areflexia. Although neuropsychiatric manifestations have been 
described, they remain uncommon and may lead to diagnostic delay or misattribution to primary psychiatric illness.

Case presentation  We describe a 58-year-old woman with a history of rheumatoid arthritis who presented 
with hematemesis secondary to gastritis and altered mental status (AMS), preceded by several weeks of progres-
sive behavioral changes, including withdrawal, dysphoria, hallucinations, and disorientation. During hospitalization, 
her mental status continued to decline despite trials of antipsychotic and benzodiazepine therapy. Neurological 
examination revealed progressive ascending weakness, areflexia, and sensory deficits. Cerebrospinal fluid analysis 
demonstrated albuminocytologic dissociation. In the absence of electrophysiological confirmation, the findings 
raised concern for an immune-mediated polyradiculoneuropathy such as Guillain–Barré syndrome; however, defini-
tive classification was not possible because electrophysiological testing was not performed. The patient was treated 
with a five-day course of intravenous immunoglobulin (IVIG), after which both motor function and mental status 
improved; however, treatment response was interpreted cautiously because IVIG is not disease-specific.

Conclusion  This case highlights the diagnostic complexity of neuropsychiatric presentations in suspected GBS. The 
prominence and early onset of psychiatric symptoms necessitated a broad differential diagnosis, including delirium, 
metabolic encephalopathy, autoimmune encephalitis, and acute porphyria. Additionally, the patient’s history of rheu-
matoid arthritis raised consideration of alternative immune-mediated neuropathies, including vasculitic neuropathy. 
Importantly, autoimmune encephalitis could not be excluded due to the absence of neuroimaging, EEG, and anti-
body testing. Furthermore, clinical improvement following IVIG is not disease-specific and may occur in multiple auto-
immune conditions. This case underscores the diagnostic tension between peripheral and central nervous system 
autoimmune processes in the setting of incomplete diagnostic data. GBS should remain a consideration in patients 
presenting with concurrent neurological and psychiatric symptoms; however, caution is warranted when diagnostic 
studies are limited. This case emphasizes the importance of maintaining a broad differential diagnosis and highlights 
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Background
Guillain–Barré syndrome (GBS) is an autoimmune dis-
order characterized by rapidly progressive, symmetrical 
weakness of the extremities. GBS has an incidence that 
ranges from 0.81 to 1.91 cases per 100,000 person-years 
(median 1.11) in North America, with a 20% increase in 
incidence observed with every 10-year increase in age. 
Of the various documented subtypes, the most common 
is acute inflammatory demyelinating polyneuropathy 
(AIDP). Despite its relatively low incidence, GBS remains 
an essential component of the differential diagnosis for 
patients presenting with acute neurological deficits [1].

It has been previously shown that atypical manifesta-
tions may delay the diagnosis of GBS. Unfortunately, it 
can take an affected patient up to five Emergency Depart-
ment visits before GBS is even considered [2]. GBS, 
despite being a primarily motor neuropathy, can present 
with related sensory disturbances that are also a compo-
nent of its formal diagnosis [3]. These disturbances may 
range from pain to the more commonly occurring par-
esthesias. AIDP rarely demonstrates alterations in cog-
nition, nonspecific altered mental status (AMS), and/or 
hallucinations; nonetheless, several reports indicate that 
such associations may occur [4].

Thorough neurologic evaluation is associated with 
improvement in both time of diagnosis and patient 
condition on discharge. Patients with delays in diagno-
sis and treatment are substantially more likely to face 
severe complications, including respiratory paralysis [2, 
4 ]. Approximately 30% of GBS patients become reliant 
on mechanical ventilation; accordingly, about 75% of 
these patients subsequently develop ventilator-associated 
pneumonia. Other serious complications include sepsis, 
pulmonary embolism, and cardiac arrest [5]. Further-
more, approximately 20% of GBS patients will sustain 
some degree of long-term disability [6–8].

Recognizing GBS as a predominantly clinical diagnosis, 
coupled with its diverse and potentially life-threatening 
complications, underscores the importance of carefully 
documenting atypical presentations. We present a diag-
nostically complex case of suspected immune-mediated 
neuropathy in which prominent neuropsychiatric symp-
toms evolved alongside objective peripheral nervous 
system findings concerning for an immune-mediated 

polyradiculoneuropathy, including Guillain–Barré syn-
drome, while autoimmune encephalitis and other com-
peting diagnoses could not be definitively excluded.

Case presentation
A 58-year-old female with a past medical history sig-
nificant for an unverified schizophrenia diagnosis and 
rheumatoid arthritis was admitted following the onset of 
nausea, hematemesis, subjective fevers, and altered men-
tal status (AMS). A formal patient timeline is described 
narratively due to the retrospective nature of the case. 
Because the report is retrospective and initial neuro-
logical complaints were incompletely documented, the 
timeline below summarizes the temporal evolution of 
symptoms, neurological findings, diagnostic evaluation, 
and treatment (Table 1). Available records did not clearly 
document gait instability, falls, or limb weakness at the 
time of initial presentation. The earliest reported symp-
toms were gastrointestinal complaints, subjective fevers, 
altered mental status, and several weeks of behavioral 
change. Objective peripheral nervous system findings, 
including progressive weakness, sensory deficits, and 
areflexia, became evident later during hospitalization, 
prompting neurological consultation.

The patient’s history of rheumatoid arthritis intro-
duces additional diagnostic complexity. However, details 
regarding disease severity and immunosuppressive 
therapy were unavailable, limiting assessment of infec-
tion risk, autoimmune overlap, and treatment-related 
complications.

The patient’s episode of hematemesis was evaluated 
with esophagogastroduodenoscopy (EGD), which dem-
onstrated gastritis. While this provides a structural expla-
nation for the bleeding, the extent of blood loss and its 
potential contribution to altered mental status (for exam-
ple, via anemia or hypoperfusion) could not be fully 
determined due to limited laboratory and hemodynamic 
data.

The retrospective record available to the authors did 
not include retrievable values for Complete Blood Count 
(CBC), comprehensive metabolic panel, inflammatory 
markers, rheumatologic serologies, infectious studies, 
admission vital signs, or detailed pre-admission medica-
tion history, including immunosuppressive therapy and 

the potential for overlap between peripheral neuropathies and central autoimmune encephalopathies. Early multidis-
ciplinary evaluation and careful interpretation of treatment response are essential for optimizing patient outcomes. 
This report should be interpreted as an educational case illustrating the diagnostic complexity of overlapping neu-
ropsychiatric and peripheral neurological manifestations rather than as definitive evidence of an atypical presentation 
of Guillain–Barré syndrome.

Keywords  Guillain–Barré syndrome, Neuropsychiatry, Psychopathology, Autoimmune encephalopathy, Case report
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other medications potentially associated with neuropa-
thy. Clinical documentation described routine laboratory 
evaluation as unremarkable relative to the presentation, 
but precise values could not be independently verified.

Regarding the schizophrenia diagnosis, it was not 
endorsed by family members, and there was ambigu-
ity regarding how and when the diagnosis was made, as 
well as its overall accuracy. According to the patient’s 
daughter, approximately six weeks prior to admission, 
the patient was independently performing all activi-
ties of daily living. The daughter expressed concern that 
the patient had appeared progressively depressed prior 
to admission, exhibiting social withdrawal, irritability, 
abnormal sleep patterns, persistent dysphoria, cognitive 
decline, and anhedonia.

Early in hospitalization, the patient spoke only Span-
ish, experienced hallucinations, appeared preoccupied 
with internal stimuli, and gradually became socially 
withdrawn. Accounting for the possibility of a con-
founding presentation of schizophrenia and/or hypoac-
tive delirium, aripiprazole was administered for several 
days. It was later discontinued due to lack of efficacy 
and undesirable side effects. A comprehensive delirium 
workup revealed a urinary tract infection (UTI), which 
was treated; however, the patient’s mental deterioration 
persisted.

Evaluation for catatonia demonstrated a Bush–Francis 
score (BFS) of 9, with points attributed to immobility/
stupor, mutism, staring, and withdrawal. A lorazepam 
treatment trial did not result in improvement, reducing 
the likelihood of catatonia. Given the persistence of mul-
tisensory hallucinations and declining mentation, a pri-
mary psychiatric etiology was considered less likely, and 
an indeterminate delirium was proposed. Fluoxetine was 
continued due to mild improvement in mood.

Neuroimaging was significantly limited due to per-
sistent patient non-cooperation despite pharmacologic 
attempts with lorazepam and antipsychotic agents. As a 
result, brain MRI and EEG could not be obtained. The 
reviewed medical record did not document whether head 
Computed Tomography (CT) was performed; if not, this 
represents an additional limitation, as structural, vascu-
lar, or inflammatory intracranial processes could not be 
formally excluded. The reviewed medical record also did 
not document whether spinal Magnetic Resonance Imag-
ing (MRI) was performed; therefore, structural spinal 
pathology could not be fully evaluated.

Several diagnostic studies that would have strength-
ened differentiation between peripheral and central auto-
immune disease were not completed. Brain MRI was not 
obtained because of persistent non-cooperation despite 
pharmacologic attempts. EEG was likewise not obtained. 
Serum and Cerebrospinal Fluid (CSF) autoimmune 

encephalitis antibody testing, including anti-NMDAR, 
LGI1, CASPR2, GABABR, and AMPAR antibodies, 
was not available in the reviewed record. Electrophysi-
ological testing with Nerve Conduction Studies/Electro-
myography (NCS/EMG) was also not completed. These 
omissions substantially limited the ability to distinguish 
GBS from autoimmune encephalitis, paraneoplastic syn-
dromes, vasculitic neuropathy, critical illness neuropathy, 
or other mimics.

Lumbar puncture revealed elevated CSF protein 
(126 mg/dL) with normal glucose (45 mg/dL) and White 
Blood Cell (WBC) count (1/mm3). Neurological exami-
nation demonstrated disorientation to place and event, 
spontaneous upper-extremity movement, decreased 
upper-extremity tone, anterior lower-extremity mus-
cle wasting, lack of response to noxious stimuli in the 
lower extremities, diminished upper-extremity reflexes 
(1 +), and absence of lower-extremity reflexes and vibra-
tion/proprioception sensation. Two days later, her exam 
progressed to marginal finger movement and complete 
absence (0 +) of deep tendon reflexes in both upper and 
lower extremities.

Neurological deterioration was progressive throughout 
hospitalization. Initially, the patient retained sufficient 
upper-extremity function to remove her Dobhoff tube; 
over time, this declined to minimal finger movement, 
accompanied by worsening generalized weakness and dif-
fuse areflexia. Given the patient’s progressive ascending 
weakness, areflexia, sensory deficits, and albuminocyto-
logic dissociation on CSF analysis, an immune-mediated 
polyradiculoneuropathy was suspected. However, defini-
tive confirmation was limited by the absence of electro-
physiological studies.

An empiric 5-day course of intravenous immunoglobu-
lin (IVIG) was initiated, consistent with established treat-
ment recommendations for suspected Guillain–Barré 
syndrome [7]. On reevaluation two days later, the patient 
remained disoriented but reported cessation of halluci-
nations, began conversing in full English, demonstrated 
improved upper-extremity movement, and was able 
to wiggle her feet. Muscle tone improved, though she 
remained areflexic. The following day, she was oriented 
to person, place, and event, with strength of 2/5 in both 
upper and lower extremities, partial return of reflexes 
(1 +), and improving sensation.

Electrophysiological testing with NCS/EMG was not 
completed during hospitalization. The available record 
does not identify a single definitive reason for this omis-
sion; contributing factors may have included the patient’s 
altered mental status, limited cooperation with diagnos-
tic testing, clinical prioritization of empiric immunother-
apy, and early post-treatment improvement. The absence 
of NCS/EMG remains a major limitation because it 
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prevents objective confirmation of GBS, classification of 
neuropathy subtype, and exclusion of axonal, vasculitic, 
or critical illness–related neuropathies.

Respiratory assessment data were also unavailable in 
the reviewed medical record. Specifically, measurements 
commonly used to monitor respiratory involvement in 
Guillain–Barré syndrome, including negative inspira-
tory force (NIF), forced vital capacity (FVC), and serial 
bedside respiratory function assessments, were not doc-
umented. Likewise, no evidence regarding the need for 
ventilatory support or intensive respiratory monitoring 
was available for review. The absence of these data limits 
assessment of disease severity and the potential extent of 
respiratory muscle involvement.

Following completion of IVIG therapy, the patient 
demonstrated substantial improvement in mental sta-
tus, movement, and strength. According to family, she 
returned to her baseline mental status; however, residual 
extremity weakness persisted. She was discharged to a 
skilled nursing facility, where she remained for approxi-
mately one month. Due to insurance and transportation 
barriers, follow-up care was limited. Several months later, 
the patient unfortunately succumbed to sepsis secondary 
to a decubitus ulcer.

Discussion
The patient’s clinical features—including progressive 
ascending weakness, areflexia, and albuminocytologic 
dissociation—are consistent with a suspected immune-
mediated polyradiculoneuropathy such as Guillain–Barré 
syndrome; however, this interpretation must be consid-
ered in the context of incomplete diagnostic evaluation. 
Although no clearly documented antecedent respira-
tory or gastrointestinal infection was identified prior to 
admission, her presentation included subjective fevers, 
gastrointestinal symptoms (nausea, hematemesis, and 
endoscopy-confirmed gastritis), and a urinary tract 
infection during hospitalization. These findings raise the 
possibility of an underlying infectious or inflammatory 
process preceding the onset of neurological symptoms. 
While none of these factors can be definitively estab-
lished as classical triggers, they may represent potential 
antecedent events contributing to immune activation. 
Notably, antecedent gastrointestinal infection is among 
the most commonly reported triggers of GBS. Although 
no specific pathogen was identified in this case, the 
patient’s gastrointestinal illness and systemic symptoms 
raise the possibility of a preceding inflammatory or infec-
tious process.

Applying the Brighton Collaboration diagnostic frame-
work retrospectively, this case most closely meets Level 
2 diagnostic certainty for Guillain–Barré syndrome. The 
patient demonstrated bilateral progressive weakness, 

decreased or absent deep tendon reflexes in the affected 
limbs, an apparently monophasic course with neuro-
logical deterioration followed by improvement, and cer-
ebrospinal fluid albuminocytologic dissociation, with an 
elevated protein concentration of 126 mg/dL and a white 
blood cell count of 1/mm3. Electrophysiological studies 
were not performed, precluding Level 1 diagnostic cer-
tainty and preventing characterization of the underly-
ing neuropathic process. Although electrophysiological 
confirmation was unavailable, current practice recom-
mendations support prompt initiation of immunotherapy 
when Guillain–Barré syndrome is strongly suspected 
clinically, even while confirmatory investigations are 
pending [7]. Nevertheless, because the diagnostic evalu-
ation remained incomplete, several competing diagnoses 
could not be definitively excluded, although no alterna-
tive explanation for the progressive peripheral neuro-
logical deficits was definitively established. Importantly, 
without the subsequent emergence of objective neuro-
logical deficits, the diagnostic evaluation may reason-
ably have remained focused on psychiatric or systemic 
causes of altered mental status. Accordingly, this case is 
best interpreted as a suspected immune-mediated poly-
radiculoneuropathy meeting Brighton Level 2 diagnos-
tic certainty for Guillain–Barré syndrome, rather than 
as definitive confirmation of an atypical presentation of 
Guillain–Barré syndrome.

Differential diagnosis and competing explanations
The patient’s presentation required consideration of 
several competing diagnoses capable of producing both 
neuropsychiatric manifestations and peripheral neu-
rological deficits. Given the incomplete diagnostic 
evaluation, none of the following conditions could be 
definitively excluded, and each contributed to the diag-
nostic uncertainty surrounding this case.

Autoimmune encephalitis
Autoimmune encephalitis remains one of the strongest 
competing diagnoses because the patient demonstrated 
prominent psychiatric symptoms, hallucinations, altered 
consciousness, behavioral changes, and subsequent 
improvement following intravenous immunoglobulin 
therapy. However, brain MRI, electroencephalography 
(EEG), and serum and cerebrospinal fluid neuronal anti-
body testing—including antibodies such as anti-NMDAR, 
LGI1, CASPR2, GABABR, and AMPAR—were not per-
formed. Consequently, autoimmune encephalitis cannot 
be meaningfully excluded. Furthermore, IVIG is an estab-
lished treatment for autoimmune encephalitis; therefore, 
clinical improvement following immunotherapy cannot 
be interpreted as evidence favoring Guillain–Barré syn-
drome over autoimmune encephalitis. [16, 17 ]
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Although both disorders may respond to IVIG, Guil-
lain–Barré syndrome primarily affects the peripheral 
nervous system and classically presents with ascend-
ing weakness, areflexia, and albuminocytologic disso-
ciation, whereas autoimmune encephalitis primarily 
involves the central nervous system and commonly 
presents with psychiatric symptoms, seizures, cognitive 
dysfunction, abnormal MRI or EEG findings, and neu-
ronal autoantibodies [16]. In this patient, features of 
both syndromes were present, but the absence of MRI, 
EEG, and antibody testing precluded meaningful differ-
entiation between these disorders.

Critical illness polyneuropathy
Critical illness polyneuropathy was also considered 
because generalized weakness and reduced reflexes 
may develop during severe systemic illness [18]. How-
ever, the patient’s neurological deterioration appeared 
to progress alongside evolving neuropsychiatric symp-
toms rather than after prolonged critical illness or 
extended intensive care unit admission. Nevertheless, 
in the absence of electrophysiological studies, critical 
illness polyneuropathy cannot be definitively excluded.

Rheumatoid arthritis‑associated vasculitic neuropathy
The patient’s history of rheumatoid arthritis introduces 
additional diagnostic complexity and represents a 
major confounding factor in the diagnostic evaluation. 
Rheumatoid arthritis is associated with several forms 
of peripheral neuropathy, including immune-mediated 
vasculitic neuropathy and entrapment neuropathies, 
while immunosuppressive therapies commonly used 
to treat rheumatoid arthritis may also increase sus-
ceptibility to infection and other neurological com-
plications [19]. Unfortunately, information regarding 
disease activity, inflammatory markers, rheumatologic 
serologies, immunosuppressive medication history, and 
evidence of systemic vasculitis was unavailable in the 
reviewed medical record, limiting assessment of these 
possibilities. Although the patient’s relatively symmet-
ric ascending weakness, diffuse areflexia, sensory defi-
cits, and albuminocytologic dissociation were more 
suggestive of an acute immune-mediated polyradicu-
loneuropathy than the asymmetric mononeuritis mul-
tiplex classically associated with rheumatoid vasculitic 
neuropathy, definitive distinction was not possible [19]. 
In the absence of electrophysiological studies, compre-
hensive rheumatologic evaluation, and, where clinically 
indicated, nerve biopsy, rheumatoid arthritis-associ-
ated neuropathy cannot be excluded and remains an 
important competing diagnosis.

Acute porphyria
Acute porphyria can present with neuropsychiatric 
symptoms, autonomic dysfunction, abdominal com-
plaints, and motor neuropathy [20]. Although this 
diagnosis was not specifically investigated during hos-
pitalization, the combination of psychiatric manifesta-
tions and progressive weakness warrants its inclusion 
within the differential diagnosis. The absence of por-
phyrin studies prevents exclusion of this disorder.

Metabolic and infectious encephalopathy
Altered mental status may also have resulted from 
metabolic or infectious encephalopathy. Potential 
contributing factors included urinary tract infection, 
gastrointestinal illness, hospitalization, and possible 
systemic inflammatory responses. Although routine 
laboratory testing was reportedly unremarkable relative 
to the patient’s clinical presentation, complete labora-
tory datasets—including inflammatory markers and 
detailed metabolic studies—were unavailable for inde-
pendent review. Therefore, metabolic and infectious 
encephalopathy cannot be completely excluded.

Paraneoplastic neurological syndrome
Paraneoplastic neurological syndromes should also be 
considered given the patient’s age, subacute neuropsy-
chiatric decline, and progressive peripheral neuropathy 
[21]. No malignancy screening, paraneoplastic antibody 
testing, or oncologic evaluation was available within 
the reviewed medical record. Consequently, a paraneo-
plastic immune-mediated neurological syndrome can-
not be excluded.

Spinal cord pathology
Structural spinal cord pathology may produce progres-
sive weakness and sensory abnormalities [22]. However, 
the presence of diffuse areflexia together with albumi-
nocytologic dissociation favored a peripheral nervous 
system process over an isolated spinal cord lesion. Nev-
ertheless, because comprehensive neuroimaging was 
not completed, spinal pathology could not be defini-
tively excluded.

Medication‑related encephalopathy or neuropathy
Medication-related neurological dysfunction was also 
considered. During hospitalization the patient received 
antipsychotic medication and lorazepam; however, her 
psychiatric symptoms preceded these treatments, mak-
ing medication-induced encephalopathy an incom-
plete explanation for the overall clinical presentation. 
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Nevertheless, medication effects may have contributed 
to fluctuations in mental status during hospitalization.

Heavy metal or toxic neuropathy
Heavy metal toxicity and other toxic neuropathies rep-
resent uncommon but recognized causes of combined 
psychiatric and peripheral neurological symptoms [23]. 
No toxicological investigations or heavy metal screen-
ing were performed during hospitalization. Although 
the clinical presentation was less suggestive of toxic neu-
ropathy than immune-mediated disease, these etiologies 
cannot be completely excluded given the incomplete 
diagnostic evaluation.

Clinical lessons
A central clinical lesson from this case is the critical 
importance of repeated, objective neurological examina-
tion in patients presenting with unexplained neuropsy-
chiatric symptoms. At initial presentation, the patient’s 
psychiatric manifestations—including hallucinations, 
altered behavior, disorientation, and cognitive decline—
could reasonably have been attributed to several compet-
ing diagnoses, including delirium, primary psychiatric 
illness, autoimmune encephalitis, metabolic encepha-
lopathy, medication-related effects, or other systemic dis-
orders. However, the subsequent emergence of objective 
neurological findings, including symmetrical ascending 
weakness, diffuse areflexia, sensory deficits, and progres-
sive motor decline, fundamentally shifted the diagnostic 
framework toward peripheral nervous system involve-
ment and justified consideration of Guillain–Barré 
syndrome or another immune-mediated neuropathy. 
Although the available evidence ultimately supports only 
a suspected immune-mediated polyradiculoneuropathy 
rather than a definitive diagnosis of GBS, this case dem-
onstrates that careful serial neurological examinations 
may identify clinically significant peripheral nervous 
system involvement that is not apparent during initial 
evaluation. For patients with persistent or unexplained 
neuropsychiatric presentations, repeated neurological 
assessment remains essential to broadening the differ-
ential diagnosis, guiding appropriate consultation, and 
expediting potentially life-saving immunomodulatory 
treatment, including IVIG or plasma exchange when 
clinically indicated [7]. Without the emergence of objec-
tive neurological deficits, the diagnostic evaluation may 
reasonably have remained focused on psychiatric or sys-
temic causes of altered mental status.

Clinical implications and future directions
Despite the significant complication of altered mental 
status, the patient’s presentation would be atypical for 
delirium alone. Although uncommon, neuropsychiatric 

manifestations in GBS—including hallucinations and 
psychosis—have been described [9–11]. However, the 
early onset and prominence of psychiatric symptoms 
in this case, preceding and evolving alongside motor 
deficits, suggest a more complex pathophysiological 
interplay.

Reports describing this sequence of prominent neu-
ropsychiatric symptoms preceding motor deficits, fol-
lowed by rapid clinical improvement with IVIG and 
limited responsiveness to psychiatric medications, 
remain scarce [12]. This case therefore highlights the 
diagnostic challenges posed by atypical presentations of 
immune-mediated neurologic disease.

Early identification of such presentations is essential to 
reduce diagnostic delay and mitigate complications. Mul-
tidisciplinary management, including psychiatric care, 
rehabilitation, and social support, is critical for optimiz-
ing outcomes.

The intensity of depression in GBS has been shown to 
correlate with both anxiety levels and severity of motor 
weakness [8, 1015 ]. Persistent psychological symptoms 
may impair rehabilitation and reduce quality of life. 
Therefore, long-term care for patients with GBS and con-
current psychiatric manifestations should incorporate 
a multidisciplinary approach, including psychotherapy, 
pharmacologic management, and physical rehabilitation. 
[14]

The patient’s eventual death from sepsis secondary 
to a decubitus ulcer represents an important adverse 
outcome and educational component of this case. 
Although causality cannot be established from the avail-
able record, persistent weakness, prolonged immobil-
ity, impaired access to follow-up care, and discharge to 
a skilled nursing facility likely increased vulnerability 
to pressure injury and infection. Evidently, access barri-
ers, including transportation and insurance limitations, 
are recognized contributors to adverse health outcomes 
[13]. This outcome underscores that suspected GBS or 
immune-mediated neuropathy should not be viewed only 
as an acute diagnostic challenge, but also as a condition 
requiring aggressive prevention of immobility-related 
complications, coordinated rehabilitation, skin care, 
pressure-ulcer prevention, and reliable post-discharge 
neurological follow-up.

Overall, this case highlights the diagnostic tension 
between peripheral and central nervous system autoim-
mune processes in the setting of incomplete diagnos-
tic data. While the patient’s clinical findings support an 
acute peripheral immune-mediated polyradiculoneu-
ropathy such as GBS, the prominence of neuropsychiatric 
symptoms raises concern for a concurrent or alternative 
central process. Concurrent peripheral and central auto-
immune processes were considered during diagnostic 
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evaluation; however, available evidence was insufficient 
to establish such an overlap syndrome.

Limitations
This case is subject to several important limitations. First, 
definitive diagnostic confirmation was limited by incom-
plete diagnostic testing. Electrophysiological studies 
(EMG/NCS) were not performed, preventing objective 
confirmation and characterization of the peripheral neu-
ropathy. Brain MRI and electroencephalography (EEG) 
were unavailable because of persistent patient non-coop-
eration, precluding comprehensive evaluation for cen-
tral nervous system pathology. In addition, the reviewed 
medical record did not document whether spinal MRI 
was performed, limiting assessment for structural spinal 
causes of the patient’s neurological deficits. Autoimmune 
encephalitis-specific antibody testing was likewise una-
vailable, limiting exclusion of competing autoimmune 
disorders.

Second, several laboratory and clinical data were una-
vailable for independent review. Although routine labo-
ratory studies were reportedly unremarkable relative to 
the patient’s presentation, specific laboratory values—
including inflammatory markers, hemoglobin, admission 
vital signs, and hemodynamic parameters—were unavail-
able, limiting assessment of potential metabolic, infec-
tious, and inflammatory contributors.

Third, the patient’s underlying rheumatoid arthritis 
could not be comprehensively evaluated because detailed 
information regarding disease activity, immunosuppres-
sive medication history, rheumatologic serologies, malig-
nancy screening, and paraneoplastic antibody testing was 
unavailable in the reviewed medical record. These omis-
sions limited assessment of alternative autoimmune and 
paraneoplastic neurological disorders.

Finally, respiratory assessment data—including nega-
tive inspiratory force, forced vital capacity, serial respira-
tory monitoring, and documentation regarding the need 
for ventilatory support—were unavailable, limiting objec-
tive assessment of respiratory involvement and overall 
disease severity.

Collectively, these limitations preclude definitive dis-
tinction between Guillain–Barré syndrome, autoimmune 
encephalitis, rheumatoid arthritis-associated vasculitic 
neuropathy, critical illness neuropathy, paraneoplastic neu-
rological syndromes, metabolic or infectious encephalopa-
thy, spinal cord pathology, toxic neuropathies, or a potential 
overlap syndrome. Accordingly, this report should not be 
interpreted as establishing a definitive diagnosis of atypi-
cal Guillain–Barré syndrome, but rather as an educational 
case illustrating the diagnostic complexity of overlapping 

neuropsychiatric and peripheral neurological manifesta-
tions when definitive diagnostic testing is incomplete.

Conclusion
This case illustrates the diagnostic challenge of evaluating 
prominent neuropsychiatric symptoms that evolve along-
side objective peripheral nervous system findings. The 
emergence of symmetrical weakness, sensory loss, and 
areflexia was critical in prompting consideration of GBS 
or another immune-mediated polyradiculoneuropathy; 
however, autoimmune encephalitis, RA-associated neu-
ropathy, paraneoplastic disease, metabolic encephalopathy, 
and other mimics could not be definitively excluded. The 
major lesson is not that neuropsychiatric symptoms were 
caused by GBS, but that repeated neurological examina-
tion and comprehensive ancillary testing are essential when 
psychiatric symptoms occur with evolving neuromuscular 
deficits. Treatment response to IVIG should be interpreted 
cautiously, and similar cases require early multidisciplinary 
evaluation, confirmatory electrophysiology, Central Nerv-
ous System (CNS) imaging, EEG, autoimmune/paraneo-
plastic testing, and careful prevention of immobility-related 
complications. This report should be interpreted as an 
educational case illustrating the diagnostic complexity of 
overlapping neuropsychiatric and peripheral neurological 
manifestations rather than as definitive evidence confirm-
ing an atypical presentation of Guillain–Barré syndrome.
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