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A DIAGNOSTIC CHALLENGE:  MYASTHENIA GRAVIS 
MASQUERADING AS STROKE IN A PATIENT WITH SYSTEMIC 
LUPUS ERYTHEMATOSUS: A CASE REPORT

Ya-Yun Chen1, Chao-Yen Huang1,2

Abstract

Myasthenia gravis (MG) is a rare autoimmune neuromuscular disorder that can mimic 
acute stroke and other neurological diseases. We report a diagnostically challenging case 
of a 44-year-old woman with systemic lupus erythematosus (SLE) who presented with 
acute-onset right facial palsy, left-sided weakness, and dysarthria. Initial neuroimaging 
revealed no evidence of infarction or hemorrhage. On the third hospital day, she developed 
respiratory failure requiring endotracheal intubation. Given her rapid deterioration, bulbar 
symptoms, and autoimmune background, MG was suspected. The anti-acetylcholine receptor 
antibody level was markedly elevated (218.5 nmol/L), confirming the diagnosis. The patient 
experienced a myasthenic crisis and was successfully treated with plasmapheresis and 
corticosteroids, leading to extubation on day 12 and full neurological recovery. This case 
highlights the diagnostic complexity of MG presenting as a stroke mimic in patients with 
autoimmune disease and emphasizes that early recognition and prompt immunomodulatory 
therapy are essential to prevent progression to myasthenic crisis and improve outcomes.
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Introduction

Myasthenia gravis (MG) is an autoimmune 
disorder mediated by B-cells, characterized by 
fluctuating muscle weakness and fatigue. This 
condition encompasses the presence of antibodies 
that specifically target acetylcholine receptors, 
MUSK, LRP4, or agrin at the neuromuscular 
junction. MG predominantly affects certain muscle 
groups, resulting in symptoms such as ptosis, 
diplopia, dysarthria, dysphagia, dyspnea, facial 

weakness, and fatigable weakness in limbs or the 
axial region, all of which typically exacerbate 
with physical activity and alleviate with periods 
of rest.1,2 Systemic lupus erythematosus (SLE) 
and MG exhibit certain similarities, particularly 
with a high incidence rate among women. 
Patients predisposed to an autoimmune disease 
are more likely to develop another autoimmune 
condition.3 One of the complications of MG is 
the development of life-threatening respiratory 
failure that requires invasive ventilatory support to 
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prevent death, in a condition called a myasthenic 
crisis (MC).4

Case Presentation

A 44-year-old woman with a history of 
SLE presented with sudden right facial palsy, 
followed by left-sided hemiparesis and slurred 
speech the next day. When she arrived at 
the emergency department, brain computed 
tomography angiography (CTA) and magnetic 
resonance imaging (MRI) showed no evidence 
of cerebrovascular accident (CVA). On hospital 
day 3, the patient developed worsening dyspnea 
and was urgently intubated due to respiratory 
failure. She was transferred to the intensive care 
unit (ICU) at 7:00 PM. Because there was no 
radiological evidence of stroke and considering 
her autoimmune history, further immunological 
testing was performed. The acetylcholine receptor 
(AChR) antibody level was significantly elevated 
at 218.5 nmol/L, confirming the diagnosis of 
MG. Additional blood tests revealed elevated 
anti-B2 glycoprotein IgG (190.8 U/mL) and anti-
cardiolipin IgG (47.8 U/mL), consistent with 
her underlying SLE. The patient underwent five 
sessions of plasmapheresis, along with high-
dose corticosteroids (prednisone) for MG and 
hydroxychloroquine for SLE. Her respiratory 
condition gradually improved, and she was 
successfully extubated on hospital day 12 without 
any neurological sequelae or treatment-related 
complications.

Discussion

In this case, the initial presentation closely 
resembled acute ischemic stroke, yet the absence 
of imaging evidence and the presence of bulbar 
involvement prompted reconsideration of the 
diagnosis. The decision to initiate plasmapheresis 
and corticosteroids was guided by the patient’s 
progressive respiratory compromise and markedly 
elevated anti-AChR antibody titers, which are 
established indicators for impending myasthenic 
crisis. Non-invasive ventilation was insufficient, 

making t imely intubation and subsequent 
immunomodulatory therapy essential to stabilize 
the patient. The successful recovery without 
residual deficits or treatment-related complications 
emphasizes the importance of rapid escalation 
once MG is suspected in a stroke-like scenario.

Stroke, characterized by the sudden onset of 
neurological deficits due to a focal vascular insult, 
remains a leading cause of global morbidity and 
mortality. Stroke is broadly divided into two major 
categories: ischemic and hemorrhagic. Ischemic 
stroke develops as a consequence of vascular 
occlusion, while hemorrhagic stroke arises from 
the rupture of cerebral blood vessels. The clinical 
presentation of stroke may include aphasia, 
ataxia, hemiparesis, hemianopia, and changes in 
consciousness. Neuroimaging plays a crucial role 
in stroke diagnosis, with CT and MRI serving as 
the primary diagnostic modalities.

MG is a rare autoimmune neuromuscular 
disorder characterized by fluctuating muscle 
weakness. It is often misdiagnosed as other 
neurological conditions due to its diverse clinical 
presentations. One of the most challenging 
scenarios arises when MG presents with focal 
neurological deficits resembling a CVA. SLE, 
another autoimmune disorder, has been associated 
with an increased risk of stroke and other 
neurological manifestations, further complicating 
the diagnostic process. In our case, the diagnosis 
of MG was definitively established by a markedly 
elevated anti-acetylcholine receptor antibody 
titer (218.5 nmol/L). This serologic finding, in 
conjunction with the patient's clinical presentation 
and rapid response to immunomodulatory 
treatment, supports the diagnosis of MC rather 
than a central neurological event. Given that anti-
AChR antibodies are positive in approximately 
85% of generalized MG cases, they remain a 
cornerstone of diagnostic confirmation. This 
case report illustrates the diagnostic dilemma 
posed by an SLE patient presenting with MG 
symptoms mimicking a stroke and the subsequent 
development of a MC. Reviewing this case, 
we emphasize the importance of broadening 
the differential diagnosis in patients with acute 
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neurological deficits and considering autoimmune 
neuromuscular disorders.

MC is a serious and potentially life-threatening 
complication of MG, marked by a sudden 
onset of respiratory failure that requires either 
invasive or non-invasive ventilation support. It 
is imperative to detect and monitor the signs of 
MC in all patients with MG exhibiting significant 
limb weakness, even in the absence of dyspnea. 
Patients with MG who demonstrate prominent 
bulbar weakness may exhibit limited limb and 
respiratory dysfunction; however, they are at risk 
of rapid progression to MC due to potential upper 
airway collapse or aspiration. Conversely, certain 
patients may exhibit respiratory insufficiency 
disproportionate to the degree of limb or bulbar 
weakness.5 MG can infrequently manifest as 
isolated respiratory muscle weakness. Clinicians 
should consider alveolar  hypoventi lat ion 
attributable to MG in the differential diagnosis 
of isolated mixed respiratory failure, even in the 
absence of additional symptoms, mainly when 
the alveolar-arterial gradient is within the normal 
range.6

Patients with MG often experience respiratory 
fa i lure .  However ,  most  pat ients  develop 
respiratory failure in the later stages of MG, 
typically presenting additional neurological 
symptoms.6 While generally characterized by 
fluctuating muscle weakness, MG can manifest 
as persistent, focal weakness mimicking stroke 
or other central causes. After excluding central 
conditions, emergency physicians should consider 
the possibility of MG in patients with ongoing 

respiratory involvement. This consideration is 
vital, as early detection is associated with higher 
remission rates.7

This case highlights the diagnostic challenge 
of differentiating MG from acute cerebrovascular 
events, especially in patients with autoimmune 
comorbidities. Clinicians should maintain 
vigilance for MG as a potential stroke mimic, 
particularly when neuroimaging findings are 
inconclusive. Early recognition, timely airway 
protection, and prompt immunomodulatory 
therapy are critical steps that can prevent 
progression to myasthenic crisis and lead to 
favorable outcomes. 
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SLE共病下之重症肌無力危象：病例報告
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摘要

重症肌無力（Myasthenia Gravis, MG）是一種由乙醯膽鹼受體抗體所引起的自

體免疫性神經肌肉接合障礙，其臨床表現多樣，當影響腦神經時，可能被認為是

急性腦中風。本病例報告描述一名 44 歲女性，具有系統性紅斑狼瘡（Systemic 

Lupus Erythematosus, SLE）病史，因突發性言語含糊與吞嚥困難就醫，初步影像

檢查未見明顯異常，臨床診斷為疑似腦中風。入院後症狀迅速惡化，出現呼吸衰

竭需插管治療。血清乙醯膽鹼受體抗體濃度明顯升高，確診為重症肌無力危象。

經血漿置換與免疫治療後，神經與呼吸功能逐漸恢復，最終成功拔管出院。此病

例提醒臨床醫師，在自體免疫疾病患者出現影像陰性之急性神經症狀時，應考慮

重症肌無力危象之可能，及早進行抗體檢測與呼吸評估，以避免延誤診斷與治療。
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