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INTRODUCTION
Systemic lupus erythematosus (SLE), a prototype 
multisystem autoimmune disease, is characterised by 
the presence of numerous auto-antibodies resulting in 
chronic inflammation. Myasthenia gravis (MG), an organ 
specific autoimmune disease, is characterized by the 
presence of specific autoantibodies against the presyn-
aptic membrane receptors like Nicotinic acetylcholine 

receptor (nAChR), 
muscle-specific tyro-
sine kinase (MuSK) 
or lipoprotein recep-
tor-related protein 4 
(LRP4).1 In 13-22 % 
of the cases MG is 
associated with other 
autoimmune diseases 
including Rheumatoid 

arthritis, SLE, Hashimoto thyroiditis, Graves’ disease, 
and pernicious anaemia. This association is more com-
mon in female and patients with early onset disease.2 
The prevalence of MG in the SLE population is estimated 
at 1-2%.3 SLE and MG share common features including 
higher prevalence among young women, positive antinu-
clear antibodies, and relapsing and remitting course.1,4,5 
Although both MG and SLE are relatively common auto-
immune disorders, their coexistence is rarely reported. 
Here we have reported our experience of a SLE patient 
with postpartum myasthenia crisis.

CASE HISTORY 
A 29-year-old female patient with a 2-years history of SLE 
with inflammatory polyarthritis, nephritis (ISN-RPS class 
3), leukopenia, mood disturbance (depression) presented 
in the emergency department with shortness of breath 
and dysphagia two days after her first delivery. SLE was 
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ABSTRACT
Background: Systemic lupus erythematosus (SLE) is a multisystem autoimmune disease 
characterized by the presence of numerous auto-antibodies while Myasthenia Gravis (MG) is an organ-
specific autoimmune disease. The coexistence of both diseases is rarely reported in the literature. 
Case presentation: We report a case of a 29-year-old female SLE patient with chief manifestations 
of nephritis, inflammatory polyarthritis and cytopenia presented with postpartum shortness of breath 
and dysphagia requiring emergency intubation and difficulty in weaning. Later she developed chronic 
respiratory acidosis with bilateral ptosis. Her diagnosis of myasthenia was confirmed with a positive 
neostigmine test and nAChR antibodies. She was given 5 cycles of PLEX and pyridostigmine with 
significant improvement of symptoms and extubated safely. Conclusion: It is one of the rare case 
reports of SLE preceding MG with significant improvement by anticholinergic therapy.
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clinically quiescent during pregnancy, and she delivered 
a male baby at term without complications. Shortness 
of breath was sudden in onset and rapidly progressive 
without orthopnoea, chest pain, cough, oliguria, or oe-
dema. She had significant dysphagia to both solids and 
liquids. There were no other signs of SLE disease activity. 
She had one episode of focal seizure with secondary 
generalisation and was intubated for airway protection. 
On examination she was hypertensive, tachypnoeic with 
laboured breathing with 92 % saturation at room air. 
Laboratory testing revealed normal CPK (80), low com-
plement with normal anti-dsDNA antibodies (previously 
reported positive), anti-cardiolipin antibody (aCL-IgG/
IgM) negative. On the third day, despite a normal chest 
radiograph with clinical improvement, extubation was de-
ferred owing to significant respiratory acidosis (pH 7.28, 
pCO2 60) in arterial blood gas analysis. Within the next 
few days, the patient developed acute onset pupillary 
sparing bilateral ptosis (left > right) with left lateral rectus 
palsy. Acute myasthenic crisis was suspected involving 
extra-ocular and respiratory muscles. Her quantitative 
myasthenia gravis score was 14. Atropine neostigmine 
test showed significant improvement in ptosis. Serology 
showed positive AChR antibodies (4.6, cut off 0.5) and 
diagnosis of myasthenia gravis was confirmed. Treatment 
was started with pyridostigmine and plasma exchange 
(PLEX). Progressively she was weaned off from the ven-
tilator, extubated, and shifted to an oxygen mask. There 
were no further desaturation episodes. After the 5th cycle 
of PLEX, she improved significantly and was discharged 
in stable condition. 

DISCUSSION
The coexistence of SLE and MG is rare but not coinci-
dental. The American College of Rheumatology Research 
Committee in 1999 described the 19 NP syndromes (12 
CNS and 7 PNS) appearing in SLE; MG is one of the 
seven peripheral manifestations of NPSLE.6 It is estimat-
ed that while almost half of SLE patients are affected 
by NPSLE, the prevalence of MG as peripheral NPSLE 
is less than 1-2%.3 Similarly, the prevalence of SLE is 
higher in MG patients in the general population and is 
estimated to be up to 8%.1,7,8 In most patients (62%), MG 
preceded SLE diagnosis.1

Very few cases are published in literature in which SLE 
diagnosis was concomitant or preceded MG.1 A com-
prehensive literature review of case reports and case 
series in which SLE was associated with MG was per-
formed. Literature searches were conducted in PubMed. 
Keywords and mesh searches included the following: 
SLE, MG, myasthenia crisis, acetylcholine receptor 
antibodies.
In a case series of five cases by Bekirkan Kurt et 
al.9 mean age at SLE and MG onset were 33.2 & 41 
years respectively. Four cases had nephritis, two had 

haematological and one had mucocutaneous mani-
festations. Diplopia, dysphagia and proximal muscle 
weakness were presenting symptoms of myasthenia in 
majority, myasthenia crisis was reported in four cases. 
Positive anti-AChR antibodies were seen in almost all 
patients. Anticholinesterases were used for all patients. 
Plasmapheresis was done for one of the cases, who 
presented with a crisis, like in our case. Two patients 
relapsed, despite neostigmine necessitating the admin-
istration of intravenous immunoglobulin. One patient with 
myasthenic crisis died after 5 years.
Jallouli et al. reported 17 patients with concomitant SLE 
and MG. The mean age at MG onset and SLE diagnosis 
was 34.5 (14-64) and 37.8 (18-72) years, respectively. 
The presenting symptoms of MG were limb weakness 
(94%), ocular (88%) and bulbar involvement (53%). 
Autoantibodies against the acetylcholine receptor were 
positive in 94% of cases. The main manifestations of SLE 
included arthritis (88%), cytopenias (53%) and skin rash 
(41%). Treatment of SLE required hydroxychloroquine 
(94%), steroids (47%) and immunosuppressive drugs 
(18%). In this case series, patients with SLE and MG 
were older at SLE diagnosis, had lower incidence of ma-
lar rash, photosensitivity, mucosal ulcers, renal involve-
ment, and central nervous system involvement.10 Our 
patient had predominant arthritis, cytopenia with strong 
anti-dsDNA antibody positivity and low complement at 
initial presentation. (Table 1)
Immunological association between Myasthenia gravis 
and SLE is not clear. Hypothesis includes loss of central 
tolerance after thymectomy, molecular mimicry and 
structural similarity between main immunogenic region 
of α 65–80 of AChR and U1 small nuclear ribonucleop-
rotein, functional defect of T regulatory cells in thymus, 
dysregulated expression of FAS (CD95).16 CXCL13, a 
chemokine that activates both B and T lymphocytes, 
was found in high concentration in both SLE and MG pa-
tients compared to control population.17-19 Granulocyte-
macrophage colony-stimulating factor (GM-CSF), found 
endogenously as well as exogenously, is a common pro-
tective factor between the two autoimmune diseases.20 
There are conflicting reports on exacerbation of MG after 
initiation of HCQ in lupus. In the case series by Jaillou 
et al., eight patients (47%) developed MG after initiation 
of HCQ. Among them, only one patient showed direct 
association with HCQ and myasthenia exacerbation, 
though she was negative for anti-AChR antibody and 
improved with intravenous immunoglobulins, ace-
tylcholinesterase inhibitors, and withdrawal of HCQ. 
No firm conclusions could be drawn by authors since 
acetylcholinesterase inhibitors were not discontinued 
and HCQ was not re-administered. They also reported 
that HCQ was well tolerated by most of the patients and 
the incidence of exacerbation of myasthenia after HCQ 
treatment in one patient might be due to chance effect. 
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Hydroxychloroquine treatment appears to be safe in this 
setting. Our patient continued HCQ throughout the my-
asthenic episode without any deterioration of symptoms. 

CONCLUSION 
We report a case of SLE who presented with a postpar-
tum myasthenic crisis. The association between SLE and 
MG is complex. The presentations may be atypical, and 

the diagnosis of MG warrants a high index of suspicion. 
Lupus patients who present with fluctuating muscular 
weakness specially ptosis and fatigue should be referred 
for determination of anti-AChR antibodies and neuro-
logical examination to exclude MG. Further research is 
required for better understanding of the association of 
SLE and MG.

Table 1. Case reports of SLE preceding MG.

Author Sex Age at 
SLE 
onset 
(years)

Age 
at MG 
onset 
(in years)

SLE features Myasthenia 
features

Treatment Outcome

Nagarajan 
et al.11 

F 38 38 Arthritis, lupus 
nephritis, dsDNA 
positive

Bilateral ptosis,
EMG-NMJ defect

Anticholinesterase Remission 

Vaiopoulos 
et al.12

F 18 22 Arthritis
Recurrent oral 
ulcers, ANA positive
dsDNA high titres

Proximal muscle 
weakness
Tensilon test 
 positive,
Anti-AChR normal

Pyridostigmine Remission 

Barbosa  
et al.13

F 36 36 Oral ulcers, malar 
rash, and arthritis

Dysphagia, 
dysphonia, ataxia
Anti-AChR positive

Pyridostigmine Remission 

Bhinder  
et al.14

F 28 48 Polyarthritis,
rash
ANA, Anti dsDNA 
positive

Ptosis dysphagia
Respiratory failure, 
presented with crisis 
Anti-AChR,
Edrophonium test 
positive 

Pyridostigmine
Plasmapheresis
Methyl 
prednisolone

Died after 5 
years

Bhinder et 
al.14 

F 29 43 Polyarthritis Rash, 
Seizures,
Leukopenia,
ANA dsDNA positive 

Ptosis, diplopia
Anti-AChR positive, 
Edrophonium test 
positive

Pyridostigmine Remission

Casterjon 
et al.15

F 25 41 Fever, arthritis,
leukopenia
ANA, anti dsDNA 
positive 
C3/C4 –decreased, 
aCL positive 

Binocular diplopia,
Progressive muscle 
weakness,
dyspnoea,
Anti-AChR positive

Pyridostigmine Remission 

Casterjon 
et al.

F 19 30 Arthritis, serositis, 
nephritis
ANA, anti dsDNA 
positive

Blurring of vision,
ptosis, muscle 
weakness,
Anti-AChR positive

Pyridostigmine Remission 

Present 
case

F 27 29 Inflammatory 
arthritis, nephritis,
leukopenia
ANA, dsDNA 
positive

Dysphagia, 
dysphonia, 
dyspnoea, ocular 
involvement 
presented in crisis

Plasma exchange, 
Pyridostigmine

Remission
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