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A case of myasthenia gravis, who developed minimal change nephrotic syndrome
during immunosuppressive therapy after thymectomy
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Myasthenia gravis is caused by antibodies against acetylcholine receptors and is treated with inhibi-
tion or elimination of antibody production. We report a 58-year-old woman who had been suffering from
myasthenia gravis and underwent thymectomy in July 1995. Her myasthenic symptoms improved with
immunosuppressive treatment using corticosteroid (100 mg/day) and azathioprine (100 mg/day). However
she presented edema with massive proteinuria (7.54 g/day) and was admitted to our hospital on July 1997.
She was diagnosed as having nephrotic syndrome and a renal biopsy was performed. The histological
findings showed minimal change nephrotic syndrome. After pulse therapy with methylprednisolone (1 g/
day X 3 days) following oral administration of prednisolone (60 mg/day), proteinuria disappeard after one
month. Nephrotic syndrome is a rare complication in patients with myasthenia gravis. The increase in
lymphokine production caused by thymectomy may be closely associated with the occurrence of nephrotic
syndrome in spite of intensive immunosuppressive treatment in the present case. In this report, we also
summarized reported cases of minimal change nephrotic syndrome with thymoma and myasthenia gravis.
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Table 1. Laboratory findings on admission

Urinalysis Blood chemistry
protein 3+) TP 4.0g/dl
7.54 g/day Alb 2.1 g/dl
glucose (=) AST 20U/1
occult blood (2+4) ALT 18U/!
sediment Al-p 214U/1
RBC 5~9/HPF LDH 242 U/1
WBC 5~9/HPF BUN 20 mg/dl
Cer 61.5m//min Cr 0.7 mg/dl
Na 144 mEq/!
Hematological test K 3.9mEq/!
WBC |0,500/,u[ Cl 110 mEq/!
RBC 470X | 04/,ul T-cho 593 mg/d/
Hgb 15.0 g/dl TG 259 mg/d/
Hct 44.4 % CRP <0.l mg/d/
PIt 22.6X10*/ul Serological examination
PT 128.2% RAPA <40X
aPTT 25.4 sec Cc3 85.4 mg/d/
Fbg 490 mg/dl Cc4 36.1 mg/d/
FDP 6.1 ug/ml CH 50 38.7U/ml
ANA (=)
Anti-DNAab <1.0U/ml/
Anti-AChRab 1.3 nmol//

Fig. 1.
Light microscopic findings of renal biopsy is almost normal.
(PAS staining)
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Fig. 2.
Electron microscopy shows fusion and extension of foot processes.

thymectomy renal biopsy
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Fig.3. Clinical course
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Table 2. Case reports of myasthenia gravis with minimal change
nephrotic syndrome
Authors Age Sex Duration after Treatment after thymectomy
thymectomy (years)

Scadding et al" 64 F 14 PSL 40 mg/day +AZP 150 mg/day
Oriso et al? 39 M 3 PSL 10 mg/day
Chan et al¥ 57 F 3 none
Chan et al¥ 37 F 3 none
Kanahara et al® 44 M 4 betamethasone 2 mg/day
Miyamoto et al® 48 F I PSL 2.5 mg/day +AZP 50 mg/day
Present case 58 F 2 PSL 60 mg/day +AZP 100 mg/day
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