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v MRIEARLE Y 4V A (human immunodeficiency virus,
HIV) &Y & EAEM M)A (myasthenia gravis, MG) O&
frE, ThETTUFILIERESh TR, bhvbiug,
highly active antiretroviral therapy (LN HAART i & %
T) DR 5 ERICEERTRIEL, A7 04 FETORERT
VIO —VHEREEET, YRR rEEA L TERIE
L72sFERsF oy v ¥ — ¥ (muscle-specific tyrosine
kinase, MuSK) ¥ifk (LU T3t MuSK $ifk & W53) Btk MG
FEW) % 5T 5.
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HIV &GRS L, HAART B8 (A by v ¥y, 5
JAREN, ZT7 7L YY) R B L7 2 EHiA S HIV RNA
13 50x10copy/ml LFI2a > ba—nEhTwi.
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7L h, AIRETIE, MEEEsE(LLz720, 8 H B Iz
2HEHDABZ L. 7L F=vor (LUFPSL &053) |
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1st admission 2nd admission 3rd admission
day 59 day 88 day 145  day 152 day 171

Ptosis **

Weakness of cervical muscles 4
Dysphagia and dysarthria A

QMG score 4 3 4 2 6 2
MG ADL score 5 2 3 0
Cyclosporin 275 mg/day (IR

% 30
Prednisclone (mg/day) e S

Pyridostigmine bromide | — I
EFV TDF FTC

Fig. 1 Clinical course. After the first admission, treatment was begun with pyridostigmine
bromide. The patient returned to work, and his myasthenia got worse. After the second admission,
prednisolone was administered. No deterioration was observed in his myasthenia after starting
prednisolone. At the third admission, prednisolone had been increased to 30 mg daily. However no
improvement was observed in his myasthenia. After starting cyclosporin, his myasthenia was dra-
matically improved.

EFV = Efavirenz, TDF = Tenofovir, FTC = Emtricitabine

Table 1 Reported cases of HIV infection with myasthenia gravis

Time from . .
No Sex/ Diagnosis of HIV to M.G.FA. Edrophpmum CMAP Am.l 'AChR Thymoma Treatment Authors
age diagnosis of MG classification responsiveness decrement antibodies
1 M/15 0 Ta + + + - A-ChE Wessel (1987)
2  M/36 3 months Ta + + + ? A-ChE Nath (1990)
3 M/18 18 months Ta + + + - A-ChE Martini (1991)
4 F/38 7 years Ta + + + - A-ChE Wiillenweber (1993)
5 M/45 ? Ta + + + - A-ChE Tiab (1993)
6 M/48 ? Ta + ? + - A-ChE Tiab (1993)
7 F/48 3 months Ta + + - - A-ChE Verma (1995)
8 F/62 0 b + + - - A-ChE Authier (1995)
9 F/28 0 Ia + + + ? ASEE " Maradona (1995)
A-ChE,
10  M/35 0 b - - - - PSL. IVig Strong (1998)
11 M/48 0 Ta + + + - A-ChE Gorthi (2005)
12 M/58 5 years Ib + + - - Pél?}(lZEA Present case

M = male, F = female, MGFA = Myasthenia Gravis Foundation of America, CMAP = compound muscle action potential, AchR = acetylcholine
receptor, A-ChE = anticholine esterase, PSL = prednisolone, IVIg = intravenous immunoglobulin, CsA = cyclosporin.
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Abstract

Anti-MuSK antibody positive myasthenia gravis with HIV infection successfully treated with cyclosporin:
a case report

Takashi Kurokawa, M.D., Takehiko Nishiyama, M.D., Ryoo Yamamoto, M.D.,
Hitaru Kishida, M.D., Yasuhito Hakii, M.D. and Yoshiyuki Kuroiwa, M.D.
Departments of Clinical Neurology and Stroke Medicine, Graduate School of Medical Sciences, Yokohama City University

A-58-year old man presented with fluctuating ptosis and dysphagia. When he was 53 years old, he developed
oral candidiasis and serum human immunodeficiency virus (HIV) RNA was detected. After starting highly active
antiretroviral therapy, serum HIV RNA became undetectable. Neurological examination revealed ptosis and bul-
bar symptoms. Myasthenia gravis was comfirmed by a positive edrophonium test, showing 20% decrement of the
compound muscle action potential on repetitive stimulation. Anti-acetylcholine receptor antibodies were negative
and anti-muscle specific tyrosine kinase (MuSK) antibodies were positive. The chest CT scan was normal. He ex-
perienced transient clinical remission with pyridostigmine bromide and prednisolone. However relapse occurred
after he returned to work. Persistent clinical remission was first observed after cyclosporin administration. There
are eleven reports in which patients had concomitant myasthenia gravis and HIV infection. Most of those cases
were benign in clinical course and required only anticholinesterase therapy. In our case, however, anti-MuSK anti-
bodies were positive, and symptoms of myasthenia gravis remained despite prednisolone administration. Cy-
closporin is directly active against HIV, and thus, cyclosporine therapy may be helpful in patients with concomi-
tant myasthenia gravis and HIV infection.

(Clin Neurol, 48: 666—669, 2008)
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