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Polz. WINOMERS HNEBIDH 0, FICHENH 5
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EFRET BT RIEAS N h o 208, BERITR, s o 38
FIVERG 95 & BAERG MESTREDS overlap L 72JRAE L % 2 /2. WAIREE
BCT7L F=vu r 1mgky HOWIRIZ X 2 IE2SBIE S
Tw/z (Day37). 7L F=vuryWik#E LY & CK IE, #
FAILHE R ACEE L7zAs, IRM T, #I, IR, A
TouENZLL, %VCI1E46% F THET LTz, LfhE
FHEF O QMG Score ($ 22 [T TH o7z, MFHREARIC AT 0 A
RSV 2 %38 L7z (Day 50~52). AT 10 A 7%V A itk
DIERGEN DT TH o 72720, HAlMSEscH (Day 65),
a7 AR (Day 86~90) #iBfNL 7z, MEHE
FHEIE R EML O IR T 2B D, L 2 AN E LRE -
B2 SRR AT T 7278, A TG i i b & 0 5 4 12
i L, BEEE: (Day 91) 1213 L = A AL, BEEEARES T
ek e o7z, IREREE)ICOWCIE FEHIRIZERE L2 00
AR, NERIZOWTCIXITIZSEE L, BHROHE S KR
L7z, IR TEICOWTOMALGEE Lz, MiGEIZonTh
FRRICEE % 78, BRHEBEERZIE %VC 71% F Teak L 72,
HEW 2P 3 EASNR L R o7z BEERO QMG
Score 12 7 M E TihE L7 (Fig. 1).
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Fig. 1 Clinical course.
After treatment with steroids, serum CK levels were normalized, but the symptoms remained. IVIg, plasma exchange was performed and
the symptoms gradually improved. CK, creatine kinase; PSL, prednisolone; mPSL, methylprednisolone; IVIg, intravenous immunoglobulin.
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GIEF v 7 RA VN HEE|C L L FEIENHESIE (immune
related adverse events; irAE-MG) OBE#HE & LTl =KL~
7 HUp 519 9,869 151 C S FI PR F A A A E 13 12 1 0.129% T
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7=, Pt AChR HUAR R MBI O S EE ($ 85 0 MG & FIFREE 7278,
PURME B & OB FERE OIEFI D %\, F 72 MG OREE
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FEIE B\ PUARMM SRR AL L 72 B  f77E L, T AChR 41T
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A, E T TN S DEEICRIERE OB Y 15, O/
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A case of myasthenia gravis developed during pembrolizumab administration,
suggesting an excitation-contraction connection disorder

Ryosuke Fukazawa, M.D.”, Hidesato Takezawa, M.D.", Yukiko Tsuji, M.D., Ph.D.”,
Yuichi Noto, M.D., Ph.D.”, Masato Banba, M.D.” and Akihiro Fujii, M.D., Ph.D.”

YDepartment of Neurology, Saiseikai Shiga Hospital

“Department of Neurology, Kyoto Prefectural University of Medicine

Department of Urology, Saiseikai Shiga Hospital

The patient was a 50-year-old woman. Pembrolizumab was started for bladder cancer recurrence. From the day after

the second administration, ptosis, diplopia, restriction of eye movement, muscle weakness, fatigue resistance, increase

in serum creatine kinase (CK) level, and muscle pain were observed. Tests for anti-acetylcholine receptor (AChR)

antibody and anti-muscle specific kinase (MuSK) antibody were negative. Electrophysiological examination of the

neuromuscular junction showed negative results, and electromyography revealed no myogenic changes. We considered

that the immune checkpoint inhibitor caused neuromuscular damage. The patient’s symptoms were gradually improved

by immunotherapy, such as steroid and plasma exchange. In this case, tests for the anti-titin antibody, an anti-striational

antibody, were positive. We considered that myasthenia gravis-like symptoms and serum CK level elevation might have

been caused by impairment of excitation-contraction coupling, and not the neuromuscular junction.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:37-40)
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