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05mg/dl, AST 42U/I, ALT 76U/I, LDH 392U/I, ALP 257
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66.4m/sec (>480), F % 268m/sec(<31), HHEK130% T
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AST((IU/I) 634 461 42 29
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1 Steroid pulse
t 1vig tvig

Fig. 1 Clinical course of present case.
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Abstract

A case of neuralgic amyotrophy with anti GT1a antibody

Nobuatsu Nomoto, M.D., Shingo Konno, M.D., Mayumi Murata, M.D.,
Hiroshi Nakazora, M.D., Hiroshi Nemoto, M.D. and Toshiki Fujioka, M.D.
Division of Neurology, Toho University Ohashi Medical Center

A 48-year-old-man had intense pain in the neck and muscle weakness in the left upper limb after he pre-
sented low grade fever and appetite loss for a week. Several days later, he developed intense pain and severe
muscle weakness in bilateral upper limbs. Laboratory examination showed elevated liver enzyme levels. His mus-
cle weakness was severe in the right upper limb and was moderate in the left upper limb. Deep tendon reflexes
were decreased in the bilateral upper limbs. CSF showed albuminocytologic dissiciation. A diagnosis of neuralgic
amyotrophy was made. His liver dysfunction improved gradually. IgM and IgG anti-GT 1a antibodies were posi-
tive. Future studies are required to elucidate whether anti-GT1a antibody is associated with the primary patho-
physiology of neuralgic amyotrophy.

(Clin Neurol 2010;50:415-417)
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