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A Case of Antisynthetase Syndrome

Min-Jeong Kim, M.D., Min Ah Kim, M.D., Eung-Gyu Kim, M.D.,
Chan-Hwan Kim, M.D.*, Sang-Jin Kim, M.D.

Department of Neurology and Pathology*, Busan Paik Hospital, Inje University College of Medicine, Busan, Korea

It has been reported that antisynthetase syndrome belongs to the idiopathic myositis group which includes pulmonary
interstitial disease, arthritis, Raynaud’ s phenomenon, and mechanic’s hand, associated with the anti-Jo1 antibody. A 60-
year-old man presented with one month history of lower limbs weakness, rapidly progressive exertional dyspnea, and
arthralgia. A markedly increased titers of anti-Jol antibodies were found. Chest CT showed idiopathic pulmonary fibro-
sis. Muscle biopsies were consistent with polymyositis. A high dose corticosteroids and cyclosporine were not effective.
We report a case of antisynthetase syndrome, in which immunosuppressive agents could not rescue the deteriorating

disease course.
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Figure 1. (A) Chest CT shows pulmonary edema in both lung combined with underlying idiopathic pulmonary fibrosis. (B) Biopsy

findings of the vastus lateralis muscle. Marked necrosis of muscle fibers with phagocytic activity, occasional regenerating muscle
fibers, very severe lymphocytic infiltration through the endomysium and perivascular areas (H& E stain X 40).
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