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—Abstract—

Polymyositis 1s diffuse, inflammatory myopathy with proximal-muscle weakness due to
lymphocyte infiltration to the muscle layer. The exact cause of the muscle weakness 1is
unclear but may be related with an immunologic mechanism. Using high-dose steroid is the
treatment of choice for polymyositis. It is difficult to distinguish steroid-resistant polymyositis
from steroid myopathy, however, in the course of high-dose steroid therapy. These authors
encountered a steroid myopathy patient during polymyositis treatment with high-dose steroid.
A B7-year-old woman was diagnosed with polymyositis and was treated with high—dose
steroid. Her condition was mitially improved, but in the course of the treatment, her symptom
was aggravated without increasing the muscle enzymes. Her muscle weakness was improved

by reducing the steroid dosage.
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Fig. 1. Skeletal muscle, right, thigh, biopsy (A, B). A few lymphoplasmacytic infiltration is present

(H&E stain, x400) (C). Ultrastructurally, the subsarcolemmal loss of myofilaments and accumulation of
degenerated organelles are noted (Uranyl acetate and lead citrate, x2,500) (D). Mild endomyseal
fibrosis and some redundant basal lamina material (white arrow) are present. In the endomysium, a
lymphocyte is observed (black arrow) (Uranyl acetate and lead citrate, x3,000).
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Fig. 2. Change of the muscle enzymes in the course of therapy. LDH: lactate dehydrogenase,
CK: creatinine kinase, Tx: treatment, wk: week, Pdl: prednisolone, Tram: triamcinolone, MTX:
methotrexate, IVIg: intravenous immunoglobulin.
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