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antibody is helpful for the diagnosis. We report a case of inclusion body myositis with clinical,
pathological, and serological consideration.
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Figure. Distribution of affected muscles and pathological findings of the patient. (A, B) Muscle computed tomography scans of bilateral
forearm display diffuse atrophy of flexor muscle groups. (C) Muscle computed tomography scan of thighs shows a relative affection of vas-
tus medialis (arrows) and lateralis (arrowheads) muscles. (D) Inflammatory cells in endomysium are surrounding a non-necrotic fiber (arrow).
H&E, x200. (E) Inflammatory cells are invading to a non-necrotic fiber (arrow). H&E, x200. (F) Some fibers are deficient for cytochrome ¢
oxidase (asterisks). Cytochrome c oxidase, x200. H&E; hematoxylin and eosin.
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