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Figure. Clinical and pathological features and mutation data of the patient. (A) Muscle computed tomography (CT) showed prominent atrophy of
bilateral gluteus medius (arrows) and minimus muscles. (B) Right vastus lateralis (arrow) and posterior thigh muscles were severely atrophied on
muscle CT scans. (C) Paraspinal muscles (arrows) were markedly atrophied on magnetic resonance image of lumbar spine. (D) Muscle pathology
displayed marked variation in fiber size and extensive fatty infiltration (Hematoxylin and eosin stain, x200). (E) A few muscle fibers had rimmed
vacuoles inside (modified Gomori-Trichrome stain, x400). (F) Genetic study revealed a heterozygous mutation of ¢.464G>A (p.Argl55His) in

VCP gene.
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