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A Case of Overlap Syndrome with Rheumatoid arthritis and Polymyositis

Hyung Woo Lim", Ji-Nam Shinl’, Hyun Wook Kang“", Jinseok Kim"*
Departments of " Medicine, ” Physical Medicine & rhehabilitation, ' Pathology,
Internal Medicine, College of Medicine, Cheju National University, Jeju 690-756, Korea

Abstract: Overlap syndrome is a combination of major features of more than one rheumatic disease present in the

same patient such as rheumatoid arthritis (RA), systemic lupus erythematosus (SLE), systemic sclerosis (SSc), and

polymyositis. Polymyositis and RA are independent rheumatic diseases that may have a variety of overlapping clinical,

radiological, and pathological manifestations according to different accepted criteria. Overlap syndrome with RA and

polymyositis is rarely reported worldwide. We reported a rare case of overlap syndrome RA and polymyositis with

relevant

literatures.
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Fig. 1. A roentgenogram of both hands reveals juxtraarticular

osteoporosis in carpal bones, MCP joints.
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Fig. 2. Electromyographic findings. (A) Abnormal spontaneous activity at rest (4 traces): Fibrillation potentials and positive
sharp waves were recorded in Right Deltoid muscle. (B) Motor unit action potential( MUAP) on minimal volition: MUAP
with short duration and small amplitude was recored in Right Delotoid muscle. Some polyphasicity was also noted.

Fig. 3. Muscle biopsy shows (A) endomysial Iymphocytic infiltration with focal necrosis of myofiber.

degeneration and fatty replacement of injured myofibers.
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