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WA R . — AR M M AT 13 B 7 22 o 7278, CRP I
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TN O SV HAEBR O & BB O#E SRk O R A5 A
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Fig. 1 Chest images, muscle MRI and biopsy.

Chest X-ray (A) and CT (B) show tumor shadow on the right upper lung field, but CT doesn't indicate the findings of interstitial lung disease.
(C) T,-weighted MRI shows inflammatory lesions in the thighs (TR: 4,500 msec, TE: 102 msec). (D) Biopsied specimen from the left
quadriceps femoris muscle shows mild variation in fiber size or mild mononuclear inflammatory infiltrate surrounding muscle fibres but no

fiber necrosis. Haematoxylin and eosin stain, Bar = 100 pm. (E) It shows no reactivity for major histocompatibility complex (MHC) class I on

the sarcolemma of muscle fibers. Bar = 100 pm.
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Abstract

A case of anti-nuclear matrix protein 2 antibody positive myopathy associated with lung cancer

Shin Ohta, M.D.", Ki-ichi Unoda, M.D."”, Hideto Nakajima, M.D.",
Soichiro Ikeda, M.D.”, Yasuhito, Hamaguchi, M.D.” and Fumiharu Kimura, M.D."

"Division of Neurology, Department of Internal Medicine I, Osaka Medical College
“Division of Respiratory Medicine, Department of Internal Medicine I, Osaka Medical College
¥Department of Dermatology, Kanazawa University

Myositis-specific autoantibodies (MSAs) are associated with myositis. Anti-nuclear matrix protein 2 (NXP-2)
antibody was recently identified as a major MSA and was observed mostly in juvenile dermatomyositis. We report the
case of a 44-year-old man who presented with myopathy with anti-NXP-2 antibody and large cell carcinoma of the lung.
He was hospitalized because of myalgia and edema of limbs. Neurological examination revealed mild proximal-dominant
weakness in all four extremities, and laboratory studies showed elevated creatine kinase level (6,432 IU/I). Needle
electromyography showed myogenic patterns. MRI of the lower limbs demonstrated inflammatory lesions in the thighs.
Biopsied specimen from the left quadriceps femoris muscle showed mild mononuclear inflammatory infiltrate
surrounding muscle fibres but no fiber necrosis. He was diagnosed with myopathy based on neurological examinations
and clinical symptoms. His chest X-ray and CT showed tumor shadow on the right upper lung field, but CT didn’t
indicate the findings of interstitial lung disease. This was surgically removed, and a histological diagnosis of non-small
cell lung cancer was suspected. He was also treated with definitive chemoradiotherapy before and after operation. His
symptoms of myopathy promptly remitted with the preoperative chemotherapy. His serum analysis was positive for the
anti-NXP-2. Further investigation and experience of MSAs are necessary to evaluate the therapeutic strategy against
cancer-associated myopathy/myositis.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:573-576)
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