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Fig. 1 Biopsied specimen from the left biceps brachii muscle.

(A) Remarkable variation in fiber size and degeneration of muscle fibers (Hematoxylin and eosin stain). Bar =

100 um. (B) Muscle fibers have disorganized intermyofibrillar network. Type 2 fiber atrophy is remarkable.
(NADH-tetrazolium reductase) Bar = 100 um. (C) All muscle fibers show sarcolemmal reactivity for major
histocompatibility complex (MHC) class I. Bar = 50 pm. (D) Some of muscle fibers show sarcolemmal reactivity

for MHC class II. Bar = 100 um.
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Fig. 2 Computed tomography of the lung.

(A, B) Diffuse ground glass opacity throughout both lung fields.

Fig. 3 Autopsied specimen of the lung.

(A) Extensive intra-alveolar hemorrhage in the bilateral lungs. (Hematoxylin and eosin stain). Bar = 200 um. (B) Hyaline

membranes and fibroblast proliferation in the alveolar septal wall. (Hematoxylin and eosin stain). Bar = 20 pm.
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Abstract

A case of dermatomyositis with anti-CADM-140 antibody and alveolar hemorrhage

Kenta Sato, M.D.”, Saori Morozumi, M.D.?, Yuko Takeuchi, M.D.",
Jun Ochiai, M.D."” and Chiyuki Mabuchi, M.D."

PDepartment of Neurology, Nagoya Ekisaikai Hospital
“Department of Neurology, Nagoya Daini Red Cross Hospital

A-47-year-old woman was admitted to our hospital because of eruption, severe arthritis, myalgia, pharyngalgia
and the elevation of serum creatine kinase. She was diagnosed with dermatomyositis based on a biopsied specimen and
clinical symptoms. Serum anti CADM-140 antibody was detected by immunoprecipitation. Pulse therapy with
methylprednisolone and cyclophophamide could transiently improve myalgia and so on, but she died of rapidly progres-
sive interstitial lung disease. Autopsy findings demonstrated diffuse alveolar damage and alveolar hemorrhage. It is
said that patients with anti CADM-140 antibody show poor muscle symptoms and alveolar hemorrhage has been
described very rarely. This patient is the rare case of dermatomyositis with anti CADM-140 antibody developing severe
muscle symptoms, pharyngalgia and aleveolar hemorrhage in autopsy findings.

(Clin Neurol 2014;54:408-412)
Key words: anti CADM-140 antibody, dermatomyositis, interstitial pneumonia, alveolar hemorrhage




