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Fig. 1 Muscle MRI, muscle specimens, and brain MRI.
Muscle MRI findings (A1, 2): Fat-suppressed T, weighted image (Axial, 1.5 T; TR 6,920 ms, TE 107 ms) (A1) revealed mottled high
intensity lesions in the bilateral thigh muscles. Gadlinium enhanced T, weighted image (Axial, 1.5 T; TR 129 ms, TE 6.6 ms) (A2)

revealed no obvious contrast effects in the fascia and muscles. Muscle specimens obtained from the quadriceps of the left thigh

(B1, B2): HE staining (B1; magnification X 400). Myofibrils of slightly varying size can be observed, and a mild degree of cellular

infiltration was observed in the endomysial sites. Direct fast scarlet (DFS) staining (B2; magnification X 400) of the same site as B1.

Eosinophil infiltration stained red with DFS staining can be observed in the endomysial sites. Diffusion weighted image (DWI) and

MR angiography (MRA) image of the head on day 12 after being diagnosed with eosinophilic myositis (C1, C2, C3): Several small
lesions with high intensity can be observed on DWI (Axial, 1.5 T; TR 4,500 ms, TE 80.0 ms, b value = 1,000 sec/mm?) (C1, C2) in the
bilateral cerebral hemispheres and the cerebellar hemisphere. However, MRA (1.5 T; TR 28 msec, TE 7 msec) (C3) revealed no wall

irregularity or stenosis in the major intracranial arteries.
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Fig. 2 Course of treatment.
The subject’'s eosinophil count and muscle weakness improved rapidly after the initiation of orally administered
prednisolone. Muscle weakness momentarily deteriorated owing to cerebral embolism. Thereafter, the patient showed
progression of muscle weakness with no relapse even after the prednisolone dosage was gradually decreased.
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A case of eosinophilic myositis presenting with myocarditis and cardiac embolism

Yuta Madokoro, M.D.", Hideki Kato, M.D."”, Hiroyuki Yuasa, M.D.",
Naoya Ootaka, M.D.?, Yoshiko Mori, M.D.” and Shigehisa Mitake, M.D.”

YDepartment of Neurology, Tosei General Hospital
“Department of Circulation, Tosei General Hospital
“Department of Kidney and Collagen Disease, Tosei General Hospital

We report the case of a 72-year-old male who presented with the complaints of muscular pain and weakness. The

patient showed marked eosinophilia, elevated levels of myogenic enzymes and pathological abnormalities including

eosinophil infiltration obtained from the muscle biopsy. Based on these findings, the patient was diagnosed with

eosinophilic myositis. During follow-up, left ventricular wall motion abnormalities with transient electrocardiographic

abnormalities were identified; these were believed to be concurrent with eosinophilic myocarditis. Further, notable

complications included cardiogenic cerebral embolism. Eosinophilic myositis has been found to cause a wide spectrum of

complications. Our findings indicate that in cases of suspected eosinophilic myositis, it is crucial to identify myocarditis

immediately and to select an anticoagulant therapy to prevent cerebral embolism.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:45-48)
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