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A case of myocardial involvement in patient with MELAS syndrome

Won Ho Kim, M.D., Seung Chul Lee, M.D., Geu Ru Hong, M.D., Se Joong Rim, M.D.,
Namsik Chung, M.D., Ji Hoe Hu, M.D.” and Sang Ho Cho, M.D®

Departments of Internal Medicine, Cardiology Neurology” and Pathology’

Yonser University College of Medicine, Seoul, Korea

MELAS syndrome is characterized by mitochondrial myopathy, encephalopathy, lactic acidosis and
stroke—like episodes, and cardiac involvement also frequently occurs.

A 42—year—old female was admitted because of stroke like episodes and dyspnea. She had short
status and hearing difficulty, and she complainded of general weakness.

Brain MR revealed cortical sweeling and edema in temporal, parietal lobe and thalamus, which
was not compatibe with stroke. Echocardiography revelaed hypertrophic left ventricular myocardium,
resembling hypertrophic cardiomyopathy. Endomyocardial Biopsy confirmed myocardial involvement
with MELAS syndrome.(Korean J Med 67:5727—S731, 2004)
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Figure 1. Chest PA revealed cardiomegaly and pulmonary

congestion. . . . .
Figure 2. Brain MR revealed cortical sweeling, edema,

enhancement in right temporal, parietal lobe and thalamus.
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Figure 3. Echocardiography revealed hypertrophic left ventricular myocardium, resembling hypertrophic cardiomyopathy.
Diastolic and systolic intraventricular septal wall thickness were 21, 23 mm.

Figure 5. Some mitochondria showed fragmented and
lamellated cristae with onion skin—like configuration.
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