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Adult onset mitochondrial encephalomyopathy with stroke-like episodes

Shiho SATOMIY, Koichi SATO", Mami HANAOKA'", Tetsuya TAMURAY,
Hitoshi NIKI?’, Tomoya KINOUCHI?', Kiyohito SHINNO?®’, Hajimu MIYAKE®

1) Division of Neuro-Endovascular Surgery, Tokushima Red Cross Hospital
2 ) Division of Neurology, Tokushima Red Cross Hospital
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MELAS is one of the family of mitochondrial anomalies, defined by mitochondrial encephalomyopathy, lactic
acidosis, and stroke-like episodes. Herein, we report a case of adult onset MELAS with some additional biblio-
graphical information. A previously healthy 30-year-old woman with no significant medical or personal history
was referred to our hospital for a visual field defect that occurred after the onset of an abnormal photesthesia
in her left visual field.

On admission, she had left homonymous hemianopia and had convulsions during an MRI study. The MRI
scans (DWI) showed high density areas with focus on the right occipital lobe, and the right posterior cerebral
artery was observed more clearly than the left one. The blood test showed elevated serum levels of lactate
and pyruvate. We suspected MELAS or cardiogenic cerebral infarction, and initiated treatment with an antiepi-
leptic and antithrombotic medication. The symptoms gradually improved and the visual field defect normalized;
however, her short-term memory was impaired. Re-examination of MRI scans showed a continuing increase of
blood flow to the right occipital lobe, and MR spectroscopy showed a lactate peak. She was transferred to the
university hospital on day 15 since her admission, for a genetic test and some additional treatment. The symp-
toms and patient response led us to diagnose the condition as adult onset MELAS, rather than an early onset
one, which also has better prognosis than the latter. However, the repeated stroke-like episodes sometimes re-
sult in serious sequelae;thus, advanced stages of this chronic progressive degenerative disease begins to re-

semble vascular dementia.
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