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Abstract: Objective

and stroke (MELAS) on MRI,in order to improve the understanding of this disease.
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To investigate the findings of mitochondrial encephalomyopathy with lactic acidosis

Methods MRI data of

two adult patients with MELAS confirmed by clinically pathological examination were analyzed retrospectively.

Results

Lesions of MELAS involved multiple lobes of brain on MRI in two cases, both cortex and subcorti-

cal white matter were involved, and lesions distributions were not in line with cerebral vessels run, all the le-

sions showed low signal intensity on T, WI, high signal intensity on T, WI and FLAIR.

Conclusion The find-

ings of the MELAS lesions on MRI have certain characteristic, MRI is helpful to diagnosis of MELAS.
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