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Fig. 1. MR images of the patient exhibiting bizarre behavior and
nausea, 5 years after MELAS onset (May ’95).

A, C: T1WI (SE 500/10), B, D : T2 WI (SE 3500/100)

The lesions of hypointensity on T1WI and hyperintensity on T2WI are
demonstrated in the left parieto-temporal lobe, bilateral frontal lobes,
right occipital lobe (A, B), and bilateral red nucleus (C, D). And T1'WI
shows laminar hyperintensity along the cerebral cortex of occipital lobe

(A : arrrow).
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A

B

Fig. 2. MR and SPECT images when the symptoms were improved (June ’95).

A : T1WI (SE 500/10), B : T2WI (SE 3500/100), C : SPECT image

The lesions of hypointensity on T1WI and hyperintensity on T2WI are demonstrated larger than
that on the previous MR images. And TiWI shows scattered laminar hyperintensity along the
cerebral cortex of bilateral frontal lobes (A : arrows). SPECT image shows diffuse decrease of

cerebral blood flow.

Fig. 3. MR images when the symptoms disappeared (August ’95).
A : T1'WI (SE 500/10), B : T:WI (SE 3500/100)
The all lesions are reduced on MR images (A, B).
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Fig. 4. MR and SPECT images when the symptoms of convulsion and
gait disturbance were developed (November '97 ).

A, C, E : FLAIR images (TR/TE/TI 10000/160/2200)

B, D : T:WI (SE 3500/100), F : SPECT image

T2WI and FLAIR images show moderate cerebral atrophy, the lesions
of hyperintensity in the left substantia nigra, corpora quadrigemina,
thalamus and the patchy lesions in the bilateral frontal lobes, parietal
lobes, temporal lobes, and occipital lobes (A-E). SPECT image shows
high accumulation areas in the left frontal lobe (F).
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Case Report : MRI Investigation of Atypical Lesions in a Patient with MELAS
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We report a case of MELAS (mitochondrial encephalomyopathy, lactic acidosis and stroke-like
episode) with evaluation of the patient using MRI. In most cases of MELAS, lesions are identified in
the occipital, parietal and temporal lobes. In the present case, in addition to the above areas of in-
volvement, lesions were also identified in the frontal lobe, thalamus, red nucleus, substantia negra
and corpora quadrigemina. T1WI images showed laminar hypertensity along the cerebral cortex, sug-
gesting cortical laminar necrosis.
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