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On admission
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6 months later

DW images

FLAIR images

FLAIR images

Fig. 1 MRI on admission demonstrates old infarction of the left superior frontal gyrus with hyperin-

tense signal on fluid-attenuated inversion recovery (FLAIR) images and isointense signal on
diffusion-weighted (DW) images (A), and fresh infarction at the left basal ganglion (striatocapsular
infarction) with hyperintense signal on FLAIR and DW images (B).

MRI on 6 months later demonstrates old infarction of the left superior frontal gyrus with hyperin-
tense signal on FLAIR images (C), same as seen on admission. It demonstrates striatocapsular in-
farction that become old with hyperintense signal on FLAIR images (D).
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Fig. 2 Coronal FLAIR MRI of the patient’s brain 6 months later demonstrates Wallerian degenera-

tion of the pyramidal tract. It also demonstrates linear hyperintense signal between the infarctions
of the left basal ganglion and left superior frontal gyrus.
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Fig. 3 The linear hyperintense signal remains after 2 years between infarctions of the left basal

ganglion and left superior frontal gyrus. MRI demonstrates FLAIR images with coronal scan (A),
sagital scan (B), and serial axial scans between left basal ganglion and left superior frontal gyrus (C).
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Abstract
A case with a linear white matter lesion connecting striatocapsular infarction and old cortical infarction

Ichiyo Kono, M.D., Ph.D.”, Mari Tanada, O.T.” and Yuki Kusano, S.T.”
"Division of Neurology, Yamashiro Public Hospital
*Division of Rehabilitation, Yamashiro Public Hospital

A 65-year-old woman was admitted to our hospital because of the acute onset of right hand weakness and re-
duction in spontaneous speech. The patient displayed right hemiparesis, subcortical aphasia and impaired execu-
tive function. An acute cerebral infarction involving the left basal ganglion (striatocapsular infarction) and an old
infarction of the left superior frontal gyrus (Brodmann area 8) were detected on a brain MRI. While aphasia im-
proved gradually, there was no improvement in the impaired executive function. A brain MRI performed after 6
months revealed a linear white matter lesion between the basal ganglion and superior frontal gyrus. We postu-
lated that this lesion was caused by degeneration of nerve fibers between the two infarctions.

(Clin Neurol, 49: 17—21, 2009)
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