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Fig.1. CT obtained 7 days after admission.
Low-density areas are present in the cerebral
cortex and basal ganglia. Brain swelling is
seen.
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a b
Fig.2. MR images obtained 10 days after admission. Fig.3. CT obtained 24 days after
a : T,-weighted image (SE600/15) shows hypointensity in the admission shows brain atrophy and
cerebral cortex and slight hyperintensity in the basal ganglia. periventricular low-density. Basal
b : T,-weighted image (SE2500/90) shows hyperintensity in the  ganglia shows slight high-density.
cerebral cortex and basal ganglia. The low-density in the cerebral cor-

tex has become inconspicuous as
compared with Fig.1.

Fig.4. MR images obtained 34 days after admission. N

a: T,-weighted image (SE600/15) shows hyperintensity in the basal ganglia and slight hyperinten-
sity in the cerebral cortex. Hypointensity is seen in the periventricular white matter.

b : T,-weighted image (SE2500/90) shows hyperintensity in the cerebral cortex, basal ganglia and
periventricular white matter.

¢ : Gd-DTPA-enhanced T,-weighted image (SE/600/15) shows marked enhancement in the
cerebral cortex.
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A Case of Hypoglycemic Brain Injury

Kazunori ARAI', Satoru SAKAGAMI?, Yuichi ARAI?,
Eisuke TAKAZAKURA?, Masayuki SUZUKI®°, Noboru TERAYAMA'®

' Department of Radiology, Kurobe Municipal Hospital
1108-1 Mikkaichi, Kurobe, Toyama 938
*Department of Internal Medicine, Kurobe Municipal Hospital
3Department of Radiology, Kanazawa University” School of Medicine

A case of severe hypoglycemic brain injury was studied by CT and MRI. Brain damage was
seen in the cerebral cortex, basal ganglia and periventricular white matter as low-density on CT
and hyperintensity on T,-weighted MR images. On T,-weighted MR images, the basal ganglia
showed hyperintensity. In the cerebral cortex, abnormal hypointensity was followed by an
increase in intensity on T,-weighted images. and marked enhancement by Gd-DTPA. No
abnormal firidings were seen in the thalamus, brain stem, or cerebellum. It was considered that
these findings reflected extensive necrosis, subsequent neovascularization accompanied by
gliosis, extravasation of red blood cells or nonhemorrhagic laminar necrosis, leukomalacia, and
differences in regional vulnerability to hypoglycemia in the brain.
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