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Fig. 1 Brain MRI of our case.

(A) Fluid-attenuated inversion recovery (FLAIR) MR imaging (1.5T; TR 8,002ms, TE 162ms) shows
high intensity areas in the periventricular white matter, right temporal white matter, and right
middle cerebellar peduncle. (Left and Right) Continuity between the deep white matter lesions and
right middle cerebellar peduncle lesion is not apparent in the image at midbrain level. (Center)
Lesions suspected after lobectomy were observed at both anterior lobes.

(B) FLAIR MR imaging (1.5T; TR 9,000ms, TE 110ms) at 13 months after the initial MRI shows an
enlargement of each lesion independently in axial images. (Left and Center) A coronal image shows
mild high intensity of the cerebral crus bilaterally. (Right)
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Fig. 2 Pathological findings of our case.

(A) Hematoxylin-eosin (HE) stain (magnification X 400)
shows diffuse infiltration of glial cells with slightly enlarged
nuclei.

(B) GFAP (glial fibrillary acidic protein) stain (magnification
x400) shows a number of glial cells without normal
processes.

(C) The MIB-1/Ki-67 indices were approximately 5%.
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Abstract
Gliomatosis cerebri with multifocal progressive lesions on MRI
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A 77-year-old woman with cognitive impairment and multifocal progressive lesions on brain MRI was admit-
ted to our hospital. Analysis of blood and cerebrospinal fluid showed no evidence of infection, autoimmune disease,
or metabolic abnormalities. Histological examination of biopsied tissue from a lesion in the right frontal lobe re-
vealed an abnormally increased glial cell density with enlarged nuclei and a high MIB-1 index. These pathological
findings coupled with her progressive clinical history indicated a diagnosis of gliomatosis cerebri. General charac-
teristics of gliomatosis cerebri include diffuse infiltrative lesions in neuroimaging with or without mass effect.
However, the present case showed unusual multifocal manifestations in brain MRI. Therefore, histopathological
examination must be taken into account for a proper diagnosis.

(Clin Neurol 2011;51:145-148)
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