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Fig. 1 Brain MRI findings at the onset (A, B, C, G), after two weeks from the first biopsy (D, E, F)
and after two years from the onset (H, I).

(A, D) Tl-weighted image before the biopsy shows hyperintense signal suggesting bleeding within
hypointense area in the left frontal subcortical white matter. (A, Signal Excite XL, 15T, TR/TE
500.00/9.00) The hypointense signal observed on T1-weighted image after the biopsy is dicreased.
(D, TR/TE 500.00/9.00)

(B, E) T2-weighted image before the biopsy shows a hyperintense white matter lesion with mas-
sive edema. (B, TR/TE 3,000.00/69.36) The massive edema disappears and the midline shift is im-
proved after the biopsy. (E, TR/TE 3,000.00/69.50)

(C, F) Gadolinium-enhanced T1-weighted image shows a ring-like enhancement in the left frontal
subcortical white matter. (C, TR/TE 500.00/9.00) The enhancing area is dicreased after the biopsy.
(F, TR/TE 500.00/9.00)

(G, H, I) Comparing with the diffusion-weighted image of the first left frontal lesion (G, Signal Ex-
cite XL, 1.5T, TR/TE 8,000/69.1), the diffusion-weighted image after two years from the onset
shows hyperintense areas in the corpus callosum and left frontal subcortical white matter. (H,
Signa Horizon LX Echo Speed 15T, TR/TE 8,000/96.5) FLAIR image also shows hyperintense ar-
eas in the area. (I, TR/TE 10,000/100)
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Fig. 2 Microscopic findings.

(A) Haematoxylin and eosin section X 300 showing hyalined vascular proliferation accompanied by
lymphocytes. However, these lemphocytes are not atypical tumor cells and not stained by immu-
nostaining marker, MIB-1.

(B) Glial fibrillary acidic protein (GFAP) immunostaining section X 300 showing plumped astrocytic
proliferation. These astrocytes shows polymorphic change.

(C, D) L-26 immunostaining section (C, X 175) and UCHL-1 (D, X 175) showing the almost same site of
the brain parenchyma. Lymphocytes infiltlating around vessels are stained not only L-26 but also
UCHL-1. UCHL-1 positive lymphocytes infiltrate diffusely to the brain parenchyma.

(E, F) L-26 immunostaining section (E, X 300) and UCHL-1 (F, X 300) showing almost same subarach-
noid site. L-26 positive B cells infilitrate into subarachnoid space, and UCHL-1 positive T cells also

infiltrate.

(G) Haematoxylin and eosin section X450 showing atypical tumor cells.
(H, I) These tumor cells are well stained by L-26 (H, % 300), however not well stained by UCHL-1 (I,

x 300)
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A case report of primary central nervous system lymphoma preceded by cerebral and cerebellar lesion

diminishing spontaneously: Consideration of two brain biopsy at the onset and after two years
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A 57-year-old man suffered a generalized seizure. Brain MRI showed a Gadolinium (Gd) enhanced lesion with
massive edema in the left frontal lobe. He received in a brain biopsy a diagnosis of ganglioglioma, probable. After
two weeks from the biopsy, brain MRI showed spontaneous remmision of the lesion. Eighteen months after his
seizure, a follow-up brain MRI showed a new lesion in the left cerebellar peduncle. However, the lesion also im-
proved spontaneously. After 2 years from the onset, a follow-up examination showed a new lesion in the corpus
callosum. At that time even though high dose corticosteroid was given with the diagnosis of multiple sclerosis, the
lesion enlarged progressively and uveitis occurred at the same time. He received in the second biopsy a diagnosis
of diffuse large B cell lymphoma. We report a case of primary central nervous system lymphoma preceded by
cerebral and cerebellar lesion diminishing spontaneously, with consideration of two brain biopsy at the onset and

after two years.

(Clin Neurol, 49: 586—589, 2009)
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