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Fig. 1 Brain MRI of the patient.
Preoperative brain MRI showed high intensity lesions in the left temporal lobe on FLAIR (1.5 T; TR 9,000 ms, TE 106 ms)
weighted axial image (A) with partial Gadolinium enhancement (B). The left temporal lobe showed a post-operative change

(C and D). FLAIR axial images demonstrated high intensity lesions in the subarachnoid space over the midbrain (A) and
the bilateral frontal lobe and parietal lobe (E). Gadolinium-enhanced T,-weighted axial images (1.5 T; TR 500 ms, TE 11 ms)

showed enhancement of the leptomeninges (D and F).
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Fig. 2 Histopathological findings of the resected tumor.

Hemotoxylin-eosin staining showed diffuse proliferation of gemistocytic astrocyte (A, Bar = 50 pm). Tumor cells were

positive for glial fibrillary acidic protein (B, Bar = 50 pm). MIB-1 index is lower than 1% (C, Bar = 50 um).
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Fig. 3 Pathological findings of the cerebrospinal fluid and autopsied brain.

Cytological examination of the cerebrospinal fluid (CSF) showed atypical cells with enlarged unevenly distributed nuclei
(A, Bar = 50 pm). The cell block embedded in the fibrin clot of CSF showed atypical cells (B, HE staining, Bar =
50 um) that were positive for GFAP (C, Bar = 50 pm). HE staining of the autopsied brain showed the same cells as that

observed in the CSF (D, HE staining, Bar = 50 pm, E, Immunohistochemical staining using GFAP, Bar = 50 um).
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Leptomeningeal gliomatosis with high levels of adenosine deaminase in the cerebrospinal fluid

Hideaki Nishihara, M.D.”, Masatoshi Omoto, M.D.", Jun-ichi Ogasawara, M.D.”,
Michiaki Koga, M.D."”, Motoharu Kawai, M.D." and Takashi Kanda, M.D.V

YDepartment of Neurology and Clinical Neuroscience, Yamaguchi University Graduate School of Medicine

A 61-year-old man developed disturbance of consciousness for 2 weeks. He showed neck stiffness and hyporeflexia.
Analysis of his cerebrospinal fluid (CSF) revealed pleocytosis and markedly reduced glucose contents. Adenosine

deaminase (ADA) levels in the CSF were elevated (28.8 IU//). Brain magnetic resonance imagings showed enhancement
of the leptomeninges. Tuberculous meningitis was considered, but antituberculous drug was not effective. Repeated
cytological analysis of the CSF demonstrated atypical cells with enlarged unevenly distributed nuclei and immuno-
reactive with glial fibrillary acidic protein. We diagnosed him as leptomeningeal gliomatosis. CSF ADA may be elevated

in this rare disorder, and here we emphasize that repeated cytological analysis with immunohistochemical staining was

useful for diagnosis.

(Clin Neurol 2014;54:308-312)
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