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using inoculation animal models in the brain and development of novel
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MR OBEEE (3530) : In order to identify the molecules related to growth and invasion of
central nervous system (CNS) lymphoma, we investigated the expression of glucose
transporter 1 (Glut 1), fatty acid synthase (FAS) and a2, 6-sialyltransferase. We
performed immunohistochemical analysis using specific antibodies for each molecule. In
twenty-three of twenty-five cases with CNS lymphomas and all nine cases with CNS
invasion of systemic lymphoma, positive expression of a2,6-sialyltransferase was found.
Furthermore, positive expression of FAS was found in 70.3 % and that of Glut 1 was found
in 44.4 % of twenty-seven cases with lymphomas. These data suggested that these
metabolic or invasion related molecules might be novel therapeutic targets for CNS
lymphoma.
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