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we analyzed the function of one of a tumor suppressor, ras-association
domain family(RASSF)3, in glioblastoma. The expression analysis of RASSF3 in glioma showed the
clinical involvement of RASSF3 expression in terms of the tumor grade and overall survival as well.
We established a primary cell culture, glioma stem cell, from the tumor tissue of glioblastoma which
was resected in the operation. The functional analysis of RASSF3 with molecular cell biological
technique showed that RASSF3 over expression resulted in apoptosis induction. RASSF3 reduction
resulted in the impairment of induced apoptosis and promotion of cell proliferation.
These results suggested that RASSF3 functions as a tumor suppressor in glioblastoma.
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