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WFZE AR O (9530) : Glioblastoma still remains to be a fatal disease. To identify novel
therapeutic targets based on molecular and cell biology regarding malignant features of
glioblastoma is purpose of this study. At first, | focused on IGFBP-2 and CD24, both of which were
involved in the invasive growth of glioblastoma. The cDNA microarrays for transcriptional
profiling revealed significantly reduced expression of progression-associated genes and enhanced
expression of suppression-associated genes in response to IGFBP-2 or CD24 knockdown in
glioblastoma cell lines. Furthermore, among identified genes as candidates for positive regulators
of IGFBP-2, DKK1 and RelA were analyzed. It is revealed that DKKZ1 is involved in invasiveness
not only in glioblastoma, but also pancreatic adenocarcinoma and squamous cell carcinoma. It is
also clarified that RelA is involved in the proliferation of glioblastomas, and a RelA inhibitor can
suppress the proliferation and tumorigenicity of glioblastoma cells. These genes and the related
signal transductions serve as potential therapeutic targets in glioblastoma.
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