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Multifaceted approach for understanding of malignant phenotype of glioblastoma
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Glioblastoma (GBM) is a malignant neoplasm with the highest frequency and
the most miserable prognosis in brain. Novel therapeutic clues and breakthrough are desired. We have
performed exploratory and functional analysis for novel genes which are involved in the aggressive
features of GBM and focused on CD24, MALAT1, and MET pathway. It was revealed CD24 is involved in
proliferation, invasion, and tumorigenicity of GBM. We analyzed cDNA and miRNA profiles in control
and CD24 knockdown GBM cells using microarrays to identify downstream factors of CD24. Several genes

and miRNA including MALAT1 were identified as candidate progression-associated genes/miRNAs. MALAT1

knockdown using antisense locked nucleic acids resulted in decreased proliferation of glioblastoma
cells. Regarding MET, we showed that SPINT2 is epigenetically silenced in most GBM cell lines and
about three quarters of GBM tissues and suggested to get involved in prognosis of GBM patients via
HGF/MET signaling.
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Fig. 4 Effects of MALAT1 knockdown on invasion
In vitro matrigel invasion assay
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