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The possible role of IDH1 mutation, IGFBP7 and COLA1 for gliomagenesis.
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The prognosis of malignant brain tumor depends on the presence or absence
of IDH1 mutation. It is also known that malignant brain tumors contain cancer stem cells that are
ghe source of tumors. We have showed that IGFBP 7 and COLA 1 are involved in malignant tumor

iversity.
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