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A novel chemotherapy of malignant glioma by concomitant use of inhibitors for
angiogenetic factor and hypoxia-inducible factor

HAYASHI, Takuro
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o Using human glioma cell line U251, biological responses of glioma cells to
combination usage of angiogenesis inhibitor (bevacizumab) and chemotherapeutic agent (rapamycin) was

investigated in vitro and in vivo. The result of this study suggested that the growth of glioma might be
inhibited by rapamycin,which blocked the secondary angiogenesis, resulted from hypoxic state by

b?yacizumab. Thus, this type of concomitant therapy could be one of the novel approaches of malignant
glioma.
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