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Abstract:

Metformin (MET) is a first-line drug for the treatment of type 2 diabetes. In recent years, due to the lack of ef-

fective clinical treatment regimens for high-grade gliomas including glioblastoma (GBM), some scholars have proposed the
possibility of MET in the treatment of gliomas, and studies have shown that MET has a considerable inhibitory effect on

many solid tumors including gliomas. Therefore, in order to clarify the exact mechanism of MET against glioma, this article

reviews the recent articles on the anti-glioma effect of MET.
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