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Abstract: Metformin has been used as an oral medicine for patients with type 2 diabetes for
more than 50 years. Recent studies have confirmed the role of metformin in cancer. Studies
have shown that metformin can inhibit the growth of cancer cells by regulating a variety of sig-
naling pathways,which provides new ideas for cancer treatment. This article reviews recent

progress on the anti-cancer mechanisms of metformin,hoping to bring insight for cancer treat-

ment.
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