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Research status of AMPK/mTOR signaling pathway in cancer
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Abstract: Tumor is a malignant result of unlimited proliferation of cells which leaded by the disorder of signal transfer process. The in-
depth study of the abnormal transfer pathways to discover available targets is a hot topic in the current research of tumor therapy. The
balance of AMPK/mTOR signaling pathway plays a pivotal role in maintaining energy and redox balance at the level of cell and individ-

ual , breaking which may lead to cancer. This review summarized the current research status of AMPK/mTOR signaling pathway and its

activator metformin in cancer.
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