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[Abstract] As a downstream molecule of various pathways such as PI3K/Akt/mTOR pathway, mTOR plays important roles in cell proliferation,

differentiation, metastasis and survival, emerging as a key protein target of anticancer drugs. Traditional mTOR inhibitors, rapamycin and its analogs,

can effectively inhibit mTORCI, but suffer from limited clinical efficacy and easy development of drug resistance. The second generation mTOR
inhibitors are dual or multiple mTOR inhibitors that can compete with the catalytic site of mTOR for ATP and inhibit both mTORC1 and mTORC2 with

a high selectivity, showing advantages over single inhibitors. Furthermore, some natural compounds have been found to inhibit mTOR with low toxicity

and less side effects. In this paper, we reviewed the latest research in mTOR and its inhibitors as anticancer drugs.
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