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Abstract : Smac is a newly found protein promoting apoptosis of mitochondria,which can promote cell apoptosis and was initially discov-

ered independently by two groups in 2000. Smac has a pro-apoptotic effect that is mediated by its interaction with IAPs and the release

of caspases from them. Overexpression of Smac in cancer cells can promote its cells apoptosis and postpone its development. Improving

content of Smac in the cytoplasm can sensitize these cells to chemotherapy and radiotherapy. Smac mimetics is a potent enhancer of

chemotherapy and radiotherapy, which can overcome the resistance of several cancers to anti-cancer therapies and have the advantages

of high efficiency,low toxicity and high permeability. It is clear that Smas has great therapeutic potential for the treatment of cancer and

has important clinical significance. In this article ,we reviewed the recent advances in the study of the correlation among Smac , Smac mi-

metic and cancer.
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