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The Application of IAP Antagonist to Cancer Radio-

therapy Sensitivity
CHU Yu-xin,SONG Qi-bin,HU Wei-guo
(Cancer Center, Renmin Hospital of Wuhan University, Wuhan 430060, China)

Abstract : IAP(inhibitor of apoptosis proteins) is a class of intrinsic apoptosis inhibitor,whose
over-expression is tightly associated with tumorigenesis. Although radiotherapy can activate
a variety of signaling events in cancer cells that eventually lead to cell death,over-expres-
sion of IAP in cancer cells often induces radio-resistance in various tumors. Hence antago-
nists targeting [AP proteins may open up a new way for enhancing cancer radiotherapy sen-
sitivity.
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