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[Abstract | People do have some risks of exposing to the radiation during their daily life .Longtime or megadose ionizing

radiation can induce tissue damage . which is related to cell apoptosis , necrosis and inflammation , etc..Currently , more and

more radio protective agents were developed and several signaling pathways were involved . NFkB, MAPK , PI3k /Akt, p53 and

STATS3 signaling pathways were reviewed in this article .
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