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| Regulation of ATP on DNA Repair and Cell Apoptosis
Induced by Irradiation”

ZHOU Qing-ming'"?, ZHANG Hong' . DANG Bing-rong'. I.I Wen-jian',
LIU Bing' *, MIN Feng-ling" *, DUAN Xin'?, XIE Yi"?
(1 Institute o f Modern Physics, Chinese Academy of Sciences, Lanzhou 730000, China;

2 Graduate School of Chinese Academy of Sciences, Beijing 100039, China)

Abstract: DNA damage induced by irradiation. which makes the cell arrested at G,stage and DNA repair

being activated in this stage, are summarized, It is proposed that the deficiency of adenosine triphosphate

which is induced by the larger irradiation dose, induces cell apoptosis, And the relationship of cell selecting

repair and apoptosis is also analyzed,
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