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Experimental research of RNAi to the enhanced radiotherapy sensitivity of liver cancer cell
LI Gao-feng', WANG Hong-mei*, CHEN Long-hua*"
(1. Department of Radiation Oncology, Liuzhou Worker's Hospital s Liuzhou, Guangxi 545005, China; 2. Department of
Radiation Oncology, Nanfang Hospital, Southern Medical University, Guangzhou 510515, China)
Abstract: Objective To explore the influence of the silent express of ATM gene on the enhanced sensitiveity of radiotherapy to
the liver cancer cell. Methods Different doses of radiotherapy were given to the single cell suspensions of different concentration
made of viras infected HepG2 cells with ATM interference. Cells were cultivated after radiotherapy, To investigated HepG2 cells
colong forming efficiency after radiotherapy before and after RNAI. Radiation biological parameter were obtained after the linear

The values of D0,Dq and «/B with HepG2 cells before

and after RNAi were all significance. The ratio of enhanced radiotherapy sensitivity was 1. 37. Conclusion The goal of enhanced ra-

quadratic curve model and click multifarget model were astallished. Results

diotherapy sensitivity can be achieved by changing the radiation biological parameter of liver cancer cell through RNAi of ATM
gene, ATM will hopefully be the new target of treatment in the liver cancer patients.
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