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Effect of themotherapy and themotherapy combined with radiotherapy on apoptosis of human esophageal cancer cell
ECA109 LIU Gui-rong s KANG Ya-hui , MA Jian-xin, LI Xue-mei” ( Department of Radiotherapy . Lianyungang
Municipal Second People’s Hospital s Lianyungang s Jiangsu 222000 ,China)

[Abstract] Objective To research the effect of themotherapy and themotherapy plus radiotherapy on apoptosis
of human esophageal cancer cell ECA109. Methods Human esophageal cancer cells ECA109 were divided into four
groups:normal control group, themotherapy group.radiotherapy group and themotherapy plus radiotherapy group.
The apoptosis of human esophageal cancer cell ECA109 were induced by the themotherapy combined with different
radiation doses. The flow cytometry Annexin V-FITC/PI double staining was adopted to detect the apoptosis rate,in-
tracellular caspase-3,Bax,Bcl-2 expression were detected by Western blot and the radiosensitizing effect of themo-
therapy was observed by the clone colony formation assay. Results By adopting the clicking multiple target model for
fitting the cellular survival curves,the survival fraction of human esophageal cancer cells ECA109 cells in the themo-
therapy plus radiotherapy group was significantly lower than that in the simple radiotherapy group(P<C0. 01), the
themotherapy plus radiotherapy could increase the cellular radiation sensitivity, the sensitization enhancement ratio
was 1. 24 ;compared with the simple radiotherapy group,the apoptosis rate of ECA109 cells in the themotherapy plus
radiotherapy group was significantly increased(P<Z0. 05). Compared with the simple radiotherapy and simple themo-
therapy,the themotherapy plus radiotherapy acting on human esophageal cancer ECA109 cells could significantly in-
creased the expression of apoptosis related proteins caspase-3 and Bax,and significantly decreased the Bel-2 expres-
sion. Conclusion Themotherapy can increase the radiosensitivity of human esophageal cancer cells, its mechanism
may be closely related with themotherapy increasing the apoptosis rate of human esophageal cancer cells.
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