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[Abstract] Ionizing radiation can cause double strand break (DSB) , Ku protein as a heterologous
dimmer; mainly join in non-homologous end-joining repair pathway. Ku protein plays a crucial role in
maintaining telomere structure. There is an abnormal expression of Ku protein in human different tumors.
The expression and function of Ku protein is relate to resistance of tumor radiotherapy and chemotherapy.

Inhibition of Ku protein can enhance the sensitivity of radiotherapy and chemotherapy. Therefore, Ku protein

can be used as target of enhancement of radiotherapy and chemotherapy.
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Advancement of researches on the malignant tumor radio-genetic therapy
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[Abstract] Radiotherapy is one of the routine methods of malignant tumor treatment and used in

clinical many years, while gene therapy is one of the new therapy. But the formation of tumor is the

complicated process effected by many factors and many genes. The effect of polygene therapy is not ideal.

Therefore, radio-genetic therapy is the hot spot of the present study and will become one of the important

direction of cancer therapy.

[Key words] Radiotherapy; Gene therapy; Antineoplastic protocols
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