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Role of Id protein in radioresponse of solid tumor
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Recently, inhibitor of differentiation/DNA binding 1 (ld1l) has been reported

to play an important role in cellular processes such as proliferation and metastasis in cancer
cells. However, the role of Idl in the radioresistance of cancer cells remains unclear. In this
study, knockdown of Idl by its specific siRNA enhanced radiosensitivity of A549 cells expressing
wild-type p53, but had little effect on HeLa or HT29 cells with aberrant p53 status. The population
of senescent cells remarkably increased after X-irradiation in A549 cells, and this increase was
enhanced by knockdown of Idl. X-ray-induced expression of p21, a key regulator for cellular
senescence, was significantly higher in ldl-knockdowned cells compared with control cells. These
results indicate that Idl contributes to the radioresistance of cancer cells via downregulation of
radiation-induced senescence, suggesting that Idl is a potent target to increase the effectiveness
of cancer radiotherapy in some types of cancer.
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