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Roles of homologous recombination repair protein Rad51 in cancer
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Abstract:

process of DNA damage repair. Multiple studies have shown that the expression of Rad51 in various tumors is

As the core factor of homologous recombination, Rad51 recombinase plays an essential role in the

abnormally elevated, and its dysfunction is closely related to tumor occurrence, progression, radioresistance
and chemotherapy resistance. In addition, polymorphisms and changes in the expression of Rad5! lead to
increased cancer risk and significantly affect the survival and prognosis of patients. Effective downregulation
of Rad51 gene expression, reduction of tumor homologous recombination repair ability, and reversal of tumor

therapy resistance have potential clinical value. This paper will review the structure, function and research
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progress of Rad51 in cancer therapy.
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il Bk — 20 ) B, R R AT BE D e IR R TR 245 55 I
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