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ABSTRACT: The DNA damage response performs an vitial role in maintaining genomic stability and cell survival. DNA dou-
ble-strand breaks (DSBs) is the most severe form of DNA damage. The homologous recombination (HR) pathway displays an essential
role in repairing DSBs. Rad51 is a key component of HR and is overexpressed in a variety of cancer cells, such as breast cancer, nons-
mall-cell lung cancer, prostate cancer. Elevated RADS51 expression is associated with migration and deterioration of cancer. At present,

How to regulate RADS1 to normal levels may sensitize these tumours to DNA damaging treatments. In this review, We examine the latest

development of cancer therapy by targeting RADSI.
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