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[ Abstract |

ism. Double strand breaks (DSBs) are the most serious form of DNA damage. Homologous recombination repair is one of the

DNA damage repair plays an important role in maintaining the stability of genome and the survival of the organ-

important mechanisms involved in the repair of DSBs damage in vivo, and the DNA repair protein RAD52 is a key factor in-
volved in homologous recombination DNA repair in vivo. The abnormal expression level of RADS2 is related to the occurrence
and development of non-small cell lung cancer, gastric cancer, nasopharyngeal cancer and breast cancer. This article reviews
the application of DNA repair protein RAD52 in tumor research.
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