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Research progress of DNA damage repair

and its effect on perioperative cognitive dysfunction
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Abstract: The dynamic balance between DNA double-strand break ( DSB) accumulation and repair is one of the

important factors to maintain genomic stability. The homologous recombination (HR) and the non-homologous end-

ing joining (NHE]) are the two major pathways to repair DSB.In mature neurons of the central nervous system, the

NHE]J is the main repair pathway of DSB.Recent studies in the molecular mechanism of NHE] and peri-operative

cognitive dysfunction (POCD) revealed several molecular mechanisms underlying the DNA damage repair and its

links to POCD, which may provide a new therapeutic target.
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