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Abstract DNA-protein crosslinks(DPCs) are highly toxic DNA lesions, DPCs arise by UV-light, ionizing irradiation, are particularly caused
by reactive compounds such as formaldehyde.DPCs interfere with DNA replication and transcription, which could result in double strain break
(DSB) ,and affect the stability of genome.It was found that the metalloproteinase Wss1 of yeast and the protease SPRTN of metazoan participa-
ted in the DPCs repair through proteolysis, laying a foundation for elucidation of the mechanism of DPCs repair.This review summarized the in-

fluencing factors and pathway of DPCs repair,and provided some ideas for further research on DPCs.
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