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Fig.1 Schematic of DNA damage response network(modified from references [2-6])
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Fig.2 Schematic diagram of SUMO modification cycle in mammalian cells(modified from reference [16])
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Abstract

DNA damage can be produced widely in our body by physical and/or chemical factors. There-

fore, in order to maintain the genomic integrity, DNA must be protected from DNA damage and repaired correctly

by forming accurate mechanism if DNA damage happened. SUMOylation has multiple biological functions like

other post-translation modification. Emerging evidence has showed that SUMOs play vital roles in DNA damage

repair. This review focuses on the newly research about DNA damage, SUMOylation and the relationship between

them and provides a complete introducing and summarization.
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