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Abstract: DNA polymerase e(DNA pole) belongs to the family of DNA polymerase B, which is one of
the key enzymes involved in the synthesis and replication of chromosomal DNA in eukaryotes. DNA pole con-
sists of four subunits:Pol2,Dpb2,Dpb3 and Dpb4. DNA pole has 5'-3" polymerase activity and 3'-5" exonucle-
ase activity,and participates in various forms of DNA damage repair process,which is of great significance for
gene integrity. This paper reviews the latest research progress on the structure and function of DNA pole.
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