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[ Abstract] DNA damage repair genes play important roles in protecting somatic DNA mutations, and in maintaining the
stability and integrity of human genomes. In recent years, a growing number of studies have found that DNA repair capacity
after exposure to UV exposure was significantly associated with the risk of malignant melanoma. This article reviews the ad-
vances in research on the relationship between the development of DNA malignant melanoma and damage repair genes invol-

ving nucleotide excision repair and double-strand breaks re-

pair.
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