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[ Abstract] Human Sirtuins family is an nicotinamide adenine dinucleotide (NAD+) -dependent protein
deacetylases, which deeply involved in regulation of cellular metabolism, cell cycle progression and maintenance
of genomic stability. Members of Sirtuins are involved in the regulation of genomic homeostasis through different
pathways, such as prevent DNA damage and promote DNA damage repair, deacetylate both histone and
non-histone targets. With further research, the role of sirtuins family in the regulation of genome stability has been

further understood. This paper reviews and summarizes the recent progress of sirtuins family in the regulation of

genome stability.
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