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Research progress of SIRT family in colorectal cancer

LI Bo, WANG Jia'nan, CUI Wei*

(The Affiliated Lihuili Hospital, Ningbo University, Ningbo 315040, China)
Abstract: Sirtuins (SIRT) is a highly conserved nicotinamide adenine dinucleotide (NAD+) dependent class
III deacetylase, including seven family members, SIRT1-7. SIRT plays an important role in normal cell
homeostasis by regulating metabolism, mediating autophagy and maintaining genetic stability. In the
occurrence and development of colorectal cancer, SIRT can regulate cell metabolism, proliferation and
apoptosis and other processes by regulating gene expression by deacetylating histones and non-histone
proteins, thereby affecting the proliferation, migration and invasion of tumor cells, playing a tumor-promoting
or tumor-suppressing role in CRC. This paper reviews the biological function of SIRT family in the
development of colorectal cancer in order to better understand its mechanism of action and provide a new
exploration way for the treatment of colorectal cancer.
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