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Abstract

Bladder cancer is one of the most common urogenital tumors, which is a serious threat to human
health. The occurrence of bladder cancer is the result of external environmental factors and intrinsic
genetic factors. However, its specific etiology is still not well clarified. Further study of its pathogenesis
and progression mechanism is significant for the diagnosis, treatment, and prognosis of bladder cancer.
Silent information regulator 1 (SIRT1), a member of the mammalian sirtuins family, is a type [l histone
deacetylase dependent on nicotinamide adenine dinucleotide (NAD ™). SIRT1 is closely related to gene
regulation, genome stability maintenance, DNA damage repair, cell apoptosis, autophagy, metabolism,
proliferation, aging, and tumorigenesis. The dual role of SIRT1 as oncogenes and anti-oncogenes in the
development of bladder cancer has received extensive attention. The continuous discovery of a large
number of SIRT1 agonists and inhibitors has provided a new direction for the diagnosis and treatment of

bladder cancer. This article reviews the research progress of SIRT 1 in bladder cancer.
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