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Abstract: Acyl-CoA synthetase short-chain family member 2 (ACSS2) is an enzyme involved in cellular
fatty acid metabolism that catalyzes short chain fatty acids, CoA, and acetic acid to produce acetyl-CoA. It
provides an important carbon source for cell energy metabolism. ACSS2 plays a crucial role in various
biological processes such as protein acetylation, energy metabolism and fatty acid metabolism. This paper
systematically reviewed the biological functions of ACSS2, elucidated the molecular mechanisms and
potential therapeutic strategies of ACSS2 involvement in aging and tumor related diseases, and provided new
insights for anti-aging and anti-tumor research.
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