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Abstract

The long chain fatty acyl-CoA synthetase family (ACSLs) is A crucial enzyme in the fatty acid metabolic pathway and contains five
members, ACSL1, 3, 4, 5, and 6. Among them, ACSL1 and ACSL3 are closely related to human coronary heart disease. ACSL1 and
ACSL3 form fatty acids with chain length of 12-20 carbon atoms through specific reactions, form acyl coenzyme a, and participate
in physiological reactions such as fatty acid oxidation and modification of cell membranes. In addition, ACSL1 and ACSL3 also
regulate apoptosis through different signaling pathways and molecular mechanisms. By participating in lipid metabolism and
apoptosis, ACSL1 and ACSL3 play an important role in the occurrence and development of coronary heart disease. In this paper, we
will discuss the localization distribution, substrate selection, disease and the progress of its related molecular regulation mechanism,
and prospect the significance of ACSL1 and ACSL3 research.
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