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Research progress on effect of different gene polymorphisms on statins
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Abstract: Statins are the most widely used lipid-lowering drugs in clinical practice, and are the cornerstone of primary and secondary
prevention of cardiovascular disease. Statins are hydroxymethylglutaryl coenzyme A reductase inhibitors, which can significantly
reduce serum total cholesterol (TC), low-density lipoprotein cholesterol (LDL-C), and triacylglycerol (TG) levels, and slightly increase
high-density lipoprotein cholesterol (HDL-C) levels. The genetic polymorphisms of enzymes, transporters, receptors and other genes
involved in the metabolism of statins currently studied play an important role in safety and adverse reactions of statins. This article
describes the influence of genetic factors such as ApoE gene, SLCO1B1 gene, ABCBL1 gene, ABCG2 gene, CYP family gene, HMGCR
gene, and other related gene polymorphisms on the efficacy and safety of statins, providing a reference for the individualized use of

statins.
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Table 1 Recommendations for individualized use of statins (ApoE gene polymorphism)
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Table 2 Recommendations for individualized use of statins (SLCO1B1 gene polymorphism)
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Table 3 ABC gene polymorphisms of statins
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Table 4 Gene polymorphisms of the CYP family of statins
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