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Research progress on statin-related genetic markers

ZHU Lu, YANG Yuan-rong, LI Hua-rong
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Abstract: As the association between low-density lipoprotein cholesterol (LDL-C) and atherosclerotic cardiovascular disease

(ASCVD) is well studied, the regulatory goals of LDL-C are moving in a lower and lower direction, implying that patients need to

receive intensive treatment of lipid-lowering drugs. As a first-line drug for lowering LDL-C, statins have obvious individual differences

in efficacy and adverse reactions, and a small number of patients are more likely to have serious adverse reactions when treated with

statins. In this paper, a number of databases related to statin genetic markers are searched to analyze the efficacy of statins and genetic

markers associated with adverse reactions, and provide references and recommendations for the personalized application of statins.
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Table 1 Research on correlation between some genetic markers and statins
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Table 2 Personalized drug reference for statins based on

SLCO1B1 gene polymorphism
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