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Research progress on effect of OATP1B1 gene polymorphism on statins
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Abstract: OATP1BL1 is a kind of uptake transporter which is responsible for transporting a variety of endogenous and exogenous
substances into hepatocytes. Statins, also known as 3-hydroxy-3-methylglutaryl coenzyme A (HMG CoA) reductase inhibitors, are
widely used in the prevention of lipid-lowering and cardiovascular and cerebrovascular diseases, with significant individual differences
in efficacy and adverse reactions. Studies have shown that the OATP1B1 gene polymorphism is an important factor leading to
individual differences in statins. The research progress on effect of OATP1B1 gene polymorphism on statins is reviewed in this article

and to provide possible theoretical guidance for the individual and safe application of statins.
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