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[ Abstract] Statins are the cornerstone of drug treatment of dyslipidemia and play an important role in the pre-
vention and control of atherosclerotic cardiovascular disease( ASCVD) globally. However, statins often induce muscle
toxicity in clinic, ranging from mild myalgia to rare severe rhabdomyolysis, which leads to the reduction of patients’
compliance and increases the medical burden of cardiovascular diseases. The hot spot and the focus of the clinical dis-
cussion are how to maximize the lipid-lowering effect of statins and reduce the occurrence of myotoxic adverse effects.
The mechanisms of myotoxicity induced by statins may include two aspects: the pharmacokinetic conditions resulting in
statins accumulation in the myocytes and the myocyte conditions favouring statin-induced myotoxicity. The risk factors

of statin-induced myotoxicity can be classified into non-genetic factors and genetic factors. Non-genetic factors include
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advanced age, low body mass index, multisystem diseases, etc. Genetic factors include SLCO1B1, ABCG2, ABCB1

gene polymorphisms that affect statins exposure, among which SLCO1B1 gene polymorphism has the most significant

effect. Therefore, the introduction of gene detection into clinical practice, combined with other risk factors, can better

avoid adverse reactions and use statins reasonably.
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