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Abstract Objective: To investigate the association between the distribution of ABCB1(2677T >G) and
SLCO1B1(521T >C) gene polymorphisms and lipid-lowering efficacy of atorvastatin (ATV) of the Xinxiang
population. Methods: The distribution of genotypes of ABCB1(2677T >G) and SLCO1B1(521T>C) in 120
patients with dyslipidemia was determined by fluorescence in situ hybridization (FISH). The eligible patients
were treated with 20 mg ATV once a day for 4 weeks. The levels of serum lipid before and after treatment were
measured to evaluate the efficacy of lipid-lowering of ATV. Results: The frequencies of ABCB1(2677T >G)
and SLCOI1BI1(521T >C) gene polymorphisms of the 120 patients in Xinxiang Central Hospital were 70.5% and
21.8%, respectively. The distribution of the gene polymorphisms was in Hardy—Weinberg equilibrium. Patients
with ABCB1 2677GG showed significantly greater regulation of LDL-C in response to ATV therapy than those
of other genotypes. No association was found in other serum lipid indicators. However, there was no significant

difference in serum lipid among patients with genotypes of SLCO1B1 (521T >C). Conclusion: Patients with the
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ABCBI1 2677GG genotype exhibited better lipid-lowering efficacy than other patients when treated with ATV.
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