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[ Abstract] Objective: To explore the distribution of SLCOIBI genotypes and the

effect of gene polymorphism on blood lipid levels in eastern Fujian. Methods: SLCOIBI
genotypes were collected from 2 655 cases of Ningde native patients who underwent SLCO1B1
genotype detection in Ningde Municipal Hospital affiliated to Ningde Normal University from
March 2020 to February 2021, and their lipid indices before taking statins or other lipid-lowering
drugs were obtained at the same time. Results: The frequencies of genotypes SLCOIBI*1b
(388A>G) AA, AG, GG were 5.80%, 34.73%, 59.47%, respectively. The frequencies of genotypes
SLCOIBI*5(521T>C) TT, TC, CC were 77.25%, 21.21%, 1.54%, respectively. HDL-C level
was significantly increased in patients with genotype SLCOIBI1*5(521T>C) CC (P<<0.05).
Conclusion: Genotype SLCOIBI*5 (521T>C) may be a new target for predicting dyslipidemia,
and the population carrying C allele (521T>C) reaches 12.15% in eastern Fujian. Combined with
previous studies, such patients should be concerned about the risk of myotoxicity when taking
statins.
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