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[Abstract] Objective To study the association of rs1122608 single nucleotide polymorphism (SNP) and serum

Association study between rs1122608 and lipid levels in Chinese Han population”

lipid levels in the Han population. Methods A total of 204 hyperlipidemia cases as the hyperlipidemia group and 187
healthy people as the healthy control group were recruited for the study. Serum lipid levels were detected by automat-
ic biochemical analyzers. The rs1122608 polymorphism was determined by polymerase chain reaction (PCR) and
high-resolution melting (HRM). The genotype and allele frequency distributions were compared between the hyper-
lipidemia group and the healthy control group. Serum lipid levels among different genotype subgroups in the hyperlip-
idemia group and the healthy control were compared also. Results The differences in the genotypic and allelic fre-
quencies between the the hyperlipidemia group and the healthy control had no statistical significance (P>>0.05). And
there were no significant differences in TG, TC, HDL-C and LDL-C levels among different genotype subgroups in the

hyperlipidemia group and the healthy control. Conclusion The rs1122608 polymorphism is not associated with lipid

%- L]

levels in Chinese Han population.
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