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Association of IL-17 A gene promoter polymorphism with blood lipid and inflammatory
factors in patients with coronary heart disease”
ZHANG Qianhui  XIE Yuetao s DANG Yi ,YUAN Kexin,LIU Yuexin,LI Shuren
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[Abstract] Objective To investigate the association between interleukin-17 A (IL-17 A) gene promoter
polymorphism and blood lipid and inflammatory factors in coronary heart disease. Methods A total of 241 pa-
tients with coronary heart disease who were admitted to hospital from April 2010 to December 2016 were en-
rolled in this study. 68 cases of healthy subjects were collected. IL-17 gene promoter rs8193036 genotype,
blood lipid and inflammatory factors were detected and compared. Results Compared with the control group,
the genotype CC,CT and TT of the rs8193036 genotype in the coronary heart disease group were significantly
different (P<Z0. 05),and the frequency of C allele in the coronary heart disease group was significantly higher
than that in the control group (P<C0. 05). The levels of triglyceride, low-density lipoproteincholesterol, high
density lipoprotein cholesterol,interleukin-17a, interleukin-6, interleukin-8 and tumor necrosis factor alpha in
CC genotype of tumor necrosis factor alpha group were significantly higher than those in tumor necrosis factor
alpha group (P<C0. 05),high density lipoprotein cholesterol decreased significantly (P<C0. 05). Total choles-
terol and low-density lipoprotein cholesterol had no significant differences (P >>0. 05). Conclusion The
rs8193036 polymorphism of IL.-17A gene promoter is associated with the pathogenesis of coronary heart dis-
ease. The C allele is an important genetic marker of coronary heart disease. The polymorphism of 1L-17A pro-
moter rs8193036 might affect coronary heart disease by increasing blood lipids and inflammation factors.
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