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A research of 1L-18 gene polymorphism of patients with coronary heart disease suffering in-stent restenosis after PCI
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Abstract: Objective To study the potential impacts of interleukin-18 (1L.-18) gene polymorphism on in-stent restenosis (ISR)
susceptibility of patients with coronary heart disease after percutaneous coronary intervention(PCI). Methods 241 patients with
coronary heart disease suffering clinical symptoms of recurrent ischemia after PCI were served as research objects and were divided
into in-stent restenosis(ISR) group(n=68) and non-ISR group(n=173) according to the results of coronary angiography. Another
109 people excluding coronary heart disease were served as control group. Polymerase chain reaction was employed to detect 11.-18
genotypes and its serum concentration. Results G allele frequencies of patients in ISR group and non-ISR group were 0. 93,0. 83,
respectively, which were both markedly higher than that in control group(0. 73, P<C0. 01). G allele frequencie of patients in ISR
group was obviously higher than that in non-ISR group(P<C0. 01). GG genotype frequencies of patients in ISR group and non-ISR
group were 0. 87,0. 69, respectively, which were both markedly higher than that in control group(0. 54, P<C0. 01). GG genotype
frequencie of patients in ISR group was obviously higher than that in non-ISR group(P<C0. 01). Serum IL.-18 concentration of pa-
tients in ISR group and non-ISR group were (309. 39+86. 75),(245. 37£59. 04)ng/L, respectively, which were significantly higher
than that in control group[ (138. 41447, 28)ng/L](P<C0. 01). Serum IL.-18 concentration of patients in ISR group was obviously
higher than that in non-ISR group(P<C0. 01). Conclusion Polymorphism of I1.-18 promoter -137G/C may affect serum IL.-18 con-
centration and ISR susceptibility after PCL.
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