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[Abstract] Objective To explore the association between TGF-81 gene C-509T single nucleotide polymor-
phism(SNP) and plasma levels of TGF-1 with the occurrence of coronary stent restenosis after percutaneous coro-
nary intervention(PCI) in Han nationality crowd. Methods 368 patients with successful coronary stent placement
and follow-up angiography were retrospectively included and divided into the in-stent restenosis (ISR) group (n=
152) and non in-stent restenosis (NISR) group (n=216). Genotyping for the C-509T polymorphism was performed
by using polymerase chain reaction-restriction fragment length polymorphism analysis. Plasma TGF-81 levels were
detected with the enzyme linked immuno sorbent assay (ELISA). Results The prevalence of the TT genotype. re-
quency of the T allele and the concentration of TGF-f1 in the ISR group were significantly higher than those in the
NISR group. The C-509T polymorphism was also significantly correlated with TGF-81 levels with the TT genotype
corresponding with the highest and the CC genotype with the lowest TGF-81 levels in both ISR and NISR group. The
TT genotype, T allele carriers and plasma TGF-81 levels were significantly associated with the risk of ISR (adjusted
OR=1.82,1.61,2.01,P<C0.05). Conclusion Higher plasma levels of TGF-81,TT homozygotes and T allele carri-
ers of TGF-B1 C-509T polymorphism have higher risk of ISR after coronary stenting.
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