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Abstract: Objective
and -174G>C gene polymorphism with coronary heart disease (CHD) of han population in Sugian of Jiangsu. Methods

Reference 2010 CHD diagnostic criteria of the Ministry of Health (WS319-2010) , detecting the polymorphism of 11.-6-572C
>G and -174G>C gene polymorphism in 266 CHD patients and 192 healthy population by polymerase chain restriction

To investigate therelationship of interleukin 6 (IL.-6) gene promoter region upstream of the -572C>G

fragment length polymorphism (PCR-RFLP) and Hardy-Weinberg equilibrium was tested, measuring the concentration of
At 1L-6-572C>G, the OR about GG and type CG in CHD group were CC 4. 88 times (95% CI:
2.31~10.31) and 1. 96times (95% CI:1.32~2. 91) respectively. The difference of genotype and alleles were statistical sig-
nificance between the two groups (" =11.1,19. 5 and 22. 4.all P<C0.05). At IL-6-174C>>G, the difference of genotype and
1L.-6-572G
allele may be a susceptible gene of CHD in Han population in Sugian. However 11.-6-174G>>C gene polymorphism is not re-

blood sugar,lipid. Results

alleles were no statistical significance between the two groups(y’ =0. 024 and 0. 027,all P>>0. 05). Conclusion

lated to CHD Han population in Sugian.
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TG(mmol/L) 1.6441.12 1.39£0.78  2.50 <0.05
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HbAlc 6.3741.35 5.6240.45 6,62 <0.05
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