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[Abstract] Objective: To clarify the possible susceptible locus associated with the pathogenesis of

acute coronary syndrome (ACS).

Methods: A total of 70 ACS cases as well as 64 healthy controls were

enrolled. G-238A and G-308A polymorphisms were genotyped in the promoter region of TNF-o gene by

direct sequencing.

308A polymorphism were observed in the ACS group (GG = 31,GA =

Results; Significant differences of genotype distribution and allele frequency of G-

9,AA=30;G=50.71%.,A =

49.29%) compared with the healthy controls (GG=47,GA=4,AA=13;G=76.56% ,A =23, 44%;P

<0.01).

Moreover, the distribution frequencies of genotypes and alleles of G-238A polymorphism

showed statistically differences between ACS group (GG = 44, GA =8, AA=18;G =68.57%,A =
41.43%) and controls group (GG =55,GA=2,AA=7;G=87.50%,A =12.50%; P<0.01).
Conclusion; G-238A and G-308A polymorphisms in the promoter region of TNF-q¢ gene might be

associated with the risk of ACS. The TNF-o gene variations might be a genetic risk factor for the

pathogenesis of ACS in Chinese Han population.
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