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Correlation between MTHFR gene polymorphism and occurrence of acute coronary syndrome in Han popu-
lation in the central area of Henan province ZHANG Yun-fei, XU Bing-xin, WU Fan, et al. Department of Car-
diology, Xuchang Ceniral Hospital Affiliated to Henan University of Science and Technology, Henan 461000, China

[ Abstract] Objective To explore the correlation between polymorphism of 5, 10-methylenetetrahydrofolate
reductase (MTHFR) gene and the occurrence of acute coronary syndrome( ACS) in Han population in the central area
of Henan province. Methods Two hundred and eighty ACS patients of Han population in the central area of Henan
province were recruited as the observation group, and 286 healthy subjects of Han population in the central area of
Henan province were selected as the control group. The genotypes of C677T and A1298C sites of MTHFR gene were
detected by fluorescence staining in situ hybridization. The differences of genotypes and allele distribution were com-
pared between the two groups. The correlation between MTHFR gene polymorphism and ACS was investigated by bi-
nary Logistic regression analysis. Results The distribution frequencies of genotypes in both groups were all in line
with Hardy-Weinberg equilibrium( P >0.05). In the control group, the distribution frequencies of CC, CT and TT
genotypes in MTHFR C677T site were 31. 82% , 47.90% and 20. 28% , respectively; the distribution frequencies of
AA, AC and CC genotypes in MTHFR A1298C site were 73. 78% , 21. 68% and 4. 54% , respectively. In the obser-
vation group, the distribution frequencies of CC, CT and TT genotypes in MTHFR C677T site were 16.43% ,
40.71% and 42. 86% , respectively; the distribution frequencies of AA, AC and CC genotypes in MTHFR A1298C
site were 69.29% , 27.14% and 3.57% , respectively. There were significant differences in genotype frequencies
and allele frequency of MTHFR C677T between the two groups( P <0.05), while there were no significant differ-
ences in genotype frequencies and allele frequency of MTHFR A1298C between the two groups( P >0.05). Binary
Logistic regression analysis showed that MTHFR C677T genotype was the influencing factor of ACS(P <0.05). With
TT genotype as the reference, the possibility of ACS in CC genotype was 24. 4% of TT genotype, and that in CT gen-
otype was 40.2% of TT genotype. Conclusion MTHFR gene polymorphism is related to the occurrence of ACS in
the Han population in the central area of Henan province, among which C677T mutation may be the influencing factor
of ACS, while A1298C gene polymorphism may be low related to the occurrence of ACS.
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