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Study on correlation between folate gene polymorphism and high risk of Down’s syndrome
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Abstract : Objective
Methods

To explore the correlation between folate gene polymorphism and high risk of Down’s syndrome(DS).
The chemoluminescene immunoassay was adopted to detect the levels of serum AFP,-HCG and uE3 in 679 mid-preg-
nancy women;the risk of fetal DS was calculated by using the analytical software;the polymerase chain reaction-restricted fragment
length polymorphism(PCR-RFLP) was employed to detect the folate metabolism related genes,including MTHFR A1298C,MTRR
A66G and RFC1 A80G;the distribution frequency of three kinds of folate metabolic gene and allele frequencies were analyzed in the
two groups of DS risk level. Results (1) In different genotypes and allele {requency by adopting the chi-square test,only the MTH-
FR A1298C genotype had statistical difference between the high-risk and low-risk DS groups(P<Z0. 05). (2) The multiple of median
(MOM) value of serum B-HCG level in the high-risk group was higher than that in the low risk group,while which of AFP and uE3
was smaller than that in the low risk group,the difference was statistically significant(P<C0. 05). (3) The Logistic analysis showed
that AFP,3-HCG,uE3 and MTHFR A1298C could be related with high DS risk(P<C0. 05) , the OR values were 0. 076,43. 224,
0.071 and 0. 306 respectively. Conclusion Polymorphism of folate metabolism gene MTHFR A1298C may have certain correlation
with the high-risk of DS, while MTRR A66G and RFC1 A80G have no correlation.
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