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Relationship of the folate metabolism related gene polymorphisms of
MTHFR and MTRR with abnormal pregnancy history”
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Abstract : Objective
FR) C677T,A1298C and methionine synthase reductase (MTRR) A66G gene polymorphisms of childbearing

A total of 201 women with abnormal pregnancy

To investigate the relationship between methylenetetrahydrofolate reductase (MTH-

age women with abnormal pregnancy occurrence. Methods
history (abnormal pregnancy histroy group) and 321 women without abnormal pregnancy history (control
group) were included in this study. The peripheral venous blood were collected for extracting genomic DNA.
The gene sequencing technique was used to detect gene polymorphism of MTHFR C677T and A1298C and
MTRR A66G. Results The frequencies of MTHFR 677T TT and 1298C CC homozygous mutation in the ab-
normal pregnancy history group were statistically significantly higher than those in the control group (y°=
13.00,5.09,P<C0.05). The frequencies of MTHFR C677T,A1298C and MTRR A66G homozygous wild-type
in the abnormal pregnancy history group were statistically significantly lower than those in the control group
(x?=14.42,5.83,4.15, P <C0. 05). Conclusion
gene MTHFR C677T, MTHFR A1298C might related to the increased risk of abnormal pregnancy occur-

rence.

The homozygous mutation of the folate metabolism related

Key words: methylenetetrahydrofolate reductase; methionine synthase reductase;  gene polymor-

phisms; abnormal pregnancy history
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