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Abstract ;: Methylenetetrahydrofolate reductase(MTHFR) is a key enzyme for folate metabolism and
DNA methylation. The single nucleotide polymorphisms(SNP) of MTHFR ,including 677 C—T and
1298A—C mutations,can decrease the enzymatic activity of MTHFR ,thus affecting the normal
metabolism of folic acid. In this article,we review the effects of MTHFR gene polymorphism on
folic acid metabolism and DNA synthesis,and its roles in the development and prognosis of malig-
nant tumors;and discuss its application in malignant tumor patients and the controversy related to
the detection of MTHFR gene polymorphism.
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