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Abstract: Objective To establish single nucleotide polymorphism (SNP) microarray assay,and the preliminary application in
patients with colorectal cancer gene locations MTHFR C677T polymorphism detection, analysis its locus mutation and pathogenic
relations. Methods The array detection of methylene tetrahydrofolate reductase(MTHFR) C677T genotype was processed on alde-
hyde modified glass substrate with Biotin labeling color. The chip was uesd to test the MTHFR gene C677T polymorphism of 78
colorectal cancer patients and 40 healthy peoples as normal control group,and the correlation of MTHFR gene polymorphisms and
colorectal cancer were analyzed. Results The gene chip to detect MTHFR gene SNP was established successfully. By using gene
chip detection cases of MTHFR gene C677T site CC and CT,TT genotype frequency distribution were 38. 5% ,53.8%,7.7% ,con-
trol group of C677T site CC and CT, TT genotype distribution frequencies were 35. 0% ,62. 5% ,2.5%. Conclusion The method of

gene chip to detect SNP has been established successfully. Gene C677T polymorphism locations in MTHFR gene has no obvious re-

lation with colon cancer susceptibility.
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