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Abstract Objective
phism and type 2 diabetes mellitus (T2DM ). Methods

To examine the relationship between methylenetetrahydrofolate reductase ( MTHFR ) gene C677T polymor-
MTHFR gene C677T polymorphic sites were assayed in 226 T2DM and 194

healthy subjects by PCR — DNA microarray. Homosysteine levels were measured. And their genotype and allele frequency were statistically

analyzed. Results There was no statistical significance in allele frequency and genotype of MTHFR gene C677T between the patients and

healthy subjects( P >0.05). The homosysteine levels were obviously higher in TT genotype. Conclusion

MTHFR gene C677T polymor-

phism is not a risk factor for patients with type 2 diabetes,but can effect homosysteine levels.
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Abstract Objective To investigate the effect of myocardial bridge on the incidence and characteristics of coronary atherosclerosis

in the anterior segment of the bridge. Methods A total of 465 cases of coronary angiography, image quality and diagnosis requires the di-

agnosis of myocardial bridge mural coronary artery imaging data were retrospectivedly analysed. And another randomly selected 1806 cases

of the same period were not detected by coronary angiography imaging data of mural coronary artery in patients with myocardial bridge as
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