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Effects of the homocysteine levels on cardiac function and lipid metabolism in males with type 2 diabetes mellitus
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Abstract : Objective

with type 2 diabetes mellitus. Methods

To evaluate the influence of the homocysteine levels on cardiac function and lipid metabolism in patients
A total of 140 male patients with type 2 diabetes were randomly enrolled in the study,and
were divided into two groups at baseline homocysteine level(more or less than 14 pmol/L). Results Multi-variable analysis showed

cardiac biomarkers(F=15. 78, P<C0. 001) and lipids(F=3. 18, P=0. 03) were significantly different in different groups. However,

the homocysteine level had a limited impact on lipids (Pillai trace=0. 65; Hotelling trace=0. 70). Conclusion

Elevated homocys-

teine levels were highly significant in cardiac biomarkers but had a marginal effect on lipids in type 2 diabetic patients.
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