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Metformin effects on macrovascular lesion of coronary artery in patients with type 2 diabetes mellitus compli-
cated with coronary heart disease Hu Chunmei,Wu Songlin ,Xu Lijuan ,Zhou Yongming ,Xia Hongmiao( Departmeni
of Geriatrics ,Renmin Hospital of Wuhan University , Wuhan 430060, China)

[ Abstract] Objective To study metformin effects on macrovascular lesion of coronary artery in patients with
type 2 diabetes mellitus complicated with coronary heart disease. Methods 253 patients with type 2 diabetes mellitus
complicated with coronary heart disease were randomly ( random number table method) assigned to metformin group
(500 mg,3 times/d) and pioglitazone group (15 mg,1 time/d) ,the course of 12 months. Then observe the changes of
macrovascular lesion of coronary artery. Results Compared with those before treatment, blood sugar,insulin resistance
index were lower than those after 12 months of treatment, fasting and postprandial insulin levels, insulin function index
were higher than those after 12 months of treatment,and the difference was statistically significant (all P <0.05). After
12 months of treatment,the difference of blood glucose,insulin resistance index,insulin levels,insulin function between
two groups was not statistically significant (all P >0.05). But after 12 months of treatment,,body mass index in metform-
in group was less than those in pioglitazone group ,the difference was statistical significance (P <0.05) . Metformin group
after 12 months of treatment has lower extent of coronary vessel involvement and less diffuse vascular lesions than those
before treatment ,the difference was statistical significance (P <0.05). After 12 months of treatment, metformin group
had lower extent of coronary vessel involvement and less diffuse vascular lesions than pioglitazone group, the difference
was statistical significance( P <0.05). Conclusion Both metformin and pioglitazone in patients with type 2 diabetes
mellitus complicated with coronary heart disease can significantly decrease blood sugar,improve insulin function,reduce
the role of insulin resistance. In the lowering body mass index and decreasing macrovascular lesion of coronary artery,
metformin is be superior to pioglitazone.
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