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Effect of vildagliptin combined with metformin on content of oxidative related substances in patients with type 2 diabetes
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[Abstract] Objective To observe the effect of vildagliptin combined with metformin on oxidative related sub-
stances in patients with type 2 diabetes mellitus(T2DM). Methods 100 T2DM inpatients with poor control by single
metformin in the endocrinology department of the Shenyang Municipal Fourth People's Hospital from March 2013 to
March 2014 were selected and divided into the observation group(n=>50) and the control group (n=50). The control
group was given metformin, while the observation group was treated with metformin combined with vildagliptin. The
two groups were treated for 24 weeks. The serum MDA, SOD, GSH-PX, ROS and FBG levels were compared be-
tween the two groups. Meanwhile the adverse reactions were compared between the two groups. Results The serum
GSH-PX,SOD levels after 24-week treatment in the control were lower than those in the observation group, the
difference was statistically significant (P<C0. 05). The peripheral serum ROS, MDA and FBG levels in the control
group were higher than those in the observation group,the difference was statistically significant(P<Z0. 05). The oc-
currence rate of adverse reactions had no statistical difference between the two groups(P>>0. 05). Conclusion On
thebasis of metformin, giving vildagliptin can effectively alleviate the oxidative stress damage in the patients with
T2DM through elevating the peripheral blood GSH-PX.,SOD levels and reducing the ROS and MDA levels.,moreover
has few adverse reactions.
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