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Effect of vildagliptin combined with metformin on metabolic index

in patients with overweight type 2 diabetes
QU Jianchang, WANG Tong, LI Li, LIANG Yanling, WANG Lisha,ZHU Kaisi
Author Affiliation ; Department of Endocrinology , The 305 Hospital of PLA ,Beijing 100017, China

Abstract . Objective To observed the effect of vildagliptin and metformin on metabolic index in patients with overweight type 2 diabe-
tes,and to evaluate its curative effect. Methods One hundred and twenty patients with overweight type 2 diabetes mellitus with poor
blood sugar control in The 305 Hospital of PLA from December 2013 to October 2016 were treated with metformin alone ( dose of 500

mg,3 / d,taking more than 3 months). The patients were assigned into observation group (60 cases) and control group (60 cases) by
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random number table method. Control group was given oral metformin (1 000 mg,2 times/d) ,while observation group was given oral
metformin (500 mg,3 times/d) combined with vildagliptin (50 mg,2 times/d) for 24 weeks. The body mass index ( BMI) before and
after the treatment , glycated hemoglobin ( HbA,c¢) ,fasting blood glucose (FBG) ,2 h postprandial blood glucose (2 h PBG) ,total cho-
lesterol (TC) ,triglyceride (TG) and low density lipoprotein cholesterol (LDL-C) ,homocysteine (Hey) ,and other indicators of change
were compared ,and the adverse reaction occurred was observated. Results 24 weeks after treatment, FBG,2 h PBG,HbA, ¢ in the con-
trol group was (7.98 +0.83) mmol/L, (12.25 +0.90) mmol/L,and (8.05 +1.05) % ,respectively; the indexes in observation group
were (7.09 +£0.80) mmol/L, (9.86 +1.13) mmol/L and (7.01 0. 88) % ,respectively; FBG,2 h PBG,HbA,c in two groups were
reduced compared with before treatment (P <0.05) ,those indexes in the observation group were significantly decreased compared with
the control group (¢ =2.47,5.27,3.22,all P <0.05) ; 24 weeks after treatment, BMI, TC,TG,LDL-C,Hey in the control were (27.60
3.70) kg/m*,(6.39 £0.89) mmol/L, (2.77 £0.40) mmol/L, (3.29 +0.43) mmol/L and (17.4 +2.03) mmol/L, respectively;
those indexes in the observation group were (26.34 +3.83) kg/m”, (5.31 +0.72) mmol/L, (2.31 £0.33) mmol/L,(2.92 0. 44)
mmol/L, (15.16 £ 1. 74) mmol/L, respectively; BMI, blood lipid, Hey levels in the two groups were significantly decline compared
with before treatment (P <0.05) ,those indexes in the observation group were significantly decreased compared with the control group
(t=2.14,3.50,2.26,2.21,3.27,all P<0.05). There was no significant difference in the incidence of adverse reactions between the
two groups (y* =2.62,P >0.05). Conclusion Vildagliptin combined with metformin can effectively control blood glucose and BMI of
the obese or overweight patients with type 2 diabetes,and can improve the blood fat,lowering blood sugar,and not increase the risk of
hypoglycemia,is one of effective treatments for overweight or obese patients with type 2 diabetes.

Key words: Diabetes mellitus, type 2; Metformin; Hemoglobin A, glycosylated; Cysteine; Overweight; Vildagliptin
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