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The influence of Metformin combined with Repaglinide or Acarbose on blood lipid. blood glucose,
plasma viscosity, BMI and hs— CRP in patient with type 2 diabetic cardiovascular disease
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Abstract: Objective To compare the influence of Metformin combined Repaglinide and Metformin com-
bined Acarbose on the cardiovascular disease risk factors for type 2 diabetic patients. Methods Sixty type 2
diabetic patients cared at our hospital between January and December 2014 were randomly divided into a control
group and an observation group, each had 30 cases. Patients of the control group treated with Metformin and
Repaglinide, patients of observation group treated with Metformin and Acarbose, all patients received 12 —
week treatment. Compared the blood glucose (FBG and 2hBG), blood lipids (HDL and LDL), whole blood
viscosity, body mass index (BMI), high—sensitivity C—reactive protein data (hs—CRP) and other cardiovas-

cular disease risk factors related indicators of two groups patients before and after treatment. Results Post—

treatment blood glucose, ILDL., hs— CRP and plasma viscosity were greatly improved and better than those of
pre—treatment, compared post— treatment with pre — treatment within the two groups showed statistically
differences, P <0. 05. While post — treatment FBG, 2hBG, hs — CRP, and plasma viscosity in observation
group patients were significantly different with those of control group patients ( P <Z0. 05).  Conclusion
Metformin plus Repaglinide in type 2 diabetic patients not only can effectively lower blood sugar,and can regu-
late blood lipids,improve endothelial function and plasma viscosity of patients, better control the risk factors
for cardiovascular disease.
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