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Clinical Efficacy of Adding Liraglutide to Type 2 Diabetic Patients Poorly Controlled with Insulin Aspart 30 and Metformin. Liu Xinyuan,
Liu Shangquan,Ye Qibao, et al. Department of Endocrinology, The Third Affiliated Hospital of Anhui Medical University ,Anhui 230061 ,
China

Abstract Objective To evaluate the clinical efficacy of liraglutide combined treatment in overweight or obese type 2 diabetic pa-
tients with unsatisfied glycemic control using insulin aspart 30 and metformin. Methods Sixty patients who reached certain criteria with
type 2 diabetes were selected ,and then were randomly divided into two groups:the experimental group ( liraglutide — added group) and the
control group (insulin — increasing group). Each group had 30 cases. Body weight (BW) ,body mass index( BMI) ,fasting plasma glucose
(FPG) ,2 hour postprandial glucose ( PPG) ,blood lipid (TG, TC,LDL - C, HDL - C) , blood pressure ( BP) , glycosylated hemoglobin
(HbAlc) ,fasting C — peptide (FCP) ,insulin resistance index (HOMA - IR) ,B - cell functional index (HOMA - ) , daily insulin dose,
all hypoglycemie events and the percentage of subjects reaching the composite endpoint( HbAle <7% with no weight gain and no hypogly-
cemia) were observed and recorded in two groups. Results After 12 weeks treatment,there were 57 patients finally completed the study.
FPG,PPG,HbAlc,TG,TC,LDL - C were significantly decreased following treatment in both groups( P <0.05) ,but were not significantly
different between the two groups( P >0.05). The treatment of experimental group significantly reduced BW ,BMI and daily insulin dose
(P <0.05) ,while all of these significantly increased in the control group( P <0.05). FCP and HOMA - IR were significantly decreased.
HOMA - B was increased in the experimental group (P <0.05). The percentage of subjects reaching the composite endpoint was increased
in the experimental group and had significantly difference in comparision to the control group(P <0.05). Conclusion Adding liraglutide
to insulin — treated patients led to improvement in glycemic control similar to that achieved by increasing insulin dosage, but with significant
reduction in body weight and fewer hypoglycemic events,also improve islet 8 cell function.
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