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Efficacy and safety of dapagliflozin on elderly T2DM patients with poorly
controlled blood glucose under the treatment of single or combined oral
hypoglycemic agents
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(1. Chengdu Medical College ;2. Department of Endocrinology and Metabolism ,the First Affiliated Hospital of Chengdu Medical College,
Chengdu 610500, Sichuan , China)

[ Abstract] Objective:To observe the efficacy and safety of dapagliflozin on elderly type 2 diabetes mellitus (T2DM) patients
with poorly controlled blood glucose under the treatment of single or combined oral hypoglycemic agents. Methods: A total of 46 elderly
T2DM patients with poorly controlled blood glucose were selected, they were divided into Gli group and Gli + Met group,23 cases in
each group. The Gli group were on glimepiride monotherapy,and Gli + Met group were on combination therapy of glimepiride plus met-
formin sustained-release tablets (1 500 mg/d). On this basis, patients in both groups were treated with dapagliflozin for 24 weeks. Body
mass index ( BMI) ,fasting plasma glucose (FPG) ,2 h postprandial plasma glucose (2 h PPG) ,glycosylated hemoglobin ( HbAlc) ,
fasting insulin (FINS) ,2h postprandial insulin (2hPINS) and islets B Cell function index (HOMA-B) ,total cholesterol (TC) , triglyc-
eride (TG) ,blood uric acid (BUA) ,serum creatinine ( Scr) , glomerular filtration rate (eGFR) ,urinary microprotein creatinine ratio
(ACR) and adverse reactions were compared between the two groups. Results: After treatment, the levels of BMI, FPG,2 h PPG,
HbAlc,Ser,BUA and ACR were lower than those before treatment (P <0.05) ,the levels of FINS,2 h PINS,HOMA-B and eGFR of
the two groups were significantly higher than those before treatment (P <0.05). The EGFR of Gli + Met group was higher than that of
Gli group (P <0.05). There was no statistically significant difference in the incidence of adverse reactions between the two groups
(P>0.05). Conclusion: In elderly T2DM patients with poorly controlled blood glucose under the treatment of glimepiride alone or
combined with metformin,the combined application of dapagliflozin can improve the effect of glycemic control and the function of islet
B-cells,and protect the kidney,does not increase the incidence of adverse reactions,which can be worthy of clinical promotion.
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