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Efficacy of liraglutide combined with dapaglifiozin in the treatment of
overweight and obese patients with type II diabetes mellitus
and its effects on pancreatic islet function

Rong-Feng Han, Jun-feng Li, Ying Liu, Wei Wang, Xia Jiang
(Department of Endocrinology, Tianjin First Central Hospital, Tianjin 300192, China)

Abstract: Objective To investigate the efficacy of liraglutide combined with dapagliflozin in the treatment
of overweight and obese patients with type II diabetes mellitus (T2DM) and its effects on pancreatic islet function
of the patients. Methods A total of 96 overweight or obese T2DM patients who were treated in our hospital from
February 2018 to October 2019 were selected, and the patients were randomly divided into the control group (n = 48)
and the observation group (n = 48). The control group was treated with liraglutide, while the observation group was

additionally treated with dapaglifiozin on the basis of the control group. All patients were treated continuously for
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12 weeks. Body mass index (BMI), waist circumference, glycated hemoglobin (HbAlc), fasting plasma glucose
(FPG), 2h plasma glucose (2hPG), diastolic blood pressure (DBP), systolic blood pressure (SBP), triglyceride (TG),
total cholesterol (TC), high-density lipoprotein cholesterol (HDL-C), low-density lipoprotein cholesterol (LDL-C),
fasting insulin (FINS), 2-hour insulin (2 hINS), homeostasis model assessment of insulin resistance (HOMA-IR),
homeostasis model assessment of -cell function (HOMA-B), insulin sensitivity index (ISI) were recorded before and
after treatment, and occurrence of adverse reactions during treatment were recorded. Results The alterations of BMI,
waist circumference, HbAlc, FPG and 2hPG before and after treatment in the observation group were significantly
greater than those in the control group (P < 0.05), and similar differences were seen in the alterations of DBP, SBP,
TG, TC, HDL-C and LDL-C before and after treatment between the two groups (P < 0.05). The differences between
the two groups in FINS, 2 hINS, HOMA-IR, HOMA-B and ISI before and after the treatment were statistically
significant (P < 0.05) as well, with those of observation group being greater. Besides, there was no difference in
incidence of adverse reactions between the two groups during the treatment (P > 0.05). Conclusions Liraglutide
combined with dapagliflozin in the treatment of overweight and obese T2DM patients can effectively and safely
reduce blood glucose and BMI of patients, relieve hyperglycemic toxicity in patients, regulate glycolipid metabolism,

and protect pancreatic islet function, which is of great significance to reduce the weight and therefore to improve

efficacy of the treatment for overweight and obesity T2DM patients.
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S BMI, GOSN ZT A T (HbAle ), 25 I I 3% i bk
(FPG), #&J5 2 h I (2 hPG ), &Fik/E (DBP),
4iJ% (SBP), HM =M (TG), MIHFEE (TC). W&
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LDL-C WA HEE, LM REA K55, 25A50T
2N (P <0.05), WAL M Xl Wk 2.

(n=48, x+s)

X} R 0.96 +0.23 6.44 +2.07 2.00 +0.72 1.60 +0.37 495+ 1.16

WgEd 220 +0.87 13.88 +3.74 338+ 1.05 2.55+0.89 6.09 = 1.28

¢l 3.087 4.993 4.452 4.901 4.612

P 0.032 0.009 0.015 0.010 0.012
®2 WARFTARBNE. BREKFEUNEELE (=48, xxs)

KR ZH 3.78 +1.07 4.36+1.27 0.36+0.13
Mg 6.40 +2.13 7.70 +2.83 0.76 £ 0.18
18 4.615 4415 4793
PH 0.012 0.015 0.010

1.22+0.28 0.42 +0.08 0.59 +0.09

2.04 +0.52 0.70+0.11 1.16 £ 0.17
4.619 3.243 3.089
0.012 0.027 0.028
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WIZHIGY 7RIS FINS, 2 hINS, HOMA-IR, HOMA-B
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# 4.

(n=48, x+s)

Xif HEZH 3.54+1.28 8.57 £2.63
WL 5.88+1.57 14.52 +4.18
i 4.867 5.347

P1A 0.009 0.003

1.56 +0.62 12.68 +2.37 0.11+0.03
248 +0.95 15.52 +3.46 0.26 + 0.08
4.679 4.708 3.723
0.011 0.010 0.021
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