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Clinical research on the effect of dapagliflozin combined with semaglutide in the

treatment of patients with type 2 diabetes mellitus complicated with abdominal obesity
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Abstract: Objective  To analyze the clinical effect of dapagliflozin
tables combined with semaglutide injection in the treatment of patients
with type 2 diabetes mellitus ( T2DM ) accompanied by abdominal
obesity. Methods  Patients with T2DM accompanied by abdominal
obesity were divided into the control group and the treatment group by the
random number table method. The control group took dapagliflozin tables

orally once a day, 10 mg each time. The treatment group was hypodermic

EeWB LA ARMERXEEIA

(2108085J41) injection with semaglutide injection once a week on the basis of the
TEERI ST AR (1982 =), 20 Bl AR PRI, 2 control group, 0.5 mg each time. Both groups were treated for 3 months.
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The lipid metabolism, glucose metabolism, body mass index ( BMI),
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this study, 84 cases were enrolled in the treatment group and 83 cases in the control group, and 3 cases fell off in both
groups. Finally, 81 cases were enrolled in the treatment group and 80 cases in the control group. After treatment, the
low — density lipoprotein cholesterol (LDL — C) in the treatment group and the control group were (3.21 +£0.43) and
(3.57 £0.54) mmol - L™, respectively, and the glycated hemoglobin ( HbAlc) were (5.42 +0.67)% and
(6.95 +0.75)% , respectively; the homeostasis model assessment of insulin resistance ( HOMA - IR ) were
(2.02 +0.37) and (2.45 +0.48) respectively, the BMI were (26.02 £2.11) and (27.12 £2.38) kg - m >,
respectively, and the WC were (90.25 £8.17) and (95.07 £9.14) cm, respectively; insulin — like growth factor
(IGF) were (154.31 +15.68) and (165.23 = 17.08) mmol - L', respectively, and asprosin ( ASP) were
(1.20+£0.31) and (1.37 £ 0.38) pg + L', respectively; the spexin ( SPX) were (0.78 + 0.19) and
(0.65 £0.14) ng - mL™", respectively, while the difference of above indexes in treatment and control groups were all
statistically significant (all P <0.05). The adverse drug reaction incidence in treatment and control groups were
8.64% and 5.00% , respectively, showing no statistically significant difference ( P >0.05) . Conclusion
Dapagliflozin tables combined with semaglutide injection can effectively regulate the glycolipid metabolism of patients
with type 2 diabetes mellitus (T2DM) accompanied by abdominal obesity, reduce BMI and WC, regulate adipokines,
inhibit the expression of serum IGF, and with reliable safety.
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Table 1 Comparison of general information in two groups(x +s)

Ttem Control (n =80) Treatment (n =81)
Age( year) 62.41 £8.79 61.78 £8. 11
Sex (' male/famale ) 42/38 45/36
SBP( mmHg) 115.64 +13.74 114.23 +13.04
DBP( mmHg) 75.82 £8.33 75.02 £8.78
HR(beat + min~") 77.53 £8.42 76.19 +£8. 85
Course of disease( year) 5.74 £1.28 5.42 £1.35
BMI(kg - m~2) 28.71 £3.25 28.53 £3.42

Control group ; Dapagliflozin ; Treatment group: Dapagliflozin combined with
semaglutide ; SBP; Systolic blood pressure; DBP: Diastolic blood pressure;
HR: Heart rate ; BMI; Body mass index.

Table 2 Comparison of related indexes of lipid metabolism and glucose metabolism between two groups of patients(x +s)

Control (n =80)

Treatment (n =81)

ftem Before treatment After treatment Before treatment After treatment

LDL - C(mmol - L") 4.17 £0.78 3.57 £0.54* 4.12 £0. 81 3.21 £0.43 **
TC(mmol « L") 6.07 £1.05 5.51£0.89" 6.13 £1.08 5.02£0.67**
TG (mmol - L™1) 2.57£0.49 2.21 £0.38* 2.53 +£0.47 1.90 0. 31 **
HbAlc( % ) 8.72 +0. 89 6.95+0.75" 8.64 +0.91 5.42 £0.67 **
2hPG(mmol - L™!) 12.53 £2. 11 10.52 +1.48* 12.79 £2.25 9.37 £1.02**
FPG(mmol - L°!) 9.57 +1.54 8. 11+1.08"° 9.82 +1.59 7.30 £0.83 "
HOMA - 1R 3.49 £0. 68 2.45 +£0.48* 3.42 £0.71 2.02+0.37**

LDL - C: Low — density lipoprotein cholesterol ; TC : Total cholesterol ; TG ; Triglycerides ; HbAlc ; Glycosylated hemoglobin; 2 h PG:2 - hour postprandial plasma

glucose ; FPG ; Fasting plasma glucose; HOMA — IR : Homeostasis model assessment of insulin resistance; Compared with control group at the same time,

#P <0. 05 ; Compared with before treatment in the same group, * P <0. 03.
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Table 3 Comparison of body mass index (BMI) , waist circumference (WC) , serological indexes and fat factor indexes between the two

groups (X £s)

Control (n =80)

Treatment (n =81)

Item
Before treatment

After treatment

Before treatment After treatment

BMI(kg + m~2) 28.71 +3.25 27.12+2.38 * 28.53 +3.42 26.02+2.11 **
WC(cm) 105. 44 +10. 87 95.07 +9.14 * 104.79 +10. 26 90.25 £8.17 **
IGF(mmol + L™") 181.65 +18.73 165.23 +17.08 * 182.06 +18. 21 154.31 £15.68 **
FGF21 (mmol -+ L™") 7.22 +0.98 5.61£0.75 * 7.29 +0. 93 4.35+0.58 **
ASP(pg - L") 2.11 £0. 46 1.37 £0.38 * 2.18 0. 49 1.20 £0.31 **
SPX(ng - mL") 0.45 +0.09 0.65+0.14 * 0.47 +0. 10 0.78 £0.19 **

BMI: Body mass index; WC; Waist circumference ; IGF ; Insulin — like growth factor; FGF21 ; Fibroblast growth factor 21 ; ASP; Asprosin ; SPX ; Spexin ; Compared

with control group at the same tiime, *P <0. 05 ; Compared with before treatment in the same group, * P <0. 05.

R4 2HBHHRTTBA L (n,%)
Table 4 Comparison of clinical efficacy between the two groups

(n,%)

Item Control group (n =80) Treatment group (n =81)
Excellent 25(31.25) 45(55.56)
Effective 40(50.00) 32(39.51)
Invalid 15(18.75) 4(4.94)

65(81.25) 77(95.06)*

Total effective rate

Compared with control group,*P <0. 05.
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