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The effect of semaglutide combined with metformin on obesity in
type 2 diabetes and its impact on visceral fat index*

He Sheng-qing, Meng Wan-rui, Yuan Wei-wei, Zheng Xiao-bin
(Department of Endocrinology, Longgang Central Hospital, Shenzhen, Guangdong 518100, China)

Abstract: Objective To explore the effects of semaglutide combined with metformin in the treatment of
obesity in type 2 diabetes (T2DM) and its impact on the visceral adiposity index (VAI). Methods Obese T2DM
patients were randomly divided into a control group and a treatment group. Both groups were treated with oral
metformin, 1.0 g per dose, twice daily. The control group received subcutanecous liraglutide injection before
breakfast, starting with a dose of 0.6 mg-day-1, which was increased to 1.2 mg-day-1 in the second week and
maintained for 12 weeks. The treatment group was given subcutaneous injection of semaglutide once a week, with an
initial dose of 0.25 mg, which was increased to 0.5 mg after 4 weeks and maintained. For those with poor blood
glucose control, the dosage of 0.5 mg was adjusted to 1.0 mg for maintenance after 4 weeks of continuous treatment.
he blood glucose and lipid levels, body mass index (BMI), visceral adiposity index (VAI), and insulin resistance
index (HOMA-IR) were compared between the two groups. Adverse reactions were recorded. Results The
differences in FBG, 2hPBG, HbAlc, LDL-C, TG, TC, BMI, VAI, and HOMA-IR before and after treatment were
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significantly greater in the experimental group than in the control group (P < 0.05). The differences in FBG, 2 hPBG,
HbAlc, LDL-C, TG, TC, BMI, VAI, and HOMA-IR before and after treatment were found to be significantly greater

in the experimental group than in the control group (P < 0.05). The total incidence of adverse reactions was

compared between the two groups, with no statistically significant difference being observed by ¥ test (P > 0.05).

Conclusion Semaglutide combined with metformin in the treatment of obesity-related T2DM helps to lower blood

glucose levels, regulate lipid metabolism, reduce VAI, and demonstrates good safety.
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AR, 25 ST A AR AR A DR R R
SREESE ] TAE @R IRE Kk =123 F AR
A3 T AT BRI BE AT 2 BUOBE R 9 (type 2 diabetes
mellitus, T2DM ) /Y B R H 25 TH e, H 2 AER 1L
B AR R AR AT A 3 BT Ak A 3R T
Az A R R WESE R B S T2DM Z [A) 477
S 2% o5 IR AE BRAIL ) IR D 4 20 3 3 8 R 7 PR
T RN VR R AR B B 2R A 2 b A B
T RE , 7 AE JHE Y K i 8 A8 in i e B R AR LR B
240 6 Ky RE B A OB S R AR RS M AR D I O o
PR A TT AR 1Y AR KUK H T, I R B XS
HE JHE T2DM fE 25 B0 77 5 0 L8 T 4 ) I i 3l A9
[ei) B, il 20 e &5 2R HIR AT 118 & 8 [) i ke 3 1 JE O 07
B, S T2DM 9K R G 2 o S 1 S
A2 H AT ARG T T2DM (9 1 12 259 , BE W% 10 1 T
IR S A, U2 T T %o A e W ) W AT K% T I A 2
8 1, e v AL T 9 25 2 A SRR 3k B B
R A i i A B B BRE (H T IE R IR T RBOR
AR o E) S A B IR TE T G R R R 3R R IR
(glucagon-like peptide—1, GLP-1) 32 {4 # 2l 71| F| $i7 &
JIKF) Ak 2% A BIL 6 AR R it - 48 1 4R 45 9 397 B GLP-1
SZARBL BN, R R B S HE A 2 RS,
R A SRS RO GRS, WK A&
RO BERE P REROR S Sy U im R U5 i 08 L W) 3%
6 IO 5 o) it W R s A D T PR A8 A AR
S HET, E A G E] SR & IR A = P SUIG
7L E T2DM Y AIF 584 TE 80 A BESE B TE AR T
A% G IRAE AL B T2DM A8 v IR T A8, L
T2DM (697 B2 L7 9 =5 S0 AR 30 B SR

1 ARSI

1.1 ®REIT

AT F A P BEAL 0 IR E b
RIS e S

1.2 fwRBIERE

PEHL 2022 4E 1 H —2023 4 6 A 52 T I
Je i e BE B A 116 51 I8 i T2DM B8 35 R BiF 5 T
% BEAL S J ot B A g 4, 4% 58 4] . AKHF 98 &%
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FBG) . %& J& 2 h I # (2-hour postprandial blood
glucose, 2 hPBG ) , R HJ2 B v A6 I i & i) 4 Ak 1 21
% 11 (glycosylated hemoglobin, HbAlc) , % FHi 4 [ 5l
Az A BT ASCRGE I 8% %5 52 i 2 9 AEL ] % (low—density
lipoprotein cholesterol, LDL-C ) . = %% Ji fig & 1 0
i (high—density lipoprotein cholesterol, HDL-C ) | H il
= [ (Triglyceride, TG) . & I [ & (total cholesterol,
TC) 7K. i 85 6 J7 BT e B9 BMI, A U AE B 4
B (visceral adiposity index, VAI) | i 1% & i §L 18 %L
(homeostatic model assessment of insulin resistance,
HOMA-IR) . BMI ={£ & (kg)/& & (m*) . VAI
(%) =M F (em)/(39.68+1.88 x BMI) x TG/1.03 x

x1 WE-RABLE

1.31/HDL-C, VAI ( % ) = & [l (em)/(36.58+1.89 x
BMI) x TG/0.81 x 1.52/HDL-C . HOMA-IR=FBG x %%
Ji I B 3R 122.5 .
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2151 Wi/ I, x £ s) BMI/(kg/m?, X + ) Wi/ (mmHg, x+5)  &F5KE/(mmHg, x + 5)
IR 30/28 43.16 £ 6.09 29.83 £+ 1.27 145.81 +9.34 88.03 +7.12
papilskail 33/25 42.09 +5.71 30.29 £ 1.91 146.35 + 10.09 89.67 £ 6.54

X2 [ HE 0.313 0.976 1.527 0.299 1.292

PiE 0.576 0.331 0.129 0.765 0.199
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Ie4l 1031+1.59  5.53+0.96 5.06 £0.91 1435+2.61 7.30+1.38 7.35+0.75 1091 £095 6.61+0.72 4.05£0.59
YHER4L 1029+1.63 591 +0.92 4.13+0.87 1473+2.03 7.61£1.45 7.01 £0.61 10.89 £0.93  6.92+0.80 3.46 +0.37
18 0.067 2.176 5.626 0.875 1.179 2.678 0.115 2.194 6.452
P1E 0.947 0.032 0.001 0.383 0.241 0.008 0.909 0.030 0.001

2.3 WABFTFAIEEREERNEL

Wi 20 ¥A Y7 i LDL-C \TG . TC \HDL-C Fb 4%, &t
g, 25 BRI E L (P>0.05) . WHIRIT
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CoEi| 3.60 = 0.94 243 +0.61 1.41 £0.26 1.28 +0.31 1.32+0.54 0.15+0.07
papiisE) 3.62+0.95 2.85+0.76 1.20£0.21 1.29+0.35 1.31+£0.49 0.14 £ 0.05
t1H 0.114 3.282 4.785 0.163 0.104 0.885
PfH 0.909 0.001 0.001 0.871 0.917 0.378

Bl 3.12+0.71 1.81 = 0.60 1.32£0.59 541+0.83 421+0.54 1.28£0.31
popit] 3.06£0.75 2.36£0.65 1.06 +0.43 543085 4.60 +0.63 0.89 +0.25
tff 0.442 4735 2712 0.128 3.580 7.458
P 0.659 0.001 0.008 0.898 0.001 0.001
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A 29.83+1.27 2735086  2.06+0.31 378090  3.04+0.59  0.79+0.31 6.50+£0.76  396+0.54  2.59+0.61
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