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Abstract

Objective: To explore the effect of dulaglutide combined with daggligin on glucose and lipid meta-
bolism and visceral fat in overweight and obese type 2 diabetes patients. Methods: Eighty patients
with type 2 diabetes who were treated in the outpatient and inpatient departments of the Endo-
crine Department of Shiyan People’s Hospital from January 2022 to January 2023 were selected. Ac-
cording to body mass index, they were divided into super recombinant (n = 40) and obese group (n =
40). Both groups were treated with dulaglutide and dagelin for 16 consecutive weeks. Fasting blood
glucose (FBG), 2-hour postprandial blood glucose (2 h PG), glycosylated hemoglobin (HbA1c), total
cholesterol (TC), triglyceride (TG), low-density lipoprotein cholesterol (LDL-C), and high-density li-
poprotein cholesterol (HDL-C) before and after treatment were compared between the two groups.
Body weight, waist hip ratio (WHR), body mass index (BMI), visceral fat area (VFA) and visceral fat
index (VAI), and the occurrence of adverse reactions during the observation period were record-
ed. Result: There was no statistically significant difference in various indicators between the two
groups of patients before treatment (P > 0.05). After 16 weeks of treatment, the FBG, 2 h PG,
HbA1c, TC, TG, LDL-C, body weight, WHR, BMI, VFA, and VAI of both groups of patients were lower
than before treatment in the same group, while HDL-C was higher than before treatment in the
same group. In addition, the degree of FBG, 2 h PG, HbA1c, body weight, WHR, BMI, VFA, and VAI
decrease in the obese group was better than that in the overweight group. There was no signifi-
cant difference in TC, TG, LDL-C, and HDL-C between the two groups after treatment (P > 0.05).
Conclusion: Dulaglutide combined with dapagliflozin can effectively reduce VFA and VAI in over-
weight and obese T2DM patients, and has better therapeutic effects on obese patients.

Keywords

Dulaglutide, Dapagliflozin, Type 2 Diabetes, Visceral Fat

Copyright © 2024 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|15

Bl E NG 7 R S5 ey, FRE 2 BU5E /R (Type 2 Diabetes mellitus, T2DM) 5 R IR 4
FHE[L]. MHEEMERS T2DM ZIF5S, & T2DM LT R K R [2]. T2DM B3 & 3 m g M |
PR T 07 38 I ANAN (R A B R AR [3] o FE R M K2 — i =g LBE 2 FE K 1 (Glucagon-like peptide-1, GLP-1)
ZARBSNF, 0T PRGN . ACRARTE, XAERERGE E I 2 BN R B 1T R kA B —
B & B L5185 A 2 (Sodium glucose transporter-2, SGLT-2)M 7, AIBARIMIE . M8E. 4K AL I8 K
Koo XN ZMITEIR R V2, (RO P AR 2 I A 0 R AL E T2DM (38 VA 2 VAL BIFFE /b
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Rk, ASHI FEA0ER T BE B IR & I8 4 #1450 e AL e T2DM B BENRAR U HE AR . I AT A 77 i AR
(Visceral fat area, VFA) } PN I i 1l 5 £ (Visceral adiposity index, VA RSN, 82 F b I & 15 4% 5115
XF R AR T2DM IR SR 2 B E 2R, BRI EE B wp a7 s gt s e s %

2. AMERE
2.1 —RRFER

Wb 2022 - 1 A % 2023 4 1 H T N REERE N 2 EH 172 K AFE B ia T 16 AR T2DM &
& 80 i, MRYE B H R E Fe o H FE 4 (n = 40). AERELH (n = 40), HEE T 22 %1, < 19 fl, “FI34E#(52.17
+7.88)%; LA 24 4, Lo 16 ), THYFER(51.76 £7.09)% . WAL —fRIGK T RIAHEL, 2RS0T
TR (P >0.05), INFRHE: (1) #2080 2020 fRAH) (F[E 2 BUBEIRWETG TR ) 2Wr T2DM, HARE R
¥ (Body mass index, BMI) > 24 kg/m?; (2) #i{k Ifi 41 & 11 (HemoglobinAlc, HbAlc) > 7%; (3) HEHEE
s RS, HARBENIAZ Bt HERRFRE: (1) 1 BURERW ML kR R (2) &9F™
ol AT B S EER RS S (3) /A1E T2DM SME I AIES & B B (4) A HFIRR
iR SR B EAR A s (B) BRGNS . ANRESE AR A (6) X GLP-1 ZMEshl. SGLT-2 #il it
s (7) WRTERATEESE . A ASEGACHEZ RS HE AR .

22. JBITA%E

P B F G TR EREAT, XN EFEATRENZIIES. IR b, PSR R
JIK(Eli Lilly Netherland BV, 0.5 ml: 1.5 mg/>) 1.5 mg/i%, B¢ RS, 1 RIE, Beaik#s 5% (Astra Zeneca
AB, ##: 10 mg/F), 10 mg/ik, HRR, 1¥k/d; PIHLESERIT 16 .

2.3. MEIEIR

(1) BEACUFEFR: R IRE AR I 25 i 1 B% (Fasting blood gluco, FBG). & J5 2 /N I ##%(2-hour
postprandial blood glucose, 2 h PG); &7 Rl J545°K4E 5 ml 2= B H ik I FH 4= 5 20 B ifi 212 (1 20 A A0 2
HbAlc; (2) NEAURNTEFR: TIGITHTG 73 K4 2 ANERIKIMARA 5 ml ZEATRLI, KA B A B oL HE FL
B0y, B4R 15 em, B0 3000 r/min, 250 5 min, K 4 E 30 AE LUK s IR [ B2 (Total cholestera,
TC). Hith =& (Triglyceride, TG). % & s &% F1 HHIE B (Low density lipoprotein cholesterol, LDL-C). 5%
J£ i £ 141 JIH [ % (High density lipoprotein cholester, HDL-C); (3) WAEAEMG: % P AE g i 25t 1 (Wi i
AT, Al HDS-2000)M % B 1 VFA, FE1THHE VAL

P VAL =[WC/(39.68 + 1.88 x BMI)] x (TG/1.03) x (1.31/HDL)

P VAL = [WC/(39.68 + 1.89 x BMI)] x (TG/0.81) x (1.52/HDL)

24. GIEFERZE

K HH SPSS 25.0 A AT /- Hr . THRERRILINE + ARdEE(X£9)R0R, FrE IEA AT Z5¢7
(RPN 2H BB AR 2 R) LU AR MR A t A, ZH N ERECR BT t A58 ; BRI n(%)#Fas, KH
R, P<0.05 AZEFAEGEE L.

3. &R
3.1. FLARTTRTE A RIEFRRIELE

VEITRTPZHAAE . BMI. WHR Z R L4015 (P > 0.05). J&J7 16 )5, WA AE . BMI. WHR
IR, HIERHA RN TEESH, ERERIT¥E (P <0.05). 1Lk 1L

DOI: 10.12677/acm.2024.1451679 2260 I IR = =23t e


https://doi.org/10.12677/acm.2024.1451679

7PN 95

Table 1. Comparison of body weight, BMI, and WHR before and after treatment
= 1. AITRIRAE. BMI, WHR HILLER

A (kg) BMI (Kg/m?) WHR
2
YBIT AT BT IR BT AT I BRI RN

B H 75.30 £8.23 72.99 +£8.10 27.89 * 2.65 26.14 £2.23 0.96 +£0.04 0.95+0.04
AEJE2H 78.77 +10.52 69.80 + 6.02 29.06 £ 2.96 27.40 +2.52 0.97 £ 0.05 0.93+0.03
t1H 1.643 1.999 1.862 2.368 0.988 2.530

P{E 0.104 0.049 0.066 0.020 0.327 0.013

3.2. FLRATTATE R IEHEHRELE

HITHIPI4L FBG. 2 h PG, HbAlc ZRTLGuit5 = L (P >0.05); ¥5J7 16 i), W4 FPG. 2h PG
1 HbAlc /K FYH BT N, AL THEEL, PERE4LIGIT)E FPG. 2h PG, HbAlc FIFHERE, ZRAE
Giit 2 X (P < 0.05), W% 2.

Table 2. Comparison of FBG, 2 h PG, and HbAlc before and after treatment (X +s)
52 2. J&FTHIFG FBG. 2h PG, HbAlc BIELER(X +5s)

- FBG (mmol/L) 2 h PG (mmol/L) HbAlc (%)

o VRITHET BT A Epagill BITE 1BITHT BIT A
B E A 9.30£1.42 7.52+1.04 12.27 £ 3.08 9.95 + 2.02 8.66 £ 1.32 7.81+£1.70
JEJEZH 9.96 +1.88 8.01+1.05 12.78 + 3.66 8.92 +1.46 8.82+1.30 7.10+£1.12

t{E 1.772 2.097 0.674 2.614 0.546 2.206

P1E 0.080 0.039 0.502 0.011 0.587 0.030

3.3. MAARITRIEEERIHIEIRAVELE

WBITHIMZH TC. TG. LDL-C. HDL-C ZR T4t & X (P > 0.05). ¥J7 16 /5, ML TC. TG Al
LDL-C % Ri4IFEAK, HDL-C BRI T - 397 )5 Wi TC. TG, LDL-C.HDL-C %55 L4125 X (P > 0.05).
W3 3.

Table 3. Comparison of TC, TG, LDL-C, and HDL-C before and after treatment
% 3. JAITHIR TC. TG, LDL-C. HDL-C HyEEE

TC (mmol/L) TG (mmol/L) LDL-C (mmol/L) HDL-C (mmol/L)
Al
T TR AT TR T T IR T TR

R 4.67+1.20 3.60 £ 1.02 2.60+1.11 155+1.01 3.15+0.53 2.20+£0.52 1.11+£0.23 1.17+0.25
AL 4.88+1.24 3.83+1.04 2.88+1.36 1.80+1.12 3.29£0.60 2.41+0.65 1.07+£0.15 1.13+0.21
t{E 0.770 0.999 1.009 1.049 1.106 1.596 0.921 0.775

P 0.444 0.321 0.316 0.298 0.272 0.115 0.360 0.440
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3.4. PELRIRTT G MIBEAE AT EY ELER

VRITHIP4L VFAL VAl ZR 401245 (P > 0.05). 697 16 J& )5, 4L VFA F1 VAL K24 B
TR, HARREAR) TR B THEL, ZRASEE (P <0.05). L& 4.

Table 4. Comparison of VFA and VAI before and after treatment
= 4. JAITHIRR VFA. VAI BIELEE

VFA (cm?) VAI
ZH 5
YRIT R BTG BRI BIT G
R 109.70 + 22.57 104.90 + 21.87 3.81+0.83 3.49 +0.70
AEFREH 112.93 + 23.61 95.20 + 19.54 3.93+0.93 3.16 +0.73
t1H 0.626 2.092 0.609 2.064
P& 0.534 0.040 0.544 0.042

35 MEBEFREGHLERPLR

PZHI6TT 16 R, E A p) B IR R SR 1, S WXL 2 . IS 2 . PRERIER G
200, ARRPIRAZRN 17.5%; AEREEE HIVRIMPEFAE 1 4], B0, Xk 4 61, BRYS 16, JREgEGL
14, ANRRMNKEEZRN 20.0%. MAHAARKSRKAEFMEY, LREEZERP >0.05). W7 5.

Table 5. Comparison of incidence rates of adverse events between two groups

5 METREHLERILLE

P! 1K it 4 LR I g5 JREEIEG AR RBIE[(%)] ﬁ
P
A 1 2 2 2 7 (17.5%)
0.082 >0.05
REEJHE2H 2 4 1 1 8 (20.0%)
4. &g

JEE i K IR B ik A% A1) 15 1T DA e A8 FE AT AR BE T2DM BB IR AR, 41K FBG. 2 h PG. HbAlc. TG.
TC, F+& HDL-C, [FIR R IRERAE, F{&{AE . BMI. WHR, VFA % VAI, HYE FBG. 2 h PG. HbAlc.
fA#E . BMI. WHR. VFA K& VAI Jj1il, FERpERRECE 4% 5113 X IR T2DM B35 U0 T8 T2DM
B, /£ TC. TG, LDL-C. HDL-C Jy [, FERiFEIRELG kS0 E T2DM &35 FIAERE T2DM &35
TRFHER, G, FERERBEA ARSI T B EAERE T2DM B & — AN S AR 2 2 Ha
ST 5fmg, ENHIERE T2DM B R Ak
5. Wit

DM &t FE P — T E KA L PAEB, & SEE T RN E BN R —[1]. R4 E brbE R
&2 (IDF)2r T, Tiit3] 2045 45, DM B0 KL 9.9%, HA14) 90%(1) DM 4 T2DM [4]. AEREAE

REBURIEE K R RAT S, AIREVERT S0 4s RAUESE, JEMZ T2DM I EZERE R, MR HEMT:
F L AR A HAR B BN B G K R 3R [5] [6] [7]- MR B0 S B AR S A 2 XU 5 4 i
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DAY, AR SHIREEA IS, SHMNEVENLRE B E ARG, PR A e 5 3 10 880 267 W s A
T PR AR TS T A I IS, TR R TR 5 8] [9] .

FERIHE IR KR GLP-1 32 A4 77, AR T 166 15 2 40 W, DAL e i SE 4 1) FAIK FBG A HbAce [10]s
T 1) 4 308 3 0 ) 2 ) EE A, A R P AR A SRR R e, AT BRI BB [11], BRI
FBG. 2hPG & HbAlc TIMEELEEZE R AWEAR, GLP-1 32z 84 Lt SGLT-2 #7542
BT B () URE 45, GLP-1 24 B 7% HbALe BRI 5175 1.4%, SGLT2 #4i|71% HbALe FIF#MIKIA 0.9%
[12], ARG REA—5L.

GLP-1 BA#MGI . & BHTMIEN, @dr-AfeZibEs, (R, M innH
T =R RSB PL BE ORI TE B, BRI ) B9 R S o MR UL [ 23]« b4, KB IR RIEFIERH, GLP-1
SZARBEN AT DL L T2DM B R IG5 S Be PR 20 IR S8 5 IR ER TG AR FE g 2 1 (Very
low density lipoprotein, VLDL)/KF-, & HDL-C /K-¥[14]. HAWFTER, SGLT-2 #il7|A{ LDL-C
J HDL-C /MBEES N, FEIPR S50 8 E LDL-C (/NG I EASTZ 0 SGLT-2 $0H1 7 () A 44O 1 5
fRAL[15]. DRI T T2DM GB35 KU, G B FERDHE TR AN AR 4140 1 Fh 2459 R 8 A5 Rz il i
T TS C XL 55 )

GLP-1 nf DA J5 B HE 2 I > B R 7 s, AT FRAC B, SEUAE EE[16]. ARFFERM, 1
7 LRI M R A B T R R BN GLP-1R SZ AR ShF, Frfs .3 11 BMIL VAL 356 AT T F%[17].
HA WM EL S| GLP-1RA AJ {f WC Jii /> 2.4~2.6 cm [18]. SGLT-2i {iiid & )% & 4 MR b HE s, HE
W2 R E R R ST AR BUR I RER, [FIR B NAE R FE. B, A E 1 IREE[19]. 21
BE ML RSSO B 98 s, SGLT-2 iR 257697 12 JH, IR EEE L 8-2.26 kg [11]. WC
BMI 2 o IfIL B 500 O A ST fE B TR 28, WC BEBE N 1 om, O IILE S 1 XU 38 0 2% [14]. R, 5 o b
K5 IEM B BEA B T E AL RS T2DM, fefg i@t ik . BRIK BMI AT WC,  #E ik /b 0 I
IR A o

FEE ., ERER) T2DM BFLEIGARF I WL, HAERS T2DM HAHW . Fik, X T@HE, e
T2DM &3, BT FERE, EROGHERE . SRR SCE AR AT 5T A AR FCUESE T M KA
IS B N TR E AR T2DM 8 BA B3 1R IT BGR, AMUBERE, B rTE . BRI VFA
K VAl HABINA RN KA R, SHEEMERE T2DM B A=, JEHXTIERE T2DM B 3R #
B, AHERBERNCHE T2DM BE T T RN EE LRy —.
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