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Observation of Liraglutide's Effect on Function of Pancreatic
Islets 3 —Cell in Type 2 Diabetes

CHANG Yu, GUILi, LI Ruonan
(Department of Endocrinology, The Third People’s Hospital of Yunnan Province,
Kunming Yunnan 650011, China)

[Abstract] Objective To observe the effect of the GLP—1 receptor agonist liraglutide on B —cell function in
patients newly diagnosed with type 2 diabetes patients. Methods  Type 2 diabetes patients diagnosed between
March 2020 and March 2021 in the Endocrinology Department of Yunnan Provincial Third People's Hospital were
recruited and randomly divided into an experimental group and a control group. The experimental group was treated
with liraglutide, a GLP-1 receptor agonist, for 6 months, while the control group received treatment with non—
GLP-1 receptor agonists for 6 months ( monotherapy or dual therapy) . Changes in Weight, BMI, FPG, PG,
HbAlec, FINS, FC-P, HOMA-IR, and HOMA- 3 levels were observed and measured before treatment and at 3
and 6 months after treatment. Results A total of 92 patients were included in the clinical observation (45 in the
experimental group and 47 in the control group). Compared to baseline, both groups showed significant reductions
in FPG, 2hPG, and HbAlc at 3 and 6 months after treatment ( P < 0.01). FINS, HOMA-IR, and HOMA- B
improved compared to pre—treatment levels (P < 0.05). BMI decreased in the experimental group (P < 0.05), while
it slightly increased in the control group, but the difference was not statistically significant (P> 0.05). Compared to

the control group, the experimental group showed a greater reduction in FPG and 2hPG from baseline after 6 months
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of treatment, with statistically significant differences ( P < 0.05). HbAlc showed a certain decrease, but the
difference was not statistically significant (P> 0.05). FC-P in the experimental group was superior to pre—treatment
levels at both 3 and 6 months ( P < 0.05), while in the control group, FC—P was only improved at the end of 6
months of treatment (P < 0.05). Conclusion Early use of GLP-1 analogs in the treatment of newly diagnosed type
2 diabetes, as opposed to non—-GLP-1 analog regimens, can lead to better restoration of (3 —cell function, weight

reduction, and effective improvment of insulin resistance.
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model assessment of insulin resistance, HOMA-IR) FlI
B AAIINHEEFE %L (homeostasis model assessment of B —
cell function, HOMA-B )
12 B ARMSA

RITHT, A B AT R PR R A
TR EHERTIRELSN, BREHIEE. AAW
T2DM & BEHL T AP . 5 IR IT 4 B Xt
MR, AR b 2 BB BR O B 16 95 S (2020 4
RO Y IS IR R IS bR, SR HEE GLP-1 %
WEEHNGYT 6 H o k#E—BRE B2 G
7, AR R OB, IEERERYT T R A R
MBS B4R AR e . B2 R RL & IIG T 1 B
BT, BEY R R—IEIT . RIT A
Wy hg 22 AN TR 25 4 77 8 GLP-1 S2 AR sl )
FIRLE IR, A% 18 mg/3 mLo JAY7 7 2N IEHE



136 R ERKF%H

hitps://kyxuebao.kmmu.edu.cn

546 &

TR s A IR P A B2 T s TRYT TR 0.6 me/IR
AR, 1WA, 3SR — R AR R T 7
55 R A B8 R A A A PR 1.2 me/IR,
KA EARET 1.8 mg/d.
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A 5T 4 % (BMD) = (K F/ 5 =25 5 ZHKHT 48 2L
(HOMA-IR)= FPG x FINS /22.5; 5 B ZHMiTh
AEFE % (HOMA—B )=20 x FINS /(FPG-3.5).
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f# F Graphpad Prism 9(Boston, US)#47#(¥5
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H Student's t K555, Z2H[E]%) HedFH Dunn's Multiple
Comparison test; #5118 TR0 AR A 1IEA i
/o ZEANFE, WALRG s fd A Mann—Whitney
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BE WL LR IG R . AR . MR, JLEk
1A% . BMI. FPG. 2hPG. HbAlc . FINS, FC-P,

HOMA-IR., HOMA-B %45%5 P> 0.05, Z7F L%
THERE (R, WA B L TRMI R . M
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R X (P>0.05), W#EI1,
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0.150 1 0.800. {647 31 H , =50 2H Fxt A 2H &
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0.01); HiXE4H FPG. PG Al HBAlc /K F i Z 1K
TXRA(P<0.001), 3697 6 N H I, RIeamM
X HEZH #5 ) FPG. PG Fil HBAle ¥ T8 7 B
FZ(P<0.01), HiX4 FPG Al PG /K i Z 1K
TXHA(P<0.001); RI7 6 AN, 54
XTRRZH 3 HBALe K22 G it 2 L (P=
0.055). Xf M RBEFIGIT 3 A M6 A,
XPHHELR, E BMI(EYTC B &A1k, PES
4 0.250 F10.903, FlFr & fiGyT 3~ H F6 A~ H
J&, R4 BMIE 1 3 IR T X B2 (P < 0.001),
TLE 1A,
2.3 FARITIE 3 A6 AHEEBINsEIEIRXTEE
IRITHT, SEEALRIXT BB B FINS, FC-P,
HOMA-IR fil HOMA-B £ R K4 il¥E X, PE
358 0.719, 0516, 0.085 F1 0.158, 697 34>
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Tab. 1 Clinical characteristics of the experimental and control groups( X+ s)

WiH I (n = 45) X2 (n = 47) P P
P (L /5) 14/31 21/26 1.80 0.18
B (%) 45.85+2.81 46.43+2.08 1.17 0.24
A (kg) 71.64+7.53 70.13+7.73 0.99 0.32
BMI(kg/m?) 26.57+1.94 26.47+1.83 0.27 0.79
FPG(mmol/L) 9.87+1.82 9.43+1.27 1.40 0.16
PG(mmol/L) 13.1242.82 12.86+2.46 0.49 0.62
HbAlc(%) 9.05+1.22 8.63+1.24 1.71 0.09
FINS(pIU/mL) 10.85+3.78 11.1243.39 0.38 0.71
FC-P(ng/mL) 2.32+1.24 2.51+1.53 0.68 0.50
HOMA-IR 4.58+0.78 4.86£0.76 1.81 0.07
HOMA-B 36.1946.12 37.87+5.18 1.48 0.14
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Fig.1 Comparison of blood glucose-related indicators and pancreatic function indicators between the two groups.
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