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Abstract; Objective

injection combined with letrozole tablets in the treatment of obese

To observe the clinical efficacy of dulaglutide

polycystic ovary syndrome ( PCOS) infertility patients. Methods

Obese infertility patients with PCOS were divided into control group and
treatment group according to medication regimen. The control group was
given letrozole tablets 5 mg orally, once a day for 3 months on the basis
of conventional treatment; the treatment group was given dulaglutide
injection 1.5 mg, subcutaneous injection once a week, and letrozole
tablets were treated with the same method as the control group for 3

months. The clinical efficacy, glucose metabolism characteristics,
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visceral fat, body composition and the occurrence of adverse drug reactions were compared between the two groups.
Results 42 patients were included in the treatment group and 38 in the control group. After treatment, the total
effective rate of treatment group and control group was 90.48% (38 cases /42 cases) and 73.68% (28 cases /38
cases) , the difference was statistically significant (P <0.05). After treatment, the fasting plasma glucose (FPG) of
the treatment group and the control group were (4.37 +0.85) and (4.84 +0.81) mmol - L™, respectively;
glycosylated hemoglobin ( HbAlc) were (4.84 +0.82)% and (5.25 +0.88)% , respectively; homeostasis model
assessment for insulin resistance ( HOMA —IR) were 2.45 +0.41 and 2.73 +£0. 48, respectively; visceral fat mass
were (687.19 £97.29) and (739.37 +105.24) g, respectively; visceral fat volume were (751.21 £106.34) and
(821.82 + 112.64) cm’, respectively; visceral fat area were (143.29 +27.88) and (156.39 +25.26) cm’,
respectively; body mass index (BMI) were (32.04 +3.65) and (34.33 £3.56) kg - m >, respectively; waist — hip
ratio (WHR) were 0.96 £0.22 and 1. 10 £ 0. 25, respectively; body fat percentage were (31.43 +4.87)% and
(34.37 +4.54)% , respectively. The differences of the above indexes between the two groups were statistically
significant (P <0.05,P <0.01). The main adverse drug reactions in the treatment group were nausea, vomiting, and
loss of appetite, while no obvious adverse reactions occurred in the control group. There was no statistically significant
difference in the total incidence of adverse reactions between the two groups (P >0.05). Conclusion Dulaglutide

injection combined with letrozole tablets has significant clinical efficacy in the treatment of obese PCOS infertility

patients, which can regulate the level of glucose and lipid metabolism, visceral fat content and body composition,

reduce insulin resistance, and has certain safety.
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Table 1  Comparison of baseline characteristics between two
groups
Item Control(n =38) Treatment(n =42)
Age(year,x ) 33.95 £5.59 32.55+£5.22
Duration of PCOS( year) 5.66 +1.46 5.33+1.12
Duration of infertility ( year) 3.66 +0.94 3.33+0.93
Menstruation

Normal(n, % ) 10 11

Oligotrichia(n, %) 21 25

Amenorrhea(n, % ) 7 6
Menstrual period( day) 7.42 £1.27 7.76 £1.08
Menstrual volume ( mL) 33.92 £5.63 31.45 +£6. 68
SBP( mmHg) 118.41 £10. 81  120.34 £10.25
DBP( mmHg) 71.32 +8.49 71.54 +8. 86

PCOS: Polycystic ovary syndrome ; SBP: Systolic blood pressure ; DBP; Dias-
tolic blood pressure; Control group: Letrozole tablet 5 mg orally, once a
day, for 3 months; Treatment group: Dulaglutide 1.5 mg, subcutaneous
injection once a week, letrozole tablets with the same method as control

group, treatment for 3 months.
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(P<0.05), W52,

x2 WHBFERITRLE (0, %)
Table 2

Comparison of therapeutic effectiveness between two

groups (n, % )

Ttem Control (n =38) Treatment(n =42)
Excellent 16(42.11) 25(59.52)
Effective 12(31.58) 13(30.95)
Tnvalid 10(26.32) 4(9.52)
Total effective rate 28(73.68) 38(90.48) *

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

R332 HBE ARG D LA
Table 3  Comparison of ovulation rates and pregnancy outcomes

between two groups

Item Control(n =38) Treatment(n =42)
Ovulation rate(n, % ) 32(84.21) 37(88.10)
Endometrial thickness( mm, x +s) 9.90 £2.12 10.35 £2.53
Max follicle diameter( mm ,x +s) 18.84 £4.76 20.32 +4.39
Pregnancy rate(n, % ) 18(47.37) 22(52.38)
Live birth rate(n, % ) 14(36.84) 18(42.86)
Abortion rate(n, % ) 4(10.53) 4(9.52)

3 2ABEHIPFEIRE R LR

XT LU 2H A8 2 100 HE IR 38 F PN IR B L A K B
HE R RAE IR 36775 7, 25 1 BoR LR
Rt fES 22 L E F LG22 B L (P >0.05), Il
%3,
4 2 HBEEREIFELLE

YATTHT,2 41 FPG HbAlc . HOMA - IR /K3F
TREWZER(P>0.05) . 5IGIFHiAH I, 677 )5 X%t
ML AN 3R 4] FPG HbAlc (HOMA — IR /K- 2 FEAIK
(P<0.05,P<0.01, <0.001), S5xfMAAML, X5
4H H % FPG . HbAlc, HOMA - IR /K V35 i 3 &A%
(P<0.05,P<0.01),00134,
5 2HBEHFRKTELR

SIRITETA B, 2 AR EIRYT IS LH  AMH /KF-3
A, FSH /K- 1 2 T (35 P <0.001) , {H2 44
) LSRG 27 b 25 S/ gt it 22 = L (P >0.05)
WS,
6 2HAFENELE

G ZE IR, 45 R B TEHERR T4E IS |
SRR RISE LA 2 5, RS AL A YT 5 A P AR By
i I ENR R RN 7 AR G 2 R A
Gt L (P <0.01) , S5XF AL, 54l #
JIE P 195 Ot P9 B A A B L oA U i 7 T R 2 IR
(P<0.05,P<0.01), XRG4 B FHIGIT AT Lik+g
PR BB A2 (P >0.05) , WK 6,



3182

v [ IS

41

522 3 2025 4F 11 F (5 444 1)

R4 2 HBFRUAFIE L (x £5)

Table 4 Comparison of glycemic characteristics between two groups (x )

Control(n =38)

Treatment(n =42)

Ttem
Before treatment

After treatment

Before treatment After treatment

FPG(mmol - L") 5.38 £1. 16 4.84 £0.81* 5.63 £1.06 4.37 £0. 85" =
HbAlc(% ) 5.83 +0.94 5.25 +0. 88" 5.91+0.97 4.84 £, 82+
HOMA - IR 3.44 £0.94 2.73 0. 48" 3.68 +0.97 2.45 £0. 411

FPG: Fasting plasma glucose; HbAlc:

“P<0.05, **P<0.0l, ***P<0.001;

RS 2HUBEMFKFHE (2 £5)

Table 5 Comparison of hormone levels between two groups (x +s)

Compared with before treatment,

Hemoglobin Alc; HOMA - IR : Homeostasis model assessment of insulin resistance ; Compared with the control group,

#P<0.05,

#p<0.01, *P<0.001.

Control (n =38)

Treatment(n =42)

Item
Before treatment

After treatment

Before treatment After treatment

LH(mU - mL™") 13.19 +2.77 8.25 1. 62" 12.26 £2.52 7.73 £1. 85"
FSH(mU - mL™") 3.57 +0. 87 5.12 +1. 15%# 3.32+0.82 5.43 +1. 04"
AMH(ng - mL.™") 9.13+1.77 4.62 1. 17" 8.52+1.64 4.19 1. 03"

LH: Luteinizing hormone; FSH: Follicle — stimulating hormone; AMH; Anti — Miillerian hormone ; Compared with before treatment, *P <0.05, #P <0.01,

#p <0.001.

RO 2 AUBEWNMENR LR (2 +5)

Table 6 Comparison of visceral fat between two groups (x £s)

Control (n =38)

Treatment(n =42)

ltem
Before treatment

After treatment

Before treatment After treatment

Visceral fat mass(g) 751.21 +115.38

839.63 £141.74
161.21 £35. 84

Visceral fat volume( cm?)

Visceral fat area(cm?)

739.37 £105. 24
821.82 +112. 64
156.39 £25.26

687.19 £97, 29%*
751.21 £106. 34%#*
143.29 +27. 88***

763. 38 +£106. 23
834.52 +135.23
165.36 £31. 44

Compared with the control group, * P <0.05, **P<0.01,

RT 2HBHEHERED LB (v £5)

P <0.001;

Compared with before treatment, *P <0. 05, *#P <0.01, * P <0.001.

Table 7 Comparison of body composition between two groups (x *s)

Control (n =38)

Treatment(n =42)

frem Before treatment After treatment Before treatment After treatment
BMI(kg - m~?) 35.15 +2.09 34.33 £3.56 34.39 £2.24 32.04 £3, 65*##*
WHR 1.14 +0.38 1.10 £0.25 1.19 £0.24 0.96 +£0, 22%#= =
Body fat percentage( % ) 35.41 +5.88 34.37 +4.54 36.32+5.75 31.43 £4, g7%#* =
BMI: Body mass index; WHR: Waist — to — hip ratio; Compared with the control group, *P <0.05, ** P <0.01, *** P <0.001; Compared with before
treatment, *P <0.05, #P <0.01, P <0.001.
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