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HE . BR  shka) #4885 NWARE RIS 7 2 B ks (T2DM)A-IF § 97 3 42848 (PCOS) #) 97 LB
AP, FiE RIR20214F7 A—2023 48 A Mabdado ) L& ERIKIE 69 1534 T2DM A-F PCOS &5 AR5t %, 45
FEHUH T ok 5 A 5T BB (77490 ) Ao AR LE (76 4] ), S RRLLIEST W ARG IR RS, WAL 4 8] F 4G IR, B 2008 77
IMABIMERR ., VARSI G ARSI IAT L E SN A RN F A M AR R B R AL, R K
204 9T RS S s BE 2 h ot R B R AR IS R B B—2m iR Ak 3E A ZAA I K T AT RAA(P <0.05), YLE
LG YT BTG Z B B B B 09 ZAEH K T RRAL(P <0.05), MUELE T AT )6 SEBR M BF AT Rk A R E AP
AR F A AR T HRBAL(P <0.05), VAMET G MREE—1 S mieiitEa—1 RS EHERR T,
BRI H BT - 1é’37§4ﬁi’3kﬁfﬂgéﬂ(zﬁ <0.05) 0 WLELE SFPRLLE 2 R R RS K A F 5 H A4 6.58% A= 5.19%, £
F ARG FEL(P>0.05), G MARGpRAAIL, 8] £A5-8-Bk 4 57 T2DM A-5F PCOS B4 e B4R Rift &
AR B JE o B T4 ILW@?\E%%“ HATHE,

KR - 2BMERR; BRI, 3] FARGRK; NG TR BAK

hESES . R587.1;R711.75 XERFRINES . A

Comparison of semaglutide and beinaglutide in the treatment of
type 2 diabetes mellitus with concurrent polycystic
ovary syndrome*

Liu Na', Shen Yi-xuan®
(1. Department of Gynecology and Endocrinology; 2. Department of Pharmacy, Northwest Women and
Children's Hospital, Xi'an, Shaanxi 710061, China)

Abstract: Objective To compare the efficacy and safety of semaglutide and beinaglutide in the treatment of
type 2 diabetes mellitus (T2DM) with concurrent polycystic ovary syndrome (PCOS). Methods A total of 153
T2DM patients with PCOS admitted to our hospital from July 2021 to August 2023 were selected, and were divided
into the control group (77 cases) and the observation group (76 cases) according to the random number table method.
The control group was administrated with beinaglutide injection, and the observation group was injected with
semaglutide. Therapeutic effects were evaluated in both groups after three months of treatment. Changes in glucose
and lipid metabolism indicators, sex hormones, peripheral blood factors, and adverse drug reactions were compared
between the two groups before and after treatment. Results The differences in FPG, 2hPPG, HOMA-IR and
HOMA-B levels before and after treatment in the observation group were higher than those in the control group (P <

0.05). The differences in TG and TC levels before and after treatment in the observation group were higher than
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those in the control group (P < 0.05). The differences in T, E,, LH, and FSH levels before and after treatment in the

observation group were higher than those in the control group (P < 0.05). The differences in OM-1, MCP-1, IGF, and

NSF-1 levels before and after treatment in the observation group were also higher than those in the control group (P <

0.05). The overall incidence of adverse drug reactions was 6.58% in the observation group and 5.19% in the control

group, with no statistically significant difference between the two groups (P > 0.05). Conclusion Compared with

beinaglutide, semaglutide demonstrates greater advantages in improving glucose and lipid metabolism, hormone

levels, and peripheral blood factors in patients with T2DM and PCOS, and is considered safe and well-tolerated.

Keywords: type 2 diabetes mellitus; polycystic ovary syndrome; semaglutide; beinaglutide; curative effect;

safety

2 HUBE PRI (type 2 diabetes, T2DM ) £ & = Il B
S0 M B KR Al A T G, B JiE
o 0 2 e XU O A v IR 8 25 53 D RE
TN MBI 2 2 B HE 25 5 AE (polycystic
ovary syndrome, PCOS ) /35 g3 &5 R HCHU I e =
K S5 T AL B By B SRR AR, B B R
AN RE A A% M ) 4 L B A0, S B s
e TR I R AR A 2 SR R B 2K o A R, gk —
G20 EN 7R I (5 111 1 o[£ B N 351 2]
AT RE AR T2DM 45 51 PCOS S8 3 1B , A7 T 1 97 %%
AR AT B AR R A ) R DR AR I R
1HYT T2DM 18 F 259y, Al B9 e 2 2 U il
JE W JEORE T 1 B &5 3R 3 I W] SE A IR —
ol 7 K A0 v A R AR R -1 2 A B R, L 4
il e J32 ARSI AL A A1 IR 02 2% 20 0 4T ) IR v LB
BT W, 2 IO a5 A K i A A AR g Y
W H T A SERS &K DUIRE IR T T2DM &
I PCOS f8 2 J7 RO X L B o AR B2/ o Bl 25 49
H T T2DM 15 JF PCOS H & I PR 3K 4 5 4 i B =
H2iE .

1 PRSI

—AgE
EH 2021 4E7 A—2023 8 Ak id & JLEE
[ U344 153 5] T2DM 4 3 PCOS (3% R BF o8 % 42,

1.1

(76 1511) o T 24P SRS K LA Y R 5 A 4 2L (body
mass index, BMI) . T2DM %5 F2 F1 PCOS %5 72 L 4% , &
XK, 22 R TG EE L (P>0.05) , HA T
PECULFR 1) o AW 2 R Be 8 B2 53 S 4L E[No
2021 4E5E (6 5) .
1.2 MANSHRERE
12,1 ndrg OFFG T E 2 BB R BT iR 15
B (2020 4F Ji ) Y T2DM 12 Wb v A £ 48 O 5 25
A E R E 297 38 R )T PCOS 12 W bR 1 5 Q4 i >
18 % 5 @ W WUNIA I7 SR A s @BEAE JC 7] 3645
K DUIRE IRIR YT S s OXTIRIT AT 2 ; @ B &
B AE R E .
122 Hrearg OEMEMIE T E RGO K
RGP ; QT ZLNEA V) AE B AT ; @F 1 B A5 2ok
PRSP 5 B PR s B 192 v 2 55 05 O 2 IE &
it 5 © 4T W sl il L 2o s D24 W ik S sl (B AR AR
1 @MEZE  ARKVIH
1.3 HmxFI SR

AR R — F U (3R v i 25 (VL0 ) A7 BR A &L 7
it S L ACGO153 , [ 24 ik 7 H20023370], U1 IR 4 ik
TSP A 2 A W il 25 e A3 RS &1, 7 it
510202106002, [ 25 #: 7 S20160007 ) , 7 6 4% £ ik
T CHLAK < 1.34 mg/mL 3 ml/3Z , WA 70 7 512
FF 22 1 AN | P2 AT 0 202104AXG, [H 24

& SJ20210015) . 52 B (Testosterone, T) . M — {5

iz B AL 5L 5 32 1k 4 S X B (77 1)) A0 R A (Estradiol, E,) | fi2 # {£& 2 i % (luteinizing hormone,
F1 WAlRKER LR

205 n B 1z 145 SRR (Y, x+s) BMI/(kg/m?, x = s) T2DM Ji e/ (4F, x £ 5) PCOSHHAR/(4F, x + 5)

X HEZH 77 41/36 39.25 +5.02 23.98 +1.29 574+ 1.02 3.01£0.58

MMERLH 76 44/32 40.02 £5.17 24.16 £1.25 5.86 = 0.99 3.14+0.54

X2/ il 0.335 0.935 0.876 0.738 1.434

PAE 0.563 0.351 0.382 0.461 0.154
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LH) .2 bP #9432 (follicle—stimulating hormone,
FSH) | A2 4 it #4 £k 8 F —1 (monocyte chemoattractant
protein—1, MCP-1) | i i E B A K F (insulin-like
growth factor, IGF ) 17| & 400 [ I i B3 A= M) B 42
A BR 2 A CHiE 5 5 51 0+ ml064301 . ml106310
ml104023 . ml104023 . ml105321 . ml1106300) . [} i 2 -1
(Omentin—1, OM=1) F1 £ £ # il [N T 1 (Nesfatin-1,
NSF-1)i 7 &40 A FigER A WA IR A R (5
53 K - ZK-3542  ZK-3598) . 4= [ 8 A Ak 43 T AL
HITACHI7600 40 H H A~ H SLA7 FR2 A
1.4 Fik

PIAH B FH 4 T IRE VBRRE S, IR
I, 1.0 g/, 2 U/ o X B K2 TR T 55 DUIR 68 ki 25
W, R AR ) 4 0.06 mg/IKR L 3 UK /d, 2 BT S min B
TS IR ST AR 4 J5 T 4R ) &R 8 2 0.20 mg/ 1K,
3. LB AL VE G A SeAR B IR, 1R/ R R R
40.25 mg/J& , 4 JE J5 18 % 0.50 mg/ A, 6 97 4 J8 J5 5
i AT A 1.00 me/JE . PRALIRYT 3 A R MR EUR .
1.5 WEIERR
151 fEfRtIEAT  IRITRTE IR RE S R
J& 2 b DK I, SR A 2 AR A il 1 0 A S R I
(fasting plasma glucose, FPG) % J5 2 h Ifil ## (2-hour
postprandial plasma glucose, 2hPPG ) ; & H b 2% & ik
LRl Rl I I g I 11 T (=
(homeostasis model assessment of insulin resistance,
HOMA-IR) . ¥ & B - 40 2 T fiE 48 £X (homeostasis
model assessment of (B —cell function, HOMA- B) ,
HOMA-IR =25 ig i &% & x FPG/22.5, HOMA- B =20 x
MR R /(FPG-3.5) .
152 iR RAtFEAR IR RTE R R A IR AR K
I, R4 A S A=A TG i Hil =15 (Triglycerides,
TG) B EE (total cholesterol, TC) 7K -
153 MREA RS RIE R B S L, 2
AT BRI , A28 RGN E T, .LH FSH /K-,
154  SMRAAmmieR T REBERITHG=E
DK I, 43 5 LT, SR FH TR 93 WA A 3 6 00 < i
i OM—-1 . MCP-1 .IGF \NSF-1 7K,
e e R SRR YT ] A I A TE BN
IR M WE S5 25 AN RO & AT 0L
1.6 SitFHE

B 23 b7 R A SPSS 18.0 G4k . 31 R e R

1.5.5

ARG « BRifE 22 (x 2 o) o, HORH ¢ K050 5 £ vt
BRI R A (%) 3o, U X K. P <0.05
HEFAGEITFTE L,

2 Z#R
2.1 WAHETEIEEREIEIRNTHL
X2l 5 AL L1 iR YT T A FPG L 2hPPG \HOMA-

IR AIHOMA-B R ME LU, & 1 0, 2 3 A Gt
3 X (P <0.05) ; WL 41 3R 97 1T 5 FPG . 2hPPG |
HOMA-IR . HOMA- B [ 2 f ¥ K F X # 41 .
W2,

x2 MWMABFTEIEHEREEROEELRE (xzs)
o FPG 22{8i/ 2hPPGZf{l/ HOMA-IR HOMA-B
“ (mmol/L)  (mmol/L) 28 ZEH
YR 77 2.01+042 3.06+052 0.79+024 0.35+0.13
WiEEH 76 2.38+043 3.41+057 1.32+043 0.52+0.17
tH 5.384 3.969 9.430 6.954
P{E 0.000 0.000 0.000 0.000
2.2 MWAHBTFIEREREERNEL

X B2 5 BB YT RIS TG \TC 1 22 L #E
Z KB, 2R A G E X (P <0.05) ; g4
WRITHTE TG \TC I ZZE R FXT I . L3R 3,

*®3 WHERTAEREREIEFRNEELR (mmol/L, x +5)

285 n TG 244 TC2AH
Xif I 77 0.42+0.12 0.62+0.13
pUEZS4) 76 0.71£0.16 0.86+0.18
1 12.694 9.464
P1H 0.000 0.000

2.3 MARTHEEEENTL

XFHRZH 5 WS40 TS TLE, \LH  FSH ) 22
EHILER, &t K, 22 S YA G4 2 L (P <0.05) 5
WML RITFRT G TOE, . LH  FSH 19 24 {5 24 K T %F 1]
M. W&k4,
2.4 WHEETrEIESNE MR EFRIZL

Xf B 4H 5 WL LR Y7 1T OM-1 . MCP-1 \IGF
NSF-1 (2 (H L5, 40 e K 50, 22 39 G it X
(P<0.05) ; MELLLIAIT R OM=1 ,MCP-1.IGF \NSF-1
(22 KT XA, WS,
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*®4 WMARTAEHERRERNEELR Gxs)

TZMH/  E,ZMA/(py LHZE(E/  FSH2ZE(H/
205 n
(nmol/L) mL) (u/L) (w/L)
XRH 77 057+0.16 12.09+247 1.73+086 0.75+0.38
WL 76 0.74+024 1544+295 298+0.94 1.26+0.42
A 5.161 7.620 8.584 7.878
Py 0.000 0.000 0.000 0.000

*5 MWAERTAIEMEALAHEEFHEELE (rxs)

5 OM-1ZM8/ MCP-12  IGFZ{f/ NSF-12:{H/
Z n

(ng/L) {E/(pg/l.)  (mmol/L)  (mmol/L)
XHHAZH 77 15.61 £2.11 20.07 +2.46 4246+5.17 0.31+0.09

WELLH 76 2436 +4.53 24.55+3.66 59.24+6.83 0.48+0.16
i
PiE

15.347 8.896 17.148 8.113

0.000 0.000 0.000 0.000

2.5 ZEMTEM

Xif R A s 3 49 A it b 1) 5 £ 4 AR
I 2 ) I A TE S 0 2 ) Sk 1 LSS A AR
REZH S 25 WA B ROV & A 253 511 R 6.58% F115.19%
xR, 22 5 gt L (x°=0.132, P=0.716) .

it

JIEJRE i 0 254K L T2DM . NG I 45 95 0 5% 15
PRI 1E PCOS L U H L, PCOS (% H 1A 5+
N 05 2023 53 A5 RN 43 A ARG, X 2 SR R
T 7K SF- T B0 ST ZE AL LB W SR AR AT
B T2DM %% 95 KU, T2DM 4 3 PCOS H & £
FIMNCRE R T 2 CHEDE D) RE RS A5, AT 50
FBH A B A PR S B 5 B U R I R
HEHOINE A E G I A It A RS, AR T
FiE AR5 25 L mT 02 1 5 0 B T B AT M 4G D)
B BERR U RS TR O R AE FR L T2DM & I
PCOS [ BIIRIT 25 W) A AZE AR B , 14075 Ul 20 44
B B R i AE T RE B R RS R UM R
A T AE 7 TR B A0 L ) 3% 2

ARG LGSR Bon , A% IR DR KR
57 T2DM 4 3 PCOS F& 3 ] B I o 35 4 g A0t 22 Jik
B BT VLR S K AT A 2 A AL PR A i 4 4
Xof g 8 2 1 AECIER A 400w O R DR B, A O
5 AR, I B AR IR 2K o DR £ Sk T o) 3k fole
B 2 L 43 DA B 22 I A5 3%, DA 3 0 e 5 FE KO- 5
A0 DUTR - JIK B8 5% 50 A 1 200 b A8 T O i e, 2 a2 g

3

U7 T 4R Ak, 2 T 4 R AL A BB T R R I 3 RURK
P, B7 1E A 107 6 P v o 3 R e i s A
A A% A ORI B A A FEREROR e A
U I 355 7 I 14 ) ) ) 558 e 0 24 4, R 3 st 301
5 2RIV I #3510 25 43 0 A 4 ) 5K XU ST
FER B, A EM S RIS UICE YT T2DM
A IR IR AU . RODBARD %5 57 45 5
7N, T A% IR A YT T2DM A B G R IG 5 3 1 B K
Vo, AR RAFENIWF Y A R BOR , R A SRR T
T2DM £ Jf PCOS £ 3 n 45 il Mo el o IR 0 WK &2
IEHHEDY ARSI K . X SR 45 R R
] & 4% & JIKI6 T 8012 W AR Bk T2DM & I PCOS 7] fifi
R IR A ) Gk A, R 8 AR, O Ao i S 00
G 118 93 2R 3 5 R 1 T e i — S AR i v ) LH
P AT B v 5 2R IMUAE A 3 R LH K O ke 4
EE B RES . SALAMUN Z52U8F 57 45 5 8 R |, 7 S 4%
BRI A = B SN 7 AE B PCOS AT B fg i 38 Ho
PR IKE i AR IR IR . NIAFAR 2858 45 21
B, w A% KT U T B PCOS B IR . T
IKF I B35 HE BN Bl . ASAF 5T 45 SR R 0 W A
JIK 3 4 DB & BKI6 J7 T2DM 4 3 PCOS H 3 7] B i
W R KOF, SRR 458 — 2.
OM-1 HA HU A AL 16 M, BB 0% b A A i 565 0
BRSP4 B S Az 451405 . OM—1 1 344 5i Jie
5 ZE OB I RDRE B A B Y 3 P R OB R
&35 1105 1 i R 4 A BRI B 5 0 1 R AL, A
R 2 W 1 RGN R R s B I OB B4 A A B
T AT MLBE | LB K o OM=1 0] 38 i 98 T M i R
SZARFNME RS2 R 35, T 22 48 O 5L 20 80 b
B U TG I R G A . MCP-1 BB
W o5 BA A A M T 2 A A, AT B AR A R
WG 200 JfL | 32F — 25 ) 9 o S, 2o B 19 R RE SR AT
5 B0 U4 05 A T B R S, 1F 1 N B T2DM A& O
PCOS i 1% o 5 7K S MCP-1 °] F 3 Bt 1% K {5 53
%, 00 e B 2 A2 AR A T RE S BUM S E K
i, IGF 43 F 2549 5 R & AL, i i IGF Al 5
DALV A B R o, 5 e O S D RE . R B IR AT
IEE T IGF A 3@ i 4 i 19 5 22 32 R Rk T fg, T
P I 2 R A 538 BT R IR 5 A AR W T 1 afE—
A i g 5 ZE AT, NSF-1 Al AR T i 4 &
Gi AR I B AR, PR BE A A DA T 2 4 R
iy o JR S ZHCPU R T2DM & I PCOS 3 H UL 5w
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FERFAE , NSF-1 m] 38 i 7F B F FE L AL P3RS i 4
S, B v 1 A 3R MUEE | O A 4 B % R A AR,
DT B 32 B 55 KT s NSF—1 A 3 3 9645 T o i — 3
A — B 55200 15 538 5, 52 e B9 SR B BUR RSB, T4
O EER . AW I S AR A 1 g ek 3 T AR
Al g5 AT O H BRI R AT 5 itE— 2553 BT -

Zi Lk, 5 DR R Lt R SE AR A RRIR YT
T2DM & PCOS £ 35 7 205 M A AR 1 | 1 3 3% B 4h
JA Il MCP-1 . IGF ,OM—1 . NSF-1 431 J5 1 55 B #
HZ2ERL . BEMIFFRZ L KA R
WF5E i — 25 B AR A 2538, IR 1) | 4% 65 R 12
Ho dbAh, HETE SER S RS DUIRE BB T S0 s
e, TR T IR TT R RS i R Z R T
RBSZMYRYT MY IE S MIUR  BARHATC A =
PRI E | E R 8 Y A A A AF e S R 25 5%, W i
WIRE AR R B AR TR T RE A 25 5 25 W) 22 UF 4 VAl | 5L
FEURE I 1) 12 B SR W

& £ X B
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