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[ Abstract] Glucagon-like peptide-1 (GLP-1) analogues have been widely used in the treatment of diabetes
and obesity, and multi-receptor agonists that combine GLP-1 analogues with other intestinal hormones such as glucose-
dependent insulin-stimulating peptide ( GIP) and glucagon ( GCG) are in clinical development. Compared with
GLP-1 analogues, multi-receptor agonists can exert multiple physiological effects and have better effects in controlling
blood glucose and reducing body weight with fewer side effects, which are expected to be a new therapy for diabetes
and obesity. In this paper, we reviewed the development of intestinal hormone multi-receptor agonists, summarized
their design ideas and clinical manifestations, and provided reference for the development of multi-receptor agonists.
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peptide-1,GLP-1) & 3 Tl

GLP-1 J& /i L 40 1 53 Wb 1y — Fb A R & 2% 3%
2,5 GLP-1 Z K (GLP-1R) 454 , B0 40 i 4
1753 i, LA 2 W AR 1) T8 X0 0 JBR B 3R 1 B L
5595 377, 9046 WG 7% 185 % glucagon, GCC )
W B A T R GLP-1 AT LUK i
NP U s e o (1 NG NS S PO I | = S L
RG YA, @i Xt GLP-1 HE47 4 8 46 LK
I R A W 5 £ A A | 1 1A A B B B e Bt
A5, A5 2 7 R T T2D i RIS T 9 GLP-1 2148
Yy, R R L ROBE K R SEAK B kA, b A
B IR AN ] 56 % IR 2 ) AR 2014 1 2021 4F g 56 [E
FDA L] T HEJHEAE 93697 o

U TR T B8 A R AR T AN TR T R
GLP-1 1 FH Ay 38 5 7 e 132 22 T+ A Y BE I 0B PR 9
BT PR WK YY (peptide YY ,PYY) (4
2 AR S B A TR 1% & £ 1K (glucose-dependent insuli-
notropic peptide , GIP) F1 & 4 B2 ¥ 77 2% ( oxyntomodu-
lin, OXM ) {141 B &5 2R 43 b R0 4 1 il 19 1 P o
Jnag . GLP-1 5 H A fizg 18 2 AT RE 7E 8IE F AR Ay AR
b R P EVERT X 08 & T GLP-1 26U 5 i
WMEBATF LRI KBS T R
T WAL B BN B P RO, R T A 4y 24
BeE M RUE R B9 22 5, LA K 25 W 6] AH 5 A Y
RV, 306 97 125 B Ml PR I, FHAE 1 BAT — i B PR o
XF I, ¥ GLP-1 28 ¥) 5 H: Al i 18 98 3R B 1 g B 40
T ZIIRERRS Ty — Fh AT AT BS540 T 2 T Rk
RO —Fh 2530 2 e vk (B AT LU A ] 55 Fb Y
2y PRAE A 8 1Y B 3 R AL 4% GCG, GIP AIH 42 i
4% % ( cholecystokinin,, CCK) ¢
1 AFZZHEHBIFANARNEHERZTRAEER
FIERA
1.1 GIP

GIP Z2—Fhmfe RS KRR, TE b+ 41
s fig ) K20 B G R, T e 5 R S 1 52 44 (GIPR) £
FHT IR B 20 R U7 0 B | Aok 28 T A4 4t i A ki
GifasE . GIP AR AR LRI U GCG 43, 15 i i
Wl E T F A RAE T2D BB R GIP (i
i 5 2% o WA TS L X B8 28 R T GIP /Y 259 JT
KL IAERWT ST R BT T2D B Y I RE 45 5 45 i i
JR &y B9 GIPR T 8 B30 4%, e & B X GIP #CJek,
GIP Al R & i JB2 1% A 27" GIP i 3 iof 3 45
D 25 W B IBCAN Y R 2 1 s 7 R R e g 7 A 95 0
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AT A ST R W GIP X R 4 M A A
TR AR BRI, B T2D R
U o GIP A AT L4 A2 /N L JUL 2 B 3R
B2 B2 ( cyclic adenosine monophosphate , cAMP) )
PR IR A 5Kk K TSR 0 WU R 18 g
2§ GIP nJ DLy /b i 45 5 5k 3R 11375 5 100 JULAE JEE A2
YAk KR GIP Al e O EA R E . KA
AN GIP 5 HA 5 ~7 min' ™', ZP4165 J& Zealand
Pharma 74 7] JF 4 ) GIP 26l ™, JE5E 2 {7 ] a-
H AL TR (Aib) U, AT R BT DPP-1V 4 S 9 {4 4
Bl At L 565 17 (2] €16 JIG 7 IR BE A& i , LA Bl 1 2R
FIas G e 7E /N BURLR U P 1Y 25 3 27
WFSEUESE , ZP4165 B4 1 i [a] B B 1< T K 4K GIP (7
AN B O 101 h FER BRI N 3.6 h),
ZPA165 1458 T GLP-1 2Bl % AL JHE /)N B B3 470 AC e
VERT, Bt 7 OB PR /s BURY LB F o BEIR b, 5
GLP-1 A kb GLP-1/GIP XAz {4 % 2 71 v] DL — ¥k
RERIR: N R TN R = 7B T RN S AN U
(e
1.2 GCG

GCG J&— T e I o 40 0 W6 Y K I 3R, 38 i
12 3F P R4 i FIDRE S 2 #5085 0B . GCG mT L
o] oK B 22 R AL IR 5, A B R A
BP0 GCG AT L AR ATE B A [ K F 30
Ui 1 SRR S G B e B AT Y AR R
B GCG T LA o 3005 At €0 U 2 2 4 iy 1 2
{2 3E RE T RE AN AT {H GCG i T i AR
FHASE AN TT AR B 1 T 0 DR ALIE JBE B GCG
5 GLP-1 flt & 1% 2 3Z 1K W 3 7], GLP-1 7] DL X} 4t
GCG Ky T} 1fi % 7E F1, GCG 1 7= 34 F1 g M 1E 1 5
GLP-1 Ay £ Ji &% 22 F1 K & A HIAH 45 & & 2O P
T R
1.3 CCK

CCK iz 34 T B I B A X B 22 R 48, |1 /)
N5 1 20 i 32 30 28 51 K A RS i, B
A 2o Pl BAE R G o i R o 4 RRR T A
B W g Y . CCK A 2 A4y
FI X, B CCK-8, CCK-22, CCK-33, CCK-39 #I
CCK-58 , B AT 24 B 1R 54 B A [l (B2 555K o 4 A
[l 7 AR . ARIJER CCK Ay R S HE R
[F) , CCK-8 W LAy /b £ ik {H 2 b 22 e b 4 i i 2
[ %, AN BE P 0P A )i CCK-58 1 L2
PRI R TR R AN S T T



HEBEK P CCK-58 A2l ile g 4", i CCK-8
SR .
1.4 fEiE = (amylin,AYM)

AYM X FR B 3E ¥y B 2 BK (istlet amyloid-like-
polypeptide , IAPP) , i Ji¢ &% B 20 I 75 45 5 5 e & R
5, 38 3 M GCG R 43 b B A1 it ok, 1 441 15 HE
23R LR T GLP-1 .CCK-8 B Ml Bk 1 GCG™* sk 2>
BB R TR 51 g OB % 22 Ak
(pramlintide ) & AN T& MUY AYM 25004, © 9T &
SiAYT TID A T2D #9465 Bh 259 , o] LA/ e A& TG
IOWE I 2 T 4 v 8 4 1 BRI BE B 38 B 0T A R
BEIRE M AL . W MR T S RS RS,
H P A v S I B VR B, BB AR M PEAS A e PR o
AR .

1.5 Bik&

HWEEFEHESEIMM T 48 G 45
WK R B IR A 2R A wE R, 2B
NI AL B TR AL 0 2 2 M WA RS
A AR T B 8 % F 4 it F R BE 41 B Y CCK-B 22
R I R 2 0 M A B R L Bk Ak
WE AR FE C Rimi) 5 A LR AR, B AR
Wit C K4 A CCK-B Z{k, CCK-B Z ki 7E A
T £ I 5 240 N i 280 b Rk A IR R
0 2 T L6 T G147 5 0 R T 0 B e
U FE A A B R AT R R 2 S S 0 B R A
WA, JELXF LRt 5 5 Ay A VA S R A o
TR 2 B9/ A R o Suarez-Pinzon %/ g 4 T
GLP-1 5 /N7 8 W6 38 (0 36 67 125 T AR 52 A JE Ji
$E K% (no obesity diabetes, NOD ) /N i, A% 1E & I 4% ,
AT B Al F B S R, 5l iy GLP-1
HIF A B AT vk T LA 3 R SR /N B B
2 T o R BR B R OKOF o (B AR VE R R, R
CCK 32 A i 26 18 HAT Wyl bl 07 N R4 3
SRR CCK M {2 e i R 45 IR —E iE
T A
1.6 PYY

IS F R Z IG5 AR PYY /KT i % 42
AT RETE AR 5 R AT I 24k P 2 O B A
FH o PYY PR 3 A o IR 36 2R ity 24 O 1 R (46 5
Y)W T8 B LB PN S A0 i A )
PYY Al GLP-1,PYY 4 PYY(1-36) il PYY (3-36) i%
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2 FE 2, 2 2 i AR BR T PYY [ 60% il
40% P, PYY VEF T 4 Fh Y- 4R WA LY, Y2,
Y4 F1Y5,PYY(1-36) 5 Y1,Y2,Y4 f1 Y5 ZKEAH
R R R 1, PYY (3-36) J& Y2-32 1A 1 e 5 M
i, PYY 7F £ AR FR 5 45 il b ke 5 HOEAE
PYY (1-36) fil PYY (3-36) 5 AR /Y Y-32 (4 4E ] ity
PR ARE B BN : PYY (1-36) AT LA 5 1 oG e e A
T e R0 Y1 Y5 32 0k DL & #0F
PR BE RTINS T PYY (3-36) /R T Y2 24k LU
PO R 2 IR Y (8 B RGN SR - fE R R A
T35 2R )% DA AT £ R A A R e
PYY X A J& A1 25 b ) 52 mi A A BR F k2> & 4 #%
VR 9055, 3 T R I T RE 1Y R R B R )
WP Pittner 25 N 3 52 56 4IE WY X K RIS P 44
245 PYY (3-36) 7] & 2 [ AR AL 1L 21 2 F1 (HbAlc)
IKF-, I i il b S8
2 EFGLP-1 & ZEHFIMLIT

GLP-1 5l IR R 45 & 0 2 Z s Rl A 2
FIARFMER.O ZHHMEST. @ RERZHK
KN YR A o RilA R 2 32 IR sh 7 5 2 %
BB 43 1 24 Bl 2 R BT (s 5 0 R AL 20 A )
FNEG AL (AN 800 3 ) % B A 43 B 52 ik
A1 2 2 RS SR8 X B T Z R 2
B B, A2 4 1 22 2 B sh ) i 2 2% 0, GLP-1
5 GIP,GCG M5 b A AL R /INAE I, A ) T x5 Al
Z Z ARSI T . AT R BRT B E TX
BN AZ AT BN TR I 6 B T 7 8, X GLP-1
P BB 45 A A6 i AT B 3 LA 5 | A 22 88 i) B4 335 1 7
A, SORT DUHEAT B G R 1 5 A8 L B I o R 4
R R e o RN AT X £ 52 Ak s 3R A A
FRAE i Fe BB I A5 | 33k S B i AN A A] DA i A8
2yl E e T, KK 1 3 T BB AR 8N ) S 2 A
ZEIMVER T (WL E 1, B @48 %R GIP, GLP-1 Al
GCG Z MM FHNRSFIE) o 2 32 R B3 R % 4% 32 K
1) 3 A1 ) n] DARE S 5N 45 5 3 00 50 TG SR 2 2R
JIHE B W) 82 M, I GLP-1/GCG % A7 14 384 3l 7 %f
GLP-1 ZZ KBy 356 A ) 08 i, AR5 B0E GLP-1 324K, DA
I GCG T+ I EAE FH o AR 98 300G 52 IR B AN
] , 22 22 {8 8l 39 43 S B2 AR B 8h 770 (e GIP/ GLP-1
RA, GLP-1/GCG RA) fil = &k zh %] (GIP/GLP-1/
GCG RA) ,JG HEMRCR T NG M FE 5,
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3 ETGLP-1 WS ZhMIIFNALHER
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FERAFAFELAFAC G L AR ET CLP-1 2
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OXM
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& 1
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VSSYLEGQAAK

1AL DK I AQK

EYLDSERAR
FrAHER

KY LDERAADQ

FrtHER

SRS TE A b, 3 IR AL T2D REJEAE A AR
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5B B, W3R 1,

GLP-1/GCG/GIP

AWL VK
NWL LA
QWLMN
QWLMN
AFVQWL I A

(AEEA)2-Glu-y-C20
DFVAWILIEA

DFE VIQWIL LD

P IR 2 50 45 503 22 32 AR Y

GIP/GCG

K N DW

R N N I

SGAP

S G AP

ey =Y

VARG P B8 W5t BT 48 ( nonalcoholic
NS 5T S S

h 22 32 1R B sl 5 it

KHNI TQ

fatty liver disease,

ATl IR

F 1 ZZ BB 0IG R A5
4005 HFR S AT 45 25 47 W5 B B WK A
GLP-1R/GegR BI 456906 T2D, obesity, NASH 5 4 11 3916 PR A 5% Boehringer Ingelheim /3 7
HM12525A NASH 54 11 3991 PR AT 55 Hanmi Pharma 7\ ]
MEDI0382/ cotadutide T2D, obesity, NASH i H 11 3991155 PR AT 5 AstraZeneca 7\
1.Y2944876,/0PK88003 T2D, obesity 3 JH I #1 PRATF 52 OPKO A #]
MOD-6031 T2D (595 T #1i BRATF 5T OPKP Biologics /2 7
7P2929 T2D, obesity H T 1 BEAF 5T Zealand /) i
SAR425899 T2D, obesity A H 1 391 PR A 5% Sanofi 4\ #l
INJ-54728518 T2D, obesity — I #1G PRATE 5 Janssen 2\ ]
VPD-107/SP-1373 T2D , obesity, NASH 54 Iif PR i F 5% Spitfire Pharma 7\ 7
PSA-Oxyntomodulin T2D, obesity — 2918 XBIO /A #]
MK-8521 2D HH 2k Merck /A
GLP-1R/GIPR tirzepatide/LY-3298176 T2D, obesity, NASH A JH 1 3911 BRAF 5T Eli Lilly 2 7]
Cpd86 T2D — I DR 115 0F 52 Eli Lilly 23]
ZP-DI-70 2D 5 A I PR T AF 5% Zealand /) i
MAR709/NN9709 T2D H 2k Marcadia Biotech 72\
SAR438335 T2D — 2313 Sanofi 4\ ]
GLP-1R/GIPR/GegR HM15211 NASH A 11 #9115 R A 5% Hanmi Pharma 2 ]
GGG Tri-agonist Diabetes, T2D 3 T 31 1155 PR AJF 52 Eli Lilly 2\ 7]
1UB447 2D A I B AR 5% MB-2 2\ 7l
MAR423 obesity 5 H Il % B BF 5% Marcadia /23 &)
SAR441255 T2D , obesity — 231 Sanofi-Aventis 4\ 7
NN9423/NN(C9204-1706 obesity B H 2k Novo Nordisk 2\ 7
GLP-1R/CCK-BR ZP3022 T2D, obesity B H I PR T BF 5% Zealand /) i
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3.1 GLP-1/GIP X Z{E#Hzh5

3.1.1 tirzepatide ( LY3298176 ) 5& #L. %
IS EIFF R 1 R T 45251 GLP-1/GIP XL3Z {4
B SCFEARBR (GLP-1 26401 % ) F1 GIP {1k & (1)
39 A~ 2 HE R 4 M IR, 20 3 41 21 IR A% L I T €20
JIE 7 R 05 , 55 2 2 AN 13 A s Bk R T R LARRS E
YEE 45 44, B 1 DPP4 & fi# ., tirzepatide % GIPR fi§
FRAIER X GCC Z Ay 1 P A X ik, — I
40 J& i head to head I3 SURPASS-2 Iifi PR izt 56 Y 4%
R @R AE T2D WA E 5 semaglutide (1 mg,
e B VS, R 1 W) A8 L, tirzepatide (5,10,15 mg,
RS B 1) A T AR RS (HbALe, 58
FE A DR P02 HE 7 B DR s B8 VR T H A ) FliA B
BRI . BT S 5,10 Fl 15 mg [ tirzepatide i}
HbAlc <5.7% ) 835 L6 530 K 27 % ,40% ,46% ,
M B2 TS 1 mg B9 semaglutide 1 b1 A 19% ; tirz-
epatide 73 I 5K 7.6,9.3 F1 11.2 kg, semaglu-
tide J 2R 5.7 kg, 5 I KM L, tirzepatide
(15 mg) {275 i 1 i v 9 = mE H i ok 2> 24. 8% ,
IR 2% P2 g 2 1 IR [ s /D 23.7 % , i s IR ER H R
FE BN 7. 1%  tirzepatide B BA % 4 VE 5 GLP-1
Z AR BRI AL, e H G A RN 5 8 &
GiAHOC, R AR, mmEL[17.4%
(5mg),19.2% (10 mg),22.1% (15 mg), 17.9%
(semaglutide) ] JETE[13.2% (5 mg) ,16.4% (10 mg) ,
13.8% (15 mg) ,11. 5% ( semaglutide ) ] FIMX [ 5. 7%
(5mg),8.5% (10 mg),9.8% (15 mg) ,8.3% ( sema-
glutide) 7,

3.1.2 RG-7697 RG-7697( NNCO090-2746) 1 Roche
ONHEIAT Marcadia 28 ® &, B AT AL F 1T 3 I PR 0 56
BrBe, %) GLP-1R 5 GIPR HAG ¥ H A &/ 15 1%,
WAt R N2 qd, BREERY 2 1 F1 20 £ & 2 &
TR, 1T Lys BUR C 3 5% 5E (Cys40) , LU # C16 Gk
Pk B4 o SRR 00— 30 S5 12 R A B AL L 4 R )k
8 BUET T a 391306 0 e = XS 92  S  F
T2D 5 8 5% qd K TS 1.8 mg RG-7697 5 4% &L
R, S2RFA L, RG-7697 JA¥7 4 HbAlc 33 2k
HAs b B it ¢ L ( -0.96% ,P <0.001) ,7F
RS 8 J& ,RG-7697 I 97 ALK 8 A8 1k 1 2, (HA7E 55
12 Ji i pA TG B 25 AR Ak (52 R AR L, 568 8 A
~1.80% 55 12 JH R -1.67% ), SLEFHAMIL,
RG-7697 21 i) i A [ i 198 2R 43 0 B AIK T 8% Al
22% 98 Z W /D 5 R 2R AR K A Y O BB T

tirzepatide
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BE— 5T, LR R B E N (5.6 W -min "),
EE 17 JA 0 R BB AT K o 300 R 5%
KPL,HL HbAlc <8.5% I # 5 HbAlc=8.5%
[ £ 35 A EE, RG-7697 okl 2 4K 0 14 880 R A7 1o 3 %
S (0l -3.38% 5 -2.29% ), 3 W] B 2 1w 4%
Tl 4 4 BB 3 B 52 RG-T697 YA YT W] 4K 45 B K 25 4k
X ] RE AR REAR IS GIP 32 AWK A2 SRR MEAT OC o Il
I AR B6 JE 4 5 T 135 AN BN #HF (RG-7697
LR =91:44) , FE N RE (63% ) sk
(32% ) 1y B o &R e St GG Kk RIS ) o (A5
TERE M, RG-7697 i 5 HbAlc I3 FEA%, X Fh/E
BT TR R, FER TIRE FFES5EE £
HEHT IR

3.2 GLP-1/GCG W Z & zh 7

3.2.1 OPK88003 OPK88003(LY2944876/TT401)
e — P A RS 1 IR & B (PEG) &1 1) Wb
iR T 2 2, OXM J& 7 3E L 4 4306 1 el 37 A~
IR B Z K, R H#0E GLP-1R Fil GCGR {H 3%
FHK H 285 (29 10 ~ 12 min) 7, OPK88003
i Transition Therapeutics 2\ & ( & #% OPKO 2\ &) i
WA IF & T 697 T2D FIARJEGE , %F GLP-1R {f P 5
F GCGR, 2019 4 3 H OPKO 7\ @ /A 45 1 4 # 30
JEE) I bl PR B 5 %0 4 8 7k OPK88003 4 7 41 1Y
HbAlc & Z &A% 1.30% (P <0.000 1) , 22t 5141 Ky
-0.09% (P <0.60) , {&fEHILLW % 4.4 kg(P <
0.0001), i Z R4 F/ 1.8 kg(P <0.05),
MOD6031 J2& OPKO /& & F & i) 55 — 4~ Al i# 14 PEG
LR KA OXM & Bk (5 IR A OXM J7 31 AH
[5]) , HAETAL T T 106 PR 3L 56 B BL (NCT02692781)
H PEG #23L &4 OXM Rk DPP4 [iff /K fif , 4iE K2 5
Wz Bk AT R AR AR A R KA % HLT 45
BT OXM, 7£ ob/ob /N B (JIE e 4 A5 84 /N L) o
OXM i HiIE K T 9 ~11 h,

3.2.2 cotadutide ( MEDI0382 ) 2 Fu] £ 41
AT FE & 1 —Fh GLP-1R/GCGR XU FE M 8 71, qd
X GLP-1 &Z K il GCG 5z & B A - i i) ¥ sl 1F H .
MEDIO382 7£ 10 {3 Lys &% I 45 Bk 4k LA A2 2 5 i
T FAR A T4 A T A R i s . —
REAL SUE 1T b WG R A 58 (NCT03745937 ) $F- 4k
T cotadutide 7588 S BE T2D Wi N B 48 4
Ve A2 VE L2 B AT R0 5 R B M
cotadutide 7E%5 14 B F1%E 54 & B FE X T HbAlc
FIREE (P <0.001) , 1ML B . 7% #5465 2 B (AST) AN

cotadutide
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e A W CALT) AP F AR T HG 1 i 107 1 BT 7 4 AL 3T
S R E . T — TR RO 5 SR B R
MEDIO382 i fie o T A Mk i 7 B4 du 35 0k A0, 4 H
NS 1.2 mg BFIRLE BRIG ST 6 S H JE IS i A
XD 31% , T MEDIO382 J 47 6 Jil Ji JHF I 17 AH X
W/ 39% i $&7x MEDIO382 AJ fig 2 3k 9 45 1k j% 15
JEHETEST 15 o cotadutide Y B 7 &R 48 A R I %
LIV E TR 0N R | B B S PR NN L 37
16% F1 10% , i cotadutide (300 pg) 2 & ik 40% , A
fEJE BT % 0 RTIK i | cotadutide 4% 71 5 2H L 2
3/4 ZAKF SR T WHIE . I 45 25 1) B A AL 45 24
Tl RE =/ 8 I R GEA RN, RK TR E T L
4 e R E s LT A cotadutide 3K £ 5 A RN
3.2.3 efinopegdutide ( JNJ-64565111/
HMI12525A/MK-6024 ) & 4 i 45 25 1 Ik i GLP-1/
GCGR WUE Hsh# , th Hanmi 2 =] F1ER 58 24 7] 5 A5
JT % H T 36 97 NASH, efinopegdutide 5& T AE i F1
T2D B9 IIE PR i 56 2 & 1. efinopegdutide W F T
Hanmi /A & ) LAPSOVERY # A, # 4 — 4> PEG i#
EYPH OXM &I R AR B FE AL N Fe Fr B, Fe
Fr Bt Fe 2R G5G f40 H A 32 15 T A e A [] i 8
RO TRB BRAR B W BR 3, SE K 2. Hanmi 23
F] T 2015 44 HM12525A #2404 0 A 20w, 2 i I
9 R 5 2 7R efinopegdutide 15 F 1 [ K 44 Y
E BT ER I T R BE 45 2R 2019 AR5k A2 A F
iBif T efinopegdutide Ay 4 BRIT A AL 4R . #5110 3K 92
A K efinopegdutide ¥4 2y NASH #Y ¥ 1616 97 75
2, IEAE T e — T BE AL | FH A 25 ) %) IR T b 4
(9 11 40 1 R 5 (NCT04944992) o Jofh A7 fif , 38
W 3E T & B9 SAR425899 (qd, 2 T 1 ¥t GLP-1R/
GCGR WU sh I RK ) , 75 3F 5 4 HE I 5 ¥4 AT (nonal-
coholic fatty liver disease, NAFLD ) B % A 4H Z A £ 11
T AR T2D ML T4l RS0 (NCT03437720)
PRIZIEE 5% AP Je %, WG X 21k NAFLD #9 11 #)
I R 3K 555

3.3 GLP-1/GIP/GCG =Z{&E# sl

3.3.1 HMI15211 HMI15211 & Hanmi 2\ &) & B9
FI A LAPSOVERY i R ¥ GLP-1/GIP/GCG Jik {# Bk
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