QA [H=H 2mg/1.5mL, 4mg/3mL(MIOIZFEIS) (‘=L ATHOHT))

b ofH HE

Moty 7E

fol
olr
fol
H

ootz 28
ATC
ofal7|

Z235{7t

W 8
MEHAE

1 #H(1.5mL) & semglutide 2mg

1 H(3mL) & semaglutide 4mg
SM = Hel FAMo| TS Mol E FAMFMSE FIEZ|X[JF E
2E T =H™0o| Jtset Ze|EEH
O 0| 22 HM2g iz =™o| SE6HK| 22 MoloM Alo|EY 25
RHe| HEXNZAM ClE RS Z Foisict
- B F0d
- CI2 Y& XZ2X 2} o] efe| #HE F0of
O HMog Yo =tE5E Aty 2a MolastXloA =2 Ald
A AtA (M E2A e At HIX[EHA AZHM = XA
HEZE) g8 S ZaA7|7] sl &0t
O M2y Zzbu) ok AlAE0| s Mol S FH AR ozks
[ (estimated glomerular filtration rate (eGFR)]2| X|&FZ&ol Zta, 2|
AlEfEo]| =2 3 Al ek ARt OIE% ZAZ17] 28l —|—01°H1P
O| 2o Alat 22 F+ 13| MOIZFEE 0.25mgo|C}.
47 OlF, 8FS T 13 0.5mgl =2 ZI7HAZIcE F 13 0.5mge
2 ZFD 4F 2 Foist = FIAMel €2 =Ho| €5t EF S
ZF2 T 13 1mgl=z 37 ZE = AUk
E
=

o5l A2 HAEX| g=cC}.
396(EHxHex), ™
A10BJ0O6

GLP-1 =2x &sH| (Glucagon Like Peptide—1 Receptor Agonist)
20224 4¥ 28¢



X0
wjr

il

ol
[0
<

3T
il
Tor
110

-
Ife]

of-
o

RO

—_
__Ou_
—_

T

LHo
o

Klo

-1

00
il

il
__o_l

CC —
-

F

A
o

AEZ T 126 mg/dL O]

sl
__o_l

o
A=A

Al

Ct
S

=2

(Ct=, C}
b 200 mg/dL O]

-l

__O_”_

=

ol
ol

6.5% 0|

4
il

7ol

Zltioly, SHEE

= oA,

=

At

o, Aol o

=]

i

o

of
EE
MHr

4
=
@E
1o}
L0

7 4

=

=
il

to{, X

[€)

—

o

o] 2= J}

70l

n_lm_m_
10}
00

=
mr

=
Ir

-4
__o_._._
el

B

g
I

i

il

7ol
il

N

A
T

|2 CF GLP-1

=
_

m Z|Xels

F

=

=1

O mf AL Z|gte] HELH S 115

Sk
| e Y

217, 2025

i
3|
.mo
H
,Dro

]

3]. 2025

1

Mol
5O
i

no
—_

)

D g



CC

-4

A

| =&

VS

i
o

AN O
T

EME F45t8, GLP-1

PN
Al

1l

VS

(=)

i
o

PN
A
=
=)
24
=

m._._ m < J_I & ol o4 H I r|& =
= 0H zU 5 nY py o Ul K- o RO 2 A
K1 2 Bl
00 g2 w° ogzw T Y el
o B3 _ S Ip K =¥ _ 5 <
<F il & oy O Kl or s K X0 5 _
T 43 5 o 7 Tor X 3o oo
(Al ra) i ~ <. I_||_| 1 . O
o o 3 ol E oS X oo .
@) < _._.__I e _._.__I - 0 — c
W oK 3 2 H OB T .5
; 5T RT S azde i
S 1 — iy lof 0 @ B2,
o S - -7 10 (SN Kto =l RO o W g8y
.ol ol 55 2 Nour Ko & < M ® — KO e
qm_”_ - T X0 = o S — - = — _2 a Iwmm:
o < KO | o _- <0 = <4 l:fipe
o0 5ok of W w WW_% o 1 3 1_4m_mm=lﬂo
A WK 5 Ty OgFuw BOLzax
o .ﬂ_._ e = X0 w M N ol < K o< < uuﬂ B L os
v B R cH 8 HE warFs maTw®AE A e
or < o w00 2 BT w R0 Ko C U Rmuk N T
o _ - = _KGE W 2y o= X —, — Be— b B
Y Puwl xF TACE DRECSE g
o N i < O O O olu__. ~ or T < oF 0 & oF | i
[\¢ o i Kl 1 O Kl < W " ol or 3 1ol ~ Kk A._l_u ~ ¥ .v\
o 3w K4 o Mg o i Aar Kx .
: —~ < -+ I I L —_ = . =
ik W= 0o 3 @ﬁmm_v.___HuxE._ S XX
__ O or H 3y © T oI & T = o0 = .Ar._ S = .Ar._
< i = 140 SV =S =N A
o ol < w __ 9 o N ﬁo m_e - & ®l N ok N AP
e moy S mzmas Kwhg = g
H 5O N - Hom @ oL MG T H aai
= %0 o Fulg #Hiuw oz g 8y goF
o X oL - Kooy | <k Wl o o KO ok )
0 H IH g X O
BoEy X opMNIRoegm T CE Mg ?
Bl RO U wooor ke X 70" T HOm g o gy <
Ho0T  _ pEoe T LR S B00M pigmie S
Hr K ofo ._O_Mﬂ oS o GWK K W4 30k 5 = KR
I I I
—~ O O
Al

Gastric emptying {

Gl motility |

Hepatic steatosis |
Lipid content |




O WIIA345)0 M GLP-1 =2 =2 = &

o}

A% olFo| ¢

ol
=

of

o

N
=

__o“_

il

olo
o<

B

—
110

_ll_
g

o
040

<

oF-

._.1
(m]

Kl

Il

A D
TS

tod, ZIMelsEl 2t GLP-1

{5

a

{1 22 (GLP-1RA)

=X

AN O
T

GLP-1

il

7ol

B
i

K

ni
il

o
1|

W)

A
ol=El

SEYEIES

{l

=X

N O
T

GLP-1

il

7ol

H =2
o o=

(basal insulin)

._._|
O

Kl

il

i

I =& H (GLP-1RA)

=X

N O
T

o

=

of d&& GLP-1 =2 ZEH (GLP-1RA)E

e
ol
<0

Ife]

o+

7o
40

B

10
i

0|
0%

Bl
__o“_

1

——
I[e}

&

Ol
1

K
Kl0

<

7ol
%

Toll

x| ®ots 2% of

o =
S ©

= At

M= SGLT-2 AH |

=
[

Pharmacotherapy, 12e, 2023

William's Textbook of Endocrinology, 15e, 2025.

Goldman-Cecil Medicine, 27¢e, 2024.

2 o

%% (nonfatalstroke)

|
S|

3, 2025
1,
erican Diabetes Association. Pharmacologic approaches to glycemic treatment: Standards of care in diabetes. 2025.

A
AP (cardiovascular death), A2 A7 M Z(nonfatal myocardial infarction), H]X|™

kU

d4

A~ AN N A N

3

5



Pharmacological Management
of Type 2 Diabetes Mellitus

Efficacy for Glucose Lowering Glycemic Management Risk for Hypoglycemia
_ o B Insufin, Sulfonylurea. Ganide
W Insulin, Tirzepatide InsEnsmeatan e
 Dual

Semaglutide, FRC! &
DPP$i, SGLTZ, o-glucosidase-i
® Other GLP-1RA g Degree of Weight Change
= e W Insudfin, TED, Sulfonylurea
Giinide
® Metiormin, Suffonylurea, P
C DPP4i. o-glucosidase-

Trip I& or

DEP4,

Metformin

Quadr!lple therapy®

= OADS i
GEnide, o-glucosidasei OADs only e = g
T e S e e e 4 @

-ratic comiination: basal insuin+ GLP-1RA
in $rerspy should not be defayed

Lifestyle Modification & S,
Self Management Education

Cardiovascular-Renal

Hypercatabolic State or

Islet Failure Management Risk Management

AscvDH|| H CKD || Stroke®

! - CVD benefit
Basal-FPlus /Premixed Insulin h SGLT,_I =

Basal-Bolus Insulin®

TZan be deliversed via MDI or insulin pemp
it ischermic

Upon diagnosis, initiate diabetes self-management education and monitoring immediatehy.

In the presence of hyperglycemia accompanied by hypercatabolic symptoms—such as weight loss, polydipsia. and polyuria—prioritize
treatment that indudes insulin therapy.

If monotherapy fails to achieve glycemic targets, promptly implement combination therapy using agents from different drug casses, taking
into account the pharmacological properties of each medication

i oral hypoglycemic combination therapy still does not meet glycemic targets, consider initiating GLP-1 receptor agonists or insulin. For
further glycemic control, intensify therapy by combining GLP-1 receptor agonists with basal insulin, or implement an intensified insulin
=F=ilgy=1a W

When SGLT2 inhibitors or GLP-1 receptor agonists are used due to coexisting atherosclerotic cardiovasoular disease, heart failure,
chronic kidney disease, or stroke, and the target hemoglobin Alc is not achieved, it is recommended to integrate another drug class with
demonstrated clinical benefits for the specific comorbidity.

a-glucosidase-i, a-glucosidase inhibitors; ASCWD, atherosclerotic cardiovascular disease: CKD, chronic kidney disease; CWD, cardiovascular
disease: DPP-4i dipeptidyl peptidase-4 inhibitor: HF, heart failure; GLP-1RA, glucagon-like peptide-1 receptor agonist: MDIL multiple daily
injection; SGLT 2i, sodium-glucose cotransporter 2 inhibitors: OAD, oral antidiabetic drug: SU, sulfonylurea: TZD, thiazolidinedione

O [American diabetes association(ADA) 7}o|=E2}2l]

-5E 89 2 A5 @M1 |
» CHoBHokY| = T 451 ME 20 25 Very high &2 215 HO|
= 2N 2 oigst
« ol&El Amo| gle HMod i Aol sEKjo| GLP-1 +2H =HEA
GIP/GLP-1 O|& =27} Ql&BlEct SMMoz AHES
= QEEIE ARRE E%, GLP1 =2 2EH(S3s| GIP/GLP-1 o|&F Z=HEA|)
ofo| g X|2JI €& =d I AF |, NEY 9F 2o g3dol2Z
s PRl
- EY SR s oy A
» SASWMASIA AMEBRSHASCYD)S SHSHALE DeE el Hod
Sz BEAfo| A ME R A 2ot 8" =FHES 28 HoA1cet ZHA
20| GLP-1 =2 ZZH|, SGLT-2 A Ates s
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a7t ASE GLP-1 Z2EA +2H AlESS Hilg

= BRAAFEZASHCKD) St M2d ZReYH =XtoAl= €9 =H1t CKD
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Use of Glucose-Lowering Medications in the Management of Type 2 Diabetes

HEALTHY LIFESTYLE BEHAVIORS; DIABETES SELF-MANAGEMENT
EDUCATION AND SUPPORT; SOCIAL DETERMINANTS OF HEALTH

Goal: Cardiovascular and Kidney Risk Reduction in Goal: Achievement and Maintenance
High-Risk Individuals with Type 2 Diabetes* of Weight and Glycemic Goals

+Indicators of
[ +ASCVD" ] [ high CVD risk ] - R — +§K_D” —— +Weight +Achievement and maintenance
urrent or prior el <60 mL/min/1.73 m* 2
symptoms of HF albuminuria (ACR =3.0 mg/mmaol hAnSgemet cfatyceinic goals
with documented 20 mg/g]). Repeat measurement
HFEF or HFpEF is required to confirm CKD l
+ASCVD/indicators of high CVD risk*
3 8 Efficacy Metformin or other agent (including
GLP-1 RAY SGLT2i with for weight combination therapy) that provides
with proven proven GVD SGLT2i* +CKD (on maximally tolerated loss adequate EFFICACY to achieve and
CVD bererit L benefit with proven HE benefit dose of ACEi or ARB) - malkiEh gieoimic frastient gedls
in this population = = = Prioritize aveidance of hypoglycemia
SGLT2i* with primary evidence in high-risk individuals
of reducing CKD progression
~ ~ = SGLT2i can be started with
€GFR =20 mL/min/1.73 m* s
If A1C s above goal = Continue until initiation of Tiraoluti
dialysis or transplantation aglutide Efficacy for glucose lowering
« Glucose-lowering efficacy is reduced —

with eGFR <45 mL/min{1.73 m* Intermediate:

GLP-1 RA (not
= For individuals on a GLP=1 RA, censider adding

listed above),
SGLT2i with proven CVD benefit or vice versa SGLT2i
= Pioglitazone®
GLP-1 RA® with proven CKD benefit Neutral:

Metformin, High: )
If AIC is above goal, for individuals Der:as GLESHRA (pot g"i:;’.f;“"")'f"ﬁ'-_’“"""'
on SGLT2], consider incarporating L witiea
2 GLP-1 RA or vice versa Intermediate:
DPP-4i

If additional cardiovascular and kidney risk reduction, management of other If A1C is above goal or significant hypoglycemia or
metabelic comorbidities, and/or glycemic lowering Is needed nyperglycemia or barriers to care are identified

[ +Mitigating risk of MASLD or MASH = Refer to DSMES to support self-efficacy in achievement of
1 treatment goals
H - Consider technology (e.g., diagnostic or personal CGM) te
3+ identify therapeutic gaps and tailor therapy
= Identify and address SDOH that impact achievement of

Agents with potential benefit in MASLD or MASH treatment goals

GLP=1 RA, dual GIP and GLP-1 RA, pioglitazone, or combination of GLP=1 RA with pioglitazone
Use insulin in the setting of decompensated cirrhosis

*In people with HF, CKD, established CVD, or multiple risk factors for CVD, the decision to use a GLP=1 RA or SGLT2I with proven benefit should be made irrespective of background use of metformin or A1C.

+ ASCVD: Defined differently across CVOTs but all included individuals with established CVD (e.g., M, stroke, and arterial revascularization procedure) and variably included conditions such as transient ischemic
attack, unstable angina, amputation, and symptomatic or asymptomatic coronary artery disease. Indicators of high risk: While definitions vary, most comprise =55 years of age with two or more additional risk
factors (including obesity, hypertension, smoking, dyslipidemia, o alouminuria).

= A strong recommendation is warranted for people with CVD and a weaker recommendation for those with indicators of high-risk CVD. Moreover, a higher absolute risk reduction and thus lower numbers needed
to treat are seen at higher levels of baseline risk and should be factored into the shared decision-making process. See text for details.

# For GLP-1 RAs, CVOTs demonstrate their efficacy in reducing composite MACE, CV death, all-cause mortality, M, stroke, and kidney end points in individuals with T2D with established or high risk of CVD, One
kidney outcome trial demonstrated benefit in reducing persistent eGFR reduction and GV death for a GLP-1 RA in individuals with CKD and T20.

+ For SGLT2is, €V and kidney outcomes trials demonstrate their efficacy in reducing the risks of composite MACE, €V death, all-cause martality, MI, HHF, and kidney outcomes in individuals with T20 and
established or high risk of CVD.

 Low-duse pioglitazone may be better tolerated and similadly effective as higher doses.
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O [SUSTAIN 7 - dulaglutide ZZu|m, ZAFH HEZ]9 18AM o|&el X2d

Stz 8H0|MAM HEZD Y1002 MESH dEEHo| =X L2(HetE
A2 (HbAlc) 7.0-10.5%) Ael 2XE ez, FIIRHSE MUHE

0.5mg(n=301), 1.0mg(n=300) % <=FMCH==(dulaglutide) 0.75mg(n=299),
1.5mg(n=299)2 =Z=|Cf 40F F0ist = oMM 2 REMS HISIIX} F&t
2, open—label, 3bat ALMAIHS $=TH

- (1x} "IIX|3#) Baseline CHE[11) 40FXfollMe| HbAlc HelaS HIISKRL,
MEEt & 18T 25 MEETAM duiz=T tie| Rolskh H5IE.

—

MNEHL 1EZT
Semaglutide Dulaglutide Semaglutide Dulaglutide
0.5mg 0.75mg 1.0mg 1.5mg
-1.5(SE 0.06) -1.1(SE 0.05) -1.8(SE 0.06) -1.4(SE 0.06)

ETD: -0.40(95% CI: —0.55, —-0.25) ETD: -0.41(95% ClI: —-0.57, —0.25)
p<0.0001(non—inferiority, superiority) | p<0.0001(non—inferiority, superiority)
*ETD: Estimated Treatment Difference

Semaglutide Dulaglutide Semaglutide Dulaglutide
05mg 075mg 1-0mg 1:5mg
Semaglutide 0-5mg  —#-Semaglutide 1.0 mg
Dulaglutide 0-75 mg Dulaglutide 1.5 mg

HbA, (%)

Change from bhaseline (%)

ETD: -0:40 (-0:55 to -0-25); p<0-0001

-204 ETD:~041 (~0-57 to-0-25); p<0:0001

60 T I T T T ] T

2X HIIX|HE) Baseline ChH[12) 40FXtolM2| HME Hatg2 MESET
D2T BF MHEEZZOAM M= ]| S5t A6 S,

I
—

na

9) Pratley, Richard E et al. Semaglutide versus dulaglutide once weekly in patients with type 2 diabetes (SUSTAIN 7): a
randomised, open-label, phase 3b trial. The lancet. Diabetes & endocrinology vol. 6,4 (2018): 275-286.

10) 24 1500mg/¥ Metformino.Z QA A5e Wi gAY, 2389 HA 90¥ AREE Metformin Ho] 3¢ £52o=2 xg5e

75

2} ol Ao Bt HbAlc 8.2 ~ 8.3%

) ZF ol A9 Ht AT 93.4~96.4kg

4

kel
T
Z

11



PSE=SE v NIR=d
Semaglutide Dulaglutide Semaglutide Dulaglutide
0.5mg 0.75mg 1.0mg 1.5mg
-4.6kg(SE 0.28) | —-2.3kg(SE 0.27) 6.5kg(SE 0.28) 3.0(SE 0.27)
-2.26(95% CI: =3.02, -1.51) -3.55(95% Cl: -4.32, -2.78)
p<0.0001 p<0.0001
- (SHMY) R&2A o|aHtg2 MEET txF X|2E Sthet J71E 2ot &
olo|len{, o|2 ¢2lIst =7 F{Ft2 MEEA(XN/LEF)M 22 5%

6%, HET(M/LEFH)oNAM 22t 2%, 5% LHSIHS.

M= 20AM| o]4h £ screening (4 90¢
O|MEEH Ci= =2 O E”._UiP HEgsto 525 €9 =Fo| =X 22
(HbA1c 7.0%-10.0%)&tXIE CHAHN=397)2 2, FIIQYHo=Z 2|t x=19)
CHe| AlE ZE(semaglutide O.5mg, 1mg/13)e| oA REME "HIISH|

= o|an74 3aAt

O [SUSTAIN 5 — 9|2t B, 2l HE]13) 18AM o4 M2y FHxH (=0l
o|g 7
E

- (1Rt HIIX|E) 30FA0lA Baseline CHH[16) HbAlc HH=lo| A<, fItizd
(n=133) ChHl, AIEET 0.5mg(n=132) ¥ 1mg(n=131)7F 25 Relsh 24 515
HRS

@ 0.5mg vs placebo: ETD —-1.35%; 95% Cl, —1.61 to —1.10, (p<0.0001)
@ 1.0mg vs placebo: ETD —1.75%; 95% Cl, —2.01 to —1.05, (p<0.0001)

Semaglutide Semaglutide

A. 8.5 - 0.5mg 1.0 mg Placebo
8.0 §—
’ g
ERET E
- 5
- =
6.5 4 ]
o
T
6.0 G
‘l
£ T v T T T ] ETD: -1.753
0 4 8 12 16 23 30 [-2.01;-1,50]
Time since randomisation (weeks)
ETD: -1.352
[-1.61;-1,10]

—=—Semaglutide 0.5 mg —e—Semaglutide 1.0 mg —=—Placebo

13) Rodbard, Helena W et al. Semaglutide Added to Basal Insulin in Type 2 Diabetes (SUSTAIN 5): A Randomized, Controlled
Trial. The Journal of clinical endocrinology and metabolism vol. 103,6 (2018): 2291-2301.

14) #H2 0.25 IUkg/d and/or 20 1U/d of insulin glargine, insulin detemir, insulin degludec, and/or neutral protamine Hagedorn insulin(NPH)

15) A1HEFY 5Y3 volume?] §Z2S F5191al, 7158 basal insulin¥} WEERS $3E A7) W 48

16) ZF el Al9] H+ HbAlc 8.3 ~ 8.4%



- (2X} "IIX|E&) 3
= CHH|

®

MEZ

|_E_|_

0.5mg vs placebo: ETD -2.31kg; 95% Cl,
1.0mg vs placebo: ETD —-5.06kg; 95% Cl,

if |M Baseline CHH[17) M ZE#3ste| A<,
oM RelshA MBol HAEAS.

-3.33 to —1.29, p<0.0001)

-6.08 to —4.04, p<0.0001)

O [SUSTAIN 4- insulin glargine

2 X= 75'3:4.0|

0
T

aif lezi S=Holn,
2o} HE X Bo|=
CH&H(n=1,089) 22,

M = (insulin glargme) of &AM 2 oMME HWI}
M o zaidl T2

Badt LB S

OFXtoll A Baseline CHH|19) HbAlc H35te] A<,
T 0.5mg(n=362) 2 1mg(n=360)7} 2F FolsiH 2

SRS

A{™d|lm, d74H HE&]18) 18M o|Ar 2=
AF2|Y M A 90ed Zot HEZO]
s—.-_—OF S xAMo| X &2(HbA1C

FIeHo =z AMAHE(semaglutide
@) A iL

2y

Overall Semaglutide 0.5 mg Semaglutide 1.0 mg
zolae baseline (n=362) (n=360)
SO (mean, baselineol| A1 insulin CHE| o il baselineol|A{ insulin CHE| e
(SD) 215K95% Cl) ZH(95% Cl) #15H95% Cl) ZX(95% Cl)
8.2 -1.21 -0.38 -1.64 —0.81
HbA1c(% <0.0001 <0.0001
o (0.9 (-1.31 to -1.10) | (-0.52 to —0.24) (<1.74 to —1.54) | (-0.96 to —0.67)
A B
85 Overall mean at baseline: 8:17% 05 mg 10mg Insu!m
B semaglutide  semaglutide glargine
£ a 2 083
s E oo | L
x > . 8 g
Sy T ' g
6.5 B 0-5mgsemaglutide \\!““k*i— . é B 2
-#- 1.0 mg semaglutide ETD:-0-81*
= Insulin glargine -2.0- (-0-96 to-0.67)
6.0 T T T T T 1 3 .
0 4 8 12 16 23 30 ETD:-0.38
Time since randomisation (weeks) Fa5219-0:24)
— (2K} "WIIX|:ZE) 30FXt0AM Baseline CHH[20) X SH3le| A%, dii=
| I = (=) _ = == o
o "] MHEE FoFFollM 725t S0l =AU,

17) z} FllA 9] A+ AF 89.9 ~ 92.7kg
18) Aroda, Vanita R et al. Efficacy and safety of once-weekly semaglutide versus once-daily insulin glargine as add-on to
metformin (with or without sulfonylureas) in insulin—naive patients with type 2 diabetes (SUSTAIN 4):

open-label,

355-366.

19) 7+ oA 9
20) 7t el A€l

a randomised,

parallel-group, multicentre, multinational, phase 3a trial. The lancet. Diabetes & endocrinology vol. 5,5 (2017):

34 HbAlc 8.1 ~ 8.2%
it AF 92.6 ~94.0kg



Overall Semaglutide 0.5 mg Semaglutide 1.0 mg
wolae baseline (n=362) (n=360)
ST (mean, baselineol| A insulin CHH| Pvallie baselineol A insulin CHH| Pvalue
(SD)) 3 95% Cl) F3(95% Cl) HH5H95% Cl) FX(95% Cl)
Body 93.5 -3.47 -4.62 -5.17 —6.33
weight (kg) | (21.8) | (-3.93 to —-3.00) | (-5.27 to —3.96) <0.0001 (-5.66 to —4.71) | (-6.99 to -5.67) <0.0001
96 Overall mean at baseline: 93-45 kg 27
95 P P |
94> Lo g e et ed S e s e = 2l 113
g aT— —% -1
s B =2 T — £ g iy
3 o \i\\i‘“iu-ﬁ_ . i é. 3 3.47
89+ = S B4 .
podj \i —_‘_\é SR 517
87 T T T T T 1 -6 ETD:-6:33"
0 4 8 12 16 23 30 (-7:00 to-5-68)
Time since randomisation (weeks) ETD: -4-62*
(-5:27 to -3-96)
(5) &t3l el
O 2 =3210f|Al GLP-1+=3H &=3H ALE M=o st g1t
gt /e 42, AES A 23 AME MY I ofet 53 50
Ho|ld 52 dgde=z g W, 7|Xels8l 2t M50 ALE 7+S5t
Ct= 2|74,

- ctot LM E(semaglutide)2| Ef kM| 7} o|o| =LHOIA EH|OtekEZ2
51 Aeny, 01 S Al FHIMALR ctE2A FMEsH AMEn 2F
of M7t & % Uct= AES 112{st0{, o[ ofst= 7[F0| st
= o|7:|ol
— —l— 3.

21) g sts(

), tkuiEn] e3¢




(6) Zl2AF HIEA| E Q5 2Fx[2lX|of CHSt HE
O AMNHEE2 “Hod ot =Ho| SE5IX| &2 MoloM Aol 25
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