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ZA7| (128) 2024 2025 2026F 2027F 2028F
OHE (M) 1,496 1,548 1,674 1,757 1,898
Yol (M) 216 258 293 290 315
FAOIUE (%) 144 16.7 175 16.5 16.6
=019 (g 121 170 193 229 256
EPS (&) 9,470 13,235 15,030 17,876 19,950
ROE (%) 11.9 14.5 14.4 15.1 14.7
P/E (dh) 29.6 34.2 359 30.2 27.1
P/B (H) 32 45 47 42 37
Hig2UE (%) 04 0.4 04 0.4 0.4
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HM17321, E(HIHEN0| AHF 2,629, EE 3.2X3 X J|&xE
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ek At Genentech, Inc. (012, 24 J2 100% XHE|AD

Ol HM17321, LA-UCN2 analog (CRFR2 selective)

Z 2 Z|CH US$2.305bn (3Z 1,8924)

=y US$190mn (2,629 %)
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Information of HM17321

HM17321

v High-selectivity to on-target

v Long-acting suitable for QW

CRF ¥ UCN1 ucm\ UCN3

CRFR1

T

p‘i

Muscle Fat Brain Heart

Appetite | Cardiac protection
(Detailed MoA  (under investigation)
under investigation)

Hypertrophy t
Insulin sensitivity 1
Energy expenditure t

Lipolysis 1

v Pathophysiological changes in muscle

et

Body Recomposition: Burn Fat & Build Muscle

Muscle fiber CSA* > UP
Capillary density > UpP
Satellite cell number > uUpP
M infiltration > DOWN
Inter- /Intramuscular fat > DOWN
ECM deposition > DOWN

*C8A: Cross-sectional area

Lee et al., Discovery and Nonclinical Characterization of a Novel CRFR2 Selective and Biased UCN2 Analog, HM17321, for High Quality Weight Management. Poster presented at: ObesityWeek; San Antoic, T, USA. November 2024.
Lee et al,, A Novel CRFR2 Selective UCN2 Analog, HM17321, Facilitates Weight Loss and Improves Body Composition across Animal Models of Obesity. Poster presented at American Diabetes Association (ADA); Chicago, IL, USA. June 2025.
Les et al. A Novel CRFR2-Selective UCN2 Analog, HM17321, Improves Glycemic Control across Multiple Preclinical Modsls. Poster presented at: American Diabstes Association (ADA); Chicago, IL, USA. June 2025

L Mimics the effects of
resistance exercise

Muscle hypertrophic effect

mTOR 1 Regulatory
signaling Teell 1
t Sarcomere ‘
Protein organization 1 Satellite cell
synthesis activation 1

Prolifefation

Differgpfiation

S: tei
F‘rota}lurn\ver aroom% protein

Glycolytic Energy Metabolism T

Fat mass reduction effect

Lipogenesis | Lipolysis T Adipogenesis §

Triglyceride

Lepdin
Apsgsin
x\ Alteration of

Adipokine level

Kia: SHI|OFE, EASD 2025, Oj2i0AIZH 2IMXIME
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H=, GLP-1/GIP H&, Amylin HE I o4

Efc e, ZEUEL, OHEH|0] 012 =Y APEEA 49 2lIidl=,
GLP-1/GIP HEO|= OLIMIIIEIOIS 34, OfZE HEO|E HEZZEQ|E 34, &+
GLP-1 MEAt CT-996 24, O0|QAEE ofX| OFI=HIE 245 £ SO0|Ct Ot
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Asset

zllebesiran?

Clinical development

Indication

Hypertension

KARDIA-1/2/3 ZENITH

enlcepatide
(cT-388)

Obesity +/- T2D?

Glycemic control

cvoT

Phil to be Initlated
Ph lll to be Inltlated

pegozafermin

MASH (F2-3:F4)

emugrobart +

Incretin

Obesity +/- T2D

A= Roche, DIHOAISH 2IMXIMIE]

E 2. 242 |2 DjojZatol

ZYNERGY
GYMINDA

Q2 update
= Enicepatide: Ph I1(103) data in obesity presented at ADA
= Petrelintide: Ph Il (ZUPREME-1) data in obesity presented at ADA

= Acmopatide (CT-868): Development will be discontinued as other
T1D development program get prioritized

Phl Phll Phll

Outlook 2026

Results:

= Phl(104) enicepatide in obesity with T2D

= PhIICT-996 in obesity

= Ph I (ZUPREME-2) petrelintide in obesity with T2D

= Ph Il (GYMINDA) emugrobart + tirzepatide in obesity

Pipeline progress:

= Enicepatide + petrelintide: Ph Il (ZYNERGY) in obesity to be initiated
= Petrelintide: Phlll in obesity to be initiated

= CT-996: Phlll in obesity initiation planned

=
2E B9 U4

7= AYHZ DEYA YPLEE

MBA 231128 Carmot Therapeutios $2.7bn  $3.1bn ggﬂéGlllTo]%;arfclfzgg%(enicepatide)’ SR G ETEn IR F R
TSN 2538 ZeslandPharma  $14bn $5.36n ég'};’g?gggﬁgg;ﬁgﬁ gg;md;og? E’E x 2 5

Sl Chuga i Ok 17;":05' ;Tlgéa;ﬁ};izgoﬁyiitiﬁég A emugrobart 72

20lMA 26 88 BHOIOFE $0.19bn  $2.3bn HIQIFE UCN2 BEO|= HM17321 7HY ¥ &3t #e| (= =)

A& Roche, DIZHOIMSH 2|MRNIE]

H 3. UCN2/CRF2 MoA H|2t & AR 318

S|A ofiAt MoA X33 ASEA

SH|oFE HM17321 UCN2 analog ~ H|ZF Q14 SAD &=, MAD 21

Corteria COR-1389 CRF2 agonist ~ H|Zt Agdat giE, H|PF U4 SAD #=, 14 B2l 26 UMK LR
Gubra GUB-UCN UCN2 analog ~ H|ZF et /2a% AEH26.07)

Neurocrine NBIP-2118 CFR2 agonist ~ HI|gt QA A AIZH26.06)

Rtz 2h A DIHOISESE 2IMRIES
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UCN2 BIS, SRS DHOIA SHOIEl XIg Meix 2

HM173219 GSQW 271 & 74 226t 22 HISt $2220| HO|EICHEASD
2025, #819). W S 18.0kg, HXIUE 42.8%, BMI 49.3kg/m* 2| 10~18M 1 H
O §150/0) F 18] L3t S0{3t 135 AZOIN, HES 25% Ol LA KBS 70%
O EQUCL BB AL 2AGHA SIUS £ OlLIZ 37t PHS BT 2ol M
HO2 XMOIA LIZICS o0, MXIF0IN HQIE MAE X7y ZIt oK 7hy
IR BERON AHE o[k

DIO ORRANME PIUH|(MDEREN|E)EL 2

100nmol/kg EXZL
11.9% 37111, 22

6.3% ALt

ot H0[HE =RIHCt. HM17321
L=t OHEl MIE 11.3%, K| 33.6% &A%t Vi X0

Alglo] MDFZRE0|ER

o
—

HESS 18.2% &0l S MXYS

73 3. YRR DY A5 Ha L MyE Ha

12! 4. DIO mice, n=6/group, Q2D, 8FX} s}

| Study 1. Efficacy in Obese monkeys (conducted by Primed) |

Obese monkey study (mean BW: 18.0k 10~18yrs
(Rhesus, n=6-7/group)
W4 wo W2 Wd W6 W8 W10 Wi2 Wi3
Drug treatment (HM17321 0.5 /0.1" mg/kg; QW, s.c.)
.0 kg A Body Composition A A A

Body
Body fat \ 42.8%
Body Mass Index (BMi) : 49.3 kg/m
Fasting higod gluc:

Systolic b
[

Blood Pressure
Bloodchemistry * Dose adjustment ater 1% dosing

The initial dose was 2.5 mgkg, followed by a reduction to 0.1 mglkg

2
05e ;4.7 mmol/L
39.2 mmHg

+In @ non-human primate study. obese monkeys aged 10-18 years (initial BMI: 49.3 kg/m?) received

subcutaneous injections of vehicle or HM17321 once weekly for 13 weeks. Body weight was
measured weekly, and fatlean composition was assessed every 4 weeks by DEXA scan. Blood
pressure, heart rate, and blood chemistry were evaluated at 4-week intervals.

Fat driven weight loss efficacy in obese monkey

Figure 1. Effect of HM17321 on Body recomposition in obese monkeys

(a) Change in body weight

(b) Change in hody composition

o 104 ) 20 . 304
3 g ~10H b 0 E E =20 ﬁ g
e M. 120 32 = :
£ ] - E 5 Ee | L e,
2 5% ] TS
lg w e
i -4 j |I4 2‘8 4‘2 5‘6 7‘0 8‘49‘1 l o3 2‘6 5'6 B‘d l D31 Z‘B 5‘6 B‘d
Time (Days) Time (Days) Time (Days)
(c) Change in body composition
34 -+ Vehicle HM17321 2.5 — 0.1 moikg
3 -+ HM17321 0.5 mgkg
g@'— 04—
55 7 In obese monkeys, HM17321 reduced body weight (a) and fat
5 E 3 mass while preserving lean mass (b)
ﬁ £ Actual mass change from D-31 to D84 (c) highlight the fat mass-
= £ 5 - o driven weight reduction potential of HM17321.
)
53, 7 Fat B Lean R * ~*1p < (.05~ 0.001 vs. vehicle by One-way ANOVA test, n=5-7igroup
A& H|E, EASD 2025, DI2H0MSH 2| AX|ME]

In Vivo Efficacy: Fat Mass Reduction & Lean Mass Increase
Figure 5. In vivo efficacy of the designed LA-UCN2 candidates

(a) Change in BW from BL

(b) Change in bedy composition from BL

" g Fatmass e
8 s g 10 2 s
i v % o % 10
g £ HE
grm gqu S o
s L £ L g -
2ol mve am aas em E ol v mm oam S0l sve mm s e
HM17321 (c) TG* content in gastrocnemius  (d) Quadriceps cross section area
_ - + Emn (CSA)
i i
> = Bauoe
& : !
) o z
¢ & It 2 2000
£ ° =
)'g gj i 10- g 1000-
LJ"D‘ Nustrative Tiats. 5. Trgycarde S

(&) Wire hang time (sec)

(f) Holding impulse (sec X BW)

e

= 60 L.l 2500- Ll

3 [

ix 2R

i~ gﬁ 1500- Nornel

g 5% = M DIO mice, vehicle

Ex 2§ HM17321 30 nmolikg, G20
- 27 s W HM17321 100 nmolikg, 020
2 o o W Semaglutide 20 nmol'kg, Q2D

*~***p<0.001 vs. DIO vehicle by One-way ANOVA test, *-tHp<0.05~0.01 by an unpaired t-test (one-tailed)

#In DIO mice, HM17321 dose dependently decreased BW and fat mass. Moreover, HM17321
effectively increased the holding impulse, relatively reduced in obese mice, indicating HM17321
contributed to improvements in muscle strength and function. These results demonstrate HM17321
could not only reduce BW and fat mass, but also enhance muscle function, improving WLQ (Weight-

=S

loss qu

3i0)

ality).

oS,

ObesityWeek 2025, D2{0IA5H 2| MX[ME
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MgKswitching) AS

M3Kswitching) & ZEi2 ASHLC DIO DiRA
E0St & HM173218 716t 20M=, QIFEl H=E9
0| ZTI2 ZASICH AE =3 A
23.9~49.2%p O EAUL}. 4
o HE0Ht= HoM, E89 40| e 47t
AAFRITY.

0

Mekrtol Auk= 40| C20t MOZFEOIENM HM17321= HHE 22 X Z™=
Ft2 GAL A% RA[GHHA, MAYFO| Mt A& CHH| 11.0~13.3%p S/
THe RYY SMOIME ZHA0IZS] Type |-lla, BEE2 Type lla-llb HHX0| 25
Sithsl, §4 28R0| =et=lX| %= et H|ti7t SHRIHDE -7 |0= °._|331|E|9§
MES L 7XA1710= HM173212 MgES el=A7ls =Xt QY, T= XMSRE E
off 4 = EES A0 Agole Mef 25 4A Jisolthe 2o|tt. g AI@WIM
HM173212 EIZMIEO|EL] EZUMT XY F7F 40 HXY 2E2S HJC
(ADA 2026, 3078-LB).
18 5. Semaglutide £0{ & HM17321 add-on, switch J8 6. 9l1H|, BHI2ES HE
Study 2. Combination strategies with incretin in DIO mice (Study 1 mo. = P N
DIOEmID&q‘VZJZWeekﬂfd HFD for 16 weeks 'C“”BEB’-”i*‘“:E"D’““D} o =,
i o mHM1?3211n0nmolkg.92D = DT nln Dals Wegovy
s oy 65
ssm:Immnmoﬂ:,Gm mnrm 100 nmokg. G20 (switching) !) :‘"-:'r:"‘“’""ﬂ ( — -
,__‘ »nlrram un@--] - | Body compositicn measurament zn.pbour\d.

;kod}' Compozttion
* In rodent studies, high fat diet-induced obesity (DIO) mice were subcutaneously treated with vehicle,
HM17321 and semaglutide for 22 days, follmuecl by either switching from or adding HM17321 to
lutide. Body ition was d before and after treatment change. At the end,

skeletal muscles were collected and stained to quantify hypertrophy across muscle fiber types.

Synergistic benefits with incretins in DIO mice

Figure 4. Switching or add-on effects of HM17321 on body composition
ia) Eodyweighl change at D44 (b) Fat mass change at D43 (c) Lean mass change at D43

Fat mass change
(% ve DO, D43)

Lean mass change
{%wvs DO D43)

p B

q |-'I
‘

BW change (% vs DDy
[

=

» Effects of HM17321 on body compesition following switch or add-on to semaglutide. HM17321 induced
additional body weight loss (a), reduced fat mass (b), and restored lean mass (c).

Figure 5. Switching or add-on effects of HM17321 on muscle hypertrophy
{a) Muscle type staining
Vehicl

R

{b) Muscle hypertrophy in Soleus (¢} Muscle hypertrophy in Tibialis Anterior

HM17321 Sel lutide  HM17321 switchi

| HM17321 add-on

- vshicie
£ HMI7321 100 renaliig

O Semaghice 10 rmalkg

m Semagiside — HAM 321 switching)
= Seraglbde — + HM1T321 (acdan)

TAmean CSA (um?)

Solous moan CSA m?)

Type Wb

Type lia

# Representative images of muscle fiber types: Type | (MyhT: blue), Type lla (Myh2; green) and Type lib (Myhd;
red) immuncfiucrescence in the soleus and tibialis anterior (TA)} muscle (a). Cross-sectional area (CSA) of
muscle fibers was quantified in soleus (b) and TA (c).

Typal Type lia

Figure 1. Effects of HM17321 in combination with incretin-based drugs on body weight
and body composition in DIO mice

(a) BW change over time (b) BW change at EoT
10 10

=
2

-
=

=

BW change (% vs. DO0)

O DIO, vehicle

-50< W DIO, HM17321 100 nmol/kg
W DIC, Semaglutide 10 nmol’kg
O DIO, HM17321 + Semaglutide
M DIO, Tirzepatide 10 nmol/kg
71 DIO, HM17321 + Tirzepatide

n
=]

2 e weice taest
(c] Fatand lean mass change at EoT
20

ooy

0

[
=

]

b
=
LM change (% vs. DO)
&

FM change (% vs. D0O)
&

.‘
=
=3

+ HM17321 showed similar BWL to SEMA with additive effects in combination, whereas
HM17321+TZP combination showed comparable efficacy to TZP.

+ Combination of HM17321 not only resulted in additional fat reduction, but also demonstrated lean
mass preservation or improvement, suggesting a favorable body composition profile.

Az BH019FZ, EASD 2025, DI2HOAIBH 2IMXIMIE
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OfT! HE: EWEA| XL ZE =l X MX|Y S71 SAl =2l

DIO oM 713 s orel

HM173219] H2& HIISHCHADA 2026, 3078-LB). Ot H=A2 Q9|
£ 590 2ye KIOA LIEOMH(-32.4~-15.8%), XU BEZ|= QA

CH+9.2~12.9%, TiEF +6.6%). 04710 HM173218 Al X|& ZZ0| -56.

45.4%2 EHHHT MRS +17.9~22.1%2 S7IRICt M X8 2

Hl {28t X{0|E EACt

ue

SIEO|=-HEZZIEO0|=-H2FEEO|E 5 OFZE FAMK| 351
2

4» o

4n
N
(@)
e
ru
ri
amn
fiml

oHH, X2 g &7t A0 gFQl 7t AX| 0] LIEFHTE. OrE A0 HM17321
0] A& F==2 Q5= 40| OfLI2h, OfLX| AHIQE X[ Foliet= HIHe Z2= 70342
= AAfeICh ESH HX[HO| HES 0 S7t= M=, 2 XHE GA| o 20AM
M EE29 Vi F0[ O FiCh Eo| HEZZEN|E: =27 LS A4=0|1
oft7| Q& 34 JHAIZE OI-E] QUCEH 24+ F-OIM KA 27| A ARe] g 2HE
e TA0A O[0f =tEot [O|C.

T 7. OFUE [AHS] HE

"FStud\r 2. DIO rat, & 11W &-week-oid, HFD for 5 weeks )

(SD rats, n=g/group}
o ! !
<% \ 00 D28 Cagprilintide

N \ Q3D drug treatment (HM17321, Amylin analogs) Petrelintide

a g Eloralintice
e | By compoaition measursment (in-house synihesized)

Figure 2. Effects of HM17321 in combination with amylin analogs on body weight and body composition in DIO rat

ia) BW change over time (b) BW change at EoT
301 o
=
8_ 204 2
%] = .
Y 5 -5 O DIO, vehicle
= 104 &> B DIO, HM17321 30 nmol’kg
'; H & A0 W DIO, Cagrilintide 30 nmol/kg
o £T DIO, Petrelintide 30 nmol’kg
£ 0% S35 46 i
o 2 B - W DIO, Eloralintide 30 nmol’kg
5 S = 01 DIO, HM17321 + Cagrilintide
2 -104 @ 204 DIO, HM17321 + Petrelintide
o £ 25 Es E = = 0 DIO, HM17321 + Eloralintide
20— —r ) :
0 3 6 9 12 15 18 21 24 27 30
Time (Days)
« Amylin analog-containing groups showed significant BWL vs. vehicle, and food intake was significantly reduced across all treatment groups.
fc) Fat and lean mass change at EoT d) HOMA-IR
04 20+ 50 is 7
i i= B
T 20 . e gt - i
£ 20 z 10 i § | liwia 5=
£ 2 159 ++ i -
o8 404 o2 ¥ ©
2z £ £z < 04
23 504 E3 10 d
S 3 ek ® =
] - - a O 4
5 g0 = = I
S 3
£ B z 9 10 il
& 1004 7 2c g -1 . 220 JI
w7 -
120+ 0

= HM17321 monotherapy did not induce significant BWL but was associated with favorable body recomposition characterized by reduced FM and increased LM.

+ Amylin analog monotherapy reduced FM while preserving LM. In combination with HM17321, additional FM reduction and significant LM increase were observed,
leading to markedly improved weight loss quality.

- Additionally, improved glycemic control was observed across all treatment greups, with further enhancement achieved by combination treatment with HM17321.

K& ot0|9fE, ADA 2026, DIZHOIMSH 2| MRIIIE]
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72 7|1E 25 XLHEH) RS 7isd
2 0[0] Z&AM Y| XS Rt UCH DIO|QAEE A o|RI=HER, S|
2| MHIR2E(EIZMIE|E) HE Y 28(GYMINDA, NCT06965413)0A 25 HE
St ZZ F0ICh O O] XM= S ZEX| SHAZE QUCH 1) 20| ZHAL AFZ0]01A
24 M REZ2|Q0 SEEX| Y=t 2) SHQt HEO|Es S0 729 oFEd 2
w7t gt 38 M st 7ot =01, BT R0 F77F TiEH IHSEESH(FDC)
A XEA7E JMFED. AH GYMINDAE B £0f HAloz dAef T o47(0f 0l
ZHIEEE K| 3¥ H|PH 9 HEZF01 SMA-FSHD 4t 241010 BX Hoj= 5oLt

o= 4% 7ls 22 0|0{XX| X3t b {ACt

Ui =50| H|TF HE0l Of|L|M|IIEIO|=2 HE-RE0|E= 25 HEIO|Z0|0H, HEO|
C 7t S8E 2ol 7tO2|MOKZI 12 ZE|E+M0ZRE0|S) M7t 0]0] EXsHT
274 28 3K SRME G50l FOHEHE SA7F Ofd HEO|E 25 A0 HR3tS
2 HOICt 71X M| AT UCH ADA 202601 SAZF LESH HIOF 12 2H(=2)) ZH
HIW CIO|HE EH, HAMHER: R 2915 OfRA ZRHOIM MXAY S71E(E@)Y 2HR
HA(p)2 HIOIORYEO0| O ZioLt = (d)2t X7 (e)2 HM17321 FO0IZ0ATH Th
Xt | ROIeH 21=0] AL, HIOIOFET2 R2Igt X0|E EO|X| Ut 2= W
SEAY FH(MS RE AT HM17321 00| 2S5 X(BHY 7[5 X8It gE
Al &1 220|Xj= Z=ti= 2o|ct,

LS

3 8. HAMHER: | 295 0FRA 2 G|OJH

Figure 4. Skeletal Muscle Mass and Function in a DEX-
Induced Muscle Atrophy Model

(a) Changes in lean mass (b) Cross-sectional area
(% vs. baseline, Dexa vehicle corrected)

s
]
2

O Vehicle, Vehicle

W Dexa 10 mg/kg/day, Vehicle

O Dexa 10 mg/kalday,

HM17321 100 nmol/kg, Q2D

0 Dexa 10 mo/kagiday,

Bimagrumab 20 ma/kg, QW
) ) .

8
2

g

Average of fiber area (u)

Lean change
(%, vs Dexa vehicle corrected)
@

(c) Histological assessments (Quadriceps)

Dexamethasone 10 mgrkg

Vehicle Vehicle HM17321 100 nmolkg  Bimagrumab 20 mg/kg

(d) Grip strength (e) Wire hang test (f) TG Content in Muscle
(Gastrocnemius)

&
-

15

]
g
E

Strength (g/bw)
o

g
TG content in muscle
(mglg tissue)

Holding impulse (secx bw)
B
3

]

0

» HM17321 preserved myofiber size, improved muscle function, and reduced
intramuscular TG accumulation under glucocorticoid-induced atrophy, suggesting its
potential to improve muscle quality beyond lean mass preservation.

Atz SH0I9fE, ADA 2026, DIZHOIMSH 2| MR|MIE
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HM17321 7tX| 7|E 1,093 1X 1,615HHC = HFxd

SRl JIE HM173212 HIRESHIRZA AHOR SKSH(HIZ A O 30% +7) Ef
A A ADE OfOIT, B 3 8URl DT HRE 5%, 2UE| 13% 47, 43
£ 10%, SHOIALOIQIAN 30% HiE = 70%E 25t 2R s NPV 1,00328
o2 Wit

=

Human PoC 2Q1 H2I &l 1¢ QMY E 2471 T 3.228, OF 8% 02 A=
ez II:LéHEfE 2 HM173212 H|ZH A ERO| iy A2 Hotoll USS Al
Afettt, H=QENL QIS E-0lEE HES BF At + U= LEUHE 2A23H= H
0N dX d3 7is8E SOIRLE 0[o] 7IE 7FgS Ul 7t SHOIM HEIUCH 1) E
A AEE HIZH S ZHA0M HIZE MHZ &, 2) M2 7|E4E DIUAE 2129
2l & 60% =3 P, 3) YNYSHE 10%01M 20%= HE, 4) OfPAE-=2HE|Q| &
0j9FE 100% H&(71E0= SHOJAIAA 30% HiE 7FH0IA2LE, LAPSCOVERY O]

-

HME OM0|2= HiE T
1,6156%H0ICt

oM HMDOICE s 7+EE XME8F HM173219] INPVE 12

0

H 4. HM17321 THO|Z2tQ1 JHx| A
2026 2027-- 2031 2032 2033 2034 2035 2036 2037 2038 2039 2040

HI AL (R

Hog

106,000 112,000 118,000 124,000 130,000 136,667 143,333 150,000 157,500 165,375
05% 1.1% 16% 22% 28% 33% 39% 44%  50%

gwE
Ofl4 oHE 560 1,264 2,015 2,844 3758 4,748 5813 6989 8269
OFUAE($1,350mn) 190 40 80 90 90 140 100 100 100 100 100 100
A2 EE|(13%) 0 0 0 73 163 262 370 489 617 756 909 1,075
HIZ421(8%) 0 0 0 45 100 161 228 301 380 465 569 662 v
M Profit (EQ141820%) 152 32 64 166 283 451 558 m 878 1,067 1,254 1469| 7,346
HTZIRERIE 10%) 138 26 36 85 132 191 215 249 280 306 330 352 1,599
SI7ER] 4,005
27 1,450
7R BHEA) 5,808
UM HBE HE(20%) 1,161.5

A= DIHOINSH 2| AMXIHE
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(o481, 9, &%)

12743 13 EBITDA 3,885

EV/EBITDA 135¢ “e”?Toilollﬁ O2|0|Y2 &9 Mt & 71 &2 DREE 241

Rajupi PN 52,295 * 7|1= =

RIS 2,329 *26id 7%

mo|zetel 7HX| 42653 * 7|= 31,6302
(HM17321, Roche) (1= 1,093) 76% %TIQ)E;; 0, STSSE b, SSEE 20%(C|E 10%), SHIAE b HET|E St of
GLP-1/GCG 11,066 *2030 EAl. Al 79Xt MASH A% Peak MQE 10%, ZLE| 13%, MZ42| 8%, &8 1,4509

(efinopegdutide, Merck)

RIZ 10%, STHEE -10%, SSE 30%, SOIA0IAA H| 70% & 71

GLP-1/GIP/GCG

*

2030 EA|. EAl 8t HIZH AE Peak ERE 5%, 2EE| 13%, MZESQ| 8%, &8 14508, &I 10%,

8,083 . ! . <

(HM15275) STETE -10%, SSSE 15%((7 & 20%), 21012fF 100% H&E(IE SHOIM0IIA HQ| 70% %) 71
GLP-1/GIP/GCG 6,411 *2030% EA|. EA| 7Ext MASH A% Peak BRE 12%, 2EE| 13%, HEQ| 8%, 21,4502
(efocipegtrutide) S10IZ 10%, FPARIE -10%, NZEE 15%, SHIAO[RIA K2 70% P 71
GLP-2 5,249 *20313 EA|. ZA| 7%t SBS AK Peak HR:E 50%, 2ZLHE| 13%, ME4 8%, 2t 14502
(sonefpeglutide, Lilly) SIS 10%, HATARIE ~10%, HBEE 30%, SHIA0IRIA K2l 70% 2 7K

XY 7| 71| 92,619

ZA| (HF) 12,680

25z} 730,420 *730,000%4(7|Z 640,0002401A1 A¥3)

e 540,000

EGE 35.2%

K= DI2HOAISH 2IMIHE]
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J% 9. 2 H|FE X|ZH| AR A2 F=H

2026.8.25

212l)

30,000

25,000 |

20,000 |

15,000 |

10,000 +

5,000 +

O 1 1 1 1 1 1 1 1 )
2022 2023 2024 2025  2026F  2027F  2028F  2029F  2030F
X2 DjoIMSH 2IMRME

I 6. 2L IpIS/H|D QUE AIY A2 £ (g, ¢, A48
2022 2023 2024 2025 2026F 2027F 2028F 2029F 2030F
15M| 04 2172 45332,000 45332000 45332000 45332,000f 45332000 45332,000 45332,000 45332,000 45,332,000
IS 37.1% 37.5% 37.8% 38.2% 38.6% 38.9% 39.3% 39.6% 40.0%
DHIS/HI2E Q1 16,818,172 16,982,501 17,146,829 17,311,158 17475486 17,639,815 17,804,143 17,968472 18,132,800
SIS 1.2% 1.1% 1.4% 4.0% 7.2% 10.4% 13.6% 16.8% 20.0%
CHAL SER} () 195,222 193,333 241,100 683,791 1,251,245 1,829,249 2417803 3,016,906 3,626,560
A7t Tt (B) 900,000 900,000 1,000,000  1,200,000i 1,200,000 1,000,000 800,000 720,000 680,000
AIE 72() 1,757 1,740 2,411 8,205 15,015 18,292 19,342 21,722 24,661
ARMICH ) | 696 964 821 150 183 193 217 247
Q| TH|() 1,447 4,923 3,754 4,573 4,836 5,430 6,165
HutRS(Ea) 2,462 10,961 11,890 11,605 11,947 13,563
Efpeglenatide(3ta]) 150 1,280 1,934 2,824 3,699

71164 O Q71 & 20301 IHAIE/HIZ Q17 40% & EEE 20% AT 7. ¢k 247} 2644 0

Re2: IMEH EIAAE 23

% ot alojofE

HRE 269 2% to 309 30% 7HY

Mirae Asset Securities Research 11
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2026.8.25

[Relative Reduction from Baseline in LFC at Week 24]

72.7% Difference in LS means (90% Cl)
efinopegdutide vs. semaglutide:
30.4 (22.1, 38.7); p <0.001

42.3%

[Percent Reduction from Baseline in BW at Week 24]
m Efinopegdutide

semaglutide 86.2%
76.6%
64.2%
52.4%
39.6%
13.4%
25% >5to < 10% >10%

[Relative Reduction from Baseline in LFC at Week 24]

m Efinopegdutide

81.9% 77.8% Semaglutide
67.1% 70.8%
43.8%
12.3%
>30% 250% 270%
[Body Weight]
D gmim =~ = mm = m e — e e e e mmeeemeee
o
g .‘\.“\
£
= 4
83
Ha 6
§5 - g
g=
g4 T T d
01234 8 12 16 20 24
Week

@ Somaglutide

& Efnopegdutide.
(bazging = 94.5 ka}

(Bazalin = 100.2 kg)

Xt2: Romero Gome M, et al. J Hepatol . 2023 Jun 5;50168 8278(23)00342 2, TH0|2FZ, OJ2HOMISH 2| MXIMIE

2 11. Efinopegdutide 4f2bA CIXjol

*Enrollment: 300
+Duration: 52 wks

*Inclusion Criteria
- Histological confirmation of NASH, defined
as NAFLD Activity Score (NAS) >4 with a
score 21 point in each component
(steatosis, ballooning, and lobular
inflammation) AND NASH clinical research
network (CRN) fibrosis score of Stage 2 or 3

- No history of T2DM OR a history of T2DM
with an A1C €9% that is controlled by diet
or stable doses of antihyperglycemic agents

X2 SI0[OE, DIHOINEH 2lMIHE

12 Mirae Asset Securities Research

Placebo
Semaglutide 2.4 mg
Efinopegdutide 4 mg
Efinopegdutide 7mg

Efinopegdutide 10 mg
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13 12, H|3t 2kX} CHAb Efpeglenatide =Li34¢ CIX}OI

A= 712t

*
1
1
1

A A A
27t

oz 7He

[1Xt "W7tX| E]

2 mg-4 mg- 6 mg O H| 2 2ILIELOIE 10 mg. F 13]

A A
3N 1074g

« HIE HekE (712h 7IEMTE ~ 40F)
© HIE 5% 0| & g4t 2xtHIE (712h: 40FK)

[ M 71F]

+ BMI =30 kg/m? &= 27 kg/m? = BMI <30 kg/m?0|H C}g Stk &t 5 siL} 0| A2

74l A (Set Wk nge

Rtz BHOIOFE, DIHOINSH 2IMRIMES

73 13. LA-GLP/GIP/GCG S=EH HM15275 Y14 HI0IE

O|MXIEAUE, +H 25 L duldat B

A. Body Weight (Placebo-adjusted)

HM15275 (mg) Pooled Pooled
I N K Placebi Placeb:
2 : ¥ 1P dosing suvjectvinany (v, %) [Ny " e
9 H TEAE 6(1000) 5(B33) 6(100.0) 6(100.0) 7(87.5) 7(875) 7(87.5) 6(75.0) 8(100.0) 10(100.0)
';’ 0- TRAE 6(1000) 5(833) 6(1000) 0 3(375) 7(875) 7(875) 4(500) 6(750) 5(50.0)
E ] & Maximum Severity
=X} Grade 1 6(1000) 5(833) 3(500) 0 2(250) 5(625) 6(750) 1(125) 5(625) 3(30.0)
g 8 2 Grade 2 0 0 2033 0 1(125)  2(250) 1(125) 3(375) 1(125) 2(200)
e E Grade 3 0 0o 1{er® 0 0 0 0 0 0 0
[=] "; -4 Serious TEAE 0 0 0 0 0 0 0 0 0
o D T el TEAE leading to study 9 9 0 0 9 10257 1(128° 0 0 0
s 6 GHTRAE 5(833) 5(833) 6(100.0) 0(0.0) | 3(375)  7(87.5) 5(625) 4(500) 6(75.0) 4(40.0)
o - Abdominal discomfort 1(16.7) 0 0 0 0 0 0 0 0 0
] Y Y 7 : . | Abdominal distension 0 0 2033 0 2(250)  3(375) 0 0 0 0
Abdominal pain 0 0 0 0 1(125) 0 0 0(0.0) 1(125) 1(10.0)
1 8 15 22 29 43 57 (FU) Constpation 0 2(3.3) 3(00) 0 3(375) 0 0 2(250) 1(125) 3(30.0)
Days Dyspepsia 1(16.7) 0 1(16.7) 0 0 1(12.8) 2(25.0) 0 0 0
Eructation 0 1¢67) 0 0 0 0 0 0 0
*_Placebo-adjusted D29 % Change from baseline - reflux disease 11677 0 0 0 0 0 0 1(1255) 0
Dose (mg) HM15275 HM15275 HM15275 HM15275 Diarthea ) 0 0 0 1(125) 0 0 4(500) 1(125) 0
0.5/0.5/0.5/0.5 1.0/1.0/1.01.0 0.5/0.5/2.0/2.0 0.5/2.0/4.0/8.0 Nausea 5(833) 4(667) 5(833) 0 1(125)  5(625) 5(625) 3(37.5) 5(625) 2(20.0)
Mean (SD) 212(087)  -365(141) -296(0.96) -2.70(1.03)  4.81(1.01) Vomiting 1(167) 2(333) 5(833) 0 [} 1(125)  1(125)  2(250) 2(250) 1(10.0)
Ri2: ADA 2025, 30[2fZ, DIAAS 2/MTNIE
J3 14. HM15275 H|ZF OfRA H0|E]
(a) Changes in body weight over time
10+ (b) Changes in fat mass (D42)  (c) Changes in lean mass (D42)
@ - -
g 04 20 2
= o o
o § 107 55 § T 2
- e 204 =7
£, 20- g5 £
oe o2 o8 4
g g3 -40- 2 8
; i -30 e |T T w g w -6
> E > 60 >
'8 404 w5 §2 s
= =
a 50 3
A0+
=50+
T T T T T 1 _100- T 12
0 7 14 21 28 35 42 :

W Vehicle, DIO W HM15275

Time (Days)

@ Vehicle, DIO  @HM15275 20 nmollkg, Q2D
@Retatrutide 20 nmol/kg, Q2D (in-house synthesized)

K21 ADA 2025, DI20fAIBH 2IMXIME

20 nmollkg, Q20

W Retatrutide 20 nmollkg, Q20

Mirae Asset Securities Research 13
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J% 15. 2 SC MY H|2t Aof/SHEH S84 H|w
PF3944/
Wegovy CagriSema  SCZenagamtide ~Zepbound  Retatrutide ~ Mazdutide ~ MET-097i MariTide CT-388 SCVK2735  Survodutide  Pemvidutide
o (=) () (s @a) &z) @) (301t () E%) o) MIA/FAS)  (LER)
5%
~10%
iy | T125% -12.3% - 13.0% -12.1% e
Bt I R
-20% 13| e ESE]
20.4% -20.1% 20.9%
~25% 68% -23.2% 72 221% 205 -22.5%
F18 6% F18] iﬁl =13 is F KEY
-30% el ’ h -zgﬂg
ALUHHHZ(VSC) 2 a83d
5% L e 29/0|9/28|2(RYGB) 2d2d
Z % 2 7IE
REg: Z- AL, O2i0IAISHE 2IXIME
H7 32 SCHY MY/ZHSH mjo|Z2tl Hlw
Wegovy CagriSema SC Zenagamtide Zepbound Retatrutide Mazdutide
(=) (=) (=) (EC)) (EC)) (EE))
&2 7™ | GLP-1 GLP-1/Amylin GLP-1/Amylin GLP-1/GIP GLP-1/GIP/GCGR GLP-1/GCGR
=3 & | HE0|E HE|E+HHEN|= HEIE HEIE HEIE HE|IE
FoF 37| |13 13| F13| F13| F13| 13
ol Y | BN &= NDA ®iE UMb/ 204 2tz SN 2= AN3Y a2
QUMH [ STEP1 REDEFINE 1 NCT06064006 SURMOUNT-1 TRIUMPH-1 =
HE 712t | 68F 68 365 72% 483 20
) 8% | 2.4mg 2.4mg+2.4mg 60mg 15mg 12mg 16mg
X|@2t Hst | -14.9% =22.7% -24.3% -22.5% =24.2% -21.0%
Qo+ M5t | -2.4% -2.3% -1.1% -2.4% -2.1% -0.1%
Rzt 5| 7.0% 6.0% - 6.2% 16.1% 12.5%
ofE BH | 3.1% 3.7% - 2.6% 0.0% 25.0%
hl L I I e POlLE 53 B
PF3944/MET-097i MariTide CT-388 SC VK2735 Survodutide Pemvidutide
(&f0Ixh) (4% E) (H[01Z) (HIZH/ZHE) (YEIR)
271" | GLP1 GLP-1/GIPRZEH| GLP-1/GIP GLP-1/GIPR GLP-1/GCGR GLP-1/GCGR
=23 72 |HEoIE SH-HE|E HE|E HE|E HE|E HE|E
FoF=7| |13 13 Sk 18] 18] 18]
SRl e | A2bed 3y QUatoet A3y A3y QUel2d 2t
U4H | VESPER-3 MARITIME CT388-103 VANQUISH-1 SYNCHRONIZE MOMENTUM
2HE T1ZE |28 523 485 133 465 48
| 8% | 4.8mg 420mg 24mg 15mg 4.8mg 2.4mg
X|@22 Hst | -12.3% (Y12 =) -16.2% —22.5% (Y12 =X) -14.7% -14.9% -15.6%
QoI HSt | - -2.5% - -1.7% -2.8% -2.2%
Xzt BH | 4.6% 11.0% 5.9% 13.0% 24.6% 19.6%
Qo ST 0.0% - 1.3% 14.0% 3.9% 2.2%
RDES = = ;

A= Clinical Trials, 2t Af, OI20AISE 2IMXIME
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a3 16. sH|YE M

R&D Ifo|Z2tQl 242H2Q26)

2

026.8.25

-~
YA o4t 14 o4t 24t o4t 34 =9l
HHHZ ?P—+01IJII=‘E|I'4F—}0L HM17321 HM15275 0ﬂJlI:‘ElI LIELO|E
[»sGlucagon Cor [LA-UCNZ] [LA-GLP-1/GIP/GCG] £xdd analog]
HIETAI T L Higt How e Yot Hod e
OIIJTI_‘:nIJ EEHII
H|ZHLHA [46LB- 1/GCG agonist]
I |—/ H I‘ Q{MG\Q*—*E"HMQIQA‘\L‘&EY MsD
OIIEAITIJ EZElO|E
[#F=Triple agon
WIO\QAé’lacnmlawa_w
HM101207 =EE A(Rolontis)O W Htat o EX2E|Y & EE| £ (Rolontis)®
5051 (043 2ha Tk Asserti -RAF A1) Roche | [pan-+E Assertio | [OIEEHH 1225 Assertiol
e Sentzs @izoay o | BB 3 ase s 01 sus UoR ceenzo Hol nscic 2 Alm. Sorars
HM100714 AufatE E|HHA 2= 22& (Oraxol)®
EHER2] [pan-RaF Ff3H] jocRa] [@AAICH T E2 s Health Hope
Nslﬁ‘—kliﬂ‘ér la“‘-"%%lﬂﬁ Eeeein hﬂi RAPT sy §+1§E|‘ Pharma
BH2950 a =gey
By e estl mnovent LT s ms 080 Medicine
= A (]
skot Tk
oo SHEal W Aptose
HM97662
[E2H1/2 K#H]
FELEE R
BH3120 a
[PD-L1/4-1BB BsAk]
EeiE e e
HM16390
- l
Coadiedh ue an
O|ZAHIELE0| = HM15421 HHAH2 22 s|¢z otz
[“¥sTriple agenist] [LA-GLA] &C Gl log] BlRREALLE B sl
PO T2 Lo age wEzc] 23UE
2HHZ2ZEO|E
[""‘SGLP -2 analog]
S| E=/7|E H4z®
—I:ll'l = -_/ I |- HEADEZT
[APhGH]
Hysap 2Ee
=040 E H ® Allegro
TS Lyminate)® o s
szm0| - SHER 28 34 2y 59 [ 127 2oos CIHSHLIE|S: S B 4 38 IND SO L MAT HHS MG ST FE A A MeEIEG I BY 28 AL BR SF AR,
a= = === 0| 72 £7+2: FDA Breakthrough Therapy Designation(BTD) X, EEE|2 2 E215H M—. H 57t
Rz SH0IofE, OIS HE 2l MRIME
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stojeFE 2026.8.25
Ofl et ZTAOIAIMA (29F) Ofl&} THEAEHE (22)
(&) 2025  2026F  2027F  2028F  (MYE) 2025  2026F  2027F  2028F
[T 1,548 1,674 1,757 1,898 QEIM 894 1,218 1,553 1,925
&8t 663 709 752 810 &2 U Sz Mt 108 369 662 962
HE£01 885 965 1,005 1,088 OHEAA ¥ 7|EFRHA 339 366 384 415
o [teE]H| 627 671 715 772 MDA 339 366 384 415
Esp:fuly Bl 258 203 290 315 TIEIRSKR 108 117 123 133
Fiole} 258 293 290 315 HIRSAMM 1,244 1,117 1,024 935
H|gRl20l -45 -31 7 19 EAVIYEXS 2 2 2 3
2829 -10 -3 7 19 QSR 760 636 549 463
A7 IYS EXRO 0 0 0 0 SRt 113 101 90 78
MTASA 2 213 262 297 334 XAEEA 2,138 2,334 2,577 2,860
HSMAROIMHIS 26 50 45 52 QEER 605 614 629 653
HEAR01Y 187 213 253 282 RIS 2l 7|ERE 165 179 188 203
TR0 0 0 0 0 HIIZ8Ex 337 324 325 325
g7lz01 187 213 253 282 TEIRSEA 103 111 116 125
PNl B 170 193 229 256 HIRSE 110 1M 1M 112
HIX[H== 18 20 24 27 A7 |28ERY 97 97 97 97
S0\ 194 213 253 282 JIEHIRSER 13 14 14 15
Kbz 173 190 226 252 ExHEA 715 724 740 766
L B 20 22 27 30 XBHEFEXE 1,250 1,417 1,620 1,851
EBITDA 357 392 388 M4 Rz 32 32 2 2
FCF 130 315 329 343 XEUGZ a1 411 41 41
EBITDA OFEZ (%) 23.1 234 221 21.8 0lelejoiz 836 1,004 1,207 1437
SEAH0I2AUZ (%) 16.7 17.5 16.5 16.6  HIXMHiEZFX|E 173 193 217 243
K|HiFZFTL £012F (%) 11.0 11.5 13.0 135  XEEH 1,423 1,610 1,837 2,094
o4 SiFSER (%) Ofl& FL7kX] Y valuation (2)
(&) 2025  2026F  2027F  2028F 2025  2026F  2027F  2028F
goist=Eo= oI5t $g52 173 278 329 343 PE®X 342 35.9 30.2 27.1
g71z=019 187 213 253 282 P/CF(x) 15.0 19.0 17.8 16.7
HISESHIE7 1 198 151 136 131 P/B(X 45 47 42 37
SERAZTAZHH| 86 87 87 87  EV/EBITDA(X) 174 18.0 17.5 15.7
PEAANZH| 13 12 12 12 EPS(®) 13235 15030 17,876 19,950
7|Et 99 52 37 32  CFPS(®) 30,071 28411 30312 32,271
SRS ORISR RO HS -150 -33 -22 -37  BPS(®) 100935 113,984 129,879 147,849
OSAIE L 7|ERIREO] ZAETD -87 27 -18 -31 DPS (&) 2,000 2,000 2,000 2,000
TR 2B -37 -28 -18 =31 HIENE (%) 13.6 1.9 10.0 9.0
OHRUIRHT 2 7|EFRHRSl S7HZLL) 12 4 3 5 HigHAUE (%) 0.4 0.4 0.4 0.4
BN =E -46 -50 -45 -52  DHEUEIIE (%) 35 8.1 5.0 8.0
EXjgsoR o5t 31252 -159 21 -11 -18  EBITDAZ/IE (%) 13.7 9.8 -0.8 6.5
QUKXR(FS) -43 37 0 0 ZHFAHOUSIIE (%) 19.2 13.7 -1.0 8.7
FHIMZAETN -33 0 0 0  EPSEItE (%) 398 13.6 18.9 11.6
HHI IS8R LAETD -47 -16 -1 -18  HEAH FE (3) 5.4 48 47 48
7 EtERtE S -36 0 0 0 THIXHL EEE (3) 48 48 47 47
TRESCZ QIS HZSE -97 -39 -25 -25  OHUAR e (3) 14.3 12.6 12.5 12.6
HHI IS8R B7HEA) -62 -13 0 0  ROA(%) 9.0 95 10.3 104
Rp2o| Z7KZUR) 0 0 0 0  ROE (%) 145 144 15.1 14.7
gzl Xig -31 -25 -25 -25  ROIC (%) 17.3 17.9 19.9 22.7
7 ER e S -4 -1 0 0 BAHIE (%) 50.2 450 403 36.6
sige| 37t -84 261 293 300 [=HIE (%) 147.7 198.4 2471 294.6
71552 192 108 369 662 XU/ IRKE (%) 16.4 =30 -18.8 -31.2
7|y 108 369 662 962  ZHIHU0/Z8HIE () 15.2 18.8 18.9 20.5

K= SHIofE, DIZH0ASH 2IMXIHE
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ESG 20| : Sf0|2f= (128940)

=3 MEEs
7t ESG M 6.1 v EFaksEs HS(CH) Hze
ESG &2 A AHNSE EES Mol E3st
4.2 - -
E Mgss By s2 7ER1(%) SYX s
S
@ 7+2(E) 42 BBB 40 = YK ZHE
74 EEESS——T2
7HEs SEIE OIMIE|E(S) 7.2 A 10 =
. HHHEA Ol EXY
oYsEZ stojotE HHEA(G) 7.4 AAA 50 =
ESG &5H MExs SUAS() 71 2t H|d
- i EZZEE) HiEZZEE)
EtA HfERY 10 - 10 .
8 | sij%E 8|
* sijerz © @
6 6
E 1.4
4 4t
20 __ [N
£X012] HETAS ~ 2
EFABIE2HE) EXH01(F)
- 0 . . . . : 0 . . . . :
O = (L) SHO| k=
ogsE A 0 2 4 6 8 10 0 2 4 6 8 10
(1) EAHIEZ = AT (BAEZ/IIE) ; (2) HISTLS = 3T BHATAT ZAZ ; (3) FXI0E] = 31 W ROE
7 EIAER F40 EATIONTE U2 | MRS H40t SIATIONE 2482 HY
HeEHE ML)
YRS 10 10 -
stojoiz shojorz
Iads
YU () 4R
= - 8 : : : : ) 8 : : : : ,
G ojetE 0 2 4 6 8 10 0 2 4 6 8 10
() Y= = A 19 B (2) Halas = =2 19g B4 (3) 2504 - A 199 BF 2494
B REE2(H) KBRS ()
F3E3 10 10 -
9.0
8 sijre 8
2 L 2 SHI|%E
6 6 | B
G
4 4|
6.0 6.7
FRUS XEES 2 2
FFE3R) FFHSE)
- 0 . . . . : 0 . . . . ;
oS BojtE 0 2 4 6 8 10 0 2 4 6 8 10
(1) 3553l = 75 ORI Ba Ui TR HIE S (2) 3385 = F23AH DN A A 4 LFFBE 28 24 (3) AERS = 7 [URHTEE TN SHLXIE 157HK0] et 242

F: RFEH U FRYS HATHES 45 HAIY 20| H53S 20|

B ArgA o

ESG &+ ESG &4 = (E /%I x 7H2ATON) + (S 7H5A| x QMEIS AT0)) + (G 7HEA| x AAH{EiA AT0))
742 270} 742 ATI0f = ERAMIER T4 + (SXI0f2] T4 x HHETYS HA)

QIMIE)S AT0f QUMIE)S ATO| = QRliis B4 + Hpluia Ha + 2AUS He

HBHA AT0f IHBEA ATOf = FFE5| 4 + FRYS B4 + NEES T4

At2: MSCI, FnGuide, et=7{2i2x, D2HO ASH 2| M XIHIE
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EXjo|A U BEZT} HEZO|

. T212(%)
AR e SEE T wm amemEe | () solorE
BH0IQE (128940) 800,000 1
2026.08.25 Of= 730,000 - - 0,000 | U
2026.07.29 O 640,000 -38.60 -15.63
2026.06.04 < 700,000 -42.06 2943 409,000 ¢
2026.02.06 O 660,000 -22.55 515 |00 000 |
2025.07.28 O 370,000 5.55 46.22 ) $
2025.02.05 o~ 350,000 -23.42 -9.57 0 - s
2025.01.22 18 23 0j% 440,000 -45.11 -43.98
2024.01.22 O 440,000 -30.78 -20.34

DB A AR NG, SEAV IRAES 190]0] SIS H2ols 22 ofig INZANRS| EY MUK 7RIS oS 3

Fxeld 8 H HEVIE

71 Ay

O §% 12718 7IF RO0iZ 20% Ofe] £H4-) oy HISE  §F 12718 71F YERSLSE0| A0S Ol 71 45
58 8% 12748 717 MRS -10~10% OlL] S| ot B8 UT 118 7IE YERRUSE0 AROIE 45

S 1KY JIE MOME -10% 01Ne] RTI51R01 O HISEA | BF 12018 TIF YBRSASE0| ARRIE | St otat

Ol4=(A), Trading Buy(l), S2(@), TH=(®), F7H—), SHZF7H=), Not covered(M)
*20251 5Y 129 7|F02 EX{o| 227|F ¥Z(Trading Buy 2171 AR
* S 1 1E 71E EiAE 10% 014, 20% 0|22 F7HAE0] Olal= S22 2EFARAAL MO0 M2t ‘T T= S AHOZ MAR

XA Hig
iTES(TES) Trading Buy(DH%+) SEUEY) 0=
83.02% 0% 16.35% 0.63%

*2026d 06E 302 71EC=2 22 15t S8FARE0 ot SHet 2I2Y FAS32 HIE

Compliance Notice

- YA N 2 SR RARRA] Cefolnt 24510 S5t Ol ASS SQIRiLICt

- PAE 2 X=E HMBXIOH AR HiZ S AFAO] glELICt

- 2 A= et lAEE XRZY SR ZARRA THAHRI0| FSRAME U A2S 2R3t QK| ELIC

o
- 2 Nze 259 29 20|t ZHS{0] OHE2IAES] 9J740| et HIF=/UZS SR IFLICE

2 FARMRIRE Af| 2IMRIED} ARE 4 s INZE T REOIL §HMS BEIS 4 Q002 EXIR} AMAO| Lt
HOISI0| 2 MEHO|LE SXIAZIO) CHEH X ZHS BHA7| HIRILICH [ =
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