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1. ABL30O1 & Zajof| k= 22| Q.01 2]

® (9/1) oflo[H| &0 = ALL=T| 2 7] &0|

Ol= a-synuclein X2 =2 Leadpipeline®! 24+ Prasinezumab Y4 1% Z2tet

™ot ABL3019| /el 14 A| & 22tE SAl SAD X MAD 22t &2

UM O = H|uoi =

o ST UAIS HLH OIS THALOE T O U LHOMY SRR HEIIR|EO BRBE T8Ol TY, 4F oI5 E
2ol £~ Uoh= FollM Z20F A4 > ABL301T 2|7t AH=I|of| Qio] M| Aot &H o 2= 0| %Ot At T2}
ot ZAEQIE Clo|E|S o 9g Ho 2 W
a-synuclein T 24 14+ Hl
3= Prasinezumab(a-synuclein 4ll) ABL301(a-synuclein @4l +BBB MZ)
THELEA Roche/Prothena Sanofi/ollo[H| O]
mfo|ajol DI JHeE ThA| UAF 34 TIY A2 HH(5/26 A% 14 20 2 CSR 23 (9/1
Ha 2013/12/11 2022/01/12
7|&0|H BHA|/ AR B B, 23 $45M ZE Z|C 600M H|J4 £, 23 $75M Zet AT $985M
+0|3 22 30%, 0|=2| FAEI4 ZHE| +a0iEo| 2 =2 EE|
oz Prasinezumab . ABL301 el
................. : |q_4;q_¢_ 30%4(7r|
SAD 4% 2% 2%
ot AT OJAFHES | e |
13.3% 7.1%
...................... u|_;|_ R g g g
(LFT UAF, B ER ohl) 353 A8 19(CFS 55 Tl 24 oF 121 ohl)
O|HA} 2 559 (I 1& 2HAY) 25 (Tl 2R} 35 (AUL2)
7 3% 2%
r‘:ﬁ'D Kapoakerg Lo S Y S, e
22t 12.7% 12% 5.7%
...................... H|_7|_ e B e R
o2 olol njE BAlgo® % ool 56 353 $A18 19(CFS 23 T0IN B4, ot P2t ot

A& : Mov Dlsord 2016, JAMA Neurol. 2018, prothema, SKZ#



1. ABL301 ' Z2lol| [hE 22| 2.1 2l

® BBB A{S0fl vt 22 L| X7t ZORA| = 7h2H| SH1E7] CNS 23 o] o|HIE L FEOF gt

® AT OJALZ O 2t ABL3012| BBB £t Zut LHE 7|CHY 4 QLo o|tH 44 14 Za}S HIFO 2 QXSI0|H AA| X| 24| 7|2t 7|=0|H 7|97}

=1

Uyl 4 9l HOE WEt
£12 BBB T 22 7|50|H YUY

UA} U271 mQls 7|y HOLEE($M) 322 12 ($M) 7|=0|H LI
25/09 Novartis Arrowhead 200 2,200 TfR BBB 23&F M8 a-synuclein EFZ siRNA TO[Z21 7|=0|H
25/08 Novartis BioArctic 30 1,072 TfR BBB EUE XM& YAl M THEM U=
25/04 Eli Lilly Sangamo 18 1,420 BBB £t AAV TA|E E3ME, 57H E}A
25/04 GSK ojo[H|¥HIo| 49.7 2,730 IGFIR BBB £t ESE
25/02 BMS BioArctic 100 1.350 TfR BBB 23F M8 PyroGlu-AR YAl Io|Z2}0l 7|=0|TH
24/10 AbbVie Aliada - 1,400 M&A, A 1% 32 AR BRI Io| a1 JHE (TR BBB EHE X&)
24/10 Eli Lilly Quinotto - ol57H | T A A A
CNS 2Hd 9 vt9]
7= AlF =Y OFA} %= == e
s 108 5¢ 10¥ 9 MDS i International Congress of Parkinson's Disease and Movement Disorders 2025 i =A| I l& & 25 7ojf oty 0|=, 5keto|
e 10€16Y i 10816 : PDTC Parkinson's Disease Therapeutics Conference oRIeE A7 oy 0F 5
109 6 10 8¢ Alzheimer Europe conference 23 Lxsto|m gy O|E2[ot ZEL}
L xsto|H
1281 128 4Y § CTAD Clinical Trials on Alzheimer's Disease UABIO|H 4 g 0|, ACjof|
Aoyt 108 17¢  10€20¥ i ANA Annual Meeting of American Neurological Association 0= A1 atets| O|=, MEfof




® EUSH= Receptore 72O = ALY CHE ZE|OIME

ofoj| & FAHg 2 7

(D] TR HAIA|

o] Zof| Efjpt ol

Fs/dol =71 W&ol (NFYU&

® Roche®t Denalie TfR2 EH, of|o[H|HIO| = IGFIR2 EHITHBBB A

v' 22.01Denali, DNL919 (TERM2/AI/ZX5}0|H) Y4} 147 IND 5! &
v 22.01Dyne, DYNE-15T(ASO/FMIZ0IFYS) &% 1% IND

Tf(EAADZI &8

IGFIR(!22! JAL

—

Antigen-sink 2 3282 B ZAIIA| TEHGE| 2oiM = Tz

CHH| /x| HEH|& (2)on-target side effect Z2I0| HQ

LRPUXM LRI THYT 284

LDL-R(MU=X|THHT ~8A))
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A& : proteinatlas.org, SKZ#

A& : proteinatlas.org,

A& : proteinatlas.org,

A& : proteinatlas.org, SKZ#



® MAIHStS|(WCLC, World Conference on Lung Cancer)E AH|QI HIEMZLIOIAM 92 62U~ IHZ| °n||7H

® TAHH|AMEH L X|ZH|Q] MER S 5 StLIQ! AstraZenecall FLAURA2 (42| 2|5 OS 21t YH, Keytrudal| HHFE O|ofBhS FALE Zhg
Ivonesimab?l A%&3% Bt YR, AHMICH ADCS2| 2 LR

o7

-

2VER0 2 Fots B PN 7| %S0l T4 ZRfSH D3, Fuh 7|0l FWe met

—
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do
e,
x

UG EUH| HE S2E T Holo| &5

® o WCLCOIM= JEYY/Q ATEIO| D | azertinibl Bt Yot Zat LBt o E[of Ao, 2|7}3HI0|29] | CBS8A(CEACAMS-ADC)
HIQI%H Ao} QB = off %

0_1_

WCLC 2025 89| 7|¢o| LE =0 L&

W 7|oiy mojmEll  MoA  WEY MM ZQWE U8
: : T1% THAF Osi I ; inib QIAF 3AF
J&J - AstraZeneca : Osimertinib +Chemo : 9'?2_4 7% : Plenary E’II:L},EL(J;R!:E;*'I\]SCLC Hr Osimertinib + Chemo vs Osimertinib 8 3%,
(9B Q ARE) ..........................................................................................................................................................................
st Hansoh

Plenary E’W EGFRm NSCLC tH% Aumolertinib +Chemo 1% 3%, Across—2 study Zxt

Plenary §3H|EH EGFR TKI X 2% &M0||M lvonesimab vs Placebo+ Chemo ¥4 3%, HARMONi

Rlotololizto| X | Summit/ Akeso
9}0|H}0|g§x|/\ .....................................
YEEANLS | BioNTech/ BMS

J&J( E|7P"H|'°|9_)‘ AstraZeneca/
AL 1Y TS Daiichi Sanky

offo]s|2ttfolQ

: |zalontamab
CLEN s EBMS I Systimmune:

brengitecan

: MSD/Daiichi
QiEd Sankyo
Ay iy

Qilu/ Minghui ~ QLC5508 (MHBOBSC)

A& : WCLC2025,SK5#



Fo LB g

7| mto|zmatol
Lazertinib
: (EGFR TKI)
J&J [+

[9%t¥W © Amivantamab
(EGFR x c-Met
BsAb)

appaole. LCB58A

(CEACAMS5-ADC

Efficacy of Lazertinib in Treatment-Naive Patients for EGFR Mutated Non—Small Cell Lung Cancer With Brain Metastases

> wfo] Tl AIZOLE F4F 20} B gl PFS HOI(PFS 13,87, &iTo] MFON 34 8 14.37H8, 2 13.6HY, P=0.647)

O

Mechanisms of Acquired Resistance to First-Line Amivantamab Plus Lazertinib Vs
:from MARIPOSA

> AmitLaz EYZ0A MET 0| 242(3.4% vs 13.1%), EGFR 0| Z4(1.4% vs 7.6%) & El12|4 £4F0||A] Ho| o|Z/d 57}

simertinib: Updated Analysis

-Redefining Tolerability:A Head-To-Head IPD Toxicity Comparison of
: Amivantamab+Lazertinib vs Osimertinib+Chemotherapy in EGFR-Mutant NSCLC

> 35T Ol4 B 75% vs 64%, MUY KA 49% vs 38%, FTHE 10% vs 11%

EEnhonced vs Standard Dermatologic Management With Amivantamab-Lazertinib in EGFRm Advanced NSCLC:
:The COCOON Global RCT

> Local Ablative Radiotherapy Z710l [I12 EtgHd ©0l(Lazertinib PFS 24.87H# vs Lazertinib+SBRT347H¥)

- Validation Analysis of MET Ihc as a Biomarker for Amivantamab-Lazertinib Response in Post-Osimertinib
:EGFR-Mutated NSCLC

> IHC MET %ol uf2} Ami+Laz vs Ami S5 ORR HIZL, ORR Afo] g2, Ho| Qa2 25sta| 2t

PALOMA-2: Subcutaneous Amivantamab Administered Every 4 Weeks (Q4W) Plus Lazertinib
in First-Line EGFR-Mutated Advanced NSCLC > Z&& QiHi

> Tusamitamab(CEACAMS5 ¥A) CHH| =2 LHRHSHE 20l
__CDX ¥ PDX BHo|A 40t FFF Tat AQI, TG Op2A HHO|A 40 LI 2ol

A& : WCLC2025,SK5#



1A NSCLC, Ami+Laz vs Osi |2 ¥ tHo|9] o| &l

COCOON DM vs SoC DM X%|of [I}E m| &7 =

-

Aol Aol

20%

P=0.002
15%
13.1%

Percentage of Participants

MET amplification

W Osimertinib (n=198)
W Amivantamab + Lazertinib (n=148)

Secondary LGFR
resistance mutations
(C7978, L718X, G724X)

HER2amplification PISK

RAS/RAF

IHC MET &%io]| 2 Ami+Laz vs Ami ORR H|&

RTK/Other

Cell Cycle

ns.

12.8%

TP53/RBIloss

Amivantamab-lazertinib | Amivantamab monotherapy
Endpoint (Cohort E) (Cohort F)
MET+ MET- MET+ MET-
n=27 n=41 n=20 n=44
ORR, % (95% Cl)? 30 (14-50) 15 (6-29) 30 (12-54) 11 (4-25)
Median PFS,
months (95% CI)° 6.9 (4.4-NE) | 4.3 (2.8-8.1) | 5.6 (2.8-NE) | 4.4 (1.6-NE)

Cl, confidence interval; NE, not estimable; ORR, objective response rate.
2In confirmed responders.
PNote that median follow-up for this analysis was short, at 4.5 months.

Participants with grade 22
dermatologic AEs (%)

100 1

(=3
S

60 -

40 4

20 A

P<0.0001

OR: 0.26 (95% Cl, 0.14-0.47)

41%

COCOON DM
(nIN=41/99)

3%

SoC DM
(n/N=73/100)

&0R was generated by a logistic model, adjusted by race and age (continuous).
Cl, confidence interval; DM, dermatologic management; OR, odds ratio; SoC, standard of care.

At&: WCLC2025,SK5#

At& : WCLC2025,SK3#



[A] NSCLC 1A 214 Q4

Zlo|AME|' 2t Ef22| A NSCLC 141 21 44 34 F2 Axt

MARIPOSA Study FLAURA-2 Study FLAURA Study
B Am|vqm‘q_n~'|qb Osimertinib Osimertinib+Chemo Osimertinib Osimertinib SoC EGFR-TKI
FoF (n=QJ=R +Lazertinib _ - N - -
: (n=429) (n=279) (n=278) (n=279) (n=277)
U SO L4t O S O S SO S
ORR 86% 85% 83% 76% 77% 69%
mPFS 23.7704 16.674H 25.5714 16.770€ 18.9 10.2

e b e e e e e e e A e e e e AR H A AR e e e B E e E A AR R A e ah 8RR AR AR E A H AR H A AR R R A e B R A AR AR AN E AR R AR R AN N RN R R RN R R R R nnn

e T S e S S NSRRI

mOS Nat Reached 36.7704
Hazard Ratio HR, 0.75

35T oly 2atg 75% 43%

U St 35% 14%

=

42% 47%
43% 41%
15% 18%

At : J&J, ELCC2025, 83, Clinicaltrials, nejm.org, SK3#



3. ATA(9/10~14): SH2H[O| QUL GD 4} 24

® ATA(American Thyroid Association, Ol= Z4 2%]) 2025 H2|9]Q)= 9& 10Y ~ 14 O] 2| RLEFC| ATXH|U0f|A FHz| o7

o PHEHO|QTIOLI} ImmunovantZ ?|&0| T8t Batoclimab(FcRn inhibitor)2] 38[0]EA(GD)24 Remission ZoH= 92! 11Y€ ZAE HMojlM WE of| Y

® (9/3)ATA 9| LHE HF1 Immunovante T AHE S0
C

IES Y
Batoclimab % S5+ ¥ 24% OIS $XI0| 80% (17/24F)M 24 UE2 T3/T40| 34t £F QIS LTl izt 37| AMtE AZ

® Batoclimab® £ ZAO[A} | THA|ZHH |gG Reduction 22HE Y52 BHV-1300(IGF-1R Degrader, Biohaven)2| 12|02 A 2R} CHA
R'5(Baseline CHE| T3 3! T4 42t HIZ) W QHEA] At o ATAOIM 93 12 WH 9|F, Batoclimab®| AlE F3# Efflof) 2%t H0l OIE 5

3
® Ol ATAOME=E 2B AN FFE7H 2 APIHFX|EM TEELSO TED 37| o 21 2R} o7

® PH29| Batoclimab TED 3% ZA2h= ALK, ojlo|Z2H[0|22] APB-A1(CD4OL)TEDTb(ZHAICHAN ATH= LiH L HE ST QU= 0HE FAAL 20 2R FA|

ATA 2025 FLH/sle| 7|Y UE FQ LHE

N85 Jey  wEY MM mojmalel  Sopmy M wE %0 g
Immunovant : q . e TO|H AR OIAF JAF X2 T ISR ZFAFAM J]= O X| A7
oAt (o= Hjo| Qi) 9 1Y Poster : Batoclimab : SC FcRn Inhibitor E_E" |EHAH olak 24k X2 T 671 H ZH4tM 715 QA| Ant

IGF-1R Degrader EJHIOIEA CHeF 4% 1% (A} B Baseline CHE| T3 & T4 /4%t H

Biohaven 9¥ 12¢ Late Breaking Poster BHV-1300(X&xH SC

-

, R S LHef) Eat

Mo

Argenx Coony Poster { Efgartigimod PH20 SC

CooEny Poster : Chronic TED 2% 34HTHRIVE-2 Study) 155At Azt
Viridian . e Veligrotug v IGF-1R Antagonist e
2hArMOpE = : : : : (VRDN-001) : : :
C(’ "E'_ )° © CooE Ry Poster : i Active TED &4 3H(THRIVE Study) Z1t
Amgen 9E Y Poster : : Active TED 4 34 Zt
(Horizon ................... .................................... Teprotumumab vV IGF-1R Antagonist .........................................................................................................................................
Therapeutics) PoodsY Oral i Teprotumumabt H2ZP7goHo] ¢ty — HIEH 24

At&: ATA 2025, SKZH



[£t31] Batoclimab, BHV-1300 8 Z1}

IgG Reduction : Batoclimab IlgG Reduction : Biohaven BHV-1300

Mean % IgG Reduction from Baseline N —— 0
o 28:? 1 1 74-82% 1 o X
] o = i " »
50-72% 1 1 = Leading FcRN
& 70% - 61-64% 60-72% _ I | 3 Competitor vith
o, a 1gG lowering
£ 60% 1 1 £« ] Subcutaneo_us
< 50% 1 1 1 2 inaoaprsct | BHV-1300 achieved
® 5 0 B . .
S 40% - 1 1 5 median maximal
3 30% : : 2w reductions in
@ 20% A 8 total IgG of
o i 1 1 ‘g' 70
o 10% A 1 1 5 = BHV-1300 1000 mg IgG ? 830/
X 0% - 40 emmm BHV-1300 2000 mg IgG (]
v Fia 1 o ] by day 18
Johnson&Johnson argenx s d:j IY IMMUNOVANT"! % e veses veexs veex y day
Nipocalimab Efgartigimod Rozanolixizumab I IMVT-1402/ 1 e (s = 8
(Imaavy) (VyvgartVyvgart (Rystiggo) 1 Batoclimab 1 (0=8) {=1) =1
B0 * o™ "k . . e b i
Jgjlo|HAH 4 CIXIQl : Batoclimab Jglo|H A A4 CIXI2! : Biohaven BHV-1300

Graves’ Disease Study Schematic

12 weeks of 680mg followed by 12 weeks of 340mg in Graves’ Disease patients uncontrolled on ATDs

Key Endpoint: Placebo : Initiate
2H 2025

Inclusion?

Treatment Period: 24 weeks

+ Subjects with Proportion of

active Graves’ participants who: Screening H
sl RRRRRENNRNEN DORRRRERRNND |
Y normalization of T3 d

ereej:{;ze of 680mg batoclimab QW SC 340mg batoclimab QW SC and T4 or have T3 ek
: (Week 0-12) (Week 12-24) / T4 below LLN, .
stimulatory TSH- N R
RiAD and . ”Ind::ttl,on;;g:mg weel:( l1 Normalization of TSH, T3, T4 (24
ollowed by 1000 mg weekly ;
Subjects Do not increase in vs Placebo Weeks) without rescue
: ATD

hyperthyroid

despite ATD DESIGN double-blind, placebo-controlled trial
POPULATION Male and female adults with Graves’ disease

ATD Treatment: | e T T T T P P T TP P PP PP PP P PP | ;ﬁ:w:,r.r T —
Stable ATD dose Goal to taper ATD during treatment period
at screening KEY ENDPOINTS  Normalization of T3, T4 and TSH without rescue at week 24
At& : Immunovant, SKEH A& : Biohaven, SKZH
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Batoclimab GD ¥4 24+ : 15 Za}

Batoclimab GD ¥4 24 : Remission Z3}

125> 243 ATD Free Y138 IgG A0 U2 ATD YH3E

60% ATD-Free
56% ATD-Free Responders
Responders

36% ATD-Free
Responders

0,
23% ATD-Free 270%

1gG Reduction

Responders

<70%
IgG Reduction
Week 12 Week 24
(N =14/25) (N =9/25) Week 24 IgG Reduction < 70% Week 24 I9G Reduction 2 70%
12 weeks 680mg 12 weeks 680mg — 12 weeks 340mg (N=313) (N=6/0)

12 weeks 680mg — 12 weeks 340mg 12 weeks 680mg — 12 weeks 340mg

0} 7ZH0]l IHE T3 % T4 241 Yoo

|
©

18 a0
680mg QW sstmg QW

' . . ULN
6
sesessnaallN

Mean FT3 (pmol/L)
e 3 R =
Mean FT4 (pmol/L)
3 R 8 &

0 0
Baselne  Week2  Weekd  Week6  Week8  Week10  Week 12 Baselne ~ Week2  Weekd  Week6  Week8  Week10  Week 12

Sustained TRADb reductions post-batoclimab treatment further demonstrate the
potential for disease modification

20%

I seponn
st =l CTTTTTTTTTT

340 mg batoclimab QW SC

20%

-40%

-60%

-80%

Mean percent change from baseline

g6 === TRAb

Off-Treatment Follow-up
-100%

Baseline  Week 4 Week 8 Week 12 Week 24 Week 48

~50% of responders at Week 48 achieved ATD-free remission, demonstrating
strong potential for disease modification by a high-dose FcRn

| 13/17 responders
on ATD doses
<2.5 mg/ day

after six months

off-treatment

47%

T3/T4 <ULN

17 ) G

Week 48 Week 48

8 of 17 patients with normal T3/T4 at Week 48 were in ATD-free remission

At&: Immunovant, SKZH
* T3: Triiodothyronine(&fQ QEE|ZL), T4 : Thyroxine(EIE4)
ATD: Anti-Thyroid Drug(® 24 2t=)

AtZ: Immunovant, SKZH
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ot2Ho| QOO Anti-FcRn ¥4t 3%t

UM FETIY  mojmafel EES CHEERI RS Y AISY UAMAEEY YAMCIAKI NCT#  Immunovant Z3b #E ol
ol A .
(GD) 243 Open Label NCTO05907668 25/9/11 : Remission Results

: Batoclimab :
: (IMVT-1401) :

Active oS F

. .................................. 25 gk Top Line Results

24% Openlabel | NCTO5517447

: : Z|cH 863 : :
: e 2 : : . : : A : Period 1Initial Results
: ACPA+E28% JOEIATEH & |, At : P1: 16 EQkR E : 26 : Perio

(ACPA+ D2T RA) 2 2b% 120 25/01/10 P2: 12 Placebo NCTO06754462

c 27 Top Line Results
Randomized H

567—75— Placebo Rondomizedg

esi021? P1125 [P2: 145 [P3: 265

Immunovant

== aog= : :
_€°('I\Zg)ﬂ ° 25/05/27 26%: Placebo Randomized: NCT07039916 : 27'd: Top Line Results
IMVT-1402 526—’5—1 Placebo chdomizedg
0 fola 24112117 T Alfsoz sopmst NCT06727604
B T S 274: Top Line Results
(GD) 263 T Eof :
25/06/19 Placebo ¢ NCT07018323

Randomized

524%‘—1 Placebo Rondomizedé

25/03/18 S0 592 - Bormny - NCT07032662 - 28: Top Line Results
- N : :

ST T

CQAt2bAt © 180 ¢ 25/06/30 | 28/07 243 Placebo Randomized: NCT06979531 & 283: Top Line Results

AL& : Immunovant, clinicaltrials.gov, SK3H
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FcRn inhibitor 0 ¢i%t

THEEAL Immunovant/¥HZHlo| Qmiat Argenx UCB Janssen
=il . _ Efgartigimod Efgartigimod PH20 Rozanolixizumab Nipocalimab
(=) Batoclimab IMVT-1402 (VYVGART) (VYVGART Hytrulo) (RYSTIGGO) (IMAAVY)
: 2112 MG &0l : 23/06 MG 52!
FDA 521 - - (TP anolr) 24/06 CIDP 5¢! 23/06 MG 52! 25/04 MG 3¢l
: sE=ov i 25/04 ARG PFS 5! ¢
o)
Do iy _ FY24 $2,2B(+83.5% YoY) FY24 €202M _
1H25 $1.7B(+98.5% YoY) 1H25 €146M(+89% YoY)
ZA I Fully humanIgG1 Human IgG1Fc fragment Humanized IgG4 Fully humanlgG1
Y SC-prefilled syringe SC Infusion %
EOF HFEH /A|7} : :
il S¢ 3¢ A2 : /20-30% [ #1582 /15~30%
........................................................................................................................................................................................................................................................................ 5Okg|:||u|_}420mg
10mgl/kg AlZF30mg/kg(30&)
12| Eok 83 680mg/340mg - AL 1,008 mg 50kg~100kg 560mg = o
100Kg ©1% 1,200mg 100kg ©I4 840mg 2 3 15mg/kg(15&)

IVIg Switch CIDP ¥4} 4% Zat
Seronegative MG Y4 34 Zat
Lupus Nephritis & °'” 2% Aat

ACPA+ D2T RA
U4 2% Period 1Initial A3t

CLE &% 2% 2t

=

Ocular MG Y4 34+ Z1

TED % 3% Zat
Myositis 24 34 A2t
ITP(OI=) Y4 34 Zat

MOG-antibody
Disease Y4} 34 At

ACPA+ D2T RA 9% 2%

MG & OIM 2”
GD 4 24

AtE : Immunovant, Argenx, UCB, J&J, SKZH
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4. XPEHY A 5X|2] 2]2| a1 39

@

® A7HHY Teh2 HANE 50| THIEL BMIZIt 2ok Z/Rte|of Ap7F 25| S £4AI7|= 2RO 2 9F 150709 et E1

| AR2HHAO| 2o{Sts 0 B MEO| 7|52 oStz A (M LH/| TPt 4l HE F= AtEhH O = JHE| T IO, &7

a
x
FAPIHS R 2XQ] £/447%4, 21 FAol MHE Lot MR M3 T8 2y 7139 Xjo|= M=22 EPH/X-3Fof| CHo A IS L|= EXY

® 0IZH/S2 Bie] AlARIO| Afo|2 QUAtOIM FWS TIVH Tjo|Tatol FMOE MRA/7IE 02| 2.8 RISED s 4%

® L APZIHAX|ZA| HE 7| Yo 2 Phatio| QIO ofo| Lo R > PHE2 AL Batoclimab TED 3%, ol|lo|Z2lHO|Q = LA 4H4t7| $IAICH4 POCE
oIS o~ U= 2AU(TED b, OLET| 24) 0| Q%4 Ziap HOt oY x|of U= THE 37X Q1 Zap W A 7| Y| 71| 502 o|of | 4 AUCH= Holl F5
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6/30 Abbvie Capstan Therapeutics { CPTX2309(Y4 14, in vivo LNP CD19 CAR-T, BAIZ O47 |7t ey et

Sanofi Blueprint Medicine : Ayvakit(AZF2}, KIT AMBliAl, F1-8, TLUHIZAIES), BLU-808(Y 2%, KITEAI, BHIFER?]) T

Sanofi Dren-0201 DR-0201(YU%4F 14, 015 A, BAMIZ Oj7H A|7pHS izt
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Zlzold 05

Sitala Fosun Pharmaceutical | FXS6837(UA24, A AL APZHHY Rigt)
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1) RIS ZLE EHMHIEOHH h.’jEIE CD40 %‘-%XE.L—’F%HIQ} %*2’5. FolA TMZE &4t

2) BMIEOf|M 2L = CD40 33 =849t 282 501 J*il% e

® CD40OL2 Soluble YENZE EA HH 2 SALE T4 Q0| &2 EPIC 2 X|2H| ZHRO| U Fe 72|52 MAHdt= 20| 02 F a0t atA|

® CD4OL ERo| 2= A0 = £+, oM F7AL S0l Y 2 2A1Zof| UHE YIHZ FHOo| MYIHE| YLt
AT, At T|o] 14t 24F AdZ0ll 2t RAPPHHY A K| 2 A2 CD4OL EP2Io| F7Y=io| IS &1 Q= A48 > FHALSO| A4 Hulo 5
AP7pHS Fgko| ofgl | CD40-CD4OL g
- ‘:qr Environmental
= stimuli
At cellular level ‘f

YRR
Genetic predisposition

l

Self tolerance
failure

Activation of APC

Initiation /. Propagation "\ & - \ /
#Genetic /% Cytokine secrction \& Autoreactive cells proliferalion & el ) Pl | ) )
predisposition - /< Epitope expansion . Resolution cytokines secretion . J Shmace g
- E!mmmnenlal/ < Distupted Tefl'Treg & Cell extrinsic P ) = ]
tnggers / balance "\ Cell Intrinsic "TM \ = $
- t“*:"’“ \& ) VCAM Activation, proliferation  TNFa, IL1B, IL6 IL-
7 / ‘ . —-—— @ ICAM Antigen presenting capacity 12,1L-18
‘. TGF-B NS \ E-selectin Antibody production  BDNF, NT3, NGFp ]

Subclinical

[
O ‘ —” — jw cmo“ CMLI e I A MS/EAE

At= : Int. J. Mol. Sci. 2024, Front.Immunol.2017, SK3# 16



CD4OL Blocker ¥4 A+ A%

Mgt molmalel  EW  melmy WMMNS  NSE  NETH  @W4  UNAR UNINEE  NCTH bl
) { Dapirolizumab pegol i MAlgErEmA QU4 24 Ay, QFHAR 24
Biogen/UCB Fab-PEG F U (C’CLET" U 3 NCT06617325 "S‘; ng Ezg om ,ﬂT,S,T

(CDP7657/BIIB-133)

A|C] 1525, HE4Y S ADA
(Antibody Anti-Drug)

(ﬁlr;]r?zeonn Dazodalibep bivalent -y s
Therapeutics) (VIB4920)  Tn3-HSA Fusion ) ) :
erapeutics : : FOlEIAZEY 0 GY2Y
: : AR U 24 9T LR

=] : =Ke]

174 12! Sanofi, ImmunextZ HE
71&0|H™, U THAlollA
OFUAE $500M, FASI4 2EE|

: : (MS) AN 34 23/12/13 27/05/06 : NCTO6141473
Sanofi Frexalimab I9G1 T - T S SR .. 24} 58 Royalty Pharma, Immunext
anoft 1 (SAR-441344) | Scsilencing | C i & : : : 9| Frexalimab |2 014
: : : : Y I REA OIAEDAF : $525M AlZ
(CLE) Hicies - NCTOS039840 - s010) w2} Sanofiz AlEl=
........................................................ | ORIAE/2HE| A|ch $2B 23 7K
o Chy :
(1T‘1’ SM) - NCTO6111586
Lundbeck  LuAG22515 S I - - 214108, YA EM 7|&0|H
— i | SAFA-Fusion . W& . @& ) Wy 24/09/19 26/03/30 : NCT06557850 | HoF3 2344HEY 5400948 72

At& : UCB, Amgen, Sanofi, Lundbeck, clinicaltrials.gov, Ol|0|Z2iH0|Q, SKFH 17



[AH0] oflo|HIO|Q : SAFASHE

® A= ERI EHHAIO| Binding=l= Fab Region®t Effector?|’52 Sh= Fc Region2 & A 2E[H
Fc RegionZ 1) A|LHO| CI¥FSHA| 22 &[0 U= HIMZL| FcZtOt ReceptorOl Blndlng°|'°4 ADCC, ADCPE 5ol EtZ M| ZL} B 2A| S A|AHot

2) FcRnol Bindingdt™ FcRn Medicated Recycling® S8 A|Q| HHZ7|E §A

® EPJI CHHAIO| KLY 22 X550l MM Fcl 1)7|50] ZretE 24|17t HRsd|E =
EFZU)SE2| I5to] Ef2l CHMEIO|| Binding 3t @Al THH(Fab, scFv)2 AHE

= 2)2f9t/Silencing AlZ! HME HE(F 2 FEME LHO| 2L HIMZ

® ORX[DHFct BEOED QU RS2 SAI1E £ e 7150] 71 WE0l 1) PEGylation, HAS(Human Serum Albumin) Fusion G Long Acting 7|&2

HFSHHLE 2) YA EHE 7192l FL Fesilencing Antibody ZHEo| EF

ZHIQ L= »Hel ADCC, CDC 75
Antigen e = — W
Binding Sites o B \\1 " o ogln | Effactor
F 1 Includes vaniable i Cell
_dnrrrn:ins that differ CDC C1
; difrent :ntﬁ;ge:ts Complement o
i

BN .

; Fc RBQIOH
|+ Allows antibody to bind
! to Fcreceptors on
! immune cells to activate
| an immune response
. i * Pravides longer
Representation | duration of actviy
of Antibody

|
—_

Activation _
Z Antigen

-
Antigen PIDEC

CCEI-IJ- Lysis or

Fhagocytosis

Cell Death

At&: Amgen, SK3H

A& : invivogen.com, SKZ#
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[&a1] ofojE3HI0|L : SAFA

® PEGylation?

TS, A D2 ALO|A| T

By

Of REEY=oh =%

2f

o2 HHEol EM

® Fcsilencing® B¢, Publicotl A Y 4~ U= 7182 100% Fe 7150 MH|EA] Qb2 T ol EAH

o ojjojxalHlo|29] SAFA E21Z2 HSA(Human Serum Albumin) Binder2 S E%!n} ZHolslo] SHEAIS A7

Lo -

Albumina ZHof|lA

ILSO0{X|= Natural

1)5ke Tolely, 2)uizt| 571, 3)UEE

ojo|Z&HIo|Q SAFA EUE

YA Fragment

Z ALY 22171 2f 202 2 YBA oM FE L0 2o SXE= £

'?'l x;qo" [[}% OFfF 5[" R;_I.E 7||:|.|¢|- A 0||:|.E x-|o| EXMA

30| o]

TYYR0I} 2ofots 22t Fab B M

FRERIRIRIRE o

B e Loy
. ek ol ey 1m

= e

- 4% 840l o I

Fab 8 & T
51335

(4

l2G Fab
(150 kDa) (50 kDa)
Monavalent scfy
12G (75kDa) (25 kDa)
o
IgMAR W-MAR
(175kDa) (15 kDa)

w0

Flab'),
(100 kDa)

&P

Bispecific
Diabody
(50 kDa)

[]

helaG
(75 kDa)

W W

Maonospecific Bispecific Fab,
Fab, (100 kDa) (100 kDa)
Trispecific scFy-Fe
Triabody {100 kDa)
(75 kDa)
o
VhH
(15 kDa)

L

Trispecific
Fab, (150 kDa)

W

Minibody
(75 kDa)

AtE : oflo|ZaBio|, SKEH

A& : absoluteantibody, SKZH
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® T8 H|T X =AQ YA S =E WY Y2 MEFAR L HLC|ATA 9| Rybelsus CHH| 1) 582 T4 (Z4] Mt glo| & 1), 2) {7t A= SE (M EAL)

3) Q4oL S SUIPT =2 2R W (Dual Target), 4)HIQI32|E! #Hoj| ©F

o QI3El ABO| efz 2= HAMA| Orforglipront 7V 8. 2= L2 EXIZ Q16K Eto|Edjo]4d Z|2to] B2 Zio| ZAIZ A|HE|H Hio| 2 A7t FH
A

—
LOIots tYl 25 R AT/dS SHO 2HE HE %, 22 ARNY o4 24 2ot HHE US0l= S0t Ho|Z) 9| 717} 5t=f Tt o| 3 FEoh =2

ol
d o
STH2(120mg 38%, E2HAE 18%) 2 Q1o L{ofd 22 IHE > 2= Orforglipron CHH| 71591 o] S 153t mo|IafQ1ato| ]3| Q Q10| EAsH= 44
E
E

ljo

= A0

YUFHI°42] ID110521156+= LH}4J0l @8l Efo|Ed|o| M glo| FEofor 4 QUCH= FO| AL HOIE MTf FUFOIM 3 HXQU LIO|HE R UM N

=
ZiH= 98 20U UE oY > N 8HFM H2 FHHU Ao = WEH GLP-19| HE2 CHEA0|P BHF B's HC} OFF /] MIR C|o|E{of| 5

18 GLP-12| 4% 1% MAD 4FA Z1h H|id

Orforglipron CT-996 TERN-601 VK2735 ID110521156
o (Lilly, GLP1, M£&}) (Roche, GLP1, M&A}) (Turns, GLP1, X{£4}) (Viking, GLP1/GIP) - (YSAIY, GLP1, XMEAL
* 43 &7 SO 332 A * 43 BB SO 432 A7 L x4F NS IF 402 A * 43 87 SO 29| 2 M| Cx 43 YU 2oz MY
: : : i T|SERAL: 255 62 QAF 34 A|RF :
TIRAOHEE AR 3%, MY FDA B oY BBk /- Rl 2% e CHA HISH 94 24 251 38 Al%t l,:; ;523 3;.@3 OEol Ye e
o 11316112124/36mg TS 53 ALY U4t 24F AIRE O (&3 250mg~750mg) eTvE e Ee ST © DB AN LE YO
eeeeeeeeee ettt £a et e e e £ e £t e ettt £e ettt et et e eeme e e nen e een e eet s e e e e e eeme et et eae e eee s eeene e nen e R (83 15mg~120mg)
= : : : : BMI 27 kg/m? 0|4},
2T EY LF: 42.5M|, 84kg, BMI 28.5kg/m> 18M~65AM|, BMI 30 kg/m? 0|4 B3 91~95kg, BMI 28~30kg/m? BMI 30 kg/m? ol , B XI5 98Kg HE 50K
. PR - S § 6 OVRG Flo
: : : : : © 10/30/ 10030/ : : : © 100/240/ - : i i : : i
SAvEL L2040 ¢ 20418 1 25112 ¢ i 10030/ : : : ¢ 100/180/ : 100/240/ : : i 20/40/ : 60/80/ i 80/100/ : : :
S : : : : : : 60/90/ : 50/80/ LOBEME : © 380/500 : EBEME d 3 1 EEME : 50mg : 100mg
6mg - 6émg [24mg  ©  E2AE . 60/90mg - - . 240mg : 380/500 : - . 40/40mg : 80/80mg : 100/100 : . -
22F : : : : © 120mg : 120mg : (n=6) - : S [740mg  :  (n=9)  © : : S (n=18) 1 (n=9) < (n=9)
(n=18) : (n=8) : (n=17) : : (n=8) : : : (n=9) : (n=9) . . s 7) . 9) . (n=9) . s :

-19%  -38%  -49% = - | -3.7%  -39% = -68% = - . -28%  -42%
cheEol w38 35 ArEs RhE ¥

740mg 2 253 54 66.7% 8N T3 S 51
L 4oHE =0 ./ 70

s R o o AUTIAST A4 6 A i
FEHE 1 oMEHBOoR QU R FTH33%(2/60) Foe os A7) FEE 1 6.5%(6/92) AR B QS
13 HAMES 1% HHSOF Olpt Zof BEt : : . BUAH 1 FA BEH(4.5%, 1/22)

A& : Diabetes Obes Metab. 2023, Roche, Viking Therapeutics, ADA2025, TERNS Pharmaceuticals, SK3# 20



I2] GLP-1HIZHX|EH| B

@

78 GLP-185

il QIO+ CHH|  Baseline
mjo|mafol Ep2l FHLAL  JHERTHA FoF UL 0|7t At ?:.?%‘F.I‘-l e Hag/5tE
Rybelsus #7112 12)) 5.7% FA B AT 3.6%
) o - HX|FOIM 87 X EAT|2HQEX
(oral semaglutide, Novo GLHFDA X 2A(EEY) WFs7| 302 T H|THUY 34 S A Ol ZEOF Ol HFAR
off Label GLP1  Nordisk 391701 (302 LABSfAImaAD.  (OAsisy  OOMO6BF 4% 15.6%  105.4kg o S S S |
= ’ [y EI_PI__ G: 4 —
Hefol= 30% Hrh e 248 2ol 5 Qs 29 ot 3R]
Danuglipron T 22) H{BF oJA} 2 UG RNEoR FH
GLP-1 Pfizer R e 10-12A12F ZHE Ee, (NC.I'._OZ7(67313)200mg, 343 -N7% -13.1% - 50% Ol £of FEt
EAt ARG L= 2 F2 015 73% HANE, 47% TLE, 25% &AL
M 2% T EOF =L} 40, o, [
UUBH  36mg 40T 79%  -63%  902kg om0 rpmngl 4K (Emal/8%(56mo)
(ACHIEVE-1) ToETes
O] ttS o= QIvt Eof F L
Orforglipron FR1Y 12))ord & 36mg, 72F -12.4% -11.5% 5.1%(6mg)/7.7%(12mg)/10.3%(36mg)
o= Ol|ok1 EOF =C} )
GLP-1 EliLilly = 434 With out meal-timing PSEEN TR 26%
MNEX ieti H|OF OIAF ZAL
25 restrictions (,L\I_TTEAION3—1°) 2mg, 725 -9.3% -8.4%  103.2kg HA| %] 2 ST
21.9%(6mg)/22.5%(12mg)/24.4%(36mg)
Ut EA T 29.9%
bmg, 723 -7.8% -6.9%
* M5 L§G EASD(9/15~19) & ol %
FMA GLP-1ES
At A18FE A
HIE (4&) MOA THLEAL THEHTEA| o P2t
dgaat Qof3t CHH| 23t dgaat Q2§ CHH| ZF 3t
Wegovy _ Novo ArOlS SC = o o o o
(semaglutide 24.mg) GLP- Nordisk et (1F1=l) 8% 14.9% 12.5% 10.6% 7:5%
Zepbound _ . SC
(tirzepatide 15mg) GLP-1/GIP Eli Lilly st (1= 18]) 723 20.9% 17.8% 15.7% 12.4%

A& : N Engl J Med, Lilly, Pfizer, LANCET, FDA Label, SKZH
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HAME (Y2) MOA
Wegovy _
(semaglutide 24.mg) GLP-
Zepbound _
(tirzepatide 15mg) GLP-1GIP
CagriSema
(cagrilintide 2.4 mg + Amylin+Glp-1
semaglutide 2.4 mg)
Petrelintide Amylin
GUBO14295 Amylin/Calcitonin

IHEAL

Novo
Nordisk

Eli Lilly

Novo
Nordisk

Roche
(Zealand)

AbbVie
(Gubra)

Huel  sorw o
e iage  68%
CE nRr TR
o
A% 3% (REDEFINE 1) I8 68F
(155 121)
A’ 3 (REDEFINE 2) SC 68
(Fl 2% e SRS HIEN (155 12]) g
S@
Ol|AF 1A} =
BT izt 1OF
Y (EUT AS) ST 6%
(15 121)

Zat 182 Z}
?_I-

Aymat QIR ohH AWM ApmA QIR hl 2RI
14.9% 12.5% 10.6% 7.5%

20.9% 17.8% 15.7% 12.4%

22.7% 20.4% 22.2% 19.9%

15.7% 12.8% 15.7% 12.8%

4.8%~8.6% 3.1%~7.9%

~3% ~4%

CagriSema, REDEFINE 1 Study A5 Z2

| ke SaollA 2 wat

gto|

=1 -

CagriSema demonstrated superior weight loss at week 68"

Mean baseline body weight: 106.9 kg

g -2.3%
z
©
[
:
>
3
2 -11.8%*
£
[
2 -16.19%*
5
=
=]
-22.7%%
[ Placebo I cagrilintide 2.4 mg Patients on
I semaglutide 2.4 mg Ml Cagrisema (2.4/2.4 mg) ~ highest dose

at end of trial

CagriSema appeared to have a safe and well-tolerated profile

Observed gastrointestinal adverse events per patient per year

CagriSema Cagrillintide Semaglutide
2.4 mg/2.4 mg 24mg 2.4 mg
2.8 12 2.6
Discontinuation percentage due to GI adverse events
CagriSema Cagrillintide Semaglutide
2.4mg/2.4 mg 2.4mg 24 mg
3.6% 1.3% 1.3%

Change in body weight (%)

Observed weight loss by end of treatment dose in REDEFINE 1!

0%

-5%

-10% -12.7%
-15%
E 9
20% 15.9% 22.2%
-25%
-25.2%
-30%
0 10 20 30 40 50 60 68

= < 2.4 mg CagriSema EoT

Time since randomisation (weeks)

= 2.4 mg CagriSema EoT

At : A|IFALE, FDA Label, ZHAL Novo Nordisk SK3H
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6. EASD(9/15~19): 5|2

® 9 EASD, 10¥ Obesity Summit, 11 Obesity Week & Stt7| H|ZH/CHAL Of| O[HIET}L FE0F OHE 2t %'—Hﬂ ’gEe &

® 9 15U~19U JHA|El= EASD Y3|ofM= THI|FZEO| B 6212 H|YU Y ANt LHY of| 7. ST Zah= AMAMICH HITE X2 A9 A I L X0 £85t= 25
27t A MEAL Z4Y Oro|Zatolo] Axf

® Metsera, =2XL|AZ, Y2to] HE|, TP HUASHY 5 oliel 7|US2 T2, 7IE GLP-12 &% 7t K A ZEEZE(Q(0FRE!, 41 EFU HIZH A2 A,
TTY) 9 CHYeh Y 2ot S of| 0 > HIHCHAL To| T2fo10] e FHAH2 Aotk| Q= 5, WY TUFXIQI LY 7| S| FHHS TS| Q6HAM = A4

o =

ot Eo| U2 S 2 THEHOLE FA|

CHAFZEIRH 2HA =9 o9 (GLP1 2 Y E)

Azt 52 ool ¥ 32

93 15¢ 93 19Y EASD European Association for the Study of Diabetes QAEZ|o}, H[AL}
0¥ 2¥ 10¥ 4 OMA Obesity Summit 0|, EALA
Ng 4 N 7¢ Obesity Society Obesity Week 0], oS 2HEL
1 7¢ gy AASLD American Association for the Study of Liver Diseases Liver Meeting 2025 0=, Ay

EASD 2025 3l 7| B =8 L&

ey wEY M Tjo|majol WERN S

EProTeomic analysis of skeletal muscle supporting muscle growth and metabolic improvement effects by HM17321in diet induced

9¥ 19¢Y i Oral Presentation : i
: esity mouse model

i i : HM17321

(CRFR2 selective UCN2 analogue, - . . . - - - -

; o 18 Short Orals H|BE 222k 27} o|N) é!Efﬂ‘cacy of 'rhe nox{el QCNZ anal?gue HM17321in weight loss without muscle wasting in obese non-human primates and its appl
T —— deations With INCrEtINS INOBESEMICE  eeeeeeeeeeessessesssssssssssssssssssssssesssssssssssssssssssssssessssssssssssssssssssssesssssssssssesssssssssssssssenes
s 0% 182! Short Orals ‘A novel CRFR2 selective UCN2 analogue, HM17321, enhances favourable body recomposition, energy expenditure and metabo

O SO S G I D e eeeereete e85

9d 18y Short Orals HM15275(GLP-1/GIP/GCG, HIZH) Mechanistic insights into the potent anti—obesity effects of HM15275, a novel long-acting GLP-1/GIP/glucagon triple agonist
9% 162! LBA Short Orals HM101460 ‘HM101460, a potent and G protein—biased oral GLP-1R agonist with enhanced bioavailability, exhibits robust efficacy in anim

(MERF H7% GLP-1, BIZHA2Y P =) ol models of type 2 diabetes and obesity

x =3
t= :EASD 2025, SK% 23



EASD 2025 5Li/3Hel 7| &E F9 L&

ey wEY MM Tjo|mafol wERE . zEmus
JD Bioscience 9 16Y Short Orals GM-60106 EGM-é)O‘IOé) a novel 5-HT2a antagonist improves MASLD and fibrosis with a safe phase 1 profile HYY A1
(5-HT2a antagonist, MASLD) :
e ° : SNA-003 Noncllnlcal evaluation of SNA-0O3, a long-acting GLP-1receptor agonist, demonstrating enhanced pharmacok
21 149l HIQIAF ZATH(GIAN QIAF 1AH
SN BioScience = 98162 Short Orals (H71R45% GLP-1, M2¥Te) inetics and metabolic efficacy in rodent models of type 2 diabetes 1A 2 B 1)

917y : - ;Weekly PG-102 plus bimagrumab enhances net muscle gain compared to daily semaglutide—based regimens
""""" g (GLP-1/GLP-2

Prern Do 7 LBA Oral bispecific Fc-fusion protein, HIZH EPG4_102' a t?lspeC|f|c GLP—1‘/GLP—2 Fc fusion protein, c')utperfor4ms dual—fun'chon peptide and combination 'rheraé HIQIA/OIA} 1A}
/SL Bigen : : ‘py in preclinical models and induces dose-dependet weight loss in obese subjects
|gE  REY Mld mjojmatol EE 2t &
Oral EPhormocokinetics, weight loss, and tolerability of the ultra-long acting amylin analogue MET-233 HIZH AT A% 1%
Metsera  ieeerrrrsssssrsssiad MET 233(0my|m analogue Hlu}-) B eeema s me o a e s e e e e e e AR RS eSS RN AR ESSNEEESENAAERSNSAEENNS NSRS EEARSAEEESSSEEESENAESSNSSSASSSSEEENNEEEEERSEsEESESSsEsEEEsEssEEssEats

:MET -233 is a differentiated efficacious amylin analogue in preclinical studies, combinable MET-097(GLP-1)
W|th MET-097, an ultra-long acting GLP-1receptor agonist : HE HIYY

: LBA Short Orals : Orforgllpron is associated with improvements in markers of beta cell function and insulin sensitivity when used as: ACHIEVE-1 Study
EH T ST Orforglipron monotherapy in people with type 2 diabetes C(H2Y R, 407F, 3Y)
: (ME2Xt ZF32Y GLP-1, HIZHT2D)

9199 . LBA Ordl

B Lilly
Eloralintide
(LY3841136, amylin analog, HIZH

Tirzepatide ‘GIP/GLP-1receptor agonist tirzepatide improved hepatic steatosis in obese/diabetic mouse by reducing inflam : H|Q4H(H|ZH T FEH0H G35
: ol R|S7E ZEA)

GIP/GLP-1, HI2HFk &2 MASLD) ‘mation and improving insulin signalling pathway

Semaglutide
H|2HH2Y S

Amycretin
(amylin/GLP-1, BIZH/H| 2% G k)

Novo Nordisk

: CagriSemalcagrilintide+Semaglutide di
: =UA|, HIZHH2Y G =) ]

* arandomised study of combined semaglutide 2.4 mg and cagrilintide
erwelgh'r or obesity in adults

9d 18y Oral INV-347(CB1inverse agonist, H|ZH) EInexT generation cannabinoid receptor 1inverse agonist, promotes body weight loss in obese mice D HIY(EA A 1Y)

A= E;II_J
= :EASD 2025, SK% 24



[&3] HM17321 % MET-233 2 Zi}

$HI|2FE: HM17321(UCN2 analogue) +/- Semaglutide H| 4

Metsera: MET-233(amylin analogue) BMI 27-38 kg/m? CH 1%+ 1

-

Figure 1. HM17321 enhances fat mass reduction and increases lean mass during

semaglutide-induced weight loss in DIO mice
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Figure. SAD and MAD Mean Percent Change from Baseline Body Weight
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Metsera: MET-233+ MET-097(GLP-1) & H|A}

Body Weight Change
100 0-18 days

Body weight change (g)

Vehicle MET-233 GUB014295 Cagrilintide Petrelintide

Figure 1. Body weight effects of MET233, GUB014295, cagrilintide, and petrelintide following repeat

dose subcu ' tion in male rats. Singly housed male Sprague Dawley rats received
repeat subcutaneous injections of vehicle (n=4) or test article (n=5) every other day from Day 0 to Day 16.
Doses were titrated from 1 nmol/kg to 2 nmol/kg and 4 nmol/kg on Days 6 and 12, respectively. Cumulative
change in body weight from baseline (Day 0) to Day 18 is presented as mean * standard error of the mean. Data
were analyzed by two-way ANOVA with Tukey’s post hoc test; asterisk color indicates comparison: *p=0.05,
**p<0.01, ***p<0.001.
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