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Antibody - TMEE =2|= Newtarget? 7|2 &elS X85t Bispecific?
x 149]. TAHO! antibody0iike] 2| (feat. Peptide®] £2)
Payload - Topo 1inhZ E0{A

HER2 A|%H 24 39

Enhertu, S92t 12} 2|24 5=
AIGIE 0|52| HER2+ 2} Z|BA| 71x| EH =M
HER2 mut.0ilA| Zongertinibe| $i41

EGFR mut. NSCLCO{|A =LK 7|gle| A= 07
ANICH TKI. 20| vs. H|O[21=H}|0|2
|G 70
Toppick. 2|7}2H0|2(141080)_Multiple asset0| 7142 7|¥2| G4 71
MERZ|2 (068270)_Runimotamab®| CRS SA& 3l1Z5t HER2 TCE 86
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Oncology 7% ek ots7|
4/25~ 30, AACR2025 Etl7|

4 2595 H 3047k#] vl=t A]7}a1e] McCormick Place CenteroflA 6€47F 7 AY Hof-Hio|2

%" AACR2025(American Association for Cancer Research, Bl=1¢td+1613)) (Izizn?n(q)i?]__jzfcf:g @ds-sec.co.kr
of 213 st AACR-E Preclinical @ Translational 939- 4]9] A1k

I 27 YA F= o= ge]E &% 1093 Oncology @] 7Hd Hekd& Al
2] gAe 4= Qlck ohlRt MV 9 4 Aap HEEE hed 1) FF
ADCO] 7We kg, 2) HER2+ 59 AA F% ®st 2 3) EGFR mut. 2024.08.07

NSCLCoA =1} 71949] 7 A== 2pAI5] Z45HIH.

ADC 222 Jl'Z EZI=0] st ofsh

i

Top Picks
AsjEe] AF olF e et 719o] Zt Afe] g4 A v s BPFIEIONS 141080
SAHRA)  Of
linker, payload 48& BF= ADCE 76kl gt} Z1eu of2] A & SEZINQA) 140,008

£ rationales} 5B Aol OfEshe 297} wek. ole] o KA asof 64.9%

A

antibody ¥ payload Z¥zZtol|4 S2de] 7t Wekda 27] JdAF Aol st MER|2 068270
- J— e e - SR AFA]) Ofis=

of Aefoto] 5 I=E Al ZF 7199 SIXIE mefstalat skl sEziNea) 2200008

soiey 44.9%

ST 1L 2= 48 = ST 0] 23t A=A JHa| =of

T A EE S 124 2 e A o Gl TSIt olell AlisiE
7} HER2+ §9tolld 7FY A== A= J4o] 2 Ao ZdstH o] g<]
221 A A Aol FEE Ao Z|dielth wihA] QlsE o]F9] 22 284
24 8735t HER2 ADC, HER2 TKI, HER2 TCE 59i tio}o] EAlsiic), =
el 2l7lHto] 2.0] HER2 ADC LCB147} SIS1% o]5 231 2134 A%
< BHlStY] S JHAIRE dPdoln AEg|2o] 7] HER2 TCES] H2H8-2
sitdet ABP-1025 7HEste] A A3 ol AACR202501 HE3HT.

AACR2025 && 7|

el A= TRt 719E0] AACR20259 SI7-2ATME TEsIt 2l71uto]
9= LRRC15 ADC, Sting agonistS Zg5lo] & 579] ALANE SEsIe
W AEZe Hlo] Zmehmy], T AExHto]eutal, Rk /ofo]H]
dutole, ofjojujddute]Q, FRlFY/ QAT 2U FEAE, Ao|9l= Hio]lQ

5ol 27| A7 ANE WESA
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Summary

ADCe| 22 ERIC0 Cifst 0|5}

Ae}Fo] 45 ol =Ulole Tkt 7]fde] Z+ Aol A 7Y 58 =2 linker,
payload 7S TF= ADCE 7Wdeka Qloh TI2u off] A dA=
rationale?} FEAHY Ayl oESh= A7t Wrh olo] o HiXeM=
antibody ¥ payload Z¥ZtellA S =e] 7B Wekdat 27] At Zitol tistod
Aefste] S APolA ZF 7199 SIS A skA} shltt.

HER2+ FYA0A Enhertu & = A5IF O|% 23 2 =4 =5

¢

A7 okrERHAMRE SR} U 1 i} ASARA 855 AFh= DB-09
o e A Qo RA ARREE DBI1 AES Zizk ofedh 24 5 9 DB-05

O

I B A3 HER2+ Sl Aokt 71 o) Amgiioz mopd
AoR AL, MG B WS Fushe 5wt ger 14 A=A
AET 7S D% o) 224 A=A] diet 77k A SehE Agole. HER

ADC, HER2 TCE @ HER2 TKI 50| 443} 23} 2242 A= glck. 271
H}o] @ 0] LCBl4+= &off shHI7HE <QlIsiE Ud s diide= = 7N
dlio] HER2 TCE Runimantamab2 ©1 AACR2025914 HER2 ADC & &+
A2 gpptog 945t i ARE ¢E515Irk Runimantamab®] ©HE-S Bl
HER2 TCEE AEz-20| /dsl g mfo|mafels FESsHT Hzlkol=
HER2 TKIZ dI51F o]%- 2L 7hsde SRlsh= A AE THsI3iH.

Top pick. 2|71AHI0|
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Key Chart

=1 =L 7| ADC 74 3ig
7|9 antibody linker payload
Novel target 2! 7|2 target 12 A2
2[71sto| ADC £ x| 2{0|MA Q12 S5ff =2 JHgstn 9o ConjuALL PPBD & H|Z Al payload Tt 74 =
ALH| k| T HA| 21l =
il 7|12 AMRSIEl ADC 2| EFOIRE THISH| AL, HZE! T
o1 S8eis = l °! = “o '8 85 o PBX-7016/(topo inh) 2 dual payload
dEz|z target Of| CiEt SIS AFR310] better ADC 7HetS 2E2 A0l validation ! 217 AL (MMAE+23] payload, dar 4)
(k= bispecific antibody AFE SH) p \
SiAle HSE target ALS ——
i i L 2tS OfRFf Do UHEEh= MA Synaffix/ 2152
0il0|H|¥H0|2 biparatopic ECh= 22 AE0NAM SSHSZ WUSSk= target M

=H=2 5h= AZO0|A affinity/spficty £ =0|2=2 F28t SH

;topotinh 7|€t Z3HE J|&

SEHRHTEIA

Trastuzumab 0|Z 27%! B 9le

AlZOIIA validation l &7 A

molecular glue

7|& EAIEl ADC 9| E5{2tRE S| ARS 2oz 2 (3K PROTAC 22 & 2I8H 71s)
2 AL ZHe Al S| (ShE E) AR Synaffix 7|& =& 7|2 ADCO]| AFE payload AL
QlojHIo|222IA  SAPHE S2S HIEtO 2 ADC & S| JHHSI0] 7|e4E =2 AIZOM validation &l &7 AKE  71Z ADCO|| ARZE payload AME
A=A AL sHS HIZCZ ADC 8 3| 7iL510] 7|epE &2 - -
2t2: 2} AL, DSEAEH 2|AM2|MIE]
#2 STING agonist 4+ 218 A=t H|w
THEEA mjo|zafol Qlek 2134 Akt Al = At S Ak HE 2134 o
1. UM 2 4 SRR A
MK-1454 pembrolizumab #-& ORR 50%, PFS 6.4 7§ 7he St Pembrolizumab (PD-1)
MSD 2. 24 1 4 pembrolizumab 2 ORR 24%, G3 Ol TRAE ©F 14%
MK-2118 CH= HE2E 0%, pembrolizumab BE 6.9%, 3 S5 04 222 T 7heh St Pembrolizumab (PD-1)
Eisai E7766 203 112 A 14 &3 ey =T NA
97 ¥ CiAF ©h=/Dostarlimab HE A Phase 1 )
GSK GSK374541 D0 1H1°0J o A/r e oo e Zer Dostarlimab (PD-1), 2|
el T oo &d 2°
Pfizer PF-07820435 QA RO Z7A|. 25 A 32 03k Qo 1 4 S 2 7heh St Sasanilimab (PD-1/2)
) 22 | 11 2 Rywu therapeutics 25€] 2{0|AA Q1 b =c
BioNTech RVU-312 05 12, BEE2|Q A2 HHO| 042 At Hist e St -
At ) 214 7 Y F-star therapeutics 25E{ 20|44 91 ) }
oenee OfF AtHi3t JHe A OB
54 &F T4 nivolumab %= ipiimumab H& & , Nivolumab (PD-1)
BMS BMS-986301 - _ QAR RIEH = -
213 942 U 54 23} nj2o cree EE Ipilimumab(CTLA-4)
th= £ 50, & £ 79 F Phase 1/2
Dazosti G3 0|4 TRAE HE0{M 48.9%), CRS 25 Grade 2-3, MTD &&f X .
Takeda azostinag I8 S20iM o T Lrace = Her 2t Pembrolizumab (PD-1)
(TAK-676) HELFO{0M cORR 2 5.8%, a2 4 Y (FHFL/CHEL)
25 521 8 Phase 2 =CHetH
Phase 1 ORR &= 46.2% X ezabenlimab ¥ 53.3% )
Br3gTads 5 o = czabenimab ° e BT Ezabeniimab (PD-1)
Boehringer nde o " " "
. 2" generation sting agonist.
B-1703880 23 3€ 2Rt S5 A2}, 66 Y ChAt et Al = Ezabenlimab (PD-1)
ORR 13.3%, DLT 1 21 2444 2025 A L QIAF 1 A Za} SHE ofjAf
2|7 b0l LCB39 2026 A L ek 1 A 21 M Predlinical PD-1 88 1 &

AE: 2} Al S, DSEASH 2lMA M
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21 HER2+ X low/ultralow HER2 mBCOfIA Enhertu Y% CHE &4zt
established SoC Early Metastatic f
Neoadjuvant Adjuvant 1st line 2nd line - 3rd line 4th line +
Est. epi (G7) 540k - 125k Sk 55k
Enhertu £ THP ST residual disease >

HER2-positive

Enhertu

Enhertu + pertuzumab

= =

7
i
| DESTINY-Breastll
i

15-20% DESTINY-Breast05 GRS ‘
i i
Low  Goad outcomes with camizestrant + CDK4/6i i Trugap + Faslodex |
H current SoC SERENA-4 CAPItello291 : Dato-DXd
PIK3CA, AKT1, PTEN alt 40%
Al + CDKA/6i > camizestrant + : TROPION-Breast01
w .
CTx = camizestrant g CDK4/6i
HR-positive (£ COK4/6i) E SERENA-6 ESRIm 35% "
65-75% CAMBRIA-2 e Enhertu v Enhertu
i = Trugap + Faslodex + CDK4/6i ' DESTINY-Breast06 (4 DESTINY-Breast04
! ] CAPItello292 ! HER2-low [1+, 2+) 608 ; HERZ-low [1+, 2+) 60% H
! CTx > Al [+ CDK4/6i) 2-5 yrs - . | HERZ-ulralow (0-1+4) 25% 1
> N saruparib + camizestrant f M '
camizestrant
BRIA-1 EvoPAR-Breast01
(21 - 1BRCAM, PALBZm 9%
Trugap + paclitaxel
Dato-DXd + NST CAPItello290 HER2-low (1+, 2+) 35%
TNBC Imfinzi > residual disease D1+ Dato-DXd + imfinzi
10-15% : TROPION- = Dato-DXd £ Imfinzi 40%  TROPION-Breast05 :
]
i Breast04 TROPION-Breast03 PO-L1- Dato-DXd | 1
1 60%  TROPION-Breast02 | | :
EBRCAM CTx=> Lynparza Lynparza
5% of HR-positive Olympia OlympiAD
15% of TNBC
22: Astrazeneca, DSEAIZH 2| MZIAMIE]
= Loz FTai0| 21 20| Enhertu 7+ 202501 AMEA| 2Hst FS, Neoad) 2 27K + Adj 2 34k
22 Anti-HER2 therapy 7H2 - AISE U4 E22] ofH
+ A. Antibodies « B. TKlIs + C. ADCs
Trastuzumab Lapatinib T-DM1
Pertuzumab Pyrotinib Ds-8201
Margetuximab Tucatinib RC48
Hersintuzumab Neratinib ARX788
y Antibody-dependent
Zanidatamab (ZW25) Afatinib g Ao eytotoxicity | SYD985
KN026 Dacomitinib ) SHR-A1811
A166
Pestzamab Bystander effect

2
QD!

PTEN e
= G2

P110

/-

PDK1

Il Growth , Proliferation, Survival , Metasmsis\

drug efflux

I

/‘\ ]
DS ... |

Gy :
SIS Lysosomal
\

> N
| N8
]
'
STAT3 7
’
3 .

7/

/
/

/ =i Inhibit

7 Phosphate
group

=+ Activate

“ Microtubule disruption

A= AACR2025, DSEARSH 2IMA|4E

DS INVESTMENT & SECURITIES

6



A|ef/Hio|2

AACR2025;
43 259 ~ 30 JHz|

1) ADC JHs3rs L 3
Samist e

2) HER2+

3) EGFRmut. NSCLC =

L7194 T g

—_—o

2025.05.13

AACR2025 Efl}7|

AACRE ¢F ¢ Zofelld] 7Fd 8% =4 BAF T shi= 7125 E 7R
Rt oF A+ 2olell diste] Al o4t ATE WHESk= ofelrh. AR 44 259
HE 3097K4] w2 A)FEe] McCormick Place Centerolld 647 7Hz=
AACR2025(American Association for Cancer Research, 0=rtei1sts])of 278 %+
SuSiicH

el h
£ 32 e 1047F Oncology®] 7 ®aFdS vle] ST 4= Sk, 25foll=
ohFet M4 9 Y Avpt HREE JRedl D) %5 ADCE] A ey, 2)
HER2+ ¢F£90] A4 & #H3l 9 3) EGFR mut. NSCLCollA =4 7]9j¢] 7t
AGS ApAJs] EAISHIT.

—]

223 AACR2025 21 2kt

A}2: AACR2025, DSEAIZH 2|A{Z|HIE]

12l5 Opening Ceremony

AAGR
MANNUAL

«MEETING
2025 CHICAGO

A= AACR2025, DSEASH 2IMA|4E

A2 AACR2025, DSTASH 2|M2|HIE]
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=L Ck2| ADC 71 7|

=
oS

27| EHE V1A €S
— £7| antibody/ linker/
payload OflA] CH¥St Al
£ St e S5 A

Antibody £3}: 0f|0[H|
HIO|2, S, 2t0[HIO|
REAA, AFHATL
Payload £3}: MEZ|2,
REHEFE §

#3 I 7| ADC i o1

2025.05.13

=L 718 ADC 7iE ek

ADCZ} Oncology Wl 7F3 ZH= modality 5 sht2 A3 A8 = A
AF Folli ADCE 76kl Qb= 7192 1A df|] o9 SQlch dikdo= &
H ADCE| tiEFA} 2j7Hto] @ Eat ofg} AE]R, ofo[H|d 0|2, <.
HlebrE L, 29, etolHlo] @ 2l XRsifmy Fo] ZF ARe] A 5
52 linker, payload S AF2 ADC AP HolErk

%7] ADCE cell internalization &5}t AEiA/ordAo] SH JAIE 7oz
T}oFst linker®t payload 23S Sall 7+ Ale] ZHE 712 QlZEok= THAACHH
A ADC+= antibody, linker, payload SHoA TRt A=E 55l ADCE] 4
£ S50 ok TRl HolEith =l 27BRte] e JA] 2010 Holl= =
57} wk=2E 4| trastuzumab(HER2)ol| ConjuALL Z#HES 835t LCBl42 &
AFO] FaAdE Flskt Siglout AAE novel target B targetol] ARt
payloadS A1) ADCO| 2e=2 sA)7|1 852 Is} shaAt sk 9l

AEZRLS 7|& EAH ADCO] antibody ¥ linkerS ARg5HH PBX-70160]2=
TicHlo] @ of| Al QIS payloadE ©]-85HEAY dual payloadE 285t payloadell
A 2pEelE Fa glom @EHRRTE Al 7IE antibody-linkere]]  ZPARC]
molecular glueE #8519 undegradder proteing EFIRHY}, HhH Fgta} ofjo]H]
AHto] Q= ZpAte] Hold A 7seS RO cell affinity X specificity”}
ot antibodyE 7Hdst] eJE=2RE L/ &2 E5|9taH linker—payloadet H=
AlZ]aL et o B A4 antibody-linker—payload Z}ZtollA 222 7t
1ol diste] Aefste] 2= APgellA ZF 7]149] AIAE EA sk} gt

el

7|18

antibody linker payload

Novel target 2 7|2 target IF At
2|71B0|2 ADCE | 2lo|HA kS Saff =2 Jidst /e ConjuALL pPBD £ H|Z Al payload CH 71 2
AL S| JHY HA| 21l =

A 7|2 AR3IEl ADC 2| EFQIRE! CHUSH| AL, &
Meaje target Of CH3t &S AFE310] better ADC 7Higig SH=
(&% bispedific antibody AFS SI)

=

o

PBX-7016(topo1 inh) & dual payload
(MMAE+2EA| payload, dar 4)

8 Ol

A Z0fIA] validation & &H A2

0!

Sll= ASE target AL

0jlojH|MB0|2 biparatopic ECh= 22 AB0i|M 354 2= Udlot= target 414
OflM affinity/spficity & =0|2A=2H 95t S8

ZHZ2 5t Y=

Synaffix / QA
;topol inh 7|gh E24E J|=

Trastuzumab 0% S70E! B QiS molecular glue

PEAEHES Sz 2us ance Soemt 2 g 202 34 HoMTvalidation & FHAS 515 proTac o2 213 71
zag A e Al 2 (@K ) AlR Symaffx 71 £9) Il ADCOI A8 pajioad A1Z
SlolHfol2= XA Sl 524 HEOE ADC & SR HUSI0] E4E £8 ARIOIK valdation ® 251 AIE 71 ADCOI ALEE! payload A1
AsEHU SAPIY S2S HiEioR ADC 8 B el aa 5a - :

AR 2t A, DSEASH 2|M2| HIE|
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Of)l

% 2 B

TMEtarget@ = CIY

=il g

roh

2025.05.13

Antibody - New Target? Bispecific?

TMEE E}2Ist= NEW target 5%

ZorS 21 FAS)7] Yokl =9F

ojuj7kx] 7HEH ADCE9] antibody= F=2 %S 2 14 =

Aow Welck= Mz 30| gek& BISIlt:. 1oy $Ee =9 target 7N W
92 TMEe| F=& Zo= 7ZdiEgth TMEsk  FmAeE (tumor
microenvironment)2] &YW EA] Oblﬂ&&, Eﬁoﬂ*ﬂi ZOFH QoA
271 Fom HH TY
A, Aol & HAA| = tigh H-go]

azA, A

olafet TMEE Szo]
Z8 99 % shith

w2t ADC= 9= A4 targetsls e do] TMES] 285 Fof T2 A=
stzt stk 71 CAFs(Cancer—Associated Fibroblasts, %OJ/E%OW]E)Q %]

sibrotuzumab 53 £ mono—antibodyZ+ CAFse] 7
CAFsE 55| AAsHA] HEolo] B3 ok 50l Tdoh= 2o A

£

2t ADCO] ¢ 2| ME AFE a7 @ Bystander killing G715 53 o]=igt
CAFsE A1 AlAsH g5 aits vepd Bt opet WoNre] $F 55

= =9 IC vJ kR HEEY Aoz &Y S ook 1 94 Treg 5o
TAM, tRRIAZ 5-& eplsk= CCRS8, CD225, CD206 5 tiofst
target ADCE©] H%Hﬁ o AR AAHA =450 Uk

126 TME target mechanism

revasy

v

3
z
%1
i
4

£2

Nogatry
e
mu

R L)

| secarngent

-
¢

- JAmM TAN  MDSC
Promote T cell migration Reduce tumor-associated Target Tregs Increase T cell activation Increase tumor-associated
- From cold tumors to hot myeloid cells mutations

And cytotoxic response

tumors -

2t&: Maria Teresa Bilotta et al 2022, DSEASH 2| M| HIE
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Unmet needs?t &=
Sarcoma

HZ2|2H ORR 9f 6-
12%

LRRC15&= £5]| bone

sarcomadiM &2 W3

2025.05.13

LRRC15, §&9| M2& A|2H (feat. &|712HI0]|2)

LRRC15% CAFs targeto =2 Az @421 SoC7t ¢l sarcoma(H-5)2] A28
target© 2 HIEE]T Qlr}. o] AACR2025014%= LRRCIS target ADCo] dfat 41
22719l S e pulole W Zai-lab T S|A} BT uHs|o] ulws} Bolalich

AR sarcoma®] HE A= o, AR R, 2FRRIMAIZ 1000fE0] Hie ofeF
g ol o=z Qlsto] Gy}l FAX|mA7 F=5t0] unmet-needs7t W =2 A
slolth @A) X 220 ORR—S— oF 6-12% =02 ¢ Wtk Sarcomat= 7l
%Oﬂ/ﬂ oF 229,000%g0] ¢fa1 Q= Agko =z ARloM= oF 1% =202 WHslA]
aolefolld= A ol oF 15%01] sfgste] A e AASHL glom F=
Fe Uolol] @ysto] ate] {H7Igte] Aol ARgdo] &t Sarcomar= ZA
bone sarcoma(ex. Osteosarcoma )2} soft tissue sarcomal(ex. liposarcoma, fibrosarcoma
SE W AA| sarcoma & F 12.7% A7} bone sarcoma®] sig=

rlj

27dto] 9= AACR2025014 F9¢] FRFoll mral LRRC+ Fakro] vlge A

o5k 71 % sarcoma(HE)olA= Osteosarcoma(E8%), Chondrosarcoma (S
5%) 59 E3] LRRCs= Bone sarcoma AEolA 10% oVd LRRC Tdsh= et
Hlgo] =88 5Kyt g7pdute]e= o]l AACR2025 presentationOflA]
LRRCE FF9] SRl uet d ulg 4] Aolsto] wrt g SAE elsp]
LIalAl ApALS] mho|Zalle: low LRRC7HA] B ER3S 572 HH5ich

127 Sarcoma & bone sarcoma H|g O2ig Ul Z20|| (2 |RRC+ HIE
Tumor type % of patients # of
with 210% of samples
e LRRC15*cells* | tested
168% i Osteosarcoma (adult) 77 51
8 Ewirg tumor and related q | l
sarcomas of bjm | M o i Osteosarcoma (children) [ 59 o 37
ed mahgnant
bone tumors g Chondrosarcoma 58 38
® Unspeafied malignant bone | I
tumors UPs 41 79
® Rhabdomyosarcomas T 1
15 Leiomyosarcoma 40 30
Fibrosarcomas, peripheral T 1
nerve & other fibrous Rhabdomyosarcoma 30 23
Kaposi sarcoma T T
Fibrosarcoma 8 25
512% Other specified soft tissue Soft tissue sarcomas
SAICONRS Synovial sarcoma 10 41
Unspecified soft tissue | |
e Liposarcoma 0 24
Other STS subtypes 35 11
2t&: Zachary Burningham et al 2012, DSEAIS# 2|Az|MIE 2= AACR2025, DSEASH 2|Afx|4llE]

DS INVESTMENT & SECURITIES
11



A|2k/8H0| 2

LRRC15;

JYZ2A0M Ho| 2 X
PD-L1 9| ICI?t HE &
o 7ts

Abbvie 24 ST
Zailab 253 IND #|&
2|7HAH0]2 263 IND

ZL-6201; camptothecin
dar 8, TMALIN platform
STO106; MMAE dar 4,
ConjuAll platform

2025.05.13

LRRC15(Leucine-rich repeat containing protein 15 A|Z-AH|EZ W HZ-FECM A5z
8ol ool ks dEidolnt IH 17y Agdste] FAK A S 4% 4
olF I TR A A oA HEES Wi WoH S T 2
Z9F 714 W TGF- ol 25 G ZoFd-G-o M| 3 (TGF- B —driven cancer-associated
fibroblasts, CAFs)oA] 232 o= drd=ch LRRC+ #3] A] CD8+ T cell®] He<]

AE gotste] PD-L1 F ICI9F ®-8sto] a5 SHAE 4 d=ol A st

LRRC15 ADCZ+ Abbvie®] ABBV-085(Samrotamab vedotin)7} 73 H#| 7idF
&2 O} Phase 1914 3.6mg/kg 25+ 714 Folgila mf oF 80%7F Grade 3 ©/3<]
TRAFE YeERH 28 Osteosarcoma+UPSOA I ORR oF 20%(5/20) 2 w]nlgt &
S-S TESIEA GAo] SHEIQLE ¥4 LRRCIS ADCO| F83H A= F
O] Zai-lab¥} =uj9] 2|7EgHle| @7} glom & 7] molmeiel RE Mol ¢
2 Zai-lab®] ZL-6201°] 3l Y IND A&, 2j7FHte] 2] SOT106< 2026
Ul IND A& oot

Z1-6201-2 MediLink Therapeutics®] TME-activable linker payload(TMALIN)
ZES Aol om AR payloadts F7HEA] 949EoL} camptothecin -
payloadE 87} EAfotSct. vHA 27Hto] @= MMAE AlE9] payloadE dar 4

2 gAfetglom Aate] ConjuAll SHEZS ALgslgict,

T mpolmalel T HAA dAofA] <=5t Cell binding, Internalization 2
cytotoxicity in LRRC15+ cell 85 43It 7 who]zelql 7Ho] 852 A=
golgt NEFE ARgsto] 23] Hlwsh| of#{floy 271l = benchmark =
Abbvie®] ABBV-085(DAR2 mc-ve MMAE)Z AR&3}o] ABBV-085 tiH] 852
soIgt 4= Iglth B8] 24A17F ©]F Cell internalizationolA] Abbv—085 TH]

STO1062 P=A9l 25 Hon o= A Cytotoxicity= ©|o1 ATt

12l9 SOT106 Molecular Features (2]7 f21HI0|<2) 12110 ZL-6201 Molecular Features

Novel humanised antibody enabling rapid
intemalization

§ LigaChemgio

Site-specific and

lgG1 backbone }\
LALA mutation for effector
function inhibition

homogenous conjugation ‘ l " ol
to mAb light chains Enzymatlca!{lﬁy attached ¢

— isoprenoid spacer Sumanized =

N
N

H
J Hlo
Y

anti-LRRC15 SN

1gG, mAb N Oy 9 DAR=3

— | Branched linker
enabling DAR=4

\ MMAE with tumor-selective

payload release via lysosomal B-
‘ glucuronidase cleavage

Zt2: AACR2025, DSEALEH 2|A=|4E

2= AACR2025, DSEASH 2|A{x|4lE]
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12111 SOT106 Cell binding / Intemalizaion/ Cytotocix assay &<

2025.05.13

U118 MG, IHC LRRC15H/6H

Binding Internalization Cytotoxic assay (120h)
p =0.0098
150009 o soT106mAD . 600 120 -~ SOT106
125004 @ benchmark mAb @ -o- benchmark *
L @ isotype ctrl 3 100 o isotype ctr-MMAE
s 10000+ o 400 2 g ~.___-o free MMAE
5 B ®
= 75004 -
g § F I .. S
= 5000 & 200 = 40
= i
2500 = 20
:;cm 0001 001 01 1 10 100 0 S e & X A
X X J ; N N N NS e
¢ [nM] & & 096 & N9 '&@
o & & [nM]
S 2
0" N a"d
& ¢
IC5, = 0.37 - 0.25 nM & & IC5, = 0.65 nM
The isotype control signal was sublracted from
all to reduce

* benchmark = ABBV-085, LRRC15 targeting ADC with DAR2 mc-veMMAE, in previous Phase | clinical trial ORR in sarcoma 20%

2t AACR2025, DSEAISH 2|A2| HIE]

22112 71-6201 Cellbinding 25

A HT29.LRRC15 B Huo9 c Saos-2
4%10%- 8x10%-
xd QA + ZL-68201
3%104- * . 6104 + Isotype-C24
= o _ < ZL-6201-mAb
L 4. ~
= 2x104 = 1x10] / = 4%10 < Isotype
1x104 2%104
0- — 0 re¥sesoved el e
2 0 2 4 32101 2 3 3 2 4 0 1 2
Log[Conc.(nM)] Log[Conc.(nM)] Log[Conc.(nM)]
A}2: AACR2025, DSEAIZH 2|A{Z|MIE|
12113 Z1-6201 Intemalization &
A B C
o ) Huog Saos-2
o o 1.5x10%
£ ax10°- HT28.LRRC15 E 1.2%10% + ZL-6201
= = = |lsotype-C24
3105 4+ r
s g 90 o 1x10%] + ZL-6201-mAb
;23105- ; Gxi0] f"l'f = = |sotype
& 1x105 & ¥ 5102
e 1 L PELE ;
= = //
[ 0- e [ 0] w—e—aet A
- £ 0 T T 1
E T T T 1 E T T T T
E 3 02 4 0 1 2 E 302 4 0 1 2 -1 0 1 2

Log[Conc.(nM]]

Log[Caonc.(nM)]

Log[Conc.(nM)]

ZtZ: AACR2025, DSEALEH 2|A 2|4
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2|71 iH10|2 STO106,

A2 LRRC 2EO|IM=
invivo efficacy &9l

2025.05.13

STO1062] ABBV-085 tH] <=3} Internalizaion & Cytotoxicity &5~ in vivo
o Ax gelE]det High grade Leiomyosarcoma PDX H@ofl4 ABBV-085
4mg/kg T TItH 02 A %|A] etort STO106 2mg/kgE FoIotidS 7
T gapAo= Qo] AofiEle BEs g1 4 Mtk HEe] LRRC low(HC
level 1-10%) A°F Z55 PDX HdloJA & ABBV-085¢F @8] STO1062 &34
O= & Adliohs Has SRIg 4 Q18I ol= % STO1067} low LRRCO]
M G52 7IHol & 4= a2 YA Phase 12 LRRC+ 3RS oz ST,

J2114 STO106 In vivo efficacy in high grade leiomyosarcoma (vs. ABBV-085)

single dose repeated dosing body weights
e 2000 E 2000 20
E = =
= s £
= = £
w 1500 w 1500 @ 10
w ’ [Z] o
H + &
° e ° 2
5 1000 5 1000- $ 0 -@- SOT106 2mglkg iv., QWx1 (d=0)
3
> s 2 50 -8 SOT106 2 mg/kg iv. Q2Wx3 (d=0,14,28)
<§> 500- ° § 500 E 10 Study days
(= M’ ] IS 2 -# - benchmark 4 mgkkg iv., QWx1 (d=0)
= T Y od c @
& 00-34-0000 97 & -8 benchmark 4 mgkkg i.v., Q2Wx3 (d=0,14,28)
2 o - ; S 0~ T T -20
0 10 20 30 40 50 0 10 20 30 40 50
Study days Study days SOT106 - MMAE DAR4
benchmark - MMAE DAR2
single dose repeated dosing body weights
E 2000 E 2000 o~ vehicle 5 pl/giv., Q2Wx3 (d=0,14,28)
E E - @ isotype-MMAE 2 mg/kg i.v., Q2Wx3 (d=0,14,28)
& & 1500- = ~&- isotype-MMAE 4 mg/kg i.v., QWx1 (d=0)
& 2 g SOT106 0.5 mgkg i.v., QWx1 (d=0)
g g o000 : 5 SOT106 0.5 mg/kg i.v., Q2Wx3 (d=0,14,28)
2 3 1 £ -@- SOT1062 mghkg iv. QWx1 (d=0)
>a >5 : i g @ SOT106 2 mghkg v, Q2Wx3 (d=0,1428)
£ E 500 2 SR - ~&- SOT106 4 mgkg v, QWx1 (d=0)
= I | m I-.;cl 2 - benchmark 4 mg/kg Lv., QWx1 (d=0)
E A& ) g 0 S o B -8 benchmark 4 mg/kg iv., Q2Wax3 (d=0,14,28)
0 10 20 30 40 50 0 10 20 30 40 50
Study days Study days SOT106 - MMAE DAR4

benchmark - MMAE DAR2

At AACR2025, DSEAISH 2|A2|MIE]

g5 STO106 In vivo efficacy (vs. ABBV-085)

female, 16 years old
metastatic
osteosarcoma

H=66.4

SUBCUTANEOUS MODEL

ORTHOTOPIC MODEL*

%

£

4000+ SOT106 demonstrates exceptional efficacy in

pediatric LRRC15 low-expressing PDX models,

-
.

-

-

b further supporting its therapeutic potential across a

5 2000 broad range of expression levels

3

E: 1000+ . . . .

i~ It achieves significant tumor regression where the

e o benchmark therapy proves to be ineffective, even
Study days after a single dose administration

40007 vehicle isotype-MMAE SOT106 SOT106 benchmark

E 5uligiv, (d=0.7,14) 4mghkgiv., (d=0) 4mgikg iv., (d=0) 4mgkgiv., (d=07,14) 4mgkgiv.,(d=07,14)

5 1500

t, 1000

>

£ 500

* patient tumor grafts implanted into the femurs of mice

0 10 20 30 40

oy

ZtZ: AACR2025, DSEALEH 2|A 2|4
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HHH Z1-6201-2 AABV-085
PDX modelofA] SA4109 Chondrosarcoma % SA4237 Sarcoma

dependent

HE0] Serum ¥} tumorof|A] dosed] wE

TAbE H]
olelglom X

a6 ZL-6201 In vivo efficacy

o]—_g_

2 slelsiolct

ﬂ@ ] AAEARE FFNAM Tabe

¥l payload7}

1

AeH o Adufs 94

So) wiAnzske] Hlms

2025.05.13

ot LRRC15 positive

Z¥7r dose

S5 Aolg RS 85
Fol o5 F fAHE BES
954 2E Selstct

ZL-6201 demonstrates significant tumor growth inhibition in mice

bearing LRRC15°° PDX tumors

A ) . B
544109 Chondrosarcoma PDX in BALBiz nude mica 504237 Sarcoma PDX in BALEe nude mice
1200
2000 - Vehicle = Wahicla
® lsotype—C24 3 mgikg QWx3 = |lsotype—C24 Grnpk OWx2
_ + TL-6201 1 mglky QWx3 | 100 o 716201 Bmph QWx2
g 15004 = ZL-E201 3 mgikg QWx3 - E
E ® ZL-GI01 10 myllg QWx3 E 200+
o o L
= I g .
2 1000+ K- — e e o
z - g
z
2 -3 g 400 L
2 s0i- e " = [T i S -
-SRI S o0 s
I e 17—,
n-— - 2 T T S ¥ S -.-.._-'._f._"‘.. ]
o 12 20 1] L[] an

Days past initial treatment

Days post initial treatmant

A}2: AACR2025, DSEAIZH 2|A{Z|MIE|

a7 Z1-6201

| oiz

=/ZY pharmacokinetics

DS INVESTMENT & SECURITIES
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A B
C24 in Serum and Tumor TAb in Serum and Tumor
1x10-1 _
5% 1e102 f— « Tumar_2ZL-6201 3 mpk 52 -+ Serum_ZL-6201 3 mpk
=2 = Tumor_ZL-6201 6 mpk § ; - - Serum_ZL-6201 6 mpk
g5 10 ’ + Serum_ZL-62013 mpk g2 e - Tumor 216201 3 mpk
cE + Serum_ZL-6201 6 mpk 55 [ = Tumor_; mpl
=) 1x1[|'4 o= 01
o=z =
1x10- ‘ 0.01+————— ‘ .
'l-h ES’ ,\q, .\ht',@'h S AV P \'\'Q&whsgb
Time (h} Time (h)
Serum Tumor
ADC Dose (mg/k Analyte
[ e g] v Cl)lcrrlax (IJB/ITIL] AUCjq {h*llB/mL] Cﬂfcmax (l-lg/g) AUC a5t (h*UG/g)

3 ZL-6201-TAb 60.2 1330 3.02 242

6 ZL-6201-TAb 87.3 2320 2.85 243

3 c24 0.000399 0.00967 0.0310 3.08

6 Cc24 0.000992 0.0145 0.0389 3.23

At AACR2025, DSEAISH 2|M2|ME]
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2025.05.13

CBX-12, acidic TME E}2!

CBX-12= PDC(peptide drug conjugates)®] UFo= Cybrexa?} 7Rt
alphalex™-exatecan®|t}. 3l peptide= pH-low insertion peptide(pHLIP).2.2
ool 4Mdghge] TMEE eplelH low pHOA peptide?t #2202 du} A
A 2 HSJslo] FHNEE Ao 7 HES 4= ¢l o o]5 53| exatecan=
FTUHAE Y2 ALt

Bt} tumor specific SH| payloads release & 4+ 3loH IS HAAAD &
A= Aog dHHt Cybrexar Phase 19 27] Ak Wastoict. Wi
mPFSE ¢F 7719, ORR2 ¢F 36%°]31 2™ HER2-/ER+ -HIetoll4] mPFS ¢F 6
7H4E, ORR F 19%%ct. 4ol topl naive 2EFE SHASIYS 749 ORR2
oF 43%71A] /g5stint. @A Big A4 Aol ot Phase 27} ZI8E=AL §le
5] CRC, NSCLC TH%0] Phase 2% 18] o] 9lct.

J2h8 pHUP HIFHLS

Anti-cancer agent
Self-Immolating Linker

pH-Sensitive
pHLIP® Peptide
=
\ =
Nz

( /\ )4 ><./< QL (
AR o 5 =)
= =
> (o
X ¢
! -]
< ]
= /_/\/(
In normal tissue In cancer tissue \ Free anti-cancer agent
‘, @
alphalex™ comprises In the low-pH tumor The peptide then The linker cleaves within
three components: microenvironment, inserts the C-terminus the cell and releases the
pHLIP® peptide, the peptide forms with anti-cancer agent anti-cancer agent
proprietary linker, and an alpha helix across the cell directly into the cell
anti-cancer agent membrane cytoplasm

At ASCO2025, DSFAISH 2|A2|HIE]

12h9 Efficay intop1 OC, B

Breakdown of TOP1 Naive Breast and Ovarian Patients

60

& MoNTHE

a0 o

~— Continued Treatment |

MAYIMUM % TUMOR REDUCTION
]
S o
| |
| |
| |
T

-60 Il EBreost: ER*and HER2 § !
o0 - : - Continued Treatment
1 P - [l Greast: ER' and HERZ'
-100 T . Ovarian
= T * % = & ® % 3% 3 § 3 3 3 3 - ‘
BREEREREREE R R
SRR RN R Ce—

At2: ASC02025, DSFAISH 2|A2|HIE]
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BispecificADC - £ 71| 2@l SA| Asle| 2H &8
A4l Z: Cell binding / Internalization / Cell killing

M. MEHM AS - off  7]E FF Eold P Bispedific antibodyZ2 F7FAQ1 7ljdto] XsiE oz o

target 54 Z4 AyEIth Bispecific  ADCE dEFH oz ADCO| antibodyE  Bispecific
2. Internalization &5 antibody(BsAb), & F 79| A2 the Fe& Sl QIAske olFIAE AR
3.signal SA| i t}. olFIAE AHEE ¢ Bispecific ADCE F 7HA] S 4 didsh= A

ot Aedoles AAG 4 Qlof Hrp AeA o=z FUS target & 4 Ut o]l
1) selectivityE A AlIA off-target 54 AAAZ 5= Q1o 2) 84 Z8&
Y 8395 5ol ADCY| internalization BYE =Hietet 4= Qltt. B&o] & 714
TS TASH heterogeneitys Hol= 5ol A = 71A] singaling pathway

£ AT Adleto] A AFE mah JA] SHiel 2 4= ks Aol Aot

ole EGFR mut. NSCLCE BZloh= ADCe] 739 &4 7id Wekde ool
EGFR antibodyE ©=52= ARgSh= th4l anti-EGFR ARg- o] L= HolE
$-8351] EGFRxc—MET 52 EGFRxHER3, EGFRxAnti-MUCI1, EGFRxHER2,
EGFRxTrop2 5 tifet ol5@AE ADCel &8sttt a4 7F ehAhe
BsADC % sht= BMSCO] EGFRxHER3 ADC Izalontamab Brengitecan=
NSCLC, SCLC, 8%t 5 770 follxl 4 3= 2198 Foll Ak

A 7] QoIM 9N T2} o]2iE BADCE o] $7] QA v 5.2 4is B vt glon] g5 e
ol YEEEA Hel Be @ 5] A ANE vigtow M Aol Y S84l QIEEER

Pasich BADCE 1) 94 7 A4 9 A Bagstel A o Aol
o] 9lom], 2) F targer F SHIZE AL Ewie] T WHT A9 0518 off-
target 54J0] 271 S1o] lck BEo] 3) PK/PD B4R 1) ADMESIA
AR R3 ATt 0l MTD7} dache 58 Sdaoz neig Bat ot

120 Bispecific ADCO| 2! ZH Of|A| (MICLA-129)

Selective cell binding, internalization and cell killing with EGFR x ¢-MET (MCLA-129) ADC

Cell binding Internalization Cell killing

EQFR x ¢ MET ADC

re
St Arwa | Prane Asee (%

........

Zt2: AACR2025, DSEALEH 2|A=|4E
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Biparatopic:
Ao 2t EF 7ksd

M= BH0|| cluster &M
= Internalization &1t
;ADCH| 28 7ts

Biparatopic Anti-FRa
ADCIBI3010, GenSci140
; Y2 FRoO|A| Elahere
CHH| 245t invivo

efficacy

Biparatopic Anti-ROR1
ADCBR111

; Enhertu LHA cellline

&5 &l

2025.05.13

WM sk 1. Biparatopic - Y2 W31E2| targeto| &2t A

‘Biparatopic = U3t receptoro] X9t A2 T2 EpitopeE ERlok= 7Hdoltt.
Biparatopice> cell binding ¥ internalization &Y AGAIAH 71£9] ADCTt
targetSHA] 25 A xS eI 4 Qloks A 7RI

243 11¥, Jazz pharma/Zymeworkst= HER2 biparatopic antibody Zanidatamab
< HER2+ BTCE 2%} &2 tWdoz 7k&550E €53 v QITHHERIZON-
BTC-01 Phase 2b). Zanidatamab- transZ ECD02 ¥ ECD04 binding region®fl Z¥Z}
ZA¥sto] HER2 cluster(HER2 caps)E @/dstal ©]=2A] HER? internalization, A
O)E] M2=A(CDCO) B3t 55 F=sHl ek ool Zymeworks= 20181
HER2 internalization &3] =51 auristatin payloadE ®AH?F Zanidatamab
Zovodotin(ZW49)o]2k= Bispecific ADCE WESFALE ZW49= A 1449
2.5mpkellA] ORR ¢F 30%, G3 oVd TRAEE °F 16% 26t

o HER2E= A Eof ok drdsh= receptorﬂ}% EA4S 71A)7] wizoll dukd
o] S22 low—-HER29|4 HER2 ADC7} 95t 852 A=SE 4= 9lglom 7))
=14
=

%0 NSCLC A #A8e] A3tz Qloto] =3t oA 14
Zymeworkse=  24d 39 ZW499] T oA
Biparatopici= o15] 548 ADC 7Hd W 5 shubz APl ¥ils B4 Stk

oﬁ%

SO
i
_O'_l‘
£l

r
M
o,
|t
EN

o AACROIME 4= 7§9] Biparatopic ADC A4 A7t drEE| it E35] Al
Hrd-80] W2 FRaollA] Biparatiopic &-8%=7} 4=tt. IBI30102 topol inhE A
biparatopic Anti-FRat ADCZ2A] biparatopic2 15| Mirvetuximab(Elahere @)
tiH] =2 Cell binding?} internalization® 2 in vivoollAl 2 FRalex. HEC-1-A,
OV90, HCC1954 xenograft model) oA %E. IMGNS53(42 Elahere) tH] 9425+ gF0F
e 01%—5}93\1]- GenSci Pharma’™= 5Y3¢t FRa biparatopic ADCS1 GenScil40
A 852 USorth 9A =2 Cell binding¥ internalization §7+& 9435
stRom w2 FRa REoflA IMGNB537 ZPHSHER= in vivo efficacyS LFERHSRL
tt. @7 Flaheret= FRa positivie 2EF oF 40%E o2 Aoz He5S &
S3}9101} biparatopic ADCE Lol S12-020] -2 7|ehs) 2 2 9]

i

o
N

ROR1 9A] drd-go] HlwA e target© 2 BRI111-2 anti-RORI1 biparatopic
ADCZA 7= om ot AACR2025914 DS-8201(= <llsiH)z A]=st
Tl HER2 levelo] #5FE cell lineoA] ROR1 levelo] ARt AJAlo] 2tolsto]
DS-8201 A4 cell line 852 3elskict,
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121 Zanidatamab 2= C|zfQl

2025.05.13

122 Zanidatamab HER2 caps formation(internalization 0]%)

D
&

<O
¢ §i

Fc region
HER2-targeted bispecific antibody

Trasluzumab +

B) Nogative control  Zanidatamab  Irastigumab  Pertuzumab  pertuzumab

| 5 k High

n

= g
o~ 3

£| ——— / ]
£l \ @

- ' R E

£ 2
=

- ¥
.!mW

A2 AACR2025, DSEAIZH 2|AM2|4HIE

1223 1BI3010 Cell binding/Intemalization (vs. Mirvetuximab)

At2: AACR2025, DSEAISH 2|AM2|4HIE

1224 GenSci140 Cell binding/Internalization(vs. IMGN853)

IGROV-1
50000
Saws 4 Fabiprampicab A ovE paRovs, FRHH 0VC 10VTARS, FRgA ) QvC 1Qvag, FrgmiTy
i o Minvetukmsh s - -
e o e, Pt oo e
g o o fertt g —
= note § H / £ am .
0001 001 @1 1 10 100 1000 s i Pa—
Concentration (n) T b1 % P T T T PR T S S
B Log concantration [nid) Log soncantration [ri] Log soncantration [nM]
b IGROV-1 ove sRom Falidy onC 1oV, PR OuC (0w, Py
1m0 a0 2000
15000- ”J
_ = fHa bi-paratopic th 210 // 21500 .
%muu * Wirvetuximat H // H S/
H " . 3 o F 1000 s
E] - H / — H A a
£ so00 s - r £ ol P
£ r / * / -
— o 0 a8 &0 oo 10 an &8 oo 10 i &0
0 30 60 90 120 150 180 Time 1 Time Tims
379 incubate (min)
A=: AACR2025, DSEAISH 2|M2| HIE] 2t AACR2025, DSEAIEH 2|M2|MIE]
Z: A7} cell binding, BE Internalization Z: A7} cell binding, B= Internalization
125 BI30102] in vivo efficacy in low-FRat CDx model
HEC-1-A xenograft mode| 0V90 xenograft model
|
(Endometrial cancer) (Owarian cancer) HCC]?;:::;;;::r)mude
3000 700
‘“E #2500 g w0
= £ o000 E s00
P @ T
E E £ 400
= = 1500 H
g E S 300
o : £
2 E 1000 2 200
E = 500 E 100
o T 1 T T T T T T T T T 1
0 5 10 15 20 25 30 35 40 45 50 o 5‘ 10 15 20 25 30 35 40 0 5 10 15 20 25 30 35 40 45
Days post tumor implantation Days post tumor implantation [ A

A ADCsdose iv. @ 5 mefkg

- \Vehicle control
-@- Controk-lgGl-DM4
B+ Control-lgG1-NT3
-+ IMGNE53

- |BI3010

Days post tumar implantation

A ADCs dase iv. @ 5 malkg A ADCdose iv. @ 3 mg/kg

e Vehicle control

- Vehicle control
-8 ControllgGL-DMA

- IMGN353
-3 Control-IgG1-NT3
-® IMGNS53 & 1813010
= 1813010

Figure 5: IBI3010 exhibited superior in vivo antitumor activity compared to IMGN853
in FRa low-expressing CDX models.

AZ: AACR2025, DSEAEH 2|A=|4lE
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o E2 target+ LHEE
22 degrader receptor

¢c-MET TrainTAG;
METXCD71 Zg c-MET
overexpression EtZ

= MET TKI =& 3iZ

2025.05.13

22 2. Target Binding Arm + 27| Arm

MEA FAdsk= Bispecific B4 Bispecific antibody & 718HC 2 ohH 9H& arm-

targete]] & 73313}01 Hajls orsh}

BsAb Z21F0=2 oFf Z&HEARS &9 durabilitys A5A1E o 12 targett

degrader receptor7te] AJUz] @3+E Ewe 4= Qlt}, o]H AACRZOZSOﬂHE S|
28 A0l EpiTACO] HaE| Qi

ol ThEZ arm2 degrader receptor?]]

EpiBiologicss= MET amplification tHg ¢c-METxCD71 ADC(TrainTAC)®f|

AX d3ts RSt CD71-8 cell internalization S35 -§H5H= 0o

o] A== transferrin receptor©|th. WatA —METZ} CD7190 Al 2

S A ~MET 847 =0 = AZE BA R degrade & 4= Sk

o= c~METe] FJelA Fletsl Eashs Rol/apddolt 71 -MET TKI

7]- exonl4 skipping mut. NSCLCef| §Fg& o0& ARREIL glom wW=A Ude &
She Be siEd 4 s Ae® ZdiEAl Qi

o g2 ok

a6 EpiTAC iR

EpiTACs are Modular Bispecific Antibodies that Leverage a
Surface Receptor Atlas to Drive Protein Degradation

TrainTAC KineTAC AbTAC
_ [N
Degrader IH :IL,r.Jd r I-‘
Racepinr A iy
Esnching Arm U] Arm
mAb targeting Frils 1 uru[l £

ternalizing transimemibrae

reteptar

Proteasome Degradation

Lysosome Degradation Lysosome Degradation

Figure 1. Modular EpiTAC platform addresses target-specific degradation. 3 distinct EpiTAC
platforms support lysosome or proteosome removal via our EpiAtlas of >270 degrader receptors

At2: AACR2025, DSTEAISH 2|AM2|HIE]
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AH|Z co-expressed @ AAIR MET dysregulated  £9kS BA46191S ] cMETT} degrader receptori=

01, in vitro0f|A{ thokel QREol co-expressed H AL 18 4= 9I9irh TrainTACS exonld H

telisotuzumab A THEl o] o 3pare —MET B5o)A G712 d=sl9.0m @A Abbvie7} 7fdska Q)

4 2ol + Teliso-V(c-MET ADC)J Telisotuzumab o] S8+ Dxd payloadS &
SIS O in vitroo|A Bt =& §52 =519t

AlZF unmet needs OF3} 20243 99 Teliso-V&= LUMINOSITY Phase 2E v 22 BLAE AlE5HSIh 8l
=0 teliso-v CHH| 298 o Aol ORRS A oF 34.6%, AHA oF 22.6% $1.2™ mDoR< 7t 9.0
B ANBEd == A 7 E 7.278E, mOSE 14.670E 9 1427092 & Apol& Ho|x] ¢t ufehbA
45| c—MET APgol tigt unmet needst= &= 202 FAoHH Teliso-V thH]
et AE ERIT B APl w5 AoE TRt

227 Oncogenic -MET in cancer 2228 TrainTACZ Tt oncogenicol| &t
Oncogenic cMET in Cancer
+HGF  paint Exon 14 I Expressed Amplified AExonl4d/
Mut Skipping "TPeton 2 Amplified
-
g7
L]
[
g so
£
3
P2
g & =
v o -
L VL = —
\" OnwgerNCSIgna“"g Mone  TrainTAC Mona TralnTAC Mono TrainTAC
Dimerization Signaling
At=: AACR2025, DSERIEH 2|AM 2| Mg Zt2: AACR2025, DSEASH 2|M=|4HIE

1229 C-MET/Degrader co-expressed in -MET dysregulated tumors

GTEX . TCGA Cancer Atlas (Mean Logz[nFPKM])
Gene NOoTrmal
Expression |Whole| Lung Stomach Colon Rectal R::‘a'l'?;ll Pancreatic Cu:a:i:ous
Blood | Adeno Adeno Adeno | Adeno N Adeno
Carcinoma Melanoma
cMET 3.66 3.22 3.77 3.63 4.55 3.26 1.95
€o71 3.39 3.50 4.15 5.22 4.96 275 3.03 3.30
Degrader 2 7.01 6.08 4.39 4.27 3.33 6.63
Degrader 3 376 3.75 3.75 3.80 3.45 4.11 4.89

At AACR2025, DSEAISH 2|AZ|MIE]

12130 7|2 ABBV-399 S4|(-MET MMAE) 2L} invitroOliA &1t 28
c¢MET Amplified c¢MET AExon14/Amplified

Unconjugated (0):
Telisotuzumab Analog

ADC (®):

cMET TrainTAC ADC (Dxd)
Telisotuzumab ADC (Dxd)
2ndary ADC mAb (Dxd)

% Survival

0.1 1 10 100 0.1 1 10 100
Concentration (nM)

Figure 11. cMET EpiTAC-ADCs suppressed tumor cell growth greater than bivalent cMET ADCs.
A& AACR2025, DSEAISH 2|A=|HIE
= ABBV-399= TelisotuzumabOll MMAEE ¥, sl Telisotuzumab Dxd= S payloadS B|wat)| /510 LIROIAM A8t A=
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PDCO| 3

1) 22 size: L AT
80|

2) HARY &

3) WE AA

Bicycle therapeutics;
AlE of 84A¥

2|3 peptideZ A,
=
o

of XIEZ St

o OoT .

J2132 BTC 72

Linear peptlde

N

Prnw@

Prage Particls

Scafok

2025.05.13

rE

9|. 1Ml antibody0llA2] L] (feat. Peptideo] £

PDC(Peptide-Drug Conjugates) 2| 52

55| ADCE carrier®] 92 AFZOZ antibody?t Bt 18y T
peptideE carrier2 E-85h= WRto] ZsH]| Ix]o]al Stk HEto] == 4070

oJste] ofm|icsto 2 FAJH polymerol™ ©]E carrier2 &8 7% antibody T
| 2F2 size= I8l tumor penetration®] Ht} §olsids= o] Qltt. HEo] H
Aede Hot dard 4= qlon whE 2|77} golste] Al kEe 4t & &
QJtt. Nectin—4, EphA2 -5-9] targeto]] W%~ specificolA] 28 4= Qo] EA target
of thsisl= 5 PDCO] 7 7Fs4do] == Z o= 7]ttt

jas}

PDCE 7F¢ & &8sl Q= A= vl=k9] Bicycle therapeutics® A|7FE<l oF
$577.6mn(gret oF 8,083¢l¢)o] BEalsitt. UWFHO R linear peptide”t EHFH
TE= AW Pl HojAH target Aol BRIt WS 199 X2
3L S dste] BTC(bicycle toxin conjugates) & 7HEsHATE FAH lead pipeline 02
Zelenectide pevedotin(Nectin—4 BTC)7F 229 14d2/34-& 8ol Qict

31 PDCO| 3

ADC challenges

Large size — limited tumour penetration
Immunogenicity
Expensive and complex manufacture

PDC advantages
Small size — tumour p&etration

Less immunogenicity, rapid elimination

Easier, less expensive to manufacture

22 AACR2025, DSEALSH 2|MZ|HIE
12133 BTC 2

Bicycle®
y d The Bicycle® Advantage:

e Optimal properties for precision guided therapeutics

Small size for rapid tissue penetration

Tunable PK for optimized target vs.
systemic exposure

High affinity and selectivity for precision
targeting and tumor retention

molecule

2= AACR2025, DSERISH 2|A2|4lEf

2= AACR2025, DSEASH 2|A{x|4lE]

DS INVESTMENT & SECURITIES
22



A|2k/8H0| 2

Nectin-4 E}ZI 12/ H
E}O|E+MMAE;
mUC, NSCLC, TNBC

S mUC 2L+ Bt &
1L 7|ERCt HE0o= ¢
& 2/34 2l F

;20279 7145521 A=

2023 128,

Padcev 1LmUC &9!
(cORR67.5%, m0OS 31.5
W)

2025.05.13

Bicycle Therapeutics(BCYC)

A7 Bicycle therapeuticst= Nectin—4 BTC Zelenectide pevedotin @ EphA2 BTC
BT5528% mlo|zaelog 77 o1 2/3748 B 1/2782 Zdgskal itk

1. Zelenectide pevedotin (Nectin—4 BTC)

Nectin—4¢]] £°]2Q1 Bicycle molecule™ MMAEE gt tjzRelelct, MMAES]
549 =S AaAFon ookt ofFelA 4 Holal it Nectin—4
amplification> Q=2/4Jmef, e, 7ok, #He, AuiEel, dAaek HRet o
et ATl s Blo R e Q2o s thde=s S
Zegstar Qo &3 sHF7] Nectin—4 amplified ¥ #H¢, F45, AR, U4
o 5o= ASSS Fote Y= K Aelth dA 2L+ mUC, 2L+
Nectin—4 amplified sq/nsq NSCLC, 2L+ Nectin—4 amplified TNBC 5©Il Fast
track= 5513

Zelenectider= Duravelo—1 @4 1404 &5 Fof A] 2L+ mUCeA] ORR <F
45%, mDoR 11.17}¥, pembrolizumab -8 A] 1L mUC(cisplatin ineligible) i} 4]
confirmed ORR ¢F 50%(10/20), 7.170€4 follow up 3}%-= @ mDoR NEZ Z+z}
Gt s RISkl E5] 2L+olA TEo s FofolSle 739 Grade 3 o1
o] Skin reaction ¥ HWERAIFHSS g Ak Aokl itk ool Bicycle
therapeuticsi= @74 1L 2 2L+ mUCeIA ZFZ}F pembrolizumab -8 ¥4 ©Hxo=
A} 2/374FE 7198 Folt}. Phase 2/39] Dose selection data & Duravelo—12] $4
glo]e}7} &3l S]] & ofgolm o]F =4 Phase 2/3 ORR Hlo[E|E HE
goz 202790l 7I5s1E AT AlReltt

rlo

@A Nectin—4 ADC 5 7P A5FA= Padcev(Nectin—4/MMAE ADC)= 2023
d 129 pembrolizumab ¥-82=2 1L mUC(cisplatin ineligible)ol oot 2852
2553}, PadcevE EV-302 4+ 3404l mOS oF 31.571¥L (s, chemo 16177,
HR 0.47) ¥ mPES 125709 (vs. chemo 6.371%, HR 0.45)2 <3t AyE 2RI HE Q)
t}. g AAollAl confirmed ORR 9F 67.5%(cCR °F 30.4%, cPR 37.1%)%.0™
mDoR-2 ¢F 23.37§4o|3Jct. Grade 3 o142] TRAE ©F 55.9% %.2™ o] % Rash

oF 15%, TxA17v35(Peripheral neuropathy) F 8% 50| Q61 2ot

A2 Aoz AER]20] Padcevet YRt Nectin-4 TLA°] topol inhE
et ADCE preclinical Q75 skl Qlow &3l 327] A Vol AP A

= oy
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2134 1L mUCOI|IA zelenectide+pembro & Phase 1

Waterfall plot across 1L cisplatin-ineligible la/mUC patients P
N=20

Zelenectide 5 mg/m2? QW
+ 200 mg pembrolizumab Q3W

(efficacy evaluable patients only; includes 3 unconfirmed responses)

Best Overall Response®®,

n (%) Confirmed
804
Complete Response (CR) 5(25) 4 (20)
= 60
g
52 .ol Partial Response (PR) 8 (40) 6(30)
83
é‘;’ 20 Stable Disease (SD) 5 (25)
g8
=5 o Progressive Disease (PD) 2(10)
25
2%
SE 209 13 (65) 10 (50)
53 ORR (CR+PR) 95% CI(41,85) 95% CI (27,73)
8% -a0q
@ g o] CBR (CR+PR+SD=16 wks) 16 (80)
DCR (CR+PR+SD) 18 (90)

mDOT is currently 23 weeks (range 1-58)

* Patient with unconfirmed response A Patient with uncenfirmed response still o therapy mDOR Is not yet mature with 12 patients still on therapy
s Patient had CrCL <30 mL/min J

Data as of 03.Jan25.

Spider plot across 1L cisplatin-ineligible la/mUC patients®?
0

(efficacy evaluable patients only; includes 3 unconfirmed responses)
1004
mDOR not yet mature with 12 patients still on therapy

754

Best Overall Response
‘@ Complete Response
® Partial Response
® Stable Disease
® Progressive Disease

04

25+

50|

= Active attime of data cut

% Patient with unconfirmed
response

A Patient with unconfirmed
response still on therapy

% Patient had CrCL <30 mL/min

Percent Change from Baseline in Sum of
Diameters of Target Lesions (%)

75

-100

Weeks from C1D1 J
Median duration of follow-up is 7.1 months (range 1.0-13.2)

2t2: Bicycle therapeutics, DSEAISH 2| A Z|AIE

12135 Duravelo-2 A2/34 &k CIZIRI

Duravelo-2 Ph2/3 registrational trial for zelenectide
+ pembrolizumab in mUC

Interim Analysis Potential Potential
for Cohort 1& Cohort 2 Accelerated Approval Full Approval
Endpoints:
Dose selection ot PFS (primary)
(primary) 0S (key secondary)
zelenectide 5 mg/m? QW | : H
+ pembrolizumab 200 mg Q3W H
(N=30) zelenectide Cohort1optimal dose |
) + pembrolizumab 200 mg Q3W !
Cohort1 zelenectide 6 mg/m? 2W on and 1Woff | (N=146/253) !
Untreated R + pembrolizumab 200 mg Q3W : 1
(1L setting) (N=30) ' '
111 )
G sp |
Metastatic (N=146/253) |
urothelial |
cancer
CO Duravelo-2
. zelenectideSmg/m? QW

Previouslytreated R
(2L Esotina IRy = \me%w‘mmww wf Anticipated Upcoming Key Milestones
‘ 1 » Dose selection data in 2H 2025
:  zelenectide Cohort2 optimal dose _'.
A b . » Accelerated Approval filing in 2027

‘ | zelenectide Cohort2 optimal dose 3
| (N=120) 1

2t&: Bicydle therapeutics, DSEAISH 2|A2|4E
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EphA2i CHERIQI ZoF
Z|ZtE;
Ch ERISH= AIES 25

2 (ADCE 2y 24)

WS HjgE Oray £

; P10jIAM 25t ORR &

AfEsiel= Lok 23

25l 4271, Nivolumab
HE §o[e L ofd

1236 EphA2 EFI 7

2025.05.13

2. BT5528 (EphA2 BTC)

AlZZA, oF= UM, Anoikis 2] St 2 Al Ho] 5

F g7t=oltt. o]2fgt EphA2+= NSCLC, @4, TNBC,
L9, AP UC BellA #pddds)= Aoz dejx Qlrh ool EphA2E eHlsky
2} sh= Al tholo]aAtE Q] antibody DS-8895a H otAEZHAYIZES] ADC
MEDI-547 5©] 1%}t 123{uf DS-8895a+ Phase la/boflA 379 thiAAr &5 PR
195(219D 2lof] ¥kgoh= 2Pt §lo] &5 F=02 fgo] SE|glen MEDI-
547-& Phase laollA A2 & 2§30l 59 B4 AP EAd=e] IS E
2 ol STE|12™ dose escalation®] 51712 kot o] FTHE Qi

EphA2+= 7pAE 7%

o] AT EAS 5

pd v}

BT55282 antibody ™4l BTCE ARgote] ol2ft F2R8-2 *|Astolaiat sheict.
Bicyclic PDC= ADCHT} ¢F 408 2o} w2 vjd-S {1 ’5]":‘] FTEAE Hell= =

2 L JoRlE e BRIkt ESMO2024014] F7et vl w2 BT5528
A} 1/‘]'01]/\1 all cancerE o2 ORR ¢F 12%E 2151910 mUCOIA]

oF 34% B E35] EphA2+ mUCelA1= ORRO] F 41%(vs. EphA2- oF 20%) 2
T2 Btk olof] EphA2 Iy} RaFato] fofnfet At A5
o TASITE 6.5mg/m2 Q2WollA| Grade 3 oVl TRAE= oF 22%= <o}
ﬁﬂi MEDI-547014 2417} || A2t &€, 82 1 9] 593 D249
QF54], skin reaction 5 SA] THEE]R] ofof 2PEskE= FAAS AFSIAH:

rlo 70 no

oN %2 %@ Hf O rlo r
l_4

4Q259] 2L+ mUCOIA BT5528%} nivolumabg ¥4 Eo3t Phase 1
3t oo}, 5 HNSCC, £t NSCLC, TNBC 5o 22
AT Sl

Ephrin A2 (EphA2) as a target

A NORMAL

'8 CANCER
EphA2 overexpressed in NSCLC,
§§ ovarian, TNBC, gastric, PDAC,
- % $ F urothelial cancers
1’
Gl

Negatively prognostic

== N ,
[ o | s
o > "\') eQ pd m/ X %M' S '> Previously targeted via antibody
o} _‘/E\ Y , A | (DS-8895a), ADC (MEDI-547),
. S o CAR-T and RNAI without success

Cell repulsion t ) Cell morphology ) Cell migration |

Cell

Anoil ]
4 pmh'mumt Drug resistance noikis} | Cell migration ff

Zt2: AACR2025, DSEALEH 2|A2|4E
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T1237 BT55282 24A1ZHR0f| tumordf|A] 2F 10HH0[& =21 "otls

BT5528 PK in Mouse (1.5 mg/kg) BT5528 PK in Human (5 mg/kg)

Mouse PK following treatment with BT5528 1.5 mg/kg Human PK following treatment with BT5528 at 5 mg/kg,
the estimated minimum efficacious dose (MED)
Tumor 10x
Iasma at == Plasma BT5528 (ng/mL)

) 24h == Plasma MMAE (ng/mL)
== Tumor MMAE (ng/g)

1000 1000~

2
38
1

100~

3
1

S
I

‘Concentration (ng/mL or ng/g)
T

Concentration (ng/mL or ng/g)

e
I

o
1

T T T T T T T S S St R S S S SR S S S S
0 12 24 3 48 60 72 84 96 O 12 24 36 48 60 72 84 96 108 120 132 144 156 168
Time (hour) Time (hour)

At2: AACR2025, DSEAISH 2|AM2|4HIE

12138 BT5528 4t 144 Efficacy

Targeting EphA2 with BT5528 " | BestRspanseby RECIST i Rspons Evahale Patrs

ES
Efficacy -
|23
Sam
5 2
. . g
%=
66 o
CR 1(<1) 0 0 0 o2
PR 13 (12) 8(12) 7(13) 3(14) 2
SD 47 (42) 26 (39) 21(40) 9 (43) o
PD 50 (44) 32 (49) 24 (46) 8 (38) a
ORR 14 (12) 8(12) 7(13) 3(14)
CBR* 30 (27) 19 (29) 15 (29) 5 (24) . ®
a g kK
a 5 |
CR 0 0 0 [ o
PR 10 (34) 5 (31) 5 (45) 3(27)
sD 7 (24) 3(19) 1(9) 4(36) .
PD 11(38) 8 (50) 5 (45) 3(27)
ORR 10(34) 50) 5(a5) 3@7) £ %
CBR' 12 (41) 6(38) 5 (45) 4(36) i %
3.9
E
Overall ORR 12% ©1  EFFICACY-EVALUABLE UROTHELIAL CANCER PATIENTS
ORR 1 urothelial cancer (41% EphA2+ vs 20% EphA2-) . o

ashir et al, JCO 2024, 2. Fontana et al, ESMO 2024

A}2: ESM02024, DSEAIZH 2| M2|MIE|

1239 BT5528 Q4+ 14 Safety (TRAE Blerte A0 AZISHA|E Qhnl)

onotherap 5 g Q g B
Peripheral neuropathy? 26 (20) 0 14 (19) 0 7 (29) 0
Neutropenia 13(10) | 6(5) 6 (8) 2(3) 2(8) 1(4)
Ocular disorders® 3(2) 0 2(3) 0 1(4) 0
Hyperglycemia® 4(3) 1(<1) 3(4) 1(1) 1(4) 0
Skin reactions? 13 (10) 0 10 (14) 0 0 0
Hemorrhage® 0 0 0 0 0 0

2= ESM02024, DSTEAS A 2| M2 |4lE]
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3. BT7480 (Nectin—4xCD137 TICA — bispecific 7I'd 2-8)

TICA+= Tumor targeted immune cell agonist®] EUZolt}. 7]& BsAbe] 7HE-&
T35t Bicycle therapeuticss CD137(=4-1BB)2} targetol] -sAlol A 4= 9l
+ TICA molecules 7SI, oh= shte] ZAPF SYANE} HAA| L FA]
o Zgsto] targetsh= TF FHONN TaHoR T cell BASE F=TH.

TICA lead pipeline BT7480-2 Nectin—42} 4-1BBo] FAJol Zdlst= BTCZ
antibody ™hH] oF 308 2Lom gz A]elA Fe w7l BIS0]4] /43Pt Qe A
slRlIskTE. 5] Nectin—4 2]&4] A2 59l Nectin—47} gz /A4 =

[€) - o
A= Ao} sioler FEAdeM I BR(4-18B] 5)7F e I

O] TRAE+= 3.5mpkollA 0% 286t om 4] Sxktol| -k oF 5% HAgeh=
Q5 YlobdS Bk 3.5mpk7lA] MTDE E96k] 9ihtt. PRS AA gz}
27goA A= gl o E g7 Retol ik

o
AR
t}. 3219] oF 77%= Nectind+, 2F 63%+= Nectind+/CD137+ 9itt. Grade 3 ©JAF
5
%

4Q259] nivolumab} H-EESt Phase 1 H|o]e]7} @i o 4ol

a0 TICAS| ZHE

Bicycle TICA® molecules: Tumor-Targeted Immune Cell Agonists
join immune cell and tumor targeting Bicycle® molecules

# activated ™
co CD137-engaging
Bicycle” molecule

/' Immune Cell
Activated \
™ p
CD137

/\'
@ o
o+ W O A~ B W

CRD2 °
Tumeor Cell

Tumor Target/CD137
CRD1 o o Bicycle TICA® molecule .
CD137L
Tumor-targeting CD137 clusteri
Antigen Bicycle® molecule clustering
presenting cell induced by tumor
antigen

Activation induced by clustering
of CD137 by trimeric CD137L

2t&: Bicydle therapeutics, DSEAIESH 2|A 2|4
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e topo1 inh & L{d
) PayloadQI Cefet =t

=2 potency=442 dar
TI 0|7 LIoiM dar1=

2025.05.13

Payload - Topo 1inhE 'E0{A

ADC components2| Balancing 27|

High potency payload2| A=

d51E2] A4F ©]F Topo-1 inh 52 nanomolar(10°nM) IC50 rage®] potency
payloadE o Aflot= Zo] ADColl 71 Agdsitl= o] z[ufjo]qltt. ofof
A A3t = ADCE] ¢F 90%+= Topo 1 inh &2 tubulin inh 5-& ARSI Q)
o}, Z1efv -5t Topo 1 inh A9 o= AT 7% ol ADC= g=3t Y
‘J& S5 olFrks Bol tiFE™ payload®] tFRl7F =3I

olo]l 2+ ADC payload2+= PBD monomer/dimer, Indolo—benzodiazepine (GNs),
Cyclopropabenzindolone(CBI) 59| picomolar(10?nM) IC50 range®] =
potency 2F=0| THAlE =1 Qi) o]2et payload 52 W2 dar2%® 7S
FES aE IS 5 Qlof ADC Aol Qlof M2 Helde AXE 4= Stk

Potency:= '] A= Potency’} =2 LEY45 Hydrophobicity7} /=551

DAR 9 @7 eFg/do] vluz] gagitt ofe PBD payloadE AH§dh= =714t

0]@°] ROR1 ADC LCB71, tjolo]#iti 2] DS9626 2] DAR-2 20| Z1ofl=
£ #0171 fisto] DAR 19] tigh ¥ okl itk

11241 Payload potency B
] DXd

———
(B) SN-38
MMAE MMAF
M-acetyl-y-calicheamicin
O——
DM1

SG3199 (PBD dimer)
O——

| | | | | | | |
10" 10 10" 10" 10°° 10°* 107 10°*
pM nM uM
Approximate payload potency (ICso, M)

2}2: Molecules 2021, DSERIZH 2| A Z|AMIE]

72142 Payload potency Of TH2 ZICHM

Hydrophobicity
Potency «  Micromolar IC, range = conventional chemo agents
(methotrexate, doxorubicin [failed in ADC programmes])
Nanomolar ICs, range = Topo-l inhibitors

A «  Picomolar IC4, range = highly potent - anti-
l l microtubule/DNA targeting

DAR[ inkerstabilty = +  Less potent payloads -- Hydrophilic and high DAR with
cleavable linker and bystander effect

2tZ: AACR2025, DSERIEH 2| M2 |AMIE]
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2712H10]2 pPBD,
Prodrug SEf= SerMe

% st + FUB

2025.05.13

2l7iiHto] 9= PBDC] 733t potency®] TS sifdst ] flsted LCB71(RORI
ADC)ell ConjuALL E3EZ ARESto] LSk dar 22 site—specificstA] Z2gs}
L5 AABE W prodrug FEIZ payloadE 7idste] TFAEH o2 Yl

= siqc

ole] Dxd, MMAE, exatecan & HU} %2 potencys <Hostom DNA
crossinking HIAUES Bol el e B A OAIE 4 qee
slelsit. oiEo] @A AR8ET = Polivy, R-CHOP 52 8¥¥} PBDO]
payloadi= A2 OFE HZIUSS 7HA7] dhzell Wde= QIet oF2 a5 A{sillA
AT

=43 LCB719| P2

Linker-toxin pmmmmmmmmm e =

(3} ! © Prodrug !

] 1

Ao o T

2 0, _O._.CoH ' 0. O ..CO;

(ér Sl | 0 0 i

HO” Y SOH | HO” " YOH :

) OH 1 fo) OH

o P T R i :

¢ W)W OO N—"y f

Conjugation ! !
' N OMe MeO N 2

! o dPBD o} 1

(0 U a5 €5 I s & e i e i D Y W 4 G e S a» e» a» e» o> @ .

212 CStone, DSEAIEH 2| M2|MIE

%44 pPBDE Y MEHH O 2Hdst &= prodrug 712

[ imine group of PBD makes the toxin inactive
extracellularly

“cell-killing"

Removal of the hydrophilic masking moiet
through cancer-specific MOA
makes the toxin active

1C, (M) 1G5 (NM)

T o ot |1t |
. Tumor cell line
umo tested

ECEETN v |
activation

Naked PBD free toxin 115 004 Naked PBD-ADC on

LCB's proprietary PBD
prodrug free toxin

>100 >20

[_inactive |

I PBD prodrug-ADC 019 |

hctive |

AL2E: CStone, DSEALSH 2| A2 |4lE
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Dual payload;

= Al s
SP0IEY =35

+ AlLf|
&1} + Uiy 2=

2025.05.13

Ci¥st 7|149] payload - Dual Payload2 £:835tLt 0212 Df Z7|CH|

71&e] MMAE, MMAF, Topo 1 inh 5% Dual payload2 285+ HQto] Shi5]
ATE Tk Dual payloadE A ¢ ADCE +=aF¥o2 AMgsiAY wiat
Fofoh= o4l 1) shte] ADCE &l We =52 & 3loH 2) 42 HebAQl
2g71os 7M1 A|z] aat 9 3) @ payload 2= AHGHA] Fol= %
T2 targetd] B 4 ZoF o]AX ZE gi= & 2~ 9jch

ol
AT

12t dual payloads= oF4] 7i ©HA] Z71(KHS815, 349 27 AlA 2x 9 A
Aol 7t payload?] F/do] FHE ] =4S A5 = §l Therapeutic index”}
AVdEet me F2 7FsAol &7] dheel R oz 99 a5 A7 |

oo} & BAle] BE Aoz B, 7V payload® sk At

w3 =

= 7le°] %ﬁs}oq Jfdteli= site  specific  conjugation 7|&o] WAoot
AACR2025914= & 14719] dual payload AYA 237 HEEG O A1
Hlojel= AT
12145 Dual payload?| A&
Constructlon strategles Homogeneous conjugation
% %% 4 S
) .
anZne Dual-payload O]f®
olels P95 ™5ocs o m =
* b0 odo CQ
Overcoming resistance Synergistic effect
2t2: Biopharma PEG, DSEAIEH 2| Az |4
=4 AACR20250iA EEE dual payload ADC
Project Company Target Payloads Abstract
DXC018 Hangzhou Dac HER2 x HER2 Topo1i+ antimetabolite inhibitor 2872
Unnamed Pinotbio HER2 Topo1i+ tubulin inhibitor 6753
CTPH-02 Celltrion HER2 Undisclosed 6755
Unnamed MediLink HER2 Topo1i+ tubulin inhibitor 1804
IMD526 HER2
IMD2126 Affinity Biopharmaceutical PD-L1 Topo'i+TLR7/8 agonist (for example) 1805
IMD2113 EGFR x TROP2
JSKNO21 Jiangsu Alphamab EGFRx HER3 Topoli+ MMAE 5451
KHN922 HER3 Topoli+ RNA pol 2 inhibitor 1587
Chengdu Kanghong . e
KH815 TROP2 Topoli+RNA pol 2 inhibitor 1586
Unnamed Acepodia GPC3 Undisclosed 1785
02 Phrontline Biopharma CDH6 x FRat Undisclosed LBO21
Unnamed Araris NaPi2b Topoli+Topoli LB138
Unnamed Sutro Undisclosed Topoli+ PARPi 2870

ZtZ: AACR2025, DSEALEH 2|A=|4E
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TME L HAIE B A&

Bl SHA3) 7|

STING agonist £=Z0{|M

HuW EQ

; Sjofdr ChEE 2of

2025.05.13

Immune-Stimulating 3= Payload (ISACs)
&85! Rationalent 2| ISACE HIfo| A&

712] ADC7} toxing payload= Aol AAA FUAZE APESIIAF Shehd
ISAC(Immune-stimulating antibody conjugated, HIAFFAHIAS toxin THA HIS
S| payloadE F2tete] TME W AAlE WY A4S 2495t A1A &
o BE Azt gty @A =L Q= ISAC &2 HY7|Ret WA 2l
7FsAol =& TLR 7/8 32 STING agonistS payload® F2 ARgSt E

STING activation type 1 [FN EH]E Z%Ist] APCE A=A1Z]12L T cell priming

2 855k= v 0 2 cold tumorS hot tumor® AZHA| 7= Aoz daxct,

ISAG2 A Bolt, Silverback 52| thefet 1Alt) /fTAEERE ATf=|9lou of
HE ool =2 =4 T AU So= sl ofE a5 A%k F519
t}. Bolt therapeutics®] BDC-1001(HER2-TLR7/8 ISAC)2 Phase 1/2 FZFAx}ofA
ORR ¢F 25% & 92 852 HFO9™M Mersana®] XMT-2056(HER2-STING
ISAC) 9A| Phase 104 2k2f Aoz QU FHtE|o] 8583 W3 dose escalation
< APstal 9ty XMT-20562 25 Y initial dataS WESF Ao 2 oAk=T

ojgft =4 ol ISACY] B4} dxkark. ISACS UHFHQI payload®t 2] Al
Z=A8AE ol2t immune stimulating RY7HA] ZAstojolgict T=u FAIA]
AFEE payload= € = o] FEolAT immune stimulating 7S U320}
o 3 35504 CRS(eytokine release syndrome)-S -asto] 24 g2kS 217] wie-
oftt. olef ZE 7|& toxin payload TiH] ISAC H4lo] Q3717 o] thet of
o] EEER] e AH o7 WSt payload 7HA0] 8L F o2 AlzHLE

wr2bA] @2 STING agonist ZA9] 2P D=2 = AHOR payload’t 2
STING agonist =<=0f|4] Bl o}t gt} STING agonisty= ADC2] payload 9t
ofa}l Ty Fof 9 PD-L1 52 ICI, ADCS} ¥4 Fofoh= Aoz w §5fa
e TR 4 Ut STING agonist®] S8t F=d Il 1E6lgks of 5
& ANE I B w2 7HIE FAT 5 Ak @A MSD, Eisai, GSK 3
Pfizer®] Sting agonist= W+ G5 tiH] =2 F2-8.02 Qlsto] 7fido] FE=|l e
o ZZ 59 8% Takeda®] TAK-676 JA] o]l F=o] A= Boehringer
Ingelheim®] BI-1703880 5<] Algt2IQl 7] PD-L1 H-go= e gt
Ut} g7ERte] = STING agonist®] AA=/dS HAaslclr] fiste] Az
permeabilityE #|4-8} St FUAE HoflA active metabolite® H2H=]= LCB39
£ 7idetslon 20207 /el XY Aotk
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1246 TLR 7/8 agonist BjF{LIZ 22la7 STING agonist HAHLIS

dSRNA  self DNA
1=

TLR7/8

MyD88 MyD88
p65  pS0
T 65| (350] T, 11,16, COL2, CXCLa, COB0, CD0%, COE.
B e e B couls Blamimio i Stmuning Soapive infemmanon i
2t AACR2025, DSEAIZSH 22| dE] Zt2: AACR2025, DSEASH 2|AM 2| Al
m5 B2 A0 HE S ISAC OflA|
e E! 2| Payload
Li BT, ASCO 2023 (BDC-1001) Trastuzumab TLR7/8 agonist
Pegram M, ASCO 2024 Trastuzumab +/- Pertuzumab TLR7/8 agonist
ChenY, AACR 2024 TROP2-mAb TLR7/8 agonist
Blum L, AACR 2022 CEACAMS5-mADb (BDC-2034) TLR7/8 agonist
KenkelJ, AACR 2022 PDL1-mAb TLR7/8 agonist
Robinson, ASCO 2022 (TAK500) CCR2-mAb, myeloid cell targeting STING agonist

242 2t AF £, DSEAIEH 2IMAIME]

#6 STING agonist 24} 2138 Akst H|w
THEEA mjo|zajol UM 2IsH At A T2 Zut Szl Mgt Ha 2 o
1. Yk 2 A AR A
MK-1454 pembrolizumab #-& ORR 50%, PFS 6.4 7§ e St Pembrolizumab (PD-1)
MSD 2. 24+ 1 4 pembrolizumab 8 ORR 24%, G3 014} TRAE ©F 14%
MK-2118 Ct= HESE 0%, pembrolizumab H& 6.9%,3 S2 0|4 S22 Cl4 e St Pembrolizumab (PD-1)
Eisai E7766 203 11 2 A 14 &3 e =T NA
97 ¥ ChA TH=/Dostarlimab H& 24 Phase 1 - )
GSK GSK-374541 9314 119 OjAF ZCh 2 e St Dostarlimab (PD-1), 22|
Pfizer PF-07820435 QA RYUQ| Z7A|. 25 E 32 gt o 14 ST 2Y N S Sasanilimab (PD-1/2)
) 22 3 11 2 Rywu therapeutics 258 2|0|MA I dr zC
BioNTech RVU-312 2514 1Y HEEZ2|0 Mzt HZO| 042 At utsl N S
st ) 21 7 & F-star therapeutics 22€{ 2{0|AA QI ) }
oenee Of AtH[3t 7He A 0|7
54 & CHAF nivolumab &= ipilimumab HE & _ Nivolumab (PD-1)
BM BMS-986301 - QA RIS = "
° 986301 12 ez o s 2 o3 cfes £ pilmurab(CTLA4)
Chs £0§ 50 Y, €8 £0{ 79 Y Phase 1/2
Dazostinag G3 0|4 TRAE HEOIA 48.9%, CRS 2F Grade 2-3, MTD £ X )
' Il =ct -
Tokeda (TAK676)  HBE0I0IA| CORR & 5.8%, A 2 4 22l (FwRYTIRY ty B Pembrozurab (°D-1)
253 52 8 Phase 2 ECHatE
Phase 1 ORR &= 46.2% X ezabenlimab 8& 53.39 )
B-1387446 7ijezc? 6.2% % ezabeniimab S8 53.3% Mg 2 Ezabenlimab (PD-1)
Boehringer nde 2k : . .
Ingeheim 2™ generation sting agonist.
BI-1703880 23 d 32 At S5 AR, 66 Y Ciat QY 213l = Ezabenlimab (PD-1)
ORR 13.3%, DLT 1 71 2844 2025 A LY QAF 1 A ZD} 2HE ofj4f
2|7 1ibto|2 LCB39 2026 A LY 24 1 4F RIQ) 2 Predlinical PD-1 & 123 &

A= 2 Ab S, DSFARSH 2|M2|4IE
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ZaA|z=0f| & okS07t
SYUME active
metabolite2 XEtz| 1

HH 2 CIASt STING &
2t typedliA ZHALELH

25t s
L85t f=lie]|

C>—||_

2025.05.13

LCB39, £Y MEd So2tE STING agonist

LCB39+= STING agonist 7% 9] &2} sfgt=o|tt. 7]22] STING agonist 7]710]
T Aol v BRI ol AAlol8Ee] Wom UekgdelN aF
o] mlEstth= Flofl &Risted] %—OJ: Aelde SISt skt sieiet. olof] LCB39+=
IARE permeabilityE W FF AHA o2 SHEHEE siglon FF AlE Y
ofA eF 1008R2] potentE 7F active metabolite= A== 22 /fUE|QIch

113

ot AACR2025¢11A4] ot Hiof| k2™ LCB39= Fof 244)7F
Plasma, Spleen, Liver 5oll4 78] I&EE]R] orom FqF E.—Olﬁ,ii
t} E3] Zo)|A] active metabolite formo| B2 T7 WAL= R4S
ALt AAE oot STING 717} typeollAl LCB39, active metabolite form
7370 BS(EC50)S HwsHlS wf HE
7374} TiE] oF 30~12974f9] B%S HUS

I-'J
TE‘
WE > 30 &

1

variants type®llA4] active metaboliter=

Q=51

12148 LCB39 unigue propriety

LCB39:
LCE proprietary STING agonist

&3
o)

— Systemic

Potent active metabolite
Tumor j +

potency

LCB39

= Capable of systemic delivery
= Agueous solubility = Improved PK
= Low cell permeability = Reduced toxicity

= Tumor- targeting and retention
= Releasing active metabolite in tumor
= Maximized anti-cancer immunity

AjZ: 2|714BI0|2, DSFARSH 2|AM2|dE]

J2la9 0 24A12H & LCB39 RAIREL 250 STING |44 W active/LCB39/competitor &
A B. - B. R232 H232

“) prasem i B I | :“ = 20 250

< ;“ 4 z;m °m\'ﬂ*; _gme

T | I Hel o 1

Rl e - 7 L ER O i

N ”

5 § 3 oy o

5 10410+

% TGI

@D+15
LCB39 (1 mg/kg) 91.93
LCB39 modified

with no active
metabolite (1mg/kg)

53.74

—pop =T
0% 104 102 10 10 10° 10° 10°
Cone (M)

=TT
109 104 107 10° 10° 10¢
Cone (ub)

1010410 102 10 10% 10° 10
Cone ()

THP-1 reporter
STING variants (ECg,, nM)

Test compound

R232 H232 HAQ

LCB39 167 340.6 2855
Active metabolite 2.12 3.81 21.05
Competitor 639.4 4903 674.3

2= AACR2025, DSERISH 2|A2|4lE]
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Alof| = Pt AR

B %

Jtoh

2

1251 LCB39 CH=EO{0||

o

A BHEQ

2025.05.13

STINGS ubdo= D8+ T celld] £} HES ZAA7e asg HeshT 9]

7] mzol] thE-E-2] STING agonisti= PD—1 inh. 5-¢] ICI®} H-& Fofstcs 7iE

H}, olo] g)7iEte] @ 9A] theket mouse modelofld] T Fof §5Mual ofua}
ICT 2! il ADCQ]' Hﬂ -1—,5—010]- IIH_J _g_ﬂ— _9,1—0] ]. 1;]_

G=Fo] 9 [CI/ADC #-&5F0] BF AF fAae W= oof gogt o<

slolsleom %%5—0401]*1 CR ¢F 30%(3/10) ¥ TGI(Tumor Growth Inhibition)

oF 83% 2 53 AE Elsgitt. ADC 1,25 72 B8 Folsie2 wf ADCI
oA &= TGV} ©F 38.1%21 BFA LCB39 B8 Eo] A] oF 80.9%= H-E&EFo] A

EAE 9oL stHslgct PD-1 inhit HE £o

E ERIst e 157¢A} tumor rechallenge Alollte 7S Eleh 4=

Al oF 40%(2/5)°l1A FHTs)
219,
12l52 LCB39 combi w. ADCs

Zoan

A. -e- Control
& ADC (1mpk)
1500+ - Vehick "g -# LCB38 (1mpk)
<ol Clsplatn (Smpk) - O ADC (1mpk) + LCB3I9{1mpk)
by ~8- LOBI3 @mpky § Body weight change
E 10004 Budywa £ht changa g j
o = [
E 2 e
2 I g..- L.
5 500 1. i t A f
=} R
¥ rrﬁ‘/? -I— ICR.’S."ID] H
o A %TGI - apct | %ol _ ADC2
Mono 4 8 15 23
- 38.1 77.7
Ao | |
ays LCB39 . LCB39
27.4 80.9 71.0 89.6"
(1mg/ke) | Bmg/kg) |

A}2: AACR2025, DSEAIZH 2|A{Z|MIE|

A}2: AACR2025, DSEAIZH 2|A{Z|HIE]

12153 LCB39 combi w. PD-1 blockade

MC38 syngeneic model

— Vehicle
— antiPO-1 (RMP1-14) Smpk )
T — LCB39, Impk Body weight change
E __ LCB3g, Tmpk,
H +anti PD-1 ab S5mpk
g
=
i i
umaor
E Rechallenge
l (D+157)
zs5cn 4
ERE - A A
Days
1 m— Viehicle
— anl-PD-1 (RMP1-14) Smpk
7 / — 1LCB39, ampk
E [ __ LCB39, 3mpk
‘E”m + anti PD-1 ab Smpk %101 @D#12
: = aPD-1
B
# Rechallenge vehicle 3 202
To00- (D+157)
o- wen ¥ LCB39 4.1 90.79
A " “ g2 (1 mg/kg) (2/5CR)
f ' ' o LCB39 03.04 98.13
(3 mg/kg) ) (2/5 CR)

A2 AACR2025, DSFAISH 2|A2|HIE]
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CHAICH 212 STING

agonist 7 S

& 140llA BoR Az,
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7] VY F AR FE D oAk 253 598U ZpAF A RofA
STING agonist, Dazostinag(TAK-676)€ Z3tsto] STING ADC ‘TAK-500" &5

P FOTS sl

]

TAK-6762 94} 14 lintune—10114 0.1mg®E] 14.0mg7H] 8 Za519oLt
14.0mgolX e MTDof| egolA] ¢fot PAD(Presumed Active Dose)E &=t o]
== Ak SEeHTA BoRS S85A] 9gtom HB-8aHTelA BoRe oF
58%= x5t o CD8+ TAHIZE &, IFN-y ATIYA Fo2 54 exjollA
o B A 4 k= 754 stell A4 248l AdsteltE. PAD+ 5.0 or 14.0mg
o7 WA AAxglen] SCCHN @ 3L+9] MSI-H/dMMR or MSS/pMMR T
AR o=z dgsiaict. 18y PAD7E o EYALE ERoblol <Fgs
g A0E i ASF0] At Bl Atk A, A 1ol FEduiet 8t
£ 21| ofeigitks AHofl 719Iste] S SHote A o= Tedich

2254 Dazostinag(TAK-676) 2! TAK-500(CCR2-STING agonist ISAC) 1Q25 7 ST Ui

Removed from Phase 1 Removed from Phase 2

TAK-280 TAK-500 st TAK-186
B7-H3 Selid Tumor Salid tumors s ] EGFR Salid Tumar

ICLUSIG*
Pediatric Ph+ ALL

Postanesthesia
recovery

-0
Austoimmune Diseases

Celisc Disease

TAK-653%
Inadequate resp.
in MDD

A} Takeda, DSEAISH 2|AZ|4lE]

1255 Dazostinag(TAK-676) 2| PAD criteria

ﬂgure 2A. Dose escalation schema Figure 2B. Dazostinag PAD criteria \

iintune-1 study Single " .2
TAK-676-1002 agent bcssesns Criteria PAD*

(NCT04420884) m m Last
Advanced or metastatic solid patient in:  proximal
tumors Jan 2024 PD
cycle 1 doses (D1, 8, 15)

given during 24-hour

hospitalization m

Achieve cutoff for >2.0X IFNy and 21.56X STING
signature in 2 dose cohorts

Evidence of increased peripheral T-cell proliferation
in 250% of patients

OR
Any confirmed PR/CR in monotherapy, patient who
had disease progression on aPD-1, or tumor type
refractory to aPD-1

m RDE1 declared Clinical

Jul 2023 response

m Hié Dose proportional increases in PK in line with predictions
that are clinically viable
m m Mo "'z’gg’e"(’;'ﬂ;%’;"'ed For any one dose level, >30% grade 5 TRAES (minimum
m observed up to 14.0 mg Safety of 2 deaths in same cohort)
Sgieoueit & comip Creray | Forany one dose level, >30% grade 23 related critical
AEs during cycles 1-2 (e.g., CRS or vascular leak)

>30% overall dose discontinued due to TRAEs during

m 1-2 (minimum of 2 disc. in the same cohort)

#*PAD will be called when 250% of the patients achieve thresholds based
upon proximal PD, POM, and/or clinical response in 6-9 patients per
cohort following the examination of at least 2 consecutive dosing cohorts

*1 DLT in 9.0 mg combo

A2 Takeda, DSFASH 2|A2|HIE
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1256 Dazostinag(TAK-676) Phase 1 dose escalation 1&ls57 Dazostinag IFN/IP-10 gytokine 2! CD8+ T cell HS}

Dose escalation schema (iintune-1) = Overal

Single-agent safety
lead-in (n=1)

n (%), unless otherwise stated

(data cut-off date: 22 July 2024) .
Dose escalation (Part 1 [n=139])* Number of treated cycles, median (range) 3.0 (1-29) 3.0 (1-42) 3.0 (1-42)
Number of doses, median (range) 8.0 (1-65) 85 (1-112) 8.0(1-112)

T,, (hour), mean (standard deviation) 14(0.71) 1.5(0.78) 1.4(0.75)
Single-agent Dot TEAEs 50 (100) 90 (100) 140 (100)
gle-ag >
dazostinag level 22 Dazostinag related TEAEs 37 04.1) 75639 HiLg
Most common TEAES, 25 patients overall
. BLBM with Faligue 16 (32.0) 33 (36.0) 49 35.0)
IV infusion on > [Fyrexa TI260) T5(16.7] 28200 ]
a days 1, 8,and 15 B overdose control ThiE 4280 T5(14.4) AR
in 21- Nausea 19 (38.0) 31(34.4) 50(35.7)
in 21-day cycles e P Diarhosa 11(22.0) 19(21.1) 30 (21.4)
Vomiting 10(20.0) 19(21.1) 29(20.T)
Decreased appetite 14(28.0) 20(22.2) 34 (24.3)
Headache 13 (26.0) 21(23.3) 34 (24.3)
Lo E7(50.0) ]
Dazostinag + Dose Dose Grade 23 TEAR 20 (40.0) 44 z 64.(45.7]
ra s (40.0) (48.9) (45.7)
pembrolizumab level 1 level 22 Grade 23 dazostinag-related TEAES 3(6.0) 7(7.8) 10(7.1)
200 mg
Serious TEAEs 18(36.0) 41 (45.6) 59 (42.1)
Pembrolizumab 1V > 343+3 * BLRM Serious dazostinag-related TEAES 3(6.0) 10{11.1) 13(9.3)
a infusion on day 1 of dose- with On-study deaths (unrelated to dazostinag) 2(4.0) 8(8.7) 8(57)
each 21-day cycle escalation overdose TEAEs leading to dazostinag dose discontinuation 5(10.0) 5(56) 1071
scheme control
TEAES leading to dazostinag dose modification 20(40.0) 39(43.3) 50 (42.1)
2t&: ESM02024, DSEAISH 2| M| MIE] 2= ESM02024, DSEAS A 2| M2 |AlE]

Z:0.1mgSE] 14.0mg7tA| dose escalation 2L} optimal dose ZFR| 28

2258 Dazostinag(TAK-676) BoR 1259 Dazostinag IFN/IP-10 aytokine 2 CD8+ T cell 3}

Best overall response
(response-evaluable population)

(data cutoff: 22 July 2024) Dose-dependent increased production Increased levels of CD8* T-cells
120 - of IFN-y and IP-10 cytokines in tumors
29 (plasma)* (biopsies)
2-9 128 IFN-y 11 of 20 patients with 2 1.75-fold increase in
/ ’3); CD8" T-cells from baseline
100 4 . g Sm 37 24 13 ¥ 12 W
— ggg/;\/j\f v o#nwweon
80 325 26.1 « I8 3 - umens 2154 3 STz,
o H ~
" ngi ¥ s =2 7< /
o
4 60 o S B s E
= ci1 cios  CIDIS €201 LB RS S Bl B8
% o P10 2oy comte
o 40 i 32 A CD8" T-cells in a patient with TNBC
5! 16 (dazostinag 9 mg + pembrolizumab)
%‘Q 8 Pro-treatment
sf ¢ i
20 it
os
0 T d
Single agent Combination Inag.
n=40 n=69
NA =NE wPD »SD mcPR mcCR
2t2: ESM02024, DSEAISH 2| M| MIEf AR ESMO2024, DSFAISH 2| A2 HIEf

1260 Dazostinag(TAK-676) Gene signature 2t 1261 Dazostinag IFN/IP-10 cytokine 2! CD8+ T cell Bt

| Combination (dazostinag + pembrolizumab) |

o 20w
S, Combination Single Agent g 2 s~ 14 mg (RDE2)
I=rti o
% 5mg 14 mg £ == 10.5mg
is 2e 1
:O g N=22 N=5/5 g g . ?mg
£ s 104
2 1.56-fold a2 9mg
o c o
53 PA S5
23 threshoid El-, 5 - 5mg (RDE1)
o
25 TTENTIND ITIITID TOITRRE TR .
0 CiD1 c1D8 CIDIS CID1 CiD8 CID1S CID1 €104 CiD15 C101 CIDS C1D15 1 ] 1 ] 1 ] 1 ]
Pre  6hr 10hr  24hr
*RDE 1 = 5 mg dazostinag; RDE 2 = 14 mg dazostinag.
2tz ESM02024, DSEASH 2|AMz| e Zt&: ESM02024, DSER IS 2| M 2| HE
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1) 3% A= 80|
2) UKy MmOl B
3) HEHOI o2 ERA B

£ type A 7t

hydophobicstt{
aggregation 112{ =R
HYE ASS 1

7|2 payload CHH| A
o= oY =l Ee

azle2 DACC| Pros & Cons

2025.05.13

Degrader-Antibody Conjugates (DAC)

OB

g A HEH A 'S

DAC(Degrader—antibody conjugates)+= THHZ A (ex. PROTACs or molecular glue
SE Aol Aedsle] Al b 4 TS deldor AAsks EES o]
gtk DACZ 1) 719] TPD ti®] FYAIE %71 golsty 9 *ﬂﬂ? Aede =
d 4 er 2) ADCE WS g53t eAMRole antdd 4 doke ol 3l
o} olel HEo] 3) HFZIQ! ofEe] k] ol WllES degrade S| &%
= gHe 5 Qs Ao= 7|t Qlck

Lot

e dukEel DACE potency”l 4] 2o =& DARS 25 PROTACE
800-1200Da 22 payloadZ AFgs}7]e sizeZt # aggregation ¥ PK ©l+& 2
stofofsitt. HEo] molecular glues ThFeH AAI7F vHlwA o]ze ¥hH Shte]
molecular glueZS TR 2-8Z0]| 4] 285} 0131_1,__ SHAIE Helct = DAC Al
FFAR @ EH2E 9 ‘ﬁ?@ﬂ}oﬂ/ﬂ EA2] molecular glue GSPT19] 7%
Leukemia, HER2+ BC, SCLC, MM &2 11]9_751. Ql FolA I AS 2RI 4=
St olefl molecular glueo] Aget A-55-& 2kl o]of] AYk= targetS HEoh=
e}

Zo] DACE] sfte] #AI2 & 4 ik

r

B DAC oA tRio] FREdo] o 2719 S A Boe] glon]
SACH SR 7K payload o] o142 G402 elorte $A6] 5
dsi]iet. @ gH2RHFEAE A HER2 DAC ORM-5029+= AAS & ﬂi ¢
e Fetgon] ofd argeto] BAWA e @l solmelle]

GSPT1 MGZ payload® g7f5}o] 20279 W Aol S¢3F Aoz oAkt

Degrader-Antibody Conjugates (DAC)

Target protein binder Vi i
E3 ubiquiting ligase binder
Binders connector
Ab-linker

« Androgen-receptor, Estrogen-receptor

A 8 degraders in clinical development
'} « Undruggable tygets: RAS degraders
7 +  Often lack of discrimination between normal and
7 ) . cancer cells

\‘,.'i +  Low bioavailability (solubility, permeability)

“ PROTACs (PROteolysis-TArgeting Chimeras) \ J
B, «  Degradation of intracellular targets
~® oo~ <

T
) . DAGsPROs
‘ PROTAC e 7 + Increased selective targeting and cancer cell
A Wy ‘a penetrance
N — ’ . DACsCONs

Low potency requiring high DAR

Hydrophobic macromolecules with aggregation and
PK issues

Ap2: ASC02025, DSFAISH 2|AZ|HIE]
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223 GSPT1 MGE A

o

ol S =0 S
L= 1o o

oo

In vitro screen of GSPT1 degrader
against 250+ cell lines across 20+ tumor types

Non-AML Leukemia- P WPl oee oo
AMLY 6——o oo i oo
NHLA S e e o
Melanoma-| L o
Multiple myeloma+ ¢ O 4 .
Breast ° 00 VPnPe o
Breast - ER/PR++
Breast -HER2++ oo L 4 ORM-5029
Breast - TNBC+ vv—vWy v L 4
NSCLCH e fod oMo PO oo | o Qoo
SCLCH B or e Prfefeleton o
Neuroblastoma+ aa g E : i
Neuroendocrine tumor+ "% ORM-1023
Sarcoma+ 0008000 ¢ Noge o
Neuroendocrine Prostate+ A
Glioblastoma+ —4
Hepatocellular carcinoma * . | * i
Urinary/Urothelial 4 —fo—difo——§
Ovary- 0 oo Pho *d
Endometrial+ h ¢ o oo ¢
Esophagus- o |e
Gastric+ XY R IY TR NN
Colon- ——o—o—o N °
Pancreas
L] L]

101 10-10 10 108 107 10 10

A2 @BEIEEA, DSEAEH 2IMAME]
271228 (5022 22t 2248 0420] O 2sp] 2gsichs o)
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HER2+ R 1212 =A|
HER2+ R = M 2
EH

2H25 #2 & QF Zuk
4& Al HER2+mBC 2&

AN BS ©S

I

HER2+ mBC= UI51E
7ty HA 2|2Sd 1;

ASHT LS Al ==

Il

2025.05.13

Enhertu, Quiet 12} 2|24 5=

HER2mBC - Us{E7} RE Hof|A first 2| =& SM

M

HER2+mBC1L & & H 2oz S

X
M
OH

20259 44 219 AZ= HER2+ o4 §H9t ge] 1L a5e Flshe
DESTINY-Breast09 94} 34tol4 Enhertu®} Pertuzumab #-80] & SoC(Standard
of Care)Ql THP(taxane+trasutuzumab+pertuzumab) THH] mPFSol|A A%, 4oz
Feuet /BS B2 9tk mOSE oF2] Ad<olA] ¢kt initial data=

THPo]| H]ll Enhertut+Pertuzumab®] Z3to] A3 FAIE HYS 3Tt

olo] 20258 5¥ 7%, TYFT HER2+ et ghate] & A gWoq 71&
SoC ddAC(doxorubicin—cyclophosphamid) 4 cycle +THP 4 cycle ™H] Enhertu 4 cycle
+THP 4 cycle®] 52 H|wok= DESTINY-Breastl1 19[4 pCRo| SAHZ 2 A
How golojg ANS FAlSIHSS T EES(RARVR) dlolel ol 4

2
sh) ggrort 7] FHH FAE IS

oS
!

I} B ke shelolA daE ogolrt. o Axfof wief Enhertu
L+ mBColA 12} XA E & A awio= sPgelA E ogolrt. 4
o tigt A58 3RISK= DESTINY-Breast05 SAAIRE 23l sHt7o]

T of|golct. DESTINY -Breast057F4] 4535 79~ Enhertut= HER2+

oM A ase dssH Hrk

N

]

ko M o
rE N

=

iy e 4
-lo[r

=]
i
ot
=
ol

il

8

&
@)
1o
Ko
rr
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AISIE LHA A|&e| 71x| CH=E Shf M

H£0o] Enhertu= HER2 low % ultra—lowz 9L SASIETE 2543 19 279
FDAY DESNITY-Breast06 3AIE ZIHHER2 low mPFS 13.2m, HR 0.62 % HER2
ultralow mPES 13.2m, HR 0.78)& HF22 HR+/HER2 low(HC 1+ or IHC 2+/1SH-) =
2 HR+/HER2 ultralow(HC 0 with membrane staining) -3¢ 2E2FS] 2L+(o] o] s
Bl e Z SRS Sstdt. HEo] s 259 39 3Y, HER2+ mG/GEJ
2L +o]A % ramucirumab+paclitaxel ¥-8 tH] mOSeA] FoidS A5k

olefl FARE HER2+ mBCoME &= ISIFE 7P Hix] A& gHoz Jssie
Aol ZEE ZAor st oo wt AIsiE Wi ARl 712 Al tiE
g Zo= el

Jok b
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A oH/HL0[ 2 2025.05.13
224 HER2+ 2! low/ultralow HER2 mBCOi|A] Enhertu @< CHE 2H
Early Metastatic
Neoadjuvant Adjuvant 1st line 2nd line 3rd line 4th line +
Est. epi (G7) 540k 125k 90k 65k 55k
idual di P
HER2-positive Enhertu £ THP L ’E;f:::ri"ea“ > Enhertu £ pertuzumab % Enherty Enberty
DESTINY-Breast11 | 7

15-20% i SRR et DESTINY-Breast09 .,% DESTINY-Breast03 DESTINY-Breast02

low  Gand outcomes with camizestrant + CDK4/61 Trugap + Faslodex

risk current SoC SERENA-4 PiKiEAcgzIthl)‘I’?'tl'zll o Dato-DXd

. alt -
- Al+ COK4/61 > camizestrant + B
CTx = camizestrant E CDK4/6i
HR-positive {+ COK4/6i) E SERENA-6 ESRIm 35%
65-75% CAMBRIA-2 e Enhertu Enhertu
-75% 2 Trugap + Faslodex + CDK4/6i DESTINY-Breast06 DESTINY-Breast0d
o CAPItello292 HER2-low (14, 2+) 60% HER2-low [1+, 2+) 60%
CTx = Al (£ CDK4/6i) 2-5 yrs AT HER2-ultralow (0-1+) 25%
_)é:;':::::m EvoPAR-Breast01
- 1BRCAM, PALBZm 9%
Trugap + paclitaxel
Dato-DXd + NST CAPItello290 HER2-low (1+, 2+) 35%
TNBC Imfinzi > residual disease pp-L1+ Dato-DXd + Imfinzi
10-15% TROPION- = Dato-DXd + Imfinzi 40%  TROPION-Breast05
Breast04 TROPION-Breast03 PD-L1- Dato-DXd
60% TROPION-Breast02

EBRCAM CTx = Lynparza Lynparza
5% of HR-positive Olympia OlympiAD
15% of TNBC

2t2: Astrazeneca, DSEAISH 2| M zJAIE]

o= F7210| 2l 820| Enhertu 7 2025H0f AHEH| 25t P, Neoad] oF 27K + Adj <f 34k

2265 HER2 low/ultralow = 23| 85%

HER2 IHC categories within HR+, HER2-negative (HER2-) mBC (per ASCO/CAP’)

DESTINY-Breast06 HER2-low
patient population: 23
~85% of HR+, HER2- mec  ~60-65%

HER2-ultralow
~20-25%""

Weak-to-moderate complete
membrane staining

Faint, incomplete
membrane staining

membrane staining

IHC 0
Faint, incomplete Absent / no
observable

in >10% tumor cells in >10% tumor cells i :$10% tumor eells mselzv‘:‘r:ge
A= ASCO2024, DSEAIEH 2| M2 |4IE]
22l66 DESTINY-BreastO6 Study design
DESTINY-Breast06: a Phase 3, randomized, multicenter, open-label study (NCT04494425)
PATIENT POPULATION ENDPOINTS

« HR+mBC

(IHC 0 with membrane staining)*
« Chemotherapy naive in the mBC setting

Prior lines of therapy

- 22 lines of ET + targeted therapy for mBC
OR

+ 1 line for mBC AND

OR
— Recurrence <24 months of starting adjuvant ET

« HER2-low (IHC 1+ or IHC 2+/ISH-) or HER2-ultralow

— Progression =6 months of starting first-line ET + CDK4/6i

mmmma 0.4 Mg/kg Q3W

HER2-low =713
HER2-ultralow = 153"

_e

Stratification factors
« Prior CDK4/6i use (yes vs no)

* HER2 expression (IHC 1+ vs IHC 2+/ISH- vs [HC 0 with membrane staining)
«+ Prior taxane in the non-metastatic setting (yes vs no)

Options:
capecitabine,
nab-paclitaxel,

paclitaxel

Primary
+ PFS (BICR) in HER2-low

Key secondary

- PFS (BICR) in ITT (HER2-low + ultralow)
- 08 in HER2-low

- 0SinITT (HER2-low + ultralow)

Other secondary
« PFS (INV) in HER2-low

+ ORR (BICR/INV) and DOR (BICR/INV) in
HER2-low and ITT (HER2-low + ultralow)

- Safety and tolerability
« Patient-reported outcomest

2tz ASCO2024, DSEAISH 2| M2|HIE{, 2 TPC= chemotherapy treatment of p hysician’s choice
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A|2k/8H0| 2

ASHE Lh;
-Payload &
-HER2 2|ZtE 2t

Payload; MZLCIE 7|29
payload &2t
HER2 2|7tt,;

SY UZ MECHZ B

2025.05.13

MWolF LS AlE 712] =t =H

HER2+ mBCOj|A] QSIS LiE Al 7ta] =i

Enhertut= ESMO2024¢]4 233t DG-032 DB-09 4 34 A} S==9le
U o~ ERA7HE ARl 9215 23l DB-09 % DB-119] &4 4432 43Itk
ololl HER2+ mBC o= <Is1%7t 7P WA d&ise 2la &40 8 Aoz 4
g5t olof met qlslE W AFde] 71 A iE Zlom it

ASE L 7|X: Payload 2#? or HER2 2IZtE &A?

ls}E+= HER2 antibody?t Topo 1 inh payload$l Dxde] ZAgtoz o]Fofxl
ADCE 2k WAUZS] Edor ¢lste] W71 HA] Bobdlos yehdoh
MeIFe] g2 =A 1) Payload ¥ W=t 2) HER2 2KtE ¥ Ao = o
¥ 1 9] TME HHet 2 tidlile4= 50| Stk Payload ¥ W2 SUAI=E
7} Topo 1 inhE 2|WsEAY p-gp5-& B85} payloadE WEshk= 7|14 o=
Fojzlm HER2 =t= ¥ WAd2 HER2 Ido] AskAY ADC AHE &
HER2 epitope®] Ho]7} o] o] 2HA] LFEhtA] Hh

)

Payload ¥ UlAJo] ¥A¥sH= 739 HER2 Aol A2 of2 7]49] paylaodE
At ADCE E8oh= Hio] W=Ee] s AXE oot 71 27t
0]9@9°] LCB14(Caxmotabart entudotin)®] 73¢ trastuzumabol] MMAFE ©AgH
mfo]X2RRIO & topo 1 inh payload® 7|18 W EAfollA] aabAd 4= it vt
W HER2 2RtE ¥ Updo] TA¥oh= 74 TUe ol ddsks Az tE
targetS EMAIGR= HhHol AXNET gtk AACR2025014 ofAEAl7=
Enhertu®] UlAo] HER29] BHA-83} epitope?] HW3lo] 9le-S Wrusiglon o=
71§ke 2 Trop2 Dxd7} Ql61% Wdell aatd 4= 9l3-& AAISHAT

267 T-Dxd 0§ & LY 2EOlM P-gpS7t 2268 T-Dxd 2880M= P-gpS7t &Rl
B) T-DXd B) T-DXd
ABCB1

Gene Expression Levels (TPM)

ABCC1 ABCC2 uy ABCBT ABCC1  ABCC2

Gene Expression Levels (TPM)

At AACR2025, DSEALSH 2|M=|4IE, Z: 2HH0| AcgRes, FEEAH0]| baseline At&E: AACR2025, DSTEAISH 2M2|HIE, & F2M0| PrRes, F+2440] baseline
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J2le9 T-Dxd £0f & HER2 Ysig2 SOlECt

3
P
3 2
Post c1)
T Ex:e B Reduction
1315 17 Total=102 [ pecease  Total=50 = Lo
Pre
2+
Post:
T T T T T T T L L] T L] L Ll L L T L L
1 3 5 7 9 11131517 19 21 23 25 27 29 31 33 35 37
Pre -
1+
Post
I

1 Ll 1 ]
7 9 11 13 15 17 19 21 23 25 27 29 31 33 35 37 39 41 43 4

N =

T
1 3

A2 AACR2025, DSEAIZH 2|AM2|4HIE

Patient 123456789

PFS llllI“I FES: o7l 22 Tumor progressed
e

HER2 IHC I vereme: pon fo while in T-DXd treatment

HR i w= | er- | er-

Histology TN istotogy: Jouctal | Lobuiar Pre- Ll\{er biopsy

eresz % |11 E Genetic Alteration: ‘

PIK3CA 56% WE N am B Missense Mutation (putative driver)

TP53 78% WEE EEE B| B Truncating Mutation (putative driver) ‘

EGFR 0% J Truncating Mutation (unknown significance) ‘

ERBB3 0% ¥ Missense Mutation (unknown |

PTEN 0% ] Ampification HER2 IHC 2+ l HER2 IHC 2+

AKT1 0% No alterations T V5?7M

MAPK

SLx4 ! :: - Rscm_L_d.. Funndike Recep_L_d. GFJ(:C(!JV | . ‘ —nh
0

HER2 Extracellular
Domain IV

Cho, Hyun-Soo, et al. Nature 4216924 (2003): 756-760.

At2: AACR2025, DSEASH 2|A2|HIE]
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A|2k/8H0| 2

HER?2 antibodly;
Extracellular HER2 Z&t

- HER2 a5 gt

HER2 TKI; Intracellular A|
4 oA - HERZ mut.

SFHA Ao (A1 2

-HER2 ADC;

HER2 &A{|+payload
-HER2 TCE;

HER2 SA|+T cell &

2025.05.13

o] FIHE oleig Zart Atk Y¥kdo= HER2+ ool st Hgo=
Trastuzumab G4 7 & LA Lo FZol= anti-HER2 therapy 2+

£ epitopeE targetol= HER2 antibody @ HER2 ADC, HER2 TCE, HER2
TKI 5= tafRt Aol 7id=|qick

HER2 antibody?] tEFARE TrastuzumabEH ST S
Pertuzumab (2 HAJE}), Margetuximab, Hersituzumab, Zanidatamab, KN026
So] lom o] MEE JA] HER2 antibody AT-101-2 7Hdtsie] dAf
HER2+ 919t 12} A=A APd2 WeA71 04} st Qlet o]24’t HER2 antibody
£ extracellular®] A2 tE HER2 domainol] ZA3st] ADCCE FTskAY
signaling 2= dimerization= %Alh= 59 tE WAUECE HER29| FF &

58 SRt

Hitj2 HER TKI+= Intracellular domain®] TKD(Tarket kinase domain)2@] ATP 2
AELloll ATP thal ZA9dsto] signale SAlRIh Uty os FoF AlT1d2 ATP
Aol ATP7E ZAedsto] Si71E 0] A2E AgsH ==t TKIZ ATP<}
BRA 0w Aodste] s AT1ES Aok 71delnk olof] P13K, RAS, JAK-
STAT 59 Ao =27} oA|Eo] FF oA a5 7tk dubaos HER2 o
o] IFAE= HER2 overexpression(ex. [HC3+ S)ofl= @77} ¢glom E¢Ho]
% HER2 whifdo] zj&2 05 g/dae]i= HER2 mutationol[§t AlgFd o= gy=
7Rtk ole] HER TKIe= APdde] Wt oS50 fHefels HER2
overexpression °F 15-20%%5 ZFAok= ¥ HER2 mut.-> °F 2-4%%= target 7}

55 @At HlmA vl Aeks o] glrk

HER?2 antibodyS AR&5}o] o= HER2 TCE ¥ HER2 ADCZ} 7fd=]ar 91
t}. HER2E= A ol uf$ to] WAr]o] A7t Adobr] 410 2 Al
M2 internalization®] -gololth= EAS 711 ?lo] paylaodE AIE Wjol WF&st
£ ADCZ 851710 ¢ golsitt. HER2 TCFE= HER2E Udsh= AAEe}

T cellg 23 9ZAHFE= bispecific antibody® T cello] £ 24 Asliste= A

A=Qict. o] 7]& HER2 antibody/HER2 ADCS] WA 714 &5 3 HER2
low AlZof|A &'5o] AlgHolel= S S5 4= Aokl 7= Qi
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1271 Anti-HER2 therapy 712

+ A. Antibodies « B. TKIs + C. ADCs
Trastuzumab Lapatinib T-DM1
Pertuzumab Pyrotinib DS-8201
Margetuximab Tucatinib RC48
Hersintuzumab Neratinib ARX788
Zanidatamab (ZW25) Afaumb” . cell fiated cytotoxicity SYD98S
KN026 Dacomitinib (ADCC) SHR-A1811

A166

P110 " opKq ‘ @@ ! l ,
| 7\ !
P l D ...

<> T3 ’
PR\
at o \) T et
GDP GTP b \ . " —1 Inhibit
@ o @ " / Phosphate
l ‘ ° o I / group
" «%07.0*  cytotoxic drug
\ ‘9*6 - i ~
.. / ee | TOMI
|

i \ I"“ ‘."-_‘ "..“ N ‘.I"-_ ‘I.‘- N .;"._ “;\‘. % e L] o% e -
A S !
Cell Growth , Proliferation, Survival , Metastasis\ o

“  Microtubule disruption

A= AACR2025, DSEARSH 2IMA|4E
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Z[o/8t0| 2

OlA}
oo

LCB14, AISE

=¢ o)y

L

DV; Other epitope +
other payload

JSKNO0O3;
QIAN|| M= HER2 ADC 0|
3 ORR £4|

2025.05.13

Lid
= a7lAEtel 2.0] HER2 ADC ‘LCB14':E

‘&= =dl sh7

A

== 1.HER2ADC - 2|7FaH}o| / 2EH2FE (x)

AT g SRS
AT ootk Y A= Uid shEb| o2
o2 7]tject. Pfizer®] HER2 ADC ‘Disitamab vedotin'= HER2 antibody®]]
MMAES 14@—6]— mfojugielo 2 ols)% W AKktdet A L-JIMT-1 in vivo &
dloflA Z2st £ oA akE Yehl-20] 2RI It} Disitamab %A] topo 1
inh®} THE 7179 payloadE HASI] p—gp pump A WolME At
e EHo= gtk

\__

SH2HFEI] HER2 DAC, ‘ORM-5029'9] 7
Pertuzumab®l] GSPT1 MGE Azkslo] lls|% Ul A
Ayo| ZehE] M\ﬂ]O] A HER2 2 AMZESoA 74A]
10-1000¥] ¢~

inhe] W& =

4%l HER2 antbody
FE o vis e o
gzt gl dllsjo] Hlsto] o
gIslAo™ M= th2 payload 713 53 topo 1
7= St

O

S E
E‘ =
olo

S} QLS

23l =]

_/,\_
&7 HER2 ADC % IBI-356 & JSKN003 5-2 Q5% Fof o]fo] Q= Ats
gptoz oAk Zdgstelnt. E4] ASCO202404 HrEE JSKNO003 dlo]ele] wha
H olls} &7 23HH anti-HER2 treatment 22 2oll4] ORR ¢F 57.1%% ERPSL
| o= anti-HER2 ADCONE -GA|=|98-& FE2 8i5ict JSKN003-S 2719]
I3t HER?2 epitope s EMlok= FAIE 714 HER2 ADC W/dell 8at& Helr.

=] ns

=3

g

1—

/g-o

22172 IMT-1 ZYDLOYA HA LIRSS LSOIME DV switch Al i 201
600 JIMT-1 PBS Effect of DV in individual JIMT-1 tumors that
 T-DMI (5 mg/ks) [:‘I‘al:wcd after T-DM1 and then progressed on T-
500 DV (5 mg/kg) after T-DM1 (5 mg/kg) 25 9 7 ~+ Mouse 1
~ - T-DXd (5 mg/kg) after T-DM1 (5 mg/kg) 200 A Mouse 2
E 400 Restart T-DM1 (5 mg'kg) s ..-".; \\ —+ Mouse 3
£ ,_E !_a \ Mouse 4
] E 1501 4 / ) Y -+ Mouse §
- -4 / I.'\ / I'|
g e S/ SN \
100 {' \/
= a0 I —— E i ‘
P = o f—._l
100 I [ 50 g
14 4 o A —
A" | 25 S
ol e ey _ | .hh—&
_— -0 - . . . —_—
O 7 14 21 28 35 42 4% 56 63 70 7T B4 91 98 105 112 40 47 54 6l oF 75 52 89 96 w3 1o
+ +t ¢+ &« ¢+ ¢+ 4 ¢+ i
Davs after tumor inoculation Days after tumor inoculation
-~ L ) L J
T T
Tt Switch to T-DXd
_ RN
t + & + & 4 ¢ © @

ZtZ: AACR2025, DSEALEH 2|A 2|4
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12173 JSNKOO3 2582

2025.05.13

Human Serom

JSNKO03ESHIDAREI—1*. LEEnhertuBIFRIIMIBIRE 4

1.5 o & HPIT A AINEER S
- P A O « WEEHER2 (KN02B) W7 EX
Rk 1o e, e =l . WBREAMEL. DAR34
2 i T T . IESnRBE
2 0ol ... . 3915708201, BT FHIIRL5DS82017L:
4 . - BRNFRETREORRE
« HERZESEHRAZNHE
0.0 e - (SIS MIR E N A SR i
° 3 L] 12 15 " n
Day
ADC JSKNOO3 DS8201* DXD JSKNOO3 DS8201*
Cycle Gendor Dose AUC(0-1) Dose AUC{04) AUC(O4) Cycle Gendor Doso AUC{0-) Dose AUC(04) AUC(O-)
(mgkg) | (@ugiml) | (mgkg) | (@ gty |y EEOS (mgh) | @) | (mka) |(@ugin)| | SEE
10 2015 10| 1080 10 043 0| 270 7
Mae | 30 7704 30 3511 Mak [ 30 188 30 9.08
80 21056 788 9338 80 80 788 4490
Day! 10 1934 10 1057 Day1 10 .26 10 1.93
Female 0 7583 30 3442 Female 30 32 30 96
80 17643 60 e 80 09 788 739 15
10 1769 10 1098 10 .64 10 32
Male 30 8542 30 4802 Make 0 84 30 1
80 | 24527 | 788 | 10536 80 46 | 788 | 303
o 10| 1776 |10 | 1067 e 10 58 |10 47
Female | 30 6945 30 3861 Female | 30 BA{ Y, D] (12838 1. T8
80 | 25356 | 788 | o471 80 565~/ 758 1) 247 4
2t=: Alphamab oncology, DSEAIS# 2| MZ|MIE
2 TZHAHO| JSKNOO3, r2H4H0| Enhertu
2274 JKSNOO32 IS E LiAMetat a0l 23 &
Dose 2.1 mglkg 4.2 mg/kg 5.2 mgkg 6.3 mg/kg 7.3 mglkg 8.4 mg/kg Total
N 1 10 14 15 3 3 46
Male
Gender, n (%) 0 1(10.0) 4(28.6) 9(60.0) 0 1(33.3) 15 (32.6)
Female 1(100) 9(90.0) 10(71.4) 6(40.0) 3(100) 2(66.7) 31 (67.4)
Age, years Median (min, max) 65 (65, 65) 52(32,71) 57 (47,65) 54 (30, 65) 36 (30, 50) 66 (51, 73) 55 (30, 73)
0 0 0 1(71) 0 1(33.3) 0 2(43)
ECOG, n (%)
1 1(100) 10 (100) 13(92.9) 15 (100) 2(66.7) 3(100) 44(95.7)
IHC 1+ 0 1(10.0) 3(214) 3(20.0) 0 0 7(15.2)
HER2 (IHC), n (%) IHC 2+ 0 5 (50.0) 4(286) 9(60.0) 1(33.3) 2 (66.7) 21(45.7)
IHC 3+ 1 (100) 4(40.0) 7(50.0) 3(20.0) 2(66.7) 1(33.3) 18 (39.1)
Yes 1(100) 10 (100) 14 (100) 15 (100) 3(100) 3(100) 46 (100)
History of Metastasis No 0 0 0 0 0 0 0
1line 0 1(10.0) 1(7.1) 0 2(66.7) 0 4(8.7)
Prior "'”"?;;“ line(s), n 2lines 0 1(10.0) 3(214) 4(26.7) 0 0 8(174)
= 3 lines 1 (100) 8(80.0) 10(71.4) 11(73.3) 1(33.3) 3(100) 34 (73.9)
Prior anti-HER2 Anti HER2 1 (100) 7(70.0) 11 (78.6) 6 (40.0) 2(66.7) 1(33.3) 28 (60.9)
treatment, n (%) Anti-HER2 ADC 1 (100) 5(50.0) 9(64.3) 5(33.3) 0 1(33.3) 21 (45.7)

Figure 2 Baseline Characteristics

2= ASCO2024, DSEALSH 2| A2 |4llE]
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HER2 A{Z3i0f|lA &S,
internalization+payload
of Fast A== ADC L

4327k

HER2 affinity =245
CRS R

Runimotamab,
Trastuzumab2 = HER2
maskingSto{ CRS si&

;Phase 1b A2

2025.05.13

LHM == 2. HER2 TCE - Runimotamab/ |31kl | MEz|2

HER2 TCE(T—cell engager)= HER2 & 450] W2 FYIA T cellS 24 #
Lot QS FASH: 7132 XAl Qltt olo] HER2 ADCE ARESH &
HER2 &¢-go] tha FolE EollAE HER2 TCEZL 282 4= Qlth= rationale
2 ofe- F&sttt HEe] HER2 TCE:= payload ¥ internalization 74 29] H|e]&
Q1O internalization 2% &2 p—gp pump &2} 52 ADC I WAollA
A2 EAS 7RIt olof] tif-Ee] TCE= ddls|&/Axet 52 HER2 ADC
AR o]F U SAHE tide= S XIgska Sl

I3y HER2 TCE&= T cello] 2FHdake 749~ CRS(cytokine release syndrome)-=
A 4 ok @S 7tk TCES] CD3 ¥ HER2 affinity’} =255
anti-tumor activity= == B CRSE ot ok HER2 affinity:+= =255
a5°] Aol7] "ol HER2 affinity®] 242 HER2 TCEoA 9] 239 94 &
Shts Hrhe.

Amgen®] Runimotamab2 HER2xCD3 TCEZ Phase 1acllA] &5 Fof A] A4
O] HER2¢|| A%, on—target 5730 451 cohort 8(CID1 1.7mg + C1D8 Smg)llA
HEALE oo Amgene FAMIES] HER2¢| Runimotamab AghS ofdstaiat
Runimotamab 5] A Trastuzumab& Fo{5}%] HER2 maskingsh= A2 AR
Slo] Phase 1bZ Zstdct. Ao R Phase 1bolAl= CID1 100mg+C1D8
300mg7HA] 8552 S 4 1.2 Phase 1aollA oF 78%2] ex}7t CRSE 7
35t vk Phase 1boA] CRS A= oF 3192 T4 ZAsk= A0l nis st
& & 19Je}. 20/60mgellAl ORR-2 ©F 309%, DoR 8719 ooz Z451% o1t
[HC3+ HER2OJARE 2 a7t Qlold e 208 d 5 shih

ro

21275 Runimotamab 441a Baseline characteristic 1276 Runimotamab 44Hb Baseline characteristic
NCT03448042; Phase 1a (n=20) NCT03448042; Phase 1b (n=53)

Median age % Median number (range) of i Median age (range). i Median number (range) of prior 2

(range), years B4:3 (S0-74) prior systemic therapies, n L) years £9.C4-1) systemic therapies, n {122}

Female, n (%) 20 (100) Prior HER2 therapies n (%) Female, n (%) 53 (100) Prior HER2 theraplies, n (%)

ECOGPS n (%) Trastuzumab 16 (80.0) ECOG PS, n (%) Trastuzumab 53 (100.0)
0 6(30.0) Trastuzumab Emtansine 14 (70.0) 0 32 (604) Trastuzumab Emtansine 44 (83.0)
1 14 (70.0) Trastuzumab Deruxtecan 5(25.0) 1 21(39.6) Trastuzumab Deruxtecan 20(37.7)

HER2 receptor HER2 receptor status D

status at n (%) Pertuzumab 9 (45.0) at baseline, n (%) Pertuzumab 42(79.2)

baseline*

HER2 positive (IHC 3+) 26 (491) Other HER2 therapies 34 (64.2)
*1‘5223{"’5""‘8 12(600) | Other HER2 therapies 10 (50.0)
( ) HER?2 positive (IHC 2+) 15(283) | Immunotherapies 4(15)
HER2 positive
5(25.0) Immunotherapies 4(20.0) HER2 positive
IHC 2+
(! ) (ISH+ IHC 0 or 14) 1(1.9) Hormonal therapies 35 (66.0)
HER2 low 2(10.0) Hormonal therapies 11(55.0)
HER2 low 5(94) Chemotherapy 52 (98.1)
HER2 negative 1(5.0) Chemotherapy 20 (100)
HER2 negative 2(38) Targeted therapy 12 (22.6)
HER2 equivocal 0 Targeted therapy 6(30.0)
was dot HER2 equivocal 4(7.5)
e CCOD: 01 Aug 2024

ot 1t tosting: if unavailabl l data was used conp:

2= AACR2025, DSERIZY 2|M2|HIE|

A= AACR2025, DSEASH 2|A{x|4lE]
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12177 Runimotamab 4Ha CJzfol 2478 Runimotamab 141b CItel
Phase 1a: Runimotamab Monotherapy - N Phase 1b: Trastuzumab Co-Treatment
KEY ELIGIBILITY
l l l l e Locally advanced or ﬂl l a a
metastatic BC that has
[ C1 ] [ C2 ] [ C3 ] relapsgd oris refraplory to [ (2] ] [ c2 ] [ C3 ]
1 8 21 established therapies
o Locally tested, HER2- L 2t
§ Runi step-up J Runi target dose Positive/HER2-low BC (per ﬂr.asmzumb (6 mg/kg) lRum step-up dose lRum target dose
dose ASCO-CAP 2018)
e ECOG performance status
4 N 0-1 " -
DOSE ESCALATION @ L ) DOSE ESCALATION
3 ; . e Single-patient cohorts until safety event or PD
le- = ~ ;
" S me s nte et | [ ey osecves modaton 3132
& = | 21+
« Runimotamab |V Q3W, 21-day cycles o Safety & tolerability e Trastuzumab IV (Day -1) Q3W, 21-day cycles
Step-Up dose: Day 1 (NCI-CTCAE v5) * Runimotamab IV Q3W, 21-day cycles
Target dose: Day 8, and then D1 of o Pharmacokinetics (PK) o Step:Un dase: Day 4
each subsequent 3-week cycle « Pharmacodynamics o Target dose: Day 8, and then D1 of each
(Q3w) o Preliminary anti-tumor subsequent 3-week cycle (Q3W)
o A maximum of 3-fold dose escalation activity (RECIST v1.1) e A maximum of 3-fold dose escalation increments
| increments i O € y, S -
t&: AACR2025, DSEAISH 2|2 |4llE] At&E: AACR2025, DSERISH 2|M=| Mg
22179 ZAMIE HER2 Masking®t Phase 1b & &&F 2F 608 S7t + CRS 24
/ Phase la: Runimotamab \ Phase Ib: Runi +r e Most Ph1b DLT
or DLT-
equivalent AEs
78% (719 pts zd0,72/2.2 31% (15/48 pts 2 0.72/2.2 occurred at
mg) experience: i A
CRS/IRR (Gr 1-2) {’g’f_’é‘)‘e"e"w" CRS/RR runimotamab
S doses 2 30/90 mg
20. 5
o 69% (33/48 pls 2 0.72/22 mg) and were
CRS/IRR experienced no CRS/IRR considered on-
target HER2
toxicities
* Runimotamab
« One DLT-equivalent: Grade 2 CRS « Two DLTs in a single patient: one Grade 3 rash 20/60 mg was
(1.7mg/5mg) on C2D2 and one Grade 3 pneumonitis (100mg/300mg) selected as the
onset on C1D11
« Two DLT-equivalents: one Grade 3 ARDS recommended
(30mg/90mg) onset on C1D9; one Grade 3 rash dose for
(20mg/60mg) on C1D11 \ expansion /
DLT-equivalent: Protocol-defined DLT criteria K
occurring during Cycle 1 in non-dose-escalation cohorts.
2t AACR2025, DSERISH 2|A2| MIE]
12130 ORR 2f 30%(20/60), but IHC3+0{|A{R 57?1 2281 DoR2 871t Oz oty
Tumor Biopsy HER2 Status Percent Change in Sum of Tumor Diameters Over Time
4 % S
BOR by HER2 score Ofitrestiiont - (Runimotamab 20/60 mg + trastuzumab; n=23)
HER2 IHC 8 th
ENPD [CISD EECRPR monces CORR
100 e ™7 1 mro
i = an
9 :'r:(’/ g > Ongoing treatment
s = 1HC 3+ e &7
& TN 2 o
et Emco g
R .
5 >
= | e
7]
IHC 0 IHC1+ IHC2+ IHC B =
-t e e M Pre-Tx  OnTx k: .
HER2 i
-100 |
 Majority of responders had a HER2 score of 65 0 B0 400 7Aoo 500 289) a0 S0 A &b 50d
IHC3+ D:
ay
© Tumor biopsies (n=24) collected 21-35 days Majority of responders had a long duration of treatment and
after trea(ment initiation suggested no major loss a duration of response (DOR) > 8 months
of HER2 in responders.
At&: AACR2025, DSEAIZA 2|M2|4llE] At&E: AACR2025, DSTAISH 2|Mz|HIE]
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ABP-102/CTP-72,
Tetrabi format 122
HER2 affinity <&

EAM 2|AS}

= o -+

— ontarget

In vivoOilM &= HERZ high

2025.05.13

Iollis AEZ23} &
TCE(T—cell engager)] thgt

StoFal/oflola|dnto] @7} AACR2025914 ZH2F HER2
A= wusigict

=

1. AEZ2: affinity 242 P4 =91 ABP-102/CTP-72

MEZ29] HER2xCD3, ABP-102/CTP-72+= TetraBi format -2 affinity”}
trastuzumab® Tt Wil bivalent trastuzumab¥} -FARE HER2  affinity 2
monovalent 1x1 heterodimer®} AR H|w2 vre 422201 CD3 affinityE 71t

ole]l monovalent %5 7} Runimotamab¥} H|ws}53-S wff HER27} Hlw2 &
2 AN Aelo] ot on—target =4S F|ASFoPH o]F Fofl CRSE 9
et 4= qlr} AR Non—GLP Tox ¥%°] A&ollA4] Runimotamab-2 0.5mpkol 4]
CRS7} HA¥st9 oy ABP-102/CTP-72+= 90mg/kgZ7kA] Webd-& ShEste] Ak
ol uSIEE |eE Stk

Therapeutic indexE 2

= Kl
SH

F7t= AEgl2-2 HER2 Ha-&o] w2l ABP-102/CTP-729] in vivo E52 H|u

DEIGADE 20 22 k= HQAMAIRIS Tokskth. HER2 hlghoﬂ/\‘]l‘ TGI(%)7} 2F 105%= DAIsH=
sinvitro {3 5 Runimotamab F 45% tHH] =3+ 58 Kl ¥hH HER2 low0ﬂ/\1 = BsAb
parental model ©F 76% tHH] oF 39-51% F<=0=2 AHX3JF G5 HYt o=
ABP-102/CTP-727} in vivoolA = in vitro2} S-AFE HER?2 afﬁmty =2 Hole
oJnfsh on-target oA AHrEE & e AR
12182 HER?2 affinity= trastuzumab bivalent FAt, CD3 affinity= & =2
trastuzumab : HER2 x CD3 BsAb ' 1 1x 1 Heterodimer
HER2 x CD3 BsAb binds HER2 similarly E ______________ 3 HER2 x CD3 BsAb binds CD3 similarly
to the bivalent trastuzumab to the monovalent 1 x 1 heterodimer
s | iz o
% 10 wlxl
5 05 \I
104 10° lg; 10°* m:(n::)‘ 100 10° 104107 'cﬂ;m:;’:;"x 100 10
At&E: AACR2025, DSTEAISH 2|A2|MIE]
1283 High HER2 expression 2EI0M 2 £ 784 Low HER2 expression 220f|A OtE-S!
hCD3+Tcells : SKBR-3 target cells (E:T = 5:1), 28hr hCD3+Tcells : MCF-7 target cells (E:T = 5:1), 28hr
@ BsAbWT
il @ BsAbWT # BsAb WT DS MCF 7
W BsAbWT DS & BsAbvi -
2z & BsAb V1 SK'BR'3 z ] \
. H ¥ sV Low HER2
g™ ¥ BsAbv2 ngh HER2 g + BsAb\3 -
: + B : ? Expression
Expression o=
i e o o T
Concentration (nM)
o NOT POS Teoncentration (M)

ZtZ: AACR2025, DSEALEH 2|A 2|4

2= AACR2025, DSEASH 2|A{x|4lE]
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1285 HER2 high modeldiiA= Runimotamab CHE| &5 QEXo2 25

2000 [ 2000 ‘
E F .
£ £ :
g g A
3 3
; 1000- 5 1000
£ 5
-} =

¥ =

o ——
800y om0 30

ABP-102/CT-P72, 0.15 mgikg
ABP-102/CT-P72, 0.5 mg/kg
ABP-102/CT-P72, 1.5 mg/kg:

ABP-102ICT-P72, 5 ma/kg

ABP-102/CT-P72, 15 mglkg

Runimotamab biosimilar, 0.15 mg/kg
Runimotar

NSG mice (n = 10/group)
Day -10; Tumor cells 5 x 10*6 in Matrigel
Day -3: Human PBMC i.v. 1x10*7
Dosing BIW for 3 weeks

CT-P6 (trastuzumab biosimilar), § mg/kg

DO NOT POST TGI% (d32)

- .
<
£
§ .
'—4
0
o 10 20 3
Study Day
DO NOT PO

A2 AACR2025, DSEAIZH 2|AM2|4HIE

1286 HER2 intermediate model0flAl= Runimotamalb/BsAb parental CHH| &5 A+

(1111]

@ Venicie Cortrl
 ABPAGHCT-PT2. 1 mog
 ABP-IGUCT-PT2. 10 mokg
v ABP-102/CT-P72.20 kg

——
(S "N
Ny

ti1131111T]

. 1% L]
i -
» -

Tumor Volume (mm’)

Tine post treatmont start (days)

BsAb parental, 10 mg/kg
ABP-102/CT-P72, 1 mg/kg
ABP-102/CT-P72, 10 mg/kg
ABP-102/CT-P72, 20 mg/kg
Runimotamab biosimilar, 1mg/kg
Runimotamab biosimilar, 10mg/kg

CT-P6 (trastuzumab biosimilar), 10 mg/kg-

TGI'/. (d25)

DO NOT POST

Bosmiar) 10 mghg

T =

Tumor Volume me’)

v Parental BsAB. 10 mhg

C-NKG mice (n = 8/group)

Day -9: Tumor cells 1 x 10*7 in Matrigel
Day -3: Human PBMC i.v. 1 x 10*7
Dosing BIW for 3 weeks
(Treatment Day 0,4,7,11,14,18)

DO NOT POST

A}2: AACR2025, DSEAIZH 2|A{Z|HIE]

1287 HER2 low modeltiiAM= BsAb parental(High affinity) CHE| &5 €22

ABP-102/CT-P72 has reduced efficacy compared to the
parental antibody in the in vivo HT-55 HER2- Iow co-
xenograft tumor model

JAJACTT pTANNUAL

smarcan ssocoin 4« MEETING
for Cancer Research” 90985 CHICAGO

APRIL 25-30 | AACR.ORG/AACR2025 | #AACR2S

@ Venicio (PBS)

2500 25004 @ 8P s0z1CT.P72 (5 moka)

& ABP-102/CT-P72 (0.5 mg'kg)
@ ABP-102/CT-P72 (0.05 mgikg)
20007 @ A8P-102/CT-P72 (0.005 makg)

@ Vehicle (PBS)
B ABP-102/CT-P72 (5 mgikg)
¥ BsAb pavental (5 mg/kg)

2000
1500- 1500

1000 1000

Tumor volume (mm3)
Tumor volume (mm3)

%

138 incing by o cptomatry

-5 0 5 10 15 -5 o 5 10
Study day Study day
BsADb parental, § mg/kg 76

ABP-102/CT-P72, 0,005 mg/kg: 51
ABP-1021CT-P72, 0.05 mgkg 2
ABPA02CTPT2, 0.5 mgkg 41
ABP.102ICT.P72, 5 mykg 41
o 0 100
DO NOT POST AR i

NSG mice (n = 5/group)
Day 0: Tumor cells s.c. + human PBMC in Matrigel
Dosing BIW for 3 weeks
Control mice reached humane endpoint starting at Day10

DO NOT POST

At2: AACR2025, DSEASH 2|A2|HIE]
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HER2+ 1 HAZ: (prior
therapy 27li) OflA1 ORR
2F 23% (BTC31%)

BTC 2|_+ oIAI- 3H 01|2-I
;ORR52%, G3TRAE
18% 7t 7|=0| & A
(IHC3+ 7|&)

2025.05.13

2. reteFel/efolH|dntol

etgsl/ollolH] Aol 4= HER2x4-1BB(=CD137)E At TCE, YH323672 7H
drsteitt AACR2025904  _tekal/ Oﬂ JH]dHbo] 9= YH353679] First—in—
human dlo]HE @EsIt IHC3+ 52 [HC2+ o]A4e] HER2+ THLES
Ao 2 0.3mpkE 30mpk7HA] 855 S50 ™ Bt prior therpay= 2F 274
Act. F S35l A ORRLE ©F 23%, BTC subgroupllAl ORR ¢F 31%%tt. Grade
3 ool TRAEE 19oA ¥A=EIY o™ CRSE= ©F 13%, irAE(immune—realated
AE)= °F 3%(17)0lA "IAE]o] oot Uobds SRSkt fronlet Thsde
HAE]R] A3

YH353672 RP2DS 212} 3mpke} 6mpk e 4745}0] 2L+ HER2+ BTCS thio.
% dose expansion studyE ¥ oflFdolet. @A 2L+ HER2+ BIC=: 5= &=
ot A=AlE F 47IX2 HER2 antibody %3t Pertuzumab+Trastuzumab,
zanidatamab ¥ HER2 ADC <lIs}%, HER2 TKI +HER2 antibody &
Tucatinib+Trastuzumab 5°] St} ©] ¥ Zanidatamab> ORR ¢F 52% 9
Grade 3°P4¢] TRAEZ} ¢F 18.0%2 #53 Wobd BF 945kA]qt [HC 3+
HER2¢] g2 0 2 ARgrh= ©ho] Qlrh. &% YH35367 94 1bA Ak of
2] SoC HATE Farsfiord Aoz oyt

1288 ORR 2F 23%, BTC subgroupOflAf ORR 2F 31%

Table 3. Efficacy Summary*
0.3 mg/kg 0.75 mg/kg 1.5 mg/kg 3mg/kg &mg/kg 12mg/kg 20 mg/kg 30 mg/kg  Total

Overall population n=1 n=1 n=3 n=5 n=6é n=6 n=6 n=3 N = 31
ORRP n (%) o] 0 1(33) 1(20) 17 2 (33) 2 (33) o] 71(23)
DCR7 n (%) o] Q 2 (67) 4 (80) 4 (67) 3 (s0) 2 (33) 2 (67) 17 (55)
Median (5% Cl) Dok ma = = NR B.3 (NR-MR) NR 4.2 (NR-NR) NR = NR [4.2-NR]

BTC subgroup n=0 n=1 n=3 n=1 nedb n=2 n=0 n=2 n=13
ORR" n (%) o 0 1(33) 1(100) 1(25) 11(50) 0 o & [31)
DCR: n [%) L] s} 2 (67) 1(100) 3(75) 1{50) 0 1(50) 8 (&2)
Median (95% CI) DoR." mo NR 8.3 (NR-NR) NR NR NR [8.3-NR)

At AACR2025, DSEAISH 2|AZ|MIE]

17 HER2+ H=QF 2|2 SoC At A}
YA B MyPathway SGNTUC-19 DESTINY-PanTumor02 ~ HERB HERIZON-BTC-01
A Phase 2a Phase 2 Phase 2 Phase 2 Phase 2b
CHARE 2= 399 308 169 22 (2L4) 629
Al Pertuzumab+Trastuzumab  Tucatinib+Trastuzumab  Trastuzumab deruxtecan  Trastuzumab deruxtecan  zanidatamab-hrii
ORR 23.1% 46.7% 56.3% 36.4% 52.0%
DCR 51.3% 76.7% 81.8% 68.8%
mDoR 6.0 129
mPFS 55 74 5.1 55
G3 0|4 TEAE 46.0% 60.0%
G3 0|4 TRAE 8.0% 40.8% 18.0%

At2: 2t A, DSEAISH 2MIMES
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1289 Phasel part1 dose escalation 24 |22l 2290 Phasel part2 dose expansion 4 CJAfQ!
Part 1: dose escalation [N = 32) s'md
levels for
Patient population: HER2+ locally advanced or metastatic Part 2
solid tumaors
0. - : =
Dose-escalation method: dose escalation of YH32347 to determine Btz oot eapsraion]iH sy 0%
the MTD was guided by the modified ATD and BOIN design Dose optimization in Cohart 1: BTC
Backfill s?rafﬁgy: for additional PK, safety, and efficacy data « 3L+, HERZ+ [IMC3+ or IHC2+/15H+)
upon appraval by the safety review committes . Randomized 1:1
- Dose 1: 3 mg/kg (n = 25)°
Focatsicd 30 mafkg (n = 3] “Dose Lavel & - Dase 2: 6 mg/kg (n = 25)°
this poster 9/kg
* 8 ® 20mglkgin=3) Dose Level 7
& ® ® i2mglkgin-3) Daose Level &

®® ® &malkgin=- 3] Dose Level S m

o O ® ngikgln-3) Dose Level 4 Cohort1 L Cohort 2 1
15 maikg in = 5) Dase Level 3 Backill oatient + Additional BTC patients + Selid tumers (n = £0)
0.75 mg/kg (n - 1) TS ; Backtill patien at RP2D (n = 15)° - HERZ+, failed on standard
0.3 ma/kg [n = 1) Ll MRNE BOIN therapies
t&: AACR2025, DSEAISH 2|2 |4llE] t&E: AACR2025, DSERISH 2|M=| Mg

1291 Safety summary

Table 2. Safety Summary
0.3mg/kg 075 mg/kg 1.5mg/kg 3 mg/kg 6&mg/kg 12mg/kg 20 mg/kg 30 mg/kg  Total
(n=1) (n=T) n =3) n=6) n = 8] (n =6) [n = &)

[n=3) M =32

TEAE, n (%) ] 1(100) 2 [67) 4 [67) 5 (83) & [100) & [&67) 3 100) 25 (78)

Grade =3 TEAE o] 1000) o Q 107} 1017) 107} 2467) & (19]

Serious TEAE o 1(100) o 0 1017} 2 (33} o 1(33) 5 [16)
TRAE, n [%]) (2] 1(100) 7 (67) 3 (50) 117 3 (50) [a] o] 10 (31)

Grade 23 TRAE o 1(100) o 0 o ) o o 1{3}

Serious THAE 0 1 (100) o 0 o 0 0 o 1(3)
I‘E[‘?‘,f"“di"ﬁ e cliy o 1(100) o o 0 o o o 14z}
Itonaring o e o o 1(23) 10 1017) 17 o o 4 013)
TRAES by #1, n (%)

Pyrexia o o 1(33) 2(33) 117} 1(17) o o 5 116)

Chills o o o 2 {33) 1017} 1{17) o o & [13)

Fatigue 4] Q ] (4] ] 1017) (] ] 115}

Alanine

aminstransferase o o o o 117} o o o 143}

i

Aspartate

aminotransferase o o o Q 1017} o [+ o 1{3}

Incre;

i o 1 {100} o o o o 143)

Myalgla (] o o 2] 1017} o o] o 1(3}

:‘e{}fo“;;’,";“"”'*‘ o o o 107 o 0 o o 1(3}

Palmar-plantar

erythrodysesthesia o o o 1] o 1(17) a o 1(3}

syndrame

Rash [*] [} 133} Q o] o ] o 1{3}
AE classification, n [%]

IRR 0 o o 2(33) 1(17) 1(17) 0 o & [13)

cas o o o 1(17) 2(33) 1{17) a o & 113)

irAE 1] s} 133} Qo o] o [s] o 1{3}

A, sdviras a=sak; DI, cybobdre ralasts e rova; B2, neraracaiabad sdans st 128, Inhukn-ralatad rawstioes BT, 2rabanad harme; TEAE, frase i -srvargent achiarss avre; TRAE, fraasmand-ralutsd sctvarea aeast.

At AACR2025, DSEAISH 2|AZ|MIE]
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1293 T-Dxd LH(SK-BR-3_T-Dxd_R) VRN101099 in vivo &2

2025.05.13

LHA 3£ 3. HER2 TKI
HER? antibody®] 114€ F2at2t 3 o] Al /9] domaing Ao Hafet

Z~ Q)= HER2 TKI HE8EJL: QfHEE ALgo]e WP = shict
AACR202594 B0l HER2 TKI VRN1010992 S3] °ﬂo1T Ao st
TH5AE HolFxe Hdy Axs ZEsIg VRN101099% in vitrooA EGFR
driven cell-& E‘rﬁl‘fs}ﬂ 23 T-Dxd WA MEFex. SK-BR-3 T-DXd R, N-87_T-

DXd R 5)°l4 BF HER2 TKIof| vl Z=iet d5days Hehds =elskaltt

ol 271219l T-Dxd Wd MlzEFeld Zi2F VRN1010999] &5& Shelsiitt.
HER?2 2j7te WFdo] 7h4shs P-pglI o] Z7)5t SK-BR-3 T-Dxd R &
HIQF wdloflA| Neratinib 2 Tucatinib ©H], FETAF A =& NT-87_TROJA]
% Tucatinib o] B 955 FF AAls-S SIS Halcol= &5f 345
S50} QHtoll ] VRN1010999] 4 14+8 Alstgint.

30|

=

12192 T-Dxd 22CHAF LA 2210j|A VRN101099 in vitro 2t

VRN101039 Tucatinib Neratinib Lapatinib
== HaCaT m BT-474 (breast) == HERZWT == FYSHER2
= Ad3 = SK-ER-3 (breast) == HER2 L7555 == HERZ Exibdsl
mm HCC-1568 (breast) == HER2 TBG2A == SK-BR3_T-DXd_R
== N-87 (gastric) =3 HER2 LBEIR == N-87_T-DXd_R
== CW-2 (colon) =1 HER2 LBGIR/T796I
= Calu-3{lung)
EGFR-driven HER2 amplification BalF3 HER2 T-DXd resistant
cells cancer cells engineered cells cancer cells

Figure 2. Growth inhibition of tumor cells, Gl values were determined via CellTiter-
Glo assays. SK-BR-3_T-DXd_R cells were generated and tested in-house, while N
87_T-DXd_R cells were tested at WuXi AppTec.

At AACR2025, DSEAISH 2|A2|MIE]

2294 T-Dxd W 2Z(NT-87_TR) VRN101099 in vivo &1}

Overcome T-DXd resistance mechanisms (2)

—_ SK-BR-3_P SH-BR-2_TR
& £
g e - VRNAMDAS
% 104 PR -ﬁ « Tueatinlb bt bl Proliferation Assay
2 — = -
En ‘i\‘: | & + Meratinib 2 o i Compound Glso (uM) Fold
iw Wik i - T.OXd £ - Toxe NS7P N87TR change
T .\u | B - T-DM1 3 ' 0004  0.005
. Oy K] E =] '\.,.‘:':\: L Tucatinib | 0031 0.041 13
E e E v g g ey g N S U S P R TDXd . 0.0002 033  >1650.0
P P P A R PRVt P W, S o Crpa concentration (yu) Cmpa concantration (un)
Cmpd concentration (Ul or pgimi) Cmpd concentration UM or pgimi) ¢ N-87_P N-87_TR
\ - Venicle - = venicie
Proliferation Assay 1000- 34~ TDxd(Impionce) | & ~* T-DXd (5mpkQ3W)
T i < E '/3// 4 -» Zongertinib (20mpk,QD)
Compound H Glea (UM or ugimi} . Fold H = VRN101099 (12 5mpk.QD)
SK-BR-3_P | SK-BR-3_TR | thange 8 é * VRN101008 (25MpK,QD)
T H 100
VRN101099 (uM) 0.012 0.024 21 .
. 0 3 6 % 121518 21 003 6 9 121518 21
Tucatinib (uM) 0.030 0.147 48 Days after the start of treatment Day after treatment
Neratinibs (M) 0.005 0010 20 “Provided fram Wuxi Apptec
eratimb (p : . i Figure 4. T-DXd-resistant N-87 cells were generated by Wuxi characterized by
T-DXd (pg/ml) 0.068 =10.000 =477 upregulated AKR1C, a gene involved in drug metabolism. VRN101099 showed
T-DM1 (ug/ml) 0.285 1.602 56 superior efficacy in N-87_T-DXd_R subcutaneous model.

ZtZ: AACR2025, DSEALEH 2|A 2|4

A= AACR2025, DSEASH 2|A{x|4lE]
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TKD mut. NSCLCO{|A{
ORR 2f 71%, mPFS <f
12.470 =0l
Non-TKDE &

=L
o

J2i96 Zongertinib Phase 1o 22 E 1 mDoR

2025.05.13

HER2 mut.0llAf Zongertinib2| &4l

2L+ HER2 mut. NSCLCOIA 7

AA
550 HY

ORR71%, mPFS 12,471 &2 245t

3ol

21

Boehringer Ingelheim HER2 TKI Zongertinib®] HER2 mut. NSCLCOA] $<=3F

AE Frasiit. @A7Ex] HER2 TKIE©] ORR 30%, mPFS 779 @#] o}

o1 HER2 ADC 9A] ORR 50% "9, mPFS 1071€ mgtel] w2530l 2}

2 TKD mutolA] ORR °F 71%, mPES °F 12471d= =2he 7Ide H3loH

non—TKD mut.oME 45 o5 PS5 olE HC= Zongertinib 2L+

HER2 mut. NSCLC #8352 o= 7i&59e Alskalen 259 24
Sl55te] 3Q25(8€EY) wlo] 7l

Priority Review&

12l9s Zongertinib Phase 1b 23 E 1 4 ORR Z2t (Beamion LUNG-1)

. Patients with 20
Confirmed response by BICR , .
according to RECIST v1.1 TKD mutations | g

N=75 8 o
-l
ORR 71% 4
95% ClI 60-80 220
CR, % 7 1
o
PR, % 64 E 40
DCR 96% H
o -60
95% ClI 89-99 8
SD, % 25 l—-,: 80
PD, % 4 @
100

« The median best percentage change from baseline in target lesions was -43% (range, -100-22)*

A}2: AACR2025. DSEAIZH 2|A{Z|HIE]

12197 Zongertinib Phase 1b 2 E 1 mPFS

Patients with
TKD mutations

3.9) N =75
Median DoR 14.1 months AAC%R WANNI{AI.
100+ 95% ClI 6.9-NE Zongertinib in Patients with TKD HER2 Mutations (Cohort 1): - * 2025CHICAGO
Median PFS v AACRORG/AACR202S | SAACR2S
90+
= B N=75
E 704 o Median PES 124 months
S 70 -]
7 07 -]
x50 £ 5
£ & 0 e
2 a0+ -]
=] 20
E 30 o
1
© 20 0 :
o 1 2 6 8 0 2 1 4 61
104 Months
N TS 75 60 6 5 5T 4 3 @ % 21 1w 3
0 T T T T T T — T T T T 7T
8 0 1 - 3 4 5 6 4 8 9 10 11 12 13 14 15 16
Months
N 53 53 51 49 47 39 31 24 22 16 13 11 8 5 2 1 0

2= AACR2025, DSERISH 2|A2|4lE]

A= AACR2025, DSEASH 2|A{x|4lE]
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HER2ADC £0{2t2] of2
=M o B2 &S

OISO TS 24

Enhertu= ORR49-56%
mPFS 9.9-15.471&
MY 24, QRIY ZA
; Zongertinib mOS 0|

E{ +intracranial Zaf2Q

2025.05.13

HER2 ADCvs. Zongertinib 7} M2 2A27}?

HER2 ADCE T2 # ¢l= Cohort 1914 Zongertinib®] ORRL °F 71%,
mPES ©F 12470, mDoR ¢F 14.17§€2 YeH%.2™ E35| Intracranial reponse
= F 4R F55F 252 Btk HER2 ADC ©]F Zongertinib®] G52 21
Sl= Cohort 594 ORR oF 48%2 UH HER2 ADC WA gxollA avtdd
T 2o] ERIE I

dubHoz HER2 TKIZ} EGFR ¥ E4o] Zglole B35kl Zongertinibe
Grade 3 o9 diarrhea 5¢] EGFR &l =/do] & 19oAA WaESeH
drug-related ILD 5-& WAEZ] okoich 82F 7keFo 2 o]o]x TRAE: oF 7%, X
& FHe® ool TRAES °f 3% Eﬁﬁ}oﬂﬂﬂ

Zongertinib®] ZAi¥= DENSITY-Lung02 dloJejet 2 Huwd 4 it
DENSITY-Lung02¢l4] Enhertu= 5.2mpke} 6.4mpkollA] 22 ORR ¢F 49% 2
56%, mPFS 2F 9.9744 & 154714, mDoR <F 16.87F2 Z NE, mOS F 19.5744
2 NEE Erh 9HH Grade 3 o4¢] TRAE:= 5.2mpkellA] <F 38.6%, 6.4mpke]]
A oF 58.0%%.0M 85 A TRAEE= ©F 26.7% 9 32.0%, A= ST TRAEE
Z¥7¥ 13.9% 9 20.0%, Drug-realated ILD= Z¥2} 5.9% 2 8.0% WAE| L. ol
A 710l A= Zongertinibe] HER2 ADC tiH] Wjopdo] 95t Zom wohsLy
1L HER2 mut. NSCLCel| Wit &5 €RIsk= DESTINY-Lung04 ©lo]El7}
2025 Ui HwE Ao o dolEet &5 IiE Zongertinib®] mOS dle]
8 9 Intracranial SAeA 9] AitE ETi2 S os mekd Zlo= Aict

23] Wol= Cohort 2,40 thet Aulr}l ¥HEE oo|H o2 =8| ZongertinibO]
HER2 mut. NSCLCOllA] 1L 3% 715438 DESTINY-Lung049} H]wa 4= ek,

A7 Cohort 25 2t A} 34F Beamion LUNG-20] 32} 5= ZI5) Zof o}

112l9g Zongertinib Phase 1b 44 CIRR1 (Beamion LUNG-1)

g Phase Ib (Dose Expansion)
Selected dose after Interim futility analysis: zongertinib 120 mg QD

EM.L.LLMHILL Qngoing Analysis
previously treated patients with HER2-mutant (data not yet available)
advances a NSCLC

Secondary Endpoints:

AZ: AACR2025. DSEAEH 2|A=|4lE
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12199 Zongertinib Phase 1b 2 E 5 ORR

121100 Enhertu DENSITY-Lung02 ORR

2025.05.13

T-DXd 5.4 mg/kg

T-DXd 6.4 mg/kg

Once Every Once Every
3 Weeks 3 Weeks
Response Assessment by BICR (n =102) (n = 50)
Confirmed response by Patients with TKD mutations and Confirmed ORR, No. (%) 50 (49.0) 28 (50.0)
BICR (RECIST v1.1) prior HER2-directed ADC (N=31) 95% CI 39.0 to 59.1 41.3 to 70.0
ORR 48% Best confirmed overall response,
95% Cl 32-65 No. (%)
CR. % 3 CR 1(1.0) 2 (4.0
PR, % 45 PR 49 (48.0) 26 (52.0)
DCR 97% sD 45 (44.1) 18 (36.0)
gg% Cl 84 399 PD 4(39) 2 (4.0)
. Yo 4
PD. % 0 Nonevaluable 3(29) 2 (4.0)
NE. % 3 DCR, No. (%) 95 (93.1) 46 (92.0)
95% ClI 86.4 to 972 80810978
DoR, months, median (95% Cl) 16.8 (6.4 to NE) MNE (8.3 to NE)
TTIR, months, median (range) 1.8 (1.2-7.0) 1.6 (1.2-11.2)

Follow-up, months, median {range)

116 (11-20.6)

11.8 (0621.0)

2t AACR2025, DSEAISH 2|AM2| HIE]

12101 Zongertinib Phase 1b ZSE 1 Safety

A}2: ASCO Pubs, DSEASH 2| M2|4IE]

121102 Enhertu DENSITY-LungQ2 Safety

Cohort 1

Drug-related AEs?, n (%)

All

Gz23

Any 73(97) 13(17)
Diarrhea% 42(56) 1(1) - y—=
Rashs 25(33) 0O m
AST increased 18(24) 4(5) N | et
ALT increased 16(21) 6(8) = e
Nausea 11(15) 0 |
Dry skin 11(15) 0 1
Pruritus 10 (13) 0 |
WBC count decreased 10(13) 0 m o =2
Anemia 9(12) 0 n =3
Neutrophil count decreased 9(12) 1(1) - a4
Nail disorder 8(11) 0

0 20 40 60 80
Patients (%)

101

T-DKd 5.4 morky Once Every 3 Weeks
{n = 101)* No. ()

T-DXd 6.4 mg/ky Once Every 3 Weaks
(0 = 50" No. (3}

Preferred Term Any Grade. Grade = 3 Any Grade Grade 2 3
Mouses 68 (673) 4(40) 41 (820) 3(60)
Heutropenia’ 43 (426) 19(188) 28 (56.0) 18(360)
Fatigue® 45 (446) 6079 25 (50.0) 5000
Decreased appetite 0 (336) 2(20) 25 (50.0) 2 (4.0}
Anenvia” 37 (366) 1 (109) 26 (520) B(160)
Vemiting 237 3300 22 (440) 1620)
Canstipation 100/ o
Leukopeniat 5 (50) 8(160)
Thrombocytopenia® 6(59) 5(0.0)
Diarthea 100 2 (40)

0

0

3(30)

o

A}2: AACR2025, DSEAIZH 2|A{Z|MIE|

AL ASCO Pubs, DSEASH 2| M2 |4lE

121103 Enhertu DENSITY-Lung02 Safety

TABLE 4. Overall Safety Summary and Adjudicated Drug-Related ILD

T-DXd 5.4 mg/kg Once Every 3 Weeks

T-DXd 6.4 mg/kg Once Every 3 Weeks

Type of AE (n = 101),% No. (%) (n = 50),2 No. (%)
Any-grade TEAEs 101 (100.0) 50 (100.0)
Drug-related 97 (96.0) 50 (100.0)
Grade = 3 TEAES 53 (52.5) 33 (66.0)
Drug-related 39 (38.6) 29 (58.0)
Serious TEAES 37 (36.6) 20 (40.0)
Drug-related 14 (13.9) 12 (24.0)
TEAEs associated with drug discontinuation 15(14.9) 13 (26.0)
Drug-related 14 (139) 10 (20.0)
TEAEs associated with dose reduction 18(17.8) 16 (32.0)
Drug-related 17 (16.8) 16 (32.0)
TEAEs associated with drug interruption 45 (44.6) 31 (62.0)
Drug-related 27 (26.7) 24 (48.0)
TEAEs associated with an outcome of death 6(5.9) 2 (4.0)°
Drug-related 1(1.0) 1(2.0)
Adjudicated drug-related ILD?
Grade 1 4(4.0) 4(80)
Grade 2 7(69) 9 (18.0)
Grade 3 1(1.0) 0
Grade 4 0 0
Grade 5 1(1.0) 1(20)

Total (95% CI)

13 (12.9) (7.0 to 21.0)

14 (28.0) (162 to 425)

Ap2: ASCO Pubs, DSFARSH 2| M2|4dIE]
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QIAF 2H042} 2 HER2 mut. H|g 2! 0| 2|2

2025.05.13

st = 1Y
ol AACR20254= HER2 ADC ‘Trastuzumab rezetecan(SHR—
A1811) <Al HER2 mut. NSCLCOA Phase 1/2 A3E LHESIHE ORR2
Zongertinib®} §AFRE F 73.4% 2 mPFS ¢F 11.57 €00 e HoloA &vt
Aolglot 53] exon20 ins. Fo] €AlA mPESE oF 15271182 skt

mOSE= 4945517 elsiek

Enhertu €] HER2 ADC E% HER2 mut. NSCLC A& o] 21
skl Qich

£35] SHR-A18112 Safety profileo|4] Enhertu thH] =3t Ayl 2Igt &= Q)
et Grade 3 olde] TRAEE= oF 67.0%= B EQtort 85F 7heF TRAFE=

ok 17.0%, A=
Drug-realated ILD+= T

F% TRAEE= 27 2.1%= H|1 4]
17gollA] BrAE| et

SHR-A1811-& Pembrolizumab+®Zstst #W-RQH ojs] SHR
H|Wsl= HER2 mut. NSCLC 12} 22412 oAt oAt 34k

-A1811¢]
AmstL Sk

o=

221105 Subgroup mPFS 244 - exon20 ins. Ol 15.271¥

Lines of previous therapy

Previous therapy
Platinum-based chemotherapy
Anti-PD-1/PD-L1 treatment
HER2-TKI

HER2 mutations’
AT75_G776insYVMA
G776>VC
P780_Y781insGSP
G776>LC
Others!

HER2 expression” ¥
IHC 0
IHC 1+
IHC 2+

20 o of pationts_(88% Gl mo
All patients 47/94 11.5(9.7-15.2) ——————
94 (100) Sex Male 25/42 106 (8.3-15.2) —_—
94 (100) Female  22/52 139 (9.9-16.8) ]
Age, years <65 3a71 10.6 (9.6-13.9) I
22428:9) 265 8123 NR (B.5-NR)
ECOG PS 0 12/18 9.7 (7.0-12.5) .
68.(723) 1 3576 12.3 (9.9-NR) —
BM at enrolment Yes 11124 11.3 (9.5NR) —e
mn@arn No 36170 115(85-15.2) I
6(6.4) Lines of prior therapy 1 2343 9.9 (81-NR) —
2 24151 13.9(9.7-16.8) ey
s} Prior HER2-TKI Yes 13122 97 (8.3-16.8) ———
5(5.3) No 3472 11.5 (9.9-NR) I
ATT5_GT76insYVMA mutation Yes 30588 15.2(10.6-16.8) ey
No 17126 96 (7.1-11.1) —e—
A0¢28 5 10 15 20
24 (25.5) Median (95% CI), mo
17 (18.1)

2tz AACR2025, DSEASA 2|M 2|4

A}2: AACR2025, DSEALZH 2|A{Z|HIE]

121106 SHR-A18112] HORIZON-Lung 4+ C|2}QI

Common TRAEs

Safety summary

Neutrophil count decreased =
3
Median treatment duration, wk (range) 51.7 (3.0-82.1) WEC cwmd':'"u_d 2
naemia g
Any AE 94 (100.0) Platelot count decreased ki
Treatment-related 94 (100.0) Lymphocyte count decreased L2
Grade >3 AE 69 (73.4) 1 _
.
Treatment-related 63 (67.0) e "“": =
. . = ecreased appetite | 89
AE leading to dose interruption 49 (52.1) Asthenia - -+
Treatment-related 36 (38.3) Vomiting - Jus z
AE leading to dose reduction 16 (17.0) i Bl T s 1
Treatment-related 16 (17.0) Aopecia{—————Jor2 %
i _— g
AE leading to dose discontinuation 2(2.1) PR i g
AlTincreased I 0o &
Treatment-related 2(21) Hypoaibuminasrmia -] 7 g
AE leading to death 221 GGT increased 55
Treatment-related 0 Hypercholesterolaemia - ]2s5 [ Grade 23
. [ Grade 1-2
LD 8(8.5) Weight decreased | _]z23 1
Grade 1-2 7(7.4) 0 2 “ 0 80 100
Grade 3 1(1.1) Incidence (%)

Data are n (%) or otherwise indicated. *Malignant neoplasm progression (n=2). TRAES of any grade occurring in 220% or of grade 23 occurring in 25% are listed

A2 AACR2025, DSFAISH 2|A2|HIE]

DS INVESTMENT & SECURITIES
58



A|ef/dto|2 2025.05.13

TKi= 22 TKDOf|2F &3}, but. Non-TKDOIME €& &5 =0l

LIzl TKi= TKDOJ| 2483+  TKI(Tyrosine Kinase Inhibitor)+= YRFH9 2 Tyrosine Kinase Domain(TKD) W ATP

0 TKD $H4& &5 g B9lo 2Rg5l7] wiRo TKD W WHol7} A7l TKD mut.of eHg&og 8%
< HolA "}, dvby o2 HER2 mut. NSCLCOA| 7 &3t ¥Hol= TKD mut.
% Sl HER2 exon20 ins. ¥O]o]&RE TMD(Transmembrane domain) 10]9]
V659E, Extracellular domain #e]2] S310F 5-2] ¥Ho| SA] A3t

BI= rationale®©] 94=% TKD mut. 4} gt o2 HER2 ADC 5o ofHE vgrO
2 Cohort 13} Cohort 52 ZFZF U0] Zongertiniba FoI513.2™ non—TKD
mut. & Cohort 32 HE2 RS

Cohort30IME U8 &5 714 AW|de 2 non-TKD mut. tFe23t Cohort 3¢4%E ORR2 °F
U3 30%= HIE 2ksE JFolARt dF &Fo] dFEHUtk= Aotk ok
ZongertinibO] {’J—_._' 2]—% HER2 signaling®t Z23HHH FHo| $4x]= TKD LJofA:e

=g otk= ZA7 Z-8= 4= 9}

=07 TKIQ| 2 29l Y AR HAHUS

N-terminal
Exiracelular domain
—
Transmembrane domain
Juxamembrane domain
Tyrosine kinase domain 1 Tandutinib
FLT3-TKD }— Sorafenid
Kinase insert 2 = Sunitinib
Tyrosine kinase domain 2 » P Crenolanib

2t2: Cristina Negotei et al 2023, AFY OA FIT3 TKIY, HR|2 TKIZt TKDO| =Che OIS St 7t S, DSEAISH 2| MZ|MIE

221108 NSCLCOIAM HER2 mut. Profile

Mutational profile of HER2 mutations in NSCLC**

A775_G776insYVMA == Exon 20 insertions (TKD)
» Oncogenic

904 e Likely oncogenic
* Likely neutral

Inconclusive S310F G776delinsVC
wEDen VBS9E G778dupGSP
..‘ » L NS T

. " Lo 3 -
ERNERSS Receptor L Growity iy Intracellular domain
cysteine rich receptor

Number of mutations

52 F ord
173 -}
183 7
343 -
366 -
486 -
510 -
680 -
694 -
883 -

M~
<f
LQ

1255 -

A= AACR2025, DSEARSH 2IMA|4E
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HER2 mut. NSCLCe| A|&

o o
_ T — -

HIO|&2 HER2 mut.
NSCLC sr3&o= QA
21

22109 NSCLCOIAM HER2 mut.2 2-4%

2025.05.13

of

HER2TKIQ| 2= HH Jt5d2?

AA HER2 TKI+= BI9] Zongertinib #]oll% H}o]AE] Sevabertinib(BAY2927008)
o] Phase 32 7Fg AF5te] ZQlaliict. & otol=Zell 5 @z HER2 mut.
NSCLC 2804 71Z2] HER2 TKI 5-& chemotherapy, HER2 ADC 53} H]
wsl Ut &S USoP| Sl e sty ¢tk @, HER2 mut
NSCLC: A7 NSCLCE] °F 2-4%2] HER2 mutation ZoIA%E F 54%2] TKD
mut-& 52 P tigell 1 Aol 7] vlwA 22 Hof| &3l

.|

olof| Zongertinib2 7]£2] HER2 mut. NSCLC -85 ¢]olt= HER2 ADCE
& Fofolo] HER2+ HHet B Q/9legto R #8538 SPotat she o4
Zs¥star 9™ HER2 mut.ollA] HER2 overexpression/amplifiede] teh &5

SReletarzt it aiig A3k 20274 o)F 2RI 4= 9kg Fgolrt,

o Mo of

BAY2927008-& WCLC2024914 HER2 mut. NSCLC 2L+0ol4] s}5 23] Eoist
SOHO-01¢] A7}& ORR ¢F 72.1%, mDoR ¢ 8. 7719 & mPES ¢F 7.5744<]
o5t Ave wrEsiglry. Es] HER2 exon20 ins. oAl ORR 2F 90.0%,
mDoR F 9.77Hd & mPFS ¢F 9.97id= Hre} 4% AiE Ktk o, Hio|d
2 dA HER2 mut. NSCLC 1LoA #5S 2Rlsh= Z2d 34 A E
SOHO-2¢f| eHA o & gkt 555 XI8gstar Sk

o2 T

221110 HER2 mut.2| 2t 54%& TKD LY el

3%
ALK\

1
Ros:\"

2-4%

[ "HER2

HER2

Prevalence of

actionable drivers
in patients with
NSCLC®

~66*
Others

~54%
Mutations in
the TKD?

2tz: Bl, DSTASA 2|M2|4lE]

T8 Zongertinib A 213K QA

212 B, DSTEASH 22| HIE

ol 222
oRHED o= | PNELE]] (Primary NCT number
completion)"
Beamion LUNG-2 HER2 mut. NSCLC 1L Phase 3 2024-02-09 2025-11-24 NCT06151574
Beamion LUNG-1 HER2 mut. NSCLC 1L/2L+ Phase 1 2021-07-02 2026-12-30 NCT04886804
Beamion PANTUMOR-1 HER2 mut./overexpressed/amplified in 13 7§ &= Phase 2 2024-10-11 2027-09-02 NCT06581432
Beamion BCGC-1 HER2+mBC & mGEAC/mGC/mGEJC OilAf HER2 ADC ¥E  Phase 1/2 2024-06-28 2027-02-22 NCT06324357

Z12: dinical trials.gov, DSEAER 2|2 |MIE]
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2025.05.13

HZ 0| vs. A|0[2]=HI0|L

_Yl

EGFR mut. NSCLCef|A] ofAEZpAH|7FY] BT840} [NJ©] ofn|Hter—zfo]A]
d H8eH xeto] Aol Astee ket B4 o]% 2L+ XEA AFE ko

= A7 ASEL AT BEA AR o]F A7]E C797S WolE BHlsHE
AAH EGFR TKI2] Phase 1a initial dataZ} =FUj7]¢ H2eo] 9 Alo|el=Ho] Qo]
A Z¥Zy IR 9ok

H2 0]

HZ2o]o] VRN110755+ exonl9 del/L858R/C797S EARIolE Aeixog oA
2 A" 449 EGFR TKIoJth AACR2025014 #HEE dloleje] w2
VRN112 A4 in vivo modelof|A AEet EAH0lE By o= Hdfick= X5

215} . 0™ Phase 1a dose escalation $7LoflA] Grade 2 o9 =442 sh:
‘_’:éf 2] e ERISISIT

Phase 1a®] dose escalation 3= 10mgHE] 160mg7HA] 2814 F=Fet F o|F
240mg= ZFFatodrt. ol AACR20259141%= 160mg7tA] St & 1399 dlo]
ElRE 3= At Alo])lzHto] @ ok= Ee classic Ho] B C797S HolE Zglsloq
uncommon HOJ7HA] Aol st om iR SD/PD $.o™ 1% cPR(80mg,
del19), 1% ucPR(L858R+C797S+uncommon)= Y|

HZwol= EGFR mut. Coverage based on Human Ctrough& 5712 ®35}% o
o} s 2ol 92l VRN110] C797SE &ty oz Asfdt 4= 93-S thA]
= ERIg = Qlglon FHLIFH atypical Ho7HA] AWE ZtishE 4= Qlodch

Osimertinib 80mge] 50%7} AAS Agsl= 59 Hzgo] glott GARt
Ctrough®] VRN11 40~80mg2 Grade 2 oe] H2-8-2 HAR ] oIt}

DS INVESTMENT & SECURITIES
62



A|ef/dto|2 2025.05.13

2111 AYA invivo modeloflA exon19 del/L858R/C797S &8t A5l &9l

Subcutaneous PC9 (Del19) CDX Subcutaneous H3255 (L858R) CDX CTG-3969 (L858R + L858R/C797S) PDX

= Vehicle
- Vehicle

1500 =~ 800 + Osimortinib (10 mpk, @D} 5~
ME =6 Osimertinib (12.5 mpk, QD) £ | MD"“OHHQ VRN110755 (5 mpk, QD) E
wwthuut treatment . VRN110756 {10 mpk, QD) . i - Vehicle
E + VRN110765 {1 mpk, QD) £ 600 L Vores g ek o0 _E_E_ s00 4]
w 10004 * VRN110765 {3 mpk, QD) o ’{ + VRN110755 {30 mpk, @D} E - -~ Osimertinib, 25 mpk, QD
£ e~ VRN110755 {10 mpk, QD) £ H%‘f S5 w0 * Gefitinib, 6.26 mpk, QD
% % 400 /{i—{' S| e E 21— o VRN110755 5 mpk, QD
2 500 > - 5 200 sevesoe VRN110755, 10 mpk. QD
] = L
© 200 ' p E Lo S + VRN110755, 20 mpk, QD
g £ 3 . R
= = 0 10 20 30 40
T T > T 3 1
0 5 10 15 20 0 6 12 18 24 30 36 42 g ot Days after treatment
Days after treatment Days after treatment

Figure 2. Brain permeability and anti-tumor efficacy of VRN110755. Anti-tumor activities were assessed in subcutaneous and intracranial
PC9 (Del19) CDX, H3255 (L858R) CDX, and CTG-3969 PDX (harbering both L858R and LB858R/C797S) by daily oral treatment. For
comparison in H3255, tumors were further monitored without treatment.

2t AACR2025, DSEAISH 2|A2| HIE]

121112 VRN110755 4 TRl 2 Safety

VRN110755 Phase 1a Dose Escalation and Safety Assessment

« Advanced NSCLC with + Safety and tolerability VRN110755 administered orally QD,

driving EGFR mutations. « Pharmacokinetics 28-day treatment cycle All TRAE (n) 9
* Received prior standard + Anti-tumor responses Any Diarrhea (]
therapy including TKI g: ;’“"":_’ 12

+ ECOG PS 0-1 10mg 20mg | 40 mg au 160mg ry skin
) e i A i 5 (=3 [ 240ma o1 sk reen '
TRAE grade 1 1 2 1 2 0 G1 Malaise 1
TRAE grade 2 2 0 0 0 0 0 G1 AST increased 1
G1ALT increased 1
TR SAEs 0 ] [] [ 0 1

G1 T wave flattening

Figure 3. Dose escalation, 3+3 design. Additional eligible patients are enrolled in the backfill cohorts at dose levels that clear DLT evaluation
and reach the PK threshold for efficacy. The 80 mg backfill cohort is open and on treatment. No dose limiting toxicity / No grade 2 or higher
TRAE have been observed. TRAE, treatment-related adverse event. Data cut off, 04 April 2025.

Af&: AACR2025, DSEAIZH 2|AM=|4HIE|

221113 VRN1T1 24 144 initial data

Dose level | 10 mg (n=3) 20 mg (n=3) 40 mg (n=3) 80 mg (n=3) 160 mg (n=2)
Patient's Best Response sD PD PD SD PD PD SD PD SD* ‘ SD SD SD
" Classic Del1g Del19 Del19 LB58R Del19 L858R L858R Del19 Del19 Del19 Del19 L858R Del1g
© E Acquired C797 cr97s
g5 Acquired T790 T790M T790M T790M T790M T790M
E Uncommon R776H STGBIGT245
CNS meta BM BM BM BM BM BM BM
Prior systemic treatment (n) 5 4 B 4 2 5 2 3 1 2 6 [ 6 3
Prior line TKI 1 Gefitinib | Osimertinib Osimertinio |  Erlofinib  Gefitinib Afatinib | Dacomitinib | Lazertinib  Afatinib Afatinic  Dacomitinib Osimertinib |  Afatinib Erotinio
Prior line TKI 2 Erlotinit Lazertinib Erlatinib Lazeriinib  Osimertinib  Osimertinib | Osimertinit Lazertinib Osimertinib | Osimertinib
Prior line TKI 3 Osimertinio Lazertinib JIN-AD2
* case reported. **, unconfirmed. N.D., not determined. n, patient number with fumor t after more than 1 cycle treatment

2tz AACR2025, DSEASA 2|AM 2|4

121114 EGFR mut. Coverage based on Human Ctrough

EGFR Mutation Coverage Based on Human C,,g,

® Classical mutat
ssical mutations Figure 4. Steady-state C,, ., and proliferation inhibition

potency of VRN110755 and osimertinib. Proliferation

® 21, Atypical (uncommon) mutations inhibiton  potencies were measured in BalF3 cells

engineered o express various EGFR mutations or wild type.

The sleady- state C,ms,, {nM) were indicaled as dotied lines.

Ciraugn 0f VRN110755 at C1015 was determined during Ph1a

Unbound Cnmm]N - dose escalation and that of osimertinib was referenced in
0 diarrhea

® + C797S resislant mutation
100

Unbound Cirpugn
Osimertinib 80 mg

Any grade diarrhea, 50%
2G3 AE, 42% (FLAURA)

§---- VRNI1BImg FDA regulatory document. Unbound IC, and unbound Cyyq,q
----- VRN11 40 mg : - Foprn a

were calculated by using human plasma protein binding %.
FLAURA study showed 50% diarrhea by 80 mg
osimertinib, which is a representative EGFR-related AE,
" . 0.1 but no diarrhea has been reported in 25 patients, up to
Osimertinib VRH{10753 160 mg VRN110755 (cut-off, 04 Apr, 2025)

1

Unbound IC 55 {(nM)

A= AACR2025, DSEARSH 2IMA|4E

DS INVESTMENT & SECURITIES
63



A|ef/Hio|2

22115 JIN-A02 YAF CJzfol
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Alo|212HI0|2

Alo]QlzHle] 2.9] JIN-A02+ exonl9 or L858R/T790M/C797S ¥ 3%°] =9
ol BHlStES AAIE 44t TKIo|oh o AACR2025¢14 37l1El Elolel=
Phase 1/29] Part A dose escalation®|t}. 12.5mg5¥] cohort 1= /\]11’3]—04 cohort 4
7RA] 284 S3E T cohort 5OA+= 50mg SR 150mg2 FoFstAtt, Part BO|
M PSS v o= 27l G Aot safety, PK, efficacyE €}1, RP2D A
A5}l EGFR mut. @ ¥Aol7} 9= 3212 tjalo 2 Part C& Aaist o Aot

O

HF oot g AHo|QlzHlo] Q= Phase 15E exonl9 or L858R/T790M/C797S
=R0] BAEE PdHer BASIglen & ORRE oF 15.7%(3/19), Grade 3

ole] Fakg2 17(AST increased) 2HAY5ISICE EGFR & 54 rash, diarrhea,
o WA ¢Fotrh 100mgsS Fofahd
Exon19/T790M/C797S o] o] gkatofA] cPR, 300mg Fofuhe gatoflA SD
7F ZRI= 31t

hematological toxicity 2

21116 &|X0| 8} PR

Part A: Dose Escalation Study
[ e TED
. Cohort 5
Dose lowl 5 150 mg an
Do lewst 4 Cohort 4
100 mg Qb
. Cohort 3
Do keeal 3 50 ma QD
Cohort 2
Doz bzl 2 25 mg QD
Caohart 1
Dosa lawsl 1 12.5 mg QD

End-points MTD,
*AE - Adverse Event / SAE : Serious Adverse Event

AE/SAE* incidence, DLT

At AACR2025, DSEAISH 2|AZ|HIE

A& AACR2025, DSEASH 2|A2|MIE]

121117 JIN-A02 swimmer plot

= — Ounig

* Beyond PO Tx

o 100 200 300 400 s00 coD

lime Since Ireatment initiated |Uays)

AZ: AACR2025, DSEAEH 2|A=|4lE
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Appendix.

B9 52 ADC &= 28

ADC Target mAb  Linker Payload/Payloda Class  Payload Action DAR Disease indication (Year of Approval)
Miotarg(Gemtuaumab a3 gy 4 micinalcheamicn | DNAdeavage 23 CD33+R/R AML (2000)
0zogamicin) cleavable
Adcetris(brentuximab enzyme L microtubule R/RSALCL or cHL(2011) R/R pcALCLor CD30+
vedotin) D30 061 pape  VMAB/aurstatin inhibitor MF(2014); cHL, SALCL or CD30 + PTCL(2018)
Kadolatado- HER2+metastatic breast cancer previously treated with
trastilzumab HERD G non- DM1/maytansinoid microtubule 35 trastuzumab & ataxane(2013); HER2+ early breast
. 9 cleavable inhibitor ' cancer after neoadjuvant taxane & trastuzumab-based
emtansine)
treatment(2019)
B inot b id
esponsa(mo‘ gzu ma D22 oG4 ad ozogamicin/calicheamicin  DNA deavage 6 R/RB-ALL(2017)
0zogamicin) cleavable
Poli lat b icrotubul
oiw{pokat.zuma 7% g1 M MMAEeuistain o e 35 R/R DLBCL(2019)
vedotin-piig) cleavable inhibitor
Locally advanced or metastatic urothelial cancer after a
Padcev(enforturab enzyme PD-1 or PD-L1 inhibitor and a Pt-containing
. Nectin4  IgG1 i Dxd/camptothecin Top1 inhibitor 3.8 chemotherapy (2019) or are ineligible for cisplatin-
vedotin-ejfv) cleavable - j A
containing chemotherapy and previously received 1 or
more lines of therapy (2021)
Unresectable or metastatic HER2+ breast cancer after 2
Enhertu(fam- non or more anti-HER2 regimens (2019); locally advanced or
trastuzumab HER2 l9G1 DXd/camptothecin TOP1inhibitor 8  metastatic HER2+ gastric or gastroesophageal junction
. cleavable . .
deruxtecan-nxki) adenocarcinoma after a trastuzumab-based regimen
(2021)
Locally advanced or metastatic TNBC after at least two
Trodel it b id ior therapies (2020); locally ad d tastati
fodely (adtuaumab ooy g1 2% agamptothedn  TOPT inhibtor 7.6 P U1erapies 20203 locallyadvenced or metastatic
govitecan-hziy) cleavable urothelial cancer after a Pt-containing chemotherapy
and a PD-1 or PD-L1 inhibitor (2021)
Blenrep (belantamab nom- microtubule R/R multiple myeloma after at least 4 prior therapies
i . BCMA l9G1 MMAF/auristatin L 4 including an anti-CD38 mAb, a proteasome inhibitor,
mafodotin-blmf) cleavable inhibitor .
and an immunomodulatory agent (2020)
Zynlonta R/R large B-cell ymphoma after 2 or more lines of
ic th including DLBCL not otherwi
(loncastuximab tesirine- D19 l9G1 enzyme SG3199/PBD dimer DNA cleavage 2. sy;temlc erap,y,' naudng rotomenise
iov) cleavable specified, DLBCL arising from low grade lymphoma, and
el high-grade B-cell lymphoma (2021)
Tivdak (tisotumab ) enzyme L microtubule Recurrent or metastatic cervical cancer with disease
vedotin-tftv) Tissue Factor 19G1 cleavable MMAE/auristatin inhibitor progression on or after chemotherapy (2021)
Elahere(mirvetuximab ) sulfo- microtubule Platinum-Resistant after 1 lines of systemic therapy,
. FRa igg DM-4 N X .
Soravtansine) SPDB inhibitor ovarian cancer

As: 2t Al S, DSEASH 2lMA M
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121118 STING agonist HIFHLIS

dsRNA  self DNA

B

ER

At&: I etal 2024, DSEASH 2| M2 |4

121119 TLR 7/8/9 agonist HFHUZ

...........

..........................................................................................

4 ~ \
A /
MyD88
p65 |
I P65 [ p5O | TNF,IL-1, IL6, CCL2, CXCL8, CD8O, CDB6, CD62E Y
¥ RS ~  Acute inflammation, stimulating adaptive inflammation s

Atz A etal 2024, DSFEAISH 2|MR|4IE]
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DESTINY-Breast09 STUDY DESIGN

POPULATION

HERZ+ mBC

DFI »& months from last
chemo or HER2-targeted
therapy in Neo
adjuvant/adjuvant setting

+ No prior systemic
treatment for mBC except
for endocrine therapy

‘Stratification factors :

. Vs recurrent (cap
at 50% y

+ HR-pasitive vs negative

. m (detected vs not
detected)

STUDY DESIGN

T-DXd*
Pertuzumab Placebo
N=1157
T-DXd*
@ Pertuzumab

Taxane

Trastuzumab
Pertuzumab

= ‘*Patients can continue with trastuzumab if T-DXd is discontinued

Primary:
- PFS(BICR)
Sacnndary

PFS (Inv. assessed)
ORR, DoR

PFS2

PROMRQoL
PK/ADA

Safety and tolerability

Explnrmry'

TTF, TFST, TSST
© BMFS, CNS - BFS
«  Patient reported

tolerability
+  Exploratory

biomarkers

**Incremental to DB-01 & 03

INCREMENTAL
ELIGIBLE PATIENT
POPULATION=*

& 3K

Q ~4K*

*Germany, France, ftaly, Spain, UK

e MARKET INSIGHTS
THP efficacy leaves room for
improvement
* mPFS 19m
* 12m landmark OS 65% THP
+ ORR80% THP

Real-world attrition rates across first-
to third-line therapies in patients with

HER2-positive metastatic breast
cancer. Indicates that 29.6% of
palients did not receive treatment
beyond the first line

due to toxicity.

+  Use of endocrine therapy is allowed for HR-positive participants
after discontinuation of taxane or after 6 cycles of T-DXd.

«  Taxane can be paclitaxel or docetaxel.

+  Pertuzumab-blinded in the T-DXd arms.

ADA: anti-drug antibody, BMFS: Brain metastasis free survival, BICR: blinded independent central review, CNS: Central nervous, DF|: Disease Free Interval,

DOR: duration of response, HRQoL: Health-related quality of life, HR: Hormone receptor. mBC: metastatic breast cancer, OS: overall survival, ORR: objective response
rate, PRO: Patient report outcome, PK: pharmacokinetics, PFS: progression-free survival, R: randomization, THP: Taxane+ Trastuzumab+Pertuzumab,

T-DXd: Trastuzumab deruxtecan, TTF: Treatment time to failure, TFST: Time to First Subsequent therapy TSST: Time to subsequent therapy

») ENHERTU

trastuzumab deruxtecan

A= CIO[O| 2|4k, DSEA

(= 2| Az |ME

221121 DESTINY-Breast 11 QA+ C|z}QI

Neo Adj HER2+ eBC: first launch in curative intent setting & earliest opportunity for use

DESTINY-Breast11 STUDY DESIGN

== ELIGIBLE PATIENT  e—
POPULATION
' ] & 12k
Population On-study treatment Endpoints —
— @ -
Traswzumab deruxtecan (T-DXd) Primary Endpoint:
= HER2+ EBC Q3W x8 cycles *  PCR(ypTOfTis ypNO) *Germany, France, Italy, Spain, UK
» HR+ or HR- (HR- Secondary Endpoints:
capped at 30%) Paclitaxel QW + + PCR(ypTO ypNO) e MARKET INSIGHTS s
= T>5cmor N+ or T-DXd trastuzumab + s: +  3yrEFS
inflammatory BC Q3W x4 cycles pertuzurr;ah QIBW (THP) > ?égr IDFS High desire to improve pCR of
Hoyces Bl |- 1RrooL ddac-THP
Stratification factors: T o +  Safety . B i
Doxorubicin + Paclitaxel QW + ) . - pCR of 56% with ddAC-THP
. :EF;SZE::IJKS: [T:féé ng[) cyclophosphamide Q2W trastuzumab + PK and immunogenicty o - 5
(IHC3+, Cther) (dd-AC) pertuzurmah Q3W (THP) + High confidence association with
x4 cycles x4 cycles L | DFS and OS
Post-neoadjuvant therapy will
be determined by investigator
and administered as per local
SOC, strong recommendations
outlines in protocel.

DF5: Disease-free survival, eBC: early breast cancer; EFS: Even-free survival; IDFS: Invasive disease-free survival; HRQoL: Health-related quality of life,
05: Overall survival; pCR; Pathologic complete response, PK: pk inetics; R: ization: THP: Taxane+Ti i+ Pertuzumab;

») ENHERTU

trastuzumab deruxtecan

24&: CIO[0[x|AR, DSEAIE 2| HE]
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Adjuvant* HER2+ eBC: notable next step in the BC treatment journey, with competitor (Kadcyla®)

Key Patient Eligibility

Breast cancer diagnosis

+ HER2-positive
+ Non-metastatic {T1-4.N0-3,M0)

Preoperative treatment

* Alleast 16 weeks
+ Includes taxane + trastuzumab

]

Breast Cancer Surgery

+ Evidence of remaining disease after
preoperative treatment

+ All cancer removed at surgery

3

High risk of disease recurrence

* Inoperable at presentation (before
neoadjuvant therapy)

+ Pathologically positive axillary
ph nodes following neoadjuvant
erapy

DESTINY-Breast05 STUDY DESIGN = ELIGIBLE PATIENT s
[ POPULATION
Trastuzumab o
Patient Population: denxtecan (T-OXd)
- HER2+ eBC with residual R e @ -«
disease following i + 40 (+7) Day
neoadjuvant therapy with e {n - 800) Safety FU *Germany, Franca, Itsly, Spain, UK
high risk of recurrence - Disease FU
« Centrally confirmed HER2+ Trastuzumab + Long-term FU p— MARKET INSIGHT —
status n=1600 emtansine (T-DM1)
+ ECOG PS: 0-1 1.6 mghg giw for
14 cycles Efficacy improvement is desired
(n = 800)

Stratification Factors Endpoints
1)  Operative status at disease presentation® | + Primary: + Key
(operable, inoperable) _ IDFS secondary:
2)  Post-nenadjuvant pathological nodal + Secondary: SADES
status? (positive, negative) - DRFI + Exploratory:
3)  Tumer hormone receptor status - BMFI . :.':2;[&‘:]
(positive, negative) - 0s =
i - AEs - PK
4)  HER2-targeted neoadjuvant therapy
approach (single, dual)

= Adjuvant

3-year IDFS rate is 83% T-DM1

Previous HTH clinical trials versus
T-DM1 is encouraging

Additional Notes

Randomization
within 12 weeks of
surgery

Selecting for higher risk patients

radiotherapy andfor
endocrine therapy
per protocol and
local guidelines.

*Cperatie = clinkcal stages T1.3 M0-1,10 Inoperalie = dinkcal siages T4 N0.5040 o T1-3,62. 380

*Posi - yEN13, NoGItNE - ypND

*Adjuvant therapy for patients with residual invasive disease following necadjuvant therapy
AE: adverse event; BMFI: Brain metastases-free interval; DFS: Disease-free survival; DRF|: Distant recurrence-free interval; eBC: early breast cancer; ECOG PS: Eastern

Cooperative Oncology Group performance status; FU: follow-up; HER2: Human epidermal growth factor receplor 2; IDFS: Invasive disease-free survival, OS: Owverall survival;

PK: pharmacokinetics; PRO: patient reported outcome: Qol: quality of life R=randamization

») ENHERTU

trastuzumab deruxtecan

2t2: CHO|O|2|AR, DSEAISH 2| M2 MIE

121123 Enhertu 2025-20274

YA Ol == A

BREAST INDICATIONS

DESTINY-Breast06

| HR+/HERZ low & ultralow chemo naive metastatic breast cancer

DESTINY-Breast09

”\| s
N N

/

HER2 positive metastatic breast cancer (1L)

DESTINY-Breast11

l

-

| HER2 paositive early breast cancer (neoadjuvant)

DESTINY-Breast05

2025-2026 Potential

DESTINY-Gastric04
{
|

HER2 positive gastric cancer (2L)

K HER2 paositive early breast cancer (adjuvant®)

LUNG AND GASTRIC INDICATIONS

DESTINY-Lung04

New Indications
’/ ’
SN/

—

.

HERZ2 mutant metastatic NSCLC (1L)

NN

DESTINY-Gastric05 —

':\ HER2 positive gastric cancer (1L)

P DESTINY-BTC01 -

{
'._\ HER2 positive biliary tract cancer (1L)

Future Indications
2027+

L

—

N

N

e

DESTINY-Ovarian01 -
- Y

( i - :
\_ HER?Z positive ovarian cancer (1L) Y,

A= CO[0| 2|4k, DSTAISH 2|M2IE]
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724124 DENSITY-Gastric03 Y4 212
Jul Jan
T-DXd 6.4 mg/kg 4y 2020 2022
T-DXd 6.4 mg/kg + Sep i Jan
5-FUlcape” | _4» 2021 2022
T-DXd 6.4 mg/kg + Dec i Jul
5-FUlcape” + pembro | _s3 2021 2022
T-DXd 6.4 mg/kg + Jan i Aug
pembro | _,, 2022 2022
T-DXd 5.4 mg/kg + Sep Jan
5-FU/capet + pembro - 2023 2024
SOC - trastuzumab + |
5-FU/cape + Jul Jul
cisplatin/oxaliplatin |,—g 2020 2021
1 I I I 1
2020 2021 2022 2023 2024 DCO
Enrollment period
212 ESM02024, DSEAZH 2| A 2| MIEf
12125 DENSITY-Gastric03 4 Za}
T-Dxd 6.4mpk T-Dxd 5.4mpk  Trastuzumab UCHUEA L
T-Dxd 6.4mpk +5-FU/cape
+5-FU/cape T-Dxd 6.4mpk  +5-FU/cape +5-FU/cape . L.
T-Dxd 6.4mpk  +5-FU/cape . s +cis/oxaliplatin
1000mg/m2 +Pembro 750mg/m2 +cis/oxaliplatin
1000mg/m2 +pembro
+Pembro +Pembro (SoQ)
(SoQ)
n 43 41 43 41 32 29 350
Follow up 7|2t 17 21 17 15 5 18 50.2
mDoR 18 20 17 18 NE 14 11.3
ORR 49% 78% 58% 63% 59% 76% 72.6%
CPs>=1% 57% 77% 70% 78% 62% 85% 73.2%
CPS<1% 53% 73% 39% 44 % 46 % 71% =
mPFS 9 20 10 8 08% 12 10
CPS>=1% 70 14 14 8 o/&= 10 10.9
CPS<1% 8 26 6 6 o/s= 171 9.5
mOS 18 23 23 16 8% 18 20.0
CPS>=1% 79 20 23 NE o/s= 20 20.1
CPS<1% 24 21 16 77 o/s= 13 18.2
0| At
i;ade 3 0ld 64% 76% 91% 80% 34% 59% 59%

2= ESMO2024, DSTAS A 2| M2 |4llE]
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SHZIHRA) 160,000
B2 7H05/12) 97,000¢
450y 64.9%
Stock Data
KOSDAQ 725 4pt
A IEHESSF) 355144
AT 36,610%F
A7t 500
= 18442
60 Brt A 3543
60 Btz 3794342t
o=l 2|28 10.8%
527 227t 143,6009
527 2|27t 60,6009
FREZ
I 22|22 BT 2|0[E|=@| 109)) 29.6%
AR 12) 09%
F7h50| & dUiZ=
(%) AielE  HUiedE
™ -10.1 -144
3M -164 -137
6M 268 289
ZIIAE
o 2|71zeto|2

@ relative to KOSDAQ PV
160,000 1 290
140,000

120,000 | 1240
100,000 - 190

80,000

60,000 F 1 140

40,000 1 90

20,000

0

40

24/05 24/08 24/11 25/02 25/05

=|7FH[0| 2
141080
Multi-asset0] 74 = 7|Yo| H4

10O

Multi- asset0| 74 2=
Hfo|eElo] Al 4
o] "ol Hlo] £2}8t wofli= 60“ 3
°1°Hﬂr o wf T mo|zalel FAlo] 714 o] Aufsh e Zupz
&0l HS A =A B0 mo|malels HAeh 79 #lAg
ﬁ’olﬂ}% gt 71XE BesiA "t ol A
Zpite] tHAStE Fall &4 FlAas Eole A 22 =2lolth oo Multi-
Asset SHES BER3E F7PAMle] Qo] tiste] 2”1
< Akt epdHtel o= mid Wit oF 7] o] AHEAS =&Y
don A= oF 471 BT dAftAle] Edate] gle
2749 713 107]) olAke] mlol=

71gel a&d

AACR20250fIM = &
g7zl ol AACR2025IM= & 579]
LRRC15 ADC SOT106" ¥ Sting agonist LCB39 5 Al4=219] A} Axtz
o= FF 2rpdHiel e o] HEE "I o= At

57 Hx

LCB39, 4lmlje] ALl STINGO| M=Z2 siE HIAl

LCB3994 HAe active metabolite®]t}. LCB39%= STING agonist A4} 35t
=5 251 7% EF6kL BAHAEE ddelA] AAlolgEe] Bom dieof

8900 el shgsiots IR selsick o Phdtelot A
RS W 59 Ao FARES sjelon 9k A el oF 100¢]

potentE 7F{] active metabolite2 A3l = 22 7E Qe /‘17\112 EC509]|

Al active metaboliter= AAAL B4 tjjH] oF 30~12974l19] 58 H¥ oM in
vivool Az Eise] EElo] 264 Q4 BUT ellAolek
Financial Data
(Mo2)) 2022 2023 2024 2025F 2026F
o= 33 34 131 288 331
g 0|°I -50 -81 -5 132 160
10|AE(%) 150.8 236.7 -4.0 457 483
H|Z‘|O|OI -48 -76 4 141 170
A|Hj22 2| 27=0(9 -45 74 4 141 170
EPS(®) -1,768 -2,621 99 3,926 4717
SUE%) A2 A2 =4 38473 20.1
ROE(%) n/a -40.1 09 204 20.0
PER(HH) -24.2 -248 738.0 24.7 20.6
PBR(EH) 54 125 43 46 38
EV/EBITDA(HH) -20.2 222 9,087.9 21.0 16.4

A= 2|718BI0|2, DSEARSH 2| MAE], K-AFRS HE7|Z
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Multi-assetO| 7ML= 7|¥9| HEd

Multi-asset SSHZ0] Cst 7122 =2|0|Y F0{ A2t
HlO|29| £ = 4lnj
HO|Q = Al Hlol 8l 7]940] EAARI B4 F shie Atk o 7] Eshdg o st
240 mo|Zeol B3 7| of Hio|QEle] EA wiofi= 4 mpeolmeele] “Muf el HAaE FF] F
B2 AT N IS ot o] o) T mo|makel F4lo] 7R difo] Aufst A Ehlz 7)Y
2o APLS WH AT A2 ThE target E MoAE 7|5lo 2 sh= 2520 mlo]
RIS HAgh 719 BAT BAb ol et 7Kg BRoA Hoh

B i

L onhx) St eS| ool MBI ChIslE Ba) £4 Blaag Sl
A} & tzelole, olo] Multi-Asser ZES 143 ePalolos] thsje] 7
=z

‘Hjo| SSHEoff CHet 71|

At 1097F Hol @ E2E 2 22 Hio| QoA et vz A nd F shuts
ARdteh Hieole EHE S VR0 Teg U O & tioidl mo]mepdls WHE A
o= FES 4 = 7N 7IeS on[Ritt. tiEAQ] Hiole EEE 7199 A=
Alnylam(RNAi), CRISPR(CRISPR/Cas9), Denali(BBB shuttle), Tonis(ASO),

Moderna(mRNA), Regeneron(VelociSuite %) 52 #& 4 Uk

S5 Oo|ZfQl i — o]’ Hio]@ EEFL 1) B4O| mlo|melgle WEA o7 Jdet 4= glom o]
CIOIE &= — S 1 A 7jdst 2) stojzelele] i dlojelE vigoa E3iE AAIE kst & 4= 9l
S8~ A OIZ2RL o o] o]gA] 3) wslE BREL A5t wolaal A olojals Mgk
e ZE /9ot Hrt Lead pipeline®] 4d-5-2 high correlated 4 mfo]za}Rlo] 2]
25 FEA O A 4 glon i mlolnele] Hufle M| 7Y 7HAE
AFSHA GA et ol2dt P2 ArAor moluxell 7S SHAE 4 QL

Z=E poC Y L olgfgh Hiol@ E2HEL] VX E Hofsr] fleliis BB A 584 (Proof
s 271H0|E YAZIL  of concept)e YSote IFo] 4ot g7pHle| 29 ADC EHE2 oy

2 Bl 2835| ¢= ROR1 ADC ¥ HER2 ADC 59] AxEdol i ATE 5ol FE5] dSEct
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AACR20250{|M =

OI')I'
|_o
mE
|¢
o

A&Hol At 22 w2 ot AACR20259IM % El7plHto| o= 1719] 5 #ha 9 4719] ZAEE UR
2 g ot ) 2|19] Hio| Q] SPF Wit 1719] & UHE THEYA} sotio?] F
1155 EPlsk= LRRC15 ADC ¢, 1 @] STING agonist, CA242 ADC 53}
2o At 2SS gt HHER IAEE 53] olojFth o HuAoE F
Eehkgt T mlo|xalel LRRC15 ADC ‘SOT106" @ STING agonist ‘TCB39' <] T
sto] ZpA8] EAlsHL.
olg% 7Pl Q4= wid W oF 17) o] Al BEEE =ESIWL 9lor |
A= oF 472] o] Aol EUste] 2dot 20261 71—5— 87, 2027d 7=
107} o)/l mpojxzalelo] Q=S Hafistal 9k ofgdo|ch.

10 2/7172HI0|2 AACR2025 2 2|

Abstract # Target A= ks LR

4882 STING LCB39, a novel systemicaly - LCB39& Y2 MZ E2MEE ZeE HAIE A Anti-CDN STING 28|12, 24l Lekds
deliverable STING agonist with =0|HME ZQF Z2/0]| MEfHoZ 2-835| 225t &FY HY BISS R<
strong predinical activity and - GSK Lt XMT-1616 1t 22 diABZi AlE SIEtE2} H|W3HS M, LCB39 = THP-1 2|26 &4
tolerability ok 100 H, 21 A% 2 A 5 d2 22 LEHS

- ZUMOA 2451 QR0 5 ASIH0Y, 26 H = AAOf| Y offy"

1164 LRRC15 SOT106, a novel best-in-dass - SOT106 & LRRC15 & H&HOZ St= ADC 2, QI7I5} HHAZZ2 Sh|ef l\/Il\/IAE(monmethyl

antibody-drug conjugate auristatin E)Z p-=- ?ELIEWI(GUSB) Aoy 7= HAs TY £0[3 A2 HE2 &

targeting LRRC15, to treat - 1 mo/kg Q| At H8 7153t 2{B2UCZ AMTSHE ST, 7|2 A4 ADC CiH| |:-| Lo
sarcomas and other advanced 82} &0 HIE2& 05 EQ

solid cancers - B 0713 d50| AEOIME 4.5~6 Y9| BRYY|, 27| okE U= 918, & 10 mo/kg &
HNSTD, 40 2| 2|2 Z|4>(therapeutic index) S 45t 9.%%_\*7:1 E41t ok S &l
-14 Y o4 =2 HE oY, MMAE 7[2te| DLT & &2l
2885 CA242 IKSO4, an antibody drug - IKSO4 = QI1Zt CA242(CanAg)E BZSH= ADC 2, CA242 = CHRIQE #||2tet chdor 2|of
(CanAg) conjugate with a highly potent SOIIA =2 230 4 220N Y510 A[EHQ! glycotope

DNA crosslinker payload for the - in vivo OFA 0]Z0[A] BEOME= 0.5~1 mg/kg EHe] £0{0tO 2 |2k al Cizketo]| Cif3|
treatment of gastrointestinal Eflet &t NS LIERHCD], 7|2 OO|EHA|L=0|=(Maytansinoid) 7|8 ADC = 2
cancers mg/kg OllM & HIgHd

- unconjugated antibody £ 5~50 B 2}2F B8 F0{510] £ 2Ee}t 2kE HYS JHMSIA.

s FOEC G U2 g2o|M o Z3st 2t

- Permalink® S2E2 J7|& Z2{0|0|=(maleimide) 7|t &EH SISO YMSHE retro-

Michael 0%t BtSo| SQHYME S E3t 7ithet QFYH0|0 RSt ADC 7|&
Permalink®, a stable and - TCEP X HO|2E0| HIES RA5I0 OIS 3ixl= DAR 4-8, AZ|L|0j2E Sl= DAR
scalable bioconjugation platform 10 7k2| €4 4~ S

o7 ) as an altenative to maleimide- - ADC & =2 $&(70-90%), ¥2 S&=(aggregation), HPLC & ZZF2M0fA 22+E DAR
based conjugation e
- JEG3 BMz EH@H ZZ(pM) $22| IC50 2 LERHD, T 2.5 mo/kg SOZ JEG3
Zok kA TSHE
- LGB22A & %* %0|3*\ Oglyans € BAHSZ 510 FY Z2|0fM of2E Y50,
SHIolO| A 2245t QFXEH Stk E1HE HQl
O-glycosylated Status—aghostic t.hera.py of brgast - g 22|2T26910f T3l low nanomolar £22| Z821(0.83nM)2 £
7209/15 proteins cancer using antibodies targeting - 24t G720{A L100 ADC(LCB22A)= IS 2 MIZR01| Chsh 2245t Meixol Mz
O-glycosylated proteins EMS HYOMECSO = 44nM), SH0t (DX 2 PDX SHOIME =9k AH B2
EUSLICKMED = 2mpk). BQIZH 22 SAAISOIME 2|0 QU OfAF HES Q10| 2+ Lijot
- 7|2 ADC 2|29| SIAIE Mo 22 543 Mg o~ U= YR 2= M2

ZtZ: AACR2025, DSEAEH 2|A 2|4
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TME L Al B A&

= 24t 71

ISACS 2 222 27|

ocoo=2 X

02 o242
; STING agonist 4=301|Af
Hu 2

uimta} e Al

) LCB39 3HE A|A|

2025.05.13

LCB39, Aufe| HLQ! STINGO| AM=Z2 s H[A|

STING agoniste| 4l =43 %|43S} 5= LCB39
SojntSe Aojfje] HL0|AH STING agonist

71&2] ADC7} toxing payload= Aol AAA FYAEZE APEstaLAt iohd
ISAC(Immune-stimulating antibody conjugated, BIA=FAHNTADL toxin THAI HIS
B/d2M7]= payloadE FAtste] TME Wl dAlE A A2 S 879 AlA &
& 89S FuA; e} Payload % STING agonisti= type 1 [FN £H]E 215}
APCE ASAZ1AL T cell primings o= WAC 2 cold tumorE hot tumorZ
A7 Ao= A2

2

Jef ISACY] oY Axb= dgsiA] gtk I[SACS= Sting agonistE &80k
Mersana®] XMT-2056(HER2-STING ISAC)= Phase 19[4 32} Apgoz oA} =
o] 8582 Y dose escalation= Z19¥stal 9oy XMT-20562 23f W initial
datas R 2102 oA/FHch

olefgh =4 ol4ri= ISACO] EA7} Akt ISACE 2RHAQ payloadet 2] A
F=Ama ofu2h immune stimulating S37EA] Z2Aslojolgict 1Lt dAA|
AFEE payload= € % o] FEolAT immune stimulating 7S U320}
™ St 5 of| A= CRS(eytokine release syndrome)= -Faoto] 24 8482 2H7| uf¢-
offitt. whd @A} STING agonist ZHA|S] 2PEsP o= H= AoR
payload”} & STING agonist =4 H|wstalat gt

STING agonisti= ADC®] payload #9F offg} @& Fof 9 PD-11 59 IC],
ADCS} B4 Eojsl= Hprlogr O}}—Okﬂk Lok &= 9t STING agonist®]
BLot 2= TS IS o 5% A9E 2RI A =2 VHRIE R
3 &= gl A MSD, Fisai, GSK ¥ Pfizer?] Sting agoniste= W2 a'% tH]| =
& BzEg o= Qlsle] Adte] EFE|glom T 59 89 Takedal] TAK-676 <
Al QAYo] FrtE]o] @A Boehringer Ingelheim®] BI-1703880 52 AgH2<1 7]
PD-L1 Hgoz 9ARS As¥sta Qi) 2l7BdHto] 9= STING agonist®] %

M= FAske] flote] ML permeability & #|4S} 5Fal FUAE ‘41
A active metabolite® A== LCB39E 75t 2026873 Akl A
o7 e]et.

&
O

%jo

—_

msﬂﬁr_u
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221126 TLR 7/8 agonist H|FLIZ

221127 STING agonist H|IFLIS

2025.05.13

TLR7/8

MyD88 MyD88

' p6S || p50 TNF, IL-1, IL-6, CCL2, CXCL8, CD80, CD86, CD62E
Acute 9 adaptive

dSRNA  self DNA
1=

Golgi

e,

@ — €

2t AACR2025, DSEALSH 2|A2| HIE]

At2: AACR2025, DSEAISH 2|AM2|4HIE

211 2l Yo HE S ISAC OflA|
=]

53 ERL 8| Payload
Li BT, ASCO 2023 (BDC-1001) Trastuzumab TLR7/8 agonist
Pegram M, ASCO 2024 Trastuzumab +/- Pertuzumab TLR7/8 agonist
ChenY, AACR 2024 TROP2-mAb TLR7/8 agonist
Blum L, AACR 2022 CEACAMS5-mADb (BDC-2034) TLR7/8 agonist
KenkelJ, AACR 2022 PDL1-mAb TLR7/8 agonist
Robinson, ASCO 2022 (TAK500) CCR2-mAb, myeloid cell targeting STING agonist
A2 7} A £8, DSEAIS 2|MAIME]
#12 STING agonist 4+ 2138 Akgk |1
THEEA nto|zafol UL I 4k U T2 Hut izl gt HE 2134 o
1. UM 24 SRR A
MK-1454 pembrolizumab #-& ORR 50%, PFS 6.4 7§ e St Pembrolizumab (PD-1)
MSD 2. 244 14 pembrolizumab #& ORR 24%, G3 0|4 TRAE ©F 14%
MK-2118 Ct= HESE 0%, pembrolizumab H& 6.9%,3 S2 0|4 S22 Cl4 e St Pembrolizumab (PD-1)
Eisai E7766 203 11 2 A 14 &3 e =T NA
97 % THA} THE/Dostarlimab 42 214} Phase 1 A
GSK GSK-374541 5 fq 1H1o_% ou\/r ;SSI’EE eeme e g ST Dostarlimab (PD-1), HT{2|
— = oo — 20
Pfizer PF-07820435 A ROl ZA7A.25E 32 DY UM 1 A ZCH A TN S Sasanilimab (PD-1/2)
) 22 3 11 2 Rywu therapeutics 258 2|0|MA I dr zC
BioNTech RVU-312 254 1Y EEE20 et MHO| 042 st Uist Y =
st ) 21 7 & F-star therapeutics 22€{ 2{0|AA QI ) }
fazeneca 01 23t THe: AtEt oj@p
54 H CHAF nivolumab = ipilimumab HE £ N Nivolumab (PD-1)
BM BMS-986301 - _ QA RIS = "
5 59863 22 o2 U S A} 0|ZIY cree EE= Ipiimumab(CTLA-4)
Chs £0§ 50 Y, €8 £0{ 79 Y Phase 1/2
Dazostinag G3 0|4 TRAE HEOIA 48.9%, CRS 2F Grade 2-3, MTD £ X - '
okeda (TAK676) SOOI CORR o 5:8%, 1At 24F 219 (Eioliied e = Pembroliumad (P0-D
25 521 8 Phase 2 2CHetH
Phase 1 ORR ©H= 46.2% 2 ezabenlimab #& 53.39 )
B-1387446 7ijezc? 6.2% % ezabeniimab S8 53.3% Mg 2 Ezabenlimab (PD-1)
Boehringer nde 2k : . .
Ingetheim 2™ generation sting agonist.
BI-1703880 23 d 32 At S5 AR, 66 Y Ciat QA RIS = Ezabenlimab (PD-1)
ORR 13.3%, DLT 1 24 2t4H 2025 o LY QAL 1 AF Z0} S ofAb
2|7 1ibto|2 LCB39 2026 A LY 24 1 4F RIQ) 2 Predlinical PD-1 B8 1 &

At 24 AF E8, DSEAZH 2]
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A|ef/Hio|2

ZaA|z=0f| & okS07t
SYUME active
metabolite2 XEtz| 1

HH 2 CIASt STING &
2t typedliA ZHALELH

25t s
L85t f=lie]|

C>—||_

2129 §£0 24A|2t

= LCB39 24

2025.05.13

LCB39, £Y MEY Sr2tE STING agonist

LCB39+= STING agonist 7% 9] &2} sfgt=o|tt. 7]22] STING agonist 7]710]
T Aol v BRI ol AAlol8Ee] Wom UekgdelN aF
o] mlEstth= Flofl &Risted] %—OJ: Aelde SISt skt sieiet. olof] LCB39+=
IARE permeabilityE W FF AHA o2 SHEHEE siglon FF AlE Y
ofA eF 1008R2] potentE 7F active metabolite= A== 22 /fUE|Qich

o]t AACR2025°114 2HESH viof] w2 W LCB39%: Fo 2447t
Plasma, Spleen, Liver 5oll4 78] I&EE]R] orom FqF E.—Olﬁ,ii
t} E3] Zo)|A] active metabolite formo| B2 T7 WAL= R4S
ALt AAE oot STING 717} typeollAl LCB39, active metabolite form
7370 BS(EC50)S HwsHlS wf HE
7374} TiE] oF 30~12974f9] B%S HUS

I-'J
TE‘
WE > 30 &

1

variants type®llA4] active metaboliter=

Q=51

121128 LCB39 unique propriety

LCB39:
LCE proprietary STING agonist

&3
o)

— Systemic

Potent active metabolite
Tumor j +

potency
= Tumor- targeting and retention
= Releasing active metabolite in tumor
= Maximized anti-cancer immunity

LCB39

= Capable of systemic delivery
= Agueous solubility = Improved PK
= Low cell permeability = Reduced toxicity

AjZ: 2|714BI0|2, DSFARSH 2|AM2|dE]

|2 121130 STING SA210]| (2 active/LCB39/competitor £

7 Tumor

B s B. he
et SO - = - -
[ | e Ja—
i o P o 20
I H g ﬁg Bg
§ Bl 0 .- 150
ll do” WU HT Rl &t - p)u'." &
> de §3 100- ) gg 100
“ ] - iz
= 50 ! = 80
o4t
H 3 0

—pop =T
0% 104 102 10 10 10° 10° 10°
Cone (M)

———
} o 104 16+ 10 107 10° 10° 167 107
Cene (ubl)

1010410 102 10 10% 10° 10
Cone ()

THP-1 reporter
STING variants (ECg,, nM)

R232 H232 HAQ

Test compound

%TGI
@D+15

iewtigna || e LCB39 167 340.6 2855
e || eaze Active metabolite 2.12 3.81 21.05

metabolite (1mg/kg)
Competitor 639.4 4903 674.3

2= AACR2025, DSERISH 2|A2|4lE]

2= AACR2025, DSEASH 2|A{x|4lE
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A|ef/Hio|2

Alof| = Pt AR

B %

Jtoh

2

2025.05.13

STINGS ubdo= D8+ T celld] £} HES ZAA7e asg HeshT 9]

7] mzol] thE-E2] STING agonisti= PD-1 inh. 5-¢] ICI®} H-& Fofstes 7iE

H}, olo] g)7iEte] @ 9A] theket mouse modelofld] T Fof §5Mual ofua}
ICT 2! il ADCQ]' Hﬂ -1—,5—010]- IIH_J _g_ﬂ— _9,1—0] ]. 1;]_

G=Fo] 9 [CI/ADC #-&5F0] BF AF fAae W= oof gogt o<

slolsleom %%5—0401]*1 CR ¢F 30%(3/10) ¥ TGI(Tumor Growth Inhibition)

oF 83% 2 53 AE Elsgitt. ADC 1,25 72 B8 Folsie2 wf ADCI
oA &= TGV} ©F 38.1%21 BFA LCB39 B8 Eo] A] oF 80.9%= H-E&EFo] A

EAE 9oL stHslgct PD-1 inhit HE £o

E ERIst e 157¢A} tumor rechallenge Alollte 7S Eleh 4=

Al 2F 40%(2/5)0l14 LHEs]
At

121131 LCB39 CHEEEN0A S2UE} 121132 LCB39 combiw. ADCs
A. -e- Control
& ADC (1mpk)
1500+ - Vehick "g -8 LCB39 (1mpk)
<ol Clsplatn (Smpk) - -0+ ADC (1mpk) + LCB39{1mpk)
- —&  LCO33 {mpk) g Body weight change
E A0 Budywa £ht changa g j
o = ‘
E 2 e
] b
B s LI i PR
: r.-d/? -I— ICR.’S."ID] .
- - ’
P S, LR % TGI - ADC1 % TGl - ADC2
Mono
"‘ i f = i 38.1 77.7
Days LCB39 . | LcB3s | .
amghg | 24 80.9 | emegia) | 71.0 89.6

A}2: AACR2025, DSEAIZH 2|A{Z|MIE|

A}2: AACR2025, DSEAIZH 2|A{Z|HIE]

121133 LCB39 combi w. PD-1 blockade

MC38 syngeneic model

— Vet
— ant-PD-1 (RMP1-14) Smpk )
T — LCB39, Impk Body weight change
E __ LCB3g, Tmpk,
H +anti PD-1 ab S5mpk
g
=
: T
umor
E Rechallenge
} (D+157)
2/5CR *
s : " pa
Days
] m— Viehicle
— anti-PD-1 (RMP1-14) Smpk
£ — 10838, 3mpk
E [ __ LCB39, 3mpk
‘E”m + anti PD-1 ab Smpk %101 @D#12
: = aPD-1
1™
# Rechallenge vehicle 3 202
To00- (D+157)
07 R ‘ LCB39 64.71 90.79
H H £ A A A A - " e (1 mg/kg) (2/5 CR)
f ' ' o LCB39 93.04 98.13
(3 mg/kg) ' (2/5CR)

A2 AACR2025, DSFAISH 2|A2|HIE]
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CHAICH 212 STING

agonist 7 S

& 140llA BoR Az,

2025.05.13

7] VY F AR D oAk 253 59 8 ApAF A RofA
STING agonist, Dazostinag(TAK-676)€ Z3tsto] STING ADC ‘TAK-500" &5

P FOTS sl

]

TAK-6762 94} 14 lintune—10114 0.1mg®E] 14.0mg7H] 8 Za519oLt
14.0mgolX e MTDof| egolA] ¢fot PAD(Presumed Active Dose)E &=t o]
== Ak SEeHTA BoRS S85A] 9gtom HB-8aHTelA BoRe oF
58%= x5t o CD8+ TAHIZE &, IFN-y ATIYA Fo2 54 exjollA
o A A 4 k= 754 stell A4 248l A dstgltE. PAD+ 5.0 or 14.0mg
o7 WA AAxglon SCCHN @ 3L+9] MSI-H/dMMR or MSS/pMMR T
AR o=z dgsiairt. 18y PAD7 o EYALE ERoblol <Fgs
g A0E i ASF0] At Bl Atk A, A 1ol FEduiet 8t
£ 21| ofeigitks AHofl 719Iste] S SHote A o= Tedich

22134 Dazostinag(TAK-676) 2! TAK-500(CCR2-STING agonist ISAC) 1Q25 7He ST Ui

Removed from Phase 1 Removed from Phase 2

TAK-280 TAK-500 st TAK-186
B7-H3 Selid Tumor Salid tumors s ] EGFR Salid Tumar

ICLUSIG*
Pediatric Ph+ ALL

Postanesthesia
recovery

-0
Austoimmune Diseases

Celisc Disease

TAK-653%
Inadequate resp.
in MDD

A} Takeda, DSEAISH 2|AZ|4lE]

12135 Dazostinag(TAK-676) 2| PAD criteria

ﬂgure 2A. Dose escalation schema Figure 2B. Dazostinag PAD criteria \

iintune-1 study Single " .2
TAK-676-1002 agent bcssesns Criteria PAD*

(NCT04420884) m m Last
Advanced or metastatic solid patient in:  proximal
tumors Jan 2024 PD
cycle 1 doses (D1, 8, 15)

given during 24-hour

hospitalization m

Achieve cutoff for >2.0X IFNy and 21.56X STING
signature in 2 dose cohorts

Evidence of increased peripheral T-cell proliferation
in 250% of patients

OR
Any confirmed PR/CR in monotherapy, patient who
had disease progression on aPD-1, or tumor type
refractory to aPD-1

m RDE1 declared Clinical

Jul 2023 response

m Hié Dose proportional increases in PK in line with predictions
that are clinically viable
m m Mo "'z’gg’e"(’;'ﬂ;%’;"'ed For any one dose level, >30% grade 5 TRAES (minimum
m observed up to 14.0 mg Safety of 2 deaths in same cohort)
Sgieoueit & comip Creray | Forany one dose level, >30% grade 23 related critical
AEs during cycles 1-2 (e.g., CRS or vascular leak)

>30% overall dose discontinued due to TRAEs during

m 1-2 (minimum of 2 disc. in the same cohort)

#*PAD will be called when 250% of the patients achieve thresholds based
upon proximal PD, POM, and/or clinical response in 6-9 patients per
cohort following the examination of at least 2 consecutive dosing cohorts

*1 DLT in 9.0 mg combo

A2 Takeda, DSFASH 2|A2|HIE
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121136 Dazostinag(TAK-676) Phase 1 dose escalation 121137 Dazostinag IFN/IP-10 aytokine 2! CD8+ T cell 813}

Dose escalation schema (iintune-1) = Overal

Single-agent safety
lead-in (n=1)

n (%), unless otherwise stated

(data cut-off date: 22 July 2024) .
Dose escalation (Part 1 [n=139])* Number of treated cycles, median (range) 3.0 (1-29) 3.0 (1-42) 3.0 (1-42)
Number of doses, median (range) 8.0 (1-65) 85 (1-112) 8.0(1-112)

T,, (hour), mean (standard deviation) 14(0.71) 1.5(0.78) 1.4(0.75)
Single-agent Dot TEAEs 50 (100) 90 (100) 140 (100)
gle-ag >
dazostinag level 22 Dazostinag related TEAEs 37 04.1) 75639 HiLg
Most common TEAES, 25 patients overall
. BLBM with Faligue 16 (32.0) 33 (36.0) 49 35.0)
IV infusion on > [Fyrexa TI260) T5(16.7] 28200 ]
a days 1, 8,and 15 B overdose control ThiE 4280 T5(14.4) AR
in 21- Nausea 19 (38.0) 31(34.4) 50(35.7)
in 21-day cycles e P Diarhosa 11(22.0) 19(21.1) 30 (21.4)
Vomiting 10(20.0) 19(21.1) 29(20.T)
Decreased appetite 14(28.0) 20(22.2) 34 (24.3)
Headache 13 (26.0) 21(23.3) 34 (24.3)
Lo E7(50.0) ]
Dazostinag + Dose Dose Grade 23 TEAR 20 (40.0) 44 z 64.(45.7]
ra s (40.0) (48.9) (45.7)
pembrolizumab level 1 level 22 Grade 23 dazostinag-related TEAES 3(6.0) 7(7.8) 10(7.1)
200 mg
Serious TEAEs 18(36.0) 41 (45.6) 59 (42.1)
Pembrolizumab 1V > 343+3 * BLRM Serious dazostinag-related TEAES 3(6.0) 10{11.1) 13(9.3)
a infusion on day 1 of dose- with On-study deaths (unrelated to dazostinag) 2(4.0) 8(8.7) 8(57)
each 21-day cycle escalation overdose TEAEs leading to dazostinag dose discontinuation 5(10.0) 5(56) 1071
scheme control
TEAES leading to dazostinag dose modification 20(40.0) 39(43.3) 50 (42.1)
2t&: ESM02024, DSEAISH 2| M| MIE] 2= ESM02024, DSEAS A 2| M2 |AlE]

Z:0.1mgSE] 14.0mg7tA| dose escalation 2L} optimal dose ZFR| 28

121138 Dazostinag(TAK-676) BoR 121139 Dazostinag IFN/IP-10 cytokine 2! CD8+ T cell HS}

Best overall response
(response-evaluable population)

(data cutoff: 22 July 2024) Dose-dependent increased production Increased levels of CD8* T-cells
120 - of IFN-y and IP-10 cytokines in tumors
29 (plasma)* (biopsies)
2-9 128 IFN-y 11 of 20 patients with 2 1.75-fold increase in
/ 64 CD8" T-cells from baseline
] — e o A A S i,
25 5] I/ A | 14mgs ’
2 EIAY e {s VAR
2k 8 2 . la o~
80 325 26.1 w 3E - umens 2154 3 S
05 8 Tee ™ /
o 025 ¥
® Pl
- 0
@ 60 o BT R 2 x
€ cion cios cions G201 B Bl R B |
2 "0 5 mg
- 64 omg  combo
o 40 i 32 CD8* T-cells in a patient with TNBC
] | IRT (dazostinag 9 mg + pembrolizumab)
% § 8 Pre-treatment
2 :
20 4 g =
1
05
0 T d
Single agent Combination Inag.
n=40 n=69

NA =NE mPD =SD mcPR mcCR

At2: ESM02024, DSEAIZH 2| M2 MIE] A& ESM02024, DSEAISH 2|AM2|MIE]

121140 Dazostinag(TAK-676) Gene signature H3}t J2141 Dazostinag IFN/IP-10 aytokine 2! CD8+ T cell #43}

| Combination (dazostinag + pembrolizumab) |

o 20w
S, Combination Single Agent g 2 s~ 14 mg (RDE2)
£ o B2
{:":E 5mg 14 mg ag 154 == 10.5mg
7 v E
g g N=272 N=5/5 é’g - 7mg
£ s 104
2 1.56-fold a2 9mg
o c o
53 PA S5
2% threshold 53 54 = 5mg (RDE1)

=0
Zs TITITEE TR TR T .
0 CiD1 c1D8 CIDIS CID1 CiD8 CID1S CID1 €104 CiD15 C101 CIDS C1D15 1 ] 1 ] 1 ] 1 ]
Pre  6hr 10hr  24hr
*RDE 1 = 5 mg dazostinag; RDE 2 = 14 mg dazostinag.
2tz ESM02024, DSEASH 2|AMz| e AtR: ESM02024, DSEASH 2| MA|HE
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Unmet needs?t &=
Sarcoma

HZ2|2H ORR 9f 6-
12%

LRRC15&= £5]| bone

sarcomadjA &2 s

2025.05.13

LRRC15, 32| Mz z|=H

SoC7} 9= |, Unmet needs= 01 =L}

LRRC15&= CAFs targeto= @2 B3] SoC7F = sarcoma(S5)2] A2
target O &2 THFE L Qr}. o AACR2025¢f14+= LRRCI15 target ADCef| gt A
AR = 27EMte] @ B Zai-lab F SAF B EhaEs|e] Hl ot -Golskyith

A7) sarcomal EE A3l 4% v R, SRR 10004E0] Y ok
ol olg o7 olsty] gytAel FAXFA|7F BE510] unmet—needs”} Pl¢ =& &
It @A % A]=H9 ORRE ¢F 6-12% =02 u$ U}t Sarcomas H|

Oﬂ/ﬂ oF 229,0007g0] 91 Q= Aoz ARl oF 1% 02 5]

aolefollde A e oF 15%] sigsto] A a2 AAIehL gloem F=
= yolo] Wste] Aol =tk Sarcomatw= I bone sarcomafex.

Osteosarcoma 5)2} soft tissue sarcomafex. liposarcoma, fibrosarcoma )% W™ ZA]|

sarcoma % °F 12.7% @A} bone sarcoma®l] st

rIj 41 o

=)

2j7PRbo] = AACR2025°14 F49] EFoll ot LRRC+ SAH0] Hl&-2 A

ol 1 & sarcoma(%E)oA= Osteosarcoma(ZS%E), Chondrosarcoma(&Z
5%) 59 E3] LRRCs= Bone sarcoma AEolA 10% ©Vd LRRC Tdsh= et
Hlgo] =52 2RIsIt g7EHtole= off AACR2025 presentation®f|A]
LRRCE= &9 Fioll wet U Hls oA Aolsto] Hot g eAtE g7l
QA ZFALe] o] maElele Jow LRRC7HA] EFAS ZHSRS 52 Yyl

12142 Sarcoma ‘& bone sarcoma Hi& J2143 BYO| ER0|| 2 |[RRC+ HIg
Tumor type % of patients # of
) with 210% of samples
MOHCosIRnEY LRRC15%cells* | tested
1648% ORI Osteosarcoma (adult) 77 51
® Ewirg tumor and related " I |
sarcomas of bone Malignant bone tumors S Gk, | = | i
m Other specified malignant
bone tumors Chondrosarcoma 58 38
® Unspecified malignant bone | 1
tumors UPS 41 79
® Rhabdomyosarcomas 1 1
% Leiomyosarcoma 40 30
Fibrosarcomas, peripheral . 4
nerve & other fibrous Rhabdomyosarcoma 30 23
Kaposi sarcoma ] |
Fibrosarcoma a8 25
512% Other specified soft tissue Soft issue sarcomas N
Shrconws Synovial sarcoma 10 41
Unspecified soft tissue 4 4
o Liposarcoma 0 24
Other STS subtypes 35 11
Zt&: Zachary Burningham et al 2012, DSERISH 2| M2 |4lEf 2= AACR2025, DSEASH 2|Afx|4llE]
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LRRC15;

HALZZIO|M 72| BrE X
PD-L1 32| ICIRt HE E
o 7ts

Abbvie 24 SCH
Zailab 25 IND A|&
2|71HI0|2 26 IND

ZL-6201; camptothecin
dar 8, TMALIN platform
STO106; MMAE dar 4,
ConjuAll platform

2025.05.13

LRRC15ADC= Abbvie?} D|0ISt 8502 B8

LRRC15(eucine—rich repeat containing protein 15 A|Z-AEL 2 HZ-ECM ArS#t
Boll Tofol= Hks Thilldolnt. QlH| 1w} %‘0}@1 FAK 415 %— %ﬁ TF A
olf NI TR A A oA HEES Wi WoH S TYAIE 2
Z%F 714 Wl TGE- B9l ool fd F94 OO]-/\-]] IL(TGF- B—driven cancer-associated
fibroblasts, CAFs)ollA] 2]3924] 0= Y%ty LRRC+ #Jlf A] CD8+ T cell®] HH
AE &sfste] PD-L1 5 ICI®F W-8sto] 852 SHHAIZ 4 Shaol d=A

-

LRRC15 ADC=Z+= Abbvie®] ABBV-085(Samrotamab vedotin)7} 714 H#| 74t
.01} Phase 1914 3.6mg/kg 2 HA FAHE W oF 80%7} Grade 3 o]/l
TRAEE YERH §1H Osteosarcoma+UPSOA ORR ©F 20%(5/20)2 vlu|g &
5= YHsHHA o] FEESIM FA LRRC1S ADCO] 835+ B = F=

9] Zai-lab¥} =Uj9] 2|7EgHle| @7} glom & 7] molmeiol BT Mol ¢
= Zai-lab®] ZL-6201°] &3 4 IND #l&, 2l7FiHte]2.0] SOT1062 20269
Ul IND A& oot

Z1-6201-2 MediLink Therapeutics®] TME-activable linker payload(TMALIN)
ZES Aol om AR payloadts F7HER] 949EoL} camptothecin -
payloadE 87/ Aot HHA 2l7EdHto] @+= MMAE AlE9] payloadE dar 4
& " e 2kl ConjuAll E3E-2 ARSI

T mojuelel T HAA TAA 2435t Cell binding, Internalization &
cytotoxicity in LRRC15+ cell 52 5ottt & mro|ZaRel 710] §75-2 A=
JolRt MEFE AREste] 23 Hlwsh] oj ot g)7FiRte] = benchmark=
Abbvie?] ABBV-085(DAR2 mc-ve MMAE)E ARg5to] ABBV-085 tH] 858
golgt 4~ QIeity 53] 24A17F o]F Cell internalization®ll4] Abbv—085 tiH]
STO1062 Y=AQl B5S Heom ol= FYH Cytotoxicity= o] FTt.

J2144 SOT106 Molecular Features (2|7 1HI0|2) 121145 716201 Molecular Features

[ Novelhumarised antbody enabing rapid | § Ligachemsio

Site-specific and
homogenous conjugation
to mAb light chains

\

N
bl

IgG1 backbone }\
LALA mutation for effector
function inhibition

intemalization

|

A\ o
Enzymatically attached % y SoH

isoprenoid spacer Humanized
anti-LRRC15
1gG, mAb

N

2 Y u % H " DAR=8
) N Nio

— Branched linker
enabling DAR=4

\ MMAE with tumor-selective
payload release via lysosomal -

glucuronidase cleavage

Zt2: AACR2025, DSEALEH 2|A=|4E

2= AACR2025, DSEASH 2|A{x|4lE]
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J2146 SOT106 Cell binding / Intemalizaion/ Cytotocix assay &

2025.05.13

U118 MG, IHC LRRC15H/6H

Binding Internalization Cytotoxic assay (120h)
p =0.0098
150009 o soT106mAD . 600 120 -~ SOT106
125004 @ benchmark mAb @ -o- benchmark *
L @ isotype ctrl 3 100 o isotype ctr-MMAE
s 10000+ o 400 2 g ~.___-o free MMAE
5 B ®
= 75004 -
g § F I .. S
= 5000 & 200 = 40
= i
2500 = 20
:;cm 0001 001 01 1 10 100 0 S e & X A
X X J ; N N N NS e
¢ [nM] & & 096 & N9 '&@
o & & [nM]
S 2
0" N a"d
& ¢
IC5, = 0.37 - 0.25 nM & & IC5, = 0.65 nM
The isotype control signal was sublracted from
all to reduce

* benchmark = ABBV-085, LRRC15 targeting ADC with DAR2 mc-veMMAE, in previous Phase | clinical trial ORR in sarcoma 20%

2t AACR2025, DSEAISH 2|A2| HIE]

2147 71-6201 Cell binding &5

A HT29.LRRC15 B Huo9 c Saos-2
4%10%- 8x10%-
xd QA + ZL-68201
3%104- * . 6104 + Isotype-C24
= o _ < ZL-6201-mAb
L 4. ~
= 2x104 = 1x10] / = 4%10 < Isotype
1x104 2%104
0- — 0 re¥sesoved el e
2 0 2 4 32101 2 3 3 2 4 0 1 2
Log[Conc.(nM)] Log[Conc.(nM)] Log[Conc.(nM)]
A}2: AACR2025, DSEAIZH 2|A{Z|MIE|
121148 71-6201 Intemalization &5
A B C
o ) Huog Saos-2
o o 1.5x10%
£ ax10°- HT28.LRRC15 E 1.2%10% + ZL-6201
= = = |lsotype-C24
3105 4+ r
s g 90 o 1x10%] + ZL-6201-mAb
;23105- ; Gxi0] f"l'f = = |sotype
& 1x105 & ¥ 5102
e 1 L PELE ;
= = //
[ 0- e [ 0] w—e—aet A
- £ 0 T T 1
E T T T 1 E T T T T
E 3 02 4 0 1 2 E 302 4 0 1 2 -1 0 1 2

Log[Conc.(nM]]

Log[Caonc.(nM)]

Log[Conc.(nM)]

ZtZ: AACR2025, DSEALEH 2|A 2|4
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271102 STO106,
A5 LRRC 2EOIME

invivo efficacy &2l

Abbvie CjH| &5

4mg/kg Folo|le aapba o 25|

2+ +LowlliME BS

sl

© gHgon go] A BES BT 4

level 1-10%) 4=0}f f;_’—%%‘— PDX 2ok ABBV-085¢F E2] STO1062 G314

2025.05.13

STO1062] ABBV-085 tH] <=3} Internalizaion & Cytotoxicity &5
o Ax gelE]det High grade Leiomyosarcoma PDX R@ofl4 ABBV-085
okkor} STO106 2mg/kgs Foal9e 7
gt g&o LRRC low(HC

oz ok Adflels 2SS

1 5 915

. o= TS

719t & 4= 9k

=]
0] 0 O
=1

21149 STO106 In vivo efficacy in high grade leiomyosarcoma (vs. ABBV-085)

single dose

repeated dosing

body weights

STO1067} low LRRC]
S AR HPhase 1.2 LRRC+ 3FE tifo & shx]gh).

E 2000 E 2000 20
E E =
& 1500 & 1500 ¢
L 7 gl g 10
+ + £
© ° 2
5 1000 5 1000 ; 0 LT LT MT - SOT106 2 mglkg v, QWx1 (d=0)
= s g 20 B0 40 50 SOT106 2 mgkg i v., Q2Wx3 (d=0,14,28)
§ 500 § 500 E 10~ Study days
= = B « benchmark 4 mg/kg i.v., QWx1 (d=0)
§ § ” @ benchmark 4 mg/kg | v., Q2Wx3 (d=0,14,28)
= 0 = 0 -20
0 10 20 30 40 50 0 10 20 30 40 50
Shxivicays Sldy davs SOT106 - MMAE DAR4
benchmark - MMAE DAR2
single dose repeated dosing body weights
E 2000~ E 20 ~@- vehicle 5 plL/giv, Q2Wx3 (d=0,14,28)
E E 2 -8 isotype-MMAE 2 mgkg i.v., Q2Wx3 (d=0,14.28)
E 1500 E © 104 -& - isotype-MMAE 4 mg/kg i.v., QWx1 (d=0)
3 » 2 g SOT106 0.5 mg/kg iv., QW1 (d=0)
g ,0/ g 5 | SOT106 0.5 mg/kg Iv., Q2Wx3 (d=0,14.28)
5 1000 $ |+ - = 0 £ i &
2 3 ] il -@- SOT1062 mghkg iv. QWx1 (d=0)
= | > = 10| 20 B0 40 50 % g >
T -3 ,A s g ‘ Shidydave - SOT106 2 mgkg Iv., Q2Wx3 (d=0,14,28)
g 500 '_ g 2z -10 i -&+ SOT106 4 mgkgiv. QWx1 (d=0)
e f{- = 3 - benchmark 4 mg/kg v, QWx1 (d=0)
3 i“iQQ:ﬁ 3 I a —m benchmark 4 mg/kg L.v., Q2Wx3 (d=0,14,28
s 0 = T 20~ nchmark 4 mg/kg Wi ( )
0 10 20 30 40 50 0 10 20 30 40 50
Study days Study days

SOT106 - MMAE DAR4
benchmark - MMAE DAR2

A} AACR2025, DSEAISH 2|AZ|MIE]

121150 STO106 In vivo efficacy (vs. ABBV-085)

female, 16 years old
metastatic
osteosarcoma

H=66.4

SUBCUTANEOUS MODEL

ORTHOTOPIC MODEL*

* patient tumor grafts implanted into the femurs of mice

% 4000 . SOT106 demonstrates exceptional efficacy in

;‘ - - pediatric LRRC15 low-expressing PDX models,

ke further supporting its therapeutic potential across a

5 2000+ broad range of expression levels

J

|: 1000 . e :

It achieves significant tumor regression where the

3 SCee ety benchmark therapy proves to be ineffective, even
Study days after a single dose administration

£ 2000 vehicle isotype-MMAE SOT106 SOT106 benchmark

E DB 1AM 5pligiv., (d=0,7,14) 4mgkg iv, (d=0) 4mg/kg iv., (d=0) 4mgkgiv, (d=07,14) 4mgkgiv, (d=07,14)

Q 1500 A

t, 1000

g

£ 500

0 10 20 30 40 50
Study days

Zt2: AACR2025, DSEALEH 2|A=|4E
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HFH Z1-6201-2> AABV-085 5] ¥ix|ut=ete] vlw= glou LRRCIS positive
PDX modelofA] SA4109 Chondrosarcoma % SA4237 Sarcoma ZFZF dose

dependent §F &5-2 SRRI5HITE

Th=o] Serum ¥ tumorolA] doseol] WE F= AolE FASI=H EFlM=
TAb= H]J—J’—@ we] AARAT FFAM Tabe Fof ol & fAHE 2= &
At e FYoll payload7t AEA o7 HALE= et AAE 2RIkt

aah151 ZL-6201 In vivo efficacy

ZL-6201 demonstrates significant tumor growth inhibition in mice

bearing LRRC15°° PDX tumors

A ) . B
544109 Chondrosarcoma PDX in BALBiz nude mica 504237 Sarcoma PDX in BALEe nude mice
1200
2000 - Vehicle = Wahicla
® lsotype—C24 3 mgikg QWx3 = |lsotype—C24 Grnpk OWx2
_ + TL-6201 1 mglky QWx3 | 100 o 716201 Bmph QWx2
g 15004 = ZL-E201 3 mgikg QWx3 - E
E ® ZL-GI01 10 myllg QWx3 E 200+
o o L
g I g
2 1000+ K- — e e -
z - g
z
: -5 2 z
2 sui T " Z T TS S SRV
. o "_-!-- - . T s i
e v -—g 1° el S
L4 . ; . P I PR ey
o 12 20 1] L[] an

Days past initial treatment

Days post initial treatmant

A}2: AACR2025, DSEAIZH 2|A{Z|MIE|

12152 71-6201

| oiz

=/ZY pharmacokinetics
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A B
C24 in Serum and Tumor TAb in Serum and Tumor
1%10-1 _
5% 1e102 f— ~ Tumor_2L-6201 3 mpk §2 « Serum_ZL-6201 3 mpk
=g = Tumor_ZL-6201 6 mpk § ; - - Serum_ZL-6201 6 mpk
g5 10 ’ + Serum_ZL-62013 mpk g2 e - Tumor 216201 3 mpk
cE + Serum_ZL-6201 6 mpk 55 [ = Tumor_; mpl
=) 1x1[|'4 o= 01
o=z =
1%10- ‘ 0.01-———— ; .
'l-h ES’ ,\q, .\ht',@'h O @AV PP
Time (h} Time (h)
Serum Tumor
ADC Dose (mg/k Analyte
[ & g] v Cl)lcrrlax (IJB/ITIL] AUCst {h*llB/mL] Cﬂfcmax (l-lg/g) AUCjsst (h*UG/g)

3 Z1-6201-TAb 60.2 1330 3.02 242

6 ZL-6201-TAb 87.3 2320 2.85 243

3 C24 0.000399 0.00967 0.0310 3.08

6 c24 0.000992 0.0145 0.0389 3.23

2t AACR2025, DSEAISH 2JAIAIE]



A|et/Hio| 2 2025.05.13
[ 2|71H0|2 1410801
AFAENE aole)  2QIANEM (Kloig))
2022 2023 2024 2025F  2026F 2022 2023 2024 2025F  2026F
FEARL 192 135 602 722 880  OfEM 33 34 131 288 331
iz U HS2Hapt 118 63 497 620 770 OHERt 16 16 16 17 18
OiE2HA 2 7|ERKR 19 19 51 49 56 OfE£0[Q) 18 18 115 271 313
ZHztAk 0 0 1 2 2 Tops| @ 22| 68 99 120 139 153
7|E} 54 52 52 52 52 ggo|e 50 -81 5 132 160
HIRSALA 61 55 120 230 267  (EBDA) -46 76 0 138 168
AT | HERS 20 17 67 146 168 =829 7 6 9 9 9
ML 26 25 27 34 41 olzlE 0 1 0 0 0
28tk 8 7 6 6 7 EAP|YS B 0 1 0 0 0
AMAEEA| 253 190 722 953 1,147  7[ElAUQlEQ -4 2 0 0 0
KA 29 37 9% 184 208 MIEZAISALRI02! -48 76 4 141 170
O L 7 [ERHS 16 23 75 165 190 HSAILHOIMEIE 3 2 0 0 0
E == 12 12 17 17 17 ABAIZO] -45 74 4 141 170
7 |EfREEAY 1 2 2 2 2 SThlelole 0 0 0 0 0
HlesSay 4 4 6 6 6 g7kol -45 74 4 141 170
Y1382 0 1 3 3 3 Pl -45 74 4 141 170
7 |EHH| S-S 4 4 4 4 4 3ol -43 73 4 141 170
Bz 33 4 100 190 215  OEZ0|2E (%) 534 52.1 875 940 946
AlufFRRE 220 148 622 763 932  EHOIAUE (%) -1508 2367 -40 457 483
22 14 14 18 18 18 EBMDADRIZ (%) -1384 2230 02 479 506
2ploiz 9% 98 563 563 563  E7120|2UE (%) -1350 2159 27 490 512
o|jloiz 105 31 34 175 345  ROA(%) n/a 333 038 169 162
HIZ B E) 0 0 0 0 0 ROE(%) n/a -40.1 09 204 200
AEEA 220 148 622 763 932 ROIC(%) nfa  -1539 -144 n/a n/a
SIZSER o)  FLE2RE (&4, 8H)
2022 2023 2024 2025F  2026F 2022 2023 2024 2025F  2026F
s HzsE 7 62 15 215 188 EARAHE ()
= o] I G ) -45 74 4 141 170 PE 242 248 7380 247 206
248712 17 10 7 -18 1 PB 54 125 43 46 38
YA A2 3 3 4 4 5 PS 355 54.1 203 123 107
DA AZH| 2 2 2 2 2 EV/EBITDA 202 222 90879 210 164
7Ef24H|Ig 13 5 -13 24 7 PICF n/a n/a n/a 286 207
GRS ARG HE 17 2 19 R 17 HIE4YUE (%) n/a n/a n/a n/a n/a
OHEAHH ZAETD 10 7 32 3 7 8L (%)
DAL ZNST) 0 0 -1 -1 0 O n/a 22 2835 1200 150
DHURR S7HLD) 0 0 52 90 25 gole n/a A7 A2 4 216
7 |ERRLLE BAAE 7 5 0 0 0 Molef n/a 32| B4 34233 20.1
S2gs sz -16 9 -56 93 37 Y70l n/a 22| B4 38692 20.1
QEAHEEIS) -4 -1 5 - -13 EPS n/a 32| B4 38473 20.1
DAL LS -1 -1 -1 2 3 RN (%)
SRR Z(ETD -10 12 -49 -80 22 Badig 150 279 16.1 249 230
7EIE2IEE -1 -1 0 0 0 fsHE 6699  363.1 6424 3935 4226
MRS T 3 2 475 0 0 2ARUS/APIRHEK) 718 653 843 848 855
2UFol S7HAUD) 0 0 5 0 0 Yolo/ZEHIZK) -1763  -1530 n/a n/a n/a
2pE0| Z7HZtA) 3 2 470 0 0 E3UZ KA 12 13 20 20 20
B2l 2= 0 0 0 0 0 =22 ) -158 97 524 647 797
JERREE 0 0 0 0 0 FEYREE)
&30 274 22 55 434 123 150  EPS 11,768 2,621 99 3926 4717
e = 140 118 63 497 620 BPS 7937 5215 17084 20962 25622
7145z 118 63 497 620 770 SPS 1,208 1,201 3,619 7918 9106
NOPLAT 37 59 5 95 116  CFPS 998 2,237 -102 3395 4687
FCF -26 -57 -40 123 150 DPS n/a n/a n/a n/a n/a

A= 2|71BI0|2, DSEASH 2| MRIHIE] / 2 KAFRS A&7}

=
T
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2E2INSA|) 220,0009
HANE7H05/12) 151,800
Akxof 44.9%
Stock Data
KOSPI 2,607 3pt
AHEHEHER) 338504
LATAL 222,9901%
oHTY 7} 1,000
ap=a 22044
602 TRHH2 5333
602 TRHHTHE 926378422
2=el X2& 22.1%
523 2|17t 211,000
523 2|7} 151,200
XORXR
TETT
ME|@BCIA Q| ¢0l) 29.0%
2UAFITHRI 12) 64%
F7H20| U M=
(%) A2l E Aoiels
™M -58 -13.0
3M -15.1 -174
6M 42 92
ZI|AE
o HER|R

(@) relative to KOSPI (et
250,000 1
200,000 1120
150,000 :; : ;\ﬁ j :'{* 100
100,000 F 180

50,000 160

0

40

24/05 24/08 24/11 25/02 25/05

MER|R
068270
Runimotamab?] CRS S4&

PN SIAL2 AHSLIDASH: AE|2

AEZRL2 71E9] Hiol Ay 7RIt AlePidsAlz AFHarART
A7 Oncologyell F%ste] ADC, TCE & vt 72 Zlastal 9low s

S dHigfog AACR2025914 & 279 HEE st 71 F=&qt
Hig e =2 7289 HER2 TCE 9tk

Runimotamab2] CRS =M 3|25t HER2 TCE

HER2 TCE:= T cello] #&HA8kE ¢ CRS(cytokine release syndrome)-2 -3HA]

71 4= QJrk= ©S 71k TCEQ] CD3 2 HER? affinity’} %82 anti-
tumor activity:= == ¥ CRSE F=ot| Hrt. HER2 affinity= =255 &
5o] Al55l] R HER2 affinity®] 48-& HER2 TCEoA9] Ea3t a4
% SR B7FE B34 HER2xCD3 TCE Runimotamab- Phase 1a©fA]
o= Fo] Al AAAM|aEe] HER29| 23, on—target S7d¢] Aot cohort
8(C1D1 1.7mg + C1D8 Smg)ollA] AT

OII

&5t HER2TCE

o g

ABP-102/CTP-72+= HER2/CD3 affinitys 4ot HER27} H|w2] A2 &
I zollA At o] Yol on-target 42 A2kl o]E Fol CRSE A
shch AA aso] YHARNNE AHAHS ASITHH Aok 7HXE Fofdt
T S Zlog Hdeict
Dual payload ADC, CTPH-02 371
Ol‘ﬂ o ZAE P2 F7HE CTPH-02+= 7]&2] payload MMAES] A= Tt
258 7]179] novel payloadE ARt dual payload FEfolct. 1 A3t HER2
low HZZFOME payload?t =2 Al 17‘12 Fofl At MlEEAdE e 2
2 daroﬂ/ﬂE L;_ ~1— 0 EO] 14 ] 1—7440]1::1 ﬁ‘r% Q—Z}-% _%].;g %: HER2
ADCO] W ST &5 BY 4= Q718 7t o] T3t HAAt &
501 APAIRIA ARED] ZAIS] AT o] S Hke sl

%

Financial Data

(A2l 2022 2023 2024 2025F 2026F
[ ESl 2,284 2,176 3,557 3,893 4371
010*OIOI 647 651 492 962 1,212

HO|UE(%) 283 299 138 24.7 27.7
HIZJOIO' 626 671 576 1,106 1413
A|HfFF2|2e0| 538 536 426 885 1,151
EPS(R) 3,508 2,460 1,974 4351 5,633
SLE(%) 73 299 -19.8 120.5 29.5
ROE(%) 134 5.1 25 5.1 6.2
PER(HH) 437 78.2 915 349 269
PBR(HH) 52 25 23 18 17
EV/EBITDA(HH) 26.1 485 436 249 20.5

Az AE2|2, DSTEASH 2IMAE, K-IFRS HE7|E
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ABP-102/CTP-72,
Tetrabi format 122
HER2 affinity <&

EAM 2|AS}

= o -+

— ontarget

In vivoOilM &= HERZ high
SEOj| A2 Z 0t

—%—
S

;invitro 231

121154 High HER2 expression

k=2
=

i&st HER2 TCE

(o][]

Runimotamab?| CRS =M

ABP-102, HER2 affinity &S &35l CRS =4 siZ Al

MEZ29] HER2xCD3, ABP-102/CTP-72+= TetraBi format -2 affinity”}
trastuzumab® Tt Wil bivalent trastuzumab¥} -FARE HER2  affinity 2
monovalent 1x1 heterodimer®} FARH H|w2 vre 422201 CD3 affinity S 71t

£ 7F4 Runimotamab¥} H|w5}3-8 w] HER27} v A &
2 AN AElo] ot on—target =4S F|ASkoPH o]F Fofl CRSE 9
et 4= qlet AR Non—GLP Tox 9] A&ellA4] Runimotamab-2 0.5mpkol 4]
L} ABP-102/CTP-72+ 90mg/kgZ7IA] kS StEste] At

CRS7} 22gst51o
oA FRsEE J|ET 9,

o]o]| monovalent +Z=

1S KeX
TH

Therapeutic index&
F712 AEZl 22 HER2 2o ujet ABP-102/CTP-729] in vivo 8% H|1
she AYIEES 3706ISek HER2 highollkl= TGI(%)7F oF 105%E @/dsk=
5 Runimotamab F 45% tHH] =3+ 58 Kl ¥hH HER2 lowoﬂ/\ii BsAb
parental model ©F 76% o] °F 39-51% F==o=2 AHX Hrt o=
ABP-102/CTP-727} in vivoolA = in vitro2} S-AFE HER?2 afﬁmty =2 Hole
oulshH on-target =/olA A= 4= Alea AXRITH

==

ot g5

121153 HER2 affinity= trastuzumab bivalent S:AF, CD3 affinity= Y& 22

trastuzumab | I HER2 x CD3 BsAb |1 x 1 Heterodimer

| HER2 x CD3 BsAb binds CD3 similarly
to the monovalent 1 x 1 heterodimer

HER2 x CD3 BsAb binds HER2 similarly | ______________
to the bivalent trastuzumab

15

« trastuzumab
= HER2 x CD3 BsAb
«1x1 Het v

s

Normalized MFI

\

b

00
104 107 107 10* 10° 10' 10 10
(M)

2

0.0 o e
104 107 107 10' 10° 10' 100 W0
Concentration (nM)

At2: AACR2025, DSFAISH 2|AM2|HIE]

2YM & 22 72155 Low HER2 expression 2Z0{A QHES!

hCD3+Tcells : SKBR-3 target cells (E:T = 5:1), 28hr

60

hCD3+Tcells : MCF-7 target cells (E:T = 5:1), 28hr
40q
@ BsAbWT
@ BsALWT B BsAbWT DS
8 BsAbWT DS

MCF-7
Low HER2

Expression

& BsAbvi

SK-BR-3
High HER2
Expression

& BsAbvi ¥ B:A0W

¥ BsAbv2

%eytotoxicity

4 BsAbv3

4 BsAbwa @ BsAbvé

@ Bsab v

@000 0001 001 01 1 1o
Concentration (nM)

)
100

tration (nM)

P 0 s T!Ioncen e

NOA

ZtZ: AACR2025, DSEALEH 2|A=|4E

A= AACR2025, DSEASH 2|A{x|4lE]
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J2156 HER2 high modeloflA{= Runimotamab CHE| &5 =02 £2

2000 [ 2000 ‘
£ £ :
P
3
; 1000- : | Emm
H e H
T By oy 3

ABP-102/CT-P72, 0.15 mgikg
ABP-102/CT-P72, 0.5 mg/kg
ABP-102/CT-P72, 1.5 mg/kg:

ABP-102ICT-P72, 5 ma/kg

ABP-102/CT-P72, 15 mglkg

Runimotamab biosimilar, 0.15 mg/kg
Runimotar

NSG mice (n = 10/group)
Day -10; Tumor cells 5 x 10*6 in Matrigel
Day -3: Human PBMC i.v. 1x10*7
Dosing BIW for 3 weeks

CT-P6 (trastuzumab biosimilar), § mg/kg

DO NOT POST TGI% (d32)

2000
<
£
§ .
'—4
0
o 10 20 3
Study Day
DO NOT PO

A2 AACR2025, DSEAIZH 2|AM2|4HIE

121157 HER2 intermediate modeld|A= Runimotamab/BsAb parental CHE| &5 FAF

@ Venicie Cortrl
 ABPAGHCT-PT2. 1 mog
 ABP-IGUCT-PT2. 10 mokg
v ABP-102/CT-P72.20 kg

Tumor Volume (men’)
1T
——
2 NESIR
Py

: |
A 1% I
i -

» -

Tine post treatmont start (days)

BsAb parental, 10 mg/kg
ABP-102/CT-P72, 1 mg/kg
ABP-102/CT-P72, 10 mg/kg
ABP-102/CT-P72, 20 mg/kg
Runimotamab biosimilar, 1mg/kg
Runimotamab biosimilar, 10mg/kg

CT-P6 (trastuzumab biosimilar), 10 mg/kg-

TGI'/. (d25)

DO NOT POST

Bosmiar) 10 mghg

T =

Tumor Volume me’)

v Parental BsAB. 10 mhg

C-NKG mice (n = 8/group)

Day -9: Tumor cells 1 x 10*7 in Matrigel
Day -3: Human PBMC i.v. 1 x 10*7
Dosing BIW for 3 weeks
(Treatment Day 0,4,7,11,14,18)

DO NOT POST

A}2: AACR2025, DSEAIZH 2|A{Z|HIE]

12158 HER2 low modeldllA= BsAb parental(High affinity) CHH| &5 ©22

ABP-102/CT-P72 has reduced efficacy compared to the
parental antibody in the in vivo HT-55 HER2- Iow co-
xenograft tumor model

JTAJACT pTANNUVA L
smarcan ssocoin 4« MEETING
for Cancer Research” 90985 CHICAGO

APRIL 25-30 | AACR.ORG/AACR2025 | #AACR2S

@ Venicio (PBS)

2500 25004 @ 8P s0z1CT.P72 (5 moka)

& ABP-102/CT-P72 (0.5 mg'kg)
@ ABP-102/CT-P72 (0.05 mgikg)
20007 @ A8P-102/CT-P72 (0.005 makg)

@ Vehicle (PBS)
B ABP-102/CT-P72 (5 mgikg)
¥ BsAb pavental (5 mg/kg)

2000
1500- 1500

1000 1000

Tumor volume (mm3)
Tumor volume (mm3)

%

138 incing by o cptomatry

-5 0 5 10 15 -5 o 5 10
Study day Study day
BsADb parental, § mg/kg 76

ABP-102/CT-P72, 0,005 mg/kg: 51
ABP-1021CT-P72, 0.05 mgkg 2
ABPA02CTPT2, 0.5 mgkg 41
ABP.102ICT.P72, 5 mykg 41
o 0 100
DO NOT POST AR i

NSG mice (n = 5/group)
Day 0: Tumor cells s.c. + human PBMC in Matrigel
Dosing BIW for 3 weeks
Control mice reached humane endpoint starting at Day10

DO NOT POST

At2: AACR2025, DSEASH 2|A2|HIE]
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HER2 A{Z3i0f|lM &S,
internalization+payload
of Fast A== ADC L

4327t

HER2 affinity =245
CRS %

Runimotamab,
Trastuzumab2 2 HER2
maskingSto{ CRS si&

;Phase 1b 4&

2025.05.13

HER2 TCE, Runimotamab 2}2| H|ul

HER2 TCE(T—cell engager)= HER2 & 450] Y2 FYIA T cellS 23 #
Lot QS FASHE 7132 Z7HEXAL Qltt olo] HER2 ADCE ARESH &
HER2 &&-go] tha FolE EollAE HER2 TCEZL 282 4= Qlth= rationale
2 ofe- F&ott HEe] HER2 TCE:= payload ¥ internalization 74 29] H|e]&
AQ1O 2 internalization 2% &2 p—gp pump &2} 52 ADC I WAollA
A2 EAS 7RIt olo] tif-Ee] TCE= dls|&/AXde 52 HER2 ADC
AR o]F U SAHE tide= S XIgska Sl

I3 HER2 TCE= T cello] #4379 CRS(cytokine release syndrome)=
GEA 4 Qltis S 71Aeh TCES] CD3 9 HER2 affinity’} 852
anti-tumor activityx= ¥ B CRSE &5H| Hrt. HER2 affinity= 275
59| AF5s7] Wi HER2 affinity®] 222 HER2 TCEol4 9] 583 84 5
Shts Frhe.

Amgen®] Runimotamab2 HER2xCD3 TCEZ Phase 1acllA] &5 Fof A] A4
O] HER2¢|| A%, on—target 530 451 cohort 8(CID1 1.7mg + C1D8 Smg)llA
Wk olo] Amgene FAMIES] HER29| Runimotamab 2 ofshist
Runimotamab 5] A Trastuzumab& F5}%] HER2 maskingsh= A2 AR
Slo] Phase 1bZ Zsldct. Ao R Phase 1bollAl= CID1 100mg+C1D8
300mg7HA] 8552 S = 1.0 Phase 1aollA oF 78%2] ex}7t CRSE 7
35t vk Phase 1bolA] CRS A= oF 3192 T4 ZAsk= A0l nis st

gk 4= 9J9Ich 20/60mgollA] ORRLS ©F 30%, DoR 870 ooz 4510
[HC3+ HER2eIARE == a7} Q| 2 o A & shutt

o

12159 Runimotamab 2441a Baseline characteristic 22160 Runimotamab 2441b Baseline characteristic
NCT03448042; Phase 1a (n=20) NCT03448042; Phase 1b (n=53)

Median age 54.5 (40-74) Median number (range) of 7(319) Median age (range). 56 (34-81) Median number (range) of prior 8(1-22)

(range), years prior systemic therapies, n years systemic therapies, n

Female. n (%) 20 (100) Prior HER2 therapies n (%) Female, n (%) 53 (100) Prior HER2 therapies, n (%)

ECOG PS n (%) Trastuzumab 16 (80.0) ECOG PS, n (%) Trastuzumab 53 (100.0)
0 6(30.0) Trastuzumab Emtansine 14 (70.0) 0 32 (60.4) Trastuzumab Emtansine 44 (83.0)
1 14 (70.0) Trastuzumab Deruxtecan 5(25.0) 1 21(396) Trastuzumab Deruxtecan 20(37.7)

HER2 receptor HER2 receptor status

status at n (%) Pertuzumab 9 (45.0) at baseline, n (%) Pertuzumab 42(79.2)

baseline*

HER2 positive (IHC 3+) 26 (49.1) | Other HER2 therapies 34 (64.2)
:I‘Egé'fs"'ve 12(60.0) | Other HER2 therapies 10 (50.0)
) HER2 positive (IHC 2+) 15(28.3) Immunotherapies 4(75)
HER2 positive
5(25.0) Immunotherapies 4(20.0) HER2 positive
IHC 24,
( ) (ISH+ IHC 0 or 14) 1(1.9) Hormonal therapies 35 (66.0)
HER2 low 2(10.0) Hormonal therapies 11 (55.0)
HER2 low 5(94) Chemotherapy 52 (98.1)
HERZ2 negative 1(5.0) Chemotherapy 20 (100)
HER2 negative 2(38) Targeted therapy 12 (22.6)
HER2 equivocal 0 Targeted therapy 6(30.0)
s at basalina was dot HER2 equivocal 4(7.5)
 local d S5 i CCOD: 01 Aug 2024 s
"MER? sfatus at basoline was det d throurh contral t ine: if unavailabl al data was used s aman
Zt&: AACR2025, DSFAIZH 2M=|4E 2tz AACR2025, DSEASH 2|AM2|4E]
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22161 Runimotamab 4H1a CIZel 22162 Runimotamab 4Hb CIAtR!
Phase 1a: Runimotamab Monotherapy - N Phase 1b: Trastuzumab Co-Treatment
KEY ELIGIBILITY
l l l l e Locally advanced or ﬂl l a a
metastatic BC that has
[ C1 ] [ C2 ] [ C3 ] relapsed or is refractory to [ (2] ] [ c2 ] [ C3 ]
1 8 21 established therapies
o Locally tested, HER2- L 2t
§ Runi step-up J Runi target dose Positive/HER2-low BC (per ﬂr.asmzumb (6 mg/kg) lRum step-up dose lRum target dose
dose ASCO-CAP 2018)
e ECOG performance status
4 N 0-1 " -
DOSE ESCALATION @ L ) DOSE ESCALATION
R . -~ ~ . Sungle-p_alienl cohorts until safety event or PD
" S me s nte et | [ ey osecves modaton 3132
e Trastuzumab IV (Day -1) Q3W, 21-day cycles

Safety & tolerability
(NCI-CTCAE v5) * Runimotamab IV Q3W, 21-day cycles

Step-Up dose: Day 1
Target dose: Day 8, and then D1 of each

o Runimotamab |V Q3W, 21-day cycles
Step-Up dose: Day 1
Target dose: Day 8, and then D1 of
each subsequent 3-week cycle

Pharmacokinetics (PK)
Pharmacodynamics

(Q3w) o Preliminary anti-tumor suI_)sequenl 3-week oycle (03\_"’) y
o A maximum of 3-fold dose escalation activity (RECIST v1.1) e A maximum of 3-fold dose escalation increments
\___increments PR Y, N J
t&: AACR2025, DSEAISH 2|2 |4llE] At&E: AACR2025, DSERISH 2|M=| Mg
221163 GMIEE HER2 Maskinget Phase 1b & & 2F 608 S7t + CRS 24
/ Phase la: Runimotamab \ Phase Ib: Runi +r e Most Ph1b DLT
or DLT-
equivalent AEs
78% (719 pts zd0,72/2.2 31% (15/48 pts 2 0.72/2.2 occurred at
mg) experience: i A
CRS/IRR (Gr 1-2) {’g’f_’é‘)‘e"e"w" CRS/RR runimotamab
S doses 2 30/90 mg
20. 5
o 69% (33/48 pls 2 0.72/22 mg) and were
CRS/IRR experienced no CRS/IRR considered on-
target HER2
toxicities
* Runimotamab
« One DLT-equivalent: Grade 2 CRS « Two DLTs in a single patient: one Grade 3 rash 20/60 mg was
(1.7mg/5mg) on C2D2 and one Grade 3 pneumonitis (100mg/300mg) lected th
onset on C1D11 Selected:as:ne
« Two DLT-equivalents: one Grade 3 ARDS recommended
(30mg/90mg) onset on C1D9; one Grade 3 rash dose for
(20mg/60mg) on C1D11 \ expansion /
DLT-equivalent: Protocol-defined DLT criteria K
occurring during Cycle 1 in non-dose-escalation cohorts.
2t AACR2025, DSERISH 2|A2| MIE]
J2l164 ORR 2 30%(20/60), but IHC3+0{MPH 257! 22165 DoR2 871 O otyA
Tumor Biopsy HER2 Status Percent Change in Sum of Tumor Diameters Over Time
4 % S
BOR by HER2 score Ofitrestiiont - (Runimotamab 20/60 mg + trastuzumab; n=23)
HER2 IHC 8 th
ENPD [CISD EECRPR monces CORR
100 o %7 1 o
£ so
IS an
HER2 > Ongoing treatment
2 oot S 25
8 = s
i B2 1+ g 0
2 Bl wico 8
R .
5 >
= | e
7]
IHC 0 IHC1+ IHC2+ IHC3+ B =
@ @ @ 9 Pre-Tx  OnTx E -
HER2
-100 |
 Majority of responders had a HER2 score of 65 0 B0 400 7Aoo 500 289) a0 S0 A &b 50d
IHC3+ D:
ay
© Tumor biopsies (n=24) collected 21-35 days Majority of responders had a long duration of treatment and
after trea(ment initiation suggested no major loss a duration of response (DOR) > 8 months
of HER2 in responders.
At&: AACR2025, DSEAIZA 2|M2|4llE] At&E: AACR2025, DSTAISH 2|Mz|HIE]
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[MEZ|2 068270]
AFAENE aole)  2QIANEM (Kloig))
2022 2023 2024 2025F  2026F 2022 2023 2024 2025F  2026F
FEARL 2930 5009 5584 6526 7641 OfEA 2284 2176 3557 3893 4371
iz U HS2Hapt 551 565 314 1230 2029 OiERYt 1,251 1125 1875 1637 1625
D& L 7|ERRHA 1,635 948 1406 1409 1495 OfEZ0| 1033 1052 1682 2256 2,747
AR 616 3041 3454 3461 3673 OB Y 22| 385 400 1,190 1294 1534
7|E} 127 455 410 426 444 F@edolY 647 651 492 962 1212
HIRSALA 2962 14908 14938 14936 14953  (EBTDA) 874 897 938 1,391 1,646
A |1 UERS 118 134 131 137 142 28&Y 24 21 -15 0 0
FEApL 1007 1215 1275 1375 1491 ORH|E 8 10 55 0 0
PR 1622 13336 13,197 13076 12958 EAYIYS EAk 7 -13 -10 0 0
AMAEEA| 5892 19918 20522 21462 22594  7|EjAelxol 52 1 110 144 200
KA 1294 2471 3125 3146 3,198  MIHA‘AKHo|2 626 671 576 1,106 1413
O L 7 [ERHS 371 477 508 509 540 HSAIGERINBIZ 95 131 157 237 282
285 665 1,783 2,121 2,121 2121 ABARolY 531 540 419 870 1,131
7 [EtREEAY 258 21 49 516 537 ST 11 0 0 0 0
HlesSay 323 321 246 253 260 ©7ko0[Y 543 540 419 870 1,131
Y1382 154 107 80 80 80 Pl 538 536 426 885 1,151
7 |EHIRSEAY 169 214 167 173 180 &ZEo|Q] 566 540 419 870 1,131
SE3f2A| 1617 2792 3371 3399 3458 OHEZ0|AUE (%) 452 483 473 579 628
e 4139 16981 17010 17922 18995 FO|AUE (%) 283 299 138 247 277
22 141 220 220 220 220  EBTDADRIZ (%) 382 412 264 357 376
Ateloiz 871 14790 14816 14816 14816 E7120/2E (%) 238 248 138 223 259
o|jloiz 3485 3964 3749 455 5629 ROA(%) 93 42 2.1 42 52
HIR[BIRRAIR(HE) 135 145 14 14 141 ROE (%) 134 5.1 25 5.1 6.2
AEEA 4274 17126 17151 18064 19,137  ROIC(%) 14.1 47 19 40 52
SIZSER o)  FLE2RE (&4, 8H)
2022 2023 2024 2025F  2026F 2022 2023 2024 2025F  2026F
s HzsE 1 537 222 1628 1336 ERR|E (Y
Y7[20[(2A) 543 540 419 870 1131 PE 437 782 915 349 269
248712 423 373 133 755 460 PB 52 25 23 18 17
YA A2 65 64 77 90 97 PS 103 204 15 83 74
DAL 162 182 370 339 336 EV/EBITDA 26.1 485 436 249 205
7Ef24H|Ig 197 127 522 326 27 PICF 243 487 744 199 204
FYES MRS 748 221 774 3 255  H{ESQUE (%) 02 02 02 03 03
DiEaHR ZAEID 633 2% -417 3 86 A (%)
DRFA ZAETD 215 57 529 7 212 OfEY 206 -47 634 94 123
DHURR S7HLD) 54 2 57 1 31 ggole -130 07 245 956 260
7[ERME, Eals 9% 20 14 12 12 Mol -152 72 -14.1 920 277
2Es sig 297 -139 -492 435 459  E@7|=01Y 89 05 24 1076 300
ORI (2]|S) -1 210 -144 -190 213 EPS 73 299 -198 1205 295
DR (BT 201 141 -200 218 218 QHdM (%)
E22FA ZANETD 34 -183 37 -14 -4 BajHig 378 163 197 188 18.1
7Bt ES 49 395 -1 -14 -4 |sHig 264 2028 1787 2075 2389
MRS T -350 385 463 277 78 USRI AKX 48 66 98 42 03
21Azel S7HYL) 58 90 8 0 0 JYo|A=Z8HIEK 862 674 89 n/a n/a
2pE0| Z7HZtA) 373 -963 471 277 78 EAYE ) 819 1890 2201 2,201 2,201
HiE=e| 22 102 52 79 78 78 &=2YS (M) 206 1,131 1,678 754 54
JERRES 81 668 0 0 0 ZERH(S)
size| 37t 637 13 251 916 799 EPS 3508 2460 1974 4351 5,633
7|z32 1,188 551 565 314 1230 BPS 29398 77083 78379 83745 88759
7|2 551 565 314 1230 2029 SPS 14897 9428 15644 18264 20426
NOPLAT 549 524 358 756 970  CFPS 6,301 3954 2427 7620 7433
FCF 79 552 714 1,193 877  DPS 381 380 380 380 380

22 ME2|2 DSEREH 2|M2|MIE] / Z: KIFRS HZE7|Z
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2|712H10|2 (141080) FAIQ|H LU SHZV} HEZ0|
) 12IE(%) )

A2t ExtolA SHIIHY Az ATDEAEIE 200,000 2|7} 4BI0|Q  ——— 2EZJ}
2024-08-07 ey T
2024-08-07 O 140,000 -31.7 -119
2024-08-27 O 140,000 -30.5 -119 100,000
2024-10-11 O 160,000 -30.2 -125
2024-12-10 O 160,000 -316 -194
2025-05-13 O 160,000 0 . . . , .

23/05 23/09 24/01 24/05 24/09 25/01

ME2|2 (068270) S210IH U SEZI} HS20]

A2zt S3jo/2 2a77K2) B0 (@)
e e =] Z|0(2|A)F71CHH| 300,000
2023-06-09 O~ 205,000 =223 129
2023-08-16 O~ 205,000 211 129 200,000
2024-01-22 O~ 230,000 -205 -154
2024-06-12 O~ 270,000 -292 -226 100,000
2024-07-11 O~ 270,000 -282 -226
2024-08-08 O~ 270,000 -282 -239 0 L L L L L
2024-11-11 Of> 260,000 -286 234 23/05 23/09 24/01 24/05 24/09 25/01
2024-11-28 O~ 260,000 274 -234
2025-02-26 O 240,000 -28.1 211
2025-05-12 O 220,000 -31.0 -310
2025-05-13 O 220,000

T2oA U HEI|FE (FF 127147 :7t 82 71F)

71 e
op +10% 0|42 Exj0l0] ofjAtel= HIZEY
=2 -10% ~+10% O|ue] S2/0] 01|o*EIE z2 =Y YLZH ERj0| AR SHYUZ FAHIZ0| Chst oA
o= -10% O3t2| Z715120] oiMEl= H2 HIZEA
oA H|lg 71722 2024,0930
Ol =Y o=
984% 19% 06%
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