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SUMMARY

Oncology Reboot: 22H EMHEQ K—SHtH| A

FAA A vgE 2 AR, S5 o duhate] 4 Fx1A

HIEZ| 2A7E 2T 229 Hiole Alge] ©@r] mHlES FLstal QA|g, Wohate] o
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1.2 2025 AACR Triple EiE: RAS XaH{Al, ADC, EGFR

AACR-NCI-EORTC (o]s} AACR Triple) Molecular Target & Cancer Therapeutics=
W 27] B B Alele] BAYUA Zoke] Al F=29 okslojet. AACR(MI=
dote], 712AT ST ASCO(MI= FFotal, A T4 Alold] ofelz, 3% 2~34
W 58 B Af FHEC] 7]E WoPde e 4 Qdrh 20254 otel= 109
22~2694 BRI A=, F 49370 20| AREQCE REEE 1S HER
SRR 78%= AtiF HIZS AP, o]o] PROTAC/Degrader (5%), ADC (4%),

RNA (3%), CAR-T 2%)7} = o]t

)

A 9hE W5 B RAS Aol 47%2 A=A 195 AAshH, &3 sheloA] 7}
w2 A7 EaE EQ 99 oty I tho 2= HER2(14%), EGFR(7%),
TROP2Q2%)7} F1E ©IleH, ol Aed A ez Auy /dat g =i
U ofldo] ofds] Aok /o] & S5AS AR o]t £ &ollA S5 B3

FAA o] Y Hok= 1) RAS A3A, 2) ADC, 3) EGFRHT

i 1. 2025 AACR Triple 0ilA 0| SigE ZH2|E| HIF

ZEEE ZEHE FREUC
XX} 78% —RAS(ON)/RAS(OFF), KRAS G12D/G12C, RAF/MEK, WRN, WEET & At 25| X2Xt 7H

—BBB &1t TKis, Macrocyclic, Selective allosteric inhibitors S7+

PROTAC / Degrader 5% —MYB, CDK2, Cyclin D1, KRAS G12D degrader, ATR/BRD4 =& S

—FRa, TROP2, HER2, Nectin—4, CEACAMS S Z4 Ef2l CHH3}

ADC 4% Cof Dol I - . = A ==
-5, HAXHE H0|ZE, HIM=ZN J7|E 32X ADC § At BiAHLIE 7t
RNAX|ZH| / mRNA / 39 —RNA degrader, mRNA 7|2t STING, mRNA—P53, synthetic RNA S22 S
SRNA ° SHAR|ER] 712 PR st 2t £t
yIYNE NG
CART 2% —Gl, Prostate, GBM 77EX| &H&S

—Bispecific ADC, TCE 2t2| Xgt & ADC—TCE convergence EZHE

Xt&: 2025 AACR Triple, CHAIS A Research Center

I 2. 2025 AACR Triple OllA] 20| 2EEl EFZI JiE ERHE

El2l e EU=
—RAS(ON)/RAS—OFF, pan—RAS, RAS pathway S 25+ Z&t
RAS (47%) —117{ RAS(OFF), G12C =4I0| A RAS(ON), G12D, Pan—RAS 2 7iet EME 0|

-8 R3|H2E 128 SHP2WEE1T-ULK1/2 &1t PROTAC-ADC payload ME & A=

—L|M0|E Seol= nk|Fut BBB-TK 7HY HR

HER?2 (149 ol N
(14%) —HER2 ADC = payload-DARlinker Xf&3} Z2k0| 7435}
EGFR (7%) —E}TI2]|A 015 LYME sHZ51| st 52 M TKI 9F EGFR ADC 7Hgt =7}
° —-BBB E1f EGFR TKI 78t &2 o

XtZ: 2025 AACR Triple, CHAIS T Research Center
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II. RAS TH8HMI: 113]Q &

2.1 RAS: 7P =5tX[2t Otx! E2[X| 2 AIE

RAS AafiA /g EME=: OFF / G12Co) A ON / G12D / Pan-RASE 3%

off St2lofl A= RAS Aol ¥l A5 Axrt 7 gol Ha= I RAS T
Hol Wiy QFgA A 2Ao] A9 glo] EA o] of EHloltt. WA ol= OFF
JefollAfeh dAA o= el Switch-11 22T G12C ®Holof] A7]= Cys H7|E &4
THEY AAE Aol 7Rtk 12y &3 okelold= 244% RAS(ON),
G12D, Pan—-RAS &2 AsjAl7} F= A5l dF+= PROTAC, ADC #HolzE &
At 7138744 Ateste 7]& kol SHE i

==

o,

ek

RAS: 7 EstA| oF4 deiA] &> diE A%

AR AFAeE RAS AsiAle &A1 Sotorasib(2021F 59), Mirati/BMS®]
Adagrasib(2022\d 12€) & 7) #o]m, % KRAS G12C &¢®IolE B&st= 2L
NSCLC(H|AAZHY) 2=Aolch. RAS Wol= AA 4F9 oF 30%004 EdH= 7}
53 TE FAA Holdddlk, 2= AR e $0.5bn(8F 7,3009¢¥) = &
Hsjrt. oli= EGFR(IAE oF 3%) ®o] AsiA] Aol $15bn(ef 2259 5231 Zxt
=gt tiHlEt. 8 o]f= 1) G12C Wolo §785]1, 2) mPFS 5~671€2] &2 A
2 7]7% 3) ORR 30% 59| Aljtd &3} 4) H8A] 54, Yk o= 13} A=A
= XYstA Z371 dwelnth ol=fgh 24 A= RASE &2 B4 Rlkox &5}
1 opF] EAH O m AFAStER] gt Aol

TIE 6. KRAS HOl= #IZ2ie| 85%, HIAMZ 2| 30%, CHERfS| 45% XIX|

Pancreatic Ductal Adenocarcinoma Non-Small Cell Lung Cancer
nonG12 KRAS
G12C 1% o """ mutation 4%
nonG12 KRAS S
mutation 7%
~——G12C 12%
No KRAS

mutation A —G12D 5%
i 70% y
(G12V25% Y
Other G12 £ ~———G12V 6%
mutation 3% 3 .
———G12A 1%

T~ OtherGi2

mutation 2%

G12R 15% —
G12A 1% ——

—G12V 9%

T G12A2%
T~ Other G12
mutation 2%

KI=: Qunai L, May MS, Neugut Al and Herzberg BO (2023) Front, Oncol. 13:1252516, CHAIS A Research Center
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IE 7. KRAS XAl AlE 12 2032 E7IX| HEF 39.6% €T HY

($mn) mDaraxonrasib Lumakras
mKrazati ERAS—-0015
8,000 r RMC—9805 RG6330
7.000 | EERAS—4001 melironrasib
’ mJ|E}

6,000 [

5,000 F

4,000 F

3,000 F

2,000 F

1,000 r _
J— — — - =

O L L L L L L

21 22 23 24  25E 26E 27E 28E 29E 30E 31E 32E

XI=: Evaluete Phama, CHARSH Research Center

TIE 8. KRAS XaHH| MICHE 7Het EHE

Compound 12 KRASE12D non-covalent inhibitor pan-KRAS inhibitor

Non=covalent pan= Triomplex RAS inhibitors
KRAS inhibitor Bl RMC-TST7IRMC-6236 for the
2865 and its analogue active state of both mutant and|
812403 wild-type RAS

Shokat lab found First non=covalent
KRASSUE Switch I KRASS0 inhibitor
binding pocket MRTX1133

b First KRASGD Triscomplex KRASORE PanKRAS PROTAC
KRASGUC ra
Sl ? ,‘“‘”":f'; targeting PROTAC (ON) inhibitor degrader ACBI3

ibi otoras
(AMG 510) dograder ASPI0BZ RMC-4998 reportad

T 2 g RosusRakline 4

KRASS12¢ covalent inhibitor KRASS120 PROTAC degrader KRAS(ON) inhibitor pan-KRAS degrader

XHE: Wang et al. Molecular Cancer (2025) 24:229, CHAIS R Research Center



71E A=A= RAS OFF(HIZAEZ) A% 23t 671E W W 113

|t

2

RASE AE U] A HES 245 49 GTPase THIAR, KRAS, NRAS, HRAS A
742 ezt EASHH, GTP 2 243 (ON), GDP ZA3HA] HIZ/4dF(OFF) eIz A
eIt kARt B4 F=(12, 13, 61 F)olx SAHo7t TS RAS7L &2 o=
GTPel Agsl ¢ ON JHiE Ak, o= Qlsf A&7t FAlshH Sro] ARttt
71Z 149 RAS AdAle 22 o2 OFF Arejo] RASoRH Agsiz= A o] gl
o], AA|ZL7} o]F 2lmste] RASE GTP AFF(ON)L= Moty oFZo] ¢ ol 4
T 4 gk mebA A= 8 BE 6709 ool J45] FAastH, U SEo] X
o dA=Z ol o

[¢]

—

olgfet Fx2 PAE =517 fIsi RAS A3fAl /d=2> 1) ON A= AH A3l 2) o
oF3t Ho](G12D, Pan-RAS ) <, 3) A4 7|7+ dAyet= wigko 2 A=y e},

gok olgjgt AV} A, @A) 7Y 52 RAS A2 EGFR AsiA| A%
(2229 =HEet o 24 2E Aol qioh

121 9. KRAS XisHH| E2 7™

a Upstream regulators b Wide type
RTKs GDP Exchange GTP
Plas eRa _—
membr"a‘:e S -— KRAS
¢ Hydrolysis
Inactive Active
PTPN11
SOSs1
KRAS-G12C
GEF P .
DP f £
G GTP GDP Exchange GTP
KRAS <ﬁ_ KRAS KRAS R e L KRASm
Hydrolysis
GAP
Inactive Active Inactive Active
RAF PI3K
¢ ¢ KRAS-G12C inhibitor
MEK AKT
¢ ¢ GDP Exchange ’GTP
............. » N ;
ERK . mTOR Y <« KRAS ' - iﬁgffs'ﬁ,
Hydrolysis
Downstream effectors Inactive Active

XtE: L, J, Kang, R & Tang, D. The KRAS-G12C inhibitor: activity and resistance. Cancer Gere Ther 29, 875-878 (2022), LHAISH Research Center
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OlAIH (ZIAIH) CodeBreaK 200 (24%l) KRYSTAL—12 (O|2}E|/BMS)

&k &t / NCT No P3 / NCT04303780 P3 / NCT04685135

CHAF SIX} O|Xof| tig7 gt USSR 3 HA 0|0l dizg7 |t USSR WHATZ AKX
e = X|Z20]| AHEt NSCLC (N=345) X|=0]| AmiSt NSCLC (N=453)

ot= Sotorasib vs Docetaxel Adagrasib vs Docetaxel

[E4

ORR 28.1% vs 13.2% 32% vs 9%

mPFS 5.6 71E vs 45 71€ 5571e vs 3.8 71E

HR / P-value 0.66 (p=0.0017) 0.58 (p¢0.001)

mOS 106 7HE vs 11.3 7HE _

HR / P—value 1.01 (p=0.53)

QMY (TREA)

35 Ol B=i& 33% vs 40% 47% vs 46%

AAt 12% vs 1% 16% vs 2%
24X AS(ALT) 8% vs (1% 7% vs 1%
ZH8%] AHA(AST) 5% vs 1% 6% vs 2%
SET UAS 1% vs 21% 3% vs 10%
ZHalY HIZEHLD) 1.8% vs 0% 1.7% vs 0.9%
Qrc SE (M) - 3.5% vs 0%
Fxgo= Qo ofE EHE 95% vs 11.3% 17% vs 9.7%

1.2% vs 1.2%

2.1% vs 0.9%

2t =M (Hepatotoxicity)
2t mIE2Et (LD)

A™EAG) =4 (FE, 79)
QTc HE (M) 35% (G3 0[4)

11
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i 4. KRAS XsiA| otol=atol Szt

SAL o= I o QIAtey BH N33 FDA &01mt
CodeBreaK 100 P12 NSCLC, 2L+ 2021.0528 71549
CodeBreaK 101 Plo/2 DL (CIYst A=t HE)
CodeBreak 200 P3 NSCLC, 2L+ (vs EM[EML)
QFHl i’f&iﬂﬁ KRAS G12C CodeBreak 202 P3 NSCLC, 1L (3t5H48) 20250116 &9!
CodeBreaK 201 P2 NSCLC, 2L (0tAJoh)
CodeBreak 300 P3 mCRC, 2L+ (ILIE9E #8)
CodeBreak 301 P3 mCRC, 1L (IHLEREHFOLFR H&)
KRYSTAL—1 P1/2  NSCLC, 2L+ 2022.12.12 71849
P fdaagrgb KRAS G12C KRYSTAL-1 P12 mCRC, 2L+ 20040621 79!
KRYSTAL—12 P3 NSCLC, 2L+
RASohe 301 P3 NSCLC 2L/3L
RASolte 302 P3 PDAC 2L, HH=EQH
Daraxonrasib  pan RAS
Revoldion RASolte 303 P3 PDAC 1 Xt X|2H|
Medicines RMC—6236-001  P1 PDAC & X|2
Blronrasio KRAS G12C RMC-6291-001  P1 TS0t SR} CHAH
Zodonrasb  KRAS G12D RMC-9805-001  P1 TS0t SR} CHAH
LOXO-RAS-20001 P1/2  NSCLC 1L, 7|ESCH/3EIQH He
2zjo[2la]  Oomomisb  KRASG12C SUNRAY-01 P3 NSCLC 1L, 7 |EZCH +/- 35IRH HE
SUNRAY-02 P3 NSCLC 1L X|2/2AQHH, HIS 8
2% Divarasib KRAS G12C Krascendo 2 P3 NSCLC 1L, 7 |E2Ct He
o - KRAS G12C KANDLELT-004  P3 NSCLC
KRAS G12C KANDLELIT-012  P3 ChEtet
Copsen ERAS-0015  panRAS AURORAS- P1 TS0t SR} CHAL
ERAS-4001  pan KRAS BOREALIS— P1 I3 Bt A
ol=tis  PPERLasarac KROCUS P2 NSCLC 2L+ %01%5 5_} 1&%
Quarta QTX3034 G12DHVUti-KRAS  NCT06227377 P1 CH=/Cetuximab HEQH
fherapeuiics — qrx3544 GI2VHVUKRAS  NCT06715124 P1 Celuximeb HEH
SH[CKE  HMI01207  panKRAS - Mol

K= Clinical trials, Zt AL, CHAIS Research Center

12
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2.2 Revolution Medicines 2] RAS(ON) Tri-Complex S3{Z

RAS ON@AR)S A4 e

71& RAS AAAl= OFF Zdeiellgt Zetslr] wiitol, AIZ7F RASE A& o= g
FON) oz Aol oFFo] T ol 8ol Y= F24 AT Ut 249
RASE= ©etet 9 22 Qs AR A 4+ e 27o] EA5HA] ot 214
Aa7t o~ ofHrt o] FAIE siAst] 9lall Revolution Medicinest 843 RAS|
AR AESHA &3, RAS—CypA—Effector 7+ A2t B3| (Tri-complex) & A=
AL 718 Q3

Cyclophilin A(CypA)+= ©1d Hd} HAdS we Ao RASSH A ele 4
28-S IAY 4 ot Revolution®] 9FE22 CypA EHS AAAIS] RAS(ON)<F
CypA, 183 RAF Z& Effector 7+ Aoz-82 91147\40; ddsty, 1 A
Effector®] A4S YAH o= Attt o= RAS ZHAHIE AH AAISt= Aol oY
2t RAS7}F Ao des ofold &214] 37he B4flol= Aol

o] ZHZo| JpF 2 AP EA Holo WAHA g sFAot. FHE

(Covalent) FAAE= Cys 715 #0|(G12C 52 AdHoz 4T £ Y, H[FF

At (Non-covalent) A= Thdet ¥olo] Z-85H= pan—RAS HAIA o] 7Hs

3}t Revolution Medicine2 o] +% 7|8t Zeix o 2 37]9] a4 mfo|matelS Jfdts

olH, 7]& OFF A thH] o =2 v3E3 WA A9 BiFE Holn 7] delA
IRAQ1 HloleE AAlskaL ik

12! 10. RAS(ON) Tri-Complex inhibitor £} 7|%

RAS(ON) Inhibitor

4] RAS(ON) Inhibitory Tri-Complexes
o % L
) RAF
(RBD-
Selected CR D)
compounds
—_—
Steric
Occlusion
Inside
cell
Cyclophilin A Binary complex Noncovalent Covalent

Xt=: Revolution Medicine, CHAIEH Research Center

13



712! 11, Revolution Medicine Io|=2}Q! JHdt sist

COMPOUND |  FOCUS | STUDY DETAILS EARLY CLINICAL DEVELOPMENT REGISTRATIONAL TRIAL

Monotherapy Studies
e RASolute302 2L metastatic (D
PDAC € RASOlUte303 1L metastatic (G D) - 3 iiation plannsd
i € RASOIUEE304 Adiwvant i resectesie R

NSCLC € RASoe301 2L/3L metastatic (T

Combination Studies

Solid 1 + SOC, RAS(ON) inhibitor doublets or —
QUG IUMOTS - other investigational agents
Monotherapy B )
Elironrasib Solid
(G120) clid tumars 4 50, RAS(ON) inhibitor doublets or B Y
other investigational agents
Vonatherapy T
Zoldonrasib Solid
(G12D) olid tumors 4+ 50C, RAS(ON) inhibitor doublets or Y

other investigational agents

XI2: Revolution Medicine, CHAIS P Research Center

Elironrasib — 849 KRAS G12C(ON)E At YA & =4

Elironrasib(RMC-6291)-2 7]& OFF-state G12C JA|Alo] WjAdo] LS H] AN 2
SHNSCLO) 1= diito®, 843 KRAS GI2CON)E A4 mAsH= At 5]
Ak, 9AF 14 200mg FoFHn=24)°14 ORR 42%, DCR 79%, mPFS 6.271%, 12714
OS 2% 7154l 27] GADNE on] Sl F5F 835 Btk 5] RTK A4
Sht MAPK A2 @43t 5oz 1Ag ko] iAol A7l $AHn=16)°14 DCR
100%5 2785 M2 WA S5 7Hsi8s B S ARt el HA] goa,
o/FEkS thE-Eo] Grade 1-20] 31 355 ol oldwhe2 8%, oFs FHE&

3%z Uepie] S5k

@7 KRAS G12C o] NSCLC =2 1A SAIA] o]% A=z} A=A 3let
Qjsoln, JA} Auo] w2 DCR 30%, mPFS 2- 47149, mOS 6 - 8714l E}sf &
B3k njE= o)g4Q Ut EAQt. o]W Elironrasibe] 27 dA Zike= o]eh WA 3t
2RO M2 A= FAo] E 7s4dS HofErh Revolution Medicines= Elironrasib
< 7|EStHanti—-PD-1)9} W-8st= 14 &4 IS JY Folv, 27] & 53
4 ORR 100%2= 11579l ¥k-8-S &t TSt Daraxonrasibi}o] o5 #5] H&
ofl4= ORR 62%= /&5 a7t RISt &FF BeaH 7|Wo= 13 A7
A oFE9 YA 7= 3A AHE 4 Atk
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I 5. Elironrasib G12C NSCLC 2L+ 4 1 A Zn}

2o RMC—6291—001

QUAF | / NCT No, P1 / NCT05462717

CH&E 2Rt 0| X|= 0]210] U= KRAS G12C EHHO| NSCLC EtXt
U2 (B / k) Elironrasib (200mg / N=24)
&Y

ORR 2%

DCR 79%

mDOR 112712

mPFS 6.2 718

mOS NR (6.7~NR)

1270 Mzg 62%

QMY (TEAE)

352 ol BXE 8%

5 mug

2xgoz gt o2 B

HAH29%), HIATAZ(21%), =S(13%), LE FE(13%)

o8 -

X}2: Revolution Medicine, Ch&1E5 Research Center

I 6, Elironrasib & A& 7t st

o= NCT No. =7 IE-1=" Study start oor;mprtle\:orny oomﬁleﬁgny
NCTO5462717 P T BIX} A T o 20220019 202411 202512
NCTOB128551 P KRAS G12C £10| NSCLC (Darawonvash &) 1/2L 2023.11.14 20261130  202611.30

oG a120) A: Birorvash +7|E2C} S8 1L
NCTOB162221  Pipje B Daraommasb 4 7IS20H ES 20240118 202706 202812

C: RMC-9805(G12DHDaraxonrasio+ SOC HE
D: RMC-9805(G12D) TH=

X}2: Revolution Medicine, CH&IZ Research Center

Z12! 12, Elironrasib 7|Z KRAS G12C AsHxi| Li4d StX}oilA DCR(ZHEXIE) 100%

Elironrasib 200 mg BID

Amplification

or

RTK/MAPK/PI3K
Alterations
67% (16/24)

=~
i
-

88% of Elironrasib patients previouslf =
treated with G12C(OFF) inhibitors have
detectable G12C mutation (ctDNA)

DCR for RTK, Upstream MAPK or

KRAS Amplification group: 100%

Growth factor

e

o, SD GRB2
PR 40% (4/10) — GEFs u:”ﬁ::n
60% (6/10) :
GAPs
v e
\; Raf | PI3K
DCR for Downstream MAPK l l
or PI3K group: 50% =

| ERK |

Ca
L

mTOR

SD 50% (3/6)

33% (2/6)

-

W;:_: T

N

urvival
Proliferation

™ Metastasis

XI2: Revolution Medicine, CHAIS P Research Center
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OF
=i

~1E! 13.NCCN 7}o|=2folof| 2t 2 Xt X|2HIZ KRAS XsHH| AHS 71

KRAS G12C MUTATION™
FIRST-LINE THERAPY'l SUBSEQUENT THERAPY™

Adagrasib™ Systemic Therapy,

Subsequent*kk

(NSCL-K 4 of 5)

Progression—jor
ISotorasib“'

Progression ———

Tumor
response
evaluation

Systemic

therapy
KRAS G12C *PD-L121%
mutation (NSCL-38)

«PD-L1<1%

. ibll
(NSCL-39) Progression—= .:?agramb
Sotorasibl!
Response 4-6 Tumor
or stable cycles |—|response
disease (total)lll evaluation

Resp Mair
or stable Therapy Progression
di (NSCL-K 3 of 5)

KI=: NCCN, CHABSH Research Center
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Daraxonrasib: T}gt RAS HoJof ZH851= ZHA|] pan—-RAS(ON) AA

Daraxonrasib(RMC-6236)-> £7 oo =igtE]z] ¢kl 2443 RAS(ON) ZAHAIE 2
A A= A pan—RAS AsiAT. A4 14 F3F Al 7120l &< 2=A17F
gl= KRAS GI2D/V/R ®lo] HIAAZFHGNSCLC) n=73)F Wde& ORR
38%, mPFS 9.87H4, mOS 17.77€olek= 1749 &5 BEelrh M4 Zaatde
Foof HH, AL oA 5 RS olduhgo] Grade 1-2 45019y, 357 o1 oF
OIS 16%= e 7FsRt Eolgint. o]F 7te = @Z RAS Ho] NSCLC 2
Z A28 BEE k= 34 RASolve-3010] A3 Fo|c},

KRASE #AFH(PDAC)E] oF 85%°14 A== 4 Blol= = do|=rt =th
Daraxonrasib-2 22} 0|4} PDAC &katof| A ORR 29-35%, DCR 92 —95%, mPES 8.57
4, mOS 13-15.6704& 7155k 7]& 2ty div] 172 27| a5a HolFsl
o}, B2hg Eoh thEE ARRt $20l90a, 35 ol oS 34%% oY ofE=
It S Atells BEALER] 99kt Pan—-RAS A9 444 =Igh THE, 300mg QD
S3g 7|Hto g2 A 34 RASolute-302(PDAC)o] #lsjZo|ct.



I 7. Daraxonrasib H|A

AMIZH2HNSCLC), HIEAH(PDAC) U4 14 A}

Daishin Securities

QAL £ /NCT No, P1 / NCT05379985
ChAF SIX} O |2 0|20 QL= RAS G12X SXIH0| NSCLC SHxt O X|2 0[2{0| U= RAS 0| PDAC EHx}
A= (B / EXkp) Daraxonrasib (120—-220mg / N=40) Daraxonrasib (300mg / N=60)
854 RAS G12X (n=26) RAS 0] (n=38)
ORR (%) 38% 35% 29%
DCR (%) - 92% 95%
mPFS (7H2) 98 85 8.1
mOS (ZH2) 177 13.1 156
QIEY (TRAE)
3SZ oAt 16% 34%
Q2 BX2 353 0lA) 2Rl MAY oiAHS LR/ TG SAA

w7l % %

AAL 1% 4%

ZX| &SALT) - 2%

ZheR| A5(AST) - 4%

SETUAS - 4%
B8Oz Ol kg B 4% 0%

Xt=Z: Clinical Trials, EHM%?A Research Center

Z12! 14, Daraxonrasib PDAC(Z|1Ze) 4t CIxfol

Key Eligibility Criteria N~ 900

Confirmed metastatic

PDAC, regardless of RAS
status

No prior systemic therapy
for metastatic disease

ECOG PSOori

RAS mutation status
(required for stratification)

Daraxonrasib

Endpoints

» PFS, 08

ary Endpoints

ORR, DOR
Safety

XI=: Revolution Medicine, CHAIZH Research Center

12! 15, Daraxonrasib QAF et Zi=k

Pancreatic Ductal
Adenocarcinoma

Previously
Treated

bl Sl Colorectal Cancer
Lung Cancer

Metastatic

. ¢ RASOILte302 . ¢ RASOe30]

combination(s)

First Line
Metastatic

and Earlier

1L and adjuvant;
monotherapy &
combination(s)

D combination(s)

i ‘: undisclosed
A

. Phase 3 active or near-term initiation planned

0 Clinically validated, in Phase 3 planning

Clinical activity, Phase 1ongoing

X}=: Revoluton Medicine, CHAIE Research Center
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2.3 St0|2FF: SOS1 EX Pan—KRAS A5HA| i

ol

gH|ofE: 7]E SOS1 A3jA| o] FAE 2 AAIH Pan-KRAS =24 7

r

SOS1-& KRASS] GDP-GTP w3he ZAsh= AF9] GEF thiidz olE oIxstH
G12C, G12D % &% Holo| Z3tE]z] 9= pan-KRAS oA G472 9& 4 9k &
5] KRAS AAIAIE TEog AH AE7} SOS1S o AlAl 2438 ERK 437} thA]
AZ = BAZE HEE7] 2ol olF AFdetr] 913t SOS1 AAIAI7F KRAS 21&9] 9
A 8 BEY R ZdE Qi

e
N
5

a2 1AH SOST AsiASl BI17019639F MRTX0902: Ztzt A&t dAx
EA 5 =2 off-target FAGOR A FAo] AjHAolth E5] MRTX0902+=
ERK1/2, BRAF/CRAF, FGFR A8 & thgt kinaseE FAlo ¢JAIs], SOS1 Eo]4 7]
A AFo] o]zg = Hrgtot gkt

v HM101207-2 118%F kinase 9 % SOS1T Agzoz A5 (Off target>
FGFR4 u|¢h) A ok tfH] ¢ AHAS HAota gt Aeiido] =oh= A2 3
& Al 71 5= f1ddo] Bl oA ~tq°ﬂ/\1 Aol St} E3F 71dH o= KRAS 4
5k9l A E FAl Alofdkez=N JHAE 852 ZItellE 4= Sk

HM101207: W4 Bdo]d 58 5 dAes 58 A7

o[l sslollA WaE A Aol w2H, HM101207-> thdst KRAS 5% Zdo]
AU S5 T 94, 38 AYAE I3tk NSCLC RdolA 71E A=A
(adagrasib)ol] H}Oﬁm Zopmnt ofyzl A RH(H2122)004 = HM1012072 #H&
e o gt FF A aipt AU E PDACEHE 2 CRCHEAY) &
KRAS ®ol7} txﬁol'% ofg] YFAE, B8 T % JA9 Zol(depth) et A<
A(duration)o] FoJstA] FAEJLE. KRAS G12C A Al(adagrasib, divarasib,
sotorasib)2}e] H-goAE 7]& 1At SOS1 AHaAI(MRTX0902) thiH] o Zstal 4
@50l 1= i

QA $H|FE-S HM1012079] GLP EAAES Ad Fold, Ay dA 14 IND Al
#, 2H26 A 7N S BEZE 3

o 2
o)
]

Q4 ATH= HM1012070] 712 SOSL AsiAle] 71 2 IAE Aei 1
2A2 A FH 2AAS ASAT. FT 4 1A AT 27 §%
=]
=

A% KRAS SIAAIY] 23 B8 SEUR 32 ¥ 7154o] ot

@T
;oﬁh

o

I¢]
=
Q)

o |
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~1E! 16.HM101207, SOS1 X{sHx| Z& 7|H

— O Pharmacological inhibition of SOS1, an
@ ® upstream mediator involved in negative
feedback, substantially reduces abnormal

MAPK signaling

She * GRB2

SHPZ ™ V

SOSs1

(inactive) /\ (active)

GOF| RAS

2 NS A
Ao Do

i |

rea A EED P
= LT Geeae)

Xi=: Sto|tE, thilEH Research Center

@;@

No CYP 3A4 TDI

121 17, HM101207 2% 2k=(MRTX0902, SOS1 AsHH|) CHH| &= AMEHAM

MRTX0902 HM101207
E el

Inhibition @ < 20% 20~50% >50%
(screened 118 kinases, @ 10 pM)

A= 8H0|2kE, CHAIE P Research Center
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T2 18.HM101207 Adagrasib H&A| NSCLC B Z4 Sut &9l

/H1373 (KRAS G12C, NSCLC, Adagrasib-sensitive) xenograft model \

30

= Vehicle control

= MRTX0802 50 mg/kg, BID

=~ HM101207 100 mg/kg, QD

= Adagrasib 20 mg/kg, QD

~*- Adagrasib + MRTX0902 (20QD + 50BID)
ib + HM101207 (20 + 100)

uu
Body Weight Change (%)

0 9 18 27 36 45 54 63

0 9 18 27 36 45 54 63 Days
Days Data v alyzed using mixed-effects analysis with a two-way ANOVA.
++*5<0.0001 com; hicle control

/H2122 (KRAS G12C, NSCLC, Adagrasib-insensitive) xenograft model \

20
1,200 -

E £

E £

2 B = Vehicle control

= = . -+ MRTX0902 50 mgikg, BID

= E’ = HM101207 100 mg/kg, QD

s -

£ F - 1~ Adagrasib 100 mg/kg, QD

= = - Adagrasib + MRTX0902 (100QD + 50BID)

- Adagrasib + HM101207 (100 + 100)
o 7 14 21 28 35 42
Days

ed using mixed-effects analy
**p<0.0001 compared

/

Xi=: Sto|tE, thilEH Research Center

12 19.HM101207 Adagrasib HEA| PDAC 3 Z4 &1t €2l

Mia PaCa-2 (KRAS G12C, PDAC) xenograft model

2,000

51'500_ g = Vehicle control

@ 5 + Adagrasib 10 mglkg, QD

5, 000 & Divarasib 3 mg/kg, QD

S s 1

= k- -~ Sotorasib 10 mg/kg, QD

g e % -+ HM101207 100 mglkg, QD

2 500] 2 -0 - Adagrasib + HM101207 (10 + 100)

-« Divarasib + HM101207 (3 + 100)
204, . . ‘ . -+ Sotorasib + HM101207 (10 + 100)
o 0 7 14 21 28
Days

otorasib 10 mg/kg, QD

XI2: S0k, thAlEH Research Center
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Il. ADC: O47M3| BT THEF | HITTEZHE

3.1 HER2, TROP2, Topo—1 11 0|

ADC(@A-F= HFANE= 3] BAFAA A 7P ol sl Bdee F
Shuth ADC 7t 7]1& eFAI(HER2, TROP2) o]@jol%, FR a, PSMA, Nectin-4 5 4
T BZleR fiigtE s 25S Btk E95] Topo-1 Ho|2E WAS S5 $Igt

A mo]2E, HYXAY(mmunomodulatory) HO|ZE, HAZA tlEZEA ER

(non cellular matrix targeting) 5 Al4 22H&0] th4 A7HE] ATt

Hez oFg WE, 20% BY5 5 1EsHE P4 16 FUT Bl B9
5 Afolo] uret Qi ATE 2A Webd 4 9k Ak WMol d44 13T 5 o

A @delom ADC 4852 Sely] SIat BBB =03 @4 Aol Anw Z7le)
T 9k ATHo= ADCE 4 ele] okeg Agels T 714S oA, Blx

Ho|2E XA X3S HAol= EHF AR AgE= dA o
1 8. AdstEl ADC 2|AE
= = gﬂ' A0| L
3|AL ADC 2= g 2S| 27 Ho|2= DAR OEE FDA &2 Emt
- 2000.05.17 &9!
Plizer (GJJ‘EZ“')“ab Ozgamcin - ya3 Hydrazone Caiichearricin 23 AML 201005 FA
otarg 20170901 XH&Q!
Seagen / Brentuximalb Veedotin g .
Takeda (Adcetris) CD30 mc-VC-PABC MMAE (Auristatin) 4 HL, ALCL 2011.08.19
Roche . .
(Genentech) Trastuzumab Emtansine HER2 SMCC DM1 (Maytansinoid) 35 BC 2013.02.22
' Inotuzumab Ozogamicin ) - .
Pizer (Besponsa) Cb22 Hydrazone Calicheamicin 5-7 ALL 2017.08.17
Roche ' o
(Genentech) Polatuzumab Vedotin CD7% mc-VC-PABC MMAE (Auristatin) 35 DLBCL 2019.07.10
Seagen / Enfortumab Vedotin - g o
Aciollas (Padcev) Necin—-4  mc-VC-PABC MMAE (Auristatin) 38 uc 2019.12.18
AstraZeneca /  Trastuzumab Deruxtecan ) )
Daiichi Sankyo  (Enhertu) HER2 Tetrapeptide Dxd (Camptothecin) 78 BC GC 2019.12.20
Giead Saciuzumab Covecan  popy ¢ 0p SN-38 (Camplothecin) 76 BC 20200422
(Trodelvy)
ADC Loncastuximab Tesirine
Therapeutics (Zyrioniz) CD19 mc-VC-PABC SG3199 (PBD) 23 DLBCL 2021.04.23
) Tisotumab Vedotin L Cervical
Plizer (Seagen) (Tivdak) TF mc-VC-PABC MMAE (Auristatin) 4 Cancer 2021.09.20
AbbVie Mirvetuximab Soravtansine .. Ovarian
(Immunogen) (Elahere) FRa Sulfo-SPDB DM4 (Maytansinoid) 335 Cancer 2022.11.14
AstraZeneca/  Datopotamab Deruxtecan ' )
Daiichi Sankyo  (Datroway) TROP2 Tetrapeptide Dxd (Camptothecine) 4 BC 2025.01.17
' Telisotuzumab Vedotin o
AbbVie (Ermrelis) c—MET mc-VC-ABC MMAE (Auristatin) 4 NSCLC 2025.05.14
Xt=: 253 Research Center

2l



121 20, ADC 7t S|IAER|

1906

Representative drug: Representative drug: Representative drug: Representative drug:
Ehrlich proposed the concept of “magic bullet”
1967

. May 2000 August 2011 June 2019 April 2020
Concept of ADC presented and radioimmunotherapy i . . 3 .
BEL G ici vedotin Polatuzumab vedotin Sacituzumab govitecan
lisclos
Roe February 2013 December 2019 December 2019
T i 2 vedotin Trastuzumab deruxtecan

Hybridoma technology developed to produce mAbs

Second Third Fourth

generation generation generation

* ADC drug P 2l Co + Component: * Component: + Component: * Use ADC to target mutant
time is long and clinical Murine mAbs, leavabl ized or fully i Fully ized mAbs, Fully humanized mAbs, proteins
development process in the linker, traditional cytotoxic mAbs, non-cleavable or philic linker, engi ilic linker, more * Dual-target ADC and dual-
field of anti-tumor is slow. agents, non-site-specific cleavable linker, potent payload site-specific cytotoxic agents, site-specific epitope ADC
« Highi icity and jugati cytotoxic agents, on-site- conjugation conjugation « Using two different
difficult preparation of +  DAR: Uncontrollable (0-8) specific conjugation + DAR:2-4 + DAR:7-8 combinations of payloads
ibodi i 2 * DAR:4-8 *  Advantage: *  Advantage: + PDCs
of targets, instability of Opens up the first clinical + Advantage: Low immunogenicity, DAR DAR values are uniform, high + Development of non-
linker, non site-specific treatment of ADC drugs Low immunogenicity, values are uniform, less off- anticancer activity, high- intemalized ADCs
release of cytotoxic drugs. * Disadvantage: bystander effects target toxicity, higher stability specificity
Linker is unstable, payload is + Disadvantage: + Disadvantage: + Disadvantage:
‘hydrophobic, off-target Narrow treatment window, off- Possible toxicty due to highly The stability is insuflicient.
toxicity, highly heterogeneity, target toxicity, heterogeneity, potent payloads, drug
high immunogenicity drug resistance resistance

XF2: Wang, R, Hu, B, Pan, Z. efal Antibody-Drug Conjugates (ADCs): current and future biopharmaceuticals, J Hermatol Oncol 18, 51 (2025). EHAIS 2 Research Center

ZIE 21, MIcH'E ADC 7 ¢

First generation Second generation

K e Nx A e IO

(s I cD30 l cp22 l cb22 HER2 'BCMA
Gemtuzumab i
ozogamicin vedotin ozogamicin
Third generation Fourth generation

e Nwx Ne )& e

CD79b CD19 l Nectin-4 ' EGFR l HER2
Polatuzumab L i Cetuximab Trastuzumab
vedotin tesirine vedotin sarotalocan ruxtecan

NO® Le e -
vorr YV Y =

HER2 TF FRa
Disitamab Tisotumab Mirvetuximab Sacituzumab
Vedotin vedotin soravtansine govitecan

Hematological tar - 1gG1 Cleavable * DNA i A i . TOP1
l ot ‘i r A4 agents exotoxin A inhibitor
l Solid tumor target \( 1gG4 Uncleavable . Tubulin binder . Photosensitizers

KI=: Wang, R J Hemalol Oncol 18, 51 (2025). CHAIS T Research Center

2c



3.271-1310: &luff E}Zl DLL3 ADC 2| £t

Daishin Securities

ot 5t5]oq ADC #oFd] 7P & F5S T2 WE= Zo|3](Zai Lab)9] DLL3 #3

ADC “Zocilurtatug Pelitecan(ZL-1310, ©]3} Zoci)’ 14 94 233t} DLL3= Notch

AT oA AR AANEHKESCLOS 80% ol dellA M=z A 22 A=
719] AR ¢h= oA ADC BHloltt. =4 AbbVie®] Rova-T7F =4 4=
A SEEHA DLL3+= gH5<t ADC A B7lo g 7hs git.

Rova-T9] Aufi= 1) EHgst
o] A Qlo]itt, Zocix Aol el Ea4 TMALIN®

AR Qg A =4 2) PRD Ho|2T 9] gt £A4

ZajZz o

ZAE5S 484 ol HER

o FENAEETME) AT Aez o= BQ3EE JAE 8] B 24 o

off-target F4& A9V, FHo|l== HA| PBD W4l Topo-1 AsiA= Feksto] &

ofulod
171 Hd

ForA4

3 S, B - Rova-ToA AFHIH #4823 AAA.

9, DLL3 BH x|=x| At o}

QWA / BIAI TAHOE / O] Z.-1310-001 / XiO[2t DelLphi~304 / 24l
Rovabiuzumab o T
Ol (BIXKN) Tesiri(ne (Fb;a—'l’) (Efo'Jé; 21310 (=115) a(NZQMb'aab) o
AL £ / NCT No 34} (Al ! SEH / NCTO3061812 14+ / NCTOB179069 34t/ NCT05740566
xg 7 DLL3 ADC, PBD Ho|2= DLL3 ADC. 1000 ‘f'f,r.'f"—c- DLL3/CD3 0534l
= 1 XHEZ7 | X2 /% 2 ZIREE | Ol 1 oy BiZ JHt SlSiX|= | 1 Xt BFV[Et X |2 F/F TIdE SCLC &
ChAt iR}
g SCLC B} (DLL3 T2t3Y) B2 XO|A = ES-SCLC SR} Xt
15mg/m'2/ )
03 mg/kg / Dose escalation ~ =
Eof 77| 9 82 make Day 1~45, X 10mg /2% 13| soc
6% 13 371 Oyde (08 mg/kg ~ 2.8 mg/kg)
_ i 0
s et
OR 15% 21% 50% 53% 35% 20%
mDOR 35m 49m 6.1m 69m 55m
mPFS 30m 43m 54 m 53m 43m
HR = 1551, P(.0001 HR=071, P=0002
moS 63m 86m - 136m 83m
HR = 1.46, P=00051 HR=060, P(O.001
i | 12mg/kg 1.6mg/kg
e (n=115) (=27) (n=45)
352 Ol TEAE 6% 8% 8% 2% 8% 540% 80%
ForNB/AS 7 WYSETUAS e oA AOIETIOI B 55 visysETULS
72 FH8 S it andas WHRET HABFE  Gumyszvals  jmamuAs
2E 53 (TEAB) TRAE
_ _ - - OlHIE =5 AN ZIAS
sa NS W6 131 56% e o7 Mo
= = == = == = SET ULAS
Aol A= 20%  SET UAS 43% ZETUAS 426% S5 UAS (11%) (319%)
OLE HIE 8% MBI ZAS 20% HHSITL ZEAZ 2449 HI3 (31%) BI3 (64%)
B B B O|HIE X5 H|SI/SEATAS
SATHAAZ 15% SAT ZAZ 43% SATHZAZ 192% ;*}’t!,%j fggj_f, el /Eé{im, e
otz FChulg - - 5% 0% 0% 5% 12%
Al HIS 2% 2% 19% 0% 0% - -

Xt&: Clinical Trials, CHAIS# Research Center
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Z1-1310: 2 ¥HEE(50%), 47 P4, HHol7HA] a3t &4l

1’4 QAHZL-1310-001D)lIA] 71€2] 7HAdo] AA G502 ojojfict. W ststaw 4
1 0]29] 2L+ SCLC &2Hn=102)°14 ORR 50%, mDOR 6.17§Y, mPES 5.4744< 7]
£3f], Rova-T(ORR 14.3%, mPFS 3.07/19)E 3 423t F4J% Grade >3 TEAE
34%2 Rova-T(64%) ] Bt /WS Helch £3] HHo] T4t FxHn=32)9A
ORR 66%% 7|53 AL, 7|£ ADCE2| BBB £3 HAE vejatd 433 349 3
£ IZQETL

Aol 2L SCLC did 229 4 342 /AL, 2026def= 1L SCLC= 23t
AgedAN ety 71N 38 e WFT AFolnt. @A DLL3 ADCe 5¢1d of
°f A%, s B3] CD3 ol%ﬁc}‘ﬂ et (Amgen)o] 27 SCLC #8522
Tom A 7hedE AT IL A &2 W8, 3ol thed, 7
Qg Zanpdo] AAd ¢, SCLC IL A AT7} 7He® Ao 7jdidr.

e ol md

it rz

J1E 22 Zoci Y

Best ORR:

Percent of Patients with
Best Overall Response

ws uPR - All Patients

100+
90+
804

70+

sD

50%

n=102

14t 1

60% 53% 68% 66%

58% 60% Decreased appetite

Pneumonitis/ILD

Diarrhoea

Hyponatraemia

_____ ALT Increased
ASTIncreased

Dysgeusia

n=53 n=15 n=19
Al2L 1.2 magkg | 1.6 makg
)

s Grade 1-2

Grade 23
Blood bilirubin Increased 2

" I L T L] L] T L]
2L Patients Patients with ] 10 20 30 40 50 60

brain metastasis
Occurance rate (%) n=115

KI=: Zai Lab, 2025 AACR Triple, CHAE Research Center

2k

XI&: Zai Lab, 2025 AACR Triple, CHAIE Research Center

2! 24. Zoci THL H2F

Program Preclinical mm m

2L+ SCLC (zoci monotherapy) Ph3 initiated
1L SCLC Ph3 in 2026
Zoci (ZL-1310) ol
DLL3ADC) [~ """TTo- .
-1L SCLC ‘C:‘;,",f(',) > Ph1 in 2026
Other NECs Registrational

study in 2026

KI&: Zai Lab, 2025 AACR Triple, CHAIBH Research Center
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712 25. Zoci FOF X|HO| EHA}: k| HH -45% A

* 67-year-old male with extensive SCLC and
untreated brain metastases at baseline
— Prior regimen: EC + Atezolizumab
— Prior radiation: focal lung (50 Gy)

— No radiation to brain metastases at
baseline

* Received ZL-1310 0.8 mg/kg Q3W
— PR at Week 6 with a 45% tumor reduction

KI&: Zai Lab, 2025 AACR Trile, CHAISH Research Center

C1E 26 SHElEHY X2 2 LY XM B -67% AL

* 66-year-old female with extensive SCLC including lung, liver and retroperitoneum at baseline treated with
ZL-1310 at 2.4 mg/kg Q3W

* Prior regimens (BOR): 1. EC + durvalumab (PR), 2. Tarlatamab (PD), 3. Alisertib (aurora kinase inhibitor; PD)

DLL3 expression (H-score: 170)
after tarlatamab treatment

PR at wk 6 with a 67% tumor reduction

KI2: Zai Lab, 2025 AACR Tripke, CHAIS P Research Center
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# 10. Topo—1 ADC

3.3 QP101: FHH0|2E ADC, Topo—1 LIA 3=

Topo-1 T¥ Hol|==9| A% 7 HolzE et 84

Topo—-1 JAA 78k ADCE 2 FYLHER2, TROP2, HER3 5)°] tt=2H2ts, Dxd
U SN-387 22 Y AQ9] Ho|2EE AT A £5 AmoA 87t A=
Bakok SHAIE Helct AA2 TROPION-PanTumor01 ¥Ae|A Topo-1 ADC A=
73¥°] §li=(Naive) 22 7]E A= Z¥lo] = A H]af Dato-Dxdofl tisf
o 23t A7 a9E HYh o= ADC 8%2 ZHsk= 4] q9lo] 17 o]
oftg}, Flo]=E=(Topo—1) Aol High &= WS ofn|gich

uhE A2 o2 2R 7]AS 7H o] 2E (¢l Topo—1 < Microtubule SJAIAN S &2}
Ao Agsls ‘Hol2E A9H (Payload Switching) AR YA FE 7H5A4S Ho
Zot, djEAQl o2 DESTINY-Breast02 AtolA, T-DM1(microtubule AE)=Z A=
W2 32HE°] T-Dxd(Topo-1 AQ)Z A%t Fo= oqH3] w2 §HEE(ORR)T &
APPE7|HPE)S 7153 ol Hol=2E A% AAZF WES S5k, A=

B8-S HAdEe fA% A 4Feh

(]

Jefat Hlolel Rl Ho]%E (Dual-Payload) ADC H2He] o7 7jito] Hie}, &
5] ‘Microtubule AA] + Topo-1 AAA 232 AR of2 HEAPE 7[do=2 A
25 A0 AT, Aw 2710 Bk W TR oSl ZEe Aux Ans
% QI ol E SHe] A7 A1 AR A5 EIT

s o,
Hir

o 2t Hlw

AL / EME

TROPION—Panlumor01 /AZ DESTINY—Breast02 / Clo[X|AtR

QAN CH| / NCT No

o
oE /A8 I

14/ NCT03401385
Dato—Dxd (Topo—1) / TROP2 ADC

34/ NCT03523585
T-Dxd (Topo—1) / HER2 ADC
T-DM1(Microtubule) 22

e e 2L TNBCHS S8 @) ot AR 0240] Rl HER: 2 et B}
Capecitabine +
o= All(ln=44) Topo HNaive(n=30) T-Dxd (n=406) Trastzumab or Lpatinib
(n=202)
ORR (%) 31.8% 40.0% 69.7% 29.0%
mDOR (ZH&) 16.8 16.8 19.6 83
o 17.8
mOS (He) 135 143 R o,sggbzzo,oom) 265

XtZ: Clinical Trials, CHAIS? Research Center
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otz

T2 27.Ho|2E Wk} AFBE St ADC x|z &3t

a
Topo1i ADC Topodi
Topo1li ADC Target B [HLI:CAD Reference 27 and 28
B T
>

Time on Treatment
b
Tubulin ADC Topoli ADC Reference 29 and 30

Tubulin AD Target B Topoli ADC Reference 31
Topo1i ADC Target B Tubulin ADC Reference 32

Time on Treatment
57 Research Center

S

XI2: J Teo et al, European Journal of Medicinal Chemistry 287 (2025) 116996, THAL

Z12! 28, Dual payload ADC &

e
o

.OOO‘CD
Different Payloads
L~ RJ\/\
3

Dual-site DPADCs

X2 J Teo et al, European Jourmal of Medicinal Chemistry 287 (2025) 116995, THAISH Research Center

Singal-site DPADCs




THOFS

QP101: Topo—1 WA 8- 93t Topo—1 X CDK7' F4& Ho|2E HER2 ADC

SAbe I51%(Enhertu) ©o% 7Y & n5F 8= HSl= Topo-1 7|4 ADC WA
(Post—Enhertu)’ =415 si2st7] Asl, Topo—1 AAA| + CDK7 AAAIE shte] A
of &Alet 7 Ho]2= HER2 ADC ‘QP101°9] H|YA dlolelE wEJHE CDK7-2
DNA &4 B4 9 AARAIRT7] 249 4 IR, o] 32 Topo-1 HO|ZET}
UAZ DNAE 44713, FAl CDK7 GAAZE &4 B4E Adste T A&
82 TEA0E AR5l olF 71A AFow AA .

T

PR HQd Ahe ol2fRt 7112 AP AAl 85 o= olojds I QP101
A5l T WA REoA L FoFo] ¢ ElS(Complete Regression)= =5 Topo-1
d HolzE ADCEo| S5k 3t WA HAE F3lokA 53t 3t Topo-1
o2t gAFS 7|E ADC M| & 1/4 #5208 WFILE 55 o9 ¢ &
HE HAoH, YHFINHP) SGA A= Fofit tebdo] Slgict.

Ml

2 orle

QP1012 @A GLP S/AIR FHIFelH, 279 IND Al&S SR2 7fde] +254 7
FFoltt. FAel SA= QI01(CDKT AsiA]) &= s¥o=z i 1442 A3 Tl
AU A 1= ohrelstial RP2D &4 & 4 24402 AT Aot 48 242
D @= SHUGEAAY, F4M 2) ¥8 a¥(ADC, 7|EFH, SO0z S o7
oltt. @4l 2=¥ ADC /o] 249 24, AFH o=l HFH FFolA, 2]
A Q01| g Aefo]l YA Al 9 G5 iAol sl 7%, 71E ADC sfojzzt
S B AR HuhuolA] et A=y 7 E ATE 4 A

7121 29.QP101, HER2 %A Xenograft RH0A AIS{E(T-Dxd) CHH| 245t &5 St &l

Antitumor efficacy of QP101 in various HER2-positive xenograft models

T-DXd-sensitive HCC1954 T-DXd-insensitive BT-474 T-DXd-insensitive JIMT-1

2500 =+ Venile 2000 - Vehicde T p— Vehiclo
= T-TOP1| (DARA), 10 mgg, |v, singl = T-TOP1I (DARZ), 5 mokg, L.v.. singl = T-TOP1i (Das2), § mgikg, Lv., single
£ 2000 = TCOKTi (DARS), 10 kg, iv. singie £ *— T-COKT (DAR4), 5 mghkg, iv, sngle E *— T-COKT DARK)L 5 mghag | v, single
= QP101, 10 mghg, |v, sigla 1‘ E 1500 T-TOP1i, § mgky + T-COKT, 5 mokg { .E, 1000 T-TOP1), 5 mghg + T-COKTL 5 mokg ; d
g 1500 [. g QP101, 10mghkg. v, single g QP101, 10 mghg. i, single S |
§ } 3 1000 ] § I 1
1000 s 1 P
: g } § }_4.,“.{ = e £ } i
500 T E - § o T G .|
2 et 3 2 . 2 o . ]
N . 3 l I
0 T T 2 B e | 1 01 T T T T T 1 0 T T T T T T 1
0 10 20 30 40 50 60 0 5 10 15 20 25 30 0 5 10 15 20 25 30 35
Days Days Days

XI=: 2025 AACR Triple, CHAIE Research Center
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OAS
2 o

7121 30.QP101, HIS{E(T-Dxd) CHH| 4~

Sk=
ot 52

#

.

Comparative antitumor efficacy of QP101 and T-DXd in T-DXd-resistant xenograft models

T-DXd-insensitive JIMT-1

g

T-DXd-resistant N8T-R

T-DXd-resistant JIMT-1-Enhertu-R

- Vahicle : = Vil 4500 oo Vebicts
"E TDK, 10 gk, i, single & — o TN, 3 mghg v shae /I = T, 3 mghg, i single -I{
. . -~ 5 P o N E —+—  OP101, 3mghg, v, singe
£ QP 1D mghg b gl FE TP, 3 myghg, iy, single /.‘I B E OFI01, 10 mghy. L. singe |
= 400 A - s Pl < 1000
g A g Ple - £
3 a7 ] P E] -
: v 3 s 3 g
E 200 ’*'/!' 5 f"" e 5 500 - _‘}-
L. = E s B E s .
2 2 & 3 s —¥—I— 1
0 T T T T T T 1 0 T T T T T 1 0 T T T lll : T 1
0 5 10 15 20 25 30 35 0 5 10 15 20 25 30 o 5 10 15 20 25 30
Days Days Days

KI=: 2025 AACR Triple, CHAISH Research Center

TE 31, A2 HY/m0|2E0

ZSE ADC i

Target
& -:10 28 |-Phase| 0 Phase Il Ml Phase Il [l Launched/filed
2 20 16 15
S o 8 8 7 6 a 4 4
S g || — — — —
= HERZ2 TROP2 Claudin-18 B7-H3 FRa c-Met Nectin-4 B7-H4 CcD22 EGFR
Payload MoA
§ 90 _81
53
s
° 15
S o 2 _ 1 1 1 1 1 1
= Anti- Topo-1 DNA STING Apoptotic GRM GSPT1 RNA PollIl  TLR7/8 TLR9
mitotic  inhibitor alkylator agonist inducer agonist degrader inhibitor agonist agonist
A& F2IE, tiAISH Research Center
20| HIS 1 = s HE2XI di SHdb
Z1E1 32.0[0] FDA &¢ B2 HI0|2E 4o SESH JHL 2

60

Approved by FDA
In clinical development

55

Discontinued

# ADCs entering clinical development

2000 2005

Year

2015 2020 Aug

2024

& F2IHE, tiAIS P Research Center
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IV. EGFR: O{TH8| TKITF Y =L /MEH

4.1 EGFR 7H'Y EZHE: L] tHo[, BBB, ¥

)
£0)
I

2 EGFR E& 2249 /it Esit= 1) TKI WA ®o](C797S 5) 2 Uncommon/
Unknown =%Ho] 32} 2) HAC|(CNS) &3} 3HY, 3) ikt 222]E|(ADC, °ol53A
5E ggqt gegor &y Qo

EGFR o] NSCLC g¥ellA TKIx= ofdo] & a5t kg 7itos gugh #&
A& A91E FABIL Qiet. Tt AT TKIZF gt Ao, A& aats 7f4dst]
9Igk ko g TKI 7|5t BHeao] iz A2 olot. #2402 Osimertinib+2te}
QW Lazertinib+Amivantamab ¥-8Q§0] dolo] 12} XgAl2 5ol=Y, 25
NCCN 7tolegRle] Ao amioz Sl

HhH ADCE EGFR Ho| g2 A go] 28 3407 KA glou) thEgHuto
2 TKIE thAst7]e] A7} 9tk DATROWAY (Dato-DXd)7} ADC 2% & EGFR
#o] NSCLC 27} &A= 419k, HER3-DXd(HERTHENA-Lungdl) 94|
ORR ¢F 30%, mPFS 6702 42| Z3F AaE ARt ot o] 7| sHstawel
ZAE(ORR 36%, mPES 4719) thH] =2l S Hojxa: 23t 2= ADC
7t 1, 22 AEA A BEHL= 5] Haiale Heamo] SqdolH, o H4
OFEL E2 AT} HEAEo] W4Holr.

12! 33 EGFR Aafx| 7 &

- L]
Disease stage . Amivantamab + Amivantamab +
Early stage ® Locally advanced @ Metastatic stage chemotherapy chemotherapy
(disease progression on  (first line exon20ins)
osimertinib)

LJ
e Osimertinib +
Amivantamab + lazertinib chemotherapy

K

4

§ - . | (first line) (first ling) |

> Dacomitinib Erlotinib +

s ~e@ce  ramucirumab .

= Osimertinib ® Aumol.emmb

3 v o o first line )

5’ Gefitinib Erlotinib Erlotinib . Osimertinib { ese ) Osimertinib > . Sunzovertinb 4
(third line in (second linein  (maintenance in  Afatinib (T790M) Afatinib (adjuvant Icotinib (exon2Qins) Osimertinib
unselected unselected unselected o0 . (uncommon therapy) (adjuvant (consolidation

patients) patients) patients) Erlotinib Icotinib Gefitinib  mutations) therapy) Furmonertinib therapy)

2005

2010 2013

2004

Sensitizing T790M C7978

x
[
E u‘-'] mutations mutation mutation
s £ and response
> to EGFR TKis
gs
82
2 d
8 E

Xt&: Zhou, F. etal The changing treatment landscape of FGAR-mutant non—smal—cel lung cancer. Aét Rev Ciin Oncol 22, 95-116 (2025), CHAIS T Research Center
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# 11. EGFR 0| £X}0jlA] ADC BHEC2E ABHEl 55
UNE / S FLAURA / AZ HERTHENA—LungO1 / MSD TROPIONHLLINGO5 / AZ
oI (@K iy ARElE PREE oD =0 s
Ut T /NCT No 34+ / NCT02296125 24}/ NCT04619004 274}/ NCT04484142
A2 1™ EGFRTKI HER3 ADC TROP2 ADC
ChA} X} 1L EGFR 0] NSCLC 2+ EGR E;?' NSCLC & 2L+ SFIX} 0] NSCLC Eixt
1.5 mg/m2 / Day
For7|U8Y | Smg/118 i~5, 56mg/ka /3% 131 60mg/ka /3% 13]
3% 1Cyce
f=4 Al (=225) Al (=137) EGFR (n=78)
ORR 76.7% 69.0% 30% 358% 436%
mPFS 189m 10.2m 55 54 58
HR P value HR=0.46, P{0.0001
mOS 386m 31.8m 11.9 136 -
HR P value HR=0.80, P=0.0462
CNS ORR 57% 40% 33.3% (n=30)
CNS mPFS 15.2m 9.6m mDOR 84
2512
352 0|& TEAE 42% 47% 64.9% 284% (TRAE)
Fo exg IS ENE SRS R ARy oAS
9E 53 TEAE
HAt 60% 58% OHATHZ 65.8% TLHE 56.2%
wrl ofsg 5% 79% HAR 2AS 186% OHATAS 547%
ZUFIE 39%% 34% SET ULS 356% 22 496%
Fall 38% 37% A 26.7% LT 139%
ok ZCHu|g 15% 18% 7.1% 1.4%
A HIZ 2% 1% 1.8% 0%

At&: Clnical trials, CH&IEH Research Center

T1E! 34, EGFR 'HO| HIAMZH|Q X|2x| Sig

Osimertinib, mPF$S

18.9m

Osimertinib + Pt- Pemetrexed, mPFS

Amivantamab + Lazertinib, mPFS

23.7Tm

25.5m

Ivonescimab + ChT

Resistance matched
treatment, mPFS ?

Amivantamab + Lazertinib
mPFS 5.Tm

Amivantamab + ChT

mPFS 6.3m

mPFS 7.1m

Trop2/ Her3 ADC
mPFS$ 5.6m
Resistance matched
treatment, mPFS ?

Ivonescimab + ChT
mPFS 7.1m

Trop2/ Her3 ADC
mPFS 5.6m

Platinum doublet
mPFS 4.2m
Resistance matched
treatment, mPF5 2

8

2
=
Wi
~

Docetaxel,
mPFS ?

Trop2/ Her3 ADC, mPF$S

5.6m

TKI Rechallenge,

Trop2/ Her3 ADC
mPF$§ 5.6m

Docetaxel, mPFS ?

TKI Rechallenge,
mPFS ?

Trop2/ Her3 ADC, mPFS
5.6m

TKI Rechallenge,
mPFS ?

Docetaxel, mPFS ?

XIZ: Gautam Roy, Cur: Oncol 2025, 32 448, THAST Research Center
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4.2 VRN11: C797S, k|Sa}, QHETIX| 2US

HZlol= off ggjofA] VRNI119] A4 14 1-85F IS E AIE F7fotH, 1) C197S
Holof| dfgt IS A9t 85, 2) A4 EARIE F2 ] FI-8(BBB penetration), 3) I
LML A5 2 S 4SS

109 149 data cut—off 7]& 22 C797S B4 34 4% F 39oA BEAS(PR)7} Y
Bl ORR 75%5 943 o, o] HH3-C 40mg A-LFHE 240mg 18712 Apts]
A A=k PR 82pe] 1A B 44.1~51.4% Al C797S Holo| gt Bst

T TS AAT 5 YUk

C797S= 34 EGFR TKI &
7HA NEE A FEEl W2
w2ba] VRN112 2@ Z4o] Fajst

A & 7P s veite W 1ol As
G5 e FH0R BT o] ST Addolth
C797s Wo] Alge 4 FEste] 714 59l

il

5ok Ae SHE gtk SAks AW C797S 2 di 1b/2a% INDE AlEsH,

olF 24 ATE Soz A%

U= ARE Aot o] A2 s Jjiske o

=71 -

P71 | 242
spagto 2, 9
A7 E % 9.

] kL, NDA ot chio] Al F A4 HolHRWD)E w27
FE 1 ARAR 23 SN A%E 1R ST e 9

I 12, C797S HHO| EtX} ORR 75%, k| HHtH ZtA - 5t

Bxt ciDNA Best changes in Best
IB 2 EGFR 0| Prior TKls clearance Target lesions Brain lesion response

(c7979) %) oo

1 40mg L858R/C797S/R776H Dacomiinb —Osimertinio 100% - 514 '(Dn'ffnp_pgggt‘)’ PR

2 160mg Del9/C797S Osimertinib 100% - 453 '(Drian’ipggzt‘)’ PR

3 240mg Del9/C797S Lazertinib Osimertinio 100% - 441 (m) PR

4 8mg Dell9/C797S Osimerinio 80% 312 '”g;fg;e)d PD

K= 2025 AACR Triple, CHAIS Research Center

72! 35, 1L EfT2|A ol WM C797S 7-15%

A

Resistance to

50~85% first-line osimertinib

o O e,

121 36.2L EF2]A 0% LA C797S 14-30%

Resistance to
later-line osimertinib

XI=: Japanese Joumal of Cinical Oncoloay. 2023, 53(7). 547-561. LHAIS P Research Center
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Z12! 37.VRN11 §2F C797S SX} Z& 2 H|FEX(k|) HH ZtA

Patient 1: 40 mg, Patient with EGFR!858R/C797S/R776H NSCLC, PR
Baseline

Pleural
target lesion

Brain
non-target lesion

Patient 2: 160 mg, Patient with EGFRPe\19/C797S NSCLC, PR

Baseline Cc2D1 Baseline

Right lung
Target lesion

Brain 1, 2
non-target lesion

o
x

Patient 3: 240 mg, Patient with EGFRPe119/C797S NSCLC,

Baseline C2D1 C2D1

Pleural
Target lesion
Brain1,2
1on-target lesion

Atz: 2025 AACR Tripke, CHAIE Research Center

T12 38.VRN11 1b/2 244 CIx}!

Phase 1b/2 Monotherapy Expansion Proof of Concept

Cohort A
common EGFRmut. with C797S Low Dose (320 mg, QD; n=20), High Dose ('TBD, QD; n=20) E> TBD
After 1L 3 Gen TKI (Osi, Laz, Ami+Laz)

Cohort B

common EGFR mut. Low Dose (320 mg, QD; n=20), High Dose ('TBD, QD; n=20) E> TBD
Treatment-naive

*Cohort C

Atypical/uncommon EGFR mut. Low Dose (n=20) , High Dose (n=20) E> TBD
One prior TKI (allow=1 priorsystemic regimen)

*Cohort D
Atypical/uncommonEGFR mut. Low Dose (n=20) , High Dose (n=20) E> TBD

TKI-naive

1 Additional dose levels (e.g., > 320 mg) may be
introduced if supported by Phase 1a safety/PK

Safety Run-in Combination Therapy Dose Finding

MTD-1
CohortE

(VRN110755 plus SoC Chemotherapy) :> MTD-2

any EGFR mut.
MTD -3

K& 2025 AACR Triple, CHAIS P Research Center

33



34

A=2] BBB F-a3} St obg: VRN119] 94 F4

VRN119] Z7(BBB) FHe-2 A TAE dol AA 2AjollA e QJF= ot
EGFR ®o| NSCLC $#19] oF 40%= At A] &= A& FH*OM ol 5 FHlsHH,
Y HHO 2d of7} o5 37 #95h] wiZel BBB Fike> TKI 7fgelA 7Hd
ZQa3%F J71 = F stk VRN119] A9 240mg o sajold A5t HHSH
(CSP) W <& =7t % diH] oF 28(Kpuux2.0)9] 25f, BBB £3}&o] F 20%
£z o2 dHA osimertinib(EH 18] 4)E A Adlels 27E Hych

AR QUAOIA 7978 Ho] Bt 47 B WAclE AT SelE, 1 % 29
4 PABACR), 1L SEBAGRIZ 7S5, Ho] B3 14 84 10
A% DCR 80% Ko, 1| Wl A ool n Aybel gt aake shlgle,

87 FYolT BT 945 g maufelo] §AH3. 10mgellAl 400mg7HA]
% 54v30] Folgl 143ol4 §eF AR SHDLDL Wsk 4star, oliie] oguks
2 Grade 1 2] g 17 FA@.1%), 71855.4%), BAHCAD A, E=7
WS Grade 2 5485 98F 24 glo] o] 715310, Grade 3 o) 2 o|AHHS

< HAE7] okt

N

w2k VRN11L2 1) 7223 BBB £318, 2) 3MIgt o] Az a3}, 3) 18FiAE
FAEE Hedolgte AT S oz, ik AsAE B2 FF BF s5tay7)
Bt 3z EA 00 HE AFQAL 52 & 7S BoE ol A 1A A=
A A9 7FsAE EolFE= A BAFe] 2

T12 39 VRN11 kil oF2 S, HX CHH| 2 Y

Pharmacokinetics of VRN110755 at C1D15
VRN11 240mg

)

E

“g‘, 1000+ Plasma and CSF concentration

= 20

o 1 —

i »—iiif_} __7_"_*—*——7—7§ E 15

c f— - = Osimertinib
3 ad 1 B Fi

Q t *’ 2 Kpuu, csF = 2.0 | Kpuy, ese=0-2
5 G 104 ee

8 1004 2 a2, ©

[To] . [}

© 1. CommmagainstDelts 3 .| &

S 5

=

¥ e 160 mg (n=11) 320 mg (n=4) °'_'_'_'_§

p 80mg (n=10) - 240 mg (n=6) & & &

E 10 . . . . @q“'\ <*

o 0 6 12 18 24 W

o

Timepoints (hour)

Kt&: 2025 AACR Tripk, CHAIEH Research Center
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 13. VRN11 QA 13 A 400mg 7HX| Grade 3 04t BZi2 o2
80

10mg 20mg 40 mg mg 160mg 240mg 320mg  400mg =gt
(N=3) (N=4) (N=3) (N=12) (N=13) (N=14) (N=4) (N=1) (N=54)
BE S& TRAE n (%) 1(33) 2 (50) 1(33) 2(17) 7 (54) 8(58) 1(25) 0(0) 22 (41)
1853, n %) 1(33) 2 (50) 1(33) 2(17) 5(38) 6 (43) 1(25) 0(0) 19(35)
258, n (%) 0(0) 00 00 00 2(15) 1(7) 0(0) 00 3()
35=.n(%) 0() 000 000 00 0(0) 00 00 00 00
DT E=TR-SAEN(®%)  0(0) 0(0) 00 00 0(0) 00 00 00 00
Xt=E: 2025 AACR Triple, CHAIS T Research Center
i 14, E}12|2(Osimertinib) CHH| QPEZQI Ot Z2mb ol
VRN110755 Osimertinib
(160-400 mg, n = 34) (80 mg, n=279)
| 382 0lY T 353 ol
EGFR on—arget tox
A % - 49% 2%
£ 18% - 54% 1%
UM 9% - 33% (1%
2UFS - - 33% (1%
TLH 6% - 25% (1%
7125 6% - 15% -
EGFR off—target tox
HIE - - 12% 1%
Qr ¢iE - - 10% 2%
ILD / ™ - - 4% 2%

Xt2: 2025 AACR Triple, CHAIS Research Center
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4.3 VRN10O(HER2 TKI): Hx|A HER2 ES¢itHO|0M X7| S S0l
VRN10L o|# g3]ofA] 7|2 2mAlo| wHgalA] o= WA HER2 E¢ido] 1ged
AE ez A laAt 27] HlolHE At F5T A2 1) & SE(T-
DXd, Zongertinib 5)°] &7} ¢l 4 HER2 ¥o|(S310Y, S310F, V777L $)IA
oln] = FF Z47F FEEY, 2) FF HER2 TKIS! Zongertinib tjd] 7+ =4
(ALT/AST 7)ol Harex] gdch= Folch

VA E/FEAEE &8 HER2 EAHolo)N SH B Fof ax

S310Y o] #H¢t 3AHKR004-003)2] 73-¢- T-DXd A& & wjAdo] ZAISH Arej
7+ 4 o 5 3] Holrt Qlglgel:, VRNI0 160mg &5 £o] 3 357](C3D1)
oA F9Fo] 28.6% T4, E3] ¥ HH(TL3)L &4 #S|(CR)E 7|=R

S310F ®o] At E2HAU001-001)% Tucatinib WAl ©]% VRN10 80mg F£oF 5 =
ool 26.7% A, T-DXd £<& V777L o] GHrel SxHKR004-001)olA =
160mg Fo] & 24.2% £ A7F SI=H, theFet HER2 HAE WololAl VRNI0
o] o ai= It o] Al H RF 3~72F A FE ¥ heavily pre-treated A}
ghe e Aetety, 27] Anjlole 6t 1RAQl Adatz FrEh

77k HH] Bzl Qi 9]

PS4 VRN102 24 oFz tiH] &2 AAES HojFrh 160mg FolellA
e Fdet FA8-2 AeH(Grade 1 AAF 170 Ex51om, HE0] oFE A7] glo]
2 e E Q) vhd, A oFE}] Zongertinib®] ¢~ 180mg £ A Grade 3 4+

o] ALT 5t FA4)o] Harslo], A A 8ol 120mgoz Ak vt 9lrt. ofo]
HJs] VRN102 160mgoll A= 2 =4 H27t 5] YetdA] got, FF 240mg, 320mg
A 8% S5 (Dose escalation) I 11-§7F o] FE3] 7Hsd Aol

A VRNI0 942 240mg &5 &4 Z9ES 313 FolH, HolH AZEE Eol7]
3l 160mg BFolA el W (backfil) 55 AL Aot L& HolHE ot 4
dolEd Z¥h= 1248 SABCSHIYEY L 3 HZADNA ZxE Ao, ols
ol VRN109] 2P s ¢ Bl a5 Zzukelo] v Weeld Zow 7diHd.

N
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121 40. VRN10 YAk 1 AF 80~160mg 2 2kt EM

_____

Dosze (mg) 160 160 160
HER2 amplification 1+ 2+ 1+ 3+ Megative
HER2 mutation - - VITIL S5310F S310¥

. Salivary .
Primary site Gland Gastric Breast Pancreas Lung
Prior systemic Tx 1] 2 7 3 3
S Irinote can Tucatinib
e ) Fluorouracil Lol Trastuzumab L

A2 2025 AACR Triple, CHAIE ™ Research Center

12 41, VRN10 24} 14 80~160mg §0F £ixt Z% 24 0|

ALDDT D02 AUD02-003 ERO0E-001 AL -0 KRO04-003

-24.2 267

-28.6

Change in tumor size (%)

8

g &

At 2025 AACR Triple, CLHAKS ™ Research Center

TIE 42 VRN10 & 1 & CIxpl

Ph1a dose escalation Ph1b dose escalation
[Monatherapy) [Combingtion thernpy)

240 mg

i

&0 mg i
| soms |
| |

+
} Cointsl with Ab-biisod Saraphs sotoiding o phis PE-PD maulis

I} Dezeis 1 firat paithent wid admintained in Mar 2025

=E: 2025 AACR Tripe, CHAIE P Research Center

37



THIoF O]

“1E! 43, Zongertinib

U 144 180mg 9% EHRI0IA 353 O

A 2= g

Zongertinib Dose

Patients With

DLTs During MTD Evaluation

and Schedule Patients, No. DLTs, No. Period (cycle 1) DLTs After the MTD Evaluation Period

15 mg twice daily 3 - - -

30 mg twice dally 3 - - -

60 mg twice daily 4 1 = Grade 2 edema

100 mg twice daily 4 - - -

150 mg twice daily 3 1 - Grade 2 diarrhea

60 mg once daily 5 - - -

120 mg once daily 4 — — —

180 mg once daily 25 1 - Grade 3 elevated ALT; grade 2 elevated AST, grade 2 elevated
bilirubin

240 mg once daily 18 2 Grade 3 diarrhea Grade 4 thrombocytopenia

300 mg once daily 25 1 Grade 2 ejection fraction decreased

360 mg once daily 1 2 Grade 3 decreased platelet count  Grade 3 elevated ALT; grade 3 elevated AST; grade 2 acute

interstitial pneumonitis

XI2: G. A Amos Burke et al. J Cin Oncol 39, 3716-3724(2021), CHAISH Research Center

T12! 44 VRN10 A 15 4 OFFM

Event (%)

T2 (2t 21 4

AlS

—

of>

OFx! gi3)

(Grade2s| Al [Gradess| Al [Gradezs)

s0me (n=3)
Any TRAE - - *33 - 97 17
Diarrhea - - *33 - 56 1
Rash - - - - 33 -
ALT increased - - - - 24 5
AST increased - - - - 21 8
Dry skin - - - - 15 -
Pruritus - - - - 13 -

K= 2025 AACR Tripk, CHAIBH Research Center
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DAISHIN SECURITIES

Olxl= AlZte| =

= EXtO|A o, SEFT} 00RO Z A
« VRN11: Z|Z0| C797S HX| Bieix| EHY 7|
PN
o

= VRN10: Z% HER2 TK| CHH|

2= Mol 29

EXtelA o4, SEFIt 300,000H2Z &%

Shk= 108 22~26Y HAHO|M Ji[E 20258 AACR NCI EROTC

(0|5t AACR Triple)

VRN10(HER2 TKI)2| ‘Best-in—class’ 7ts42

30|k

=

St31E S8l =2 mo|=2t2121 VRNT1(EGFR TKI)zt
0]0f| =0}l A

d8 =EN HES =Y 7edE WESIH & LIRIE 552 He=2

MESIRT, SEHFIIE 0= dT =T

=

KOSDAQ 871.32 o L
A7kt a05602 VRN11: Z[=°| C797S EX Stn| EtM 7|CH
*Qiiﬂg 99;25"/3 VRN112 $ixlf X|2| S40| 213 C797S HolofA Harsh Stetst
X — (=) I:I_|-Q|: 3
5o £l /2 asodl oo (ORR 75%, n=4)S 2l F712 1) Y=Xel HEIE(CFS 55 200%),
120 TR HCHE 1000 2) B2 LMo AHEMIE(DCR 80%, n=10), 3) 245t 2tXA(400mg7t
A=2REE AN% x| GEER AL) xHE! 0fof HLH C797S SBHX} CHAL AL 1b/2akt
KPLKX 15 _ _ _
T SRHIASENEE g ohn), 015 24 AE JHIOR Tia SO A OfF. 2 UNolA
C797S =1} ZHSA| 71 &2l 7tsM82 sSAWo 2 THHE. ot ofLat
FII215(%) MM M 1M 2o =5 0|9l H0|(L858R, Exon19del) AR SHET 7|HE
HijlE 27.1 %1 1078 1389
doUE 254 737 702 881
VRN10: Z% HER2 TKI CHH| ZE=EMOIA 29
(M) HEZ 50| (F) (%) = = X o
240 Relative to KOSDAQ(S) - 80 VRN102 7IE X|2H =25 BHO[0M Z[ch —29% S0| dastH Uy
60 22 J7KsM 8ol 5 160mgollAM 2= (Zongertinib)2| SHA|Ql ZH=
19 40 A RS LIEHLIX| 42 Ho| 12X, £t &K} Mo|El= 128 9~12
0 20 o AOtEL|Q QuIoh MEXIRSABCS)OIA SRl 7Hsgt T
0
10 :iz FUAN 2 T EXIX|® (THo): Aloigl & o
64 60 2023A 2024A 2025F 2026F 2027F
24.11 25.02 25.05 25.08 25.11 uH%CH‘I 0 0 3 3 3
&lole] 31 36 46 46 47
Mol -3 -33 44 -44 45
E7I=002! =37 -3 —44 —44 —45
RIHxIsE20[] 37 - 4 — 5
EPS —2307 -1818 —2374 —2397 2421
PER NA NA NA NA NA
BPS 5093 3,703 1,246 -1,145 -3559
PBR 106 216 1770 —1926 —620
ROE —638 —441 —978 —47884 1029

40

Z=: BPS2?t BPS, ROE= XHHXIR 7|=0=2 A=
X2: H20], tiAES 3 Research Center



Daishin Securities

SNt X R ojjo| M

EXtolA i, SEF7F 300,000 M2 EHFT A1E

SAlE 108 2226 EAE0|A JHEIE 2025 AACR NCI EROTC(0I5 AACR Triple)
85l Sslf 2 mo|=akelel VRNI(EGFR TKI)2H VRN1O(HER2 TKI)| ‘Best-in—
cless’ 7t54g EQIFCL olof HOM U MF HEN HMST &Y JtsHdS viIst

Of & AOIIR|E 55X 02 AESIG T, 2HFIIE 300HHCE ASF ZASHCT

VRN11: E[Z9| C797S BX SItA| EtM 7|l

OfH QUAF 1A T2 SCIZOIM 2HEA O[H{DLT) 20| C797S 0| SAXtof 3t
5t ot &Hn=4, ORR 75%)2 SIQIRCH SAK= Bixf Xl2 40| SRSt C797S

Zalg stz Jia A01S AN ofF
olct, ool w2t C797S HSF0| YA M HES JIE 259%00A4 44.1%2 AEHSH

oll
_IT‘_

Lot M| HTO| SxtolM EF S= th] X X4M(CRS) S=7t 24H(200%)0l 2oh=
TX[7F SRI=ACL Ol BH= EFZLEIJUP of 20% &S U [[H DRl
Xt o Liob2t kol Xt 10ES tie22 DCR 80%E =0|H & HHOAM L2t
stot

Y Fa: 2fQISHAICE 0fof iI’HOI(CNS) EHU JHX| 3,800 S At Joé._HZh

2 Z71= VRN10 24 124t HIo|El= _7T<_7| Hlo|Eoll= =5t L =51

|x °FE(T—Dxd Zongertinib S)of|

S = a M HER? TKIS| &A™ Z|A3

4 27} LIEFX| 22 Fo| DFX0|Ch o2fet YoA AMHS ZHE HER
o] L] %

|cH 35%9| HreE Z2Ys 7Fgst0, mo|=2telef It

roe

}

S r\) r2 HH[[
My oQ ry oo rX

b

15, RR0| 2EEIL AS (el Alote)
7IX| H|11
Aok 71| (A+B+C) 5537
VRN11 ZIX| (A) 3,630 EGFR+ NSCLC
1L CNS 381 At
2L C797S 1,157 HE SHE 41%2 S
2L Unknown 2,092
VRNO?7 7IX| (B) 182 1L Exon 20 ins
us 36
China 146
VRN10 7IX| (C) 1,726 21+ HER2 BC (A1)
FEFAS () 17,990
HEFIH(H) 307,813
SR (@) 300,000
Sixhz=It (&) 220,500 25.11.19
S50 36%

Atz thASE Research Center
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i 16. VRN10 A2f71x| ‘@Roflo]d

2025 — 2031E 2032E 2033E 2034E 2035E 2036E 2037E 2038E 2039 2040E
TR 14 ==
Ol R &xkr  (MY) 347 39 372 376 380 384 387 391 395 399 403
HER2 A 20% 74 74 75 76 77 77 78 79 80 81
FlIsAd 2l ®Mo|A (A) 6% 4 4 5 5 5 5 5 5 5 5
g 2 Ho| (B) 25% 18 19 19 19 19 19 20 20 20 20
Etll SXi4 (A+B) 23 23 23 24 24 24 24 24 25 25
2L+ Bixtg 90% 21 21 21 21 21 22 22 22 22 22
VRN10 EHRE2 5% 10% 14% 20% 24% 30% 35% 35% 35% 35%
ollet OHE ($mn) HZt 27} $347,196 357 721 1020 1471 1783 2251 2653 2679 2706 2733
st gk (RofR) &8 1300 ¢ 464 938 1326 1913 2318 2927 3449 3483 3518 3553
Mizol! 75% 348 703 994 1435 1739 2195 2587 2612 2638 2665
FCFF 80% 278 563 795 1148 1391 1756 2069 2090 2111 2132
PV of FCFF 173 322 420 560 627 731 795 741 691 645
™V 3171
PV of TV 959 WACC 8.3%, g —10%
FCFF 3ixi7kx| &t 5,704
E AR 6,663
H3EE NS kx| 1,726 25.9%

I 17. VRN11 L|T0| HEF Meix| WRojo[M

2025 — 2029E 2030E 2031E 2032E 2033E 2034E 2035E 2036E 2037E 2038E
TRt 1ad EA|
012 HIQt BKpe () 226 334 368 405 447 492 543 598 659 727 801
NSCLC 85% 284 313 345 380 419 461 509 561 618 681
HIZE M=t 70% 198 219 241 266 293 323 356 392 433 477
EGFR 244 24% 48 53 58 64 70 78 85 94 104 114
L|HO| (RITAIE) 27% 13 14 16 17 19 21 23 25 28 31
VRN11 ®RE 5 12% 18% 25% 32% 40% 48% 55% 62% 65%
OflAF OHE($mn) A7k o7} $220,946 14 38 62 95 134 185 245 309 384 444
st SO 21,3008 18 49 81 124 175 240 318 402 499 577
Moo 75% 14 37 61 93 131 180 239 301 374 433
FCFF 80% 11 29 48 74 105 144 191 241 299 346
PV of FCFF 8 20 30 42 55 70 8 100 115 123
v 604
PV of TV 214 WACC 8.3%, g —10%
FCFF SIxi7Ix| &t 650
& Aopix| 864
HIEE X Jkx| 381 441%

Atz : CHAISH Research Center
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OF

I, =L THENF 22 THE One TOP

0

EGFR: 43| TKI 7} 71&t 2 MEH

2 EGFR EBH AgAe /g Esiz: 1) TKI Y4 Hol(C797S 5 ¥
Uncommon/Unknown =] 32 2) HHo|(CNS) a7} 3y, 3) ot HEeE
(ADC, o534 9)E &8st Hgayor =1 gick.

EGFR o] NSCLC 994 TKlE 3] 2 a3 ¢S 7Iite= Shalet &
A& AE FASEL itk Tt ZAd TKIZE £ARE AdgolA, A= axks 7Rdsk
QIR Aekom TKI 7|5t HEaro] tiM= 2= Qlok tiE2 & Osimertinib+2}e}
PUQH, Lazertinib+Amivantamab H-&QHo| ool 12} AmAZ 5QIHJL, BF
NCCN 7te|EaRlel] Az arjoz A =|qlct.

et

N

it

—_—

g, ADCE EGFR ®lo] 22} A 59] M2 gAdoz Koty glou, thEgHuto
2= TKIZ di45t719] §471 9lth. DATROWAY (Dato-DXd)7} ADC #%& EGFR
#o] NSCLC 22t A&Alg %<1k, HER3-DXd(HERTHENA-Lung0l) A
ORR ¢F 30%, mPES 671 42| F3t Aakg THEIE ot o= 7|E 3fstamel
ZAEFI(ORR 36%, mPFS 4709) o] 49l /S HolFx= 23t d= ADC
7t 1, 22 A=A AR B3Ho= ko] el HeaWol Ao, ol HHE
OFE2 T2 MY HEIgo] I4-Aolrt

J12! 45 EGFR MaHH| 74 8

.
Disease stage . Amivantamab + Amivantamab +
Early stage @ Locally advanced @ Metastatic stage chemotherapy chemotherapy
(disease progression on  (first line exon20ins)
— osimertinib) J
s . Osimertinib +
% Amivantamab + lazertinib chemotherapy
= - * | (first line) (first line) |
= Dacomitinib Erlotinib +
S ®ce  ramucirumab .
= Osimertinib Y Aumol.emmb
F ° e . " :
T Gefitinib Erlotinib Erlotinib * Osw;qemmb (mit line) Oswr;emnib Sunzovertinib
£ 7 . . ) ) & . h .
(third line in (second line in  (maintenance in  Afatinib (T790M) Afatinib (adjuvant Icotinib (exon20ins) Osimertinib
unselected unselected unselected . e (uncommon therapy) (adjuvant (consaclidation
patients) patients) patients) Erlotinib Icotinib Gefitinib  mutations) therapy) Furmonertinib therapy)

2005 2010

= Sensitizing T790M

§ 2 mutations  mutation mutation
S e and response

> to EGFR TKlIs

=]

Z5

8 E

22

aE

XI&: Zhou, F. etal The changing treatment landscape of FGAR-mutant non—smal—cel lung cancer. Aét Rev Ciin Oncol 22, 95-116 (2025), CHAIS T Research Center
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i 18. EGFR 'H0|

sixjoilM ADC EISCEE HEHEQl 55

UNE / S FLAURA / AZ HERTHENA—LungO1 / MSD TROPIONHLLINGO5 / AZ
o (214 sy ARElE PREE rere-na =) o
U B /NCT No 34/ NCT02296125 244/ NCT04619004 24/ NCT04484142
A2 71 EGFRTKI HER3 ADC TROP2 ADC
Cis Eixt 1L EGFR 0] NSCLC AHEGREDINCICE | o1+ gixt wio] NsoLC &7t
sorzvluey  eog/121s  PTIRIOYIS L gengig 3% 60mo/ka /3% 131
724 Al (=225) Al (r=137) EGFR (n=78)
ORR 76.7% 69.0% 30% 35.8% 436%
mPFS 189m 10.2m 55 54 58
HR, P value HR=0.46, P{0.0001
mOS 386m 31.8m 11.9 136
HR P value HR=0.80, P=0.0462 N=30
CNS ORR 57% 40% 333%
CNS mPFS 152m 9.6m mDOR 84
FXZ (TEAE)
352 0|y TEAE 42% 47% 64.9% 284% (TREA)
Fo exg IS ENE SRS WTEER 2 ARy oAS
sE 53
e 60% 56% HAZHS 655% L 56.2%
2T, o= 59% 7% AT UAZ 436% OHATNZ 54.7%
ZUFIE 39% 34% SET ULS 356% 22 496%
Ll 38% 37% AL 26.7% L2 139%
otE BttHlg 15% 18% 7.1% 1.4%
A HIZ 2% 1% 1.8% 0%

At&: Clnical trials, CH&IEH Research Center

T12 46, EGFR 'HO| HIAMZEHI X|2H| 32

Amivantamab + ChT
mPF$S 6.3m

Ivonescimab + ChT
mPF$ 7.1m

Resistance matched
treatment, mPFS ?
Amivantamab + Lazertinib
mPFS$ 5.7Tm

Trop2/ Her3 ADC
mPF$S 5.6m
Resistance matched
treatment, mPFS 2

Ivonescimab + ChT
mPFS 7.1m

Trop2/ Herd ADC
mPFS 5.6m

Docetaxel,

mPF3 ?

Osimertinib, mPF$S

Trop2/ Herd ADC, mPFS
18.9m

TKI Rechallenge,
mPFS ?

Trop2/ Her3 ADC
mPFS 5.6m

Osimertinib + Pt- Pemetrexed, mPFS
25.5m

Docetaxel, mPFS ?

TKI Rechallenge,
mPFS ?

Trop2/ Her3 ADC, mPFS

5.6m

Amivantamab + Lazertinib, mPF3 TKI Rechallenge,

mPFS ?

23.7Tm

Docetaxel, mPF$ ?

Platinum doublet
mPFS 4.2m
Resistance matched
treatment, mPF5 2

XI2: Gautam Roy, Cur: Oncol 2025, 32 448, THAST Research Center
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VRN11: C797S, k|Fx}, ot

Hglol= o

Daishin Securities

MK e

Stolofld VRN119] o4 14 8% F9E ZAWE 375, D
C797S Mol gt At It &%, 2

o

] E3-8(BBB

penetration), 3) X EFJHE JH3] =2 FHE 45

109 149 data cut-off 7|&2 2 C797S B-&
Elt ORR 75%% @A3om, o] ¥hg-2
nA HWHo

i e Ly

A A=At PR g2

&
40mg A-SFEE 240mg VLA Ayt

44.1~51.4% 7YA5), C797S WHolo] thet gt

P 5 S AT & ek
C797S&= 341 EGFR TKI A=z A & 7P oA detib= WA 71dolAe, A+
7HA] N AR RS W2 85 =2 B4R nF Ao FHH Afejoltt
mbA VRN11L 23 &Ho] HAgt C797S o] AAS 94 Feksty] 71 5918
SSois 2te Buz g S Q) CI975 B4 B 1h/228 INDE A&y,
o|% 24 AFE 7|Hto g JiE 59 S AHT AFelt o] MRS Ted] AARE o
71 ol AR &3, NDA FH]¢F gEo] A & AAJA glo]g(RWD)E #HZEA
StHgto 2 YT 12} ABAR HgF THA| A&t o7 FREHT AFEs A
A7t 2 4 9k

I 19, C797S tHO| &K} ORR 75%, k| HHEHH ZtA = 5101

s ciDNA Best changes in Best

IB 22 EGFR Ho| Prior TKis clearance Target lesions Brain lesion response

(C7979) (%) P

1 40mg L858R/C797S/R776H Dacomiinb —Osimertinio 100% - 514 '(Dn'ffnp_pgggt‘)’ PR

2 160mg Del9/C797S Osimertinib 100% - 453 '(Drian’ipggzt‘)’ PR

3 240mg Dell9/C797S Lazertinio Osimertinib 100% ~ 241 (m) PR

4 8mg Dell9/C797S Osimerinio 80% 312 '”g;fg;e)d PD

Ktz : 2025 AACR Triple, CHAIS Research&Strategy =5

T2 47.1L Ef32|A olF WM C797S 7-15%

A

Resistance to

50~85% first-line osimertinib

o O e,

T2 48, 2L Efaa3|A 0% LHA C797S 14-30%

Resistance to
later-line osimertinib

XI=: Japanese Joumal of Cinical Oncoloay. 2023, 53(7). 547-561. LHAIS P Research Center

XI2: Japanese Joumal of Clinical Oncoloay, 2023, 53(7), 547-561. LHAISZ Research Center
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Z12! 49 VRN11 §2F C797S £HX} T& 2 H|FEX(k|) HH ZtA

Patient 1: 40 mg, Patient with EGFR!858R/C797S/R776H NSCLC, PR
Baseline

Pleural
target lesion

Brain
non-target lesion

Patient 2: 160 mg, Patient with EGFRPe\19/C797S NSCLC, PR

Baseline Cc2D1 Baseline

Right lung
Target lesion

Brain 1, 2
non-target lesion

o
x

Patient 3: 240 mg, Patient with EGFRPe119/C797S NSCLC,

Baseline C2D1 C2D1

Pleural
Target lesion
Brain1,2
1on-target lesion

Atz: 2025 AACR Tripke, CHAIE Research Center

12 50, VRN11 1b/2 Y&t CIxfel

Phase 1b/2 Monotherapy Expansion Proof of Concept

Cohort A
common EGFR mut. with C797S Low Dose (320 mg, QD; n=20), High Dose ('TBD, QD; n=20) E> TBD
After 1L 3" Gen TKI (Osi, Laz, Ami+Laz)

Cohort B

common EGFR mut. Low Dose (320 mg, QD; n=20), High Dose ('TBD, QD; n=20) E> TBD
Treatment-naive

*CohortC

Atypical/uncommonEGFR mut. Low Dose (n=20) , High Dose (n=20) E> TBD
One prior TKI (allow=1 priorsystemic regimen)

*CohortD
Atypical/uncommon EGFR mut. Low Dose (n=20) , High Dose (n=20) E> TBD

TKI-naive

1 Additional dose levels (e.g., > 320 mg) may be
introduced if supported by Phase 1a safety/PK

Safety Run-in Combination Therapy Dose Finding

MTD-1
CohortE

(VRN110755 plus SoC Chemotherapy) E> MTD-2

any EGFR mut.
MTD -3

K& 2025 AACR Triple, CHAIS P Research Center

L6
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A=2] BBB F-a3} St obg: VRN119] 94 F4

VRN119] Z7(BBB) FHe-2 A TAE dol AA 2AjollA e QF= ot
EGFR ®o| NSCLC $#19] oF 40%= At A] &= A& FH*OM ol 5 FHlsHH,
Y HHO 2d of7} o5 37 #95h] wiZel BBB Fike> TKI 7fgelA 7Hd
ZQa3%F J71 = F stk VRN119] A9 240mg o sajold A5t HHSH
(CSP) W <& =7t % diH] oF 28(Kpuux2.0)9] 25f, BBB £3}&o] F 20%
£z o2 dHA osimertinib(EH 18] 4)E A Adlets 27E Byt

AR QUAOIA 7978 Ho] Bt 47 B WAclE AT SelE, 1 % 29
4 PABACR), 1L SEBAGRIZ 7S5, Ho] B3 14 84 10
A% DCR 80% Ko, 1| Wl A ool n Aybel gt aake shlgle,

87 FYolT BT 945 g maufelo] §AH3. 10mgellAl 400mg7HA]
% 54vd0] Fol®l 14304 §eF AR SHDLD)L WAsk 4star, oiiie] oguks
2 Grade 1 2] g 17 FA@.1%), 71855.4%), BAHCAD A, E=7
WS Grade 2 5485 88F 24 glo] o] 715310, Grade 3 o) 2 o|AHHS

< HAE7] okt

N

w2k VRN11L2 1) 7223 BBB £318, 2) 3MIgt o] Az a3}, 3) 18FiAE
FAEE Hedolgte AT S oz, ik AsAE B2 FF BF s5tay7)
Bt 3z EA 90 HE AFQAL 52 S 7S BAE ol A 1A A=
A A9 7FsAE EolFE= A BAFe] 2

12! 51, VRN11 LjX4ol ok == &= CHH| 2 HY

Pharmacokinetics of VRN110755 at C1D15

T VRN11 240mg
"g‘, 1000~ Plasma and CSF concentration
= 20
2 ; L -
g Fii{f_i 7__7_:_7__7_7__§ E N
c - = Osimertinib
3 adl - A 2
0 . * g Kpuu, csr = 2.0 | Kpuy,esr=0-2
o S 104 ee
o 100+ E sy, ©
wn . [}
e 1l 1Cusmumagainst Dells 35 o
S 5
=
¥ ® 150 mg (n=11) 320 mg (n=4) "'_'_'_'_Q
© 80mg (n=10)  -& 240 mg (n=6) & 'g,&” &
N
E 10 . . . g &
L] 0 6 12 18 24 ) 240mg BM patient
o v @canis

Timepoints (hour)

K= 2025 AACR Triple, CHARSH Research Center

L7



 20. VRN11 A 13 A 400mg 7HX| Grade 3 04 BZi2 g2
80

10mg 20mg 40 mg mg 160mg 240mg 320mg  400mg =gt
(N=3) (N=4) (N=3) (N=12) (N=13) (N=14) (N=4) (N=1) (N=54)
BE S& TRAE n (%) 1(33) 2 (50) 1(33) 2(17) 7 (54) 8(58) 1(25) 0(0) 22 (41)
1853, n %) 1(33) 2 (50) 1(33) 2(17) 5(39) 6 (43) 1(25) 00 19 (35)
258, n (%) 0(0) 00 00 00 2(15) 1(7) 0(0) 00 3()
35=.n(%) 0() 000 000 00 0(0) 00 00 00 00
DT E=TR-SAEN(®%)  0(0) 0(0) 00 00 0(0) 00 00 00 00
Xt=E: 2025 AACR Triple, CHAIS T Research Center
i 21, Ef22|2(Osimertinib) CHH| QPEZQI Ot Z2mbd ol
VRN110755 Osimertinib
(160-400 mg, n = 34) (80 mg, n=279)
| 382 0lY Al 353 ol
EGFR on—arget tox
A 9% - 49% 2%
e 18% - 54% 1%
UM % - 33% (1%
2UFS - - 33% (1%
TLH 6% - 25% (1%
7125 6% - 15% -
EGFR off—target tox
HIE - - 12% 1%
Qr oiEt - - 10% 2%
LD/ H - - % 2%

Xt2: 2025 AACR Triple, CHAIS P Research Center
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VRN10(HER2 TKI): Ltx|A HER2 SHHO|MM =7| S} &0l

VRN102 o]l gtglo|A 7]& 2zAle] §hgstA] ¢ W4 HER2 Ea%o] 1y
g deR Y lad 27] dogE At 52 A2 1D 7€ FE(T-
DXd, Zongertinib 5)°] &7} ¢l 4 HER2 #o|(S310Y, S310F, V777L $)IA
ou] = FF¥ F4vt FEENY, 2) 3% HER2 TKIS! Zongertinib HH] 7+ 54
(ALT/AST )0l B %] 9okth= olch

VA E/FEAEE &8 HER2 EAHolo)N SH B Fof ax

S310Y o] #H¢t 3AHKR004-003)2] 73-¢- T-DXd A& & wjAdo] ZAISH Arej
7+ 4 o 5 3] Holrt Qlglgel:, VRNI0 160mg &5 £o] 3 357](C3D1)
oA F9Fo] 28.6% T4, E3] o HH(TL3)L &4 #S|(CR)E 7|=R

S310F ®o] At E2HAU001-001)% Tucatinib WAl ©]% VRN10 80mg F£oF & =
ool 26.7% A, T-DXd £<& V777L o] GHrel SxHKR004-001)olA =
160mg Fo] & 24.2% £ A7F SI=H, theFet HER2 HAE WololAl VRNI0
o] FFoF aE FILE o] Al H BF 3~7x 75 -2 heavily pre—treated THA}
ghe e Aetety, 27] Anjlole 6t 1RAQl Adatz FrEh

77k HH] Bzl Qi 9]

PS4 VRN102 24 oFz tiH] &2 AAES HojFrh 160mg FolellA
e Fdet FA8-2 AeH(Grade 1 AAF 170 Ex51om, HE0] oFE A7] glo]
2 e E Q) vhd, A oFE}] Zongertinib®] ¢~ 180mg £ A Grade 3 4+

o] ALT 5t FA4)o] Harslo], A A 8ol 120mgoz Ak vt 9lrt. ofo]
HJs] VRN102 160mgoll A= 2 =4 H27t 5] YetdA] got, FF 240mg, 320mg
A 8% S5 (Dose escalation) I 11-§7F o] FE3] 7Hsd Aol

A VRNI0 942 240mg &5 &4 Z9ES 313 FolH, HolH AZEE Eol7]
3l 160mg BFolA el W (backfil) 55 AL Aot L& HolHE ot 4
dolEd Z¥h= 1248 SABCSHIYEY L 3 HZADNA ZxE Ao, ols
ol VRN109] 2P ¢ Bl a5 Zzuielo] v Weeld Zow 7diHd,

N
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Z1E! 52.VRN10 4 14 80~160mg £t 2tx} E4

_____

Dose img) 160 160 160
HER2 amplification 1+ 2+ 1+ 3+ Megative
HERZ mutation - - VTTIL 5310F S310%

. Salivary .
Primary site Gland Gastric Breast Pancreas Lung
Prior systemic Tx o 2 7 3 3
. Irinotecan Tucatinib
Lost prascripiion ; Fluorouracil T Trastuzumakb Fog

A2 2025 AACR Triple, CHAIE ™ Research Center

T121 53. VRN10 24 1 4 80~160mg o} &tXt 2 ZtA F0|

A0 002 AU002-00F ERQ34-001 AL0O-0:01 KRO04-003

-24.2

-26.7 -28.6

8

Change in tumor size (%)

8

&

XI=: 2025 AACR Tripe, CHAKS Research Center

“1E 54.VRN10 & 1 & CIxel

FPhla dose escalation Ph1b dose escalation
[Monatherapy) [Combination therapy)

M0 mg

;
150 mg i
| soms |
L i .

} Cainibl it Ab-Diised Teaapes soionding 1 phla PE-PD el

I} Dozt 1 Firae prtheit wisd admisdseaed in Mar 2025

K=E: 2025 AACR Tripe, CHAIE P Research Center
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~12! 55, Zongertinib

U 144 180mg 9% EHRI0IA 353 O

A 2= g

Zongertinib Dose

Patients With

DLTs During MTD Evaluation

and Schedule Patients, No. DLTs, No. Period (cycle 1) DLTs After the MTD Evaluation Period

15 mg twice daily 3 - - -

30 mg twice dally 3 - - -

60 mg twice daily 4 1 = Grade 2 edema

100 mg twice daily 4 - - -

150 mg twice daily 3 1 - Grade 2 diarrhea

60 mg once daily 5 - - -

120 mg once daily 4 — — —

180 mg once daily 25 1 - Grade 3 elevated ALT; grade 2 elevated AST, grade 2 elevated
bilirubin

240 mg once daily 18 2 Grade 3 diarrhea Grade 4 thrombocytopenia

300 mg once daily 25 1 Grade 2 ejection fraction decreased

360 mg once daily 1 2 Grade 3 decreased platelet count  Grade 3 elevated ALT; grade 3 elevated AST; grade 2 acute

interstitial pneumonitis

XI2: G. A Amos Burke et al. J Cin Oncol 39, 3716-3724(2021), CHAISH Research Center

T12! 56.VRN10 At 15 & OFFM

Event (%)

T2 (2t 21 4

AlS

—

of>

OFx! gi3)

(Grade2s| Al [Gradess| Al [Gradezs)

s0me (n=3)
Any TRAE - - *33 - 97 17
Diarrhea - - *33 - 56 1
Rash - - - - 33 -
ALT increased - - - - 24 5
AST increased - - - - 21 8
Dry skin - - - - 15 -
Pruritus - - - - 13 -

K= 2025 AACR Tripk, CHAIBH Research Center
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THEH| 2

TLTAOIZAN Eh2 Ag)  THRNeEE (Ch9|: At
028A  224A  A05F 20 2A0F A08A  24A  205F  206F  200°F

= 0 0 3 3 3 [EAW 61 5% &5 56 61
IHE2t 0 0 0 0 0 SIS MRI 13 10 18 9 13
HE30( 0 0 3 3 3 OHERH 2 7 [EFRA 0 0 0 0 0
b el Elle] 31 K 49 50 50 RHRRA 0 0 0 0 0
Feioled -31 -3 —16 —16 —47 7EFSS A 48 3 % 47 47
Feloels ra e -13652 -13798 -13%6  HIRSKHt K] 17 17 16 16
EBTDA 29 -4 —44 45 45 SRR 5 5 5 5 4
el ol -5 4 2 2 2 AP USRS 0 0 0 0 0
27 |2el 0 0 0 0 0 7 [EMHIRSKR 28 12 12 12 12
g8 5 5 3 3 3 XS % 74 81 72 77
QlkHzioe] 0 0 0 0 0 =24 12 7 8 3 %
agHi2 - -1 -1 -1 -1 THIAS 2 7 BN 1 3 2 2 2
QlekuaA 0 0 0 0 0 iz 0 0 0 0 0
7|Et —4 0 0 0 0 RSEE 0 0 0 0 0
SO IMH SRR -3 -3 —44 44 45 T EIRSEM 12 4 6 21 55
HOIMHIR -1 0 0 0 0  HIRSEA 1 0 51 71 86
Aol -37 -3 —44 44 45 xRU2 0 0 0 0 0
B0 0 0 0 0 0 HSH 0 0 50 70 &
g7lz01¢f -37 -3 —44 44 5 7 EHISSERH 1 0 1 1 1
YollE ra e -13081 -13161 -13203  EiE7| 13 7 58 ¢} 142
HIXIEHR2a0( 0 0 0 0 0  XHixi 81 6 3 21 -85
X HiX 2012 -37 -3 44 44 45 =23 9 9 9 9 9
I lS2ERIET} 0 0 0 0 0 R=EAZ 22 242 242 xR x2
7|EfE=O0[ 0 0 0 0 0 0|tz -157 -190 233 217 32
EER0[Q] -3 -2 43 44 44 7 EfxiEHE 8 5 5 5 5
HIX[EHR 20 (2] 0 0 0 0 0  HIXEHRER 0 0 0 0 0
XX f2z2Zo|e] -3 -2 —43 44 44 XEE 8t 66 23 21 -85
N = —48 54 -12 17 28

Velelon K| o2t % HEsER (Eto]: Alote))
2023A 24A 205 26 2A2F 223A  2024A 2005F 2006F 2027F

S 2307 1818 2374 2397 2421 FHS= HEE2 -29 -29 41 2 42
PR NA NA NA NA NA 701 0 0 44 44 45
BPS 5098 3708 1246 1145 3559 HIsEE=0| 7kt 8 0 1 1 0
PBR 106 216 1770 196 620 LIz 3 2 2 1 1
EBTDAPS -1798  —1916 230 2434 2467 Qlekrol 0 0 - - -1
EV/EBTDA NA NA NA NA NA R2HE7 o 0 0 0 0 0
S 0 0 182 18 18 7|E} 5 -2 0 0 0
PR 00 00 12101 12106 12106 RpAtetato| =7+ - 1 1 1 1
OPS -1806 1824 23% 2368 238 JEREEE -3 -0 1 1 1
DPS 0 0 0 0 0 ExEssiEss -2 2 -2 -2 -2
EXIRpL -31 24 0 0 0

XRHlE (St 2, B, %) SERRE -1 -1 -1 -1 -
023\  2A24A  25F  2A6F  2AXF 7|t 0 0 0 0 0

NEY MRES 355 63 4 -16 -16 -16
IHE 57te -1000 e ra 00 00 HRIRE 0 0 0 0 0
Felolel Bt A A X7 A A ARH 0 0 0 0 0
«0[2l B7k8 x| sry x| sry sry Wika 0 0 0 0 0
2014 FUSAL 87 20 0 0 0
ROC 3430 6746 -16376 844 167 St 0 0 0 0 0
ROA -395 —432 590 602 628 7|E} 24 -16 -16 -16 -16
ROE 38 —441 978 47884 129  F2olFY 2 -3 8 -9 4
oFgY s 11 13 10 18 9
EifHie 164 109 W60 —AR7 2171 Tz 13 10 18 9 13
axIFHIE 591 815 532 801 422  NOPAT -2 -36 6 6 —47
(PN -164 -626 -11164 -11284 -11405  FOF -0 -36 45 —46 —46

Xiz: 22L-0], LIS Research Cerler
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= H|ZH/MASH X|ZA[ECH OtL[2} SIRfA| To|=ZaRlE HR
= RAS XMalidl= SUH| AIXel E2 @M
= HM1012072 &2 MEHME HRS Pan—RAS XAl

KOSP! 392951

A7IE 576581

A7 IE%HIE 0.17%

IEZHEES) 324001

527 %|1/%|K] 483000 / 215000

120 WA 2AchE 3994

N 10.74%

FaFE SHAJO[AA 2] 4 91 5039%

=IHZIT 11.28%

FIIAUE(%) M M M 1M
HiUE 301 585 573 587
doUE 241 27.1 42 01

(M) Bhol 2k (&) (%)
Relative to KOSPI(®) 0

EXreld i, STt 500,000 FX|

SAofl CHEE AIZF 2HAO| HIZH/MASH CHARRIEN| ESE0 JUSLt, oHA
ZEX|QE|L(Exon20ins TK)) 7120 ARIE Sal| SHtw| 7He: SH2k= on|
AZE H Y2 0] HSS AIRAMO| 2 Pan—RAS KaliE|(HM101207)0f
tiet 7|chE =&, olall °H3|°*n8 7| M3 CHARE 2 S| 71K

Y SHE oA HEY o+ UE A2 2 V|ihE

Fﬁ

SIHH| A 28 2M

RAS HO|= TX| 252l 30%E XISk 7P<+ &5t 23X|(Driver) &
HOIY, X MYUSHE XEH= 27H0|H, Sofet ek SHAIZ AIE
HEE °F 730093 =0 ol ol 1) HY Ho(G120)0 sy,
2) MgHEl S5(0RR ~30%, mPFS 5~67HE), 3) LHAFM(HEA| ZHsA
70 olxofl 7|Q1E F5 CiAst Holof| M 7SSt Pan—RAS X5HA
JHLEA|, EGFR HO|(LsE 3%) RIZA| Al H2(eF 22%2) Ol4 #HE
TR0 U= Al

RAS X3l

HM101207: RMICH Pan—KRAS BE miEL]

HM101207(SOS1 XMalA)S =2 MEiMo=z 7|= 1M SOST AshA|2
=4 ZANE ofigst FEEE. O|H TUMOIA HIAMEEHYY, FIELY,
CHEUIX] CHUSH KRAS LA oA Z=et 2dx| SRt G12C Kol
A H& Al Floft A|HX] S0t &l ALY 2 14 IND HMIE, 2H26 2o
14 21 oY =5 Ao Aot 7|Ee2 S2Y pan—RASL| HE IEL

2 FEEZ Jts5H0| =2
084.11 25102 25‘.05 25‘.08 25‘.11760 %"?:.“é'ﬁ. E-J 2'SR 1E—XI‘I|E (Bol ﬁﬁ% OJ %)
2023A 2024A 2025F 2026F 2027F

I1E=Sl 1,491 1,49 1544 1659 1835
Feold 221 216 236 270 311
M0 194 171 213 259 314
71202 165 140 174 213 257
X|BHx 2202 146 121 152 186 224
EPS 11415 9470 11,897 14510 17,486
PER 309 296 287 236 196
BPS 74580 84,685 95,360 108649 124915
PBR 47 33 47 4.1 36
ROE 160 19 132 142 150
Z: EPSQ} BPS, ROE= XHIXIE 7|F02 ME
At=2: SojekE, thAlE Research Center
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RAS XaHHI: 712[e| &

RAS: 71 EalA% ofy dalA] &

]

ol

A%

rlo

AR AdstE RAS AdiAlE 9FAle] Sotorasib(2021¥ 59), Mirati/BMS2]
Adagrasib(20224d 129) & 7f #olm, m& KRAS G12C =<¢#olE HAsH= 2L
NSCLC(H]2A 253 2z Alolct. RAS Hol= WA 4% oF 30%904 SAE= 7}
7 S3 Y FAA Mook, 22 A FR2E $0.5bn(SF 7,300 = E
Hsjt. o= EGFR(EAE oF 3%) o] AsiA] Aol $15bn(oF 2259 =l A
3 s diujddt 8 olf+= 1) G12C WHold A=A, 2) mPFS 5~67192] &2
A= 7%k, 3) ORR 30% =2 AlRtE &7} 4) HEA 154, Hekd o= 13 4]
BAE AYSHA] FP7| weelth ot 24 = RASE =& A Hko=
ot ofd EAA 0w AFASHE|A] ZoF Aol

TIE 57.KRAS HOl= #IE2fe| 85%, HIAMZH 2| 30%, LS| 45% XIX|

Pancreatic Ductal Adenocarcinoma Non-Small Cell Lung Cancer
nonG12 KRAS
G12C 1% —— > """ mutation 4%
nonG12 KRAS s
mutation 7%
_ = G12C 12%
No KRAS i
mutation R ——G12D 5%
70% /
Other G12 /) ———G12ve%
mutation 3% ——
~_ ——G12A1%
- T~___ Other G12
G12R 15% —— mutation 2%
G12A 1% e

Colorectal Cancer

__——G12C 3%

h— G12D 14%

T———G12V 9%

——G12A2%
T~ Other G12
mutation 2%

KI=: Qunai L, May MS, Neugut Al and Herzberg BO (2023) Front, Oncol. 13:1252516, CHAIS# Research Center



Daishin Securities

T12! 58 KRAS KiaHiH| AR 72 2032 H7kK| HEF 30,6% A& ML

($mn) = Daraxonrasib Lumakras

mKrazati ERAS—-0015
8,000 r RMC—9805 RG6330
7,000 ERAS—4001 melironrasib

m7|E} -
6,000 ~
5,000 -
4,000
3,000
2,000 -
1,000 =

0 L L L — L
21 22 23 24 25E 26E 27E 28E 29E 30E 31E  32E

X}=: Evaluate Pharma, CHAIBZH Research Center

RAS : SOS1 BX Pan—KRAS X{al{A| 72t

olt

HM101207: 7] SOS1 A3fjA|e] SAE d2 At Pan-KRAS ZEA AL

r

SOS12& KRASO] GDP-GTP w&E ZZshH= A9l GEF thizlzg ol AsH
G12C, G12D 5 EA Holo =t=]] &= pan-KRAS oA 87t 4 & ok &
5] KRAS AIAIE T=0=2 2AH A7t SOS1ES t AlAl @43t ERK 4137} ThA
A= A7 §HEE7] giZel, olE Adstr] figt SOS1 AAIAI7F KRAS A|=52] o
A B fEUER JEEL gl

T3 1A SOS1 AsiASl BI17019639F MRTX0902= z+zh Ady dAw 74
=4 5 =2 off-target B0 A4 HHo| AltHelglet. £5] MRTX0902+=
ERK1/2, BRAF/CRAF, FGFR A9 5 t}efst kinaseS Ao 2lA5], SOS1 Eo]7] 7]

A 50| ojele ofga W} gtk

gk
=]
oy

HFH HM101207-2 118% kinase 39 % SOSITH Aggoz A5 (Off target
FGFR4 "|°h) 74 oFE diH] 943t AedS Baslar ot AEgo] Ethe 22 1

& Al 71 S5 S1¥dol WAL ok Sl Ao E3t 7| H o2 KRAS A
SH ASE Bl Alojde A /idE a5 ZldiskE 4 Sl

o
T
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HM101207: WA 2doA SHE FF A3 H8 AA

ot Stglof A e MY Aol mr=H, HM1012072 thfRt KRAS £ 2dd]
AW =5 Y % AUAIE . NSCLC EEolA 7IE A=A
(adagras1b)°ﬂ 35} ghofyzt, Wi RE(H2122)904 = HM1012072 &

=

7t A= T PDACEHPED 2 CRC(HAY) &
AZoNAME, G T T A9 Zol(depth)ot A&
=tk KRAS GI12C  YA|A|(adagrasib, divarasib,

1A SOS1 A3AI(MRTX0902) thH] o Zsla Lt

KRAS 31017} 25
A(duration)o] -G-2J5H og:/\
sotorasib)2}2] H-goA T 7]
H aso] gl

rm

@A go]oRE2 HM1012079] GLP S54X 8-S XY Foln, A 44 14 IND 4l
%, 2H26 % MAE EE= gt

o[l A A¥H= HM1012070] 71& SOS1 AsiAle] 71 & FAAR Aeg 25
3} 24 2AE NG TR 2A9S AFAL FF D WA 4T 27) 5%

o] 4% B¢ KRAS AR feigh 34 BEYR 25 28 4ol £t

~1E 59.HM101207, SOS1 XsHA| & 7|H
Growth . . apaga
factor @ Pharmacological inhibition of SOS1, an
=Y ® upstream mediator involved in negative
feedback, substantially reduces abnormal

mo——— MAPK signaling

(inactive) /_\ (active)

Adagrasib Daraxonrasib
Sotorasib Elironrasib
Olomorasib
Divarasib l
P9
Trametini / -m % growth and sm
inime e
Avutometinib l / I J I I
XIZ: Ho|2=E, ChAISH Research Center
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12! 60. HM101207 % 2k=2(MRTX0902, SOS1 A{5HA) CHH| =2 MedAM

MRTX0902 HM101207

Inhibition @ <20% @ 20~50% >50%
(screened 118 kinases, @ 10 uM)

Xi=: Sto|tE, thilEH Research Center

Z1E 61.HM101207 Adagrasib H&A| NSCLC B Z4A Sut 20l

/ H1373 (KRAS G12C, NSCLC, Adagrasib-sensitive) xenograft model \

2,500
2,000 =
E =
E &
E 1,500 g ~= Vehicle control
2 F z = MRTX0902 50 mglkg, BID
3 H k
= 1.000 ] 2 = HM101207 100 mg/kg, QD
5 g‘ B = Adagrasib 20 mg/kg, QD
500 -= Adagrasib + MRTX0902 (20QD + 50BID)
- ib + HM101207 (20 + 100)
o o 9 18 27 36 45 654 63

o 9 18 27 36 45 54 63 Days
Days Data were analyzed using mixed-effects analysis with a two-way ANOVA,
****p<0.0001 compared to Vehicle contral

/ H2122 (KRAS G12C, NSCLC, Adagrasib-insensitive) xenograft model \

1,500
20
1,200 =
E E 10-
2 soo B = Vehicle control
= 2 o .S -= MRTX090250 mgikg, BID
]
.>6 600 5 ¥_+ﬂ = HM101207 100 mg/kg, QD
E §" 10 | -= Adagrasib 100 mg/kg, QD
= @

-+ Adagrasib + MRTX0902 (100QD + 50BID)
= Adagrasib + HM101207 (100 + 100)

0+ o 7 14 21 28 35 42
[] 7 14 21 28 35 42 Days
Days were using mixed-effects analysis with a two-way Vi
“p<0.01,* 0.001, ****p<0.0001 compared to Adagrasib 100 mg/kg QI

A= 8H0|2kE, CHAIE P Research Center
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~12! 62.HM101207 Adagrasib HEA| PDAC 3% #A

Mia PaCa-2 (KRAS G12C, PDAC) xenograft model

2,000

1,500

(mm?*

1,000

500+

Tumor Volume

(-]

Body Weight Change (%)

= Vehicle control
+ Adagrasib 10 mgfkg, QD
Divarasib 3 mg/kg, QD
-»- Sotorasib 10 mg/kg, QD
-» HM101207 100 mglkg, QD
- Adagrasib + HM101207 (10 + 100)
- Divarasib + HM101207 (3 + 100}

- ib + HM101207 (10 + 100)

-20

orasib 10 mgikg, QD

Al=: 3HO|2FZ, tHAIE3 Research Center
T1E! 63.¢0|2FE R&D Efizfel

2025 2026
Of| B 22| LtEfo| = gt Lo
(W’SEn: analog) Ph3ZE=2 I EA S HEH
OlT| .o H A REFO| = MASH |
(PPSGLP/GCG ag-:;ll:\istj Ph2b Zit 285
| ZA|H1EREIO|E MASH
(STriple agonist) Ph2b Zi} gH

Hjgk gk Hjgh H| gt
mff,é;’,im Ph1 Zat WE  Ph2 Al Ph2 21t E Ph3 74|

H| g gk gt
m@,';’f} 21 Phi 7HA| Ph1 ZIt ga Ph2 74A|
Ae
SHE®/SEE2® Al ATFHE ZA|
E|[fSHA 2= Y
(CCR4) P2 Zargn
ZME|Y 3%| 2 PCNSL/ DLBCL grsgd PCNSL
(BT? e Ph2 HIO|E{ 2#E Ph2 Zi} %E
EAHE|Y 35| 29 AML1L 35 2% AML 1L 3% 2 AML 1L
(MKI) Ph1 GIO|E 21 Ph2 7 Al Ph1 2E
aget
HM16390 u
(4512 analog) Ph1 @it gE
¥y 28Y
!:Zn'ﬂ?gsﬁz Phi =7t 4T Ph1 E2tol g8
HHAHS 22 MHY nelgs HHY nleds
(**Glucagon analog) Ph2 21} @3 Ph3 ZHAl
245 3£ Efo| = BEsEE
(WSGLP-Eaanalog) Ph2 Ei} 2HE
] ntea)y

rﬂ;:ﬁsﬂzl‘ Ph1/2 7§ A| Ph1/2 Interim Z 3t 28

K= SHo|tE, thAlEH Research Center
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N LS (EES
TLTAOIZAN EHel Ag)  TiRNeEE (Tt Aot
028A  224A  A05F 20 2A0F A08A  24A  205F  206F  200°F
= 1,491 14% 1544 1659 1835 SSApt 731 746 %2 1,198 1458
IHE7} 662 678 724 06 SIS MRI 55 192 378 571 752
HE30( 829 817 854 ®"5 1030 OHERH 2 7 [EFRA 177 29 246 265 28
b el Elle] 609 601 618 665 719 RHRRA 289 301 311 3% 30
Feioled 221 216 2% 210 311 7[EFSKIM 210 14 17 2 5
FeoRIE 148 145 153 163 170 HIGSKR 1,168 1275 1289 1315 1,358
EBTDA 319 314 30 365 400 SRR 83 7% 784 775 776
ojoioaol 27 —45 24 -11 3 27 |HER R 2 2 2 2 2
AP 1ol - 0 0 0 0 7 [EHISSKH 3B a7 502 538 580
2849 7 12 12 12 12 XEA 1899 2021 2241 2512 2816
QlkHzioe] 8 13 6 6 6 RS 706 633 708 749 780
FeHIE 29 31 -2 -31 -3 HRURHS ! 7 [EfRHS 189 213 214 20 235
QlekuaA 0 0 0 0 0 iz 336 371 334 3% a4
7|Et -3 26 —4 8 3 RSEE 145 31 28 K0 31
SO IMH SRR 1% 171 213 25 314 7 EFRERA A 63 17 % 109
HOIMHIR -29 -31 -38 47 56 HSEER o1 o7 135 171 206
We(E=N el 165 140 174 213 257 =1 & 8 113 137 159
B0 0 0 0 0 0 HSH 0 0 0 0 0
g7lz0[ 165 140 174 213 257 7 [EHIRSERH 12 11 2 kYA 8
Yle0lUE 1.1 94 13 128 140  EREA 78 780 84 %0 986
HIXIEHR2a0( 19 19 2 27 B XHiXIE %5 1085 1222 13% 1,600
X HHX =012 146 121 152 186 24 =z 31 R R R R
I lS2ERIET} 0 0 0 0 0 R=EAZ a2 411 411 411 a1
7 |EfzZole] -5 3 4 4 4 o[elloiZ 58 681 817 %87 1,19
0[] 11 175 217 2% 30 JERIEHE -70 -39 -39 -39 -39
HIX[EHR 20 (2] 18 B 3 %6 30 HXHiXE 145 156 176 200 20
XX f2z2Zo|e] B 142 179 28 261 =S 1,100 1,241 1,397 1592 1830
N = 318 m 166 21 -114
Velelon K| o2t % HEsER (Eto]: Alote))
2023A 24A 205 26 2A2F 223A  2024A 2005F 2006F 2027F
S 11415 9470 11807 14510 17486  FHE=HISE 217 198 236 267 284
PR 309 296 287 236 196 E71&0[] 166 140 174 213 257
BPS 74580 84685 B30 108649 124915 Hsigsi=o| 7kt 166 179 176 194 209
PBR 47 33 47 41 36 Favlpscaial] B 97 84 % B
EBTDAPS 24912 24473 25000 28524 31980 Qlskrol 1 -5 -3 -3 -3
EV/EBTDA 153 129 191 164 144 X|EHD7 o) 1 0 0 0 0
S 16376 116736 120513 120506 143202 7IE &b 8 % 102 113
PR 30 24 37 35 31 RpAteaho| Z7¢ 57 -0 57 -76 -107
OPS X861 24%1 2736 31781 36367 TEESE 57 -36 -6 -84 75
DPS 40 1,250 1250 1,250 1250 RS EsE -183 2% -7 -120 -132
EXIRp -139 ) -15 17 -18
XRHlE (St 2, 1, %) SRR 25 -39 -0 -70 -8
023\  2A24A  25F  2A6F  2AXF 7|t -20 26 -2 - -4
NEY MRS 3252 -127 - 20 19 14
IHEH B7t8 120 03 32 75 106 AN = -3 3% 14 11 9
Felolel Bt 396 -20 94 142 152 AfRH 0 0 0 0 0
=012 &8 628 —151 242 220 210 BRI 0 0 27 24 2
2014 [AEXL 0 0 0 0 0
ROC 142 135 145 164 181 St -18 -13 -16 -16 -16
ROA 115 110 1.1 14 17 7|E} 76 -146 -5 -1 -1
ROE 160 119 132 142 150 &2z -» 137 186 193 180
oFgY s 147 55 192 378 571
Exflg 726 629 604 578 589 7EEE 55 192 378 571 75
axiFHIE 289 245 119 13 62 NOPLAT 183 177 194 221 255
(PN 77 89 99 119 130 FCF 243 213 200 217 243

Kiz: 0|24, CHIS2 Research Cerler

59



THOFS

o|gHE

(115180)

= Topo—1 LiA 3=2: ADC AlRQ| 0|5 4+22 B4
= QP101: CDK7 /Y H0|2= ADCE Uy =28 7ts
= Q901: CDK7 XA, 2613 st 228 ZId o™

KOSP! 871.32
Al7EEH 93244
APEEAHIS 020%
HEFHEESF) 174
52% Z|1/Z|H 289002 / 40509
120 B 2= 36
eFeIxZE 153%
rFF STHI0IRKF 11.37%

FYTIIAETESHMNPHAIR
EXIEIEISIAL 648%

F71520E(%) 1M 3M 6M  12M

Hijels 140 1574 1185 4943
duiels 125 1328 790 3680
(HE) FEAE(EY (%)

30 Relative to KOSDAQ(®) ; 600

500
a7 400
300
200

100

4 ! . . .
24.11 25.02  25.06 25.08 25.11

Topo—1 LHME =22: ADC AIEQ| 0IESH £2=2 HA

ST &3 0= Topo—1 HO|2E=7F ADC AI&Q| HEEOE Xf2| HUS
L}, #2 S H0|2=(Topo—1) ADC= EFZNHER2, TROP2 5)0| Eate
oz Qs &4 XIZ S0t 4ol Licke A7t thEE. Al
UMOIME Topo—1 F0{ 0[20| U= S| &5 Kot/ FBIAL,
7|®0| CI2 mo|2=(Microtubule—Topo—1)2 TSt Al 37} 3|=2E=
AEHE E0IE] ZZE Post-5{5(Topo—1 LHA) 2= XMt ADC

Z|tf 0ISE R

QP101: CDK7 &€ H|0|2E ADCE LM =2 7ts

QP1012 Topo—1(DNA &Ah) CDK7(E+ xlEhe| 5 7|1Me=z2 M=l
HER2 ADC. Tl AIGIE LA ZHOoA AUSHCRIE RoHH 7|12
Topo—1 ©H= ADCO| SHAIE 7HM. ESH H0|Z2= RS 1/42 &0
T 7|Z UH] S8 0|9l e nE B0 E4ut 55 #E0| 24E
FZ Post-AIG|E AlCHe| 2245t XML HER2 ADC SE=Z 7|tH=. x|
GLP =4 A8 ZH|Z0|0 278 A4 14HIND AIH 28

Q901: CDK7 A, 26\ & 24 T o™

SAt= 0|5 H0|2= ADC T H= CDK7 XaHA| Q01= &l 7HL
Z. QU012 M3t = 27| LASQ! ADCRH HE0| 7tsst mo|=2}
Cloz i i 14 2= of ™. 26H0l= Chof 4 244 1) T=
HE QH(ADC, HAZAUX|, SoC &) ZIY o™
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AN 2 QO EXIX|E (o) Aloiel 9 %)
2020A 2021A 2022A 2023A 2024A
i ==l 0 5 8 9 9
Felol -21 24 27 -23 27
MITE0[2d =21 —24 27 22 24
7100 =21 —24 27 22 24
XWX 201! -20 -23 -25 21 —24
EPS —2,366 —2575 —2719 -1,105 —792
PER -144 -118 -39 42 55
BPS 4908 4276 2373 1655 1683
PBR 69 71 45 28 26
ROE —554 —422 617 544 —452

Z: EPS®} BPS, ROEE AHIXIE 7[&02 ME
A= FEIHE, LB Research Center
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QP101: SH|0|2= ADC, Topo—1 LM 2=

Topo-1 T¥ Hol|==9| A% 7 HolzE et 84

Topo—1 JAA 718k ADCE 2 FYLHER2, TROP2, HER3 5)°] tt=2H2ts, Dxd
U SN-387 22 Y AQ9] Ho|2EE AT A £5 AmoA 87t A=
Bakok SHAIE Helct AA2 TROPION-PanTumor01 ¥Ae|A Topo-1 ADC A=
73¥°] §li=(Naive) 22 7]E A= Z¥lo] = A H]af Dato-Dxdofl tisf
o 23t A7 a9E HYh o= ADC 8%2 ZHsk= 4] q9lo] 17 o]
oftg}, Flo]=E=(Topo—1) Aol High &= WA S ofn|git.

uhE A2 o2 2R 7]AS 7H glo]2E (¢ Topo—1 < Microtubule SJAIAN S &2}
Ao Agsls ‘Hol2E A9H (Payload Switching) AT YA FE 7154 Ho
Zt}, thEAQ 42 DESTINY-Breast02 d4tol4, T-DMI(microtubule A =E A=
W2 32HE°] T-Dxd(Topo-1 AQ)Z A%t Fo= oqH3] w2 §HEE(ORR)T &
APPE7|HPE)S 7153 ol Hol=2E A% AAZF WES S50k, A=

B8-S HAdEe fA% A 4Feh

(]

23t Blolel $9 mo]2E (Dual-Payload) ADC HZe] ol &2 s]dto] Hiek. &
5] ‘Microtubule AA] + Topo-1 AAA 232 AR of2 HEAFE 7[do=z A
22 A0 ADSIL, Az 2719 B By HAL oSl Zee AuA wue
ot} ol 2 Bate) A7 TR AR TP BT

s o,
Hir

QU4 Zat bl

AYF / S

TROPION—PanTumor01 /AZ DESTINY—Breast02 / CHO|X|[AtE

&k Bt / NCT No

o
o=/ AHE 71

ORR (%)
mDOR (ZH&))

mPFS (7H)

mOS (7H¥)

14/ NCT03401385 34/ NCT03523585
Dato—Dxd (Topo—1) / TROP2 ADC T-Dxd (Topo—1) / HER2 ADC

b T-DM1(Microtubule) 22

2L+ TNBCRIS S8 Rafe) &1 X2 of2l0] Sl HERR 2 SR B}

Capecitabine +
Al(n=44) Topo HNaive(n=30) T-Dxd (n=406) Trastzumab or Lpatinib
(n=202)
31.8% 40.0% 69.7% 29.0%
16.8 16.8 19.6 83
178
a4 73 (HR=0.36, P{0.000001) 69
39.2
135 143 (HR 0.66, P=0,0021) 265

X2 Clinical Trials, CHAIB® Research Center
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T2 64, H0|2E Wk} AFEE St ADC x|z &3t

a
Topo1i ADC Topodi
Topo1li ADC Target B [HLI:CAD Reference 27 and 28
B T
>

Time on Treatment
b
Tubulin ADC Topoli ADC Reference 29 and 30

Tubulin AD Target B Topoli ADC Reference 31
Topo1i ADC Target B Tubulin ADC Reference 32

Time on Treatment
57 Research Center

S

XI2: J Teo et al, European Journal of Medicinal Chemistry 287 (2025) 116996, THAL

Z1Z! 65, Dual payload ADC &

4
é: OOOQ
00000)
\/\ Q/N\s
_, 1

Dual-site DPADCs L}

Singal-site DPADCs

XF2: J Teo et al, European Jourmal of Medicinal Chemistry 287 (2025) 116995, ThAISH Research Center
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QP101: Topo—1 WA 8- 93t Topo—1 X CDK7' F4& Ho|2E HER2 ADC

SAbe I51%(Enhertu) ©o% 7Y & n5F 8= HSl= Topo-1 7|4 ADC WA
(Post—Enhertu)’ =415 si2st7] Asl, Topo—1 AAA| + CDK7 AAAIE shte] A
of &Alet 7 Ho]2= HER2 ADC ‘QP101°9] H|YA dlolelE wEJHE CDK7-2
DNA &4 B4 9 AARAIRT7] 249 4 IR, o] 32 Topo-1 HO|ZET}
UAZ DNAE 44713, FAl CDK7 GAAZE &4 B4E Adste T A&
82 TEA0E AR5l olF 71A AFow AA .

T

PR HQd Ahe ol2fRt 7112 AP AAl 85 o= olojds I QP101
A5l T WA REoA L FoFo] ¢ ElS(Complete Regression)= =5 Topo-1
d HolzE ADCEo| S5k 3t WA HAE F3lokA 53t 3t Topo-1
o2t gAFS 7|E ADC M| & 1/4 #5208 WFILE 55 o9 ¢ &
HE HAoH, YHFINHP) SGA A= Fofit tebdo] Slgict.

Ml

2 orle

QP1012 @A GLP =4AIA FHIFoIH, 279 IND AlE= FR= o] &5 1
FFoltt. FAel SAk= QI01(CDKT AsiA]) &= s¥o= 94 1442 A3 Tl
AU A 1= ohrelstial RP2D 4 & 4 24402 AT Aot 8 242
D @= SHUGEAAY, F4M 2) ¥8 a¥(ADC, 7|EFH, SO0z S o7
oltt. @4 2=¥ ADC /o] 249 24, AFH o=l HFH AFolA, 2/l
A Q01| g F=fo]l YA Al 9 G5 iAol Sl 7%, 71E ADC sfojzzt
S B AR HuhuolA] et A=y 7 E ATE 4 A

7121 66, QP101, HER2 2% Xenograft 2H0A AIS{E(T-Dxd) CHH| 245t &5 St &l

Antitumor efficacy of QP101 in various HER2-positive xenograft models

T-DXd-sensitive HCC1954 T-DXd-insensitive BT-474 T-DXd-insensitive JIMT-1

2500 =+ Venile 2000 - Vehicde T p— Vehiclo
= T-TOP1| (DARA), 10 mgg, |v, singl = T-TOP1I (DARZ), 5 mokg, L.v.. singl = T-TOP1i (Das2), § mgikg, Lv., single
£ 2000 = TCOKTi (DARS), 10 kg, iv. singie £ *— T-COKT (DAR4), 5 mghkg, iv, sngle E *— T-COKT DARK)L 5 mghag | v, single
= QP101, 10 mghg, |v, sigla 1‘ E 1500 T-TOP1i, § mgky + T-COKT, 5 mokg { .E, 1000 T-TOP1), 5 mghg + T-COKTL 5 mokg ; d
g 1500 [. g QP101, 10mghkg. v, single g QP101, 10 mghg. i, single S |
§ } 3 1000 ] § I 1
1000 s 1 P
: g } § }_4.,“.{ = e £ } i
500 T E - § o T G .|
2 et 3 2 . 2 o . ]
N . 3 l I
0 T T 2 B e | 1 01 T T T T T 1 0 T T T T T T 1
0 10 20 30 40 50 60 0 5 10 15 20 25 30 0 5 10 15 20 25 30 35
Days Days Days

XI=: 2025 AACR Triple, CHAIE Research Center
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12! 67.QP101, 2MS{E(T-Dxd) ChH]|

O ASH SE=0
oot 3

4
.

o

Comparative antitumor efficacy of QP101 and T-DXd in T-DXd-resistant xenograft models

T-DXd-insensitive JIMT-1

600 - - vehicke i
— TN, 10 mighg, v, single ;
E O, D mghg i, dogle 3
< 400 A -
E 4
3 &
d s
Co20d
g T L N
5 m
0 1 I T 1 1
0 5 10 15 20 25 30 35

T-DXd-resistant N8T-R

-

=1

t=]
1

Tumor volume (mm?)
g

=== \Vehicle
— - TONd, 3mghg Lv. shgle /I
FE oGP, 3 myhg, i, single ,{’
E {,/
H i
E AT
B A E
5 ‘,{.. &
E .
2 &
0 T T T T T T
0 5 10 15 20 25
Days

T-DXd-resistant JIMT-1-Enhertu-R

4500 oo Vebicts

TOK, 3 Mgk, i, singe {
—+—  OP101, 3mghg, v, singe "I
CP101, 10 mgg. L. single I

KI=: 2025 AACR Triple, CHAISH Research Center
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o
8
b

g
<
5

No.of ADCs @  No. of ADCs
<
8
o
2
o
>

2| #X/H0[2=0] TSE ADC 7H

| M rhase! [ Phasell [ Phaselll [l Launched/filed

16 15
8 8
TROP2Z Claudin-18 B7-H3 FRo
53
15 2 1

Topo-1 DNA STING Apoptotic
inhibitor alkylator agonist inducer

(5] 4 4 4

— — — —
Nectin-4 B7-H4 CcD22 EGFR

1 1 1 1

GSPT1 RNA PollIl  TLR7/8 TLR9
degrader inhibitor agonist agonist

= Fe|HE, thAS3 Research Center

12 69, 0j] FDA 29! ¥ Ho|ZE Aoz S
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# ADCs entering clinical development
8
1

Approved by FDA
In clinical development

Discontinued

1990 1995 2000

et gt

2010 2015 2020 Aug
2024

& F2IHE, tiAIS P Research Center
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N LS (EES
RO (CHe aiode)  RiRMEfE (T At
200A 2R1A 202A 208A 2024A 200A 2021A 202A  2028A 2024A
o) =Nl 0 5 8 9 9  REXKt 59 54 34 2 51
=2t 0 4 7 7 8 == 5 18 21 35 15
&30 0 1 2 2 1 OHERIA 2 7 [EfRHE 0 2 1 1 1
T k22| 21 2% 29 25 29 RHTIR AL 0 0 0 0 0
aioiolel -21 24 27 -3 27 7 EtRSAI 54 </ 13 8 <]
FHollE ra %62 3244 2570 2993  HIRSKWAL 2 4 4 8 15
ERTDA -20 24 27 -2 27 QB 0 0 0 0 0
el ]l 0 0 0 1 3 A |HEXR 0 0 0 0 0
EAp (2ol 0 0 0 0 0 7 EHIRSKI 2 4 4 8 15
2842 0 1 1 1 3 RREEA 61 5 38 53 66
Q00| 0 0 0 0 0 fs=A 3 3 3 2 5
S8HIE 0 0 1 0 0 OHRIRHT ! 7 [EfRHS 2 2 2 2 4
QekHEAA 0 0 1 0 0 b= 0 0 0 0 0
7Et 0 0 - 0 0 FESEHE 0 0 0 0 0
HOIMH ISR 21 24 27 -2 24 7 EtRSEA 0 0 1 0 1
HoMHIZ 0 0 0 0 0 HigsEx 1 1 0 0 0
A0l 21 24 27 -2 24 b= 0 0 0 0 0
STIRA! 0 0 0 0 0 TEEH 0 0 0 0 0
ko 21 24 27 -2 24 7 eSS 1 1 0 0 0
YleolRiE ra 4847 3202 2463 2664  EXE 4 4 3 3 5
HIXHiXIE20( 0 - -2 - — PN NS 57 52 31 47 58
KIHHR 22012 -20 -3 25 -21 24 == 6 6 6 14 17
o IS SRR} 0 0 0 0 0 Xz 164 177 177 199 217
7EfE o2 0 0 1 0 1 ooz -5 137 -2  —183 207
ZZR0[R! -21 24 27 22 24 7 EfRi2HE 1 5 10 17 0
HIX iR Zo 2] 0 -1 -2 -1 - HIX X2 0 2 4 3 3
X [HiXIEEZO0 2] 21 -2 25 21 23 XE=EA 57 54 35 50 60
= -8 51 - - —48
Velgion X & (ol 2 u%) PEEEE (EFQ): Aloigd)
0004  2021A  202A  2023A  2024A 20000  2R1A  202A  AN2BA  204A
BPS 2366 2575 2719 —1106 7@ < gYE=sgs= 20 24 25 -2 -3
PER -144 118 -39 —42 55 27101 0 0 0 0 0
BPS 4908 4276 2373 1655 1633 HisiEs=e| 71zt 1 1 2 2 -
PBR 69 71 45 28 26 27 pAkzi| 1 1 1 1 1
ERTDAPS 2364 2658 2858 1172 -8H Qlsrrol 0 0 0 0 0
EV/EBTDA NA NA NA NA NA Xl2HEy el 0 0 0 0 0
SPS 0 286 470 46 291 7 et 1 1 1 1 -2
PSR 00 737 157 105 148 KAbEtRfo] =2t — -2 1 - 2
CFPS —-1200 —1319 —1415 —-1017 810 JEriEsE 21 24 27 22 25
DPS 0 0 0 0 0 EXEss3sE -39 19 21 4 24
EXKpAt -39 21 21 4 25
RIS (&2 2, tH,%) SRR 0 0 0 0 0
00A 2021A 2022A 2028A 204A 7|E} 0 - 0 0 1
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&t 57t 00 00 733 67 16 SN T= 0 - 0 0 0
ol &7t -93 153 133 -155 184 AR 0 0 0 0 0
=02 57t -85 140 145 180 99 W xRIZ 0 0 0 0 0
2oy FASKE 60 14 0 29 2
ROC 33042 -@47 -6%2 -6082 7129 sizh 0 0 0 0 0
ROA 517 409 572 511 465 7|t 0 6 6 2 5
ROE 554 M2 617 544 452 2oz 1 14 2 14 -20
orgy pIES==) 4 5 18 21 35
Gl 68 66 93 52 89 s 5 18 21 35 15
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O|Rp=AtlE 551835 6626 —10683 -12479 -9891  FCF 21 24 27 -2 27

XI=: FEIAHE, CHAkE Research Center
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At ExtolA
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BS o7hEZE HERISMSEO| ARSUET FASE 7 oY
=
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T o7 UBRESEO| AFIE it 513 oy

71 ExtelA
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BIE O7HEZE AR2IE CHH| —10%p~10%p 7} S ofld
Underperfom(A [&}~2UE 13):

SIS 677 APQIE CHH| 10%p Ol 27t 5124 offat
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H=21-0((310210) FXI2iA X Z&F7t HEY LIS

ol
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