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R, (AFXEMZ, MTAP 42k 4 RAS #7413 T /ML &6 R &4 %
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A 5: RevMed RAS(ON)&FIx-F & 493X+ SALFLEMIEDR o 9

B 6: Daraxonrasib #247457 2L mPDAC #4b57 £ 3L 4 4 41112, HR=0.4010
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B 14: MTAP 4t % 38 3) PRMT5-RAS & R HKSLHES, f£4 746 PDAC F 347 92%
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—. A “TTRH” 3] “THREAH”: RAS Rk
ﬁ‘ié,‘l]]l K#ﬁl“

RAS (KRAS/NRAS/HRAS ) 2 A% JE ;—\w)ﬁiﬂi%éﬁ/ﬁ%z‘% Tk, ¢ 30%
LR LI S); KRAS P4 K %4, HEFTF=KRBH—BRE
(PDAC, ~90% KRAS R % ). % # % ( CRC, ~50% ). 3 I~ zm LA 5% ( NSCLC,
~30%) .

B 1. Pt RAS RE oA

a b
@ e Size indicates more RAS cases Non-small-cell lung cancer
Head and neck I G12¢
KRAS 2%, HRAS 5%, NRAS 2% W G120
Non-small cell lung cancer W G2v
KRAS 32% GI12A/S
Gl
Esophagogastric = Gé’;(
KRAS 3%, KRAS- 6%
AR M Q61X

® Melanoma Colorectal cancer B Others

KRAS 1%, HRAS 2%, NRAS 17%

Gallbladder, cholangiocarcinoma
KRAS 21%, NRAS 2%

E

Pancreas
KRAS 88%

O

Colorectal
KRAS 42%, NRAS 4%

X Pancreatic cancer
Endometrial

KRAS 17%, NRAS 3%

T Ovarian
‘/. L\ KRAS 9%, NRAS 2%
S Bladder
/ KRAS 5%, HRAS 7%, NRAS 1%

p— Leukemia
KRAS 5%, NRAS 14%

O

FAtRE: Doi:10.1038/s41591-024-02903-0. 48 7 iE /4

MRIR-FEME (PDAC): “BEZ I k36457 BT

PDAC RHEH£. ABRBARERRINFTLEABI —, LART-LRL
R 1 HREFZ—, £ B NCI 3 SEER #35, MIRSE SR 5 FAa2t 4
BHRALAH 13.7%; 4 51% ) B E AL 2R AR, BH 5 FA 55
3.4%. 2026 FFiT#74 67,530 4. BT 52,740 ], T AL EAIIEFE
k=318

PDAC 2 RAS ARt 40488 . it 90%4) PDAC #1445 # KRAS £X,
H KRAS REILTFERRTA AN SN, &4 TP53 (4 74%) .
CDKN2A (% 35%) . SMAD4 (% 25%) th %%, X &%, PDAC 2 KRAS
MR EF . A RAS 8 BARHUME R IR 69 KRG X —, L2450 RAS #7471 16 R
MAB A28 R 3

&KL, PDAC 4R BAT=Z k&M, F—, KAFH%H: £EEHF2 53-6.8
ﬁ%frﬁi, ) 60% LR ARFME, 1L 15-25% 4 TF TR ZFTn
MEX; BPAE sk Whipple F RFEZ LT, KB 2 FRNELFEY 75%, &
%ty 80% Nt REHAS, F=, BERAELBRE: WAL IMHAB. TRAS
WK E T, ARMHEE. Shoitshs Ké%ﬁ%%%@‘u&mk%ﬁﬁg
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HFHEIRSEEZRFTETT. B, REMEFAFHIE: BT —FuRBHEL
E—EATT B R iEHA L (NAPOLI-3 X3 ) , AFZHRALENE 3.

kN mfeffizgE (NSCLC): BREAFE RAS R 4 F N

%) 30% #93F% NSCLC # 4% KRAS RE, H+ G12C A% L& KRAS R%

#9 40-50%( BP & NSCLC #) 10-15%), mAEAR LI E KRAS RE 49 30-35%
(& NSCLC # 3-4%).G12C x4 KRAS K& NSCLC(G12D % 15%.
G12V % 19%. G13/Q61 %) £ 2026 FZ AT TAKA Kpey¥editiE, £

EN A E N NI & R EATPEE R AL A 25

5 PDAC TR, NSCLC # & EkaekE F4F. B AKRIK. LA LEET
XANGRATIE, 48 % MR 69 LA R ORR9-15%. mPFS 3-4.5m. mOS
9-12m., — & 693 & /£ F: KEYNOTE-189 #4tatAlzk#4n+4by7 mPFS 9.0m.
mOS 22.0 m (PD-L1 >50%341 mPFS 11.1m. mOS 27.7m) , Zfesk ik
THMBHE, RABTRELBISTANERA ——XHEE T T E%.

4% (CRC): THAMRK. BAEAIKN T

#5 40-50% %) CRC %% RAS E%(G12D % 30%. G12V % 21%. G12C
% 7%) , 2EAFH L CRC #it 15 H#], RAS B EABNAEL = Nait
PR KM (4 7.4 HHIE) . 42 CRC HAEAREFL5 PDAC ¢4t M4 4E:

o RAS #&#E%. 5 PDAC [, KRAS ® % i &% CRC v\ RAS 4
—REGFEAE B4R, RAS RZEIRFH W% bg—IR, L2746 1242 R
VAEIVEE . AP IE 4], X BB T A4t 4 daraxonrasib #2354 RAS
R%E CRC # ORR RA 9%.

e EGFR E4%5:%. #74] KRAS & L# EGFR illik Fis#iE, 2H AR
RAS £#73K3) MAPK #3% ——XZ84E G12C 4747 & CRC #£25%
M. SeARBRA L EGFR 3uikeg L] B B .

o TR XRIMZH. KRYSTAL-10 #94by7 2 BBAF 12 mOS 21.7 /~A. mPFS
8.1 /~A.

B 2: PDAC. NSCLC 5 CRC: RAS R & . #BARBIMBIE T LTI

gE PDAC NSCLC (3F#%) CRC

RAS RE% 90-92% 25 30% 40-50%

RERNEAT G12D 40-43%. G12V G12C 40-50%. G12V % G12D % 30%. G12V %
28-32%. G12R 12-17% 19%. G12D % 15% 21%. G12C % 7%

#£E KRAS %% #4507 % 50 7 74 %

FHE

RAS R#E W CR—IZHhEM) b3 (2R E STKIM/KEAP1  F1& ( % £%. EGFR E4%)

)

=4 SoC Fi % ORR 3-17% | mPFS ORR 9-15% | mPFS mOS 21.7m (KRYSTAL-10
2.0-3.5m | mOS 5.0-6.9m  3.0-4.5m | mOS 9-12m xt+ B A )

1L—2L A% % 50% (X8 45-55% ) %) 50% (KOL @42 50-67%) % 45% (%) /142% (Bk)

daraxonrasib # 33.2% (Ph3, 2L) k4% ORR; mPFS 9.8m/ 9% (2/22)

z5 ORR mOS 17.7m (2L/3L)

FH R R Pubmed. 1B3HIEA LY

HOF MR R R 69 EZHLY 6
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RAS #7473 BFF & 69 5% 4%

#—R G12C ##H|#] A £ 57 % K it , Revolution Medicines ( RevMed,

NASDAQ: RVMD) # daraxonrasib (RMC-6236) % % 4 pan-RAS(on)2F
J&, %%k PDAC 677t X¥EH. A 2021 FZ#tH A KRAS G12C 747
sotorasib (Lumakras) % FDA Auig 3k fivdik, HiE¥ed) RAS EXART R
A ERILE; 12 KRAS G12C % NSCLC 4, BRA ik RE £ 289
RAS 3R 3h it & 52 IR JE  H A BT 24069 97 20 R ok 2By PRt 1 124412 GDP
0 OFF &, HEREHRAEEZ®T, £ 5HHFFHA%. RevMed 42 RAS

BT EINR BAL S AF A E AR 6 RAS £ 8% 4], LA G12D.G12V.

G12R A . HFE KRAS #&#1#) PDAC ¥, % ik#: RAS(ON)F#r A 2 —K
BEUKSHESH, R GI2CREBEE V H DA T 516 RARK.

A 3: RAS #WHIAIFR X4 224

Compound 12 KRASG12D non-covalent inhibitor pan-KRAS inhibitor RAS(ON) multi-selective inhibitor

First non-covalent Plon;coyalent pung

KRAS® inhibitor
MRTX1133

Shokat lab found
KRASS12C Switch Il
binding pocket

KRAS inhibitor BI-
2865 and its analogue
Bl-2493

Tri-complex RAS inhibitors
RMC-7977/RMC-6236 for the
active state of both mutant and|

wild-type RAS

2013.11 2021.5 2021.12 2022.10 2023.5 2023.8 2024 .4 2024.9

FKRt:sD & pp"| al of First KRASG120 Tri-complex KRASG12¢
inhibitor Soloraslb targeting PROTAC (ON) inhibitor
(AMG 510) degrader ASP3082 RMC-4998
S PeVsch
g D g
BN R L B!
50D " 1249
KRASG12C covalent inhibitor KRASG120 PROTAC degrader KRAS(ON) inhibitor

Pan-KRAS PROTAC
degrader ACBI3

reported

pan-KRAS degrader

FAtkB: Doi.org/10.1186/s12943-025-02364-0. 487 iE %4

YA ARS-853 #= sotorasib # K& #)% —X G12C £M-dr4 7, &AAIH G12C
HEAT EBLABRAT A Switch-1l @ 549 5 25 14 }gem LeAR S MG P BOEAE IR
ft.% warhead #£4t, #F 474 # G12D. G12V. G12R % R:ﬁ%}%}i/\%, VA
% pan-KRAS #7417, TR EL LM “KLE— G12C RE &Y KR
WwEE. RITERIPH R ET A",
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o A H
N

NP o
T S G e
1 H/W N__.O A Py Garsorasib Glecirasib
S ‘K [\ NN, Gi2CiApproval G12C/NDA

Compound 12 ARS-853 N A A2 e .
G12CHHit G1zC/Lead Fr MT%S?J%‘ 078

NN
Shokat Lab a OKN y@lﬂ GY
Optimization T

J

OM o . T\ DT\
6 kS L & J<f 0.

,( e
N
Cl N
OH Fragment OH S SN DH Z fﬁn
A Optimization )N Cycllzatlon growth //L\‘ N ,g Cyclization L \N N NN .L
-~ XF J ZNE Y
F \/ ~F N

a

@

e

S
=N
AZDAT4T AZD‘GZS ARS-1620 Sotorasib Fulzerasib MK-1084
G12C/Phase 1 G12CILead G12C/Phase 1 G12C/Approval G12C/Approval G12C/Phase 1
A ) &, wellsprin, . HHE
AstraZeneca -2 AstraZeneca 2 ‘é%-‘) pring. ANGEN GENFLEET *3 MERCK
l i gment growth i
F
o. H
\ e e P
"N
E ] N Optimization F
N7 Optimization Change Warhead F Cyclization L J F CFy NZ =N
cl -— N — ; — NFSTSN I A —\
i N ‘ /I\ . N I /I | A ~ C'\E:\ SN O )
HZN\[:_N | O A E S N7 N v T» N7~ / > ) ()
! N—/ / N
o F N~/ s - g NH. F—{
l o I\-/T EH : “E
Divarasib Adagrasib MRTX1133 HRS-4642 GFH375
G12C/Phase 3 G12C/Approval G12D/Phase 1 G12D/Phase 1 G12D/Phase 1/2
Genentech MIRATI MIRATI wash
.w.u\J‘.m“\ THERAPEUTICS HENGRUI
l Change Warhead l lOphmizatlon i Change Warhead l l Change Warheadl
0, Cyclization
o Yo
v o g: e §r,1:( HO
o7 o.
d H
e 2
& "
SN

F ;QA" =< cl ijl ’F

(Nj NCA‘ENJ @ [N]
N N
HN_ |l CFy SN r-"F j\ /if "\N IJ);[L Vi [:I s N’)\o“/“ Ve fﬁ;\
o PN E B '@
/\"” T — »/ \_—

IS S, | W
L AA_Cl (I o e SY/)\‘ vrorle L /I\ g u”l\o"' y
\L T - S F \_J 1 /\N \ '
s F N F \J ‘ OH H_ ]
ERAS-5024 Compound 5 AMG 410
G125HHit G1zRMit Iy G12DECHit G12D/Lead Pan KRASIPCG Pan KRASIPCC
Shokat Lab Shokat Lab ERASZA- LiLab Shokat Lab MIRATI AMGEN

FAtkB: Doi.org/10.1186/s12943-025-02364-0. 487 iE %4

Sitg T A3 B4 RAS B R RF], RevMed #1423k /. Cyclophilin A
(CypA) , A& “CypA-Z4— RAS(ON)” Z LA AR, CypA RAEFIN LR
) 8 i = M4 FL BT RAS 5 RAF S T & & 44, T3 M 49 CypA 4
oA, RevMed i@ idfiib 5 RAS R0 ZAE F 6945 MAEH, H R 5%kF % ik
F RAS(ON)#74 7] daraxonrasib( RMC-6236), vA% G12C. G12D. G12V.
Q61H. G13C FR Tt #Ft 4T, FEMEE TR ZIEH RAS Ksknh

REETY fot
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A 5: RevMed RAS(ON)&FIX-F & ¢4k it L F LM iR

] i

s NN § o0 Y SN I PP T
H / ° B ) AN / ° N 1 "
Oﬁ‘“ u (o] ° O/ O o O d "/,/(;\S“‘ )

o] N .S \ ;
: Nﬁ‘(\/\s » N N N N\)

© Nz _ D an G12C s G12¢
0 N N N

RMC-4998 \ / RMG-6291
A4

Pan RAS

;4 \
/ ERAS-0015 / RMC-6236 <f v RMC-9805 \ N0

RMC-0708 Q61H
Mechanism of action General structural formula l RMC-8839 G13C

(oo

/\
z
Pare
=
=
v

RMC-6236

P .
d &® WA
~
N
— ! 4 ) pan-RAS
@ s f
4 o RMC-7977

CypA Binary Complex

FAtR R Doi.org/10.1186/s12943-025-02364-0. 42 &L

Daraxonrasib 7 = #11& &k RASolute 302 ¥, T RAS G12 % =% mPDAC %
# %I mOS13.2 /A (vs6.6 A, HR=0.40; p=5.9x10""°) , LT K& T
60%, 12 MA A A%k 53.3% (vs 18.7%) . BB, mPFS & 3.5 MNA K E
7.3/~A (HR=0.45) , ORR & 11.8%4%# £ 33.2%, J773RE . Lit&kA G
BAEBRBZH R—HBIE. BERGAREBCAR=ZHEDASKRIEZ TR
RAS(ON)#7 4| T & %5 —£& mPDAC % A R##2; daraxonrasib FZ2E#
PDAC =& &7 474, HRFIMRBINT B L RAS @76 57 i K.

HOF MR R R 69 EZHLY 9
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B 6: Daraxonrasib #2745 2L mPDAC #4757 LI 4 A E94%, HR=0.40

€ RASOlute 302

Primary Endpoint: Overall Survival in the RAS G12 Population

100 A
Daraxonrasib Chemotherapy
90 4 (n=228) (n=231)
No. of events, n (%) 72(32) 127 (55)
80 mOS, months (95% CI) 13.2 (10.0-NE) 6.6 (5.4-8.2)
T HR (95% CI)? 0.40 (0.30-0.54)
P P-value® p=5.9x10"10
X 704
2 60
%
8 50 +
<
o 40
8 0
20 4
10 4
0 4
0 1 2 3 4 5 6 7 8 9 10 1" 12 13 14 15 16
No. at risk Months
Daraxonrasib 228 220 217 206 191 171 150 112 81 57 33 23 11 7 4 1 0
Chemotherapy 231 214 197 175 144 113 96 69 49 32 19 10 5 2 0

Data cutoff: 10 Feb 2026. Median (mnge) follow-up time was 8.5 (3.2-15.9) months.
m, median; NE, not estimable; OS, overall survival.
HRs and 95% Cls were based on the stratified Cox model with Efron's method of tie handiing. ®P-values were calculated using the stratified log-rank test.

Data presented at the 2026 American Society of Clinical Oncology (ASCO) Annual Meeting

FArRFE: ASCO 2026. FBHIEH

Flo, %it4Fte RASON)WHIEY KR EEE 2R B, FRKAEFHLF
# WT RAS 135, kA BA. v fE L A5 AR A RAS/MAPK @ 3448 % &
M. RASolute 302 ¥, daraxonrasib )& %% 4 %1%k 85%. Grade =3 X5k
14%, TR XAFLBE A FEHH A 53%A 58%, 36%EH B E ZRE. AF
12% 6 R AANTH LN Z FEBREARTEE, FLEAET—RERLEHEHM
RAS(ON)#7 4|7 154 81L&V WT RAS #7141, 3&74 57 & 4990 st & ],

B 7: Daraxonrasib #2545 2L mPDAC %448

€ RASolute 302

Safety Overview

Dal’(fl):%lll:la)sib Che(rrr‘lgg;il)'apy + Median dose intensity was 93.1% with daraxonrasib
= = and 65.3-95.0%2 across chemotherapy regimens

Median time on treatment, 6.2 1.5-3.22
months (range) (0.03-14.1) (0.03-12.9) +  Most common (25%) TRAEs leading to dose reduction
Any TEAEs, n (%) 241 (100) 209 (97.7) — Daraxonrasib: rash (17.4%) and stomatitis (6.6%)
Any TRAEs, n (%) 236 (97.9) 200 (93.5) — Chemotherapy: neutropenia (16.8%),
TRAEs leading to thrombocytopenia (13.6%), fatigue (12.6%),
dose interruption LEBEBI) Ll e diarrhea (10.3%), and peripheral neuropathy (7.9%)
TRAES leading to
dose reduction 87 (36.1) 123 (57.5) * TRAEs leading to treatment discontinuation
TRAES leading to 3 (1.2 24 (11.2) — Daraxonrasib (1.2%): 2 patients discontinued due
discontinuation ' ’ to maculo-papular rash and 1 due to elevated liver
Grade 23 TRAEs 105 (43.6) 123 (57.5) function enzymes
Serious TRAEs 26 (1 08) 40 (1 87) - Chemotherapy (1 1 2%) the most frequent TRAE
leading to discontinuation was peripheral
Grade 5 TRAEs 1 (04)c 0 neuropathy (47%)

Data cutoff: 10 Feb 2026.

ALT, alanine aminotransferase; AST, aspartate TEAE, treatment. t adverse event; TRAE, treatment-related adverse event.

Medians across each component of the chemotherapy regimens. ®Two patients with grade 3 maculo-papular rash, and 1 patient with grade 3 ALT increased and grade 4 AST increased.One patient in the daraxonrasib arm died from
treatment-related pneumonitis.

FH kIR ASCO 2026. #BHIEA

Bk M R T 09 2L
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ON % vs OFF &

ON/OFF K & & % RAS #7417 g 3e. 5. 41 AF R 54 7 % . KRAS S aE# A%
F &8, mAfE GDP 4449 OFF A5 GTP #4449 ON Al #4: A3k, OFF
A4 FAR I T WA IR 49 GDP-RAS ), B b & 5% RTK-SHP2-SOS1 K%
Hoh . FERA L E; ON A4 FIN H4E#HKEN RAS-GTP, FTR ¥
JE ) BARS0E 09 WT RAS. M &47 5 71K B MM L b, (2L REFFSH
Fr 438 B8 H 48 AR AF I AE,

OFF %447 (sotorasib. adagrasib. divarasib. olomorasib. calderasib
AR EF G12C) F% KRAS 4T GDP 446# £ A fe4:4 SII-P o &,
A LR % Y iktle) KRAS o T AE—m 214§ OFF &7 A%
——G12C % 25% (#2745 75%GTP £4-) , G12D/G12VIG12R A A 27K
fi# 1% K.

ON A#4\17) (HFRE) 44 GTP 446M%, Hirdew GTP-RAS, #
#ET# % OFF ¥ s b RE B Rey b A ERH R,

A& (ON/OFF) #7#4|#] (GFH375/VS-7375. HRS-4642. INCB161734.
JAB-23E73. BBO-8520. Ranok RNK08954 ) %X # £ 4k Lk BE4s4 GDP

AX&4LH GTP A,

B 8: KRAS/RAS #p#|#| 2K ls RIF L A5

X 2024 FXEHTFTHERRE T BZ—.

B OFF ON / OFF (o] AL/ e
KRAS G12C Sotorasib (Amgen) — FDA BBO-8520 (BridgeBio) — Elironrasib / RMC-6291 (RevMed) — Phase
approved Phase 1 1/1b
Adagrasib (BMS) — FDA approved | FMC-376 (Frontier) — Phase 1
REFE (F121875) — NMPA
approved
BREE REHEY) — NMPA
approved
XREE (InFHE) — NMPA
approved
Divarasib (Roche) — Phase 3
positive
Olomorasib (Lilly) — Phase 3
ongoing
KRAS G12D MRTX1133 (BMS) — Phase 1/2 HRS-4642 ({H%i) — Phase Zoldonrasib / RMC-9805 (RevMed) ASP3082 (Astellas Phar)
RNK08954 (Ranok) 1b/2 Phase 3 initiated in 1L G12D mPDAC ASP4396 (Astellas Phar)
GFH375 (3)/7) — Phase 1/2
INCB161734 (Incyte) — Phase
1
KRAS G12V RMC-5127 (RevMed) — Phase 1/1b
pan-KRAS Bl 3706674 (Boehringer) — Phase 1 | ALTA3263 (Alterome) — PF-07985045 (Pfizer)
LY4066434 (Lilly) — Phase 1 Phase 1
BBO-11818 (BridgeBio) —
Phase 1
pan-RAS Daraxonrasib / RMC-6236 (RevMed) YL-17231 (280Bio)
Phase 3 positive in 2L mPDAC; Phase 3
ongoing
GFH276 (3)77) — Phase 1/2

o Approved (FDA/NMPA) e Pivotal/ Phase 3 e Phase 1/2

RAS B #3258 B R K HA. 8 £ 2026 4 6 A,pan-RAS % 14 4~.pan-KRAS
2518 AN, G12D 4 12 4~ G12C 4 11 NEFFR =, H ¥4 40% ka+E.
(B TRE—ANREBILT I, ME—NDRE. BFF. K. BREF B

Bk M R T 09 2L
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vil

RENEREHTY., —EMRRE LT, G12C MEHAN"H KB L5 —K"W
PR, —EMIRE R RMTFERS (2 Y 7RI H) ; G12D 2 —F) it L&
KABE. W7 EE % RE40me:; GI12V 5 CRC 2 MM i AR & 6985
pan-(K)RAS: M B 23RS E, TEFREFTHEE
R ]

RevMed £ s AIITHA A 3K S B5E pan-RAS(ON) 4-FiH s AME; B4 %
SOl BEBEEAOUERY>THRAEZAER. EHAELELEY RAS 4,

daraxonrasib .i@id RASolute 302 #1181 R4 A pan-RAS 4TIk FiE
YA RAAHG TR, LB EFLREAFRF. ANMBEFFTRZEE

FMBEES RAS 5§ RAF Fa 8 & @ AR EAER, Mm% OFF &4
#|7%% GDP/GTP #AIrtbf). L RTK RARA L —R T A5 &8 & FRH| 49 F) 4.

Bk b, B4 F4 OAEE BE pan-RAS(ON) EH#t A FHRE 547 H
trE mEAL . ERAS-0015 #= AN9025 #9478 &% 2485 CypA F4 4.
IR G AMAEE N, AT REEAIRAF RS, HEUALE BIKEH B E
3k41%3 L5 daraxonrasib A8 % X £ 5% 6418 K47 4]; GFH276 N /2l RATALR &+ 2 7
h F G RE. BAKFREST SI-P 3475 o 25 AR 49 F 1, 5 AR TR T
KT ¥, BPI-572270 #t—F 45 & £76 Bt £ KRAS/NRAS/HRAS % LA
A G12XIG13X/Q61X F R K i#; F K RO7673396 N|id i 3k Mg Al 4TIk

B PRMTS #7469 7 KAR R A4 £ 710,

RevMed #4R# B %, & 4L i AEH £ T 465 T PDAC % RAS SRBBHF X
RIS Fieeh RAS BB AH FRERS. vEX. BB% WT RAS %4
M, EREEFEBNBE—L. REILSAREHER.

Bk M R T 09 2L
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A 9: pan-RAS TR K =M@ttt

LTl -4

daraxonrasib (RMC-6236) /
RVMD

ERAS-0015 / Erasca (J§i [ 3%
fiP)

ANO9O025 / [ e 2y (i [E B 1%
BIERD

GFH276 | # T EEZ,

BPI-572270/ ik

RO7673396 / %' [X

ZRAL

Al B G12/G13/Q61 + ¥A: M, eIt

CypA SEFI /1 i (SPR KD 4.5vs 92 nM, 21x;

ITC 5.3vs 44.1 nM, 8x) ; FNWiAP A BT FH

&}y daraxonrasib ] 1/10-1/5; [k F% 53
FAL (R IVt%245vs 7.6 h)

CYypAKD 3.2vs 12.4nM (4x) . fiEEstg 7x; 43 ¥k
YR IC50 “FH4fik%) 100%; ¥ t¥s 58-66 h vs
10-13 h; Ji/Ifi3E AUC Lk 86-100% vs 12-19%; I
T2 (QWIBIW 4 KR 7T 3L

3 mg/kg QD Xttt daraxonrasib 10 mg/kg: G12D
PDAC TGI 120% vs 81%-. G13D CRC 96% vs
72%; TERREE. DRAEWFIHEE; 7E SI-P
e T 2 5 T (R B

%} KRAS/INRAS/HRAS =1l & G12X/G13X/Q61X
TGNERIR S G2V [ 0.3 mg/kg/ R B 2 3%
MRS

ARy T1R: 5 IDEAYA IDE892 (PRMT5) Bk
bi|

KRBT FHHE

RP2D 300 mg QD; 302 " OS HR 0.40

MAD 40 mg, RDE 24-32 mg QD; US 2L+
PDAC 24-32 mg uORR 40%; [J% G3+ 2—
3%. 1% 0%

I KA 1/250 daraxonrasib 71532 [F] 4597 24
VAIT R QD 6.9 — QW 18x

NRYIEAE ZOGRE N A WL 2G3 TRAE. 23
N 1%, FFEECIE daraxonrasib RP2D %%

2026-01 &5l N4

2026-04 FEAH: L il +55 2 405 f

pan-KRAS 74| | A )~ & £ iZ 4 & €76 57 W IIE. pan-KRAS 17 4 F AALH| 4] 37
A GG RIS TN, S iEETEZ G12C/IG12D/G12V ¥ %645
M KRAS RE, NE—F AR FZEABAH EREH DG HEL, R, I
E4p 4|2t E% KRAS/HRAS/NRAS 125 # K Ak 2 T 20677 & R RIK X 4L,

B AT ) TR FAARST 2 4R, JAB-23E73 HA5-F 4 PDAC £ /135, 185 A5
FRRA D e, R d B 2 m it AR e A e T 1aiE; BBO-11818
IR IABVREEE, 2345 R ARTF- 2.,

Bk M R T 09 2L
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A 10: pan-KRAS #4| % % Z# &tk

-9l B0 A

BBt

PSS

JAB-23E73/ INEHE (FZHL

AstraZeneca, T11$100M + 52 4 i

=4 $19.1612)

BBO-11818 / BridgeBio Oncology

ERAS-4001 / Erasca

AMG 410/ Amgen

LY4066434 / Lilly

ASP5834 / Astellas

KST-6051 / Kestrel (AbbVie)

TQB3205/ 1EK K

ABSK211/ I

Phi/2a h3g; fE 4L 1L

KRASm PDAC + GnP [f]
Ph1b/3

Ph1 KONQUER-101; 2026-
04 FDA Fast Track (KRASm
PDAC)

Ph1 BOREALIS-1 (2025-08
JRED) ¢ EHESE 2H26

Ph1/1b (2025-07)

Ph1a/1b (2024-10)

Ph1 FIH (2025-07) :
NSCLC 3k FTD

Ph1 FALCON: &I 2026-
04-28

Ph1 (2026-04)

Il AT

[H n=42 (#% 2026-01-15) : J& DLT. . G4/5. 2G3 TRAE 11.9%. & 2G3
MRS o 2G3 BB SHHIER . BEZBIEMZ 143%;: 2160 mg QD 1
PDAC #JiFfli n=13: ORR 38.5% (##ffiih) . DCR 84.6%

HJEL8¥ PDAC1 ] cPR (48 56%) 600 mg BID; #24&4 n=13 £ DLT,
AE LUMEZE5H] GI AF: 2H26 HH

[ GTP 5 GDP # KRAS Jf#fiE GDP #; SPRKD: G12D 0.0006

nM. G12V 0.0069. G12C 0.016. KRAS WT 0.058, ifi HRAS WT 117 nM.

NRAS WT 2,660 nM (i£#4E >10° fi%) : Panc04.03 %! 100 mg/kg BID TGI
110%

H/NRAS-sparing # ON/OFF: xfifif# 2% KRAS %48 1—4nM, *f
HRAS/NRAS #£#%1E >100%; AACR 2026 735 RTK/MAPK. PISK/IMTOR |2
7z

UImRET: 27 PDX #IE: + P5& 53820

TN K

A 2026 A

OFF &H#iE: £k

pan-KRAS(ON), 4NFE/R%E, % G12CIG12DIG12V: 54ksy. EGFR Hifi. %
PrE, Xhn CD8+ T 4iffuiiid

Treeline TLN-372. Chugai/Roche AUBEOO (¥ffk) . Alterome ALTA3263. Pfizer
PF-07934040 / PF-07985045. BeOne BGB-53038. Cogent CGT1263/1815.

A =

BlossomHill BH-501284 (41 Fi#tifiid & 47 IC50 0.83 nM) . Ensem ETX-929. #:

WL ISM7713/ISM6166. i {tiy HBW-016

FHEF: Pubmed. E?

KRAS G12D: %4 d-F L% RiE4 ¢ —4& PDAC 145
AFRIEM LI

KRAS G12D #if & -F## H i thik 46 —& PDAC &6 %%, B
SRS TRBERERT IR, MARTENRET FEARESHE. HAKS
L% 8 M ey, RevMed 49 zoldonrasib % &t A % AR, F £
PDAC % NSCLC ¥ &I 4 &5 & IR E A kB 4% TRAEs, # & amlER
HE G AT WAL P E Ak GFH375. HRS-4642 2.8 7 B4 %4
H g F-HE M, A2 H ik BRI A AR ARG B £ LR K4k, Astellas
#9 setidegrasib 1A KRAS G12D & & M348 7 R T A 4847 5 09 3123842,
FLEDH Q) FT M, 26 RIT A AFE—F 55,

Bk M R T 09 2L

14



@

A 11:

KRAS G12D ¥ @6 F ST 0l KRR . TS24 MER ik

g k10|

Bl 1 BB

PDAC #i#

NSCLC #iifE

Zal

zoldonrasib (RMC-9805) /
Revolution Medicines

GFH375 (VS-7375) [ #Ji
%] - Verastem

HRS-4642 / 1E5i & 24

INCB161734 / Incyte

setidegrasib (ASP3082) /

1l # x3 (—%; PDAC +1t

J7. —# PDAC +/ 3

#j. —2k NSCLC + %tk
I s ARTERAETTIE

R N (R RLLE
PDAC, n=320) ; XLHfH

I 1 (—£ PDAC +
& PUfLRIE, n=588)
TP ST %

I # (—% PDAC =¥,
n=588)

Il ] x2 (—%; PDAC
n=614. % NSCLC

TR E¥25 n=40: ORR 30%. DCR

80%: —#+mFOLFIRINOX n=22: ORR

82%. DCR 96%; —%&k-+ i Fifiigiier

n=31: ORR 61%; CtDNA 100% &4
RN 250%

ZZE J: L) |- ORR 40.7%. DCR 96.7%-
L PFS 5.52 A~ H; L4 n=12:
ORR 58.3%. DCR 100%

— 24 n=30: ik ORR 63.3%. DCR

93.3%. 6 /] PFS89.3%; —#Kkl. E

+PD-L1 #ifE n=43: ik ORR 41.9%.
fifi. PFS 5.6 4~ H

| #i#125 n=41. ORR 37%. DCR 78%.
92% HFEGEM: +1LJ7 n=8: ORR
50%: 5 EE MY >12 4~ H

n=21: ORR 24%. DCR 57%. {ii PFS

s 5125490 n=27: ORR

52%. DCR 93%. #fii PFS

MAAH. 1241 08
73%. LR EEARIE

HEF7 75 n=16: ORR
68.8%. DCR 94%; 47l
n=26: ORR 57.7%. A JH
#E n=20: ORR 40%. '

fir PFS 6.2 1A

n=38: ORR 23.7-24%.
it PFS 5.6-8.4 4~

ESid

n=45: ORR 36%. DCR

84%. i PFS11.2 1MH.
121~ H 0S 59%

3.0, 1 0S 103 1H: +

= . (2 T i
n=356) : BRERTEN mFOLFIRINOX n=12: ORR 58%

K7 BRSPS

i
% ON/OFF X7 . PROTAC. 2 AN
KE (210 50 I HlRE . Horh—REHEFFAIR T 3 & =

TRAE. EfIETEE

B9 F n=90: TRAE

74%. 3 LI E 2%.

G 415 e 152 1%
FHIL 35 98%

n=61: TRAE 98.4%.

3HLIE 31.1%. 5%

SRR 3.3%; ik

Fr4m i B 48.5% 11
1 42.4%

—EREEA 3L
TRAE 77.4% (i
RE) .0

1525 3% HEE 10%.

T 21%. KUKz BX

YUY E K 141 5 il 5
I B2 45 134

2 3Ll L 9% ¥
25 1%; +17 3 Z LA
£59%. 7% 23%

KRAS G12C: Mig#t A “HF_REBEZH K" 69K,
CRC B&7% RRRHEF N

NSCLC ¥ KRAS G12C 47| #2555 K R AR AW — R EFR—Z£%2 ORR
% 30%. mPFS 4 5-6 /A, R4 EERO—KINBESLTEHRL. BL”
AR ETHEIH KL, MATHEIER, EFAGERIPH, AR
BT HER. RS HESHER, L HENRTREBETHA AL
divarasib. olomorasib ¥ & #t A X 42 B-EM B, @ ON/ON-OFF Z 4-F k%42
A7 4k T - FpuE 4K

Bk M R T 09 2L
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A 12: KRAS G12C &, L% 55H8% = (NSCLC)

RS gt

mPFS (H)

mOS (H)

sotorasib / Amgen

adagrasib / BMS-Mirati

divarasib / Roche

olomorasib / Lilly

calderasib (MK-1084) /
Merck

elironrasib (RMC-6291) /
RVMD

BBO-8520 / BridgeBio
Oncology

elisrasib (D3S-001) /D3
Bio

2021 #tk 2L NSCLC: 2025-01 4t
mCRC + If{/E#.51; CodeBreaK 200 28.1% (n=171)
Ph3

2022 {lk 2L NSCLC: 2024 #it 3L CRC

0 =
+ Pi%{5: KRYSTAL-12 Ph3 32% (n=301)

¥* 343k Ph3: n=338, divarasib
QD s sotorasib QD ¢ adagrasib
BID, %% BICR-PFS, PFS &5
08 MWALG =R, 0S MR
B3 (HR S frE Rz - B
fEH2Y 55.6% (95%CI42.5-68.1,
n=65; DCR 88.9%) ; 1L+ K 73%
(n=59)

Krascendo 1 (NCT06497556 # 7%,
2L skatsk) il fHPE: Krascendo
2 (1L +at§) . Krascendo 3 # {7

Ph3 SUNRAY-01 (1L, n=1264) /-02 + i 1L 57.1% (PD-L1250% i&

(n=700) : 2025-09 FDA BTD 90%) : 2L+ 7 33%
Ph3 KANDLELIT- 2L+ 175 27% (n=59) : + it
004/007/012/013/015 TPS21% 72% (250% 87%)

G12Ci #li& 56% (n=36) :

Ph1/1b: FDA BTD (2025-07) G12C(OFF) £ 42% (n=24)

Ph1 ONKORAS-101: ON/OFF il# 2L #%§65% (n=17, ¥ 1CR) : +
Ay it 63% (5/8)

1L 5% 78% (32/41) . Hk& 81%
Ph1/2 4:3k; ASCO 2026 4% 8511 (39/48) ; 2L+ ¥lifi 58.8%: Z&ifi
32.3%

56

5.5 (HR 0.58>

13.8 (9.8-25.4,
B2 5 19.3
CILBEED

2L+ 6.5; + il
11.7

#.7 8.3: mDoR
223

WA 9.9; &
6.2 (mDoR
11.2)

6 1~ H PFS 68%

2L+ WliR 12.2;
295 8.1

NR: mDoR 8.3

Krascendo 1 i
h R, A
F %

ESii

A AR

i 12 1H 0S8

62%

A

A AR

G3+ ALT 8% / AST 5% {%#%
10%

G23 TRAE 47% vs i 46%

GEMSEE 8. THE
5 1L 4 TRAE 98%,
G3/4 65%, J G5

k4 G=23 TRAE 33.3%, WZ4
%2 6.5%; G3+ALT 12%

FAETE: 2026 PlIkHE
NMPA 2254

G23 19%; QTc i 22%
(G33%) ;  G3+ fFiitk:
5% 3%

100-700mg QD £ DLT. &
G=24 TRAE. EiI7HE%
SAE. LT

G3+ TRAE 8.7-15.6% (1L #
75 7% BE& 33%)

CRC £ KRAS G12C ¥ i& M E 947 S K3,

12 377 B Lkl EGFR RAR & 52

PR TR, B4 EGFR 4k B ORR %542 A+ £ 49 30—-60%, FEA 5 L6 7
2 CRC Blbfvty iz A4, #3%2TF, G12C 1 & PDAC # 1-2%, B# V&
T HE BRI B S RIS B AP AIIE, A AN ENA.

Bk M R T 09 2L
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A 13: KRAS G12C £ CRC 5 PDAC

L ol )| 4 CRC %74 ORR/ mPFS CRC + $i EGFR ORR / mPFS

+ IFJE #.41 30.2% / 5.7 (CodeBreaK 300; 960 mg vs
240 mg BEHLATE: 30.2% vs 7.5%, OS KikE) ; —

sotorasib/ Amgen 9.7% /4.0 (n=62)

£ + /2 + FOLFIRI ORR 78%

adagrasib / BMS-Mirati 23.3% /56 (n=44)

divarasib/ Roche 29.1-35.9% /6.9 (n=39-55)

4 5 ORR

olomorasib / Lilly 9-10% (n=29-32) + %4 43% (32.8-53.7, n=93)

calderasib (MK-1084) / o _
Merck 43-458% (n=53) MFOLFOX6 66% (n=29)

elisrasib (D3S-001) / D3

Bio 46.9% /9.5 (n=32) + P % 62.1%

KATZE COmMEHED 23% /mOS 16.0 (n=41) + % 50% /6.9 / mOS 19.3 (n=47)

39.3% /8.3 (Ph1b, n=56,

RIEFEEIE GFRAE) mDoR 8.6)

ESiE

oy B
REERE (HEBD /8.2/mOS 17.0 (n=45-48) 12.5 (n=45)

+ P %15 34.0% (24.6-44.5, n=94) /6.9

+ JiZ# 62.5% (95%CI 40.6-81.2, n=24) —iz4 %

+ % 56% (40-72, n=39) : + FHZE +

45.8-47.5% (95%Cl 31.5-63.9) 1L + /i% & KROCUS: ORR 80%. DCR 100%. mPFS

PDAC

ESid

VZ IR R KRYSTAL-1: HiERS n=12
ORR 41.7%. mPFS 8.6. mOS
15.1; @R n=7 ORR 57.1%.
mOS 19.6

ES7 ¢

ES 4

ESIE

ORR 65.0% / mPFS 13.5
(n=20) G12C #£ PDAC F 1
(1.7%) , FEARARAN

ORR %] 46—47% (n=32) ; 1[H
PDAC ZE i1t

ESE

ESd

MTAP %t % & RAS #EBE4: PRMT5 & E LK KE 5T
A

MTAP 4% 7F 2 RAS H BB A M) B 2 & QA mE Lk, MTAP #: £ %
RAS ##|F AT EANEEA AL FARGIE LIRS F ™. MTAP %5
CDKN2A % A& 38k, f# Ry i n Falis (MTA) E&, jFaf554 PRMT5
M A AR, vopimetostat 154 MTA thE1 A PRMTS #7417, 4845 4)
F X —A PRELILNEEG M 2 LT MTAP K P98 4mfien 698447 . RAS(ON)AF
BIF N HAEEFR MAPK A4 K125, —F KT RAEWAREW IHik 69 b b
Bl, >34 P SHIBEIRF" 5 bk K R o) Rt ZAEAARS

GG RER LT, PRMT5 4944 2 2 %K RAS(ON)F F 24442 PDAC +
PP IE IR B A ZE 2026 45 A 28 A , vopimetostat B4 4~ daraxonrasib £ MTAP
Bk . RAS B Z 69454 PDAC ¥, 12 #1045 &4 4% 92% ORR (11/12, #
F 9 4] 2. #4A ). 100% DCR & 90%# 6 A~ A PFS %; Fl&F, 3 47T i+ NSCLC
B Y BAFH NG G S FF R AT A, 15 6] £ F 14 4] /%, ORR £ 93%.
%4 R 2 %% TF daraxonrasib #2 —#% PDAC #) 33.2% ORR, &7 MTAP 4
KRR B ER, ET A8 A L RAS JRE76 77 B K B ABR) X AL
wEY.

Z R0 K E L T4 daraxonrasib 14 # RAS 325 R B A 7T AR BAF
BEEEA0 T 4 R BT . RASolute 302 2.3E8] daraxonrasib 7T % % 7% & —4& RAS

Bk M R T 09 2L
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G12 % mPDAC 4 #; vopimetostat 2840 #—% &7, & MTAP 4% X —
AR S AEEF, RAS(ON)PHIA ) I ZH B MBI E. »~38) it X & 2026 4
THFTR—& MTAP 4&% PDAC 16 RITTH % £ikit, EhAFAEHER =
KA LI MR @A E. AREMIES). F1Ly7 32 Jkﬂ%ﬁﬂr‘\/\”éﬁ T—M&.

sk, £ MTAP #: % .KRAS G12D R % PDAC ¥ , vopimetostat %44~ zoldonrasib
B24F 52% ORR. 96% DCR % 74%% 6 A~ A PFS %, iE£8) PRMT5 & AR I SL A
W RAGE ) T % 844 RAS(ON)YF T, 4775 R & ik4H G12D RAS(ON)Zh 4
HE. @k, MTAP $:% A 2 %444 pan-RAS 5 G12D A& &M E2 AW
A&, 4 RevMed B4 G12D. —4& PDAC BISJG AT B AT & 38 Andi 6 b
AT 1A,

A 14: MTAP #4283 PRMT5-RAS & R &K LHA-, £E27%4 PDAC FIRHF 92% ORR

Vopimetostat + daraxonrasib in MTAPdel 2/3L PDAC:
ORR 92% - 11 PRs in 12 patients

Line of therapy:

N=12

ORR 92%
DCR 100%

)
S

* 9cPR
* 2 uPR pending confirmation

I
S

Best Objective Response:

W Partial Response (PR)
Stable Disease (SD)

=» Ongoing Therapy

Best Overall Response (%)
o . .
3

-3
=3

o
53

Dose levels:
DL1: 200 mg vopimetostat + 100 mg daraxonrasib
DL2: 250 mg vopimetostat + 100 mg daraxonrasib

Data extract 28 May 2026, Dashcdm ndicates threshold for PR (-30%). ODJ ctive response rate p RECIST 1.1 includes patients who received fi stdoscofm
study drug at lea lTAch p rto m data extract to allow for 2p (b elin scanst du of follow-up 6.8 months (3.3 - 9.7). *Patient dis nued due
to non-compliance. Disease ( ol rate (DCR)df ed a: f ction of patie ( W\(h all respol fSD PR, or CR at the time of the first scheduled scan PDAC
pancrea l\cduc(ﬂlad nnnnnnnnnnnnn ; ORR, objective respo l ; DCR, dis t L ( 2/3L ,,,,,, d/third line.

Z/) TANGO

THEF: NEERN. BHIEA

RAS REAR=ZFHAUELR, XFhTHHEHEEG—KS5EARIHEE, 2026
FTFFFHE 4210k G12D. G12C Bra %2 & pan-KRAS #9-FHAARSE, &
LI AU 4L T B BT AR I AR 5 05 07 B PR, 2027 S, %%4%@%?
BRI 8, k2 $ed) RAS $85ANG BAT 677 A EWT# £ —RAREILTF

H ¥, RevMed 132 Rk = F RS H) L L4 daraxonrasib #9 FDA qmnt‘

%A RASolve 301 & —#/BEF K RASolute 303/304, 3t FH M=%
PDAC #4534z RAS. WIAA Tk ARy Kegids 4&%%& BAs@,

GFH375 5 HRS-4642 = WCLC. ESMO A /&4 B A7k k F, e $ E
G12D K = i T VAR A G T3 G WA vT i B G2 A

Bk M R T 09 2L
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A 15: RAS FiE M #zE

2026-09-12~15
WCLC

2026-09-12~15
wcCLC

2026-10-23~27
ESMO

2026-10-23~27

ESMO

2026 H2

2026 H2

2026 H2

2026 Q4

2026 R

2027-06

202711 &

202712

2028-06

2028-09

2029-05

e
G12C + PD-L1 #4i—&EEE, I MOk
G12D %47 NSCLC, Il ks
—RIIRE + B R AR AR b/ R (2025-10 EEIALD
G12D + PD-1 Hi#r (NSCLC. skiffl) . G12D JEigfE. G12C sLfff, 1t
5 T Poster
pan-KRAS it A4 i
G12V #iE RP2D, Fithl b e A
RASolute 305/ 309 iz (309 A& A-LiLsr RAS(ON) %z Il )
EHONNE AR
FDA i i
FHE IR (R R UL R IR, n=320)

=% G12C £k 11l JUIRGEEE

RASolve 301 ( /=#JififE vs £IHAl3E, n=590, 4lkx G12C)

RASolute 303 - —#k il =& (n=900)

DAWN-303 - —£fiklipfE =% (n=588)

RASolute 304 - TIYIBREEARFAAHB) (n=500, T % DFS)

HS-10370+ PI783 MAI#47 WAk - 55
GFH375 # 5% - Verastem

GFH375 #/7EE%] - Verastem

HRS-4642 | HRS-7058 {EEZ)

ERAS-4001/ Erasca
BBO-11818 - BBO-8520/ BridgeBio

RMC-5127
Revolution Medicines

zoldonrasib * daraxonrasib
Revolution Medicines

RM-055
Revolution Medicines

daraxonrasib
Revolution Medicines

GFH375
HITES

olomorasib/ L3 (SUNRAY-01, n=1264)
divarasib / F K (Krascendo 2)
calderasib (KANDLELIT-007)

daraxonrasib
Revolution Medicines

daraxonrasib
Revolution Medicines

INCB161734
Incyte

daraxonrasib
Revolution Medicines

=, REBSEFEEH BN

T E LR A A RAS Q#1605 —F £ kR, FFEH G12C 7 kbRt hnik 45
G12D /it pan-RAS/pan-KRAS #u#l4)#r, &+ BRAIFK Faz, &
R A Z L 2026 4 ASCO #Hi: RAS #hlk AEEN=Z2wWR. BACHERK
KRAS G12C ##|F skt £, & Rs7 & TEERREEXTIWRE: 2% GFH375
F N1 R KRAS G12D #7747 i Arte1ll4, 185 HRS-4642 F) 74t — &
PDACIII#A, A%, 7. Wik, BiF% 38 W £ pan-KRAS. pan-RAS »-F
Jx5 KRAS B4 3L LH 4 5 &. + B RAS % = L L& 9 T3 —— & &
it —— B MR TEHIN, TG 2REMAT. KPLAKA
B RIRIF R e ) it —F KT 6 A

Revolution Medicines

RevMed Z4# RAS ¥ K Ik RALRKAH. FEERMRIZRGNG,
s~ daraxonrasib A CypA /%49 % 245t RAS(ON) 4T a4l /216
J& Il #7 RASolute 302 ¥ # kit =% mPDAC ¥F1i OS &4rMAELST 4-FEM
(13.2 vs 6.7 /~A ,HR 0.40,p<0.0001), A#EEMA T #EE 2% H RAS b
B LR 49 2B
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HIR3 A, W EREE & RAS R#ITE G B RRAE. B G12D. G12C.
G12V Az RAS, &) Lifad g ke —&. Be B F RGP R T ET &,
pan-RAS 4T ik &9 ls AR A S AFGER , 42 S ATfEA (T 1529 $410 12)EAR BA2E
it A PDAC 3k, Kk 12-24 MAMBEFE L Z RN, 1L 35 %Y
NSCLC/HA 7 £ LT &,

B 16: RevMed A% £,

Daraxonrasib (RMC-6236 | MULTI) v
¢ RASOlute 302 2L metestatic (D
PDAC ¢ RASOlute 303 L metastatic (D

& RASOLI= 304 Adiwant inresectabic. (D
& RASOve 301 2L/3 metestatic. (D
1L metastatio

+ 8OC, RAS(ON) inhibitor doublets or

Solid Tumors -

other investigational agents

NSCLC

Zoldonrasib (RMC-9805 | G12D) ~
€ RASolute 305 L metastatic (D
PDAC
¢ RASolte 309 1L metastatio
NSCLC € RASolve 308 1L metastatic
. + 80OC, RAS(ON) inhibitor doublets or
Solid Tumors ) A —
other investigational agents
Elironrasib (RMC-6291 | G12C) ~
Monotherapy (D
Solid Tumors + SOC, RAS(ON) inhibitor doublets or D
other investigational agents
RMC-5127 | G12V v
Solid Tumors Monotherapy (D

FH kR Revolution Medicines M. B IEA

Erasca

Erasca 24KV # F it A4 & pan-RAS 4-F/&(ERAS-0015)5 pan-KRAS X
A4 F(ERAS-4001) 69 5] b Z AU B &K 43k RevMed J i# RAS 4R
S ibAs 6g 84  ERAS-0015 £ AURORAS-1 41k, F1&%E 8mg QD Bp
B I AT . BRI PRIEFFH 2(32mg QD) F 2L+ KRAS G12X MM &
#IN ORR £ 57%,15 T8 T HL; 2R A A RAINEMA £, R3F
daraxonrasib # & FE R . L& F—HK pan-RAS FFR#MALETSA
HF EGFR #uhk ERAS-12 98 T (BRA R X 2027 B ) ARERE Rk
4. B AA I E AR 0. ERAS-4001 & #ik ¥ 25 AR 4038 it 2H26,

ERAS-0015 ¥ & b5 #4548 T3t 1H27,

HOF MR R R 69 EZHLY 20



@ TR

B 17: Erasca A% &

PROGRAM (TARGET) MODALITY INDICATION DISCOVERY IND-ENABLING mmm WORLDWIDE RIGHTS

ERAS-12 (EGFR D2/D3) W EGFR & RAS/MAPK altered tumors - ERASTA

Astellas

Astellas ;Z KRAS G12D & & SR LK 23 E, L L AN KRAS X
e A et ZTH6AE) . 408 % 7 setidegrasib (ASP3082) F3F#.4k
74 KRAS G12D, mRBiTB8E ES £HMABFTRREETG,; Nd LRLE
—% G12D mPDAC 2 3hi 600 1) 449 4RI A B AL ST AF 5., FvA ASP4396 #)
EH A G12D R B, FARE—¥E. KRS TRIT BT B .

B 18: Astellas RAS ZE#FE 4

ESE

setidegrasib / :nLFgEIE)Ig?NEX / 2/3L Xtk i, & HASAINELY
3 H] 73 AR R 47
ASP3082 NALIRIFOX. 4TI BRIITEA KRAS 2[4 f# 7]

. S/ HEMEEE L
ASP3082 " /RFASI  SiLTEEL A B REBLBTE
ASP4396 G12D Y:i4H G12D A% L3, e
s %
Incyte

Incyte &4k KRAS G12D FiEip#| 5| P iftit e o it = —: HASF >
INCB161734 4 9 fR. dE3:4. ON/OFF sz G12D 474174, BB Z7EM GTP
A, wEZGDP &, ABAEWHRE EEHE— OFF ALK £35. —I%K
R+, 1,200 mg #2442 %6 mPDAC F ORR i 37% (n=41) . DCR 78%,
F b Db ik CtDNA 2 4 fif; 28] FLBP /& ) — 2% mPDAC 4 3KI11 4 DAWN-303,
¥ INCB161734 B£4A mFOLFIRINOX 2 GnP 2t ptA.y7 , A48 G12D PDAC
RK. MMARZOMAT . sHh Jakafi ABAZEAE . WA +L2R N HE L
# % K Incyte =z, RAS # /= fHaE46{A 4%, 12 INCB161734 & HLitE%E
&b A G —IR,

HHFEHAEN VB L KRAS G12C. G12D %32 RAS &Wu4lid4, sF# 2
B A3 L B R A4 T & B RAS 4769, 28] & F AR EWT fulzerasib

(&164%, GFH925/IBI351) AE M EA. £HFH = L¥ ey KRAS G12C 47
HF, SFRRMAFANER, RENEAEPAITAH H; GFHITS (FHIMER
VS-7375) 24k g A #A Il 4149 0 R ON/OFF R A ik KRAS G12D 941

Bk M R T 09 2L
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@ A7 Ak 3R

#, €3KE A PDAC. NSCLC # R %2 M 77 ik IAZ A FDA W3R ik il i 4%,
HIMR A XA Verastem; GFH276 vAIEF&fR M 4TIk 49 CypA = 2 &Mkl
Az RAS (ON) , &% KRAS G12C/G12D/G12V % NRAS. HRAS, 4 E K
Bl R % —HIA, 4T 2026 ESMO & K7l KA.

£V, GFH276 &9n ANAL3) 77 ik Bl 37 4] 71 4% 4 B4 daraxonrasib F) /&
MAl69:2 RAS T 6 3k, HAERTEAUFAG"AHFE + BB T4
Z AR, 5% £, GFH375 5 Incyte 49 INCB161734 s A&itdfl G12D L
s & 1% ; GFH276 ) & @ RevMed 23k1& R |1l BA303E49 pan-RAS Al uds,
£ FAARE B MARIIEARTE . 2026 F FF49 WCLC (GFH375/NSCLC) .

ESMO (GFH375 Bk& 75 %5 GFH276 & XAls AR%IE) & GFH375 = MAR
R, RNEAND A REET D,

B 19: hFEHEREL

g 2IR5HKRAS G12C HERREARY A7 m AL SHEMET
TS a7 mRERRE ¥ B&IEN RASEEEBEFLK
U U U U
.
SHERME. ZRASHIHIFIE FR#FHEEY LB EX YT A AT FFR I BER R+
EFHBERER MERELMEE EH&ER—ZBE ARG EUBEKREY
P FERME RASmut NSCLC, CRC, PDAC EGFRmut NSCLC
(RBRER) I B B 157 1148 Mg kW KRASS' KRASS'®® KRAS®'?Y RAS™  TKInaive TKI resist
MEEE (KRAS G12CH5IR) v
BH, RETE v
v
GFH375§(ZK€ITAES*;I’;I;\J£W$JM) v
v
GFH276 (iZRASHIHIN) v v
GFS784 (EGFR-Pan RAS ADC) v v v v

AR N EM. BEIEHS

ik RS

mAEREA RAS &4 Y ERREE. FEAL B AN REMATH —— 2
B A1z KRAS #9417 JAB-23E73 AT AL, B5% 20 L £T., NaliR
A I HF T 6 KRS IH A B XkEF R (glecirasib, JAB-21822) 4 B #F
KRAS G12C #7417, NDA €2 K3k, il SHP2 #7417 JAB-3312 B
B (NSCLC =4#1) . e 098 %41 (CRC) A #2576 77 MR (£ EIRILE .

b E R EIAE ) BREME; JAB-23E73 A U AR;Z KRAS ip#|F|, T
FlBT374] RAS #9524 5% KA. st HRAS/INRAS ik, £ T4ER
KFBEZ G12C/G12D/G12VIG12R % G13D. Q61H F/ #R %, Z4H%K%
N ARFANZIRIE F oA | Bk 49:2 KRAS 945, 2026 4 2 A E A kH#t
FRIEAALTT . —%54657 KRAS R4 PDAC # Il AAF%; G12D 7 @ vk
JAB-22000 ###7. % EGFR #utkifi%4) tADC (JAB-BX600) £ Fitinn,
EH AN AR R AT TR 2026 4 T F442 X IND.

INFFR i A, 8] BETE S AN T2 KRAS 584477 3%, G12D 1):@ it tADC
X—#HAAEEA B, S IND #IRATH . JAB-23E73 #9 | HigkdE i 5 —4&

Bk M R T 09 2L



@ - AR AR

PDAC 4 . glecirasib %4 JAB-3312 &) = #i% ik . JAB-BX600 #9 IND 2%,
g B LI RAAEAF].

A 20: AeAE A RAS % &

EHifA% IND IiGFk—HE IGPE—HE IiGFR=HA

SHP2 + JAB-3312 + 5
KRASG12C  glecirasib |- NSCLC ERRIEER
' anscc [N SRt i
LRER . ;
dqg?; KRASIGI2C (glecirasib) 2L izfRd FERRIEER
CRC FERRIRER
"""""""""""""""""""""""""" ShE CN/US
RAS pan-KRAS JAB-23E73
B 1L PDAC Ph 1711l
KRAS G12D EGFR/KRAS G12D JA(‘;%XC&‘)OO ik 2026 H2 IND
L1 | HEREEST =
= Undisclosed JAB-BX700 -
HeHs ADC (tADC) Sl

FoARR: NEER. BHIES

B EH

feshE . %% RAS £/ 8%, HRS-4642 % % F1i—% G12D PDAC &t
M, 18352 RAS RiEFULEA+S KR+ KF & = FLEME RAS 4449
AFE). MEILA-E A N E FEFEE G12D. G12C. pan-RAS. pan-KRAS %
KRAS & # - EM ) G12D EF AR “Hhk—K—— 1 JRAA#K ——RAS(ON)
=R HEARNE.

INBT R 5 A, MBIV E e Z M. ishd HRS-4642 —&K kAR 3K
FEIRFH(E X G12D F44L), A e iR 5 a9 4a 4, A o IR AKX
G12D(HRS-6093)5 G12C(HRS-7058) = #; 3% 0| & pan-RAS/pan-KRAS 5
TG AR . it 69 &) kAR

Bk M R T 09 2L



@

TR R ARAE

A 21: E#MZE G12D. G12C 5 pan-RAS/pan-KRAS £ #4244, HRS-4642 473 —% PDAC Z M7 &

&Rl [ PCC IND EiR | £B I #A
‘ ‘ ‘/RAs(ON)Eﬁ\”/ HRS-6093 |
e oo )| OEomef |

Gl2c | | RAS(ON) Zft|
L G12C-PCC )

|/7
| bk - —£PDAC |
./7

| AR ON/OFF )

Il #A

HRS-4642

HRS-7058

~

~

) | HRS-7172
| pan-RAS ) |_ pan-RAS(ON) |
(o | | pan-KRAS |
| pan KRAS ) ONJOFF
. mm | RAS(ON) G2V, | KRAS®%HE |
B TR | mmmE
TR NEER. RBRIEAKLE
WA 24 0k

Mikzhdk: M G12C £ EHEAAKEZ RAS F &, TATR¥Ie@LFHEER
], Wik E RAS A BHMFH G12C £.5H, A4 A%Z RAS(ON)SF
Ji+% KRAS BB R 352-F 6. = BPI-572270 4 v k. dEHBmMHZ
RAS(ON)A» Tk, S#tA [/II#EK. R ar, A& 45 % KRAS R L@
Mg ) BPI-585771, T m 47 4] & % RAS 125 + HiEE % KRAS & & #4u4 &
#b.

B AT

BHARMN: AEB pan-RAS(ON)IIAL/KIE, 4T “HB4H + KRAS /%~
RF& RE, B RAS A B FFHAE B 3R 3530 20, mA RS “EIR
RAS B 2. FMHPARRKE., TUSFL” #HE LR, BT BG-85738
A 5T F i oo i 1249 pan-RAS(ON)#P#17], TR IRE AAMR 1 AR BT,
it%|F 2026 4 9 A B3, Tt AL 100 4] RAS REWLILIKE &4, )
TR E 5 BHEZHERABHEARERNFS . LERTHIEL T, BG-85738 &
1&RF] & T BP =T 7= AASAE PG 7%, B RIS 0% B 2 B b8 Kp,uu & 39%,
4 RAS %% NSCLC fmét A% & A A E RGBT 2096 £ F1L.

Bk M R T 09 2L
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 BREL: RE “CREQLIAFAT. BNEM
REGFERZ, AR biomarker 3E3) # B A3

2

o

|

el

A% E, RevMed %44 daraxonrasib £ =% mPDAC #9s RIE A A3 5,
# 2 pan-RAS (ON) AR3k&9 s RARAT, JFiEAmiz & —% PDAC. HF RHA
NSCLC 35 4%.

FE%E, HRS-4642 5 GFH375 692 MAf 5 At M) s L Bt 1844, GFH276.

JAB-23E73 & H At pan-RAS/pan-KRAS #7 A4 = 32 4% F K A6 E 74, 2
FhELE: HFEH. AL, EREH. NAHL, FHAAMF.

BAVAY , RERZF RAS AR SHMESRE, HEk H =% PDAC £ #4E
P —LAFHEFRY K. G12D F = i MAI, AR SR AT EHES
#Ak; MTAP #tk ——PRMT5 A B LEEAN h RAS #48|F @4k R BRAF T
FERAEFS LATEN],

& NIRRT

1. FHHEHR RERE R
R F AL A Bkt PR, R, WA, B H SR £ 9R Mk RAE
KRR, BRALEARFL LR, F b EML TR, GEEK
NLLHEE R T A R B Gt v BRI R R

2. BERNE
EH/TYZHESEE YA, AAERE. £k, BRI, Q3% L5 FiR
FHRIE KRBT R IITER T, MR HFORER & F58A
3) b 25 R B FRH R

Bk M R T 09 2L
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@

SATIFARE

R HAFRIRE B — IS iE A AT IR, AL E, KIREFW. FARRIE T IR AAGRILE ., AAF B
AT ;EERE S, WERE, RERLEFETRESE RIRSE P o) BRI RV G A48 0340 %,

R BLIA

A PTH B R PTOR AR AT IR IR A, R TIRE LA BB 6-12 4 ) A28 A (SATILA540) ABat ) 3 4 3
T RORI I T RATAN. P, AT 5L PR 300 4840h 2o BT oA REH Ko A BT
A5 500 a4 A Kok, BARATR AT

BREFLK

SRAIE T TRHRON 8] PR K 18 A AR R 45 2 20% A E
¥k TRHNE) AN K hE AR AR S 4K 5-20% X 1)
Pk FEA ) RN E B e AR AR RN T 5% 18]
WA TR E) AN A INEE T A E484 5% A £

A7k IR K

Wi ATRER@EL, THAT LI SR AL IR
Yok ATL R AR@ARE, FHAT LR SR AR R4
Wk AT IR AR AEEE, TRAIAT LR SEE T AR AL

BEGHEIV

EE£FY

AIRE BB FIEA A TS (AT AR A7 ) bl Aod) LA P EGER 245 IE AL 510 b 5%
o RRE R T AERIAFONME 8, (2R 8] AF X 245 B 69 S 54 M Fm 0 B ARAEAT A RAREFT LA 09 AT AT
AL, RRBETRSFEIMEREAERRR. REFHNEFE RS E , T M BRI TR IEA F 64
B, EAEFTEILT, AIRE o913 8 R AT R 8 F ILF M RIAEAT AR T . IR EAE AN HL T s IR AR 42
B FTAESS, ANE) BB R ARIHE R AR B A BT 5| R AT A A AR R AR AR, A 3] 3 A BEAM
TR TRE TR B 098] BT EATEYIEAR T AT R 5y, B 7T 48 4 3K 20 5] R AL 3 F AR B3 AR AT AL S5-Ik
G BP O H 5 ER| K8 T G4 AR AR B AL 69 ) B R

RIRERRAR A AN E) FTAT . A& IR G TR A, R A8 TP @4, AT Fa /S A3 TRAFAEAFT T XEA .
Al FIRAREER, TN, A3 R G a8 50 ik e AR A,

HOF MR R R 69 EZHLY 26



