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HE &Y EEiE

GUOSEN SECURITIES
BMRASR—S/NGTPEE, {EAMMAN S FHX, EHRESHESPETROBRAMAM. AXRASKEEZGIFE=THZTE: KRAS, HRASFINRAS,
HAAKRASZRZ 2P &8 MRz —. JE/NABARGERE (NSCLC) . LB fF#E (CRC) % (PDAC) RRASZEZF fh, KRASHYyZE
L il 5> FZ930%, 40%FN90%; KRAS-G12C/G12D/G12V2H rhEs MY Z8aF AR, 2 FRASHIGHIFIAL ZE IS AR B A B ER : 1 X145 2 5238 BUKRASHIHI
7| (4NKRAS—G12C/G12DHDHIFISE) « B = % FHKRASSRZE Hpan—KRASHDHI SR, LA KN & = A BRASIF Y fpan—-RASHIHI 5 .

BPDAC: pan—RASHIGIFIEE N EiAITIER . BRRESMERENLMNEz—, NERETEEREFHAIRE—F. H90%HIPDACHETKRASEE
& (G12D%940%45%, G12V£930%) , pan—RASHIHIF. KRAS-G12D#JHIFIFEMELRME EXE S £EkE Fpan—RASHIH F|daraxonrasib
PDAC 2L TS MEIEFEHKE, FEPDAC ILIE THREHAN BRIIEKE R, EEXNEEBREISITIEE. DaraxonrasibEINf AR T S
KRAS-G12C/G12D# 3. PRMTSHNGIFISZFFA FIZGIEL A BlE R, B SPRMTSHIHF 'Jvoplmetostatﬂﬁﬁaéﬁiﬂ)l TIHFRHERERIREKREIE. H,

pan—KRASHIFI 5. KRAS-G12D/\4> FHIHIF| . KRAS-G12D PROTACZEAS [B]#4L HllBY /= fm IE 7E AR BR 2 1& N FE IR IR EH G /K o

BNSCLC: —{XKRAS-G12CHPHIFIAE—LiaTr. KRASERIE/NAMETREZNRAERZ —, BERNRT KEFXLH20% 25%, BREANEH
24 RFES,; HBGI2EFEAENNET (H540745%) , HREG12V (15720%) F1G12D (T15%) . KRAS-G120333F 2 HBIME— B4R [25 3%
Ht ETHRYZREE K AY, sotorasib/adagrasibix#t T =%3877 . _ﬂKRAS G12CHPEIF] (Divarasib, CalderasibZf) IF#H %X HTESKE
JAFTNSCLC 1LEB & . pan—RASHI&IFIZENSCLCH B = 1 : } B

MCRC: HETEKZBIR, HHHNBIEKEIARTT. RASRTZCRCRANENNRT LR, AL FFALEEMEEERN40745%; RASTRIE
G12D/G12VERT R FE AR, KRASHIFIFIZECRCEZ PR AN EBIK, SECFREMBEATIRAB M. #Hh—RKZ5HI7ECRCH I 22 F 71 $&E’9
BHImAR YR, FSVGIRELE /ST AleeH R E RRVImAR IR -

B\ “AATERES” B “BHEEFM” , RASTHERAHIDERUIRAA. RASIERESIA TS, IEHRDR T FHHLHIAI5E K. DaraxonrasibX
FAERERR 7 F RN, BERARASTEERIE— “EFEE” 254, B ERASHIFIFSUS T L EE TR AE], LA pan-RASHH &
ERBAEE: SIREZD. mMEE.

BRI : ImAREIRE AR TR RS L AR TR XUBGE « B ARFARIE K HIXUBE o
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| | PDAC: pan-RASHIBIFIAE K EE i

[ | NscLe: = f8KRAS-G12CHD&IF

F— 28T

(|

| BB | cRe: WEirrsE AR, PSTHHEBL AT

I | merammaEy

BSWIFIEEXZ ENRERERER NTREAA



RASEANEENHFIFE EiSIEss

B RASE—Z/\GTPEG (small GTPase) , JETRASHZRIE, 1’Ejjéﬂiﬂ’ﬂl7\]l§l’]ﬁ¥9$9é (molecular switch) , Téﬂiﬂ’m 1§—rc|:12117|:z,u1:|zgﬂ
i, AKRASHIETERIFE =M A: KRAS, HRASFINRAS. KRASFEF i 3 -
F AEEMARS. 26 0

B RASEER19NTEEZ AR (721 kDa) , LMD AFEERS: 1) GEMIE (1-166 aa) : HEMRT, SHNGboxEF (G1-65) , fa%
GTP/GDPZEE Sk fiR. XXX HASwitch | (30-38 aa) FSwitch Il (59 -76 aa) . 2) Cim#BITX (HVR, 167 - 189 aa) : FIER
mK, BCAAXE, REEFREREMN CERELX/FHENL) S5EEL

B RASTE “GDPEER (EFFEM) /RAS (off) HGIPEEZS (GEM) /RAS (on) ” z[EfEMHI#e. GEFs (BHEBEZHEETF) : {EiHGDPHEE .
GTP4E4&, BIAJERAS; GAPs (GTPERIE{LEHR) : MIRGTP/KE, BIIKJERAS; SRAS SR 5 i =5
RAS-GTPBE = K40 1BEE: 1) RAF - MEK - ERK (MAPK) iBE& ; 2) PI3K - AKT - mTORIE S ; 3) RalGDS - Ral g,

B RASHY4E EEALHIL R FBEE

@ O— €D e ©
| 5T Y hd \

EK l—[:‘-— PO [FAL] [ForkreAD] [BE

L 15

haNdY

5

RAS-GDP

(off)
( : [ERK]
,"‘.5"— > ~.‘x‘T‘
- i B -“!}'»“\‘6 )
2 7 o SR Y - + S 1.
SR oA PA7 [ELKT] [RSK] n——
AT o Transcription soe | <k 3 ;
et = Cet-cycie progression’ tm transpont #HRKIE: Sheridan,
e Transcription i nskatio Cei-cycle progression C.Nat Biotechnol 38, 6—
ere complex PI3K complex 8 (2020), 1%_-L|-_E%gé5ﬁ

Nature Reviews | Cancer R A EEIE
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RASZEZE BB BUMITIE S : NSCLC. CRC. PDACHEXIA B {SiE %
B RASKRTZMEENZBFHENE, BAZIHRTEPFTFE12, 13, 6IUFBF, XL S TP-loopzkSwitch |I[X, EHIEFZNIGTPIKAE
(B AENREIEG12C, 612D, G12VE) . RESHRASHIAREMGTPEEE ek, BXTGAPAEIRL, {FRASIFLLHIE FEGTPLZE A HIRAS (on) 1K

A, TEMAPKFOP ISK@E R FEUA0E, IKRIZMMANIEIE,. BATRE. RIFERIE. MENIMNE ENG . MEFERESF.

B RASEAXMBEFEE NMNBERTZ—, 419 - 25%H B HRASIREE, H AhKRASH"85%, NRAS “11%, HRAS “4%. JE/\4MAfAbHEE
(NSCLC) . #5E 5 (CRC) FNFRRRFE (PDAC) RRASZEFLHI=XEEFh, KRASHIZEZEL 43 A2930%. 40%F190%; KRAS-G12C/G12D/G12V2
HepERHRT AR,

BEl: EEKRASRTEEEAH (FA)

Estimated number of patients affected by KRAS mutant tumors in the US (thousands)

7 743 )
“Big 3” tumor types
I g ypP B Gci2c NG12D BB G12v | G12A [N G12R [ Other ~ Multiple
. 12.7
B 8.2
e B o ss
— — — 04
NSCLC PDAC Urinary Endometrial  Other Gl Unknown Other GU Other ERRR: ErascaBM,
\ J Primary EEIE S & F o prEes
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RASHIGIFIZRIAX S, MEIEE EiSIEs

B RASHIHIIRI KA AR L . IRBEEZTCEMARE, ATLUIERASHIF 74 BT 3145 B R HIKRASHIHI T (4NKRAS-G12CHNHIF . KRAS-G12DHNHI 51
F)  BEEZMWKRASEKZ Apan—KRASHIFIF, LAKRZBEFTARASITE! (KRAS. NRAS. HRAS) HYpan—-RASHIHIFI,

B RASHPHIFIRI GBI B R . RIBRASHIGIFINGE A NS LA HE]. HIFIAEIAARE, RASHIEIFIAT LS AL MEs & HIRAS (of f) 5
(sotorasibZEKRAS-G12CHIHIF) « LS A HIRAS (on/off) HI&HI (BBO-8520Z# 1 BUKRAS-G12CHI&HIF)  JEHAN 254 BIRAS (on/off) H]I
F5 . RAS (on) JEPERREI 4 F B (RMC-6236%) , LLXRAS-PROTAC (ASP3082%)

[E: RASHPHIFIE 53 2 FaH &l

:
inhibitor
Mutant selective KRAS inhibitors i ) KRAS
G12Ci G12Di

w > Q
. fr=g O
Hits 3 =l © OFF state, covalent ON/OFF state, covalent Ofstatezcovalent ONstate;covalent
- only one specific KRAS mutant 2 e S
y P RA = o] O
K S 8 E & CYPA CYPA
Spares - e 8 o 5 GTP/GDP
— » G12C
- other KRAS mutants ; 2 \ S, B ibosiat =
. Wlld-type KRAS, NRAS. and HRAS a 9 covalent bond v ’.r SWI
=
G eSgotorusib eg B® e ) B@ o I
S i Shos0 o R Py
Isoform selective KRAS inhibitors @ Divarasib FMC:376 s =
S
[« N

KRAS

G12D

ON/OFF state, non-covalent ~ Degrader
(PROTAC)

Hits
- wild-type and multiple KRAS mutants

ON state, non-covalent

GTP/GDP

OFF state, non-covalent ON/OFF state, non-covalent

eg
Spares w\ ASP3082 (R
- wild-type NRAS, and HRAS B Som crecoP S \ - CvPa ——Cvea
/. ‘SWilpocket % b J‘l'
/ )
/ _f -
3 - - T a ;r'
Pan RAS inhibitor o ed = =1 N =
a S bitors - 4 MRTX-1133 ubiguitin proteosome ./ Sl o i swllt@ R,
. @ G12v (RMC-6236)
Hits Q61 o ERAS-0015
. * it
- all KRAS, NRAS and HRAS mutants and wild-type NRAS ) °13Hm3‘"e' = KRAS, NRAS, HRAS
LY N
@
©
©
=

abeltano)

—
»
-
G12*
Spares Gi3+ Gi2v o by
 None G (g ‘© 9 o
WT swil -
Wi i o
'\ GTP/GDP
SWII pocket

O \
/ SWil pocket

BERskiE: Jakob Riedl,

-efqu-mﬁs glgﬁluplc inhibitors in clinical development Ca ncer Ce” 2026 ’ 13
sy SES &SR
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L7 SRR R M R RASHIBIRIEE S AL BRI E R OISR P BEILS
T

& \_04

fEE25730% SOC: KZh+2$ANAWTT SOC: sotorasib/adagrasib or % {h3E
o +PD1i +Eﬁﬂ$ﬁr‘1*ﬁ 75 vs SOC
Krascendo 2 i Krascendo 1 NCT0/5660
15‘3’22‘5, Ca Iderasib Daraxonrasib
Other KANDLELIT—007 RASolve 301
% Olomoras ib ﬁnH’_ﬂF_fl:Ql (ph2) HRS—7058
SUNRAY-01 FEHFAK 301 (CN $
L T90% SOC: {£¥yF (mFOLFIRINOX / GnP) soc: vy (ZXXHAZH) 2
L7 vs Wi @75 vs T I
Daraxonrasib Daraxonrasib AVA
RASqute 303 DAWN—-30 RASolute 302 g%;

/ 07409 ola \
B Zo Idonrasib

fEE40745% SOC: LJ7 =+ DR BRI SOC: {kJyF+VEGFE$HT or G12Ci+EGFRi
+1¢J7 +EGFRI +EGFRi

e Calderasib
KANDLEL | T-012

G12C

G12D

pan—RAS
FERIKRIE: Insight, Cancer Today, [ESiEHLE AT EIE
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| | PDAC: pan-RASHIBIFIAE K B i

[ | NscLe: = f8KRAS-G12CHD&IF

F— 28T

(|

| BB | cRe: WEirrsE AR, PSTHHEBL AT

I | merammaEy

BSWIFIEEXZ ENRERERER NTREAA



BSEE TSRS E — &Y EEis

lﬁﬂ%‘c&ﬂﬁh:ﬁf’f%iﬁ%ﬁfﬂ—fﬁ fRAR#E (Pancreatic Cancer, PC) £IXBFMARHIZIS0OAH (KEL6AH, hEL1274)
, H70780% B EERICHE AEMBITAIIRSR L EB M ERR. RIRSERE (PDAC) £ 5ERBREMMEINI, EHERERN
5’3%#&’?2_—0 mPDACHUSEE A 773N 3% - 5%, PALSEFH (m0S) 7 HaifrAEiafr X8 - 1291,

BRI RTTERBEPRHN A+ 98ER. PDACEESE £ &EINEI MR MEMIMNE, BEZENAHE) RFERERS T 2542188 G E 40502 5,
FBMSI-H/dMMREE AR (1X1% - 2%) , S BT SHH| 7R AHE1ZEFH P JLFE L.

RSN EERIFE T, EREEEED, BRCA1/2IEARRT A H5% - 7%, BHDMAF] (Olaparib) 3Kt TgBRCA1/253 L FHMH 475
HPDACEE E S HH—LIATTRNERF AT M TREFERNMRT, B ENEITERRZEPRE —ENH: Dabrafenib/Trametinib (BRAF
VG0OE) . Entrectinib/Larotrectinib (NTRKEE4 ) . Selpercatinib (RETEEE ) Z. Z90%EIPDACIESKRASIEEHZETE (G12DZ40% - 45%

G12V£930%) , KRAS G12DHDHIF. pan—RASHIHIFZFEMELBIMH E XA ; CLDN18. 27££920%-40%HIPDACH B 3L, CLDN18. 28 (
Zolbetuximab) 7EPDACHI#H(TIGAK (EBREEBENIEFT L) , £EECLDN18. 2H9ADC/ TCE/CAR-TEEA B 25 4972 7S 1EPDACH ¥ &b T IIm PR B EX o

BSWIFIEEXZ ENRERERER NTREAA



BB ERTT: MMT REAR,

&R ERTT/ RIRTT R

: BRHARRBR AR IR TT 75 REG R EURE

EFRNES;

GUOSEN SECURITIES

1L

FOLFIRINOX/
mMFOLFIRINOX

ET“FPKIEIE”

NALIRIFOX

Gem/nab-P

2L 3L
Gem/nab-P
i GemE 74
X ERRTT

NALIRI+5-FU/LV

LT EE LR

g Gem i 24

Reported Efficacy and Safety

Gemcitabine-based 5FU-based
Gemcitabine/ mFOLFIRINOX or
nab-Paclitaxel NALIRIFOX
Efficacy (-7
ORR (%)* 23-43 32-42
DCR (%) 50-76 62-70
mPFS (mo) 55-71 6.4-8.0
mOS (mo) 85b-117 11-117
Safety @
G3+ TRAE Rate (%) ~70 ~70
Dose Reduction due to TRAE (%) ~50 ~50
Dose Discontinuation due to TRAE (%) ~25 ~25

ZEHRISkiE: Revolution MedicinesEM, E{SiES 555t FrEetE

BSWIRIEIEZ G REREEEIN NRRERE

Reported Efficacy

Regimen Treatment line p:;i)(-azzs ORR (%) M(?:ci:'::l::s I;S n?;cg::hts))s
NAPOLI1” 5-FU+LV+Nal-IRI 2L+ 17 8 31 61
SWOG S1513®  FOLFIRI 2L 58 10 29 6.5
SWOG S1115®  FOLFOX 2L 62 2.0 6.7
SEQUOIAY FOLFOX 2L 284 21 6.3
QUILT-3.010®  Gemcitabine + nab-paclitaxel 2L 40 27 6.6
Trybeca-1% Gemcitabine + nab-paclitaxel 2L 148 NA 35 6.9
GEMPAX" Gemcitabine + paclitaxel 2L 140 17 31 6.4
Guptaetal”  5-FU+LV+Nal-IRI 3L+ 30 1.9 5.0
Enzleretal”  CBP501+cisplatin+nivolumab 3L+ 36 1.9 51




KRASZEZE fEPDACH & A B S ‘ EiSits

GUOSEN SECURITIES

WKRASZEZE ZEPDACH Z MRS . £990%HIPDACTETKRASIERSRTE (G12D£4940% - 45%, G12V£4930%) , KRAS G12D#]H3f. pan—RASHHI 5
EEMELZEIMBEKXE . Revolution MedicinesFF4& Hpan—-RASHIEIdaraxonrasib B 2 iEHPDAC 2L ph3llGARFRIR I 3R, BEK
JIPDAC_Z HOFh iR AETT 7K

B: BB TREKRASSEZ A St A2: RASHHIRIFIE ERRRR IR & 12
3% NS . /N B FIH
pan—RAS Revolution RMC6236/Daraxonrasib  pan—RAS (on) &3FF%  £Fkph3 2022. 05
EiiEE?5/Erasca  JYP0O15 pan-RAS (on) HFBX  %=[Eph1; H[Eph1/2  2025.03
G12D Roche RG-6505 pan—RAS (on) 3 FBX  &Fkph1 2025. 04
40%~45% £ GFH276 pan-RAS (on) 7 FAX  H[Eph1/2 2025. 09
EIEZ HRS-7172 pan-RAS (on) 7 FBX  H[Elpht 2025. 09
pan—KRAS BI Bl 3706674 pan—KRAS £ Fkph1 2023.12
Pfizer PF-07934040 pan-KRAS £Fkpht 2024. 06
Lilly LY4066434 pan-KRAS £¥kpht 2024. 10
maE/Az JAB-23E73 pan—-KRAS %£¥kph1/2 2024. 11
BridgeBio BB0-11818 pan—KRAS £Tkph1 2025. 04
KRAS—G12D Astel las setidegrasib KRAS-G12D PROTAC £Tkph3 2022. 06
1EEREEZ HRS-4642 KRAS-G12D i Eph3 2022. 09
Revolution Zoldonrasib/RMC9805 KRAS-G12D 9 FB% £ ¥kph3 2023. 09
Incyte INCB161734 KRAS—G12D £¥kph3 2024. 01
75N/ Verastem GFH375 KRAS—G12D sg4hph1/2; HEph3  2024.07

BERIKIR: Nassaretal. Cancer Treatment Reviews, 93, — - —————
102144, EFIEHRRFHFAEIR FRIRIR: Insight. ESIEFEFMRTEE
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GUOSEN SECURITIES

Daraxonrasibim—&kpan—RAS (on) #P#F55, FEPDACHEIEITIE ‘ ESNE=;

BmDaraxonrasibZ—&ipan—RAS (on) #iH77. Daraxonrasib (RMC-6236) ZRevolution MedicinesFF% HI—FXRAS (on) HI 5,
daraxonarsibA] 5RAS-GTPLE &, BRXRBBIRASHINFIEM, XxtEFERIRASHHIFIEM: daraxonrasibAl % F “HF " BIEM, 5S40k
Ffcyclophilin A (CypA) &, HERCYPANRELXENE, EHSRASESHIFEMAKIEIRF; CypA-daraxonrasib-RAS= T E & ¥
BZIE, CypARIZS LIRS THRRAS-GTPS 5 THF BE HOBUE, A EUIHIRAS (o) 5T HIR.

BMDaraxonrasibfEPDAC 2L 3 T SEEAIE FFK%ET . RevolutionfE2026 ASCOHESL FFE 7R T daraxonrasibsk¥f k4L ITiATTPDAC 2L EE I3

BAImIA (RASolute 302) #i#E, daraxonrasibiXZ| T BFE MR EL 5, £0S/PFS/ORRFEFF L BABFZITFEZEZH BAFZIRIK
BN B F. 7ERAS G12333F ABfrh, m0S=13.2 vs 6.6 mo, HR=0.40,

: . 5] —. o
[B]: DaraxonrasibZ54#1$I B B : RASolute 3027/f3T0SHhZ%
100 - +
Daraxonrasib | Chemotherapy
90 (n=228) (n=231)
Daraxonrasib No. of events, n (%) 72 (32) 127 (55)
e mOS, months (95% Cl)  13.2 (10.0-NE) 6.6 (5.4-8.2)
<o RAS(ON) Inhibitory Tri-Complexes ‘ 80 HR (95% CI)s 0.40 (0.30-0.54)
S v > " e ¢ :\; 70 J P-value® p=5.9x10-10
2 § o e
e Lt B RAF 2 60
o, v § (RBD-CRD) =
y ¥ 2 %]
dy . SR _, S 2 w0
( Seo — LR «— KOOSR Steric a
Inside %;’} %\3 %\3 Occlusion 8 30
cell
20
Cyclophilin A Binary Noncovalent 10 -
complex
0 — T T T T T T T T T T T T T T T T T
o ) . 0 1 2 3 4 5 6 7 8 9 10 1 12 13 14 15 16
Daraxonrasib binds to intracellular cyclophilin A to form Months
: No. at risk
a binary complex that engages.RAS.(ON) and suppresses Daraxonrasib 228 220 217 206 191 171 150 112 81 57 33 23 11 7 4 1 0
downstream signaling'-4 Chemotherapy 231 214 197 175 144 113 96 69 49 32 19 10 5 2 0
Data cutoff: 10 Feb 2026. Median (range) follow-up time was 8.5 (3.2-15.9) months.
m, median; NE, not estimable; OS, overall survival
3HRs and 95% Cls were based on the stratified Cox model with Efron’s method of tie handling. ®P-values were calculated using the stratified log-rank test.
ZRIKIRE: ASCO 2026, ESUEAEAFRTEEE ERSRIE: ASCO 2026, EEIEHZ TR AEIR
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RASolute 302Il5FK%E: PFS & ORR EiSIEs

RAEEMMAEW ML S P, RASolute 02T EIFEENIE T FHILLE R : RAS G12383F AE#th, mPFS=7.3 vs 3.5 mo, HR=0.45; ORR =33.2% vs
11. 8%,

E: RASolute 302ffiR B HIE

RAS G12 Population Overall Population RAS G12 Population2 Overall Population?
Dar(:);%rirau)sib Cho(nnlggﬁgnpy Dar(::%rzrsa)sib Cho(v::{r:gapy p<0-0001 b p<0.0001 b
No. of events, 1 (%) 112 (49) 121 (52) No. of events, n (%) 127 (51) 130 (52) 50 4 [ 501 [
mPFS, months (95% Cl)  7.3(63-8.1)  3.5(2.9-3.8) mPFS, months (95% Cl) 7.2 (5.7-7.5)  3.6(29-4.2) e _
100 4 HR (95% CI)* 0.45 (0.34-0.59) 100 HR (95% Cljo 0.49 (0.38-0.64) 2 ORR 9 ORR
% 4 P-value® p=3.2x10-° 9% 4 P-value® p=5.2x10-8 % "; 40 33_2% 9 "; 40 31 6%
1 ] Q [ .
2 ® = a2 CR @ 2
£ 704 2 704 - g_ - g_ CR
£ £ w0 g @ 304 E @ 30
E N E ° =y ORR =K ORR
$ w $ w 13- 11.8% 5%
a 40 o 1 o E 20 - . (1] o E 20 11 20/
2 2 2 s Og Og e /o
o o > PR >
PR
20 4 20 o CR o CR
10 4 10 4 10 10
0 04
0 1 2 3 4 5 6 7 8 9 0 N 2 1 0 1 2 3 3 5 6 7 [ 9 0 1 2 0 PR PR
No. at isk Wonths No. atrisk Months 0 0
Daraxonrasib 228 218 185 172 138 130 81 il 30 28 14 10 1 0 Daraxonrasib 248 238 198 184 147 139 86 76 32 30 14 10 1 0 N .
Chemotherapy 231 183 117 9 58 5 20 23 10 9 5 3 2 0  Chemotherapy 252 203 120 102 64 58 32 24 10 9 5 3 2 0 Daraxonrasib Chemotherapy Daraxonrasib Chemotherapy
(n=217) (n=221) (n=237) (n=241)

FRIKIR: ASCO 2026, ERIEFHFEFMRITERE
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DaraxonrasibZ £ M #1

i

‘ EiSits

MDaraxonrasibZBGr=3 TRAEHJLL {5 }543. 6%, STRAELL{F510.8%, ETRAESHFIE MK HIA36. 1% (RERNMERERK/17. 4%Ff0
fE5c/6.6%) o ETRAESHEUISZALLGIN1.2% QBEIEKRE, 16IEREAS) , HI1FI5RTRAE GATTHEXAIAA)

B5E AYTRAE/Gr =3 TRAED R AR E (85%/14%)  BESE (58%/5%) « CORER (53%/12%) .

(23%/4%) &,

[E]: RASolute 302fff5t R #E

T (46%/2%) « IRRE (37%/<1%) « =5

Daraxonrasib ‘Chemotherapy

(n=241) (n=214)
Median time on treatment, 6.2 1.5-3.2a
months (range) (0.03-14.1) (0.03-12.9)
Any TEAEsSs, n (%) 241 (100) 209 (97.7)
Any TRAES, n (%) 236 (97.9) 200 (93.5)
TRAESs leading to
dose reduction 87 (36.1) 123 (57.5)
JRAE.S leading to 135 (56.0) 118 (55.1)
ose interruption
TRAEs leading to
discontinuation 3(1.2p 24(11.2)
Grade 23 TRAEs 105 (43.6) 123 (57.5)
Serious TRAEs 26 (10.8) 40 (18.7)
Grade 5 TRAEs 1(0.4)c 0

FRIKIR: ASCO 2026, ERIEFHFEFMRITERE

BSWIFIEEXZ ENRERERER NTREAA

Rash?

Diarrhea
Stomatitis®

Nausea

Vomiting

Fatigue

Anemia

Decreased appetite
Paronychia
Neutropeniac
Thrombocytopeniad

Peripheral neuropathy®

Daraxonrasib: Any grade

Grade 23l | Chemotherapy: Any grade = Grade 23l

85
58
53
46
37

100 9 80 70 60 S50 40 30 20 10 0 10 20 30 40 50 60 70 80 90 100

Data cutoff: 10 Feb 2026.

PT, preferred term.

Patients (%)

“Includes PTs of acne, butterfly rash, dermatitis, dermatitis acneiform, eczema, hand dermatitis, rash, rash erythematous, rash macular, rash maculo-papular, rash papular, rash pruritic, and skin ulcer. ®Includes PTs of aphthous ulcer, mucosal
inflammation, mucosal ulceration, and stomatitis. <includes PTs of febrile neutropenia, leukopenia, neutropenia, neutrophil count decreased, and white blood cell count decreased. “Includes PTs of platelet count decreased and thrombocytopenia. includes

PTs of neuralgia, neuropathy peripheral, peripheral motor

neuropathy, peripheral sensory neuropathy, and polyneuropathy.




DaraxonrasibZEPDAC 1L [EHEE T R B BHlG R i ‘ EfNES;

GUOSEN SECURITIES

mDaraxonrasibZEPDAC 1LEHAIGRBIBMF . 7£2026 AACRESHh, Revolutionk 3 TdaraxonrasibB A EEESTT (GnP) —Zki8 77
mPDACHYph1/2IlG[K #(3#E . DaraxonrasibB%4 (n=38) ORR=47%, DCR=92%, 6-mo PFS rate=71%, 6—mo 0S rate=83%, mDOT=7.7 mo;
Daraxonrasib+{¥Jr (n=40) ORR=58% (EL&1{5ICR) , DCR=90%, 6—mo PFS rate=84%, 6—mo 0S rate=90%.

F<: DaraxonrasibfZEPDACH BYIlE REIE

yif T MrEs FR B2 mFU (mo) ORR mPFS m0S TRAE Gr=3 TRAE  [HETRAE(EZ;
mPDAC 2L ph3 75 vs LI 500 8.5 32% vs 1% 7.2 vs 3.6  13.2 vs 6.7 98% vs 9%  44% vs 58% 1% vs 11%
mPDAC 1L ph1/2 B 7h 40 13.7 47% 6-mo:71% 6-mo: 83% 95% 38% 3%
mPDAC 1L ph1/2 Bt &GP 40 58% 6-mo : 84% 6-mo:90% 100% 73% 5%

BERIKIE: AACR. RevolutionEM, ESIEHZFMZEAEEIER

BSWIFIEEXZ ENRERERER NTREAA



DaraxonrasibByll& K% & ‘ EISiEsS

MDaraxonrasibB 2 FE T Ik3BAIG AR, BIEPDACIEMN AEAY =1 : 2L (RASolute 302: daraxonrasib vs chemo) . 1L (RASolute
303: daraxonrasibXchemo vs chemo) FA%HBN;897T (RASolute 304: daraxonrasib vs SOCHRZE) ; LA RASmut NSCLC 2/3L (RASolve

301: daraxonrasib vs ZME) .

[®]: DaraxonrasibllEK %R/

¢ RASolute 302 2 metastatic. (D

PDAC & RASolute 303 1L metastatic (D
, € RASolute 304  Adjuvant in resectable (D
Daraxonrasib
(MULTI) ¢ RASolve 301 2L/3L metastatic (G
NSCLC
1L metastatic — Planning ongoing

+ SOC, RAS(ON) inhibitor doublets —

Solid tumors or other investigational agents

ZERIKIE: Relovution MedicinesEM, ESIUESE5F 5 e

BSWIFIEEXZ ENRERERER NTREAA



418 Daraxonrasibzfa, SHILTF—BIC pan—RASH]HIFIM ? ‘

EiSits

GUOSEN SECURITIES

M Daraxonrasib7EPDAC 2LAYph3liEA P E BUSPAMZER, B7EPDAC 11L& FER2HAIG AR ENS THREVEHE, Fitigak APDACRIARAEIR
J7. TENSCLCIERIEH, daraxonrasibEHEG T RIFHRRAIGKREIE, HEBLH /B TRASmut NSCLC 2L+i&E N iEAY3HAIE K -

B R%EdaraxonrasibEIN IR R BRL

M BRZHEE. OREXKMNBIBEANRKN . & Tdaraxonrasibz dh,

% : pan-RASHIGIFI F L E

HEIE, BT XTmut—-RASFIwt-RASHYEIRTE &, daraxonrasibtBRITH T

“on—target off—tumor”

B B % Fxpan—RASHIHI 571 N IlE R ER

YN - BEMER FIH PDAC NSCLC CRC
Revolution Daraxonrasib/RMC-6236 £ Tkph3 2022. 05 ph3 ph3 ph1/2
=iliEZ5/Erasca  JYP-0015/ERAS-0015 ZEph1; FEph1/2 2025.03 ph1/2 ph1/2 ph1/2
Roche RG-6505 £ Tkph1 2025. 04

EE GFH276 i [Elph1/2 2025. 09 ph1/2 ph1/2 ph1/2
B3 E A HRS-7172 fh Elph1 2025. 09

FEEZ AN9025 ZE[Eph1; FEpht 2026. 01 ph1 ph1 pht
DUEZ BP1-572270 #[Eph1/2 2026. 02 ph1/2 ph1/2 ph1/2
vil==FoNIl SIM0532 H Elpht 2026. 05 ph1 pht

BRRIR: Insight. EMEIEHEFMRAERE

BSWIFIEEXZ ENRERERER NTREAA




GUOSEN SECURITIES

ERAS-00158 55 —Fpan—RASH]II 7] ‘ B NE=;

B ERAS-0015/JYP-00152ErascaFf & B—Fipan—RASHIHIF . 202458, RHEZALI2000F5ETE 7. &E3. 450 E T BFEMR TR,
AR SHE 93 B BURT T IFERAS-001 502 Tk (BRARFIEXINEE) XN Erasca; 20265E3H, ErascafiTiUIKISERAS-0015 K hLEX I 73,
IFERAS-001 59 IR T ElI K E £ Tk

B ERAS-0015BERIEEFRIENFIECE RIFRIRE, AEPEKL B (PAD 16/24/32mg QD) , IIPDAC 2L+, ERAS-0015HJuORR=36%;
STPDAC 2L, ERAS-0015AJuORR=41%., 7£E[EiX¥ F, XIPADC 2L+ZFEE, ERAS-0015HJuORR=13%,

B : ERAS-0015 PDACEMMEXE (hEIEHK)

Within pharmacologically active dose range (PAD)

ERAS-0015

16mgQDd | 24mgQD = 32mgQD
2L+ KRAS P y . ERAS-0015
Peoagon (N=11) (N=32) (N=10)
CR, n (%) 0 0 0 0 0 2L+ KRAS 2L KRAS
PR, n (%) 0 5 (45) 12 (38) 2(20) 19.(35) g:é G12X PDAC
SD,n (%) | 1(100) 6 (55) 18 (56) 8 (80) 33 (61) 16-32mgQD | 16-32mg QD
PD, n (%) 0 0 2(6) 0 2(4) Dose (PAD) (PAD)
UORR, n (%) 0 5 (45) 12 (38) 2(20) 19 (35) UORR, n (%) 19 (36)2 11 (41%)°
DCR,n (%) | 1(100) 11 (100) 30 (94) 10 (100) 52 (96) N 53 27
40_
Qe
[ 1emgco
20 . W oo

uORR for ERAS-0015
in 2L+ KRAS G12X PDAC at the PAD

Maximum Change from Baseline (%)
=]

BERIKIE: ErascaBM, ESUESLFMFRAEE

BSWIFIEEXZ ENRERERER NTREAA



ERAS-0015/ &2 & 14 B iR BT ‘ EiSits

GUOSEN SECURITIES

W 7£16/24/32mg QD PADF|E T, ERAS-001I5MIANRRNZ A1-2%; ATRRESHIEEF. BE. KIEFHAIRIK.

[#l: ERAS-0015 Z2M#iE (EEIGK)

ERAS-0015 ERAS-0015

16-32 mg PAD 8-40 mg

TRAE NSCLC and PDAC (N=43)' NSCLC and PDAC (N=59)"
All Grades Grade 233 All Grades Grade 23*

Rash? 29 (67%) 1(2%) 42 (71%) 3 (5%)
Stomatitis/mucositis 7 (16%) 0 9 (15%) 0
Diarrhea 13 (30%) 0 17 (29%) 0
Nausea 5(12%) 0 10 (17%) 0
Vomiting 1 (2%) 0 3 (5%) 0
Fatigue 2 (5%) 0 4 (7%) 0
Events leading to dose interruption 5(12%) 10 (17%)
Events leading to dose reduction 3(7%) 4 (7%)
Events leading to dose discontinuation 0 0

Promising safety and tolerability of ERAS-0015 evidenced by low frequency of TRAEs

leading to dose modifications and no discontinuations N . - o st i S T i
g BERIKIR: ErascaBM, EFSIEHEFARATEE

WREIEN Z B R EREERE NIEAA



GUOSEN SECURITIES

M Daraxonrasib7EPDACIE N EFR BZAFRINE L, 7EPDAC 1LEXEWIT IS T RIFMBMMEIE. SIkEAT, daraxonrasibth @A T 5H
EFRFEI A BB IGEER, BFE5RevolutionBEZLNERAIE: BEHZoldonrasib (KRAS-G12DHPHIF) B(Elironrasib (KRAS-G12CH]
FF) , YLK SPRMT5HIEIFvop imetostatBUEEFH, S5PD1xVEGF MUk X FARVELF »

i B TS, pan-RASHISIFISESRLFHSILMBR? LW BEIs

%%: Daraxonrasib5EAFIHIHIZ5 B0 EX

RHFR HHlAE &ML AE M ER [1:953 FriartiEl  45RATE] RS
Zoldonrasib*Daraxonrasib KRAS—G12Di £ pan—RASi KRAS G12DSL{AJE ph1 NCT06040541 2023. 09 2026.12 2
ElironrasibXDaraxonrasib KRAS-G12Ci = pan—RASi KRAS G12CSC{AJEE ph1/2  NCT06128551 2023. 11 2028. 12 2
Daraxonrasib/Zoldonrasib MTAPERZE BRASZEZT

pan-RAS/KRAS-G12Di+PRMTS i ph1/2  NCT06922591 2025.05  2027.06 =

+vopimetostat PDAC/NSCLC
Daraxonrasib/Zoldonrasib/Elionrasib pan—RAS/KRAS—-G12D/KRAS— KRASZES ST AT oht/2 NCT07397338 2026, 01 2029 05 =

KT G12Ci+PD1xVEGF Ab

FTRIKIR: Insight. EFIEHFEFARAEIE

BSWIFIEEXZ ENRERERER NTREAA



GUOSEN SECURITIES

MTAFR[EIPRMTSHPHIIZR [SIMTAPE E free B E ‘ El0E:

u mm(ﬁm%ﬁW&w%>%lﬁwﬁﬁlwmmf ik I ERE, MTAPHRSE & 4 7E80-90%HCDKN2AGR L BB B & th . MTAPSR
SSHNTA (5'-E-5'-FMRE) KEMNE, SKRENNTASLESEIPRNTS (EERBESEFEEBES) £, FHELT—M “Ba
I HOIRZS, TPRMTSR

B TANGO TherapeuticsHJvopimetostat/TNG462 22— FAMTATHEIPRMTSHIHIF], FFEMTAPEREGENEE (EFEFEET A 540%, 7FENSCLCH
24 515%)

E: MTAPERE B EEXERHEM S & : PRMTSHPHIFIE AL

MTAP del % Number of cases
nscee  1sw [ - < G:I]:.:“]> deletion causes MTA accumulation
Pancreatic 40% 20K only in cancer cells

cBMigioma  45% | NN 7«
Head and Neck 16% I s« @
Bladder 25% I ¢
Breast 4% -3K
Uterine  14% |26«
Melanoma  20%  [rex activates PRMT5 m @ @
Gastric 14% .1,3K innormal cells
Mesothelioma 31% 'O.SK

Esophageal 22% .1.3K
Ovarian 3% Po.ax Vopimetostat
y PRMT5 inhibits PRMT5 only in MTAP-del
Kl i Posx cancer cells when MTA is bound

artially inhibits PRMTS
y replacing SAM

= =]

Prostate 1% Do«
Cholanglo 10% '0 2K
ilation sizes e ed usi da l frol S[E tar, TCGA PanCancer Atlas and other sources. PDAC, pancreatic
ycarcinoma N (‘L n-smallce uh cancer
BRI : TANGO TherapeuticsBM, EMSIESZ KR ZERIKIR: TANGO TherapeuticsEM, EfSIEFEFHIRETE#IE

BSWIFIEEXZ ENRERERER NTREAA



Vop imetostatEk&daraxonrasib R HAlEKREIER N ‘ Bi{Eil5

GUOSEN SECURITIES

B 7fvopimetostatBk& daraxonrasibzoldonrasib;8frMTAP—-del /RASmut PDAC/NSCLC 2L+ZEEZHIFIECIFFFAEIpht GRS, 12{LA]
T PDACEE & HORR=92% (11/12, BLIEIPcPRFIZANUPR) , HIKHAITETEIEIA10MN A (ongoing) , 6-mo PFS rate=90%.

B : VopimetostatBk& daraxonrasibllfifk #13

Line of
Indication therapy
20

Line of therapy: PDAC 3 ==
2 2 2 3 3 2 3 3 3 3 1 2 NSCLC 3 =<
0 PDAC 3 —-
g PDAC 3 —
§ -20 PDAC 2 —
5% PDAC 3 s
- PDAC 3 =
= -40
5 PDAC 2 3
>
© 60 Best Objective Response: PDAC 2
&
] ® Partial Response (PR) PDAC 2 =
Stable Disease (SD) PDAC 3 — Best O\IIerall Response:
-80 =» Ongoing Therapy PDAC 1 — M PartialResponse (PR)
NSCLC 4 — Stable Disease (SD)
NSCLC 3 =» Ongoing Therapy
-100 c WV Disease Progression
PDA 2
Dose levels: —
DL1: 200 mgvopimetostat + 100 mg daraxonrasib 0 1 2 3 4 5 8 7 8 9 10
DL2: 2560 mg vopimetostat + 100 mg daraxonrasib Dose levels:
Months

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

ZERIKIE: TANGO TherapeuticsEM, E{SIESZ 55 AEIE

BSWIFIEEXZ ENRERERER NTREAA



GUOSEN SECURITIES

e RIHBFHNREM ‘ EEIS

B VopimetostatfldaraxonrasibBIEE ST AR BFPLZEMES, KETAER1/2%, RERENAESHBNIEGTT 1L, Dose level 1:8HH
IIDLT, dose level 2HER2MIDLT (3R BHEEE . SROFEKMZ 1) , ABITKIEKHdose level 1#HITH—THFA L. RASHXH
NE MYttt daraxonrasib B2 H % B .

[E: VopimetostatBt& daraxonrasibZ e ¥z

vopimetostat 200 mg + daraxonrasib 100 mg (PDAC and lung)

Dose level 1 Dose level 1 Dose level 2 n=21 (TRAES. % patients
200 mg vopimetostat + 200 mg vopimetostat + 250 mg vopimetostat + UL » /0P )
100 mg daraxonrasib 100 mg daraxonrasib 100 mg daraxonrasib

PDAC, N=16 NSCLC, N=5 PDAC, N=4 Rash _

All grades Grade 3 All grades Grade 3 All grades Grade 3 Stomatitis/Mucositis _
TRAEs 215% )
piarrhea |
Patients with any event 12 (75) 4(25) 5(100) - 4(100) 3(75)
Rash* 7 (44) ; 5(100) - 4(100) 1(25) Nausea |
Diarrhea 5(31 - 4 (80 - 3(75 - .
(31) (80) 73) Fatigue -
Stomatitis/mucositis 9 (56) - 1(20) - 1(25) 1(25)
Fatigue 2(13) - 1(20) - 3(75) 1(25) vomiting [l W Grade 1-2
Thrombocytopenia 4 (25) 2(13) 1(20) - 1(25) - Paronychia -
Nausea 2(13) - 2 (40) - 1(25)
0% 20% 40% 60% 80% 100%
Peripheral edema 2(13) - - - 2 (50)

. Median follow-up: 5.0 months
ERKkIE: TANGO TherapeuticsEM, ESIES 25555 RssiE

WREIEN Z B R EREERE NIEAA



GUOSEN SECURITIES

MAT2A: PRMTSZEHINGERN S — M EIESE ‘ EEilS

B PRMTSTELEEEEEHTSEASM (S-REHREEE) , NMAEERRRELNEIRIIGE. MAT2AZ A ASAMAY X i, 7EMTAPERLAY
BhEEZHRE R (PRMTSZEENMTALL T ZR 9 HIEIRAS) , HPBIMAT2ARTLUR /D 4REE R BSAM, 33— HPEIPRMTSBUThEE . 1 J9i@3EPRMTSIhAE BY
SEHERNS, MAT2AHDS I FPRMTSHIGI I B ZBEARE .

[E: PRMTSZE B ThEEE#EH1H]

Chromosome 9

(" MTAP deletionleads to

purines ‘_ MTA accumulation and
Y7 . nucleotide depletion |

| CDKNZ2A is commonly ‘

CDKN2A | co-deleted with MTAP
Met
Prog 3
salvage S

Methionine

purines
cycle

pyrimidines

V)
PRMT5 X

Protein

Nucleotide synthesis methylation

" PRMTsinhibition via

MTA results in defective ‘
mRNA splicing

BERIKRIE: ASCO, EEIEHEFMRTEIE

BSWIFIEEXZ ENRERERER NTREAA



PRMT5 & MAT2AHPEISIRR &£ /H ‘ EiSits

GUOSEN SECURITIES

% : PRMTS/MAT2AHDSIIRE 218 H

U AT & mEME  FIH = NS = meME  FIH
PRMT5 Amgen AMG193 ph2 2022.02  |MAT2A IDEAYA Biosciences |DE-397 ph1/2 2021. 04
PRMT5 BMS BMS-986504 ph2/3 2022. 06 MAT2A jiika: 2 $095035 ph1/2 2024. 04
PRMT5 TANGO Therapeutics Vopimetostat/TNG462 ph1/2 2023.05  |MAT2A RIHER/BF#HIN  SYH2039/BG-89894  ph1 CN 2024.10
PRMT5 AZ AZD3470 ph1/2 2024. 01 MAT2A FAXE NTQ3617 ph1 CN 2024. 12
PRMT5 FEREE GTA182 ph1 CN 2024. 11 MAT2A HRYERE ISM3412 ph1 CN 2025. 06
PRMT5 ERED CTS3497 ph1/2 CN  2024.12 MAT2A ENiEEZ/Gilead GH31 ph1 CN 2026. 01
PRMT5 ERiz:hl BGB-58067 ph1 2025. 01 MAT2A BAIER SY-9453 ph1 CN 2026. 03
PRMT5 giEED GH56 ph1 CN 2025. 03

PRMT5 BER HSK41959 ph1 CN 2025. 04

PRMT5 1BEiREEZS HRS-6719 ph1/2 CN  2025.04

PRMT5 TANGO Therapeutics TNG456 ph1/2 2025. 05

PRMT5 1 IES DC-50292A ph1 CN 2025. 06

PRMT5 MEEZH ABSK-131 ph1 CN 2025. 07

PRMT5 Gilead GS-5319 pht 2025. 08

PRMT5 BEER PEP08 pht 2025. 10

PRMT5 HEEWH/FEE PH020/BAY3713372  ph1/2 2026. 01

PRMT5 IDEAYA Biosciences |DE-892 pht 2026. 03

PRMT5 ME €S08399 ph1 CN 2026. 06

PRMT5 EANEIZA HS-10587 ph1 CN 2026. 06

FRIRIR: Insight, EfSIESFEFMRAERE

BSWIFIEEXZ ENRERERER NTREAA



& K B B B pan—KRASHP&I 751 ‘ ERnES

GUOSEN SECURITIES

B [&7 Lldaraxonrasib/g{X FAIRAS (on) 77 F iR, FH—Apan—-KRAS/\4r FHIHIF AL ZEGKR FF L EE (BIZRLESKRAS on/of FIRTS) »
pan—KRASHIHIFIlE Rt BRI B ELFEBI. Pfizer, Lilly, IRIER/AZE.

B 20255128, MEERAZER Y, 1Fpan-KRASHIFIFIJAB-23E73H B /MR 25124 AZ, HETEBRWAHITERFFL; il R11Z
ETXEMANR, =19 15CETHNERMMARR, URHEED K.

F=: pan-KRASHIHIFIF .18 E

2F P = FIH

BI Bl 3706674 ph1 2023.12
Pfizer PF-07934040 phi 2024. 06
Lilly LY4066434 ph1 2024.10
&R /Az JAB-23E73 ph1/2 2024. 11
BridgeBio BB0O-11818 phi 2025. 03
FhohEIZh AUBEOO ph1 2025. 06
Amgen AMG410 pht 2025. 07
Treeline Biosciences TLN-372 pht 2025. 09
BMS BMS—986523 ph1/2 2025. 11
BEAZI HBW-016 ph1/2 CN 2025. 11
Merck MK-4716 pht 2025.12
Kestrel Therapeutics KST-6051 pht 2026. 04
IEXXREE TQB3205 ph1 CN 2026. 04
Sanofi BLU-924 ph1/2 2026. 06

FRRIR: Insight. EfSIEHFEFNRATELE

BSWIFIEEXZ ENRERERER NTREAA



JAB-23E73RI i R IFH Z &M AR EHE

EiSits

GUOSEN SECURITIES

&

W JAB-23E73RIMBE I & BIpan—KRASHIFHIF, P EHITHEEEMARK e /206K PRI REFNZEMMBRIEHRIE. F427
BED, SRIRAERELLHI911. 9%, RIRBBFIHMWIE . KEMFIRKTRAE. ERRETA, UNEHFIESEEA (n=13) ,
ORR=38. 5%, DCR=84. &%,

: JAB-23E73lIEm R #HE

| JAB-23E73-001Z24EE (FhE) *

BREEIEMERE Rk

v FMEZFIRIBEMES Y (DLT), RETFHNR SR

v FEREERVRNEHHER

v IMNFIEIKFEANEL2BBE (—HTR+—H22REE)

3SFRTTIHAA BEHRER(E

v 11.9% (5/42) FEEHI 3 FHATTHEHFAAREMH (TRAE)

v FINERZ 4-5 %% TRAE

v RMRBBREWIE,. BISHIRNERTRAE

BinEsitaE

v Tty: 38.1% (16/42), IRME: 23.8% (10/42), BEB: 52.4% (22/42)

v FFEBESEEIR 1-2 8, RHEW 3 FEH

5RMC-6236 (H/N/K RAS #I#I%)) #8ELJAB-23E73 BREFRRIRIRZSEIFE
v ZHRB =L ERIRR RMC-6236 34%

« BZ (FREE3)/2 3 &) JAB-23E73: 14.3%/ 0% ; RMC-62364H: 91% /8%
v BEIER/OBE%: (FRESRBI/2 3 48) JAB-23E73 4H: 4.8% /0% ; RMC-62364H: 44%/4%

JAB-23E73-1001#55a0EE&E IEHHEA: 2026 F£1815H
*39% TRAFs B &M (EE S MEFPMRI4RiER/D>, ref: EORTC-NCI-AACR 2024. EORTC-NCI-AACR 2024

BSWIFIEEXZ ENRERERER NTREAA

| FRE R S S BT S

¢ TENERGHIESEER (2160mg BHFIE)
v TE13(IBEERR > 2AIRTTERIPDACRERE

- 385%0/13)

barin kil > 84.6% (11/13)

v —TRIHAIG RIS IETESSE T

*13FIBELR, 2 FIBER-ZAT, 11 AIBEA=ERILLAT,
SHES HHATRIEIARIPR,

AiHEEE: EORS—RERETHENEE.
FRIRHIEE (DCR) BN MABISTLER (CR), HBHLER (PR) 5k
PRRIE (SD) (EIREATIE 2 5 ) MBEEALL

FRIRIR: MRBEE
M, EfSIEZ&5FH
RFrEE




Zoldonrasib: KRAS—G12D (on) 43 F AY B

MZoldonrasib (RMC—9805) ZRevolution MedicinesFF%& BI—FKRAS (on) #P#I5, FI4F 4 #uHPHIKRAS-G12DZEEY ., ZoldonrasibBtE
daraxonrasibjEf7PDAC 2L+FE#F A1 HAlIG RIE HIm R #E, K ANH0REE (2L=30; 3L+=30) . XA T ATE2L/3L+EE P HIORR=
50%/47%, DCR=97%/90%, mPFS=9.6/7.6 mo, 6-mo PFS rate=71%/59%, mOS=NE/10.5 mo, 6-mo 0S rate=89%/82%. Bt &ITEHN LM EIE
SdaraxonrasibB 253l

BZoldonrasibB R BEI TE AW ITLIT LW ITI8TTKRAS-G12D PDAC 1LEE BU3HAIGAR (RASolute 305) , zoldonrasibBt& daraxonrasib
St LA FTIATTKRAS-G12D PDAC 1L EHY3HAIRER (RASolute 309) FiHi§#E2026 T4 EE/F ).

[&: ZoldonrasiblaK#H &

¢ RASolute 305 1L metastatic (D

PDAC
c RASolute 309 1L metastatic _ Phase 3 initiation planned

Zoldonrasib
(G12D) NSCLC & RASolve 308 1L metastatic — Phase 3 initiation planned

Solid tumors + SOC, RAS(ON) inhibitor doublets _

or other investigational agents

#ERIKRIR: Relovution MedicinesEM, E{SIUESE5F 5 rEeE

BSWIFIEEXZ ENRERERER NTREAA



Setidegrasib: KRAS-G12D PROTACHEN EAR ISR

‘ EFERNES;

BMSetidegrasib/ASP-3082=2Aste | lasFF%& BY—FKKRAS-G12D PROTAC, KA IV QWA R 2875, SetidegrasibB R #2026 FEH B T AT 4

I&FA&: 1) PDAC 1L (setidegrasib+{¥Jr vs 1£Jr) ; 2) NSCLC 2L (setidegrasib vs ZFMBIE) .

: Setidegrasib{EF#HHI LUK EMMEIGK

Phase 3 study in 1L PDAC ongoing (NCT07409272)
Primary analysis anticipated: FY2029 (interim analysis)

o
vl 1R
KRAS G120 (\_u’,\ f_. -“’)—“
tant €N Y o
e setidegrasib %I 4 ', "Uhlﬂl““ﬁ :;,\ ’
) Proteasome _
(‘—H \?V}A(‘:"" \—V ”. | N_614
& & R{:1)

<~ Degradation 0s
setidegrasib . peemem——
Phase 3 study under preparation N=356
(NCT07566052) R(1:1) L, Primary endpoint:
Primary analysis anticipated: FY2028 PFS, OS

BSWIFIEEXZ ENRERERER NTREAA

setidegrasib QW +
mFOLFIRINOX or NALIRIFOX Primary endpoint:

BRIKIR: AstellasBEM, EEIEHZFARATEER




Setidegrasib: KRAS—-G12D PDACI&R iz

EiSits

GUOSEN SECURITIES

W7ESetidegrasibX 4L 7 (mFOLFIRINOX) $&77KRAS—G12D PDACHYphilGakH, 2142/3LE#E (setidegrasib mono) ORR=23.8%, DCR=57. 1%,
mDoR=4. 2 mo; 12 1LEE (setidegrasib+{{J7) ORR=58. 3%, DCR=83. 3%.

Bl: KRAS-G12D PDACISFK HiiE

1004
| M 2L setidegrasib 600 mg
804 ORR.n(w) 5/210238) M 3L setidegrasib 600 mg

| DCR.n(%) 12/21(57.1)

g of
g "01
'ﬁ | p0 PO
=2
2014
E | PO 5o 0
¥ SO SO SO PD
0? I« ——@ =
% | 0 pp
£ =204
< |
-
§ 404 s
| -
PR pR
601 PR
-804

100{ -]
| I 1L setidegrasib 600 mg + mFOLFIRINOX

8041 ORR n(%) 7/12(583)
| DCR. n (%) 10/12 (833)

Best change from baseline (%)

FIEZ G RERBEEIN NTRREREA

2L/3L setidegrasib 600 mg monotherapy

- ° =
° - 3
° >
*- = 2 a
=
® o Table 1. Safety overview
o= Setidegrasib 600 mg 1L setidegrasib 600 mg
Event, n (%) monotherapy + mFOLFIRINOX
] (n=31"% (n =229
eom
o TRAEs* 27 (87.1) 22(100.0)
—— On treatment Grade = 3 TRAEs' 1(3.2) 13(59.1)
Off treatment
o FrstPR Serious TRAEs* 1(3.2) 5(22.7)
S TRAES leading to discontinuation 0 5(22.7)
B Copsay il Cun S ageg [T TRAEs* leading to death 0 0
; b 4 Nt A L 1 e b c ) TRAES® in 2 20% of patients in either treatment group Aligrade Grade23 Aligrade Gradez23
18 24 30 36 4 48 S4 60 6 72 B 8 % % Diarrhea 5(16.1) 0 12(54.5) 1(45)
Study duration (weeks) Nausea 8(25.8) 0 10 (45.5) 2(9.1)
Fatigue 5(16.1) 0 9(40.9) 0
1L setidegrasib 600 mg + mFOLFIRINOX Neutrophil count decreased 1(3.2) 1(3.2) 8(36.4) 7(31.8)
Peripheral sensory neuropathy 0 0 8(36.4) 0
= > Platelet count decreased 0 0 8(36.4) 2(9.)
a Anemia 2(6.5) 0 7(31.8) 4(18.2)
g Vomiting 2(6.5) 0 6(27.3) 1(45)
R Muscular weakness 0 0 5(22.7) 0
Urticaria 8(25.8) 0 5(22.7) 0
Pruritus 9(29.0) 0 2(9.1) 0
Rash 8(258) 0 1(45) 0
On treatment
Off treatment
® FuestPR
® PO
NGoIng st reatmen » dste DOR, hs, NE (1.4-94)
T e o gy medin esnge)

—t — + + + T T

— — e —
18 24 30 36 a2 48 54 60 66 ” 78 84 9 9%
Study duration (weeks)

FRIRIR: 2026 ASCO GI, EfFIEFEFMFAEE




Setidegrasib: KRAS—G12D NSCLCI&KR 15

EISEs

GUOSEN SECURITIES

&

TRAEs in = 20% of patients

601 m2L W3l WAL+
@ Setidegrasib 600 mg
£ 401 (N = 45) iRRs* [
E4 SD
@ 20 gm0 i :
£ 0 NE'NE*pp SD SDSD SD SDSD Median duration of exposure, weeks 30.6 Nausea® _
= B *—o
e . TRAES, n (%) 44.(978)
S -20 SD 8D sD D ALT increased®
S St cLol | | Grade 2 3 TRAES, n (%) 6(13.3) -~ B
E 40
8 Serious TRAES, n (%) 3(6.7) AST increasec” [N
& -0, M Grade 1-2
® ' TRAESs leading to discontinuati % 0
o -804 All patients 16?45 (356) ¢ leading to disconfinuation, n (%) Peripheral edema® - M Grade 3
2LBL 12932 (37.5) TRAES leading to death, n (%) 0
-1004 |Light/nonsmokers 8/17 (47.1) 0 10 20 30 40 50 60 70 80
PR ;
Incidence, %
ORR was 37.5% in the 2L/3L setting
PFS by Molecular Response
- - 1.00 Median PFS, months (95% Cl)
1.0+ Median PFS, months (95% ClI > Q0
All patients 83 (4 1NE) 2 50% decrease 9.6 (5.4-NE) |
0,
084 - L 12 (56-NE) 0.75 <50% decreasen 2.6 (2.6-NE)
167% Lightinonsmokers 11.2 (6.9-NE) . HR: 0.12 (95% CI, 0.03-0.46);
Z 6 . = p=0.0004
5 ! } g —H : : s
- i58%  H——H—  44% g 050
2 04+ ! 3:f°——|—| 2L/3L E > 50% decrease
| %y : : KRAS G12D
0.2 : ' All patients 0.25] < 50% decrease VAF ctDNA
5 | KRAS G12D
00 I I I I I ; I I T I I : I T I T 1 0 00 VAF ctDNA
c 1 2 3 4 5 6 7 8 9 100 M1 12 13 14 15 16 17 e L L e T
01 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17
Number at Risk Months Months
Allpatients 45 41 37 32 28 2 23 21 19 13 8 7 4 2 2 1 0 Number at Risk
2 50% decrease 16 15 12 10 9 5 3 1 1
2L/3L 2 2 2 2 2 22 2 1 1 1 4 4 2 2 1
. 3 ! ¢ o ’ . ¢ 6 6 0 < 50% decrease 5 4 1 0 0 0 0 0 0

FRRIR: ELCC 2026, EfRIEHAEFMEIE




PDAC/\&&: daraxonrasibimifi, BXF/E MM HIZo¥7ER LM EL AY EEIES

GUOSEN SECURITIES

BER R ETSIRE, KRASSEATLLGIE, pan-RASHIE|FdaraxonrasibXtELIT7EPDAC 2L ENE T L M EEHEZE, HFFRE TPDAC 1L
FNPDACHHEN A TT KISHAIG R, FRitI$ Ak APDACHIFR /EIATT. fR%EErascalJERAS-0015, Fh74 YIHIGFH27640F R ARG A ES

EMTA 1 [E]PRMT53]E] 55| vop imetostat 5 daraxonras i bEXF ZEMTAP-de| /RASmut PDAC/NSCLCEE FEIE TMHFEHN BN ML MHIE, B2
EHENEEF R Ipan-RASHIFIFIRI BB 1. BN, BER. BEREHFEPRMTSHIFIFIGBIRKRE &M S

Mpan—KRASHI&I . KRAS-G12DHP&I]. KRAS-G12D PROTACZE A [E)H &Il B4 = M iF 72 58 PR T2 18 N R HEF IR Ik o

2L+

kL 790% SOC: {k¥7 (mFOLFIRINOX / GnP) SoC: k7 (XX A%
S, + LT vs 1LFF B75 vs Wit
Daraxonrasib Daraxonrasib
RASolute 303 DAWN—30 RASolute 302
e setidegrasib HRS—-4642 GFH375
o NGTQ7409 0 \ oh \

e

BSWIFIEEXZ ENRERERER NTREAA

Zoldonrasib
RASQ O ()

pan—RAS
FERRIR: Insight, ESIESHFE AR
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| W | RAsHD®IFI: SFHLE, = KB

| | PDAC: pan-RASHIBIFIAE K EE i

[ | NscLe: = f8KRAS-G12CHDEIF

F— 28T

(|

| BB | cRe: WEirrsE AR, PSTHHEBL AT

I | merammaEy
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KRASENSCLCR EEWREFR 2 —, EESAHALRER E 1Sk ss

B KRASZIF/NHAEATEE (NSCLC) T HREEZMNEMNERE L —, BEMIRELHRAH20%725%, BH **E%ﬁifﬂ[iﬁ#ﬁfﬂk%kﬁﬁu#lk
BZEBGFEAEREES. EBKENSCLCE R, KRASZEE Sfk &4 Y 525-30%, 7 Al : .
ERMNIRENEE, £4EREZESTEGFREE (415-20%) . HHLEZT, : 24 o 2 ¢
KRASZREE 5 H fth S RIRIREN E FIZRE (EGFR. ALKE) ix’}‘é%ﬁ, 5 T0 A B SREGFREEES i ST (40%™45%) : KRAS'*"‘X"”&EI;I:ﬁIME;(ﬂ&
s B—FHE, KRASKRZEE S5IRIEABEEAIHER .

B EKRASRT T EISF L, GI2CERAE WAIET (49540745%) , HXREG12V (15720%) F1G12D (T15%) .

HESHEMAEHABRES: ERNEKRASET BEh 545750% (£ 54 EENSCLCAI10715%) ﬁﬁrqﬂlilKRAsjemchﬁqmoss% (2'1
(4 ERNSCLCAY3™4%) . G12DNIZEEIRMRFNEE S IR E ch B T E &, 7ERKE HKRASZRETHY15720%, M7E [E %) 520725%, ELHIRE = FRRE,

B KRAS-G12CRT 2 B piE—B o253kt _E i AUKRASZEZE KA | AmgenHisotorasibFIBMSHYadagrasib4y Al F2021F02022FE 3% FDAHLE 17 ;
mE F~ZHIKRAS G12CHIHIF (FEFBFE. BEFE, XKEFE. ZAZEEF) FHRNWPAILVEEHRE ETH.

[#l: NSCLCHRAN[E]KRASZEZE & (HEE F+®: KL ETHHIKRAS G12CHREI
AF =8 LR EmrtiE EHGERE

. 1) KRAS G12C NSCLC 2L;
G12C 2EE., Ry ’ .
s Amgen Sotorasib =E,. M. BHA 2021 2) KRAS G12C mCRC 2L (+HEEE4D)

1) KRAS G12C NSCLC 2L;

i ZE[E kS
BUS Adagrasib =<E. XM 2022 2) KRAS G12C mCRC 2L (+7§32 i)
G12vV MHEH/SEEY HFEE [ 2024 KRAS G12C NSCLC 2L
15%~20%
BEEM/ERKRE REFE FE 2024 KRAS G12C NSCLC 2L
MR/ X8R RKKEE thE 2025 KRAS G12C NSCLC 2L
FRAME ETE o i E 2026 KRAS G12C NSCLC 2L

FTRIKIR: Insight. ERIESREFMARTEE

IfﬂuIEﬁEZFE’]ﬁE HH&ﬂIﬁTFEEP\J%



KRAS—G12CHDI T4 HEF {EAINSCLC 2L349T B2

B KRAS-G12C NSCLCHO#IRBEMIEFEMPD-18n (K& TLfri#IT -4 (5SERzhERFBMEEMRED , KRAS G12CHH 7
(Sotorasib/Adagrasib) BEZH{E Ak A EFFFE B . SotorasibE(E2HAIIGAR (CodeBreaK 100) BYlmARZIE (pts=124, ORR=36%,
DCR=81%, mDoR=10 mo) FK{SFDANNIRtL/E . #ESotorasib vs Z P {hFFAYIEAFHIEEIIGK (CodeBreaK 200) &, mPFS=5.6 vs 4.5 mo,
m0S=10. 6 vs 11.3 mo, ORR=28.1% vs 13.2%. AdagrasibE{&28AIIGAK (KRYSTAL-1) HIIGAKZIE (pts=116, ORR=43%, DCR=80%,
mDoR=8.5 mo) 3R {SFDASMIEHHE. FEAdagrasib vs L P thFFAYSHARMIEMIG/R (KRYSTAL-12) 1, mPFS=5.5 vs 3.8 mo, ORR=31.9% vs

9.2%. Sotorasib%ﬂAdagrasinﬂ;ZOZS?ﬁ;}iﬁﬁ‘ S RISEIN3. 63F02. 0517 E TTHISHE .

HS

FEETRAFENIARRE (THEERSEH)
BIGr=3-4RF&E %) , sotorasib®* ﬁTTﬂE’JFﬁﬁ’JQHAFHﬂ:NSCLCE’J 28T adagraSlbﬂ%é‘Pm BT S M 25AHEEE Fsotorasib s
fAxTATs, BEERARNRR ML FNARES . $XINSCLC 1LENfE, EZKRAS-G12CHIGIFIRA T AEMEEHAHEES (+SHP2i, FAKiE) ; 5
—5H. DFHRLER—1KRAS G12¢HI4%l3 (Divarasib, Calderasib, Olomorasib®) B HEN T EIERKMES .

E: NCCN}SEI*IFKRAS G12CZRIENSCLCER:Z M58 THEE [E: CodeBreaK 200I/5FPFSHIZE

KRAS G12C MUTATION™ 100 _"L"-J" -
*h Sotorasib 960 mg oral Docetaxel 75 mg/m?*
FIRST-LINE THERAPY SUBSEQUENT THERAPYYY \1 daily (n=171) intravenous once evel ry
“1 3 weeks (n=174)
804 ll
HR ({95% 1) 066 (0-51-0-86)
i: p=0-0017
Adagrasip™mm Systemic Therapy, £ h 56(43-7.8) 45(30-57)
Progression —|or Progression —— |Subsequent g
Sotorasib™™m™m (NSCL-K 5 of 6) £
g
Systemic E 40 \
therapy 5 T
KRAS G12C___ |+ PD-L121% I:;:‘;LSE k: —
mutation NSCL-38 : T
. }’D-L‘] <4|o.]4' evaluation 20 Median study follow-up: 17.7 ) Tty 1
(NSCL-39) . Adagrasib™mm W Fy "
Progression— or Sotorasib group 12-menth progression-free survival = 24 8% 1, - ! ]
Sotorasipmmm Docetaxel group 12-month progression-free survival = 10:1% i f !
Response 4-6 Tumor |_. o T T T T T T T T T T T 1
or stable cycles |»|response 0 2 4 6 2 10 12 14 16 18 20 22 24
I [l i . . -
disease (total)’ evaluation Response Maintenance Number at risk Time since randomisation (months)
or stable |—|Therapy Progression (number censored)
di (NSCL-K 4 of 6) Sotorasibgroup 171(0)  139(9) 93(14)  63(4) 56(1) 38(3) 30(1) 24(2) 14(8) 6(4) 2{1) 1(1) o1
Docetaxel group 174 (0) 93(39)  62(9)  36(12) 20(6) 10{1) 7(0) 5(2) (1) 1(2) 1(0) 01 B

ZERKIR: NCCNiEm, EFSIESFEFMRmEE #%H¥I3kiE: Dingermans A. Lung Cancer, 2025; 207, EMSiEA& %55 FEIE
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— X KRAS—G12CHD #1351 =k 3 Sk &% B — 1% = o ‘ EiSits

GUOSEN SECURITIES

B B2 LHAIKRAS-G12CHIFIFERL EBEEPHIEKRRBERAER, BE—4BEZNHKERAALPEREMMIE, —XKRAS G12CIE# g
%™, B3¥ERochefDivarasib. MerckfiCalderasibFiLil lyfJ0lomorasib. —4CKRAS—-G12CHNEIFIIRARAS (of f) 5EH%, HEE—HR /&,
] . 3 HEEEE

B 7H2H, Roche/AE52/XKRAS-G12CH]EIFdivarasibfEkXfSk—{XKRAS-G12Ci (sotorasib or adagrasib) j&JrKRAS-G12C NSCLC 2LZ&
HHIBHAIGIR (Krascendo 1) FEIBHIREKENH HS it PFSFIOSIE . DivarasibfIR &M S AIHIBFREF—H, BN
RERNHFAIEHAT . HREHIERGEENL, HERRFRIRNEARSIUPRTR

B DivarasibBHF/F313

divarasib+pembrolizumab vs pembrolizumab+chemo) . (NSCLCAR[G#HBEN;RYT: divarasib vs IERTT/MZ) . Divarasib3k{5FDA
T HIBTD (20224F) , KRAS G12C NSCLCI&E R fiEFA f5FDATRT BYFNJLZHIAIEODD (20264F) .

, I Al2Krascendo 1 (NSCLC 2L: divarasib vs sotorasib/adagrasib) . Krascendo 2 (NSCLC 1L:

[Bl: Divarasib 3HAIEE

Study Intervention Patient population

Krascendo1  [Divarasib monotherapy vs sotorasib [Previously treated KRAS G12C-mutant advanced or
[NCT06497556]jor adagrasib metastatic NSCLC (second-line)

Krascendo2  [Divarasib plus pembrolizumab Previously untreated KRAS G12C-mutant advanced

[NCT06793215](chemotherapy-free combination) vs [NSCLC (first-line)
chemotherapy plus pembrolizumab
Krascendo3  [Adjuvant divarasib monotherapy vs [Resected stage lI-1lIB KRAS G12C-mutant NSCLC

[NCT07541170]immunotherapy or observation after standard of care chemoimmunotherapy (early-

ZFHRIEE: RocheBEM,
stage) E{SiE & 2% 5 BrEeig

BSWIFIEEXZ ENRERERER NTREAA



KRAS—G12CHPH!71:E M4 IR A& S

7% : KRAS-G12CHNHIFTE A G AR

&

EiSits

GUOSEN SECURITIES

2R SF 773 1B MAE RITAR FriaRtE) #ERAtIE)
Amgen Sotorasib CodeBreaK 202 KRAS-G12C nsgNSCLC 1L Sotorasib+{{fr vs KZA+{Lfr 2024. 07 2027. 06
CodeBreaK 301 KRAS-G12C mCRC 1L Sotorasib+iH/EBBHHLIT vs LIT = DUXER S 2024. 07 2028. 09

BMS Adagrasib KRYSTAL-4 KRAS-G12C nsgNSCLC 1L Adagrasib+tKZ4+{k T vs KZA+{LIT 2025. 04 2029. 09
KRYSTAL-7 KRAS-G12C NSCLC 1L (PD-L1=50%) Adagrasib+K#j vs KZ§ 2022.08 2032. 06

maE XKREE 3002% KRAS-G12C NSCLC 1L (PD-L1<50%)  X3REFEZE+sitneprotafib vs BEFITRBEH+HLIT 2024. 08 2026.09
Roche Divarasib Krascendo 1 KRAS—-G12C NSCLC 2L+ Divarasib vs sotorasib/adagrasib 2024. 09 2026. 05
Krascendo 2 KRAS—G12C nsqgNSCLC 1L Divarasibtkzg vs KZ5+{kJ7 2025.10 2028. 11

Merck Calderasib KANDLEL | T-004 KRAS—G12C NSCLG 1L (PD-L1=50%) Calderasib+KZh vs KZ§ 2024. 05 2029. 02
KANDLEL | T-007 KRAS-G12C NSCLC 1L Calderasib+KZj vs KZ+{Lf7T 2025. 10 2029.12

KANDLEL IT-013 KRAS-G12C NSCLCAf53%EN Calderasib+K#j vs KZ§ 2026.03 2039.10

KANDLEL I T-015 KRAS-G12C NSCLC /S HATELATT Calderasib+Durva vs Durva 2026. 06 2032.12

KANDLEL | T-012 KRAS-G12C mCRC 1L Calderasib+FiZH BH+HLTT vs IT 2025. 07 2029. 03

Lilly Olomorasib SUNRAY-01 KRAS-G12C NSCLC 1L (PD-L1=50%) Olomorasib+K#j vs KZ§ 2024.10 2027. 11
KRAS-G12C nsaNSCLC 1L Olomorasib+KZ4 vs KZh+{Lf7 2024.10 2027. 11

SUNRAY—-02 KRAS-G12C NSCLCA fE## B/ Olomorasib+KZ§ vs KZ§ 2025. 03 2029. 05

KRAS—G12C NSCLC/Si&ERIN EE T Olomorasib+Durva vs Durva 2025. 03 2029. 05

FTRIKIR: Insight. EFIEHEFARAEIE. JE: BRKrascendo 1240, FIRMIIGKRIIA—LERAEIGAK . *3 K EZERI3002IE K 2 EBHAIGAK -
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o

SotorasibkE& &

B SCARLETH#3R B—InF|MsotorasibBx & BHNAWIT (REH+HEFERHE) —L&IGTTKRAS-G12C nsaNSCLCEZE Hiph2 BB IR IR . X1
NZH T30 38 HIKRAS-G12C nsqNSCLCEEE (PD-L1 =50%/1749%/<1% = 15/10/5) . 5R B 7R, sotorasibBEA 4T EI{S0RR=88. 9%,
mPFS=6. 6 mo. PD-L1=50%fY2E &0RR=76. 9%, mPFS=7.6 mo; PD-L1 1749%F = 2E0RR=100%, mPFS=5.7 mo; PD-L1<<1%HY5E & O0RR=100%,
mPFS=9. 7 mo. /MEEZ<28AI &, sotorasibBA&ITiATrnsa NSCLC 1LAmPFSTKZE HEEL SOCHYR SE #1853 LA RS .

W7 — L& IBTTKRAS-G12C nsqNSCLC Ay EEiS

GUOSEN SECURITIES

[El: SCARLETEHARBX M. ZeMHE

a] i ]BIGH Grade 1 Grade 2 Grade 3 Grade 4 Grade S5
ORR 88.9% (80%CI 76.9-95.8%, 95%CI 70.8-97.6%) - _mm rade3 | Oraded | OradeS
2 ; 10 MF“d an F"FS E' EJ _nm“m " (%) n %) " (%) " %) " %)
- a s ey 30 5.0 MO gy adverse event 2 100 26 897 0 00 3 103 18 621 7 241 1 34
3 T - 5 (95%CI: 5.3-16.7) Anaemia 24 @28 1 79 2 59 1 79 10 1 0
2 om 12mao PFS: 37.0%  Decreassdappetite ST AT AT A T 0 T AT (A AR [ e e e
E’-E Constipation 13 448 1 34 “ 276 4 138 1 34 0 00 0 00
E 20 — Platelet count decroased 12 448 i 276 4 138 1 34 5 207 2 69 0 00
- E = SO L . TP R — Neutrophil count decreased 12 as 8 276 0 00 4 138 5 172 3 103 0 0o
& & O Nausea 11 379 0 00 3 103 8 276 0 0.0 0 00 0 0.0
a ¥ = E Diarrhoea 10 M5 2 69 6 20.7 2 69 2 69 0 00 0 0.0
2 bl White blood cell count decreased 10 us 8 207 1 34 3 103 4 138 2 69 0 00
b a Malaise a 310 0 00 5 172 4 138 0 0.0 0 00 0 0.0
& 60 = Hiccups 8 207 0 00 5 172 1 34 0 00 0 00 0 00
= 0 T T T T T T T 1 Oedema peripheral 6 207 0 00 3 10.3 3 103 0 0.0 0 0.0 0 0.0
= 1] 3 ] ] 12 156 18 21 24 y.GTPincreased 6 207 1 34 4 138 1 34 1 34 0 00 0 0.0
= .- “Df“hl Neutropenia 5 172 3 103 0 00 2 69 3 103 0 00 0 00
& i ik B B W - - . " Alanine ami d 5 172 2 69 2 59 1 34 1 a4 1 34 0 00
£ Time to response: 1.5 months (1.1-3.0) Preumonia S B N A S R A T
£

"~
o

ERIKRIR: ASCO 2024, EEIEHEFAREAEEIE
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Adagras i bEX & KZ—%k 8 TKRAS-G12C NSCLC AY EEIts

B 7EKRYSTAL-7IGFRBU2HAER 49 h, adagrasibBA&KZHH T —4;8TKRAS-G12C NSCLC. i{3G3E N4 714928 %, ORR=44%, DCR=81%,
mDoR=26. 3 mo, 12-mo DoR rate=73%; EHPD-L1=50% (n=38) HJEEZORR=61%, PD-L1 1749% (n=27) RUZEEORR=41%, PD-L1<<1%

(n=39) BYZEEORR=36%, & AEtAIMPFS=11.0 mo, m0S=18.3 mo; E HPD-L1 =50%/1"49%/<1%5 BImPFS=27. 7/13.5/8.2 mo,
mOS=NR/14. 3/15.5 mo. RIGLER R, adagrasibBEESKZHTEPD-L1=50%0 B E R T HER.

B : KRYSTAL-7IEK B EHIE

PD-L1 < 1% PD-L1 1-49% PD-L1 2 50%

All patients All patients PFS
B (N = 149) & (N = 149) 1004 (n=39) _(n=27) (n'=38)p
Median PFS, mo 11.0 Median 0S, mo 18.3 mglg: PR e 12.5-}23.6; 421,33-}455| (92.67-‘N7Ei
(95% ClI) (5.8-14.0) (95% Cl) (14.3-NE) 80 w———— e e e
vents, n (69) (56) (45)
1004 Events, n (%) 83 (56) 100 Events, n (%) 73 (49)
80- 80- g
w
[
& 60+ 60 a 40
= i b
& 40 401 | A
- i 20-
20 ] 20+
0 : r : i : i : : : T )
0 T T T | T T T ¥ T T T 0 T T T T T T T T T 5 T 0 3 6 9 12 15 18 21 24 27 30 33
0 3 6 9 12 15 18 21 24 27 30 33 0 3 6 9 12 15 18 21 24 27 30 33 6. 26k Time:(months)
Time (months) Time (months)
No. at risk No. at risk
All 149 90 7 64 55 44 36 28 18 1 6 0 All 149 116 104 91 83 73 58 46 29 16 1" 0 PD-L1 1-49 27 14 13 1 10 & 4 4 2 1 1 0
PD-L1>50% 38 30 23 23 20 18 15 1 6 4 1 0

ERIKRIR: ASCO 2025, EEIEHEAFAREEEIE
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Adagras i bEX S KZ—Zkig fTKRAS—G12C NSCLC AY EEIS

GUOSEN SECURITIES

B LReMHIED, Gr=3 TRAELL{|H70% (PD-L1=50%%H=65%) , adagrasib/KZ5R0{=2Z5LL45 4> B A7%/17% (PD-L1=>50%28=9%/11%) . BF
FMHHmE, Gr=38IBFEMEEEH 5929%, ALT/ASTHE LA 55 7911%/14%,

& : KRYSTAL-7IfSK & i

2 PD-L1 < 50% PD-L1 2 50% All patient
Patients, n (%) ‘ " ‘ e i ] All patients (N = 149)
(n = 95) (n = 54) (N = 149) Patients, n (%)
TRAES Any grade Grade 1 Grade 2 Grade 3 Grade 4
s 91 (96) 50 (93) 141 (95) Any hepatic TRAEs : 88 (59) 25 (17) 20 (13) 41 (28) 2 (1)
Most frequent hepatic TRAEs®
Grade 3 >4 (57) 32 (59) 86 (58) ALT increase 59 (40) 23 (15) 19 (13) 16 (11) 1(<1)
Grade 4 13 (14) 3 (6) 16 (11) AST increase 53 (36) 20 (13) 12 (8) 19 (13) 2(1)
Grade 5 3(3) 0 3(2)b Blood ALP increase 29 (19) 12 (8) 7 (5) 10 (7) 0
TRAES leading to GGT increase 10 (7) 2 (1) 2 (1) 6 (4) 0
. : Blood bilirubin increase 6 (4) 4 (3) 1(<1) 1(<1) 0
ADA dose interruption 65 (68) 35 (65) 100 (67) Abnormal hepatic function 6 (4) 3(2) 1(<1) 2 (1) 0
ADA dose reduction© 50 (53) 22 (41) 72 (48) Hepatitis 6 (4) 0(0) 3(2) 3(2) 0
ADA discontinuation only 5 (5) 5 (9) 10 (7) All patients (N = 149)
) . ) Hepatic TRAEs leading to
PEMBRO discontinuation only 19 (20) 6(11) 25 (17) ) ; )
ADA discontinuation only 2 (1)¢
ADA and PEMBRO discontinuationd 7(7) 3(6) 10 (7) PEMBRO discontinuation only 9 (6)¢
Any grade immune-related AEs 23 (24) 10 (19) 33 (22) ADA and PEMBRO discontinuation 1(<1)

BRIKIR: ASCO 2025, ESIEHZ K5 mEEE
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DivarasibBx&KZ—Lk 8 TTKRAS-G12C NSCLC

EiSits

GUOSEN SECURITIES

B Krascendo 170ff3t E—IF| FBdivarasibBzZ5a L A4 7KRAS-G12C NSCLC 1LEEE Bph1 /2

&

fK, Cohort ATAZEPD-L1=1%HE &,
Cohort A2 NZBPD-L1<1%pyEEE, YIX FdivarasibBt&KZHE 7. 7ECohort A1H (pts=59, PD-L1=50%/1"49%=36/22) , ORR=72.9%,
DCR=91. 5%; mPFS=19.3 mo, 6—mo PFS rate=83. 5%, #ECohort A2F (pts=23) , uORR=69. 6%, DCR=86. 0%.

B ZeMAE (pts=78) , Gr=3 TRAELL}65. 4%, STRAEEL{H A28. 2%, ZEIZZ5R0TRAEELH A12. 8%, Gr=3HIEE S/ Zil>/NXAt /ALTF

=/ASTH = EEAB 5531 F917. 9%/1. 3%/1. 3%/23. 1%/17. 9%

Bl: Krascendo 170I&K B 4EiE

o 204 Divarasib +
£ n (%) unless specified pembrolizumab
o o4 (N=59)t
38
£ | | | | | | | | ‘ | | Confirmed ORR [95% CI] 43 (72.9) [59.7-83.6]
o . -
= e | 1] . CR 6 (10.2)
g 40 PR 37 (62.7)
5 sD 11 (18.6)
= 604
" cBOR PD-L1 status™ Mutation detected (FILCDx) PD 0
a | mSD  mLow(1-49%) M Mutation detected —
-801 mWPR 1 High (250%) = No mutation detected Not evaluable/missing 5 (8.5)
ECR OMissing - -
0 iz s | rouponts, daye (o1 43 (36-164)
%T(‘:; .=- = = = = LT oL A response, days (range)
PD-L1 status® [ 0 ENEENEEEEEEEE EEEEE EEEEE [ 1] Median DoR, months NE (14.5-NE)
(95% CI)

Amona all enrolled patients. confirmed ORR was 72.9%
ZERIKIRE: ASCO 2026, ESIUESHFEFHRTEEE
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1007

80

601

6-month PFS
83.5%

g
@ A -,
[T
o 40 1 Median PF$
! 19.3 months
1
201
+ Censored
O-I T T T T T T T T T
0 3 6 9 12 15 18 21 24 27
Time (months)
No. at risk 59 54 44 a7 23 18 9 5 NE NE




CalderasibBXESKZ5 X LT —2kiGTTKRAS—G12C NSCLC ‘ EiSitH

GUOSEN SECURITIES

B KANDLELIT-001 2—IniR ZcalderasibBZAs Bt &8 T HIphlligR, E 9 Arm 2 (pts=107) Acalderasib+KZ5;8J7NSCLC 1L (PD-L1=1%)
B Arm 4 (pts=46) Hcalderasib+KZH+{LITiEIFNSCLC 1LEEE . Arm 2 (n=98) FRORR=72%, DCR=95%; H FAPD-L1=50%/1"49%H
ORR=87%/55%, DCR=96%/93%. Arm 4 (n=46) HJORR=65%, DCR=89%. Arm 2/Arm 4BImPFS43 3l 528.9/15.1 mo, 12-mo PFS rate4 3l
75%/64%; Arm 288PD-L1=50%/1"49%BImPFS43 5l }INR/25.1 mo; 12-mo PFS rate% 5l 581%/66%.

[£]: KANDLELIT-001IEK B34 %1E

100 - Arms 2: Calderasib + Pembro (TPS 21%) Total (N=98) TPS 250% (n=54)
a0 ] ORR. % (85%Cl) 72 (63-81) 55 (39-70) 87 (7595)
&0 Median TTR (range), months 1.4(1.2-10.3) 14(1.242) 14(1.2-10.3) Participants with NSCLC (arms 1 + 3, 2, and 4) Participants in arm 2 by PD-L1 TPS
2 Median DOR (range), months NR (14+1037.14) NR (14+t037.14)  27.8(1.5+10 30.64)
3 e 12-mo rate 100'—1.—.“'1_,‘_ i 12-mo rate
g DCR, % (95% CI) 95 (88-98) 93 (81-99) 96 (87-100) 75% o | g9
E T B LR S 90- ! :
= | i
g i = % = gl
{11 3
FE Bl | : :
5= : g o)
0 & £ s0-
c c
b 2 i S 40- '
-100 - 2 2
E, 304 i ‘oi 30
00 Arm &: Calderasib + Pembro + Chemo & 20 ga’;" rate & 20 —
o0 | ORR, % (95%CI) 65 (50-79) 104 i 10- 94% |
Median TTR (range), months 15 (1.2-18.1) 60% N i
60 4 0 T T T T T T T T 1 0 T T T T T T T T 1
2 = g Median DOR (range), months NR (1.9+1021.1+) 0 5 10 15 20 25 30 35 40 45 0 5 10 15 20 25 30 35 40 45
% o ] DCR, % (85% CI) 89 (76-96) No.at risk Time (months) No. at risk Time (months)
L Am2 98 75 55 5] 2 14 5 2 0 0 TPS250% 54 45 8 2 16 10 2 0 0 0
S5
58 0 Arms 1+ 3NSCLC 59 16 9 7 5 2 1 0 0 0
>
(S Somremsesseeees -1
3z = e N Pts With Event  Median PFS (95% CI) Pts With Event ~ Median PFS (95% CI)
) L) Arm 2 Calderasib + pembro (1L NSCLC with TPS 21%) 29/98 (30%) 28.9 (20.6-NR) Amn 2 Calderasib + pembro (1L NSCLC with TPS 250%) 15/54 (28%) NR (20.6-NR)
30 4 i 19/46 (41%) 15.1(10.5-NR) 14/44 (32%) 25.1 (9.5NR)
-100 - . Arms 1+ 3 Calderasib monotherapy (advanced NSCLC) 22/58 (37%) 8.3 (4.2-18.1)

ZBRIKR: ELCC 2026, ESIEHZ XS REIR

BSWIRIEIEZ G REREEEIN NRRERE



EiSits

GUOSEN SECURITIES

CalderasibBE&KZ + L7 —Eki8FrKRAS-G12C NSCLC P

B LM E, Arm 2 (calderasib+KZh) /Arm 4 (calderasib+KZ5+{Lfr) BYGr=3 TRAEEL{51=33%/65%, ETRAE{ZZ5ELHI=5%/7%. & I
=KL ERFEMHEEHIEI0% AT, Arm AGLEBESH=ZRUALEFARRNZAMBRFIAR RN

E]: KANDLELIT-001IIGK 24513

100% - Arms1+3
1 amens 2 - | ISR Y
90% 1 Calderasib Calderasib + Pembro Calderasib + Pembro + Chemo TRAEs in the safety population N=193 N=107 N=46
| Monotherapy 1L NSCLC with TP§21% 1L NSCLC; any TPS Any grade TRAE, n (%) 17 (61) 95 (89) 45 (98)
s {4 M 5"""_"1;';"“’“ N=107 N=45 Grade 3 16 (8) 0(8)  25(54)
| Grade 4 1(<1) 4(4) 4(9)
70% < N . -
3 m azs m s Crade 0 e rer
60% - Led to discontinuation of calderasib 1(<1) 5 (5) 3(7)
==
£ o 5 [ 193] am2 |
g 0% )l g 37 DLTs in the DLT-evaluable populationd N=183 N=102 N=
1 % 34 ., 35 " Any DLT, n (%) 2(1) 202) 5 (11)
30% 4 24 24 ALTincreased (grade 3) 0 1(1)® 2(4F
- 1 20 20 22 - AST increased (grade 3) 0 1(1)e 1(2p
1 15 15 ; ;
12 12 12 14 15 111 1 13 13 13 13 Blood alkaline phosphate increased 1(<1) 0 0
10% A Colifis (grade 3) 0 0 1(2)
1 .l Diarrhea (grade 3) 0 0 1(2)
(AN ] e— —_—
. . _ . . ECG QT prolonged (grade 3) 1(<1) 0 0
<A™ %@ﬁ AN AN A (P P P \gaQR P AN P AV P Al oY g W P oS o P N
W VE’\\'B*%@" v Y‘“q«&q Q*Q.l,@&‘p\\e.\} w® Q%‘Q‘?& we® LS \\‘aﬁﬁ\ ng (5:':; @S: ¢ (;&‘ oF Q\\i‘é@\(‘a Q%ﬁ?@@(‘{;{&q Nausea (grade 3) 0 0 1(2)
¥ <
N \‘\Q@' ® A < Immune-mediated nephritis (grade 3) 0 1(1) 0

ZBRIKR: ELCC 2026, ESIEHZ XS REIR
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GUOSEN SECURITIES

0lomorasibBEAKZ + LT —Eki&FrKRAS-G12C NSCLC P

B ffolomorasibBEEKZE X LT —2% 8T KRAS-G12C NSCLCEYIIGASR, olomorasib+KZh (pts=71, PD-L1 =50%/1"49%/<<1% = 44/14/13)
HYORR=72. 9%, DCR=88. 6%, 6—mo/12-mo PFS rate=78.0%/63.7%; olomorasib+KZ5+{tJFr (pts=52, PD-L1 =50%/1"49%/<1% =
12/20/20) ORR=55. 8%, DCR=86.5%, 6-mo/12-mo PFS rate=72.9%/47. 8%,

B LM MHE, olomorasib+KZg (pts=71) Gr=3 TRAELL{§|=45. 1%, TRAESE{ZZ5EL{=11. 3%; olomorasib+KZ5+{{Jr (pts=52) Gr=3
TRAEELf5I=57. 7%, TRAESEU{ZZ4LLMHI=11. 5%,

Bl: IskREMHE

Figure 1: Safety Summary — Olomorasib + Pembrolizumab (TRAEs 210%)

Figure 2: Safety Summary— Olomorasib + Pembrolizumab +
100 -/ 1 prior SOC (n=14)

Chemotherapy (TRAEs 210%)

Olomorasib ¢+ Pembrolizumab

90 - Any grade

1 pr cyce Olomorasi + Pembrolizumab «
-y " Ghemotho:
B Grade 34 Satoty summary soc e por S0 100 | 1 prior SOC (n=25) e
80 n=14) 1 prior cycle of No prior SOC
{ A i Any grade $06 -
No prior SOC (n=71) o TRAN o 0000 Prey % Do (ne25) (rs2)
Grade 23 TRAE, n (%) 5(38.7) 32 (45.1)
70 - Any grade o of the %1 No prior s0€ (n=52) Sadayisaiaiad. a0 sl
Y 2(143) 8113 Orade 23 TRAE (%) 1 (440) 30 (57.1)
= . Grade 34 regimen - 70 Any grade Discontinuation of the treatment ot
~ 60 s oimen (0.0) 6(11.5)
] ;’ 60 - W Grade 34
S o 2
g g % a: “a
°© 3 «o - »
) 40 - ., ) g © T »
E 24 30 - s no
30 u2 %3 R4 04
2 R ~ 20 y 1 L 73 "
Nna Na N4 "%e %o " 0 4.0 L0 "
" " 135 8 s
20 - 169 B oy Bns
"Wl 127 77 113 nr " w : o = 40
10 - va 0 | mll m - ‘ - - -
m [ 8T 777470007 8/7
0 -] _ — = ' B = ! - & Iy f § & é,( f :! ; '.? i" 3"; ,,j is G‘f
Diarrhea ALY AST Nausea Vomiting  Prucitus Fatigue Decreaso Rash & & éaf L }0 df f §
increased  increased appetio Al v %‘: ¥ GPJ’

Data cutoff 05 Mar 2026. Piot shows treatment-reiated adverse events (TRAES) in 210% of patients.
! ( I orpe Data cutoff 05 Mar 2026. Plot shows treatment-related adverse events (TRAES) in 210% of patients.

ZERIKRIR: ASCO 2026, EFIEHEAFAREAEEIE
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GUOSEN SECURITIES

ElisrasibtKZ5—iaTrKRAS-G12C NSCLC &Y EEiE

B Elisrasib (D3S-001) 2EFFEZS (D3 Bio) FEM—ix —{KXKRAS-G12CHI#II, ZEpht/2FIE K FAREBIGKT, IRE TElisrasib
T KZH— 48 TTKRAS G12C NSCLCEE . ffelisrasibHz54H (pts=41, PD-L1<1%/=1%=21/20) ORR=78.0% (PD-L1<<1%/=1%=
76.2%/80.0%) ; DCR=95.1% (PD-L1<<1%/=1%= 95.2%/95.0%) , mDoR=NR, mPFS=12.4 mo.

E: mEBHMERE (22))
Elisrasib Monotherapy in 1L NSCLC

50 100 =
40 Best change in target lesion size by response
7 ORR: 78.0%
20 — _ T5=
-]
10 e
5 0 Moo a0 0 on o a2 n omn on n n on on o am n on n a E
o =]
B 10 - S 507 :
= o : :
2 =
20 H o “ : B
é ps Median PFS: 12.4m (95% CI 6.8-NR) ;
s 301 w Event Rate: 39 5% - :
c 25 =
E -40
gy~ = RETHN
£ 60 PD-L1 TPS <1% 21% Total : :
(] H :
§ 70- L o = . 0 T T T T T T T T T T 111
S ORR, n (%) 16 (76.2%) 16 (80.0%) 32 (78.0%) 0 1 2 3 4 5 6 ? 8 9 10 11 12 13 14 15
B0 | soorresporse POLtapressen | CONTirmed ORR 13 (61.9%) 15 (75.0%) 28 (68 3%)
90 gy 2 M | Tobe confirmed 1(4.8%) 0 1(2.4%) Numbers at risk Time (Months)
® PO DCR, n (%) 20 (95.2%) 19 (95.0%) 39 (95.1%)
-100 -~ o ue o amearince srrey eson 43 42 39 33 30 27 19 15 15 11 11 9 4 3 0 0

BRIKIRE: ASCO 2026, ESIEHZ N mEE
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GUOSEN SECURITIES

ElisrasibXK#—2&iGTrKRAS-G12C NSCLC ‘ EiSitH

B FfelisrasibBA&KZZE (pts=48, PD-L1<<1%/1749%/=50%=17/11/20) ORR=81. 3% (PD-L1<<1%/1"49%/=50%= 70. 6%/72. 7%/95.0%) ;
DCR=97. 9% (PD-L1<<1%/1749%/=50%=100. 0%/90. 9%/100. 0%) , mDoR=NR, mPFS=NR.

: IERBEMERIE (BREKE)

Elisrasib + Pembrolizumab in 1L NSCLC

100 =
7 Best change in target lesion size by response
20
. ORR: 81.3%

75 =

S 0 - SD SD SD SD SD PD SD SD SD PR ¢PRcPR PR PR cPRCPRCPREPRCPR PR PR cPR PR cPRCPR PR cPR PR cPRcPRCPR ¢PR cPRGPR cPR cPR PR cPR PR cPRGPR PR ¢PRcPR cPRGPR cPRGPR ?
(7] =) .
8 - > : 53.7%
g -10 7 — = :
2 - 3 ] I ST
c -20 = s 50=
£ a0 4 — E :
— -

o | w Median PFS: NR (95% CI 8.4-NR)
‘s -40 7 -2 & Event Rate: 21.2% '
® ey 25 = :
o _ e .

-50 — :
E - .
= — o :
g -60 PDL1TPS 1% 1-49% 250% Total e %
c = :
8 .70 N 17 1 20 18 pur 0 :
o ORR 12 (70.6%) 8 (72.7%) 19 (95.0%) | 39 (81.3%) | | | | 1 1 1 1 | | | | | | | | 1 1 1 1 1

el [T p— Confirmed ORR 8 (47.1%) (63.6%) 17 (85.0%) 32 (66.7%) - 0 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15

® PR - <%
290 sD 1-49% | To be confirmed 3(17.6%) 1(9.1%) 1(5.0%) 5(10.4%) - Time (Months)
= D - 250% .
- : DCR 17(100.0%) | 10(90.9%) | 20(100.0%) | 47 (97.9%) e Numbers at risk

BERIKIR: ASCO 2026, EFIEHZFAZFTEAEER
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ElisrasibXKZ5—4ki8FTKRAS-G12C NSCLC

B ZeMEm,

elisrasibB2h/Bk&KZ52HGr =3 TRAEELHI 4371 /7. 0%/32. 7%, EITRAESH el israsibiEZ5HIEL 54

EiSits

GUOSEN SECURITIES

Y B F0%/1. 9%,

Elisrasi bBZAEMA A R RN EGEE, T3 RULEE/BRIFEMEARRNMENLIEM elisrasibBXAKAHEIKLL EALTHES . AST

FHESHOLL 5153 B J97. 7%F05. 8%.

E: ImRZEEHIE

Elisrasib Monotherapy
(N=43)

Treatment-related" adverse events (TRAEs) — n (%)

Any TRAE 41 (95.3%)
Any Grade 3 or higher TRAE™ 3 (7.0%)
Any Serious TRAE 1(2.3%)
Any TRAE leading to discontinuation of Elisrasib*** 0

Any TRAE leading to discontinuation of Pembrolizumab**** -

Any TRAE leading to dose reduced of Elisrasib 0

Any TRAE leading to dose interrupted of Elisrasib 4 (9.3%)

Any TRAE leading to dose delayed of Pembrolizumab -

Elisrasib + Pembrolizumab

(N=52)

48 (92.3%)

17 (32.7%)

9 (17.3%)
1 (1.9%)
5 (9.6%)

12 (23.1%)

26 (50.0%)

22 (42.3%)

* Related to any study treatment (i.e., related to efisrasib in monotherapy arm; related fo elisrasib and/or pembrolizumab in combination arm).

** One patient in the monotherapy arm passed away at home without relevant medical record about one monih after subject’s withdrawn from elisrasib treatment. Investigator was unable to determine eause of death and causality. One

patient in the combination arm experienced pembrolizumab-related myocarditis and treatment-related interstitial lung disease (ILD), although the ILD improved temporarily during that period, the patient ultimately passed away due to

deterforating cardiopulmonary function after one month of sfudy treatment discontinuation
“** TRAE led to elisrasib discontinuation - pembrolizumab-related myocarditis and freatment-related ILD (n=1).

=== TRAES led fo pembrolizumab discontinuation - asymptomatic liver enzyme elevations (n=3), ILD (n=1), pembrolizumab-related my and treatr related ILD (n=1).

ZERIKRIR: ASCO 2026, EFIEHEAFAREAEEIE

100
Nausea
ALT increased
AST increased
Lipase increased
Diarrhoea
Vemiting
Decreased appetite
Amylase increased
GGT increased
Hyperglycaemia
Anaemia
Hypertriglyceridaemia
Hypercholesterolaemia
ALP increased

WBC decreased

Elisrasib Monotherapy
Incidence, %

80 60 40 20 0 20 40

J1.9%

| A2
| B33
2.3% JIls#%

J19%

2.3% |l3.s%
|1.9%

- 9.6%

G1-G2 m=Gr3

Elisrasib + Pembrolizumab

60 80 100

* Related to any study treatment (i.e.. related {o elisrasib in monotherapy arm; related to elisrasib and/or pembrolizumab in combination arm. The order of TRAEs is based on the incidence in combination arm
GGT G

Ahhraviatinns: Al T. Alanine transaminase; AST. Aspartate transaminase; Al P+ Alkaling tamy! transferase; PT, Prefarrad term: WRC. White hinod cell
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KRAS-G12C NSCLC 1LIKGER %

EXJEE

Z%: KRAS-G12C NSCLC 1LIGFAREIERIEE

&

EiSits

GUOSEN SECURITIES

NE] Amgen BMS

s Sotorasib Adagrasib

R4 ER ph2 ph2

. . NSCLC 1L

& N RE NSCLC 1L NSCLC 1L PD-L1 >50%
R Sotorasib Adagrasib Adagrasib

32ay 2=

/nﬁﬁm +1’tﬁ +K_§7\i +K_§‘:]_

BEH 30 149 38

ORR 89% 44% 61%

DCR 81%

mDOR 26.3

mPFS 6.6 mo 11.0 mo 27.7 mo

Gr=3 TRAE 90% 70% 65%

ASTH = 11%

ALTHS 7% 14%

i-h] 7%

il 0%

XAt

EITRAE{ZZ5 7% 9%

NSCLC 1L

PD-L1=1%

Calderasib

+KZ4
98

72%
95%

NR

28.9 mo;
12-mo
rate=75%

33%
6%
7%
1%

1%

5%

Merck

Calderasib

ph1
NSCLGC 1L

PD-L1 1749%
Calderasib Calderasib

+KZ4
44

55%
93%

NR

25.1 mo;
12-mo
rate=66%

NSCLC 1L

PD-L1=50%

+KZ4
54

87%
96%
27.8

NR; 12-mo
rate=81%

NSCLC 1L

Divarasib

+KZ4

65%
18%
23%
18%
1%
1%

13%

Roche
Divarasib

phi

NSCLC 1L
PD-L1=1%

Divarasib

+KZ4
59

73%

NE

19.3 mo; 6-
mo rate=84%

Lilly

Olomorasib

ph1 & ph2
NSCLC 1L
PD-L1<1% NSCLC 1L
Divarasib Olomorasib
+Kzg +KZ4
23 71
70% 73%
89%
6—mo
rate=78%;
12-mo
rate=64%

45%

17%

15%

9%

0%

2%

11%

7%

0%

0%

0%

0%

0%

0%

D3 Bio
Elisrasib
ph1/2
NSCLC 1L NSCLC 1L
Elisrasib E'LSKr%Sib
41 48
78% 81%
95% 98%
NR NR
12. 4 mo NR

33%
6%
8%
2%
2%
0%

2%

g mHEY
CN ph1/2 CN ph1/2
NSCLC 1L NSCLC 1L
+SHP2i +FAKi
102 33
71%
19.4
12.2 mo; 6
mo rate=70%; # ) [IE
12-mo 12-mo
rate=51% R
46% 39%
4% RFE1E6%
5%
4% 6%

BRISRIE: ASCO. ELCC. ESIEHZFsFREeIs

BSWIFIEEXZ ENRERERER NTREAA



DaraxonrasibEZ5[52%6JTRASmut NSCLC ‘ ENES

GUOSEN SECURITIES

PHNE T73IREE (EEPAOATEE=2) , #5120-220mg QD
daraxonrasibj8yr. & (n=40) HAYORR=38%, mDoR=15.1 mo, mPFS=9.8 mo, m0S=17.7 mo.

ILJ\

B DaraxonrasibB2 2 BEEN TNSCLC 2/3LAY M MIIRAK (RASolve 301) , FE4£HXTKRAS-G12XEE (FIPEKRAS-G12C) , XTEBZH A3,

Bl: IskREMEE

a0 Median PFS, months (95% Cl) od- Median OS, months (95% Cl) (N=73)
| 9.8 (6-12.3) 80+ 17.7 (13.7-NE") Any Grade  Grade 23
80 Any TRAE 71 (97%) 12 (16%)
z 704 z 0] TRAEs in 2 10% of patients, n (%)
F 60 S 60 Rash” 66 (90%) 5 (7%)
§ 504 g 50 Diarrhea 46 (63%) 1(1%)
& 404 & 404 Nausea 36 (49%) 0
@ @ Vomiting 29 (40%) 2 (3%)
& 309 © 309 + Stomatitis 25 (34%) 0
20 20 Paronychia 14 (19%) 0
10+ 10 AST increased 11 (15%) 0
1 1 EEEEEEEEEEEE—————— ALT increased 10 (14%) 0
01 2 3 4 5 6 7 & 9 10 11 12 13 14 15 16 17 18 012 23 456 7 8 910112131415 1617 1819 20 Dry skin 9 (12%) 0
Progression Fres Survival months) Overall Survival (months) Fatigue 8 (11%) 0
Other select TRAEs, n (%)
Mo.atRisk 40 36 32 7 25 B 1T 10 0% 7 6 & 5 4 3 1 1 1 0 Mo atRisk 40 38 37 34 33 27 2% @ 7T 13 12 40 1 w0 & 3 & 2 1 1 0 Anemia 4 (6%) 2 (3%

BRIKIRE: AACR 2026, ESIEHZ KIS FRELIR
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NSCLC/v&5: —{XKRAS-G12CHPHIHFH—Lki67T ‘ ERENEZ;

GUOSEN SECURITIES

BMKRASZR T ENSCLCR EERIRFNEFE 2 —, ERAABEALAEN . FEKRASKRETE 9 E, G120RHAE NIRRT (44540745%) , HX
=612V (15720%) F1G12D ("15%) . KRAS-G12C3RZ 2 H aiMi—B# )25 3kt - AUKRASZRZE 2#Y | AmgenRiSotorasibFIBMSHAdagrasibsy
AF2021%02022F 5K FOA#LAE EH (KRAS-G12C NSCLC 2L)

M Fsotorasib., adagrasibSPD1 BB ATE TR BIARR N, 9FMHHEEI=1CKRAS-G12CH#I5 (Divarasib, Calderasib.
Olomorasib¥¥) #FH & TELAKZARITNSCLC 1LEE (BHEHFH N FMMEIER) ; 5—FHE, EFKRAS-GI12CHIHIFIRA T AEIMEKAHE
(SHP2i. FAKiZE) .

Mpan-RASH]IFI5|daraxonrasibB 2 /BE TNSCLC 2/3LHEMEIRAKR (RASolve 301) , FEEXKRAS G12XEE (FIPRKRAS G120) , 5=
XKRAS-G12CHIFIFIFEE N ZE F =5

HEE25730% SOC: KZA+EfANZA1LIT SOC: sotorasib/adagrasib or {3
GG +PD1i +H fih #0[a) 24 E74 vs SOC
N Divarasib ﬂﬂikb Divarasib _, setidegrasib
endo ¢ 3k P Krascendo NG TO /5660

15‘3’22‘5, Ca Ide rasib Daraxonrasib

n-t' =00 i RASolve 301
% Olomorasib HRS-7058
NRAY-01 01 N

BSWIFIEEXZ ENRERERER NTREAA
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SSSSSSSSSSSSSSSS

| W | RAsHD®IFI: SFHLE, = KB

| | PDAC: pan-RASHIBIFIAE K EE i

[ | NscLe: = f8KRAS-G12CHD&IF

F— 28T

(|

| P20 | cRe: WEifrsE kAR, PSS RT

I | merammaEy
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GEE: RASIEESTASRIE, RASHNEF & 25 5 1R AY EEILH

B EEHPAE (CRC) RELIKEERNAREMETCERERIINEEMEz—., EEBENS FoEFTEAIE/L) <% Mbiomarker: RAS
Z24F . BRAF V60OEZRAT, HER2¥ 1%, HPRASKRTLEZHm AE NIRRT AR, LB ELEEFEEER40745%; RASREH, G12D,

GI2VERERBERAER.

o RASmut CRCEFE RI—ZAriEinsr ATy £ DURIREH, “&iaTT A

BT B3R H o S BE A JIVEGF B4 . KRASHHIFFIZECRCE & FH 2 74N N R 4K, KRAS-G12CHIHIFT (adagrasib/sotorasib) FEAEGFR
ZEBh/EEE) FEtE B FIsH. B BERMZ5 HKRAS-G12C3E T HICRCEE .

Bl: 55 PKRASET Lk, LARIRAEIATT

kb 40745% 1L 2L 3L+
Bib RIS
G120 £ (CAPOX/FOLFIRI/FOLFIRINOX) £Fr (FOLFIRI/IRI) + TAS-102 + Tk Tk 3
g2 + DUk i DBk 84 AL /T A S RIS 2
i xR
RABREE KRAS G12C%R%E
£57 (CAPOX/FOLFOX) + Adagrasib+75 28 B

DURIR B Sotorasib+1H &1

FERIR: NCCN, EfSIESFEFHPmEsE
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GUOSEN SECURITIES

KRAS—G12CH]#l| 77 7E CRCH BY 3k 25 H A~ 38

B ffadagrasib+PAZE BT vs WIT;ETTKRAS-G12C mCRC 2LAY3HAIGK (KRYSTAL-10) =1,
m0S=21. 6 vs 21.7 mo, HR=0.83, p=0.09; PFSFIOSHIFKIAZZIFHitFRE.

m Atb 87, EXAEGFRE (AXE Ri/MRR &) A LUEZIRICRCEE AR M &= A4 74,

&

mPFS=7.5 vs 8.1 mo, HR=0.89, p=0.32;

— {XEGFR-G12CH#]#lI 57 [E) £ fECRCH F &

TlEKo

FZ: KRAS G12CHDHFIECRCIE R AERYIEPR & 1R

: KRAS G12CHNHI 70 Bz 2

AT BTHER 3373 MEr B BEB OR DCR mPFS (mo) m0S (mo) A L .
ORR (%) of KRAS G12C inhibitors Stratified by Tumor type
Amgen Sotorasib Codebreak 100 ph2 MHEAZR 62 9.7% 82. 3% 4.0 10. 6 80
Sotoras ib+IAfE#i7 CodeBreaK 300 ph3 MEAZR 53 30. 2% 71. 7% 5.7 NE
Sotoras ib+IAfE I +LFT Codebreak 101 phi MEAZR 40 57. 5% 92. 5% 8.2 15.6 @n=24
8 _ HALR IO 0 60 -
BMS Adagras ib KRYSTAL-1 ph2 BHiRE 44 23. 3% 83. 7% 5.6 19.8 @nec> Cancer type
Adagrasib+FaZE8HT  KRYSTAL-1 ph2 BEZE 94 34. 0% 85. 1% 6.9 15.9 ‘n% @ NSCLC
) n=117 . -
Roche  Divarasib NCT04449874  pht MEAZE 55 29. 1% 89. 1% 5.6 / < 40 n=350 en=7 @93 @n=8 © CRC (single agent KRAS G12Ci)
14 T n=428 @ CRC (combination with anti EGFR AB)
. . 7 S 4 N 995 =55 =33
Divarasib+FAZEBH  NCT04449874  pht BHiZE 29 62. 5% 100.0% 8.1 / & .1”113 .n_m 2t O @nzs @ PDAC
Lilly Olomorasib NCT04956640 ph1/2  BRHAZA 32 9% 84% / / n=93 “'On 45
n-218 @n=44
Olomorasib NCT04956640 ph1/2  BEHAZE 93 43. 0% 92. 5% 7.4 / 20 ®n=38
=42
Merck  MK-1084 KANDLEL I1T-001 pht BEAZE 53 43% 83% / / Or On=32
MK-1084+Fg & S KANDLEL IT-001 pht MERZAR 39 56% 95% / /
0 1 1 L] | L] L)
MK-1084+ 78 & B H+{LF7 KANDLEL1T-001 pht BmEAZE 29 38% 92% / / N
& ES S A
D3 Bio  D3s-001 NCT05410145  pht BHAZE 13 88. 9% 88. 9% / / ol 60.@@ bbafb _,ga"? &0@ a“
3 e
e <t e % Q \© (<)
EHRISRIE: Jakob Riedl, Cancer Cell 2026, ESIEs 5553 FrEeTE ©
#ERskiE: Jakob Riedl, Cancer Cell 2026, EEIE5 AT AAEEIE

s
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Calderasib7ECRCIE M fEF

E\3HAIImR

EFRNES;

GUOSEN SECURITIES

B —{LKRAS-G12CH]&IFcalderasibfE 1 HAIlG FRKANDLEL | T-001 3 FHcalderasib X I ZE B L FTEI 5 RI8JFCRCEE, Hrh
calderasibEZ50RR=34%, mPFS=6.2 mo; calderasib+PZ & BT 2L ORR=44%, mPFS=NR, 3L ORR=47%, mPFS=6.5 mo; calderasib+7g

ZE Bi+ikyT 1L ORR=87%, mPFS=NR, 2L ORR=71%, mPFS=13.1 mo. CalderasiblFEHRERHFEAZE Bt T—

Ko
: KANDLEL | T-001 IR 38014 $ 38

#3R7T CRCAY3HAIN

Arms 1+ 3
Calderasib
1004
201
BO-
704
ORR, Median DOR
= 607 9% (95% CI) (range), mo
"g‘ 501 34% (23-47) 7.1 (2510 24.9+)
40"
a0
204
104
0 ————————————————————
0 5 10 15 20 25
At risk Time (months) At risk
Arms 143 22 16 5 3 3 0 Am S
100+
90-
| Events, Median PFS
80 n (%) (95% Cl), mo
o 55 (85%) 62 (44-80)
s 60
@ 50
o
40
30
20-
104
0 e A S B S oo o T Y
) 5 10 15 20 25 )
At risk Time (months) At risk
Arms 143 65 35 15 9 6 1 Arm 5

AR ETT N EABAR

BSWIRTIEZ ENRER

Arm 5
Calderasib + Cetuximab

Arm 6
Calderasib + Cetuximab + mFOLFOX

100-—“:L 1004
a0 L 201
804 2L a0 1L
4 ORR, Median DOR
o ror | % ss%cy N aser. o) me
= 60 = 601 % (95% CI) (range), mo
: 2L 44% (24-65) NR (14+to 16.6+) N
& so1 (59} (e BOTaEs £ 50 1L 87%(60-08)  NR(2.8+ o 16.54)
3L 47% (32-62) B9 (1.3+to 195+
40 ' | s : 401 2L 71%(51-87) 113(14+t0113
a0 Overall
ORR, % (95% CI): 46% (34-58) 30 Overall
204 Median DOR (range): 13.7T mo (1.3+ to 19.5+) 20 ORR, % (95% CI): T7% (61-88)
Median DOR jrange): NR {1.4+ to 16.5+]
10 - 104
3L
2L
(1] T T T T T i] T T T T 1
0 5 10 15 20 25 0 5 10 15 20 2%
Time (months) At risk Time (months)
2 1 8 4 4 0 0 Am 6 1L 13 10 6 2 0 0
Lz B 6 3 0 0 2L 20 15 5 0 0 0
100+ Events, Median PFS :
LOT n (%) {95% CI), mo i I
907 2L 8 (28%) NR (4.6 to NR) 907
804 g . 80
26 (54 6.5 (6. 2.3)
= 607 Overall Median PFS (95% CI) # 607 (95% CI), mo
& 50 8.5 months (6.4 — 15.2) £ 501 1(6%) NR (10.4 to NR)
(-9
404 40 2L 2L 10 (33%) 13.1 (10.4 to NR)
a0+ 101
i | Overall Median PFS (95% CI)
20 20 { NR (12.5 to NR) }
104 E
o 10
0 T T T T T 0 T T T T T S A bl o
0 5 10 15 20 25 0 5 10 15 20 25 #HRIkIE: ESMO Gl 2026,
Time (months) Af risk Time (months) TR R s
b
2L 28 10 7 5 0 0 AmE 1L 18 13 11 6 1] 0 . l:llIE# /;fﬁﬁj‘bﬁﬁ EE
aL 48 21 13 9 1 0 2L 30 24 14 4 0 0




GUOSEN SECURITIES

pan—RASH]E!F7IEL & KRAS—G1 2CHPHI 7735 H CRCIIE PR 233 ‘ EiSits

B 4£FX%TKRAS-G12C CRCZE =, RevolutioniFHpan—RASH[EIF|daraxonrasibBk&KRAS-G12CHI#IF el ironrasibif (T8, AT EERZ
mCRC 2 & BN {50RR=25%, DCR=92%,

[E: ElironrasibBt& daraxonrasibj&JTCRCEI M HIE

100 = - = on treatment
o Elironrasib + Daraxonrasib!
E (N=12)
L3 -
©§ % ORR2, % (n) 25% (3)
Ea@ DCR3, % (n) 92% (11)
D -
O g 5 sD SD
@ 3 - S0 S0
=0
[T}
g5
£ -
Q c -50 1
g
o
[}
m

-100 <

# Post 1 3 3 2 5 3 2 3 2 4
Baseline

Scans
#ERIKRIE: Revolution MedicinesEM, ESIES &5 rEeE
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GUOSEN SECURITIES

KRAS—G12D#]#l 557 52k CRCHisE HH B U4 #iiE ‘ ElANE;

B GFH3752#M B E A L BI—FKKRAS-G12D (on/of f) HIIHIF, FEGFHI75EZHRF MY FFARAIph1 /2K, HANBA T4 BZCRCESE (F
LB ree#=3) , a1 EEEH (n=35) , ORR=11%, cORR=9%; mPFS=4.1 mo, m0S=10.3 mo.

B ZLeMAm, Gr=3 TRAELLH J926. 8%, BIE1HISKRTRAE CGRAFEE) , SBURIC LK IEAITRAELLH) /2. 4%, ERWA R RN BIES 58
FTRERN (5. T, RiE) MIEEFNRRN.

W GFH3758X & P & B4/ H/e B4 877 CRCAYph2IIm R IEFE 1T .

El: GFH3757ECRCEYA it HiiE

1.00 1,00
50 750mg QD
g B soomg QD
E 400mg QD 0.75 0.754
i £ z
2 4
§ g g
% 0 g 0.50 -S 0.50
-] o g
& &
§
= 0.2 0.254
2
T
£ o All CRC patients Patients at 600 mg -
7 {N=35)" QD (N=28) ; 000 0.00
ORR[90%CI]  11% [4%, 24%)] 11% [3%, 25%)] 3 H I T T T p T 7 7 " —————T—T T
Follow up time (months) .
DCR[90%CI]  77% [53%, 88%] 71% [54%, 85%] Number at risk P time ( ) Number &t riek Follow up time (months)
T T T T 3533353333515 83333554313333538¢833 CRC 41 38 27 18 17 11 7 5 5 2 1 crC 41 41 40 37 24 30 27 25 21 16 10 4 3

Prior lines of therapy

ZERIKRIR: ASCO 2026, EFIEHEAFAREAEEIE

BSWIFIEEXZ ENRERERER NTREAA



CRC/M: SRifrZiksm AR, FFFRILBIEK SRS AY EEILH

GUOSEN SECURITIES

B RASIRE BCRCERAENMRTER, ALBMAELEEMEEENL0745%; RASEEEH, 612D, G12VERTEFE AR, RASKLTHICRCESE
BEMERE, BIHREGFREREEIRL HEMIZE. KRASHIFIFIZECRCEZE th B 25N N R 4K, KRAS-G12CHI#]F| (adagrasib/sotorasib)
BXAEGFREHT (AXRE Bin/MRE i) RAB TETRICFIEH. R BRMZS EKRAS-G12C58 L HICRCEE . — XKRAS-G12CH[HI 7
CalderasibIEFE RS AX T BRI FLIT— 25T CRCAISEAIIG K -

HEE40745% SO0C: L7 NikEkE g SOC: {kJyr+VEGFEHT or G12Ci+EGFRi

+{¢ 7 +EGFR; +EGFRI

Calderasib Q126
KAND —()

G12D
30%~35%

G12D

ey

pan—RAS
FERRIR: Insight, ESIESHFE AR

BSWIFIEEXZ ENRERERER NTREAA
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SSSSSSSSSSSSSSSS

| W | RAsHD®IFI: SFHLE, = KB

| | PDAC: pan-RASHIBIFIAE K EE i

[ | NscLe: = f8KRAS-G12CHD&IF

F— 28T

(|

| BB | cRe: WEirrsE AR, PSTHHEBL AT

I | merammaEy

BSWIFIEEXZ ENRERERER NTREAA



GUOSEN SECURITIES

Revolution Medicines: RAS (on) aFRSZESRI ‘ ESNE=;

MRevolution Medicines (RVMD) ZRAS (on) JEfEEREI o FRIREISMZE M, A TBIRItZIL = Fdaraxonrasibme 2Tk E Bl BIpan—RAS (on) ] 5,
mPDAC 2Li&E R fEH) £ EK3HAIG R E 3K 15 PR 4R, mPDAC 1LHISHAIR AL EL B8, HMtEHAZE~H, zoldonrasib (KRAS-G12DH]IHIF]
22 BEImPDAC 1LEY3HAIGER (BE&1LTT) , HI8BahEk&daraxonrasibi&fTmPDAC 1LEY3HAIGER (RASolute 309) . Elironrasib (KRAS-
G12CHPIEIF) tAENSCLCE & R AEHERE IR -

[#]: Revolution Medicinestff&Z &%k E

“eovoo | o | oweows | owvan soor_|__nesmmown_
¢ RASolute 302 2 metastatic (D

oac € RASolute 303 p—
e RASolute 304 Adjuvant in resectable _
Daraxonrasib
(MuLTI) € RASolve 301 21/3L metastatic (S
NSCLC
1L metastatic _ Planning ongoing

) + SOC, RAS(ON) inhibitor doublets —
Solid tumors

or other investigational agents

¢ RASolute 305 e QD

o RASolute 309 1L metastatic — Phase 3 initiation planned
Zoldonrasib
(G12D) NSCLC € RASolve 308 1L metastatic _ Initiation pending

Solid tumors + SOC, RAS(ON) inhibitor doublets —

or other investigational agents

y—
Elironrasib .
(612€) Solid tumors +S0C, RAS(ON) inhibitor doublets (N —

or other investigational agents

Fg‘::\’:‘lz? Solid tumors Monotherapy —

#ERIKIE: Revolution MedicinesEM, ESIESEF5rEeE

PDAC

BSWIFIEEXZ ENRERERER NTREAA



Erasca: pan—RAS (on) {7 =SH& ‘ ERRNE=;

GUOSEN SECURITIES

MErasca (ERAS) BY#%il #E"ERAS-00152 5 —FKpan—RAS (on) FEfEERL 4> F B, BRI T 18AIGKRRM EX, ERAS-0015FEARYIIE R E#E7EPDAC
FMNSCLCH R I TR FHRZEMMERE . ERAS-0015BELHR TRANFIEhRME, ULMEREMBEEANIGK ; FIiHiFE2027H18
H— TR BIRINE .

B\ 5] Bpan—KRASHHI FIERAS-4001 FTH 45 7E 2026H23% 1 BAFTI S CIK BUIE, FHE2027EF B A BT S50 R MEE BMIGK

[B]: Erascafff & &%z &

PROGRAM (TARGET) MODALITY INDICATION DISCOVERY EN:II:_’.[I)JNG mmm WORLDWIDE RIGHTS
ERAS-0015 (RAS) RASM solid tumors AURORAS-1 ERASCA

ERAS-12 (EGFR D2/D3) W II:EL(IJ ;Er‘? RAS/MAPK altered - ERASZA

_______

C1 7 "
|!“f11 Small molecule (a/ Small molecule molecular glue ﬂf Large molecule

HRIRIR: ErascaBEM, EfSEFLFMHRMEE

BSWIFIEEXZ ENRERERER NTREAA



Erasca: 2026—-2027%

X E R

Program Trial Name e -
Meihanisra bdicattn Anticipated Milestones
« 1H26: Preliminary Ph 1 monotherapy data
« 2H26:
- Initiate monotherapy expansion cohorts
ERAS-0015 AURORAS-1 s i .
Pan-RAS molecular glie | RASm solid tumors - Initiate combination dose escalation cohorts
« 2027:

- Monotherapy expansion data
- Combination dose escalation data

ERAS-4001
Pan-KRAS inhibitor

BOREALIS-1
KRASm solid tumors

+ 2H26: Preliminary Ph 1 monotherapy data

« 2027:
- Initiate monotherapy expansion cohorts
- Initiate combination dose escalation cohorts

FERIKIR: ErascaBM, EfSIEHFZFMNRMEE

BSWIFIEEXZ ENRERERER NTREAA

&Y EEL%

COMPLETED per guidance

COMPLETED ahead of guidance:

- Initiated US mono expansions in 2Q26

- Initiated US anti-EGFR mAb combo in 1Q26

Narrowing guidance to 1H27
for select monotherapy expansions
and combination dose escalation(s)




Tango Therapeutics: & ;EMTAPEE G MERIIETT ‘ ESiEH

GUOSEN SECURITIES

BTango Therapeutics (TNGX) E—ZR E7F SPRITSHIFIFIMF LBV EIRILT AT, LB % vopimetostat E— FXMTAYR[EIPRMTSHIHIFI, BRI
IE5daraxonrasibfflzoldonrasibB£ A #{TPDACFINSCLCIE M iERY IImFR, HAESFIRE TR EHAIGREIE. ARNEE2026H25 15 EVH#,
TAEvop imetostat Bk & T A FERTZPDACHISHAIG A H R FHI, ABIFITIEE THEEHE vopimetostatZEMME P MIIGAEHE, URKE
RAS (on) #5758 F7PDAC 2/3LHVIGKR % #E, H H /E5hvopimetostatEX& 55— Fkpan—RAS (on) HHI 57 ERAS-0015AYIIm R 36 -

. Tango Therapeuticsiff& &% &

PATIENT

PROGRAM SELECTION INDICATIONS CLIMICAL TRIALS
% PRE-CLINICAL PHASE 1/2
PRMTS Pancreatic, lung,
vopimetostat e
PRMTS MTAPdel/RASmut Pancreatic and _
vopimetostat (RevMed) lung cancer
PRMTS -
MTAPdel cancers Glioblastoma _
TNG456

All programs wholly owned by Tango

ZRKIE: Tango TherapeuticsEM, ESIESHE TR MEEIE

BSWIFIEEXZ ENRERERER NTREAA

STATUS

PHASE 3

Dose expansion ongoing

Dose escalation cngoing

Dose escalation cngoing




GUOSEN SECURITIES

Tango Therapeutics: 2026H2 <% EiE% ‘ ENES

Clear path forward Multiple inflection points anticipated
by end of 2026

O Finalize design of Phase 3 randomized-controlled trial
) i of the combination approach in front-line pancreatic
daraxonrasib chemo-free combination cancerin 2H 2026

Rapidly advance 1L PDAC vopimetostat +

Accelerate PRMTS assets to near-term value- Disclose vopimetostat lung cancer monotx data 2H

inflecting milestones with capital efficiency O Releaseinitial TNG456 glioblastoma data 2H

Sl . . Present 2/3L PDAC vopimetostat + RAS(ON) inhibitors
Optimize robust monotherapy and combination combination data to a scientific conference 2H
PRMTS5 franchise across multiple indications

 Initiate Phase 1/2 vopimetostat + ERAS-0015

combination study 2H

$380M cash and investments as of March 31, 2026
Cash runway into 2028

ZRKIE: Tango TherapeuticsEM, ESIESHE TR MEEIE

BSWIFIEEXZ ENRERERER NTREAA



MHFEZ: £ FHRASHIHIF SR ‘ EINES

GUOSEN SECURITIES

BIH EAHR—KEHEMERASHIFIFIGIERbiotech AR, E S =& 5EKRAS-G12CHNHIF . KRAS-G12DH]H! 7 FApan—RASH]I 7 :

BEXEE (GFH925) 2 —FRKRAS-G12C/\G FHIHIT, EEPEHRA i GEREAKRAS-G12C NSCLC 2L) , FHHARMEMEREHERE
MAREE. AFEEC T2025FRBERFIHANERE R

BMGFH3752 —2kKRAS—G12D (on/of f) HIHIF|, 2L EPDAC 2LFANSCLC 2LENEFFFE TH E3HAlG K. GFHI75HIE MY R 12 4 Verastem,
BEEEEIINTRAV2EAIGIR (TARGET-D 201) B7E2026F6ALIH HIEEZENE, I HGFHI75E i ZEH BEH/ATTPDAC 1/2LE#E . Verastem
T20255F 7 IMNEFTARGET-D 101, THXIE2026H2 A 101 FFSR HIE F¥ 1R, FH LA BIGTTKRAS G120 BINSCLC (TARGET-D 202) X
CRC (TARGET-D 203) HYMEINAAAZ; VerastemiGZE SFE M SFDABE—LEITPDAC, CRCANSCLCHIZ I I | I BRIX IG5 Ri&it, FHitxlF20274
FHEFERSTIR G E HEZNGE. B VerastemE7 SErascatliA & 1E I, IRZEFFRKRAS G12DH]HIFIEL & ZRASHIHIFI 77 ZMIIIE
PRAT IS A0 E R RS

BMGFH276 2 —Fkpan—RAS (on) HIFIF], F2025F9F#HANIGKR, KRIRULEREARRMN, ZEMRIF.

BSWIFIEEXZ ENRERERER NTREAA



ILES: rEELE

&Y EEL%

&t o B 12377 i NDASR W DrEliEE SEBEE
HEES L RASEOELER
R Jt 45 e
* (mEell- > )
~NsCLC -
GFH375  KRASGI2D 'ﬁkﬁ%' H e ejr gl 2 (W VERASTEM
B - W) rfr e
FOH (F588 - By o
ﬁ b ek 9y 2 1 ¥ )
GFHY925 KRAS (-8 B 3 Gl O
(fulzerasib) = GI2C I 2 W) =k A s |INNQVEN
GFH276 Pan RAS Ty g rf [ Al
. ADC —_—
GEST8 Gmt ) Sl ! Rt
hEERE  HttiEg#Ey
e GDF15/ -
GFS202A e SR o A rRRE
GFH009 R . —= c
(Tambiciclib) | CPK? AML Pl - @ | Kbt LELLAS
SEBEERRT
GFH312 RIPK | PADFE IC - PBCY L R S
! - ' [y
GFHY%46 STATG RS / PHEHE A

HRRIR: IHFEHARE, BEEFEFMTAEE

BSWIFIEEXZ ENRERERER NTREAA




INELE: pan—KRASSmFc 1Ml ‘ %sﬁﬂﬁ
mNA BEHE—KRE R ERASHIGIF B EIRHE A T), KRAS-G12CHNHI X k'E EL EPE FRHINSCLC 2LERE, HEBEFEHITX
SkEE FEEF A JAB-3312 (SHP23[&IF]) SE8FNSCLC 1L3E B FEHY 3HAIG K

WJAB-23E732—Zpan-KRASHIFIF, EMBIEMESIEMNEEAZERBHITH L . JAB-23E73B 2 FF/3 TKRASmut PDAC 1LEY1b/3BAIGER (BE& 1k
7) , HTF2026F7BEFETREGEESLD. JAB-2E73EI1HIEKRT R E RIFBEIMMZ M, FHEETkpan—KRASHH & #HE F 4T

DFRALE

: IIRLEMR A ELE

BH% IND  ImbE—H k"R ek =H

SHP2 + JAB-3312 +
KRASG12C glecirasib Az iEARImAR
| - ansac I itk s
ml KRER : :
,bf?; KRAS GIZC (glecirasib) 2L iz ;Iﬂﬂ’"ﬁﬁﬁ
CRC SERRIERR
SC{KSE CN/US
RAS pan-KRAS JAB-23E73
B 1L PDAC Ph 17111
KRAS G12D EGFR/KRAS G12D JA@\BDXSOO S 2026 H2 IND
= .
> Undisclosed JAB-BX700 z
Res® ADC (tADC) S

FRRIR: MBREW, EfFEIEFZFMRMmER

BSWIFIEEXZ ENRERERER NTREAA



gk AY EEIS

BRAS2—28/\GTPES, {ERMBEAMN D TH X, EHMESESPLTEORAMA. A%RAS%B’%E%@,%_AEZJ\: KRAS. HRASFINRAS,
HAKRASRT 2iEt HE IR T 2 —. e/ 4mBakEsE (NSCLC) £ E E S I 5

A EE 545> BI£430%, 40%F090% : KRAS-G12C/G12D/G12VE E chiis I g4 38 a5 67, %WRAS?W%H%U&TII rﬂﬁﬂiﬁﬁﬁx %‘l‘i‘fﬁm?&EE’JKRASﬂ[}%u
7 (ZNKRAS-G12C/G12DHNHIFZE) | & 5 % FHKRASZRZE fpan—KRASHIEI 3R, LA K78 ZEF BRAS I &Y fpan—RASHIHI 3 .

BMPDAC: pan—RASHIGIFIEENBEiAITIER . BRIREERMERENLMNEz—, NERETEREFHAIRE—F. H90%HIPDACHETKRASEE
T (G12DZ940% 45%, G12VZ930%) , pan—RASH[&IF. KRAS- G120¢£|1$IJ Jé?‘ﬁﬁ%’@é%ﬂtﬂ Ejt %‘éﬁ 2Bk B Fpan—RASH]I#I Fdar axonrasib

3R h e Y AU = R e g, DaraxonrasibRIFf AR TS
KRAS-G12C/G12D$! 5. PRMTSHN:H 5 £ &1 25 4 8% B E’JII’“EE, ﬂ'ﬁPRMTS#ﬂ%U IJvoplmetostatH’JEaUﬂH}l TMERERIGREIE. FHIb,
pan—KRASHIHEI . KRAS-G12D/)\ 93 FHIHI5 . KRAS-G12D PROTACZEFA [E]#/L il Y 7= & IE 7E B BRI 18 B fE 1RE HEHE PR o

BNSCLC: —{XKRAS-G12CHPHIFIAH—L%i&TT. KRASERIE/NAMETREZNRANERZ —, BERNRT KEFXLNH20% 25%, BREANEH
REERFEE,;, HBGI2ERAENHET (H4540745%) , HREG12V (15720%) #1612D (T15%) . KRAS-G12C333T 2 HFTM—HEZHK
Ht ETHRYZRET AU, sotorasib/adagrasibix#t T =4:38797 . _‘f‘hKRAS G12CHD&I] (Divarasib, Calderasib®) IF# & HTEEKE
JAFTNSCLC 1LEB & . pan—RASHISIFIZENSCLCH B = FEEAE ; B,

MCRC: HAIIF ZKRZEAIR, HASEHNPBIEESIETT. RASIRT ZCRCE N E MR T LA, ANBIFEEEGEEERA0745%; RASET
G12D/G12VERT 2 FE XA, KRASHIFIFIECRCEE PR AMNERERK, SECFREMBEAFIRAB M. Fi—KAIECRCH M =E|FH waﬁ
BHAIRREHE, FMULHIRELS JaTT ATRET SR E KAYIRAR 3R 2 .

B\ “RATRE” 2 “BEFM” , RASTEERFIDRWIKE. RASIEABRGHA RIS, TR THVHIAIZHE . Daraxonrasibi
FRAEBERR > FRFE AR, BERCARASTHEME — “EFIEHS" 44, BIUKERASHIGIFISUSFF L HE MG AT, LUK pan—-RASHIH]FE
EREBREE: ShEEH. mBE.

BRI : IRAREIREA R TR R . e AR TR XUBS . B ARFARIE K HIXUBE o

BSWIFIEEXZ ENRERERER NTREAA



XUBE FE 73 ‘ B{Eil5

GUOSEN SECURITIES

B IGERBIEAR AR : SN mIaES WRB = RIEREE, MRIERBIBALTH, JESSE~RNTAZTFAOTE. @
AR BN B FRERRY XU o

m A ETRR R : SIFRA~mBHIAET FEEGEN W E, MRHUHENTIRZSFNF, TS SFBEHET AR X .

B RARARERHRE: HEREARFRIEESFHER, FNFNLIFALTMLANER, MREEN~RERKRZ 2T, ARMHIRIALE
AME, AESBMEEANLY, 3/~ mE wRHAR XK.

BSWIFIEEXZ ENRERERER NTREAA



GUOSEN SECURITIES

=7 HH &Y EEiEs

E Sk F | TER

BAERIRE 3 &3 AR
WEPIRFEWFTERITFR @B SARE RFX™ RN RIAT AR T EEH0%L £
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