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Key Secondary Endpoint: Overall Survival in the Overall Population
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th
(n=252) L/
No. of events, n (%) 79 (32) 141 (56)
mOS, months (35% ClI) 13.2(10.0-NE) 6.7 (5.8-8.0)
HR (95% CI)* 0.40 (0.30-0.53)
P-value® p=4.6x10"""

Daraxonrasib | Chemothera
(n=248) |
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0 1 2 3 4 5 6 7 8 9 10 1" 12 13 14 15 16
No. at risk Months
Daraxonrasib 248 240 237 225 208 188 165 125 20 62 37 24 " 7 4 1 0
Chemotherapy 252 235 217 193 161 126 108 78 53 35 21 10 5 2 0
Da ff: 10 Feb 2026, Med nge) follow-up ime was 8.5 (3.2-15.9) months

el with Effon's method of fie handiing *P-values were calculated using the stratified log-rank test
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Events/N Favors Favors
Population Daraxonrasib Chemotherapy Daraxonrasib Chemotherjpy HR (95% CI)?
Overall 79248 141/252 [ 0.42 (0.32-0.55)
Age, years <65 371114 68/121 — 0.41 (0.27-0.61)
265 42/134 731131 —— 0.43 (0.29-0.63)
Sex Male 45/131 771144 =i 0.50 (0.35-0.73)
Female 341117 64/108 e — 0.33 (0.22-0.51)
ECOGPS 0 33/129 51/118 e — 0.48 (0.31-0.75)
T TOTTTS SOTTST = o . .
Tumor RAS mutational status RAS G12D/V 59/197 110197 —O— 0.38 (0.28-0.53)
Other RAS G12 13/31 17134 —_— 0.70 (0.34-1.44)
RAS G13 or Q61, or no RAS
e ——
i Utation idantified 7/20 14/21 0.37 (0.15-0.93)
res o O AT o)
No 28/94 47/98 —— 0.49 (0.31-0.78)
Prior 5-FU-based regimen Yes 62/181 103/186 —— 0.46 (0.34-0.64)
No 1767 38/66 L n—1 0.31 (0.17-0.55)
Prior g itabine-based reg! Yes 31/110 61/114 —— 0.39 (0.25-0.61)
No 48/138 80/138 ——t 0.44 (0.30-0.63)
Prior pancreatectomy Yes 21/83 40/92 —_— 0.47 (0.27-0.79)
No 58/165 101/160 —— 0.38 (0.28-0.53)
Liver metastases at baseline Yes 68/174 113/176 —— 0.43 (0.32-0.58)
No 1174 28/76 —— 0.31 (0.15-0.63)
Peritoneal metastases at baseline Yes 28776 48/83 [ N— 0.44 (0.28-0.71)
No 51172 93/169 —— 0.41 (0.29-0.57)
CA19-9 level at baseline 240 U/mL 70211 121195 —— 0.37 (0.28-0.50)
<40 U/mL 9/36 19/56 L ——— 0.67 (0.30-1.49)
0.1 0.5 1.0 20
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p<0.0001° p<0.0001°
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%5 40  332% e 4 31.6%
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mc CR m c
g2 — =2 CR
g a 30 4 g @ 30
s ORR s
e 11.8% Es o
85 201 3§ 1.2%
3 AR 3 PR
o CR o CR
10 4 10
PR PR
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Daraxonrasib Chemotherapy Daraxonrasib Chemotherapy
(n=217) (n=221) (n=237) (n=241)
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Chemotherapy R

(n=241) (n=214)
Median time on treatment, 6.2 1.5-3.22
months (range) (0.03-14.1) (0.03-12.9) .
Any TEAEs, n (%) 241 (100) 209 (97.7)
Any TRAEs, n (%) 236 (97.9) 200 (93.5)
TRAES leading to
dose reduction BB e
1RACs leading fo 135 (56.0) 18 (55.1) | .
dose interruption
TRAESs leading to N
discontinuation S(1.2) 24(1.2)
Grade 23 TRAEs 105 (43.6) 123 (57.5)
Serious TRAEs 26 (10.8) 40 (18.7) -
Grade 5 TRAEs 1(0.4) 0

Median dose intensity was 93.1% with daraxonrasib
and 65.3-95.0%2 across chemotherapy regimens

Most common (25%) TRAEs leading to dose reduction
— Daraxonrasib: rash (17.4%) and stomatitis (6.6%)

— Chemotherapy: neutropenia (16.8%),
thrombocytopenia (13.6%), fatigue (12.6%),
diarrhea (10.3%), and peripheral neuropathy (7.9%)

TRAEs leading to treatment discontinuation

— Daraxonrasib (1.2%): 2 patients discontinued due
to maculo-papular rash and 1 due to elevated liver
function enzymes

Chemotherapy (11.2%): the most frequent TRAE

leading to discontinuation was peripheral
neuropathy (4.7%)
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RAS mutation
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= suppresses downstream signaling

24| GTPase +

GAPs(Z21)
h
é

Daraxonrasib

Cyclo-
philin A

A= DSTEASH 2|MR|4lE

027 RAS SCIRH0| R2l THE == (feat. A2 61%= KRAS HHO| R2i)

mHRAS mKRAS mNRAS
70%

60%
50%
40%
30%
20%
10%

0%

N o

A= COSMIC, DSEAISH 2| MR|HIE], T2 RAS CHHHAO]

ZF7t HRAS, KRAS NRASY 20Tt ZLHZ| L2,



RAS, 4004\A7¢
Undruggable Target

25t

AzAleleEs 2

pocket L, RAS= X

KRAS G1
gt Pocks

— o I

it
r

rE

Ol0flA

N
mII (@]
!

5

el

0x
OH

1218 RAS target 2F= 7Hg!

ole] U2 RAS SIS mrgershs 2L AR, T, TR 9] Ao glo]
i) targer0 2 HQlck b RAS TR oF 400]yizh

Q1 Undruggable Targeto|itt. o= AEx} SkekzEo] At v

targeto

gtz og ARz} slghEe] THldn Adel] floiAe TEiAn A 4 Qe
pocketo] =@tk T2t RAS THEe GTP ZIHLE AlLlshA pocketo] &

AekA] ghowl, RAS-GTP kel

Hot ol2fet 724 Ml o] a5 W2 Al ez ARe

2013¥ KRAS G12C ool Switch I ZAlolal= M2 AgkEel7t vhALRo],

ol& E83F G12C ol AA|Aex. Sotorasib, Adagrasib)©] #x 02 H|tof|A o]n]

Q= oAFA Aats A3t Sotorasibv= CodeBreaK100 AHINCT03600883)9l
A HATREAAA 2/ E= Wi 7|9t Sfeta s |7 o] o] e =4 1)
A E= ol KRAS G12C Ho| vH|AAZHQt 32F & 1247 it ORR <F

36%(CR 2%, PR 35%) @ DoR ¢F 1071¢, 671 oA} duration ©F 58%= 245}
™ 20219 FDA 5912 25513t

J=jy o] AdE2 sAlell small molecule®] THAIE THA] ERIAZI= Aato]7]|% St
t}. Sotorasib< G12C2H= A KRAS W¥ol9] oF 10-15%° dllgol= 45 =i
o] FefolAgt A5l Hrh 535+ GI2D(OF 35-40%)tF G12V(eF 20-25%)
KRASE oJ2135] F=#] 55t Aeict. G12CE migdo s &3t Holo|x|qt H
AoME 1-2%°l Efstrt. G12C Eold AAAIES Ardere] &+ #ol)l G12D,
G12V, GI12R 3oll= 48% 4= glth

Human
oncogenes
identified!

RAS oncogenes
identified in
carcinogen-

induced animal

tumors

1982/83
1987/88

High incidence of
KRAS mutations
found in human
PDAC, colon and
lung cancers?

KRAS mutations
required for both
initiation and
maintenance of
PDAC models?

Daraxonrasib Phase lll
2" line PDAC trial -
RASolute 302

Mutant KRAS
G12C
druggable
pocket
discovered*

RASolute 302
trial in ASCO
plenary

—

Decades studying the biology of
RAS “the undruggable”

RAS: (Rat Sarcoma oncogene)

Years improving RAS as a cancer
therapeutic target

Der, Cooper, Marbacid, Weinberg
Almoguera C et al Cell 1988

Collins MA. J Clin Invest, 2012
Astrem JM...Shokat KM, Nature, 2013
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Events/N Favors Favors
Population Daraxonrasib Chemotherapy Pafaxonasin Chemotherjlpy HR (95% CI)?
Overall 79248 141/252 '—’-‘ 0.42 (0.32-0.55)
Age, years <65 37114 68/121 = 0.41 (0.27-0.61)
265 42/134 731131 —— 0.43 (0.29-0.63)
Sex Male 45/131 771144 i 0.50 (0.35-0.73)
Female 341117 64/108 —— 0.33 (0.22-0.51)
ECOG PS 0 33/129 51118 —— 0.48 (0.31-0.75)
T TOTTTS ST & o . .
Tumor RAS mutational status RAS G12D/V 59/197 110/197 —— 0.38 (0.28-0.53)
Other RAS G12 13/31 17134 —_— 0.70 (0.34-1.44)
RAS G13 or Q61, or no RAS |
i utation idantified 7/20 14/21 —_— 0.37 (0.15-0.93)
res O O - O OO 2Ty
No 28/94 47/98 —— 0.49 (0.31-0.78)
Prior 5-FU-based regimen Yes 62/181 103/186 —O— 0.46 (0.34-0.64)
No 17167 38/66 —_— 0.31 (0.17-0.55)
Prior itabine-based regi Yes 31/110 61/114 —— 0.39 (0.25-0.61)
No 48/138 80/138 —— 0.44 (0.30-0.63)
Prior pancreatectomy Yes 21/83 40/92 —_—— 0.47 (0.27-0.79)
No 58/165 101/160 —— 0.38 (0.28-0.53)
Liver metastases at baseline Yes 68/174 113/176 —— 0.43 (0.32-0.58)
No 1174 28/76 —_—————— 0.31 (0.15-0.63)
Peritoneal metastases at baseline Yes 28/76 48/83 [ —) 0.44 (0.28-0.71)
No 51172 93/169 —— 0.41 (0.29-0.57)
CA19-9 level at baseline 240 U/mL 707211 121/195 —— 0.37 (0.28-0.50)
<40 U/mL 9/36 19/56 _— 0.67 (0.30-1.49)
0.1 0.5 1.0 20
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Ql5l= RASolute304 Y4 on—going Foltt.

Cl2taapy o RASolute 3032 7]& SoC 2FtadAl GnP(Gemcitabine+nab—Paclitaxel) 2 thx5}
Zoldonrasib & o] Daraxonrasib T= @ Daraxonrasib+SoC 88| g5 7ZH7F v|wsith

RASolute 309+ Daraxonrasibit RAS G12D ©5 H#Hol& Asllsk= Zoldonrasib2]
H.e g9 slolsttl DaraxonrasibS AACR2026914 olu] 12} diit ORR ©=
SF 47%, chemo 8§ oF 58%= WS THE 93k @'50] 7|tfi== Hielo) Q5]
2] 2% 712 Daraxonrasib @5 tiH] Zoldonrasib®] A[UZ] g}t

2504, a9t L0 RASolute 304+= p&o] 7Fset AP EAollA Daraxonrasiba & & Fofsk=
TAES Zelgd A= Zlo] ¥sk= 2 diH] a5e] SleA] offE ERIE ootk Daraxonrasib->
FYAUST Rash, AL SPgdHA] §2R80] F5 F2go= Uehdth T2y oA a7id

Tango therpaeutics®] dellA “CluzlE9] e & o= FHAR8-S Wt A4
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15 line HRS-4642 HRS4642 (G12D) + GnP vs GnP alone in KRAS G12D-mutated Initiated China, US planned

Q combo vs chemo
RASolute 303 Daraxonrasib vs. darax/GnP vs. GnP, (all PDAC) Initiated Q1 2026, global
3 arms, mono vs combo
Astellas 3082 KRAS G12D selective degrader, with FFX backbone, in KRAS G12D-  Planned Q1 2026, global
mutated Combo vs FFX
Incyte DAWN-303  INCB161734, KRAS G12D with either GnP or FFX in KRAS G12D- Planned Q1 2026, global
mutated vs.chemo. Q Combo vs chemo
RASolute 305 Chemotherapy (mFFX or GnP) +/- Zoldonrasib (RMC-9805) KRAS Planned Q2 2026, global
G12D in KRAS G12D-mutated Q combo vs chemo
RASolute 309 Zoldonrasib (RMC-9805) Plus Daraxonrasib (RMC-6236) vs. GnP in Planned Q4 2026, global
KRAS G12D-mutated Q 2 RASI vs chemo
Adjuvant RASolute 304 Adjuvant daraxonrasib vs observation (after neo/adjuvant chemo) Planned Q1 2026, global
Q extended adjuvant

_______________________________________________________________|
A= ASCO2026, DSEASH 2|M2|4dE]
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RASolute 303 9] oln] F72Q1 Al1de SHEQE 671d PFS 7+
Daraxonrasib &5 ¢F 71%, Daraxonrasib+GnP ®-8-3 % °F 84%E 2tH s3]0,
6712 OS HA| Daraxonrasib &5 ©F 83%, Daraxonrasib+GnP H-88% °F 90%
& 2459 ORRS L_.ﬁ‘ﬂoﬂ/\i oF 47%, -8 HIM °F 58% 2 DCR
2 A7 92%, 90% Ak A SoC GnP2 EP#PJ WA H(ex. PRODIGE4,
AVENGERS500, NAPOLI-3, MPACT, HALO, RESOLVE 5)°ll4] ORR ¢F 23-43%, DCR
50-76%, mPES ¢F 5.5-7.1704, mOS ¢F 8.5-11.7714S Hol= X2 7ARSt uf
e oxst Avizro gz musitth 23 sH7]ol= RASolute 309 3|7 AT
TN A= wigict

Adjuvant & § a¥o] A-8E k= Al e =] oF 15-25%¢] siget
o @A &&= T Q¥or F2 AREEE FOLFIRINOX 52 Gemcitabine+
capecitabine -89 282 mDFS7F Z¥2F <F 21,670 2 139702 J4=H

[e2Ke)
3 DFS7}F oF 39.7%, 20.9%2 2t} (*DFS, disease—free survival)

12113 RASolute 303 Z2t (1L mPDAQ)

Daraxonrasib Monotherapy Daraxonrasib + GhP
(n=38)= (n=40)*
6-month PFS¢, % (95% Cl) 71(53,83) 84 (68, 93)
6-month 0S¢, % (95% Cl) 83 (67,92) 90 (76, 96)
ORR¢, % (95% Cl) 47 (31,64) 58 (41,73)
DCRe, % (95% ClI) 92 (79, 98) 90 (76, 97)

Median followi-up, months (range): 13 (8-16) Median follow-up, months (range): 9.7 (5.7-13.8)

2I2: revolution medicine, DSEAIZ A 2| A2 |AIE{

12114 RASolute 303 A+ C|zQI

Key Eligibility Criteria

Confirmed metastatic
PDAC, regardless of RAS
status

No prior systemic therapy
for metastatic disease

ECOGPS O or1

RAS mutation status
(required for stratification)

Daraxonrasib Primary Endpoints
N~ 900 (300 mg)
- PFS,08
Daraxonrasib Daraxonrasib
(200 mg) + GnP® (300 mg)

Secondary Endpoints
L, GnP®@
ORR, DOR
Safety

2Zt2: revolution medicine, DSEAIZH 2|M2|MIE{
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HAM A|0d A Tk

RASolve301:

2/3L NSCLCRAS tHo|of|

M G12COIZ = US7
(3l 22y =)

}?

2. HI20jlA KRASG12C Z|2A| or SsHalAA|S CHAIE 5= U272

A7 HotelA S5 KRAS WHoli= G12C7F g 183t ] | G12C &= ®o] 7
@A= Sotorasib @ Adagrasibo] ZfEE0]Qlom o5 Fg ARgsict 12 o
et ArAES 7V & A wiRASS] B ﬂll‘é(*RAS upregulatedS £}
o] MAPK 4135 fA)olt}t. G12C AAAlE wWo] RASE OFF state(in—active
form) o0& A= HA o R AFESith ey oAEE oY RASE SEA]
A MAPK 725 skl HAlo=z WS E53lth o]Zo] Sotorasib,
Adagrasib®] mPFS7} eF 5.6, 5.57 o] wF= 4221 olfrh

Daraxonrasib o] EAE FxAoz2 Q3lsitt GTP 2% A 051 RAS ZA|(*H
o] RASE ofe} wiRASZHNE 2Alsl] wioch, B0 2 S2E wiRAS 41
2 9A] daraxonrasib®] A ®e] tell ot webA G12C AAAS] 7FE A4
W 7S dHAoR ApdSt &4 Qlths o4 A7t AHRi

oli

RASolve301 /9] 12+ Z3= G12C Hlo] S5 AQ)et FALo G5g &)l
(*Primary endpoint= RAS G12X-C)SIA[F RAS Ho| RE SIXIE tiifor rxlslo]
SecondaryolAli= o145 mut RAS €zl tigt a57kA] e &I 4= itk o]of]
28] RASolve3012 G12C o)Al Daraxonrasibe A= Zo] G12C AAARE
oF H 231 252191 HEg-S ofFold 4 Qlrh= 7Hdo] Adsk=rtE e 4~ 3
o}, 23 Hla= @ SoCYl docetaxeldt 2P of| o}, &3l 2 e kst
217} i}, 2/3L NSCLCOfA 120-220mg e A] mPES 2F 9.8714, mOS <F 17.7
Mz 45t om Uk A 9451tk 1L NSCLCOA] Daraxonrasib}
Pembrolizumab ®-& A AE TPS 50%°14F ORR 86%, DCR 100%, TPS 50%
gak ORR 9F 60%, DCR 90%= 2435t Ails gkelsteict  Elironrasibat
Daraxonrasib®] KRAS G12C mut. NSCLC #-& 4 1b/2%4Fo] a5 k.

1215 RASolve 301 QU4 Tzl

Key Eligibility Criteria

Locally advanced or metastatic

F’rlmary Endpoints

NSCLC N=590 Daraxonrasib (RAS G12X-C)®
+ RAS genotypes: RAS G12X-C
(core population), G12C, G13X or 200 m_g2g50 QD + PFS,08
Q61X
+ Prior therapies: 1 or 2 prior lines Secondary Endpoints
of therapy which must include Docetaxel (All RAS Mutant Patients)®
immunotherapy and platinum 75 mg/m2 IV Q3W
chemotherapy administered (N=295) + PFS,08
concurrently or sequentially; no - ORR, DOR
prior docetaxel or RAS inhibitor + QoL
+ ECOGPS 0-1
NCT06881784

2Zt2: revolution medicine, DSEAIZH 2|M2|MIE{
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Aok e PD-1 AFIAS QelA RAS inh7h 8] B2 Beldl 715

the Zolet. 7kEe] ADCSe] PD-1 regimensl SskalelAlE diAlsl1E 7ldist

o], 22 PD-1 MAFES RAS inh} Selgers disole Alefelar o)
o]

= g 5 = Aol RAS G12C 5ol3 AsiA 2], pan-RAS s}
[

PD-1 A%3F2 Merck= KRAS G12C 9] pan—RAS, MK-4716& ZFH|5}1 QLo
™ RVMDZXL Daraxonrasib®} Pembrolizumab -8 94 AatE ShHEsIIh 13}
NSCLCoI4] Daraxon—Pembro -8 Fof A] TPS 50% oPdollxl+= ORR <F 86%,
DCR 100%=2 $55t HFS-E-2 215t .2 TPS 50% vt A= ORR ¢F 60%,
DCR ¢F 90%= &H5I3t)E 4] 1L NSCLCQ] SoCx Z|EFtHchemo B899
olct. KEYNOTE-1899ll4] ORR F 483%% 243t <& 769k wf chemo

il Daraxonrasiber Fofsh= Zof diet BEg-& ol et A ow weksn)

0

o, @A 12k NSCLCel thgt AR Azl Zdelich. TPS 50% mIeh SEfoflA] 7]
E&rpo] chemos B85 ORRE oF 48.3%(KEYNOTE-189), TROP2 ADC,
sac-TMTE & Fofgt ORRE  °oF  63.2%(OptiTrop—Lung05)$1.2H,
Ivonescimab(PD-1xVEGF)®} chemoE H-8FogE A4 24 ORR-2 sgNSCLC
oF 71.4%, nsq NSCLC ©F 54.2%, IBI363(PD-1xIL.-2)%} chemoE H-&-Fo{5t
A 1/22F ORRL2 ©F 81.8%°]t}.

12116 Daraxonrasib-Z |EELCH HE2 ORR60%

1L NSCLC: Daraxonrasib + Pembrolizumab +/- Chemotherapy
Demonstrated Encouraging Preliminary Antitumor Activity

Daraxonrasib 200 mg + Daraxonrasib 100-200 mg +

100 - Pembrolizumab (N=7)>? Pembrolizumab + Chemotherapy (N=10)*

e ORR*, % (n) 86% (6) e 4l ORR?, % (n) 60% (6)
TPS > 50% TPS < 50%

& DCRé, % (n) 100% (7) o0 DCRS, % (n) 90% (9)

40

20

in Target Tumor Burden

Best % Change in SOD from Baseline
in Target Tumor Burden

Best % Change in SOD from Baselin:

100

#Post 1 3 1 1 1 1 1 # Post 1 1 3 1 2 1 3 3 1 1
Basoline Bascline
Scans Scans.

2t2: revolution medicine, DSEAREH 2| A2 |AIE
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KARS GI12C Al Adagrasib2 ©=2=2+= ORRo] ¢F 19%°]
EGFR inh Cetuximab¥} ¥-8Fo]slo] ORRE ¢F 46%2 Lola3 Hf 9t} ol=
tdetelld] EGFR H-80] H429S AJAKHE,

o A
0 =
oIl
o
v

Daraxonrasib A @AHA] S=0 2 tidelolA 852 AlrFAle]3lrh. ORR2 oF
9%(2/22)°l H=3]Tt. Revolution Medicinee o]v] thattolx+= 574

Jesto] Mg a¥o] Wagh AdS AXSHL itk 1y EHAESS] AR
Ao A% Revolution Medicines & 74/ ejsto] digetol thste] 24
A1 o B, A, tix, e R 52 375 @Al Qirt

71%& KRAS G12C #sjAlEo] oF 10-20% Wele] HHS-E-S Hol= ZAw g
RVMD®2] KRAS G12C inh, Elironrasibi} Daraxonrasib= -85St AT 1/24F
oAl ORR °F 25%, DCR ¢F 92%= RFg-Eo] 7|As= Bge Bl ofof BAt
L giAetol| A+ Daraxonrasib, Elironrasib 2 EGFR inh 3] A= -8 QHo| o
A 2= Backboneo] 2 Zo=2 sttt Az Revolutiono] FsY F<1 25 A+
ofli ofi g S AHF=A] F7NEE &7to] Ras tivdel #2ke] AA7t

Ealhs £7t0] 2 Aol

g @A ml=ollArt of 1509, Sz Eolli= oF 5257hgo] o541 #h
FFolet. o T RAS mut. Aol didet &= P A9 vl= of 15417, 2
2 oF 529iro] et ®2A RAS ABAIE 7Ial Qlrt. ol dirdete] 513
RBEES 14%°0 25, ol A 3¢ 7 Y el Az olH=EE Al
= o] "ot /AR oAM= NSCLC, 38 & 71=9] 7t 4ol Zold
off ol 4 TS Hol=rt ue okl Aw, diddelsle Az 99=

TR AS ZE she] sl mugo] @ Ao A

=



[He] 2 4SS @ RAS Ho| %t &

ofgfi= 8 35 %k RAS 2 I Eo|th tiere HIok oF 2489, &+
oF oF 2309tgof| o2 WAE top 5 WF F shtelth 11 F oF 45-55%7} RAS
QIsto] sk A= <1 oF 100%hgel Ggteh. ¥hd NSCLCE d/delAIA

2
5 OF 14.3%, APEE 9F 21.5%% AHAoh= YA 19 golA|gt #Holgo] H]
[e)

o3 RAS Hol& 9A] 90-95%°] ©o}d unmet needs?} =t} A= RAS Hol=

A TBE, AFEE BT A9 2 targetshe T3 Aozt sHlch

oz ok Al 312 RAS 0|8 7+ RAS 12}
et ok 51 OHy 90~95% 46~49 OHY
Chet ok 193 0y 45~55% 87~106 9t
NSCLC ok 200 2t 25~30% 50~60 BHY
ghzot ok 22 1y 15~25% 3~6 0HY
LhAOk oF 32 Q1 10~15% 3~5 0k
2r3Lhoret ok 42 ory 15~25% 6~10 0Hy

A2 NEM, DSEASH 2|A2|ME]
217 A=Y inddence & motarlity
(A) Incidence: 10.1 million cases Mortality: 5.5 million deaths

: (B) Incidence: 9.2 million cases Mortality: 4.4 million deaths

02

A& Jacques et al, DSEASH MM, 3 AE B4, BE O140lM RAFSH ZaK
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2Ied =2
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Of CHAIZt

RAS+= Daraxonrasib2 backbone®# 5= tH B A7

RAS BAM AlS = CHE EO{7} A|5HY 4 Ql= HZ1Zo| 0|
RAS-MAPK 2% 44912t -RTK 2= —Ras —Raf — MEK —ERK —A|Z

S H 2L ]E’r_ o] AAAE 7RIt A4 AeielA =] w2 A=rt

S o4 Memon ASE oAZstshs mMeslo] gk ool
& olejgt mEuo] ZhgFith. RAS HolS olAle A% (1) olajgt A% 94 7=
w5 Bypass A2 A, () RAS Bl SE 9 (3) 319] Az Sadlo] 85

\

59 A7 wiFUES S5l A= 2zAel ik Wie =5 .

wieby old Zzbzol 24 m=mle uly] oA Ho| Eolzjol okE L= Eof
7} obd pan—Ras 2AA Daraxonrasibi} Ras Ho] Eo]2] ofE-& H-gFofslofof

ot 71sA0] =t AAE mPDACeA Daraxonrasibe] ORR ¢F 33%E 235t
HHH, Zoldonrasib, GFH375 52 WeHdo] <4=sPaA = ORR 30-40% oldeo] +*

5] 1 Qlrt. I E5lal Daraxonrasib2] Hlo[g{of] AFEo] Ggsh=
Okt & SPte, pan—RAS A7 BAMY Al afgtow wkgof Zlo]of 2|&/dolA
Wie dod & k& ZAor 7|ti=7] whzolH.

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

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

| KSR1
MEK1/2 )

ERK1/2

——> Activation “

Transcriptional induction
—— Inhibition (phosphorylation)
=] Inhibition (other mechanism)

Prollferatnon, Survival

At=: springer nature, DSEARSH 2|A2|MIE|



Vopimetostat H& Al

UHSE o 92%

MAPK ZZ O|ZA{3H Al
Lz &1t 2ol

£0|2 stixl= 2t

280l = AR &2t

Ab
o|
—

Job

PRMTS AIA| Vopimetostat2e| HE2%, ORR 2F 92% Ed

69 8%, Tango therapeutics($TNGX)+= AFAFS] PRMTS A4 Vopimetostati:
Daraxonrasib& -85S 7% 2/3L mPDAC(HoY AReholA dedoz o
T3t HHSE oF 92%= 2AoIe= ' HSHTE 2= RAS Ho|(=Daraxonrasib
) 3 MTAPdel(=Vopimetostat&) & &Ael AU = A tVfo = 51%le
™, o= AA| Frder eAke] oF 30%e] gtk

ORR ¢F 92%, DCR 100%% 2/dst3lom 671 PFS M1 oF 90%°l Estict.
3iolgt NSCLC el ORR 100%E 24staleh  ASCO2026004]
Daraxonrasibo] A F5aF 7]F ©F 33%2] ORR 7] tiH] =Ho= =2

<ok, olof] Tango therapeutics®] A7 & oF +53% /F55H3r.

PRMT57F MAPK 412 Ag fr]of ofshk= ol 2etste] MAPK 4195 RAS
o T HWiRollA A B9 AUA] aE Zldistal 2kt IAIFlqIH.
ZoldonrasibTt 22 Eo]& RAS AallAl= wiRAS HAMY 7108 Ajvz] aaprt
v Zlog FAsiglom AAR o AelME Zoldonrasib H8-8tolAl=
ORR ¢F 52%=% H|W A ol4le A¥E HA} £9] Zoldonrasib2 F2-8 ZH|
M G3 ol HIF ©F 18%, SAE 3710] ®1&, thrombocytopenia, Ao SHoZ &
oo Ueth E9] Alof S % WUk By o] e o[tk

Tango pan-RAS W&8¥ FL/lHa tEo] RAS oAAIS] on-target
toxicity s 7N 4 Aol F2g6kal Ut Daraxonrasib @25 300mgell s
5= Daraxonrasib 100mg 5] Dose 1 Ex}ol|A 355 o]4k9] Rash: EAE)]
oot} Daraxonrasib W= 9 A] ©F 14% IS}, Dose 20041 289] o)A
DLT S/4o] %o we} Tangos 434S Dose 1 g0z 71918 ofgolct,

12119 Vopimetostat + panRAS inhibition may yield maximal synergy

panRAS inhibition may result in maximal synergy G12D specific inhibition may allow partial rescue by wtRAS

Compensatory

vopimetostat daraxonrasib vopimetostat zoldonrasib i i
p P WtRAS Signaling
ng'ﬁ_ﬁ;zd Decreased D;.?r:.:q;iaszd Decreased Main‘tainsl
metﬁylation MAPK signaling metﬁytation MAPK signaling MAPK signaling

[ Synergy ] [ Submaximal synergy ]

A&: Tango therpautics, DSEAIS# 2| M| MIE]
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A=A RCT E A

12 Tango therapeuticsi= ©]¥ Phase 1/2E expansionsto] Primary readout2 Fof 2}
oRgo] mite] duht 7]efsh=A] 3-arm HARRI(OWE) 0= WrYstH 23t A=A
2 7IE5US kY oot tiEo] 29 siy|7kx] 1L RCT tARlS 253
dAo R FEAH Eul 12} 24 £019S drgct

32 o] vopimetostat H = do]E7EA] 2RISH -9 Vopimetostatyt
Daraxonrasib®] AUz Gi& Hrt H&s] 7S 4 2 Aoz Hilch a7
PRMTS AAA= Tango therapeutics 2]ol= BMSS] BMS-5047} Daraxonrasib
o] B8 Aol =5 74 FHAE del™ Roche= ZMAFS] pan-RASS}
IDEAYAS] IDE892E H-8(+MAT2Ai IDE397 4538 d3dL gt

2o CfEEedt B8 £0 Al ORRI3%

Vopimetostat + daraxonrasib in MTAPdel NSCLC and PDAC:
ORR 93% - 14 PRs in 15 patients

erall Response (%)

Best Ov

Line of therapy: N=15
z 2 2 3 3 2 4 3 3 3 3 3 1 3 2
ORR 93%
DCR 100%
* 12c¢PR

Dose level and indication:

= 2 uPR pending confirmation

W DL1,PDAC
DL2, PDAC
W DL1, NSCLC

=+ Ongoing Therapy

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

2}2: Tango therpautics, DSEAISH 2| M| MIE]

Q2p1 ZE2KITHEE SO0 Al ORR 52%

Vopimetostat + zoldonrasib in MTAPdel KRAS G12D 2/3L PDAC:
ORR 52% - 14 PRs in 27 patients

ine of therapy:

-20

-40

-80

Best Overall Response (4%)

-100

0
Li
3

a

3 3 3 3 3 3 3 3 3 2 2 3 2 3 2 3 2 3 3 3 2 2 3 2 3 2

N=27
ORR 52%

DCR 96%

= 10cPR

Best Overall Response: * 4 uPR pending confirmation

= Complete response (CR)

= Partial Response (PR)
Stable Disease (SD)

= Progressive Disease (PD)

=» Ongoing Therapy

= 74% 6-month PFS rate (95%
Cl: 49-88)

Dose levels:

DL1:200 mg vopimetostat + 600 mg zoldonrasib
DL2: 250 mg vopimetostat + 600 mg zoldonrasib
DL2: 250 mg vopimetostat + 1200 mg zoldonrasib
DL4: 200 mg vopimetostat + 1200 mg zoldonrasib

Zt&: Tango therpautics, DSEAISH 2| AMZ|4IE]



Hrt MiZ2t &= RAS HO| 7

Revolution:> #PgetolA 7Fd &5+ KRAS GI2D HlolE ©=o= eplsk=
Zoldonrasib(RMC—9805) G12C Bl RMC-6291 ¥ GI12V Al RMC-5127

58 By E—.TO}—’ Qlct. oJu] Daraxonrasib®] pan—RASe] thste] G35 HeJ
T% USoIATolE 7okl TRt RAS AltHolof tigt ofea F7ke 7idRitt
= A X]-lﬂtﬁ 7i el d 2= Daraxonrasibe backbone=sh= H-&8HS
23l Qo= A= siAH:

Q+

Daraxonrasib 04+ Lij
MAPK Al 43517t
64% 2IA| RAS {472 ==

2

as

RAS IS C Z=kHoF!

o} pan—RAS ABAE

For 7IsTtt

J222 ChFGH RAS HO|Of Cg TjO|Z2fQl 2R

o ASCO2026914 Daraxonrasib o] A] o 7Fsst WA vlgo
o714 MAPK Si4= At oF 42%= 71 2 vige
ZFE °oF 22%, PI3BK-AKT-mTOR H3j
RTK 84 MJEHH oF 8% Zoltt. = MAPK 3}974=z A5kl KRAS
amplication = et F 64%2] W/do] MAPK 4195 THA| €
YAdo] 2h8ske oF 4= ¢

?'z_i‘ Daraxonrasib®] WS &7 $Ist 49 s 22 RAS SAIE

olER 2

12023 Daraxonrasib £0 A| 7HsSH Ofld LM SR HIZ

Product Pipeline Targets RAS Variants
Among RAS Mutant Solid Tumors

Daraxonrasib
(multi-selective)

~

T

~

RMC-5127

Zoldonrasib

Elironrasib

RMC-8839*
(G13C)

RMC-0708*
(QB1H)

Other proteins in RAS
signaling network (5%)

Non-RAS (2%)
P RTK (8%)

PI3K-AKT-mTOR
(15%)

RasGAP (5%)

KRAS amplification
(22%)

RAF-MEK-ERK-MYC ~ KRAS mutant
(42%) (2%)

2t&: Revolution, DSEAIEH 2|A 2|4

Ap2: ASCO2026, DSTAISH 2|M2[dE

| sl
> At 1 9
A3}t oF 15%,

SN 7)= HAlo 2

o 7slal
Zolgks olopr |7t Hu. ol 7H Alget the-> RAS Ho] 5old XmAlE
WgFolsh= Zo] & Zolth. 1 9] Upstream/
Downstream MAPK pathway targeting 2]2A|(ex. MEK inh 3 A3t tf-go]

2 5 ok oA ARt PRMTS inh SA] MAPK F2& Bt s At W



L= E0] A|, Zoldonrasib

YDaraxonrasib

HEOH AR =
RASoulte309 QA+ Zia}
F=: AR &3f?

(1) G12D - RASoulte 309 ®-89/ X1l &

Revolutione et KRAS G12D Hojof skt KRAS G12D Hols wEoz
EHISH= Zoldonrasib(RMC-9805) pan—RAS(on) target Daraxonrasib< 54|l
7H1:ﬂ——]_—y oh:]-

OE B 5198 73S Zoldonrasib®] Daraxonrasib thH] 95t A1x|E HQItt
Zoldonrasib} Daraxonrasibe mPDACOA ORR 232} oF 30% <F oF 33%,
NSCLColll ORR ZZF 9F 52%, °F 38%% H k. £3] NSCLCoA= mPFSE

24 vwe 4= =4, Zoldonrasibe] 2F 11.1719-& FISHEPH Daraxonrasib2

oF 9.871L2 st Hiekd SHol Eold X5A] Zoldonrasibo] <=2t
7&% Fot519d-S W] Zoldonrasibo] AFEA o2 G12D Holol= & sl A
& 4 ok

o]o] Revolution mPDACefA Au|gls Heke AR ofn] 2L+ofA 93t
ATE gelgt Daraxonrasibe @=0 =2 1 ]’ A mo] AFESH= RASolute303E5 7
FPol= FA)of| Zoldonrasib GA] B 12 A2 A RASolute305S A|s¥3Hct

o]¢} Eo] RVMDE & 2412 B4 Eofsk= RASolute 309 AL 7|
stal lot weF RASolute 309 /dellA Zoldonrasib¥}t Daraxonrasib®] AJUA]
Tt geld A9 fele Aol 9219 Zdiasin =2 AE 7R gE
% gk Aoz dpart

ok bov ot

22 G12D S04 2|24 e HIOJE] Gigt
%2 e PDACORR  NSCLCORR mPFS mos
zoldonrasib G12D 59| 30% 52% 11.1 JH2NSCLO) HER
GFH375 G12D S0|E2) 41% 5770% Ol=% oleg
INCB161734 G12D 50| 34% — 9= ot
daraxonrasib pan 33% 38%(G12X) 8.5 #(PDAC)/9.8INSCLO) 13.2(PDAQ)/17.7(NSCLO)

A}z 7k AL, DSEAIEH 2| M3 |HIE]



2MICH £01% x|ZA:
NSCLCOflA| ORR F
55%, mPFS 13.17(&
Clate we:

ORR 62%

HAAM = 2M|CH ORR
OF 42-45%

« Daraxonrasib 35%, Tt
mOS= 13.770E

EO0|Z SAMA} ZA} TQE!

A

(2) G12C

KRAS G12C Holx= o]dRE /NdEo]QE Sotorasib, Adagrasib& Qo=
RVMD$] Elironrasib, Roche®] Divarasib, Lilly2] Olomorasib 5 A<=712] tfFst
A 5AES] 7440 A= o3l= FYoltt

Roche?] Divarasibe] ©-=0 2 21, NSCLCof|4 ORR ¢F 55.6%, mPFS <F 13.17}
A2 ARl A A Hfokal et o= 1At Sotorasib(ORR 28%, mPFS
5.6719), Adagrasib(ORR 32%, mPFS 5.5709) tin] oF & Hict & G12C Wiio]
A 1AIellA] 24z 2] Al 4|7 138 Folt}. Daraxonrasibo] ©E=8H o=
2/3L NSCLCOIlA] mPFS 9.870%, mOS 17.7744<S Bl A} vlwsigle o 241t
Eol AoiA| tH] 451t gl |= o] o RVMDE G12C inhE o]n
EoJst 21+ NSCLC A= giite =z G12C Eo]A Elironrasib®} Daraxonrasib
HEEA A 1/248°14 RASE Fo] EAQlele =7skl ORRE °F 62%,
DCR ¢F %2 & 52 FAJoHr

Agdolde s 712+ HIsHl Helth KRAS G12C ®o] HPgetollA]
Sotorasib, Adagrasib 52| 14t G12C ¥2] &A1= ORR <F 21%, 33%°] &
2= 19 24t G12C EA A=A Divarasib, Olomorasib, Glecirasib, Garorasib=
ORR 9F 42-45%2 1“4'74] =2 428 XS] Daraxonrasibe] G12X ORR
= Atsle ul, 5ol AmAPt HEgE S+

mPFS, mOS SWHoflA+= oF&7kA] Daraxonrasib& @

by GL2COA: WIS 99lo} A o] Baols TER, o] 5o ooe
S0l A zAlEe] AL dole7t Ad<slior 7kd Ziolnh S0l AsiA] d=
H] 2 gHol §= 2902 slolH= Ax Qs 7 o7 AHufslic)

024 KRAS G12C 2|1 2HtofA A A}

N Response Rate Median PFS Median OS

Sotorasib (CodeBreaK 100) 38 21% (8/38) 4m 6.9m
Adagrasib (KRYSTAL-1) 21 33% (7/21) 5.4 m 8m
Divarasib 7 43% (3/7) - -
Olomorasib (LY3537982) 24 42% (10/24) 6.9m -
Glecirasib (JAB-21822) 31 42% (13/31) 55m 10.8 m
HRS-7058 9 75% (6/8) - -
Garorasib 22 45.5% 7.6m

A2 ASC02026, DSTFAISH 2|A2|HIE]



Pan-RAS(on) Aall 24  Pan—RAS(on) #3fi(ex. Daraxonrasib, FERAS-0015)+= A AA7F E57 55
WA S o] dAf JNEARPT w2 ¢t @A RVMDZF HshE 385t US 12,409,225 E5
+ CypA ZH+RAS 2% Adjary] eitsE 425 Hoskl Qlrh

HHH G12D, G12C 59] o4 #oiAl= Revolution Lok FFolA2, Quanta,
Genentech, OFAEZHAYZE, Incyte, Lilly, Genfleet/Verastem, D3Bio, Kumquat,
Tyligand Pharma, Ranok Therpautics, QiluA|¢F 5-0] thFstA 7Rdhstal Qirt o=
Revolution Medicine®] tri-—complex B4l =13H=] %] ¢FO™ on-state, off—state 5
ojeFet HrAlo 2 Hetskal Qlot

RAS degrader ®A|&e F-=ofiEqotct, A7} opd ©hild ZEHE A ASH: HH
oz Y 93] 7FsA4o] ol2H oz =t} A4 Astellas”} Setidegrasib, ASP3082,
ASP4396, ASP5384 52 =202 Jhd Foln AJFet 79 7]E2] RAS SAA]

Sult O ALY B4 £ G4T 5 Ak

ol S|AZFBielo] &7 AFSAF Revolution Medicine €] of# siP7L AHIE AAIE AWEE 556 =
RVMD 0|% 247 4= ot @A7IAl= RocheZt R 2732] G12C Divarasib, pan—RAS RG6505

€ vigez IDEAYAS] PRMTS W-8512714] 435k Revolution¥} 71 A
g Heks BAlokal Qls Aos weErh

i

pey
—

1zhs RAS A5HA| ZHE 51

RAS inhibitors in clinical development

G12C inhibitors G12D inhibitors panRAS/RAS(ON)-multi inhibitors
Sotorasib (Amgen) RMC-9805 (Revolution Medicines) Daraxonrasib (RMC-6236) (Revolution Medicines)
Adagrasib (Mirati/BMS) HRS-4642 (Hengrui) ANS025 (Adlai Nortye)
(D)ilvarasib (Genentech/Roche) QTX3046 (Quanta) E‘S’;;gg;g lgéagggs) o)

lomorasib (Lilly) QTX3034 (Quanta) YL-17231 (280Bio)
Fulzerasib/GFH925 (GenFleet) GDC-7035 (Genentech)
Glecirasib (Jacobio) AZD0022 (AstraZeneca) panKRAS inhibitors
MK-1084 (Merck) INCB161734 (Incyte) ERAS-4001 (Erasca)
Garsorasib/D-1553 (InventisBio) INCB186748 (Incyte) BI-3706674 (Boehringer Ingelheim)
RMC-6291 (Revolution Medicines) VS-7375/GFH375 (Genfleet/Verastem)  QTX3034 (Quanta)
D3S-001 (D3Bio) D3S-003 (D3Bio) BGB-53038 (Beigene)
HRS-7058 (Hengrui) LY3962673 (Lilly) fﬂ’(‘;‘éﬁgﬂ ((ﬁ:}le’)me)
BBO-8520 (BBOT) KQB548 (Kumquat) JAB-23425 ( Jacyobio)
FMC-376 (Frontier Medicines) TSN1611 (Tyligand Pharma) ABREV001 (Agastiya)
KQB365 (Kumquat), also G12S RNK-08954 (Ranok Therapeutics) AUBEO0O (Chugai)
>10 other G12Ci QLC1101 (Qilu) TRN-372 (Treeline)

AMG410 (Amgen)

G12V inhibitors G12D degraders BBO-11818 (BBOT)
RMC-5127 (Revolution Medicines) ~ ASP3082 (Astellas) HACSIZE5(Faecal Thergpation)
QTX3544 (Quanta) ASP4396 (Astellas) panKRAS degraders

PT0253 (PAQ Therapeutics) ASP5834 (Astellas)

Approved

Slide compliments of A Aguirre

2= RVMD, DSEAISH 2|A2|ME
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Tango?} S012H,
MTAPdel tH0| &t EQ

OF2! RXAt BAL & NGS

leo u 2O AX

'S = T
CHEY | 245, 7iEIEY
A, Tempus

RAS A|FHO| HEQ @
A| LLHIO[E] ZHE A,
7|z2= 2ot Zekd A

910] = 7kx] ARl B RVMD®] Alulx) ke Sieletgle o 4k, v, cvaer
5 RAS AV 2852 SR Gl Be s

7P 2 Aew it

O

0] 2/3L mPDACOIA] Tango therapeuticss= RAS Fo] 2 MTAPdelE A0 A
1 e E to 2 zARe] PRMTS SAIAl Vopimetostat® Daraxonrasib
= 8T 7% ORR °F 2%k ol 45 2AaE sk

L

A= mPDACOIA Daraxonrasibe T Fof o= HHo] 7HY WA 57t =

ZAog M=y ot Iy Vopimetostat +Daraxonrasib -8 @5o] ORR 2

Tk ofyel mPES, mOS 59] A#oME ¢-det dugls e A% oatle

MTAPdel ®Ho] {75 4 =RIgH & Hio] gith. o Tango delA=

MTAPdel Holi= o] [HC T NGS=2 ERIstg o g% & Ho|ouAE &
Alofl Elske Fet wido] #Eekd 7Hs/dol &k

A nlEeld NGS A AR&e it Aol g ARl we
NSCLC 712 7ol NSCLCOIA] oF 57%, 712kl oF 37% “asksict. o
7J9ke EGFR @) A 2 KRAS A7 72 Aaslut oids] PCR 94l 7417}
BHstElojglon NGS @85 Y Aalold e ol AzArt ¢
&0 NGS AAE oH4] ghe golich

o Daraxonrasib 5|7} A, RGO 2 ARg= HAPL 2AE Aido]n] o]Zlo]
At A Bxp ZolErE = 4 Qltk Daraxonrasib®] RAS woj#inl oyt
Vopimetostat®] MTAPdel FiolE FAlof| I 4= Q= FHExITo] k¢ RAS %
@ AP M/SE 7HE Ao=m AYRith A FH T ST ARlAE

FoundationOne CDx(=24F ¢14%), Guardant360, Tempus 5] Al&stal Sk

(¢}

op7k2] RAS o4 AlAI2} Daraxonrasib -89 H-2 0|24 02 RASE deep
et Zmof|A sk 9lont Al Avk= PRMTS tiH] A1 skolsh]
712 Bt @7 ARto] "agh Zlow JAYHLL RAS AT Hol7R] 2] oo
T 9FE vt A7dat dag A oldt B 4 SHrde] gt

ANzt A5E Aow At

il



Atebimetinib, MEK Z{a}{A|

ASCO2026914 E shte] Znj29d glolel= MEK #3aA] Atebimetinib(+GnP)
9] mPDAC 12} A=A 9A glole|9it). Atebimetinib2 RAS-MAPK 7 =2ofA]
Ras®] st 29l MEKS 213 Aloffoh= Al=Aoltt. o|wfi7kx] MEK inh &°] =
o] Alste] 4 Ao A Aufigt BFH, Atebimetinib-> Deep cyclic inhibiton =
AR} § 2540w TS SolHA 54 IEESE AAESITh

Atebimetinib< 557 thto=2 st AAF 24104 ORR 9F 42%, mPES ©F 8.37114,
mOS(preliminary) ¢F 17.37F9=2 99t AAFEHE HYgrk 9] 6784 OS rate
94%, 971E OS rate °F 86%ek= Ai}= iAot

s

Z| Atebimetinib2 Fget 12 X2A] o= GnPet WEdl= 4 34
MAPKeeper 301 942 A6 o= Daraxonrasib®] RASoulte303 /3=t &
ARE 2= FF QY AE A HuT & Qs Zlow ARt

1226 Atebimetinib Q4 24+

9 mo.

0.7-
0.6+
0.5+
0.4
0.3+
0.2+
0.1 +
0.0~

0 1 2 3 - . | 6 ; é 9 l‘O 1‘1 1‘2
N= 55 Outcomes
Months

Best % Change in RECIST SLD

*e L ] . -
L L L I -||||IIlI"“““"“"II
.

OS Probability

Overe | RRTDCR e o Phase IIl MAPKeeper 301 Activated
iv
Median PFS 83m P
Median OS (preliminary) 17.3m NCT05585320, NCT07562152

Kim, JS. AACR, 2026, Abst #1873
Chung, V, Vu, P. ASCO, 2026 Abst #4013
https://ir. 173 h m -

2tZ: ASCO2026, DSEALZSH 2|AM=|4lE
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ey AL R/

12 2|24 - Modality A4 T= ZHH (feat. MiE2t)

gloor ADCIL afAlst 12} Z2|=2A| A9 Eel?

HIE, =58 VAR Wl 2552 SuieEdel |
2 FAA O] {2 WSt Qlsto] ko] HW, 11 F 4 7o) FEAMrT |
ke RS TP ZF(Multiple Myeloma, MM)’ o|2tal B2t [NJO] chaa A,
Ed5] 50| o dghe] thyAQl oFZolrt.

HEZE BAIE 9 T A2 Ju-50] oz Qlsto] T ET). Read-Stemberg
cell -5l Tt 20% ofst et 2 79 22X dIg, 80% ol XthE 7% H]
TAZEZF(Non— Hodgkm s Lymphoma, NHL) 2.2 Wt} 7 et ol e
2= DLBCL(Diffuse Large B—cell Lymphoma)7} 21t} Roche2] Z&]H|7} A of
FAQ 12} A mAl= X zE]Al ek

WEEE T IR WBCS| el ojste] WAEm Fke Ao el gl
7155kt o= A F5AT A, 24T b o2 ik

S{OHOFH
Ay
Blood cancer, Hematologic Malignancy

oy B4 El 2ATZ20|A ATl 2Y

BL0M23 o
U HUNE R vl

ETO
Myeloma

244
Myeloid

\
\
\
\
i
]
2o -
L{ HANEZ ] ]
i
]

24
AML
Acute Myeloid Leukemia
CML
Ch

e
* Hairy Cell Leukemia
«  Prolymphocytic Leukemia

» Eosinophilic Leukemia

2oy
Lymphoblastic
80%
20% 2t 0.54mn @y N 1
_ 74 B ClEYN D4R !
. HS2|712D= LN =3=T !
2|72l o= “a=gS T 1
2221 e NHL, Non-Hodgkin's ' Multiple Myeloma ]
HD, Hodgkin’s Disease Lymphoma i 1
I B at

ISlow
Growing(20%)

5=T7d 55

A2 DSEASH 2|AM2|HIE]



DLBCL 12t SoC= 24|
DLBCL2HA} Chet

> N5t 27

23: ABC, GCB
R-CHOP, Pola-R-CHPS
ABC OFoflA2t g4

New 2|2
Tafa-Len-R-CHOPvs.
R-CHOP

PFSHRO0.75

Tafasitamabe GCB O
HME 0§ 23291 Zat

PFSHR0.69

Tafasitamab OFd 12

frifeofe K=}
228S

DLBCL - ASCO20262 AHUo|g HCl= ‘HE 27’2 &5 SO{FCt

A7) DLBCLS] SOCE= 71& R-CHOP 27} O(Vincristine) th41 PolivyS A&
Sk= Pola-R-CHP 8§ T 7127} A=A It} Polivy+= 2023 49 FDAS] A
FolEiel. o]2gt SoC:= Al DLBCL e gitez shy, H7R:=
DLBCLS #3d AEsbt "dasi= ool Auide|ginh. 1=iub ofd
ASCO20260114 AR Al molmele]l HlolelE2 AlEslt Bash] o2 #g
84| 7 7Fs7dS AAISkAT

) 9)A-2 DLBCLS ABC(Activated B—cell type)® GCB(Germinal Center B—cell
ype) o2 WA Zolth, T oFg % @ SoC3l R-CHOP} Pola-R-CHP &%
GCB otgofA A#o] £2] ¢t} AA| DLBCL A5 digez 5192w, Polivy
+ PFSolX= o3& Holi= BH, OSellA] S5t off]o] Holz| eto} M/S F5of
olfEE AL Utk 1o ol = ARt of HH, GCBollA F3igh o]50]
QIE|z] oF= WhA ABCOME PESQF OS 5ol oJu|@l= Hazard ratio 7H410]
gRolHrt, o] U= pola-R-CHPS ABC otdofet Algtsiar Qict.

ol2fgt AFollxl CD19 TP, tafasitamabe] DLBCL 12} Z|mAo] =245 W
oltt. 71€ R-CHOP QHol Tafa-LenadolimideE 37}sH= Tafa—Len—-R-
CHOP 84S AFg3H 94 34 frontMINDOA Tafal= EAAC 2 §ol5H PES
ZHolA A A58 @ AFT 947do] oF 25% #AHR 0.75(pp=0.0194))5k3t). 24
PFS ratex= °F 71.1%(vs. R—-CHOP <F 62.9%), 3 PES rate 2F 67.3%(vs. R—
CHOP 60.7%) e}, A4 AEE&L 18719712 AR eu 11 olFol= 447 =
Aol W= 29 Alel oF 4% Aol(XN AT 84.1% vs. X 80.5%)F E<I
o}, 97 g HlolEl= Povliye] POLARIX @M 3AKIPI 2-54 o) S Axje]
PFSHR 0.77, 59 PFS rate 7H41Z] F 6% thH] 2 o]xdo] glojHlct,

o, S99t H2 o Tafastimab-Len—-R-CHOP 8% Cell of Origin(COO) %
Hhof 244 43S Yehfidel= Aot ABC oFdolld PFS Hazard ratio”} A4
o2 SHRAlgem GCB ofalolE o BAY Rele] wUa Ralge
1}
©

A} 2= HR 0.69(CL 0.40-1.19)& 1} £ 2o|gle}. o] Hlolelr} Zu|=
72 LenadolimideE F7Fsto] ABC oFolli= ol Gk Zqlo] o |F

, GCB oFg2 ol €19] 948t Adfeh= o]t

2E COO #4ll-%= GCB HR 0.7 Wel7h FA5ch DLBCLO] 3leiA] oFdd
Hol 32t 2g2of PastA] gt} o= CDI9 target 7|52 St 7154

o] o}, CD19 7|5t 2@ dgfo] COO A glol 284 7PsAS AARIt




1228 Tafasitamab 4 34 20t in PFS

1004 HR 0.75* (p=0.0194)
o] 95% CI: 0.59, 0.96
s Tafa-Len-R-CHOP
@ 104 - o A25% reduction in risk of
< 507 o progression or death
2 90 ’ demonstrated with
F gg ) Tafa-Len-R-CHOP vs R-CHOP
E 3
[=]
& 20 o 2-year PFS:
04 71.1% with Tafa-Len-R-CHOP vs
0+ h:’ledlan fO”E‘JW'Up of 3I5 2 monlhs‘ | ‘ | ‘ ‘ ‘ 62.9% with R-CHOP (A=8.2%)
0 6 12 18 2% 30 % 42 48 54
) Time, Months ¢ 3-year PFS:
'I'\f:':t::s'( 448 333 282 259 248 191 107 13 1 0 6730/0 Wlth Tafa_Len_R_CHOP vs
R-CHOP 60.7% with R-CHOP (A=6.6%)
R-CHOP 451 320 266 244 222 182 101 19 1 0

A}2: ASCO2026, DSEAIZH 2|A{Z|AHIE|

1229 Tafasitamab cell of origin PFS benefit

Consistent Trends Toward PFS Benefit in
Prespecified Subgroups

Baseline Tafa-Len-R-CHOP R-CHOP Tafa-Len-R-CHOP R-CHOP
Risk Factors Paticnt niEventn___ Patient n/Event n Better Better HR* (95% CI)
Overall 4461121 4517155 o] 0750
Cell of origin by central GEP
ABC-like 84127 88/44 — 059 (0.36, 0.95)
GCBHike: 131123 17729 —. 069 (040, 1.18)
Unclassified 2417 40116 e 058 (024, 1.41)
score
1PI 3/aalP| 2 250156 244175 — 0.70 (050, 0.99)
1PI 4-5/zalPl 3 186164 202179 — 082 (059, 1.14)
T T ]
PFS5 by investigate t; ITT lati 0.25 1 2 3
 invesiigator assessment. ITT population Hazard Ratio

“Calculated usina a siratified Cox proportional hazards model. {Europe, USA. Canada, Australia. and New Zealand

A}2: ASCO2026, DSEAIZH 2|A{Z|AHIE|

2230 DLBCL 2|= 70|22l st (ver.2024)

202304 &2/

Pola-CHP
15t Line 4
Pola-CHP + Columvi : i MK2140-CHP
Phase 3 Phase 2
Time from completion of 1L therapy > 1Y (25%) Time from completion of 1L therapy < 1Y (75%)
30-45% A ASCT eligible ASCT ineligible ‘ CAR-T eligible CAR-T ineligible
(50%) (50%) (50-70%) (30-50%)
((caRT (it eligible) ]
. 4 CAR-T +
Intention to H
5 Pola+ Pola+ idai i
2" Line proceed to transplant [ Benda+R P Lunsumio -Brg‘ﬂrlgégﬁﬂan?y options
: ggé:glatmum*-R . ) * Pola+R+Bendamustine
[ Tafasitamab+Lenalidomide J GDP+R
* GemOx+R . GemOx+R
« ICE+R .« ICE+R v

[ R+ *Co)umvl

NG Gemox WP+ GemOx :

K 3L+ therapy options
« CAR-T therapy (if eligible)

ex. Axi-cel, Liso-cel, Tisa-cel

Columvi(Glofitamab-gxbm)

Epcoritamab-bysp

Zynlonta

Pola+Benda+R

Brentuximab vedotin for CD30+ disease

Selinexor

T

2t=: NCCN, Roche, ADC therapeutics, Merck, DSEAIEH 2| M2 |4AIE

= 3|M HIZ2 OF2! FDA approved /2| et A I &



o= whareitt, ZkAR] oral CELMoD
Golcadomide(Lenadolimide GI&|o]= #Z)-& COOOﬂ THAIglo] direct cell killing
A4S HojEtk= Aot 0] frontMIND 94} 344 LenadolimideZ} ABC
ofgoll eHgste] By Uehd 208 oV A tiEoh

I,
o,
o]
<
ir
®)
@)
O
N
r
N
=)
lo,
Fl
i
ox
)

Lenadolimide ¢130|]E  BMSE ©]®H ASCO202694 CC-220-DLBCL-001 ¥4 1b4 A3E sty

Golcadomide, t}. Golcadomide 0.4mg2 Pola-R-CHP®]| add-on ¢+ A3} GCB2} non-GCB Z+

HIO|E= 02 &2 Z} CMR (includes—durable CT-based CRs) 2F 92%, 100%2 WEFHRIE}. Overall 22}
TIME oF 89% CMRE Htt £3] MRD negative?} 2F 83%°] E51%.0m,
127§ DOR, PES, OS rate”} Z+2} 95.8%, 95.6%, 100%°] Esttk= Holtt. &
2 Follow up 7|7t0] ¢F 16,7710l E}5te] o glolH 2 A3 delshr)s= of
e ol RHQl Avtg HUIRht Golcadomide+tR-CHOP A 34F
GOLSEEK-1+= 199 12} LBCL tio = YAt #Is) Folct

1231 Golcadomide= Lenadolimide &7124|0|= &, COO 2HAIG0| &0}

Induces complete conversion of cereblon Results in deeper, rapid lkaros/Aiolos
to the active, closed conformation'2 degradation with COO-agnostic activity’-3

Golcadomide induces deeper, more rapid Ikaros/Aiolos degradation’

Inactive/open cereblon Active/closed cereblon .
No lkaros/Aiolos bound Ikaros/Aiolos bound g @
ac; 60
g o+ coca
GOLCA % -100% $7 mien . _

> 0.001 0.01 0.1 1 10 100 1000 10000
>

LEN % -20%

Deep degradation results in direct cell killing agnostic of COO and
immunomodulatory activity (stimulation of NK and T cells)!»*3

« Golcadomide’s unique structure enables distinct binding outside 5 s -
the tri-TRP pocket of cereblon inducing complete conversion to & 2100 . [ ABC
the active, closed conformation vs lenalidomide (-100% vs -20%)' E%; 25 Tee
8%
- Golcadomide preferentially distributes to lymphoid tissue" £ % g - :. : “ e
b 0 - fw
GOLCA LEN
At&: ASCO2026, DSTEALSH 2| M2 |4llE]
21232 MRD negative 2233 127t DOR, PFS, OS rate

Patients with
high-risk disease

EOT MRD negativity using PhasED-Seq® in the overall

and high-risk diseaset populations Eealipopnizton

0.2 mg 0.4 mg 0.2 mg 0.4 mg
100 83% 80% (n = 26) (n=28) (n=23) (n=24)
90
. 80 12-month
% DoRten % 917 958 905 95.0
=
5 e 12-month
g o . Prorutan s 883 956 867 95.0
g © 0'4 z 12 th
a mo.am -mon
g 30 0S rate®, % 92.3 100 - -
20
10 e a1 Response: MICMR M PMR MISD 1/PD Not yet evaluated
0

4 New anti-lymphoma therapy Survival follow-up

Overall High-risk disease

+ Study discontinuation = Ongoing response

A= ASCO2026, DSEASH 2|M2|4dE] 2= ASCO2026, DSEASH 2| M2 |4l



DLBCL1L2
GolcadomideE 7|42
2 ZAH

LCB71 &= DoR, PFS,
oSOl ==

webd d4] DLBCL 14} @A AR Mafska 9l ROR1 ADC, Merck®]
MK-1240 32 CStone/2]7FlHF0]2.2] LCB71(=CS500D) A= (1) COOQo| =5t
2] = o Axt 32 (2) ABC oA Polivy-R-CHPE dolA: 94

olg Azstolor Feke Warol AXEL. ob7iA] % 719 BE QOO ofde]
diet A7 ZAE A gk

Phase 1b initial ¥4 Z2¥+= BMS9] Golcadomide 237} 7|=o] 2 Aoz Y
3ttt Golcadomidex= GCBLF non—-GCB ZH2} CMR (includes—durable CT—based CRs)
oF 92%, 100%= eIt Overall S E 2F 89% CMRS H ¥t MRD
negative °F 83%, 1272 DOR, PES, OS rate Z+2} 95.8%, 95.6%, 100% ATt

R

FA CStone/2)71AHol 94 LCB71+R-CHOP ®-ga9o= e <t At
|ollK ORR ¢F 100%, CR ¢F 95.5%F 2/dst3itt. o272 DOR, PES, OS
ratet= 370 B @ik &5 @EE H¢ MK-1240 2 Golcadomide®}t 7HH]
g She Ao= VL.

El

71 9] gl7EdHte] 4= CD19-PBD prodrug ADC, IKS03-& 7tk Qo @A) m]
oA B cell AZF i A 1S X198 Folw 20259 5¢ A S Fofrt &
=5 W 2o sk 94 dloleE gtk

1234 ROR1 ADC, ORR 100%, CR 95.5%

CS5001 in Combination with R-CHOP Demonstrated Broad and
Deep Antitumor Activity (ORR: 100%, CR: 95.5%) in 1L DLBCL

100

BO —

€55001 C55001 cs5001 W 50 ugikg
All DE"“ Le)uels 50 pgrky 70 pg kg 90 pg/kg Il 70 ugikg
- (n=11) (n=8) (=3 W 90 uglkg

20
L]
20 -
_4p

60
CR

Best Change from Baseline of SPD in Target Lasion, %

=100

e
80 | ORR®, n (%) 22 (100%) 11 (100%) & (100%) 3 (100%)
| CR®, n (%) 21 (95.5%) 10 (20.9%) & (100%) 3 (100%)
40 - 3 - -- == ===
PR* N (%) 1(4.5%) 1(9.1%) ! I

R
a0 R CR R R CRr CR CR cR R CR

PR CR CR CR CR CR R R CR

CR CR

A= CStone, DSFASH 2|M2|HIE



0|=aH4| Teclistamab
2L+ MM SoC=Z =t

PFSHR0.29
OSHRO0.60
CR65.9%(vs. 16.8%)

OFMM &= manageable

LSS 30 2= - 0] Tecvs. ADCvs. CAR-T, Carvykti

PIETEOIA 7FE Fomlsid A72857H= MajesTEC-9 itk INJ-2 1-32F %]
2P0l = 2L+ e thAFC 2 Teclistamab(BCMAxCD3 BsAb) @52} &
A SoCPVd/Kd,  Pomalidomide-Bortezomib(70% ~ A&)/Carfilzomib)s  HW 5L
Teclistamab 2] ¢ AH|ZO|=4= step—up dosing 717HgE ARgE|o] ARAY
steroid sparing regimen©] At} A2 21 OF 21.5%, 3L ©F 44.3%, 4L <F 34.1%
2 AT F9F prior line2 23] R QL)

A= kAol 1870 PES rateo]A Tec T Hto] oF 69.8% A3k ¥t
H iz oF 26.9%HR 0.29, p<0.000D) At mPFS+= Tec THEQ w2 o]
Tl b2 W, SoGe oF 8.270€l R s avk= CD38 88 AR+
T Lenadolimide —roi . PVD/Kd, ISS, High risk 5 BE Z]|3o]] TAIglo] U
HA FAEAS 9SE SR dAolqlth Tee @=a%wo] CR ¢F
65.9%, VGPR ¢F 80.1%% 2735t SoC CR ¢F 16.8%, VGPR F 36.4% thH] ¢
THog 245 ATE 4S50kt MRD negative ©|4% evaluable analysis sete]]
A ©F 86.4%(vs. SoC °F 45.5%)& 2745t vl Z=et MRD Hlol8E HH.

OS oA 1870 OS rateolA Tec &=QHL oF 79.2%(vs. SoC °F 68.6%) %2 AFY

AEE °F 40% 7HAHR=0.60, p=0.002) A1Fct. £3l, PVd/Kd SoC oA A=

7F TR o)F OE o5 A 52 CAR-TE Foldetaol: skl OS olf
o] fAIE| k= HolA o Ak v A o= Friet 4 Qi

oPHA] ZHollA Grade 3/4 Neutropenia ©F 54.3%, 7 oF 41.6% HA¥sI.o™
Grade 5 & GA] 5.5% WASIGIEE 12y of2|eh e tiF-E Fof 7] 674
2 Y ST FollA] FA- o2 wHlitt

2235 214004 YEHOl HS2 LIERH Tedistamab HERY

Estimated 18-mo PFS

oy
PR
Tec

HH—H—+ Median, NR

PVd/Kd

%1 HR, 0.29 (95% Cl, 0.23-0.38); P<0.0001° Median, 8.2 Fréiithe

. Median follow-up: 17.3 months

0 3 6 9 12 15 18 21 24 27 30
Months
No. at risk

Tec 296 258 239 206 172 141 92 57 27 6 0
PVdKd 297 199 162 112 74 51 33 16 6 1 0

Surviving without progression, %

Tec significantly improved PFS, with a 71% reduction in the risk of

disease progression or death in a highly refractory population

At2: ASC02026, DSFAISH 2|A2|HIE]



1236 Majes TEC-9, ORR 12137 MRD negative CR rate

Evaluable analysis set?

ORR: OR, 4.62 (95% Cl, 3.13-6.83); P<0.0001

2CR: OR, 10.42 (95% Cl, 6.89-15.76); P<0.0001 OR, 6.80 (95% CI, 3.05-15.16)
' 2
I S
100 845 g
90 (250/296) [
o
80 3
® 7 54.2 o
a © o i (161/297) 2
§ 501 Gsg 2CR 5
3w 16.8 2VGPR 2
30 364 [lscr a
20 I W cr nE:
Py [ vGPR
. 4.4~ 17.8 PR
Tec PVd/Kd ' Tec PVd/Kd
n=132 n=44
Zt&: ASCO2026, DSERISH 2| M| 4E t&E: ASCO2026, DSEASH 2|M2|HE

12138 Tec OSO{|M O| M S=Edet

Estimated 18-mo OS

100
1
0,
' 79.2% -
80 Median, NR
B
g : o
2 ! 68.6% PVd/Kd
% i Median, NR
5 40 1
2] 1
1
)
21 HR, 0.60 (95% Cl, 0.43-0.83); P=0.0020 '
Median follow-up, 17.3 months :
0
0 3 6 9 12 15 18 21 24 27 30
No. at risk Months
Tec 296 280 263 237 195 159 107 66 33 1" o
PVd/Kd 297 264 243 210 172 137 91 54 25 8 0

Tec significantly improved OS vs PVd/Kd, despite over two-thirds of
PVd/Kd patients w tiated subsequent therapy receiving a BsAb or CAR-T

A}2: ASCO2026, DSEAIZH 2|A{Z|AIE|

112139 Overall Safety profile J2l40 2+ Safety profile (67H&217HA| SL0| 2H4.)
PVd/Kd (n=283)
Any TEAE | 290 (99.7) | 247 (84.9) | 277 (97.9) | 216 (76.3)
Hematologic
| Neutropenia 182 (62.5) | 158 (54.3) | 81(28.6) | 63 (22.3) | o
Anemia 110 (37.8) | 52 (17.9) | 119 (42.0) | 46 (16.3) i
Thrombocytopenia 80 (27.5) | 31(10.7) | 110(38.9) | 60 (21.2) HE
Lymphopenia 71(24.4) | 59(20.3) | 49(17.3) | 32(11.3) i
Nonhematologic? E §
| crs 192 (66.0) [ 2(0.7) 0 o | e 3 o i Ey
Diarrhea 124 (42.6) | 15(5.2) | 72(254) | 4(1.4)
Cough 80(27.5) | 2(0.7) | 39(13.8) 0
Injection-site erythema | 71 (24.4) 0 8(2.8) 0
Hypertension 20(69) | 13(45) | 51(18.0) | 32(11.3)

A= ASCO2026, DSEAISH 2|M2|4dE] 2= ASCO2026, DSEALSH 2| M4l



ADC Blenrep vs. ojz{gt olF

oF A= 12} A BAE k8l BCMA ADC, Blenrep®] 42291 A=}
ZSH| Teco| MAIZE 2 7]537IE Blenrep DREAMM-07,08 94 Fote] 2L MM SoCE =3 ou
FDA7} 337s] Haed o2 s|7hE ol @A AMAY 3L+ MMO2 5|71 St

G7M= Blenrep® 35| -2<oitt. Blenrep= DREAMM-79)4] Blenrep+Vd<et
DVdE v]wsl-& w] PFSE Blenrep ©F 36.670E(vs. DV ¢F 134719, HR 04D oj
T e ANE UEUSIE OSE AFERIRE oF 42-51% A4, A4 o<

St oot PVdet Hlwshk= DREAMM-8I PES EAA f-o1/dS H st

ADCBlenrep, IR0 Bstal ODACS Blenrep?] QM= 2 BRI oJAS Wom 725
orpEMoz o5l Agt | 10 FDA 581& 551301} 2L+ o4, IMiD(ex. Lenalidomide, Pomalidomide)

H2|0llM FDA 57t +Proteasome inh(ex. Bortezomib, Carfilzomib) | $2k= AFQ1 Helef| tiste] 5
& 3MM 71 SSatdnk. AM 3L+ olelM SI7HE shE el el Al v,
TEC #9 Blenrep H-=7d0] [ =]l o® 2leolE 7P4& 2| wsjEAL

2241 ADC, Blenrep2 317142 Aok
On October 23, 2025, the Food and Drug Adminisiration approved belantamab
mafodotin-bimf (Blenrep, GlaxoSmithKline), a B-cell maturation antigen (BCMA)-
directed antibody and microtubule inhibitor conjugate, with bortezomib and
dexamethasone for adults with relapsed or refractory multiple myeloma who
have received at least two prior lines of therapy, including a proteasome inhibitor

ic
" and an immunomadulatory agent

A2 FDA, DSEAESH 2| M| MIE]

242 MM 2|2 7H0|E21R1 |5} (ver.2024)

Transplanteligible Transplantineligible
Carvykti (24h)
§E28 | cwmuoes | #2128 ) | s 2y ) #4124 )

« lenalidomide(R) #
{Primary Remgimen: Rvd ) ! o . Bortezomib(V) Carvykti(4)
- lenalidomide(R) Lenalidomide . D h d) CARTITUDE-5
15t Line . Bortezomib(V) examethasone(

______________

* Dexamethasone(d) Useful in certain circums.:
_________ Ixazomib

Dara-Rvd, 7/30 2!
PERSEUS

{ Bortezomib LS (2 30%) { Lenalidomide L{4 (2 70%) }

KRd Covd Ty I\ Blenrep+Vd, BLA A%
- Daratumumab/bortezomib/dexamethasone _ ) DREAMM-07

Blenrep+
Backbone(Y4)

+ lenalidomide(R)
+ Daratumumab(D )

27 Line

- Carfilzomib/lenalidomide/dexamethasone | |\ mes o o o i o o o e o o o o o ot o e
D

_=Raraturaumab/carfizomib/dexamethasone . -
: Pvd i\ Blenrep+Pd, BLA A1
1 - Pomalidomide/bortezomib/dexamethasone ) DREAMM-08

~

- Daratumumaby/carfilzomib/dexamethasone
DRd
- Daratumumab/lenalidomide/dexamethasone

Isatuximabr-irfc/carfilzomib/dexamethasone

Isatuximabr-irfc/carfilzomib/dexamethasone Selinexor/bortezomib/dexamethasone

N
- DPd : Daratumumab/carfilzomib/dexamethasone , P Cg:%ﬁ}bm a

+ CAR-T (cita cel — Ideca cel)

+ Isatuximab-irfc/pomalidomide/dexamethasone
* Ixazomib/pomalidomide/dexamethasone

« Carfilzomib (twice weekly)/dexamethasone

+ Elotuzumab/lenalidomide/dexamethasone

* Ixazomib/lenalidomide/dexamethasone

AHRINCON, J&J, GSK, DSEARE 2IMAIME] 3 W2 of2 ot 23

u
Job
£}
ol
=
o
z°="
_E
02
o@
ofN



27|12 12
ASCT 0|2 RAI2H
:Majes TEC-4

Teclistamab®] Next BZHE X7] ASCT fA8% FEo] H Zlojth. AA=z
Teclistamab2 12} A=A i G288 AFAE Majes TEC-4, Phase
3(INCT05243797)0] 2028\ readout gl Act. ASCT olF gxfollA F22H
O 7]& Lenalidomide SoColl Tecg add-on ¥ Tec &= FolsiiS o 855
siQlstarzt gtk R/R MMolA 9] =2l G5 9 MRD negativity Zol= 12}

ABAPINE FH5] 34 T5e rleeit. 27] ATRES Hle 9%,

12143 Majes TEC-4 4t C|z|Ql

MajesTEC-4/EMN30 Study Design?2

TS | GO

S
oyee Teets mykgaw- Lo =
. Tec(Tec Q4W)
» |8 yearsof age Cycle 3-8 Tac 3.0 mg/kg O2W + Lan®
* NDMM per IMWG criteria Cycle 7+ Tec 3.0 ma/kg Q4W + Len®
* ECOGPS 2 Len
* Rocolved 4-6 cyclos of a 3or 4 drug _
incluction therapy” and ASCT £ g =
Cyclet: Tec SUD®+ Tec 1.6 mglkg' "o * PFS
+ Prior rsatment with: Cyele 2-268:Tee 3.0 mg/kg QAW+ Lene = * 12 months MRD nagativity CR (by NGF, 10-7)
o Immune cell-redirecting agent, o . 08
gene modified adoptive therapy . =CR
(CAR T cells, NK cells therapy] J Cohort 3: Tec = CRconversion
(Tec Q4W) *  MRD-negalive conversion
Cycle :: Tec SUD* + Tee 1.5 ma/kg' * MRD y/sustained MRD ivity
Cycle 2-26: Tec 3.0 mg/kg Q4W ?;:?r
= Safety

AH&: NJ, DSEAIE 2| MM

J2ia4 Majes TEC-4 27|21k
MajesTEC-4/EMN30 Study (SRI Cohorts): Response Rates After ASCT and During Maintenance?

Cohort 1 Cohort 2 Cohort 3
Tec-Len (QW to Q4W) Tec-Len (Q4W) Tec (Q4W)
Response, % L] e LR
Response Best response Response Best response Response Best response
after ASCT® = onmaintenance  after ASCT®  onmaintenance = after ASCT® | on maintenance
sCR 18.8 906 12.5 65.6 33 700
CR 18.8 94 125 2560 300 233
VGPR 406 - 56.3 94 433 67
PR 219 - 188 - 233 -
=CR 376 100.0 25.0 9206 333 933
Cohort 1 Cohort 2 Cohort 3
Tec-Len (QW to Q4W) Tec-Len (Q4W) Tec (Q4W)
(N=32) (N=32) (N=30)
After ASCT®  At12months = After ASCT®  At6months = After ASCT® At 6 months
(n=27) (n=28) (n=30) (n=26) (n=30) (n=22)
) S
MRD-negativity rate®, 630 100.0 833 100.0 733 1000

%

AR NJ, DSEASH 2| M2[E]



CAR-T, Carvykti

ASCT CH| (CARTITUDE-
6),ASCT 0|% RA|Q'H
(CARTITUDE-5) 2I34 &

Majes TEC-49] 7}

2 Aokt ohe BEe
6 YA Itk CarvyktiZt ASCTE HiAIS

=
L

LHOZ Tenalidomide TH] 9%

ASCT 4=

B2 ofelHUSHAIE ZRARS] Carvyktolwl. A
Carvyktit= CARTITUDE-4 JAIES Soll 3L+ thdAdErs APl ekg&oe
= Al Carvykdg Fofsh= CARTITUDE-
A% Tec2 THA] Carvykti ©]%

g SISk ARS ThA AAolelt

o 1L NDMM EX4 g At =257 7H+= 93 5 oie] Aj7te] &
Q35 Ao}, ASCT ©o]% A8 H-S tixol= CARTITUDE-5 ¥4+ A7} 6X
o= 94 read-out 2 7FsAdo] &tk R/R WAt CARTITUDE-4 94to] £a5
o, s OS 52 A4 HolHE 2026 F 7IHiohkE o~ QAeh
22l45 CARTITUDE-6 @4 CIZ}RI
Key Eligibility Criteria Screening
w
* NDMM per IMWG criteria 1:1 Randomization
+ HDT and ASCT were part of (Estimated N~750)
initial treatment plan -+ l +

* ECOGP5ofDorl

Measurable disease

o Serum M-protein level
21.0 g/dL or urine
M-protein level
=200 mg/24 hours, or

o Serum Ig FLC 210 mag/dL
and abnormal serum Ig
kappa lambda FLC ratio

* Clinical laboratory values within
the prespecified range

= Mo prior CAR-T or BCMA
targeted therapy

* Mo active or prior history of
CN5/meningeal involvement

Assessments

* PROs

= EORTC-QLQ-C30
* EQ-50-5L

= MySIm-Q Scale
* PGIS

Arm A: DVRd + ASCT + DVRd
(28-day cycles)

Arm B: DVRd + cilta-cel
(28-day cycles)

Induction Induction
DVRd DVRd
{4 cycles) (6 cycles)
- -
ASCT Lymphodepletion (3 days)
Cy (300 mg/m* IV + Flu (30 mg/m?2IV)
- b

Consolidation

Cilta-cel infusion

DVRd Target dose 0.75x10% CAR+
{2 cycles) viable T cells/kg
e -

Maintenance

R

(Until confirmed PD, unacceptable
toxicity, or 8 maximum of 2 years)

Maintenance

(Until confirmed PD, unacceptable
toxicity, or a maximum of 2 years)

il

v

Follow-up

* PFS

Primary Outcomes
* Sustained MRD-negative CR=

* ORR
* CR or better
* Overall MED-negative CR

Key Secondary Outcomes

* Time to next antimyeloma therapy
* PF52
* 05

* AEs
+ HRQoL
* PROs of CTCAEs

A2 JNJ, DS 2|MZ|MIE




B2t AL T cellof|Af
CAR-T 2 A4
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Uz 222
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12146 Invivo CAR-Tvs, 2M[CH CAR-Tvs. ZE CAR-T

Invivo CAR-T, 12-1871& £ GIO|E{ =0l A

CAR-TollM Hoh=

ol

=i

In vivo CAR-T+= Aol T celloﬂ CAR #=&5 fosple fded= A A

aT

1ol 5

)

A
a

-

o

2
i

o= gy HY

in vivo CAR-ToA Z=ajHth CAR-TE Hoju §50=
Z¥gdry Q) ot o -S| BxF J7Nel AF 7 2 esh A 2 AR Alg] dfo] of

£2 7|%0] 7=} o 20259
2p B 716 B8/5HE in-vivo CAR-T7}F F257] A1Z519ih

-

e =2 Aeld] CAR-TE A/4dsh]

-

goto] CAR-T AIEE Astke A=

S oJujgtth T cell targeted delivery 2

A2 B 71ee] Aeehde] Wt in vivo CAR—T7} ARSI ol N Fo
£ 7Fso sh, A ofcta 298, 55 M AZE 85H ot B8]
Bl Hgsial wer HEE 4 Qrks S TR HFHeRE olmpiA

CAR-T7} HkokA] Fotd 11%

FAE7HA] FE Aoz Z|gE1 k. A= in

[¢ = 3re)

vivo CAR-T+= 7]¢18Fel CAR-TZ drugd} sh= 7t o2 A7|=] 1 gk

1) Aphere5|s

(EUERYE)
(Teell2&

Hospital

C‘N‘

(4) ex vivo Expansio

FasTCAR/T-charge = A2f

Lab Hospital
(3) Activation — Gene transfer .
CART 2% (7) 227 3
O Fas CAR/T-charge (4 Zgae| §)
—) — —

lCCE:}‘O(O:"O @

A= DSEASH 2MAIMIE. 2 HME CART=

2|2 invivo CAR-T 2 &l &l

[

=T

@ tabols O @ O (5) %2l ojs
(5) CAR-T release{} Q . O O
(zol) O O O (8) Infusion @ @ @
= Z2M Mt CARTE &2M, invivo CAR-TE 2O 2 HH5IYS

AZ| Ql=Af I{Ql=At R g U F2 mojzal
$1bn 2 ENaBL Z2F L ESO-TO1(BCMA specific CAR-T, HIE[H}0|2{4)
2025.03 | Astra-Zeneca EsoBiotec M&A (Upfront $425mn, ZAE | =re = P " B
*Multiple myeloma 44 1 4+ (2025.01 A2
$575mn)
) Capstan _ CPTX2309 (CD19 specific tCD8+ in vivo CAR-T, tLNP)
2025.0 Abb . M&A 2.1bn $=2 . _
R Ve therapeutics et : B cell mediated ZP7tHS 218 Phase 1 (2025.04 Al2)
. . - INT2104 (CD20 specific tCD7+ in vivo CAR-T/CAR-NK)
2025.08 Gilead | M&A 350mn &z X .
tea ntenus §350mn : B-cell malignandies, Phase 1 (2024.10 A|2})
2025.10 BMS O] . M&A $1.5bn = OTX-201 (CD19 specific circular mRNA, RingRNA Platform)
Therapeutics
Gilead Pregene $1.64bn )
2025.10 SSUE L high- h R-T/CAR-NK/TCR-T Z3HZ
> (Kite) biopharma = ol (Upfront $120mn) igrthroughput CART/CA TCRTS
Z|cH $2.4 RN-252 (CD1 ific GrRNA, R pl
2026.02 Eli Lilly Orna therpautics M&A IH $2.4bn Ol 52 (CD19 specific cirRNA, panCAR platform)

(REMIEH A o SIH=]2| 25S)

T A

AR 2t A, DSEASH 2|M2| HIE|



AzLjo-2e| 914

Z|cH 2F $7bn

KLN-1010,
100% MRD negative,

CR44% % 21 =

12-1871ERE /A] Al
MK 2|2 SO T

s

r
0x

& sogood

Keloniax= %% dzto] deloAl Sl tiEAQ] Skt 2026E 44, Hele
Upfront ©F $3.25bn, Ztf| $7bne] AZFC 2 Kelonia 45 st A 14
z7] "lole Tt 7|dde Aeteisie ol v =2 7HA R QI Aol

Keloniaw= 2Pd ASH202594 3L+ ofdAd =55 4 did BCMA in vivo
CAR-T KLN-1010°] whate] & 4% 2} o Vg inMMyCAR 174 23 &
Halot o ASCO202600A4= olofl 1498 tgh 5 189 i =7 I At
£ drEsigh. o7s] ORR 100%, 1719 Al 100% early MRD-negative

response s 24351t MRD negativer= 67§L71A] A=At

IMWG 53387 71 4 271 PR #FE©] Alte] AuAA VGPR, CR, sCRZ
olgsta olom 7P A Awihe ekt £ (sCR)-2 A7 97 oV A% ¥k
S FAEL it o 1959] SAtollAlgt oF 37lhxlol Apdo] =G Hat
AAZE glZole &6kl CAR-T expansiono] SRIFGlOm CfE 15U}
peakE E/Jotint. Tk sl 237t 12-18719x71A] Z[&E Tt in vivo CAR-
T= A A ESF A HHos 7153 7o) uhe =oh

oFAA ZHOHE Grade 3 CRS, ICANS T AAAAE-o] 98-8 Flelsiy]

o
ot 187 5 167oM CRS7F Tl ont A5 1-255 °I91em, ol= ex-vivo

1247 KIN-1010, ORR 100%, MRD negative 100% E4

ORR (N=18) MRD-negative BM
responses (n=14)
100% 2
100% (656) g 100
, 100 = 80
E g‘
o 80 )
® 9 =
2 o0 67% % 100%
= » 40
Q
s 40 a
oc 2
~—
o
9 Patients with & 0
All patients 44 o follow.ap MRD-negative 10°
mPR =VGPR mCR msCR Rrdeeper

At2: ASC02026, DSTFAISH 2|A2|HIE]



NSCLC 12} Z|=
:PD-1xVEGF vs. TROP2
ADClvs. IL-2

E} TROP2 ADC AlIf &
3, sac-TMT <=5t Zat
e

PD-1xVEGF;

20244 ZQIZ, &M E2
QUL AHE 0f0) 2|

A L HARMONi-3 Z1}
B 22

r

uT

NSCLC, 12} Z|24|:= 0]Z24|-ADC-Cytokine Z}=H
HI2AMIZHIQ 12t 2|24= F7t St E AP

AR B]AA| 2 F ]’ A=A (feat. FAZF Fol7}F $l= -9+ PD-1 Hd-golnt
ot 7|ERT vy 52 7|EFre] SRS add-onsh= 8F0] SoC= Sht
SHA 2R <2 ‘jr olof| s APgolARt Z|EFrh= A%t $10bn ol mMiEs &
Holal gle Aoz AW, oA Aol 7FE 71 =2 A § shi=
H7be olof F29 AAE2 o]F3A|, ADC, Cytokine 59 thket ZpA|T

RI2EE Fot] ZIERT Y] ojfe Elshe i dAl A= A Fold

— —

ADG TROP27} ol ©19] 488 754ict. ¥ TROP2 ADCe]l A5FFA19H
AZ/DS7} NSCLC 12 A& AVANZARe| gt ApEEs ASCO202501A]
ESMO20267F2] ¢F 1'a ol al&m AR Z|thzdo] IA] A= it de]o]
TR Trodelvy® 217 HUE P92 Hate] it NSCLC 12F EVOKE-3 94
ATE FHsie Z|dige] Ak J2ut o] ASCO2026014 71 TROP2¢] o
st 22E d11 Merck/Kelun©] OptiTROP—LungOS Aol NSCLC 12} 2|=A|
29| a5 7 =5l stehae tiHlske %2 OptiTROP-Lung06 94
2 229 Lung05 AR TroFuse—007 A= W @ad drgolck

PD-1xVEGF o=t HdHo| Al7|AozE x| 7F kA 9ot WCLC2024
FolE-2 o PD-1xVEGF BsAb Ivonescimabo]itt. NSCLC 12} 2= F= 4A4F
HARMONI-2 ©]|4] Ivonescimab2 mPFS ©F 11.147](vs. 71EZCt T oF 58271,
HR 0.51, p<0.00D)= 2351 Adst 582 w=olWitt. ORR HA] Ivonescimab ©F
50.0%(vs. 7|EFT} ©= oF 38.5%)5 BAoItE. I3 223 NSCLC 12 |74
HARMONI-394 sq NSCLCoflA A4 ol ZAdell Auff, OSolA AEH A
= sk S HlolH7E SR E FUsH AAER=7}, VEGF 37171 OS ©]
S G52 o Slertell digh ool A7|=dek ool 24 oiv] dA AP 71ch
L vlwd o dHolrt o]# ASCO202604% sq NSCLC S gt 5= ¢
34, HARMONI-694] =%t mOS AIE st ot 2k AA Ao A
o] &= AP HHg-2 A ol7] gtk o Yl HARMONI-3 H|olE i}
7 g ool s Axgtell wet ols Al S2E 77 Hisket 4 ik

I o:

Cytokine IL-2% it/ o] MIES] [BI363(PD-1xL-2a bias)7} O] ASCO20260]
A et AaE 1 Eﬁ} gt PD-1 2&g 50% meHTPS(50%)2] 1L NSCLC ]
A ORR °F 82%= 973t A7HE WISt &, oh= single arm 0 & 3F¢ H2H
A4 PoC A} read oute] 7|ti=]= Hieltt,



TROP2 ADCY| CHst 2,
Sac-TMTZ} ASCOO]|A|

HHAT ) o(

Sac-TMT,
mPFSHR0.35,0S 24
ZM|, ORR70.2%

Y= 20|

TPS 50%0|&0IME 2=,

sqNSCLCOIM = &} 8

ol
—

i A, 22
TroFuse-007 Z2} 7|cH
(2027)

ChemoZ CHAIR = U
L{? 06 U4t

(2027'4)

d
ol
°

TROP2ADC, Ofidgfe] 48 - NSCLC 1zt SoC 2= 7tsd EH

23} ASCO2026 Z NSCLCeOA 7Fg & F42 Merck/Keluno] Hch g
TROP2 ADCe| AFFARE of~EctA 7l trelo|zltzzt NSCLC 12 A=
A AVANZAR®] tigh A7 RE ASCO20259014 ESMO20267H] <F 1
ol mlFH AR} Z|tizte] IA| FAEom T AE|olEAR] Trodelvyk <%
dlolelRUE29935] Aol wel NSCLC 12+ X&4] EVOKE-3 JAIT1s &
dhotn] Adtdog Al TROP2 ADCe] thgh 7]thzte] Z391 Aefolct. T2ut
o]t @2= Merck/Kelun®] sac-TMT7} €38 ASCO2026114 EIoict.

Merck=  OptTROP-Lung05 94t 344 sac-TMT(TROP2 ADC) +
Pembrolizumab ®H-28%o] 12709 PES rate F 62.4%(vs. 7|ESCt ©= 29.0%,
HR 0.35, p<0.000D)E 2/dste] A=A or oot A YS3It: mPESE =
gobx] ghgkom thxate ofF 5. 770l MR OS SHAE 12714 OS rate=
oF 80.4%(vs. 7|EFT} T 9F 68.9%, HR=0.55)2 Ha| FAA0 FA7F T
ZEQCHIH27 2% 9HH). ORR 9F 70.2%(vs. 7|EFTt @5 42.0%)2 °F 28.3%
o] Adjj z}o|7} WA 2™ Deep response rate SHAIAE F 49.0%(vs. 7|EF
of T OF 25.9%)2 ALAR] 2tolE Hrk

7ERTH &= @Ho] PD-1 AL 50% oWHTPS>50%)° F& ARgdol ot

2k TPS Wd-Eo) W AF-EAS Hdgstlon, TPS 50% ©1d subgroupol A

PFS HR 0472 943t 85 2fol7t FAEH. 7|EFTHchemo H-&8W& AME

5t9S w) KEYNOTE-189 VAol A mPES7F oF 9.4-11.370E WI9d He

RAGIALE sac-TMT7F 43k 7H vl &= Qlty. 221Y SHoME Nsq

NSCLCell4l HR 0.28, sq NSCLCollA] HR 0.442 sqoll A& aat A2 FAZ o)
]
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o]# ASCO20260014 HRl Axlgke, PD-1 1% oA NSCLCo] gt 13} 2= 2
TROP2 ADC7} F&7H A AFAe 2 7k}, @A Merck= NSCLC 12+ A&
Al 229 9Ao & TroFuse—007(TPS 50% o4, 7|EZth &% Hw), 023(82] 8
Y 2714 TroFuse-019 VS Xs¥olal Ut 22 TroFuse-007-2

2023 129 4 Al 20279 A St EA40] T Zlos HyHd:

7|EFtHchemo TiH] Z|[EFtHsac-TMT 85& SRIsk= AMIAL chemoE sac—
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Z7hE Adolt). s Axk2 TROP2 ADCe] 2932 wrlEst 4 9t




02148 Sac-TMT+7 |E2Lt vs, 7|ERC} Ths PFS I=A

PFS by BICR

Sac-TMT + pembro significantly improved PFS vs. p

, with a 65% in risk of di: or death

Sac-TMT + Pembro Pembro

(n =208) (n =205)

62.4%  PFSevents,n (%) 66 (31.7) 128 (62.4)
Median, mo (95%Cl)  NR(136,NE) 57 (4.3,7.0)

HR 0.35 (95%Cl: 0.26, 0.47)
p <0.0001°
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g
& 209 —— Sac-TMT+Pembro
——— Pembro
+  Censored
04— T T T T
0 1 2 3 4

J249 PD-1 2ol STOME J2ke 22t 2ol

TPS 2 50%
Sac-TMT + Pembro
(n =83)
26 (31.3)
NR (NE, NE)

PFS events, n (%)
Median, mo (95%Cl)

9.5 (6.9, 13.8)

HR 0.47 (95%CI: 0.29, 0.77)

Progression-Free Survival (%)

1
1
04 —— Sac-TMT+Pembro !
Pembro y
+  Censored :
[ e L e e e e e e L B s s
0 1 2 3 4 5 6 7 8 9 10 1 122 13 © 15

Time (Months)

TPS 1-49%
Sac-TMT + Pembro
(n =125)
40 (32.0)
NR (11.1, NE)

Pembro

PFS events, n (%)
Median, mo (95%Cl)

84 (68.3)
4.3(2.9,55)

HR 0.28 (95%Cl: 0.19, 0.41)
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Time (Months)

2t&: ASCO2026, DSEAZH 2| A2|MIE|
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Non-Squamous
Sac-TMT + Pembro
(n =123)

29 (23.6)

NR (13.6, NE)

PFS events, n (%)
Median, mo (95%Cl)

70 (56.5)
6.6 (4.3,8.7)

w0 HR 0.28 (95%CI: 0.18, 0.43)
 w
s
:
w-
8
B
w0
¢
g
o 24
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Progression-Free Survival (%)

Squamous
Sac-TMT + Pembro
(n = 85)

37 (43.5)

NR (8.3, NE)

PFS events, n (%)
Median, mo (95%Cl)

58 (72.5)
5.5 (4.1,7.0)

HR 0.44 (95%CI: 0.29, 0.66)
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OptiTROP-Lung06 24t

21 7= 2R

Az Aol Aofisis Aoz Frik= AZ/DSe] TROP2 ADC, Datroway2}t H|w
ot9S W sac-TMT+= Htt DARo] =t} olof] A2 Ao|dt ORRO| ZE&EEH,
sac-TMT7} AAsH= TROP2 ADC & 7F¢ ORRo| =& 7oz mrj=rt

"o, A= Hadd,

TROP2 ADCO4= Datroway, Trodelvy 50352t 34 §lo] sac-TMT 2
Aloteict, 7R HA =22 F£9 JAR2 12 NSCLCOA 7|1EF
HE QW F|Efrhsac-TMT  H8aWo §%2  Hwsk=
OptiTROP-Lung 06 &= A 3o]c)

[e]
2

NCCN guidelineo]] @2 NSCLC 13} oA PD-1 &0l wat wrdo] 50%
Hr} 201 7|ERT UES ARE W0 50%HTE WO 7| EFTHchemo &
SHS AFSE AR I8y AA Pdollde TPS HARE of¢| ¢l 71ESth
+chemoS ZHIE Folsk= Z9r Al ZAgt webd sac-TMT7}F chemoS

WA & Qb AAlz W2 A FHEE 4 gl Aoz ARl

S
e

12151 SacTMT Z-AFSECH ORRO| =Lt

Sac-TMT demonstrates higher ORR, possibly
improved PFS (in cross-trial comparison)

o KD SAC-TM Ongoing phase Nl global validation studies

Phasa |1 Phasa Il

18 QAW POALY 21 i Ve D8 o * chi 3, PD-L1 = S(

EE * TroFuse-007: SacTMT + pambro vs

1-40%: 63%

mPFS NR pembro, PO-L1 & 50%
12mo PFS 58 4% ¥  TroFuse-023: SacTMT mainlenance
|BQuam
1 2me PFS 65/6%
TPS 1-40%: HR 0.28
1 2m0 PFS 80,1

A= ASCO2026, DSEASH 2|M2|4dE]
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o1 =201

= e Akeso?] RO (1) S=U4 dlolE7E 2= Ad==rT %

(2) VEGF= F7Iet A3} PESelxd= o511 ZA ™ Holu, OSeld= F7H4l
o= AlESHA Yett Bhe SHAIA .
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AA oz Frkeht HARMONI-6% 12} sqNSCLC
Ay Zatof| A Zois A 3Aro R OSolA oF 27.970(vs. Tislelizumab+chemo ©F
23.69784, HR 2F 0.66, p=0.0017)22 SAA FoldS vehdiolct. HAl= 6714
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12152 HARMONI-6, OS 0| &l
Overall survival (interim analysis)

v" Ivonescimab with chemotherapy significantly improved OS

Ivonescimab ~ Tish
+ chomo 3
(N=266)

27.80
{27 89. NE)
0.66
(0.50, 0.87)
0.0017
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S22} Holo| ChEt B3 HTAUT 27
NSCLCTKI, A& tHo|oj] CiSt 2|2 il = QA ZZAI T

H A ZH 2 7 it Zlow ofof met S X mAlEe] Aol At <
Holot. 27]ofli= NSCLC #42t ¥o] & 7Y B2 Hl5-& ZFx|sk= EGFR ®o]
of disted 7o) AP ot FA= ALK, RET, BRAF V600E, HER2, MET,
KRAS G12C 5 theRet f2dztof] digt X =A|7F 7 Aech

HEo] ofRt A} Hol Aol Adsete] Wt EGER, ALK, RET 59 Hold
oides e & axolels 27U AgeR &Sk 9tk EGFR mut
NSCLC ooz ©elaz]AMdETY Osimertinib)7} stage [-TMA i mDFS oF
65.87L(vs. ThZFt 28.170E) 2 TKI %2 OS o]FHGY OS rate °F 88% vs.
18%)& FHoh & T Q¥ Aol BFS HHE o], ALK mut. oA Alectinib
o] stage IB-IIA g AL 919-E <F 65% AAA1Z|H FDA s7Fe g5619itt &
5| o]f ASCO2026°114] Eli Lillyx= RET mut.of| thet X]=A| Selpercatinib®] RET
fusion+ stage IB-IIIA NSCLC 4~ & Qi thet 94t 34 LIBRETTO-432 4
& TEolrt. EFS(Event Free Survival) HR ©F 0.172 fJokt tiH] 852 U5
stplom si7p7t gk

12i53 Incidence of oncogenic driver alternations in NSCLC

KRAS Q61X; 2

KRAS G13X; 5%

Others/Unknown;
24%
KRAS G12V; 6%

KRAS G12C; 13%
RET fusion; 1.20%

ROS1 fusion; 2.60
MET amp; 2%

MET splice; 4% EGFR (typical); 21%

2= NEJM, DSEASA 2|M2|4IE



I |U0IME CGP 27

NGS dAEE2
20| 57%, 27| 37%

J2is4 MOl NSCLCOM At = Bl

RET fusion 4 NSCLC 57k ®o] & °F 1.2%°] sigshe dez A
Selpercatinib®] & AW 12 F2] At T1eu o A At 279l
2% 5 QoA T NSCLCOA E2 5712 HAHCGP, Comprehensive Genomic
Profiling) & 8-13Ith= SHolA 2JolE 7Ktk 4~ & TKI Fof= HRo| 0.17-
0352 Hold NSCLCAM T HR 2t oF 0.4-0.6 Hr} tiaj2 o%-fck, of
= TUEe] B2 Z7DARIN BA X w5rt o dA Ak ovletH, 27 &
Al @512 32} HARE 52 olA Hrh

dsle] 4702t HARE WHE Bt MRS OF 4419 THS e ol ol
7I9ro R 71 T8 WolRlch ASCO2023 7ol THER NGS ZAME-S Holy vl
ARSI OF 57%, BA| 7Rs 27] AT o 37%0] Bstet,

AstraZeneca”}t ¥ 3Eok= epidemiology data®l] 2 Stage Ib-Tlla A = 22
H top 8 =7} 7IsE oF 22913, AA| E7Fs% 371 ekrF of 249hg, Holid NSCLC
Ak oF 84.59Ho] itk @A CGPE 2 Hold Bhaje] WEHolglont 4
& & QWo] SR 27)/=4a 23 2} oF 4oRFE7IAE AL tide] Hel
. o= 71& DA oH] oF 50% ol SHE ou|gity. A=t
Selpercatinib®] RET fusion+ Z7|% A5o] 1 Algetog ALt mAcko] &t
iz A4 NGS g9t 537 Aek APgo] gfiwl= mie{ttdls offd Aoz 75
< 4= Sk
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Patients With mNSCLC Tested (%) O

E-Geng

T
B0E

50 46.1
40 w4
30
20
10

]

Tested Tested With
Overall Resulis Before Overall
Treatment

845,000
625
ZI|Ye= FAL =y
449
I 220,000 240,000
Tested Tested With . .
Results Before

Treatment

B-Gene A 7t A 27t 371 47| ol

W Protaccd 1(N - 34741 Pratceal 2 (N - BE&)

b2 JCO oncology, DSFAISH 2| MZ|MIE
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RASE HUIEH 237

RAS inh 7HdF SA] Pt o<, vlAAEZE o] it AdATS Q]
Pan—RAS inh Daraxonrasib2 o] ASCO2026°\|4 ZESHN=Z FAet 22 2|54
oA A=Al AIE FHoIY o 12 AmAZIA|E Feglo] &S Aoz 4
ArHLY

Daraxonrasib®] #PZ<t 517F 2 PRMTS5 inh Vopimetostat®] -2<~3F Avk= Fpget

APgellA kg Ao s A1 Zow At a4 AP AsArt A
Fot7] diEell 532 AARE A ol AlgHAelgick RAS inh @ PRMTS inh
7} SAETHH Daraxonrasib®] RAS WHol#ut ofugt Vopimetostat®] MTAPdel
Hol5 FAlo gRRIg 4= Sl sRHIdo] FEo] & AfolH, FDAZ} o] HAME
TGO 2 skl wet 7ol 2 o= AL A 7 5
RIS AH]AE= FoundationOne CDx(=24F 9199, Guardant360, Tempus 5°]

At ok

PR EGFR @4 A 2 KRAS HAPE 32 A=t ofds] PCR T A4}
7F HAglsojglom NGS @33%= dd Agolth. KRAS &= HAR= °F 19%
TR SRo AN ARt A AR oF 30.5%°1 BaSttt. pan-RAS
inh X2AE9] Jfdo] o}r] %7] TAlIAT & G12D, GI2V 5 non-G12C
o7} actionable 5 2| NRAS ARf|AH 2dHA a7t 7= Seid oj2)7t
At A= PH F7730l R0} AARE] miizell PCR ©d §342F HAPE B
o} gyt o2 NGS AAF AE57T gd Ao 2 sjAs 4= ik



CtDNAOj|A{ £HO| 2F2 Al
ZA| Z|=A| A

mPFS 16.870 2 (vs. 9.27H1
), PFS20ME SEAHS
2 0| &l

CtDNAE= OA| 2= 28t
AYZ2Y =7

A Y 0jM o ¥ TRickY
SERENA-6: 2 ZIdg 7|Ci2|A] =0

TFere] Azl ‘el A X (progression)©] WHEH 2|55 HRECY
2L} o ASCO20269014 2% AstraZeneca®] SERENA-67} afld ¢
-ﬂ@?&ﬂr. SERENA-6+= HR+/HER2- Z128/d 59t 121 A= (AI+CDK4/6
inh) 2} 30008 ez oF 2~37§dutct «DNAZ ZUEEske] WA Ho)
9l ESRI Wol} @%old AZE= 27heyer Aol uehll o) AL
camizestrant® H2k5l= Aot

o _V.L i
[

ARHow mPFSE old Xt #AHY o JRdEe] of 16.870¥(vs
AT+CDK4/6inh ©F 9.27]%, HR 0.45, p<0.0000)= A 2 U AR o] oF
55% 7FA5F) g E1F= PIK3A mut. ¥ TP53 mut 59] co-mutation -5
TAIgle] §A|=]Qitt PES20| A% Camizestrant A8 w2 oF 25770 (vs. &t
oF 19.170€, HR 0.63, p=0.00373) 0.2 FAA Fol/de] dS5= Sk ESRT Ho| 2
Y Fol= Guardant360 CDx7} AF8=| At

v ) o]F Camizestrant= WASFIE SERENA-2 Aoll4 Camizestrant
75mg = Fof Al mPFS oF 7271 (vs. Fulvestrant 2F 3.770%, HR 0.58)°]21.oH
ESR1 WHol 37} 7H 2 avts & ol 2kt dAfo]dlrt.

2L
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>
N
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2
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o
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Aohe =2 24 HolA 9ol 7R
APS Fo g FRIsk] Mo Al Ao WA 7|Y5k= early intervention mz{ct

12is6 SERENA-6 CIRIRl: diDNAGIA ESRTmut, EHAHE|H kx| A

» Adult patients with ER+/HER2— ABC

+ All patients had received Al + CDK4/6i
(palbociclib, ribociclib, or abemaciclib)
as initial endocrine-based therapy for
ABC for at least 6 months

+ ESR1m detected in ctDNA with no
evidence of disease progression

+ <1 prior line of chemotherapy for ABC

Camizestrant (75 mg QD) +
continuing CDK4/6i + placebo for Al (n=157)* The study was powered

for PFS (primary
Treatment continued until disease endpoint) and the key

LEBM n=315 progression, _unacceptable toxicity, patient secondary endpoint of
withdrawal, or death . .

investigator-assessed
PFS2

Continuing Al + CDK4/6i +
placebo for camizestrant (n=158)*

Randomization First PD or death Second PD or death
PFS ?
PFS2t ——
RECIST v1.1 tumor Every 8 weeks for 18 months and then Every 8-12 weeks
assessment

every 12 weeks (RECIST mandatory) (RECIST recommended)

At2: ASC02026, DSFAISH 2|AZ|HIE]



SHAl) tDNAZ Mid| vs. ', o VAR Al AR A58 o] AwA| vs. AP olF wAl & ojwdh

U = AP AE L gRo] BRxjollA| o)Fo] YEAIE Tesly] offthe Holrh Al §A1 EAelA

27ts Uzl o] APE| NS 73, 1 o F Camizestrants FoIH-2 Sxktate] 23
H| W= EojQIz] oty PES2 EAollA first subsequent therapyE 2R16t3-S ),
AI+CDK4/61 §&5x]m2 9F 48.7%7F SERD = At ET(ex. Elacestrant,
Imlunestrant, Camizestrant, Vepdegestrant, Lasofoxifene, Palazestrant) + FEZXX| 25 FoJdiQt
ot 11 F 35.9%+% Fulvestrant + EAX|7E Fo{HQtom CamizestrantE FoIgt
2 S At mE YAER] ik

PFS20IME B2 @A) AstraZenecas AHet S5 2E #8150l &7l mPFS20A ol

01y &l = 40| 7ts7? =S SRIsHATHE HollA gAIE L] oot Qlttal ®olstal Qlek. &% FDAZL s
FDA TiTh B2t - T P ofBA $8IHEAE DNA AP Eefje] dlile] & Zloz gidket,

ODACE B&A, 2026 49 ODACE ‘AI+CDK4/6 x|& % ESR1 HHo|7} 9AFsHA zief Aol A
AZE= ZIHH0|E] A2 E5E 1 camizestrant= H¥¥sh= Zlo], HR+/HER2- ol fdetellA A4

o= on] Q= oS HAErI el oitt FRE 6:30=% wi ®AsISith (D
ctDNA HE off= Helsh= Zlo] Aolo] Q=] ofd] E84stH, (2) PFS 574
AlFo] ESR1 ®lo] AEAH o2 B/l PESet th2th= 4, (3) OS7} oF4] m)Ad
=olche A 3710l 71916tk ©]% FDA 8302 AZ+= otDNA 44o] 47|
g5} o] k= dlolE (cdearance OF 51%(vs. HET 1.9%) & AlE51.0H,
FDAE dfid 245 AESE] flste] PDUFA 24S 4719t A=t

J2l57 Camizestrant, PFS 7HA 20|

—oEnca

Updated PFS (primary endpoint, investigator-assessed)

With longer follow-up, median PFS improvement with camizestrant + CDK4/6i is 7.6 months

Camizestrant + Al +
CDK4/6i (n=157) CDK4/6i (n=158)
Events, n (%) 99 (63.1) 124 (78.5)

Median PFS (95% Cl); months ~ 16.8 (14.7-19.4) 9.2(7.2-97)
HR (95% Cl): 0.45 (0.34-0.59); nominal p<0.00001

g
[7] 50 +
&
40
20 4 Camizestrant + CDK4/6i
20 4
10 4 Median follow-up: 23.5 months
0 Al + CDK4/6i
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48
Number of Time from randomization (months)
patients at risk
Camizestrant + CDK4/61 IREYS 143 125 109 20 78 57 42 31 23 17 7 5 2 2 0
158 127 90 73 48 35 20 16 12 4 1 1 0 0 0 0

od 12 patie o e A+ COKAi e s. The p value is based on the stratified log-rank lest, siratiied by disease ste (visceral

strant + COKABi as
oequent test), and time rom ntiation of Al » COKA/G 10 random

D003 (Jan 02.2020). A DC03, 45
i g of ESRfm dtected (bt

g stu
<18 et v 18 morine) )
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1258 Camizestrant, PFS2 2i4 20|

Final second progression-free survival (PFS2)

ZSERENA-6

Camizestrant + CDK4/6i significantly extended time to second progression or death,

demonstrating PFS benefit is sustained beyond first progression

Camizestrant + Al +
CDK4/6i (n=157) | CDK4/6i (n=158)

= Events,n(%)  80(51.0) 90 (57.0)
80 4 Median PFS2 (95% Cl); months 25.7 (20.4-30.3) 19.1 (16.8-21.0)
70 HR (95% CI): 0.63 (0.46-0.86); p=0.00373
g 60 50.8% i
2 50 [
o 40 4
30 Camizestrant + CDK4/6i
20 A supplementary analysis of PFS2 per RECIST v1.1
criteria was consistent: HR 0.64
10 - (95% Cl: 0.46-0.90), nominal p=0.0094 )
0 Al + CDK4/6i
0 3 6 9 2 15 18 21 24 27 30 33 3% 39 42 45 48
Number of Time from randomization (months)
patients at risk
157 150 145 138 127 113 86 63 42 32 24 10 5 5 4 0
DEREIE] 158 149 129 120 102 82 60 40 30 17 12 8 3 2 0 0
2tZ: ASCO2026, DSEAISH 2lAMZ|4lE
a9 82| = e
. Z SERENA-|
First subsequent therapy
Patients who received a first subsequent therapy at DCO3
Camizestrant + CDK4/6i Al + CDK4/6i
(n=87) (n=117)
Endocrine-based therapy 48 (55.2%) 78 (66.7%)
[ SERD or novel ET* + targeted therapy 24 (27.6%) 57 (48.7%) ]
Fulvestrant + targeted therapy 22 (25.3%) 42 (35.9%)
Oral SERD or novel ET* + targeted therapy 2 (2.3%) 15 (12.8%)
Other endocrine regimenst + targeted therapy 24 (27.6%) 21 (17.9%)
Cytotoxic therapy 38 (43.7%) 36 (30.8%)
Oral chemotherapy 22 (25.3%) 12 (10.3%)
IV regimen 16 (18.4%) 24 (20.5%)
Chemotherapy 14 (16.1%) 14 (12.0%)
Antibody—drug conjugate 2(2.3%) 10 (8.5%)
Other® 1(1.1%) 3(2.6%)
Rate of visceral disease at progression was balanced between arms (supplemental slides)
Approximately half of the patients in the control arm received SERD or novel ET + targeted therapy
DCO3 (Jan 02, 2026). *“Novel ET" subgroup includes the following terms — elacestrant, Oral SERDs included elacestrant, imlunestrant, camizestrant, and palazestrant
T'Other’ endocrine regimens include Al or tamoxifen. $"Other” included PARPI (olaparib, talazoparib) or androgen receptor modulator (enobosarm). Novel ET was used in any subsequent line of therapy in 2/87 (2.3%) patients in the
camizestrant+CDK4/6i arm and 23/117 (19.7%) patients in the Al+CDK4/6i amm. ET, endocrine therapy; IV, intravenous; SERD, selective estrogen receptor degraders.
Zt&: ASCO2026, DSEAISH 2|A2|4E
. = _ o o= =
1260 Camizestrant, 2 ctDNA A4 2HE=MEE F3F OSHR 0.39)0f|A % 7 &kl
L SERENA-6

Total ctDNA dynamics on treatment

Total ctDNA levels were substantially reduced on camizestrant + CDK4/6i
Median 99% reduction at Week 8; 51% of patients showed clearance of total ctDNA

Change in total ctDNA

Median change

Camizestrant+CDK4/6i Al+CDK4/6i

Total ctDNA clearance by Guardant360*

Camizestrant + CDK4/6i Al + CDK4/6i

from baseline: -94% -99% +16% +64%
2 -
b i V) (1)
: : 51.0% 1.9%
H o I—"L**‘ n=50198 n=2/108
< 100 oxa e
z 100
=] .
. ® 3
H 5 In an exploratory analysis pooled across arms,
é =58 2 total ctDNA clearance is associated with OS
s | = . benefit (HR 0.39; 95% CI 0.19-0.73); consistent
g . P P - with other studies
Week 4 (n=01) Week 8(n=81)  Week 4(n=97)  Week 8 (n=91)
(Cycle 2 Day 1) (Cycle 3 Day 1) (Cycle 2 Day 1) (Cycle 3Day 1)

Total ctDNA was profoundly reduced in the camizestrant + CDK4/6i arm vs
the Al + CDK4/6i arm (Wilcoxon nominal P<0.00001) at Week 4 and 8

A2 ASC02026, DSFAISH 2|A2|HIE]
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SHEFIHL) N/R
2= 7H06/12) 129,200
4500y -
Stock Data
KOSDAQ 1,029.1pt
A7 IEH(EER) 4,7834219]
LRl AI 37,019%F
o} 500¥
A2g oM
60 W ez 44342
602 " ez 79414840t2]
o=l 2128 11.9%
523 2|17t 225,000
523 2|7} 102,600
IR
W Qe 3T 2|0|E|SEQ| 9
29.2%
el
IRUAFTITHR| 120 6.0%
FI150| Y U2
(%) Atjeols  HUieAdE
™M -36.5 238
3M 297 -193
6M 267 36.5
ZIRRIE
o 2|7tzibto| 2
25(0‘%00 - relative to KOSDAQi 1(22
200,000 | 1 140
4 120
150,000 r
100
100,000 F
4 80
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0
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09 25/12 26/03 26/06

40

o |7}AIHI0| 2
147080
ZHSk= 12} 21=A], Ot DI 7F4E 200t

NSCLC, TROP2 ADC9| 2% Sl

HIAA|ZHT 12} 2|84 (feat. G2t Holt ghe A9ollA Z|[EFth= & $10bn
oV miEE AE, ol A AFZAIA 7H 77 =2 A F shE 7t
=}, 2 Datroway 2P E 2|4, Trodelvy 94 & A1 5©2 TROP2
ADCE] o AP & 7ol S4E]3len, ASCO°fA TROP2 ADC, sac—
TMT7} ¥ 855 LHSIG o= U AAok=E0] Aufjsiet ADC
Al et Adoldt AnE gH
TROP2 ADC, LCB842 94} 1/24-&
o W3l 2|70 S
DLBCLOA 7]1& 1xF A=A Pola-R-CHPS] A7} CD19 sk
Tafasitamab, ©]%34| GolcadomideZ2HE G5 ot 7Aoo =
ROR1 ADC, LCB712= dofig A== 3okl §lo™ ORR SHellA 919] of
=1 FHAA] = AAE FHSIGITE COO0| =3t=A] o= o
(2) ABC oFollA] Polivy—R-CHPE HolA= V44 olfe A5 3% 57t
Hojgh 4= itk 71 9] CD19 ADC, IKS037} CD19 target 914} #
¢ AT Hek= Hupt IS B 4 glom ohMES-gollA
%= BCMA ADC= 571AQ) 221 A=A B8R 716 4= it
A= 121 |24 AJZ0f|A| OfH mO[E 7IAZ AT}

o, 1@Y BT 12} ABAA ModalityZt 7o) AslE] 1 glom

Hoor 7Y

—

A5t 3o

2t 13
oJwgt Modality7} A2 XA 2] ®7hE UhA] eisit). 27idHto]
2= ADCEA] @Het W NSCLC Al Fosto] 2ol k7] thee] A4
dlolel7} Wzt Z]diEicy. BCMA ADC IND AlZo| 7|ti=ls, LCB73(CD19
ADC), LCB71(ROR1 ADC= 4 14 9 571 IS E HrErt 7wt
LCB14(HER2 ADC)+= 5=t 34 top line data @ 229 1b4 S8 @R
2 Agoltt. F=F Y AT Al 279 sI7 A E vl AE 5 A

Financial Data

(M) 2021 2022 2023 2024 2025
oK 0 33 34 131 288
Fgeiole 0 -50 -81 5 132
AAHO|UE(%) -150.8 -236.7 -4.0 457
Mol 0 -48 -76 4 141
A|HiZE 2| E 0[] 0 -45 74 4 141
EPS(®) 0 -1,768 2,621 99 3,926
SLE%) 2| 2| 2| =l 3,8473
ROE (%) n/a n/a -40.1 09 204
PER (HH) n/a 242 248 738.0 18.7
PBR (tH) n/a 54 12.5 43 35
EV/EBITDA (HH) n/a 202 222 9,087.9 14.5

A= 2|718BI0|2, DSEARSH 2| MAE], K-AFRS HE7|Z



Sac-TMT,
mPFSHRO0.35,0S 24
M|, ORR70.2%

Y=AQI 20|

7{c AtA, 22E
TroFuse-007 Za} 7|ch
(20274)

ChemoZ CHAIR = U
L{? 06 U4t

(2027'4)

b
ol
rL

NSCLC, TROP2 ADCe| Z*% S

;
4 43

TROP2 ADC, H|AM|ZmQf 12} 2|24 A
Mercke| sac-TMT, OptiTROP-Lung05 4=8F QA+ Zia} Ste

HIAAZH|QF 12} A 54 (fear. 021 Wolt gl A9)ollA 7IEFTh= A $10bn oV
&S AE, ol A APl 7K 717 =2 A 5 shi= 37k &
L Datroway ATEME 24, Trodelvyy EVOKE-3 94 ¢+ A1 502 TROP2
ADCY] s A A& Zdigte] Z4Ech 124 ASCO2026914 TROP2
ADC, sac-TMT7} 4 452 HSIH. o= FLEA ZAokzEo] Auflshezt
T ADC Ao wfet Aolgt Aaks SR 4= 93-S AXRI

Merck=  OptTROP-Lung05 94t 344 sac-TMT(TROP2 ADC) +
Pembrolizumab ®H-&8%o] 12709 PES rate °F 62.4%(vs. 7|ESCt ©= 29.0%,
HR 0.35, p<0.000DE B/dste] = oe 93t AvE A mPFSE =
gobx] ghgkom thxate ofF 5. 770l R OS SHAE 1270 OS rate=
oF 80.4%(vs. 7|EFT} T 2F 68.9%, HR=0.55)2 HaoA| FAZ0 FA7F T
ZE|QrH1H27 2% IH). ORR oF 70.2%(vs. 7|EFRTE T 42.0%) 2 °F 28.3%
o] Adjj z}o|7} WA 2™ Deep response rate ZHAIA T 2F 49.0%(vs. 7|EF
o T OF 25.9%)2 JAQl 2polE HYt

o]l ASCO2026°014 83l Axzke, PD-1 1% oA NSCLCel| tigt 13} AgA)2
TROP2 ADC7} Z1&3t At Aoz grisict, @2 Mercki= NSCLC 12} A&
Al 224 9402 TroFuse—007(TPS 50% oA, 71EfTh = vw), 023(84]%
E 2714 TroFuse-019 VS X¥otal ok 22 TroFuse—007-2

202313 129 4 AlEE0] 20279 A S BAo] EadE ZAow M.

Z|E2tH+chemo tH] Z|ERtHsac-TMT 852 &RIsk= AMJAL chemoE sac—
TMT7} tiAE 4= Q=] o2 8Hl5k= OptiTROP-Lung06 YA 9A] 202749
e Aol g Atz TROP2 ADCO] 238 T7123 4= o)k



2261 Sac-TMT+7 |ERLt vs, 7|ERC} Ths PFS QI=A

PFS by BICR

Sac-TMT + pembro significantly improved PFS vs. p , with a 65% ion in risk of di prog or death
100 4 i
~ i Sac-TMT + Pembro ~ Pembro
?5 ] : (n =208) (n = 205)
; | 62.4% PFS events, n (%) 66 (31.7) 128 (62.4)
a L Median, mo (95%Cl) NR (13.6, NE) 57(43,7.0)
680 4
H i
w '
§ ! HR 0.35 (95%Cl: 0.26, 0.47)
2 404 :
% i p <0.0001°
& 209 —— Sac-TMT+Pembro :
——— Pembro ‘
+  Censored '
-
0 1 2 3 4 5 6 7 8 9 10 1 12 1B ¥ 15

J2l62 PD-1 2l SHOME A

TPS 2 50%
Sac-TMT + Pembro Pembro

TPS 1-49%
Sac-TMT + Pembro Pembro

(n =83) (n =125)
PFS events, n (%) 26 (31.3) 44 (53.7) PFS events, n (%) 40 (32.0) 84 (68.3)
Median, mo (95%Cl) NR (NE, NE) 9.5 (6.9, 13.8) Median, mo (95%Cl) NR (11.1, NE) 4.3 (2.9, 5.5)
HR 0.47 (95%CI: 0.29, 0.77) HR 0.28 (95%Cl: 0.19, 0.41)
5 ]
: 3
: :
g §
[rd [y
3
8 1 H
I-J -J
g ! g
& 204 —— Sac-TMT+Pembro | [
Pembro 1 —— Pembro |
+  Censored ! + Censored !
— —
0 1 2 3 4 5 6 7 8 9 10 M 12 13 U 15 001 2 3 4 5 6 7 8 9 0 UM 2 18 ¥ 15
Time (Months) o Time (Monihs)

2t&: ASCO2026, DSEAZH 2| A2|MIE|

12163 Nsg NSCLCO|IA 2Lt 245t Zn}

Non-Squamous Squamous
Sac-TMT + Pembro Sac-TMT + Pembro
(n=123) (n = 85)
PFS events, n (%) 29 (23.6) 70 (56.5) PFS events, n (%) 37 (43.5) 58 (72.5)
Median, mo (95%Cl) NR (13.6, NE) 6.6 (4.3,8.7) Median, mo (95%Cl) NR (8.3, NE) 55 (4.1,7.0)
- HR 0.28 (95%Cl: 0.18, 0.43) - HR 0.44 (95%CI: 0.29, 0.66)
: 3
2 2
3 g 3
8 8
& &
: i
g g
[ [
0 1 2 3 4 5 6 7 8 9 10 1 12 13 1 15 15

At&: ASCO2026, DSEAISH 2| M2| HIE]
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S BP0 2,
Merck &2 = LCB84 A
Sk B FHEe

ZYof= durt F2A HE 2|ojsk= A2 OpCt

Az Aol Aofisis Aoz Hrik= AZ/DSe] TROP2 ADC, Datroway2}t H|w
519 o sac-TMT+= Hth DARoO] =t} ofe] A= Aolgt ORRO| EE%m,
sac-TMT7} ZAsk= TROP2 ADC & 714 ORRo| =2 Z o2 HrhErh

olefet el PRSI /S ool Sz Wrhun, ol 22 el
ekz ADC] AA] Aot AA| Aol et Hjole ehf Roz 2]
Ak, AR dAck 224 5] ADC 4] A5k H3FHE eRct
= payload B 4719] HolollA] felulgh o]t PHEL BHS Bk

Z|- AstraZeneca®] 4 Ayt W Z|A 2 A o= Trodelvy?] 4 T AL
o= gIsto] TROP2 ADCE] 7ol ©ol &30t 12yt o sac-TMTE| 4]
SAHeL 2ol INJ/27FiHlo| . LCB84 /38 7Fe/d2 k=R F4ok= Zlo] &=
Zlo= meEr:

A LCB84= i 1 /2” Fog Zoff 7-8¢€ W A 24l =4 Aer A

oL

=
Hot @A 7= 1= NSCLC 2ot tiefst eF5ol4] TROP2= W= S
oof ol Q2 ez Ak AR A R BT Dast U
o] A ol A 9, S AFS IOR H3FL AR APAE F

At

1264 SacTMT ZB-™AFSECH ORRO| =Lt

Sac-TMT demonstrates higher ORR, possibly
improved PFS (in cross-trial comparison)

D " SAC-TM Ongoing phase Il global validation studies

Phasa |1 Phasa Il

1 QI PO 21 o Ve D8 o + che 3, PD-L1 < 5(
1.1 B 1B QW I ROPION-lung08 il + pemibr

SacTMT + per

* TroFuse-D07

ambro. PD-L1 = 50%
mPFS NR HR 035, 12mo PFS( ! Lo [ -

12mo PES 58 4% ¥ TroFuse-023: SacTMT mainlenance
TPS>60% HRA D AT (Squam

12mex PFS 65 6%
TPS 1-40% HR 028
1 2rvey PFS 820 1

At2: ASC02026, DSTEAISH 2|AZ|HIE]



DLBCL 7 27f|: ABC,
GCB

Pola-R-CHPZ

ABC OfH0f|M Tt 2t

New z|=2H
Tafa-Len-R-CHOP vs.
R-CHOP

PFSHROQ.75

CD19target, GCB OF&]
M| 51} 7|cH
+Zylonta 44 22t

= |KS03 Z4= UP

QT FH tHef, 2|/HAEI0|L sl AIY 2E HT

DLBCL - 1&} 2| 24| A|A HE
CD19targete| 7k5d il - 4jmjat 2y 37t 1Y

DLBCLAA  7]1E 12k Z&A] Pola-R-CHP2] ZA$I7} CD19 HUFA|
Tafasitamab, ©]53%}4] Golcadomide2H € EGsk At &, o= 7|1& SoC
Pola-R-CHP2] 12421 gtA|of| 7]9lgtt}. DLBCLZ ABC(Activated B—cell type)
7+ GCB(Germinal Center B-cell type)22 F ooz pHAAS uf & SoCel
Pola-R-CHP2 GCB oFgolx] “g&jo] £2] ¢itt. ololl 14 DLBCL €A WV
O= 5I%l& o, Polivyi= PESOllA= ofd& Hol= i, OSellA] F=Eigt oflo] K
o|z] eoF M/S FFol oelR-S AL Qltt. e ofE= AMlEs} of B, GCB
oAl TGt o]50] ERIE|7] ¢k= vhA ABCoflA= PESSE OS B4 Qu|Ql=
Hazard ratio 7i4o] ERIFE oo UF= pola-R-CHP2 ABC otadofqt #etst

SIS

ozt AgollA CD19 TUA, tafasitamabe] DLBCL 13+ Z|&Afloll =202 W
qltt. 712 R-CHOP 2Hol Tafa—Lenadolimide® 3715F= Tafa—Len—R-
CHOP QW& AR&3t YAt 34 frontMINDOA Tafat= EAF o2 §ol514 PES
SN A9 19 9 ARE §130] oF 25% HAHR 0.75(p=0.0194))55Ack. o
Tafastimab—Len—-R-CHOP %2 Cell of Origin(COO) Zuto] 24 &84S Y&t
Wgitk= Aot} ABC oFgolld PFS Hazard ratio”} 5414 G248 gHHs190H
GCB ofgelrl= oFd] AR foldell EgshA] Holelovr 2x A= HR
0.69(CI 0.40-1.19)2 t}e- $520]9lc}. o HloJel7} Tr]2¢ A Lenadolimide
£ F7Fte] ABC ofgell= mil-¢- Bk Ziglo] o whdH, GCB ofdoA9

=
Fee o 29 et ek Holdh

o= CD19 targete] GCB oFelr et Axke Herd & 952 Attt
CD19 ADC, IKS03(=LCB73) %] CD19 target& tdo= s GCB oFge]
et AE 71l = o 9lok 53] 7 CD19 ADC, ZylontaZt AFggelA tiat
oiE] 36 opd Bol Abdsh AR 73Rl ek okl Ak HelvkE S
T AP A AR gRdeltt ofefl CD19 target 91 Hish 2 A A% W
slell mtet IKS030] B8 e SRaglen, ofs Fsi Yutnte] ¢ils & & =
Ao At @2 nl=ellA B cell HF A o 1448 W88 Foln 20259
5¢ A 2 Fort ghm vk 9 shi] o4 dlold HES Yttt



J2l65 Tafasitamab 4 34 20t in PFS

1004 HR 0.75* (p=0.0194)
o] 95% CI: 0.59, 0.96
s Tafa-Len-R-CHOP
@ 104 - o A25% reduction in risk of
< 507 o progression or death
2 90 ’ demonstrated with
F gg ) Tafa-Len-R-CHOP vs R-CHOP
E 3
[=]
& 20 o 2-year PFS:
04 71.1% with Tafa-Len-R-CHOP vs
0+ h:’ledlan fO”E‘JW'Up of 3I5 2 monlhs‘ | ‘ | ‘ ‘ ‘ 62.9% with R-CHOP (A=8.2%)
0 6 12 18 2% 30 % 42 48 54
) Time, Months ¢ 3-year PFS:
'I'\f:':t::s'( 448 333 282 259 248 191 107 13 1 0 6730/0 Wlth Tafa_Len_R_CHOP vs
R-CHOP 60.7% with R-CHOP (A=6.6%)
R-CHOP 451 320 266 244 222 182 101 19 1 0

A}2: ASCO2026, DSEAIZH 2|A{Z|AHIE|

1266 Tafasitamab cell of origin PFS benefit

Consistent Trends Toward PFS Benefit in
Prespecified Subgroups

Baseline Tafa-Len-R-CHOP R-CHOP Tafa-Len-R-CHOP R-CHOP
Risk Factors Paticnt niEventn___ Patient n/Event n Better Better HR* (95% CI)
Overall 4461121 4517155 o] 0750
Cell of origin by central GEP
ABC-like 84127 88/44 — 059 (0.36, 0.95)
GCBHike: 131123 17729 —. 069 (040, 1.18)
Unclassified 2417 40116 e 058 (024, 1.41)
score
1PI 3/aalP| 2 250156 244175 — 0.70 (050, 0.99)
1PI 4-5/zalPl 3 186164 202179 — 082 (059, 1.14)
T T ]
PFS5 by investigate t; ITT lati 0.25 1 2 3
 invesiigator assessment. ITT population Hazard Ratio

“Calculated usina a siratified Cox proportional hazards model. {Europe, USA. Canada, Australia. and New Zealand

A}2: ASCO2026, DSEAIZH 2|A{Z|AHIE|

1267 DIBCL 2|= 70|=2Q! ¥} (ver. 2024H)

202304 &2/

Pola-CHP
15t Line 4
Pola-CHP + Columvi : i MK2140-CHP
Phase 3 Phase 2
Time from completion of 1L therapy > 1Y (25%) Time from completion of 1L therapy < 1Y (75%)
30-45% A ASCT eligible ASCT ineligible ‘ CAR-T eligible CAR-T ineligible
(50%) (50%) (50-70%) (30-50%)
((caRT (it eligible) ]
. 4 CAR-T +
Intention to H
5 Pola+ Pola+ idai i
2" Line proceed to transplant [ Benda+R P Lunsumio -Brg‘ﬂrlgégﬁﬂan?y options
: ggé:glatmum*-R . ) * Pola+R+Bendamustine
[ Tafasitamab+Lenalidomide J GDP+R
* GemOx+R . GemOx+R
« ICE+R .« ICE+R v

[ R+ *Co)umvl

NG Gemox WP+ GemOx :

K 3L+ therapy options
« CAR-T therapy (if eligible)

ex. Axi-cel, Liso-cel, Tisa-cel

Columvi(Glofitamab-gxbm)

Epcoritamab-bysp

Zynlonta

Pola+Benda+R

Brentuximab vedotin for CD30+ disease

Selinexor

T

2t=: NCCN, Roche, ADC therapeutics, Merck, DSEAIEH 2| M2 |4AIE

= 3|M HIZ2 OF2! FDA approved /2| et A I &



LCB71
oSOl =

DoR, PFS,

ool
{0

h

DLBCL1LE
GolcadomideE 7|40
2 AAH

ROR1ADC, LCB712| Q4+ Zu} 7|cj

tlEo] g7paHte] o= &= CStonet $4] ROR1 ADC, LCB71(=CS5001)2 2
DLBCL 12} |24 APgS F2Fotal Qlch < W LCB71 571 I E A Avpd
17} 71t

A7 CStone/]71FHIe]2+= LCB71+R-CHOP #H-geHog JAS Sk A} A
=4 ORR ¢F 100%, CR ¢F 95.5%= @745ttt ORR SWHefA CD19 &
4| Tafastimab—Len—R-CHOP =H-&2H 5& BMS®] Golcadomide®} F|Z|A]
A= ANE Q'Eo]'oﬂ‘:]' , OFA17Ex] LCB71¢] DOR, PFS, OS rate= 371 H}
ot ke dwrgE A9 MK-1240 ¥ Golcadomide®} ZFER|wE 4= 942 Aoz

Phase 1b initial ¥4 Z23¥= BMS9] Golcadomide 237} 7|5=40] & 707 At
3ttt Golcadomide= GCB2F non—-GCB ZH2} CMR (includes—durable CT—based CRs)
OF 92%, 100%E YEFHSICE Overall AR E 2F 89% CMRS E¥tt MRD
negative °F 83%, 127H2 DOR, PES, OS rate 22t 95.8%, 95.6%, 100% 3Tt
CStone/=]713lHIo].2.9] LCB71(=CS5001)7F (1) COO°|| =tet=]A] ok 4 Axk
52 (2) ABC oFgollA] Polivy-R-CHPE HolAl= ¢4 o]de o5 A 5
7RI 7425 Fold 4= 9l

1268 ROR1 ADC, ORR 100%, CR 95.5%

CS5001 in Combination with R-CHOP Demonstrated Broad and
Deep Antitumor Activity (ORR: 100%, CR: 95.5%) in 1L DLBCL

100

B —

55001 Cs5001 cs5001 Il 50 ugikg
All DE"“ Le)uels 50 pgrkg 70 pg/kg 90 pg/kg H 70 ugikg
- L= (n=11) (n=2) (=3 W 90 uglkg

20

L1}

20 -

-40 -

60 -

CR

Best Change from Baseline of SPD in Target Lasion, %

=100

e
%0 | ORR*, n (%) 22 (100%) 11 (100%) & (100%) 3 (100%)
| €R® n (%) 21 (95.5%) 10 (20.9%) 8 (100%) 3 (100%)
40 - - - = == =
PR* N (%) 1(4.5%) 1(9.1%) ! I

R
o] R CR p R CR CR cp cR (R CR

PR CR CR CR CR CR cR R (R

2t&: CStone, DSEAISA 2| M2 |4lE
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9l= BlenrepO| 7Ix4{Z&
572 510 Lenadolimide-
He HolAde A
AJAFe] AA o] AZAH o
AP o

- Ry
ofofl oFA7IA] 22} A=A

Chs
Ol Tece| 2L+ MM AlE 4
PEETEY 13} A= AME ASCT 7Fs &
Bortezomib—dexamethasone(RVd) +& — Lenadolimide -3-%].8
AP} 712 e e A
2 =1 Qlet o]fH ASCO202600 4% thd Z4F 22+ A=A
o7 o]F3A| Teclistamab(BCMAxCD3 BsAb) ¢AF Axpr wramEe] BCMA
ADC, Blenrep¥te] 744 It
EETE 22 A=A A2 olFdAIET BCMA ADC, Blenrepo] $-4lsto]
=519t Blenrep> DREAMM-79]4] Blenrep+Vdet DVAE H|WstES
PFSt= Blenrep ©F 36.67H%€(vs. DVd F 134714, HR 04D =2 ol <=3t AyLE Ut
A, AR FoldS SHHSIGIH. PVdet H
Sinke] i
o = A
flofl dhste] s

5o oF
5}20] W

& oF 42-51%
T o™
IMiD(ex. Lenalidomide, Pomalidomide)

Uitk OS&= AFg<]
W5lk= DREAMM-8% PFS EAIA Gojd2 &
O 7313 ODAGE Blenrep?] SHLEA0 R HAZQl AL Wor 25
st oLt 2L+ o)A, IMi
b Fof Fehe APES
gt asat

S
Zo0le FES
Sahick, AHIAT 3L+ ool S S Holck
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o 234 opl 2
=]
o = T
+Proteasome inh(ex. Bortezomib, Carfilzomib) 5]

3f0=| =
10 FDA
~ T T

CH OlIEMOZ ©
AH|StMol EHRI0lA F
=

HiA o] 37l o1F A Teclistamab
ZA_Ic}. Grade 3/4 Neutropenia ©F 54.3%, Zjoé
] 5.5% HAYSIALE INJ2 ol

2] 7F535r Bakg oz walslel ot Al 43
3 U=

01:240]
23} M)A AR )T
AACR2026°145 BCMA ADC(LCB14-2524, LCB14~
S glols ].Oﬂ 013% COI’I]UAH a];ﬂ XJ_Q_O],o:] o]—q_E.k] 7H/\-]
]Eq oﬂ LH OIA} 1
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7Fs e £
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Grade 5 7
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= ARt
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1269 2|71 Bio-Best Xk : 7|Z Blenrep SHIE =2

Unmet Needs of

“BioBest” with ConjuALL™

Solution

Approved ADCs

1. Need for Improved Efficacy e %,
and Safety

2. Resistance and Recurrence

1. Clinically Validated Target
= Leveraging approved ADC Antibody
to reduce Target-Related Risks

2. Clinically Proven Superiority of LCB ADC

LCB ADC platform Approved “up: Platform
“ConjuALL" ADC's Antibody BIOB?,St = Improving Efficacy & Safety
ADC
2=: 2|712B10|2, DSEASH 2| M2|MIE]
270 2[71AHI0|2 2k O]4EkS H|w
Q‘ ‘r’ " Fs-1502 b Belantamab mafodoti

* -
Ul

HER2 ConjuAll™ LBG MMAF

BCMA MC-MMAF

g i JHE; 5] _.’._‘_Rv_'l:,w * - 1 e £y o; oy 7
' LT - g 6l B e 88 Lo
[pranyt-axima-PEC) L™ (Guea-PABC) (MMAF) Lo
(me)y (MMAF)
Keratitis FS-1502 Grif2
- Belantamab
Blurred vision mafodaotin Gr1/2
Belantamah
Dry eye mafodotin Gr3
B e T
75 50 25 0 25 50 75

2H2: 271102, DSSAIZH I MAIME]



[ 2I7FHl0]2 141080]

AFAENE aole)  2QIANEM (Kloig))
2021 2022 2023 2024 2025 2021 2022 2023 2024 2025
FEARL 0 192 135 602 722 OfE 0 33 34 131 288
iz U HS2Hapt 0 118 63 497 620 OiERt 0 16 16 16 17
OiE2HA 2 7|ERKR 0 19 19 51 49  OfE£0(Y 0 18 18 115 271
ZHztAk 0 0 0 1 2 Tops| @ 22| 0 68 9 120 139
7|E} 0 54 52 52 52 ggo|e 0 50 -81 5 132
HIRSALA 0 61 55 120 230  (EBMDA) 0 -46 76 0 138
AT |HER S 0 20 17 67 146 28 0 7 6 9 9
ML 0 26 25 27 34 olzlE 0 0 1 0 0
SR 0 8 7 6 6 HAY|YS FAREY 0 0 1 0 0
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RASolute 302

Primary Endpoint: Overall Survival in the RAS G12 Popuclation
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1272 Revolution Medidne @4f 213 51t
Pipeline Led by Four Pioneering, Clinical-Stage, RAS(ON) Inhibitors

COMPOUND FOCUS STUDY DETAILS EARLY CLIN. DEVELOPMENT REGISTRATIONAL TRIAL
¢ RASolute 302 2L metastatic QD

PDAC € RASolute 303 1L metastatic (D
© RASOLI2 304 Aduvant nresectable (D
Daraxonrasib
(MuLTI) € RASolve 301 2L/3L metastatic (N
NSCLC
1L metastatic _ Planning ongoing

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

or other investigational agents

& RASoLte 305 T—
PDAC
0 RASOolute 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

Monotherapy (D
Elironrasib Soli
(Gi2C) olid tumors + S0C, RAS(ON) inhibitor doublets P

or other investigational agents

RMC-5127 Solid tumors Monotherapy —

(G12v)
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