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1XFX|=2(1L) L& FHAIS] 2H: 2K X =20 &

LS 0] ¢ =[H0| RFE 721X

Ho EJ Jc'>|. |:|T| ?_I'
G TLE FHE K|S Sol| BEX =2t B 7St S ZH =X >

1XFEEXIZ(1 LSOC) of2{ciel %t 7 |ch
[EGFR-mutant NSCLC] 1L SoC 0|%

VRN 112 H42|H 7{#{2]X|(Broad Coverage)

1XFXIZ(1L) L& FHAI2l 2A

VRN11 Complete Coverage Area

a Osimertinib X3} O™ X| 2 0| SXIS CHAlO R 3t
CNSPFS (2L +) Laof|A 243t K2 21 2ol
_> Notreached
(=9 months)
@ Osimertinib 59! 22F Chy|
=2 X x| (Target engagement) &0l
Brain Metastasis
< Q43 oPM T2l
Sta"d(‘:dc‘:’)fcare > (>Grade 3 9221 O[AHIS 1.5%)
0
Resistance Resistance
) Positive(+) Negative(-) B
ORR e ositive eg N\ mPFS
. C797S Unknown Resistance

X2 AL THA
) > 7 months ‘ Lo A

v SF, -2— A7IEE SOM 1b/28 LS Tl 5
v Lol 222 Y

o &
210| KT8 HLMQIXIE

OlA

=9| 24 Fof
Data cutoff March 12,2026, *f28% (= 160mg)S £2fst EGFR C797S 0| X120l 100%2| 425 #H2E(6/6)

ORR, Objective response rate; PFS, Progression-free survival
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VRN11-0Osimertinib H|xl: x|xo| &x} M= 717t 744 (PFS/iPFS)

3MIc EGFR X|2A| 0|% X|=2 SM0| SRlist 2IXIS LAO 2 Qo|n|s XIS [7H PFS X iPFS) 2ol
EINLY RIS 179712 O [AH(Not Reached), EFI2]4(3.571HY) CHH| QA 29 s101

o771 Progression-Free Survival (PFS) (n=15) Intracranial Progression-Free Survival (iPFS) (n=15) T790M
 negative WECEE Osimertinib: iPFS(n=11)2
- 1.00 =
1.00 =9 months g
L L L 1L L | ‘
0.75- E 0.75= : 2 0.75 L‘.
o : o
& k] : s
2 0504 R SRS oo % oso| |
[TH Q2 .
o s : 8
< : & 025
0.25- 0 0.25+
- mPFS: 6.7 months -~ medianiPFS: NR 000 | — medianiPFS: 3.5 months
0.00 r T T I | 0.00 T T T 1 0 6 12 18 24 30 36
0 3 6 9 12 15 0 3 6 9 12 Months
Atrisk 15 12 6 2 2 1 Atrisk 15 11 5 2 1 T79%Mneg 11 1 0 o o o o
Months Months
v 14 patients previously treated with 3rd-generation EGFR TKls
With VRN11 Osimertinib'2
baseline BM (=160 mg, C797S negative) (T790M negative)
PFS 6.7 months 1.6 months
(95% Cl) (1.9-NR) (0.9-2.7)
[ e ——————— 1
' 3.5 months i
1
: iPFS NR (1.0-NR) i
VORONOI _ 6

PFS, Progression-Free survival; iPFS, Intracranial Progression-Free survival; BM, Brain metastases; NR, Not Reached
Source: ASC02026, 'Eide IJZ, et al. Osimertinib in T790M-positive and -negative patients with EGFR-mutated advanced non-small cell

lung cancer: the TREM study. Lung Cancer. 2020;143:27-35.

2Eide IJZ, et al. Intracranial effect of osimertinib in relapsed EGFR-mutated T790M-positive and -negative non-small cell lung cancer patients: results from a phase Il study. Acta Oncol. 2021;60(12):1565-1571.
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VRN11-Osimertinib H|21: | £31& 2 Target Engagement

Osimertinib2| | £222 20%2! BHH, =2 XX 2 k| EILE 200%0| CHE Human PoC Data 2=

VRN112

Osimertinib CHH | HIof|A 44, k|oilA] 408 248 X{X|24(Target Engagement) 2121

sixtoflMe| x| £2t2(Free Drug Concentration in Brain, Ko, csr)

VRN11 240mg

Plasma and CSF concentration

20
s N 200%
£ 15+
] VRN11 Osimertinib
dg 104 PYY Kpuu CSF — =20 I(puu,CSF =0.2
g [ 1PN (o]
= [
S 54 ©
c
=
0 1 1 1
2 & K
Q\éQ Q\"’g& ©
& S—
‘1?9 240mg BM patient
@c2p15
Monkey Human
Kp,uu‘csf 2.6 2.0"

Kp.uu,csf Of Osimertinib in human has been reported, 0.22

Source: 'Park S, etal. J Clin Oncol. 2024;42(23):2747 -2756
*Arepresentative human PPB, 98.3% was used for calculation, K, cse measured in 1 patient who received 240 mg

Target engagement |1 (Systemic - Brain)

120

60

Systemic Conc.

# VRN11(320mg)

200%

112

Brain Conc.

& Osimertinib(80mg)

VORONOI
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Case Report: k|X0| ExjolAle] X2 &1} (1)

& 145 40mgHE] | TO| 2hxjof| Chigh et 2ot 2l

oo

Phase 1a. Dose escalation

Baseline

v Decreasein size of CNSlesion

Brain 1, 2 lesion

| v Tumor disappearanceof CNSlesion

Brain 1, 2 lesion

v" Tumor disappearance of CNSlesion

Brain lesion

PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity VORONOI _ 8
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Case Report: £|Z0| 2ixjol|A{e] X2 &1} (2)
3MIEH EGFR TKI X|= ZE0| Q= 2tXIolAM VRN 11 F0 E A ZSAWT 0| A k| (HiH A4 Slol
Ij| ¥t 50% 242 Overall PR(partial response) 2

320mg: 47-yr female with EGFR Del19/C797S NSCLC

Baseline C2D1
R 3.3yr Tumor disappearance =
Osimertinb —— | VRN11320mg - > =
of CNSlesions o
Baseline 8
- |
c
D J [J/ O =
2022-07-05 2025-11-20 2025-12-19 E
(C1D1) (c2p1) [aa]
Baseline and Treatment History VRN11 Treatment
S
* Lung, Brain, Bonemetastasis * Lungtargetlesion: 50% tumorreduction 5
- Diseaseprogressionafter Osimertinib « Twobrainlesions” wereabsentat first TA 2
. . -
 BaselinectDNA of EGFR mutation cleared <
« Overallbestresponse: PR i
PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity VORONOI _ 9

*Non-target lesion
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Case Report: |0 E*IHHIMP-I X2 &3} (3)
3MICH EGFR TKI x| 2 20| =20l VRN 11 £ = X ST [0f| M | HH A =101
| *HH 38% 242 Overall PR(partial response) EW

400mg: 71-yr male with EGFRL858RNSCLC

6.4yr Tumor disappearance
Osimertinib VRN11400mg PP - > Baseline C2D1
of CNSlesion
Baseline

2018-08-30 2026-01-15 2026-02-05 -
(c1D1) (c2p1) K=
7
Q
-
c
VRN11 Treatment S
o0

* Lungandbrain metastasis « Lungtargetlesion: 38% tumor reduction

e PriorEGFRTKI: OSimeﬂinib, Lazertinib ¢ Brain |esion*: absent
 Overallbestresponse: PR
PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity VORONOI _ 10

*Non-target lesion
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VRN11-Osimertinib H|1!: Progression-free survival(PFS); 2L treatment

sfeta!H X|= o[ Xt CHA VRN 11 mPFS 7712 oA
Heavily pretreated®! giXI1210f|== E761 1 Osimertinib 4.077H2 CHH| #4X{o MZ7 |7H A Gt A4S

S7ETEH VRN11: Progression-Free Survival (PFS) ZELE Osimertinib: Progression-Free Survival (PFS)!

Prior chemetherapy (2160 mg, n=23)

1 -
1.00-
075 — mPFS: 7.3 months 0.75 - — mPFS: 4.07 months
o Q

Prior EGFR TKI 'E o 05 Prior EGFR TKI

0.50=--orreerermmmmeadeeiii o 0.5 -

(2]
Gefitinib ~ 22% e &
Erlotinib  13% 0.25+ 0.25 1st- or 2nd- 2
Afatinib  30% Generation '°0%
i i 0-00 I I I i I I ’ 0 L L L 2 2 M th
Dacomitinib 4% (] 3 6 9 12 15 18 0 3 6 9 12 15 18 o
i Atrisk 55 29 15 9 8 4 0
Osimertinh 4a% | Atnsk 23 19 y 6th 4 ' 4 .
on
Lazertinib  35% generation A
VRN11 Osimertinib!
(C797S negative) (T790M negative)
mMPES i 7.3 months ] 4.07 months
i (95% CI, 4.0-NR months) i (95% C12.1-4.3 months)
VORONOI _ 12

PFS, Progression-Free survival;
Source:ASC02026, 'Takeda M, et al. Lung Cancer. 2023;177:44-50.
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PFS-Depth of Response &2

THEE QNI Zi4 > SIS LA Wl 7FsH 24 > Sixfe| okg ok 7 (7t 7HM 71eH (PFS 7HM)
VRN112 1At x|20j|A 7|Z= EGFR TKI LHH| Depth of response 7HA oAt

C‘/ Depth of Response: Y4 Et7|X| & / EGFR NSCLC 1%} X|2 Best of response Hlx! (1AICH vs 3M|LH)23

Gefitinib 250mey/Erlotinib 150mg

Osimertinib 80mg

c
E 50
g 25
£
g2 o
1
E =26
o
§ 7] complets response
o W Pulisl response
¥ -754 M Stable disease
@ Progressive disease
W Not svaluable
~100 -
& no
]
2
T
2 254
a
&
£ o
f
]
£ =25 o
&
o«
5'50*. Cumplula-nup
M Partial response
E -75 B Stable disease
Progressive disease
B Not evaluable
100

Clinical data ypdateinprogress

PFS, Progression Free Survival; ORR, Objective Response Rate
Source: "Makoto Maemondo, et al. N Engl J Med 2010;362:2380-8, 2J.-C. Soria, et al. N Engl J Med 2018;378:113-25, 3Planchard D, et al. N Engl J Med. 2023 Nov 23;389(21):1935-1948.

Gefitinib/Erlotinib 150mg
median Bestresponse
=-47~48%

Osimertinib 80mg
median Bestresponse
=-50~55%

VRN11
median Bestresponse
= >-60~70%(expected)

PFS: Q4 S7IRIE2
14ch o2
Gefitinib

PFS10.871

.

3AMIcH 2F=
Osimertinib

PFS18.97&

.

XEMICH oF=
VRN11

7|& oFE | PFS I 7 |ch

VORONOI _ 13
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obZo| MiLHE E o[t EO FAlzi0| 7

heterogeneous /
resistant tumors , 7

I‘, _______ \=
Tumor Size(%) ! !
: :

]

]

i

E Osimertinib 2L VRN112L

] 4.07months 7.3months

i ’ ! T 1

]

I o

i Growth of 4

1 Vi

]

]

]

]

]

]

£
P

i EGFR-mutant tumors ~
-50%! = 7
1
] 1st-2nd Gen. TKl vs 3 Gen. TKI
] Reduction of residual EGFR-mutant tumors
'60. l

3rd Gen. TKI vs 4th Gen. TKI
Reduction of residual EGFR-mutant tumors

Time(months)

¢ Y 1 o e e e e e e e e

1L 1-2 Gen. 3rd Gen
treatment EGFRTKI EGFRTKI
A — = PFS 10months PFS 18.9months

VORONOI _ 14
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Case Report: 2% 14 5 40mg5E k| Mo| 2txjof| CHst 2t St =40l

Phase 1a. Dose escalation

Ph1b/2 Lowdose

+ Upto 12 backfill patients may be enrolled from the 80 mg cohort,
subject to SMC safety confirmation.

40mg Casereport

Pleuralesion

Brain lesion

* Lung, brain, and pleural metastasis
» Two prior systemic treatments, including Dacomitinib and Osimertinib

Baseline C2D1 C5D1

C2D1

-51% Tumor
reduction
22.2mm 12.2mm . 10.8mm

C5D1

PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity

VORONOI _ 15
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Case Report: 22F Zzk| u}Z X|2 22} 74M (EGFR del19, 80 = 160mg)

Phase 1a. Dose escalation 80mg Case report

« = 17months (on-treatment), Bestresponse: PR
+ Safety: No TRAE

Pemetrexed VRNTT 5| VRNTT |_____
Afatinib + carboplatin 80mg 160mg
Baselinlz -21% -34%PR -47.4%PR
I E— ® © o ) °
Pib2lowdose | o7 20200523 e 2024-12-17 2025-01-14  2025-06-05 . 2025-07-28

(c1D1) __.-'(c201) (c7D1) '-..gcgm)

C2D1(80mg) C9D1 (160mg)

[ ——— >

1

I—) 1
H c
S : ! @2
| O e ————— (/7]

r

SR d 22°
£ %9
S2
=

Pleural

+ Upto 12 backfill patients may be enrolled from the 80 mg cohort,
subject to SMC safety confirmation.

PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity VORONOI _ 16
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(=] b~ o °
In vivo REE S| ASEI VRN112| S UtS 0|=: Deeper Response
VRN11,CDX 220i|A Osimertinib CHH| 22 £2F 2iH|(Depth of Response) &t &k0!

VRN11

Subcutaneous CDX model(PC9 _Del19) Luciferase signal in SC model
PC-9 Luc Vehicle Osimertinib i.
1
PC-9 Luc 10— NCG mouse “Omg/"g'QD) i
250 NCG mouse o
= z
& - e (Jeeseeessecssecssesssesssessscssnn o
€ 200-
E
g 150
5 76x102 g ) _
g 100 photon/s g SitiEness 1L
S5 50<
(= e :
° ,
0- ‘ % = GEGERE] ».
0 20 40 60 80 8 .
Days after treatment Days after treatment 1 vl
-O- Vehicle

-O- Osimertinib (10 mg/kg QD)
@ VRN11 (10 mg/kg QD)

VORONOI _ 17
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PFS-Depth of Response A2 (ALK, EGFR)

ALK Af[0llM = Target Engagement’| 2 +5 2 44 £0| 31, ZuHO = PFSTHZ0X

ALK inhibitor

RZ=0.94

Lorlatinib(3™ gen)

® Alectinib (2"gen)

Brigatinib 2"%en
nsartlglb 2" (gen(); )

Ceritinib (2"%gen)
Crizotinib (1%'gen)

T 1 T T 1
0.2 0.4 0.6 0.8 1.0

Gen factor/Remaining Volume

—

EGFR inhibitors
R2=0.88
VRN11
Osimertinib (3 gen)
Afatinib(2"d gen)
Erlotinib(1stgen)
I | 1 1

0.0 0.2 0.4 0.6 0.8
Gen factor/Remaining Volume

1.0

VORONOI _ 18
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X{OI AL
-I o

EGFR 0| H|A-A|| | 2fof| Chet

VRN11320mgoiiAf ZkEel EGFR HHolol| Chst 48t e slol

X oo

ol OIAMY B 7]

x oo

EGFR del19 % L858R0{IA Osimertinib 80mg CHH| 44} 70*55.;._* Target Engagement 2t EFgISt x| EalE 2 CNS SGA AHEA 29| 5

In vitroTarget Engagement in Ba/F3-engineered Cell Lines

Target engagement ratio

8_
VRN11 320 mg Cm,ugh,SS
6_ A o
C
>
[e]
Ke]
5
44 =
56x 2
o
e}
24 Q
\ [ o
0- e T
N\ N\ N\
§$ §§§5&@§@@$@$@$@$ $504® S5 ﬁ@&&&@&®@&§&@@@$ $0g0s
FE SO PR S RS e P SRV LN LA OGS AAPA
% OQ} KNV NV go\%\?\\/q’%\'g\\\o_,\qgléglqglo »9\952\;0\ % oe} NV VRN QQO\Q,VQ%\Q/'@\O\'@\Q@@Q@@O ,\Q)\OQSOQ\Q
I\) OINIANIBNR) A I\) N N 3 (D N (D O
/\yﬁb 6\6\6\000%%\3’\3’6 o@\igaé\'\ }é\b é‘@"c;\'\0°°¢"°°3’¢g’ 06\3’(0@“\
AR e
A% \/
Classic =1 atypical Classic Classic Classic =1 atypical Classic Classic
(uncommon) + atypical ~ /+ C797S (uncommon) + atypical ~ /+ C797S
(uncommon) (uncommon)

Target engagement ratio (TER)

VRN11 Osimertinib VRN11

320mg 80mg / Osimertinib
Classic 56 14 4x
Classic + C797S 22 <1 | 140x
Classic + Atypical 20 9 2X
Atypical 5 2 3x

x2.0 - x0.2

Target engageme itratio (TER); Brain

VRN11 Osimertinib VRN11

320mg 80mg / Osimertinib
Classic 112 2.8 40x

VORONOI _ 19
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PFS-CNS CR-Target engagement

Key Expectationin 1L trial: Intracranial Complete Response Rate of >70% and aPFSof >7 Years.

CNS

90 PFS el ., Completeresponse(CR)
(months) . - 100%
ALK 3 gen, lorlatinib_ e~ 1320 (200%)
_“®" VRN11320mg~ - (expected) mo ’
/z,’ (expected) /,z
_* ALK 3 gen, lorlatinib (75%)
45 50%
e 3dgen, osimertinib
e 2ndgen, afatinib Target e 3dgen, osimertinib(22%)
1stgen, gefitinib engagement ¢ 2"gen, afatinib(<1-2%) Targetengagement
’ 0% . 15t gen, gefitinib(<1-2%)
0 30 60 0 30 60
EGFR ALK EGFR ALK
mPFS CNSCR
Osimertinib VRN11 Lorlatinib Osimertinib VRN11 Lorlatinib
2L+ 4.07m 7.3m 7.3m 2L+ 0% 20% 20%
1L 18.9m > 7Y (expected) >7y 1L 16% > 70% (expected) 71%

Source: Douillard JY, et al. Br J Cancer 2014;110:55-62, Sequist LV, etal. J Clin Oncol. 2013 Sep 20;31(27):3327-34, Soria JC, etal. N Engl JMed. 2018 Jan 11:;378(2):113-125, Shaw AT, et al. Ann Oncol. 2026 Sep;37(9):1242-1252, Zhao J, et al. Clin Lung Cancer. 2013 VORONOI _ 20
Mar;14(2):188-93, Kim M, et al. Drug Metab Dispos. 2019 Apr;47(4):393-404, Park S, et al. J Clin Oncol.2024;42(23):2747-2756, Sun S, et al. J Clin Pharmacol. 2022;62(9):1170-1176, Lu S, et al. Cancer Commun (Lond). 2024 Sep;44(9):1005-1017, Kang L, et al. Front Oncol. -

)
2023 Feb 23:13:1094195, Shaw AT, etal. N Engl J Med. 2020 Nov 19;383(21):2018-2029, Janne PA, et al. J Clin Oncol. 2024 Mar 1;42(7):808-820, Eide I1JZ, et al. Acta Oncol. 2021:60(12):1565- 1571, Solomon BJ, et al. Lancet Oncol. 2018;19(12):1654-1667,
Takeda M, et al. Lung Cancer. 2023 Mar;177:44-50, in-house
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EGFR C797S 'Ho| 2ixtojjr e x| = =1}

F22%(=160mg)S Fofet 2E EGFR C797S 0| 2HXE01|A 100%2] 2t IS E 2101(6/6, Partial Response)

EGFR C797S tHo| H|AM|IZEH|Q} SHXI0f|AM2] S ZHA ARl ZMokS CHH| XPHetEl 25 U oFF 1.2
ORR 100%(= 160mg)
v 320mg, EGFR Del19/C797S(63-yr male) v 320mg, EGFR L858R/C797S(60-yr female) 20- Grade 23 TRAE 1.5%
Bae”ne g 3 320 400 240 160 320 320
— . — § :
g ey Baseline C2D1 2 160mg
= g3 M 240mg
5 5% W 320mg
8 58 M 400mg
S )
. = ‘ PR PR PR PR PR PR
5
3 &y Hanson . BLOSSOMHILL
v 320mg, EGFR Del19/C797S(47-yr female) - TP ‘
Baseline C2D1 g HS-10504 BH-30643
— = 300mg QD 400mg QD Phla
(@]
5 cORR 31.8% 47.1% Not reported
é Any TRAE 91.2% 100% 87%
Q
% Grade =3 TRAE 35.3% 65.7% 20%
(@)]
= Serious TRAE 5.9% 31.4% Not reported
VORONOI _ 22

Data cut-off March12, ORR, objective response rate; PR, Partial response; SD, Stable disease; PD, Progressive disease, TRAE, Treatment related adverse events
Source: TAACR2026, 2ASC02026
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EGFR tHO| H]2MIZH| 2} 2Exfof|A{2] 2=t 2 d Sl Lok

ok= 2 BAI2 = Grade 3 0| A2 TH5H 21(1.5%) Q2 0Lk LRM tol
Es|H|719x0| 0 0f|Z7FsHo| W2 £ Off-target £AHE22 H 1 EIHI QIS

Compound VRN11 Osimertinib
P (80-480mg QD, N = 55) (80mg QD, N=201)"
Median No. of prior systemic therapies (range) 3(1-10) 2(1-11)
Treatment-related adverse events Grade 1 Grade?2 =Grade3 g'?:ge Grade 1 Grade?2 = Grade3
Any treatment-related AE 40% 24% 2% 68% NR™ NR 15%
Diarrhea 9% 4% = 13% 37% 5% <1%
Rash 18% 4% = 22% 33% 6% <1%
Ifg;'; Dry skin 9% 4% - 13% 28% 3% -
Pruritus 11% 4% = 16% 10% 3% =
Stomatitis 5% - - 5% 10% 3% -
Non- Decreased appetite 5% - - 5% 8% 1% <1%
EGFR-
_Related Meusea A . . AT T e _eaam '
Special  Interstitial lung disease (ILD) - - - - 1% 3%
interests QT prolongation - - - - 1% <1%

___________________________________________________________________________________________________________________________________________________________________________

*One patient experienced Grade 3 acute kidney injury; the event was reversible, and no recurrent cases were observed in other treated patients.
"*NR, not reported; Grade1/2 breakdown for overall TRAE not reported in source.

Source: ASC02026, 'Yang JCH, et al. Osimertinib in pretreated T790M-positive advanced non-small-cell lung cancer: AURA study phase Il extension component. J Clin Oncol. 2017;35(12):1288~1296.

No DLTs were observed, and the
MTD and RP2D have not yet been
determined.

No patients experienced drug-
related adverse events leading to
treatment discontinuation.

No treatment-related clinically
meaningful QT prolongation or
ILD was observed.

Any drug-related adverse event
leading to dose reduction was
observed in 4 patients (6%).

Any drug-related adverse event
leading to dose interruption was
observed in 8 patients (13%).

VORONOI _ 24
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7=IIH (o] 1= o| Ol XA 1T
- = 'o
Osimertinib H2QHo| AR =25
Osimertinib = AMH otH M
ADAURA
Ch=
Grade =3 AE 23%
any cause
Serious AE 20%
Discontinuation o
dueto AE 13%
Dose interruption 27%
Dose reduction 12%

Source: "Herbst RS, et al. J Clin Oncol. 2023 Apr 1;41(10):1830-1840, 2Mok TS, etal. N Engl JMed. 2017 Feb 16;376(7):629-640. 3Jianne PA, etal. N Engl J Med. 2026 Jan 1;394(1):27-38, “Santos E, et al.

ool A

2O Qlol| &K 0 71ZH0] Iy

mEn Hjm1 23

AURA3

Cl=
[ ]

23%

18%

7%

~19%

3%

Adjuvant
olAr E0f 312 Osi ot gag s
H| Y& £0f 342 (Osimertinib) A
R ZHAH| ZASH T ARLEO| KBIE, e .

43 62%
5| 53%

FLAURA2

rg
A

34%

19%

7%

19%

3%

)14
ofo

70%

38%

12%

44%

10%

mPFS 25.571E
Actual exposure 19.3270&

71%

mPFS 16.771&
Actual exposure 17.9571&

monotherapy = combination therapy

Journal of Thoracic Oncology, 20S474, *Osimertinib (Tagrisso) : Therapeutic area: Non—small cell lung cancer: Reimbursement Review [Internet]. Ottawa (ON): Canadian Agency for Drugs and Technologies in

Health; 2025 Jan. Clinical Review.
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VRN11 2l& 70 HEE

fretas- oy k| EitE Ho[EEHIEC =, EGFR tHO| H|gf Ztte| O

2t X|=(2L +) Clo|Efofl 7|4kst 1x} x| = (1L) 22| TIl/2hd

T TAHKIR(1L) TieiCielel X3t N

VRN11 (expected)
>-60%(Low)

Depth of response >-70%(High)
CNSCR 270%
40~60m(Low)
PFS >7y(High)
>Grade 3 TRAEs Low

___________________________

Data cutoff March 12,2026,

Source: 'Soria JC, et al. N Engl J Med. 2018 Jan 11;378(2):113-125.2Jinne PA, et al. J Clin Oncol. 2024 Mar 1;42(7):808-820.

Osimertinib':2

-50%

16%

18.9

13%

____________

X g +RHES SHZ oh= U HE e}

75401 7|cH(2L +)
Brain Metastasis /\ .
Osimertinib* CHH| 22t 1A G|0|E| &tol:
Kp,uu,CSF:0.2vs 2.0
CNS PFS: 3.5 vs Not Reached(=971¥)
Resistance Resistance
Positive(+) Negative(-) /\
C797S Unknown Resistance PFS7.371E

ORR 100% (6/6, =160mg)

=2 = £x12(DCR 96.8%)
AL OPMY =ol(>Grade 3 TRAES 1.5%)

PFS2| 2, WCLC 20260{|M HHI0|E o™
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EGFR Resistance-Positive(C797S) 7t

20| K2k

O L L=

SoIE| H5 XZAP} 2l EGFR C7975S 0] S0IM VRN 19| S5 275 U Lo 7|t 714591 2571
3%#22| 57| Driver $0|= TKI EX 92 7HEt 42 A| ZERI(USD 1B) OfA 228 SSHAE| ZA Tks

EGFR C797S Ho| 2 H|E1.2

v XK= 0|2 C797S &4 HIE

Eta2|2 E=E/EE MY HIE

C797S 24 HIE 3%
71%

monotherapy
combination therapy

v' 1X} X| 2 0|z & OfL|=t,
2K 0| &(2L +) =& K| 2 2II0IME C797S HO| X LM

Source: 'Santos E, et al. Journal of Thoracic Oncology, 205474, 2WCLC2024

C797S 2’4 HIZ 10%

H|AM|ZH|2 5|7 Driver tHo| X TKI A H| 2 (Commercial Potential)

~--EGFR C797S(3%)
_.---- HER2 mutation(2-4%)

7Y
EGFRC797S
HER2 mutation

ALK fusion

RET fusion

n
0=
=
MHo

3%

2-4%

3-5%

1-2%

Unknown
37%

KRAS

20%

————

ChE A=Y
VRN11

Zongertinib
(Hernexeos)
Lorlatinib
(Lorbrena)
Selpercatinib
(Retevmo)

/

--= ALK fusion

/ """ RET fusion(1-2%)
AA

(3-5%)

-- MET exon14 Skipping(2-3%)

NTRK(<1%)

M5 S AE

2027-2028
(expected)

2025

I
0l

2015

2020

BRAF(1-2%)
ROS1(1-2%)

Annual Sales

S 1B(expected)

S 1B(estimated)

$1.2B

~$0.5B

VORONOI _ 28



Investor Relations 2026

EGFR Resistance-Negative(unknown) 7t

EZAEUA/2S SRS OR st oIS 0| st obm A0l 17| Zx
7| o2l 12 T=ok= VRN 11 HEQH: KBHSIEl S5t ob TRTjRlS 7 Mo 7ja ol 71

0>
o
gl
i

EZE K20 LHA/2S SR CHA QA AR H]m 1234

EGFR2L+2xt 7|2 gM (expected)

VRN11
VRN11 Chemotherapy, -
- Dato-Dxd Chemotherapy Chemotherapy, Chemotherapy, Amivantamab, +Chemotherapy

Pembrolizumab Amivantamab ..
=|FHo| | k/HolX Lazertinib =|FMo| | =[Ho|X

MPFS >9 73 44 42 5.6 6.3 8.3 >132 115
(months)
87%
> Grade3 67%
TRAE

43.7%

35%
25.6%
mE B

EGFREZ k|2 22 I HAOCZ VRN 112t MIESAsIetH|(chemotherapy) 21| HEQ'H ZIs

36.5%

Source: 'Passaro, A. et al. Annals of Oncology, Volume 35, Issue 1, 77 - 90, 2Janne PA, et al. N Engl J Med. 2015;372(18):1689-1699, 3Myung-Ju Ahn et al. J Clin Oncol 43, 260-272(2025), 4James Chih-Hsin Yang et al., JCO 42, 4029-4039(2024)
PFS, progression-free survival; TRAE, treatment-related adverse event; DCR, disease control rate 3¢ VRN 11 H82| X|2| 2, & 2f22| the Bzt VORONOI _ 29
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“VRN11” Game Changer in EGFR-Mutant NSCLC

0t g PR x| k2 HIOJE{S HRISIEiOn, O} HIEtO R EGFR Ho| Higt Hete] njS% of2 4 sH2 Irk

“VRN11 demonstrates potential as a best-in-class 4th generation EGFR TKI.”

iPFS
> 9months

Unprecedented Brain
Permeability
P

| MO| IXIe| =7 7t
(MPFS/miPFS) 7iM

Sustained Benefit
in Heavily Pre-treated Patients
e 1 =x12(DCR) 2ol

Osimertinibe] mPFS(4.0774)2
ASlsH= mPFS 0l

Potent Efficacy
in EGFR C797S Patients
SB22K(>160mg)S Fofst

EGFRC797SHo| 2tXI=0{|A]

100%2| 2= HI2E(6/6)

PFS, Progression-Free survival; iPFS, Intracranial Progression-Free survival; ORR, objective response rate; TRAE, treatment-related adverse event

>Grade 3
TRAE 1.5%

Superior Safety
over Osimertinib
QIAH 1 AHE A0mgHEE] SRt B o

JHCH22k0| 1241 0|4 715t 480mgoilA
ok= 21 Grade 3 0| Af2| O|MAR| 1S
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[Appendix] Depth Of Response(DepOR) and PFS

Deeper response (DepOR) with lorlatinib significantly prolongs long-term PFS

Meeting Abstract: 2025 ASCO Annual Meeting |

Depth of response and progression-free survival in patients
with advanced ALK-positive non—small-cell lung cancer
treated with lorlatinib.

Authors: Rosario Garcia Campelo, Christian Schulz, Young Joo Min, Adnan Aydiner, Maen A. Hussein, Alessandra di Pietro, Anna Polli, Jean-Francois

Martini, and Hye Ryun Kim  AUTHORS INFO & AFFILIATIONS

PFS in patients evaluable for DepOR (n=142).

i 0%-50% DepOR >50%-75% DepOR  >75%-100% DepOR
DepOR in the lorlatinib 29 (20) 65 (46) 48 (34)
group, n (%)
PFS
Probability of being
event free (95% Cl), %
At3yeas 410 (226-586) 68.2 (551-782)  77.5(62.1-87.2)
At5years 369 (19.3547) 623 (48.673.3) 748 (59.0-852)
Median (95% CI), months 12.7 (7.2-NE) NE (60.0-NE) NE (NE-NE)
HR (95% CI)® 0.39 (0.21-0.73) 0.25 (0.12-0.53)

NE, not evaluable.
#Unstratified analysis comparison vs 0%-50% group.

Source: Rosario Garcia Campelo, etal. J Clin Oncol 43, 8589(2025)
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