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Cllnlcal Update onVRN11:

Al
(<]

Game Changer in EGFR-Mutant NSCLC
T2 HO|ES 2RIl CH, O[S HIE2 2 EGFR tHO| m|gt Tt

lo] 0|I5= 2|z K 82 7Ic

“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
F2 2 SxX2(DCR) &e!

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

Potent Efficacy
in EGFR C797S Patients
S282F(=160mg)s £t

EGFR C797S Ho| S0 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
24 143 40mgRE gt 2t il

JHCH22K0] 128 0fA =7 f°+480mgoilk1
ok= 21 Grade 3 O[Ak| O AAR|
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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 WeElE Osimertinib: iPFS(n=11)2
1.00- 100 =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| |
(T8 Q2 .
o © : |
g : B 0.256
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 1 5 2 1 T7%0Mneg 11 1 0 0 O 0 0
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 e e e e e e e e e e e e 1
! 3.5 months i
1
: iPFS NR 305 NR) i
VORONOI _ 7

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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Z&gt CNS Ho| ZId x| =2}
7|ZE EGFR EXX|2A| X|= F0i| 2] [0 |7t LAlsk=2HH, VRN 112 160mg O|A2| 22F AS E0|[A] CNS Fo| ZIgH x| 21} =fol

Efficacy evaluable patients 160 mg 240 mg 320 mg 400 mg 480 mg Total
All evaluable patients, N 12 14 6 5 2 39
CNS progression, n/N (%) 1/12 (8%) 2/14 (14%) 1/6 (17%) 0/5 (0%) 0/2 (0%) 4/39 (10%)
CNS metastases at baseline, N 7 5 2 4 0 18
CNS progression, n/N (%) 1/7 (14%) 0/5 (0%) 1/2 (50%) 0/4 (0%) 0/0 (0%) 2/18 (11%)
No CNS metastases at baseline, N 5 9 4 1 2 21
CNS progression, n/N (%) 0/5 (0%) 2/9 (22%) 0/4 (0%) 0/1 (0%) 0/2 (0%) 2/21 (10%)
Median Duration of Treatment (Weeks) 24 19 16 13 7 18

+ Efficacyevaluable patients: atleast one tumor assessment with = 1 cycle of treatment.
+ Brainand leptomeningeal metastases at baseline were confirmed by MRI.

Baseline0l CNS 0|7t QIE 2tx} 3E, | H|EX HHoj|A| 26 24| (Complete response) X E mWILof|M | HIEX HH(Non-target lesion, NTL) 28 A4 (absent) Q!

(160-480mg, n=18) (Osimertinib X|& & VRN11 320mg £25t EGFR del19/C797S Etxt)

Source: ASC02026 VORONOI _ 8
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VRN11-Osimertinib Blx: jn vivoBM/LM 2

k| 70| (Brain metastasis, BM) %! ¢i4:8} 0| (Leptomeningeal metastasis, LM) /7 vivo220{|A Osimertinib CH| 211&Q1 CNS 2 x| 21t

Intracranial (BM or LM) CDX model

.;S]'Q '-(‘;CI PC-9 Luc
mode LM model
1011_
» w
-E E 1010_
8 8
s 5 100
T o
x x 108
= =
3 = 107
1] o] ]
© °
~ - 106
T T T I il ~| } ‘ |
0 5 10 15 20 25 0 10 20 30 40
Days after treatment Days after treatment
-0~ Vehicle -~ Vehicle

-O- Osimertinib (12.5 mg/kg QD, %TR 45)
- VRN11 (10 mg/kg QD, %TR 63)

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

Source: AACR2026, 'DOI:10.1124/dmd.118.084210

Jiot

Luciferase signal in LM model

Day 32

Vehicle

*Euthanasia

VRN11
(10 mg/kg QD)

Osimertinib
(10 mg/kg QD)

[ 08

|06

[ 04

i
\lll_l\l\\
<
=)
w0

0.z

Radiance
{piseciomfsr)

Color Scale
Min = 4.00e4
Max = 1.009

Mouse Osimertinib’ VRN11
Kp,uu,brain 0.3 0.5

VORONOI _ 9
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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

Phase 1a. Dose escalation

Baseline

v Decreasein size of CNSlesion

Brain 1, 2 lesion

Brain 1, 2 lesion

| v Tumor disappearanceof CNSlesion

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 _ 11
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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
« Diseaseprogression after Osimertinib » Twobrainlesions” were absentat first TA 4
. . -
 BaselinectDNA of EGFR mutation cleared <
. @
* Overallbestresponse: PR &5
PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity VORONOI _ 12

*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% tumorreduction

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 _ 13

*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) Osimertinib: Progression-Free Survival (PFS)'

Prior chemetherapy (2160 mg, n=23)

1.00-
0.75- — mPFS: 7.3 months 0.75 — mPFS: 4.07 months
o Q
Prior EGFR TKI 'E o Prior EGFR TKI
n 0.50= c-ocvrverrenene i E 0.5 -
Gefitinib 22% Ib." o
Erlotinib 13% 0.25- 0.25 - 1st- or 2nd- 100%
Afatinib  30% ) _ Generation
0.00 .
Dacomitinib 4% o 3 6 9 12 15 18 0 o enth
il A Atrisk 23 19 11 6 4 At risk . 0
: Month 3 0%
Lazertinib  35% generation
VRN11 Osimertinib?
(C797S negative) (T790M negative)
mMPES i 7.3 months i 4.07 months
i (95% Cl, 4.0-NR months) i (95% C12.1-4.3 months)

VORONOI _ 15

PFS, Progression-Free survival;
Source:ASC02026, 'Takeda M, et al. A phase Il study (WJOG12819L) to assess the efficacy of osimertinib in patients with EGFR mutation-positive NSCLC in whom systemic disease (T790M-negative) progressed after treatment with

first- or second-generation EGFR TKls and platinum-based chemotherapy. Lung Cancer.2023;177:44-50.
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BZK|2(EGFR TKI X8 LHA/2S St 4 0|35 0|2 48

B2 K2 LY/ S BN (RO ol B B0l ssaf bl e 1)
Heavily reated SIX} O R 2 IHERIZS SlolbIRionz, 2% {28 HMOR I AP T 52 USRS 7Ir)

VRN11 A 1akt 0 FIgH ARt BZE K2R LIA/2S SR A QA A8 H|m1.234
Efficacy
Chemotherapy,
) Chemotherapy, Chemotherapy, .
« Disease Control Rate(DCR) Rl BrsheincE]y Pembrolizumab Amivantamab AT_!;:;?rTbab’
96.8%(30/31)
* 17/31 patients ongoing mPES .
+ Datacutoff 7|3 14712 0} S0t 20! (months) =98 44 42 56 63 83
sixzfol
87%
Safety 67%
= Grade3
* upto480mg patients(n=65), TRAE o 43.7%
>Grade 3TRAES 1.5% 25.6%
» Permanentlydiscontinuation 0% 15% -
(dueto TRAES) ; i

EGFR2L+2X 7|2 8M
*Data cutoff March 12,2026

EGFREZX|Z 2S SIXICHAIOZ VRN 11 tHERtH Sl MIZ=EA5I0HK|(chemotherapy) 12| HERH X1 oY

PFS, progressmn free survival; TRAE, treatment-related adverse event; DCR, disease control rate

SggrcéozPassaro A. etal. Annals of Oncology, Volume 35, Issue 1, 77 - 90, 2)anne PA, etal. N Engl JMed. 2015;372(18):1689-1699, 3Myung-Ju Ahn et al. J Clin Oncol 43, 260-272(2025), “James Chih-Hsin Yang et al., JCO 42, 4029- VORONOI 16
4039 4) -
*Included patients with EGFR C797S positive mutation
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Case Report: 7|E BZE X|= &Il 2tX} i X|&X0l ZQF x| 21t &5

) = o
2 10tH2| X| 2 0]=0] b= EGFRHO| 2HXl0jlA], VRN 1 1 SO0l LLLE XS S A4 &

A
oo O

—

Representative Case in heavily-treated patient(240mg, EGFR L858R)

Osimertinib
+ Pemetrexed VRN11 -43% -56%
+ cisplatin 240mg PR PR
Baseline
L O/ K B O O O o
2024-01-02 2025-05-29  2025-06-27 2025-09-19 2026-01-09 2026-03-06
(c1D1) (c2p1) (c5D1) (coD1) (C11D1)

Baseline and Treatment History VRN11 Treatment

- Metastaticsite: Lung, Lymphnode + Targetlesions showeda sustained decrease overtime, reachinga 70%
« hadreceived 10 prior lines of therapy, including Erlotinib and Osimertinib reductionatC11D1
(Lymphnode: 17.4 - 5.6mm/Lungtargetlesion: 18.9 - 4.7mm).
« BaselinectDNA of EGFR L858R mutation also decreased (VAF 5.7 =
0.06%)

PR, Partial response VORONOI _ 17
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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)

Efficacy in Patients with EGFR C797S Mutation  Representative Cases of Systemic Control

v' Best Response in Target Lesion Size
EGFR Del19/C797S NSCLC(63-yr male) EGFR L858R/C797S NSCLC(60-yr female)
. 207 ORR 100%
% S 0- 320 400 240 160 320 320
g § 160mg §’ Baseline C2D1
=2 20 ¥ 240mg =
g‘é’, .......... . ... M 320mg S
S ‘E -40- M 400mg <
5= ©
@ o
-60- A 3(
PR PR PR PR PR PR E
v ctDNA VAF dynamics S
50— EGFR Del19/C797S NSCLC(47-yr female) o p
\e 25 160 mg ..g
7207 \ o 240mg Baseline C2D1 5
$ 20 -®- 320 mg —
£ 15 E;
3 2
3 107 c
g 0.5 ?
g =
0.0- [}
e 2
N Q9 @©
0@"& (,‘\9\\& =

ORR, objective responserate; PR, Partial response; SD, Stable disease; PD, Progressive disease VORONOI - 19
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VRN11-Osimertinib: Comparative Clinical Profile

Indirect Comparison of 4t generation potency vs. 3" generation standard of care

Indirect Comparison of VRN11 vs. Osimertinib

5o 20mg  40mg WSOmg W 160mg WM 240mg

40mg

80mg
71 160mg
™ 240mg
I 320mg
I 400mg

Best Percentage Change from Baseline
in Target-Lesion Size

Best change from baseline
in target lesions, %

PD PR PR PR PR PR PR PR

VRN11 Osimertinib(AURA trial)

Phase Phase 1a Phase 1
Dose escalation Dose escalation/Dose expansion
Target resistance mutation EEIFRE7E EGFRT/790M
g (Acquired post-Osimertinib) (Acquired post-1G/2G TKI)
ORR 87.5% 61%
9.8 months
mPFS (included C797S+ pts, >160mg) 9.6 months
Grade 3+ TRAE 1.5% 13%

ORR, objective response rate; PR, Partial response; SD, Stable disease; PD, Progressive disease; mPFS, median progression-Free survival: TRAE, treatment-related adverse event VORONOI - 20

Source: Jinne PA, etal. N Engl J Med. 2015;372(18):1689-1699.
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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 _ 22
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VRN11

QAT - ORI &

T T =

2nd
Line
treatment

1 st
Line
treatment

1A THL Tz

£t HO[EIS BIEC =, EGFR HO| M Hale] 0|SE o|= +Q SHES SHE oh= e i e

EGFR - Brain Metastasis

 Osimertinib* CHH| &% Q1AM H|0|E =t

Kp,uu,CSF:0.2vs 2.0
iPFS: 3.5 vs Not Reached(NR)

. -‘cl HO| 24t X| 2 M2 AL, Osimertinib
oF 0| 521 X|=H|7t Fxetof| w2}, a2
g’éﬂfs 7|HIO2 71491 0™

o

EGFR - Brain Metastasis
o =2 u|F0| LHHEZ Ol
H2t| “Game Changer” £ £2|= ¥4
* k|0 2XtE Zetsto] EGFR treatment
naive At ASE TIE of| ™

* Osimertinib®| CNS complete
response(2f 40%) 0|42 HI0|E| 7|cH

Source: *S Park, et al., 2024 J. Clinic. Oncology.

EGFR 2" Line treatment (unknown)

* Heavily pretreated X} CHAC = =2 A
K] A (o]

EX2(DCR 96.8%) W Y= b A 0l
(=Grade 3 TRAEs 1.5%)

« SEE LY LY 1b/28 TAH of

k=1
—_
k-l

w

EGFR 1stLinetreatment

* VRN11 320mg0liA Osimertinib £¢! &
2 CHH| 44l =2 Target Engagement Q!

HZEX|EX|(SoC) thH| 24+8t Depth of
Response % PFS H|0|E{ k& 7|cH

« SR LY 1b/28 TAH o

EGFRC797S

QI X|=7 S
- #28% (2160mg) 0I40IA ORR 100%
(

o AM A HTE J|BOR JHAEQ1 o F

2026E2H

AL 1b/2YTAF

VORONOI _ 24
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A 172 CIxIQ! 24

St ohn S SR AL TA S

2026\ &7, QR II|/AO|EOIM 24 1b/2¢ LA Al etz S AL Tl T

o oo

Phasela

(Dose escalation)
r I
~
-

Phase 1b/2

(Dose expansion Dose optimization)

Poland
France’ -
Spain *
¢ Taiwan

Thailand _» * Malaysia

=

Singapore

YRH CHEE 2, A7tEE, R (ZYA, ALjel, E2IE)
S 2 1b/24 LA RAZISALH(IND) HE
o=, 83, FHLITH S A4 =7H/A|E 2 o

Phase 1b/2. Cohort Design

Monotherapy

Common EGFR mut.
Treatment-naive

Common EGFR mut. With C797S
After 1L 3" Gen TKI (Osi, Laz, Ami+Laz)

Atypical/uncommon EGFR mut.
TKI-naive

Combination therapy

‘ Any EGFR mut. ’

VRN11+ SoC Chemotherapy

_|_

=[HO| SAt LY BREE

=
HEE JY510] e T oY

VORONOI _ 25
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HIAMZH| 2 EXX| 2 H] MICHE cHE 2F2 2 x| £32(EGFR, ALK)

& vlAMEDI EEASH HCHE CHE 22 3 | E318(EGFR, ALK)1234

EGFR TKI @»vuRDNul

. SHA I %H 24
15t Gen. Drug 37 Gen. Drug Next Gen. Drug 3MICH EGFR TKI |2 & 2Mst= LM E9iHo| 22
Gefitinib Osimertinib } VRN11 i e
oo %38?"3? e Ko uscsr Kp'zuué’SF - EGFR HO[0j| Cifst MedAO= 43t Ljory 21l(Grade >3 TRAE 1.5%)
» Addressable Marget of EGFR: NSCLC<2| 30~40%
-
ALK TKI % Nuvalent
. «‘5 I IHE=I
- 2~3M[C] ALK TKI X| = 2 &dst= S8 E0H0| 35
1% Gen. Drug 3" Gen. Drug - 7] ok [ijH| MHMEl &| ETt
Crizotinib Lorlatinib Next Gen. Drug .. B | . -
CSF/plasma ratio Ko uu.csr Neladalkib(NVL-655) - TYK 4R RIS S5t 1 Z2H 8218 2|48HAvoiding TRK)
0.0026 0.77 - Addressable Market of ALK: NSCLC®| 3~5%

« 2026.06, GSK-Nuvalent 214~ A|2F #|1Z(10.6B USD =)

Source: 'Zhao J, et al. Clin Lung Cancer. 2013;14(2):188-1932Park S, et al. J Clin Oncol. 2024;42(23):2747-27563Costa DB, et al. J Clin Oncol. 2011:;29(15):e443-e4454Sun S, et al. J Clin Pharmacol. 2022;62(9):1170-1176. VORONOI _ 27
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Clinical Benchmark: Analysis of Lorlatinib(ALK) historical Efficacy data

[ALK] Efficacy Comparison: Patients with CNS metastases at baseline

Drug Lorlatinib’ Lorlatinib23 100
(Clinical study) (2L+,NCT01970865 ) (1L, CROWN)
CNS Complete response ) 61%"
(with any brain metastases at baseline) (23/38)

CNS Complete response 20% 71%"
(with measurable brain metastases) (16/81) (12/17)

PFS, months
al
o

The probability of being free

CNS PFS, months . . .
- of intracranial progression

(with baseline brain metastases)

was 83% at 7 years.
mPFS, months (incIudirZ§3patients (onl 813\/? ts.) 0
with no BM) yEMPES.

*The median duration of follow-up for PFS was 18.3 months

Drug VRN11 Lorlatinib

- 2.0 0.77
|
1 1
1 1
! 7.3 7.3 !
1 1
. . o
: :
I VRN11(2L+) Lorlatinib(2L)}
Ui o o o o e o o e

Source: 'Solomon BJ, et al. Lancet Oncol. 2018;19(12):1654-1667. 2Shaw AT, et al. N Engl J Med. 2020;383(21):2018-2029. 3Shaw AT, et al. Ann Oncol. Published online May 29, 2026.

PFS Comparison: Patients with CNS metastases at baseline

86.3

Lorlatinib(1L)
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Clinical Benchmark: Analysis of Osimertinib(EGFR) historical Efficacy data

Unmet medical need for treatment options for CNS metastases in EGFR-mutant NSCLC

[EGFR] Efficacy Comparison: Patients with CNS metastases at baseline PFS Comparison: Patients with CNS metastases at baseline
. 50
Drug Osimertinib'2 Osimertinib34
(Clinical study) (2L+, TREM, T790M-) (1L, FLAURA?2)

Drug VRN11 Osimertinib”

CNS Complete response 0% 43% Ko uucsF 2.0 0.22
(with any brain metastases at baseline) (0/11) (45/104) o
)
<
g 27.6
CNS Complete response ) 16% =
(with measurable brain metastases) (6/38) s 25
(e
(al
%)
=2
(@)
CNS PFS, months 35 276
(with any brain metastases at baseline) : : i' i
1 >9 ! ) .
! i Osimertinib CHH|
1 1
i ! CNSPFS
i 35 i
mPFS, months 16 13.8 ! ! HM 7|
(with any brain metastases at baseline) : : 0 i - i
| I s .
VRN11 Osimertinib VRN11 Osimertinib
(2L,C797S-) (2L, T790M-) (1L) (1L)
Source: Eide IJZ, et al. Lung Cancer. 2020: 143:27 -35.2Eide 1JZ, etal. Acta Oncol. 2021:60(12):1565—1571. 3Jinne PA, etal. J Clin Oncol. 2024:42(7):808-820. 4Planchard D, et al. N Engl J Med. 2023;389(21):1935-1948. VORONOI _ 29

*Park S, et al. J Clin Oncol. 2024:42(23):2747 -2756
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PFS-Depth of Response

KO

ALK MI0|M= Target EngagementZt =2 4

ALK inhibitor
100+
NVL-655
80 Lorlatinib(3 gen)
R? = 0.94

E 60+
i
o 40 () Alectlnlb (2™gen)

o sctimmE

Ceritinib (2"%en)
Crizotinib (1%'gen)
0 1 1 1 1 1

0.0 0.2 0.4 0.6 0.8 1.0
Gen factor/Remaining Volume

-
% Nuvalent

Market Cap(Jun 30, 2026) USD 9.8B

Addressable Market ALK (3~5% of NSCLC)

1USD = 1,527.30 KRW

A2EAI(ALK, EGFR)

2 20| 37, ZIMOE PFSTHLOIX

=izl
EGFR inhibitors
100
80—
ey VRN11
E 60-
(/2]
& 40
£
20 Osimertinib (31 gen)
Afatinib(2"d gen)
Erlotinib(1stgen)
0 1 1 1 1 |

0.0 0.2 0.4 0.6 0.8 1.0
Gen factor/Remaining Volume

@VDRDNDI

USD 2.3B

EGFR (30~40% of NSCLC)
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Investor Relations 2026
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
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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 _ 33
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PFS-Depth of Response &2

THE QIM|Io| 27 M2 42 LM/ 23| AR E 2SS JH540| Hofx|H, 2iXle| of= £2F 7|77 7|l “PFS(Progression Free Survival) 714"

@/ Depth of Response: M2 HEAME = > {2 UH A= S 715y |12

Osimertinib . o
Osimertinib mPFS

® Osimertinib (80mg) 18.9 months

® VRN11(320mg)

Depth of
Response Best response
-50%
® o—
>-60~70%

$§& 8 8 8 3%
B e e e e e

¥18.9 , >40m
56 1ax yi8om &

7 Driving gene Time(months)
®
Target
Enggagement PFS The size of cancer cells

PEvent ofheterogeneity = f(n v, p) +BM (Cancer size, Cancer cells)
= 109Cells 0.%nm = 103Cells

n = # of cells in tumor, v = doubling time
p = probability of resistance @1 == 106Cells 0.04mm= 10°Cells

Source: "Park CK, et al. Cancer Res Treat. 2021;53(1):93-103, 2David Planchard, et al. N Engl J Med 2023:389:1935-48 VORONOI _ 34
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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: 2l Et7|X|H / EGFR NSCLC 1x} X|2 Best of response |2 (1MICH vs 3MICH)2 PFS: QA A K| B 1.2
- Gefitinib 250méy/Erlotinib 150mg
: TMIcH 2t=
g - Gefitinib/Erlotinib 150mg Gefitinib
T O median Bestresponse .
p| = - 47~48% PFS10.8%
E w4 W ﬁ:;:lri::\::::me ORR 737%
100 < W Nol evaluable
F w0 .
g, . Osimertinib 80mg e
i 0 Osimertinib 80mg Osimertinib
§ % “ medlan_BfeEs)g :;sponse PFS 18,9742
g_';'." T ; B ORR80%
! Not svaliable
.

VRN11

XIMICH 2=
i VRN11
Data are expected to be released in 2H of 2026 median Bestresponse

VRN11
= 27 60~70%(expected) K i ChH| PFS i 7Ich

PFS, Progression Free Survival; ORR, Objective Response Rate VORONOI _ 35
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
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VRN11: Pipeline Valuation

T2 [0l 252 VRN112| EGFRH|AMIZHIRS 2K X| = A 7 HX[2Q 2, oF 100 HE{2| 0| =2l 7HX| 38 7ks

USD Bn
Total 40 7 “Tjolmalol 7f| Aks”
Pipelinevalue
(estimated) 35 |
30 - EGFR 1L 8IXK2 CHA QA IHA] oS
25 -
20 - v EGFR2L+ X2 Chd X|E et 9!
ObM Y ol
15 -
v 7|EYS | | Ho| EHXIe| MET |7t
10 - (mPFS/mIPFS) 7
VORONOI ~ ° | v EGFRC797SEIRIZCHA
marketcap ORR100%(=160MQ) o
(current) 0 J

VRN11(2L, C797S) VRN11(Brain metastasis) VRN11(2L, Unknown) VRN11(1L)

Brain metastasis, BM; 1 USD = 1,527.30 KRW

Source: BIO, Biomedtracker, Amplion, Clinical Development Success Rates 2006-2015,2016.6; Schulze U, Ringel M. Nat Rev Drug Discov. 2013;12(6):419-420.

15 YR (WACC)2 20244 0HEH 7|= 2| 1070 22 chEm|eAte] 2|2 37HE WACCS| BzA|(6~7%)E E116t0] EHMOZ 10%E MESIH M, FCF to Sales®| A2, kinase inhibitors MEAMIHEHOZ st= 37H 7|2 [T HEE 0|85t0] Wrtk| MESIFELICE
M7| X3 = 0212 =202 HASIK| on, ef Al Zraleto)| w2t HS E = AFLICE
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VRN11: Pipeline Valuation

(2l USD mn)

@ =2 mo|ZatQl

T2

VRN11(2L; C797S)
VRN11(Brain metastasis)
VRN11(2L; Unknown)

VRN11(1L)
|

Pipeline Value — &7

Brain metastasis, BM; 1 USD = 1,527.30 KRW
Source: BIO, Biomedtracker, Amplion, Clinical Development Success Rates 2006-2015,2016.6; Schulze U, Ringel M. Nat Rev Drug Discov. 2013;12(6):419-420. VORONOI _ 38
= 49| 1070 22 cHadr|fAte] A2 37HH WACCE| Bidk|(6~7%)E H11st0] E4HO 2 10%S MBI M, FCF to Sales?| AL, kinase inhibitors M2AIHFHOZ oH= 371 7|2e| ;T HEE 0|8510] Wik MEstELICt B

7IELAAHEH[2(WACC)2 2024 ojzol 7|
A7\ Az =0[EHe] fols BASIK| EoH, S AR Al A

5

=l A
sg49

rNPV
4,263
10,660
6,213

16,200

37.336
37,336

SLich

Probability of
Success

100%

44.1%

44.1%

33.8%

FQ 71
Incider(IIcE:gla;\gw '?Elgs ;\l SCLC Market share
VRN11(2L; C797S) 10% increasing gradually”
VRN11(BM) 30% increasing gradually”
VRN11(2L; Unknown) 50% 58%
VRN11(1L) 90% 58%

v" WACC 10%, FCF to Sales 48%
v’ 2XtKIZHe] PFSe| AL, 1A X|=H[2| PFS CHH| 0.5~0.6H1% 7}
v’ "58%(~2034), 88%(~2038), 92%(~2042), 100%(~2050)

VRN11: EGFR H|2AM|ZH|2} X] 24|

v’ E|T0| XS ZETHEGFR 1/2X X2SMC = IX[MHe 22, = NPV 2f 373 & 72
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PEER Valuation

i
S

Nuvalent

Revolution
Medicines

@VDRDNDI

i Nuvalent
Market Cap

(Jun 30, 2026) USD 9.8B USD 2.6B
Addressable ALK EGFR
Market (3~5% of NSCLC) (30~40% of NSCLC)

& At 7px =t

Of= LIAE %A Nuvalent2| ALK X X| =X NVL-655: 241 24t 1/2
A Cl|0|E{E HIEHO R 31X (2026. 06.30 7|F) O|= LHO|A] A[7} ZH 98
EZE YoLE[1 /US.

2026.06, GSK-Nuvalent 2Is= A2 KIZ(10.6B USD #2)

ALK SHHO|= H|AMZH[22| 3~ 5%E XHX|5h= EHH, EGFR S¢4H0|=
30~40% *Hx|

ALK EHHO|2F EGFR SHH0| & HIS S HIZZ H|uE Z2, 6~ 10HH
O &2 HAIE 7|th 7t

28 Jun 2021 — 30 Jun 2026

Range 1M 6M  YTD 1Y 3Y 5Y Max

30.00B
20.00B

10.00B

4 Ath 71X Lot
o O|= LIAE AERAL Revolution Medicines®| RAS B X|=H|
daraxonrasibZE HIEFO 2 Merckete| Q14 s &FA|(2026.01)
260~320% =212 7| 7HX| MIA|
o A7} =9 H3}: 88,69 £ (2025. 3Q) - 398.299%k2] (2026.06.30)

USD 1 = KRW 1,527.30
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Efficacy(1): HER2 mutant solid tumors

CiISHMeH K| 0] VRN10S F2fSHHER2 0] 1redot sixjolA SEef e 2lol

Best Response in Target Lesion Size

20
2
80mg qé’.g . - SD SD PR
160mg o E PD SD
I 240mg f_-:, g
Bl somg &8 20 | -
£ ORR43% (3/7)
DCR86% (6/7)
-40
Patient # 007-002 009-004 001-001 004-001 009-006 008-001 004-003
HER2 R678Q G727A S310F V777L L755P V659E s310Y
(status)
anary Bladder Urothelial Pancreas Breast Lung Renal Lung
tumor site
No. prior Systemic Tx 2 4 3 7 3 2 3
Prior HER2 TKI N N Y N N Y
Prior T-DXd N N N Y Y N Y

S310F /S310Y: Extracellular domain, V659E: Transmembrane domain,

ORR, Objective Response Rate; DCR, Disease Control Rate

R678Q: Juxtamembrane domain, G727A /L755P /V777L: Kinase domain

VORONOI _
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Casereport: 160 mg, HER2 S310Y lung adenocarcinoma

004-003(HER2 S310Y): 56 years old female patient progressed on T-DXd

Trastuzumab
+neratinib
. -3594%  -49.13%
Pembrolizumab
+Pemetrexed VRN10 160mg (PR) (PR) _
+Cisplatin T-DXd C1D1 .
SD SD SD Baseline Ongoing
q’ P ° o o
2023-01-03 2023-05-02 2024-04-01 2025-08-05 2025-10-26 2026-05-06
(c7D1) (C14D1)

VRN10 Treatment

» Metastatic site: Lung, lymphnodes,brain » Bestresponse: PR
» Diseaseprogressionafter T-DXd » CRwasachievedin2targetlesions: lung
treatment (~ 1yr) atC3D1andbreastatC14D1
« Brainnon-targetlesion(NTL) was
decreased
* Duration of treatment: 10 months
(Ongoing)

Baseline

TL1 (Liver)

o
- < 8 wiomm
A

L\
> e )

TL2 (Breast)

TL3 (Lung)

KLY
[

S ;
’.‘

Decreased

NTL (Brain)

VORONOI _ 42
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Efficacy(2): HER2-positive metastatic Breast Cancer

ASE(T-DXd) X|= ZEO| L= HER2 2 [tiet Stx=0jlM ZHZEEE(DCR) 83% 22!

Best Response in Target Lesion Size

20
O\O -
55 I SD PR
160mg @ § SD
c =
@8 -20
£ ORR 17%(1/6)
DCR83% (5/6)
-40
Patient # 005-001 006-003 003-001 005-002 003-003 006-001
HER2 IHC 2+ IHC 2+
(status) IHC3+ ISH+ I[HC 3+ IHC3+ ISH + IHC3+
anary Breast Breast Breast Breast Breast Breast
tumor site
No. prior Systemic Tx 3 6 10 8 2 3
Prior HER2 TKI N N Y Y N
Prior T-DXd Y Y Y Y Y Y
KRO05-002 Target lesion: Brain VORONOI _ 43

ORR, Objective Response Rate; DCR, Disease Control Rate
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Casereport: 160 mg, HER2 positive Breast cancer

005-002: 37 years old female patient with HER2-positive disease who progressed on T-DXd and had CNS metastases

Baseline C3D1

Metastatic site: Brain

Early HER2 therapy + surgery (Complete resection of primary tumor)
Radiation + Systemic HER2 targeted therapy multiple lines
Tucatinib - T-DXd - Progression

VRN10 Treatment

» Bestresponse: SD
* Reduction in Braintarget lesions and non-targetlesionwas stable
« Duration of treatment: 6 months (Ongoing)

L]

L]

L]

L]

L}
LN

TL (Brain)

,:';'_‘_’.: 12.7mm

VORONOI _ 44
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HER2 positive

24 1adt & HER2 2f2red S HO| 2|20 5ok 2t ol

Integrated PK-PD-Tumor Response Analysis

Step 1 - Patient treatment  Step 2 - Plasma/Serum  Step 3 - Sample split into two analyses Step 4 - Integrated

and blood collection preparation analysis
Branch A - PK analysis
VRN10
oral __, PKanalysis . VRN10 plasma VRN10 plasma
(LC-MS/MS) exposure (PK) exposure (PK)
% L&
— —> e
/) Branch B - Ex vivo Serum pharmacodynamic assay | Phospho-HER2
> - inhibition (%)
Cancer patient C2D15 Plasma / ;
| Phospho-HER2 Tumor
blood sample Serum el —> inhibition (%) shrinkage
VRN10-
containing In-cell western “Integrated PK-PD-Tumor
patient Serum  (96-well fluorescence response analysis”

assay)
v' Ex-vivo Serum Assay: &X0f|A| VRN 10 F0{gt = xiF/st &
pHER2 iH| 53 £H
v Integrated Analysis: 2txt2| PK, PD, &H| 5 Zfa
A =

H(Serum)2 285t0{ A AMIZ L

2 (Tumor Shrinkage) s £¢& 24510 25| 213t

v pHEszioH

EUEEE -’g-otavma 240

2iXt % HER2 activating mutation EX[oj|A{e] S bt

Tumor response(ex-vivo correlation)

20 ¢ 2|0 4|0 6|° a.‘:' 1 ?o Patient HER2 status
O HER2IHC 1+

S © HER2IHC 2+
X2 @ HER2IHC 3+
S 0_ ................................................. E : :
Q HER2 activating mutation
7
c
Q b
m - \
acd iy \\
C (0-0.04—0 \
g \ 006-001

-40~ \ .oo4 003 4
= \\ e

-60 =

ex-vivo phospho HER2 inhibition (%)

VORONOI _
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Efficacy(3): Brain Penetration

VRN10: k| Ho]of| Cist 0}=

ﬂ? BBB -
® =
VRN10 @ ‘ o

CNS metastatic lesion

Intracranial model(BT474, HER2 + Breast Cancer)

100+

* Vehicle

Relative Luminescence Signal

; —o—9
1 1 1 Ll 1 T

1
0 3 6 9 12 15 18 21

Days after treatment

v Brain Penetration: 2% 2f= L{H|
ZHH(BBB) M2 7[HoZ | LH)IME &

mDOT: median duration of treatment

S=
O

=0t | 2

glol
2!

Zolg +R 8HZ Il

# Zongertinib (20mpk,QD)
- T-Dxd (10mpk,Q3W)

VRN101099 (12.5mpk,QD)
* VRN101099 (25mpk,QD)

ol
[=

NTL (Brain)

& 1a2foilA 0] 2kx} Chd

Baseline

Baseline

oL 2E

\

0'0

'1 *12.7mm

ZH(intracranial disease control) &l

CNS control in BM patients

Patients

with target lesion 1intra PD

2 Non-CR/non-PD
(1 with reduction)

75% (3/4)
v’ 3/4 (75%) Treatment ongoing

Patients
with non-target lesion

Intracranial DCR

C14D1

-

Decreased

1 intra SD with tumor reduction,

VORONOI _
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Safety and Tolerability Outcomes in Dose Escalation

FUIEOR SIIEX| ZIgst IS S0 LBt otak el Siol

TRAE, n (%) Al G23 VRN101099 (N=35)
Any 19(54) 2(6) L]
Nausea 8(23) 0(0)
Diarrhea  9(26) 2(6) .

Rash  4(11) 0(0)
Dry skin 1(3) 0(0)
Pruritus 1(3) 0(0)

Grade 1

AST increased 1(3) 0¢(0) Grade 2

M >Grade 3
ALT increased 0(0) o0¢(0)
(I) 2I5 5I0 7I5
Patients(%)

Abbreviations: adverse event; TRAE; AE, adverse event; AST, Aspartate Aminotransferase; ALT, Alanine Aminotransferase.
Combined term, includes rash, rash maculopapular, exfoliative rash.

v’ Overall, the safety profile was tolerable and manageable
across all dose levels.

v One drug-related Grade 1 AST increased was observedin
a one patient at 160 mg; notably, no hepatotoxicity was re
ported at higher dose levels.

v Diarrhea was effectively managed with loperamide admin
istered on an as-needed basis upon symptom onset

v’ Escalation to 480 mg is ongoing, with MTD not reached an
d RP2D determination ongoing.
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2 14 Cixtel 24

SZ/0HE 22U N A I F, 2025 157| SIRHEO ARt
51 QIAH bAIOMELE| CHEQMH OIS QHOR QIAbHt off

U 1att TR Al &1 & ORI &7
Key Eligibility Criteria Phasela Phase 1b
* TRGe disten ool LmBts (Dose escalation, Monotherapy) (Monotherapy/Combination therapy)

» HER2 positive mBC or mGC with PD after

prior anti-HER2 therapy 640mg Dose A

+ Other HER2-altered solid tumors with not (Mono) Mono Expansion
approved HER2-targeted SoC, progressed HER2 activating mutation
on all available therapies DoseB NSCLC

- NSCLC with HER2-activating mutations 320mg Backfil fhionc)
after prior HER2 TKI or ADC. ) }

240mg Backfill Dose A
Dose Escalation ) (Combi) Combi Expansion
- Standard “3+3” dose escalation 160mg —— Dose B HER2 positive cancer
* Minimum of 18 and up to 72 pts, plus up to P— (Combi)
36 additional backfill pts 9

» DLT assessment: first cycle of treatment L4 291 X B}x} EOF A|XH o QlAM 1gA PK-PD HIO|E{0]] 27{5t0 EHA| 7|8t X| 2 H[2Fe)

(i.e.Cycle 1,21 days of IP) * 20258 3E R R FA AN ;éﬂéﬂoﬂ% o = s -
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   𝑷  𝑬 𝒗 𝒆 𝒏 𝒕   𝒐 𝒇 𝒉 𝒆 𝒕 𝒆 𝒓 𝒐 𝒈 𝒆 𝒏 𝒆 𝒊 𝒕 𝒚 = 𝒇  (  𝒏 ,   𝒗 ,   𝒑 ) + 𝑩 𝑴


  n = #   o f   c e l l s   i n   t u m o r


  v = d o u b l i n g   t i m e


  p


  =

