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Disclaimer

The purpose of this document is to explain the research activities, management planning, and other matters of and pertaining to Voronoi, its affiliates, and related companies (hereinafter
collectively referred to as the “Company”), to shareholders, investors, and any other interested parties. As any decision to purchase the shares of or invest in the Company falls entirely
under the responsibility and discretion of each investor, the Company and its employees shall not be responsible for any information not explicitly included in this document, or otherwise
provided or not provided to the investor.

While the Company put forth its best efforts to accurately describe any information it intended to include in this document, the Company makes no guarantees whatsoeverregarding the
completeness of the information. Moreover, the Company shall not be responsible for any unforeseeable losses caused by the incompleteness of the information contained in this
document or revisions made by a third party. Any predictive informationincluded in this document was derived from predictions made based on all information objectively verified at the
time of preparing this document. Nevertheless, such predictions may be subject to the risk of variations within a reasonably acceptable range.

This document does not cover the full extent of the Company’s pertinent research or management activities as of the date of its preparation. The Company and its employees are not
obligatedto alter or revise this document by reflecting the Company’s current business situation. Under no circumstances shall the act of providing this document be interpreted as an
application, acceptance, invitation to apply, or the reservation of a contract, nor shall it be interpreted as an acceptance of any legal responsibility by the Company or the Company’s
employees.

Only individuals who have directly received this document from the Company have the right to acknowledge it. Under no circumstances whatsoever may this document be disclosedto a
third party. This document does not amount to a permission to directly, indirectly, orimplicitly use any of the Company’s rights protected under the Unfair Competition Prevention and Trade
Secret Protection Act, the Act on Prevention of Divulgence and Protection of Industrial Technology, and any other applicable laws and regulations, or any of the contents protected by
relevant patent rights or copyrights. Reading this document and acknowledging its contents shall be deemed to be an acceptance of the Company’s policies on protecting its confidential
information.

This document is protected by the Copyright Act. Other than for circumstances explicitly permitted under the Copyright Act, under no circumstances may this document be duplicated,
reproduced, distributed, stored, used, transmitted, altered, or revised electronically, mechanically, or through any other means without the Company’s prior written consent.
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VORONOI. Overview

Company Overview
Establishment Feb 2015 (KOSDAQ IPO in Jun 2022)
8|;figal;;xecutive Daekwon Kim, Hyuntae Kim
s 3 80T Spatoayapro 32 veor g eon
Business Overview New Drug Development
ResearchAreas 'Ig?;ggeeg Therapies for Oncology and Refractory
i
ggg;t;l)) 9.1 billion KRW
éggggso) 99.5 billion KRW

Company Structure

“Bio —Tech Cluster”

-~ SN
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VORONUOI. Pipeline

VRN11

VRNO7
(ORIC-114)

VRN10
VRNO6
VRNO4
VRN13
VRN16

VRN19

&LvoronNnol

CrIC

&LvoronNal
inno.N

ANVIA

&KLvoronNnol

&HvoronNal

&KLvoronNnol

Non-small celllung cancer
(NSCLC)

Non-small celllung cancer
(NSCLC)

Breastcancer
Lungand thyroid cancer

Auto-immunedisease

Pulmonaryarterial
hypertension (PAH)

Solid Tumor

Solid Tumor

EGFRdel19/C797S,EGFRL858R/C797S

EGFRdel19, EGFRL858R (Brain metastasis)

EGFRuncommon(2L setting)

EGFRdel19,L858R, uncommon

EGFRexon20ins (treatment-naive)

EGFRexon20ins (post-amivantamab)

EGFRexon20ins (with SCamivantamab) JNS5€N 7
fobronfebmon

EGFRuncommon

HER2exon20ins

HER2+ positive

RET fusion

RIPK1

PDGFR

PKMYT1

USP1

Clinical Phase
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VRN11. Upcoming Development Milestones

Phase 1b/2 Monotherapy Expansion Proof of Concept

Cohort A
common EGFR mut. with C797S

Target: Initiation of a Head-to-Head

common EGFR mut. Comparative Clinical Trial for 1L EGFR NSCLC

Treatment-naive
*Cohort C
Atypical/uncommon EGFR mut. Low Dose (n=20), High Dose (n=20)
One prior TKI (allow =1 prior systemic regimen)
*Cohort D

Atypical/uncommon EGFR mut. Low Dose (n=20), High Dose (n=20)
TKI-naive

TBD

43

TBD

T Additionaldose levels (e.g., > 320 mg) maybe
introduced if supported by Phase 1a safety/PK

(Ongoing) Safety Run-in Combination Therapy Dose Finding

MTD -1
CohortE
(VRN110755 plus SoC Chemotherapy) E> MTD-2

any EGFR mut.
MTD -3

VORONOI _ 7



Investor Relations 2025

Comparison of VRN 11-Osimertinib (1) Efficacy in Patients with Brain Metastasis®

VRN11 has established the world’s firsthuman PoC data showing 200% brain penetration, compared to 20% for osimertinib

Brain Permeability (kp,uu,brain/Rat)! Brain Permeability in patientS(Kpuu,CSF)

VRN11 Osimertinib(Tagrisso) VRN11 240mg

Plasma and CSF concentration

20-
s o 200%
£ 154
L VRN11 Osimertinib
dg 104 PP Kpuu, CSF = 20 Kpuu, CSF — 0.2
2 sy O
5 °
S 54 ©
Gefitinib(Iressa) Afatinib(Gilotrif) €
0.9% 0.6% 0
1 1 1
2 o &
Q\‘b& Q\og& (¢
&
WD‘Q 240mg BM patient
@C2D15

* Koy, cse measured in 1 patient who received 240 mg
* Osimertinib K,,,, csr were adapted from BLOSSOM (JCO 2024)

Source:"Nicola Colclough et al. Clin Cancer Res 1 January 2021; 27 (1): 189-201 VORONOI _ 8
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Comparison of VRN 11-Osimertinib (1) Efficacy in Patients with Brain Metastasis®

100% Disease Control Rate(DCR) in brain metastatic patients treated beyond the minimum expected effective dose
Confirmed case of complete response (CR) in brain metastatic patient

Clinical Benefitin Brain Metastatic Patients Demonstrated in Phase 1a Study

v 160mg Case Report: tumor disappearance of CNS lesion

v CNSresponse(3line, 2160mg) C2D1

Baseline

Disease Control Rate(DCR) ,§

(]

11 100%(11/11) N

[=

+ AlIBM/LM patients are ongoing treatment ©

o

v 40mg Case Report: tumor disappearance of CNS lesion v 240mg Case Report: decrease in size of CNS lesion
C2D1 C5D1 Baseline C2D1

c
c o
R ‘»
] °
2 ~
£ -
E [=
) ‘©
o

Source: AACR-NCI-EORTC 2025 VORONOI _ 9
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Comparison of VRN 11-Osimertinib (2) Selectivity: “Maximizing Efficacy & Safety”

[Comparison of VRN11-Osimertinib] Selectivity Efficacy and Toxicity Changes(A) with Increasing Dose
Efficacy - High-selectivity drug
- Low-selectivity drug
Osimertinib VRN11 A: Difference between values

High
Dose

v" Kinase profiles were analyzed against 486 humankinases, and S10 kinases were indicated as ared dot. Toxicity

VORONOI _ 10
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Comparison of VRN 11-Osimertinib (3) Efficacy & Safety

VRN11 demonstrated superior efficacy and a favorable safety profile compared to Osimertinib

Efficacy

A

ORR 67% 87%
__ Best%change 42%  -54%
in Target lesion size(mean)
G=3TEAE 60% 63%
40-50 G=3TRAE 13% 23%
-50%
) ’ Any AE leading 10% 539
Reduction to Dose reduction ° °
in Tumor Size
mDoR(months) 19.3 16.7
mPFS(months) 22.1 19.3
Osimertinib-23
> Adverseevents
G=3TRAE, 0% G=3TRAE, 10% G=3TEAE, 240%
SAE, 27%
G5,5~7%

Source: 'Jinne PA, et al., NEngl J Med. 2015;372(18):1689-1699, 2S.S. Ramalingam, et al.,N Engl J Med 2020; 382, 3ESM02023, “Ramalingam SS, et al., J Clin Oncol 36:841-849 VORONOI _ 11
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Comparison of VRN11-Osimertinib (4) Safety®

Anticancer efficacy confirmed at =40 mgin phase 1, and no drug-related Grade 3 or higher observed up to 400 mg (10-fold dose increase)

Safety profile of VRN11 observed in phase 1a study (As of 2025.10) Improved safety compared with osimertinib
Dose Escalation
Osimertinib (80mg, n=279)" ¢ \[x{\ Gl oo e )
TRAEn(n=54) 7Y Gradel Grade2 { -~ | Event(%)
eSS = All Grade =3 All
1 1
XXXmg. ] ] Diarrhea 49 2 9 -
i 1 1
480mg i ] Rash 54 1 18 - i
1 Iy On 1
1 1 . 1
400mg(n=1) 0 0 0 i 0 0 i treatment Dry skin 33 <1 9 - i
' > NoDLT Paronychia 33 <1 - - !
320mg(n=4) 1 1 o 1 0 0 ;
H H Stomatitis 25 <1 6 - H
240mg(n=14) 8 6 1 1 0 0o ! , i
' ' Pruritus 15 - 6 - '
1 1 1
160mg (n=13) 7 5 2 i 0 0 i Anemia 12 1 . . i
1 1 1
80mg (n=12) 2 2 0 i 0 0 i QT Prolongation 10 2 - - i
1 1 1
40mg (n=3) 1 1 0 i 0 0 i ILD/Pneumonitis 4 2 4 A J:
i i EGFR on target tox. EGFR off target tox.
20mg (n=4) 2 2 o ! o0 0o !
1 1
T 1 1 0 v 0 0 '  Dosereduction(dueto TRAES) 0%
mgin= 6o i « Permanently discontinuation(dueto TRAES) 0%
DLT, Dose limiting toxicity; TRAE, treatment-related adverse event; SAE, serious adverse event VORONOI _ 12

Source: *Osimertinib safety profiles adapted from FLAURA (NEJM 2019)
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Comparison of VRN11-Osimertinib (4) Safety®

Safety Comparison(Osimertinib' vs VRN11)

Osimertinib VRN11
Brain Permeability Brain Permeability
20~30% >100%
-
4 0% 400mg ﬁ
" % 2 0% BEZL p—
g
/g | 320mg
14% ),  /=100X 0% [PIG
25% P28 160mg
| ApprovedDose 11% 0% Efficacy-MatchedDose
3% 0%
RC1/4
" 10% < 0%
o)
Grade=3 0%
TRAES(%)

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

VORONOI _ 13
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EGFR NSCLC Landscape

EGFR C797S accounts for ~10% of Osimertinib resistance, and Approximately 30—50% of resistance mechanisms to osimertinib remain unknown
EGFRdel19,L858R, C797S mutations and SOC (including EGFR TKls) refractory/resistant patients

EGFR Non-small cell lung cancer (NSCLC) Landscape Resistance mechanisms to Osimertinib in EGFRNSCLC'

1AHSSHO| Resistance mechanisms

to 2L Osimertinib

Resistance mechanisms
to 1L Osimertinib

2X}-E¢iHHo|

D+T790M

EGFRamp
L718Q

1,242 L+T790M

Gefitinib/Erlotin

THIEGFR
1XHHO| x5
80~90%

\

EGFR
uncommon

10~20% |

EGFR, epidermal growth factor receptor; NSCLC, Non-small cell lung cancer; TKI, Tyrosine kinase inhibitor

Deletion19
L858R

Afatinib/Dacomitinb RGN v #xEE QY

3M[cH o=

Osimertinib

Source: 'Leonetti, A. etal. Br J Cancer 121, 725-737 (2019)

L+unknown

L+unknown

D+C797S

L+C797S

D+unknown %

v

:chemotherapy

S EERY

:chemotherapy

SR K=H el

[] Acquired EGFR mutations

] Acquired amplifications

[] Acquired oncogenic fusions

[] Acquired MAPK-PI3K mutations

T m ma

[ Acquired cell cycle gene alterations

[] Unknown

[] Transformations(SCLC, SCC)

VORONOI _ 14
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Phase 1a(Dose escalation) clinical trial design

A global Phase 1 clinicaltrial is ongoing in Taiwan and Korea (including Hong Kong and Australia)

Phase 1a Highlights(As of 2025.10)

Key Eligibility Criteria

» Advanced NSCLC with driving
EGFR mutations

* Received prior standard therapy
including TKI

+ ECOGPSO0-1

Key Endpoints

+ Safety and tolerability
* Pharmacokinetics
* Anti-tumorresponses

Dose Escalation

* VRN11 administered orally QD
+ 28-day treatmentcycle

DLT, Dose limiting toxicity

Characteristics

Median age, years (range)

Sex, n (%) Male / Female

Race, n (%) Asian
ECOG PS, n (%) 0/1
Classic
Classic + C797S

Mutation type, n Classic + T790M

(%) Atypical
Atypical + T790M

Not detected

Median number of prior systemic
therapies (range)

10 — 400 mg QD

n=>54

60 (45-87)
18(33) /36 (67)
54.(100)

24 (44) /30 (56)
26 (48)
4(7)

4(7)

5(9)

2(4)
13(24)

3(1-15)

Phase 1aclinical trials design

400mg
320mg

* Doseescalationplannedupto 320 mg
+ 80mgincrementbeyond 320 mg cohortif noDLT

VORONOI _ 15
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Efficacy in Patients with EGFR C797S Mutation

As aglobal firstin precision medicine targeted therapy, promising therapeutic efficacy(ORR 75%, 3/4 pts) was observed in the phase 1a (dose escalation) study
without any Grade 3 or higher adverse events. Moreover, efficacy was evident in patients with brain metastases.

Monotherapy Efficacy(EGFR C797S, with brain metastasis)

40
30
20

240101 220101

Patient ID

Dose level EGFR mutants

1 40mg L858R/C797S/ R776H
2 160 mg Del19/C797S
3 240 mg Del19/C797S
4 80mg Del19/C797S

ORR, overallresponse rate; PR, Partial response; SD, Stable disease; PD, Progressive disease;

Data cutoff October 14,2025

40mg

80mg
[ 160mg
I 240mg

Prior TKls

Dacomitinib-Osimertinib

Osimertinib

Lazertinib-Osimertinib

Osimertinib

ctDNA clearance

Molecular Response for C797S patient

25

2 | 240mg, PR

15

VAF of EGFR-C797S

80mg, PD
05 - 160mg, PR

40mg, PR

Baseline C2D10orC3D1

Bestchangesin

target lesions (%) RIS

(C797S)

100% -51.4 Disappeared
100% -45.3 Disappeared
100% -44.1 Decreased
80% 31.2 Increased

Best
response

PR

PR

PR

PD

VORONOI _ 17
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Phase 1 Comparison with Competitors Targeting EGFR C797S

Phasela VRN11 Silevertinib(BDTX-1535)"
® v vV Vv v
. o 11788 s s e s T S S TN
o 20
20 g ol
10 40mg E ‘205
_1: 240101 110115 220101 80mg ® 07
. 160mg z 5%
Efficacy 2 B 240mg S a0
o B e o .
-50 Mutation
© cr978 c7975 cors cors I o5 oo cre1s  C797s
v' Up1to240mg patients(EGFRC797S), ORR 75%(3/4) v Upto 200mg patients(EGFRC797S), ORR 25%(1/4)
Ongoing MTD
(ph2)
. -
\ N < Grade=3 TRAEs morethan20 cases
Grade=3 TRAEs O cases Dosereduction(200mg) 8%
Dose reduction0% Dosereduction(300mg) 33%

ORR, overallresponse rate; PR, partial response; SD, stable disease; PD, progression disease; TRAEs, treatment-related adverse events; MTD, maximum tolerated dose;
Source: "AACR-NCI-EORTC2023

VORONOI _ 18
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Accelerated Approval Strategy Based on Efficacy in EGFR C797S Mutation

Treatment response rate for the EGFR C797S mutation Accelerated Approval Target for EGFR C797S Mutant NSCLC

Chemotherapy(2L)" VRN11

Tumor size(%)
40~240mgpatients, ORR 75%(3/4)

. . mMPFS 4.2months
Tagrisso i VRN11 Efficacy o mPFS > 6months(expected)
Dosingstop | Dosing start ORR 36% ORR = 50% (expected)
0singstop ; Losingsta Osimertinib tumor size(L+C797S) S S
Safety =Grade 3 AEs 48% =Grade 3 AEs 0%

* Targetingyear-end completionof Phase 1 tofinalize RP2D forthe

accelerated approval cohort
* Phase 1b/2 entryin2026 and accelerated approval planin 4Q 2026

Tagrisso efficac . .
° / VRN11tumorsize; 2-30%,PR  Example of Accelerated Approvals for 2" Line EGFR Inhibitor
_____________ . A40Omg(L+CT7979) (Tagrisso, EGFRT790M)
VRN11 efficacy
40mg (L only) « Determine RP2D (80 mg), followed by a Phase 2 trial for
accelerated approval
» Approximately 32 months from Phase 1 initiation to
accelerated approval (2013.03~2015.11)
After treatment(months
( ) * ORR 51~59%
* DoR 12.4 months
L, EGFRL858R: PFS, Progression free survival: ORR, Overallresponse rate: AEs, adverse events: DoR, Duration of Response: VORONOI _ 19

Source: 'Passaro, A. etal. Annals of Oncology, Volume 35, Issue 1,77-90,
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#Case: Efficacy in Patients with EGFR C797S Mutation

Confirmed therapeutic efficacy against the EGFR C797S mutation in 40 mg to 240 mg cohorts ( cohorts above 240 mg ongoing)

v"40mg Case Report: EGFR L858R/R776H/C797S

Baseline C2D1 C5D1

* Lung,brain, and pleural metastasis
» Two prior systemic treatmentsincluding
dacomitinib and osimertinib

C2D1 C5D1

Pleura lesion

VRN11 Treatment

* 40mgQD, 19weeks

* Pleuralesion: 51% tumorreduction
* CNSlesion:tumordisappearance

* Bestresponse: PR

+ Safety: grade 1 malaise TRAE

Brain lesion

CR, Complete response; PR, Partial response; SD, Stable disease: PD, Progressive disease; TRAE, treatment-related adverse event VORONOI _ 20
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#Case: Efficacy in Patients with EGFR C797S Mutation

v" 160mg Case Report: EGFR Del19/C797S

Baseline

Baseline

Right lung
Target lesion
Brain1, 2
non-target lesion

v 240mg Case Report: EGFR Del19/C797S

Baseline

Pleural
Target lesion

Brain1, 2
non-target lesion

CR, Complete response; PR, Partial response; SD, Stable disease: PD, Progressive disease; TRAE, treatment-related adverse event VORONOI _ 21
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Simulation of cancer cure rate(2L +; EGFR primary mutation+unknown)

Tumor size(%)

100 Tagrisso(80mg) VRN11
Dosing stop Dosing start

\Tagrisso (D+unknown)

“Difference of VRN 1-Tagrisso efficacy”
80mg (D)

+
Unknown VRN1180mg (D +unknown)
K ..................... Tagrisso efﬁcacy (D)
N
N

PR) VRN11 160mg (D +unknown)

50

~---------- ----- VRN11efflcaCy 80mg( )
EGFRDel19
\\X\\\ T VRN11 efficacy; 160mg (D)
” 4 Tagrisso mPFS

18.9 months

D,EGFRDel19; PR, partial response; SD, stableresponse; PFS, Progression free survival VORONOI _ 23
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Comparison of VRN11 and Osimertinib

Among 21 patients with EGFR-mutant NSCLC who have received third-line or later therapies, 18 patients are stillin treatment. Based on preliminary
observations, mPFS exceeding that of osimertinib (4.07 months) is anticipated

VRN11 Tagrisso(Osimertinib)”

110106 I =P
130106 =P
110107 | |_> 1 -
110110 | =P
ey =
> Median PFS = 4.07 months
=g 0.75 1 (95% Cl 2.10-4.30 months)
110116 = %
. g 18/21 pts ongoing o 05
110120 e L
140106 L o
. > [ 80mg 025 1
iz -> [ ] 160mg '
e > Bl 240mg
150106 - 320mg
oo 0 * : Time (months)
0 3 18 21
0 2 4 6 8 10 12 Atrisk 55 29 0 0 0
Treatment duration (month)
Response to treatment (n=21) Response to treatment (n=55)
Response No (%) Response No (%)
PR 4(19.0%)  ORR19.0% PR 16(29.1%)  ORR29.1%
SD 16(76.2%) DCR95.2% SD 16(29.1%)  DCR58.2%
PD 1(4.8%) PD 18 (32.7%)
NE 0(0.0%) NE 5(9.1%)
v 2Grade 3 AEs 0% v' 2Grade 3 AEs 32.9%
PFS, progression free survival; PR, partial response; SD, stable disease; PD, progressive disease: NE, not evaluable; ORR, overall response rate; DCR, disease control rate VORONOI _ 24

Source: "Takeda M, et al. A phase Il study (WJOG12819L), Lung Cancer. 2023;177:44-50
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#Case: VRN11 80mg

Phase 1a. Dose escalation v 80mg Case Report: EGFR Del19(80mg->160mg)

Baseline and Treatment History VRN11 Treatment

+ > 10months (on-treatment)
Lunglesion: 47.37% tumor reduction
Pleural effusion: disappearance

* Pleurametastasis
» Twoprior systemic treatmentsincluding
afatinib

NoDLT « Bestresponse: PR
No Drug related SAE
No =G3TRAE

Safety: No TRAE

v 80mg Case Report: EGFRDel19/T790M

Baseline and Treatment History VRN11 Treatment

80mgQD, 16 weeks

Adrenal gland lesion: 47% tumor reduction
Bestresponse: SD

Safety: No TRAE

* Lung,lymphnode, and adrenal gland
metastasis

« Sixprior systemic treatmentsincluding
dacomitinib and lazertinib

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

VORONOI _ 25
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#Case: VRN11 160mg, 240mg

Phase 1a. Dose escalation v 240mg Case Report: EGFR L858R
Baseline and Treatment History VRN11 Treatment
------- > . EGFRL858R mutation « Targetlesions: 43%reduction(after 4 weeks)

« Priortreatment: 10 priortreatments * Bestresponse: PR

I
1
I
NoDLT | , i « Safety: G1 skinrash
=

No Drug related SAE
No =G3TRAE

v/ 160mg Case Report: EGFR Del19(Amplification)

i

1

1

1

1

1

i

i Baseline and Treatment History VRN11 Treatment
|

L.

_______ N « EGFRDel19 andbrainmetastasis + Targetlesions, ~7%reduction(after 4 weeks)
* Priortreatment: Osimertinib(disease » Bestresponse: SD(including brain lesion)
progression after 5 months) « Safety: NoTRAE

PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity VORONOI _ 26
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Unmet needs for SOC (including EGFR TKIs) resistant/refractory patients

Current therapies show limited efficacy and safety in standard-treatment - resistant/refractory patients
Strong disease control observed in heavily pretreated patients supports the expectation of improved outcomes in the second-line setting

SOC resistant/refractory patient trial indirect comparison

v Key updates on VRN11 ph1a clinical trial

Efficacy

EGFR common mutation(2L+)

*Data cutoff October 14,2025

i 1
I
I
Chemotherapy I VRNTT :
Drug name Chemotherapy' ?ﬁ:ﬁ:ﬂ:ﬁ%r +Amivantamab Osimertinib2 : (exVRe/'\ZeI ) +Chemotherapy |
+lazertinib’ I 2 (expectea) |+ DCR952%(20/21)
: : + 18/21 patientsongoing
: : * Patientsundertreatment for =10 monthsat
I
I data cutoff
mPFS 4.2 6.3 8.3 2.8 - 26 210 |
(months) - I
] :
: I
oo : : * upto400mg patients(n=54),
=(Grade |
Adverse 48% 72% 92% 32% - 0% <50% 1 2 Grade 3 TRAEs 0%
events : :
L ;

Potential Synergistic Effect of VRN 11 in Combination with Chemotherapy for EGFR Del19/L858R and Unknown Mutation NSCLC

PFS, progression-free survival; TRAE, treatment-related adverse event; DCR, disease control rate VORONOI _ 27
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
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Persister Cancer Cell, Treatment Resistance and PFS

The treatment rate reflects the remaining tumor cells.

Fewer residual tumor cells are associated with alower chance of developing resistance or alternative signaling pathways, resulting in prolonged progression-free

survival (PFS)

Simulation of treatment rate

100%
o 1
.‘g I’
o« ’
Q U
g s
E . __—‘,
]
€
=]
I
A
——”’
——————— -

Day after treatment

Source: 'Park CK, etal. Cancer Res Treat. 2021;53(1):93-103.

The size of cancer cells

Cancer
size

0. ®om

0.04mm

Cancer
cells

10°Cells

108Cells

103Cells

100Cells

60-
40
20

Change in targét lesion from baseline (%)

0_1404
_BO -
-804

0%

Treatment rate of Osimertinib(Tagrisso)'

— Ongoing treatment (n=4)

204 \

\—.—.—b

r m..ooo.oooMoooooooo
—

e —
—

—-100-
Baseline

16 24 36 48 60 72 84 96 108 120 132
Time since treatment initiation (wk)

VORONOI _ 29
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Reinterpretation of IC;, data

Treatment Potency (Treatment Rate) = f{(Binding affinity) x (Drug concentrationinthe system)}

PFS Prediction Enabled by PK-Based Target Engagement Modeling

Target

Engagement

Progression-Free
Survival
(PFS)

Ctrough,ss, free

v" Binding Probability
(Concentration)
Drug concentrations post 24hr

ICs

v" Binding Affinity
Drug concentration required
to kill cancer

PK, Pharmacokinetics

IC50 (nM), unbound

Target engagement ratio

) VRN11 Osimertinib VRN11
EGFR mutations JOsimertinib
320mg 80mg simertini
Classic 67 17 4x
Classic + C797S 27 <1 180x
Classic + Atypical 26 8 3x
Atypical 15 4 4x
151 15—
VRN1 1 320mg Ctrough,ss
A
e}
5
10 3 10+
c
]
67X E m
54 S 5+ . .
2 Osimertinib 80mg Ciogn ss
! )
0 0
PNENNHX >IN XXTgaNnIoa PNXNNGHXH>ILNFTOXXCLNICL
ToRoNOBOL250533ITTRS 2 TR NO3CLR5CL33ITERL @
ARBRKNGRIENR ORRRNNN ® S B N o N ] e S NN =
QJQQBQEQ@QBJQMMJqué QJQ@BQ\Q@Q\ngu44m4$
S wolely Ao 3 S woorwklyr 5830 3
T 828888 ZRIT 3 3 358888 2P 3
8 24°%3% o5 2 0 ®07F1% 505G <
é ~
S 5
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C.ous/1Cso~ PFS relationship(ALK, EGFR)

ALK fusion NSCLC case 70 70

v' Binding Probability

100 .
(Concentration) IS

- = 35 35 ®

> =)

% trough,ss,free | S K

O )

1 = ICs0 ' .

e B 0 0 .5

crizotinib brigatinib alectinib lorlatinib v’ Binding Affinity Crizotinib Brigatinib Alectinib Lorlatinib ©

PFS(month) @ Css/IC50
EGFRNSCLC case Osimertinib VRN11 70 70
fe)
S - ©
100 v’ Binding Probability =
C (Concentration) 25 et 55 O
= = S 3 e E
210 trough,ss,free :
o s
1S g ® (@]
E ICSO ; @
1 L e o i 0 ¢ 0
EGFRDel19 EGFRL858R EGFR Binding Affinity Osimertinib Osimertinib Osimertinib ~ VRN11 VRN11 VRN11
uncommon uncommon  L858R Del19 uncommon  Del19 L858R
PFS(month) ® Css/IC50
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Comparison of PFS of targeted therapies

Comparison of PFS of targeted therapies(ALK)

1stgen 3rdgen
= Crizotinib Lorlatinib
[ [
mPFS 10.9m 72m~NR
BBB permeability 1~3% 75~77%
(Kpuu,CSF)
>70
A ey
5
= 24 AT
10.9 6.6
|
© - © 2\ 2
5 & o i
& (& 2 N S
S 2 % N \"5\'
S N

Source: Douillard JY, et al. Br J Cancer 2014;110:55-62, Rosell R, et al. Lancet Oncol 2012;13:239-246, Soria JC, etal. N Engl JMed 2018;378:113-125, Jang Ho Cho et al., JCO 38, 488-495(2020), Felip, E. et al. Annals of Oncology, Volume 32, Issue 5, 620 - 630,
Solomon BJ, etal. N Engl J Med 2014;371:2167-2177, Solomon BJ, et al. JCO 0, JC0.24.00581, Peters S, etal. N Engl J Med. 2017;377(9):829-838, Camidge DR, et al. J Thorac Oncol. 2021:16(12):2091-2108, Toyoaki Hida, Transl Lung Cancer Res. 2023 Aug
30;12(8):1822-1825, in-house

Comparison of PFS of targeted therapies(EGFR)

e N
1stgen
Gefitinib 3rdgen
EGFR Erlotinib Osimertinib
'l iy A S S
@ ' T T IT T »!
mPFS 9.7m 18.9m & VoRrRONOI
BBB permeability 1~8% 21% 100%
(Kpuu,brain, Rat)
52.7
48.4
£ 30.2
S
s 21.4
14.4
Osimertinib  Erlotinib  Osimertinib Osimertinib VRN11 VRN11 VRN11
uncommon D/L L858R Del19 uncommon Del19 L858R
(Estimated) (Estimated) (Estimated) )
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EGFR NSCLC Market size

EGFR NSCLC Market Analysis PFSimprovement  Each EGFR mutation specific differentiation

may grow
market additionally —— EGFRDC, LC
Annual EGFR TKl sales » “First/Best-inclass Drug”

USD 14.2bn(2032 expected) * Notreatment option available

AT Uncommon » Aiming accelerated approval with exquisite selectivity profile
H H e
lFJ,?C%r_‘%OO/" : S Uncommon PFS10m*a
s10-20% | PFS 10m B EGFRDel19, L858R(2L)

1 « “Best-inclass Drug”
» Aiming accelerated approval in combination with

chemotherapy

B EGFRDel19,L858R(1L)

. . Common . I‘::BesF-i_n-cIalss Drug” Sbra . I~

| ; * Exquisite selectivity and brain penetration confirme

: - Common . . ' . . Lo
Pt%%?f.g%% PES 19m PFS 19m+a  Expecting superior efficacy with good therapeutic margins in
clinical settings

HEnTE EGFR uncommon

unknown

» “Best-in-class Drug”

» Exquisite selectivity and brain penetration confirmed

» Expecting superior efficacy with good therapeutic marginsin
clinical settings

2L Market Size 1L Market Size 1L Market+a«
USD 3.5bn USD 12.7bn

Assumption: 34 gen EGFR TKls account for 80% of EGFR common market 80%(*unknown resistance prevalence 40%(1stand 2" gen TKI, 20%); *C797S resistance prevalence 10%) Unknown resistance prevalence of 50% from EGFR
uncommon mutations, 2L treatment PFS assumed x0.6-0.8 of 1L treatment PFS
Source: dataintelo
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VRN10. HER2 + Breasteancer Targeted Therapy

1. HERZ2+ Breast Cancer Treatment Guideline
2. HER2+ TKI Competitive Landscape
. Clinical Data Comparison
_®4. Antitumor Activity in HER2 Solid Tumors Observed
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HER2 positive Breast Cancer Treatment Guideline

VRN10to overcome limitations of existing treatment options

N2 N2

Trastuzumab+ « 2 4 Tucatinib+ Y
S;c:e(\:ndard Pertuzumab + T-dxd(Enhertu) Trastuzumab +
orare Docetaxel t8 t8 Capecitabine t8 N
Results of mPFS 18.5 months ggg g 12 305/3 months mPFS 7.6 months

. (o}
Clinical trial Grade =3 AEs 56%
« @ Unmet needs for brain mets @ Unmet needs for brain mets @ Unmet needs for brain mets
ey
Limitations
A Unbearable chemo-tox A MOA subject to chemo-tox risk Mediocre Tucatinib mono efficacy
A ILD and other SAEs limit higher dosing
ILD/Pneumonitis 15% (vs T-dm1, 3%)

Source: Baselga J, etal. N Engl J Med. 2012;366(2):109-119., Hurvitz, Sara A et al. The Lancet, Volume 401, Issue 10371, 105 — 117, Murthy RK, Loi S, et al.N Engl J Med 2020;382:597-609. VORONOI _ 36
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HER2 positive TKI Competitive Landscape

HER2 selectivity
over EGFR

Potencyto resistant
mutants

Intracranial efficacy

Binding mode

GSH reactivity

HER2 ADC
Internalization

BCRP substrate

KLvoronNoOl
VRN10

=™\ Boehringer
W tngelheim

Zongertinib

Moderate

Yes

4

Covalent

High

Promote

No

+++

Non-covalent

No promote

@ Pﬁzer

+++

Non-covalent
Low
No promote

Yes
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Clinical Data Comparison (Enhertu vs Zongertinib)

[HER2 NSCLC] T-Dxd vs Zongertinib

1
Drug name T-Dxd' i Zongertinib? “ s
(Clinical trial) (DESTINY-Lung02) i (Beamion LUNG-1) i : : :
] i [HER2-altered Breast Cancer] Efficacy(previously treated patients)*
ORR 49% i 71% !
1
1 1
mPFS 9.9 months ] 12.4 months | 40-
1 1
l 17% |
> o 1 o i T O S
Grade=3 TRAE 38.6% i (ALT,ASTincreased,etc.) | 20
1 1 (]
1 1 c
ILD 12.9% i ! S O L
-
o v
£ 5 -20-
Beamion LUNG-1 Trial Design? L e
o 3 -40
S5 HER2 status'
Phase Ib: ongoing dose expansion Sz | B HER2 mutation + HER2-positive
(in patients with HER2-mutant NSCLC) 7~ 607 M HER2 mutation
m I HER2-positive
Interim -0 | 5 5 1 I 5 5 2 5 I ISR IC R Prior HER2-targeted Txs
Cohort 1 futility a6 @Bl 5 3 s BAMEINE 4 5.5 3 5 Prior Tx linesS
analysis -100- 300 100 240 240 240 240 300} 300 300 300 240 240 m.: Zongertinib dosage
QD BID QD [y o0 Qb oD TR SRS QD QD EC :
» Based onassessment of all available data in Phase 1a, 120 and 240mg QD were selected as the
recommended doses for expansion
» Here, we present data from Phase 1b Cohort 1: pre-treated NSCLC with a HER2 TKD mutation,
where 120mg was selected at interim analysis
PFS, progression free survival; ORR, overall response rate; TRAE, treatment-related adverse event; ILD; interstitial lung disease VORONOI _ 38

Source: 'Koichi Goto etal. JCO 41, 4852-4863(2023): 2AACR2025:; 3WCLC2024; 4ASC02025
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Clinical Data Comparison (VRN10 vs Zongertinib)

Phase1a. Dose escalation(Monotherapy) VRN10. Pharmacokinetics(PK)

VRN101099, expected unbound PK
100
s -e- 160 mg QD
£
CARTT ZhARhtdad st T IR TTPOVRU
=== 7 7
1 o
I =
1 5
1 o
: 0.1 T T T 1
i 0 6 12 18 24
i Hour
] e ! VRN101099, unbound PK
! 1
;.._----"-'-'I """" 100+ -e- 80 mg QD patient A
! i‘“'“'“'““““““““"""". s -e- 80 mg QD patient B
[ R —— : <
i S 10
T {M—--pHERZ ICao
e
v Cycle 1,21-days T 14
v' Min 18, up to 72 pts., plus up to 36 additional §
backfill pts o
0.1 T T T 1
0 6 12 18 24
Hour

Zongertinib, unbound PK

100+

-~ 120 mg QD

Plasma free drug (nM)

0.1 I 1 1 1

v' Grade=3 TRAE(LLE, etc.) 17%
v" Any TRAE 92%
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Antitumor Activity in HER2 Solid Tumors Observed from the Starting Dose in Phase 1a Study
Demonstrated Antitumor Activity in 2/2 T-DXd—Refractory and 3/3 HER2-Mutant Patients

Phase1a. Dose escalation(Monotherapy)

v Cycle 1,21-days
v' Min 18, up to 72 pts., plus up to 36 additional
backfill pts

AU001-002 AU002-003 KR004-001 AU001-001 KR004-003

Dose(mg)
HER2 amplification
HER2 mutation
Primary site

Prior systemic Tx

Last prescription

-24.2 -26.7

-28.6

VRN10. Efficacy
30
9 0
il
']
1)
9 0
E AU001-002 AU002-003 KR004-001 AU001-001 KR004-003
H -
- 10
8 -20
c
[
.:

160 160 160
1+ 2+ 1+ 3+ Negative
- V777L S310F S310Y
Salivary gland Gastric Breast Pancreas Lung
0 2 7 3 3
Izllﬁr;?;iizgil T-Dxd Trl—:'tcua;:Jr::oab T-Dxd

VORONOI _
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Clinical Data Comparison (HER2 SNV mutation; VRN10 vs T-DXd vs Zongertinib)

20

% change from baseline

T-DXd HER2 SNV

5$310Y S310F S310F L755P S310Y G776S D769H V777L V7771 S310F L7555 L755P

O%RR 15 -5 -7 -12 -13 -25 -25 -28 -45 -55 -60 -70

v HER2 SNV PR 33% (4/12)
v S310F PR33% (1/3)

v S310Y PR 0% (0/2)
v V777LPR50% (1/2)

v S310F PR 50% (3/6)
v S310Y PR 0% (0/4)
v L755P Data §i&(n=3)

v S310F (80 mg): -26.7%
v S310Y (160 mg): -28.6%
v V777L (160mg): -29.7%"

DOI: 10.1056/NEJMoa2112431

DOI: 10.1056/NEJMo0a2503704 (appendix)
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#Case Study(80mg)

v' 80mg, Pancreas(AU001-001)

* Primarysite: Pancreas

» HER2biomarker: S310F

* PriorsystemicTx: 3
-FOLFIRINOX
-Gemcitabine-Paclitaxel
-Trastuzumab-Tucatinib

VRN10 Treatment

+ Bestresponse(C3D1):
Stable Disease(Overall-26.7%)

v 80mg, Gastric(AU002-003)

* Primarysite: Gastric

* HER2IHC2+/DISH-

* PriorsystemicTx: 2
-Nivolumab, Oxaliplatin, Fluorouracil
-Irinotecan, Fluorouracil

VRN10 Treatment

+ Bestresponse(C3D1): Stable Disease

Liver metastasis

VRN10 80mg
C1D1

VRN10 80mg
C3D1
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#Case Study(160mg)

v" 160mg, Lung(KR004-003) TL1 (Liver) TL2 (Breast)
_ -~ L) *R P 25258}nrgmn\1

* Primarysite: Lung

» HER2biomarker: S310Y

+ PriorsystemicTx: 3
-T-DXd

Baseline

VRN10 Treatment

» Bestresponse(C3D1):

Stable Disease(Overall-28.6%)
« TL3(lung) Completeremission
» Cycle4ongoing
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#Case Study(160mg)

v' 160mg, Breast(KR004-001)

TL1 (Liver) TL2 (Liver)

* Primarysite: Breast

» HER2biomarker: V777L

* PriorsystemicTx: 7
-T-Dxd

Baseline

. /7 . 40.8mm \
203 v ,‘_. \
VRN10 Treatment J - 1 40.8mm

» Bestresponse(C3D1): 5
Stable Disease(Overall-24.2%) 83
» Cycle50ngoing
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Safety

Superior safety profile compared to competitors observed fromthe starting dose

Phase1a. Dose escalation(Monotherapy)

v Cycle 1,21-days
v' Min 18, up to 72 pts., plus up to 36 additional
backfill pts

VRN10. Safety(Comparison of Zongertinib Safety)

Event (%)

Any TRAE
Diarrhea
Rash
ALT increased
AST increased
Dry skin

Pruritus

v" Current 240mg cohort ongoing

VRN10

80mg (n=3) 0 IGER))
- - *33 -

- - *33 -

All

15
13

Zongertinib
Grade=3
120mg (n=75)

17

*A single case of diarrhea occurred and resolved within one week.

v NoDLT upto 160mg

Source: Heymach JV, et al., Zongertinib in Previously Treated HER2-Mutant Non—Small-Cell Lung Cancer. New England Journal of Medicine. 2025 Jun 19;392(23):2321-33.
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Phase 1a Trial Design

Ongoing global phase 1 trial in South Korea and Australia, with first patient dosed inQ1 2025
Combination trial planned from phase 1b onward

Phase 1a Highlights Phase 1 clinical trial design
Key Eligibility Criteria Ph1a dose escalation Ph1b dose escalation
« HER?2 positive solid cancer as determined by IHC, (Monotherapy) (Combination therapy)
FISH, or NGS of ctDNA
 Confirmed HER2 mutation(e.g., S310X, R678Q,
L755X, 1767M,V777X) m

Key Endpoints

320 mg
» Safety, tolerability, PK, and PD to determine the
MTD and/or RP2D 240 mg
Dose Escalation 160 mg Dose 1
« Standard “3+3” dose escalation
* Min 1?, up to 72 pts., plus up to 36 additional 80mg
backfill pts.
« DLT assessment: first cycle of treatment(i.e. >
v Dose 1 first patient was administrated in Mar v/ Combi with Ab-based therapies according to
Cycle 1,21 days) 2025 ph1a PK-PD results
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