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VORONOI. Overview
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VORONUOI. Pipeline
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VRN11. EGFR NSCLC Targeted Therapy

VRN11. Upcoming Development Milestones
VRN11-Osimertinib H|i

EGFR H|AMIZH| Landscape

214 1a4(Dose escalation) 47|

Efficacy of 24 line treatment

Potential of 1stline treatment

Market size
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VRN11. Upcoming Development Milestones

Phase 1b/2 Monotherapy Expansion Proof of Concept

(C T T T TCohortA” T S
i common EGFR mut. with C797S ii Low Dose (320 mg, QD; n=20), Hizh Dose ('TED, QD; n=20) EngZ?ZSENSCLC
| ___After 1L 3 GenTKI (Osi,Laz, Amitlaz) ___ v ___________________________________________________ Sl
(T TCohontB” T N T T T T Ty :
i 1y L . L EGFRNSCLC1L
I common EGFR [nut. :: Low Dose (320 mg, QD; n=20) , High Dose ('TBD, QD; n=20) Head-to-HeadH|Z AL zIo) 21
N Treatmentnaive __________ - -
*CohortC
Atypical/uncommon EGFR mut. Low Dose (n=20) , High Dose (n=20) E> TBD
One prior TKI (allow =1 prior systemic regimen)
*CohortD
Atypical/uncommon EGFR mut. Low Dose (n=20) , High Dose (n=20) E> TBD

TKI-naive
T Additionaldose levels (e.g., > 320 mg) may be
introduced if supported by Phase 1a safety/PK

(Ongoing) Safety Run-in Combination Therapy Dose Finding

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

any EGFR mut.
MTD-3

VORONOI _ 7
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VRN11-Osimertinib H|x (1) | ®o| stxpoiMe] X2 2R
Osimertinibe| | £0l22 20%218HH VRN 112 2= £| X2 k| £E3k2 200%0| tist Human PoC Data 2t

7|1E S21E EGFR TKIQ| & $E}§(Kp,uu,brain/Rat)1 2txtol[A 2] k| E'E}%(Kpuu,CSF)

VRN11 Osimertinib(Tagrisso) VRN11 240mg

Plasma and CSF concentration

20-
s o 200%
£ 154
E 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% o
1 1 1
2 o g(
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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VRN11-Osimertinib H|1x2 (1) | o] &xjolre] X2 ZaHG)

Saazko|AEokst | H0| 2HXj0i|A Disease Control Rate(DCR) 100%
k| Z0| 2Exof| M BBl (CR) Al 2

A 1adoliM 2ol El | Fo| exloj| Chgt X221}

oo

v 160mg Case Report: tumor disappearance of CNS lesion
C2D1

v CNSresponse(3line, 2160mg)

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 ‘»
] °
L o~
= -
o =
) ‘©
o

Source: AACR-NCI-EORTC 2025 VORONOI _ 9
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VRN11-Osimertinib H| 1! (2) MeiM(Selectivity): “&5 2rhst & oHHA iz}

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

High
Dose

Toxicity

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

VORONOI _ 10
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VRN11-0Osimertinib HI

VRN11, Osimertinib CHH| O %2

Efficacy

A

EVIEIS
40~50%

HXI27

T ol

(3) 25 A oHny

=2 Xzgateel

Osimertinib-23
> Adverseevents

G=3TRAE, 10% G=3TEAE, 240%
SAE, 27%
G5,5~7%

ORR 67%
o,
‘ Best /o chapge -49%
in Target lesion size(mean)
G=3TEAE 60%
G=3TRAE 13%
Any AE leading 10%

to Dose reduction

mDoR(7H&) 19.3
mPFS(7Hg) 22.1

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

87%

-54%

63%
23%

53%

16.7
19.3

VORONOI _ 11
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VRN11-Osimertinib H|1? (4) o@D

s 143 40mgFE 2 2 elRIE|ion, THCH220] 108] 5712 400mgoilA = 2F= 2 Grade 3 0142 O AR G2

QlaH adoflA 21015 VRN 112 M (As of 2025.10) Osimertinib CHH| 243t oA
Dose Escalation
Osimertinib (80mg, n=279)" ¢ \[x{\ Gl oo e )
TRAEn(n=54) 7Y Gradel Grade2 { -~ | Event(%)
ade - M cradess I
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
i P NobLT Paronychia 33 <1 ; ] ;
320mg(n=4) 1 1 o i o0 0 |
i H Stomatitis 25 <1 6 - i
240mg(n=14) 8 6 1 0 0 ! , i
i i Pruritus 15 - 6 - ]
160mg (n=13) 7 5 2 {0 0| PR 19 : ] -
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 ' 0 0o !
1 1
i () 1 1 0 ' 0 0 ! + Dosereduction(dueto TRAES) 0%
mgn= G- | « 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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VRN11-Osimertinib H|1? (4) oM

oMM H|u(Osimertinib’ vs VRN11)

Osimertinib
L B
20~30%
% 2a 0%
A >20 HYf ggﬁ’ -
14% =100 b 0%
25% 0%
39 0%
b . 0%
(o)
Grade=3 o
TRAEs(%)

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

VORONOI _ 13
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EGFR H|2MZH|2f Landscape

Osimertinib LiAd = EGFR C797S HIE ~10%, Unknown H|& ~50%

EGFRdel19,L858R, C797S EHH0|2t EGFRTKIE ot BEX|2 QEH =S

EGFR H|AM|ZH2 Landscape

1x}S¢HO|
A
1,2¢chefe
Gefitinib/Erlotinib ~
Afatinib/Dacomitinib
Frolze ="l DEletion’S
1XHHO| 2HXt = L858R
80~90%
3MCH =
Osimertinib
A 4
EGFR T
uncommon
10~20% |

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

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

2X}-E¢iHHo|

D+T790M
L+T790M

D+unknown
L+unknown

D+unknown
L+unknown

D+C797S
L+C797S

ZIX

(=)

S EERY

:chemotherapy

S EERY

:chemotherapy

SAXIEH SN

Hunknown ZHX} I s QAL XISH

EGFR H|AMIZH ] Osimertinibdl| CHSH LA HIF{LIS!

Resistance mechanisms
to 2L Osimertinib

[] Acquired EGFR mutations

] Acquired amplifications

[] Acquired oncogenic fusions

[] Acquired MAPK-PI3K mutations

Resistance mechanisms

to 1L Osimertinib

EGFRamp
L718Q

T m ma

[ Acquired cell cycle gene alterations

[] Unknown
[] Transformations(SCLC, SCC)

VORONOI _ 14
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oAt 1aXt(Dose escalation) 47|

CHEt 32+ B2, 3F) STH AN A TN S

A akt =2 AFEH(As of 2025.10) A41a%t CIXIQ! A

Key Eligibility Criteria Characteristics 10 - :(iosrzg QDb
» Advanced NSCLC with driving

EGFR mutations Median age, years (range) 60 (45-87)
« Received prior standard therapy ~ Sex.n (%) Male / Female 18(33) /36 (67)

including TKI Race. n (%) Asian 54(100)
r ECOGPSO ECOGPS.n (%)  0/1 24(44) /30 (56)
Key Endpoints Classic 26 (48)
 Safety and tolerability Classic + C797S 4(7)
* Pharmacokinetics Mutationtype,n  Classic + T790M 4(7)
* Anti-tumorresponses (%) Atypical 5(9)
Dose Escalation Atypical + T790M 24)

Not detected 13 (24)

* VRN11 administered orally QD
- 28-day treatment cycle mzf;?)?e';“(?;zzre‘)’f RISEES L 3(1-15) 320mg7ix| 2 ST

DLT, Dose limiting toxicity VORONOI _ 15
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EGFR C797S 0| 2ixjofjre] X| = =at

Precision medicine targeted therapy 20l0f|A| 22 £|x 2, 214t 1a2f(Dose escalation) & Grade 3 0[A2| X2 glo| Q- HQ1 X|2 %0t 2lol “ORR 75%(3/4)”

k0| 2xjolix] K| =2t 2t
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 - 1

1

1

1

1

2 1

1

@ |
~

lg: 1

3) 15 | !

-4 1
[T

[T) 1
[ TT]

5 1t )

= 1

s .

80mg, PD 1

05 - 160mg, PR '

40mg,PR\
1
0 1 \
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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EGFR C797S tH0| 3 =1t &t 14 H|w

Phasela VRN11 Silevertinib(BDTX-1535)"
40 Y, vV oV Vv
. R e I o e o= = =0
o 20
20 £ o
10 40mg E ‘205
_1: 240101 110115 220101 80mg ® 07
. 160mg z 5%
Efficacy 2 B 240mg S a0
“ e i s - 5
-50 Mutation
© cr978 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 ~ J Grade=3 TRAES 20710}t
Grade>3 TRAEs 07 Dosereduction(200mg) 8%
Dosereduction0% 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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EGFR C797S Ho|ol| Chgt X|z21lS HIECZ JI1552 =1

EGFR C797S Ho|0f| CHSt K% &(X|28)

Tumor size(%)

Tagrisso VRN11

Dosing stop Dosing start Osimertinib tumor size(L+C797S)

Tagrisso efficacy

VRN11 tumor size; =-30%, PR
40mg (L+C797S)

VRN11 efficacy
40mg (L only)

After treatment(months)

L, EGFRL858R: PFS, Progression free survival: ORR, Overallresponse rate: AEs, adverse events: DoR, Duration of Response:
Source: 'Passaro, A. etal. Annals of Oncology, Volume 35, Issue 1,77-90,

EGFR C797S Ho| H|AMIZI| S X=X, 715521 21

Chemotherapy(2L)' VRN11
_ mMPES 4.2months 40~240mg patients, ORR 75%(3/4)
Efficacy ORR 36% mPFS = 6months(expected)
ORR = 50% (expected)
Safety =Grade 3 AEs 48% =Grade 3 AEs 0%

AL & 1 OF2[610 715521 S E RP2D & Al

EGFRC797SZ, 263 1b/24 1Y X 261 427 715521 L1 A=

EGFR 2} x| 2H| 7}&491 AR (Osimertinib, EGFR T790M)

80mg2E RP2D ZHs}0] 7t45821S st 2 ar24k ZIH

QUM A ARt~ T £921 £R717F32 months (2013.03~2015.11)
ORR 51~59%

DoR 12.4 months

VORONOI _ 19
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#Case: EGFR C797S Ho| 2ix}oj|A{2] X|= =2}

40mg~240mg EtXk=0f|lA EGFR C797S Ho|oi| CHet X| z =t 210l

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

Baseline C2D1 C5D1

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

Pleura lesion

CZD1
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: EGFR C797S Ho| 2ix}oj|A{2] X|= =2}

v" 160mg Case Report: EGFR Del19/C797S

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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ot Kx|2(X|2&)0fl it AlE2{|0]M(2L+; EGFR 1xI 20| +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)
-------- ....ct...o.oK VO OO0 0000000000000 000 0 Tagrissoef‘ﬁcacy(D)
N
N

PR) VRN11 160mg (D +unknown)

50

Q---

D,EGFRDel19; PR, partial response; SD, stableresponse; PFS, Progression free survival VORONOI _ 23

EGFRDel19

2 4 Tagrisso mPFS
18.9 months
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VRN112} Osimertinib H|?

3Kt X|2ZM O[] EGFRHO| HIAM[ZEM|Rt 2t} 21H F 18H0| F2hS TIH611 104, Osimertinib2l mPFS(4.077H&) 2 Floi'd=mPFS 7 It

VRN11 Tagrisso(Osimertinib)”

110106 I =P
130106 =P
110107 | s 2 1 -
110110 | =P
ey
14 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
o - [ ]80mg 0.25 -
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(190%) ORR 190% PR 16 (291%) ORR 291%
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' =Grade 3 AEs 0% v' zGrade 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

2lat1ait Dose escalation

NoDLT
No Drug related SAE
No =G3TRAE

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

* Bestresponse: PR

Safety: No TRAE

* Pleurametastasis
» Twoprior systemic treatmentsincluding
afatinib

v 80mg Case Report: EGFRDel19/T790M

Baseline and Treatment History VRN11 Treatment

* Lung,lymphnode, and adrenal gland + 80mgQD, 16 weeks

metastasis + Adrenalglandlesion: 47%tumor reduction
« Sixprior systemic treatmentsincluding + Bestresponse: SD

dacomitinib and lazertinib + Safety: No TRAE

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

241 a4k Dose escalation v 240mg Case Report: EGFR L858R
Baseline and Treatment History VRN11 Treatment
....... > . EGFRLS58R 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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HZ=X2(EGFR TKI &&) LiA/E2 SIX} CHA D|SEE 9|8 £

F Rz LE/E2S SRS Y2 ot ofES2| 2 sut eFHEIA SHA| Zxi
HeawlytreatedS.ﬁ_FIfEHQ F2HESHES IO, 2 X2 MO TIUTE AR H =2 HESHIZ 7|[cH

E X222 E/=8 et Chy Yo Al Bl

v  VRN11 & Tadof| Clieh =2 T Aret

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 P (expected) : « DCR95.2%(20/21)
I . :
I : + 18/21 patientsongoing
: |+ Datacutoff 71 10712l o] ot 501 sixt ol
I
I
mPFS 4.2 6.3 8.3 2.8 - 26 210 |
(months) I :
: ]
: I
oo : : * upto400mg patients(n=54),
>Grade I
Adverse 48% 72% 92% 32% - 0% <50% 1 2 Grade 3 TRAEs 0%
events : :
L ;

EGFR Del19/L858RAIZZ 9I5tVRN 113t Unknown X2 $[StMIESASIOH|(chemotherapy) 2| at AJL{R]| 7 [cH

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

At

& HA[E(X|22)2 THESh= AME +E BH
THE M=o

2 KMXIE(X|=22) AlEzo|M

100%
o 1
.‘g I’
o /
o /
E s
g ==
S
€
=}
ot
A
- —”’
——————— -

Day after treatment

Source:

'Park CK, et al. Cancer Res Treat. 2021:53(1):93-103.

ATIMS AS L M/9B| HEE S gé F71s-AM0| SOIX|H, 2HXf2e| PFS7HHME!

Osimertinib(Tagrisso)2| & XMl (X|2L8)!

60 -

;E
® 401

The size of cancer cells >
@ 204

Cancer Cancer =
size cells E 0

= \

10°Cells 2 204

o
oot;p 0_14 v
108Cells 4 0

8
= —60-

0..nm == 103Cells ‘>
g 80

0.0dmm = 10°Cells f)
-100-
Baseline

— Ongoing treatment (n=4)

\—.—.—b

° EEXEEE T VXXX X w.ooao.ooo_@oooooooo
—
—
8 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
Ao MAH(xI28) = f{(2f22| Z2E=) X (U2 AL =)}

PK 7|4t Target engagement A4t Sslf PFS 0% 7t Target engagement ratio H|i2
) VRN11 Osimertinib VRN11
EGFR mutations 320mg 80mg JOsimertinib
Target Progression-Free Classic 67 17 4x
Survival i
Engagement (pFS) Classic + C797S 27 <1 180x
Classic + Atypical 26 8 3x
Atypical 15 4 4x
| 15— 15—
/ VRN1 1 320mg Ctrough,ss
_g 2 _g
3 10- 8 104
c c
— = 5
C v ZUEE(SE) = 67x s .
24A|7H0|S o2 = e <
troug h,SS,free lhole 18 3 5 8 5 Osimertinib 80mMg Cyoyqn.ss
I C v 7E=|E’I-E_1 | = 1 ....................................
OFN| I 2|0 QS AUE = 07 0-
50 = '" —l'IIO'IIE = o PDLND DY B> LN FOXXTALDT OO R L VR
BRERNESRo T RESSSNN e FPBENLBRe R Re33355EE 2
IR RSO R iR s
s Brashp 228 S 2 225888 9933 g
8 289338 5055 4 8 885558 SG5E &
,¢ N
5 5

PK, Pharmacokinetics (2=3t) VORONOI _ 30
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ALK fusion H|AM|ZEH|2F AR

crizotinib brigatinib alectinib lorlatinib

EGFR H| M| 2|2t A2
100
s
<10
J
1 =8 EEEE
EGFRDel19 EGFRL858R

Osimertinib

EGFR
uncommon

Corouer/1Cs, 2t MPFS A2t (ALK, EGFR)

v Hsgs(sE)
Ctrough,ss, free

ICs

v Ze

v BREE(sk)

Ctrough,ss, free

ICs

v ZgE

70

Month

70

Crizotinib

Brigatinib

Alectinib Lorlatinib

PFS(month) @ Css/IC50

Osimertinib Osimertinib Osimertinib

uncommon

L858R

Del19
PFS(month)

VRN11 VRN11
uncommon Del19

® Css/IC50

VRN11
L858R

70

w
()]

Ctmugh,ss/ IC5qratio

o

70

w
(83}

Ctmughyssl ICy, ratio
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BAEX|=A| PFS H|i

ALK H[2MIZHIF EHX|ZH[S] PFS H|2

1MIcH 3MIcH
% Crizotinib Lorlatinib
[ [
mPFS 10.9m 72m~NR
BBB £ 1~3% 75~77%
(Kpuu,CSF)
>70
o ey
2
= 24 AT
10.9 6.6
[
& & & > o>
.(\,0 \q’b \QIO : ((\O ; (;\Q
Q\ Q,k v &\'b\ &\"5\'\
9 o
N 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

EGFR HIAMIZHI EHX|ZH[S] PFS H|12

e N
1AMIcH
Gefitinib 3MIcH
EGFR Erlotinib Osimertinib
'l iy A S S
@ ' T T IT T »!
mPFS 9.7m 18.9m & VoRrRONOI
BBB £ 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) )

VORONOI _ 32
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EGFR NSCLC Market size

EGFRNSCLC Al 24 PFS JHEof et EGFR Et0|' VRN 112| 2% 29|

0iE &5 71k

5 EGFRDC, LC

» First/Best-inclass Drug
o B &2 K| =N 2RHTH At

Annual EGFR TKI sales
USD 14.2bn(2032 expected)

AT Uncommon . BEL}N SQIHO|DI2 EASI= X|2H|Z, 2026H 715401 28
| | +

lé?&"&'%"o/[} | | Ugﬁcs’r??on PFS 10m+«

.................... ] uncown [l PrSTom [ l £GFR Dell9, 1858R(2L)

A
* Best-inclass Drug
+ Chemotherapy2te| HEQHOZ 7I4 501 SH

B EGFRDel19, L858R(1L)

* Best-in-class Drug
7| X2 Che| 48t et a clarhs £atg sol
o S Mol ofs W OFHA B0l 7|r}

unknown i EGFR uncommon

Best-in-class Drug
7|E K| 2H| ChH| R0 MERMT} | H R EukE 210l

Common

Common | ! E Common PFS19m*«
Pts 80-90% PFS 19m

o

o T.
gal
]
jor 0
o
N
[
==

2L Market Size 1L Market Size 1L Market+a o S QUMM 2t S QHH A =l
USD 3.5bn USD 12.7bn
71™: Common S¢H0| = 3MICH EXX|2H| 1Kt AF2 HIE 80%(*unknown LA 2t HIE 40%(1-2MICH, 20%) ; *C797S &4 HIE 10%) uncommon SHH0| = unknown LIA 2 HIE 50%, 2 222| PFSQ| 22, 1A+ 2=2| PFSCHH| 0.6-0.8HH4: 7HA VORONOI _ 34
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VRN10. HER2 + Breasteancer Targeted Therapy

HER2+ Breast Cancer Treatment Guideline
HER2 + TKI Competitive Landscape

24} G[Oo]E] H|

QA1 aX A Z2ERE] HER2 03t Chst X|= 1} =l
Safety
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HER2 positive Breast Cancer Treatment Guideline

VRN10, ¢idli SelEl x|z ZMe| ol SIS S5 + AS A= 7|l

Standard
of Care

Results of
Clinical trial

Key
Limitations

N\ 2

Trastuzumab+ < 2
Pertuzumab +
Docetaxel t8

mPFS 18.5 months

@Hﬁo&ﬂﬂluﬂﬁn%@ oz 48
AMIE&QQ OLF|Of IHH2 SRt At

N\ 2

L
4 Tucatinib

4

T-dxd(Enhertu)

Trastuzumab +

N 2

&

Capecitabine
>

mPFS 28.8 months

ORR51.4% mPFS 7.6 months

Grade =3 AEs 56%
@ | 510] SERfO)| CHSH 0| SEE o) & @ | E10| SERjo]| ChSH 0| SEE o) 48
A S HESSIEH SR8 wAl 0|0J$ Tucatinib tHs 25
A ILDS} 22 BxtgoR olgt 82 S2te) ofafg

ILD/Pneumonitis 15% A (vs T-dm1, 3%)
VORONOI _ 36

Source: Baselga J, etal. N Engl JMed. 2012;366(2):109-119., Hurvitz, Sara A et al. The Lancet, Volume 401, Issue 10371, 105 — 117, Murthy RK, Loi S, etal.N Engl J Med 2020;382:597-609.
AEs, adverse events; ILD, interstitial lung disease



Investor Relations 2025

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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214 |o|E] H|:2(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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214+ H|oJE{ H|u! (VRN 10 vs Zongertinib)

2A1a4. Dose escalation(Monotherapy) VRN10. Pharmacokinetics(PK)
VRN101099, expected unbound PK
100
5 -e- 160 mg QD
£
ERIRTY URRhtadddtds SIS PYORU i
fmmmdeeeep B Zongertinib, unbound PK
I o
i ‘é 14 100
I @ = -~ 120mg QD
i z =
: 0.1 T T T 1 g 104
1 0 6 12 18 24 °
i Hour E
] e ! VRN101099, unbound PK :
[ 1 =
f""'r'-'-: ------ 100+ -e- 80 mg QD patient A & 04 : | | :
i - %‘ -e- 80 mg QD patient B 0 6 12 18 24
T i 2 10—5,/:3’\“<: o
v Cycle 1,21-days L------., o T T e - pHER2 IC,,
v' Dose escalationS 218 s1HAM 2t 22k et £ v' Grade=3 TRAE(LLE, etc.) 17%
H2, 37l Lijele] ASE0| SAXE F7tE BHSS E v Any TRAE 92%
Backfill 25 E ZIs of| ™ a
0.1 I 1 1 1
0 6 12 18 24
Hour
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QIAl 124t A%} 82HHIE| HER2

ol ciet X|= 21 212l

T-Dxd0f| 223t £kXH2/2) W HER2 EHHO| 2HXH(3/3)0f|M S5 &t 210l
141a%. Dose escalation(Monotherapy) VRN10. Efficacy
30
s 20
o
N 10
0
E 0
-
£ w0
& 20
c
.-.:"‘i

e
; E Dose(mg)
1
] HER2 amplification
v Cycle 1,21-days HER2 mutation
4 Dose escalation2 21 stHA otz 20| =2 Primary site

2, 37 Liele| IS E| St FII12 B HSH=

Backfill IS E ZlIsH of| ™ Prior systemic Tx

Last prescription

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

-24.2

-26.7

-28.6

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

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:?ab T-Dxd

VORONOI

_ 40
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214+ HIoJE{ H|w (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

VORONOI _ 42
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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

VORONOI _ 43
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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

VORONOI _ 44
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Safety

X7 | E0MEE] FY %= ChH[SI0] gt P el

2l4H1aX. Dose escalation(Monotherapy) VRN10. Safety(Comparison of Zongertinib Safety)
VRN10 Zongertinib
e | A | s | A | Gamss | A | st
80mg (n=3) L GER)) 120mg (n=75)
Any TRAE - - "33 - 97 17
Diarrhea - - "33 - 56 1
Rash - - - - 33 -
pr ! ALT increased - - - - 24 5
1
L] AST increased - - - - 21 8
rEEET T 1
i | Dry skin - - - - 15 -
Locooood
Pruritus - - - - 13 -
v Cycle 1,21-days *A single case of diarrhea occurred and resolved within one week.
v" Dose escalationS 21 sIHAM ofg 220 =2y
AL, 37 Lhele| IS E0|| #XIE FII2 DS ,
B;;kfiltlf'_H§|El7.‘_|3°" 01I’§§| e v" Current 240mg cohort ongoing 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. VORONOI _ 45
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2 14 Cixtel 24

ST/5Ha SR UM 1A TIN S, 20254 157| 20} ARt
3% AN DAOIMEE| 38 QHOR Qi ofp

QUL al TR AR QUAH & CIXIR! 47
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 640 mg
 Confirmed HER2 mutation(e.g., S310X, R678Q,

L755X, 1767M, V777X) 480 mg 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

e Standard “3+3” dose escalation
* Min 18, upto 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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