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VORONOI. Overview
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VORONUOI. Pipeline
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VRN112| X8 “Higher Target Engagement > Deeper Response > Longer PFS”

ofso| Agt Bl k=0 ML) 58 7 |MIO = 510 k=2 PFS(FXIEH MZ7 |7t Progression Free Survival) 8lI% s

) Target Engagement: Zgtzl 2 Zgats @) Depth of Response: M2 BE atMiEe| 4> e i ZR A k5412 (E) PFS: o 21t 7Iy ofd 57134
EGFR VRNT1 Osimertinib VRN11 [Osimertinib] First-Line Treatment of NSCLC(EGFR)
mutations 320mg 80mg /Osimertinib - 60 1t Generation
Classic 67 17 4x @ 407 —» Ongoing treatment (n=4) Gefitinib
g 207 PFS10.8712
159 15+ E . ORR737%
........ VRN11 HE
© 1 S 201
< Ctrough,ss @ - ——- T
9o 104 (320mg) _ 0.%.._4 weesoc0ccsccccsnnssasabosccccce .
E 10 > ™ =~ 3rd Generation
= = 604 Osimertinib
z 67x @ FHE Q1B
S 54 5 g 807 - PFS 18.97
8] R = 1004 ORR80%
« "l Osimertinib _
I 7xM C Baseline 8 16 24 36 48 60 72 84 9 108 120 132
\4 trough,ss . . e
o-lrers 0- (80mg) Time since treatment initiation (wk)
2NnE " 20LO . . o Next Generation
8 g § g 3 g § g The median best percentage changeintarget-lesion size from VRN11
> S & baselinewas -40~50% inthe Osimertinib
g % e % - 50~60% 5=F2| & M7} XEE 5= el 7| = 2= CHH| PFS7HM 7|cH
- -
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, 3Makoto Maemondo, et al. N Engl J Med 2010;362:2380-8, #J.-C. Soria, etal. N Engl J Med VORONOI _ 8

2018:378:113-25
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Target Engagement: 2f=0| EfZIl CHHRS SOl O

ofZol Mx[H(xI1=8) = f{(2

ool ZgH) X (222 ML 5)}

0 Target Engagement: Zg 3 AgstE PK 7|4t2] Target engagement
EGFR VRN11 Osimertinib VRN11
mutations 320mg 80mg /Osimertinib Target
Classic 67 17 4x Engagement
159 15+
S G v BB (sE)
% Ctrough,ss x|
3 10- (320mg) 4( 242kt XEHo=
5 EtU X %%M§¢'E%E
%L 67x
§ 5 5 AgsE
O
- Osimertinib §¥
4 I /X Ctrough,ss %
07171 0- (80mg)
0L f1F-4
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VRN11-Osimertinib H| 1! MeiM(Selectivity): “&s 2ris} & oxA Irhst”

Efficacy and Toxicity Changes(A) with Increasing Dose [VRN11-Osimertinib H|12] ME{M(Selectivity)
Efﬁcacy - High-selectivity drug
- Low-selectivity drug
A: Difference between values VRN11 Osimertinib
High

Dose

Toxicity

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

VORONOI _ 10



VRN11-Osimertinib H|x! &=

VRN11, Osimertinib CHH| C '%2 220t M 2 X2zt 2ol

Efficacy

A

ORR 67% 87%
[o)
__ Best%change 42%  -54%
in Target lesion size(mean)
G=3TEAE 60% 63%
G=3TRAE 13% 23%
ot 37| ZtA g
ot 37| Y Ay AElleelng 10% 53%
40~50% to Dose reduction
mDoR(7i&) 19.3 16.7
mPFS(7HE) 22.1 19.3

Osimertinib?-23

> Adverseevents

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

G=3TRAE,SE

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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VRN11-Osimertinib H|1 o4

s 1435 40mgFE 2 2t elRlE|iom, JHCL220] 108] 5712 400mgoilA 2F= 28 Grade 3 0[ 42| O[&AR| GiS

QUAH aAtof| A EHolEl VRN 112 oH M (As of 2025.10.30) Osimertinib CHH| 243t QFH A
Dose Escalation
Osimertinib (80mg, n=279)" § /a4 kRl lololy [of 1))
TRAE,n(n=56) S0V  Gradel Grade2 { it | Event(%)
falels = Al Grade 23 All
1 1
m i i Diarrhea 49 2 i 11 - i
i 1 H 1
480mg i P NoDLT Rash 54 1 i 13 -
1 | 1N i 1
70 q 1 1
400mg(n=3) 2 1 1 i 0 0 i treat,?]em Dry skin 33 <1 i 9 - i
] ! Paronychia 33 <1 ] - - ]
320mg(n=4) 1 0 1T 1 0 0o I I
i H Stomatitis 25 <1 H 5 - H
240mg(n=14) 9 7 T 11 0o | , i i
' ' Pruritus 15 - ! 7 - !
160mg (n=13) 7 5 2 1 0 0 i Anemia 19 . _ S
] 1 1 1
1 1 i 1
80mg (n=12) 2 2 o i 0 0 QT Prolongation 10 2 ] - - i
1 1 1 1
40mg (n=3) 1 1 0o i 0 0o i ILD/Pneumonitis 4 2 P A i
i i EGFR on target tox. EGFR off target tox.
20mg (n=4) 2 2 o ! o0 0o !
1 1
1 1
10mg (n=3) 1 1 0o i 0 0o 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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VRN11-Osimertinib H| 1 o465

oMM H|u(Osimertinib’ vs VRN11)

Osimertinib
L B
20~30%
% 2 0%
A >20 HYf ggﬁ’ -
14% =100 HH 7%
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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“Higher Target Engagement - Deeper Response”

S OIS TS LA, LhY/ 23| )
it SoM0|0| CHEH XKI2iS

=2 Target Engagement?| 24=2
OIS 1A X|ZH|Z ALSE ZBR, 7IE 2AFZ ChH|

[ —N— Ryl

9 Depth of Response: M2 THE AM|EQ| = H2 LY F=

[Osimertinib] First-Line Treatment of NSCLC(EGFR)
60-

=
o
1

— Ongoing treatment (n=4)

™~
o o
1

e —

i
o
1

\—.—-—p

Change in target lesion from baseline (%)

° 03 o o i(p- mooo.oooo.m.ooooo
—
_BO-
~80-
—-100-
Baseline g 16 24 36 48 60 72 84 96 108 120 132

Time since treatment initiation (wk)

The median best percentage changeintarget-lesion size from
baselinewas -40~50% inthe Osimertinib
> 50~60% Z2| & M|Z7 THE Sh= AEl

o

O =0
SELA

oz J|cH

Osimertinib

WS IIsEES HE e oY

> Best response
-50%

Osimertinib mPFS
18.9 months

+20%

+27 Driving gene

> S
~ &
-~ ¥ .

15t Driving gene Time(months)
Commonmutation | EGFRDel19 +oncogenicfusions

(80~90%) | EGFRL858R +amplifications

+MAPK-PI3K mutations
. EGFRG/19X +cellcycle genealteration
Uncommonmutation /| EGFRL861Q +Unknown(~50%)
(10~20%) | EGFRS768I +EGFRC797S(~10%)
VORONOI _ 14

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
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Depth of Response H|u!

9 Depth of Response: M2 ZtE tM|Zo| - U2 LM HAE SIS 7HsH EGFR H|2MZH|QH 1x} X|23M 2k=E2| Depth of Response H|x(1AMICH vs 3AMICH)?
100
100% g | Gefitinib 250mg/Erlotinib 150mg
. 5 50
: g
: 4 y
2 : 1 R -
& : ! o
@ : / i
£ . U4 o5
3 : ’ |
3 M ‘¢, o
> o - g 00 - Complete response
3 . ] B Purlial response
. ¥ -75-{ M Stable disease
E . @ Progressive disease
E : 0p] T Notevalusble
§ . _ A 100 -
fmm———— - 75 | Osimertinib 80mg
50
Day after treatment
26+

o

The size of cancer cells(Cancer size, Cancer cells)

1
r
@

1

= 10°%Cells 0. Bmm == 103Cells

Best change frem besslire in farget lesion size |%)

01 m Complele response
B Partial response
fa— 6 — 0 =75 B Stable disease
@ =105Cells  0.04mm= 10°Cells 5| Mwtiedem
0 B Not evaluable

Source: 'J.-C. Soria, etal. N Engl JMed 2018;378:113-25 VORONOI _ 15
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“Deeper Response - Longer PFS”

THE QIM|Io| 7t Mg 45 LHM/28| ZERE SIS2 7Hs40| Hofx|H, 2ixle| of= £2f 7|77 7| “PFS(Progression Free Survival) 7H4”

©) PrFs: ot axt oIy o Z7112 EGFR HIAKIZHIZ 1%t XI2&4 otEe| PFS HIm(14ICh vs 3MICH)2
8 1.0+ Discontinuation 14%
1st Generation e (dueto TRAE) Discontinuation 10%
Gefitinib g (dueto TRAE)
PFS10.87H2! "n 8]
ORR73.7% 3
S —
) ]
L PSS 06 N
. ¥ S ... Qsimertinib.....
31 Generation ==
Osimertinib "5 u:) 0.4-
PFS18.971 .'—a
ORR80% =
. 0
: o Standard EGFR-TKI
Next Generation a 0.0
VRN11 g | | | | | | [ | 1
0 3 6 9 12 15 18 21 24 27
7= k= CHH| PFSTHM 7|
Month

Source: "Makoto Maemondo, et al. N Engl J Med 2010;362:2380-8, 2J.-C. Soria, et al. N Engl JMed 2018;378:113-25 VORONOI _ 16
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Target Engagement®} PFS &2 (ALK, EGFR)

EGFR H|2MZH| 2 Ab2]
100
:
—= 10
o5
1 [

EGFRDel19

ALK fusion H|2AM|ZH|2F Al

EGFRL858R

Osimertinib

EGFR
uncommon

crizotinib brigatinib alectinib lorlatinib

VRN11

v EREE(SE)

Ctrough,ss, free

ICs

v Hotz

v ZgEE(sk)

Ctrough,ss, free

ICs

v Zoe

Month

Osimertinib Osimertinib Osimertinib  VRN11 VRN11 VRN11

70
35
0 [ )
uncommon
70
35
0 )
Crizotinib

L858R

Del19 uncommon  Del19 L858R
PFS(month) ® Css/IC50

.
% e
“““
“"‘
S e
o
°
Brigatinib Alectinib Lorlatinib

PFS(month) @ Css/IC50

70

w
[8)]

Ctrough,ss/ICSO ratio

70

w
(&)

Ctrough,ss/ICSO ratio

o

VORONOI _ 17
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BEX|=H| PFS H|

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)
>72
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 _ 18
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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 _ 20
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EGFR C797S 0| 2ixjofjre] X| = =at

Precision medicine targeted therapy 20l0fiA 22 £|%x 2, 214 1a4H(Dose escalation) £ Grade 3 0[At| HAI2 glo| H=Xol X|2 =1} 2101 “ORR 75%(3/4)”

k0| 2xjolix] K| =2t 2t
Monotherapy Efficacy(EGFR C797S, with brain metastasis)

40
30

20

240101 220101

Dose level EGFR mutants

Patient ID

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

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

(C797S) target lesions (%) RIS
100% -51.4 Disappeared
100% -45.3 Disappeared
100% -44.1 Decreased
90% 31.2 Increased

Best
response

PR

PR

PR

PD

VORONOI _ 21
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EGFR C797S Ho| 2’8 2f=1t A&t 14 H|

Phasela VRN11 Silevertinib(BDTX-1535)"
40 Vv Vv \4 \4
" Po s s s s s s I O T T
. s 20 1
g 9]
12 40mg ::; 20 1
o 240101 110115 220101 80mg % 07
Effi » 160mg g
|cacy S - 240mg ] ’:;D
ose, Mg N — .
z EGFR [y, m?- oo [ o2 Fw— £700 ?_ w7180
h Mutation c7975 cors cors I o5 oo cre1s  C797s
-60
v Upto 240mg patients(EGFR C797S), ORR 75%(3/4) v" Upto200mg patients(EGFRC797S), ORR 25%(1/4)
Ongoing MTD
320mg (ph2)
Safety 160mg 240mg
80mg 200mg
U ) \ J
Y Y
Grade=3 TRAEs 11 Grade=3 TRAEs 207104
ORR, overall response rate; PR, partial response; SD, stable disease; PD, progression disease; TRAEs, treatment-related adverse events; MTD, maximum tolerated dose; VORONOI _ 22

Source: "AACR-NCI-EORTC2023
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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 40~240mgpatients, ORR 75%(3/4)
Efficacy ORR 36% mPFS = 6months(expected)
ORR = 50% (expected)
Safety =Grade 3 AEs 48% =Grade 3 AEs 1.7%

EGFRC797SZ, 263 1b/24 TIY X 26\ 457 | 715521 L7 A2l

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 _ 23
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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 _ 24
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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 _ 25
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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 _ 27

EGFRDel19

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

2Kt x| 2 0 &F2| ctDNA 7|Ht EGFR 0| m|2} 2tRp20flA =2 EH SxiI2(DCR) 2 &2lsI e, Osimertinibl mPFS(4.077h2) S M2lsh=mPFS 7ICH

VRN11 Tagrisso(Osimertinib)”

Duration of treatment
: _ .
1 -
GT19s - Median PFS = 4.07 months
- 0.75 1 (95% Cl 2.10-4.30 months)
AT50_I759delinsPL 2
©
Del19 - 80mg E 0.5 1
L858R - I 160mg o
L747_P753delinsS - I 240mg
I 320mg 0.25 4
L747P - > ongoing
e 0 . N 1'8 2'1 ot Time (months)
ctDNA at baseline 0 12 24 36 48 Atrisk 55 2 0 o o
Treatment (weeks)
Response to treatment (n=21) Response to treatment (n=55)
Response No (%) Response No (%)
PR 4(19%)  ORR19.0% PR 16(29.1%)  ORR29.1%
SD 15(71%) DCR90.5% SD 16(29.1%)  DCR58.2%
PD 2(10%) PD 18(32.7%)
NE 0(0.0%) NE 5(9.1%)
v' =Grade 3 AEs 1.7% v' =Grade 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
Source: "Takeda M, et al. A phase Il study (WJOG12819L), Lung Cancer. 2023;177:44-50
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#Case: VRN11 80mg

24 1a4t. 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

* Bestresponse: PR

Safety: No TRAE

* Pleurametastasis
» Twoprior systemic treatmentsincluding
afatinib

NoDLT
No Drug related SAE

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
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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)

1

1

i « Priortreatment: 10 prior treatments * Bestresponse: PR
NoDLT TN ettty 1 i » Safety: G1 skinrash

J

No Drug related SAE

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 _ 30
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HZ=X|2(EGFR TKI X&) LiAM/ES SIXt LA O|S=E o|8 £

F K= LE/E2S SRS Y2 ot ofES2| 2 sut P EoIA SHA| Zxi
Heawlytreatedi.Z_FIfEH’g F2HHSHES ARMPIFCDZ, 2AH KgzZMo= TS H O F2 HEEHZ 7|t

E X222 E/=8 et Chy Yo Al Bl

v  VRN11 & Tadof| Clieh =2 T Aret

Efficacy

EGFR common mutation(2L+)

*Data cutoff October 30,2025

i 1
I
I
Chemotherapy I VRNTT :
Drug name Chemotherapy' ?ﬁ:ﬁ:ﬂ:ﬁ%r +Amivantamab Osimertinib2 : (exVRe/'\ZeI ) +Chemotherapy |
+lazertinib’ ] P (expected) : « DCR90%(19/21)
I . :
: : * 14/21 patientsongoing
I : + Datacutoff7|& 11712 0| & £ F21 =txf =0l
I
I
mPFS 4.2 6.3 8.3 2.8 - 26 210 |
(months) - I
: ]
: I
Grade3 : : * upto400mg patients(n=>56),
>Grade 1
Adverse 48% 72% 92% 32% - 1.7% <50% 1 2Grade 3TRAEs 1.7%
events : :
L ;

EGFR Del19/L858RAI2E 2I3HVRN 112t Unknown X 2.E ${5t MIESAISIoH| (chemotherapy) 2| & st AJLAX] 7|cH

PFS, progression-free survival; TRAE, treatment-related adverse event; DCR, disease control rate VORONOI _ 31
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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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 _ 33



Investor Relations 2025

VRN11-Osimertinib H|x (1) | ®o| stxpoiMe] k|2 Z21C)
7|= EGFR BMX|=A| X|= Z0f| =53] |07} 2 lsk="4HH, VRN 112 Baseline0l|A CNS 70| 5520f| 2t g10] 160mg O[AH 220iIA CNS FO |7} EIRHEI AR 21

QLA 1 aAlollM SIRIE k| FO| BRI Cht x| 2wt

b |

C2D1 C5D1 CNS CNS Metastases No CNS Metastases Tota

progression(n/N, %) atbaseline atbaseline (n/N, %)

c
(=]
g _
g ¥ Tumor disappearance of All evaluable patients 2/17 0/20 2/37(5%)
‘s CNSlesion
@
80mg 2/5 0/4 2/9(22%)
c
2
3 . 160mg 0/7 0/5 0/12(0%)
~ B v'Tumor disappearance
c of CNSlesion
5 240mg 0/4 0/9 0/13(0%)
320mg 0/1 0/2 0/3(0%)
S
& vD insize of
~ ccreaseinsizeo Baseline0ilA| CNS 0| 50| 2t4| 10|
T CNSlesion 160mg OlA+ 260{IA CNS Ho| 213t Afe gt2
©
o

Efficacy evaluable patients: at least one tumor assessment with =1 cycle of treatment
Data cut-off: Oct 30, 2025

VORONOI _ 34
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oAt 1aXt(Dose escalation) 47|

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

A akt =8 AlEH(As of 2025.10.30) A41a%t CIXIQ! A
Key Eligibility Criteria | N T 10 - :(losrgg QD
» Advanced NSCLC with driving

EGFR mutations Median age, years (range) 60 (45-87)
* Received prior standard therapy  Sex,n (%) Male / Female 19 (34) /37 (66)

including TKI ECOGPS, n (%) 0/1 25 (45) /31 (55)
* ECOGPSO-1 Del19, L858R 35 (63)
Key Endpoints . Atypical 8(14)

Mutation ctDNA
o Safety and t0|erab|||ty profiles at the C797S 4(7)
. . baseline, n (%)

* Pharmacokinetics T790M 7(13)
* Anti-tumorresponses Not detected 15 (27)
Dose Escalation nMggf;er;umber of prior systemic therapies 3(1-15)
* VRN11 administered orally QD Osimertinib 27(48)

« 28-day treatment cycle Laertinib 20(38) * 320mg7tX| 82 EE T

DLT, Dose limiting toxicity VORONOI _ 36
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Upcoming Development Milestones

Phase 1b/2 Monotherapy Expansion Proof of Concept

(T T T CohortA T T S
i common EGFR mut. with C797S ii Low Dose (320 mg, QD; n=20), Hizh Dose ('TED, QD; n=20) ESF_B(SZ?Z'SENSCLC
S el e S e P N S
(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
KO Treatmentnaive __________ P -
*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 _ 37
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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

218 TRt 24
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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 _ 39

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
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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

VORONOI _ 40
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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 _ 41

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

VORONOI _ 42
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QIAl 124t A%} 82HHIE| HER2

40| Chet X|= =1t

2}

T-Dxdofl 225 2kxH(2/2) % HER2 E¢1tH0| 2HXH(3/3)0lM S5 St 2ol
141a%. Dose escalation(Monotherapy) VRN10. Efficacy
30
g 20
FRERY
]
= 0
E 10
E 2
Q
£ -30
<
o

v Cycle 1,21-days
v Dose escalation2 ZId stHA ofg 8o =2e
2, 371 LHQ|e| FSE0| BHXIE FIIE 2HSH=
Backfill ISE T of| "

Dose(mg)

Primary site

Immediate
Prior regimen

HER2 (historical IHC)
HER2 mutation

Prior systemic Tx

001-002

160
1+
Salivary gland
0

0%

002-003

2+
Gastric
2

Irinotecan
Fluorouracil

001-001

-27%

NA
S310F
Pancreas
3

Tucatinib
Trastuzumab

004-001

-30%

160
1+
V777L
Breast

7

T-Dxd

004-003

001-002 002-003 001-001 004-001 004-003

160
Negative
S310Y
Lung
3

T-Dxd

VORONOI _
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214+ HIoJE{ H|w (HER2 SNV mutation; VRN10 vs T-DXd vs Zongertinib)

T-DXd HER2 SNV

20

% change from baseline

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 (80mg): -27%
v S310Y (160 mg): -34%
v V777L (160mg): -30%

DOI: 10.1056/NEJMoa2112431

DOI: 10.1056/NEJM0a2503704 (appendix)

VORONOI _ 44
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#Case Study(80mg)

v" 80mg, Pancreas(001-001)

* Primarysite: Pancreas

» HER2biomarker: S310F

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

VRN10 Treatment

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

v 80mg, Gastric(002-003)

* Primarysite: Gastric

* HER2IHC2+/ISH-

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

VRN10 Treatment

+ Bestresponse(C3D1): Stable Disease

Liver metastasis

VRN10 80mg
C1D1

VRN10 80mg
C3D1

VORONOI _ 45
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#Case Study(160mg)

v" 160mg, Lung(004-003) TL1 (Liver) TL2 (Breast)
_ - ‘...c! P 25258}nrgmn\1

* Primarysite: Lung

» HER2biomarker: S310Y

+ PriorsystemicTx: 3
-T-DXd

Baseline

VRN10 Treatment

» Bestresponse(C5D1):

Partial Response(Overall -34.29%)
« TL3(lung) Completeremission
» Cycle6ongoing

VORONOI _ 46
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#Case Study(160mg)

v" 160mg, Breast(004-001)

TL1 (Liver) TL2 (Liver)

* Primarysite: Breast

» HER2biomarker: V777L

* PriorsystemicTx: 7
-T-Dxd

Baseline

. /7 . 40.8mm \
03 v ) \
VRN10 Treatment » - 1 40.8mm

* Bestresponse:
(C3D1) Stable Disease(Overall -24.2%)
(C5D1) Stable Disease(Overall-30%)

» Cycle6ongoing

* Based on RECIST 1.1 criteria, the tumor size reduction rate was calculated to be 29.7%, which corresponds to stable disease (SD) VORONOI _ 47
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Safety

X7 | E0MEE] FE %= ChE[olo] Pt e ol

2U41a4t Dose escalation(Monotherapy)

VRN10. Safety(Comparison of Zongertinib Safety)

|—> 640mg

|—> 480mg

|—> 320mg

|—> 240mg

M

v Cycle 1,21-days

4 Dose escalation2 TId 5tHAM ofg 20| &g
A2, 7 Li2le| B E0)| SIXHE FItE E"'ﬁi—
Backfill 23 E I8 of| &

Event (%)

VRN10

160mg (n=5)

240mg (n=4)

Zongertinib

B e T T T T

Any TRAE 33
Diarrhea -
Rash -
ALT increased -
AST increased -
Dry skin -

Pruritus -

40 -
20 -

20 -

v' 80~240mg Tt =2t Grade 30142 £

v' Zongertinib(Beamion LUNG-1 ¢i72) CHt| 243t LHoHY T2l stol

50 -
25 -

25 -

I-Q. HT 312

120mg (n=75)

97
56
33
24
21
15
13

17

1

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 _
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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

VORONOI _ 49
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