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VORONOI. Overview

SIAL7HR

CHEEX}

2XHX|

o] A
x84

(2024.4Q)

2=
(2024.4Q)

RpAk
(2024.4Q)

2015.02. (2022.06. KOSDAQ A&

SeH| 5 X 2t BY K| = A

150

B|AF =

“Bio —Tech Cluster”

S
b

Medcﬁem L\

PreclinicalCenter

VORONOI _ 3



Investor Relations 2025

VORONUOI. Pipeline
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VORONOI. Milestone Guidance

2025 1H 20252H 2026 1H 2026 2H
v e (Y ST R
: é update Ph.1 data \é: update Ph.1 data
é AACR, Ph.1 initial data \é: update Ph.1 data

(o\rlarchﬁh) H A M| | 2k -ﬂ-_ |

,,‘ ® Greater China right partnering é Mid-26, Ph.1b initial data(combi-)
& Update Ph.1 data(2L, 1L mono-)

N e T S S

é AACR, Preclinical data é Ph.1 initial data

VRN16 nge SN . R
é AACR, Preclinical data "“ Mid-26, partnering

VRN19 ngy T T Y
é AACR, Preclinical data "‘ Mid-26, partnering
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EGFR SIS C797S HIAMZEH 2 Landscape

Osimertinib L4 5 EGFRC797SHIE ~10%

EGFRdel19,L858R, C797S EH'HO|2t EGFRTKIS Zelot BEX |2 QEH =S

VRN11. Heavily treated 2t} Chiat @4k 2tX} 27

1X}EHHO|
A
1,2MIcH
Gefitinib/Erlotinib ™
Afatinib/Dacomitinib
HHIEGFR
1XHEHO| 2HXt =
80~90%
M
Osimertinib ~
A\ 4

2XHEHHHO|

D+unknown
L+unknown

D+unknown
L+unknown

DC
LC

2IX

Hunknown X}

v’ ¥ EGFRC797S tHo|oj| Ciiet oI X|=A 12
v MY XIZHIE 1K K2 SMOZ ALESt 2, Wilis

==

SLE C797S EHHO| Xk 2 F

ol-) OIALX

I
Oo Lo

EGFR H|AMZH ] Osimertinibdl| CHS LA HIF{LIS!

Resistance mechanisms
to 1L Osimertinib

[] Acquired EGFR mutations [ Acquired cell cycle gene alterations
[] Acquired amplifications [] Unknown

[[] Acquired oncogenic fusions [[] Transformations(SCLC, SCC)

] Acquired MAPK-PI3K mutations

D,EGFRdel19; L, EGFRL858R; G/L/S, EGFR G719X/EGFR L861Q/EGFR S768lI; T, EGFR T790M; C, EGFR C797S; 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)
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EGFR C797S Ho| 2txioijre] X|= =1t

40mg ERE20llM EGFR C797S tHooi| Chigt X| 2=t =0l

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

Baseline C2D1 C5D1

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

22‘ -

PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event VORONOI _ 10
*unconfirmed

Pleura lesion

C2D1 C5D1

VRN11 Treatment

* Pleuralesion: 51% tumor reduction
* CNSlesion: tumor disappearance

* Bestresponse: uPR"

 Safety: grade 1 malaise TRAE

Brain lesion
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EGFR C797S Ho|o|| Chgt X|z21lS HIEC R JI1552 =1

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

Tumor size(%)

Tagrisso VRN11

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

Tagrisso efficacy

VRN11tumor 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 ,2AACR2025

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

Chemotherapy(2L)'

mPFS 4.2months

Efficacy ORR 36%

Safety =Grade 3 AEs 48%

VRN112

40mgoliMSE] X| 220t 22l
mPFS = 6months expected
ORR = 50% expected

>Grade 2 AEs 0%
40mgoilA 48 2k 160mgoilA
NO adverse events

o G LA 14 0ERE[610] 7145521 B E RP2D(400mgexpected) 28 A1E)

« EGFRC797SZ,26'3 1b& 10| 24 TIU A 264 427 | 715501 AP A2l

EGFR 2} X|2H] 714521 Al2ll(Tagrisso, EGFR T790M)

« 80mMg2ZE RP2D ZAHI0] 7145212 lot A2 A TIEH
o QUMM AF ARt~ TS 501 2R2712F32 months (2013.03~2015.11)

e ORR 51~59%
* DoR 12.4 months

VORONOI _ 11
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QA EO[E|S Sol It b

| N

EGFR C797S H|24 H|O|E{*

Ol AL

0o

KA S
=1

HI2J& THAIOf|MSE] EGFR C797S 0| 0| Chigt 25 5! oF
2 1at 5 40mg ExE20l|lM EGFR C797S Ho|of| Lo x| 2=} 2l o, 1R0HE20| 44l 5

cjo|E{e}e] Atk

O L L

ol

2500
r
£ 2000
E
£ 1500+
3
Q .« .
> 1000+ Erlotinib 50mpk
o
E 5001 (" N )
= CR CR CR
0 " T <= | 3mpk | | 10mpk| | 30mpk
0 5 10 15 P P P
Days after treatment
25- x1 x3 x10
S 20-
= ﬁfﬁ 3mpk || 10mpkj | 30mpk
5 15- . AN J
@
i 104 —s— Vehicle
E —e— Erlotinib (50 mpk) QD
51 ~+ VRN11 (3 mpk) QD
0 . . . ~s VRN11 (10 mpk) QD
0 5 10 15 —+— VRN11 (30 mpk) QD

Days after treatment

PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event
*Subcutaneous tumor model, solid tumor, Ba/F3, EGFR L858R/C797S *unconfirmed

QA 1 aklollA] BHoISt s B! OFF

= -

et 160mgolix= of= 212 O SA | 9=

480mg

400mg
HIOE

S0P 320mg

240mg

160mg
i

Dose
Escalation

o= ZEA O|AR B3

Pleuralesion: 51% tumorreduction
CNSlesion: tumor disappearance
Bestresponse: uPR"

Safety: grade 1 malaise TRAE

VORONOI _ 12
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x| MO| 2xtojjMe] Xz =3}

7IETKIS| H2 k| RS2, ole) X| 2 2= 2HX12] 80%7+ 2! Lio]| | o]
XE20iIM £ 47120 10.6mme| k| 0| 20| AR

7|1& &2El EGFR TKIC| & $E}§(Kp,uu,brain/Rat)1

VRN11 Osimertinib(Tagrisso)

Afatinib(Gilotrif)

Gefitinib(lressa)
0.9% 0.6%

Source:'Nicola Colclough et al. Clin Cancer Res 1 January 2021; 27 (1): 189-201

QUAH 1 aAO| M ZIQIEI ] FO| BHXtol Cifst x| 222}

v' 40mg Case Report: tumor disappearance of CNS lesion

C2D1 C5D1

Brain lesion

v CNS Response(2025.04)

Disease Control
Rate(DCR)

7 5(2-8) 85.7%(6/7)

*10mg(2), 20mg(1), 40mg(2), 80mg(1), 160mg(1)

VORONOI _ 14
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EGFR 1XI X|= 0]=2| H|AMIZH 2} Landscape

Osimertinib Lid = Unknown HIZ ~50%
EGFRdel19,L858R, C797S =¥tH0|2} EGFR TKIE E&lst BEX|E 2 22 SHXHunknown 2} st QUAHKISH

(=)

VRN11. Heavily treated 2t} ChAt @4k Stx} B EGFR H|2M[ZH|2k| Osimertiniboil CHEt LHA HIZ{LIE!
1X}EHHO| 2} S|
N Resistance mechanisms Resistance mechanisms
DT to 2L Osimertinib to 1L Osimertinib
1, 2MICH R LT
Gefitinib/Erlotinib ™
Afatinib/Dacomitinib D+unknown
L+unknown
MH EGFR
1XEHO| 2HXt 5
80~90% D+unknown
+
I L+unknown
Osimertinib DC
A\ 4 LC

v/ &|T0| T, BCRP/p-gp2l 2ided S Liked 70| 2H6iX|X| 242 (unknown) BX12| 24x & 2

[] Acquired EGFR mutations [ Acquired cell cycle gene alterations
: NIEE=Ad%tH|(chemotherapy) [] Acquired amplifications (] Unknown
V. 2XHK|EH| T2 2I5H EGFR TKIE et B2 RH S2 SIKFCHAF QAN Ko = [[] Acquired oncogenic fusions [[] Transformations(SCLC, SCC)

[] Acquired MAPK-PI3K mutations

D,EGFRdel19; L, EGFRL858R; G/L/S, EGFR G719X/EGFR L861Q/EGFR S768lI; T, EGFR T790M; C, EGFR C797S; 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) VORONOI _ 16
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EGFR 2%} o] 42| x| 2 SMO = XM FRE X|=& 21}

7|E X|= S0 R X[ =23¢HEGFR del 19 % L858R 0| 2tX} LA = X 20| ME] X|= 21} 20l

Patient Population(EGFR D/L+unknown)

Prior lines of Systemic treatment
1

>3
Mean (range)
Prior treatment
1 EGFRTKI
2EGFR TKIs
3 EGFR TKIs

CNS metastasis

0 (0%)
2 (14%)
10 (71%)
4.5(2-8)

3(21%)
6 (43%)
3(21%)
6 (50%)

Heavily pretreated 2t CHAH 2141 okt ZIH

PR, Partial response; SD, Stable disease; PD, Progressive disease; DCR, Disease Control Rate

Source: AACR2025

Best Response

SD
PD

D/L+unknown
Z2IXtDCR
66.7% (8/12)

3

\

y

2o

=
0%
[¢]
Hu
Ral
00

480mg 480mg
400mg 400mg
320mg 320mg
240mg 240mg
160mg(7)  160mg(4)
80mg(7)
40mg(4) 40mg(3)
20mg(5) 20mg(3)
10mg(6) 10mg(5)

ZOIMSE] X220t 20l

480mg
400mg
320mg
240mg
160mg
80mg(7)
40mg(2)
20mg(6)

10mg(9)

H[O[Ed
SH o

D/L+unknown
>40mg X DCR
100% (6/6)

VORONOI _ 17
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ot X X|2(X|=2)0]| it AN| A H| (2L +; EGFR 1x} SHHO| +unknown)

7|Z 2 £0 BEH Tagrisso £0f At EGFR common mutation(2L+)
e : Drug Carboplatin- Osimertinib
I YNNI Tagrisso 24 =K (T790M-) name pemetrexed (Tagrisso)? VRN11
| = ' PFS 2.871 (Chemotherapy)’
| |
I | - T T 1
I =20%, PD, 1 . |
1 | I |
| | |
. QA AF AJZH B2
| | I mPFS 1 S | - 1 Omg I
| 42 2.8 SIRHOl| M 2E |
______________ I (months) 8IHY=9SD 1
VRN11; SD I =ot |
|
| :
|
VRN11; =2-30%, PR | :
|
| :
|
! ’:?,‘;irtie >Grade3 TEAEs >Grade3 TEAEs >Grade2 TRAEs |
! 48% 32% 0% |
i (AEs) |
|
|
0 9 4 After treatment(months) : |
__________________________________________ o
PR, Partial response; SD, Stable disease; PD, Progressive disease; PFS, progression-free survival; TEAE, treatment-emergent adverse event; TRAE, treatment-related adverse event VORONOI _ 18

Source: '"Passaro, A. et al. Annals of Oncology, Volume 35, Issue 1, 77 - 90, 2Janne PA, etal. N Engl J Med. 2015;372(18):1689-1699, 3Park CK, et al. Cancer Res Treat. 2021;53(1):93-103
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ot MX|2(X|22)0] LSt Al22|0]M (2L +; EGFR 1xI £H€#0| +unknown)

Tumor size(%)

100

Tagrisso VRN11
Dosing stop Dosing start

Tagrisso tumor size 80mg(D +unknown)

“Difference of VRN11-Tagrisso efficacy”
70mg (D only)

50 -10~20%

®e
L
ce,
®eoe,
0000,
.....'"°°Ooooooo.ooooooooooocooooco
o0

VRN11 tumor size; 10mg (D+unknown)

. Tagrisso efficacy 80mg (D only)

VRN11 tumor size; 80mg (D +unknown)

VRN11 efficacy; 10mg (D only)

VRN 11 efficacy; 80mg (D only)

2 4 After treatment(months)

D:EGFRDel19
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VRN11 80mg Case Report

Heavily treated EX IS CHACZ HE HIM 252 20l
&= 2M|ine2E chemotherapy2te| 8 R¥S S0120274 71550 =5

Baseline C3D1

v 80mg Case Report: EGFRDel19 S

»

o

VRN11 Treatment ;,

=

« Pleurametastasis - > 20weeks (on-treatment) =
 Two prior systemic treatmentsincluding * Lunglesion: 34% tumor reduction

afatinib * Pleural effusion: disappearance

» Bestresponse: PR
« Safety: NoTRAE

Pleural
effusion

v 80mg Case Report: EGFRDel19/T790M

VRN11 Treatment

°
s
* Lung,lymphnode, and adrenal gland > 20weeks(on-treatment) E" g
metastasis * Adrenalgland lesion: 47% tumor reduction P 'g
« Sixprior systemic treatmentsincluding * Bestresponse: SD g -
dacomitinib and lazertinib + Safety: NoTRAE <

PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event VORONOI _ 20
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HZ=X|2(EGFR TKI X&) LiAM/ES SIXt LA O|SEE o|8 2

F Rz LE/E2S SRS Y2 ot ofES2| sut eFHEIA SHA| Zxi
Heawlytreatedi.Z_FIfEH‘g F2HESHES IO, 2 X2 MOZ TIUTE AR M =2 HESHIE 7|[cH

E X222 E/=8 et Chy e Al Bl

v VRN11 10mg Case Report: EGFR Del19

Baseline and Treatment History

EGFR common mutation(2L+)

: 1
I
I
Chemotherapy I VRNTT :
Drug name Chemotherapy' crriricgmz:szzr +Amivantamab Osimertinib2 : (exVRe/'\ZeI ) +Chemotherapy | Lo .
+lazertinib? - P (expected) : * Brain, liver,andlymph node metastasis
: 1 Fivepriorsystemictreatments
: : including gefitinib and erlotinib
I
I
I
mPFS 4.2 6.3 8.3 2.8 - 26 210 |
(months) I :
: : VRN11 Treatment
I
I
Grade3 : : * Liverandlunglesions were stable
=Grade I
Adverse 48% 72% 92% 32% - 0% <50% I for8 months
events : : + Safety: No TRAE
I
I
= 1

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

PFS, progression-free survival; TRAE, treatment-related adverse event VORONOI _ 21
Source: 'Passaro, A. et al. Annals of Oncology, Volume 35, Issue 1, 77 - 90, 2Jdnne PA, et al. N Engl J Med. 2015;372(18):1689-1699
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Phase 1a(Dose escalation), “No TRAE grade =2”

U 14 E 40mgFE 2 2Pt 2RIEIR oM, JRCHEE0| 48l S71cH160mgoilM = 2 22 OIMAR| ¢l

UL a¥d Fo ArEt UM 1adt(Dose Escalation) A 2918l VRN 112] 9P M (Data cut off 04 April 2025)

Dose Escalation

Key Eligibility Criteria A TRAE grade 1 TRAE grade =2 TR SAEs
« Advanced NSCLC with driving EGFR mutations - 480mg
» Received prior standard therapy including TKI 400mg
+ ECOGPSO0-1

320mg

: 240m
Key Endpoints - ) — » NoDLT, No TRAE grade>2
* Safety and tolerability (. 160mg (n=3) - | . SO
» Pharmacokinetics 80mg (n=3) 2 0 0 (80mg backfill cohort)
» Anti-tumorresponses 40mg (n=3) 1 0 0
2 0 0

Dose Escalation 1 0 0
« VRN11 administered orally QD
 28-daytreatmentcycle . 320mgIix| 8 S

* SIS0 DLTZHLIERFK] 252 B2, 320mg 0= &

DLT, Dose limiting toxicity; TRAE, treatment-related adverse event VORONOI _ 23
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Phase 1a(Dose escalation), “No Diarrhea”

VRN112 160mg7ix| F£2F Al EGFR SHHO| H|AMZEHI] CHEEXQ O fAR| ! AALof| Lot 1 GiS

VRN11 4 1a2 oFd Wot

All TRAE(n)
Any Diarrhea
G1 Pruritus
G1 Dry skin
G1 Skinrash
G1 Myalgia
G1 Malaise
G1AST increased
G1ALT increased

G1 T wave flattening

N O ©

EGFR Mutation Coverage Based on Human C,, .,

® Classical mutations
® + C797S resistant mutation

100- ° 100 ® =1, Atypical (uncommon) mutations
= ]
: .
10 104
3 ° Unbound Cyrough
®
2 o Osimertinib 80 mg L Jps Unbound Cirougn
] == = e e = = - T ) .-."---- VRN11 80 mg No diarrhea
S Any grade diarrhea, 50% | _ ____" Q. VRN11 40 m
3 17 o © >G3 AE, 42% (FLAURA) ™ 9
c o e® _00 :
= o9 () o O o®
. o
® ]
0.1 O 0.1 T
Osimertinib VRN110755

Figure . Steady-state C,,,q, and proliferation inhibition potency of VRN 11 and Osimertinib

FLAURA study showed 50% diarrhea by 80mg Osimertinib, which is a representative EGFR-related AE,

but no diarrhea has been reported in 25 patients, up to 160mg VRN 11

*Proliferation inhibition potencies were measured in Ba/F3 cells engineered to express various EGFR mutations or wild type. The steady-state C,,4,(NM) were indicated as dotted lines. C,,4, of VRN11 at C1D15 was determined during
Ph1adose escalation and that of Osimertinib was referenced in FDA regulatory document. Unbound IC5, and unbound Cy,,4, Were calculated by using human plasma protein binding %. (cut-off, April 04, 2025)

DLT, Dose limiting toxicity; TRAE, treatment-related adverse event

VORONOI _ 24
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45k QHHA IRMIQIS wiolst Q1AM A CIKIQ)

Osimertinib CH | 243t Safety margin@=, 24 0|4 810| 5~ 12tlie| 22k 52k ts
Osimertinib CHH| X E20lMSE] X|= 22t 210l

Safety Margin

VRN11

100000 = O Rat 1000007
~ [] pog =
= E 10000 AUC at mouse 12.5mpk
*E 10000- O HNSTE £ .- OSTDIO --- AUC at human 80 mg
g g
8 1000 =] rrrrrrre e AUC at mouse (j) 1000
< efficacy dose* <

6.7x  4.9x 0.9x 0.5x
100 T 100 T
13 week 13 week

*Mouse efficacy dose: > 90% tumor regression in Del19/C797S models

AE, adverse event; DLT, Dose limiting toxicity
Source: 'FDA review, 13-week GLP tox. studies

11

AHast(Dose escalation) 24|

+?9TE 480mg

400mg

VRN11, Grade 3
On-target AEs
25% (expected)

r==%
1

+§9TE 320mg

+80mg
r==%

+80mg
r==%

--Osimertinib 80mg (Del19, L858R,uncommon)
Grade 3 AEs 34~42%(FLAURA)

--Osimertinib 80mg (CNS)

« 8 BYS320mg7Hx| TA
+ i S0l DLTZFLIERIX] 252 E2, 320mg 0| ES 80mg* 5
VORONOI _ 25
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Persister Cancer Cell, Treatment Resistance and PFS

QXIS (X 2E) 2 BESH= ML
SHEQHZe

2 HXIE(X|=22) AlZEzo|M

100%

Tumor Volume Ratio

A= HX
TEE

o| A7t H2 2B LIM/SS| ARES

1St

Day after treatment

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

= sl=517 15 A0| Slofx|nd, BXte] PFST}HAE,

The size of cancer cells

Cancer Cancer
size cells

10°Cells

108Cells

0..nm == 103Cells

0.0dmm = 109Cells

60
404
201

0

40
—60 1
-80-

Change in target lesion from baseline (%)

—204

-100-
Baseline

Tagrisso2| & Mx|&(xz28)’

— Ongoing treatment (n=4)

\—o—o—p
~ - e —— <

8 16 24 36 48 60 72 84 95 108 120 132
Time since treatment initiation (wk)

VORONOI _ 27
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Reinterpretation of IC;, data
A MA I (XI28) = f{(2f22| ZE=) X (LS HIL 5)}

Cell viability(%)

100
ok=st(Pharmacokinetics; PK) 1} &2 21}
50 =
@
®
@®
. AjZHO|Z
IC Log (concentration) Ctrough,ss,free ' Zi%l iEI
Cell viability(%) QLM X0l T
100 IC5, attog s
EF2UEIY 3} <f0] ZEI3/0]
92 YOS+ Q7

Lo \

[ EE:

Ctrough,ss,free /ICSO

VORONOI _ 28
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Ctrough/ICSOQI. mPFS gﬂ.ﬂ.ﬁl(ALK)

v’ TargetEngagement

ALK H|AM|ZEH|2F AR|
ALK TKIs PFS(1stline)
ALK fusion IC5,(nM) 70 0
100

S
— -C <
S € 3
5 10 X cttough.ss.free §% ¢
(&) [

N

. '
1

crizotinib  brigatinib  alectinib  lorlatinib

. Crizotinib Brigatinib Alectinib Lorlatinib
v' Cellularpotencyagainst ALKmt

PFS(month) @ Css/IC50

VORONOI _ 29
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BAX|=A| PFS H|i

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

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

1MIcH 3AMIch
Sl Crizotinib Lorlatinib
[ [
mPFS 10.9m 60.2m~NR
BBB £1t2 1~3% 75~77%
(Kpuu,CSF)
60.2+
o ey
e
§ 24 2577
10.9
6.6
[
© " © 2 2
& & & .
& (& W $ S
S 2 &\'b &\’b
9 o
v v

30;12(8):1822-1825, in-house

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

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) )
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Cuouer/1C5,2t MPFS Azt

EGFR H| M| ZH| 2 A

EGFRIC,,(nM)

100

B ]
EGFRDel19 EGFRL858R

EGFR
uncommon

Osimertinib

v" Cellularpotency

VRN11

A (EGFR)

X ctrough.ss.free

v' TargetEngagement

70

Osimertinib Osimertinib Osimertinib

uncommon

L858R

Del19
PFS(month)

VRN11 VRN11
uncommon Del19

® Css/IC50

VRN11
L858R

EGFR TKls PFS(1stline)

70
o
®

3

35 ©

s
5
3
$)
0
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EGFR 1X} X|25M0f| et & Al H]aa

EGFR common/uncommon SHHO| H|AMIZH|2F naive 2EX} CHAN 1A AE H] W

Uncommon mutation(1L) Common mutation(1L)
Trial LUX-Lung2,3,6"2 KCSG-LU15-093 FLAURA# MARIPOSAS
Brand name Gilotrif Tagrisso Iressa, Tarceva Tagrisso Tagrisso Rybrevant+Lazcluze
Drug name Afatinib Osimertinib Gefitinib, Erlotinib Osimertinib Osimertinib Amivantamab +Lazertinib
. Uncommon Uncommon Del19,L858R Del19,L858R Del19,L858R Del19,L858R
Characteristic .. M .. .. .. ..
naive naive 61% naive naive naive naive
s s s s o | B B | B o o B ] B o o B B B -
: I
I
| MPFS 10.7 8.2 102 18.9 16.6 23.7 l
: (months) [
| :
I
: >Grade3 TRAEs >Grade3 AEs 43% >Grade3 AEs 75% I
1 Adverse 49% o o o Serious AEs 33% Serious AES 49% :
: events(AEs) | Discontinuations 2Grade3 AEs 6%(2/36) =~ =Grade3 AEs 45% =Grade3 AEs 34% Discontinuations(TRAEs) 3% Discontinuations(TRAES) 10% 1|
I (TRAES)8% Death(AEs) 7% Death(AEs) 8% :
e e e e d

VRN11, EGFRdel19, L858R =AH0| 2|0l uncommon SEHO | H|AM|TEH|2to| $4xl 1Kt X|22M £9I

Source: 'Yang JC, etal., Lancet Oncol. 2015;16(7):830-838. 2Lecia V. Sequist et al., JCO 31, 3327-3334(2013). 3Jang Ho Cho et al., JCO 38, 488-495(2020). 4JC Soriaetal.,N Engl J Med 2018;378:113-25.
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Next planned Steps

2025 2026(F) 2027(F)
EGFR C797S, post 1L 3@ TKI
2L Strategy Ph2 EGFR common, 2L
| — Accelerated approval AZ(;)I fgi:fd

cohorts EGFR uncommon, 2L

EGFR LM, naive

Ph1b EGFR common, naive
Dose expansion EGFR uncommon, naive
(Ongoing) cohorts EGFR active BM, naive

Ph2
Accelerated approval : .
| — cohorts EGFR active BM, naive
1L Strategy

EGFR common, naive
Ph3

EGFR uncommon, naive
for regular approval

EGFR w/ BM, naive

“This is a space with no clinical options, so let s push for accelerated approval.

Once we getit, therest of the clinical development will move faster.
“Ifwe enroll 40 patients, we can get the approval.”

LM, Leptomeningeal metastasis: BM, Brain metastasis:; VORONOI _ 34
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EGFR NSCLC Market size

EGFRNSCLC A% 24 PFS JHof et EGFR Et0|'2 VRN112| 2% 29|

0iE &5 7|k

5 EGFRDC, LC

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

Annual EGFR TKI sales
USD 14.2bn(2032 expected)

AT Uncommon o BELHN SQIHO|DI2 EASI= X|2H|Z, 2026H 715401 28
| | +

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

.................... ] uncown [l PrSTom [ l £GFR Delt9, L858R(2L)

A
* Best-inclass Drug
+ Chemotherapy2te| HEQHOZ 74501 SH

B EGFRDel19, L858R(1L)

* Best-in-class Drug
7| X2 Che| 48t MefMa e £atg stol
o S Mol ofs U OFHA B0l 7|r}

unknown i EGFR uncommon

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

Common

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

o

o T.
gal
Z
jor O
o
N
[
==

2L Market Size 1L Market Size 1L Market+a o S QUMM 2tE S QP =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 LI 2 HIE 50%, 24 222| PFSQ| 22, 14+ 2=2| PFSCHH| 0.6-0.8HH4: 7HA VORONOI _ 35
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VRN10. HER2 + Breasteancer Targeted Therapy

HER2+ Breast Cancer Treatment Guideline
HER2+ TKI Competitive Landscape
MEeM(Selectivity)

H|2J 4 H|O[E{ H|

A&k 14 CIxtel HA|

HER2 + Breast Cancer Market Landscape
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HER2 positive Breast Cancer Treatment Guideline

VRN10, ¢idli S2lEl 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 LEH2 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 O|SEE o) & @ | E10| SERjol| ChSH 0| SEE o) 48
A S HESSIEH SR8 wAl 0|0J$ Tucatinib tHs 25
A ILDS} 22 BxtgoR olgt g2 S2te) ofafg

ILD/Pneumonitis 15% A (vs T-dm1, 3%)
VORONOI _ 37

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, et al.N Engl J Med 2020;382:597-609.
AEs; adverse events, ILD; interstitial lung disease
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HER2 positive Breast Cancer Treatment Guideline (Expected)

EnhertuZt 1XHX|2H|Z2 S0l ool 2}, O] X|==M Eot el QIS 0 . 0lof], VRN 102l ZES HIEZQ 2 LISt K25 M| T 7t

N\ 2
Standard + What is Standard of care after 1st line treatment?
T-dxd(Enhertu)
of Care t8
Results of PR @ | 0| 2HXto| gt D|SFE 0|2 48
.. . =2 = © - | g !
Clinical trial v Enhertu 0|=2| ZX|M'd 7t54 > VRN10,
Tucatinib CHH| =[Z2HEH Eakg 108l X}
@ o e e R = R I —
- e —————
Hmitations A 7|54 MES Matety SR8t QAL A ILD2t 22 #R8OR olg 8% 70| of2ig
v ADCOHHE 2 75X > VRNI10,
A 1ostve maigoz o gz suciopig Covalent inhibitoret #80=
Enhertu S HER2 ADC2}2| A|L{X| 7|cH

VORONOI _ 38
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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

+++

Covalent

High

Promote

No

+++

Non-covalent

No promote

@ Pﬁzer

+++

Non-covalent
Low
No promote

Yes
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Med M (Selectivity)

EGFR(HER1) CHHI HER20HI Cifst MERM S 204, £91 22 CHH| A2} |

Neratinib

OTHER

Tucatinib

VRN10
=0.01

S(10)
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x| ZHo]of] cHet Bl 14 HIO|E] H]w

VRN10, HER2 &

Total flux [Photon/s]

BT474 (HER2+ breast;Tucatinib)

1x108-

1x107 -

1x106-

FIHLH(IC) xenograft modelofiA 243t

1x10°

.

——

-

3 6 9 12 15 18 21
Days after treatment
Vehicle
Tucatinib (10mpk,BID)

Tucatinib (75mpk,BID) = 4x of approved dose

VRN10 (6.25mpk,QD)
VRN10 (12.5mpk,QD)

BT474 (HER2+ breast; T-dxd)

Total flux [Photon/s]

[y

o
©
1

-
o
~

e

(WY

o
a
1

105 L) T L) Ll L] T L}
0 3 6 9 12 15 18 21
Days after treatment
—-o— Vehicle
—o— T-Dxd (10mpk,Once)

VRN10 (12.5mpk,QD)
~+ VRN10 (25mpk,QD)
-~ VRN10 (50mpk,QD)

Total flux

[Photon/s]
-
=

[
(=]
il

10°

BT474 (HER2+ breast;

T+T+C)

*TTC group 3/6 mice were dead

0 3 6 9 12 15 18 21
Days after treatment

-»- Vehicle
-+~ Tucatinib (75mpk,BID)

-+~ Trastuzumab (6mpk,Q3W)
-»- Capecitabine (350mpk,QD)
- T+T+C

VRN10 (25mpk,QD)
“ VRN10 (50mpk,QD)
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VRN 10 vs Zongertinib, T-DXd H|2!4! GIO|E{ H| !

Tumor volume (mm3)

BT474 (HER2+ breast; SC)

Monitoring period

1500 - : Dosing stop |
1200- [0
|
i | E 300
900+ I -
/ E
] 5 200-
i [5)
600 - e
/ g 100
’ =
001 % _ ... 0
0 N\ 1 1 N\ 1 1 I

28

Day after treatment

35

0 7 14 21 28 35 42
Day after treatment

SC, subcutaneous:; IC, intracranial

Vehicle
Zongertinib (20mpk,QD)
T-DXd (10mpk,Q3W)

VRN10 (12.5mpk,QD)
VRN10 (25mpk,QD)

Relative Luminescence Signal

BT474 (HER2+ breast; IC)

100+

0

I 1

r 1 1T 1T "1
3 6 9 12 15 18 21

Days after treatment

o Vehicle

-8~ Zongertinib (20mpk,QD)
- T-Dxd (10mpk,Q3W)

» VRN10 (12.5mpk,QD)

- VRN10 (25mpk,QD)
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VRN 10 & Antibody drug "H£0f| CHst H

BT474 (HER2+ breast; SC) @

-o- Vehicle
-o- Trastuzumab 3mpk + Pertuzumab 3mpk
-~ VRN10 3mpk

- 900 * VRN10 + Trastuzumab + Pertuzumab

g

E

Q

E

3

S

S

£

=

—
0 1 1 1 1 1 1 1 1
0 3 6 9 12 15 18 21 24

Days after treatment

SC, subcutaneous:; IC, intracranial

|& CIOJE] Bl

BT474 (HER2+ breast; IC) \@

e
—

Relative Luminescence Signal

-
(=}
o

10

—
L
"

-o- Vehicle
-~ Trastuzumab 10mpk

| - VRN10 3mpk

—#- VRN10 + Trastuzumab

o

|
5 10 15 20 25
Days after treatment
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VRN10 & ADC 'H&0i| chiet H]2}& H|O]E] H] !

BT474 (HER2+ breast; SC) @

-8- Vehicle
-o- T-DXd (1.25mpk,Q3W)

14001 - VRN10 (3mpk, QD)
o 1200 ™ VRN10 + T-DXd

1000+
800
600
400

ooooooooooooooooooooooo

Tumor Volume (mm

0 3 6 9 12 15 18 21
Days after treatment

Relative Luminescence Signal

BT474 (HER2+ breast; IC) \@

—-o— Vehicle

T-Dxd (10mpk, Q3W)
-- VRN10 (12.5mpk, QD)
-# VRN10 + T-DXd

[
o
o

=
o

[

o
=

0 3 6 9 12 15 18 21

Days after treatment
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A 18 CIxiQ! 24

3% QA bAOIASIE] 8 RO QIAHE o

U414 CIXIRl A (N=~72)

241a4t. Dose escalation(Monotherapy) A4 1b4. Dose expansion

Monotherapy
Combination therapy with Antibody drug

Dose escalation Backfill Combination therapy with ADC(e.g.T-dxd)

v Dose escalation2 TId stHA 2% 820 T2He 2, 371 Li2|e| ZSEo)| 2XIE FII2 2HSH= Backfill 23 E T 6"

o

ENA2024 , AACR2025 M4 HIO|E LE

oF/ch= 22 AY 1Y T F, 2025 127] 2HXf R AE
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HER2 positive Breast Cancer Market Landscape

Standard
of Care

Drug name
(Brand name)

Company
name

Mechanism

Peak sales

Source: Globaldata

Pertuzumab +
Docetaxel

Trastuzumab
(Hercepin)

Roche

Monoclonal Antibody

USD 7.1bn("18)

N\ 2

Trastuzumab+ < 2

e

Pertuzumab
(Perjeta)

Roche
Monoclonal Antibody

USD 4.3bn('21)

T-dxd(Enhertu)

N\ 2

+

4

T-dxd
(Enhertu)

Astrazeneca
Daiichi Sankyo

ADC(Herceptin)

USD 13.8bn('30(E))

Tucatinib+ N\ 2
Trastuzumab +
Capecitabine t8

Tucatinib
(Tukysa)

Seagen

TKI

USD 1.4bn('30(E))

>

ZN-A-1041

Roche

TKI

Zion-Roche
Phase1, Out-licensing
Total Deal value USD 610m
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