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VORONOI. Overview
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VORONUOI. Pipeline

EGFRdel19/C797S,EGFRL858R/C797S
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EGFRdel19, EGFRL858R (Brain metastasis)

EGFRuncommon(2L setting)

EGFRdel19,L858R, uncommon

EGFRexon20ins (treatment-naive)

EGFRexon20ins (post-amivantamab)

EGFRexon20ins (with SCamivantamab) JNS5€N 7
fohwonoomon

EGFRuncommon

HER2exon20ins

HER2+ positive

RET fusion

RIPK1

PDGFR

PKMYT1

USP1

Clinical Phase

VORONOI _ 4



Investor Relations 2025

VORONOI. Milestone Guidance

2025 1H 2025 2H 2026 1H 2026 2H
it o (T S ST
: é update Ph.1 data \é: update Ph.1 data
é AACR, Ph.1 initial data \é: update Ph.1 data
omery  camme D O R
4 N‘ GrdaterChlna right partnering é': Mid-26, Ph.1b initial data(combi-)

Q Update Ph.1 data(2L, 1L mono-)

GBI . [

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

VORONOI _ 5



)

Cﬁating vel Therapeutics

8 By People With Excellent Expertise
° In Drug Design
& )
&
L

B
CONTENT

L

K
\./

VRN11. EGFR NSCLC Targeted Therapy

A\




of 27 [ine tr. ent
| -(EGF/R At X/}al:ég—‘e“/ui




EGFR 1Xt X|= 0]=2] H|AMIZH 2 Landscape

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

(=)

VRN11. Heavily treated StX} CHA 24 SHA} B E EGFR H|2M[ZH|F| Osimertiniboil CHEt LHA HIZ{LIE!
1X}EHHO| 2K 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
1XHO| 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| 24r 2 2

[] Acquired EGFR mutations [ Acquired cell cycle gene alterations
: NIEZ=Ad%tH|(chemotherapy) [] Acquired amplifications (] Unknown
V. 2XHK|EH| T2 2I5H EGFR TKIE et BEX| 2 RH S2 SIKFCHAF QAN KIS = [[] 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 _ 9
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EGFR 2%} o] 42| x| 2 SMO = X EEH0||MFE X|& 21}

7|E X|= SH0|| H X[ =2STHEGFR del19 % L858R 0| 2tX} LA = X 20| MFE] 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 EGFRTKIs

CNS metastasis

Heavily pretreated 21X+ LAt 2141 add ZIH

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

Source: AACR2025

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

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

Best Response

SD
PD

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

3

\

y

2o

e
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
SHoFE

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

VORONOI _ 10
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HZ=X2(EGFR TKI &g LiAM/E2 SIX} CHA DS FE o|8 8

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

E X222 E/=8 et Chy Yo 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,and lymph 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| at AJL{R]| 7 [cH

PFS, progression-free survival; TRAE, treatment-related adverse event VORONOI _ 11
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 80mg Case Report

Heavily treated 2iXIS CHACZ T HH0jM 25220l
&= 2M|ine2E chemotherapy2te| 8 S#S S0120274 71550 =5

Baseline C3D1

v 80mg Case Report: EGFRDel19 S

»

Q

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

°
g
 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 _ 12
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ot MX|2(X|22)0] Lt A|22|0]M(2L +; EGFR 1xI £H®#0| +unknown)

Tumor size(%)

100

Tagrisso VRN11
Dosing stop Dosing start

50
-10~20%

"o.. ®e
"......... '..
Oooooo........... ..°0..
©000000000000000000000000000000000e%33%000000000000000tssose

Tagrisso tumor size(D+unknown)

“Difference of VRN'11-Tagrisso efficacy”
dose A(D only)

VRN11 tumor size; dose A (D+unknown)

. Tagrisso efficacy(D only)

VRN11 tumor size; dose B (D+unknown)

“ VRN11 efficacy; dose A(D only)

VRN11 efficacy; dose B(D only)

2 4 After treatment(months)

D:EGFRDel19
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ot x| (X|2E)0fl it A At H|w (2L +; EGFR 1A} S480] + unknown)

Tumor size(%)

100 7|

Tk

OFE0{ BTt Tagrisso F0f A%

YR Tagrisso 2kt X|2H|(T790M-)
a ' PFS 2.871&

220%, PD

50

b o

VRN11; SD

VRN11; 2-30%, PR

After treatment(months)

PR, Partialresponse; SD, Stable disease; PD, Progressive disease; PFS, progression-free survival
Source: Park CK, etal. Cancer Res Treat. 2021;53(1):93-103.
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ot XX|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 © | - 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% |
1 (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 _ 15

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, 3Park CK, et al. Cancer Res Treat. 2021;53(1):93-103
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EGFR SIS C797S HIAMZH 2 Landscape

Osimertinib L 5 EGFRC797SHIE ~10%

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

VRN11. Heavily treated 2tX} CHat 24t 2tx} B

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

2XHESHHO|

D+unknown
L+unknown

D+unknown
L+unknown

DC
LC

2IX

Hunknown Xt

v’ @X{ EGFRC797S tHo|oj| Ciiet 21 X|=H 12
v MY XISHIE 1K KIS SMOZ ALESt 2, Wilis

==

SLE C797S EHHO| Xk 2

ol-) OIALX

I
Oo Lo

EGFR H|AMIZH ] Osimertinibdl| CHSH 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)

VORONOI _ 17
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EGFR C797S Ho| 2txioijre] X|= =1t

A40mg XK EGFR C797S Ho[oj cifet A=t !
3% C797S B0 it Q1A Kistig S ths Qo2 Jj4 801 28

v'40mg Case Report: EGFRL858R/R776H/C797S

Baseline and Treatment History

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

VRN11 Treatment

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

Safety: grade 1 malaise TRAE

PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event

*unconfirmed

EGFR C797S Ho| X|=H[ 715520 S8

Baseline C2D1 C5D1
g EGFR 2k} X|2H] 7t4521 Al
B (Tagrisso, EGFR T790M)
Q
‘© « Overall responserate(ORR)
5 : 22.2mm PR . 10.8mm 51 ~59%
2 « Duration of Response(DOR)
o 12.4 months

o UM AR~ THS £91 2Q7|7E:

32 months (2013.03~2015.11)

C5D1

v

VRN11
EGFR C797S 0| X|=X|=
2026471550 =8

Brain lesion

VORONOI _ 18
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| O] 2xtojjMe] Xz =3}

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

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

VRN11 Osimertinib(Tagrisso)

Gefitinib(Iressa) Afatinib(Gilotrif)
0.9% 0.6%

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

QLA 1 a0l EIRIE | HO| BRI CHt x| 22wt

o

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 _ 20
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Phase 1a(Dose escalation), “No TRAE grade =2”

U 14 F 40mgFE 2 2Pt 2RIEIR O, JRCHEZ0| 48l S71cH160mgoilM = 2 22 OIMAR| ¢l

UL a¥d Fo A AUA1adt(Dose Escalation)dilA 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 _ 22
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Phase 1a(Dose escalation), “No Diarrhea”

VRN112 160mg7ix| F£2F A, EGFR ZHHO| H|AMZEHI] CHEEXQI O fAR| 1 AALo]| Lot H 1 Gl

VRN11 4 1a2 ke 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 VRN11

*Proliferation inhibition potencies were measured in Ba/F3 cells engineered to express various EGFR mutations or wild type. The steady-state C,,,(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 _ 23
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45k QHHA IMiQIS wiolst Q1AM A CIXIQ)

Osimertinib CH | 243t Safety margin@z, 244 0|4 810] 5~ 124l 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 EZ0lA DLTZFLIERIX] 252 E2, 320mg 0| ES 80mg 5
VORONOI _ 24
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Persister Cancer Cell, Treatment Resistance and PFS

QXA (X2E) 2 BESH= ML
SHEQHze

2 KMXIE(X|=22) AlZzo|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=5t7 15 A10| Slofx|n, 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|g(xz2E)"

— 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 _ 26
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Reinterpretation of IC;, data
A MAH(xI28) = f{(2f22| Z2&=) X (U2 HIL 5)}

Cell viability(%)

100

50 m=

Cell viability(%)

100

50 =

Log (concentration)

Ctrough,ss,free /ICSO

ok=st(Pharmacokinetics; PK) 2t st=oF &1}

L

€
@
)
24MZt o[
Ctrough,ss,free ' N
IC S EL
50 a3t o8 55

EFAIE S5} 0] ZIEfoo]
g2 QL 52 £ QlEp?

[ ERE:

VORONOI _ 27
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Ctrough/ICSOQI. mPFS gﬂ.ﬂ.ﬁl(ALK)

v’ TargetEngagement

ALK H|AM|ZEH|2F AH|
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 _ 28
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VRN11. BNX|=H| PFS H|u!

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 £1}2 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 K>VORONDI
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 _ 29
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Cuouer/1C5,2t MPFS A2zt

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 TKIs PFS(1stline)

70
o
®

3

35 ©

s
5
3
$)
0

VORONOI _ 30
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VRN11. EGFR 1At X|2540j| Cist 24k Al H|

EGFR common/uncommon 0| H|AM|ZHQ naive 2FKtCHAN 1A AlE 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 . . . . . .
naive naive 61% naive naive naive naive
o o o o o o o P o o o B o o o o o o B o B B o o o o B o o | B B B o o o B B o o B B B o o B B B o o o B B o o B B B o o o B B o o o B o o] o o B B o o o B o o o o o o o -
: I
I
| MPFS 107 8.2 102 18.9 16.6 237 |
: (months) 1
| :
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 =40 2|0]| = uncommon SHEHO | H|AM[EH|[te| $4xH 1Kt X[2SM &0

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 JMed 2018;378:113-25.
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VRN11. 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 _ 33
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VRN11. EGFR NSCLC Market size

PFS JH4doi| ufe
Ol 44 7ch EGFR S80|E VRN112] 2% 29|

EGFRNSCLC A|E 24

Annual EGFR TKI sales  RREEERRTEEEEEEEER EGFRDC, LC R
USD 14.2bn(2032 expected)
AT Uncommon “First/Best-in class Drug”

i - PES10m+Q STl 52 KIZH| SRS 2ol Af

Uncommon | : Uncommon Sl= o . AA

Pts10-20% 2SI SHHO|2HS BASt= KIENHEM, 71552 =8
.................... 18
EGFR Del19, L858R
g “Best-in-class Drug”
| 7|E X|=A| CHH| S50t MEH ) e ptaie Eatg 210l
§ Common T2 oA of S oFHd =l 7|y
Common | : Common PFS 19m+«
Pts 80-90% PFS 19m
EGFR uncommon
unknown “Best-in-class Drug”
7|ZE X|=H| CHH| <=0t MER ) i ptatd Eaks 2ol

—_ o AMof|M 2 Sl obrd =l 7|l

2L Market Size 1L Market Size 1L Market+a
USD 3.5bn USD 12.7bn
7bs: Common SI0| 5 3MICH EXX| 2| 14+ AL IS 80%(*unknown LI A4 HIZ 40%(1-2MIH, 20%) : *C797S 44 HIZ 10%) uncommon SHH0| Z unknown LIA A4 B2 50%, 24t of2e| PRS2 29, 14 2f22| PFS ChH| 0.6-0.8b4: 71 VORONOI _ 34
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