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VORONOI. Overview
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VORONUOI. Pipeline

Compan Indication Target Clinical Phase
— : _Pre-clinical _|__Phasel _|__Phase2 ___Phase3
B

EGFRcommonmutations
VRN11 KHvoronNol HAM|ZH|Qf EGFRuncommonmutations D
EGFRmutations(Brain metastasis) .
EGFRexon20ins (monotherapy, 1L) D
. EGFRexon20ins (with chemotherapy, 1L) - D
onony  ORIC HIAMZR! <
EGFRexon20ins (with SCamivantamab, 1L) J3NSS€N )’_
(R -
EGFRPACC(1L) I
VRN10 &P VoOrRoONOI Qutot HER2+ positive I
VRNO4 MWIA A foioist RIPKT -
VRN13Z &> VOoRrRONOI S o ot PDGFR D
VRN <EOVORONOI i PKMYT1 N
VRN19 &P VorRoNOI k-2l USP1 D
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EGFR Non-small cell lung cancer(NSCLC) Landscape

EGFRDel19,L858R, C797S E¢tH0|t EGFR TKIE E&lst HEX| 2 2 £2 EXHunknown EXFEEH 0| CHgH AN 1aA HIO[E] =X S

0|Z E6l| EGFR 1XHX|23M FI212 2I6t EGFR Treatment-naive 2K} CHA Q1AM /24 XIsH of A

[EGFR NSCLC] Landscape(EGFR Common mutations)

1XHS SO 2XHEHO|
VRN11 Target Market
1,242 ¥ oY EGFRDel19
Gefitinib/Eriotinib SOV T790M « EGFR 0| (15t Line)2| 80~90%= EGFR del19 =
QUi | Afatinib/Dacomitinib / W EGFRL858R Ho]
vy <9 - BMIH X|2%] AFR 2, EGFR C797S HO| WAH|E ~10%
!'-f,‘ ‘ \ - Unknown 0| &diH|E ~50%
- ; P orRDelo - X EGFR 2% H0[o] chsh solsl =R S
EGFRDel19,  mPFS @ "5 +Unknown  +~60%2I 2% HI0| SR} ris @141 a) HIOIEIZ BIEOR EGFR
10,8742 e 1%} 0] 24 THA) O
« EGFR M| | HO| Stxjof| CH3t 0| EF Q|24+ &X
e ¢ oo EGFRDel19  +VRN112i1a, Heavily treated EGFR Higt Stxfcify s
S LTy +C797S 2 > A b/2 40| M5E| EGFR treatment-naive SHAITHA
-~ Osimertinib vy I} XI8H O ™
r"~' <9 “ Oo —o o
e
A =
! '-'" " |EGFRDel19 @ EGFRCommon mutations g EGFRT790M
EGFRDel19 mPFS - v,! +Unknown (del19 or L858R)
18.974& e & EGFRAcquired mutations (@ EGFRC797S
(unknown)

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

[EGFR NSCLC] Osimertinib0i| CHst LHA H|IFL| S

Resistance mechanisms
to 1L Osimertinib

EGFRamp
L718Q

— s mma

[] Acquired EGFR mutations

[] Acquired amplifications

] Acquired oncogenic fusions

] Acquired MAPK-PI3K mutations
[ Acquired cell cycle gene alterations
[] Unknown

[] Transformations(SCLC, SCC)

VORONOI _ 7
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Clinical Update on VRN1

AACR2026A, XtMEH EGFR TKIZAJ2| Rt &

“VRN11 demonstrates potential as a best-in-class 4th generation EGFR TKI.”

Potent Efficacy
in EGFR C797S Patients

QlAt1a2k(Dose escalation) =
282 (>160mg)S Fust

EGFR C797S 0| 2x=0{lA{ ORR 100% (6/6, PR)

Sustained Benefit
in Heavily Pre-treated Patients

=2 2H EHIZ(DCR) 2!

Osimertinib2| mMPFS(4.0771g)2
AbS[&H=mPFS 7|cH

v’ k70| 2 A4 GI0[E{2| B2, ASCO 2026011 Ao offd

Superior Safety
over Osimertinib
QA 1A+ 40| B1ot st 2ol

J=ICEE20] 1241 ol S7Kek480mgoilM
OF= 1 Grade 3 0142 O|MARII(TRAE) 812
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VRN118| XPEM “Higher Target Engagement -> Deeper Response - Longer PFS”

ofgo| Zpte! Y ofEo| L SES Tt

510] 2= 2| PFS(

aTarget Engagement: Z2&3 % HplElE
EGFR VRN11 Osimertinib VRN11
mutations 320mg 80mg /Osimertinib
Classic 56 15 4x
100 100
_______ Osimertinib
g g / Ctrough,ss
3 07, VRN11 3 109 (80mg)
S 1 Ctrough,ss 5 15x
g (320mg) &
£ £ \
3 14 2 17
L_L>° 56x S
A 4
0.1 0.1-44
oe\g,@‘g’ oe\%»&

PFS, Progression Free Survival; ORR, Objective Response Rate

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, et al. N Engl J Med

2018:378:113-25

X1 =717t Progression Free Survival) 8lI% 7Hs

e Depth of Response:

B2 TE QHE| £ WS LN 2 HS IS M2

™

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

60+

™~ =
o o
1 1

— Ongoing treatment (n=4)

§
>
£
@
=
o
5 0 y A—
= AN
§ -
2 \—o—o—h
eed e oooooooo.’&mm.ooooo
1‘3 b d
= —60+
2 TE QY E
= 80+ -
=
(6]
-100-
Baseline 8 6 24 36 48 60 72 84 9 108 120 132

Time since treatment initiation (wk)

The median best percentage changein target-lesion size from
baselinewas -40~50% in the Osimertinib

- 50~60% =

70| O M RIS Al

©) Prs: 2 2%t 7| of 57434

1MIcH 2=
Gefitinib

PFS10.871
ORR73.7%

g

3M[CH ef=
Osimertinib

PFS18.971
ORR80%

XtMICH k=

VRN11

7|& oFE LhH| PRSI 7 |ch

VORONOI _
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PFS & Depth of Response &22t|

FHEQHIER| $71 RS B LIY/S3| B2 S

) =1 dy )
1=

&7 Depth of Response: B2 ZHE M| 4 > S LYM A2 SIS 745N | 12

Osimertinib(80mg)
® VRN11(320mg)

Depth of
Response

>-60~70%

i>40m

‘56x
Target PFS
Engagement

PFS, Progression Free Survival

Osimertinib

Tumor ]
proliferative -~

capacity 14! Driving gene

7FsMo| Shokx|H, gixte| ok ok 717H I 7 |cH “PFS(Progression Free Survival) 7HM”

Osimertinib mPFS
18.9 months

Best response

BO0% +279 Driving gene

~--. Y 9V v

-
- o
TS an e an - - - - - -

Time(months)

PEvent ofheterogeneity — f(n, D, p)

n = # of cells in tumor, v = doubling time
p = probability of resistance

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

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

4 == 10°Cells 0.%nm = 103Cells

@ =105Cells  0.04mm= 10°Cells
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PFS & Depth of Response &22t|

THEE QNI Zi4 > SIS LA Wl 7FsH 24 > Sixfe| okg ok 7 (7t 7HM 71eH (PFS 7HM)
VRN112 1At x|20j|A 7|Z= EGFR TKI LHH| Depth of response 7HA oAt

C‘/ Depth of Response: 2l Et7|X|H / EGFR NSCLC 1x} X|2 Best of response |2 (1MICH vs 3MICH)2 PFS: QA A K| B 1.2
- Gefitinib 250méy/Erlotinib 150mg
: TMIcH 2t=
g - Gefitinib/Erlotinib 150mg Gefitinib
T O median Bestresponse .
p| = - 47~48% PFS10.8%
E w4 W ﬁ:;:lri::\::::me ORR 737%
100 < W Nol evaluable
F w0 .
g, . Osimertinib 80mg e
i 0 Osimertinib 80mg Osimertinib
§ % “ medlan_BfeEs)g :;sponse PFS 18,9742
g_';'." T ; B ORR80%
! Not svaliable
.

VRN11

XIMICH 2=
i VRN11
Data are expected to be released in 2H of 2026 median Bestresponse

VRN11
= 27 60~70%(expected) K i ChH| PFS i 7Ich

PFS, Progression Free Survival; ORR, Objective Response Rate VORONOI _ 12
Source: "Makoto Maemondo, et al. N Engl J Med 2010;362:2380-8, 2J.-C. Soria, et al. N Engl J Med 2018;378:113-25
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PFS & Depth of Response 4227 (ALK, EGFR)

ALK inhibitor
100+
+ NVL-655
80 Lorlatinib(3 gen)
R? = 0.94

E 60+
i
o 40 () Alectlnlb (2™gen)

20- ® nsaBr{:ﬁ%[mZIb gen?en)

Ceritinib (2"dgen)
Crizotinib (1%'gen)
0 1 1 1 1 1

0.0 0.2 0.4 0.6 0.8 1.0
Gen factor/Remaining Volume

-
% Nuvalent

Market Cap(Apr 30, 2026) USD 7.8B

Addressable Market ALK (3~5% of NSCLC)

1USD = 1,450 KRW

EGFR inhibitors

100

80—

60—

40

20 Osimertinib (31 gen)

Afatinib(2"d gen)
Erlotinib(1stgen)
0 1 1 1

1 1
0.0 0.2 0.4 0.6 0.8
Gen factor/Remaining Volume

@VDRDNDI

UDS 3.6B

EGFR (30~40% of NSCLC)

1.0
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Target Engagement: 2f=0| EfZIl CHHRS SOl O
k=0l HILH S&))

okZo| HXH(X|28) = f{(AU2e HEla)

X(

@/ Target Engagement: Zg2 3! AgistsE
EGFR VRN11 Osimertinib VRN11
mutations 320mg 80mg /Osimertinib
Classic 56 15 4x
100 100
_______ Osimertinib
-8 g 2 Ctrough,ss
g 1049 veN11 3 107 (80mg)
S 1 Ctrough,ss 5 15x
= (320mg) &
£ = 2
8 19 2 17
Qf 56x S
A 4
0.1 0.1-44
oz\g,@‘g’ Oe%é?

)

Pharmacokinetics(PK) 7|42] Target engagement 222!

Target

Engagement

et
4>
£0
rr

<=
—
N
&y | -
o
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VRN11-Osimertinib H| 1! MeiM(Selectivity): “&s 2ris} & oxA Irhst”

TEA) SQH0[0| CHSH 52 MEt > ORI M 7k

= - ITi—

oFZ 22H| 2 F5/01%M H3l(A) [VRN11-Osimertinib] MEfM(Selectivity)
Efficacy - High-selectivity drug
- Low-selectivity drug
A: Difference between values VRN11 Osimertinib

High

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

VORONOI _ 15
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VRN11-0Osimertinib H| &5 o ot

VRN11, Osimertinib CHH| B %2 £ / O 22 Xz=at 20l

Efficacy
N
Osimertinib* 80mg 160mg
Target engagement 15x 30x
ORR 67% 87%
__ Best%change 42%  -54%
in Target lesion size(mean)
G=3TEAE 60% 63%
Tumor reduction G=3 TRAE 13% 23%
40~50% Any AE Ieading 10% 53%
to Dose reduction
mDoR(mo) 19.3 16.7
mPFS(mo) 22.1 19.3
Osimertinib'-23
> Adverseevents
G=3TRAE,2% G=3TRAE, 10% G=3TEAE, 240%
SAE,27%
G5,5~7%
VORONOI _ 16

Source: 'Jinne PA, etal., N Engl 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.
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VRN11-Osimertinib H|1 otz

U4 145 40mgFE 2 Ja Rl om, D HCH 20| 1241 S71et480mgoilA 2= 2 Grade 3 0|&42| O A SIS

QA a0l 21015 VRN1 12 oMM (As 0f 2026.03.12) Osimertinib CHH| 3t QFH M
Dose Escalation

TRAE,n(n=65) ™  Grade1 Grade2 § o | o= ,
Grade =23 VRN110755 Osimertinib
P 1 1 (80-480mg, n=55) (80mg, n=201)
mg : : NoDLT 80 = \RN110755

; - u Diarrhea N _ Stevaint (10

480mg (n=4) 4 1 3 i 0 0 i reatment . o : o ?60-
i : [ | Pruritus [ | E 40+

400mg (n=5) 5 2 3 : 0 0 : Stomatitis [ | Grade 1 e
i ! Grade 1 Anorexia | o Gragez 2 207

320mg (n=7) 4 3 1 ! 0 0 ! o Grade2 Nausea | = Grade 3 ] l I I = I
: : 5'0 4'0 3'0 zlo 1'0 (': t'J 1'0 2'0 slo 4'0 5|o 0; é's ) @; . &; >

240mg (n=14) 12 7 4 | 1 0 H Patients (%) Patients (%) A A
: : Q < O
1 1

160mg (n=13) 7 S 2 i 0 0 i - Treatmentdiscontinuation(drug-related Adverseevent): 0 patients(0%)
i 1 _ _ . . . .

80mg (n=12) 3 3 0 ] 0 0 : Notreatment-relatedclinicallymeaningful QT prolongation or ILD was observed.
1 1
1 1
H 1

_ i I OsimertinibojlA H1iEl= M=A 91 7PN IESKHILD) S 53 off-target 2212 212
20mg (n=4) 2 2 0 i 0 0 i v SABHLorM
1 1 e
10mg (n=3) 1 1 o | o 0o | On-target &2 % Grade 3 00| FEEKH RAIR uhiZo0| 7| EGFR TKICHI S2I0/shi| XS
DLT, Dose-limiting toxicity; TRAE, treatment-related adverse event; SAE, serious adverse event VORONOI _ 17

Source: *Osimertinib safety profiles adapted from AURA phase2 extension
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VRN11-0Osimertinib H|1! x|=o| gxtolae] k|2 3t @
Osimertinib2| | £7l22 20%218HH VRN 112 22 %X 2 k| £3k2 200%0| CHst Human PoC Data 2t

gixol|l M2l k| £2t2(Free Drug Concentration in Brain, K, o) Target engagement H|12(Systemic - Brain)
o)
VRN11 240mg 200%
Plasma and CSF concentration 120 15
20-
s
£ 154 ©
] VRN11 Osimertinib
dg 10- PP Kpuu, CSF = 2.0 Kpuu, CSF = 0.2
g o
% i
S 54 ©
c
=
0 1 1 1
> & &
& P —
‘Lb‘ 240m@gc32%1p5atlent 0

Systemic Conc. Brain Conc.
* Ko, cse measured in 1 patient who received 240 mg

#VRN11(320mg) & Osimertinib(80mg)
* Osimertinib K,,,,, csr were adapted from BLOSSOM (JCO 2024)

VORONOI _ 19
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VRN11-0Osimertinib H|x x|xo| &xtore] X2 &3t @)
7|Z= EGFR BMX| 24| X| 2 F0i| 23] [Ho|7} & dsk=4HHH, VRN 112 BaselinediiA{ CNS Z0| 501l 24| 210] 160mg 0|4 22F0iIA CNS O |7} EIHE Al S}

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

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

9

3 . 160mg 0/7 0/5 0/12(0%)

~ v'Tumor disappearance

c of CNSlesion

e 240mg 0/4 0/9 0/13(0%)
320mg 0/1 0/2 0/3(0%)

S

g vD insize of

@ ~ ccreaseinsizeo Baseline0ilA| CNS 0| 50| 2t4| 10|

E CNSlesion 160mg OJA+ 22ollA CNSTO| K1Y Afzf| St

©

oM

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

VORONOI _ 20
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VRN11-Osimertinib H|1 otz

oMM H|u(Osimertinib’ vs VRN11)

Osimertinib VRN11
b b E2fg
L
8  480mg
y 0% N
" % 2s A  320m
g
 230x % | 320mg |
4% 1 2200x 7% R
- RC8E  160mg
= 1% 0% sz gat
3% 0%
“ 10% < 0%
Grade=3 0%
TRAES(%)

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

VORONOI _ 21
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EGFR C797S Ho| 2txioijre] X|= =1t

F22%(=160mg)S Fofet 2E EGFR C797S 0| 2HXE01|A 100%2] 2t IS E 2101(6/6, Partial Response)

Monotherapy Efficacy (EGFR C797S-mutant NSCLC)

Doszzgsaelgtion v Best Response in Target Lesion Size v PK Exposure (all patients): Target engagement v ctDNA VAF dynamics
20+
"My % = 320 400 240 160 320 320 o e 160mg g %%1 \ 160 mg
_ s |agtE s 22
480mg(n=a) E § 5 e e 320mg : 2.0
400mg(n=1) 5% s 1007 * 400mg 5
100% % ‘E S ® 480mg % 1.0
<4 320mg(n=3) § £ o I.....P.éé bR O § ::
240mg(n=1) ® PR PR PR PR PR PR Crougn (C1013) %gé“‘e ,\\0“9\
L4 0’1‘0
160mg (n=1) Dose EGFR mutation Prior TKI Treatment Best % on Overall Best Response
----------------------- 160mg Del19-C797S Osimertinib -45.3 PR
80mg (n=1) 240mg Del19-C797S Lazertinib = Osimertinib -44.1 PR
40mg (n=1) 320mg Del19-C797S Osimertinib -41.0 PR
320mg L858R - C797S* Afatinib - Gefitinib -52.2 PR
20mg (n=0) 320mg Del19-C797S Osimertinib -50.0 PR
10mg (n=0) 400mg Del19 - C797S* Afatinib - Lazertinib -41.5 PR

ORR, objective responserate; PR, Partial response; SD, Stable disease; PD, Progressive disease VORONOI - 23

* In cases where C797S was not detected in baseline ctDNA, inclusion was based on tumor tissue NGS confirmation within 3 months priorto C1D1.
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VRN11-Osimertinib H|?

160mg O &4 =St

EGFR'HO| mj|gf 2ixk20flM =2 &E

Exg(DCR)2 R IsIHO

VRN11

Prior TKI / Prior No. treatment

160 -400 mg VRN110755
monotherapy (= 3' line)

[J160mg
[240mg
[E320mg
l400mg
“patient with EGFR C797S

T r 1 r 1 1.7
48

T rr 1 11
56 64 72 80

Duration of Treatment (weeks)

Response to treatment (n=31)

Response No (%)
PR 8(25.8%)
SD 22 (71.0%) ORR 25.8%
DCR 96.8%
PD 1(3.2%)
NE -

v >=Grade 3 AEs 1.5%

PFS, progression free survival; PR, partial response; SD, stable disease; PD, progressive disease; NE, not evaluable; ORR, objective response rate; DCR, disease control rate

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

M, Osimertinibe] mMPFS(4.0771&) 2 A%l6k=mPFS =X

Tagrisso(Osimertinib)*

1 -
Median PFS = 4.07 months
0.75 1 (95% Cl 2.10—4.30 months)
2
o
wn 054
L
o
0.25 -
0 : * y * : Time (months)
0 3 6 12 15 18 21
Atrisk 55 29 15 9 8 4 0 0 0
Response to treatment (n=55)
Response No (%)
PR 16 (29.1%)
ORR 29.1%
SD 16 (29.1%)
* DCR58.2%
PD 18 (32.7%)
NE 5(9.1%)

v' >Grade 3 AEs 32.9%

VORONOI _ 24
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#Case: VRN11 80mg

2lat1ait Dose escalation

NoDLT
No Drug related SAE

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

v/ 80mg Case Report: EGFR Del19(80mg->160mg)

Baseline and Treatment History

* Pleurametastasis
+ Two prior systemic treatments including
afatinib

VRN11 Treatment

+ = 14months (on-treatment)
« Lunglesion: 34%tumor reduction(80mg)
-> 47.37% tumorreduction(160mg)
* Pleural effusion: disappearance
* Bestresponse: PR
» Safety: No TRAE

v 80mg Case Report: EGFRDel19/T790M

Baseline and Treatment History

* Lung,lymphnode, and adrenal gland
metastasis

« Sixprior systemic treatmentsincluding
dacomitinib and lazertinib

VRN11 Treatment

* 80mgQD, 16 weeks

+ Adrenal glandlesion: 47% tumor reduction
* Bestresponse: SD

 Safety: No TRAE

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

> 9months (on-treatment)
* EGFRL858Rmutation - Targetlesions: 60.06%

* Priortreatment: 10 priortreatments « Bestresponse: PR
» Safety: G1 skinrash

NoDLT
No Drug related SAE

v 160mg Case Report: EGFR Del19(Amplification)

Baseline and Treatment History VRN11 Treatment

« EGFRDel19and brain metastasis « Targetlesions, ~7%reduction(after4 weeks)
* Priortreatment: Osimertinib(disease « Bestresponse: SD(includingbrainlesion)
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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BZK|2(EGFR TKI X8 LHA/2S St 4 0|35 0|2 48

B2 K2 LY/ S BN (RO ol B B0l ssaf bl e 1)
Heavily reated SIX} O R 2 IHERIZS SlolbIRionz, 2% {28 HMOR I AP T 52 USRS 7Ir)

VRN11 24 1akt 0 218 ARzt EZE K20 LIA/E2S SR A 1AL AR b]1234

Efficacy

Disease Control Rate(DCR)
96.8%(30/31)
17/31 patients ongoing mPES

Data cutoff 7|& 14712 oAt EQF =01 (months)
2ixteel

> Grade 3

upto480mg patients(n=65), TRAE 25% 437%

>Grade 3TRAES 1.5% 25.6%
0,
Permanently discontinuation 0% 15% % -

(dueto TRAES)

Chemotherapy,
Amivantamab,
Lazertinib

Chemotherapy, Chemotherapy,

Osimertinib Dato-Dxd Chemotherapy Pembrolizumab  Amivantamab

>6(expected) 2.8 4.4 4.2 5.6 6.3 8.3

87%

EGFR2L+2 7|2 M
*Data cutoff March 12,2026

EGFREZX|Z 2S SIXICHAIOZ VRN 11 tHERtH Sl MIZ=EA5I0HK|(chemotherapy) 12| HERH X1 oY

PFS, progression-free survival; TRAE, treatment-related adverse event; DCR, disease control rate
Source: 'Passaro, A. etal. Annals of Oncology, Volume 35, Issue 1, 77 - 90, 2Janne PA, et al. N Engl J Med. 2015;372(18):1689-1699, 3Myung-Ju Ahn et al. J Clin Oncol 43, 260-272(2025), *James Chih-Hsin VORONOI _ 27
Yangetal., JCO 42, 4029-4039(2024)
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VRN11 Anticipated Milestone(1x} X|22M)

20254Q 2026 1H(E) 2026 2H(E) 2027(E)
H -
O O O O ,
Targetengagement UM 1b/24 7HA| EGFR treatment-naive 2xtz UM YA =8
G0[E{ 37K (EGFR treatment-naive &xHz, Depth of Response (Head-to-Head vs. Osimertinib)
(EMSOAsia) | Mo| 2HXt) GIolE] 371 o™
. . Ph.1a ! Ph.3
Clinical trials Ph.1b/2
Anticipated sites 2026 World Conference
Anticipated sites

. . +¢ Sites recruiting
Anticipated sites:

.:¢ Anticipated sites

Anticipated sites

Anticipated sites

on Lung Cancer

SEPTEMBER 12 - 15, 2026 | SEOUL, REPUBLIC OF KOREA
congress
2026

MADRID SPAIN
23-27 O0CTOBER 2026 |

VORONOI _ 29
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VRN11 Anticipated Milestone(2} X|23M)

20254Q 2026 1H(E) 2026 2H(E) 2027(E)
M -
O O O O ,
Heavily treated EGFR X} QA 1b/24 THA| GIoIE] 371 ol 7I5EQ1 AIH o ™
QlAkCf|o]E| 27K (2%t X|= o|Ate] EGFR (2Kt X|Z O|Ate| EGFR (2K X2 SM)
(ESMO Asia) common/uncommon HO| &Xk2, common/uncommon HO| B2,
| M0| 2HXI2) | Mo| &)
T | Ph3
_ . Ph.1b/2

~ AACR -
L\l Annual Meeting
QN Aprl 17:22, 2026 54N iec0

2026 World Conference
on Lung Cancer

SEPTEMBER 12 - 15,2026 | SEOUL, REPUBLIC OF KOREA

congress
Bl May 29-June 2, 2026 L4 AN | | |
2026 ASCO McCormick Place | Chicago, IL & Online l ‘
A J ¥

ANNUAL MEETING amgsco.org MADRID SPAIN
7 | XBN

L i

#ASC026 23-27 OCTOBER 2026

BM, brain metastases VORONOI _ 30
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VRN11 Q4 7t Hz

rolns- oA -k Eukg C0|E{E HIEIC R, EGFR HO| H|QE MuIe| 0|SX o7 R sHEAS SHE ol A 7L He!

ASCO02026(E)

é AACR 2026

Best Responsein Target Lesion Size
20+

Lo[E] ZHOLE oS

E.-
PR PR PR PR PR PR
EGFR C797S mutation

« EGFR C797S Holoj gt 2! X|=H| iz

« 3282 (=160mg) O|AS EoF5t EGFR
C797S tHo| xtz0f| - ORR 100% (6/6)

o QIANQANHDIZ J|HIO R JHAAOI O™

EGFR - Brain Metastasis

o =2 |H0| LIS CiH| KEtHel X2 gMoR
0=sZ5 92 4+ X

« Osimertinib CHH| &8t Q1A+ H|0|E{ 2l

Osimertinib(80mg) K, ,, csr 0.2
VRN11(240mg) K, ,, csr 2.0

» EGFR =|H0| &kt TEH(1L/2L +)5H0] ok FIeH
od

o | MO| 24} X| 2 FM2| AL, Osimertinib £2f
0|= &9Q! X|=ZH(7t ExHEto] 2t Ak 24 ANtE
7|8t 2 Jt5401 of ™

@ 2H2026(E)

GofE{ go/E ofE

v

EGFR 1stLine treatment option

CHH| &2 Target Engagement &0l

« BZEX|EH|(SoC) ChH| 243t Depth of
Response % PFS HI0[E{ & o™

« SR CP[2 LY 1b/24 T ol

* VRN11 320mgoilA Osimertinib 2! 8%

EGFR 2" Line treatment option

* Heavily pretreated X} CHACE E2 &
EX|2(DCR 96.8%) U Z=H ot A =tol
(=Grade 3 TRAEs 1.5%)

- SRH P2 LY 1b/24 TId o™

XKIH
o

Osimertinib K,,,,, csr Were adapted from BLOSSOM (JCO 2024)

VORONOI _ 31
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VRN11: Pipeline Valuation

T10f| 215& VRN 112 EGFR HIAMZEHIRS 2A1 K| =H| 7K |2 = oF 902 EiE{2| mo|Z2 QI 7 1X| 8 7k

USD Bn
40 -
Total “mo|m2[Q1 7px| A5
- 35 -
Pipelinevalue
(estimated)
30 22 XX | F1E2 200%01l st
Human PoC Data &t
25
20 .
v" EGFR 1L 2Rk CHA A THA| of "
15 4
10 4
v EGFR 2L+ &Xtz CHA X |2 &0t 8l
QMM 2ol
VORONOI 5 |
marke.tcap ‘/ EGFRC797SQXEEHQ ...........................
(current) ORR 100%(=160mg)
O .

VRN11(2L, C797S) VRN11(2L, Unknown) VRN11(1L) VRN11(Brain metastasis)

Brain metastasis, BM; 1 USD = 1,450 KRW

Source: BIO, Biomedtracker, Amplion, Clinical Development Success Rates 2006-2015,2016.6; Schulze U, Ringel M. Nat Rev Drug Discov. 2013;12(6):419-420.

15 YR (WACC)2 20244 0HEH 7|= 2| 1070 22 chEm|eAte] 2|2 37HE WACCS| BzA|(6~7%)E E116t0] EHMOZ 10%E MESIH M, FCF to Sales®| A2, kinase inhibitors MEAMIHEHOZ st= 37H 7|2 [T HEE 0|85t0] Wrtk| MESIFELICE
M7| X3 = 0212 =202 HASIK| on, ef Al Zraleto)| w2t HS E = AFLICE

VORONOI _ 33
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VRN11: Pipeline Valuation

F0 71
(Et2l: USD mn) Inci NSCL
nCIde?Eg?S '?Elgs ) SCLC Market share
@ =2 mo|zaol VRN11(2L; C797S) 10% increasing gradually”
Probability of VRN11(2L; Unknown) 50% 58%
o robability o
T NPV Success VRN11(1L) 90% 58%
VRN11(BM) 30% increasing gradually”
VRN11(2L; C797S) 4,263 100%

v" WACC 10%, FCF to Sales 48%
VRN11(2L; Unknown) 4,762 33.8% v 2XtX|ZRIo| PFSQl AL, 1% XIZHQ| PFS Cht| 0.5~0.68H4: 7

v’ "58%(~2034),88%(~2038),92%(~2042), 100%(~2050)

VRN11(1L) 16,200 33.8%
VRN11 (Brain metastasis) 8,170 33.8% VRN11: EGFR HI-JIL-A'“E]HI%F IIEX{I
2 33,395
. v E|HO| BX2E TESEGFR 1/2AH XZSMOZ XIS AL, 8 NPV 2 334 & 42
Pipeline Value — &4l 33,395

Brain metastasis, BM; 1 USD = 1,450 KRW

Source: BIO, Biomedtracker, Amplion, Clinical Development Success Rates 2006-2015,2016.6; Schulze U, Ringel M. Nat Rev Drug Discov. 2013;12(6):419-420. VORONOI _ 34
71 ELAAH2H[2(WACC)2 2024 izl 7|= A2] 1071 22 ChE|ofAte] 2|2 37 WACCS| B2 |(6~7%)E & 1slo] E4MOZ 10%E M3l O, FCF to Sales?| 22, kinase inhibitors MEMIIHOR st= 371 7| P HEE 0|86to] W] HEsIHSLICt B
Y71 Xtz= D|2He| U S HESHK| oo, oFS Al aletol| [2f S E &~ QUELICE

5
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PEER Valuation

i
S

Nuvalent

@vaDNm

-
% Nuvalent

Market Cap
(Apr 30, 2026) USD 7.8B USD 3.6B
Addressable ALK EGFR
Market (3~5% of NSCLC) (30~40% of NSCLC)

& Ath 7kx| m7t

0|2 LIAEH AZAL Nuvalent2] ALK B& x| 28| NVL-655: #ixf 214 1b
A H|O|EE HIZIO 2 #XH(2026. 04.15 7IF) 0|2 LHolIM Al7} £ 78
EEE HWtE D U3,

ALK EHHO0| = H|AM|EH|2tQ| 3~5%E AX|ot= 8, EGFR SHH0|=
30~40% XIX|

ALK EHtH0|2F EGFR S¢1HO| UM HISS HIZ O = Hl Y A2, 6~ 104l
O|&ke| IALO|E 7| 7ts

USD 1 = KRW 1,450

Revolution
Medicines

30 Apr 2025 — 30 Apr 2026

29.88B

25.00B

Range 1M 6M YTD 1Y 3y 5Y Max

20.00B

15.00B

10.00B

5.00B

0
May ‘25 Jul '25 Sep '25 Nov '25 Jan '26 Mar '26

& At 7px ot

0|= LIAEH AEEAL Revolution Medicines2| RAS EX x| 2|
daraxonrasibE HIEIQZ Merckete| Q14814 2A|(2026.01)
260~320 =2{2| 7|f 7t Al

A7t & H3t: 88.62 2] (2025. 3Q) - 298.82EE (2026.04.30)

VORONOI _ 35
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HER2 positive Breast Cancer Treatment Guideline

VRN102 ¢t SQlEl x| 2 SM2| o sHES SEZE + AS A= 7|l

v" Antibody based drugs?| 1/2x} X|2SM

——————————————————————————————————————————————————————————————————————————————————————

N\ 2 N 2

Trastuzumab+ < # 1

|
i
]
]
i
Standard | Pertuzumab + T-dxd(Enhertu)
ofCare 1 Docetaxel 3 g€
]
]
]
]
: . mPFS 28.872
Results of i mPFS 18.572 ORR 51.4%
Clinicaltrial | Grade =3 AEs 56%
\
@ | o[ gtxtol| CHSt 0|5 % 2|= @ | o[ ekxtol| CHSt 0|5 % 2|=
Key
Limitations
f) rzsygenoine vag 1o AN s nzsseen s sy

A ILDE 22 HatgOR QIst 82

ILD/Pneumonitis 15% (vs T-dm1,

oﬁ

A -

Tucatinib+
Trastuzumab +
Capecitabine

N 2

&

mPFS 7.671€

>

@ | R10] SEXIo]| CHBH O|SE |2 48

o|oJ$t Tucatinib Et

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.

PFS, Progression Free Survival; ORR, Objective Response Rate; AEs, adverse events; ILD, interstitial lung disease

O

VORONOI _ 37
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HER2 positive TKI Competitive Landscape

VRN1027[Z HER2 TKI2| & SHAIS SSoI== EAIEl 2420|H, 0 1S Soll e asat X Anzs egs

=™\ Boehringer
W tngelheim

KLvoronNoOl
VRN10

Zongertinib

HER2 selectivity
over EGFR

Potencyto resistant
mutants

Intracranial efficacy

Binding mode
GSH reactivity Moderate
HER2 ADC
Internalization
BCRP substrate Yes

4

Covalent

High

Promote

No

+++

Non-covalent

No promote

@ Pﬁzer

+++

Non-covalent
Low
No promote
Yes

VORONOI _ 38



VRN10 MoA: HER2 x| 5! HE A|L{X| 2CiSl(Best-in-Class MoA)

7 FHOIIMRE] "t RIE-MIZE LH S| F2f 717 1SOI=S 2AIE of=20IH, g AYAZHIM BHE 2 i OLL|2HEE RES Sot x|z zat AMLX] 7|t

@/ 243t HER2 1A & M A|L{X| =3} @/ ADC =3} 3rlisl(Internalization Enhancer) @/ k| Mojoil gt 0| EE 2|2 8 3iZ (Brain Penetration)

6 . i
Immune cell )
Q 3 @
) J VRN10
Trastuzumab A FoNg ,0 CNS metastatic lesion
’ -{Fc Fc receptor \ |mmune
teracti
HER2 HERZm RS- o.‘.?ﬁg_'ztor Extracellular T-DXd .
— —_— e *‘ ,——— Brain Target engagement
Cancer cell g Cancercell AT e \‘O \ Enhanced 100
@ —8 N j HSP90 A\\~-/./ internalization °
VRN10 X 5
@ / & N ) Early H} g ]
VRN10 \ l VRN10 endosome % 2
/ ( = Synergistic = E
ERK AKT \ ,} HER2 depletion Late // N\ c@
Nt endosome [/ %] "
dLysosdomal ) 4 «a
egradation  Strong suppression|
of ERK signaling‘ ﬁ Etaced 7 24 7 24 hr
"Bx) lysosomal
Induction of \\4 7 delivery = ZN-A-1041 (50mg/kg,BID), 21 days
il e = VRN101099 (12.6mglkg,BID), 21 days
v HER2 Signaling Blockade : HER22| 6¢| M Het HZ0l
A L2210 PR I 3 oA
ERK/AKT ASZ R[BIOZIN, QMO ZAITF M Xpch 2* art Internalization: HER2 &84 ILHIHQP v’ Brain Penetratlon-il._ HER2 TKI CHH| 245t k|
£ 718104, T-Dxd(ADC)2| payload M & 215 (BBB) £t 7|HtO 2, k| LHo| A= HER2
. . .o ol ol (=)
v" Synergistic Depletion: VRN10, Trastuzumab % H M|Z 2+ 9! Bystander Effect &t ANSHL AZ x| 7t

HSHES S5l EHO| U= HER2E ZAAZCEM, MEAME R

VORONOI _ 39
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HER2 L{xi2}(Internalization) f % 2|4&Z 2sl(Degradation) 7|7 &
HER2ZE M| oto 2 LIxii 5101 £5H| AR (Chaperone Switch/SHIRIEN)S 7HSAIZ1 F, 2IAZ0H|AM TF2[SHH= 7 o s A8O= 21X > ADCRI2| HE AlLX| 7|ch

o HER2 Lixlgl(Internalization) e HER2 fH|#{E13} % E6ll(Degradation)
Dynamics of cell surface of HER2 levels IP: HER2 Input DMSO VRN101099
° 20
E o =S o = S S S
[=]
o 2 :' 2 g :' E 'S 5 ',5 5 '3 5
28 : : z !
TE M SK-BR-3 HER2 Amp. ; = =l = =l 4+ i - - MG132
2o I W HCC1se9 "R 4 ! - - - T+ T+ BafAl
EE :g::: HER2 Mutation Ubiquitin . 4! + 4+ + + + + CHX
<8 i s
§2 4 i h. pHER2
E v HIE B HER2 24 2! adba il odl HER2
8 s : , .P--— - - HER2
— g | w— w| HSP9O0 | : ;
: : i e | K48
— —— --- HSP70 E L ubiquitin
@ . | GAPDH w“"”"' GAPDH

v" Chaperone Switch: HSP90 8l2| & HSP70 28 R =5 S HER2 &

M HER2 M EEA1 - Ubiquitination 2413}
v VRN10, HER2 £+8H|E £7| AI=Z(EEA1) 2 HEH R v E|AES Bt 2|5 24l Baf A1(2|12F MdHiAl) Xzl 2 HER2 275 S8l 2|5
v EFStHZL E4+(Endocytosis)E 7IHHoz 4 2ol Z=9f elupatA U

VORONOI _ 40
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VRN10. Selectivity & Target Engagement

[VRN10] MEHM(Selectivity) Target Engagement: &
= e e == =
Tucatinib
102_
10'-

100_

Zongertinib 10-1-

Glso (mM)

10-2+
10-3-
104_

OTHER = 7 A . ——— AGC

CAMK

VRN101099

Em HaCaT

328 ZueE

HER2 TKI compounds

Tucatinib Zongertinib Sevabertinib

[ HER2 S310F 3 HER2 T862A
[ HER2 WT Bl HER2 L7558
=3 P95SHER2 mm HER2 L755P
B HER2 L869R/T798I

Tucatinib, Zongertinib CHH| 2~ 38 &2 Target Engagement 0f| &

VORONOI _ 41
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HER2 positive

24 1adt & HER2 2f2red S HO| 2|20 5ok 2t ol

Integrated PK-PD-Tumor Response Analysis

Step 1 - Patient treatment  Step 2 - Plasma/Serum  Step 3 - Sample split into two analyses Step 4 - Integrated

and blood collection preparation analysis
Branch A - PK analysis
VRN10
oral __, PKanalysis . VRN10 plasma VRN10 plasma
(LC-MS/MS) exposure (PK) exposure (PK)
% L&
— —> e
/) Branch B - Ex vivo Serum pharmacodynamic assay | Phospho-HER2
> - inhibition (%)
Cancer patient C2D15 Plasma / ;
| Phospho-HER2 Tumor
blood sample Serum el —> inhibition (%) shrinkage
VRN10-
containing In-cell western “Integrated PK-PD-Tumor
patient Serum  (96-well fluorescence response analysis”

assay)
v' Ex-vivo Serum Assay: &X0f|A| VRN 10 F0{gt = xiF/st &
pHER2 iH| 53 £H
v Integrated Analysis: 2txt2| PK, PD, &H| 5 Zfa
A =

H(Serum)2 285t0{ A AMIZ L

2 (Tumor Shrinkage) s £¢& 24510 25| 213t

v pHEszioH

EUEEE -’g-otavma 240

2iXt % HER2 activating mutation EX[oj|A{e] S bt

Tumor response(ex-vivo correlation)

20 ¢ 2|0 4|0 6|° a.‘:' 1 ?o Patient HER2 status
O HER2IHC 1+

S © HER2IHC 2+
X2 @ HER2IHC 3+
S 0_ ................................................. E : :
Q HER2 activating mutation
7
c
Q b
m - \
acd iy \\
C (0-0.04—0 \
g \ 006-001

-40~ \ .oo4 003 4
= \\ e

-60 =

ex-vivo phospho HER2 inhibition (%)

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

40| Chet X|= =1t

T-Dxdol| 225 £HxH(2/2) L HER2 S¢HEHO| 2EXH(3/3)0lIM EE2% 2t 2tel
141a#}. Dose escalation(Monotherapy) VRN10. Efficacy
30
s 2
g 10
"
5 0
E
£ 20
%
£ -30
=
o

v' Cycle 1,21-days
v Dose escalation2 7% o}HA ofg 220 =2HE
2, 7 Liele] FSE| BAIE 712 BRSH=
Backfill ISE T o "

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

Dose(mg)
HER2(historical IHC)
HER2 mutation
Primary site
Prior systemic Tx

Immediate
Prior regimen

0%

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

-27%

-30%

160 160 160

T 2+ ______N_A_____________1_*___________Nf_gft_“ie____

- s v sy ]
Salivary gland Gastric Pancreas Breast Lung
0 2 3 7 3

. - P oTTTTTTTmTmmmTTT H

S o o N I

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 No Data(n=3)

v S310F (80mg): -27%
v S310Y (160 mg): -34%
v V777L (160mg): -30%

DOI: 10.1056/NEJMoa2112431

DOI: 10.1056/NEJM0a2503704 (appendix)
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Safety

27| SHOIMEIE| B S ThH[510] 43t oA

2U41a4t Dose escalation(Monotherapy)

VRN10. Safety(Comparison of Zongertinib Safety)

|—> 640mg

|—> 480mg

|—> 320mg

I-) 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)

Zongertinib

B e T T T T

Any TRAE 33 -

Diarrhea - -
Rash - -

ALT increased - -
AST increased - -
Dry skin - -

Pruritus - -

v 80~240mg

v’ Zongertinib(Beamion LUNG-1 &%) CHH]|

40 -
20 :

20 -

FofZ o= Grade 30[4o| &

240mg (n=4)
50 -
25 -

25 -

g engs

QastLfiop manjolsiol

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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OlAH 14} CRtRl A7)

S=x /--EZI.EI:H OILI“I Ll'lx_l'é' §’ 2025|_:| 1 I:|7| gl.xl_ EOFA'II‘
%-?- & bAOlIMRE] THE Q' S HE QHO = UM ol

UM 1ad 78 MY QA A CIRfQl M7
Key Eligibility Criteria Phasela Phase 1b
» HER2-positive solid cancer as determined (Dose escalation, Monotherapy) (Monotherapy/Combination therapy)
by IHC, FISH, or NGS of ctDNA
 Confirmed HER2 mutation (e.g., S310X, Sl
R678Q, L755X, I767M, V777X) v Activating HER2 mutation(Lung Cancer)
- Monotherapy
Key Endpoints
i 320mg
» Safety, tolerability, PK, and PD to }
. - Combination therapy
Dose Escalatlon " ' 160mg With T-DXd
* Standard "3+3" dose escalation With Antibody drug (Trastuzumab, etc.)
* Min18,upto72pts., plusupto 36 80mg
additional backfill pts.
» DLT assessment: first cycle of treatment « 2025 32 K Skx} EOF A|XH o QIAF 1341 PK-PD H|0|E{0]| 243t0d S| 7|Ht x| 2X|2te)
(i.e.Cycle 1,21 days) + 20261 58 ASCOOIA 244} 1a4 HIo|E 274 ol 28U TR0
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214+ HIoJE{ H|w! (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 _ 47

Source: 'Koichi Goto etal. JCO 41, 4852-4863(2023): 2AACR2025:; 3WCLC2024; 4ASC02025
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