Creating Novel Therapeutics
For patients with Excellent Experts
In Drug Design

KDAOVoRrRoONOI

VRN11: ASCO 2026 Pipeline Update
May 2026



Investor Relations 2026

Disclaimer

EXIEE=EXIREC| O[PS 57| et SMOR, HE 10| FABIAKO[6} “SIAF)oi| s EHEIRISLICE
2 RE20]| ZebEl “OlE " = 7HE oI =X IS HA|X| 2 MRS ULICE 0= 24747 oK D[2HO| ARzt ZHAIEI AR O R S| AfC| B oAl = ZEIZ U TP ARG o|n[s| 1, FHEHOR= Ol ML Ajel’, JICl, (E) S22 To{S Zeisii|ct.

9| "ol 3% B0 ot SO 2t QSIS IoD| EXIKOE SIS IS Qi Hf Ol SE1AUIOR O15]0] ALK DRl AIRIS “OlESR "0 7 =Lt AEILHSHSTHEH KO et A QUL I EEBt Sis Fiate BiRiE 7|0
S EEIHOI0], B AT SAo S S8 DO 81 Aol Helo e S0l e 20| TX| 10| il 1S 2 SBIA LI

2 R{E0| 18} FIRI610] SAGH= A0/ CHOIO SIA S BJAC| QRIRIS S T Elo| 2P H3H610H TLOfIgH I HEISHR| 2488 2RI
2 2 Af= FoAl0| 7 EEL s, OHOH B 042 9IRS TS| OFL 51 2ATC] 1 Ofi= 1 P24 Aot gl OF el SR} 24 Q[ |k i 47l 4 SIS S R RILITh Al oHelin} 2ot D SR8 O 38 lof st 52T
M EES EXPIEME Sl HEEl= HEnIS SO Lipror et elL It

EXE= |G| SXOR LIS HZ 210 AKR0| K56 (B ZXMEA 24), oA AR £21910| LI | HAE KEZ2| LT ! Sxii=HEQIKIKYS S = AS 2 R0 A7 [HIZILIC

VORONOI _ 2



Investor Relations 2026

Cllnlcal Update onVRN11:

Al
(<]

Game Changer in EGFR-Mutant NSCLC
T2 HO|ES 2RIl CH, O[S HIE2 2 EGFR tHO| m|gt Tt

lo] 0|I5= 2|z K 82 7Ic

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

iPFS
> 9months

Unprecedented Brain
Permeability
P

| MO| IXIe| =7 7t
(MPFS/miPFS) 7iM

Sustained Benefit
in Heavily Pre-treated Patients
F2 2 SxX2(DCR) &e!

Osimertinibe] mPFS(4.0774)2
ASlsH= mPFS 0l

Potent Efficacy
in EGFR C797S Patients
S282F(=160mg)s £t

EGFR C797S Ho| S0 A
100%2| 2= HI2E(6/6)

PFS, Progression-Free survival; iPFS, Intracranial Progression-Free survival; ORR, objective response rate; TRAE, treatment-related adverse event

>Grade 3
TRAE 1.5%

Superior Safety
over Osimertinib
24 143 40mgRE gt 2t il

JHCH22K0] 128 0fA =7 f°+480mgoilk1
ok= 21 Grade 3 O[Ak| O AAR|
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VRN11-0Osimertinib H|xl: x|xo| &x} M= 717t 744 (PFS/iPFS)

3MICH EGFR X|=K| O] X| &2 Z40| £xiiet SHXIS CHAIQZ Ro|0[SHEIHHET |2HPFS XL iPFS) 20l
L REIYAEZET |7E 97 |4 (Not Reached), EF2|24(3.5712) CHH| A 9] 2ol

e7/°F/< Progression-Free Survival (PFS) (n=15) Intracranial Progression-Free Survival (iPFS) (n=15)

1.00- 1.00 =9 months 1.00
0.75= o 0.757 @ 075 L
o [
2 s : 5
2 0504 B 0,50 oo oo % oso| |
T8 e} .
o B g
g & 025
0.25- 0. 0.25=
0.00 r T T I 1 0.00 T T T 1 0 6 12 18 24 30 36
0 3 6 9 12 15 0 3 6 9 12 Months
Atrisk 15 12 6 2 2 1 Atrisk 15 1 5 2 1 T790M neg 11 1 0 0 0 0 0
Months Months
v'14 patients previously treated with 3rd-generation EGFR TKls
With VRN11 Osimertinib'?2
baseline BM (2160 mg, C797S negative) (T790M negative)
PFS 6.7 months 1.6 months
T T T e S mmm— s 1
! iPFS NR 3.5 months H
- - - - - J
PFS, Progression-Free survival; iPFS, Intracranial Progression-Free survival; BM, Brain metastases; NR, Not Reached VORONOI _ 5

'Eide 1JZ, et al. Osimertinib in T790M-positive and -negative patients with EGFR-mutated advanced non-small cell lung cancer: the TREM study. Lung Cancer. 2020;143:27-35.
2Eide 1JZ, et al. Intracranial effect of osimertinib in relapsed EGFR-mutated T790M-positive and -negative non-small cell lung cancer patients: results from a phase Il study. Acta Oncol. 2021:60(12):1565-1571.
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Z={ot CNS To| T x| =a

7|E EGFR BAX|=A| X| = F0i| 25| F0|7H & d5k="4FH VRN 112 160mg Ol&e| 82 IS E0A] CNS Z0| 21l x| =t 2tol

Efficacy evaluable patients 160 mg 240 mg 320 mg 400 mg 480 mg Total
All evaluable patients, N 12 14 6 5 2 39
CNS progression, n/N (%) 1/12 (8%) 2/14 (14%) 1/6 (17%) 0/5 (0%) 0/2 (0%) 4/39 (10%)
CNS metastases at baseline, N 7 5 2 4 0 18
CNS progression, n/N (%) 1/7 (14%) 0/5 (0%) 1/2 (50%) 0/4 (0%) 0/0 (0%) 2/18 (11%)
No CNS metastases at baseline, N 5 9 4 1 2 21
CNS progression, n/N (%) 0/5 (0%) 2/9 (22%) 0/4 (0%) 0/1 (0%) 0/2 (0%) 2/21 (10%)
Median Duration of Treatment (Weeks) 24 19 16 13 7 18

+ Efficacyevaluable patients: atleast one tumor assessment with = 1 cycle of treatment.
+ Brainand leptomeningeal metastases at baseline were confirmed by MRI.

Baseline0i| CNS 0|7} AH 2tx} 3F, | H|EX HH0j|A| 2t

(160-480mg, n=18)

#sll(Complete response)

XSS LILof|M = HIEXN HH(Non-target lesion, NTL) 8 A4A

(Osimertinib x|2 £ VRN11 320mg &

(absent) &2l

oFst EGFR del19/C797S 2tx})

VORONOI _ 6
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VRN11-Osimertinib Blx: jn vivoBM/LM 2

k| 70| (Brain metastasis, BM) %! ¢i4:8} 0| (Leptomeningeal metastasis, LM) /7 vivo220{|A Osimertinib CH| 211&Q1 CNS 2 x| 21t

Intracranial (BM or LM) CDX model

.;S]'Q '-(‘;CI PC-9 Luc
mode LM model
1011_
» w
-E E 1010_
8 8
s 5 100
T o
x x 108
= =
3 = 107
1] o] ]
© °
~ - 106
T T T I il ~| } ‘ |
0 5 10 15 20 25 0 10 20 30 40
Days after treatment Days after treatment
-0~ Vehicle -~ Vehicle

-O- Osimertinib (12.5 mg/kg QD, %TR 45)
- VRN11 (10 mg/kg QD, %TR 63)

-O- Osimertinib (10 mg/kg QD)
-® VRN11 (10 mg/kg QD)

Source: 'D0I:10.1124/dmd.118.084210

Jiot

Luciferase signal in LM model

Day 32

Vehicle

*Euthanasia

VRN110755
(10 mg/kg QD)

Osimertinib
(10 mg/kg QD)

[ 08

|06

[ 04

i
\lll_l\l\\
<
=)
w0

0.z

Radiance
{piseciomfsr)

Color Scale
Min = 4.00e4
Max = 1.009

Mouse Osimertinib’ VRN11
Kp,uu,brain 0.3 0.5

VORONOI _ 7
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VRN11-Osimertinib H|21: | £31& 2 Target Engagement

Osimertinib2| | £222 20%2! BHH, =2 XX 2 k| EILE 200%0| CHE Human PoC Data 2=

VRN112

Osimertinib CHH | HIof|A 44, k|oilA] 408 248 X{X|24(Target Engagement) 2121

sixtoflMe| x| £2t2(Free Drug Concentration in Brain, Ko, csr)

VRN11 240mg

Plasma and CSF concentration

20
s N 200%
£ 15+
] VRN11 Osimertinib
dg 104 PYY Kpuu CSF — =20 I(puu,CSF =0.2
g [ 1PN (o]
= [
S 54 ©
c
=
0 1 1 1
2 & K
Q\éQ Q\"’g& ©
& S—
‘1?9 240mg BM patient
@c2p15
Monkey Human
Kp,uu‘csf 2.6 2.0"

Kp.uu,csf Of Osimertinib in human has been reported, 0.22

Source: 'S Park, et al., 2024 J. Clinic. Oncology.

Target engagement |1 (Systemic - Brain)

120

60

*Arepresentative human PPB, 98.3% was used for calculation, K, cse measured in 1 patient who received 240 mg

Systemic Conc.

# VRN11(320mg)

200%

112

Brain Conc.

& Osimertinib(80mg)

VORONOI _ 8
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EGFR 0| H|A-A|| | 2fof| Chet

VRN11320mgoiiAf ZkEel EGFR HHolol| Chst 48t e slol

X oo

ol OIAMY B 7]

x oo

EGFR del19 % L858R0{IA Osimertinib 80mg CHH| 44} 70*55.;._* Target Engagement 2t EFgISt x| EalE 2 CNS SGA AHEA 29| 5

In vitroTarget Engagement in Ba/F3-engineered Cell Lines

Target engagement ratio

8_
VRN110755 320 mg Ctmumss
6_ A o
C
>
[e]
Ke]
5
44 =
56x 2
o
e}
24 Q
\ [ o
0- e T
N\ N\ N\
§$ §§§5&@§@@$@$@$@$ $504® S5 ﬁ@&&&@&®@&§&@@@$ $0g0s
FE SO PR S RS e P SRV LN LA OGS AAPA
AR X, G ISR S VT GO SRS s e’
I\) OINIANIBNR) A I\) N N 3 (D N (D O
/\yﬁb é\é\é\oeo%"o\fp&b o@\sgaé\'\ yﬁ\b é\é\\é\\oq,o&‘o\t})\ibb Qe;\:goé'\
A> A
A% \/
Classic =1 atypical Classic Classic Classic =1 atypical Classic Classic
(uncommon) + atypical ~ /+ C797S (uncommon) + atypical ~ /+ C797S
(uncommon) (uncommon)

Target engagement ratio (TER)

VRN11 Osimertinib VRN11

320mg 80mg / Osimertinib
Classic 56 14 4x
Classic + C797S 22 <1 | 140x
Classic + Atypical 20 9 2X
Atypical 5 2 3x

x2.0 - x0.2

Target engageme itratio (TER); Brain

VRN11 Osimertinib VRN11

320mg 80mg / Osimertinib
Classic 112 2.8 40x

VORONOI _ 9
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Case Report: k|X0| ExjolAle] X2 &1} (1)

& 145 40mgHE] | TO| 2hxjof| Chigh et 2ot 2l

Phase 1a. 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

Baseline

Brain 1, 2 lesion

v Decreasein size of CNSlesion

Brain 1, 2 lesion

| v Tumor disappearanceof CNSlesion

Brain lesion

v" Tumor disappearance of CNSlesion

VORONOI _ 10



Investor Relations 2026

Case Report: £|Z0| 2ixjol|A{e] X2 &1} (2)
3MIEH EGFR TKI X|= ZE0| Q= 2tXIolAM VRN 11 F0 E A ZSAWT 0| A k| (HiH A4 Slol
Ij| ¥t 50% 242 Overall PR(partial response) 2

320mg: 47-yr female with EGFR Del19/C797S NSCLC

Baseline C2D1
R 3.3yr Tumor disappearance =
Osimertinb —— | VRN11320mg - > =
of CNSlesions o
Baseline 8
- |
c
D J [J/ O =
2022-07-05 2025-11-20 2025-12-19 E
(C1D1) (c2p1) [aa]
Baseline and Treatment History VRN11 Treatment
S
* Lung, Brain, Bonemetastasis  Lungtargetlesion: 50% tumorreduction 5
« Diseaseprogression after Osimertinib » Twobrainlesions” were absentat first TA 4
. . -
 BaselinectDNA of EGFR mutation cleared <
. @
* Overallbestresponse: PR &5
PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity VORONOI _ 11

*Non-target lesion
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Case Report: |0 E*IHHIMP-I X2 &3} (3)
3MICH EGFR TKI x| 2 20| =20l VRN 11 £ = X ST [0f| M | HH A =101
| *HH 38% 242 Overall PR(partial response) EW

400mg: 71-yr male with EGFRL858RNSCLC

6.4yr Tumor disappearance
Osimertinib VRN11400mg PP - > Baseline C2D1
of CNSlesion
Baseline

2018-08-30 2026-01-15 2026-02-05 -
(c1D1) (c2p1) K=
7
Q
-
c
VRN11 Treatment S
o0

* Lungandbrain metastasis « Lungtargetlesion: 38% tumorreduction

e PriorEGFRTKI: OSimeﬂinib, Lazertinib ¢ Brain |esion*: absent
 Overallbestresponse: PR
PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity VORONOI _ 12

*Non-target lesion
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VRN11-Osimertinib H|1!: Progression-free survival(PFS); 2L treatment

sfeta!H X|= o[ Xt CHA VRN 11 mPFS 7712 oA
Heavily pretreated®! giXI1210f|== E761 1 Osimertinib 4.077H2 CHH| #4X{o MZ7 |7H A Gt A4S

S7ETEH VRN11: Progression-Free Survival (PFS) Osimertinib: Progression-Free Survival (PFS)'

Prior chemetherapy (2160 mg, n=23)

"| -
1.00-
0.75- — mPFS: 7.3 months 0.75 — mPFS: 4.07 months
[ 2
Prior EGFR TKI 'E ! Prior EGFR TKI
n 0.50= c-ocvrverrenene i E 0.5 4
Gefitinib  22% 'b." o
Erlotinib 13% 0.25+ 0.25 - 1st or 2nd- 100%
Afatinib  30% ) _ Generation
0.00 .
Dacomitinib 4% o 3 6 9 12 15 18 0 o enth
il A Atrisk 23 19 11 6 4 At risk : 0
: Month 3 0%
Lazertinib  35% generation
VRN11 Osimertinib?
(C797S negative) (T790M negative)
mMPES i 7.3 months i 4.07 months
] (95% Cl, 4.0-NR months) i (95% C12.1-4.3 months)
VORONOI _ 14

PFS, Progression-Free survival;
Takeda M, et al. A phase Il study (WJOG12819L) to assess the efficacy of osimertinib in patients with EGFR mutation-positive NSCLC in whom systemic disease (T790M-negative) progressed after treatment with first- or second-

generation EGFR TKls and platinum-based chemotherapy. Lung Cancer. 2023;177:44-50.
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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

7.3 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 _ 15
Yangetal., JCO 42, 4029-4039(2024)
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Case Report: 7|E BZE X|= &Il 2tX} i X|&X0l ZQF x| 21t &5

) = o
2 10tH2| X| 2 0]=0] b= EGFRHO| 2HXl0jlA], VRN 1 1 SO0l LLLE XS S A4 &

A
oo O

—

Representative Case in heavily-treated patient(240mg, EGFR L858R)

Osimertinib
+ Pemetrexed VRN11 -43% -56%
+ cisplatin 240mg PR PR
Baseline
L O/ K B O O O o
2024-01-02 2025-05-29  2025-06-27 2025-09-19 2026-01-09 2026-03-06
(c1D1) (c2p1) (c5D1) (coD1) (C11D1)

Baseline and Treatment History VRN11 Treatment

- Metastaticsite: Lung, Lymphnode + Targetlesions showeda sustained decrease overtime, reachinga 70%
« hadreceived 10 prior lines of therapy, including Erlotinib and Osimertinib reductionatC11D1
(Lymphnode: 17.4 - 5.6mm/Lungtargetlesion: 18.9 - 4.7mm).
« BaselinectDNA of EGFR L858R mutation also decreased (VAF 5.7 =
0.06%)

PR, Partial response VORONOI _ 16
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EGFR C797S 'Ho| 2ixtojjr e x| = =1}

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

Efficacy in Patients with EGFR C797S Mutation  Representative Cases of Systemic Control

v' Best Response in Target Lesion Size
EGFR Del19/C797S NSCLC(63-yr male) EGFR L858R/C797S NSCLC(60-yr female)
. 207 ORR 100%
% S 0- 320 400 240 160 320 320
g § 160mg §’ Baseline C2D1
=2 20 ¥ 240mg =
g‘é’, .......... . ... M 320mg S
S ‘E -40- M 400mg <
5= ©
@ o
-60- A 3(
PR PR PR PR PR PR E
v ctDNA VAF dynamics S
50— EGFR Del19/C797S NSCLC(47-yr female) o p
\e 25 160 mg ..g
7207 \ o 240mg Baseline C2D1 5
$ 20 -®- 320 mg —
£ 15 E;
3 2
3 107 c
g 0.5 ?
g =
0.0- [}
e 2
N Q9 @©
0@"& (,‘\9\\& =

ORR, objective responserate; PR, Partial response; SD, Stable disease; PD, Progressive disease VORONOI - 18
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(=] b~ o °
In vivo REE S| ASEI VRN112| S UtS 0|=: Deeper Response
VRN11,CDX 220i|A Osimertinib CHH| 22 £2F 2iH|(Depth of Response) &t &k0!

VRN11

Subcutaneous CDX model(PC9 _Del19) Luciferase signal in SC model
PC-9 Luc Vehicle Osimertinib i.
1
PC-9 Luc 10— NCG mouse “Omg/"g'QD) i
250 NCG mouse o
= z
& - e (Jeeseeessecssecssesssesssessscssnn o
€ 200-
E
g 150
5 76x102 g ) _
g 100 photon/s g SitiEness 1L
S5 50<
(= e :
° ,
0- ‘ % = GEGERE] ».
0 20 40 60 80 8 .
Days after treatment Days after treatment 1 vl
-O- Vehicle

-O- Osimertinib (10 mg/kg QD)
@ VRN11 (10 mg/kg QD)

VORONOI _ 20
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PFS-Depth of Response &2

THE QIM|Io| 27 M2 42 LM/ 23| AR E 2SS JH540| Hofx|H, 2iXle| of= £2F 7|77 7|l “PFS(Progression Free Survival) 714"

@/ Depth of Response: M2 HEAME = > {2 UH A= S 715y |12

Osimertinib . o
Osimertinib mPFS

® Osimertinib (80mg) 18.9 months

® VRN11(320mg)

Depth of
Response Best response
-50%
® o—
>-60~70%

$§& 8 8 8 3%
B e e e e e

¥18.9 , >40m
56 1ax yi8om &

7 Driving gene Time(months)
®
Target
Enggagement PFS The size of cancer cells

PEvent ofheterogeneity = f(n v, p) +BM (Cancer size, Cancer cells)
= 109Cells 0.%nm = 103Cells

n = # of cells in tumor, v = doubling time
p = probability of resistance @1 == 106Cells 0.04mm= 10°Cells

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 VORONOI _ 21
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PFS-Depth of Response &2

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 _ 22
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

KO

ALK MI0|M= Target EngagementZt =2 4

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

E 60+
i
o 40 () Alectlnlb (2™gen)

o sctimmE

Ceritinib (2"%en)
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

i
% Nuvalent

Market Cap(Apr 30, 2026) USD 7.8B

Addressable Market ALK (3~5% of NSCLC)

1USD = 1,450 KRW

A2EAI(ALK, EGFR)

2 20| 37, ZIMOE PFSTHLOIX

=izl
EGFR inhibitors
100
80—
E 60-
(/2]
& 40
£
20 Osimertinib (31 gen)
Afatinib(2"d gen)
Erlotinib(1stgen)
0 1 1 1 1 |

0.0 0.2 0.4 0.6 0.8 1.0
Gen factor/Remaining Volume

@VDRDNDI

UDS 3.6B

EGFR (30~40% of NSCLC)

VORONOI _ 23
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EGFR tHO| H]2MIZH| 2} 2Exfof|A{2] 2=t 2 d Sl Lok

ok= 2 BAI2 = Grade 3 0| A2 TH5H 21(1.5%) Q2 0Lk LRM tol
Es|H|719x0| 0 0f|Z7FsHo| W2 £ Off-target £AHE22 H 1 EIHI QIS

Compound VRN11 Osimertinib
P (80-480mg QD, N = 55) (80mg QD, N=201)"
Median No. of prior systemic therapies (range) 3(1-10) 2(1-11)
Treatment-related adverse events Grade 1 Grade?2 =Grade3 g'?:ge Grade 1 Grade?2 = Grade3
Any treatment-related AE 40% 24% 2% 68% NR™ NR 15%
Diarrhea 9% 4% = 13% 37% 5% <1%
Rash 18% 4% = 22% 33% 6% <1%
Ifg;'; Dry skin 9% 4% - 13% 28% 3% -
Pruritus 11% 4% = 16% 10% 3% =
Stomatitis 5% - - 5% 10% 3% -
Non- Decreased appetite 5% - - 5% 8% 1% <1%
EGFR-
_Related Meusea A . . AT T e _eaam '
Special  Interstitial lung disease (ILD) - - - - 1% 3%
interests QT prolongation - - - - 1% <1%

___________________________________________________________________________________________________________________________________________________________________________

*One patient experienced Grade 3 acute kidney injury; the event was reversible, and no recurrent cases were observed in other treated patients.
"*NR, not reported; Grade1/2 breakdown for overall TRAE not reported in source.

Source: 'Yang JCH, et al. Osimertinib in pretreated T790M-positive advanced non-small-cell lung cancer: AURA study phase Il extension component. J Clin Oncol. 2017;35(12):1288-1296.

No DLTs were observed, and the
MTD and RP2D have not yet been
determined.

No patients experienced drug-
related adverse events leading to
treatment discontinuation.

No treatment-related clinically
meaningful QT prolongation or
ILD was observed.

Any drug-related adverse event
leading to dose reduction was
observed in 4 patients (6%).

Any drug-related adverse event
leading to dose interruption was
observed in 8 patients (13%).

VORONOI _ 25
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*S Park, etal., 2024 J. Clinic. Oncology.
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