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EGFR SIS C797S HIAMZH 2 Landscape

Osimertinib L 5 EGFRC797SHIE ~10%
EGFRdel19,L858R, C797S S£¢40I2t EGFR TKIE et HEX| 2 Q' 28 St unknown BHRFIEE) UM X

I
— [=] O L-oO

VRN11. Heavily treated StX} CHA 24 SHA} B E EGFR H|2M[ZH|F| Osimertiniboil CHEt LHA HIZ{LIE!
1A} SO 2K} E¢iHo] Resistance mechanisms
A D+ DT to 1L 03|mert|n|l:E>GFR
amp
12400 L+LT sy
Gefitinib/Erlotinib ™
Afatinib/Dacomitinib D+unknown
L+unknown
FH| EGFR
1XpHO| 2XLE
80~90% D+unknown
+
I L+unknown
Osimertinib ~ D+DC
l L+LC
o o i - Acquired cell cycl lterati
/ BAIEGFRC797S H0ICR! 3912 2 B ot ecmiatons - Bacauredoalcycegene sherstion
v SHCHXIZAIZE 1XHKESMOR AIES =, Wilisl=2IELHME C797S EHHO| 2k B

[[] 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 _ 5
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EGFR C797S tHo| gtxjoflMe] x| 2 =2H(1)

Precision medicine targeted therapy 20l0f|A| 22 £|x 2, 214t 1a2f(Dose escalation) & Grade 3 0[A2| X2 glo| Q- HQ1 X|2 %0t 2lol “ORR 75%(3/4)”

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

40
30
20

240101

Patient ID Dose level

1 40 mg L858R/C797S/ R776H Dacomintinib-Osimertinib
2 160 mg Del19/C797S Osimertinib

3 240 mg Del19/C797S Lazertinib-Osimertinib
4 80mg Del19/C797S Osimertinib

ORR, overallresponse rate; PR, Partial response; SD, Stable disease; PD, Progressive disease;
Data cutoff October 14,2025

220101 [ 160mg

B 240mg

EGFR mutants Prior TKls

Molecular Response for C797S patient

25 1
}
1
1
1
2 1
1
@ |
lg: 1
3) 15 | :
E 1
[T) 1
w
T 1} !
w 1
S |
80mg, PD 1
05  160mg, PR '
40mg,PR\
. ! _
Baseline C2D1orC3D1
ctDNA clearance Best changesin Brain lesion
(C797S) target lesions (%)
100% -51.4 Disappeared
100% -45.3 Disappeared
100% -44.1 Decreased
80% 31.2 Increased

Best
response

PR

PR

PR

PD

VORONOI _ 6
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EGFR C797S Ho| EtxtofjA{e] X|= =1}(2)

40mg~240mg EtXk=0f|lA EGFR C797S Ho|oi| CHet X| z =t 210l

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

Baseline C2D1 C5D1

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

Pleura lesion

CZD1
VRN11 Treatment

* 40mgQD, 19weeks

* Pleuralesion: 51% tumorreduction
* CNSlesion:tumordisappearance

* Bestresponse: PR

+ Safety: grade 1 malaise TRAE

Brain lesion

CR, Complete response; PR, Partial response; SD, Stable disease: PD, Progressive disease; TRAE, treatment-related adverse event VORONOI _ 7
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EGFR C797S to| EkxjoliMe] x| 2 Z2}(3)

v" 160mg Case Report: EGFR Del19/C797S

Baseline

Right lung
Target lesion
Brain1, 2
non-target lesion

v 240mg Case Report: EGFR Del19/C797S

Baseline

Pleural
Target lesion

Brain1, 2
non-target lesion

CR, Complete response; PR, Partial response; SD, Stable disease: PD, Progressive disease; TRAE, treatment-related adverse event VORONOI _ 8
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EGFR C797S tH0| 3 =1t &t 14 H|w

Phasela VRN11 Silevertinib(BDTX-1535)"
40 Y, vV oV Vv
. R e I o e o= = =0
o 20
20 £ o
10 40mg E ‘205
_1: 240101 110115 220101 80mg ® 07
. 160mg z 5%
Efficacy 2 B 240mg S a0
“ e i s - 5
-50 Mutation
© cr978 cors cors I o5 oo cre1s  C797s
v' Up1to240mg patients(EGFRC797S), ORR 75%(3/4) v Upto 200mg patients(EGFRC797S), ORR 25%(1/4)
Ongoing MTD
(ph2)
. -
N ~ J Grade=3 TRAES 20710}t
Grade>3 TRAEs 07 Dosereduction(200mg) 8%
Dosereduction0% Dosereduction(300mg) 33%

ORR, overallresponse rate; PR, partial response; SD, stable disease; PD, progression disease; TRAEs, treatment-related adverse events; MTD, maximum tolerated dose;
Source: "AACR-NCI-EORTC2023

VORONOI _ 9
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EGFR C797S Ho|ol| Chgt X|z21lS HIECZ JI1552 =1

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

Tumor size(%)

Tagrisso VRN11

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

Tagrisso efficacy

VRN11 tumor size; =-30%, PR
40mg (L+C797S)

VRN11 efficacy
40mg (L only)

After treatment(months)

L, EGFRL858R: PFS, Progression free survival: ORR, Overallresponse rate: AEs, adverse events: DoR, Duration of Response:
Source: 'Passaro, A. etal. Annals of Oncology, Volume 35, Issue 1,77-90,

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

Chemotherapy(2L)' VRN11
_ mMPES 4.2months 40~240mg patients, ORR 75%(3/4)
Efficacy ORR 36% mPFS = 6months(expected)
ORR = 50% (expected)
Safety =Grade 3 AEs 48% =Grade 3 AEs 0%

AL & 1 OF2[610 715521 S E RP2D & Al

EGFRC797SZ, 263 1b/24 1Y X 261 427 715521 L1 A=

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

80mg2E RP2D ZHs}0] 7t45821S st 2 ar24k ZIH

QUM A ARt~ T £921 £R717F32 months (2013.03~2015.11)
ORR 51~59%

DoR 12.4 months

VORONOI _ 10
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=2 E& Slols ] ¥
21 C|0|E|S Sofl eholet H| 4 Co]E{2te] &2t
H| 2l EEAOIMEE] EGFR C797S HO|0j| Liigt 25 5l o g =tel
21 1a8 & 40mg &0l EGFR C797S 'Holof| LSt x|z} 2R IS RO, It E-0] 10 S

2 400mgoliM = Grade 3 0| &2 2F= 2HA O[ A 8IS

EGFR C797S H|l 4 C|O]E{* U4 1adiolM 2lolst 25 Bl ok
2500-
mE 2000 480mg
E 1500 400mg e Grade=30|MARIS
3
?.c’_ 1000 Erlotinib 50mpk 320mg
o
E i e N ( N
g cR || crR |[ cr 240mg
0 T . — -—
: T - e 3mpk | | 10mpk||30mpk A
Days after treatment ORR75%
25— x1 x3 x10 Dose
— Escalation
(=]
2 Tt 3mox 10mpK||30mpK
< 15 - U J
2 - Pleuralesion: 51% tumor reduction
> 104 —+— Vehicle . .
3 e Erlotinib (50 mpk) QD * CNSlesion: tumor disappearance
@5 ~+~ VRN11 (3 mpk) QD * Bestresponse: PR
0 . . . ~e VRN11 (10 mpk) QD + Safety: grade 1 malaise TRAE
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

VORONOI _ 11
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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
DED]IE to 2L Osimertinib to 1L Osimertinib
1, 2MICH R L+LT
Gefitinib/Erlotinib ™
Afatinib/Dacomitinib D+unknown
L+unknown
MH EGFR
1XHO| 2HXt 5
80~90% D+unknown
+
M L+unknown
Osimertinib D+DC
! L+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 _ 13



EGFR 2%} 0] &2 X|zgM = X|= Taf =2t

3KFX|ZEM 0 &k2] EGFR 0| HIAM|EEH|2f 21 21H & 20(95.2%) iAIM B5 Y 2ot =0l

—

VRN11. Patient and disease characteristics VRN11. EGFR Driver-Positive Patients, 3/ Line

. VRN11 monotherapy 20 [ ]80mg
Characteristics (10 - 400mg mg daily), n = 54 1 160mg
10 B 240mg
Median age, years (range) 60 (45-87) I 320mg
g , ]
SeX, n (%) Male / Female 18 (33) /36 (67) E 130107 1I0TEY 150006 120004 150007 135112 110122 198120 150103 110110 110907 130106 ﬂ ﬂ
o
Race. n (%) Asian 54(100) 2-10
)
ECOG PS, n (%) 0/1 24(44) /30 (56) 8 20
£ Response to treatment
Classic 26 (48) 8 % (n=21)
W 30 e e
1] o,
Classic + C797S 4(7) £ Response  No (%)
Mutation type, n (%) @ .40 PR 4(19.0%)
Classic + Atypical 1(2) [
SD 16 (76.2%
. 50 762%) ORR 19.0%
Atypical 7(13) PD 1(4.8%) DCR95.2%
Median number of prior systemic therapies (range) 3(1-15) -60 NE 0(0.0%)

PR, partialresponse; SD, stable disease; PD, progressive disease; NE, not evaluable; ORR, overall response rate; DCR, disease control rate VORONOI _ 14
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VRN112} Osimertinib H|?

3Kt X|2ZM O[] EGFRHO| HIAM[ZEM|Rt 2t} 21H F 18H0| F2hS TIH611 104, Osimertinib2l mPFS(4.077H&) 2 Floi'd=mPFS 7 It

VRN11 Tagrisso(Osimertinib)”

110106 I =P
130106 =P
110107 | s 2 1 -
110110 | =P
ey
14 Median PFS = 4.07 months
g 0.75 1 (95% Cl 2.10-4.30 months)
110116 | = %
. g 18/21 pts ongoing o 05
110120 e L
140106 L o
o - [ ]80mg 0.25 -
iz -> [ ] 160mg '
e > Bl 240mg
150106 - 320mg
oo 0 * : Time (months)
0 3 18 21
0 2 4 6 8 10 12 Atrisk 55 29 0 0 0
Treatment duration (month)
Response to treatment (n=21) Response to treatment (n=55)
Response No (%) Response No (%)
PR 4(190%) ORR 190% PR 16 (291%) ORR 291%
SD 16(76.2%) DCR95.2% SD 16(29.1%)  DCR58.2%
PD 1(4.8%) PD 18 (32.7%)
NE 0(0.0%) NE 5(9.1%)
v' =Grade 3 AEs 0% v' zGrade 3 AEs 32.9%
PFS, progression free survival; PR, partial response; SD, stable disease; PD, progressive disease; NE, not evaluable; ORR, overall response rate; DCR, disease control rate VORONOI _ 15

Source: "Takeda M, et al. A phase Il study (WJOG12819L), Lung Cancer. 2023;177:44-50
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ot Kx|2(X|2 )0l it Al22{|0]M(2L+; EGFR 1xI 20| +unknown)

Tumor size(%)

100 Tagrisso(80mg) VRN11
Dosing stop Dosing start

\Tagrisso (D+unknown)

“Difference of VRN 1-Tagrisso efficacy”
80mg (D)

+
Unknown VRN1180mg (D +unknown)
K ..................... Tagrisso efﬁcacy (D)
N
N

PR) VRN11 160mg (D +unknown)

50

~---------- ----- VRN11efflcaCy 80mg( )
EGFRDel19
\\X\\\ T VRN11 efficacy; 160mg (D)
” 4 Tagrisso mPFS

18.9 months

D:EGFRDel19 VORONOI _ 16
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VRN11 Case Report(80mg)

241 a4k Dose escalation v 80mg Case Report: EGFR Del19(80mg->160mg)

Baseline and Treatment History VRN11 Treatment

+ > 10months (on-treatment)
Lunglesion: 47.37% tumor reduction
Pleural effusion: disappearance

* Pleurametastasis
+ Two prior systemic treatments including
afatinib

NoDLT « Bestresponse: PR
No Drug related SAE

No =G2TRAE

Safety: No TRAE

v 80mg Case Report: EGFRDel19/T790M

Baseline and Treatment History VRN11 Treatment

80mgQD, 16 weeks

Adrenal gland lesion: 47% tumor reduction
Bestresponse: SD

Safety: No TRAE

* Lung,lymphnode, and adrenal gland
metastasis

» Sixprior systemic treatmentsincluding
dacomitinib and lazertinib

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

VORONOI _ 17
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VRN11 Case Report(80mg)

24 1a4t. Dose escalation v 80mg Case Report: EGFR Del19(80mg->160mg)
Baseline C2D1 (80mg) C9D1 (160mg)
. :

2

E c

NoDLT 2.2

No Drugrelated SAE é 2
g

I

F

a

« > 10months(on-treatment)
e 38mm > 20mm(-47.37%)

PR, Partial response; SD, Stable disease; PD, Progressive disease; TRAE, treatment-related adverse event; SAE, serious adverse event; DLT, dose limiting toxicity VORONOI _ 18
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VRN11 Case Report(160mg, 240mg)

241 a4l Dose escalation v' 240mg Case Report: EGFRL858R
Baseline and Treatment History VRN11 Treatment
=== . EGFRLS858R mutation « Targetlesions: 43%reduction(after 4 weeks)
i « Priortreatment: 10priortreatments * Bestresponse: PR
NOBET s ) | - Safety: G1skinrash
No Drug related SAE : I J
No=G2TRAE S L -'-'-'T---—I

! i

Bael T i
; v/ 160mg Case Report: EGFR Del19(Amplification)
|
1
1
1
1
i
- + EGFRDel19and brainmetastasis « Targetlesions, ~7%reduction(after 4 weeks)

« Priortreatment: Osimertinib(disease » Bestresponse: SD(including brain lesion)
progression after 5 months) + Safety: NoTRAE

| Baseline and Treatment History VRN11 Treatment

VORONOI _ 19
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HZ=X2(EGFR TKI &&) LiA/E2 SIX} CHA D|SEE 9|8 £

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

E X222 E/=8 et Chy Yo Al Bl

v  VRN11 & Tadof| Clieh =2 T Aret

Efficacy

EGFR common mutation(2L+)

*Data cutoff October 14,2025

i 1
I
I
Chemotherapy I VRNTT :
Drug name Chemotherapy' ?ﬁ:ﬁ:ﬂ:ﬁ%r +Amivantamab Osimertinib2 : (exVRe/'\ZeI ) +Chemotherapy |
+lazertinib! I P (expected) : « DCR95.2%(20/21)
I . :
I : + 18/21 patientsongoing
: |+ Datacutoff 71 10712l o] ot 501 sixt ol
I
I
mPFS 4.2 6.3 8.3 2.8 - 26 210 |
(months) I :
: ]
: I
oo : : * upto400mg patients(n=54),
>Grade I
Adverse 48% 72% 92% 32% - 0% <50% 1 2 Grade 3 TRAEs 0%
events : :
L ;

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 _ 20
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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k| o] 2txfoilAfe] x|z 22H(1)

Osimertinib2| x| EIE2 20%21 2HH, VRN 112 222 |2 k| F1t2 200%01| CHet Human PoC Data &2

7|1Z £2Q18 EGFR TKI2| | F3}2(kp,uu,brain/Rat)’ [VRN11-Osimertinib H|x] 2txjof|Ae] k| £2tE2(K,,, csr)

VRN11 Osimertinib(Tagrisso) VRN11 240mg

Plasma and CSF concentration

20-
s o 200%
£ 154
L VRN11 Osimertinib
dg 104 PP Kpuu, CSF = 20 Kpuu, CSF — 0.2
2 sy O
5 °
S 54 ©
Gefitinib(Iressa) Afatinib(Gilotrif) €
0.9% 0.6% 0
1 1 1
2 o &
Q\‘b& Q\og& (¢
&
WD‘Q 240mg BM patient
@C2D15

* Koy, cse measured in 1 patient who received 240 mg
* Osimertinib K,,,, csr were adapted from BLOSSOM (JCO 2024)

Source:"Nicola Colclough et al. Clin Cancer Res 1 January 2021; 27 (1): 189-201, VORONOI _ 22



k| 0| EtxfoilM2| x| =1H(2)

FaE 0|4 Forot lH0| 2Ix}0fl- DCR 100%
[ H0| 2xLoj| M FIEISH(CR) Al 2=

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

oo

v 160mg Case Report: tumor disappearance of CNS lesion
C2D1

v CNSresponse(3line, 2160mg)

Baseline

Disease Control Rate(DCR) ,§

(]

11 100%(11/11) N

[=

+ AlIBM/LM patients are ongoing treatment ©

o

v 40mg Case Report: tumor disappearance of CNS lesion v’ 240mg Case Report: decrease in size of CNS lesion
C2D1 C5D1 Baseline C2D1

c
c o
R ‘»
] °
L o~
= -
o =
) ‘©
o

Source: AACR-NCI-EORTC 2025 VORONOI _ 23
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Phase 1a(Dose escalation), “No TRAE grade =3”

s 143 40mgFE 2 2 elRIE|ion, THCH220] 108] 5712 400mgoilA = 2F= 2 Grade 3 0142 O AR G2

QlaH adoflA 21015 VRN 112 M (As of 2025.10) Osimertinib CHH| 243t oA
Dose Escalation
Osimertinib (80mg, n=279)" ¢ \[x{\ Gl oo e )
TRAEn(n=54) 7Y Gradel Grade2 { -~ | Event(%)
ade : M crdesa [
1 1
XXXmg. ] ] Diarrhea 49 2 9 -
i 1 1
480mg i ] Rash 54 1 18 - i
1 Iy On 1
1 1 . 1
400mg(n=1) 0 0 0 i 0 0 i treatment Dry skin 33 <1 9 - i
v > NoDLT Paronychia 33 <1 - - i
320mg(n=4) 1 1 0o 1 0 0 i
i H Stomatitis 25 <1 6 - i
240mg(n=14) 8 6 1 0 0 ! , i
i i Pruritus 15 - 6 - ]
160mg (n=13) 7 5 2 1 0 0 i PR 19 1 ] .
] 1 1
1 1 1
80mg (n=12) 2 2 0 i 0 0 i QT Prolongation 10 2 - - i
1 1 1
40mg (n=3) 1 1 0 i 0 0 i ILD/Pneumonitis 4 2 4 A j
i i EGFR on target tox. EGFR off target tox.
20mg (n=4) 2 2 0o ! 0 0o !
1 1
i () 1 1 0 ' 0 0 ! + Dosereduction(dueto TRAES) 0%
mgn= G- | « Permanently discontinuation(dueto TRAEs) 0%
DLT, Dose limiting toxicity; TRAE, treatment-related adverse event VORONOI _ 25

Source: *Osimertinib safety profiles adapted from FLAURA (NEJM 2019)
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Persister Cancer Cell, Treatment Resistance and PFS

& MAZ(X=ZE)

THEE M| 27t HE R LY/ RS B2E 2

O X[=
— L

Sh= MIE

2 KMXIE(X|=22) AlZzo|M

A= HX
TEE

1St

= sl=5t7 15 A10| Slofx|n, BXte] PFST}HAE,

Tagrisso2| & Mx|g(xz2E)"

100%
o 1
.‘g I’
o /
o /
E s
g e
S
€
=}
ot
A
- —”’
——————— -

Day after treatment

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

60 -
=
= 40+ — Ongoing treatment (n=4)
The size of cancer cells >
@ 204
Cancer Cancer =
size cells E 0 a
9 = —/U- —
10°Cells E -
oot,'po_g#&qo EEXEEE T VXXX X w.oo.o.o.o_moooooooo
106Cells g -
= —60
0.#%nm == 103Cells >
g 80 -
0.0¢mm = 10%Cells f)
-100-
Baseline 8 6 24 36 48 60 72 84 96 108 120 137

Time since treatment initiation (wk)

VORONOI _ 27
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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 _ 28
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Reinterpretation of IC;, data

Target engagement ratio

VRN11

VRN11
EGFR mutations
320mg
Classic + C797S 27
Classic + Atypical 26
Atypical 15

15—
VRN11 320mg Cirou
. gh,ss
Tagnsso AT R
. o e o
(Osimertinib) g
S 104
c
=}
- z 67x
P o 54
0
Q
@
=
\ 4
07
) oXD o xoo o
:2%&@8%85%289%@%m9%9¢
TONONNONOTrON©OOOSTING© 2
ARNONNPGRAONNNpoONNRNNSN oS
o3co2uZosoBJuliliide3y
O KOoOr-XgplX szm =
T 0= PXRO®D O o
g 838888 THrT 2
_|D — — (DO(D(D <
~
<
N~
-

IC50 (nM), unbound

Osimertinib VRN11
80mg /0simertinib
17 4x
<1 180x
8 3x
4 4x
15+
10
o
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*Target engagement ratio was determined with [Ctrough,ss / IC50 of the indicated EGFR mutations]

E709K
E709Q
L747P
L747S
R776H
L861Q

L747-A750Del-ins-P

Plasma VRN110755 concentration (ng/mL)

Pharmacokinetics

Pharmacokinetics of VRN110755 at C1D15

1000-|

100-
IC;0 serum@gdainst Del19
- 160 mg (n=11) 320 mg (n=4)
80 mg (n=10) - 240 mg (n=6)
10 T T T 1
0 6 12 18 24

Timepoints (hour)

¢ Dose-proportional exposure was observed in humans.

® From 80 mg, VRN 11 maintains plasma concentration above IC,, against
EGFR-Del19in 100% human serum for 24 hours.

® Average half-life of VRN110755 was around 50 hours.
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BAEX|=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 £1}2 1~3% 75~77%
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o ey
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§ 24 2577
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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>voronNoOI
BBB £ 1~8% 21% 100%
(Kpuu,brain, Rat)
52.7
48.4
£ 30.2
S
S 21.4
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Osimertinib  Erlotinib  Osimertinib Osimertinib VRN11 VRN11 VRN11
uncommon D/L L858R Del19 uncommon Del19 L858R
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EGFR 1X} X|25M0f| et & Al H]aa

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.

SESM02023 VORONOI _ 33



. | "‘ed

e,giw;rkq Size




Investor Relations 2025

Next planned Steps

Phase 1b/2 Monotherapy Expansion Proof of Concept

Cohort A
common EGFR mut. with C797S Low Dose (320 mg, QD; n=20), High Dose ('TBD, QD; n=20) E> TBD

After 1L 3 Gen TKI (Osi, Laz, Ami+Laz)

Cohort B
common EGFR mut. Low Dose (320 mg, QD; n=20), High Dose ('TBD, QD; n=20) E> TBD

Treatment-naive

*CohortC
Atypical/luncommon EGFR mut. Low Dose (n=20) , High Dose (n=20) E> TBD

One prior TKI (allow =1 prior systemic regimen)

*CohortD
Atypical/uncommon EGFR mut. Low Dose (n=20) , High Dose (n=20) E> TBD
TKI-naive
T Additional dose levels (e.g., > 320 mg) maybe

introduced if supported by Phase 1a safety/PK

(Ongoing) Safety Run-in Combination Therapy Dose Finding

MTD-1
Cohort E
(VRN110755 plus SoC Chemotherapy) E> MTD-2

any EGFR mut.
MTD-3
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EGFR NSCLC Market size

EGFRNSCLC Al 24 PFS JHEof et EGFR Et0|' VRN 112| 2% 29|

0iE &5 71k

5 EGFRDC, LC
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o B &2 K| =N 2RHTH At

Annual EGFR TKI sales
USD 14.2bn(2032 expected)
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2L Market Size 1L Market Size 1L Market+a o S QUMM 2t S QHH A =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 LIA 2 HIE 50%, 2 222| PFSQ| 22, 1A+ 2=2| PFSCHH| 0.6-0.8HH4: 7HA VORONOI _ 36
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