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Clinical Update on VRN11: Robust Efficacy & Safety in Heavily Pre-treated NSCLC

XIMICH EGFR TKIZA2| 27t 22

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

Potent Efficacy
in EGFR C797S Patients
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Sustained Benefit
in Heavily Pre-treated Patients
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Efficacy: EGFR C797S Ho| SxjojjAe] X| = 21}

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)

Dosgzzsaesation v’ Best Response in Target Lesion Size v PK Exposure (all patients): Targetengagement ~ v' ctDNA VAF dynamics
20
~mg £ 10007 . 160mg < 30 160 mg
S 2 320 400 240 160 320 320 g 25
8 4 ? S e 240mg 7 29 \ -0~ 240 mg
480ma(n=a £ 6 £ _’ .............. 2 2.0 8- 320 mg
g( ) ‘g g g’ ¢ PC9 DC pEGFR ICqq ¢ 320mg ;'{
ORR 0% S 1007 ® 400mg i
100% AU 52 g e 430mg 1o
Sk S g
y N 320mg(n=3) § PC9 DC pEGFR ICsq § 0.5
10 T 0.0
-60-
c c1D15 @ N
240mg(n=1) PR PR PR PR PR PR wough (C1019) S &
€ 9
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
9 ( ) 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 - 4

* 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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Efficacy: VRN11-Osimertinib H|x2

160mg Of4} E2f6t EGFR 0| 1| StREZ0IIM =2 EtH SXI2(DCR) S &elsieM, Osimertinibel mPFS(4.07742) S 42l6k= mPFS 3

VRN11 Tagrisso(Osimertinib)*

Median PFS = 4.07 months
0.75 1 (95% Cl 2.10-4.30 months)

Prior TKI / Prior No. treatment
g
4

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

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

0.5 1

PFS rate

0.25 1

T 1’:5 T T T T T T T T T T T T T T T 1 0 N L L " L " "
0 8 i 24 32 40 48 56 64 72 80 0 3 6 9 12 15 18 21
Duration of Treatment (weeks) .

Atrisk 55 29 15 9 8 4 0 0 0

Time (months)

Response to treatment (n=31) Response to treatment (n=55)

Response No (%) Response No (%)

PR
SD
PD
NE

8(25.8%)

22(71.0%) ORR25.8%

DCR 96.8%
1(3.2%)

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

PR
SD
PD
NE

16 (29.1%)

16 (29.1%)

18 (32.7%)
5(9.1%)

ORR29.1%
DCR 58.2%

v' >Grade 3 AEs 32.9%
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Safety: VRN11-Osimertinib Hlx!

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

A1 a &0l ZQIEI VRN 112| 28 (As of 2026.03.12)

Dose Escalation

Osimertinib CHH| 40 QMM

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

i - 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 1T 10 0o ! T Cradez Nausea | i | I I w B
: : 5'0 4'0 3'0 zlo 1'0 (': t'J 1'0 2'0 slo 4'0 5|o 0; é's ) @; ) &; 2

240mg (n=14) 12 7 4 | 1 0 | 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 Osimertinib0flA EEl= MM 51 ZRM IfEZHLD) S 5 off-target A2 212

= 1 1
20mg (n=4) 2 2 0 i 0 0 i v oSO
10mg (n=3) 1 1 0 i 0 0 i On-target 28 3 Grade 3 0[&f2| 2tE 2 FAIE 2HHS0| 7= EGFR TKI CHE| R0 %=

DLT, Dose-limiting toxicity; TRAE, treatment-related adverse event; SAE, serious adverse event
Source: *Osimertinib safety profiles adapted from AURA phase2 extension
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Safety: VRN11-Osimertinib Hlx!

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 _ 7






Investor Relations 2026

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)

% g

— —> o=
/) 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: 2X10f|A| VRN 10 £0{3t = #F|3t EH (Serum) S &850 M| M| LY
pHER2 oiH| 53 &3
v' Integrated Analysis: 2xte| PK, PD, x| 5 4 (Tumor Shrinkage) € S8 2Asto] 2wo| lut
A &

v pHEszioH

CH e R

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 (%)
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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
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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
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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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