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VORONOI. Overview
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VORONUOI. Pipeline

EGFRdel19/C797S,EGFRL858R/C797S

VRN11

VRNO7
(ORIC-114)

VRN10
VRNO6
VRNO4
VRN13
VRN16

VRN19

&LvoronNnol

OrIC

&LvoronNal
inno.N
Anvia Therapeutics
&KLvoronNnol

&HvoronNal

&KLvoronNnol

H|AAMIZH|f

H] Aot

Sujot
HIAM|ZE RS, Zhak et

AppHSEet

EGFRdel19, EGFRL858R (Brain metastasis)

EGFRuncommon(2L setting)

EGFRdel19,L858R, uncommon

EGFRexon20ins (treatment-naive)

EGFRexon20ins (post-amivantamab)

EGFRexon20ins (with SCamivantamab) JNS5€N 7
fohmonoon

EGFRuncommon

HER2exon20ins

HER2+ positive

RET fusion

RIPK1

PDGFR

PKMYT1

USP1

Clinical Phase
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VORONOI. Milestone Guidance

2025 1H 20252H 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 I\\ GreaterChlna 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
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VRN11. EGFR H|2M|ZH|2} Landscape

Osimertinib Li&d = Unknown HIZ ~50%
EGFRdel19,L858R, C797S EXtHO|2} EGFR TKIE T &lst BEX| 2 2 22 SHXHunknown EHK}F e AFKISH =

[= A = K =y B

VRN11. Heavily treated StX} CHA 24 SHA} B E EGFR H|2M[ZH|F| Osimertiniboil CHEt LHA HIZ{LIE!
1K} SHHO| 2K} E¢Ho|
A DT Resistance mechanisms Resistance mechanisms
to 2L Osimertinib to 1L Osimertinib
1MICH,2AICH LT
Gefitinib/Erlotinib C797S C797S
Afatinib/Dacomitinib D+unknown g '
L+unknown
Common
80~90%
D+unknown
SHIEH L+unknown
Osimertinb
Lazertinib+Amivantarmab DC
LC
\ 4
A Afatinb = G/L/S Y
10~20%
A\ [] Acquired EGFR mutations [ Acquired cell cycle gene alterations
] Acquired amplifications (L] Unknown
i i i T f ti SCLC, SCC
v’ 0| ZIgH, BCRP/p-gp2l 2ited S LA 70| Bis{XIX] 242 (unknown) BERF S} QLA XIsH [[] Acquired oncogenic fusions  [[] Transformations( )

[] Acquired MAPK-PI3K mutations

D:EGFR del19; L:EGFR L858R; G/L/S:EGFR G719X/EGFR L861Q/EGFR S768l; T:EGFR T790M; C:EGFR C797S EGFR: epidermal growth factor receptor; NSCLC: Non-small celllung cancer: TKI: Tyrosine kinase inhibitor

Source: 'Leonetti, A. etal. Br J Cancer 121, 725-737 (2019) VORONOI _ 8
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VRN11. Potential First/Best-in-class Profile for EGFR NSCLC

1MIcH 2IcH 34[cH VORONOI
Gefitinib Afatinib Osimertinib VRN11

J" = J' Off-t ff- EN isi ivi
O arget Off-target 54 demonstrates exquisite selectivity
\ \)J' Toxicities x| At superiority to competing drugs

/ EGFR EGFR On-target S4 , ,
On-target x| A3} Highly potent against mutated EGFR
Toxicities =

CNS CNS o] gxjoj| cijst Confirmed higher BBB permeability
Activity * * 1 X=z3t than other approved treatments

% resistanceto 3 EGFR EXX|=2H|(TKI) Superior efficacy to competitorsin
33 Generation TKI LjA/22 28 EGFR models

VORONOI _ 9
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VRN11. MEddn k| Eaps

ME#M(Selectivity)0| E22%E = “H5 1 BAIZ
II'IOI 2}I|-01| EH'&'I‘DI§E| OIE 20 “?IE_!:I ﬁ@,";‘:‘gkl@ﬁ' ”

MEiM(Kinase Selectivity) k| EIEE (Kp,uu brain/Rat)’!

TAIBSfE BIAIB 2%+E VRN11 Osimertinib(Tagrisso)
S-core(10)0.24 S-core(10)0.13

VRN11

S-core(10) = 0.01

TKL

' < CALTYE Bs*f %3-;32% Gefitinib(Iressa) Afatinib(Gilotrif)
I orHer : 7 A1 . GC S-core(10)0.51 pesadiilol

VT A NN < 0.9% 0.6%
1 e \ = ; f

. \AN a

1 2 \ *.

| \ )

: e PercemCorO\to;oI ‘ j

! 0.1% ‘

! @ 01~1% : /

! ® 1~5% o = 1-’/

1 ® 5.10%

Source: Eurofins DiscoverX Kinomescan, 1 uM concentration, 'Nicola Colclough et al. Clin Cancer Res 1 January 2021; 27 (1): 189-201 VORONOI _ 10
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VRN11. in-vivo efficacy

EGFR C797S EISLiM SoitHo| 8 olL|2}, EGFR Del19 S0 || S7HLH(IC) R Hof|M = x| 2521} Sl

Comparison in subcutaneous model of Ba/F3(EGFRLC) Comparison in intracranial model of PC9(EGFR del19)
2500 - & 1x10°-
> S
E 2000- O  1x10%A
E °
g 1500 = 1x107
3 —o— Vehicle — @ Vehicle
< 10004 —s— Erlotinib (50 mpk) QD 3 1x10°- - Osimertinib (12.5 mpk, QD)
'g' VRN11 (3 mpk) QD - - -0~ VRN11 (5 mpk, QD)
<105
5 5004 "+~ VRN11 (10 mpk) QD o) -© VRN11 (10 mpk, QD)
= 4 o -@ VRN11 (20 mpk, QD)
hhhhh _ —+— VRN11 (30 mpk) QD - 1x10% T T T T T T 1
1] T T Al |
0 5 10 15 0 3 6 9 12 15 18 21
Days after treatment Days after treatment
25 30-
B8 251
= 20-
2 — 5 — s 2
z —— . W C—t=t——e—o—9
o 157 g 15
2 =
> 101 & 101
o o
@ 5 @ s
G L) Ll T T Ll Ll 1
0 T T 1 0 3 6 9 12 15 18 21
0 5 10 15
Days after treatment Days after treatment
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-l (=)
VRN11. EGFR BN X|2H| k|-si2taH Enl=
0I5 AR 52 RPN S1E 3101, 0| HIEHOR k0| SIXIS HEfSHIA Tixtel A
EGFR EXNX|2H[2| k|- 2HEHH E112(Kp,uu, Brain/ Mouse, Rat) 2 k| HO|, H40t HO| XIS HetSH= ZHEQI A MA|
» Mouse = Rat =100.0%

EGFR Del19 L858R, C797S, E51X| 242 £¢itH0|
L= SE SNH0|IS ZET
EGFR&ds} S0 7k i=NSCLC

-

Include
. Brain metastasis(BM),
) . Leptomeningeal metastasis(LM) patients
- & § - untreated and asymptomatic patients
:‘;;. 2 P ~N - treated and controlled* patients
- X S o X o
0 § g 8;.
m ®m: S°
Tarceva Iressa Gilotrif Tagrisso VRN11 Controlled : =[10|2 215t E42 steroid 10mg/daily= Z& 7Fsetetat
Erlotinib Gefitinib Afatinib Osimertinib

Source: "Nicola Colclough et al. Clin Cancer Res 1 January 2021; 27 (1): 189-201, 2Drug Metabolism and Disposition April 2019, 47 (4) 393-404 VORONOI _ 12
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VRN11. ot oidd o2nus dkdst ¢

Osimertinib CH | 245t Safety margin@2, =23t 22 ¢i0| 5~ 124le| 22 F2k Iks
Osimertinib CHH| ME2Z0iMRE] X| = 22t ol 4t

0%
—
0%
il
Pl
rO

11

AHast(Dose escalation) 24|

Safety Margin

+?9TE 480mg

400mg

VRN11, Grade 3
+80m ’
Ir--E 320mg On-target AEs
25% (expected)

r==%
1

VRN11

+80mg

100000+
100000 O Rat Ir-->
- |:| Dog ~ +80mg
= E 100004 AUC at mouse 12.5mpk ;‘“*
£ 100001 O HNSTD] < ++ () STFOLG - AUC athuman 80 mg
2 2 ] 80mg
Q1000 e AUC at mouse Q  1000- --Osimertinib 80mg (Del19, L858R,uncommon)
< efficacy dose* < Grade 3 AEs 34~42%(FLAURA)
6.7x 4.9x 0.9x 0.5x
100 T 100 .
13 week 13 week —-Osimertinib 80mg (CNS)
v SIS 320mgntX| A
*Mouse efficacy dose: > 90% tumor regression in Del19/C797S models v iz 20| M DLTZ}LIEILIX| %2 AL, 320mg o)z gag 80mg‘il =a
VORONOI _ 13

Source: 'FDA review, 13-week GLP tox. studies



Investor Relations 2025

VRN11. 221 aX(Dose escalation) 712

BEX| = LM/S2 SHjof| Cist At add Tl =
EGFRDel19, L858RE=¢H0| 8! unknown 2tk Zgt

U 1adt = g 214 aX(Dose Escalation) ZIt (N =~103)
K iR +80mg
ey Eligibility o 480mg
v Del19,L858R, C797S, Z5/X| 2 EiiHo| i =t ¢! S 400m
tHo|E Zretot EGFR 243t EHHO0|7L = NSCLC i
v A4 2%F7| O|A EGFR TKIZ Z&ist HEA| 2 QH0|= FAkst +80mg
X IS Sofl ZHZI(PD)0| ERIEUALL SHOE K|t P
FTheEl It ofSfMO = CHE EE K& QHO| M 0]2jo] ¢l +80mg
SseIt AR P>
v k| Mo[(BM), 49t HMO|(LM) 2kt (untreated and +8£)Ln3
asymptomatic patients, treated and controlled* i
patients)
=>» Heavily pretreated SHXt CHA A 1add I =
(0|0l EGFR HIAMIZ|Q |25 17H 0| A} HE2 SHX}t CHAL)
Clinical Endpoint
v' Primary endpoint: £[CH5{88&(MTD), Y424 A8 . .
: D lation(3+3 Backfill
(RP2D), 2HH A (Safety), L2k (tolerability) ose escalation(3+3) _|_ -
v' Secondary endpoint: {2 28-S E(RECIST 1.1, v 82522 320mgrix| T
i 2 x|27|7¢ ok=5H otaist SSe5o= =S
oM - o B R v S5 820l DLT7HLIEIIX| 242 39, 320mg 0l 8248 80mg 53

*Controlled : =/0|= 215t ZA4E steroid 10mg/daily= ZH 7Fs%tetat VORONOI _ 14
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VRN11. EZ=X|2(EGFR TKI X&) LHA/E

rigioll Chigt olci=

EGFRTKILIE/28 &XloiMe] &5 3 e E BEOZ 1A X|=H|Z2| £

EXZ2H LE/28 et Chd Lo Alg bl

Trial MARIPOSA2!
Rybrevant
Brand name Chemotherapy +Chemotherapy
Drug name Carboplatin-pemetrexed Amivantamab

+Carboplatin-pemetrexed

Del19, L858R
Tagrisso 1L received 69%
Tagrisso 2L received 31%

Del19, L858R
Tagrisso 1L received 74%
Tagrisso 2L received 26%

Characteristic

History of

. 46% 44%
brain metastases
mPFS
(months) 4.2 6.3
Adverse events >Grade3 TEAEs 48% >Grade3 TEAEs 72%
(AEs) Serious TEAEs 20% Serious TEAEs 32%

Heavily pretreated X3! EGFRTKI =

JCO 42, 4029-4039(2024).

S XY Ojs=E

EM

EGFR common mutation(2L+)

AURA?
Rybrevant+Lazcluze Taqrisso
+Chemotherapy 9
Amivantamab +lazertinib Osimertinib
+Carboplatin-pemetrexed
Del19, L858R Del19,L858R
Tagrisso 1L received 70% T790M negative

Tagrisso 2L received 29% EGFR TKI 100%

46% i
8.3 2.8
o,
;ggs; igﬁ@fgg&) % >Grade3 TEAES 32%

olg 2

HERTHENA-LungO013 KEYNOTE-7894

- Keytruda+Chemotherapy

Pembrolizumab

Patritumab Deruxtecan +Pemetrexed-platinum

Del19, L858R
Platinum chemo 100%
EGFR TKI 100%

Del19, L858R
(T790M 38.8%)
EGFR TKI 100%

51.1% 28.2%
5.5 5.6
o 2Grade3 TRAEs 43.7%
(2 fé?:;j:ﬁ? :Essgégg@,) Discontinuation(related Drug)

16.3%

ES RS YR stofESe| e FAIZ0|M oA Zxi

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, 3Helena A. Yuetal., JCO 41, 5363-5375(2023). “*James Chih-Hsin Yang et al.,

VORONOI _

15
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VRN11. EGFR H|AMZHS} 1X} X|z5MQ 29| Y 7MY

EGFRNSCLC 1X X|23M ZIg] S8

VRN11
Ph. 1a B&! SIXE2 (24} +)

4 N\

« common(D/L)

+unknown

« Uncommon(G/L/S)

» D/L+C797S
* EGFRBM
* EGFRLM

. J/

v EGFRTKIE Zelst HEK|2 @H =S eIk IEgt
v’ k| H0| X, BCRP/p-gp2l 2fsi S LAl 7| X0
SIS{XIX] 242 (unknown) 2tk st

+unknown #

lo!

XX 2SM T
A

=
naive 2+ 14 FI offY

« common(D/L)

« uncommon(G/L/S)

Heavily treated ZEXtCHA!

2K K| ZE 0] Chict 42t

EGFRHYI|AMZEHIRE 1K} K]

ZSM

Hi— =

Ho[EEHIEeZ

A7t/ Ih

2% X| 2 S MM 1K} KIZSHO 20| A4 Al A

Osimertinib(EGFR)

2L(AURA) 1L(FLAURA)

ph.1/22013.03~ ph.1/22013.03~

Previous treatment with # Patients must be

EGFRTKI treatment-naive

NVL-655(ALK)
2L+ (ALKove-1)

1L(ALKAZAR)

ph.1/2 2022.06~

Previously-treated ALK+
NSCLC

ph.3; planned 1H2025

TKI-naive ALK+ NSCLC

ORIC-114(EGFR Exon20 insertion)

2L+ 1L

ph.1a; 2022.03~

ph.1b; planned 2026

Previously-treated EGFR . TKI-naive EGFR exon20 ins.

exon20ins. NSCLC NSCLC

D:EGFR del19; L:EGFR L858R; G/L/S:EGFR G719X/EGFR L861Q/EGFR S768I; T:EGFR T790M; C:EGFR C797S; BM:Brain metastasis; LM:Leptomeningeal metasasis;

VORONOI _ 16
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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 E1%H0| 20l|'c uncommon SHO| H|AAM|ZHIRte] 24l 1A} K| 258 SOl

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 _ 17
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VRN11. H|2AM| 202 X X| =] PFS ]|

ALK H[2MIZHIF EHX|ZH[S] PFS H|2

EGFR HIAMIZHI EHX|ZH[S] PFS H|12

4 N\
1AMICH
1MIcH 3AMIcH e
ALK e o Gefitinib 3MIcH
<9 an(:tlmb Lorla:mlb EGFR Erlotinib Osimertinib
’ Y @ i pg I e
=, = s o I
] (Kpuu,brain, Rat)

60.2+

52.7
48.4
30.2
. 257 21.4
14.4
10.9 ’
Crizotinib Brigatinib Alectinib Lorlatinib

Erlotinib  Osimertinib Osimertinib Osimertinib  VRN11 VRN11 VRN11
D/L uncommon  L858R Del19  uncommon Del19 L858R
N\

Month

Month

(Estimated)

(Estimated)  (Estimated)

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), Solomon BJ, et al. 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, etal. J Thorac Oncol. 2021;16(12):2091-2108, Toyoaki Hida, Transl Lung Cancer Res. 2023 Aug 30:12(8):1822-1825, in-house

VORONOI _ 18
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VRN11. Next planned Steps

(Ongoing)

2L Strategy
é

ﬁ
1L Strategy

2026(F)

2027(F)

Ph1b

Dose expansion
cohorts

Ph2
Accelerated approval
cohorts

EGFR C797S(+BM)
EGFR uncommon(+BM)
EGFR common(+BM)

EGFR C797S, post 1L 3 TKI

EGFR common, uncommon, 2L
EGFR BM/LM, post 1L 3@ TKI

Ph1b
Dose expansion
cohorts

Ph2
Accelerated approval
cohorts

Ph3

for regular approval

EGFR common, naive
EGFR uncommon, naive
EGFR active BM, LM naive

EGFR active BM, LM naive

EGFR common, naive
EGFR uncommon, naive

EGFR w/ BM/LM, naive

J

VORONOI _ 19
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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
USD 14.2bn(2032 expected)
------------------- Uncommon

A

EGFR Del19, L858R

“Best-in-class Drug”

uncommon | . p— PFS 10m+a 7| K2 ch] @401 Metint o[ S2iE £112 2ol
Pts10-20% L 8% Aol ofsz U OFEHA Bl 7
\ A

A

EGFR uncommon

“Best-in-class Drug”
7|Z& X|=H| ChH| @25 MEfE 0} [ 2hEs Eatg 20l
Common o UMM AT W ot Y shol 7|cy

Common Common PFS19m*+ o
Pts 80-90% PFS 19m

EGFRDC, LC

“First/Best-inclass Drug”
&Il S2l X|=H| 2Rt AgollM
2|SLY SHHO|2HE BASH= XIZNHIZMN, 7145582 =1

unknown

2L Market Size 1L Market Size 1L Market+«
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 _ 20

Source: dataintelo
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VRN11. ALK vs EGFR

Market Cap
(Jan 31, 2025)

P
Q Nuvalent

6.1bn USD

@vaDle

1.1bn USD

Addressable ALK(~3-5% of NSCLC) EGFR(~30-40% of NSCLC)
Market
3dgen, Lorlatinib 4t gen, NVL-655 34 gen, Osimertinib 4t gen, VRN11"
PFS NR(64.3t0 NR)' PFS Common(DL) 18.9m
Uncommon 9.8m
Compound mutant Compound mutant
Activity3 2 & Activity X ©
3 s 4
Kpuu.brain 0.1~0.15 0.15~0.2 Kpuu.brain 0.3 16
(rat) (mouse)
IC-ORR 60%' ICORR 69%>°
Including Including
Untreated/Active X X Untreated/Active X o
BM/LM patients BM/LM patients
Off-target Toxicities? NO TRK-sparing TRK-sparing O g Majenmeldbolite; Sparing off-targets
Toxicities off-target related toxicity
“expected
Source: : [1]1DO0I:10.1200/JC0.24.00581 [2]DOI:10.1001/jamaoncol.2023.5013 [3]Nuvalent Overview(Oct,1,2024) [4]110.1124/dmd.118.084210 [5]DOI: 10.1200/JC0.23.02219 VORONOI _ 21

Exchange Rate: 2025.01 average 1 USD = 1455.79 KRW
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Reinterpretation of IC;, data

ofe| 250l Lhigh MZ2 T U]

Cell viability(%)

100
ok=st(Pharmacokinetics; PK) 2l &5 21}
50 =
@
@
@
) AzZHo|=
| C Log (concentration) Ctrough,ss,free ' Zilt%l iEI
Cell viability(%) QLM X0l T
100 |C50 %totE %EE
EJZIEHY A ofo] ZBl510f,
gis Q5 # QT

Lo \

[ ERE:

Ctrough,ss,free /ICSO

VORONOI _ 23
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Persister Cancer Cell, Treatment Resistance and PFS

A MK (KIZ2) 2 THESH= LMIZl| SSS T

HEUHIII RS S B LY/ 23| ZRE B

2 HXIE(X|22) AlEzo|M

100%

Tumor Volume Ratio

\

Day after treatment

7ts5*40| =OIX|H, &= 2txte| PFSO|= S 1A A2 offdd

EGFRL858RSC2H AlS Sof
o KxI2(x|22) Al=22lold &5

The size of cancer cells

Cancer Cancer m‘g
size cells £
£

= 10°Cells 3

(]

>

-— 6 B

= 10%Cells £

2

0.Btnm = 103Cells

0.0dmm = 109Cells

8001

—e— Vehicle

Dosing Stop
Monitoring

6 12 18 24 30 36 42

Days after treatment

1001 l\%ﬂg —e— Osimertinib (10mpk, QD)

—e— VRN (Dose A, QD)

804 ~o- VRN (Dose B, QD)
-o— VRN (Dose C, QD)

60- —e— VRN (Dose D, QD)

40+

20

0 | L] 1
21 28 35 42

Days after treatment
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Simulation of cancer cure rate, PFS(EGFR Del19)

& HA[S(X|22)2 THESh= M0l FES 1.
TE MRV RS +E L8/ B2E 2lSE 71580| =0IH, g2 2iXIe| PRSI SEE 718 22 oy

Crrougn/ICsolt & KAIZ(X22) 2| Atz Crougn/ICsolt PFS2| AlEtE|

60

— Osimertinib QD 80mg(CNS)

= [ J
L . fle
- — VRN11 QD:; Low dose =
£ =
205 o 30
>
5 =
£
=
2
— Osimertinib QD 80mg
[ J
— VRN11 QD: Middle dose
— VRN11QD; High dose
0 — VRN11 QD: High dose 0
0 10 20 30 40 50 60 70 80 €0 100 Osimertinib - CNS Osimertinib_D

Day after treatment

VRN11_D

PFS(month) e Css/IC50

VRN11_CNS

100
=
-
B
10 2
7
oy
{=2)
o
S
o
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Ctrough/1C502} mPFS 4224 (EGFR)

EGFR H| M| ZH| 2 A

EGFRIC,,(nM)

100

B ]
EGFRDel19 EGFRL858R

EGFR
uncommon

Osimertinib

v" Cellularpotency

2 VRN11

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
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Ctrough/IC502} mPFS A2t (ALK)

ALK H|2M|ZH|2F Ak

ALK TKls PFS(1stline)

: 70 70
ALK fusion IC5,(nM)
100
o
— = —_
2 £ 3
o xctrough,ss,free s%® > ¢
e v’ TargetEngagement &£
°
- :
1
crizotinib  brigatinib  alectinib  lorlatinib 0 o 0
b : 7 Crizotinib  Brigatinib  Alectinib  Lorlatinib
v' Cellularpotencyagainst ALKmt
PFS(month) @ Css/IC50
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ot X X2 (X|=2)0ll Chst A|Z2l|o|M (2L + ; EGFR del19+unknown)

Tumor size(%) Tagrisso VRN11
100 Dosing stop : Dosing start

Tagrisso tumor size(D +unknown)

“Difference of VRN11-Tagrisso efficacy”
dose A(D only)

50
-10~20%

=T = - = = = = = = = = Tagrisso efficacy(D only)

. Tttercssereniiiiieesssees VRN efficacy; dose A(D only)

'Ecoooooo....ooooco... VRN11 E o,

.....................E.........)"

Cftetecieteternaananssss VRN11 efficacy: dose B(D only)

2 moln'[hs 4 mc;nths After treatment

D:EGFRDel19

VRN11 tumor size; dose A (D+unknown)

. o, "o, VRN11 tumor size; dose B (D+unknown)
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VRNO7(ORIC-114). EGFR Exon20 Insertion H|AM|Zmj[2} 1} x| 2| 7|cH

EGFR Exon20 Insertion HIAMIZEHIQ 1X} X|2H[2A{2] 7FEsAd 2101

Heavily treated 2tx} ChAt S8t 2t 26l (CR) 24 Ci|o|E

Active k|F0] 2Extof| Chet X|= 20HS 2helgh X Y4 H|o]E

Off-target S40| §i= Z|Zx9| 4! C|o|E

1X X|2SM T2 218t Amivantamab HE Q4 7HA|

VORONOI _ 30



Investor Relations 2025

VRNO7(ORIC-114). EGFR exon20 inhibitor Competitive Landscape

MM 51 CNSOIM X282 0tE 21015t 5215 EGFR exon20 insertion H| 2|22t X X| =X

EGFR exon 20 inhibitor clinical
studies typically EXCLUDE:

— Prior EGFR exon 20 treatment
— Untreated CNS metastases

ORIC-114 trial enrolled significantly
higher percentage of patients with
prior EGFR exon 20 treatment and
baseline CNS metastases

Despite more challenging patients,
ORIC-114 demonstrated:

— Systemic complete response

— CNS complete response in
untreated CNS metastases

— Responses post-amivantamab

Source: ORIC company overview February 2025

Amivantamab CLN-081 Sunvozertinib Furmonertinib  BLU-451 m
Trial Phase 1 Phase 1 Phase 2 Phase 1 Phase 1 Phase 1
ENROLLMENT
[ = o  fo  n
: Prior EGFR ex20i Allowed (") No No No No Yes Yes
1
|
I % Prior EGFR ex20i 1% 4% 3% NR 75% 81%
|
1
: Untreated CNS Mets Allowed No No No No Yes Yes
|
: % Baseline CNS Mets 22% 38% 32% 34% 58% 86%
e A ———— -
CLINICAL ACTIVITY
Systemic Complete Response Yes No No MNo No Yes
CNS Complete Response in
Untreated CNS Mets (@ No No No No No Yes
ORR in EGFR ex20i Naive ~40% ~41% ~61% 42% TBD TBD
. 33% confirmed
Post-Amivantamab Response NA No Yes Mo No
P ORR (at 75 mg)
VORONOI _ 31
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VRNO7(ORIC-114). Active 0] 2tx}of Cigt X| 2 =2HS Stolsh x|k 4t

Active =[T10] 2IXIS Zetsh= EGFR BEA| =X & X|Z9| 2l

End of Cycle 1: Complete Response

71Z EGFR I EXX|=H| 22 otA| VRNO7(ORIC-114). Active |70]| gtx} 2bH
Patient Selection BM(%)
Key inclusion criteria included presence on tissue biopsy of 21 of the two common EGFR 86
mutations associated with TKI sensitivity (ex19del, L858R) and treatment-naive for locally VRNO7 (including
advanced or metastatic NSCLC.IKey exclusion criteria included symptomatic and unstable brain I (ORIC-114) activeBM)
metastases|(patients with asymptomatic and stable brain metastases were eligible if radiation .
P e ? Amivantamab 22
therapy or surgery was completed and no steroids were received for >2 weeks before random
assignment). . R - - J
Mobocertinib 35 Baseline (1 out of 4 lesions shown)
VRN07(OR|C'1 1 4) Patient POPUIatlon » CNS metastases at baseline: Four active CNS non-target
+ Any advanced solid tumor with locally documented: Furmonertinib 29 lesions
- EGFR exon 20 insertion mutation ~ Previously untreated
- HER2 exon 20 insertion mutation o - No prior surgery
- HER2 amplification or overexpression Sunvozertinib 32 - No prior radiation
- Atypical EGFR mutation (NSCLC only) + CNS response: Complete response after Cycle 1 (100%
* Prior chemotherapy BLU-451 o8 reduction of all 4 CNS lesions), confirmed after Cycle 2
« All other prior therapies allowed, including prior exon (discontinued) L|MO| SR 13HSA8HS
20 targeted therapies v CR1H
+ RECIST v1.1 measurable disease Zipalertinib 38 v PR/SD 7
+ Patients with CNS metastases allowed, including
asymptomatic untreated CNS metastases
« ECOG 0-1 - Active |=0| &x} Z&tst At £Ix} B! Active 0] 2tX}0jlA| CR AL Z|== =kl

Source: DOI: 10.1200/JC0.23.00515 Journal of Clinical Oncology 41, no. 26 (September 10, 2023) 4208-4217., AACR2022, ESM02023

BM: Brain metastasis; CNS: Central nervous system; CR: Complete response EGFR: epidermal growth factor receptor; HER2: Human Epidermal Growth Factor Receptor 2; PD: Partial response; NSCLC: Non-small cell lung cancer:

SD: Stable disease; TKI: Tyrosine kinase inhibitor
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VRNO7(ORIC-114). Molecular Response in NSCLC patients

ALY TRl Z, ctDNA

P
100
80 B Ex20ins ASV, SVD,orNPH Atypical
60 - B Other Ex20ins Mutations ~ p = TP53 LoF mutation

-100=

% Change in mEGFR VAF from Scrn to C2D1
o
]

ORIC-114 achieved >75% molecular depletion in mutant EGFR by week 4 in 67%(18/27)

Source: ENA2024 VORONOI _ 33
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VRNO7(ORIC-114). 1x} X|2SM ZIYS et L&t LA HE

Treatment-naive SHA} CHAF SHEF A S E JA] (2024.04) 1XH X 22M FIQE 2|8t Amivantamab HE A 7HA|(2025.01)

O R | C O RIC Johnson&Johnson

ORIC Pharmaceuticals Announces First Patients Dosed Across Three Expansion Cohorts in Phase
1b Trial of ORIC-114 in Patients with Mutated NSCLC

April 15, 2024 at 4:15 PM EDT

* ORIC-114 plus SC amivantamab to be

Additionally, the company initiated an extension cohortto evaluate ORIC-114 for Collaboration ier:/sa;lrjtai‘:)?g 1D USRS EG AR e 08
the treatment of patients with first-line, treatment-naive EGFRexon 20 NSCLC Overview .
* ORIC retains development and

commercialization rights to ORIC-114

Ak 14 24 HF (2024.05)

+ Potential for deeper and more durable
clinical activity than either agent alone
Combination - ORIC-114 provides CNS exposure to treat

Rationale and/or prevent brain metastases
- Amivantamab provides activity against
potential TKl resistance mechanisms

AL 1/28 SE &Rt iy
2808 >350%E

QAL AfO|E 2 St

2670 > 3474
02, 25, 34 9| QA 27} i
H2/FHLiCh/BRIE et/ 2 %7t

Source: ORIC company overview February 2025 VORONOI _ 34
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VRNO7(ORIC-114). EGFR exon20 insertion HI2MIZHH 1A X|23M 4k sldko]| &ZS

2025

1L EGFR exon 20

Phase 1b
Monotherapy

2L EGFR exon 20

Pha§e 1!3 1L EGFR exon 20 with SC amivantamab
Combination

1LEGFR exon 20 (monotherapy) Multiple Potential

NDA Filings in 2028
for 1L Approvals

Potential
Registrational

Trial(s) 1L EGFR exon 20 (with SC amivantamab)

Comprehensive Phase 1b data expected in 2H 2025 with the potential initiation of Phase 3 trial(s)in 1L NSCLC in 2026

Source: ORIC company overview February 2025 VORONOI _ 35
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VRNO7(ORIC-114). EGFR exon20 insertion HIAMIZH|QF BXX| 24| 24 Al H|w

EGFR exon20 insertion E}2I NSCLC X|=&| 1A+ Al& H| 2

EGFR exon20 insertion(1L)

Trial

Brand name

Drug name

Characteristic

Brain metastases
(%)*

mPFS
(months)

Adverse
events(AEs)

PAPILLON'
Rybrevant+Chemotherapy

Amivantamab
+Carboplatin-pemetrexed
No previous treatment

23%

11.4

>Grade3 AEs 75%

*History or presence of brain metastases

Source: 'Zhou C, et al. N Engl J Med. 2023;389(22):2039-2051.

FAVOUR?

Firmonertinib

Treatment naive

17%

>Grade3 TRAEs 13%
Serious TRAES 3%

CHRYSALIS?

Rybrevant

Amivantamab

previous chemotherapy

22.2%

8.3

>Grade3 AEs 35%

2IASLC2023 3Park K, et al. J Clin Oncol. 2021:39(30):3391-3402. “ASC02023

WU-KONG6*

Sunvozertinib

Received 1-3line of prior
treatment

32%

> Grade3 off-target
AEs(Blood CPK increase
17.3%, Anema 5.8%)

FAVOUR?

Firmonertinib

Previously treated

29%

>Grade3 TRAESs 29%
Serious TRAES 18%
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VRN10. HER2 positive Breast Cancer Treatment Guideline

VRN10, ¢idli SelEl x|z ZMe| ol SIS S5 + AS A= 7|l

N# 2
Trastuzumab+ « 2 4 Tucatinib+ N2

S;c:e(\:ndard Pertuzumab + T-dxd(Enhertu) Trastuzumab +
orare Docetaxel t8 t8 Capecitabine t8 N
Results of mPFS 18.5 months ggg g 12 i.oimonths mPFS 7.6 months
Clinical trial Grade =3 AEs 56%

@ w 0| X0l CHgt O|EZE 0|2 48 @ 0| BHRIO| CHt OIS ZE o2 4 @ wHo| X0l CHet | ZE 0|2 48
Key
Limitations

A ME=dotetw|of e 2218 4t A 78 HES 8PS SR8 FA o|ofgt Tucatinib &= &5

A ILDS} 22 BxtgoR olgt 82 S2te) ofafg
ILD/Pneumonitis 15% 2 (vs T-dm1, 3%)

Source: Baselga J, etal. N Engl J Med. 2012;366(2):109-119., Hurvitz, Sara A et al. The Lancet, Volume 401, Issue 10371, 105 — 117, Murthy RK, Loi S, et al.N Engl J Med 2020;382:597-609. VORONOI _ 38
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VRN10. HER2 positive Breast Cancer Treatment Guideline (Expected)

EnhertuZt 1XHX|ZH|Z2 S0l ool 2}, O] X|=Z M Eot el QIS 0 . 0lof], VRN 102l ZES HIZC 2 LISt K25 M| T s

N\ 2
Standard + What is Standard of care after 1st line treatment?
T-dxd(Enhertu)
of Care t8
Results of PR @ | 0| 2tXto| gt D|SFE 0|2 48
.. . =24 = (=] = | o Aq :
Clinical trial v Enhertu 0|22| ZX|Md 7+ =VRN10,
Tucatinib CHH| =[Z2HEH EakE 108l X}
@ o e e R R I —
Key -------------------------------------------------------------------------------------------------------------------------------------------------------------------------------------
A i | _.
mitations A 7|HA MIES SN S5t 2at @At A ILD2} 22 HAZOR oIt 82 F0| 0f2ig
v ADCOHHE 2 75X > VRNI10,
A 1ostve maigoz ot gz suciopig Covalent inhibitore} #8202
Enhertu S HER2 ADC2}2| A|LX| 7|cH

VORONOI _ 39
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VRN10. HER2 positive TKI Competitive Landscape

QOVoRONDI | (@l =P Sfeer
+++

_ - +

Moderate High Low

HER2 selectivity
over EGFR

Potencyto resistant
mutants

Intracranial efficacy

Binding mode

GSH reactivity

HER2 ADC
Internalization

BCRP substrate
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VRN10. Preclinical in-vitro: Selectivity

EGFR(HER1) CHH| HER20]| Ciigt MEHMES =04, 21 o= L] MAIRt T|HY S2| RS IHME £+ AS A= 7|y

Highly selective & potent to HER2 Potent HERZ2 inhibitor with wider selectivity over EGFR
102_
VRN10 1014
S(10)=0.01 100
TKL 3
-—10-1_
B
O 10-2-
LR 10-3+
10-4-
VRN10 Tucatinib Neratinib Lapatinib
mm HaCaT mm BT-474 (breast) mm HER2ZWT
iy - == A431 mm SK-BR-3 (breast) == P95HER2
"\ &.o mm HCC-1569 (breast) == HER2 L755S
o ' == N-87 (gastric) == HER2 T862A
- = CW-2 (colon) — HER2 L869R
== Calu-3 (lung) = HER2 L869R/T798I
— HER2 Ex16del

VRN10

16~754

Tucatinib Neratinib Lapatinib

EGFR sparing

(ratio to HaCaT GI50) 1~317 0~11 0~4
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VRN10. Preclinical in-vivo : Brain metastasis

VRN 10, HER2 24 £7HLH(IC) xenograft modeldflA 48t 25 20l

BT474 (HER2+ breast;Tucatinib)

1x108+
X Q)
S S
§ 1x107 5107
& '. é ........
x z
& 1x10- =
&= _106-
; E
S -
1><1050 ; ; ; 1-2 1-5 1-8 2-1 105 — 105 *TTC group 3/6 mice were dead
Days after treatment o b 8 &40 El ¢ 8% 8 fAEs A& &
Days after treatment Days after treatment
- Vehicle - Vehicle - Vehicle

-+~ Tucatinib (75mpk,BID)

-+~ Trastuzumab (6mpk,Q3W)
-»- Capecitabine (350mpk,QD)
- T+T+C

VRN10 (25mpk,QD)
~ VRN10 (50mpk,QD)

-+ Tucatinib (10mpk,BID) —o— T-Dxd (10mpk,Once)

-»- Tucatinib (75mpk,BID) = 4x of approved dose

VRN10 (12.5mpk,QD)
~+~ VRN10 (25mpk,QD)
-~ VRN10 (50mpk,QD)

VRN10 (6.25mpk,QD)
~ VRN10 (12.5mpk,QD)
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VRN10. Preclinical : GSH reactivity

Covalentinhibitor 27| ALZA| LI si= EXI01 SREK|2(GSH)2HHIS0 X SRZERCE Qlsl of| E M= 21 STt

olred —oT
VRN10=2 Covalentinhibitor0ll, 27 [ZEALSA| 2i4iet 4= QL= EUM THIEMN (ZISM, E7=EM 5) 20N MHHOR XIR 2R ok

Less GSH reactivity anticipating less GSH depletion or cysteine modifications

VRN10 Zongertinib Neratinib Afatinib Tucatinib
120+ 120 120+ 120 N 120
s 100*&% s 1004%_; \? 100 * - a —% Q} 100 A x A f\? 1004}%%‘
e; 80 4 ,; 80 :; 80+ s; 807 =; .l
:E 60 :E 60 E 60 . E 60- :E 60
E 40- E 40 E 40 E 40 E 40
& o Control @ 204 = Control @ 20- = Control 5 20{ ™ Control @ 204 = Control
| & GsH oo osH |- GsH |~ csH o] osH
v0.0 0:5 1:0 1:5 2:0 0.0 0:5 1:0 1f5 2:0 vo.o 015 1:0 1 TS 2:0 v0.0 0t5 1:0 1 :5 2:0 0.0 015 170 1 :5 2:0
Time (hr) Time (hr) Time (hr) Time (hr) Time (hr)
Tvoe Covalent Covalent . Non-covalent
yp HER2 specific pan-ERBB . HER2 specific
. VRN10 Zongertinib Neratinib ‘ Afatinib Tucatinib
1 k T1_rz (hr) k T1;2(hl') g k T1,12 (hr) ‘ k T1fz (hr) g k T112 (hr)
Control ~ 0.105  *6.6  0.007  *963 : 0026  *265 0058  *120 @ 0.020  *35.0
GSH 0140  *49  0.085 81 0449 15 0474 15 0044  *156
GSH-control 0.035 198 0078 89 . 0423 16 0416 17 . 0025 282

*Extrapolated value
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VRN10. The first-in-human clinical study

5% QIAH bAIOIIAEIE] 8 QHO= Al ol
QIAM A CIRKI 47| (N=~72)

2UA1a4t. Dose escalation(Monotherapy)

Dose escalation Backfill

v Dose escalation2 ZId s}HA 25 20| T2 AL, 371 Li2le| S E| BHXIE F712 2ESH= Backfill 22 E ZIE o

0z

NA2024 Ti&f H|ojE HH

A4 1b4. Dose expansion

Monotherapy

Combination therapy with Antibody drug

Combination therapy with ADC(e.g.T-dxd)

(2% IND 52l gt2), 2025'F 447 &
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VRN10. HER2-positive Breast Cancer Market Landscape

Standard
of Care

Drug name
(Brand name)

Company
name

Mechanism

Peak sales

Source: Globaldata

Pertuzumab +
Docetaxel

Trastuzumab
(Hercepin)

Roche

Monoclonal Antibody

USD 7.1bn("18)

N\ 2

Trastuzumab+ < 2

e

Pertuzumab
(Perjeta)

Roche
Monoclonal Antibody

USD 4.3bn('21)

T-dxd(Enhertu)

N\ 2

+

4

T-dxd
(Enhertu)

Astrazeneca
Daiichi Sankyo

ADC(Herceptin)

USD 13.8bn('30(E))

Tucatinib+ N\ 2
Trastuzumab +
Capecitabine t8

Tucatinib
(Tukysa)

Seagen

TKI

USD 1.4bn(*30(E))

>

ZN-A-1041

Roche

TKI

Zion-Roche
Phase1, Out-licensing
Total Deal value USD 610m
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