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l. R&D Pipeline 2025

*Cevidoplenib (SkrO-703)
SYK inhibitor e
Discovery Opt

Preclinical

Phasel Phasell *

*Denfivontinib (SkrG-801)
FLT/AXL dual inhibitor

ADEL-YO1
ANt-TAU mAb

ADEL-YO01

Cevidoplenib

Cevidoplenib ITP
OCT-598 AML

RA

Alzheheimer AAD EL

OCT_648 . O CT_598 SO I I d Tu morls We dream of a world without demsentia.

(Undisdosed) OCT-648

ONCl(P4899) Solid Tumors
(NUAK1/2 dualinhibitor) Solid Tumors

ONC2

*QATHE S HEAT SSIHE

=
1) Rheumatoid Arthritis : S HE]|
3) Acute myeloid leukemia : &8 =422 4) Pancreatic Ductal Adenocarcinoma :

A 2E 2 2) Immune Thrombocytopenia : HEE AT A S
A % . .
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l. Legacy Programs

= Lazertinib @¥GenEGFRinhibitor)

« Global approval/launch in 1L NSCLCY as Rybrevant combination
« Compelling improvement in PFS and OS vs competition

« Subcutaneous Rybrevant expected to boost sales significantly

= Cevidoplenib (skir0-703; SYK inhibitor)

« Demonstrated efficacy and safety in ITP? P2; excellent GI3 tolerability
« P3-ready in 2L ITP? (ODD%); lIT in 1L ITP to start
« Opportunities of indication expansion (RA> subset, GVHD®, AMR"), etc)

« Extra 20 years of IP® protection (crystal form)

= Denfivontinib (skiG-801; FLT3/AXL inhibitor)

« Demonstrated efficacy and safety in FLT3-mut AML? patients
» Confirmed safety and PK exposure as an oral agent
» Further internal development efforts postponed for strategic reasons

1) Non-Small Cell Lung Cancer 2) Immune Thrombopenia Purpura 3) Gastrolntestinal 4) Orphan Drug Designation 5) Rheumatoid Arthritis
6) Graft vs Host Disease 7) Antibody-Mediated Rejection 8) Intellectual Property 9) Acute Myelogenous Leukemia
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l. R&D Programs 2025 — Step-stone Programs

= ADEL-Y01 (ant-TauAck280 antibocly)

« Potentially the best-in-class anti-MTBR tau antibody targeting pathogenic tau

« Under co-development agreement with Adel Pharma
« P1 study ongoing in the US (ADD-MCI and mild AD)

- Part IAin HV; SAD enroliment completed (n = 55); no TRAE(Treatment-Related Adverse Events) observed

- Part IB in patients; MAD cohort 1 initiated (7.5 mg)

« Surging interest in anti-MTBR tau after P2a POC? by bepranemab (UCB)

= OCT-598 (EP2/4 dual antagonist)

* In-licensed from Kanaph Therapeutics

* IND filed in FDA and submitted in MFDS ; FIH dosing to start in 4Q
« SOC combination in multiple tumor types aiming at improved PFS
 Trailblazer program for Oscotec’s CTR3-targeting approach

AD = Alzheimer’s Disease; MCI = Mild Cognitive Impairment; POC = Proof of Concept; FIH = First-In Human;
SOC = Standard Of Care; PFS = Progression-Free Survival; CTR = Cancer Therapy Resistance;
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|. What's Next after Lazertinib?

Cancer :
L) g
’ . :
"Adapting to Stress” _go. :
S — P2 B <0 @
7t Resistance Alternatives

Therapy : Ex) Lazertinib :

: Hind-sight Approac:

S o0c00005005600 Ppoeeecenronansl

PGCC and

< Relapse Progeny

Population Size

>
Expansion Diminution Polyploidization Repopulation

Various .
cancer type

Combination therapy T

" Synergistic
Blue Ocean Area ,Chemotherapy drugs + Compounds = Antagonistic
for Next Gen Cancer Therapy No discrimination
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l. Next Gen Programs - CTR

CTR Target Screening

Platform Imaging Analysis Hit & Target finding
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Already making successes = P4899 (NUAK 1/2 dual Inhibitor)
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l. R&D Pipeline with Promise

° R&D initiated outside hindsight-based approach
* Pipeline with multiple target programs through CTR hit/target screening platform

o Strategic L/l enhancing presence in all cancer types

* Opportunistic translational research enabled rapid growth in pipeline and market
potential

o Target/Lead pair tool for searching new value

o Sustainable R&D structure with promise to market
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[Appendix] 2IAF A7

SN QA FH| (Oscotec)
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2025. 3Q(5+X) 2024.3Q(%+H)

. D= 20,898,656,287 | 31,671,592,275
. 1= A7t 1,385,975,845 1,614,972,625

. 50|

19,512,680,442 | 30,056,619,650

- ZHORH|QF 22| H]

11,079,253,559 | 12,704,228,824

17,761,054,033 |  13,050,343,230

(9,327,627,150) 4,302,047,596

(9,464,150,791) 5,378,367,594

(9.622,775,018) 5,277,198,337

4.0]2jolZ

(151,140,098,370)
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2. 7|EtH| S =2 8 &K 1,079,673,932 1,220,224,128
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= Focuson Cancer Therapy Resistance

Resistance/relapse is one of the most critical unmet needs
in oncology; “What doesn’t kill you makes you stronger”

Conventional anti-tumor therapy itself evokes therapy-
specific stress-adaptive responses in tumor cells

Ploidy cycle is the ultimate cellular stress response and the
primordial driver of speciation and evolution in Nature

Ploidy-mediated therapy resistance constitutes a unified,
holistic framework for “anti-resistance therapy”,
providing a plethora of novel, orthogonal targets to be
exploited

Prudent paring of the anti-resistance drug with established
SOC%treatment will prevent cancer cells from adapting to
the therapeutic pressure, negate resistance development,
and prolong the response, potentially leading to cancer
‘cure’

Two programs at the lead optimization and two at the hit-
to-lead stages; HyPR3) Platform under construction

1) Epithelial-Mesenchymal Transition; 2) Standard Of Care 3) Hyperploidy-mediated persistence and repopulation
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[Appendix] CTR

o MigPaCa? » Upon gemcitabine treatment, surviving PDAC cells = P4899 (NUAK 1/2 dual Inhibitor)
g become hyperploid before giving birth to para-diploid
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