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Disclaimer

This presentation has been prepared by Oscotec Inc.(the “Company”) solely for its own use at its presentation to company
investors.

Information contained herein is strictly confidential, and is given only for your information and for your use and may not be
copied, reproduced, distributed, redistributed or passed on, directly or indirectly, to any other person in any manner, or
published, in whole or in part, for any purpose. Certain statements contained herein constitute forward-looking statements
that are based on management’s expectations, estimates, projections and assumptions. Words such as “anticipates,” “plans,”
“estimates,” “expects” and variations of these words and similar expressions are intended to identify forward-looking
statements. Such statements address future financial results and business standings.

Forward-looking statements are not guarantees of future performance and involve certain uncertainties and risks, which are
affected by further changes in business environment. Therefore, actual future results and trends may differ materially from
the forecasts reflected in the forward-looking statements herein due to a variety of factors including but not limited to the
changes in market conditions and strategy revisions.

The Company is not liable for any investment decisions by its readers or subscribers and does not undertake any legal
obligation to present any supporting evidence against investment results of investors under any circumstances.
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Agenda

» Clinical pipeline update
= Lazertinib/amivantamab approved by FDA (1% line NSCLC)
= Cevidoplenib BD ongoing; ITP 15t line study to start (lIT)
= Denfivontinib (SKI-G-801) wrapped up Phase 1a in solid tumors

= ADEL-YO1 initiated first-in-human dosing

» Oscotec oncology R&D strategy
= Focus on cancer therapy resistance and relapse
= Multiple internal programs gearing up for in vivo PoC

= OCT-598 readies IND
> Q&A
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Clinical Pipeline Update
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Lazertinib

» Lazertinib-amivantamab combination approved

= For the first line treatment of patients with locally advanced or metastatic
NSCLC with EGFR exon 19 deletion or L858R mutations

= Median PFS 23.7 months vs 16.6 with osimertinib (p = 0.0002, HR 0.70)

B Progression-free Survival in Amivantamab-Lazertinib Group as Compared with the Osimertinib and the Lazertinib Monotherapy Groups
Median Progression-free
100+ Survival (95% Cl)
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Patients who are surviving (%)

Lazertinib

» Lazertinib-amivantamab combination
= Qverall survival still immature
= Subcutaneous injection superior to IV

15t line EGFR™Yt NSCLC

~o- RYBREVANT® + LAZCLUZE™ + Osimertinib HR=0.77 (95% CI: 0.61, 0.96) |
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Overall Survival

There was an OS benefit associated with SC amivantamab, with an HR of 0.62 compared to the IV amivantamab arm?
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Lazertinib

» Mechanism of action alleged to involve enhanced cell killing

» However, ORR is similar to that of osimertinib monotherapy (86 vs 85%)
» PFS is dramatically improved (23.7 vs 16.6 months)

» C-MET is implicated in development of therapy-resistance
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Cevidoplenib

Partnering

cwc/oe/oaRT [

ODD Granted *
P2 ITP 1+ Line (IIT) I

» Orphan drug designation granted by FDA (priority review, market exclusivity)
» CMC and nonclinical readiness for further development, incl new patents
» Partnering activities ongoing

» Investigator-initiated trial for ITP (St. Mary’s Hospitals)
= Frontline treatment in conjunction with the SoC (steroid or IVIG)
= Aims to prevent progressing to chronic ITP, potentially “cure”
= |ND to be filed (MFDS) in Dec 2024
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Denfivontinib (SKI-G-801)

» Completed P1 Part A (monotherapy dose escalation)
» 21 patients dosed (10 NSCLC, 5 breast cancer, etc)
» Safety; well-tolerated; 2 DLTs, MTD not established

» PK; nonlinear dose-exposure relationship
DL 6 (MPD)

» Efficacy; 3 stable diseases 500 mg
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ADEL-Y01

» ADEL-Y01 is a monoclonal antibody targeting a pathological form of tau protein
(AcK280) to treat tauopathies including Alzheimer Disease

» First-in-human study underway (US)

= First in Human, Phase la/b study for safety, tolerability, pharmacokinetics, and clinical activity
evaluation of ADEL-YO1 in healthy participants and in participants with Mild Cognitive
Impairment due to Alzheimer’s disease or mild Alzheimer’s disease

= Successfully completed SAD cohort 1 & 2 (dose levels 2.5 & 7.5 mg/kg)
= No safety concern reported to date

= PK analysis in progress
= Gearing up for Part Il MAD study

I 2024 | 205 | 2026

Ql Q@2 Q@3 04 Q1 Q@2 Q@3 04 Q1 Q@ Q@ o4

Part | (SAD) Healthy volunteers (n = 40)

M from AD o mild AD (n =33 I

Part Il (MAD)
Open label extension

Oc? | 0scotecInc. Translating Science into Medicine



—

ADEL-Y01
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Jul 2025 80 + 48 wks 235-246

Dec 2032 523 104 wks + LTE P2 pT217 (MTBR)
May 2024 8 12 + 96 P1b/2, DIAD (OL) 299-303/362-366
Mar 2024 24 P1, Japanese only

Sep 2025 48 P1 (HV) pS413

Jul 2023 86 P1 (HV + AD) SAD 386-408
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Preclinical/Discovery Pipeline
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Problem; Tumor Relapse

Current antitumor therapeutic paradigm is based on tumor-selective
maximal cell killing. However, most tumors relapse after treatment and
relapsed tumors are more malignant and lethal
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cancer (CRPC) .

Imamura & Sadar, Int. J. Urology 2016 Giornelli & Mando, Eur Med J 2017
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Rethinking Cancer Therapy Resistance

> Common featu reS Of achired reSiSta nce Initial cancer growth TheCr;apet:ticlpr:ssure Treatment resistance
= Intratumor heterogeneity — a@é? R A
= Chromosome instability (CIN), aneuploidy i @DQ S 98%%% — 5?%%
= De-differentiation, stemness : S5 2 SE
= Immune suppression in TME £ . & fisdainanion
£ OG> O
k]

» Various genetic and non-genetic S |- @QQ% e g%% e @OQC)’BQQQ
mechanisms of therapy resistance have Y - %@ %%@ gg%
been proposed Primed Transcriptional selection

= Clonal selection of intrinsic resistance T 0%@, Tm " %@@O A éé)

= Acquired mutations 3 %30%%} QQD%QO@ g DGD%]

= Drug tolerant phenotype (DTP) 5 OB® (C OE

= Transcriptional plasticity (e.g., EMT) % d@%@/m T@‘&%}g’“ @%@Q

= Cancer stem cell ;g” _ QQUQ% Treatment O§UQ% Resistance OQUQ%
Transcri ptional gDDO @DOO gDDO

adaptation
. . D
Is there a unified underlying process? |
Marine et al., Nat Rev Cancer 2020
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Whole Genome Doubling (WGD)

» An ancient mechanism of stress- 1t ell cycle: 214 cell cycle:
adaptation and evolution

G1 |
= Unicellular organisms (e.g., yeast) under QN K# 4N\. G1 arrest

Senescence

stressful environmental conditions l Differentiation

= Adriving force of species evolution (e.g., SIGZ
plants) leading to genetic and biological S - ——» fs%frzgzanon
|

comp | eXity 4N Endoreduplication

= Physiological polyploidy in specialized cell Mitosts ¥ sy WGD

types (hepatocytes, cardiomyocytes, ‘ i e
megakaryocytes, and trophoblasts) — stress
response, wound healing and tissue

Mussegregatlon
. i
regeneration @
Cytokinesis fallure

Chromosome

4N
I
Polyploidy Via WGD fosters aneupI0|.dy @@ N
and thereby intratumor heterogeneity =l o — CIN

Sanz-Gomez et al., Front Cell Dev Biol 2023
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Ploidy Cycle Confers Stress-Adaptability and Evolvability

» Polyploid cells are stress-resistant

= Large size, protective quiescence

" Increased genomic content buffers the
negative impacts of accumulation of
deleterious mutations

= Mitigating Muller’s ratchet

Somatic line

Mitotic
cycle

Mitotic death

Senesce@

Mitotic slippage

Hayflick’
limit

> Accelerated evolution

= Reductive division (de-polyploidization) renewed
= Meiotic recombination, directed
evolution = > ———
o De- polyploidisation| Germline |Polyploidisation
= Generates para-diploid progeny cells
with stem cell characteristics Ploidy

Targeting ploidy cycle may impede the cycle

development of therapy resistance

Erenpreisa et al., Seminars in Cancer Biol 2020
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Focus on Cancer Therapy Resistance

» Suppressing “ploidy-mediated induction of cancer therapy resistance”
» Multiple novel targets implicated in various stages of the ploidy cycle
» To be developed as an adjuvant to established standard-of-care anticancer treatment

» Anticipated to prolong progression-free survival and possibly ‘cure cancer’

In-cell PoC Clinical dev

OCT598 EP2/4
ONC1 (undisclosed)
ONC2 (undisclosed)
ONC3 (undisclosed)
ONC4 (undisclosed)

..|||
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ONC1 Inhibition Abolishes Chemoresistance

PDAC cells acquire resistance to
gemcitabine via ploidy cycle
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ONC2 Inhibition Abrogates Repopulation

Etc;poside,only
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OCT-598; an EP2/4 Dual Antagonist

» Injury- and inflammation-induced

. % Inflammatory stimuli
e % (IL-1B, TNFq, etc.)

,;\/\/LO“ Thrombox
apoptotic signal promotes the s -
synthesis of prostaglandins from | prospnotipasen, Ty, s
arachidonic acid by COX-2 Clhdd osy T

> COX-2 inhibitors (e.g., NSAIDS) long e | A Voot
. . COX-1 | COX~-2 Pas ey
known for putative anti-cancer ; R
PG \)Ln.- R ors 1
effects OO /J/ﬁL ProstQF%c:'gdm H2 PGD H
MPGES-2 f/j\ D2
» Of the many PGs, PGE2 known to ”"PGES\‘)ATES
mediate tumor promotion and ~7 " prostaglandin B
P ngv\é?/vp t(F?(;Ez)d =

immune-suppression through EPs

» OCT-598 is a dual antagonist of EP2
and EP4, licensed from Kanaph

Therapeutics
%

KANAPH
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Targeting the ‘Phoenix Rising’ Pathway

» Indomethacin, a COX1/2 inhibitor, was reported to ameliorate development of

chemoresistance and repopulation in PC3 cells
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OCT-598 Proof-of-Concept
Inhibition of repopulation after docetaxel treatment

H460 TC1 syngeneic mice
8 A2500- %T - Control
= e 2000 % - Cisplatin + Pemetrexed + aPD-1
g 64 . £ K = Cisplatin + Pemetrexed + aPD-1+OCT-598
Y | @ g
e =) £ 15004
g 47 A =
= . oo <
3, 5" i '8 = 1000
S d : ° g 500
1 | |
O-rT 7T T 7T T T T 1711 W‘ v =
0123456 7 8 91011121314151617
Time (Day) 0

10 12 14 16 18 20 22 24 26 28 30 32 34 36

HATEEEEE PHHTITEEEEEAT
S SRS S U S S S
T

N N N

Pemetrexed 1
Cisplatin 4

4
T
aPD-1 ¢ ¢4
T
T

_ 20005 9 Gy RT 9GyRT+
e 10 mg/kg OCT-598 End of TC1
E 1500- 20007 20001 treatment rechallenge
E 1500+ 1500+ . !
= 1000 &> 25007 N . o
S 000 1000 = - - Naive mice challenged with TC1 tumor cells i
- i .4 ’ l’
5 ] E 200090 _ CR mice rechallenged with TC1 tumor cells K
i () ’
£ 500 500 500- £ 1500 K
[ = o4
0 0 0 S 10001 o
0 10 20 30 40 010 20 30 40 0 1020 30 4 5 ¥ 4/5 mice
Days after treatment CR=1/5 CR=4/5 E 5001 , tumor-free
9 Gy RT ‘ 0- T L] L] T T T L] L] L] L] ‘l:ﬁ”l T T L] L] L] L] 1
10 mglkg OCT-598 | Relapse =1/1  Relapse = 1/4 0 5 10 15 20 25 30 35 40 45 50 55 60 65 70 75 80 85 90 95 100 105

@c?t | oscotecInc. Translating Science into Medicine



—

OCT-598 to Enter the Clinic

» A Phase 1 Dose-Escalation Study to Evaluate the Safety, Tolerability, Pharmacokinetics,
and Efficacy of OCT-598 as Monotherapy and in Combination With Standard-of-Care
Treatment in Patients with Advanced Solid Tumors

2027

| es | e | 0 a7

Monotherapy dose escalation

| Monotherapy dose escalation ______
| 50C 1 combination dose escalation/expansion 4
| 50C2 combination dose escalation ___g
D
—

SOC 1 combination dose escalation/expansion

SOC 2 combination dose escalation
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