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Disclaimer

OPM makes no representations or warranties about, or based on, any statistical information or forward-looking information contained in this presentation that is derived from
third-party sources or industry publications; such statistical data and forward-looking information are used in this presentation for informational purposes only.

This presentation contains only summarized information and should not be considered exhaustive. The objectives, statements and forward-looking information of OPM contained
in this document are provided for illustrative purposes only and are based on current assessments and assumptions of management. These objectives, statements and forward-
looking information, including express or implied statements regarding future sales and revenues, involve known and unknown risks and uncertainties that may cause the Group's
results, achievements or performance to be materially different from those anticipated in the summarized information. A number of factors could cause actual results and
developments to differ materially from those expressed or implied in the forward-looking information. OPM disclaims any obligation or undertaking to update or revise any of the
targets, statements and information contained in this presentation as a result of changes in OPM's strategy or intentions or in the course of events or in the conditions,
assumptions or circumstances on which any such information was based, except as required by law.

This document does not constitute an offer to sell or a solicitation to invest in securities in any country. In France, the offer of securities of OPM may only be made by means of a
prospectus or under an exemption from the obligation to publish a prospectus and outside France, only by means of a translation of this prospectus prepared for this purpose and
only in countries and under circumstances where such offerings comply with the applicable regulations. No offering in or outside of France is contemplated. OPM's securities have
not been and will not be registered under the United States Securities Act of 1933, as amended (the "Securities Act"), and may not be offered or sold in the United States absent
registration or an applicable exemption from registration under the Securities Act.



.UR MISSION

Create innovative
therapeutic solutions to
treat therapeutic resistance
and emergence of
metastases in cancer
patients

OUR VISION

Apply three leading
proprietary precision
medicine technology

platforms to accomplish our
mission: Nanocyclix®,
Promethe®, and OncoSNIPER




OPM is a clinical stage biopharmaceutical company advancing 2
assets towards POC (Proof of Concept) in patients

Internal development focus on Precision Medicine in Oncology
Strategic partnerships in other indications with high unmet need starting from our technologies

Recognized leader in kinase inhibitor research, based on proprietary Nanocyclix® technology

Two assets ready to start Proof of Concept Phase 1b/2 clinical studies in patients in immuno-
oncology and Parkinson’s disease

Two other technological platforms:
* Emerging approaches in high profile radiotheranostic space
Al on proprietary data to identify new targets




OPM'’s cofounders

An experienced team of Biotech, Big Pharma and Finance executives working together since 2008

Philippe Genne
Chairman and CEO
PhD in Pharmacology

Jan Hoflack
Chief Scientific Officer
PhD in Organic Chemistry

Creation of Oncodesign Biotechnology in 1995: « Creator of the Nanocyclix® technology
Founder, CEO and €SO + Executive at Marion Merrell Dow, Novartis and AstraZeneca
IPO Oncodesign Biotechnology in 2014 .

Vice President, Medicinal Chemistry and Biosciences at
Johnson & Johnson
* Joined Oncodesign Biotechnology in 2009: CSO

Creation of the AFSSI
Vice President SME and ETI Medicen

onc@design oncodesign U, NOVARTIS

e ni AFSSI 2 Y
CE T v koo fotmonfohmon AstraZeneca

Karine Lignel

Chief Operating Officer
Engineer and Master in
Finance and Management

Supported more than 60 technology companies, mainly in the
health sector (IPO Nanobiotix, Oncodesign Biotechnology and
Medincell)

Has been a member of more than 30 boards of directors or
supervisory boards, including Oncodesign Biotechnology from
2008 to 2021

Joined Oncodesign Biotechnology in 2021: CBO

CM=CIC oncodesign

&

CALLEBAUT

A team that successfully sold Oncodesign Services (€100 M) and led the IPO of Oncodesign Precision

Medicine in 2022 on Euronext Growth Paris
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Identity card Financing history

® €7 Min October 2022 SERV’ER’;
LRRK2 (License option) moved by you
. - ® €0.5 Min November 2022
IPO in October 2022 . S Start Pancreas (upfront) SERV’ER}“E
Euronext Growth Paris moved by you

GROWTH
e €10 M Capital increases

* December 2022 : €8 M, of which € 5M subscribed by the management
*  February2024:€2 M

Dijon
Head office

® €6 M bank loan in October 2023
® €8.45 M Public financing:

*  Deep Tech development funding for €0.75 M for ANIMUS program (Artificial
Intelligence in drug discovery)

3 Co-founders: Philippe Genne, e France 2030 - I-Démo funding (€5.6 M) for OPM-101 clinical development
Jan Hoflack & Karine Lignel .

ERDF fund totalling €2.1 M for its COMETE program (development of a
radiotheranostic molecule portfolio for the diagnosis and the treatment (called
radioligand therapy, RIT) of advanced digestive cancers)

® €5 M Convertibles bonds: available

14 international employees ) g | ® €5.97 M agreement and €3.02 M first payment in March 2026
including 8 PhDs ; Funding from Michael J. Fox Foundation to advance OPM-201 toward extended

administration in patients ,




Our assets: three proprietary platforms powering a unique and innovative
precision medicine

Target Target Lead Lead . .
. e L . . e . Preclinical Clinic
identification validation identification optimization
(7 H 7= 2|3
O @ i

= : L L > OPM-101
‘é’ ReS'Stantg&%ggﬁisEt; patients ‘ ’ @ E'Rﬁeo'gsz’ﬁ;{; Internal development in immuno-oncology

Seeking partnership in inflammatory diseases

Identify and validate new therapeutic targets Identify effective, highly specific kinase inhibitors
understanding the biological mechanisms of targeted interaction with biological mechanisms of
resistance and metastasis émergence using Al interest

OPM-201

Funded by \:f;—\\THE MICHAEL J. FOX FOUNDATION

FOR PARKINSON’S RESEARCH

v

Drug discovery
using Al

Developing Radioligand Therapy (RLT):

Ve
bringing radiatioactivity directly to tumor cells o p M




Two differentiated, potentially first-in-class clinical-stage assets supported
by a preclinical pipeline

Target Lead

Indication identification ’ identification Car;dn:i_ate ’ Preclinical Phase | Phase Il Phase Il - Next step
selection :
& validation & validation :

Preparation of phase 1b/2a in immuno-oncology,

L7 oncol - |
OPM-101 cology ' to begin in end of S1 2026 (DEMOCRITE — BPI)
RIPK2 T _ _
Inflammatory Bowel : Waiting for a partner to develop this therapeutic
OPM-101 : :
Disease : area
LRRKZ parkinson's discose N  Staror Phase T 2%y
OPM-201 THE MICHAEL J. FOX FOUNDATION
i g;g FOR PARKINSON’S RESEARCH
MRT 1 and 2 Oncology T © MRT: 2025 Comete-FEDER

PERTPIPPPre

- 2026 progress

' A focused pipeline with:

* OPM-101, ready for starting Phase 1b/2a in oncology in end of S1 2026, funded by bpifrance
* OPM-201, preparation for Phase 1b supported by M J Fox Foundation
* Establishing partnerships in the booming market of RLTs, program funded by FEDER o p M




OPM'’s Patient ready Clinical Assets: Proof-of-Concept Within a Few Years

OPM-101 (RIPK2 inhibitor — Immuno-Oncology)

Developed through the innovative Nanocyclix® platform,
leveraging proprietary technology to differentiate OPM-101
from competitors.

Best-in-class RIPK2 inhibitor, a unique mechanism enabling
precise immunomodulation.

OPM internal development in immuno-oncology.

Strong Phase 1 profile, excellent safety, rapid absorption, long
half-life, and robust target engagement.

Near term patient POC, with phase 1b/2a design approved in
immuno-oncology by SwissMedic and Swiss Ethics, ready to
start end of S1 2026.

OPM-101 analogues also offer significant potential in IBD with
development possible through a strategic partnership

Best-in-class oral LRRK2 inhibitor built on Nanocyclix® platform,
target offers unique positioning as disease modifying agent

Initial differentiated patient positioning on genetic variants,
potential as Orphan Disease status

LRRK2 target has potential to also address a significant part of
idiopathic Parkinson’s patients, addressing a rapidly growing
global market.

Strong Phase 1 profile with excellent safety, robust target
engagement, and over 60 kg of GMP API ready for clinical use.

Major recognition by Michael J. Fox Foundation experts,
reinforcing the scientific and medical relevance of the program

Rapid Clinical POC on patients : CMC and preclinical LT
toxicology work funded by MIJFF Foundation to prepare OPM-
201 for clinical Phase 1b

oPM




OPM STRENGTHS

01 OPM-101: a best-in-class RIPK2 inhibitor that can be administered orally for the treatment of immuno-oncology

Following a successful Phase 1 trial in healthy volunteers, OPM-101 will be evaluated in a Phase 1b/2a clinical trial in oncology, known as REVERT, in
combination with pembrolizumab, a monoclonal antibody targeting the PD-1 protein, in patients with advanced melanoma who are resistant to anti-PD-1
therapy.

02 OPM-201: a strategic asset in the fight against a disease with high unmet medical need
Parkinson's disease remains limited to purely symptomatic treatments. By targeting LRRK2 kinase, OPM is developing an innovative approach with strong
potential to transform patient care in the long term.

g‘/\&
$6.9 million in funding to advance OPM-201 toward extended administration in patients. The involvement of the world's leading Parkinson's THE MICHAEL J. FOX FOUNDATION

FOR PARKINSON’S RESEARCH

research foundation reinforces the scientific and medical relevance of the program.

OPM develops innovative technologies to discover and accelerate new targeted therapies for advanced and resistant cancers, as well as diseases
with high medical need, positioning the Company as a key player in next-generation therapeutic innovation.

05 An experienced and committed team to support this ambition
In-depth knowledge of the pharmaceutical, biotech, and financial ecosystems, and extensive experience in preclinical and clinical R&D.

oPM

10




Kinase inhibitors
NANOCYCLIX®

OPM-101

a best-in-class differentiated
RIPK2 inhibitor

B Kinase RIPK2

High potential approach in immuno-
oncology




The asset OPM-101

A Type-l inhibitor of RIPK2 driven by 3D-preconfigured shape complementarity

RIPK2 inhibition in alisa binding assay
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Potencies in MDP-induced TNFa secretion assays

Cell assay (IC,,) Mouse Rat Monkey Human
Primary cell assay 40nM / / /

PBMC 44 nM 79 nM / 28 nM
Whole Blood 616 nM 3400 nM 44 nM 93 nM

Specificity in innate immune system signaling pathways.
))) Potential as immuno-modulator and not supressor
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OPM-101 — Phase 1 in healthy volunteers

3 OBJECTIVES

@ Tolerability (¥)
@ Pharmacokinetics ©

© Pharmacodynamics (¥)

No serious or severe adverse events
Few treatment-related AEs, mostly mild
Excellent tolerability and excellent safety margin

OPM-101 is orally bioavailable and rapidly absorbed (T,,,,,
Cnax @and AUC, are increasing dose-proportionally

Steady state is reached after 3-4 days and maintained up to Day 14
Confirmed long terminal elimination half-life (approximately 12h)

between 2-4h)

Suppression of stimulated TNFa production following inhibition of the
RIPK2 pathway

Effect maintained over time, with 70% to 85% inhibition observed 24
hours after administration

Residual concentrations Day 2-Day 14

Conc. 00—
| 885
B3 =
22 X
a._H G
600 — o) &
| |
400 —
-&-- MAD1 75 mg bid
200 — MAD2 150 mg bid
o el -l v bkl B MAD3 300 mg bid
7 - MADM 150 mg bid females
0 & T T === i
| | | Targeted Cmin
0 5 10 15
Day

Pharmacodynamics during the 14 days of OPM-101 administration
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RIPK2i, immune checkpoint
response enhancers

OPM-101 Phase Ib/lla




Why targeting RIPK2 in cancer?

RIPK2 is a key driver of tumor progression across multiple cancers, making its inhibition a highly promising

therapeutic strategy.

Lung adenocarcinoma ™

* Higher RIPK2 expression was observed in NSCLC tissues,
positively correlating with the pathological stage (12;21)

Overall Survival
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* RIPK2 plays a crucial role in the progression of IBD to CRC (5)

* RIPK2+ tumor cell cluster possesses highly invasive and metastatic capabilities (19) -

* RIPK2 is significantly upregulated in CRC and rectal tumor tissues (6; 19) Q
* RIPK2 was associated with worse OS and RFS of CRC patients (19) :
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Melanoma (SKCM)

* High RIPK2 expression is associated with poor prognosis,and efficacy of
immune checkpoint blockade (anti-PD1)
* RIPK2 expression is positively correlated with CTL dysfunction (20)

Continuous z = 2.18, p= 0.029 Continuous z = 2.40, p= 0.017
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* High RIPK2 expression confers poor prognosis (1; 20)
* RIPK2 expression of metastatic PAAD is higher than primary tumor (20)

Overall Survival
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Highlights of the biological effects of RIPK2 inhibition in tumor and TME

l OPM-101 in combination with anti-PD1 l

Induction of a T-cell inflamed

Direct Effects on Tumor cells
phenotype TME

GzmB
* PFN

¢ ® .T IFNY
TexcL1e
TCXCL9

TCCL2

Induces an increase in HLA proteins and genes v"Increased Activated CD8+ T Cells and modulation of macrophages in the TME
involved in antigen-presenting machinery v" Promotes a pro-inflammatory Response in the TME (increased of IFNy, cytokines and chemokines)

Decrease of PD-1 resistance,

Vs
since ICI efficacy is favoured by RIPK2 inhibition effects o @ M




« Clinical Trials in Mice »:
Assessment of OPM-101 in PD1 resistant MC38-tumors

Second

Randomization

First Line

First
Randomization

Anti-PD1

>,

Second Line in MC-38 resistant

tumors
/ Vehicle

OPM-101 100 mg/kg, bid

\‘ OPM-101 100 mg/kg, bid + anti-PD1 10 mg/kg TWx3

anti-PD1 10 mg/kg TWx3

(o

:> Vehicle
|:> OPM-101 100mg/kg

OPM-101 100mg/kg +
anti-PD1 10 mg/kg

The resistance period was approximately comprised between D14 (so 5 days
after beginning of anti-PD1 treatment) and D27 (so 18 days after beginning of
treatment). The criteria to define anti-PD-1 resistance was as follows: “tumors
that reach a volume of at least 200 mm? during the treatment period.

oPM




Second Line: combination of OPM-101 and anti-PD-1 decreases the
development of acquired resistance to ICI

Individual Tumor Volume Curves

Tumor volume (mm3)
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OPM-101 100 mg/kg bid + anti-PD1 10 mg/kg as Second Line
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2500 First Ii:ne .
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OPM-101 in combination with anti-PD1 increases the survival of PD-1 resistant mice by 30%
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Phase 1b/2a study

ready to start in advanced melanoma patients with acquired resistance to anti-PD-1-based regimens

@ Approved and accepted by SwissMedic and SwissEthics svvllssmedic swissethics
Expected start: end of S1 2026

Primary endpoint:

Overall Response Rate (tumor stabilization, partial response or Open-label dose escalation study Open-label single arm expansion study
complete response)

. Determine the dose of OPM-101 to Determine the overall response
Secon.dary endpoints: _ ; Objectives } be used in combo with the standard rate (ORR) evaluated using
Duration of Response, Disease Control Rate, Overall Survival dose of anti-PD-1 (based on safety) RECIST v1.1 criteria
Safety: incidence and severity of adverse events (AEs) and serious
adverse events (SAEs)
P . iy iy
Exploratory endpoints: Circulating biomarkers, tumor cells biomarkers Sample 2 £3
. groups o 35 patients
size (+3) patients
e e 0o Population: Adult patients with unresectable or metastatic stage Il
or IV melanoma who have shown secondary resistance to anti-PD1 O Switzerland (3)
based regimens
Countries 0 ( ) France (3)
(sites) Switzerland (3)
Treatment duration: Treatment is continued for 24 weeks for efficacy ‘ ’ Italy (2)
c assessment, and maintained until disease progression, intolerable —_~ .
. . : . i T Spain (2)
toxicity, withdrawal of informed consent, or Investigator decision >

Ve
CRO: Alira Health o p M

Financed partially by France 2030 Public Funds




OPM-101 is a selective and potent inhibitor of RIPK2, demonstrating a
good safety and pharmacokinetic profile, as well as clinically
measurable target engagement at the doses studied in Phase 1 HV

RIPK2i have a direct effect on tumor cells by increasing antigen
presentation and promoting a pro-inflammatory Response in the TME

The combination of OPM-101 and Immune Checkpoint Inhibitors (ICl),
resensitizes tumors with acquired resistance to anti-PD1

Strategic decision by OPM to push OPM-101 in this indication
OPM-101 is a First-in-Class approach in oncology indications

Design of Phase 1b/ 2a approved and accepted by SwissMedic and
SwissEthics

OPM sponsored Phase 1b/2a clinical study starting S1 2026 to show
Efficacy for OPM-101 Combined with Anti-PD1 in Patients with
Metastatic Melanoma Showing Secondary Resistance to ICl

OPM-101 also offers significant potential in IBD, supported by strong
preclinical efficacy of RIPK2 inhibition and a large market opportunity,

with development possible through a strategic partnership ,




OPM-201: a potential disease-
modifying LRRK2 inhibitor
for Parkinson’s disease

Phase 1 completed, demonstrating a favorable
safety profile along with robust pharmacokinetic
and pharmacodynamic properties




LRRK2

A disease-modifying opportunity in Parkinson’s disease

a7
F_QC] Parkinson’s Disease Overview

* Progressive neurodegenerative disease affecting ~1% of the
population over 60

* Over 10 million people estimated to be affected worldwide as of
early 2020s — 50 million by 2050

* Current therapies are only symptomatic

@ Therapeutic Opportunity

* LRRK2, along with a-synuclein, represents one of the few targets
for disease modification

* Inhibition of LRRK2 kinase is a compelling strategy to slow disease
progression

 Different therapeutic positioning by initial focus on patients with
LRRK2 genetic variants

LRRK2’s Central Role

* |dentified in familial PD cases in 2004. The G2019S mutation is the most prevalent pathogenic
mutation in PD, found in 1-6% of sporadic and 3—19% of familial PD cases, with a higher
frequency among Ashkenazi Jews

* Elevated LRRK2 kinase activity observed in dopaminergic neurons of subgroup of idiopathic

PD patients

* Environmental and cellular stressors elevate WT LRRK2 activity before neuronal degeneration

* Neuropathological and clinical similarities between LRRK2-PD and sporadic PD

o o o
Q g [ L © 00
o < / O 3 .
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Vesicular Cytoskeleton Autophagy Lysosomal
trafficking dynamics function
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Neurotransmission

Mitochondrial
function

Immune/microglial
response

LRRK2 biology
pathways are
involved in
pathogenic
disruptions in PD

¢S

The molecular mechanisms and hallmarks of degeneration related to LRRK2-associated Parkinson
disease are similar those in sporadic forms of Parkinson disease.

22
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OPM-201

a Differentiated Type | LRRK2 Inhibitor supported by Michael J. Fox Foundation

Potential best-in-class: Potent, selective, equipotent against WT and mutant, orally bioavailable, able to cross the BBB, no off-target activity on LRRK1

Composition of Matter patent with expiry date in 2041/42: potential additional IP from modified-release formulations

CLINICAL DEVELOPMENT

December 2024

®  FIH HV SAD (Single Ascending Dose) and MAD (Multiple Ascending Dose) finalized
* Safety: OPM-201 (10-200 mg) was well tolerated in both young and elderly participants. TEAE were mild (69%) or moderate (31%). 97% of TEAE were non-treatment-
related. No SAEs. No clinically significant findings (lab, vital signs, ECG, neurological and pulmonary assessments)
®  PK: Dose dependent systemic exposure. Detected in CSF
*  PD Effect Strength: nearly complete inhibition of pSer935-LRRK2 levels in blood as of low dose — rapid onset
*  PD Effect Duration: dose-dependent duration — fully tunable

Full rights returned to OPM following Servier strategic decision to focus on oncology and rare diseases

®*  OPM has regained full control of all IP, data and chemistry samples (including >60kg GMP API)

February-March 2026

*  Experimental validation of differentiated potential OPM-201 by MJFF/LITE g\\’)

/\
*  Financing of $6.92 M for OPM’s LARKIN program by MIJFF in preparation of clinical programs in patients THE MICHAEL J. FOX FOUNDATION

FOR PARKINSON’S RESEARCH

g oPM




SAD study shows robust PK/PD relationship for LRRK2 targeting

10 mg OPM-201 80 mg OPM-201 120 mg OPM-201 200 mg OPM-201
% 100007 150 100001 150 100001 ~150 100001
> :
2 ?
© __ 1000 : 1000 4 1000 1000 ¥ :
EQ 'W-wo I L 100 L 100 !
g £
- g, 1004 100 100 100
S =~ 50 Lso L 50 L 50
o 101 10- 104
= Lo | N 20 20 20
o
(@] 0 1 1

(jo13u092 0} Joadsau o)
AN T / ZHYYT se6498d

T T T T T T T T
5 10 15 20 25 0 5 10 15 20
Time (hours) Time (hours)

@ OPM-201 plasmatic levels @ p-LRRK2 inhibition

Representative PK & PD profiles showing modulation of the effect over the 10-200 mg range

Rapid effect with 2h peak inhibition

OPM-201 dose escalation extends magnitude and duration of LRRK2 inhibition

OPM-201 was well tolerated; no treatment-related TEAEs reported in SAD

Source: CSR v1.0 — 31-Jul-2025
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OPM-201

First-in-Human results demonstrate a strong safety profile and robust PK/PD correlation

SAFETY @ PHARMACOKINETICS @ PHARMACODYNAMICS @

* Single (10-200 mg) and multiple (40—-80 mg) doses were * Exposure (Cmax and AUC) increased with e Target (pSer935 LRRK2) was strongly
well tolerated in healthy adults and elderly participants. dose, with a plateau at the highest doses. engaged, driven by drug exposure
above ICgo.
* Adverse events were mild to moderate (Grade 1-2), with no * Peak concentrations (Tmax) reached in
serious events. 1.1-3.5 hours. * Single-dose (SAD) studies showed
maximal effect (Emax) at 2-4 hours,
* Most events (97 %) were not related to treatment. * No accumulation observed at with clear dose-dependent inhibition
low/moderate doses after 7 days of between 80—200 mg.
* No serious adverse events reported. twice-daily dosing.
* Multiple-dose (MAD) studies showed
* No clinically significant changes in vital signs, ECGs, * Drug was detectable in the cerebrospinal maximal effect at 3 hours on both
neurological assessments, or lung function. fluid (CSF). Day 1 and Day 7.
CONCLUSIONS
OPM-201 is well tolerated in young and elderly healthy volunteers. No SAEs
Direct relationship between the systemic exposure and inhibition of pLRRK2 in SAD and MAD cohorts /

oPM

Source: CSR v1.0 — 31-Jul-2025




OPM_ZO]' QTHE MIC OX FO o)
— HAEL J. FOX FOUNDATION

Major international validation by the most experienced player in the field ~_— " FOR PARKINSON’S RESEARCH

About Michael J. Fox Foundation

* Foundation created by actor Michael J. Fox and entirely dedicated to Parkinson's disease

* Global leader in Parkinson's research: The Michael J. Fox Foundation for Parkinson's Research (MJFF) is the leading non-
governmental funder dedicated to Parkinson's disease and plays a central role in the strategic direction of the field. ML) THE MICHAEL J. FOX FOUNDATION

* Recognized scientific excellence: High-level expertise in translational research, biomarker validation, clinical trial design,
and therapeutic target prioritization.

* Unique acceleration capacity: global networking of academic, industrial, and clinical players to rapidly transform
discoveries into concrete solutions for patients.

Key Impact & achievements
* Over $2.5 billion funded in Parkinson's research to date.
* Over 125 clinical trials supported and approximately 100 therapeutic targets explored.

* Major contributions to essential tools such as PPMI (Parkinson's Progression Monitoring Initiative) and biomarkers for earlier and more accurate detection of the disease.

LITE (LRRK2 Investigative Therapeutics Exchange) Program:

LITE is a MJFF program dedicated to therapeutic approaches targeting LRRK2 and associated clinical biomarkers, to better measure the effect of these treatments in humans. It aims to
coordinate and support academic and industrial teams developing LRRK2 therapies (small molecules, other modalities) and monitoring tools (biomarkers, digital measurements, imaging, etc.).
Recognized for the unique attributes of its asset and the strong therapeutic potential of OPM-201, OPM was selected to join LITE in September 2025.

MJFF is a key partner in the fight against Parkinson's disease—providing OPM scientific expertise, /
structural funding, and a committed community ready to advance research. o p M




OPM-201: Major international validation and clear path to patient trials

Preparing for phase 1b/2a for LRRK2 inhibitor Development in Parkinson’s Disease

MJFF and OPM collaboration

After the clinical results of OPM-201 from the Phase 1 study in healthy volunteers were positively reviewed by the expert advisory teams of the MJFF and LITE, MJFF and
OPM agree to work collaboratively to advance compound OPM-201 in Parkinson’s Disease for the benefit of patients

For the clinical part of the Phase 1b study, 2 scenarios are envisaged:

1. Study to be run by the OPM team, in close alignhment with the MJFF/LITE/BGM teams starting from the development plan synopsis in preparation
2. OPM-201 to enter in the LRRK2 platform trial in preparation by Prof. Siderowf

Both scenarios are currently being
evaluated in close discussion between
MJFF/LITE/BGM and OPM

Independent of the final scenario choice, OPM-201 CMC and Long Term (LT) toxicology work are required and are proposed in the current document for immediate funding

Program funded by MJFF

$6.92 M funding for the necessary CMC and preclinical LT toxicology work to start the selected OPM-201 clinical Phase 1b scenario as soon as possible and
prepare optimally for Phase 2

CMC production plan to expedite Phase 1b study and to optimize use of available API

* Preparation of tablets for Phase 1b study

* Preparation of extrudate / tox formulation

* Preparation of tablets with remaining API for Phase 2 start

* Considering available quantities of OPM-201 GMP API and its expiration dates

* Production cost of available 67kgs GMP OPM-201 stock is 8 million USS, its use also represents important gain of time

Parallel long-term tox study in animal to prepare for Phase 2 without delays
* Includes initial Scientific advice meetings with FDA/EMA for regulatory approval

oPM




Global Timelines

Today
¥

Clinical

CDMO pre-selection [JlF Dec 225 - Jan 12 26
Quality agreement [ Jan 15'26-Feb 426
Tech & method transfer and validation [l Feb 5 '26 - Apr 15 '26
GMP micronization + analytics ll¢ Apr 16 '26 - May 20 '26
Extrudate / Tox formulation [P may 21 '26 - Jul 826
Stability data on Extrudate [N jul o '26 - Aug 2 '28
DP formulation transfer and tech trials [P Apr 16 '26 - Jun 17 '26
DP manufacturing (Phase 1b) [l Jun 18 '26 - Jul 22 '25
DP packaging } Jul 23 "26 - Jul 29 °26
DP stability studie |IEEE— S /ul 30 °26 - Jul 25 29
T3 months stab data [l Oct 30 '26 - Nov 2626
Clinial supplies labelling b Mov 2726 - Dec 1026
Clinical supplies release b Dec 11 '26 - Dec 24 °26
DP manufacturing phase 2 batches [N 'un 127 - Nov 15 '27

Species selection } Mov 18 25 - Nov 24 '25
method transfer & validation PK, B [P F=b 2 26 - Apr 2426
Study set up tox dog 39w I May 21 - Aug 12
In life period tox dog 39w NG - : 13 - May 12
Recovery period tox dog 39w [ May 13- Jun g
ana-path tox dog 39w I !un 10-Sep 1
report tox dog 39w [l Sep 2 - Oct 27
IMPD preparation [l Jan 15 26 - Feb 25 '26

EMA Scientific Advice P
2026/Apr
Pre IND-Meeting >

ZDZE!Er

Synopsis [l Nov 18 '25 - Dec 15 '25

Draft protocol I Jan 1526 - Feb 1126 Scenario to be decided Q1 2026

FPFV
2027 /lan ’.

O
®
<

}sanbau Suipuny jusuind Jo 2doas
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OPM-201:

Fully reacquired by OPM in 2024 and rapidly repositioned with top-tier
Parkinson’s collaborators (MJFF/LITE), turning Servier’s exit into a major growth
opportunity

Favorable Safety & Differentiated Selectivity Profile
Potent, orally active LRRK2 inhibitor with strong brain target engagement and
complete selectivity vs. LRRK1, reducing off-target risk

Phase 1 Clinical Validation
Positive Phase 1 results in healthy volunteers, supporting progression toward
patient proof-of-concept studies

Strong External Recognition from Global Leaders
Award of $6.92 M from the Michael J. Fox Foundation, validating OPM-201’s
potential as a disease-modifying Parkinson’s therapy

Ready to Accelerate Into Patient Development

Funding enables Phase 1b drug product manufacturing and long-term toxicology,
paving the way for Phase 1b/2 trials starting in 2027 to unlock OPM-201 potential
for millions of patients with unmet needs.
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Innovative Radio Ligand Therapy




PROMETHE"®

PRecision Oncology MEdicine ThEranostics %

Emergence of a revolutionary Radio Ligand Therapy (RLT) technology

Before therapy After therapy
b
Unique signature of a Molecules targeting proteins specifically 2 fi‘ :
cancer cell (target) expressed on cancer cells '.-""* ' - .

High selectivity needed, starting from vectors ". : f_}. LR

that can be small molecules, peptides, or .“.". e 3 'f‘.

different forms of antibodies depending on the ' > 2’;:; “l‘

chosen target. . @ 77 Lu-PSMA

; Therapy
i

~—

To these vectors are coupled a linker and a
chelating cage by bio-conjugation that
captures radio-isotopes

f

Radioactive
Isotope T ) The latter allows the capture of radioisotopes, . hd
arget'”g fagent (vector) which, depending on the type of radionuclide 4 ol
selectively binds to target on . . ) e oo
cancer cell used, make them imaging or therapeutic agents i

' RLTs provides both diagnostic (through PET imaging) and therapeutic approach to patients

Sources: Theranostic in oncology with PSMA // 177 Lu-PSMA radioligand therapy in a 67-year-old man with metastatic castration-resistant prostate cancer. A: PET image evidenced a difuse metastatic involvement. PSA value 50 o M
ng/ml. B: 4 months following the treatment with 177 Lu-PSMA radioligand therapy (8000 MBq), PET showed a complete metabolic response. PSA value 0 ng/ml




REGION

The COMETE project COFNANGE | gy peaene
Scientific innovation in health — oncology sl I e e

o a 3 partners and

i e . . . ) 2 subcontractors
Identification of innovative therapeutic targets for Developing two molecules for Internal

metastatic digestive cancers Radiotherapy Vectorization (IRV) for metastatic

digestive cancers ,  Project supported
until 2028

€9.2 million budget

Evaluate the anti-tumor efficacy and toxicity of Develop “companion” imaging agents to support

RIV molecules in preclinical models in diagnosis and treatment efficacy monitoring €7.9 million in aid requested
l €7.7 million in aid granted

@ Reducing treatment costs through the use of
effective solutions

n OPM evaluates promising vectorization technologies,
Individualized treatment: reduction in ineffective . .
i treatments, personalized dosage and new target selection work is underway

Accelerating the development of targeted

Ve
therapies in oncology o p M




Clinical Strategy to Unlock Value
Through Proof-of-Concept (POC)

-
=
-



CLINICAL STRATEGY

OPM’s next steps

@ 2 ©
OPM-101 OPM-201 RLTs

Next steps in RIPK2i assets development Next steps in LRKK2i assets development * Identify a partner with unique vector

technologies

Immuno-Oncology

 Strategic decision for continued internal
development

* Preparing Phase 1b/2a + Start a collaboration through public funding

* CMC and preclinical LT toxicology work to (Done) on first 2 targets

* Preparation of Phas.e Ib/IIa. proof-of- start the selected OPM-201 clinical Phase 1b . . .
concept study ongoing, estimated to start scenario as soon as possible and prepare * Program is ongoing and advancing well
end of 5.1 20_26 . . optimally for Phase 2

* Partnering discussions ongoing, asset- * Supported by FEDER Grant
based company as an alternative » Start of Phase 1b: 2027

* Supported by BPI DEMOCRITE Grant
* Funded by MJFF Grant

Inflammatory disease — Ulcerative Colitis
* Aim is to advance in partnership

y oPM




Clinical Strategy to Unlock Value Through Proof-of-Concept (POC)

@ Phase 1b/2 unlocking POC in
2/3 years

Strategic Opportunities if successful POC

@ Good safety and Funded by bpifrance Several value pathways
OPM-101 pharmacokinetic profile . Phase 1b/2a ready to start in @@\ Licensing/ Co-development
. - 697 Partnering with pharmaceutical companies
Measurable target immuno-oncology, begining m
@ engagement at the doses end of S1 2026 ’ to accelerate development, reduce costs,
studied in Phase 1 HV and secure upfront and potential € M
milestone payments.

Foundation expand indications, or leverage external
young and elderly healthy p g

volunteers. No SAEs «  CMC and toxicology work funded by expertise

a $6.9 million MIFF grant to Acquisition/ M&A

Direct relationship between
advance OPM-201 toward extended If clinical POC, OPM could become an

@ the systemic exposure and dministration i tient
inhibition of pLRRK2 administration in patients attractive acquisition target
e Start of Phase 1b

Strategic partnerships
. . * Potential validated by the MIJFF T linical | t ;
@ OPM-201 is well tolerated in y o broaden clinical development programs

Two near-term POC events in OPM-101 and OPM-201 could create multiple value inflection points, supported by
broad market potential and a high-leverage opportunity for investors from early clinical validation. /
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OPM share price
between October 5%, 2022, and March 10t, 2026
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Share capital
December 31, 2024

Flottant
42,9%
PCG (Holding P.
Genne)
46,7%
Friends and
Family

1,8% /“

Karine Lignel

1.2% Jan Hoflack

7,5%

self-retention : 0,1%
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Nanocyclix® proprietary medicinal chemistry technology

A differentiated kinase inhibitor paradigm

Proprietary Al assisted medicinal chemistry platform
Extensive platform of small macrocyclic kinase inhibitors without equivalentin the
industry: >12,000 molecules

Applicable across the human kinome
Potential to address over 400 disease indications with targeted molecules

Differentiated inhibition paradigm
Shape complementarity to ATP binding site for activated kinases with 3D rigid
molecules — entropy driven

Favorable properties
Potency, selectivity and drug-like properties by design; ideal for phenotypic
approaches & intractable & novel kinases

Platform approach recognized by the industry
Multiple collaborations — established since 2000 continuous

'Two molecules in the clinic: OPM-101 a differentiated RIPK2 inhibitor and OPM-201 a novel LRRK2 inhibitor

CDK7

@ oncology

Other indications

W Oncology & other indications

O Active Programs

38

v . - " . e .
MNK1/2 ‘

SIK2

Kinase inhibitors

NANOCYCLIX®

UPID
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Macrocycles@OPM: At the Forefront of Current Drug Discovery Research

pubs.acs.org/jmc

Perspective

Macrocycles in Drug Discovery—Learning from the Past for the
Future

Published as part of the Journal of Medicinal Chemistry virtual special issue “New Drug Modalities in Medicinal

Chemistry, Pharmacology, and Translational Science”.

Diego Garcia Jimenez, Vasanthanathan Poongavanam, and Jan Kihlberg*

100
B) "Macrocycle and Drug Discovery" as the keyword
80
@ Lorlatinib (2013)
S Bagcitracin (1945) (Oncoiogy)
*é 60 (Antibacterial)
= | Dactinomycin (1954) Simeprevir (2008)
'g (Oncology) (Antiviral)
T 40| |Amnotericin B (1955-1956)
(o] (Antifungal)
o
P4 Cyclosporin (1976)
20 (Immunosupressant and
Autoimmune disorders)
» il | | <_Lmuun|HHllHr} |
wnw o w (=) w0 o wn o wn o w o N
WO K KN ® @ & @& © O « « A«
[e) X)) D D D D D D o o o o (o]
E - — - . A = N N N N NN
Year

J. Med. Chem. 2023; https://doi.org/10.1021/acs.jmedchem.3c00134

PERSPECTIVE | July 31,2025

Macrocycles for Conventionally Druggable Targets: Lessons from Macrocyclic Kinase
Inhibitors

Lauren A. Viarengo-Baker, and Adrian Whitty*

-
‘0

A

Potential
Energy

Less pre-organized
More flexible

WV\/ Acyclic Compound

Macrocyclization

Macrocyclization

Low
AFFINITY

T*S
(Entropy) Macrocyclic Compounds
= . = HIGH
r l | v AFFINITY
Vv (84
P, el
) » More pre-organized
Less flexible

More strained

Less strained

H (Enthalpy)

J. Med. Chem., 2025; https://doi.org/10.1021/acs.jmedchem.4c02886

Additional sources: Rigid Scaffolds Are Promising for Designing Macrocyclic Kinase Inhibitors, ACS Pharmacol. Transl. Sci. 2023, 6, 8, 1182-1191 o p M




Integrated technology platform for Nanocyclix® library development

-

~

MacrolLead Library

Virtual library of drug-like
macrocycles for Lead

\_

finding

>1 M structures

/

Nanocyclix®
Macrocyclic kinase
inhibitors library (10K+)

25 years of development

Compound library supported

by a high-value, data-rich
knowledge base
>1 M data points

/Developed in 2023-2025 in

proprietary Al-augmented platform

classical modelling approach

/

»
»

Orthogonal ML models
and generative Al
capabilities

\classical modelling tools

~

Comprehensive design capabilities for
kinase inhibitors field
Strong emphasis on structure-base

collaboration with ChemPass

drug design
Generative Al design capabilities
Smooth integration of Al/ML

capabilities with NCX library and

/

Predictions

Integration with third-party ML
solutions via AP/

<

<? ChemPass

SCHRODINGER
Maestro

DEEP
@ MIRROR
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IMMUNOLOGY
Modulate hyperinflammation of
deregulated NOD/RIPK2 axis with strong
link to IBD

~ X
* .. Inflammatory
RIPK-2 OPM-101 cytokines
) @
¥\ 00
<

/ IL-6, TNF-a, IL-1b,
NF-<B :% ’ IL-18,1L-12

ﬁ%t:f

Created with BioRender.com

IMMUNO-ONCOLOGY

1) Modulate tumor microenvironment to higher
inflammatory state
2) Increase antigen presentation on cancer cells

Induces an increase in CD8+ T cells in
the tumor stroma
sz
5 b

Increased antigen
presentation by
tumor cells

. B
i

OPM-101 ”
o TIFNY -

.
TCXCL‘IG ® ®

Macrophages
modulation
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Timelines

OPM-101 - Design & timeline for the phase 1 HV study

P Female cohorts

B Male cohorts
[ Food Effect (male cohort)

cnd ofSAD -
FIH | DRC1 DRC3 DRC4 — DRC DRC 1l 21 Lock
( ( DRC2 DRC5 DRC6 DRC7 1 MAD1 MAD2 l l
a1 | Q2 ‘ | ‘ Q3 | Q4 at | | Q2 | Q3 'V a4
2023 2024
H H FIH: First in Human
SAD pe”Od MAD perIOd DRC: Data Review Committee

e o [ oo | o0 ] oo

75 mg bid 150 mg bid 300 mg bid

Multiple administrations over 14 days

150 mg bid

8 Healthy Volunteers per cohort

Randomized : 6 OPM-101 + 2 Placebo

9 cohorts in the SAD part (completed)
4 cohorts in the MAD part (completed)

SAD: Single Ascending Dose
MAD: Multiple Ascending Dose
CSR: Clinical Study report

3 Objectives
1. Safety

2. Pharmacokinetics
3. Pharmacodynamics

oPM




Second Line

The combination of OPM-101 and anti-PD-1 decreases the development of acquired resistance to ICI

m-RECIST ANALYSIS
Brc | OPM-101 100 mg/kg bid
Vehicle i 100 mg/kg bid 3 mg/kg bi
Anti-PD1 10mg/k i
, e e markg ; 1 *Anti-PD110mglkg i
1 L1} L] 11 1
100
50
3
Y
(2}
c
(=]
B @
- 9
Do O
o
g g SD
>
< SD | I—
v SD
2 —
SD
-50
PR

Y.
-100 y ? T o p M




In vivo efficacy in a DSS+CTLA4-induced colitis model
Disease Activity Index

Body Weight change (% Day 0)

. . @ oCTLA4/DSS + Vehicle
1.05
A — aCTLA4/DSS + 10 mpk ODS-101
. 5 s
N aCTLA4/DSS + 30 mpk ODS-101
s \ M @ oCTLA4-/DSS + 100 mpk ODS-101
085 @ ciLisotype/no DSS + Vehicle
-2 0 2 4 6 8 10 12 14 16 18 20 22 24 26 28
Time (days)
.

C = N W B U0 O N 00 W0

-2 0 2 4 6 8 10 12 14 16 18 20 22 24 26 28 30
Time (days)

OPM-101 protects from acute and chronic colitis and increases recovery rate and mice body weight &
protects the colon from inflammation-driven epithelial thickening o pr




RIPK2i, high potential in
inflammatory disease

Recognized mechanism in
Inflammatory Bowel Disease (IBD)




RIPK2: A High-Value Therapeutic Target

* RIPK2 is a novel yet clinically validated target in IBD and Gl-inflammatory diseases.
* Dysregulated NOD2 signaling drives chronic inflammation, positioning RIPK2 inhibition as a powerful therapeutic strategy.

NOD2/RIPK2 expression is increased in the inflamed

: ] Elevated RIPK2 expression in lesional human IBD tissue
colonic mucosa of UC patients

_ 25 - ( A) * Ulcerative colitis Crohn's disease
.é 2 * *

$ 15 7

;.’_ 15 % )

nzé 0,5 =

NOD2 RIP2 IL-1B TNFa
H controls @uninflamed colon Zinflamed colon

RIPK2 inhibition prevents inflammatory cytokine production in
UC/CD patient biopsies of inflamed tissue

140 g
muUC 3
L 120 7 mCD é
g 100 -
% @ RIPK2
g 40 Hoechst
2?, i | n Targeting NOD2/RIPK2 pathway is an

GSK-583

IR -+l il v allire gl oy attractive strategy for the treatment of IBD o pf

Mean 2 SEM M
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Haile PA et al., Journal of Medicinal Chemistry, 02 Jul 2019, 62(14):6482-6494




Differentiating RIPK2 inhibitors from other immune modulators in IBD

Current Imnmunomodulators RIPK2 inhibitor localization

Microbiota ¢
ot Wk | F Epithelial

lumen cell

Lymphocyte
| =
( (e ) S1P receptor ! ‘:;-_\_'!‘ . £ Dendritic %
&\% A % o cell
Macrophage J

\_]_,/ f

Lymph node 1 1 l
Ozanimod Risankizumab
" Etrasimod @ |—| |'—4 @ F Guselkumab

NOD1/2:RIPK2 <—

OPM101

IL-6, TNF, TL1A,
IL-12, GM-CSF, IFN-y

Mirikizumab

Integrin a4 Ustekinumab

Blood ‘ ) Int s 7
Rgpngy. 7 s NOD1/2: RIPK2 signaling provides an initial response to bacterial exposure

vessel
r\‘ —@ —$ :7°£eu [ ¢ I predominantly in macrophages and dendritic cells

RIPK2 inhibition decreases levels of TNFa, IL-1b, IL-23, IFNg, IL-6, IL-12 and is

J ,T:ﬁgﬁ'itr',?t')b differentiated from other immunomodulators by:
Carotegrast Upadacitinib
(AJM300) % @ The breadth of cytokine inhibition
Vedolizumab / ?égﬁ'gjgab @ The proximity of the inhibition to the initiation of cytokine release

Colmtmab e The specificity of the inhibition as related to the NOD1/2 RIPK2 system, making
it more an immune modulator vs. an immune suppressor

MAdCAM1

Kobayashi & Hibi Nature Reviews Gastroenterology &

Hepatology volume 20, pages79-80 (2023) o p/M
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OPM-101

In vivo efficacy in a Humanized mouse model of DSS-induced acute colitis

Endoscopy Score (At day 12) Human TNFa and IL-1f expression in distal colon (At day 14)
Endoscopy Score (0-15) hTNFa R? = 0.6372 1000000 niLib R? = 0.6073

g

10 . PS
* p<0.05 vs vehicle

100.000

=
=}

10.000

1.000

® Véhicule ® Vehicle

[ ] ® OPM-101 M-1

0.100

hiL1b mRNA (rel qty)

0.1
®00s-1¢® opm-101

hTNFa mRNA (rel qty)

0.010

0 2 4 6 8 10 12 14 16 0.001

O B N W B OO N 0 W

Endoscopic score Endoscopic score

Vehicle ' OPM-101 protects colon from DSS-driven

inflammation in humanized mice, reduces colon
thickening & completely blunts local hTNFa and
hiL1b increase and strongly reduces disease activity

OPM-101
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Targeting RIPK2 - A Validated and Novel Approach: RIPK2 represents a
cutting-edge, validated target for IBD and Gl-inflammatory diseases

OPM-101 has shown dose-dependent efficacy in 2 preclinical models
of IBD, resulting in a significant reduction in disease clinical scores and
promoting rapid recovery of animal weight.

OPM-101 effectively protects the colon from inflammation by
inhibiting the local production of key pro-inflammatory cytokines, such
as TNFa and IL-1p.

2 inhibitio

OPM-101 is an ideal candidate for both monotherapy and
N combination therapy, offering flexibility in treatment strategies

OPM-101 opens a new opportunity for therapeutic intervention in
inflammation-related colitis, positioning it as a potential game-
changer in the management of IBD

Market value of Ulcerative Colitis is expected to be $10 Bn by 2031
and $4,4 Bn for Immune-mediated Ulcerative Colitis by 2030

Discussions ongoing with different pharmaceutical companies

2 oPM

1value Vision




SAD study shows robust PK/PD relationship for LRRK2 targeting

100

Robust pSer935-LRRK2 Inhibition (>80%) Observed at Doses 280 mg
(at 2h OPM-201 post-dose)

[$)]
o
1

pSer935 LRRK2 / LRKK2 total
(% inhibition respect to control)
g o
1 1

-80 =

-100

oPM

Source: CSR v1.0 — 31-Jul-2025




Radioligand therapy Market

B % Many acquisition with 3 operations of more than $1 billion in
E iy The 5 top players Targets the last 6 months
' PSMA, FAP, GRPR, integrin beta-3 * RaizeBio by BMS for $4lB in Dec 2023
L NOVARTIS * Fusion by Astra Zeneca for $2B in March 2024
\'"' Bristol Myers Squibb | ssTR2, GPc3 and CA9 * Mariana Pharma by Novartis for $1B in April 2024
* Aktis Oncology option by Lilly for $1B in July 2024

AstraZeneca PSMA, IGF-1R, NTSR1, EGFR
5 Many stock market surveys for biotech
@ PSMA e ITM $205M in June2024
* Perspective Therapeutics S87M in March 2024
csﬂ‘nﬂy FAP, PSMA * Radio Therapeutics S50M in January 2024

* Full Life Technologies S47M in January 2024

OPM rare European company listed on the subject

B According to the latest research by InsightAce Analytic, the global radiotheranostics market size valued at USS 1.55 billion in 2021 and it is
expected to reach USS$ 3.86 billion in 2030

Currently 2 targeted molecules on the market: Luthatera (targeting SSTR2) and Pluvicto (targeting PSMA), both using a petide as vecor and 1//Lu
isotope.

Most compagnies are developing molecules targeting the same targets (PSMA, FAP et SSTR2)

Next wave of alpha emitters (225Ac, 212Pb) could induce better efficiency

oPM




RIPK2 Competitive Environment

Boehringer
|”|\ Ing selheim

¢ ODYSSEY

Accropeutics

&

INFLAMMATORY AC-101
DISEASES |
e design
Precision Medicine
OPM-101

@iy
oPM

Onco desg
Precision Medicine

OPM-101

ONCOLOGY =

« LEAD » PRECLINICAL PHASE | PHASE 11/111 AUTHORIZATION

OPTIMIZATION o p/M




OPM-201

A best-in-class fast-follower of DNL-151 and NEU-411

LRRK2 targeting
programs

/

&1STBIO

FB-418

Dual c-Abl/LRRK2

inhibitor

2023 OPM-201
2024

S

BRENIG Therapeutics

Neuren

NEU-411
R Halia o
HT-4403 AR-102
2023 PROTAC degrader
. 2025
-3{, SCINEURO »Bi
) Biogen
BIIB-094*
SNP-614 ION-859 BlIB-122
2024 - 2024
Intrathecal ASO
| I 2024 | |
| ! ' I
PRECLINICAL PHASE | PHASE Il PHASE I AUTHORIZATION

* . BIIB-094 was licensed by Biogen but was discontinued in January 2025
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