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Developing disruptive therapies in the field of DNA Damage Response 
(DDR) to address unmet needs in oncology
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NEXT KEY MILESTONES FUNDED
Financial visibility to Q1 2022 supports 
strategic plan to deliver key near-term 
clinical milestones

STRONG MANAGEMENT 
& OPERATIONAL TEAM
A highly skilled team of 30, with strong translational 
& clinical expertise, led by experienced management 
and board of directors with demonstrated track 
record in product & business development

DIFFERENTIATED SCIENCE IN 
DNA DAMAGE RESPONSE
tƭŀǘhbϰΣ ǇǊƻǇǊƛŜǘŀǊȅ ŎƘŜƳƛǎǘǊȅ ǇƭŀǘŦƻǊƳ ƻŦ 
oligonucleotides, generating new compounds

!ǎƛ5b!ϰΣ ƭŜŀŘ ŎŀƴŘƛŘŀǘŜ at clinical stage, a 
first-in-class decoy agonist with a unique ability 
to abrogate resistance to targeted therapies

OX401, a newly optimized PARP agonist with 
potent activity on tumor control and immune 
response

A WELL-DEFINED BUSINESS MODEL
Create value by bringing drug candidates from 
preclinical stage to proof-of concept in man, 
the best inflection points to monetize these 
assets and generate revenues.

LISTED 
9¦whb9·¢ Dwh²¢I  tŀǊƛǎ 
EPA: ALONX
CLw{¢ bhw¢I  /ƻǇŜƴƘŀƎŜƴ
EPA: ONXEO
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Ǉƭŀǘhbϰ-derived compounds share a decoy-agonist mechanism of 
action providing a radically disruptive approach to cancer treatment 
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All candidates based on this mechanism of action 
hijack(decoy effect) and hyper-activate(agonist 
effect) their therapeutic targets, leading to ineffective 
DNA functions, without inducing any resistance

н ŎƻƳǇƻǳƴŘǎ ŀƭǊŜŀŘȅ ŘŜǊƛǾŜŘ ŦǊƻƳ ǇƭŀǘhbϰΣ 
each very differentiated in terms of target and activity

!ǎƛ5b!ϰΣ ŦƛǊǎǘ-in-class front runner, DNA repair inhibitor acting 
upstream of the DDR cascade, with a unique ability to abrogate 
acquired resistance to targeted therapies 

OX401, next-generation compound targeting PARP and activating 
the immune response via the STING pathway

Active component

Double-stranded DNA fragment (oligonucleotide) 
Variable sequence and length to optimize target binding & activation 

¬

Linker
Tethered loop 

to prevent dissociation 



Vector
When appropriate, 

to facilitate tumoral &
nuclear uptake

®

ǇƭŀǘhbϰΣ ŀ ǾŜǊǎŀǘƛƭŜ ƭƛōǊŀǊȅ ƻŦ ŘŜŎƻȅ-agonist oligonucleotides generating disruptive drug candidates 
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Current cutting-edge R&D pipeline with unique mechanisms of action in DDR

5PARP inhibitors (PARPi) are a leading class of targeted therapies, the first approved and marketed in the field of DDR

Programs OPTIMIZATION PRECLINICAL PHASE I PHASE Ib PHASE II

Ǉƭŀǘhbϰ ProprietaryPlatform of Decoy 
Oligonucleotides

OX401
PARP agonist+ STING pathwayactivation

OX401+ immunotherapy

AsiDNAϰ
Safety / Activity 

Phase 1b - AsiDNAϰ + carboplatin +/- paclitaxel
Safety / signals of efficacy in combo

Phase 2 - !ǎƛ5b!ϰ + carboplatin + paclitaxel
Safety / efficacy in combo - high unmet need indication

!ǎƛ5b!ϰ + PARPi 
Resistance abrogation

!ǎƛ5b!ϰ + other targeted tx
Resistance abrogation/ prevention

DRIIV

GENERATION OF NEW COMPOUNDS TARGETING DNA FUNCTIONS
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Revocan

Completed or ongoing Legend Planned short-term 

In-vivo proof-of concept

Phase 2

DRIIV -1b



!ǎƛ5b!ϰ 

Unique Decoy-AgonistMechanism
of Action in DNA Damage Response
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!ǎƛ5b!ϰΥ ŀ ŦƛǊǎǘ ƛƴ Ŏƭŀǎǎ ǇǊƻŘǳŎǘ ƛƴ ǘƘŜ ŎƭƛƴƛŎŀƭƭȅ-validated field of DDR

7Source : QuanzM, et al. ClinCancer Res 2009 15:1308-1316; QuanzM, et al. 
PLoSONE. 2009 4(7)  - JdeyW, et al. ClinCan Res. 2016;22

Decoy-agonist mode of action avoids compensatory mechanisms, 
blocking the induction of resistance 

!ǎƛ5b!ϰ ŀŎǘǎ upstream of the DDR, enabling cytotoxic activity 
regardless of the genetic context

Cytotoxic activity is restricted to cancer cells, translating into an 
outstanding safety profile

!ǎƛ5b!ϰ ƳƛƳƛŎǎ 5b! ōǊŜŀƪǎ ƛƴ ǘƘŜ ǘǳƳƻǊ cell (decoy), binds and 
hyperactivates the proteins (agonist) involved in the DDR cascade 
(sensing, signaling and repairingύ Χ

Χ ŘƛǾŜǊǘǎ them away from the true ŘŀƳŀƎŜ ΧΦΧ ƭŜŀŘƛƴƎ to cellular death. 

рΩ оΩ 

оΩ рΩ 

Double-stranded 32 bp DNA 
is tethered with a loop to 
prevent dissociation2

Cholesterol

Loop

Tumoral and nuclear uptake of 
the DNA mediated via a 
covalently linked cholesterol 
molecule1

Binding and activating DNA-PK and PARP signaling enzymes

Phosphorothioateǎǳōǎǘƛǘǳǘƛƻƴǎ ŀǘ ǘƘŜ рΩ ŀƴŘ оΩ ŜƴŘǎ ǘƻ ǇǊŜǾŜƴǘ 
degradation1

Sequence non-homologous and not immunogenic (CpG-free)

Patent Protection 
(CoM!ǎƛ5b!ϰ  & 

related compounds) 
until 2031. 

Extendable to 
2036(SPC & PTE)

Combinationpatents 
up to 2040

IP

Active 32 bp DNA duplex

! ǳƴƛǉǳŜ άŘŜŎƻȅ ŀƎƻƴƛǎǘέ ƳŜŎƘŀƴƛǎƳ ƻŦ ŀŎǘƛƻƴA purpose-designed oligonucleotide
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An extensive preclinical program paves the way to ambitious clinical 
translation

8

Safety profile VNo cytotoxicactivity in healthy cells V Very favorable data intox. study (monkey) 

Autosensitizationand no
resistance observed V In multiple cell lines V Confirmed

Efficacy synergy withPARPi
V In multiple PARPi sensitive & resistant cell lines

VNo restrictionto specific genetic context

V AsiDNAϰ  ƛƴŎǊŜŀǎŜǎ survival & responders 
to PARPi

Efficacysynergy with chemo V In multiple cell lines V AsiDNAϰ  ƛƴŎǊŜŀǎŜǎ ŜŦŦƛŎŀŎȅ ϧ ǎǳǊǾƛǾŀƭ

Abrogationof resistance to PARPi VIn multiple cell lines V !ǎƛ5b!ϰ  ǎǘƻǇǎ ǊŜǎƛǎǘŀƴŎŜ ǘƻ t!wtƛ

Abrogation/ prevention of  
resistance toother targeted tx

Ongoing validation with several TKI, KRASiΣ Χ
Prelim. dataconfirmed prolongation of 
anti-EGFR, anti-ALK efficacy

In vitro data In vivo data

PARP inhibitors (PARPi) and tyrosine kinase inhibitors (TKI) are leading, approved targeted therapies in oncology
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Potential indications Market size1 (incidence 2020)

× Neoadjuvanttreatment for locally advanced triple 
negative breast cancer

× 1L / 2L (platinum-sensitive) treatment of advanced 
ovarian cancer

× 1LadvancedNon-small cell lung cancer treated with 
platinum

TNBC local/regional disease: 116 000 pts

Advanced OC : 42 000 pts (*)

Advanced NSCLC, w/o mutations : 179 000 pts

× 1L/2L  treatment of gBRCAm, HER2-, metastatic 
breast cancer (w/ ola and/or Talazo)

× 2L treatment of metastaticcastration-resistant 
prostate cancer, HRR gene mutated (w/ olaparib)

Advanced HER2- BC : 119 000 pts

ègBRCAm= 11 000 pts

mCRPC: 98 000 pts

ègBRCAm= 13 000 pts

× 1L / 2L maintenance of advanced ovarian cancer(w/ 
ola/ nira/ rucaparib)

× 1L maintenance of gBRCAmmetastaticpancreatic 
cancer(w/ olaparib)

Advanced OC : 42 000 pts

mPaC: 119 000 pts(*)

ègBRCAm= 6 000 pts

× 1L treatment of EGFR+ Non small celllung cancer(w/ 
anti-EGFR TKI and/or other TT)

Advanced NSCLC, EGFR+: 111 000 pts

!ǎƛ5b!ϰ Ŧǳƭƭ ŎƭƛƴƛŎŀƭ ǇƻǘŜƴǘƛŀƭ ƻǾŜǊǾƛŜǿ

Combo with carboplatin 
ÅImprove response / dur. of response
ÅPreserve sensitivity to platinum

Combo with PARPi
ÅImprove response / dur. of response
ÅEnlarge addressable population     
(BRCAwt)

Combo with PARPi
ÅAbrogation/ reversion of resistance 
(Revocan)

Combo with targeted therapies
ÅAbrogation/ reversion of resistance
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1: source GlobalData for 8MM countries (US, 5EU, JPN, CHN) except(*) without CHN. 9
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Current clinical program: delivering ǘƘŜ ǇǊƻƳƛǎŜǎ ƻŦ !ǎƛ5b!ϰ ǘƻ ǇŀǘƛŜƴǘǎ

10

Safety Validation / Proof-of-Mechanism in man 

DRIIV-1 Phase 1

First IV administration in solid tumors

X Favorable safety via I.V.

X Proof of mechanism in tumors

Combo with Chemotherapies to improveEfficacy

DRIIV-1b Phase 1b (IV)

Combo  with carboplatin +/- paclitaxel

Randomized Phase II planned H1 21 

X Excellent Safety in combination with 
carboplatine + paclitaxel

X Preliminary signals of efficacy 

Ä Confirmefficacy on disease control 

Abrogation of Acquired Resistance to Targeted Therapies

REVOCAN Phase 1b/2 (IV)
Relapsed ovarian cancer in addition to PARPiniraparib X Ongoing: Abrogation of resistance to PARPi

Underexploration
Phase 1b/2 (IV) Nonsmall cell lung cancer in addition to 
other targeted tx ό¢YLǎΣ Χύ

Ä Abrogation of resistance to targeted therapies
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Dose-escalation DRIIV Phase 1 study: favorable safety profile & 
demonstrated proof-of-mechanism

11

Phase 1 study via IV route 

Open-label, 3+3 dose escalation from 200mg to 1800mg

22 patients; 5 doses

Study coordinator: Pr. C. Le Tourneau (Institut Curie)

Objectives: to determine the safety and PK/PD ǇǊƻŦƛƭŜ ƻŦ !ǎƛ5b!ϰ 

Primary objective reached:  favorable safety outcome 

AsiDNAϰ 200mg, 400mg, 600mg: No drug-related serious adverse 
event (SAE)  and no dose-limiting toxicity (DLT)

!ǎƛ5b!ϰ  фллƳƎ ϧ моллƳƎΥ о ǊŜƭŀǘŜŘ SAEs, including 2 DLTs per dose

MTD was not reached

181(89%)

22(11%)
1

Grade 1/2

Grade 3

Grade 4

Non-related
95%

Non-related
77%

Adverse Events

Proof-of-mechanism : Strong ŀŎǘƛǾŀǘƛƻƴ ƻŦ ʴIн!· ŀǘ 
cell level, reflecting DNA-PK pathway engagement 

Optimal biological activity at 600 mg dose based on 
pharmacodynamicbiomarker from tumor biopsies

Pre-treatment Post-treatment

ʴIн!·Υ wŜŀŘƻǳǘ ƻŦ 5b!-PK target engagement

Access poster presented at EORTC-AACR 2019

Access publication: A Phase 1 dose-escalation study to evaluate safety, pharmacokinetics 
and pharmacodynamics of AsiDNA, a first-in-class DNA repair inhibitor, administered 
intravenously in patients with advanced solid tumours. Le Tourneau et al. British Journal of 
Cancer. 25 August 2020.

Optimal biological activity and good safety profile at 600mg 

600mg dose level selected to pursue clinical development

https://www.onxeo.com/wp-content/uploads/2019/10/2019-eortc-poster-driiv-clt.pdf
https://www.nature.com/articles/s41416-020-01028-8.pdf
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DRIIV-мō ǎǘǳŘȅ ƻŦ !ǎƛ5b!ϰ ƛƴ ŎƻƳōƛƴŀǘƛƻƴ ǿƛǘƘ ŎƘŜƳƻǘƘŜǊŀǇƛŜǎΥ  
preliminary data confirm safety and efficacy signals

12

!ǎƛ5b!ϰ  
600mg

Tumor Treatment  
line inDRIIV-

1b

Treatment  
duration

Response

+carboplatin

(n=3)
completed

TNBC 6th line 5.5months StableDisease

NSCLC
(Epidermoid)

3rd line 8.5months StableDisease

+carboplatin
+paclitaxel

(n=6)
ongoing

NSCLC
(Adenocarcinoma)

4th line 3 months Partial  
Response  

(-40%)

NSCLC
(Adenocarcinoma)

2nd line 11months
Ongoing

StableDisease

Patients eligible to carboplatin +/- paclitaxel, open label 3+3 cohorts, n=9 patients, 2 sites in Belgium  

Heavily pre-treated patients with advanced metastatic tumors, progressing atinclusion

Objectives: !ǎƛ5b!ϰ safety profile in combination and signals of efficacy (RECISTcriteria)

Preliminary safety overview and bestresponses  
(4/7 evaluable patients todate)

No DLT and very good tolerance of thecombination

In 2/3 patients, disease controlled ǿƛǘƘ !ǎƛ5b!ϰ combo  
for significantly longer than with any of the prior  
treatment lines

No DLT and very good tolerance of the combination
(interimresults)

In 2/4 evaluable patients to date, disease controlled with  
!ǎƛ5b!ϰ for significantly longer than with any of the  
prior treatment lines

Last 2 patients enrolled in 10-11/2020, to be followed  
until disease progression

Enrollment completed, full data expected H1 2021*

* Timelines include Covid-19 impact to date, and may be furtherreviewed

Cohort1
3 pts

Cohort2
(5 pts

ongoing)
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Acquired resistance to PARP inhibitors evolves from drug-tolerant cells  
(DTC) vulnerable to!ǎƛ5b!ϰ
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Onxeo showed that resistance to PARPi evolves fromDTC1

Olaparib AsiDN!ϰ

TNBC model BC227 BRCA2mut

* Parental cell: primary tumor cell - ** TKI : tyrosine kinaseinhibitors
1 AACR 2020 - Acquired resistance to PARP inhibitors evolves from drug-tolerant persister cells vulnerable to !ǎƛ5b!ϰ
2 Sharma VS et al. Cell, 2010, 141-1:69-80

Drug  
pressure

Drug-tolerant cells
(dormant/quiescent/
ǘƻƭŜǊŀƴǘκǇŜǊǎƛǎǘŜǊΧcells)

Reactivation
(tumorrecurrence)

Tumor microenvironment  
(TME)

TME

DTCare already an established cause2 of resistance to TKI**

!ǎƛ5b!ϰ could effectively counter DTC-driven acquired resistance to a wide range of targetedtherapies

IC50 olaparib ςparental cells: 5mM

!ǎƛ5b!ϰ prevents resistance to PARP inhibitors by acting onDTC1

!ǎƛ5b!ϰ ƛǎ dramatically more efficient onDTC  
than on parental* cells

olaparib !ǎƛ5b!ϰ

Noactivity  
on DTC

IC50 !ǎƛ5b!ϰ ςDTC:17nMM

DTC
eradication

https://www.abstractsonline.com/pp8/#!/9045/presentation/5684
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REVOCAN Phase 1b/2: A key ongoing study to assess the effect of  
!ǎƛ5b!ϰ ƻƴ resistance to PARPi niraparib in ovariancancer

14

Clinical research agreement with GustaveRoussy,
PI Dr P. Pautier, supported by Arcagy GinecoNetwork

n= up to 26 patients, platinum-sensitive relapsed ovarian cancer  
under 2nd line of maintenance with niraparib > 6months

Inclusion at CA 125 increase (established predictive biomarker
of resistance in OC)

Primary objective: Safety run & CA125 decrease (GCIG criteria)  

Secondary objective: Efficacy - PFS (RECIST criteria) - OS

REVOCAN
REVersion of resistance in Ovarian Cancer  

with Aǎƛ5b!ϰ and Niraparib

FPI on 10/21/2020, preliminary data in H1 2021*

* Timelines include Covid-19 impact to date, and may be furtherreviewed
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!ǎƛ5b!ϰleadsto niraparib-resistantcellseradication
in ovariancancermodel,evenif introducedonly once
resistanceemerges(CA125increase)

!ǎƛ5b!ϰ abrogates acquired resistance to PARPinhibitors
(classeffect)

Niraparib  
only

Niraparib
+!ǎƛ5b!ϰ

0
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AsiDNAϰΥ CƛǊǎǘ-in-class therapy designed to address a major challenge 
in oncology: resistance to treatment

15

Decoy Agonist MoAdoes not induce resistance

Differentiated Decoy Agonist MoA
in the clinically-validated field 
of DNA Damage Response

Long IP (up to 2040)

Clinical-stage asset
Favorable safety profile incl. in combination 
Proof of mechanism / signals of efficacy

Collaborations with top-academic centers
(Institut Curie - Gustave Roussy ςhƴŎƻǇƻƭŜ  ¢ƻǳƭƻǳǎŜΧύ

Ongoing REVOCAN Phase 1b/2 to evaluate the 
ŀŘŘƛǘƛƻƴ ƻŦ !ǎƛ5b!ϰ ƻƴ ǘƘŜ ŀōǊƻƎŀǘƛƻƴ ƻŦ 

acquired resistance to PARPi niraparib 

Depletes the drug-tolerant cells from which 
resistance to targeted therapies emerge



Outlook

16
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Short-term key clinical catalysts in 2020/ 2021

17

DRIIV-1b 
cohort 2 

Toplinedata

H2 2020

REVOCAN 
First data set 

(part 1)

DRIIV-1b
!ǎƛ5b!ϰ Ҍ 

carboplatin+/-
paclitaxel

REVOCAN
phase 1b/2

AsiDNAϰ + niraparib

Reversion of Resistance in Ovarian Cancer 

Randomized 
phase 2

!ǎƛ5b!ϰ Ҍ ŎŀǊōƻǇƭŀǘƛƴ 
+/- paclitaxel

PARP agonist + activation of immune response
OX401

Preclinical proof of 
efficacy

*

*

* Timelines include Covid-19 impact to date, and may be further reviewed

*

In-vivo validation 
of combo w/ CPI

H2 2021

DRIIV-1b 
Final data

REVOCAN 
Top line data 

H1 2021

*

*

Reg. tox study 
FIM readiness

FPI

DRIIV-1b 
LPI + prelim.

data

Tolerance in combination + first signals of efficacy

Filing FPI

*

*
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Financial resources in line with key development milestones objectives
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Financière de la 
Montagne

13%

Invus
11%

Free float
76%

Cash position of ϵ19,4m at 06/30/2020

+ϵ6m from transaction with Acrotech on 04/06/2020  

+ ϵ7.3m from private placement on 06/09/2020 to Invus, new long-term 

shareholder, & Financière de la Montagne, historical shareholder

Cash runwayto Q1 2022

Sharesoutstanding 78.3m

AverageDaily Volume 349,948 shares

Dual listing

ISIN:FR0010095596

At 12/31/202012 months at 12/31/2020

EURONEXT GROWTH Paris  - EPA: ALONX
FIRST NORTH Copenhagen  - EPA: ONXEO
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Onxeo in 2020/2021: Ready for success 

19

5ŜŜǇ ŜȄǇŜǊǘƛǎŜ ƛƴ ƻƭƛƎƻƴǳŎƭŜƻǘƛŘŜǎ ŀƴŘ Ǉƭŀǘhbϰ  ƭŜŀŘƛƴƎ ǘƻ ƻǇǘƛƳƛȊŜŘ ŘŜǾŜƭƻǇƳŜƴǘ Ǉƭŀƴ   

Financial visibility to Q1 2022, well beyond key clinical catalysts for the Company

AsiDNAϰΣ ŦƛǊǎǘ-in-class DDR inhibitor targeting both:

Synergy with DNA breakers such as radio/ chemotherapies 

Favorable safety profile and preliminary signals of efficacy in DRIIV-1b study (combo carboplatin +/- paclitaxel) 

Resistance to targeted therapies, a major oncology challenge

REVOCAN phase 1b/2 to be a major catalyst to demonstrate that !ǎƛ5b!ϰ ŀŘŘŜŘ ǘƻ ƴƛǊŀǇŀǊƛō ǊŜǾŜǊǎŜǎ ǘǳƳƻǊ 
resistance in ovarian cancer ; First study outcomes expected in the short term (early 2021)

Ǉƭŀǘhbϰ ǇƭŀǘŦƻǊƳ ƎŜƴŜǊŀǘŜǎ ǇǊƻƳƛǎƛƴƎ ŎƻƳǇƻǳƴŘǎ ōŀǎŜŘ ƻƴ ǳƴƛǉǳŜ ŘŜŎƻȅ ŀƎƻƴƛǎǘ ƳŜŎƘŀƴƛǎƳ ƻŦ ŀŎǘƛƻƴ

Each candidate is designed to target specific proteins involved in different DNA functions 

OX401 preclinical in vivo profile confirmed potent antitumoral activity and strong activation of the immune response

Full preclinical package and clinical readiness expected H2 2021
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