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Important Information

IMPORTANTYoumust readthe following before continuing. In accessinghis document,you agreeto be bound by the following terms and conditions.

Thisdocumenthasbeenpreparedby OnxeoSA(togetherwith its subsidiariesthe "Group™)andis for information purposesonly. Thecontent of this documentis provisionaland for information purposesonly andis not
to be construedas providinginvestmentadvice Theinformation, statementsand opinionscontainedin this document(the & L y F 2 NJaile firdvigled asof the date of this documentonly and may be subjectto
significantchangesat anytime without notice. Neitherthe Group,nor its advisorsnor any other personis underanyobligationto updatethe Information Subjectto applicablelaw, none of the Companyor its advisors
acceptsanyresponsibilitywhatsoeverand makesno representationor warranty,expressor implied, asto the fairness,accuracycompletenes®or correctnesof the Information Thelnformationhasnot beensubjectto
independentverificationandis qualifiedin its entirety by the businessfinancialand other informationthat the Groupis requiredto publishin accordancewith the rules,regulationsand practicesapplicableto companies
listed on EuronextParis,includingin particularthe risk factorsinthe / 2 Y LJI RegifrationDocumentfiled with the FrenchFinanciaMarkets Authority (Autorité desmarchésfinanciers)under numberD.17-04230n
April 24, 2017, in anyother periodicreport andin anyother pressreleasewhichare availablefree of chargeon the websitesof the Group(www.onxeacom)and/or the AMF(www.amf-franceorg).

Thisdocumentcontainsinformation on the use of the Group'sproductsand its competitive position Someof the Informationis from third parties While this third party information hasbeen obtained from sources
believedto be reliable,there is no guaranteeof the accuracyr completenes®f suchdata. In addition, certainof the industryand marketdata comesfrom the Group'sown internal researchand estimatesbasedon the

knowledgeand experienceof the Group'smanagementWhile the Groupbelievesthat suchresearchand estimatesare reasonableandreliable,they, andtheir underlyingmethodologyand assumptionshavenot been
verified by anyindependentsourcefor accuracyor completenessand are subjectto changewithout notice. Accordinglyunduerelianceshouldnot be placedon any of the industry, market or competitive position data
containedin the Information

Thelnformationis not directedto, or intendedfor distributionto or useby, anypersonor entity that is a citizenor residentof, or locatedin, anylocality, state,country or other jurisdictionwhere suchdistribution or use
would be contraryto law or regulationor whichwould require any registrationor licensingwithin suchjurisdiction Thelnformation doesnot constitute or form part of, and shouldnot be construedasan offer or the
solicitationof an offer to subscribefor or purchaseof any securities No public offering of securitiesmay be conductedin Franceprior to the deliveryby the FrenchFinanciaMarkets Authority of a visaon a prospectus
that complieswith the provisionsof Directive2003 71/CEasamended Thisdocumentis for information purposesonly and doesnot constitute an offering documentor an offer of securitiesto the publicin the United
Kingdomto which section85 of the FinancialServicesand Markets Act 2000 of the United Kingdomapplies Securitieamay not be offered or soldin the United Statesabsentregistrationunderthe USSecuritiesAct of
1933 asamended or anexemptionfrom registrationthereunder.

Thisdocumentcontainscertainforward-looking statements All statementsin this documentother than statementsof historicalfact are or may be deemedto be forward lookingstatements Thesestatementsare not

guaranteesof the Group'sfuture performance Theseforward-looking statementsrelate without limitation to the Group'sfuture prospects,developments marketingstrategyregulatory calendar,clinicalmilestones,
assumptionsand hypothesis,clinicaldevelopmentapproachand financialrequirementsand are basedon analysesf earningsforecastsand estimatesof amountsnot yet determinableand other financialand non-

financialinformation. Forwardlooking statementsare subjectto a variety of risksand uncertaintiesasthey relate to future eventsand are dependenton circumstanceghat may or may not materializein the future.

Forwardlooking statementscannot,under any circumstancepe construedasa guaranteeof the Group'sfuture performanceasto strategic,regulatory,financialor other matters,andthe D N2 datti@iperformance,
includingits financialposition,resultsand cashflow, aswell asthe trendsin the sectorin whichthe Groupoperates,maydiffer materiallyfrom thoseproposedor reflectedin the forward-lookingstatementscontainedin

this document Evenif the D N2 dpkedfdrdnance,includingits financial position, results, cashflows and developmentsin the sectorin which the Group operateswere to conformto the forward-looking statements
containedin this document,suchresultsor developmentscannotbe construedasa reliableindicationof the Group'sfuture resultsor developments TheGroupexpresslydeclinesany obligationto updateor to confirm
projectionsor estimatesmadeby analystsor to makepublicanycorrectionto anyprospectiveinformationin orderto reflectaneventor circumstancehat mayoccurafter the date of thisdocument
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\‘ Developing disruptive therapies in the fieldlDNADamage Response
» (DDR) to address unmet needs in oncology

DIFFERENTIATED SCIENCE IN A highly skilledeamof 30, with strong translational

DNAD.:AMAG_E RESPO!\ISE & clinical expertise, led by experienced management
t € I U proprekary chemistry platform of decoy and board of directors witdemonstrated track
oligonucleotidesgeneratingnew compounds record in product & business development

> AsiDNAZ f S| R aQlinifeRskaBeh U S
first-in-class decoy agonishowing unique @
anti-tumoral properties

> OX401, amewlyoptimizednext-genPARPI*

Financiavisibility to Q3 2020 supports
strategic plan to deliver key neserm
clinical milestones

LISTED

9! whbo. ¢ t I NK & . -

b1 { 51 Gopenhagen Crea’_[e.valuday bringing drug cand@ates from
preclinical stage to proedf concept in man,

EPA: ONXEO the bestinflection pointsto monetizethese

assetsand generatagevenues
March 2020 * PARP inhibitors (PARPI) are a leading class of targeted therapies, the first approved and marketed in the field of DDR O N \ e O




Experienced management team with demonstrated track record In
product & business development

JUDITH GRECIPHARM.D) (PharmaciaWyeth (Pfizer)Eisa)

Formerly President of Eisai France

CEO

FRANCOISEONO (PHpP NICOLAS FELLMAN
CSO CFO
(Sanofj Evoteg (Ernst &Young, Pfizer)
FormerlyExecutive Vic®resident, Formerly Director of Treasury, Tax &
Oncology oEvotec Audit of Pfizer France
OLIVIE®E BEAUMONMPD) PHILIPPE MAITRH
CMO EVP of Onxeo UEBDO

(Aventis, PPODscientmAbRX

Formerly Chief Executive Officer and Cc
Founder oimAbRx

(Aventis, QuintilesStallergene$sreer)

Formerly Senio¥ice President, Head of
Global Clinical Development,
Pharmacovigilance and Medical Affairs
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Cuttingedge R&D pipeline with unique mechanisms of action in DDR

Programs OPTIMIZATION PRECLINICAL PHASE | PHASHb PHASE I PHASE Il MARKET

LJt I { BroprietaryPatform of
Decoy Oligonucleotides

Nerigen D
NextgenPARPI + STINfathwayactivation
I a A 5 0T sradiotherapy DRIIM study in metastatic melanoma,

( GENERATION OF DISRUPTIVE COMPOUNDS TARGEBINGI DG AAUNCTIONS
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8 28 ! A A5 Wb u DRIIV study in solitbmors
58
<Zt © Ia A 5 b +ehemotherapy DRIIV-1b
a) —
| 4 A 5 b +RARP inhibitor (_ _R_Eg[o_ca_n_ N )

Beleodag® 2nd |ine PTCL - - - @D
Belinostat oral
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Legend , Completed or ongoing (’,’ Planned shoriterm
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1IT: intratumoralk; I1V:intravenous 2 Beleodaq®brandname of belinostat (IV form) in the US inRFCL3PTCL : Peripherad T . L
celllymphoma, arare form of bloodtancer- *Commercializeththe USbh Y ES 2 Qa LI NUY SNJ dzy RSNJ | O2y RAUA 2 y@ Nx{ eo
March 2020 authorization fromthe FDA for the use of Beleodag® in the treatmentdlirie PTCL
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UniqueDecoyAgonistMechanisnof Action
In DNADamageResponse
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| & A 5Db! u -inkcBss theraby\ fbtBoinbinatiothesigned to address
the #1 challenge Iin oncologyesistance to treatment

X

Strategic focus on the abrogation of resistance to targeted therapies

Differentiated Decoy Agoni$tioA
in the clinicallyvalidated field @

of DNA Damage Response @ Decoy AgonisiMoA does not induce resistance

Collaborationswvith top-academic centers
(Institut Curie Gustave Roussyh y O2 L2 f S dzt

Depletes thecells from which resistance to
targeted therapy emerges

Long IP (up to 2040 REVocafrhaselb/2 to evaluate the addition of
’ | 3A5b! v 2y GKS |oNR3II G
niraparib(to start H1 2020)

Clinicalstage asset
> Favorable safety profile incl. in combination

> Proof of mechanismsdignals of efficacy
March 2020 O N Y e O e




AsSIDNA¢ “afirst-in-class product in DNA Damage Response (DDR)

¢ A purposedesigned cholesteradligonucleotide conjugate

Active 32bp DNA duplex

- Cholesterol

Patent Protection > Binding and activatin@NAPK and PARP

i (Composition of signaling enzymes 0 pQ > Tumoraland nuclear uptake of the
al 00 SNI 2 yeail ai Bbphosphorothioated dzo & G A G dzi A 2y a| @ + y RONAmediatedvia a covalently

. related compounds) 0Q SyRa (2 LNB@Syd RIYINI i linked cholesteromoleculé

until 2031. 5 > Sequence noimomologousand not

: Extendable to 2036 immunogenic CpGfree)

. with SPC & PTE > AsiDNA is not an RNAI therapy, thus avoiding 0Q

Combination the toxicityissues of thiglass - \m

2 Doublestranded32bp DNA is tethered with
a loop to preventisassociatioh

. o
..........................................

1BerthaultN, et al. Cancer Gene Therapy (2014)2 idoi: 10.1038/cgt.2011.3 O N x e O
March 2020 2QuanzM, et al.PLoSONE. 2009 4(73loi: 10.1371/journal.pone.0006298
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l aA5b!® YAYAO& 5b! 0NB S
cell decoy), binds anchyperactivateghe
proteins(agonis) involved in the DDR

cascadegensing, signaling and repairing X

2 X RA@SNway fromthetruR Y 3S XdE S toRdllyaileath.

DDR inhibition islinicallyvalidated in oncology (PARPI*)
Decoy Agonist mechanism of action avadmpensatory mechanismilocking theinduction of resistance

| & A5 b ! wpstreadiofithe DDR, enabling cytotoxic activity regardless of genetic context

N N NN

Cytotoxic activitys restrictedto cancer cells, translating into an outstanding safatyfile

Source QuanzM, et al.ClinCancer Res 2009 15:130816; QuanzM, et al.PLoSONE. 2009 4(73loi: 10.1371/journal.pone

0006298 JdeywV, et al.ClinCan Res. 2016;22:DOI: 10.11%8/780432.CCR6-1193
March 2020 * PARP inhibitors (PARPI) are a leading class of targeted therapies, the first approved and marketed in the field of DDR O N ‘ e O




An extensive preclinical program paves the way to ambitious clinical

translation
m In vitro data a In vivo data
Safety profile No cytotoxicactivity in healthy cells Very favorable data itox. study (monkey)
Autosensitizationand no il i Gonfirmed
resistance observed In multiple cell lines ntirme
Efficacy synergy witiPARPi In muIt||_oIe_ PARPI se.r?smve &_reS|stant celllines/ 1 4 A 5 .b I w surviiaD &idSpoaders
No restrictionto specific genetic context to PARPI
Efficacysynergy withchemo In multiple cell lines AsiDNA( AYONBIaSa STTAC
Abrogationresistance toPARPi  \/ In multiple cell lines ' &A5b! x aitzLia NBarad
: : : Ongoing validation with several TiKI Prelim. dataconfirming prolongation of
Abrogation resistance taki multiple cellines anti-EGFR, ant\LKefficacy

March 2020 PARP inhibitors (PARPI) and tyrosine kinase inhibitors (TKI) are leading, approved targeted therapies in oncology O N \ e O



l AA5b!'un fSIFIR&a (2 OFYOSNI OSff R

¢ wSLISHFISR GNBFOYSY(l 6AGK ! aA5b! doednStlgdheératedsistangeS vy a A

e AsiDNA ®m  Talazoparib
120+ ; : :
100+ ] Emergence of Resistant cells
= a a a
< 804 : ! : —
S i i i .
= 60- a a a
E a a a
R P B a
: . :
20{ "o = - il
LS : :
0 A | L No surviving cells

] ] ]
15teycle 2" cycle  3Ycycle  4™Mcycle

]ﬂ Small Cell Lung CancePARPsensitive
March 2020 Source: Onxeo, data on file O N Y e O a




l a A 5 BAbrogates acquiredesistance to PARRhibitors(class effect)

¢ AsiDNA leads to olaparikresistant cells eradication, even if introduced only once resistance emerges

olaparib

- = Olaparib
6.03105-< > —0— Olaparib+AsiDNA
{GFNI 2F ! aA5b0 x
administration

= 4.0310°- Emergence of resistant cells
®)

£

5

c

0]

O 2.0310°4

No surviving cells
O | | | | 1

Days post treatment

Triple Negative Breast Cancer cells PARPI sensitive

March 2020 Source: Onxeo, data on file O N Y e O




| a A 5 BAbrogates acquiredesistance to PARP inhibitors

¢ Resultconfirmedin in vivo experimentsin a triplenegativebreastcancer model

Start of AsiDNA™ |

15001
administration
" 1200- —— QOLAPARIB 100mg/Kg/PO
E . ——  AsiDNA_10mg/IP + OLAPARIB
------ ﬂE-'lgﬂﬂ-- - Ao e Mean OLAPARIB 100mg/Kg/PO-—----
s A 7 & S == Mean AsDNA + Olaparib
= 600 —— NT
g .
IE J00
“ 1 1 1 1 1 1
0 10 20 30 40 50 &0

MDAMB-436 (TNBCGHRdeficient- PARPI sensitive)

March 2020 Source: Onxeo, data on file O N ( e O a
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l aA5b!®w FONRIFGSE | OljdzA NBR NXa

¢ AsiDNA leads to niraparilresistant cellgradicationin ovarian cancer model, evéhintroduced only
once resistance emergé€€A 125 increase)

¢ REVocan studyREVersio2 ¥ NBaAaldl yOS Ay 20 NAFY OF YOSNI gA{cF
on the basis of these results
niraparib

<€ >
2x10°1 {aGF NI 27| ! aABrerhence of

Introduction at CA125ncrease

- : ) 1504 (REVocan study protocol)
administration resistant cells 1201

1.6x10°
-= Nira 90-

-o- Nira+Asi at D34

q 3 I
NE
<5 207
<D
B la e 0 & 15
NZ 10-
Cell death 5-
0 1 1 1 1 1 O-

Days post treatment

{41 NI 2 ' aA5b! u
administration

Cell number

]ﬂ. UWB1.289 Qvariancancer modek BRCAT)
March 2020 Source: Onxeo, data on file O N ‘ e O a
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100+
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40-

Surviving cells (%)

20+

0 3

& AsiDNA eradicates cells resistant to affiGFR and arfiLK

= Erlotinib
o Erlotinib+AsiDNA

5 6 7 10 13 17

Time (days)

Emergence of
resistant cells

No surviving cells

March 2020

Non Small Cellung Cancer mode] anti-EGFRensitive

PC93 (NSCLEGFRmyt EGFR T790 mutation is preexisting in
PCarental cell line. PC3 cell line is a sublone of PC9 without

preexisting T790M.

Source: Onxeo, data on file
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l a A 5 préventsresistanceo TKI N

ONCOPOLE

TOULOUSE | FRANCE

6009 -e— Alectinib
-=— Alectinib + AsiDNA
- Emergence of
= 400 - resistant cells
©
>
=
=
= 900 -
T 200
U
0 ; . No surviving cells
0 10 20 30 40

Days

]ﬂ[ Non Small Cell Lung Cancer modeinti-ALK sensitive

H3122 (NSCLC EMAKK)
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Clinical Development Plan

+Ff ARFUAZY 2F GKS
Resistance to Targeted Therapies
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N sstaosnaya Gk

0 DRIIMPhasel in adv. melanoma
i 1Tcombo withradiotherapy
=
3 DRIV Phase 1
FirstlV administrationin solid tumors
2
g DRIIN1b Phase 14IV)
= Combo withcarboplatin+/- paclitaxel (ongoing)
=
L) REVOCARhOase 1b/21V)
% Ovarian cancer in combination w/ PARRraparib
=
?IS Phase 1b/X(1V)
v  Nonsmall cell lung cancer in combination W/KI

March 2020
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Favorable safetyia I.T.

\/ Signals of efficacy

<< I< <

Favorable safetyia I.V.
Proof of mechanism in tumors

Excellent safety in combination witdthemotherapy
Prelim. signals of efficacy
Cohort 2 (Carboplatin + Paclitaxel) ongoing

Proofof Concept: Abrogation oésistancdo PARPI
FPI expecte®22020

Proofof Concept: Abrogation oésistancdo TKI

ONXeO



DRIIV1 Phasel: Favorablesafety profile

22 1

(11%) -

Non-related
95%

¢ Phase | study in L.V
> Openlabel, 3+3 dose escalation from 200mg to 1800mg

> 22 patients; 5 doses
> Study coordinator: Pr. C. Le Tournebhsijtut Curie)
> Objectivesto determine the safetand PK/IPRINRE FAE S 2F ! &A5b! u

Adverse Events

Non-related
77%

181(89%)
¢ Primary objective reached: favorable safety outcome = Grade 1/2 = Grade 3

> 90% of adverse events wegeadel/ 2, mostly ( 77%)on-related ; no specific type of toxicity
> AsiDNA« 200mg 400mg, 600mg: No druglated Serious Adverse Events (SAEs) and no-Daséng Toxicity (DLT)

> AA5Db! u onn Y3 9SAESY includirg ¥ DLOs p&tBdsd (0 S R
> Orthostatic hypotension (grade 3/ unlikely related)
> 2increase of hepatic enzymes ( grade 3/ unlikely related and grade 4/possibly related)

> Maximum Tolerated Dose (MTD) was not reached

AAC_R American Association
for Cancer Research’

DRIIV1 results were presented O Y O
March 2020 at EORTGICIAACR on 10/27/19 N e




DRIIV1 Phase 1: Beyonshfety, proofof-mechanisndemonstrated

{ N2 Y3 | CHRAXGIcal lezlyreflecEndNAPK pathwagngagement

Activity, pharmacodynamic biomarkers (on tumor biopsies)

' aA5b! xu cnny?3
Pretreatment Posttreatment

J

Patient 003001
! - Y wS I -RRtaiet eBgigerGient!

March 2020 DRIIVL study, presented at EORTNCIAACR7th Oct 2019



