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Important Information

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

Referencesereinto this presentation(thisa t NI & S yshdllniearant indudethis document,the oral presentationaccompanyinghis documentprovidedby OnxeoSA(togetherwith its subsidiariesthe & D NP daiydé 0 >

guestionand answersessiorfollowingthat oral presentationand any further informationthat may be madeavailablein connectionwith the subjectmatter containedherein (togetherwith the information, statementsand
opinionscontainedin this Presentationthe d LY T2 NY' I G A 2 y ¢ 0

ThisPresentationhasbeen preparedby OnxeoSA Thelnformationis provisionaland for information purposesonly and is not to be construedasprovidinginvestmentadvice Thelnformationis providedasof the date of

this Presentationonly and may be subjectto significantchangesat anytime without notice. Neitherthe Group,nor its advisorsnor any other personis under any obligationto updatethe Information. Subjectto applicable
law, none of the Companyor its advisorsacceptsanyresponsibilitywhatsoeverand makesno representationor warranty,expressor implied, asto the fairness,accuracycompletenes®r correctnesf the Information. The
Information hasnot beensubjectto independentverificationandis qualifiedin its entirety by the businessfinancialand other information that the Groupis requiredto publishin accordancewith the rules,regulationsand

practicesapplicableto companiedisted on EuronextParis,includingin particularthe risk factorsdescribedn in the mostrecent/ 2 Y LJI Wh&edsaRegistrationDocumentfiled with the FrenchFinanciaMarketsAuthority

(Autorité desmarchédinanciers, in anyother periodicreport andin anyother pressrelease which are availablefree of chargeon the websitesof the Group(www.onxeacom)and/or the AMF(www.amf-franceorg).

ThisPresentationcontainsinformation on the use of the Group'sproductsand its competitive position. Someof the Information is from third parties While this third party information hasbeen obtainedfrom sources
believedto be reliable,there is no guaranteeof the accuracyor completenesf suchdata. In addition, certain of the industry and market data comesfrom the Group'sown internal researchand estimatesbasedon the

knowledgeand experienceof the Group'smanagement While the Groupbelievesthat suchresearchand estimatesare reasonableand reliable, they, and their underlyingmethodologyand assumptionshave not been

verified by any independentsourcefor accuracyor completenessand are subjectto changewithout notice. Accordinglyundue relianceshouldnot be placedon any of the industry, market or competitive position data
containedin the Information.

Thelnformationis not directedto, or intended for distribution to or useby, any personor entity that is a citizenor residentof, or locatedin, anylocality, state, country or other jurisdictionwhere suchdistribution or use
would be contrary to law or regulation or which would require any registrationor licensingwithin suchjurisdiction The Information doesnot constitute or form part of, and shouldnot be construedas an offer or the
solicitationof an offer to subscribefor or purchaseof any securitiesnor shallthere be any saleof thesesecuritiesin the United Statesor any other jurisdictionin which suchoffer, solicitationor salewould be unlawful prior
to registrationor qualificationunderthe securitieslawsof any suchstate or jurisdiction No public offering of securitiesmay be conductedin any memberstate of the EuropearEconomidArea(includingFrance)prior to the
publication in the relevantmember state of a prospectusthat complieswith the provisionsof Regulation2017 119. TheInformation is for information purposesonly and doesnot constitute an offering documentor an
offer of securitiesto the publicin the United Kingdomto which section85 of the FinanciaServicesand MarketsAct 2000 0of the United Kingdomapplies

Thelnformation containscertain forward-looking statements All statementsin the Information other than statementsof historicalfact are or may be deemedto be forward looking statements Thesestatementsare not
guaranteesof the Group'sfuture performance Theseforward-looking statementsrelate without limitation to the Group'sfuture prospects,developments,marketing strategy regulatory calendar,clinical milestones,
assumptionsand hypothesis clinicaldevelopmentapproachand financialrequirementsand are basedon analyse®f earningsforecastsand estimatesof amountsnot yet determinableand other financialand non-financial
information. Forwardlookingstatementsare subjectto a variety of risksand uncertaintiesasthey relate to future eventsandare dependenton circumstanceshat mayor maynot materializein the future. Forwardlooking
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- Developing disruptive therapies in the fieldNADamage Response
“» (DDR) to address unmet needs in oncology

DIFFERENTIATED SCIENCE IN A highly skilledeamof 30, with strong translational
DNA QAMAGE RESPONSE . . L . & clinical expertise, led by experienced management
tftlrdhbwrnx LINBLINRSUOFNE OKSYAaldNET Ut U %g8NMard éf directors witdemonstrated track
oligonucleotides, generating new compounds record in product & business development

> AA5Db! nux f SitckicdDdtagdRr A RIF G S
first-in-class decoy agonist with a unique abilit
to abrogate resistance to targeted therapies

> OX401, a newly optimized PARP agonist with
potent activity on tumor control and immune Financialisibility to Q1 2022 supports
response strategic plan to deliver key ned@rm

clinical milestones

LISTED

SI;F:’AYVArI]_ObNSi(. ¢ Dwhze¢l  tchhte valudy bringing drug candidates from
CLw{¢ bhwel / 2 LIS y Riiesligigal stage to proedf concept in man,
EPA: ONXEO the bestinflection pointsto monetizethese

assetsand generaterevenues
ONXEO Q
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\ LJ | {-thebvied compounds share a decagonist mechanism of
action providing a radically disruptive approach to cancer treatment

LI F dhbuX I @S NE-hgorist ofgorfudieotiNds Naherafing digkuptiVe2déug candidates

All candidates based on this mechanism of action
Active component hijack(dec_oy effect) a_ndhyper—activatg (agonist |
Doublestranded DNA fragment (oligonucleotide) effect) their therapeutic targets, leading to ineffective

Variable sequence and length to optimize target binding & activation DNA functionswithout inducing any resistance

H O2YLJ2dzyRa | £t NBEF R& RSNAL

$ each very differentiated in terms of target and activity
Linker > | 4 A5 Db! 4nElas¥ flodNMEuiner, DNA repairhibitor acting
Tethered oo upstream of the DDR cascadeith a unique ability to abrogate
to prevent dissocl?ation Vector acquired resistance to targeted therapies

When appropriate, >
to facilitate tumoral&
nuclear uptake

0X401, nexgeneration compoundargeting PARP and activating
the immune response via the STING pathway

January 2021 O N \ e O a



Current cuttingedge R&D pipeline with unique mechanisms of action in DDR

Programs OPTIMIZATION ~ PRECLINICAL PHASE | PHASHD PHASE Il
LJC I U RrapretaryRatform of Decoy C GENERATION OF NEW COMPOUNDS TARGETING DNA FUNCTIONS
Oligonucleotides

X0 PARRugonist+ STINGathwayactivation "-VIvo proorot etticacy

o +
OX401+ immunotherapy In-vivo proof-of concept
AsiDNA«
Safety / Activity

Phase 1b AsiDNA« + carboplatin +£ paclitaxel
Safety / signals of efficacy in combo

Phase 2 | a A 5 & carboplatin + paclitaxel
Safety / efficacy in combdigh unmet need indication

Ia A5 #PARPI

Resistance abrogation

I a A 5 & other targetedtx :
. ) . In vivo proof ofconcept
Resistancabrogation/ prevention
Legend ’Completed or ongoing (/,’ Planned shoriterm

January 2021 PARRnhibitors (PARPI) are a leading class of targeted therapies, the first approved and marketed in the field of DDR O N Y e O a
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' aASk

UnigueDecoyAgonistMechanism
of Action in DNAamageResponse
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l AA5b! nY | FANRG Ay -validaledifidld of INJR R d

¢ A purposedesignedligonucleotide > I dzyAljdzS 4G¢RSO2é& | I2YyAa
> Tumoraland nuclear uptake of l AA5b!nu YAYAO& 5b 'Celltméd:@lblnds aridy 0 K
the DNAmediatedvia a hyperactivateghe proteins(agonisf involved in the DDR cascade

covalently linked cholesterol
e moleculé

N
pQ Cholesterol

(sensing, signaling and repairing X

. e

Patent Protection
i (CoM! aA5IR! %
: related compounds) :

until 2031. > Doublestranded32bp DNA
: is tethered with a loop to

Extendableto p Q 0 O Lreventdissociatiod

2036(SP@& PTE) \
. Combina
: Combinationpatents : . A . . ~ L
e UD102040 7 > X RA @@Nivay from the tru®kR | Y I 38 XX ® S toRellyfaiieath.
# Binding and activatin@NAPK and PARP signaling enzymes ¢ Decoyagonist mode of action avoi@d®mpensatory mechanisms,
# Phosphorothioatet dzo A G A G dziA2ya G GKS pq Iy Rockngthanguglion ofresistangss ¢ & v

degradatiort & 1 aA5Db! wpstreaniofdhe DDR, enabling cytotoxic activity
¢ Sequence notomologousand not immunogeni¢CpGfree) regardlesof the geneticcontext

# Cytotoxic activitys restrictedto cancer cells, translating into an
outstanding safetyrofile

Source QuanzM, et al.ClinCancer Res 2009 15:130816; QuanzM, et al. O N ‘ e O
January 2021 PLOSONE. 2009 4}7- JdeyW, et al.ClinCan Re2016;22




An extensive preclinical program paves the way to ambitious clinical
translation

]ﬂﬂl In vitro data a In vivo data

Safety profile No cytotoxicactivity in healthy cells V  Veryfavorable data irtox. study (monkey)

Autosensitizationand no

' ' ' V  Qonfirmed
resistance observed In multiple cell lines

Efficacy synergy WitlPARPI In multiple PARPI sensitive & resistant cell lineg AsiDNA¢ A Y GUvadl &rés@onders

No restrictionto specific genetic context to PARPI
Efficacysynergy withchemo In multiple cell lines V  AsiDNAC AYONBIl aSa STTA
Abrogationof resistanceto PARPi \/ In multiple cell lines V!Iairs5b! x aitz2Lia NBaAa

Prelim. dataconfirmedprolongation of
anti-EGFR, an#h\LKefficacy

Abrogation/ prevention of

resistance toother targetedix Ongoing validation with several TKRAS X

January 2021 PARP inhibitors (PARPI) and tyrosine kinase inhibitors (TKI) are leading, approved targeted therapies in oncology O N \ e O



AA5b! n FdzZt Oft AYAOFT LIRUOSYGAL

Potential indications Market sizé (incidence 2020)
Combo with Carboplatin X Neoa(_jjuvantreatment for beally advanced triple TNBC local/regional diseas&16 000pts
Aimproveresponse /dur. of response negativepreast cancer
P P e ) ) P x 1L/ 2L (platinursensitive) treatment of advanced | Advanced OC : 42 0p8s (*)
APreserve sensitivity to platinum ovarian cancer
x 1LadvancedNonsmall cell lungcancer treated with | Advanced NSCLC, w/o mutations : 179 @80
E platinum
} 9 ; ; .
- WEd) Combo withPARPI x 1L/2L treatment o§BRCAHERZ metastatic Advanced HERBC : 119 000 pts
O \
- Almprove response Hur. of response breast cancefw/ ola and/or Talaz9 e gBRCAm 11 000 pts
| AEnlar r I '
r (BRanAeV?I):dd essab epopulatlon x 2L treatment of metastaticastrationresistant mCRPE98 000 pts
— t t .
B prostate cancerHRR gene mutate@v/ olaparib) ¢ gBRCAm 13 00(pts
e
] ] x 1L /2L maintenance of advancedarian cancekw/ | Advanced OC : 42 0ps
Combo withPARPI ola/ nira/ rucaparib %
AAbrogation/ reversion of resistance
R g x 1L maintenance aiBRCAmmetastaticpancreatic mP‘aC 119 00Qpts (*) %
(Revocan cancer(w/ olaparib) & gBRCAMF 6 000pts
[
5 @ Combo with targeted therapies x 1L treatment of EGFR+ Non small leeiy cancer(w/
- E Anbrogation/ reversion ofresistance anti-EGFR TKI and/or other TT) ACWEITIEEE NSIEILE, (BEiR 5=, B0

January 2021 1: source GlobalData for 8MM countries (US, 5EU, JPN eQedpi(*) without CHN. O N ‘ e O a




\ Current clinical program: deliveriigK S LINR2 YA a4 Sa 27

Safety Validation / Proadf-Mechanism in man

DRIIV1 Phase 1

FirstlVV administrationin solidtumors

Combo with Chemotherapies to improtAficacy

DRIIV1b Phase 1b (1V)
Combo with carboplatin +paclitaxel

Randomized Phase Il planned H1 21

@ Abrogation of Acquired Resistance to Targeted Therapies

REVOCAN Phase 16/%2)
Relapsed ovariacancer inaddition to PARPmiraparib

Underexploration
@ Phase 1b/Z1V) Nonsmall cell lung cancer addition to
othertargetedtix 6 ¢ YL a >~ X0

January 2021

> X X X X

X

Favorable safetyia I.V.

Proofof mechanism inumors

Excellent Safety in combination with
carboplatine + paclitaxel
Preliminary signals of efficacy

Confirmefficacy on disease control

Ongoing:Abrogationof resistancdo PARPI

Abrogation of resistanct targeted therapies

ONXeO



DoseescalationDRIIV Phask study favorablesafety profile &
demonstratedproof-of-mechanism

¢ Phase 1 study via IV route & Proofof-mechanism: Strong OU A @I G A2y 27
> Openlabel, 3+3 dose escalation from 200mg to 1800mg cell level, reflecting DNRK pathway engagement
> 22patients; 5 doses Optimal biological activity at 600 mg dose based on
> Study coordinator: Pr. C. Le Tournemsiitut Curie) pharmacodynamidiomarkerfrom tumor biopsies
> Objectivesto determine the safetyand PK/PRINE FA £ § 2F | 4 A £~ L - Prefeament L L
e Rt @ s 5 e o
# Primary objective reached: favorable safety outcome 3 D75 o ,:i_‘.u
> AsiDNA« 200mg 400mg, 600mg: No druglated serious adverse = St g Ny --,;i";
event (SAE) and no dolmiting toxicity (DLT) A o “Se ..‘;“’7°; | L RIS ST
> AaA5b! u dbnnY3A 9SAES including ¥ DLos p&tlddsd U S F "1 ! - Y w8 | -Rietaimet eAghgerBent!

> MTD was not reached

1

22(11%)" > Optimal biological activity and good safety profile at 600mg
Non-related
95%

> 600mg dose level selected to pursue clint&lelopment

Adverse Events = Grade 1/2
m Grade 3
m Grade 4

a Access poster presented at EORNACTR 2019

= Access publicatiord Phase 1 dosescalation study to evaluate safety, pharmacokinetics
and pharmacodynamics of AsiDNA, a firstlass DNA repair inhibitor, administered
181(89%) intravenously in patients with advanced sdiidmours Le Tourneau et al. British Journal of

Cancer. 25 Augugi20.
January 2021 O N Y ( ! O a

Non-related
77%



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

DRIIMM O &aiddzRé 2F ! @&aA5b! nu Ay O2YO0A
preliminary data confirm safety and efficacy signals

Patientseligibleto carboplatin +/ paclitaxel, openabel3+3 cohorts, n=9 patientg, sites in Belgium

Heavilypre-treated patientswith advanced metastatic tumors, progressingratlusion

Objectives! a A 5 bafetyprofile in combinationand signals o¢fficacy(RECISGriteria)

'aA5Db! Tamor Treatment  Treatment Response Preliminarysafetyoverviewand bestresponses
600mg line inDRIIV  duration (4/7 evaluable patients talate)
1b
COhOI’tl + CarbOplatin TNBC 6t line 5.5months StableDisease > NoDLTand Verwoodtoleranceof the combination
3pts _3 > In2/3 patients,diseasecontrolledd A (i K ! éohl®b ! u
| (n= )I q NSCLC 3dline 8.5months StableDisease for significantly longer thawith anyof the prior
v complete (Epidermoid) treatment lines
Cohort2 +carboplatin - NSCLC 4t line 3 months > NoDLTand verygoodtoleranceof the combination
(5pts + paclitaxel (Adenocarcinoma; (interimresults)
ongoing » In2/4 evaluablepatientsto date, diseasecontrolledwith
(n=6) NSCLC ond [ine 11months | StableDisease | & A 5 forlsignificantly longethan withanyof the
ongoing (Adenocarcinoma) Ongoing prior treatment lines
» Last2 patients enrolledn 10-11/2020,to be followed
until diseaseprogression
> Enrollment completedfull dataexpectedH1 2021
January 2021 * Timelinesnclude Covid 9 impactio date, andmay befurtherreviewed O N \ e O a




Acquiredresistancdo PARMMibitors evolvesfrom drug-tolerant cells
(DTCyulnerableto! a A5 b ! u

& Onxeoshowed that resistance tBARP&volves fromDTC 2 ! & A 5 préventsresistance td®>ARMnhibitors byacting onDTC
' a A 5 b dramaticdly more efficienonDTC

AAGR JITUAL }
e than onparental* cells
A t|
Rl u,;m | v
120~ - . 5 Olaparlb 120- e 2 l'aA5b! u
| 2 | ° ° °
2 . f
Drug Drugtolerant cells Reactivation 1004 s " Noactivity 100 - i
pressue (dormant/qwescent/ (tumorrecurrence) S 80- . " onDTC 5 80 -
G2t SNI yields NEA &GS NX ; i —=- Parental € 604 - Parental
v
»(® £ 40 ~=- DTC ® 0 B -~ DTC
_____ > ————y (#)S .
/ e Q 204 20 4
\ o . —_—;- 4 DT(;. _
P \ 100 1000 10000 100000 10 100 1000 10000 100000 Sradication
f [Olaparib, nM] [AsiDNA, nM]
/ _ T™ME IC50 olaparily; parental cells: Bivi IC50 & A 5 kg DTIC17nMM
Tumormicroenvironment
(TME)
TNBC model BC227 BROAR

DICare already an esablished cause? of resgtance to TKI"
2 | a A 5 bouldeffectivelycounter DTGdrivenacquiredresistanceo a wide rangeof targetedtherapies

* Parental cell: primary tumor celt* TKI: tyrosine kinasénhibitors
1 AACR2020- Acquired resistance PARFnhibitors evolvedrom drug-tolerant persistercells vulnerabléo ! & A 5 b ! u O N ‘ e O

Januan2021 2SharmavSet al.Cell, 2010, 141:69-80



https://www.abstractsonline.com/pp8/#!/9045/presentation/5684

W ¢ ! & A 5 abrogatesacquiredresistance tdPARRhibitors

(classeffect)

=

REVOCARhase 1b/2: Aeyongoing studyo assess theffect of
I a A 5 b lregistadgdo PARPmniraparibin ovariancancer

REVOCAN

REérsionof resistancein Ovarian Cancer

P niraparib >

5106 ] Emergence of with Aa A 5 bahdhliraparib

g::g:: Start of AsiDNA™ Resistant cells
g ZX10:- administrationl
g 1 (p34) GUSTAVE/
2 - . . .
ey BT o N ¢ Clinicaresearchagreement withGustaveRoussy, ROUSSY
O 8x1044 -#- Nira+Asi continuous ; . eancercameus

ex10y — Nira+Asi at D34 PI1Dr PPautiersupported byArcagyGinecoNetwork

x -

20 Cell death # n= upto 26 patients, platinurrsensitive relapsedvariancancer

60 Daysposttreatment under2nd]ine of maintenance with niraparib 6months

¢ Inclusionat CA125 increase (established predictive biomarker
of resistancan OC)

» Primaryobjective:Safetyrun & CA125 decrease (GCIG criteria)
% Secondary objectivéEfficacy PFS (RECI&Tteria)- OS

& ! a A 5 kaddsto niraparibresistantcellseradication
In ovariancancermodel, evenif introducedonly once
resistanceemergeq CAl25increase)

1504 Introduction at CA125 increase

120 (REVOCAN study protocol)
90+
60+
01

Start of AsiDNA™
51 Niraparib

administration
Niraparib
1 only I +1 AaA5b!|u
5.
0.

(D34)
,,;s ® Days past-treatment
0 0 =

UWB1.289Ovariancancermodel ¢ BRCA1U!)

> FPI1onl0/21/2020, preliminarydatain H12021*

Januan2021 * Timelines include Cowi® impact to date, and may be furthezviewed

ONXeO @



‘ AsiDNA( Y @hclhskthierapydesigned to address major challenge
In oncologyresistance to treatment

Differentiated Decoy AgonistioA =
in the clinicallyvalidated field @

of DNA Damage Response @ Decoy AgonisvloA does not induce resistance

Clinicalstage asset

CED > Favorable safety profile incl. in combination
> Proof of mechanismsdignals of efficacy

Collaborationswvith top-academic centers
(Institut Curie Gustave Roussgyh y 02 LI2 £ S dzt

Long IP (up to 2040) Depletes the drugolerant cellsfrom which
’ resistance to targetetherapies emerge

Ongoing REVOCANiaselb/2 to evaluate the
 RRAGAZ2Y 2F ! aA5b! nu 2y GKS | oNR3II {A:
acquired resistance tBARPI niraparib

ONXeO Eb




Outlook
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Shortterm key clinical catalysts in 2020/ 2021

H2 2020 H1 2021 H22021

DRIIV1b | (Tolerance in combination + first signals of efficacy
' aA5b! u DRIIV1b DRIIV1b SRV
carboplatin +/- — LPI tprelim. ¥ e g _cohort2 Final data
paclitaxel data Toplinedata
. )\
Randomized | h
phase2
'&A5b! w b [QFND2LXFGAY
+/- paclitaxel JAN )
4 ) (R . . . . \
eversion of Resistance in Ovarian Cancer
REVOCAN :
phase 1072 | et/ P ™ it e s Y Revocan
AsSIDNAC + niraparib| | ewmemes (part 1) 4 Top line data
\ J J
PARP agonist + activation of immune response
0OX401
Preclinical proof of M In-vivo validation Reg.tox study
efficacy = 4 f combo w/ CP FIM readiness

January 2021 * Timelines include Covi® impact to date, and may be further reviewed O N ( e O




Y Financial resources in line with key development milestones objectiv:

NN Cash position a619,4mat 06/30/2020
+eb6m from transaction with Acrotech d/06/2020

+€7.3m from private placement on 06/09/2020 to Invus, new lbaign
shareholder, & Financiere de la Montagne, historical shareholder

NN Cashrunwayto Q1 2022

Duallisting

EURONEXT GROWTR4aris- EPAALONX
FIRST NORTK openhagen EPAONXEO

ISIN:FR0010095596

Financiére de la
Montagne
13%

Invus
| 11%
Sharesoutstanding 9 78.3m Free float

76%
AverageDaily Volume 9 349,948shares i

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

oNnxeo €
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January 2021

Onxeo in 2020/2021: Ready for success

LI Fdhbw LI FOGF2NY ISYSNI0S& LINPYAAAYTI O2YLRdzyRa ot
Each candidate designedo targetspecific proteinsnvolved in different DNA functions

AsiDNA = -ih-tl&8 DDR inhibitdargeting both:
Synergy with DNA breakers such as radio/ chemotherapies
Favorable safety profile and preliminary signals of efficacy in ERIS#udy (combo carboplatin -+paclitaxel)

Resistancé¢o targetedtherapies, a majooncologychallenge

REVOCAN phagb/2 to be a major catalysb demonstratethat 8 A 5b! 1 | RRSR (2 Yy ANI
resistance in ovarian cancer ; First study outcomes expected in the short term (early 2021)

> OX40Ipreclinical in vivo profileonfirmed potent antitumoral activity and strong activation of the immune respons
> Full preclinical package and clinical readiness expected H2 2021

»5S8SL) SELISNIAEAS Ay 2ftA32ydz0t S20ARSE I yR LX I Ghbu f
> Financial visibility to Q1 2022, well beyond key clinical catalysts for the Company
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| a A 5 Bdlewted Publicationd/2)

& Hyperactivation of DNARK by doubkstrand break mimicking molecules disorganizes DNA damage res@uasaz M et al. PLoS One. 2009, 4:6298.

1 Aa02yS | H!-RibodeyaRClinical Phamnacbdynamic BiomarRedon CE et &llinCancer Res 2010; 16(18)

# Comparison of distribution and activity of nanoparticles with short interfering DNA (Dbait) in various living sBerthagilt N. et al. Cancer Gene Ther. 2011, 187685

& Heat shock protein 90 (Hsp90) is phosphorylated in response to DNA damage and accumulates in rénsanioM. et al. J Biol. Chem. 2012, 287:8803

& Preclinical study of the DNA repair inhibitor Dbait in combination with chemotherapy in colorectal. @ewen F et al. J Gastroenterol. 2012, 47766

# Pharmacokinetics and toxicity in rats and monkeys of coDbait: a therapeutic exidnided DNA oligonucleotide conjugated tolefsterol Schlegel A et al. Mol Ther Nucleic Acids. 2012, 1:e33.
# Distribution and radiosensitizing effect of cholestezolipled Dbait molecule in rat model of 5 glioblastoi@aquery N et aPLoSDne 2012;7(7)e40567.

# Resistance to PAR#hibitors in Cancer Therapylontoni A et al.FrontPharmacal2013; 4: 18.

& Kinesin KIFC1 actively transports bare dogbiended DNAFarina F et al. Nucleic Acids Res. 2013, 41:3826

& Inhibition of DNA damage repair by artificial activation of PARP with siCrigget A et al. Nucleic Acids Res. 2013, 41:3344

& DNAPK target identification reveals novel links between DNA repair signaling and cytoskeldttion KotulakE et al.PLoSne, 2013: 8(11):€80313.

# Colorectal cancer metastasis: the DNA repair inhilidositincreases sensitivity to hyperthermia and improves efficacy of radiofrequency ab@é&wanF et alRadiology2014, 270:73@6.
# A preclinical study combining the DNA repair inhibbaitwith radiotherapy for the treatment ahelanomaBiauJ et alNeoplasia2014, 16:8354.

# An update on PARP inhibitors for the treatment of canBenefifS et al.

¢ Dbait An innovative concept to inhibit DNA repair and treat carBiauJ et al. Bll Cancer 2016; 103: 22235

& The DNA Repair Inhibitor DTO1 d$avelTherapeuticStrategyfor Chemosensitizatioof Colorectal iverMetastasisHerathNI et al. Mol CancéFher 2016 Jan;15(1):152.

& Targeting DNA Repair in Cancer: Beyond PARP InhiBitoven JS et al. Cand@iscoDecember 21 2016 DOI: 10.1158/21%&200.CEL6-0860

& TargetindDNArepair by coDbaitenhancesnelanomaargetedradionuclidetherapy:. ViallardC et alOncotarge2016 Mar 15;7(11): 129236.

# Firstin-human phase Istudy of the DNArepair inhibitor DT01 incombinationwith radiotherapyin patients inwith skin metastases from melanoma.eTourneauC et al. Br J Cancer. 2QlLée
24;114(11):119205.

& Potentiationof Doxurubicirefficacyin hepatocellularcarcinomeby the DNAepairinhibitor DTO1 irpreclinicalmodels HerathNI et al. EurRadiol 20170ct, 27(10):44351444.

¢ DrugDrivenSynthetid_ethality. bypassindumor cellgeneticswith a combinationof AsiDNA and PAR#hibitors. JdeyW et al.ClinCancer Ref017 Feb 15;23(4):10e1011

& Micronuclei Frequency in Tumors Is a Predictive Biomarker for Genetic Instability and Sensitivity to the DNA RepaiAfibibitddeyW et al. Cancer ReR017 Aug 15;77(16):4207216.
# TheDNA Repair Inhibitor Dbait Is Specific for Malignant Hematologic Cells in Bhierty S et aMol CanceiTher. 2017 Dec;16(12):28%27.
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https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2709433/
Histone γH2AX and Poly(ADP-Ribose) as Clinical Pharmacodynamic Biomarkers
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3176463/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3308794/
https://www.ncbi.nlm.nih.gov/pubmed/22068457
https://www.ncbi.nlm.nih.gov/pubmed/23344149
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3398898/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3583007/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3643607/
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