


Disclaimer / %57 7= BH

Certain forward-looking statements contained herein constitute “forward-looking information” (collectively, “forward-looking information”) within the
meaning of applicable Canadian securities laws. The words “may”, “will", “would”, “should”, “could”, “expect’, “plan”, “intend”, “trend”, “indication”,
“anticipate”, “believe”, “estimate”, “predict”, “likely” or “potential”, or the negative or other variations of these words or other comparable words or phrases,
are intended to identify forward-looking information. Forward-looking information reflects the Company’s beliefs and assumptions based on information
available at the time the information was stated and, as such, is not a guarantee of future performance. Such statements are necessarily based upon a
number of estimates and assumptions that, while considered reasonable by the Company, are inherently subject to significant medical, scientific,
business, economic, competitive, political and social uncertainties and contingencies. Many factors could cause the Company’s actual results,
performance or achievements to be materially different from any future results, performance, or achievements that may be expressed or implied by such
forward-looking statements.

In making the forward-looking statements included in this presentation, we have made various material assumptions, including but not limited to: the
Company being able to obtain financing on acceptable terms; additional sources of funding, including grants and funding from partners; the Company’s
ability to attract and retain skilled staff; future research and development plans for the Company proceeding substantially as currently envisioned; the
Company’s ability to identify a product candidate; the Company’s ability to obtain positive results from the Company’s research and development activities,
including pre-clinical and clinical trials; the Company’s ability to secure patents for its product candidates; the Company’s ability to protect patents and
proprietary rights; COVID-19 or future pandemic or acts of God on the operations and long-term strategic priorities of the Company. Although the
Company believes these assumptions are reasonable in the circumstances, actual results may differ materially from the expectations set out in the
forward-looking information. Given these risks, readers are cautioned not to place undue reliance on forward-looking information in this presentation.
Furthermore, unless otherwise stated, the forward-looking information contained in this presentation are made as of the date of this presentation, and the
Company has no intention and undertakes no obligation to update or revise any forward-looking information, whether as a result of new information,
future events or otherwise, except as required by applicable law.
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Leading precision oncology company focused on DNA-damage response inhibitors
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Lead pre-clinical
candidate kt-3283,
a novel dual-
function DDRI;
under development
for pediatric and
adult solid tumors
and expected in

clinic H1’ 2024 /
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Robust pipeline of
novel DDRi-based
therapeutics;
including kt-3000
series dual-function
DDRI; kt-2000 series
PARPI; and kt-4000

series alkylating-DDRI
| - F DDRI B3 BT
BAELR: H45kt-3000%
BT HEDDRI;  kt-2000
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Powerful drug
discovery and lead
optimization platform
established in
collaboration with The
University of British
Columbia/ 58X
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Significant
partnering
opportunities with
Big Pharma
investing more than
$25 billion in DDRI
technologies to
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>12 months
working
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Experienced team proven in drug discovery and development
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Management Team / EH 2 Scientific Advisors / B ]

JEFFREY BACHA, BSC, MBA /
HE¥t, THEEBL

Executive Chairman/Director /
PATH B S TR

Ibia) Delar —. serngya
PHARMACEUTICALS - & Corp

-~ -

DAVID HYMAN, CPA / yEfl£ 11
Chief Financial Officer / 1 J## M % &

RAYMOND
Deloitte. B

é Camcor

DENNIS BROWN, PHD / f&+

Chair, Scientific Advisory Board (SAB)/Director: /
A ) 23 571 45 (SAB) i /# 5

KINTARA

herapeuti MATRIX PHARMACEUTICAL, INC.

CHEMGENEX

LEONARD POST, PHD / i+

SAB/Senior Drug Development Advisor /
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THERAPEUTICS

MADS DAUGAARD, PHD / i+

President & Chief Scientific Officer /
SEAE R

UBC
B HVer

NEIL SANKAR, MD /| E%¥&4
Executive Medical Director / $14T 7 s

WANG SHEN, PHD / {4

SAB/Senior Medicinal Chemistry Advisor /
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JOHN LANGLANDS, PHD / &=+
Chief Operating Officer / HIEZEH

KINTARA s®

herapeutics |nf|ozvme - Abbott
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Focused on DNA-damage response — a major driver of many

cancers / L 1FE T DNA 545 ;e N ——F 2 9 e 1Y) 3 IR B K 2=

Other cancer-causing mutations / H:Ath s 5845

CLINICAL

ONCOLOGY
Targeting BRCA-deficient cancers
_ using poly(ADP-ribose) polymerase
BRCA LEUtant cancers / (PARP) inhibitors is the archetype of
33007 A 2N 5 synthetic lethality / % (ADP-#Z##)
St BRCA jt;zﬁ:ﬁ KEHg (PARP) %L ) BRCAZER
» Four FDA-approved PARP- R A BB R S R
|nh|b|\tors / lﬂlﬂj FDA :‘FH:{E E](J PARP Preclinical and clinical research with
%fl]ﬁ%'JifU PARP inhibition has revealed
e ~$3 billion annual sales / F44 multiple resistance mechanisms
2 across a variety of cancer subtypes /
0/ W) $3012 PARP 101 AR ARG P 5648 75 7
DDR Def|C|ency / DDR blﬁ)% IK/FEI 2 e i SV 25 1) 22 T 245 AL 1
e 74.9% of solid tumors The therapeutic landscape of DDR
O/ 1 S A IR inhibitors is rapidly expanding
[74.9 /OE/J*MKE (beyond BRCA mutations) to include
inhibitors of other key mediators of
DNA repair and replication / DDR#/]
HIFIR G 7 VG IEAE R R Gl
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Big Pharma has invested more than $25 billion in DDRI technologies
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Pharma/ Deal Size /3¢

Development

Biotech / &EMIRHE | gt s vear/FH Type /KA o Rem
ACQUISITION OF \ $210M/ reclinical /
FIRST GENERATION pstazeneca? g 117 2005 Acq / Wi P 1 B
PARP-i | 5% —fPARP-i
S‘Zﬁ M EDIVATION @ 3;511428}3&/ 2016 Acq. / 1y Phase 3/ =}
- . - FDA Approved /
TESARO {4 i pprov
\ 4 @ $5.1B/ $5112 2019 Acq. / it EDAJIE
PRE-CLINICAL DEALS _ i Pre-clinical
FOR NEXT-GENERATION REPARE ‘' °0"°° ssoB/ssolz 2020 Invest. / #%  collaboration /
DDR-i / % F—f(DDR-ig##7fg  THERAPEUTICS |7 NGIRER
BRI S \ " Pre-clinical
IDEA {A @ $3.0B/ $3014 2020 Invest. / & collaboration /
. 15 R AT A A
= Pre-clinical
th!OS_ U, NOVARTIS $1.3B/ $1314 2021 Invest. / $ % coIIaboration/
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Powerful Drug Discovery and Lead Optimization Platform
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Lead optimization infrastructure established in collaboration with The University of British
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~invivo efficacy
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Robust pipeline of novel DNA-damage response Inhibitors (DDRI)

s K HTHT A DNA 2005 Je B 1 il 771 (DDRI) & 2%

Key Differentiator Indication _Le_ad : Pre'C"”'C"?‘" Phase Pivotal : Upcoming
Sl B A b 2 BRI Optimization IND enabling 1/2 Yolgh Milestones / Bl 2|
S S S AL IS PRRT/ IND J55h  1/230] R ) HL RS
- .
;IE g kt-3000 « Active against PARPI- Childhood and Initiate Phase
N o : resistant and HR- : 1-2 clinical trials
Al = Dual-function o adult solid .
= hibiti proficient tumors / %} tumors /. JL = | > in H1'2024 /
8 HDALC‘:;'PARP inhibition ‘ PARPITif 2581 HR 1E & i FUH A S (e 2024 4 |4 1
= X IieHDAC+PARPHI ] R A E T a F1-2 85 Rt 3
BRCA.- Pre-clinical lead
AT « Improved side-effect positive |S|\|e||3ecnont;,|'
t- profile / B2 &I1E H tumors with -enabling
5[‘0 é PARP1-selective inhibitors * Improved CNS brain D studies in 2024
S pARPLE M| penetration / & A  metastases / | IR BT S S04
i, O LRGBENE BRCAPH P A Wik E; 202445
/,5\% il % 5 o ZINDHF 5t
W5
& kt-4000 * Improved efficacy D In vivo proof-of-
- DNA-alkylating PARP- through synerglstlc Solid Tumors / | /
inhibitor / DNA i3t {LPARP  effects /it BiFIBONR  SethRT concept / £/
1] 551] g HES I
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Lead Candidate

Dual Function DDRI kt-3283
S EENTHREDDRI kt-3283
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kt-3283: novel dual function DNA-damage response inhibitor
kt-3283: # 2YXW ) BE DNATR 173 S5 3 411 1] 5]

Oral inhibitor of PARP and HDAC to treat cancers resistant to FDA-approved PARP-
inhibitors / O ARPARPHIHDACHIIFR, A T-I8Y7 X FDAIAE K PAR PG 7 i 24 i aE

PARP is a cellular
enzyme involved in
repair of single-strand
DNA breaks / PARP&Z—
M2 51BE BEEDNAKTR
FT 4 B i

HDACs are proteins
involved in DNA folding
and cellular replication
| HDACEZ 5DNAHT &
R 48 i, 52 761 ) B R

FDA-approved PARP-
inhibitors (PARPI) have
become mainstay
treatment in BRCA-
mutated cancers / FDA #t
HEFIPARP#IFIF] (PARPI)
EBCABRCARZEAER £

FDA-approved HDAC
inhibitors (HDACI) are
important in the treatment
of blood-cancers, but use
in solid tumors has been
limited due to toxicity /
FDA #t#EFRIHDACHIH5
(HDACH)ERIT B R E
B, HhTEEmAESSAR
HH ER) B FH 52 FR

Compelling rationale for
PARPi + HDACI
combination therapy to
overcome resistance to
PARPI / PARPi + HDACI
BB TIETLARPARPITY 2
RSN inpeites

Clinical utility of this
approach has been
limited due to toxicity /
TR, ZTERIR
LR IR

kt-3283 differentiation
driven by: / kt-3283 HjE R
IRB) R :

 Enhanced chemical
properties (potency &
selectivity) / B IR HI4L 2
et (THRCAIGE R

* Activity against
treatment-resistant
phenotypes / XHiiETT
it 245 R 24 B0

* Observed synergy of
dual function vs.
single-agent
treatments / 5B —y7ik
HHEG, WERE] T IR
hEER




kt-3283: Overcoming PARPI treatment resistance
kt-3283: % ARPARPITE YT M 24 14

Treatment-resistance &

HR-deficient tumor aggressive tumor regrowth /
| HR G PR TEIT 25 1 R 22 1 A
kt-3283 dual function Tumor
_ : Tumor ; i Re-sensitized to
shrinks / /#5745 ) ﬁ&s DDRI / kt'3283/z?'zjﬁ‘5q:)DRl treatment / f#EX1 767
& mﬁ (1) HDAC-inhibition degrades HFTHE
BB > BRCA-gene protein / HDAC #I#//###
> % & > BRCAZ [ F7 >
PARP-inhibitor Ntk BRCA-gene (2) PARP-inhibition prevents
therapy}/ EARPflﬁ regains function /4. DNA repair / PARP ##5 1F-
e BRCAZ AL 1)k DNAEZE
HR-proficient tumor Continued tamor crowth 1 4 kt-3283 dual function DDRI
inued tu .
/ HRIEME HT{'E /gj‘f%/é;gibgig / kt-3283/ZV—Q7§éﬁDDR|
Tumor responsive to
(9 (1) HDAC-inhibition degrades treatment / B 677
BRCA-gene protein / HDAC 77/ BRI

No effect =—§»
PARP-inhibitor / f}%}%

therapy / PARP 77/
ilenlt=e

HIFEABRCA LA > .
(2) PARP-inhibition prevents

DNA repair / PARP 757 1/
DNAZZE
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kt-3283: Overcoming PARPI treatment resistance
kt-3283: STl PARPI 557 Mt 2414

HR-deficient tumor (BRCA-mut) /
HRR B (BRCARZER)

kt-3283 L
e kt-3283 is 10x more potent
I e g :: ) EC50=30nM than FDA-approved PARPI
g EC50=3nM ¢ . Lynparza (olaparib) against
¢ ™ 2 HR-deficient tumor cells / X} kb
0 I ) I S FDA ftt#EH) PARPI Lynparza
-10 L()-;{Concen-fration){:m ? ? Lc;;{Concen-:ration}(r;fM) ’ (Olaparib), kt-3283 XT‘H:}‘THRﬁ
e 98 400 i P Z7 3088 7 1.0 127
HR-proficient tumor (BRCA-wt) /
HRIEF I (BRCAFFAER])  Lynparzer kt-3283 exhibits potent anti-
kt-3283 LT cancer activity against HR-
e I e o . proficient, PARPi-resistant
gm EC50=30nM g N tumors / kt-3283 XTHRIEF .
s PARPITiR 25 i 88 2 Tt A ZCHI 71
s o T ¢ L s+ 4+ 2 0 T
Log(Concentration) (mM) Log(Concentration) (mM)
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kt-3283: Overcoming PARPI treatment resistance

kt-3283: 7oAk PARPI 877 1Mt 25 1%

Untreated control kt-3283 ”Lynparzaﬂ Zolinza®

| RETRIT IR olaparib {vorinostat) capsules
Potency / Thixk
EC., (umoliL) 0.166 4.69 1.53
“un BESPea " OIA WYOR
Day 0 ) ' S i e
EAES

Tumor Growth / iy 4 K

Day 4
% 4R
-4 ' * ‘
g 5 ' *% :
> ——e—
S - [ —
-7 ——

CLINICAL
CANCER
RESEARCH

The Journal of Clinical and
Translational Research

 kt-3283 inhibits metastasis and growth of
treatment-resistant Ewing sarcoma tumors in
mouse lung / kt-3283 i /I 5t i 505 4 76 14
SCPAJRA iR B e R A AE K

 kt-3283 exhibits >28x greater potency than
Lynparza®(PARPI); and >9x potency than
Zolinza®(HDACI) / kt-3283f)Zh % Lt
Lynparza®(PARPI) 7 28 5L F:  Thaktl
Zolinza®(HDACI) =91% b E

» Lynparza and Zolinza failed to inhibit
significant tumor growth / Lynparza#!!
Zolinza R g & & il frieg A= <

AACRJournals.org AAC American Association
aCCR_AACR for Cancer Research
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kt-3283: Achieving synergy to treat resistant cancers

kt-3283:

NZ¥

I 24 12 Yo RE H b [RD VR T 7

untreated
Control (DMSO)

I RIETT R

%(DMSO)

Lynparza® -

olaparib-

8 G004
o

Zolinza®
(vorinostat) capsules

Lynparza: 4

olaparib~*s’

Zolinza®
(vorinostat) capsules

00
E
5
a
(5]

400

4004

&3

kt-3283

350nM

GG
300 125

35,8
2004

Count

G2
49,1
100

0 \
T T T T T
1) 50K 100K 160K 200K 250K

PE-A

AACR SPECIAL CONFERENCE:
SARCOMAS

May 9 - 12, 2022

Doubletree by Hilton Montreal

Montreal, GC,

kt-3283 dual function DDRIi is highly effective against PARPI
resistant cancer cells and achieves a synergistic effect superior to
the combination of FDA-approved PARPi (Lynparza®) and HDACI
(Zolinza®) at equimolar treatment doses. / kt-3283X{ I f£ DDRIiXPARPI
MABARBEER, HAESERBITFETERMR TFOAHAERPARPI
(Lynparza®)fIHDACI (Zolinza®)Bk& F 25 Kb F/EH

Affect on Ewing sarcoma cancer cells (cell cycle arrest) /

ALRE R R )

Treatment / J577

untreated (DMSO)
/ RiGIT (DMSO)

kt-3ZLynparzar

olaparib-

Zolinza®
(vorinostat) capsules

G0/G1
60.1

12.5
54.9

Lynparza+ Zullnza —

olaparib

50.4
42.5

S
16.6

G2/M
23

conclusion / 451&

m Highly effective / dEH A 3K

No effect (resistant) / TCE

17

17.7
15.5

27.1

31.5
41.1

(iR 25

Moderately active / i&

Moderately active / i&

gk
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DDRI Pipeline
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kt-2000 series: Potential best-in-class PARPI
kt-2000 41 ¥&AE N [F2E 5 EPARPI

Oral PARP-inhibitors designed for reduced side-effects and improved CNS penetration

Dk PARPIIFI, B ERABIFER IR PR & R G 85

kt-2000 series differentiation driven by: /kt-2000 &%
kt-2000 series drug candidates have Z RV IRF R R

demonstrated compelling anti-tumor activity in

FDA-approved PARPi harbor hematologic

Log'io‘c;gyéggpizo;i%%;r&n%nﬁ;a‘t&?g%%ﬁﬁi animal models / kt-2000 & SIE EE 25 M7E R kiR . ;A&RP-l v. PARP-2 selectivity / PARP-15PARP-2 i%&
= PRI 51 B KIPUR R .
« Improved CNS penetration / SiEHRHE RGBEN
B . Triple Negative Orthotopic Breast
DNA repaired .
§ 4 celsurtal Cancer Model (MDA-MB-436) /
é Y. B IR IR B Z(MDA-MB-436)
=
DNA Damage .‘-.-" L
' § § ﬁ 0-6 Tumor size & weight kt-2125
0 vs. untreated control (day 29) / -5 4 /57 X HE 4
PARP inhibited: SSBs become lethal DSBs. Cell must rely on homologous repair (HR) for survival. %.0 0.5 tb’ kt-2125 iﬁﬁ/ﬁﬁﬁﬂ¢@)€4\fﬁ§§ (ﬁg 29 %)
HR: ! DNA repaired ‘O
homologous repair, 8 ' BN GRR] = 04 _
parpi ‘ . [ Vehicle & . w % LS
§ g g 4 e 03 7 "
— S = = B k2125 > » =2 s

p — | g e 0.2
S "y S % HR defect | S
'55B": Single Strand Break g g e.g. BRCA-mut —

y _ g c-“'.' s 0.1 e
“DSB”: Double Strand Break r .::\6 ] ?:nii:g:gf:demh o _
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kt-4000 series: DNA-alkylating PARPI
kt-4000 %7%1: DNA kiFi{b PARPI

Oral PARP-inhibitors designed expand utility of PARPi beyond HR-deficient tumors
FARPARPHIHIF], #PARPIFIZ Y R BIHR BRI 8 2 4

FDA-approved PARPI activity limited to cancers kt-4000 series drug candidates are rationally kt-4000 series differentiation driven by: /
with underlying HR-defect / FDA #t#EIPARPIVE 11X designed treat cancers not normally responsive to kt-4000 R HZERUIKFF R
PR T~ B W EHRGR A IR PARPI / kt-4000 RFMEIELZ YIS S E BT, ANGTTEE

: ; * DNA-alkylation function combined with potent
R PARPITE S B AE inhibition of DNA-repair function / DNA%EZALT)
fé5 DNABE IR A BITHIEE &

HR-proficient cancers are resistant to treatment with first-generation PARPI \-ik AAC—R gosy v |t<t-4000|drugdcandiggkes al kylattzI %l;l\l,:inls Ti:r']”ar mantn/ekr aﬁ)ooﬁ
) — emozolomide, an -approve alkylating agent / kt-
PARPi : g PR D e _( 25 EALDNAR 77 % 5538 5 FDARE HIDNAKE B 25 90 8 SOM AT )
\ £ homol -
g - }Tofjsc:i g I Cancer cell survival ”‘g AN UAL 4. v kt-4000 drug candidates demonstrate dose-dependent anti-
A » g‘ MEETING ™ cancer activity against PARPi-resistant cancers in vitro / kt-4000{&
= (=% = g o 20z2 (VOIS SNNCHES gyt (41 PAR PR 25 R ELA B O DB
—7 = 70% T
/ 7; '_‘;:> I 1
60%

IIDSBII
Double Strand Break 50% G2/M cell-cycle arrest of
HR-proficient breast cancer

cells at 48h (5uM treatment)

kt-4000

kt-4000 exhibit potent activity against HR-proficient cancers

o
kt-4000 inhibits PARP and 40%
induces further DNA “catastrophic” DNA-damage
damage overwhelms HR system 30%
’ 26%
21% L
&
Apoptosis = 20% - d%ﬁp& rZa
/ G untreate L
/ BORe concer cell death e
“S$SB”: Single Strand Break , @ 10% (DMSQ)
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Highlights and Milestones
&= U B RE R

RAKOVINA

TTTTTTTTTTTTTTT



Financial Highlights / 7 4% &5

69.8M /
S1.5M/ 12 months 698075 SA5%

$150 73 / g/‘J 124\}% basic & fully diluted insider held

est. working capital / research funding / shares outstanding / ] WEB N\ 5%
MHEERE WL EASEEWMEEN
RATHESNRAR

as at 30-Jun 2023 / expected runway with cash [l SeCE LS EVNY
#£%2023%6H30H on hand / FLIRETHHIE 300 BAFTEAEA

per yahoo finance / RJE T 7
A
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Recent progress and upcoming milestones
3 U0 3 J AR 35K g B A

debenture financing J. Clin. Oncol. / candidate selection IND filing enrolled candidate selection readou/tbs .
$150/7 AIEE AR RLYE  kt-3283RKTE (RMRIZE) b (300077 % 17k i i kt-3000fJINDH1i# kt-3000% —fr t4 N4L  kt-2000FF K {i% ik i i - WIkt-30001i R B 4L

2Q/ H_FE

3Q/ == 4Q / Y 1Q/ %=

2Q/ H_FE 3Q/ H=F 4Q | HUFE

l 2023 J 2024 J
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Rakovina Therapeutics: Summary of key differentiators
Rakovina Therapeutics:

Lead kt-3283 dual
function DDRi / %G
kt-3283XX I HEDDRI

e Differentiated to
overcome PARPi
resistance / 5 ik PARPIff
2R 2= A

* Targeted to enter
human trials H1'24 / H
FRABLE245F PR EAN
(LN,

Pipeline / B4k

* Portfolio of novel DNA-
damage response
inhibitor technologies /

B R DNALG 15 s Iz 1 1) 771
BARHA G

Platform / F &

* Robust drug discovery
and lead optimization
infrastructure / 3 K

2 RN S
IRt Tt

Balance sheet / &=

ile.

* Funded for multiple
value-creating
milestones / NZ Mlli&
YHE ) AR e (7 &
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Contact / Bt 55 =

Corporate Media & Investor Relations

AE) BESHRELR Auditor / Bt

Rakovina Therapeutics Inc. Frontier Merchant Capital Group Davidson

Vancouver, British Columbia (647) 771-1711 & tnmﬁamf
Canada V6E 1T7 sharon@frontiermcg.com B

(403) 613-1453 ir@rakovinatherapeutics.com

www.rakovinatherapeutics.com
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