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This document has been prepared to provide a guide to the Company implementing its growth
strategies and the details have been checked and approved by the Directors of the Business. The
Directors of the Business make no representation or warranty as to the accuracy or completeness
of this document. This document is intended to serve as a business overview for potential
investments; however Jabez Biosciences reserves the right to make such changes and
amendments that it sees fit in its sole discretion with respect to any specific potential investment.
This document has been provided for informational purposes only and does not constitute legal
advise. There are considerable risks involved with potential investment with the Company,
including, without limitation, the risks identified herein. Any potential investment is suitable only for
persons who have no need for liquidity in their investment and who can bear the risk of potential
loss of their-entire investment.

Potential acquirers, investors, or lenders must conduct their own reviews and satisfy themselves in
terms of the Business and its prospects for the future. The Directors accept no liability for any loss or
damage whatsoever which may occur as a result of reliance on the information in this document.
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Company Overview

Jabez Biosciences is a clinical-stage biotechnology company that is developing
small molecule inhibitors for the treatment of both solid and liquid cancers
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JBZ-001: Clinical Development: The Future:
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Our Next-Gen DHODH Inhibitor Phase | Clinical Trial in NHL + Solid =~ Strategic Combination Therapies
tumors
Novel, potent, and potentially best- We are actively pursuing clinical The future of cancer therapy is
in-class inhibitor of DHODH that investigations in various solid and strategic combinations. Our lead
displays wide range of therapeutic liquid cancer indications. program synergizes with many FDA
activity approved therapies.
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Lead Program
JBZ-001 |
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 First and second-line treatment Bayer BAY 0.97
- Multitude of indications
« Fast track and orphan

designations o s | ASnom | as
- Stable oral dosage form

Servier A-636 3.38
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Sanofi Teriflunomide 26.45
- Developed by DDI at OSU Cancer
Center Sanofi Leflunomide 208.5
- Large patent portfolio , ov
PTC Therapeutics PTC299 686.5
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Lead Program
JBZ-00]

DeSig ned The drug candidate JBZ-001 binds to
- and inhibits the rate-limiting enzyme
MeChq nism involved in the synthesis of pyrimidine
OF ACTION nucleotides, DHODH. Since cancer
cells rely on vast quantities of
nucleotides for fast growth, they are
deregulated metabolism  gyquisitely sensitive to DHODH
inhibition.

Exploiting cancer’s
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Lead Program
JBZ-00]
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Superior Potency Optimized Enhanced Safety Profile  Efficient Manufacturing Variety of Powerful
L - Pharmacokineti . . . Ther tic Effect
Exhibits a stronger ability harmacokinetics Has a wider therapeutic Utilizes the well- SHpETlEhas
compared to other has a very long half-life of potentially greater efficacy Reaction for synthesis, suggests JBZ-001 harbors
prominent compounds. 29 hours in circulation without compromising enabling scalable and a range of therapeutically
enabling convenient safety. cost-effective production. relevant mechanisms of
dosing. action.

#JJABEZ



JBZ-001vs. Leading Competitors

tgléﬁl ;Fm% A% ASLAN _SEREei0 (§ zensuine enase
Drug Candidate JBZ-001 BAY-2402234 ASLAN-003 BREQUINAR ZX-9021 GTX-0196
. Solid Tumors, NHL, . _ . Hematologic
Indication(s) MM, AML AML Alopecia AML, COVID-19 Solid Tumors Malignancies
Inactive Inactive - -
Development Stage Phase | (Phase 1) Phase Il (Phase Il) Preclinical Preclinical
N Std of Care; _ ~ ~ ~ ,
Combination Strategy Targeted Tx Undisclosed
Biochemical potency .
Published
(roferec 1050 <2 - o o o »
Low Cellular Shift Published
(preferred <15x) . ‘ . Data
AML MOLM-13 xenograft +38 days +35 days +24 days +48 days
efficacy (QD, PO) (10 ma/ka) (ama/ka) (50 mg/kg) (10 mg/kg) O O
IP Strength . ’ ‘
he Ohio State University Center for
les @ cood @® ntermediate @ Poor @ Not Determined
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Understanding Our DHODH Inhibitor

Therapeutic Mechanisms of Action of JBZ-001

On top of the expected nucleotide depletion-induced cell stress, our DHODH inhibitor,
JBZ-00]1, displays multiple mechanisms of action, opening up the possibilities to be used
in combination with currently approved therapies.

JBZ-00I's Therapeutic Potential
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Disruption Differentiation EXxpression EXpression

Metabolic () Myeloid Cell © Increased CD38 > <O Increased CD47

Biological Effect

Therapeutic Implication(s)

Widescale Metabolic Excellent Single-Agent and
Disruption Combination Therapy Potential

JBZ-001 inhibits the de novo synthesis of Not only does JBZ-001 display potent single-
pyrimidine nucleotides shutting down the agent activity against various preclinical

cell’'s ability to produce these essential cancer models, but our preclinical data also

building blocks. This induces significant suggests it synergizes effectively with other
metabolic stress leading to widespread approved treatments, offering a powerful

cellular dysfunction and ultimately, cell combination strategy.

death.

JABEZ

BIOSCIENCES



- © Metabolic () Myeloid Cell
: Disruption Differentiation

© Increased CD38 © |Increased CD47
EXxpression EXpression

SINGLE-AGENT °

Q© .Bz-001in model of CRC

¢ Potent single-agent efficacy

¢ Proof of concept data to support
JBZ-001's single-agent activity in
solid tumors

3,000 -

2,500 -

Tumor Volume (mm3)

1,000 -

500 -

2,000 -

1,500 -

-&-20% HPBCD, PO, QD * 28 days .
. HOSUS3, 3 mglkg, PO, QD * 28 days Colon Adenocarcinoma

-+-HOSU53, 6 mg/kg, PO, QD * 28 days

Days after the start of treatment
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Disruption Differentiation EXxpression EXpression

- © Metabolic () Myeloid Cell © Increased CD38 > <O Increased CD47

, , ——20%HPBCD PO.QD*9weeks
SINGLE-AGENT ° Gastric Adenocarcinoma ~#-HOSUS53 3 mglkg PO.QD*9weeks
~4+-HOSU53 6 mg/kg PO.QD*9weeks
] 1,500 -
Q .Bz-001in model of GA

1,200
¢ Potent single-agent efficacy -
=
£

e Further proof of concept data to 2 90
support JBZ-00I's single-agent =
activity in solid tumors >

G 600
£
=

300

0 7 14 21 28 35 42 49 56 63
Days after the start of treatment
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' © Metabolic () Myeloid Cell
ke Disruption Differentiation

© Increased CD38 © |Increased CD47
EXxpression EXpression

COMBO THERAPY °

Q© JBz-001in model of NHL

e Potent single-agent efficacy

¢ Significantly enhances
therapeutic activity of BTK
inhibitor Ibrutinib (J&J/Abbvie)

¢ Clear ability to augment therapy
in NHL and potential to transform
patient outcomes in this
indication

Tumor Volume (mm3)

5,000 |

4,500

4,000

3,500 +

3,000 -

2,500 -

2,000 H

1,500 -

1,000

500 +

=e~\/ehicle for HOSUS3, PO QD" 4 weeks
HOSUS3. 1 mgikg PO QD" 4 weeks Diffuse La rge B Cell Lymphoma
{ =-®-HOSU53, 3 mg/kg PO QD" 4 weeks
-a=HOSUS3, 6 mg/kg PO QD" 4 weeks
1 =a=Ibrutinib, 25 mg/kg PO QD" 4 weeks
~a—HOSUS3+Ibrutinib, 6(D0-D27)3(D28-D42)+25 mg/kg PO+PO QD" 4 weeks + QD" 4 yweeks

Days after the start of treatment

Ibrutinib is an irreversible inhibitor of BTK (Bruton’s tyrosine kinase). Developed by J&J/ Abbvie $5B in 2019
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Disruption Differentiation EXxpression EXpression

- © Metabolic () Myeloid Cell ) <O Increased CD38 © |Increased CD47

COMBO THERAPY °

Y -~ HOSUS53+Etoposide+cisplatin 6+4+2 mg/kg PO+IP+IV QD" 6 weeks + QD" 3/2 weeks" 6 weeks + QW" 6 weeks
_ i T 4,000 -
° JBZ-001in model of SCL E Small Cell Lung Cancer .
o
g
¢ Potent single-agent efficacy S 3,000
S
g
¢ Significantly enhances =
. o 2,000
therapeutic activity of
conventional chemotherapy
(Etop. and Cis.
1,000
¢ Clear ability to augment SOC
therapy in solid tumors;
implications across wide array of 0 — - - - - - - - ;
indications. 0 4 8 12 16 20 24 28 32 36 40

Days after the start of treatment

*SOC = Standard of Care
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© Metabolic ‘B Myeloid Cell '/O Increased CD38 \4 /@ Increased CD47

Disruption B Differentiation \ Expression /] \ Expression

Therapeutic Implication(s)

Myeloid Cell Differentiation Targeted Therapy for AML &
Combination w/ Immunotherapies

Biological Effect

JBZ-001 induces the differentiation of
immature myeloid cells, driving them
toward a more mature, functional state.
This is evidenced by morphological
changes in AML cells (shown below) and
enhanced phagocytic activity in the THP-1
myeloblast cell line, both hallmark
indicators of cellular differentiation.

By promoting the differentiation of
immature myeloid cells, JBZ-001 holds
significant therapeutic potential for treating
myeloproliferative disorders such as AML.
Also, this can suppress MDSC activity,
augmenting several forms of
immunotherapy.
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/[ @ Metabolic - O Myeloid Cell /@ Increased CD38 N\ ©® Increased CD47
\ Disruption A Differentiation \ Expression / \ Expression

JBZ-001 Displays Potent Single-Agent 100

Activity in MOLM-13 AML Model

801 -
e Single-agent treatment with JBZ-001 (10mg/kg — Host-28
purple line) displays potent anti-tumor activity g L[
in xenograft model of AML S 60 ]
w
*® Single-Agent JBZ-001 displayed superior .,g HOSU-49 JBZ-001

therapeutic activity than competing compounds = 401

including Bayer’s DHODH inhibitor, BAY (green 3 BAY ]

line) £ o0

Median Survival Advantage H
(days) 07
0O 5 10 15 20 25 30 35 40 45 50 55 60 65 70
BAY2402234 I +34 Days (Post-Treatment Initiation)
JBZ-001 +46
| | | | | ]
0 10 20 30 40 50
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© Metabolic I € Myeloid Cell '/O Increased CD38 \4 /@ Increased CD47

Disruption Differentiation \ Expression /] \ Expression
h N N

comBoTHERAPY ()

- : e — Vehicle — Decitabine Decitabine +
JBZ-001 Synergizes with Decitabine in IBZ-00]
HL-60 (p53-mut) xenograft of AML -- Vehicle — JBZ-001
e JBZ-001 alone displays superior therapeutic 100
activity than Decitabine in p53-mutant AML
model (HL-60). T 75—
=
® Combination therapy with JBZ-001 and a
Decitabine displays robust anti-tumor activity, S 50 -
exceeding either single-agent alone. %"
©
S 25
Survival Advantage
Decitabine I +11.5 (days) 0 . . . ; 1
JBZ-00] I +26 0 20 40 60 80 100
COMBO

+44.5 Days (Post-Treatment Initiation)
]

0 10 20 30 40 50
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/[ @ Metabolic - O Myeloid Cell /@ Increased CD38 N\ ©® Increased CD47

Disruption Differentiation \ Expression /] \ Expression
. N NG

comBoTHERAPY ()

— Vehicle — Gilteritinio — Decitabine +
JBZ-001 Synergizes with Fit3 Inhibitor — JBZ-00] JBZ-00]1
Gilteritinib in aggressive AML model
Treatment
discontinued
e JBZ-001 boosts therapeutic activity of Fit3 100 (Day 79)
inhibitor Gilteritinib treatment in aggressive _ ‘L !
model of AML. g _
= 75
e Provides strong preclinical proof-of-concept for E —
use of JBZ-001in AML in combination with S 501
standard of care therapies. E 1
o
Survival Advantage 257
JBZ-001 I +23 5 (days)
iteritinit I or———r—r— 77— T 71—
N +33.5 0 10 20 30 40 50 60 70 80 90
COMBO >70

L \ I I A I I | Days post-treatment initiation
0 10 20 30 40 50 60 70
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i'/ © Metabolic \\l / © Myeloid Cell ) Increased CD38 ,/o Increased CD47
\ Disruption o\ Differentiation RS Expression Expression
\ / \\ . == \

\‘
D

Increased CD38 Expression on Surface Potent Synergy w/ CD38-Targeting
of Cancer Cells Therapies such as aCD38 mAbs

" cD38
Expression

I ADCC

I Cell Death

CD38
aCD38
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[ @ Metabolic I Myeloid Cell I € Increased CD38 ‘/O Increased CD47 I
Disruption /\ Differentiation / . Expression Expression
2z 2000997 MM1.S ] DMSO
E § 400000~
Q@ .Bz-001 Increases CD38 Expression £ 5 3000005 B JBZ-0013nM
B 2000 [ JBZ-00110nM
G & 100000-
e Treatment with low dose (10-100nM) JBZ-001 oLHH . I JBZ-00130nM
significantly increases surface expression of 48h  96h 144
CD38 on various human MM cell lines [] JBZ-001100nM
_ > 500000 NCI-H929 .
. .. . TS 400000
e Suggests rational combination with cCD38 2% o000
targeting therapies such as monoclonal < © 700000
antibodies (mAbs) 8L I “I‘tOh
Oc% 100000+
“Tan e e
8000 U266B1
6000+
4000

CD38 Antibody
Binding Capacity

aCD38 mAb

2002:][';['. I[LI] . Iﬂ I t=on
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|f'/° Metabolic \ () Myeloid Cell \ - & Increased CD38 '/O Increased CD47 I
Disruption /\ Differentiation / . Expression Expression /
N 4 N _/ : N 4

— Vehicle — Daratumumab (aCD38)
° JBZ-001 + «CD38 mADb (Darotumumab) — JBZ-001 — JBZ-001 + Dara

e Single-agent treatment with JBZ-001 (10mg/kg - MM — NOD/SCID mice
green line) displays potent anti-tumor activity in End of Dosing
xenograft model of Multiple Myeloma :

o Tumer Velume
e JBZ-001 synergizes with aCD38 mAb - Frdpoint
Daratumumab, resulting in extremely potent

anti-tumor activity (purple line). JBZ-001+D
- + Dadrad

Mean Tumor Volume
(£ SEM (mm?)
=
=
=

Median Survival O
Vehicle mmmmmm9 (deS)
Dara («CD38) I 10 03—, : : . . . 6/10 mice
JBZ-001 I 33 0 10 20 30 40 50 60 tumor-free
COMBO >59

Days

0 10 20 30 40 50 60
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|-f'/° Metabolic ) Myeloid Cell Increased CD38 Increased CD47 I
\ Disruption Differentiation Expression Expression /r
© .Bz-001 + «CD38 MAb (Isatuximab) MM - NCG mice — Vehicle
— Isatuximab
100
e Single-agent treatment with JBZ-001 (10mg/kg - | — JBZ-001
green line) displays potent anti-tumor activity in | Isa + JBZ-001
xenograft model of Multiple Myeloma ©
z i
3 i
e JBZ-001 synergizes with aCD38 mAb Isatuximab, = 50—
resulting in superior survival in preclinical model. o
5 i
Survival Advantage ] _Ll
days) o+
| CD38 _ ( I I I I I I I 1
o0 ———— 25 5 0 10 20 30 40 0 €0 70 80

COMBO I +41.5

Days post-treatment initiation

20

30

40

50
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Metabolic A - Myeloid Cell '- & Increased CD38 " @ Increased CD47
Disruption Differentiation ) Expression . Expression

Combination Therapy Targets

Janssenj' S“"_Q.“i ;
DARZALEX SARCLISA

(daratumumab) (isatuximab-irfc)

A

N4
V4% 4%
LALNIX 4

$9.7B USD in 2023’ $412M USD in 2023

. t :
e 22% increase from 2022 «37% increase from 2022

* Projected to hit $14.7B by
2030

*According to Bloomberg Intelligence

IA B E Z tAccording to Fierce Pharma
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" © Increased CD47
& Expression

/ro Metabolic \'- ‘/ro Myeloid Cell \\- -/ro Increased CD38 N\
g

Disruption - Differentiation Expression J

N N

Biological Effect Therapeutic Implication(s)

Increased CD47 Expression on Surface Potent Synergy w/ CD47-Targeting
of Cancer Cells Therapies such as aCD47 mAbs

CD47 blocks anti-cancer activity Upregulation of CD47 may be CD47 block may enhance
of several immune cell types causing immune evasion immune-mediated killing

JABEZ
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© Metabolic N "/0 Myeloid Cell N\ /’O Increased CD38 N

Increased CD47
Disruption \ Differentiation Expression . 1 Expression
N e k
A .
- — — Estimated mean of control
° JBZ-001 Increases CD47 Expression
FMO
e Treatment with low dose (10-100nM) JBZ-001
significantly increases surface expression of DMSO
CD47 on human AML cell line.
DMSO + U
e CDA47 upregulation may be causing immune =
evasion; suggests rational combination with 3 BRQ
aCD47 targeting mAbs O
$ ¥ A\ 50nM JBZ-001
. / L.
| A\ 100nM JBZ-00I

JBZ-00I aCD47 mAb
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'/O Metabolic N "/O Myeloid Cell
Disruption \_ Differentiation

/

° JBZ-001 Increases CD47 Expression

e Single-agent treatment with JBZ-001 (10mg/kg —
dotted blue line) displays potent anti-tumor
activity in xenograft model of AML

e Combination of JBZ-001 and the aCD47 mAb
B6HI2 resulted in impressive, prolonged

survival, with all mice surviving to study end
(>80 days)

*3)

© Increased CD38
Expression

'\

100

50 -

Percent Survival

MOLM-13 CDX Model

-T--

Increased CD47

Stop

ITx

Expression

8/8 mice
remained
on study

== \/ehicle

= = JBZ-001

% bk
wies COMBO [

Study
| End

ABEZ
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Days of Study

T
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Our Clinical Development

Phase 1Clinical Study G Study Details

Phla to include all comers solid tumor + non-Hodgkins
JBZ-001 (Advanced Solid and Heme Lymphoma (NHL)

Malignancies) « Ph 1 pt 1: Safety and tolerability, prelim efficacy; MTD, 15-

25 patients
+ S.0.C. chemotherapy
« Phase 1 part 2: Dose Escalation; up to 4-indications, OBD,

40-80+ patients
We are soon to begin a phase 1, open-label, dose-

escalation and expansion, first-in-human trial to « Advanced/metastatic solid tumors may include but are
B o not limited to small cell lung cancer, colorectal cancer,

evaluate safety, tolerability, pharmacokinetics, pancreatic

pharmacodynamics, and preliminary efficacy of JBZ- cancer, Gastric cancer

S8 patients vah ddvanced Sosd and » Planned dose Expansion into relapsed/refractory heme

hematological malignancies malignancies multiple myeloma (MM), Acute
myeloid leukemia (AML), Myelodysplastic syndrome
(MDS)
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Intellectual Property

Patent Title ompositions for use [Compositions for use inMethods and Methods and Methods and
ompositions for ompositions for inhibiti inhibiti ompositions for compositions for compositions for
nhibition of nhibition of dihydroorotate dihydroorotate inhibition of inhibition of inhibition of

dihydroorotate dihydroorotate dehydrogenase dehydrogenase dihydroorotate dihydroorotate dihydroorotate
dehydrogenase dehydrogenase in dehydrogenase dehydrogenase in dehydrogenase
ombination with an combination with an anti-
anti-CD38 therapeutic CD47-SIRPatherapeutic
agen agent
Scope of Claimed genus Discloses combination  Discloses small Discloses small Discloses small molecule Discloses combination Formulation Patent

composition includes original lead theropy strotegie§ using molecul'e‘ 'mo.Ie‘c.uIe compositions compos.itions i.nhibiting the.ropy strotegigs using
compound, HOSU-3, anti-CD38 therapies and compositions inhibiting DHODH, DHODH, including a series anti-CD47 targeting

2 as well as the clinical DHODH inhibitors, inhibiting DHODH, including a series of of molecules tested therapies and DHODH

SCIERERLL - ondidate, HOSU-53. including HOSU lead including a series of molecules tested duringduring lead. Claimed inhibitors, including all
Includes methods of series, as well as other  molecules tested lead optimization. genus includes our fast- molecules described in
treating various known DHODHj, such as  during lead follower [ back-up applications previously
cancers. brequinar, BAY2402234, optimization. molecule, HOSU-99. filed.

Aslan003, PTC299, and

others.
Filing Date  PINCROIEYY) 2020-12-26 2020-12-22 2020-12-22 2020-12-26 2022-06-30 2024-04-26
P T PCT1/Us2019/038622  PCT/US2020/067074 PCT/US2020/066682 PCT/US2020/066684  PCT/US2020/067065 PCT/US2022/035834 Confidential
T v 02019246603A1  WO2021134045A1 W02021133831Al W02021133833A1 WO02021134042A1 W02023278778Al TBD
Pending (*PPH Accelerated AU, CA, CN, EP, JP, KR, US  EP,US EP, US AU, CA, CN, EP, JP,KR,US  CN, EP, HK, JP, US TBD

Patent Prosecution)

AU*, CA*, KR*, SG*,

us*

Allowed/ AU, CN, EP (ES, UK, UP), - n u B - -
HK, IL, IN, JP, MX, USI,

us2, ZA

National
Stage Applns

Issued

74
7/ I—
///5//%—

y//. A—
7)) —
13 7 —
 S—
_ o —
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T
—
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Technology Rights — OSIF Technologies

T2018-003—"Targeted molecules for the treatment of cancer”

T2020-047 — “Combination therapy strategies using DHODH inhibitors and antibodies”

T2021-101 — “DHODH inhibitor compositions using 6-membered heteroaryl ring replacements”

T2021-102- “DHODH inhibitor compositions using 5-membered heteroaryl ring replacements”

T2021-103 - “DHODH inhibitor compositions using substitutions of central phenyl ring”

T2021-272 - “Combination Strategies for DHODHi"

T2024-176- “Selection of lysine salt of HOSS-53 for clinical development.”

T2022-043—"Combination strategies with dinydroorotate dehydrogenase inhibitors and SLAMF7 (CD319) therapeutic antibodies in leukemia”
T2023-185 - “Uridine supplementation increases tolerability of treating with DHODH inhibitors”

T2024-165—" A series of novel C-3 substituted quinoline derivatives as potent biochemical dinydroorotate dehydrogenase (DHODH) enzyme inhibitors.”

T2024-166—" A series of C-3 substituted and C-4 carboxylic acid or its bioisosters quinoline derivatives as potent biochemical dihydroorotate
dehydrogenase (DHODH) enzyme inhibitors.”

T2024-167—" A series of novel hydantoin and thiohydantoin derivatives as potent biochemical dinydroorotate dehydrogenase (DHODH) enzyme inhibitors.”

T2024-168—" A series of novel amide derivatives as potent biochemical dihydroorotate dehydrogenase (DHODH) enzyme inhibitors.”
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Jabez Biosciences
LEADERSHIP

i

i

Tamara Jovonovich, CEO;  Robert Lewis, COO; Brian Cogley, CFO;

1,
"
l

\Q\E}‘E PhD—20 yearsin 30 yearsin Over 15 years leading
. j:: pharmaceutical pharmaceutical .compo.nie.s in va.riou.s
\:\\\\: development; 15 FDA development; 30 FDA lnqlustrles mclt,!dlng I.|fe
O drug approvals drug approvals sciences and financial
N services

S
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