KAIDA

BIOPhO

Seeking the First Victc
Against Ovarian Canc

August 2024
Corporate Presentation



Forward-Looking Statements

These slides and the accompanying oral presentation contain forward-looking statements and information. Forward- looking statements are
subject to known and unknown risks, uncertainties, and other factors that may cause our or our industry’s actual results, levels or activity,
performance or achievements to be materially different from those anticipated by such statements. The use of words such as “may”, “might”,
“will”, “should”, “could”, “expect”, “plan”, “anticipate”, “believe”, “estimate”, “project”, “intend”, “future”, “potential” or “continue”, and other
similar expressions are intended to identify forward looking statements. For example, all statements we make regarding (i) the initiation, timing,
cost, progress and results of our preclinical and clinical studies and our research and development programs, (ii) our ability to advance product
candidates into, and successfully complete, clinical studies, (iii) the timing or likelihood of regulatory filings and approvals, (iv) our ability to
develop, manufacture and commercialize our product candidates and to improve the manufacturing process, (v) the rate and degree of market
acceptance of our product candidates, (vi) the size and growth potential of the markets for our product candidates and our ability to serve those
markets, and (vii) our expectations regarding our ability to obtain and maintain intellectual property protection for our product candidates, are
forward looking. All forward-looking statements are based on current estimates, assumptions and expectations by our management that,
although we believe to be reasonable, are inherently uncertain. All forward-looking statements are subject to risks and uncertainties that may
cause actual results to differ materially from those that we expected. Any forward-looking statement speaks only as of the date on which it was
made. We undertake no obligation to publicly update or revise any forward-looking statement, whether as a result of new information, future
events or otherwise, except as required by law. This presentation is not, and nothing in it should be construed as, an offer, invitation or
recommendation in respect of our securities, or an offer, invitation or recommendation to sell, or a solicitation of an offer to buy, any of
our securities in any jurisdiction. Neither this presentation nor anything in it shall form the basis of any contract or commitment. This presentation
is not intended to be relied upon as advice to investors or potential investors and does not take into account the investment objectives, financial
situation or needs of any investor.
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Investment Highlights

Dedicated to advancing ovarian cancer treatment
through innovative drug development

90% of patients are in need for an effective treatment

. Lead program demonstrated promising initial human clinical data
’ Targeting prolactin; over expressed in ~80% of patients

with ovarian cancer

‘ Rapidly advancing into Phase 1 study in Q4 2024

‘ Potential for Orphan Drug Designation with 7-years market
exclusivity in US

’ Pipeline expansion opportunity into breast cancer, prolactin over
expressed in ~90% of patients



Leadership Team with Proven Track Record

Dr. Stella Vnook, MBA
Co-Founder, CEO-Elect
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Novel Pipeline Targeting Ovarian Cancer

Program

KAD101

KAD102

Indication

Ovarian
Cancer

Uterine
Cancer

Discovery Preclinical

—

Phase 1

Phase 2

Highlights

New formulation

Rapidly advancing into
Phase 1 study in Q4 2024

Enhanced pure antagonist
of KAD101

New chemical entity




Ovarian Cancer

A malignant tumor that originates in
the ovaries and is often detected at

an advanced stage due to its subtle 1 9 ) 7 1 01 1 3 9 2701

early symptoms.

Estimated new cases Approximate deaths resulting
diagnosed in the US in 2023 from ovarian cancer in the US
in 2023

Market Opportunity

$3 7 B Cu.rrent therapies have limited Significant Unmeet
© efficacy but represent large Need in Plati
market ~90% of Patients in eed in Platinum-
Need of Effective Resistant Even
$6 4 B Expected to grow at a 14.4% TACIEPIES
~25% Eligible for Elah
o CAGR by 2024 F'H'a f7g§/° b2
Therapeutics that ~40% Respond to Elahere
O offer a durable response

~60% Do Not Respond to Elahere

Research & Markets Ovarian Cancer drugs global Market Report 2023

1
i !%‘ KAIDA 2. Ovarian cancer survival rates: Ovarian cancer prognosis. Ovarian Cancer Survival Rates | Ovarian Cancer Prognosis | American Cancer Society.
L Blofhorma (n.d.). https://www.cancer.org/cancer/types/ovarian-cancer/detection-diagnosis-staging/survival-rates.html




We Believe We Need to Link Ovarian
Cancer to Prolactin to KAD101:
If A=B and B=C then A=C

Research on Prolactin and Ovarian Cancer:

1. Prolactin as a Biomarker: Studies have shown that prolactin, a hormone
primarily associated with lactation, can act as a biomarker in various cancers,
including ovarian cancer. Elevated levels of prolactin have been found in
ovarian cancer patients, suggesting a potential link between prolactin signaling
and tumor progression .

2. Prolactin Rgcegtors: Ovarian cancer cells often express prolactin receptors.
The interaction between prolactin and its receptors can promote cell
proliferation and survival, contributing to tumor growth and metastasis .

3. Mechanism of Action: Prolactin can activate several signaling pathways such
as the JAK2/STAT5, PIBK/AKT, and MAPK pathways, which are involved in cell
growth, differentiation, and survival. These pathways are often dysregulated in
cancer, including ovarian cancer .

* Therapeutic Implications of KAD101:

1. Regulating Prolactin Levels: KAD101, a therapeutic agent, could potentially be
designed to regulate prolactin levels or block prolactin receptors. By doing so, it
could inhibit the prolactin-induced signaling pathways that contribute to
ovarian cancer progression.

2. Clinical Trials and Evidence: Preclinical studies and early-phase clinical trials
would be necessary to evaluate the efficacy of KAD101 in reducing prolactin
levels or blocking its receptors, thereby inhibiting ovarian cancer cell growth.
Evidence from similar therapeutic strategies in other cancers can provide a
rationale for this approach.

3. Potential Benefits: Regulating prolactin with KAD101 could slow down tumor
growth, reduce metastasis, and improve survival rates in ovarian cancer
patients. It might also enhance the effectiveness of existing treatments when
used in combination.
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Patient Journey is Grim

Disease Progression vs. Diagnosis: 5-Year Relative Survival Rates’

Localized: 93% 5-Year Survival Regional: 75% 5-Year Survival ( Distant: 31% 5-Year Survival )

l ~15% Rate of Diagnosis I ~20% Rate of Diagnosis '7 l ~60% Rate of Diagnosis I
. y,

Significant Unmet Need for Innovative Treatments’

Diagnosis First Line Second Line Advanced Disease End of Life
o
: | : | : )| : |
Surgery PARPI Further Chemo Palliative Care

Paclitaxel and Carboplatin I Bevacizumab l Experimental Treatments I
Paclitaxel, Cgrboplatm Bevacizumab and PARPI Elahere
and Bevacizumab
Paclitazel, Carboplatin
and PARPi

Often Diagnosed at Later Stages which No Durable Response and Recently Approved Elahere
0, q .
Reduces Effectiveness of Early Treatments 40% Recurrence Rate Only Benefits 33% of Patients

Benchmark for Overall Survival with a Chemotherapy is ~12-13 Months

I KAIDA 1. Ovarian cancer survival rates: Ovarian cancer prognosis. Ovarian Cancer Survival Rates | Ovarian Cancer Prognosis | American Cancer Society.
BioPharma (n.d.). https://www.cancer.org/cancer/types/ovarian-cancer/detection-diagnosis-staging/survival-rates.html




Consistently Poor Results Across Therapies

Underpins Need for New Innovative Approach

0 i [
% of Patien ORR mPFS (mo) mOS (mo)

Expressio

KAD101 | KAD102 Prolactin ~80% KAD102 Opportunity
Abbvie: Elahere FR-Alpha 275% ~25-30% 42% 5.6 16.5
Sutro: Luvelta FR-Alpha =25% ~60-80% ~38% NA NA
Corcept: Relacorilant ?{:Ic?::tzrrﬂ(éoﬁi? ~40% 33% 5.6 13.9
Checkpoint Inhibitors PD-(L)1 ~10-20% ~5-15% 2.1-3.5 11.8-18.7

Chemo ~15-20% ;/Sr;gSe ';;Ieigf
Mersana: Upfitamab NaPi2b ~50% 13% Study Failed

) KAIDA
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Recently Approved Elahere Sets a Low Bar for
Approval While Realizing High-Value EXxit

Antibody-Drug Conjugate (ADC) Approved for Platinum-Resistant Ovarian Cancer

Progression-Free Survival Median Progression-free
100 Survival (95% Cl)

mo

MIRV 562 (4.34-5.95)
Chemotherapy 3.98 (2.86-4.47)

$10.1 Billion Acquisition

immun gen——— obbvie

® Only approved for ~33% of patients

Overall Survival
100

¢ ~1.6-month improvementin progression-free survival

¢ ~8.7-month improvementin overall survival

20~ Hazard ratio for death, 0.67 (35% CI, 0.50-0.89)
104 P=0005

® Significant ocular toxicity

Months
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Lead Programs
Initially Targeting
Ovarian Cancer

Modified Prolactin that Blocks the
Prolactin Receptor to Prevent Cancer
Cell Growth Signals

® Novel formulation of de-risked asset,
KAD101, which has promising initial
human clinical data

® Multiple expansion opportunities
into endometrial and breast cancers

KAIDA

BioPharma

Prolactin

Higher Expression Correlates
with Reduced Survival

Elevated Prolactin’s Role
Contributes to tumor growth and gynecologic
malignancies’ development

Impact on Cell Signaling
Involved in pathways like JAK/STAT5 and PISK/Akt,
essential for cell proliferation

Chemotherapy Resistance
The down-regulation of GST is directly linked to
chemotherapy resistance, making patients
receptive again, a major treatment hurdle

11



Autophagy: Programmed Cell Death

G12%R Prolactin

Unique Mechanism of Action

New formulation KAD101 is a modified prolactin that
blocks the receptor to prevent cancer cell growth signals o

autophagosome
AP) formation

® Triggers cell ‘self-eating’ process, leading to the death of cancer cells

Cell Proliferation Halted
® Inhibits the Jak2 pathway, which is crucial for cancer cell
multiplication
Chemoresistance Addressed
® Downregulates GST enzyme, which has shown to reactivate response
to chemotherapy in chemo-resistant patients

1]

Nucleus
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KAD101 Demonstrated Promising
Initial Human Clinical Data

All Patients Showed Tumor Reduction with Clean Safety Profile
A Firstin Low Dosing Toxicity Clinical Trials for Ovarian

/ Patient 1 / Patient 2

® Received Taxol with Neulasta ® Treatment history includes
Taxol, Carboplatin, and Doxil

/ Patient 3

® Priortreatments: Gemzair,
Carboplatin, Doxil, Avastin

® Started the three RECIST-
measured tumors

® Had 2 significant RECIST-
measured tumors ® Presented with one large

) . RECIST-measured tumor

® Stable disease achieved; no
new cancer growths observed ® Tumor shrank to non-
measurable size post-

KAD101 treatment

® Post-treatment, tumors

reduced by 15-20% in size
® Treatment with low-dose Y ’
KAD101 deemed effective ® KAD101 showed a marked
® Demonstrated significant reduction in tumor volume
response to low-dose

KAD101

Reintroducing the Improved Formulation Should Offer Enhanced Activity and Efficacy

KKAIDA
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Rapidly Advancing Towards
Phase 1 Study

Expectto File IND and Enter
Phase 1in Q1 2025

® Engaging with clinical experts
® Finalizing trial design

® Planning Pre-IND meeting with FDA
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Expansion Opportunity Into Breast Cancer

-~

KAD101 Demonstrated
Synergistic Effect with
Herceptin in Breast
Cancer Models

KAIDA

Bio

Pharma

Cumulative Tumor Volyme

——Control
* Herceptin I R}
-4~ KAD101 i -

-4- KAD101 + Herceptin

Each value is a mean = SD
of 6-B micefgroup

**pP<£001land*P<0.05
versus control

TP = 0.05 versus Herceptin
alons

« Al KAD101
‘”"_“l Alone
2 ' KAD101 +
+ ] Herceptin

8 12 15 19 22 26 29 33 36 |

Days post inoculation |
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Data Published in Prestigious Journals
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Cell Reports

A Cell Press open access journal
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SUMMARY

T ic up ion of in can-
cer cells provides an alternative mechanism for cell
death. Prolactin (PRL) and its receptor (PRLR) are
considered attractive therapeutic targets because of
theirroles as growth factors in tumor growth and pro-
gression. We utilized G129R, an ist peptide of
PRL, to block activity of the tumoral PRL/PRLR axis,
which resulted in inhibition of tumor growth in ortho-
topic models of human ovarian cancer. Prolonged
treatment with G129R induced the accumulation of
redundant autolysosomes in 3D cancer spheroids,
leading to atype Il programmed cell death. This induc-
ible autophagy was a noncanonical beclin-1-inde-
pendent pathway and was sustained by an astrocytic
phosphoprotein (PEA-15) and protein kinase C zeta
interactome. Lower levels of tumoral PRL/PRLR
in clinical samples were associated with longer
patient survival. Our findings provide an understand-
ing of the mechanisms of tumor growth inhibition
through targeting PRL/PRLR and may have clinical
implications.

INTRODUCTION

The multifunctional hormone, prolactin (PRL), is not only essen-
tial for normal reproduction and maintenance of pregnancy but
also i to i i l

0).

including ovarian and endometrial cancers (Levina et al., 2009;
Mor et al., 2005; Tan et al., 2011). Human PRL has proprolifera-
tive effects on ovarian and endometrial cancer cells (Asai-Sato
et al., 2005). Recent studies support a robust role for PRL in
ovarian cancer cell survival and invasion, which implicates it as
a therapeutic target (Tan et al, 2011). PRL binding to its
membrane-associated prolactin receptor (PRLR) is followed
by activation of oncogenic signaling pathways such as JAK2
and STATS, stimulating proliferation of cancer cells and tumor
growth (Rui et al., 1994; Xie et al., 2002). Despite the importance
of the PRL/PRLR-signaling complex in tumor growth, the under-
Iying mechanisms are not well understood, and the ability to
target this pathway is limited by incomplete knowledge of its
activity. G129R, a variant of normal human PRL that differs by

i ino aci ion mutation, inhibi -induced
oncogenic signaling responsible for cancer cell proliferation
(Uovera et al., 2000).

Autophagy is a lysosome-dependent cellular degradation
pathway that can be triggered by many stimuli, including meta-
bolic stress, hypoxia, or treatment with chemotherapy agents
or radiation (Rubinsztein et al.,, 2007). Key proteins regulate
the formation and expansion of vesicular structures such
as autophagosomes, which then fuse with lysosomes to form
autolysosomes. Under normal conditions, basal levels of auto-
phagy in proliferative cells function as a survival mechanism
(Mathew et al., 2007). Prolonged exposure to therapeutic
agents, however, can lead to progression of destructive
autophagy and eventual programmed cell death (Dalby et al.,
2010; White et al, 2010). Targeted molecular therapies
that can induce sustained autophagy offer new  therapeutic

488 Cell Reports 7, 488-500, April 24, 2014 ©2014 The Authors

(Shimizu et al., 2004), particularly in breast,
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Blockade of the Short Form of Prolactin Receptor Induces ®
FOXO03a/EIF-4EBP1-Mediated Cell Death in Uterine L

Cancer

Yunfei Wen', Ying Wang?, Anca Chelariu-Raicu', Elaine Stur', Yuan Liu**, Sara Corvigno', Faith Bartsch®,
Lauren Redfern', Behrouz Zand', Yu Kang'. Jinsong Liu®, Keith Baggerlyz. and Anil K. Sood"

Abnormal activity of human prolactin (PRL) and its mem-
brane-associated receptor (PRLR) contributes to the progression
of uterine carcinoma. However, the underlying mechanisms
are not well understood, and current means of targeting the
PRL/PRLR axis in uterine cancer are limited. Our integrated
analyses using The Cancer Genome Atlas and Genotype-Tissue
Expression (GTEx) databases demonstrated that a short form of
PRLR (PRLR_SE) is the isoform predominantly expressed in
human uterine cancers; expression of this PRLR_SF was elevated
in uterine cancers in comparison with cancer-free uterine tissues.
We hypothesized that the overexpression of PRLR_SF in uterine
cancer cells contributes, in part, to the oncogenic activity of the
PRL/PRLR axis. Next, we employed G129R, an antagonist of
human PRL, to block the PRL/PRLR axis in both PTEN"" and

Introduction

Human prolactin (PRL) acts primarily to regulate the normal
functions of the female reproductive system (1), but it is also involved
in multiple processes during tumor pathogenesis, including angio-
genesis and regulation of the immune system (2). Levels of circulating
PRL are elevated in (3,49).

PRL plays key regulatory roles during the development and progres-
sion of endometriosis (1), as the production of PRL by the endome-
trium is elevated during the normal menstrual cycle (5). Substantially
elevated levels of PRL and its receptor (PRLR) have been reported in
serum samples from patients with uterine cancer (2), suggesting that
PRL/PRLR signaling may have potentially important roles in malig-
nant conditions (3) and as a possible marker for uterine cancer (4).

Although some antibodies targeting PRLR have been shown to

reduce tumor malignancy by blocking autocrine/endocrine PRL activ-

"Department of Gynecologic Oncology and Reproductive Medicine, The Uni-
versity of Texas MD Anderson Cancer Center, Houston, Texas. “Department of
Bioinformatics and Computational Biology, The University of Texas MD Ander-
son Cancer Center, Houston, Texas. *Department of BioSciences, Rice Univer-
sity, Houston, Texas. “Department of Physician Assistant Studies, George
‘Washington University, Washington, D.C. *Department of Pathology, The Uni-
versity of Texas MD Anderson Cancer Center, Houston, Texas.

Note: Supplementary data for this article are available at Molecular Cancer
Therapeutics Online Chttp://mct aacriournals.ora/).

Corresponding Author: Yunfei Wen, The University of Texas MD Anderson
Cancer Center, Unit 1908, 1515 Holcombe Bivd., Houston, TX 77030. Phone: 713-
563-7328; Fax: 715-792-7586; E-mail: ywen2@mdanderson.org,
asood@mdanderson.org

Mol Cancer Ther 2020,19:1943-54
doi: 10.1158/1535-7163 MCT-19-1026
©2020 American Association for Cancer Research.
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PTEN™" orthotopic mouse models of uterine cancer. In com-
parison with control groups, treatment with GI129R as mono-
therapy or in combination with paclitaxel resulted in a significant
reduction of growth and progression of orthotopic uterine
tumors. Results from protein profiling of uterine cancer cells
and in vivo tumors revealed a set of new downstream targets
for GI29R. Our results showed that G129R induced sub-Go
population arrest, decreased nascent protein synthesis, and ini-
tiated FOXO3a/EIF-4EBP1-mediated cell death in both PTEN"'
and PTEN"™" uterine cancer cells. Collectively, our results show a

unique pattern of PRLR_SF expression predominantly in uterine
cancer. Moreover, FOXO3a and EIF-4EBP1 are important med-
iators of cell death following G129R treatment in uterine cancer
models.

ities (6, 7), the full-length PRLR gene product was not detected in
endometriosis tissues (8). Our results from screening an array of
human uterine cancer cells indicated that transcriptionally spliced
isoforms of PRLR products might be responsible for mediating activ-
ities of the tumoral PRL/PRLR axis. However, the expression and
functional mechanisms of different PRLR isoforms remain unchar-
acterized. PRL/PRLR axis is reportedly involved in multiple signaling
pathways (c.g. activation of p59%"/p120°*% refs. 9-11, Stat family
members and JAKZ; refs. 12-14, GRB2 signaling cascade, and regu-
lation of transcription factors such as c-Myc, Jun, and T-cell factors;
refs. 15-17). This diversity is partly due to the wide variety of PRLR
isoforms, which in turn leads to the regulation of different downstream
signaling cascades. RefSeq data from the UCSC Genome Browser
predicted nine isoforms among the transcripts encoded by the PRLR
gene. Eight of the nine isoforms are transcribed into cell-associated
PRLR isoforms, while the other is a noncoding transcript variant.
Structurally, the extracellular ligand-binding domains are highly
conserved and retain PRL-binding activity, while the membrane-
proximal region, including the transmembrane domains and intra-
cellular domain, varies between isoforms; this variation contributes to
the diversity in PRL signaling activities (18). High expression of
variable PRLR isoforms has been reported to be involved in cancer
cell survival in gynecologic (19) malignancies (20).

‘Among the PRLR transcribed isoforms, three have been charac-
terized in animals and humans as transmembrane receptors: the long.
form (LF, ~100 kDa), intermediate form (IM, 65-70 kDa), and short
form (SE, 45-50 kDa). PRLR_LF is transcribed from exons 3-10 (21)
and PRLR_IM (65-70 kDa) from an alternative splicing deletion of
exon 10 (22). The two types of the short form of PRLR (PRLR_SF) are
produced via alternative splicing of exons 10 and 11 during transcrip-
tion of the PRLR gene (23, 24). The PRLR_SF isoform is functionally
different from PRLR_LF because of their involvement with distinct
downstream factors in mediating PRL signaling in cancer cells (25).

American Association
for Cancer Research

16


https://pubmed.ncbi.nlm.nih.gov/32737156/
https://pubmed.ncbi.nlm.nih.gov/24703838/

Peer Valuations Suggest Potential for
Significant Upside, Even at Earlier Stages

Company Drug Phase (0] 313 mPFS (mo) mOS (mo) Deal Price / Market Cap
Acquisitions
. N4 $10.1 Billion
X = ELAHERE 9 . . . .
immun-gen it Approved 42% 5.6 16.5 Acquired by ObDVie
. Rinatabart sesutecan: $1.8 Billion
ProfoundBio FR-alpha ADC Phase 1/2 NA NA NA Acquired by “Genmab

Public Companies

. uvelta ase ~38% illion
UT Luvel Phase 2/3 38% NA NA $350 Milli
BIOPHARMA
(Xg%%r,ggpt Relacorilant Phase 2 33% 5.6 13.9 $2.8 Billion
l zentalis Azenosertib Phase 1/2 Study Ongoing $825 Million
@ Nuvation Bio NUV-1511 Phase 1/2 Study Ongoing $825 Million
i smatTuEK SL-172154 Phase 1 9% - ; $500 Million
lkn/Amelcs MGCO026 Phase 1 Study Ongoing $280 Million

Recent Private Financings Underscores Interest and Value in Ovarian Cancer Space

Company Drug Phase Last Round Total Raise Total Raise to Date

TR L TORL-1-23: Claudin-6 ADC Phase 1 Series B $158 Million $350

BIOTHERAPEUTICS

. KAIDA
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Investment Summary

Rapidly Advancing Toward Phase 1 Clinical Study in Ovarian Cancer
90% of Patients Need an Effective Therapy

® Demonstrated encouraging results in human clinical study

® Targeting prolactin; over expressed in ~80% of patients with
ovarian cancer

® Opportunity to expand pipeline into breast cancer

Recent Acquisitions and Peer Valuations
Highlight Potential for Significant Upside

KKAIDA
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Consistently Poor Results Across
Platinum-Resistant Therapies

Company

ImmunoGen
Genentech
Chugai Pharmaceutical
ImmunoGen
Sanofi
Millennium

Corcept

Sutro Biopharma
Shattuck Labs
Mersana
PMV Pharmaceuticals

AstraZeneca

Merck

KKAIDA
L‘ BioPharma

Trial

MIRASOL (FRa 275%)

AURELIA

JGOG-3018

FOWARD 1 (FRa)

CORAIL

PRECEDENT

CORT-P2b

STRO-P2
STTK-P2
MRSN-P2b
PMVP P1

JAVELIN-200

KEYNOTE-100

Year

2022

2011

2020

2018

2020

2010

2022

Ongoing
Ongoing
FAILED
Completed

2017

2018

Therapy
IC Chemo
MIRV
IC Chemo
IC Chemo + Bev
PLD 50 mg/m2
PLD 40 mg/m2
IC Chemo
MIRV
lurbinectedin
IC Chemo
vintafolide + PLD
PLD
relacorilant + NabPac
NabPac

Luvelta
SL-172154 + PLD
Upfitamab Rils
rezatapopt
avelumab
avelumab + PLD
PLD
pembro
IC Chemo

N

226
227
182
179
137
135
118
248
221
221
100
49
118
60

92
11
268
22
188
188
190
285
91

Measurable Disease %)

100%
100%
79%
80%
60%
58%
100%
100%
100%
100%
100%
100%
93%
88%

100%
100%
100%
91%

100%
100%
100%
100%
100%

ORR
16%
42%
12%
27%
17%
13%
10%
24%
15%
13%
18%
12%
33%
32%

38%
27%
13%
32%
4%
13%
4%
5%
8%

mPFS (mo)

4.0
5.6
3.4
6.7
4.0
4.0
4.4
4.1
3.5
3.6
5.0
2.7
5.6
3.8

mOS (mo)
12.8
16.5
13.3
16.6
14.0
14.0
12.0
17.3
12.6
13.0

13.9
12.2
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