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Safe Harbor Statement

This presentation contains certain forward-looking statements.

These forward-looking statements may be identified by words such as ‘believes,’” ‘expects,’ ‘anticipates,’ ‘projects,’ ‘intends,’ ‘should,’ ‘seeks,’
‘estimates,’ ‘future,” or similar expressions or by discussion of, among other things, strategy, goals, plans, or intentions. Various factors may cause
actual results to differ materially in the future from those reflected in forward-looking statements contained in this presentation, among others:

1. Pricing and product initiatives of competitors

Legislative and regulatory developments and economic conditions

Delay or inability in obtaining regulatory approvals or bringing products to market
Fluctuations in currency exchange rates and general financial market conditions

Uncertainties in the discovery, development, or marketing of new products or new uses of existing products, including without limitation negative
results of clinical trials or research projects, unexpected side effects of pipeline or marketed products

Increased government pricing pressures

Interruptions in production

Loss of or inability to obtain adequate protection for intellectual property rights
. Litigation

10. Loss of key executives or other employees

11. Adverse publicity and news coverage

OBI Pharma cautions that this foregoing list of factors is not exhaustive. There may also be other risks that management is unable to predict at this
time that may cause actual results to differ materially from those in forward-looking statements. You are cautioned not to place undue reliance on
these forward-looking statements, which speak only as of the date on which they are made. OBl undertakes no obligation to update
publicly or revise any forward-looking statements.

Any statements regarding earnings growth is not a profit forecast and should not be interpreted to mean that OBI’s earnings or earnings per share for
this year or any subsequent period will necessarily match or exceed published earnings or earnings per share forecasts of OBl Pharma, Inc.
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OBI Pharma, Inc. (TPEx: 4174.TWOQO)

www.obipharma.com

Founded: April 29, 2002 Shanghai
CHINA
IPO on TPEX: March 23, 2015
Global HQ
Market Cap 20 Apr, '23: ~US$ 660M (~NT$ 19.8B) ® Taipei
TAIWAN
Fund Raised at IPO: ~US$ 200M (~NT$ 6.2B) ®
Hong Kong
Net Cash on Hand: ~US$ 90M CHINA
Employees: 129 ® Melbourne
AUSTRALIA

OBI data on file
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Experienced Global Management Team
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Chief Commercial Officer * PTIMER Wyeth

@ RHONE-POULENC SmithKline Beecham
Wayne Saville, MD & shasqi ¢sxenco Frank Chen 6
Chief Medical Officer . Chief Financial Officer
Biogen RUENTEX
Ming-Tain Lai, PhD MSD Mitch Che CPTIMER & aTaT
Chief Science Officer e Chief Operating Officer {};:
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VP Regulatory Affairs IDENI3S
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Functions of Glycosphingolipids (GSLSs)
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Zhang T, et al. Front Immunol. 2019 Jan 29;10:90.
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’ Direct regulation of receptors Y
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Several receptors
can be directly
regulated by GSLs
present in the cell
membrane

Signal transduction
C
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Crosslinking of
several GSLs can
induce signaling
across the
membrane

Intercellular contact
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D
Interacting with glycans
or with proteins on other
cells, contributing to cell-
cell recognition and
adhesion
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Glycans, Glycosphingolipids and Cancer

» Glycans and glycosphingolipids (GSLs) :
play a crucial role in tumor progression Globo Series GSLs

. . B3
- Aberrant glycosylation is a hallmark of O1 FOO@- ceramide
cancer cells SSEA-3
« GSLs are glycans conjugated to a lipid AG-ZQ-D-OOC- _
(ceramide) core CREmEE
. : Globo H
* Globo series is a unique class of GSLs - —
involved in early embryogenesis and G- OL1HOO@ ceramide
tumor development SSEA-4
OGlc OGal AFuc

[dGalNAc  ®¥Sialic Acid
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Potential Roles of Globo H in Immunosuppression,
Angiogenesis, and Cancer Cell Survival Signaling

Lymphocytes Promotes
Promotes Angiogenesis?
Immunosuppression?

Notch 1 Endothelial Cells

—» Caz* T

f
(R P Tumor Shedding of
fP Globo H Ceramide

L
1 Tsai YC, et al. J Cancer Sci Ther 2013;5:264-270 o Bl [ == ;ﬁ 9
2 Cheng JY, et al. Cancer Res 2014;74:6856-6686 e A

3 Chuang PK, et al. PNAS 2019;116:3518-3523 PHARMA /8
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Hfgh Globo H Expression in Common Cancers

Globo H IHC H-score of various tumor tissues
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OBI’'s Globo H Expression Assay (NeoGenomics) IDE-Approved by FDA
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Globo H expression associates with
poor survival in gastric cancer

Disease specific survival (DSS) Overall survival (OS)

15-year survival 15-year survival
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High Globo H expression correlates with higher levels
of PD-L1 protein in cancer cells

Renal Cell TKl-resistant
Gastric Cancer Gastric Cancer Breast cancer Carcinoma NSCLC
NCI-N87 SNU-16 HCC-1428 ACHN NCI-H1975
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OBI Pharma’s Innovative Cancer Pipeline

PRODUCT TYPE TARGET

Stage of Development

CANCER DISCOVERY PRE-CLINICAL PHASE1 PHASE2 PHASE 3

Adagloxad . Breast
GLORIA Global Phase 3 TNBC Stud
Simolenin Vaccine  Globo H (TNBC) ( 6 y )
osloes  apc  cobor e Pe QD
Cancers
oBl833  vaccne GloboH  coire (D
Cancers
OBI3424  Produg  AKRIC3  porbe QU
Cancers
OBIH860 Vacdine  ssea-4  co'Pe @D
Cancers
Ro%2 apc  TrRoP2  cutie QD
Cancers

OBl licensing rights:

Adagloxad Simelenin: OBl owns global rights
OBI-999: OBI owns ex-China rights

OBI-833: OBI owns ex-China rights
OBI-3424: OBl owns ex-Asia rights
OBI-866:0BI owns global rights

R-992: OBI owns ex-China rights
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Adagloxad Simolenin

First-in-Class Active Immunotherapy
Stimulating anti-Globo H Antibodies
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PHARMA J8i




2
Adagloxad Simolenin (A-S): Globo H Vaccine

O OH 00
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Globo H Linker KLH OBI-821
Adagloxad simolenin is comprised of a synthetic tumor It is administered with OBI-821—a saponin-
antigen, Globo H, conjugated to a hemocyanin carrier based immune adjuvant purified from
protein (KLH) derived from the keyhole limpet Quillaja saponaria tree bark—that induces

humoral and cell-mediated responses

Quillaja saponaria

OBl a®
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Huang, C-H et al. J Immunother Cancer. 2020; 8:e000342.



MOA of Therapeutic Vaccine Adagloxad Simolenin

* Globo H antigen is phagocytosed by the
dendritic cell which processes it and transports
it to the lymph node where they present the
antigen to immature CD8+ T cells, activating
them so that they can migrate to the tumor \

* The dendritic cells also activate CD4+ T
helper cells to support activation of B cells
which become Plasma Cells and induce

anti-Globo 1gG and IgM

* IgM and IgG antibodies recognize
Globo H expressed on the tumor
cell surface and recruit
complements to attack the tumor
cells (IgM) and guide NK cells to
destroy the tumor (IgG)

7 i Globo H
» ) £ -
" |/ Dendritic Cell - fﬂg.
o~ N MH‘C Immature CD4+ or
Globo H Vaccine / P 2 A “Class| TCR CD8+ T Cell
( || = CDg+
IL2, IL12 .\: S LCytOtOXIc
Naive ﬁ(’ CD4 ._..9:). ol I\TCeII
B Cell ="\ 2 Granzyme
[ -\ A  Perforin
Plasma Cell ,/7 glggs I TCR . D4+
@ T Helper =
(Effector B Cell) o T
V Memory @ Memory
( \ B Cell T Cell
A |
AntiGlobo H =( y_AntiGlobo H
G )L \;-_)(%‘: IgM
/ —
Tumor Cell /J(\\
Antibody-Dependent
Cellular Cytotoxicity
Ny Complement-Dependent
(ADCC) -:;,}* \“ Cytotoxicity (CDC)
" NK Cell
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Adagloxad Simolenin Int’l Phase 2 Metastatic Breast Cancer study
published in JITC Peer reviewed journal

Open access Original research

-
.'. Journal I for
»._ ImmunaTherapy of Cancer

Globo H-KLH vaccine adagloxad
simolenin (OBI-822)/OBI-821 in patients
with metastatic breast cancer: phase II
randomized, placebo-controlled study

Chiun-Sheng Huang,' Alice L Yu,?® Ling-Ming Tseng,** Louis W C Chow,®
Ming-Feng Hou,” Sara A Hurvitz,® Richard B Schwab,® James L Murray, '
Hsien-Kun Chang,'" Hong-Tai Chang,'? Shin-Cheh Chen,"® Sung-Bae Kim,*
Jung-Tung Hung,'® Shir-Hwa Ueng,'® Su-Hua Lee,'® Chwen-Cheng Chen,”

AB STRA CT Hope S Rugo

Purpose This randomized, double-blind, placebo- Conclusion AS/0BI-821 did not improve PFS in patients
controlled, parallel-group, phase Il trial assessed the with previously treated MBC. However, humoral immune
efficacy and safety of adagloxad simolenin (0BI-822; response to Globo H correlated with improved PFS in AS/

a Globo H epitope covalently linked to keyhole limpet 0BI-821 recipients, leading the way to further marker-
hemocyanin (KLH)) with adjuvant OBI-821 in metastatic  driven studies. Treatment was well tolerated.

breast cancer (MBC).

Huang et al. J Immunother Ca 2020;8:e000342
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Learnings From Adagloxad Simolenin Phase II Trial in

Patients with Metastatic Breast Cancer (MBC)

(" \ N N ( ™)
“ % °* .°%
\* 1\ o 0® 000
- o0 e
-~ 39D ‘ [ ) ® o ®
} ... ..
°
® > \
Higher Globo H tumor Higher anti-Globo H Patients receiving Next study:
expression correlated IgG levels correlated full treatment Homogenous, e.g.,
with improved PFS with improved PFS had improved PFS TNBC, and earlier
stage patients with
high Globo H
. VAN VAN J \\ J
These learnings have been applied to the development of the protocol for the Global
Phase 3 GLORIA Trial in TNBC patients expressing Globo H
OBl &#

PFS, progression-free survival.

Clinicaltrials.gov. Trial of Active Immunotherapy With Globo H-KLH (OPT-822) in Metastatic Breast Cancer Subjects. NCT01516307
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Phase 3, Randomized, Open-Label Study of the Anti-Globo H Vaccine
Adagloxad Simolenin (OBI-822)/OBI-821 in the Adjuvant Treatment of Patients
with High-Risk, Early-Stage Globo H-Positive Triple-Negative Breast Cancer

Ln
OBl a&# |
Clinicaltrials.gov. Study of Adagloxad Simolenin (OBI-822)/OBI-821 in the Adjuvant Treatment of Patients With Globo H Positive TNBC NCT03562637 PHARMA ;%
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Globo H Expression in Triple Negative Breast Cancer

o R S T .

SR ..
| GH+ tumor

TN

"-d RN
illary

?

White 57-year-old female with infiltrating ductal carcinoma  White 59-year-old female with papillary carcinoma
H-score = 300 H-score = 185

GH expression level was assessed, and results are presented using an H-score system (0 to 300)

PAN
H-score = (% of weak intensity x 1) + (% of moderate intensity x 2) + (% of strong intensity x 3) OBl = 20
PHARMA
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OBI-822/0BI-821 + SOC

°GLORIA Phase 3 TNBC Study Design

GloboH
analysis

Tissue
submission PANIESS
for Globo H

Treatment Period

H score 215

2 Years Follow-Up 3 Years

(150 centers: 2-year recruitment)

ZO—-4>»N—-X00Z>»=™

SOC

N

Key Eligibility Criteria

¢ Histologically documented TNBC (ER/PR <5% cells)
¢ High risk defined as:
- 21 cm residual primary or 21 residual axillary node after
adequate neoadjuvant chemotherapy
or
- Pathological Stage IIB or Il disease treated with
adequate adjuvant chemotherapy alone
e Received 24 cycles of standard taxane- and/or
anthracycline-based chemotherapy

Primary Endpoint: IDFS
-187 events required (3-year IDFS HR 0.66)
-80% power; two-sided alpha 0.05

OBl &2 ,
PHARMA /53
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Primary Objective

 To determine the effect of adagloxad simolenin
(AS) treatment on improving IDFS in the study
population

Secondary Objectives
* To determine the impact of AS treatment in the
study population, on:
— Overall Survival (OS)
— Quiality of Life (QoL)
— Breast cancer-free interval (BCFI)
— Distant disease-free survival (DDFS)

 To determine safety and tolerability of AS in
the study population

@ GLORIA Phase 3 TNBC Study Objectives

Exploratory Objectives

To explore the association between the
anti-Globo H antibody response to AS and IDFS
and OS

To evaluate the impact of tumor expression of
Globo H on IDFS and OS

To identify patient baseline characteristics and
demographics that may be predictive
of treatment outcomes with AS

To explore the association between baseline
characteristics, including tumor pathological,
molecular and immune features, and tumor
expression of Globo H

OBl &#
e o
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The GLORIA Study: A Phase 3, Randomized, Open-Label Study of the Anti—Globo H
- Vaccine Adagloxad Simolenin/OBI-821 in the Adjuvant Treatment of Patients With
GLDRIA High-Risk, Early-Stage, Globo H—Positive, Triple-Negative Breast Cancer

Phase 3 Trial in TNBC
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SUMMARY

= Patients with TNBC and resi
disease after neoadjuvant
chemotherapy have a POor Prognos!

= Globo H is & glycosphingolipid
expressed in oarly embryogenesis
and aberrantly overexpressed in
THNBC, Including in cancer stam celis

= Globo M is thought to be Involved
with embryogenesis nor
Brogression and metastasis, and
nUne suppression

= When administered with the adjuvant
OBI-821, Adasim results in Ig™M and
G anti-Globo H humoral responses

DEreSSion

= In addition to safety. efficacy. and
QoL. the study will evaluate the
relationshin between aberrant
Globo H expression .w.n baseline
< toristics 5 o
pathology and immune  Faciars
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Adagloxad Simolenin Global Phase 3

O cLoria Trial Investigator Site Locations
Russia @@
Poland Spain
EU @
@ Ukraine _
china . Korea USA .
O |
@ Taiwan _
Hong Kong Mexico '
Australia Peru‘ .Brazil
(@] O
S. Africa

oBl&&
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OBI-833

Cancer Vaccine Targeting
Tumor Expression of Globo H
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OBI-833

OBI-833 + the saponin adjuvant OBI-821 is a therapeutic vaccine targeting Globo H
ceramide in a variety of epithelial tumors

Innovative Glycoprotein Saponin adjuvant OBI-821
TR e - ldl-::-j_:-:r-.:_‘ ot
Linker i e g.-"’:'f ' ol
Globo H Sl e .
CRM-197 " fP O s T P it [-M:h .
+ :Hd““'t&—"f f' TR L AT
W o-Eyl L-Foha ‘E;‘_,,.nu
@- e
VE Doyl RO '-‘l——w.—un; He—t P A%
OBI-833 OBI-821
Comprises a fully synthetic tumor antigen (Globo H) Induces humoral and cell-mediated immune responses
conjugated to a protein carrier (CRM-197)
OBl &#
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Encouraging Phase 1 NSCLC cohort expansion results

« OBI-833 demonstrated a favorable safety profile.

* OBI-833 elicited a beneficial immune response in NSCLC patients and rendered some TKI-treated
patients durable stable disease status.

* The median progression-free survival was 38.1 weeks.

« 11 of the 14 patients were co-treated with an EGFR TKI in the study. Eight of them remained in
stable disease status for over 6 months.

« Two patients were treated with OBI-833 for over 2 years; one of the patient showed tumor size
reduction by 27% after 16 months of OBI-833 treatment.

* 50% patients had high Globo H (H Score > 100) expression.

* Phase 2 study in preparation.

OBl &&
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ESMO 2020

Q Globo H, a glycan Initially isolated from the MCF-7 breast cancer cell line, &
overexpressed in a variety of epithelial cell tumors such as colon, ovarian,
gastric, pancreatic, lung, prostate, and breast cancers, and has limited
expression in normal tissue.

O Experimental data suggest that Globo H promotes immunosuppression,
tumor survival signaling, and angiogenesis,

Globo H expression in tumor cells and its function as a potential immune
checkpoint make it a target for immunatherapy.

O O0BI-833, a novel cancer active ises of a

A Phase 1 Cohort Expansion Trial of OBI-833 in Non-Small Cell Lung Cancer l'a!l.lltl
Ching-Liang Ho*, Kang-Yun Lee?, Her-Shyong Shiah?, Chia-Chi Lin%, Chien-Chih Ou?, dltn-y Tsai®, Pan-Chyr Yang’ |

| Dot o HerratobogDrnakongy, Try Servwe Genacy o pral, Mirsonal Detesie Medical Ceotey, Taipel Tiwa) /Division of Thorsce Medigine,

“ Dupurtivart of Orcobagy, Katons Tasses Lvewssdy M pd. Tege, Tewan * Depurtreert of Clwwesl Dewetprend. O Murrms, Tupel, Tonsn * o s

Adverse Events

* As of June 2020, a total of 126 AEs were reported, of which 79 were
considered as treatment related AEs. Most of them were injection site
reactions. Among the 3 reported SAEs, one was treatment-related, which
was Grade 4 acute p is, and two were related,
Injection site namons were less than Grade 2, occurred on the day of
Injection, recoverad within 2-3 days without medical treatment, and usually
recurred after each subsequent injection.

y of Serious Adverse Events

Globo H conjugated with a recombinant CRM 197,

Background

* Lung cancer is the leading cause of cancer-related deaths worldwide (Jemal
et al, 2009) and non-small cell lung cancer (NSCLC) accounts for 80-85% of all
Iung cancers (Sher et al, 2008; Wang et al, 2011).

Mutations in the epidermal growth factor receptor (EGFR) gene are

commonly obumd ln NSCLC, particularly In tumors of adenocarcinoma

was 47.9% in Asian patients, as
compared wllh 19.2% in Western patients.

Globo H is highly expressed in epithelial cancers such as lung cancer, breast

cancer, prostate cancer (Zhang et al, 15937b) and pancreatic, gastric and

esophageal cancer [AACR; 2020. Abstract nr 2946)

OBI-833 is a novel cancer vaccine targeting Globo H. Results of the dose-

escalation trial showed a favorable safety profile and supported the cohort

expansion trial in NSCLC patients at a dose of 30 ug.

* Patients with Globo H-positive metastatic NSCLC who had achieved stable
disease (SD) or partial response (PR) after at least one regimen of anticancer
therapy were enrolled. for patients who were on the targeted therapy, OBI-
833 was added to their ongoing therapies. Humoral immune responses and
relevant tumor biomarkers were monitored.
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Median PFS was 31 weeks (rarge, 3~108). Six of the 11 EGFR TKi-treated patients had SD for over six
months. One patiest has been treated for more than two years and his trestment is stif ongoing. OfF
note, cne patient's tumoe s2e had reduced by 27X after 16 months of 0BI-E33 trestmert.

Conclusions

* 0B81-833 can elicit a beneficial immune response in NSCLC patients and
rendered durable stable disease status for some TKI-treated patients.
* Further development of OB1-833 in EGFR-mutated NSCLC patients to assess
the potential benefits of combination therapy of 0BI-833 with TKis
ongoing.




OBI-999

Antibody-Drug Conjugate (ADC)
Targeting Tumor Expression of Globo H



OBI-999 Targeting Tumor-Specific Globo H

Proprietary Novel Site-Specific Improved Homogeneity vs Adcetris
Linker Technology ThioBridge®

OBI-999 Adcetris
100 100
80 80
o 60 o 60
> 40 > 40
2 _ 0 — BB = _
01 2 3 45 6 7 8 0 1 2 3 4 5 6 7 8
DAR Species DAR Species

Maintains the stability of the L
antibody and a consistent drug- DAR4>95% DAR2 & DAR4 (majority)

to-antibody ratio (DAR)

Target / Linker / Payload Globo H Ab / Thiobrige / ve-PAB-MMAE CD30 Ab / Maleimide / ve-MMAE
Linker Thiobridge (proprietary) Maleimide (generic)
Conjugation technology Site specific Random

oBia&

-
OBI data on file. ThioBridge® is the registered trademark of Abzena PHARWA 759



OBI-999 Strong Anti-Tumor Effects in 4 Cancer Models

CANCER TUMOR MODEL TREATMENT ANTI-TUMOR EFFECT AT
TYPE DURATION TOP DOSE
Pancreatic HPAC QW x4 Tumor Free
Gastric NCI-N87 QW x 4 fTumor Free
(achieved at both 3 and 10 mg/kg)
Lung PDX LU-01-0266 QW x 4 Tumor Free
Breast MCF7 QW x 6 or Q3W x 2 Tumor Free

PDX, patient-derived xenograft; TGI, tumor growth inhibition; QW, every week; Q3W, every 3 weeks.

La
OBl &&
Yang, MC et al. AACR 2019. Abstract No. 4814. OBI Data on File. PHARMA /8
e
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OBI-999 Strong tumor growth inhibition in

NCI-N87 Gastric carcinoma xenograft

NCI-N87 xenograft (AB67835) Globo H expression: 57%.

2000 7
=== Vehicle (QW X4,IP+1V)
=== 0OBI-999. 1 ma/ka (OW x4 1V)
= 0BI1-999, 3 mg/kg (QW x4, IV)
15004 = O0BI-999, 10 mg/kg (QW x4, IV)
o~
1S
E
c
S
51000
o
z __ OBI-999 at 1 mTGI% =
o
= 83% on Day 53 g/mL:
i
500
Latent (e
day:]O T T T T T T L] T T
day 8 15 2 29 36 43 50 57 64 D
ays
all test T T
Day 0 : Cell inoculation compounds/

2.5x10¢ with matrigel (1:1)
once per week

OBl &®
PHARMA 158
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OBI 999 Strong tumor growth inhibition in
HPAC pancreatic cancer xenograft model

HPAC xenograft (OBI-20180927)

3000 Globo H expression: 97%.

=& Vehicle

-0~ OBI-999 1mpk, IV, QWKx4
-0~ OBI-999 3mpk, IV, QWKx4
-0~ OBI-999 10mpk, IV, QWKx4

2500

OBI-999 at 3 mg/kg:
TGI 36.1% on Day 36

2000

1500

Tumor volume (mm?)

1000

500 |

Latent day: 7 days

-7

!

Day 0: Start treatment day.
Cell inoculation 3x10°

QWK x4 OBI ﬂl -

ASCO 2020 Poster # 387 PHARMA ll:l




Initiation Phase 2 portion of study November 2021

[ J
[ J
[ J
[ J
3+3 Dose-Escalation Phase 1
SR 1.6 mg/kg
4 OBI-999
1.2 mg/kg SRC l
SR-C 0.8 mg/kg
/ OBI-999

0.4 mg/kg
OBI-999

® Primary objectives:
- Safety and tolerability of OBI-999
- MTDand PR2D

ASCO 2020 Poster # 387

Subject number: 3+3 design, up to 30 (sequential enroliment);

Treatment cycle: 21-day cycle up to 35 cycles (approximately 2 years);

SRC: review safety and PK data after each cohort completes the 15t cycle.

Patient tumor sample must have an H score of 2100 for Globo H in an FDA IDE-approved assay (NeoGenomics)

US and Taiwan sites

Identify

MTD &
RP2D

Secondary objectives:
ORR, CBR, DOR, PFS
ADAs

PK

1.2 mg/kg .
OB1-999 Cohort 2:

Simon 2-Stage Phase 2

Cohort 1;
Pancreatic ca.

HO 10%; H1 25%; one-sided
alpha of 0.12,
Colorectal ca. 72% power;
Stage 1 ORR 21/9;
Cohort 3: Stage 2 ORR 24/19
Basket

® Exploratory objectives:
- Tumor Tissue Samples: Globo H testing

OBI 6' 34

PHARMA 753



First-in-Human Study of OBI-999, a Globo H-Targeting Antibody-Drug Conjugate,
in Patients With Advanced Solid Tumors

"‘\-...___________...-"
PHARMA

3029
ASCO 2022

INTRODUCTION

- Aberant gheosylation k& a hallesk of cances
= Gigho M, a ghrosphingelivld (GSL, s awerespressed on a wariety of cancer oelbs, induding cancer

stem cels, supgesting s potencial role a5 3 n-ug target for tumaor eradication.?

= QPR a novel o Gl pheed with MIMAE,
sslectively and specihcally binds i Gisbo .

* MMAE, a synthtic analug of dalustatin 10, i an witespobent antimitatic sy that causes col

ol amest b inhibibng the pokrmerization of bbuln
= Antibody-diug conjuganes [ADCS) such as 0BRSS enbance B sntitumer elficacy of Berapostic
antibodies while reducing the systemic bowidty of highty pobent chemotherapeutic agents.?

Stuly Ojecti
Wie conducted a Phase 1 first-in-haman triat of DE1-999 in pabents with advanced sebd tumees and
wesistend the safuty, tokeralsiity, pharmacokintics, pharmacodyeserics, and preliminary etfcacy of
CIBI-P99 45 & sieaghe it [NC TOA0E4344]

PATIENTS AND METHODS

Major Inclusion Cri

= Patients k18 years of age

- Hinaiogialy o eytoigialy confimed advaned sobd lusers 1hat héed lieen previesly teated
weith st of care therapy and it wan determined by their physiciam that such thesaoy woe no
fonger effective. or patients had dedined to receive further standard of care treatments.

Cribria in Solid mars RECIST +1.1)

« Eastern Cooperative Oncology Group IECOG) perfomance status of 041

= sulparte harmatologic, hepatic, and reeal function,

Major Exclusion Critaria

= At least 3 weeks from prior cytobesic chemotherspy of radiation thesgy o fiest dose o 25 hall
Thars o 3 weestkes Frion rior Blokogic Eherapies b Airst coss.

= Major surgery o sigrificant traumatic injury within 28 days prior to first dose.

= Girade £2 sensory oF motor neurCEatiy

- Priaf therag tapeting Gioba H.

= Life- Ihm"!lrlﬂ&mﬂhﬁl \uﬂﬂhdl‘\'

Con i lastic th comticouieroids of

=ifimg Hw precnisane o mmlelr‘ stmng cybochrmme n-:‘mhmn-:l sutdtamily A member 4

inhibitors/inducers. or dinical inhibitors of F-ghycoprotein.

= Muasurable divere m por Rirsgonsy Evakol

Study Design

-9 won acmivistered at doses of 04 08, 1.2 and 1.6 medkg on day 1 of sach 21-cay cycle,
using 3 "3+3° design to kienbify the masimum tolerated dose (MTD] and the recommended Phase 2
dose [RF20)

3+3 Dose-Escalation Phase 1

ber: Lip to 50

Isequential enrodmenty 14m
+ Colworts: 4 cohorts of escalating SRE OBl

doge levets of 0.4, DU, 1.2, anet

14 mefig 13 a
+ Tieatsent cpcle Heday crole SRC ow

.m 1 35 cychis lappnedmatshy _.,

ars)
Gerse

* SE: R safety o PH SHC spp
h cohort completes the

0.4 mphg
OBI-535

L EReprp e Sy S—

= OE-999 was adminktersd by Intravencs infusion over 80 minutes. The starting dose of OBH999
vm 0L /g £ sy 1 of ek T1-lay cyche. The MITD weac defined as the dose level where 1
o & patients mperienced 2 iting besicity [DLT). T T for ddmpanr
progression, grade 4 infusion reaction, O81-99%-neliied taxidty, »2 dose reductions due ta OB
rirR-rderted boosxitins, brwatment mberrugtion in =2 carmecutive dases, withdrmvel of camant,
protocnl devtation, and intercurrent (iness

Hiep Wol,

RESULTS

+ Froim Mosmber 25, 2019, t March 19, 2001, 22 patients wene screcred, and 15 patients
recwived =1 dose of OBIG99.

* Fatient demographics and baseline characterictics are sted in Table 1

Cohomt1l Cobort? | Cobort3 | Cohortd
Ddmg/ky OBmgkp  12Zmghkp | Lémplkp | Totadl

Wariabln i=g) L) L] (M=) H=15]
Females, n (%] 133.3) [ 3500 | 24647 | A MODH
AgE, year

N E] E] & 3 15
Mean (50 5240248 POIEAN | S51WIL | AT (A9 S7E 0271
Medan ol o 545 48 ]
Min, Max 5, 64 &6, 76 a3, &7 an, 7& 5. 76
ECOG, 4]

1 300 3M0000  AMOOL) | 3M000L | 15{100.04
Humber of Previgus Systemic Therapies, n (%]

Madlan frarge)

1 o 1033.3) Q ] 14571
2 1333 o 44500 o 5315
€3 R66T]  FIGAT)  ZMOO) | IH00 90
Tumor Typelsl n (%)

‘Colorectal cancer 6T 103 L] 5333
o oction, |0 130 10en 3tz
“Gastric cancer o a il -] 1471
Huad aned nusck canear 0 [ 10147 o 147}
Appendicel cancer o Q 1087 [ ]
Ovarian camcer 0 L] 1087 o 147
Pancruatic cancar 1047 [ 3 (2000
Globo H H-5core

n a a 8 2 14
Mian (501 SRTISTA] BACNB)  TAT|SA4] B025(RS) 433 SN0
Medin 1 3 ] 025 825
Min, M 0, 100 0,108 0,180 | 100,108 000
Glaba H, m %)

Misgative H-scone <55} H 2671 EIC ] L] 7 is0h
Postive (4-score 21001 1033 Y] R 2 1000 7 40
It ficient Hasue o o Q 1 1

e

Safety and Tolerabdity

* The mast commen trestrmen

and anemiain =

N pupln:dnuutpulllrdulnul_ ically significant ceulin events were strarsed doesgits

MMAE b e B0 b A weith paripheral reuncpatfy.

+ b DLT wars nasted in the Srst 3 dose-sscalation coborts (3 patients, sachl, in the 4th dose-
klalation cohort (1.5 migdkgl & patkent deviopsd grate 4 neuliopenia lsring 1or 11 Siys afer
tha frst dose of B399 The othar 2 patisrts trested in the 1.6 mg b cahort ako developed
prade 4 reutropena. Theretore. this dose kel 116 mg/ky) was corsldened to maceed the MTOL
Subogquently, 3 additional pasients were reated at the louser dose level (1.2 mg k). Mo grase 4
neutrapenia wirs nobed in patients tneated with dose leeds of OBFPPE of 1.3 mpkg. and it
was detenmined 1o be the RP2D.

MATI" sdverse wwvrts (TEAE W wirw rutropenia of any grade

+ Cranges In reutrophil counts from basslne o the minimum value observed post-baseline are:
shesm in Figune

e -

[E S

a 5 n 1 =
Rmatos 1CLC
b o rprmsast o g vl izl bt e CTCAE i, ok
depmme et gt o g w—;howu o T b s o e
S

Pharmacokinetics
+ The mean concentration-time profikes of OBIS59 at Cycle 1 and Cyce 2 are Bustrated in Figure 3

—— idmgign
. LEE]

Careentration (ug/mi]

Tirrma bk}

+ The mean oncentration-time profile of 1okl anciedy (TAD), antioody-dng conjugae [ADCL and
jugatid MMAE after the first cycle of DBI995 1.2 kAnmd.crl af wach 21 u-\-cn.c. n
el i Figure 4, Prak TAR ars Of1-399 tiora. bypaic by azcum

o
the infusion. 081399 concenirations dedined in .2 manner «mil o that of TAb ard ltmihed
distiszbabie St Laber Kisd paints.

M- (AL
Frew ML
—— Totsl avbinty

Mean conceniration lug iml)

] * "
Thne i)

ADE. wvifiochy-drug casmpete: HMAE, manarmeibe swrriatin £

» Ginho H egression anabysk was perlonmed cn 15 tumsr tise spec
automated immunohistochemstry IHE] assay MeoGenomicy®) Cne specimen wae nat
corsitered tvaluabie due L the grosence of <100 viable Lmor cels. Globa H H Stoes
livtedd For each pationt with an adequate sample in Figure 5.

* A otal of 14 patienes wee evakiabic 10r LUMOr feSpOnse, WIEh the best response being stabie
v (500 in 5 pagients [34%] l.«n.. r- 13,8, 4, 2 aned 2 cyches. Al pabnts disconbaund B

studdy drug. The primary neason for was disease progresson by RECIST

t discontinuation
wl AL which veas reponid for IZlBWn.mn ) thi FEmaining twe [13%) patients discontinued
treatment due to physican decibon,

: B
LI .
i

PO progrosstvs chases: PR o il reapane: 510 wais Sna: FICEST, Raspoass Crskacion Criter i Soad Tunon

CONCLUSIONS

+ Al a dese of 1.2 mg kg administered on day 1 of 21-day cycles, OBF999 was genenaly safe
and well toderated and was determined bo be the MTOVRP20.

* Tha peak total antibody and OBLF99 concenirations typically cccurred immediately after
e infuskan.

* OB-999 concentrations dedined in a manner similar to that of the peak total antibody and
remaind detectale at | Imep s,

*+ OB-999 exhibited nan-linear P from 0.4 mg/ ke t0 1.6 mg/KE. with kower clearance at
highur deses.

+ Chroudaging MMAE levels were low relative ta ADC, with serum esposure of MMAE arcund
CUI% that of tha ADC.

+ The mest commen TEAES were neutropenia of any grace (n = 3, 20%)] and anemia jn = 2, 138,

+ That oty of TEAES wiid imild o s rals in vty

* Mo pefipheral Reuropathy and no dincally signifcant oodar svents were obsenved despite
PMMAE Bairg kreram 1 b sssociated with parnisheral reuragatfy.

* VN P CONCRECEING & PRase 2 dosd-Eapansion shudy in patients with advanced metastatic
pancreatic cancer and oifer epithelial carcinomas 3t 3 dose of 1.2 mg./kg. Patients who
harw wcxpemivrsced ciseasi progressian Toliowieg surgiry acise ystemic terisy snd hinm
e standand of care options are eigble ¥ their iumoer expresses high kvels of Glabo H
(#1004 using a WIS FDA-approved, vabdated IHC assay [NeoGenomics®]
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OBI-999 and Keytruda combo synergy poster at AACR 2023

AACR 2023 Poster #5946

OBI-999, an anti-Globo H antibody drug conjugate, exhibits synergistic anti-tumor effect

"-.________/
PHARMA

Poster 5946
Background

in combination with pembrolizumab

Chun-Chung Wang, Chi-Huan Lu, Jhih-Jie Yang, Wan-Fen Li*, Ming-Tain Lai
OBI Pharma, Inc. Taipei, Taiwan

Results

Globa H, a glycosphingalipid, is highly expressed in a varicty of
epithelial 1umors with a limited expression in normal tissues.
0B999 is an anti-Globo H antibody drug conjugate, which
consists of a Globa H-specific monoclonal antibady conjugated
with monomethyl auristatin £ (MMAE] through a cleavable
linker. MMAE is knovn ta induce Immunogenic cell death (ICD)
ICD Involves the activation of eytotoxic T lymphocyte-driven
adaptive immunity with long-term immunclogical memory.
Given the capability of inducing ICD and creating more
accessible  tumer  microenvirenment,  this study aims o
investigate  whether  OBI-999  in  combination with
pembrolizumal can have synergistic antiturnor effect in animal
madels. Results showed that OBI-938 and pembrolizumah had
a signficant synergistic efficacy in various animal models. OBI-
999 is currently in Phase 1/2 clinical trial for advanced salid
tumors (NCT04084366).

Methods

The ICD effects of OBI-999 were examined in vitro by incubation
of the Globo H expression cells with OBI-999 followed by the
detection of damaging-associated molecular patterns (DAMPs)
such as calreticulin (CRT), high mobility group box 1 {HMGB1),
and ATP. The ICD-related immunity induced by OBI-999 was
assessed jn vivo using advanced severe immunodeficient mice
that were reconstituted with human peripheral blood
monanuelear eclls (PBMCS). Antitumor effect of OBI-83% Tn
combinaticn with pembrolizumab was evaluated in several cancer
types of xenograft tmer madels using PEIMC-humanized mice

Structure of OBI-999

o Spacer (PEG)

Sridged J
i -J 1
Disulfide ol T
i‘ Linker-Payload
opis ——
DAR4 Cleavable MMAE

?D%' pepticelinker

081595 consists of 2 Gloha H targeting antibody plus a novel linker
ThisBridge” and a tubulin invibitor paylead MMAE The ThioBrides® is
designed to forr site specific cisulfide bonds thiough eross-linking 1o the
reduced eysteines in the Fab znd hinge regions of the anubody rendering a
homogencous drug antibody ratio [DAR).
Thisdridae’ s e vegistered tragemart of Abaen

Incubation of OBI-399 with high Glabo H expression cancer cell lines (HCC-1428, NCI-NB7, and NCI-H526) and mid Globo H expression cancer cell line [SWA80) induced the release of a panel of DAMPs
including CRT, ATP, and HMGB1 in dose- and time-dependent manners. The detection of the hallmark DAMPs indicated that OBI-999 induced ICD in vitro. Furthermore, OBI53 showed a synergistic
antitumor effect in combination with pembrolizumab in several xanagraft tumor models using PBMC-humanized mice. in high Globo H expression human breass cancer cell lina HCC-1428 xenografe
motiel, 081990 [0.05 me/l; onee a week| plus pembrolizamab [5 mefke; twice a week] exhibited significantly stronger inbitien an tumr growth (T6195.0%} compared to the treatment with OBI995
[T61 16.3%) or [161 821} alone. Hects of the therapy ibserved in ather cancer types of xenograft models as well, including gastric cancer (NCI-NS7),
small cell lung cancer [NCI-H526] and colorectal cancer (SWAS0). Analysis of tumar-infiltrating lymphacytes (TILs) in HCC-1428 xenograft medel showed that 0B1-998 combined with perbrolizumab
treatment Induced the popalations of cytotoxic CDB T-cclls and mature dendritie cells. In additian, permbrolizumab treatment docressed PD-1 expression on CDB and CD4 cells, and OBI-S99 treatmaent
decreased PO-LL axpression on Lumor cells, which reversed the exhausted status of immune cells and alleviate the immunosuppression micraenyironment

+Pambroizyman reaTmart
Secraziad PD-L exaiassion o0
€04 3¢ CD3 cxll
BT —

Figure 2. Combination of OBI-988 and pembrelizumab showed synerg)
various cell-derived xenograft models
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Conclusions
55 1 e eSS Pened S S < e it v s riet sonay | * CEF299 exhibited synergistic antitumar effect with pembrolizumat in various s=nagraft models
St 1 L vt W )P R e T (] o W e a0 v The synergitic effect may be attributed of 0BK999 to induce
s SN The e T, 4 Tumar-infikrating lymphozytes snd acrivated dandritic cells SURTested 3 TUMOT MiCIGAMVIFORMERt that favars
+he functicn ef immune checkpoint ishibitars like pembrolizumab
. therapy of OI-295 with anti-P0-1 in clinical study is warranted
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Combination of OBI-999 and pembrolizumab showed synergistic
antitumor effect in four cancer models (breast, gastric, lung, colon)

A

1000

HCC-1428

= G1. Vehicle
G2 OBI-999, 0.05 mpk, IV, QWKx4
G3 0BI-999, 0.1 mpk, IV, QWKx4
~ G4 Pembrolizumab, 5 mpk, IP, BIWKx3
-4 G5 0BI-999, 0.05 mpk + Pembrolizumab, 5 mpk
4 G6: 0BI-999, 0.1 mpk + Pembrolizumab, 5 mpk

TGI (%)

Q9
8.2

o~ 8009 .5 G7 0BI-999, 0.1 mpk + Pembrolizumab, 5 mpk (Exclude CD8") 16
= .
£ 16.3
o
E
E.
°
>
g 88.7
H 95.0
120.6
100 T T —— r —— T +
1 3 5 8 101112 15 171819 22 24
Days
NCI-H526
30009 9« G1: Vehicle
G2: 0BI-999, 3 mpk, IV, QWKx4
G3: Pembrolizumab, 5 mpk. IP, BIWKx3
25004 -+ G4: OBI-999, 3 mpk + Pembrolizumab, 5 mpk
—
E
£ 20004
% 1500
>
=
£ 10001
=
e
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14
Days

TGl %
o
E
E
34.1 2
41.7 H g
N 8
ns g
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82.8
2122

NCI-N87

=+ G1: Vehicle
G2: OBI-999, 0.05 mpk, IV, QWKx3
G3: OBI-999, 0.1 mpk, IV, QWKx3

+ G4 Pembrolizumab, 5 mpk, IP, BIWKx2 - TGI (%)
- (G5: 0B1-999, 0.05 mpk + Pembrolizumab
- G& OBL999. 01 mpk + Pembrolizumab, 5 mpk
= 7. 0B1-999, 0.1 mpk + Pembrolizumab, 5 mpk (Exclude CD8') 1771

1000+

800

6004

4004

10
Days

SW480

G1: Vehicle

G2: OBI-999, 3 mpk, IV, QWKx3

o G3: Pembrolizumab, 5 mpk, IP, BIWKx3

G4: OBI-899, 3 mpk + Pembrolizumab, 5 mpk
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OBI-3424

Small Molecule Prodrug Targeting Tumors
Expressing the AKR1C3 Enzyme



The Prodrug OBI-3424 Is Converted to Active Drug
in AKR1C3 Expressing Tumor Cells

D/Px AKR|C3 D”P“'
NADF‘H
QN HOHN

Inactive

Tumor Cell

*

AKR1C3
+* ‘ * w — Tumor
. Cells Killed
* Prodrug Qctwe
OBI-3424 4 dg
*
*
* »
Minimal Impact
No AKR1C3 > ¢ P
Healthy Cell * on Healthy Cells
oBl &®
Poster # 387 ASC0O2020 Virtual Annual Meeting PHARMA ll=l



400

300+

1354
1004

AKR1C3 IHC H-score

200{ e

AKR1C3 Prevalence in 10 Cancer Types

Median

200

145

100

3

N

25

25

20

20

Prevalence*
(%)

100

100

64

56

24

36

55

15

OBI Data on file. Immunohistochemistry (IHC) staining assay was used to survey the expression levels in various human tissue types.

OBl &

e —— :&
PHARMA /89




OBI-3434 also demonstrated strong anti-tumor activity
against Liver, Pancreatic, Gastric and Lung cancers

Liver Cancer

Tumor Area (mm?)

ASCO 2020 Poster #387
AACR 2021 Poster #1220

14

12

10

Saline

Sorafenib

OBI-34241.25

0BI-342425

Tumor Volume(mm?®)

4 7 1 14 18 21 25 28 32 35

Days
3000~ -® Vehicle
~m- 3424, 1.25 mg/kg
-4~ 3424,2.5 mgikg
m- il 3424,5mykg

0 10 20 30 40
Days Post-Treatment Initiation

Tumor Volume(mm?)

Tumor Volume(mm?)

600+

=== Vehicle

-= 3424, 2.5 mg/kg Pancreatic Cancer

2000+

1500+

1000+

10 20 30
Days Post-Treatment Initiation

-8~ Vehicle
- 3424, Smgikg Gastric Cancer

20 40 60
Days Post-Treatment Initiation PHARMA 53
e

o
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OBI-3424-001: Study Schematic and Current Status

Phase 1 Dose-Escalation Phase Phase 2 Expansion Phase

Completed Ongoing

OBI-3424 (1.0 mg/m? to 14.0 mg/m?) Stage 1 Stage 2

administered by 1V infusion on Days 1

and 8 of each 21-day cycle or Day 1 of Pancreatic Pancreatic Considered
each 21-day cycle. Cancer _’If > 2116 Cancer active

Dose selected —_— objective if = 6/31
responses objective

2
12.0 mg/m# on Day 1 MTD/ Basket — Basket responses

of each 21-day cycle RP2D
AKR1C3 H-score 2100
Measured by IDE-Approved Assay

ASCO 2020 Poster #387.
ASCO 2022 Poster #3030. o\ B I, ?m 43
ClinicalTrials.gov Identifier: NCT03592264 PHARMA IE



Safety, Pharmacokinetics, and Clinical Activity of OBI-3424, an AKR1C3 Activated Prodrug, in Patients
With Advanced or Metastatic Solid Tumors: A Phase 1 Dose-Escalation Study

PHARMA

3030
ASCO 2022

INTRODUCTION

* Al st e, (AKRS) are @ wiperamity
it MADPH|-Supendunt cxidondectaan that
ey Catayze the reccTion of akdetrydes and
besturna b Heir commponcing skohok. 1

+ AHR tamily | mermber C1 AHRICT bs imaobasd
it b of sterse bormores amd
pesstaghndins, actheating mechankses thot
e e i coll proiteration

© AMRICT b overqiessesd In v 538 Qe
el proseate. endometriom, gavboniestind,
e, Iner, arel kitray] arvd heratoigic
Frakgrancies, and e inbensity of AKEIC]
seprwnaian u wirikirgly shrvaied in cortan hunan
[T —

+ AKREE plirys o ok in earbonyl messiolien nd
e e cagabilicy of reducing carhormi-cantaining aticonans deugs. sasch os dosonabicis, ks fhe related akoohas,
therety destroping their antcancer effect 141

* AKIAG4 i 3 Righly proest DHA-syLating (rocneg that i selectvely activated by AKRICT Figam 11

" inthe MADOH, 812434 is raduesed by AKIIES i n imeressriats tht spostsnsculy
rycdeahees fo the cyiniosic mikety CAI-2540, an asiridine biallcpbling agent thot casses cross-lnking of DHA 2
e T o ) pesition of guomine and sulrepuent s ool death |

& The ctonsicy of QFIAGH is highly AKRICT deperdent, and s sekec i mode of avarion dhinguishes
G344 from traitionsl prodnug sl vistng speres.

« Ve report the nesalis of 2 Prone: 1, frst-in-human rial of OFl-J4 34 in patient's ith advanoed solld iumans
[

Study Objectives

+ Satety ard tokeatdiny of sisghe-agent GBI MP sdminisiere intrrsnety IV}

+ Dvene-briting Semicities JOUT, masinun lskrates dose (MTDIL s revenmmmendhed Phase 2 dose (P20 of
C81- 3424 admniviened a2 vingle agent.

+ Phonmoonkinetics of DBI-343 i plsma and wine

PATIENTS AND METHODS

- Patients 118 v of i
© itriogiealy or ytriegcally confrmssd sbearcrs) sl numon: 16r Wi
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OBI-3424, an AKR1C3-activated prodrug, exhibits in vivo synergistic anti-tumor effect in
combination with pembrolizumab by induction of immunogenic cell death
Chung Wang

hiun Lai, Ming-Tain Lai

0813424 s a prodrug of nitrogen mustard that s selectively
deaved by AXRICS to release an active, cytotoxk azindine, which
forms DNA crossbeks and cause cell death. immunogemic cell
death (ICD) involves the activation of cytotomc T lymphocyte-
driven  adaptive  immunity  with  long-term  immunological
memory. This study aims 1o imvestigate whether 081-3424 can
Induce ICD and create 3 tumor microenvironment that benefits
the combmation therapy of 061 3424 with immune checkpoint
inhiboes. OB-3424 s currertly in »m- 1/2 clinkcal trials foe
solid tumor and acute 264 and

—- e o -
Ircunanon of OB 3434 with AKRIC3 positive cells HO6D 20¢ HepG2 ntuced the rebeas 0f DAMPS inchioing Clretkubn. HIAG 31, 3G ATP, In G016 300 T Gopendiost marners (745 01). The detecsion of the DAMPs indicated

0843424 intuced K

 wiro. Fhe O31-3428nauced KD and &3 relied mmonty wese sl sssessnd i v PEVIChumaniced mice were arwnmiied with 063404 or PEGUeated HepG2 cefs and then chalienged wit e

MepG2 ceili. N Damdr oW wai roted I mice Thit wess ITmuniied with 08) 3424 Dested cell, dCorg M The Jying MepGl cols mouced by 031 342¢ ohuted & adapthve, Tumor Soecfic mmune rewonse (Fg02)

Fusthermore, 083424 thowed & srengnlic anth-tumor effect @ Gembieason wid
o turmor growth (101 77,29 when compared with the trewtment of 0813424 (T01 27.8%) or pembrobzsmat (10

e s o et wercarall moxte) e g PV Sumaniimd mee O 3424 i prrrbrebsomab eddond gl sty drongee st
L5.0%) slome (g O8], Moreover, the combo Senefits were Sotally dminsbed when COR T cals ware aeduded

from the PIMC, which eiorted Bt O34 trastmmet coubt further sctivate COR T ooy 13 sttack tuman and the combio banetits wess COB T ool dependerts. Analyws of Sumor-iefiRrating mghocytes (1) shownd that Of)-
M4 trestment nduted e populations of actvated Cytatondc COB T euls (CO4%+/ (08« /COSe
(P 051 b ackdition, O 3424 trastment oo incrmased P0-1 espresson an CDB and (D4 cell, wh

NCTD4315324).

Methods

0813424 induced ICD was examned in vitro by incubation of the
prodnag with AKRICE positive cells foliowed by the datection of
damaging-sssocisted molecular patterns (DAMPY). The ICD-
related immunty was assessed In vive using advanced severe
immunodeficient mice that were engrafted wath haman
periphernal blood mononudear cells (PBMCs). Anti tumor effect of
ORI-3424 in combaation with pembrolizamab was evaluated in &
xenograft model unng PBMC-humanised mice

Structure and Mechanism
of action of OBI-3424
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Conclusion

Ve Semonstrated Uhat ORI was sble 10 induce D s shown by the
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Significant Reduction in Leukemia Bone Marrow

Infiltration With OBI-3424 in PDX Model (T-ALL 31)

501 _
Control OBI-3424 OBI-3424 is one of the most
40- Group Group effective drugs we have ever
om . :
o tested against T-ALL in over
) 0
S .. / 12 years of evaluating drugs at
= ___Significant the Children’s Cancer Institute
2 L0 « Difference in using preclinical models of
® Event-Free childhood ALL
< Survival
S 10; (EFS)
0 J Prof Richard B. Lock
y i i ' ] ' y ) ' ¥ Head of the Leukemia Biology Program
28 4z 56 70 84 98 Children’s Cancer Institute in Australia
Days Post-treatment Initiation
L
Data presented at the 2018 AACR-NCI-EORTC International Conference on Molecular Targets and Cancer Therapeutics. Abstract number: LB-B16. Clin Cancer OBl Etm 46

Res April 23 2019 DOI: 10.1158/1078-0432.CCR-19-0551
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OBI-3424 Phase 2 T-ALL Study sponsored by SWOG ongoing

U.S. National Library of Medicine

ClinicalTrials.gov

Find Studies v About Studies v Submit Studies v Resources v About Site v PRS Login

Home >  Search Results >  Study Record Detall [ Save this study

Study to Test AKR1C3-Activated Prodrug OBI-3424 (OBI-3424) in Patients With Relapsed/Refractory T-Cell Acute Lymphoblastic Leukemia
(T-ALL)

ClinicalTrials gov Identifierr NCT04315324

The safety and scientific validity of this study is the responsibility of the
study sponsor and investigators. Listing a study does not mean it has

been evaluated by the U S. Federal Government. Read our disclaimer First Posted @ - March 19, 2020
Last Update Posted @ ° January 26, 2023

for details

View this study on Beta ClinicalTrials gov

Sponsor:
SWOG Cancer Research Network

Collaborator:
National Cancer Institute (NCI)

Information provided by (Responsible Party):
SWOG Cancer Research Network

ClinicalTrials.gov Identifier: NCT04315324. A Phase |l Study of AKR1C3-Activated Prodrug OBI-3424 (OBI-3424) in Patients With Relapsed/Refractory T-Cell Acute o B I ém 47
Lymphoblastic Leukemia (T-ALL) PHARMA 793
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Projected Clinical Data in 2023-25
1st-jn-class Oncology products

Adagloxad
Simolenin OGLORIA Global Phase 3 TNBC Study Enrg]ltrjnsent >
Globo H Vx ‘
0 2024 2025
OBI-999 Phase 2 Phase 2 >
Globo H ADC Phase 1 (Stage 1) (Stage 2)
OBI-3424 )
Phase 2 Phase 2
AKR1C3 Phase 1 l (Stage 1) (Stage 2) I >
small molecule 4 4 r
OBI-833 Phase 2 NSCLC study Phase 2
Globo H Vx

OBI Data on File * Projected.
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AOBI Partnering Strategy

Innovative Cancer Portfolio

Solidify commercial licensing and/or scientific study
collaborations to maximize our portfolio value

* Regional or Global Licensing

« Commercial partnerships

*R & D combination study collaborations
« Strategic alliances

Globo Series / Globo H Immunotherapies AKR1C3
Targeted Therapy

Globo Series Globo H DNA Alkylating
Vaccines ADC Prodrug
Adagloxad Simolenin?t 0002 . 3
L ot e ortte e OBl a8

PHARMA /&5

3 OBI owns worldwide rights other than China, HK, Macao, Taiwan, Japan, S. Korea, Singapore, Malaysia, Thailand, Turkey, and India.
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