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Disease Background

CD47 and SIRPa Signaling —
Mask Macrophage to See Cancer Cells
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Global CD47 Inhibitors Market Analysis

Global CD47 Inhibitor Drug Market:
Market Size and Forecast from 2023 to 2031

CAGR
(2023-2031)

CD47-Targeting Therapeutics
Landscape Analysis

Drug Type

Biologics 361

Peptides 9

Others 7

Drug Conjugates 5

Small Molecules (>350 - 500 Da) 2
Small Molecules (>500 - 750 Da) 2
Small Molecules (>750 Da) 1
Small Molecules (0 - 350 Da) 1
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Product Mechanism of Action and

Advantages Over Current CD47 Inhibitors

Anti-CD47 Antibody Blocks CD47 and
SIRPa Interaction on Both Tumor Cells and
on Red Blood Cells
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Side Effects

Anemia, Aggregation of Platelets,
Tired, Dizzy, Low Immunity,

DBPR22998 —
Oral Small Molecule IsoQC (QPCTL) Inhibitor
Targeting CD47 and SIRPa ”Don’t Eat Me” Signal

Cancer Cells

—— Macrophage
e x SIRPa

ECTEEET Phagocytosis
Oral Small

Molecule:
K; = 0.55 nM
F = 43% Red Blood Cells

7 SIRPa
[DBPR22998
Don’t Eat Me

Macrophage

No Effect on RBCs and Platelets




Key POC Data

Relativa surface binding
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Key POC Data — 1
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DBPR22998 Specifically Affects
Anti-CD47 Antibody CC2Cé6
Binding to pGluCD47

DBPR22998 Reduces
pGIluCD47 Cell Fraction
Without Altering Total

Percent survival

CDA47 on the Cell Surface

POC Data — 3

DBPR22998 Blocks
pGluCD47 And
SIRPa-Fc Interaction

Days

Days

Median Survival Days:

Citrl: 42.5 days

DBPR22998: 48 days
Rituximab: 51.5 days

R+ DBPR22998: 102.5 days

Complete response (CR):
Ctrl: O

DBPR22998: 1/8
Rituximab: O
R+ DBPR22998: 4/8 (50%)

Median Survival Days:
Ctrl: 36 days
: 35 days
RT: 38 days
RT+ DEPR22998: 48 days
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Complete response (CR):
Ctrl: 2/13 (15%)

1 0/14 (0%)
RT: 4/22 (18%)
RT+IsoQCi: 8/23 (35%)

DBPR22998 in Combination with Antibody Therapeutic or Radiation Enhances Anti-
Tumor Efficacy and Prolongs Post-Treatment Animal Median Survival Days vs. Either

Agent Used Alone

Key POC Data — 2

CD47-SIRPa Prevent Anti-tumor
Antibody-Mediated Cellular
Phagocytosis (ADCP)

Tumor Cells Upregulate CD47
Expression Post Radiation for
Phagocytosis Evasion
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DBPR22998 in Combination with Anti-
Tumor Antibody Rituximab Enhances
ADCP vs. Rituximab Alone
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Key POC Data — 4
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DBPR22998 Does not Cause Decrease in RBC and Platelets
Numbers in 14-Day Repeated Dose Toxicity Test in Mice




Competitive Landscape and Target Product Profiles




DBPR22998: Product Summary

Key Features

e An orally bioavailable small molecule isoQC (QPCTL) inhibitor modulating CD47-SIRPa "Do not eat me” cancer immune checkpoint
activities

e Target post translational modification process of CD47 protein synthesis
e  Opportunity for combination with anti-tumor antibody therapeutics, radiation, chemotherapy and immune checkpoint inhibitors (ICIs)

Pharmaceutical Development
e Crystalline form identified; physicochemical properties/pre-formulation/formulation evaluation completed

e Preclinical kilogram-scale production of the active pharmaceutical ingredient (API) available
¢ Non-GLP 14-day repeated-dose toxicity studies in rats completed, providing valuable insights into the safety profile

Intellectual Properties
* Substance patents: US, China, Taiwan, Japan, Korea, Canada, India, Singapore and Australia 9 countries granted

®* Cancer indication patents: Taiwan patent granted, PTC patent applications under review

Market Positioning

® As opposed to antibody approaches in clinical development, our small molecule isoQC (QPCTL) inhibitor DBPR22998 is a best-in-class
and innovative therapeutic approach for boosting the efficiency of cancer immunotherapy while avoiding anti-CD47 antibody-induced
anemia and thrombocytopenia

Business Opportunities
e Technology transfer/co-development
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