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ANTENGENE

By attending the meeting where this presentation is made, or by reading the presentation materials, you agree to be bound by the following:

The information in this presentation has been prepared by representatives of Antengene Corporation Limited (the "Company" and, together with its subsidiaries, the "Group") for use in
presentations by the Group for information purpose. No part of this presentation will form the basis of, or be relied on in connection with, any contract or commitment or investment decision.

Certain statements contained in this presentation and in the accompanying oral presentation, may constitute forward-looking statements. Examples of such forward-looking statements include
those regarding investigational drug candidates and clinical trials and the status and related results thereto, as well as those regarding continuing and further development and
commercialization efforts and transactions with third parties. Such statements, based as they are on the current analysis and expectations of management, inherently involve numerous risks
and uncertainties, known and unknown, many of which are beyond the Company’s control. Such risks include but are not limited to: the impact of general economic conditions, general
conditions in the pharmaceutical industry, changes in the global and regional regulatory environment in the jurisdictions in which the Company’s does business, market volatility, fluctuations in
costs and changes to the competitive environment. Consequently, actual future results may differ materially from the anticipated results expressed in the forward-looking statements. In the
case of forward-looking statements regarding investigational drug candidates and continuing further development efforts, specific risks which could cause actual results to differ materially from
the Company’s current analysis and expectations include: failure to demonstrate the safety, tolerability and efficacy of the Company’s drug candidates, final and quality controlled verification of
data and the related analyses, the expense and uncertainty of obtaining regulatory approval, the possibility of having to conduct additional clinical trials and the Company’s reliance on third
parties to conduct drug development, manufacturing and other services. Further, even if regulatory approval is obtained, pharmaceutical products are generally subject to stringent on-going
governmental regulation, challenges in gaining market acceptance and competition. These statements are also subject to a number of material risks and uncertainties that are described in the
Company’s prospectus published onto the websites of the Company and The Stock Exchange of Hong Kong Limited and the announcements and other disclosures we make from time to time.
The reader should not place undue reliance on any forward-looking statements included in this presentation or in the accompanying oral presentation. These statements speak only as of the
date made, and the Company is under no obligation and disavows any obligation to update or revise such statements as a result of any event, circumstances or otherwise, unless required by
applicable legislation or regulation.

Forward-looking statements are sometimes identified by the use of forward-looking terminology such as "believe," "expects," "may," "will," "could," "should," "shall," "risk," "intends," "estimates,"
"plans," "predicts," "continues," "assumes," "positioned" or "anticipates" or the negative thereof, other variations thereon or comparable terminology or by discussions of strategy, plans,
objectives, goals, future events or intentions.

No representation or warranty, express or implied, is made as to, and no reliance should be placed on, the fairness, accuracy, completeness or correctness of the information, or opinions
contained herein. The information set out herein may be subject to updating, revision, verification and amendment and such information may change materially.

This presentation and the information contained herein is solely for your information and may not be reproduced or redistributed in any manner to any other person, in whole or in part. In
particular, neither the information contained in this presentation nor any copy hereof may be, directly or indirectly, taken or transmitted into or distributed in any jurisdiction which prohibits the
same except in compliance with applicable securities laws. This presentation and the accompanying oral presentation contains data and information obtained from third-party studies and
internal company analysis of such data and information. We have not independently verified the data and information obtained from these sources.

By attending this presentation, you acknowledge that you will be solely responsible for your own assessment of the market and the market position of the Group and that you will conduct your
own analysis and be solely responsible for forming your own view of the potential future performance of the business of the Group.
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Revolutionizing Patient Outcomes
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Antengene Today A ﬁlﬁ @

ANTENGENE
ﬁ 4 Focused R&D Areas

N\ [ )

1 Proprietary Technology Platform

(AnTenGager™— 29 Generation “2+1” TCE Platform

A with Steric Hindrance Masking Technolo
‘k‘ Antibody Drug v‘\t 4 TCell Engagers (TCE) ’ »

% Conjugates (ADC) 1]
\_ J__N J “Plug and Play” Disease Associated Pl
4 N A Antigens (DAA)

- - B Compatible with diverse DAAs, enabling

' Immuno-Oncology (I0) ‘ Autoimmune Diseases the discovery & development of TCEs

\_ JAN Y, across multiple therapeutic areas

Bivalent Binding of DAA

’ 1 0 B Enables the targeting of low-expressing target
Markets APAC

Proprietary CD3 Sequences (Patented)

C o m m e rc I a I Izatl o n M Binds to a unique conformational epitope

(CD3gy or CD3¢o complex), with fast-on-fast-
off binding kinetics

Disabled Fc

H Stronger T cell dependent cytotoxicity and

L7 . reduced cytokine release
1.7 #/."\{‘

Steric Hindrance Masking Technology
B Reduced risk of hook effect and cytokine release syndrome (CRS)

Knob-into-hole

* Approved markets in China also includes Taiwan, Hong Kong, and Macau




Antengene Pipeline Overview — Globally First / Best-in-Class Pipeline Across
Novel Modalities

ATG-022 (CLDN18.2)
Phase I

ATG-125 (B7-H3 x PD-L1)
Pre-clinical

CD24
Pre-clinical

CLDN18.2+ Gastric Cancer (GC)
and Other Solid Tumors

Solid Tumors

Solid Tumors

(CLDN18.2 ADC with Efficacy Across the)
L Widest Patient Population; BTD in GC )

e N

10+ADC in One Drug

10+ADC in One Drug

ATG-037 (CD73)
Phase Ib/ll

ATG-101 (PD-L1 x 4-1BB)
Phase |

ATG-031 (CD24)
Phase |

Immuno-Oncology (10)

CPI-resistant Melanoma and
Non-small Cell Lung Cancer

Solid Tumors

Solid Tumors

Oral Bioavailable; Demonstrated
Efficacy in CPl-resistant Patients

No Liver Toxicity

First-in-class Myeloid Regulator

ATG-201 (CD19 x CD3)
IND-enabling

ATG-207 (Undisclosed
Bifunctional Biologics)
Discovery

Autoimmune Diseases

B Cell Driven Autoimmune
Diseases

T Cell Driven Autoimmune
Diseases

Deep B Cell Depletion with Low CRS

First-in-Class;

Induces T,., and T Cell Exhaustion

reg

T Cell Engagers (TCEs)

ANTENGENE

,400000000

ATG-201 (CD19 x CD3)
IND-enabling

ATG-106 (CDH6 x CD3)
Pre-clinical

ATG-112 (ALPPL2 x CD3)
Pre-clinical

ATG-110 (LY6G6D x CD3)
Pre-clinical

ATG-021 (GPRC5D x CD3)
Pre-clinical

ATG-102 (LILRB4 x CD3)
Pre-clinical

ATG-107 (FLT3 x CD3)
Pre-clinical

ATG-115 (Undisclosed
Bispecific TCE)
Pre-clinical

Undisclosed Trispecific TCE
Discovery

Undisclosed Trispecific TCE
Discovery

B Cell Driven Autoimmune
Diseases

Ovarian Cancer and
Kidney Cancer

Gynecological Tumors and
Lung Cancer

Microsatellite Stable (MSS)
Colorectal Cancer

Multiple Myeloma

Acute Myeloid Leukemia and

Chronic Myelomonocytic Leukemia

Acute Myeloid Leukemia

Liver Cancer

Metastatic Castration-resistant
Prostate Cancer

Small Cell Lung Cancer and
Neuroendocrine Tumors

4 N\

Deep B Cell Depletion with Low CRS

J/

( )

First-in-Class CDH6 TCE

First-in-Class ALPPL2 TCE

For 10-resistant Colorectal Cancer

[ Biparatopic ]

Novel TAA Discovered by Al

First-in-Class

First-in-Class




Key Highlights for Today ALG
ANTENGENE

Clinical Highlights Discovery and Pre-clinical Highlights

ATG-022

Globally Best-in-Class (BIC) Claudin 18.2 ADC

Antibody Drug ATG-125

B7-H3 x PD-L1 Bispecific ADC

Conjugates 10 + ADC for Solid Tumors

v Best-in-class efficacy (IHC - 1+ 2 1%), mOS (14.72 months), and safety profile (Gr 2 3
TRAE of 16.1%) across modalities

v Potential to transform 1L treatment in gastric cancer via combo with anti-PD-1 and
chemotherapy

AnTenGager™

Proprietary Next Generation “2+1” TCE Platform

ATG-037 . Ny \ \
Globally BIC Oral CD73 Small Molecule Inhibitor ATG-201 ATG-106 ATG-112
CD19 x CD3 TCE CDH6 x CD3 TCE ALPPL2 x CD3 TCE
v Proof of concept in CPI-resistant tumors, supported by encouraging activity in CPI-
resistant me'_anoma and non-small cell lung cancer B Cell Related Ovarian Cancer and Gynecological Tumors
v’ Strong potential for broader tumor expansion and NextGen 10 combo strategies Autoimmune Diseases Kidney Cancer and Lung Cancer
\_ /. /. J
PD-L1 x 4-1BB Bispecific Antibody with No Liver Tox Autoimmune - ATG-207
- Undisclosed Bifunctional Biologic
v Targeting “cold”, “hot”, and CPI-resistant / relapsed tumors with combo potential D ISeases T Cell Driven Autoimmune Diseases
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Targeting CLDN18.2 for Tumor Therapy
Investigator’s Insights on ATG-022

9% EZ=#E | Professor Wang Xin
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< » Chief Physician, Drug Clinical Trial Center, National Cancer Center / Cancer Hospital of the Chinese Academy of Medical Sciences
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=Bl Disclaimer

NETNRHEHEASTRMUTHREES, Nitz%, SSEFTABRIREMIRAESRING, SESEMZYRRIAHELE. X
FTMR/NAREBHRNATN, BHEARWEERIEFHEARIE. FraniEttiRtiyis MEhEEEAEF BRI MEERR.

AFRHAREIRIFINE, SHEAANEAEN. EREe2E PR AMRASRMRIE. REBEIT, SSENMSEH. EEEn
RAEREAERIAE,

S5ASWNAIRBEEERTURXERHTARNHE, FETHREERNEEZIN. NETRXBAMIREIREEN. BEFLET
RERIB{TATHERTIAL,

This presentation, prepared by Antengene Corporation Limited in collaboration with Professor Wang Xin, is provided for informational
purposes only. Attendees acknowledge the inherent risks associated with forward-looking statements, including those concerning
investigational drug candidates. The views expressed are solely those of Professor Wang and are not guaranteed to be accurate. All
forward-looking statements involve uncertainties beyond Antengene’s control.

The material presented has not undergone scientific validation, and no representation or warranty is made regarding its fairness,
accuracy, or completeness. Attendees may not reproduce or distribute any part of this presentation without prior written consent.

By participating, you agree to take full responsibility for your own evaluation of the information provided and to comply with all
applicable laws and regulations. Nothing in this presentation constitutes investment advice. Please conduct your own analysis and
consult qualified professionals before making any decisions.



Claudin 18.2: An Over-Expressed Tumor Antigen in Multiple Tumor Types NcC

ES B
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CLDN18.2 in Healthy Tissues CLDN18.2 in Cancer

v" Claudins form tight junctions that control movement between cells

v CLDN18.2 is expressed only in differentiated gastric mucosal v CLDN18.2 is overexpressed in multiple cancer types (gastric,
epithelial cells pancreatic, esophageal, gynecologic tumors, etc.) — promising
v' Very limited expression in healthy tissues and is absent in marker for diagnosing and treating multiple tumor types

undifferentiated gastric stem cells

Ciliated cell Four types of TJ proteins
((;.,T e Senous by » occludin 4span
Sl | Noncuiated cen » tricellulin 4span
¢ s A » claudins (-1 to -24) 4span
Occludin T~ —\‘*\\ Sl Paracellular » JAM (-A to -C) 1span

pathway

el Claudin T Cingulin
Claudin-1

Claudin-7 Claudin-15

Claudin-2

N Tight junction
. ‘m " | protein complex
Claudin-5 J

Claudin 18
Claudin18.1

Claudin 18.2

Lipid bllayer
Source: IUBMB Life. 2009 Apr;61(4)431-7., Biomark Res . 2022 May 31,10(1):38. , https://klinphys.charite.de/for721/f_summary_e.htm pid .
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Claudin 18.2: An Over-Expressed Tumor Antigen in Multiple Tumor Types (cont) N(..C
ESREREPI

Esophagus Cancer Tumor Sample Size  Claudin 18.2 Positive
m  Positive in 18.2% primary

adenocarcinoma
m  Positive in 17.9% regional lymph Gastric Cancer/GEJC (Global) 3,576 73.3%
node metastasis

Gastric Cancer? (China) 300 72%
Gastric Cancer
®m  Positive in 87% primary tumors
® Positive in 80% lymph node Gastric Cancer3 (Japan) 262 87%

metastasis

Gastric Signet-Ring Cell Carcinoma

0,
_ (SRCC)3 105 95.2%
Pancreatic Cancer
®  Positive in 45%-90% ductal
adenocarcinoma
Pancreatic Cancer? 174 59.2%
Other Tumors Pancreatic Neuroendocrine Tumors3 25 20%
B Claudin 18.2 mRNA expression was
detected in multiple tumor types
including NSCLC, ovarian cancer,
and colorectal cancer Esophageal Cancer* 22 78%

Source:

1. Shitara, K., Xu, RH., Ajani, J.A. et al. Global prevalence of claudin 18 isoform 2 in tumors of patients with locally advanced unresectable or metastatic gastric or gastroesophageal junction adenocarcinoma. Gastric Cancer 27, 1058—1068 (2024)

2. Journal for InmunoTherapy of Cancer 2022;10:doi: 10.1136/jitc-2022-SITC2022.0105

3. Biomark Res . 2022 May 31;10(1):38

4. Sahin U, Koslowski M, Dhaene K, Usener D, Brandenburg G, Seitz G, Huber C, Tiireci O. Claudin-18 splice variant 2 is a pan-cancer target suitable for therapeutic antibody development. Clin Cancer Res. 2008;14:7624—7634. doi: 10.1158/1078-0432.CCR-08-1547..



ATG-022: CLDN18.2 ADC with Efficacy Across the Widest Patient Population o
and the Best Safety Profile Without Cumulative Toxicities, Allowing for Longer N(..C
Treatment Duration EEIEREPIN X

Molecular Design of ATG-022 Clinical Data Highlights

High Affinity Antibody

Efficacy across all
V CLDN18.2 expression
levels

R

v" Enables binding to cancer cells
with low CLDN18.2 expression %

V Devoid of systemic
toxicities

v" Promotes rapid internalization,

and enhances the bystander Preliminary efficacy
effect V observed in a non-Gl
tumor type

Cys based conjugation
% = vc-MMAE Mean DAR =4
Specific DAR4 >70%




ATG-022 mAb Demonstrated Higher Binding Affinity Than a Competitor
CLDN18.2 mAb and the mAb Component of a Competitor ADC in Tumor

Cells Expressing Low Claudin 18.2

including a competitor CLDN18.2 mAb and the mAb component of a competitor ADC

B The mAb of ATG-022 demonstrated higher binding affinity (EC) to tumor cells expressing low Claudin18.2 (SNU620) than both competitive benchmarks,

ATG-022 mAb Competitor CLDN18.2 mAb
EC50 5.317nM NE
Cell based binding Assay on SNU620
8,000 -
® ATG-022 mAb
6,000 -
— [ ]
L.
=
4,000 - °
IC50
Competitor
0 - r-—
103 102 101 100 101 102 103

Abs Conc. (nM)

Source: AACR 2022. Cell based binding assays (ECs,). IMAB362 = zolbetuximab (Astellas), in Phase Ill studies

ATG-022 mAb mAb of Competitor ADC higG1
EC50 8.864nM 19.39nM NE
Cell based binding Assay on SNU620
-8~ ATG-022 mAb
4000_ ¥- mAb of Competitor ADC
+ hlgG1
3000-
~,
0
= 2000
LL
=
1000
R IR
0

104

1 |
100 102

Conc.nM

|
102

104




ATG-022 Demonstrated Better Internalization Capability vs. Competitor ADC NCC i
ERBEDN &

B Higher Internalization: ATG-022 achieves over 60% internalization at 240 minutes, compared to ~20% for competitor’'s ADC and the antibody component of the
ADC at their peak

B Faster Internalization: ATG-022 reaches over 40% internalization within 120 minutes, while competitor’'s ADC and the antibody component of the ADC only
achieve around 20-25% within the same timeframe

ATG-022 - Endocytosis Assay in CHO-L1-18.2 Cells

80 =
s’
>
©
3T 60" &
35
e
- @©
n N ATG-022
N ‘©
SE 40-
S £
S -
£
w - - CMGII
20 ™ S 3 - - CM3il
5 :
T, 2 20
© 3
e TE' 101
~ :
20 : . ;

0 I I I I I I I
0 15 30 60 120 180 240
Time (Minutes)

2 4 6
-10- Time (h)

Source: Competitor’'s Hong Kong IPO Prospectus



ATG-022 Demonstrated Strong /n Vivo Efficacy in Various Claudin 18.2

NcC
Level PDX Models

NATIONAL CANCER CENTER

E xR

h---------------

High Expression Level of Claudin 18.2

! i
| Extremely Low Expression Level of Claudin 18.2 I
! i
| ATG-022 Inhibited Tumor Growth 1 ATG-022 Induced Tumor Regression (TR) or Complete Remission (CR)
! i
| 5000 Gastric Cancer PDX 004 < 30 I 9500 - Gastric Cancer PDX 001 5 30 ) |
| ’ —o—Ctrl E 28 1 —@— Vehicle Ctrl S 28 o - . Q? W oo
I - —e— IMAB362 ADC 10mg/kg =) o & — —e— ATG-022 ADC;1mglkg : £ ¥ 1 X A

E 1,500 - _._ATG'Ozz el é %6 3¢ - I £ 2000 | o ATG-022 ADC;3mg/kg ~ 26 Py e
| g’ ATG-022 ADC 10mglkg > o4 > : 1 E —— ATG-022 ADC:10mglkg g 04
| 2 2 . o - | 2 1500 @ A1t

o i i ' ' o 1y’ 10mpk ATG-022 F] Ctrl.

I 5 1000 0 7 14 21 Ctrl.. P ':t At I 5 22 0 7 14 21 28 .Post-treatment
1 2 2N ostyzaunen = 1,000 - Days Post Administration
I . Days Post Administration 1 5

5
I E 500 - CLDN18.2 Expression TGI% : E 500 - CLDN18.2 Expression TGI%
| Model I Model
| 0 Positive% IHC Intensity BMK 3mpk 10mpk 0 Positive% IHC Intensity 1mpk 3mpk 10mpk

0 7 14 21 | 0 7 14 21 28

| Days Post Administration PDX004 <5% 0~1+ NS NS 93 | Days Post Administration PDX001 60% 1+ 35% 72% TR

26

5000 .  Gastric Cancer PDX 002 5 3000 ,  Gastric Cancer PDX 003 3 &
, - ’ « 26 =
—&— Vehicle Ctrl .g’ 24 —&— Vehicle Ctrl 'E) - % »
—8— ATG-022 ADC;1mglkg @ 2,500 |—@— ATG-022 ADC;1mglkg o 24 A "]
T | 500 | —®—ATG-022 ADC;3mglkg s 2 T —8— ATG-022 ADC;3mglkg s ®-ile ¥
' —8— ATG-022 ADC;10mg/kg 3 3 —8— ATG-022 ADC;10mgl/kg 3 [T L
£ 3 20 : E 2,000 - S S 3
> @ 3mpk ° @ 20 " 3mpk o, 0
£ 18 Post-treatment E 18 v  Posttreatmehts
3 1,000 - 0 7142128 : —g 1,500 0 7 14 21 SET reaunent
g Days Post Administration > Days Post Administration
5 ‘g 1,000
£ i 9
5 500 | CLDN18.2 Expression TGI% 3 CLDN18.2 Expression TGI%
= Model 500 - Model
Positive% IHC Intensity 1mpk  3mpk 10mpk Positive%  IHC Intensity 3mpk 10mpk
0 0
0 7 14 21 28 PDX002 90% 1+~2+ TR TR CR 0 7 14 21 PDX003 70% 2+~3+ 94% CR

Days Post Administration

Source: AACR 2022.

Days Post Administration




ATG-022: Phase I/ll "CLINCH" Trial Ongoing NCC

NATIONAL CANCER CENTER

Study Design ERBREPIN

Population: Subjects with solid tumors, regardless of Claudin 18.2 expression and histology
Primary Endpoints: Safety and tolerability, MTD and/or RP2D

Phase Il Dose Expansion Study Ongoing with Multiple Centers in Australia and the Mainland of China

Phase I: Dose Escalation Phase Il: Dose Expansion

(Multiple Tumor Types without Pre-screening for Claudin 18.2 Expression Levels)

3.0 mg/kg 20~30 Subjects in Each Tumor Type / Cohort
3-6 subjects
2.4 malk GC/GEJC Cancer
. S Moderate (IHC 2+ 20%- 40%) to High Expression (IHC 2+ 240%)
Solid Tumors 3-6 subjects (24mg/kg, =~30)
Subjects After ey
.8m
Current Available 979 0 GC(I)GEJC ?ancer i 0
SOC Treatment: 3-6 subjects Solid tumors Moderate (IHC 2+ 20%- 40%) to ngf Expression (IHC 2+ 240%)
, subjects with (1.8mg/kg, n=~30)
Regardless of 0.9 mg/kg Claudin18.2+
. : GC/GEJC Cancer
Claudin18.2 : expression
auant 3-6 subjects P Low (IHC 2+ 5% - 20%) and Ultra-low Expression (IHC 2+ $5%)
Expression 0.3 mg/kg (2.4mg/kg, n=~30)
1-6 subjects
Other Solid Tumors
Primary Objectives: Safety, tolerability. Define MTD and RP2D
Secondary objectives: Evaluate preliminary efflCaCy (RECIST 1.1 ), measure ADA, CLDN18.2 eXpreSSiOn Approximately 120 Subjects‘ depending on the number of cohorts to be expanded_
CLDN18.2 Status: No expression requirements CLDN18.2+ tumors only. No prior CLDN18.2 agents



ATG-022: Efficacy Across the Widest Patient Population in CLDN18.2+

e
Gastric Cancer Including From High to Ultra-low Expressors t“'c &
CLDN18.2 Moderate to High Expressors (IHC 2+ > 20%; 2.4 mg/kg) — Waterfall Plot SR

Preliminary Efficacy in CLDN18.2+ Gastric Cancer (As of November 10, 2025):
®m |[HC Staining - 2+, > 20% (CLDN18.2 Moderate to High Expressors): Dose Expansion 2.4 mg/kg Cohort — ORR of 40% (12/30) and DCR of 90% (27/30)

60 — |Group M Group7: 2.4 mg/kg Expansion
FDr

50 —

BoR:

Complete Response

D ... PER = ?ﬁ{?%g}_Response

3table Disease oo To oo TmTmooTT
Progressive Disease

Mot Evaluate

30 —

20 —

o)
w)
o

10 —

210 —
-20 — S,

7 e s T e o -I- -

50 — 80

60 —

=70 —

Target Leison Best Change from Baseline (%)

FR.

80 —

90 —




ATG-022: Efficacy Across the Widest Patient Population in CLDN18.2+

~
Gastric Cancer Including From High to Ultra-low Expressors t“*c &
CLDN18.2 Moderate to High Expressors (IHC 2+ > 20%; 1.8 mg/kg) — Waterfall Plot BRIl

Preliminary Efficacy in CLDN18.2+ Gastric Cancer (As of November 10, 2025):
®m |HC Staining - 2+, > 20% (CLDN18.2 Moderate to High Expressors): Dose Expansion 1.8 mg/kg Cohort — ORR of 40% (12/30) and DCR of 86.7% (26/30)

50 - - |Group B Group3: 1.8 mg/kg Escalation Group6: 1.8 mg/kg Expansion

40 ”
-
£ 30 — o BoR:
O CR = Complete Response
ﬁ e JE M P e PR = Partial RBespolnsSe. - - - - o - oo
2 sD SD = Stable Disease
% 10 — PD = Praogressive Disease
M &D NE = Not Evaluate
§ o
H 5D
;.’\ -10 .

SD
E )
(&} =20 — =0 sD sD £D
-lu-; FD
sD sD

L T T T T e --H B S SR S S N B W N N
Pe PR
§ 40 —
H PR PR cn o

50 —
I
[13]
o PR PR
p= -60 — .
E PR

FR
270 -
PR,
—80 ] FR




ATG-022: Efficacy Across the Widest Patient Population in CLDN18.2+

- »
Gastric Cancer Including From High to Ultra-low Expressors t“'c &
CLDN18.2 Low and Ultra-low Expressors (IHC 2+ < 20%; 1.8 - 2.4mg/kg) — Waterfall Plot FECIE P

Preliminary Efficacy in CLDN18.2+ Gastric Cancer (As of November 10, 2025):
m |HC Staining - 2+, < 20% (CLDN18.2 Low and Ultra-low Expressors): Efficacious Dose Range of 1.8 — 2.4 mg/kg — ORR of 28.6% (6/21) and DCR of 52.4% (11/21)

80 - e} [ Group Group3: 1.6 mg/kg Escalation W Groupd: 2.4 mg/kg Escalation W Group7: 2.4 mg/kg Expansion |

70 —
60 —
50 —
40 4 BoR:
Complete Response
Partial Response
Stakle Disease

FD

30 —

CR
- PR
FD sSD

20 — -

10 — NE = Not Evaluate

0 —
s0
-10
-20 —
5T 1 SD_ - - N N = - -
40 — " PR

50 —
-60 - PR
70 —

Target Leison Best Change from Baseline (8)

B0 —

90 —

CR
-100 —

207004 202017 204012 208011 202009 205007 202086 201004 202072 202015 214002 202058 208007 202027 205002 202043 202057 201012 202069 201003 102002
Subject



ATG-022: Durable Responses Demonstrated Across Both Dosage Levels @N§~$|
aciEhREDI

200013

2010Es

206012

A

em—— X
e " PR

SD

— . x + PD
= 3 * NE
s x  Death
.x x |Gr0up I Group6: 1.8 mg/kg Expansion [ Group7: 2.4 mg/kg Expansion | - Ongoing
T

9 12 15 18 21

SBEHBBERRERH RRERHREHHEERHHHREHRE‘HRREH REERHEEARRBERRERE HREREE

o
w
(=2}

Treatment (Months)




ATG-022: Encouraging Median PFS Outcomes in CLDN18.2+ (2+ > 20%) NCC /
Gastric Cancer EREEn

100 -
90 -
80 —
70 —
60 —
50 —

30 —

20 - 1.8 mg/kg 2.4 mglkg | A — A —

10 - |Event/N 13/31 22/32

Median PFS (95% CI) 5.45(3.65,NE)  5.09 (3.71, 8.38)
| | | | [ | | | | [ | | | | | | | |

0 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17

Probability of PFS (%)

Time (month)

Group ——¢—— Groupc: 1.8 ng/kg Exp. — -A— - Groupi: 2.4 mg/kg Exp.




ATG-022: Best-in-Class Median OS of 14.72 Months in CLDN18.2+ (2+ > 20%) NCC /
Gastric Cancer ExEEen o

100 —
90 —
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:|| L A A
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ﬁ 3() - |Event/N 13/ 31 22/32
Ay Median OS (95% CI) NE (NE, NE) 14.72 (6.60, NE)
20 6-month OS Rate (%) 80.2 (54.4,92.3)  77.8(56.9.89.4)
10 < | 9-month OS Rate (%) NE 60.5 (38.7, 76.6)
12-month OS Rate (%) NE 55.4 (33.6, 72.7)
0 - T T I T | I T | I T
0 2 4 6 8 10 12 14 16 18
Time (month)
Group —_—— Groupd: 1.8 mglkg Fxp., ——-A—- GroupT: 2.4 mg/kg Exp.
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ATG-022: Favourable Safety Profile NCC

CLINCH (Phase | Dose Escalation & Phase Il Dose Expansion) Safety Summary — TEAEs EREE DI 2
n (%) 0.3r:n=9!llkg 0.9£1=ggkg 1 .8':n=g3lkg 2.4£1=ggkg 3.0£1=gelkg '?fg;‘;s/:(‘;" EZ’TZ:;S/L‘;"
N=31 N=65

Subjects with at least one TEAE 1(100) 3 (100) 3 (100) 3 (100) 6 (100) 30 (96.8) 65 (100)
Serious TEAE 1(100) 0(0) 1(33.3) 2 (66.7) 5 (83.3) 6 (19.4) 30 (46.2)
Grade > 3 TEAE 0(0) 1(33.3) 2 (66.7) 2 (66.7) 6 (100) 8 (25.8) 38 (58.5)
TEAE Leading to Dose Modification 0(0) 1(33.3) 1(33.3) 1(33.3) 5 (83.3) 6 (19.4) 34 (52.3)
TEAE Leading to Dose Reduction 0(0) 0 (0) 0 (0) 0 (0) 0 (0) 1(3.2) 12 (18.5)
TEAE Leading to Dose Interruption 0(0) 1(33.3) 1(33.3) 1(33.3) 5(83.3) 5(16.1) 30 (46.2)
TEAE Leading to Drug Withdrawn 0(0) 0(0) 1(33.3) 0(0) 2 (33.3) 1(3.2) 8 (12.3)
TEAE Leading to Death 0(0) 0 (0) 1(33.3) 1(33.3) 2 (33.3) 1(3.2) 12 (18.5)

Preliminary Data as of November 10, 2025



ATG-022: Favourable Safety Profile NCC

CLINCH (Phase | Dose Escalation & Phase Il Dose Expansion) Safety Summary — TRAEs EREE DI 2
n (%) 0.3r:n=9!llkg 0.9£1=ggkg 1 .8':n=g3lkg 2.4£1=ggkg 3.0£1=gelkg '?fg;‘;s/:(‘;" EZ’TZ:;S/L‘;"
N=31 N=65
Subjects with at least one TRAE 0(0) 2 (66.7) 3 (100) 3 (100) 6 (100) 30 (96.8) 60 (92.3)
Serious TRAE 0(0) 0(0) 0(0) 1(33.3) 4 (66.7) 2 (6.5) 20 (30.8)
Grade = 3 TRAE 0(0) 1(33.3) 1(33.3) 1(33.3) 6 (100) 5 (16.1) 33 (50.8)
TRAE Leading to Dose Modification 0 (0) 1(33.3) 0 (0) 1(33.3) 5(83.3) 3(9.7) 32 (49.2)
TRAE Leading to Dose Reduction 0(0) 0 (0) 0 (0) 0 (0) 0 (0) 1(3.2) 12 (18.5)
TRAE Leading to Dose Interruption 0 (0) 1(33.3) 0 (0) 1(33.3) 5(83.3) 2 (6.5) 28 (43.1)
TRAE Leading to Drug Withdrawn 0(0) 0(0) 1(33.3) 0(0) 2(33.3) 0(0) 3(4.6)
TRAE Leading to Death 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 1(1.5)

Preliminary Data as of November 10, 2025



ATG-022: No Ophthalmological Toxicities or Interstitial Lung Disease N(..C

CLINCH - TRAE By Preferred Term (PT) in 2 10% Patients (1.8 & 2.4 mg/kg) BRI

Adverse Events Escalation (1.8mg/kg) (N=3) Expansion (1.8mg/kg) (N=31) Escalation (2.4mg/kg) (N=3) Expansion (2.4mg/kg) (N=65)
Preferred Term; n (%) Any Grade Grade 2 3 Any Grade Grade 23 Any Grade Grade 23 Any Grade Grade 2 3
Any TRAE (n, %) 3 (100) 1(33.3) 30 (96.8) 5(16.1) 3 (100) 1(33.3) 60 (92.3) 33 (50.8)
Neutrophil count decreased 0(0) 0(0) 10 (32.3) 2 (6.5) 2 (66.7) 1(33.3) 33(50.8) 9(13.8)
Nausea 2 (66.7) 0 (0) 8 (25.8) 0 (0) 1(33.3) 1(33.3) 32 (49.2) 2(3.1)
White blood cell count decreased 0(0) 0 (0) 9(29.0) 0(0) 1(33.3) 0(0) 31 (47.7) 2(3.1)
Decreased appetite 1(33.3) 0(0) 7 (22.6) 1(3.2) 2 (66.7) 0(0) 30 (46.2) 8 (12.3)
Anaemia 0(0) 0(0) 16 (51.6) 1(3.2) 0(0) 0(0) 31 (47.7) 5(7.7)
Weight decreased 1(33.3) 0 (0) 11 (35.5) 0 (0) 0 (0) 0 (0) 29 (44.6) 4(6.2)
Vomiting 1(33.3) 0 (0) 4(12.9) 0 (0) 1(33.3) 1(33.3) 25 (38.5) 1(1.5)
Hypoalbuminaemia 1(33.3) 0(0) 12 (38.7) 0(0) 1(33.3) 1(33.3) 20 (30.8) 0(0)
Malaise 0(0) 0(0) 4 (12.9) 0(0) 0(0) 0(0) 18 (27.7) 2(3.1)
ALT increased 1(33.3) 1(33.3) 6 (19.4) 0(0) 0(0) 0 (0) 12 (18.5) 0(0)
AST increased 0 (0) 0 (0) 7 (22.6) 0 (0) 0 (0) 0 (0) 12 (18.5) 1(1.5)
Alopecia 0 (0) 0 (0) 0 (0) 0 (0) 1(33.3) 0 (0) 10 (15.4) 0 (0)
Constipation 0(0) 0(0) 3(9.7) 0(0) 0(0) 0(0) 10 (15.4) 1(1.5)
Fatigue 0(0) 0(0) 4 (12.9) 0(0) 1(33.3) 0 (0) 9(13.8) 1(1.5)
Hypokalaemia 0 (0) 0 (0) 0 (0) 0 (0) 1(33.3) 0 (0) 8 (12.3) 2(3.1)
Upper abdominal pain 1(33.3) 0 (0) 3(9.7) 1(3.2) 0 (0) 0(0) 10 (15.4) 0 (0)
Diarrhoea 0(0) 0(0) 2 (6.5) 0(0) 1(33.3) 0(0) 7(10.8) 0(0)
Platelet count decreased 0(0) 0(0) 3(9.7) 0(0) 0(0) 0 (0) 9(13.8) 1(1.5)
Blood bilirubin increased 0 (0) 0 (0) 2 (6.5) 0 (0) 0 (0) 0 (0) 7 (10.8) 1(1.5)
Peripheral neuropathy 0 (0) 0 (0) 3(9.7) 0(0) 1(33.3) 0 (0) 7(10.8) 1(1.5)

B  No ophthalmological toxicities or interstitial lung disease (ILD) have been observed

Preliminary Data as of November 10, 2025



ATG-022 ("CLINCH" Study): Case Study of 71 y/o Male Gastric Cancer

Patient Achieving Complete Response EREEDn &S
Summary of Patient
Patient 83 y/o, Male, Metastatic Gastric Cancer Regimen Start Date End Date
R . i
Initial Diagnosis July 257, 2022 Oxaliplatin + Capecitabine August 2022 November 2022
CLDN18.2 Expression 1+ (15%), 2+ (50%), 3+ (0%)
Lenvatinib + Paclitaxel + Envafolimab April 2023 September 2023
) Liver Metastasis — 18 mm
Target Lesions . .
(Baseline) Hepatic Portal Metastasis — 22.13 mm Apatinib January 2024 March 2024
Lymph Node — 19.9 mm
Treatment with ATG-022 2.4 mg/kg Q3W, C1D1 — October 14t 2024 Irinotecan March 2024 June 2024
Tumor Evaluation Hepatic Portal Metastasis — Baseline Hepatic Portal Metastasis — Week 18 (CR)
Week 12 PR
Week 18 CR
Week 24 CR
Week 30 CR
Week 36 CR
Week 42 CR

Week 48 CR




ATG-022 Outperforms Competitor Molecules with Unprecedented Efficacy NCC

NATIONAL CANCER CENTER

Across Gastric Cancer of All CLDN18.2 Expression Levels ESEREPIl

842,800+ CLDN18.2+ Gastric Cancer Patients are Diagnosed Globally Each Year

ATG-022 Am©

CLDN18.2 Moderate to High Expressors (IHC 2+ > 20%; 2.4 mg/kg): 40% ORR (12/30), 90% DCR (27/30), Median PFS of 5.09 months and Median OS of 14.72 months S
CLDN18.2 Moderate to High Expressors (IHC 2+ > 20%; 1.8 mg/kg): 40% ORR (12/30) and 86.7% DCR (26/30), and Median PFS of 5.45 months
CLDN18.2 Low and Ultra-low Expressors (IHC 2+ < 20%; 1.8 - 2.4 mg/kg): 28.6% ORR (6/21) and 52.4% DCR (11/21)

ADC 1

IHC Staining - 2+ 2 20% /

ADC 3

IHC Staining - 2+ 2 40% /

ADC 2 and ADC 4

IHC Staining - 2+ 2 50% /

Zolbetuximab

)aslc]las /

IHC Staining - 2+ 2 75%

High and Moderate Expre Low and Ultra-low Expression

Claudin 18.2 Expression Level Target Patient Population — Gastric Cancer

Preliminary Data as of November 10, 2025

Disclaimer: The information presented in these slides is based on independent research, analysis, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and 2 8

verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not be considered financial, investment, or professional advice. No liability is assumed for any decisions made based on the information contained herein.



NATIONAL CANCER CENTER

ATG-022 Demonstrated Best-In-Class Efficacy and mOS Across Modalities NC

ATG-022'

ANTENGENE

EZEREPI

Zolbetuximab

)aslc]las

Molecule
Design

Enrolment
CLDN18.2
Threshold

ORR

DCR

Median PFS
(95% Cl)

Median OS
(95% Cl)

Responses in
IHC 2+ <20%

Gastric Cancer

Patients

DAR 4
ve-MMAE

IHC -1+ 21%
(Dose Expansion Cohorts)

40% (12/30; 1.8 mg/kg;
2+ > 20%)

40% (12/30; 2.4 mg/kg;
2+ > 20%)

86.7% (26/30; 1.8 mg/kg;
2+ >20%)

90% (27/30; 2.4 mg/kg;
2+ >20%)

5.45 months (3.65-NR;
1.8 mg/kg; 2+ > 20%)*
5.09 months (3.71-8.38;
2.4 mg/kg; 2+ > 20%)

14.72 months (6.60-NE;
2.4 mg/kg; 2+ > 20%)*

28.6% (6/21);
Including 1 CR

" Preliminary Data as of November 10, 2025; 2 Confirmed ORR/DCR;

DAR 4
Cleavable-MMAE

IHC - 2+/3+ 2 20%

25.0% (1/4; 1.8 mg/kg)?
46.9% (15/32; 2.2mg/kg)?
22.2% (10/45; 2.6mg/kg)?

50.0% (2/4; 1.8 mg/kg)?
68.8% (22/32; 2.2 mg/kg)?
62.2% (28/45; 2.6mg/kg)?

4.8 months (3.6-6.2; 2.2 mg/kg)
3.3 months (2.2-6.1; 2.6 mg/kg)

11.8 months (6.5-NE; 2.2 mg/kg)
11.5 months (6.2-19.0; 2.6 mg/kg)

0% ORR at RP2D in
IHC 2+ <20% Patients

DAR 4
MMAE

IHC - 2+/3+ 2 50%

28.9%

80.0%

4.9 months

10 months

N/A

TOP1i
DAR 4

IHC - 2+ 2 40%

38.8% (19/49)

87.8% (43/49)

5.5 months (4.1-7.0)

~10.8 months?

0% ORR in patients
with CLDN18.2

expression below IHC

2+/3+ 40%

TOP1i
DAR4

IHC - 2+/3+ 2 50%

36.7% (11/30)

93.3% (28/30)

5.6 months (3.0-6.9)

Not Evaluable

0% ORR in patients
with CLDN18.2

expression below IHC

2+/3+ 50%

CLDN18.2 x 4-1BB
Bispecific Antibody

IHC - 1+ 2 1%

17.8% (8/45; 5- 18
mg/kg; All Patients)?

17.9% (7/39; 5- 18
mg/kg; 2+ > 20%)?

48.9% (22/45; 5 - 18

mg/kg; All Patients)?

48.7% (19/39; 5 - 18
mg/kg; 2+ > 20%)?2

3.0 months (1.7-3.9)

7.5 months (5.0-12.5)

16.7% (1/6; 5 - 18
mg/kg; 2+ < 20%)

Monoclonal Antibody

IHC - 24/3+ 2 75%

9% (Overall);
14% (CLDN18.2 High
Patients)

23% (Overall);
31% (CLDN18.2 High
Patients)

Not Reported

Not Reported

Minimal single agent
activity

Disclaimer: The information presented in these slides is based on independent research, analysis, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and

verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not be considered financial, investment, or professional advice. No liability is assumed for any decisions made based on the information contained herein.




NATIONAL CANCER CENTER

ATG-022 Demonstrated Best-In-Class Safety Profile with Potential to Transform NC
1L Gastric Cancer SoC in Combination with Anti-PD-1 and Chemotherapy ESEre

Zolbetuximab

)asl(‘]las

ATG-0221
ATG
ANTENGENE
Molecule Desian DAR 4 DAR 4 DAR 4 TOP1i TOP1i CLDN18.2 x 4-1BB Monoclonal Antibod
g ve-MMAE Cleavable-MMAE MMAE DAR 4 DAR4 Bispecific Antibody y
Dose Expansion D1o§emE);Ean(§;3\r’|: Phase I: 6 mg/kg Q3W Phase I: 6 mg/kg Q3W Phase | Phase lla MONO Study
-0 Myikg (N = 62) (N = 35) (N = 45) (N = 54)

. Dose Expansion:
Patient Sample of 1.8 mg/kg Q3W

Safety Data (N=31)

(N =107) (N = 85)

57.0%
48.6%

45.2%
41.9%
33.0%

Grade 2 3
TRAE (%)

Safety

16.1%

NR

ADC 2 ADC 3 ADC 4 BsAb Zolbetuximab

ATG-022 ADC 1

Disclaimer: The information presented in these slides is based on independent research, analysis, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and

' Preliminary Data as of November 10, 2025; # TEAE is listed as statistics for TRAE is not reported
verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not be considered financial, investment, or professional advice. No liability is assumed for any decisions made based on the information contained herein.




ATG-022 Demonstrated Best-In-Class Safety Profile with Potential to Transform
1L Gastric Cancer SoC in Combination with Anti-PD-1 and Chemotherapy

NATIONAL CANCER CENTER

EZEREPI

ATG-0221 Zolbetuximab
ATG P
. DAR 4 DAR 4 DAR 4 TOP1i TOP1i CLDN18.2 x 4-1BB .
Molecule Design ve-MMAE Cleavable-MMAE MMAE DAR 4 DAR4 Bispecific Antibody ~ Monoclonal Antibody
Patient Sample of ~ D0se Expansion: Dose Expansion Dose Expansion: Phase I: 6 mg/kg Q3W  Phase I: 6 mg/kg Q3W Phase | Phase lla MONO Study
1.8 mg/kg Q3W (N = 107) 1.8 mglkg Q2W (N = 62) (N = 35) (N = 45) (N = 54)

Safety Data (N =31) (N=185)

All Grades Grade23 All Grades Grade=23 All Grades Grade=3 AllGrades Grade=23 All Grades Grade=23 All Grades

Neutropenia 32.3% 13.8% 53.2%" 20.6%" 41.2% 14.1% 54.8% 22.6% 51.4% 20.0% 15.6%
Nausea 25.8% 0% 57.0% 3.7% 27.1% 3.5% 43.5% 1.6% 65.7% 5.7% 20.0%
Vomiting 12.9% 0% 56.1% 10.3%* 28.2% 3.5% 27.4% 1.6% 51.4% 8.6% 11.1%

=y ALT 19.4% 0% 29.0%* 0% 21.2% 1.2% 22.6% 6.5% NR NR 15.6%

3

A AST 22.6% 0% 42.1%* 0% 25.9% 1.2% 24.2% 0% 8.6% 0% 15.6%
GGT 3.2% 0% 14.0%" 1% NR NR NR NR NR NR 1.1%
CRS 0% 0% NR NR NR NR NR NR NR NR 2%
Blurry Vision 0% 0% NR NR NR NR NR NR NR NR NR
Peripheral 9.7% 0% 19.6%" 0% NR NR NR NR NR NR NR
Neuropathy

' Preliminary Data as of November 10, 2025; # TEAE is listed as statistics for TRAE is not reported

Disclaimer: The information presented in these slides is based on independent research, analysis, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and

verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not be considered financial, investment, or professional advice. No liability is assumed for any decisions made based on the information contained herein.

Grade =23 All Grades Grade=23

4.4% <10%* NR
2.2% 63%"* 15%*
2.2% 57%" 22%*
2.2% <10%* NR
4.4% <10%* NR
2.2% <10%* NR
0% <10%* NR
NR NR NR
NR NR NR



RIHEL

ANTENGENE

Antengene’s Development Plans for
ATG-022 (CLDN18.2 ADC)

(=98 Godfrey Guo, M.D.
- & » Vice President, Clinical Development




Huge Unmet Medical Need and Market Opportunity Globally in Claudin 18.2 Ak @
Positive Gastric Cancer

ANTENGENE

The Global Gastric Cancer Market is Underpenetrated and Presents

Significant Commercial Potential for Novel Therapeutics
For lllustration

~87%

Patients are

&- ~1.6m Gastric Cancer Market
CLDN18.2+

Prevalence $ 1 0 Br‘\

. Total Addressable
United States Gastric Market Size

~27k

Incidence

~70 o/0 Patients

are PD-L1+ (CPS 21)

Synergistic with ADC with
MMAE payload
(but not TOPO1)

Source: GLOBOCAN; NCI SEER; Data Monitor Biomed Research; Allied Market Research; Research and Markets (Gastric Cancer Market (2024 Edition): Analysis By Indication (Gastric Cancer/Gastroesophageal Junction Cancer, Gastrointestinal Stromal Tumors), By Therapy, By Drug Class, By Region, By Country: Market Insights and Forecast (2020-2030); Cao W, Xing H, Li
Y, et al. Claudin18.2 is a novel molecular biomarker for tumor-targeted immunotherapy. Biomark Res. 2022 May 31,10(1):38; Baek, J. H., Park, D. J., Kim, G. Y., Cheon, J., Kang, B. W., Cha, H. J., & Kim, J. G. (2019). Clinical Implications of Claudin18.2 Expression in Patients With Gastric Cancer. *Anticancer Research, 39*(12), 6973-6979.
https://doi.org/10.21873/anticanres.13919; Tiireci O, Sahin U, Schulze-Bergkamen H, Zvirbule Z, Lordick F, Koeberle D, et al. A multicentre, phase Ila study of zolbetuximab as a single agent in patients with recurrent or refractory advanced adenocarcinoma of the stomach or lower oesophagus: the MONO study. Ann Oncol. 2019;30(9):1487-1495; Van Cutsem E, Bang YJ, Feng-
Yi F, et al. HER2 screening data from ToGA: targeting HER?2 in gastric and gastroesophageal junction cancer. Gastric Cancer. 2015;18(3):476-484. doi:10.1007/s10120-014-0402-y; Schoemig-Markiefka B, Eschbach J, Scheel AH, et al. Optimized PD-L1 scoring of gastric cancer. Gastric Cancer. 2021;24(5):1115-1122. doi:10.1007/s10120-021-01195-4; Fuchs CS, Ozgiiroglu M,
Bang YJ, et al. Pembrolizumab versus paclitaxel for previously treated PD-L 1-positive advanced gastric or gastroesophageal junction cancer: 2-year update of the randomized phase 3 KEYNOTE-061 trial. Gastric Cancer. 2022;25(1):197-206. doi:10.1007/s10120-021-01227-z

.
h- ~130k 22(%) Patients

Prevalence are HER2+

Disclaimer: The information presented in these slides is based on independent research, anal, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and

verification before making any business, investment, or strategic decisions. This presentation 'ormational purposes only and should not be considered financi vestment, or professional advice. No liability is assumed for any decisions made based on the information contained herein. 3 3




ATG-022: Improving Outcomes Where the Current Standard of Care Has

Significant Room for Improvement

1L Gastric Cancer

KEYNOTE-859 Study — SoC

52.0%

ORR (%)

Pembrolizumab + Chemotherapy

KEYNOTE-859 Study — SoC

6.90

Pembrolizumab + Chemotherapy

KEYNOTE-859 Study — SoC

13.00

Pembrolizumab + Chemotherapy

[ mOS (Months) ][ mPFS (Months) ][

CLINCH-2 Study — To Be Initiated

ATG-022 + Pembrolizumab + CAPOX

CLINCH-2 Study — To Be Initiated

ATG-022 + Pembrolizumab + CAPOX

CLINCH-2 Study — To Be Initiated

ATG-022 + Pembrolizumab + CAPOX

ANTENGENE

3L+ Gastric Cancer

JAVELIN Gastric 300 Study — SoC

4.3%

Docetaxel; Paclitaxel; Irinotecan;
Trifluridine + Tipiracil

JAVELIN Gastric 300 Study — SoC

2.70

Docetaxel; Paclitaxel; Irinotecan;
Trifluridine + Tipiracil

JAVELIN Gastric 300 Study — SoC

CLINCH Study — Phase Il

40.0%

ATG-022

CLINCH Study — Phase Il

5.00

Docetaxel; Paclitaxel; Irinotecan;
Trifluridine + Tipiracil

5.09

ATG-022

CLINCH Study — Phaselll

14.72

ATG-022

Disclaimer: The information presented in these slides is based on independent research, analysis, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and

verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not be considered financial, investment, or professional advice. No liability is assumed for any decisions made based on the information contained herein.
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Next Steps: Value Inflection Through Pivotal Phase Il in 3L+ Gastric Cancer, Al @

Combo Development in 1L and Proof of Concept in Other Tumor Types

Pivotal Phase lli

3L+ CLDN18.2+ Gastric Cancer

Phase Il

1L CLDN18.2+, PD-L1+ Gastric Cancer

Phase Il

Other Non-Gastric Tumor Types

ANTENGENE

ATG-022 vs. Physician’s Choice of Chemotherapy
(Irinotecan / Paclitaxel / Docetaxel)

HER-2 Negative and CLDN18.2 Moderate to High Expression (IHC 2+ > 20%) Advanced /
Metastatic Gastric Cancer with At Least 2 Prior Lines of Therapy

Primary Objectives: OS and PFS

Secondary Objectives: ORR, DCR, DOR, Safety, ADA

ATG-022 + Pembrolizumab + CAPOX

HER-2 Negative and CLDN18.2 Positive (IHC 1+ 2 1%) Advanced / Metastatic Gastric Cancer with
No Prior Systemic Therapy

Primary Objectives: ORR

Secondary Objectives: PFS, DOR, OS, Safety

ATG-022 Monotherapy

Proof of Concept Achieved in a Certain Subtype of Gynecological Tumor: All 7 Patients Who
Have Undergone At Least One Efficacy Evaluation Demonstrated Tumor Shrinkage
20~30 Subjects in Each Tumor Type / Cohort




ATG-022: Strong Clinical and Strategic Positioning in 1L-3L+ Gastric Cancer with AW @
Expansion Potential Across Indications — Targeting Over US$5 Billion in Peak Sales

ANTENGENE

1L CLDN18.2+ (IHC 1+ 2 1%), PD-L1+ (CPS 2 1%) Gastric Cancer
ATG-022 + Pembrolizumab + Chemotherapy (CAPOX / FOLFOX)

2L CLDN18.2+ (IHC 1+ 2 1%), PD-L1+ (CPS 2 1%) Gastric Cancer
ATG-022 + Pembrolizumab

3L+ CLDN18.2+ (IHC 2+ > 20%) Gastric Cancer
ATG-022 Monotherapy

3L+ CLDN18.2+ (IHC 2+ < 20%) Gastric Cancer
ATG-022 Monotherapy

ATG-022

Basket Trial — Other CLDN18.2+ Tumors

Proof of Concept Achieved in a Certain Subtype of Gynecological Tumor: All 7 Patients Who Have
Undergone At Least One Efficacy Evaluation Demonstrated Tumor Shrinkage

US$5+ Billion Peak Sales Potential (Not Including Potential in Other CLDN18.2+ Tumors)




Phase Ib/ll study Design of ATG-022 In Combination with Pembrolizumab in AR @
Advanced/Metastatic Claudin 18.2 Positive Gastric Cancer (2L+) ANTENGENE

Multi-center, Open Label, Phase Ib/ll Study in Advanced/Metastatic Claudin 18.2 Positive GC/GEJC

Phase Ib: Dose Confirmation

Subjects with
Advanced or :
ATG-022 (2.4 mg/kg) + Pembrolizumab
metastatic ( gN=%)~6 Advanced or
GC/GEJC, metastatic GC/GEJC,
CLDN18.2 CLDN18.2 positive,
positive, HER-2 HER-2 negative,
negative, / PD-L1+ (CPS 21), and > ATG'OZZID(::?O{;:":“:E"SQ Ib) +
PD-L1+ at least previously “
(CPS 21), and received 1 line of
at least . therapy
previously ATG-022 (1.8 mg/k_g) + Pembrolizumab N=30~50
received 1 line N=3~6
of therapy
Primary Objectives: Primary Objectives:
Safety, tolerability of ATG-022 + pembrolizumab combination therapy. RP2D definition ORR

Secondary Objectives: Secondary Objectives:

Evaluate preliminary efficacy, characterize pharmacology (PK/PDx profile) PFS, DOR, OS, Safety



Phase Ib/ll study Design of ATG-022 In Combination with Pembrolizumab and AR @
CAPOX in Advanced/Metastatic Claudin 18.2 Positive Gastric Cancer (1L) ANTENGENE

Multi-center, Open Label, Phase Ib/ll Study in Advanced/Metastatic Claudin 18.2 Positive GC/GEJC

Phase Ib: Dose Confirmation

Subjects with ATG-022 (2.4 mglkg) +
Advanced or Pembrolizumab + CAPOX*
metastatic N=3~6 Advanced or
GC/GEJC, metastatic GC/GEJC,
CLDN18.2 CLDN18.2 positive,
positive, HER-2 / HER-2 negative, _ ATG-022 (RP2D from Phase Ib) +
negative, PD-L1+ (CPS 21), and - Pembrolizumab + CAPOX
PD-L1+ no prior systemic
(CPS 21), and treatment
no prior ATG-0_22 (1.8 mg/kg) + . N=~50
systemic Pembrolizumab + CAPOX
treatment N=3~6
Primary Obje(.:t.lves. _ o Primary Objectives:
Safety, tolerability of ATG-022 + pembrolizumab + CAPOX combination therapy. RP2D ORR
definition

B N Secondary Objectives:
econdary Lbjectives: _ _ PFS, DOR, OS, Safety
Evaluate preliminary efficacy, characterize pharmacology (PK/PDx profile)

* CAPOX will be used by standard dose, or light intensity upon SRC’s decision



ATG-022 Reshapes CLDN18.2 as a Pan-Tumor Target and Delivers a Best-in-Class A T @
Safety Profile to Transform 1L Treatment in Gastric Cancer via Anti-PD-1 and M
Chemo Combination ANTENGENE

Safety Significance

Efficacy Significance

ATG-022 as the Only ADC Viable for 1L Combo

Unlocking a Pan-Tumor CLDN18.2 Opportunity Therapy with Chemotherapy and Anti-PD-1

v" Meaningful activity in low expressors, confirming
expansion potential into tumors with minimal

CLDN18.2 expression
v" Only 16.1% Grade 2 3 TRAES, far below competing

CLDN18.2 programs (40-60%)
v Clear path into additional tumor types where
CLDN18.2 levels are far lower than in gastric cancer
o PoC demonstrated in a gynecologic tumor subtype
(tumor shrinkage observed in all evaluable patients) v' Best-in-class safety profile supporting ATG-022 as
the only ADC viable for 1L combination with both

chemotherapy and anti—PD-1 therapy
v" Enables an all-comers 1L strategy with

pembrolizumab + CAPOX across all CLDN18.2
expression levels




\

Q&A Session

A'I'@




RIHEZ

ANTENGENE

Clinical Program Highlights and

Development Plans
ATG-037 (Oral CD73 Inhibitor) and ATG-101 (PD-L1 x 4-1BB BsAb)

T Godfrey Guo, M.D.
*“»J/ Vice President, Clinical Development




ATG-037: Potentially Best-in-Class CD73 Oral Small Molecule Inhibitor A ﬁlﬁ @

CD73

» Cell surface receptor

» QOverexpression on
tumor cells interrupts
adenosine processing,
enabling an
immunosuppressive
TME

* Important in a range of
solid tumor cancers,
e.g., melanoma and non-
small cell lung cancer

ANTENGENE

ATG-037 Reverses Adenosine Mediated Immunosuppression

> Potent and selective, oral small molecule inhibitor completely blocks CD73 activity

» Activity: Overcomes the hook effect with higher tissue penetrance v. anti-CD73 antibodies
» Specificity: No inhibition of related targets (including CD39)
>

Preclinical Efficacy: Potent tumor growth inhibition as mono or combo therapy

ATG-037
CD39 cD73
Inhibits the Cytotoxic and Effector
| Function of T cell and NK cells
l// ¢ . .
‘ ATP ‘ AMP “ Adenos'”e
N ° . LN
N 0
C;IISE:;zT Induces and Enhances the function of

Immunosuppressive Cell Types: Tregs,
MDSCs, TAMs and Tolerogenic DCs

ATP = adenosine triphosphate, AMP = adenosine monophosphate, NK cells = Natural Killer cells, Tregs = Regulatory T-cells, MDSC = Myeloid-derived suppressor cells , TAMs = Tumor Associated Macrophages, DC = Dendritic cells, TME = tumor microenvironment




Immune Checkpoint Inhibitor Market: Rapid Growth Across Multiple Cancers A m @
ANTENGENE

Global ICIs Market Size Expected to Reach $150+ Billion by 2030

Immune Checkpoint Inhibitors (ICls) Targets

®© Inhibitory Signal

Anti-CTLA-4

CD80/86

3 Million+

cancer patients globally
with exposure to

Anti-PD-L1 Immuno-oncology

treatment

Anti-PD-1

Broad Applicability of ICIs in Oncology Treatment 51 4, 000+

cancer patients in the
% | N | l" | ‘.Ir’ | L US with exposure to
Q
) / Immuno-oncology
/ 4/ 4/ 4/ - treatment

Many Other

Lung Cancer Melanoma Gastric Cancer Kidney Cancer
Cancers

Source: GLOBALCAN, Global Data, Research and Markets, publications & primary research;

Disclaimer: The information presented in these slides is based on independent research, analysis, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and 4 3

verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not be considered financial, investment, or professional advice. No liability is assumed for any decisions made based on the information contained herein.



ATG-037 Can Address the Huge Unmet Medical Need of Melanoma Patients who Ak @
Progress on Immune Checkpoint Inhibitors

ANTENGENE

Significant Medical Needs of Melanoma in the US

Immune Checkpoint Inhibitors (ICls) are Standard of Care
Therapies of Advanced Melanoma (Unresectable)

Especially in Patients Who Progress on ICls

Checkpoint v Anti-PD-1 (pembrolizumab / nivolumab) 1 04 9 60
Inhibitors v" Anti-CTLA-4 (ipilimumab) 5
Standard of Care v" Combination of Anti-PD-1 and Anti-CTLA-4 / New Cases of /. P [/f"/
for Most Patients Anti-LAG-3 ,
Nt-LAG- Melanoma Per Year {7

4 [ //‘

-

Targeted ) ( y
Therapies v BRAF/MEK Inhibitors (dabrafenib + 1 5 0 4 67 6
Standard of Care trametinib / vemurafenib + cobimetinib / , , iir
Only for BRAF V600- encorafenib + binimetinib) . of
Mutant Melanoma US Pa“ents |7JV|ng
- with Melanoma
#5 C 20
OUEIENEIEIEEE v Oncolytic Virus (Talimogene laherparepvec) e ancer S -
Limited Usage v High dose Interleukin-2 (rarely used today) A [,fi . the US )

7 (By'Incidence)

Disclaimer: The information presented in these slides is based on independent research, analysis, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and 4 4

verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not be considered financial, investment, or professional advice. No liability is assumed for any decisions made based on the information contained herein.



ATG-037 Showed Strong CD73 Inhibition and Activity in Reversing T Cell Inhibition A ﬁlﬁ @
ANTENGENE

Complete CD73 inhibition at 0.4nM with Superior Activity in Reversing T Cell Inhibition

ATG-037 Hu101-28 MEDI-9447
604 | - Tem

g
c
S
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A375 cell line X4
. . n
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ATG-037 "STAMINA" Clinical Trial Design ALG
ANTENGENE

Phase l/ll, Multi-center, Open Label, Dose-finding Study Ongoing in Australia and China (NCT05205109)

Dose Escalation Dose Optimization Dose Expansion Objectives of the Study

600mg BID

400mg BID Melanoma 2L @3

Primary Objectives:
Safety, tolerability
monotherapy and
pembrolizumab combination
therapy. RP2D definition

Dose Level 1

+ Pembro
NSCLC 2 2L, ICI Failed

Dose Level 2

+ Pembro
240mg BID After 2 cycles of ATG-037
monotherapy, eligible =
subjects will receive
120mg BID ATG-037 combination
therapy with
pembrolizumab
60mg BID NSCLC 2L
20mg BID
Part I: Monothe_rapy Part I: Post-r_non_otherapy Part II: Upfront Combination
Dose Escalation Combination

Melanoma 2 2L, ICI Failed

Secondary Objectives:
Evaluate preliminary efficacy,
characterize pharmacology
(PK/PDx profile)

Dose Level 1
+ Pembro

Other Indications: PDAC, GC,
ESCC, BTC, Sarcoma etc.

Dose Level 2
+ Pembro




ATG-037 In Combination with Pembrolizumab Demonstrated Encouraging ATTG

Efficacy Signals in CPI Resistant Melanoma ANTENGENE

Preliminary Data for ATG-037 In Combination with Pembrolizumab (As of October 24, 2025)

B Atotal of 12 CPl-resistant melanoma patients received the combination therapy and were efficacy evaluable
o 1 confirmed CR and 3 confirmed PRs, with the rest achieving SD — ORR 33.3% (4/12) and DCR 100% (12/12)
o Durable benefit observed: the CR patient remains on therapy with over 34-month ongoing response and without safety concern

CPl-resistant Melanoma — Waterfall Plot CPl-resistant Melanoma — Swimmer Plot

704 BoR: 106003
60 - CR = Complete Response
PR = Partial Response 105002
50 50 = Stable Disease
0 PD = Progressive Dlsease 106002
NE = lNot Evaluate
30

103003

106015

106007

106017

106010
* CR

Target Leison Beet Change from Baseline (8)

106014
i PR
105006 sD
+ PD
103010 « Death
CR .
80 IR ol 0 Pembrolizumab
260+ T MM MM MM 2% L L MM M MM WM 1] - OngOing
T T T T T T T T T T T T T T T T T T T T T
106010 106002 106018 105010 106014 105006 105003 106007 106017 105002 106003 106015 0 6 12 18 2% 30 36 42 4 3 6 6 72 I8 8 90 9 102 108 114 120 136 132 138 144 150
Subject
Treatment (Weeks)
Group Group
W Group? &0mg M Groupd l20mg Escalation W Groupd 240mg W Groupd 400mg Escalation W Group? G0my M Groupd 120my Escalation M Groupd 240mg M Grouphd 400mg Escalation
W Groupé 600mg M Grouph 400mg Optimizaticn W Groupé 600mg M Groupd 400mg Optimization




ATG-037 In Combination with Pembrolizumab Showed Promising Survival ATTG
Benefits in CPl Resistant Melanoma ANTENGENE

Preliminary Data for ATG-037 In Combination with Pembrolizumab (As of October 24, 2025)

B The median PFS is 4.63 months (95% ClI: 3.95-16.56)
B The median OS has not been reached

CPlI-resistant Melanoma - Progression Free Survival Kaplan-Meier Curve CPl-resistant Melanoma — Overall Survival Kaplan-Meier Curve

90 ~ 90
s 807 _ 80
- Total 3
" 704 Event/N ‘J’l; u 70
E Madian FFS, (95% CI) 463(394, 16.56) o
g 00 w 60—
o 0
» 50- n 50
b 4
j 40 - - 40 4 Tatal
E .ﬁ Event /N Y12
& 30_ ,ﬁ 30_ Median 08, {35% CI] NE(1202 NE)

41

" o- 20

10 10-

0_ I I I I 1 1 | | 1 I | | | | | | I 1 | | | 1 1 I | | 0_ T T T T I I T T | [ T T | T | | | ]

001 2 3 45 6 7 8 9 1011 121314 151617 18 19 20 21 22 23 24 25 0 2 4 6 8 10 12 14 16 18 20 22 24 2% 2B 31V B A
Time (month) Time (month)
leroup —— Total | |Group ~—— Total |




ATG-037 + Pembrolizumab: Case Study of 73 y/o Female Melanoma Patient AR @
Achieving Confirmed Partial Response

Summary of Patient

Patient 73 ylo, Female, Metastatic Melanoma (mucosal)

ANTENGENE

Initial Diagnosis May 3, 2017; TANOMXx

Line 4
Length: 87.2mm
ECOG PS 1 Line §
Length: 15.0mm
PD-L1/CD73 PD-L1 (22C3): TPS NA; ICs NA;
Expression CD73: CD73+ Tumor cell NA; TAICs NA
Target Lesion Pancreas 87mm

STAMINA Study ATG-037 120 mg BID, C1D1 - May 29, 2024; ) ;
Treatment Pembrolizumab 200 mg Q3W, dosed from Cycle 3 (Jun 13, 2024) Baseline Week 52

Prior Systemic Anti-Cancer Therapy Safety Profile

NCI CTCAE Relationship to Action Taken with

Best Discontinue TEAE
Regimen Start Date End Date R 0 R 0 Grade ATG-037 ATG-037
esponse easo Rash Grade 1 Related Dose Not Changed
Nivolumab + RELATLIMAB/ Oct 15, 2020 Jun 24, 2022 NA DiseaS? Postural hypotension Grade 1 Unrelated Dose Not Changed
PLACEBO progression
Bronchitis Grade 2 Unrelated Dose Not Changed
, ) Right arm thrombophlebitis Grade 2 Unrelated Dose Not Changed
NEMVALEUKIN Nov 14t 2021 Feb 10, 2023 Stable Disease Withdrew

Cerebrovascular ischaemia Grade 1 Unrelated Dose Not Changed

2025 ASCO Poster#3123



ATG-037 In Combination with Pembrolizumab Demonstrated Encouraging ATTG
Efficacy Signals in CPIl Resistant Non-small Cell Lung Cancer — Waterfall Plot

ANTENGENE
Preliminary Data for ATG-037 In Combination with Pembrolizumab (As of October 24, 2025)
B Atotal of 14 CPl-resistant non-small cell lung cancer patients received the combination therapy and were efficacy evaluable
o 3 PRs and 7 SDs — ORR 21.4% (3/14) and DCR 71.4% (10/14)

70 BoR:

60 — CR = Complete Response
—- PR = Partial Response
- 50 — SD = Stable Disease
@ PD = Progressive Disease
5 40 NE = Not Evaluate
W 30—
o
m 20— - Bl R ettt
§ 10 — sSD
o ~SD SD
g " T
g -10 — sD PD PD
o -20 -
g 30
- PR
=] -0 —
m
B
@ .50
r— -G0 —
E
I -70 —
B~

80 —

-gu — mWeCLC NSCLC NECLC NSCLC NeCLo W2CLC RECLC NSCLC N2CLC WSCLC NSCLC NECLC MeCcLo NSCLC

103006 105005 102004 103008 102016 102003 102015 102011 105004 103010 102006 102002 106009 105007
Subject
Group
Bl GroupZ &0mg B Group3d 120mg Escalation B Group4d Z40mg W GroupS 400mg Escalation
B Groupé 600mg M Group?d 120mg Optimization M Groupf 400mg Optimization

*The target lesion of this subject reached PR with new lesion occurred. The prior best response was SD. #The target lesion was not evaluated with new lesion occurred



ATG-037 In Combination with Pembrolizumab Showed Promising Survival ATTG

Benefits in CPIl Resistant Non-small Cell Lung Cancer (NSCLC) ANTENGENE

Preliminary Data for ATG-037 In Combination with Pembrolizumab (As of October 24, 2025)

B The median PFS is 6.41 months (95% CI: 1.77-NE)
B The median OS is 15.05 months (95% CI: 8.02-NE)

CPl-resistant NSCLC - Progression Free Survival Kaplan-Meier Curve CPl-resistant NSCLC — Progression Free Survival Kaplan-Meier Curve
100~ 100+ : — :
40 - 90 H_'«
~ 80+ . 80-
s Total ®
| Event /11 /14 = .
g 70 Med.\.a:; FF3, (45% CI] G41(177,NE) g 70
[
y g
2 50 - o 504
- A
j 40 - ﬂ 40+ Total
:§ B Event/If 714
ﬂ 30 - 0 304 Median 08, (55% CI] 15.05(8.02 NE)
a7
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0 1 2 3 4 5 6 7 ] 9 10 11 12 0 2 4 6 8 10 12 14 16 18 20 22 24 26
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ATG-037 In Combination with Pembrolizumab: Excellent Safety Profile ATLG
ANTENGENE

Preliminary Data for ATG-037 In Combination with Pembrolizumab (As of October 24, 2025)

B While on combination therapy, 23/38 (60.5%) patients reported TRAEs

B The majority of TRAEs were grades 1-2; 7.9% (3/38) were reported as grade 3. No grade 4 or 5 TRAEs
B Only 2 serious TRAEs (grade 3 diarrhea; grade 3 immune mediated hepatitis) were reported

TRAESs of Combination Therapy Treated Population

n (%) N=38
Subjects with at least one TRAE 23 (60.5)
Serious TRAE 2 (5.3)
Grade 2 3 TRAE 3(7.9)
TRAE Leading to Dose Modification 8 (21.1)
TRAE Leading to Dose Reduction 0 (0)
TRAE Leading to Dose Interruption 8 (21.1)
TRAE Leading to Drug Withdrawn 3(7.9)
TRAE Leading to Death 0 (0)



ATG-037: Strong Clinical and Strategic Positioning in CPI-Resistant and ATTG
1L Melanoma with Expansion Potential in Other Tumors ANTENGENE

ATG-037

CPI-Resistant Unresectable or Metastatic Melanoma (2L)
ATG-037 + Pembrolizumab

1L Unresectable or Metastatic Melanoma

ATG-037 + Pembrolizumab

CPI-Resistant Unresectable or Metastatic Non-small Cell Lung Cancer (2L)
ATG-037 + Pembrolizumab

Other CPI-Resistant Tumor Types — PoC Achieved in Melanoma and NSCLC

Combo with Next Generation CPIs (e.g., PD-1 x VEGF)




ATG-101 (Xirestomig): Potentially Best-in-class PD-L1 x 4-1BB Bispecific Antibody A m @
with PD-L1-Gating Offers Better Safety and Potential to Overcome PD-(L)1 Resistance | -\ ccnE

How can ATG-101 Overcome PD-(L)1 Resistance?

Complementary Mechanism of
Add a T Cell Booster PD-L1 x 4-1BB to render "Cold" tumors "Hot"

PD-L1*
Cancer

By using a bi-specific antibody to create

By combining with a 4-1BB agonist a "trimer-induced-on-switch" to reduce Cell
4-1BB driven liver tox

Activate Exhausted
T-cells

Maximize PD-L1 Binding To Render Tumors "Hot" 0 Increase CD8+
T-cells activity

4-1BB —”  and downstream
dendritic cell / NK

e

ATG-101’s PD-L1/4-1BB arm affinity ratio By increase CD8+ T-cell activity and cell activity
of 65 ensures high PD-L1 receptor downstream dendritic cell and NK cell
occupancy activity
Strong T Cell
Activation

CPI = checkpoint inhibitor; mAb = monoclonal antibody, NK cell = Natural Killer cell



ATG-101: Targeting “Cold”, “Hot”, and CPI-Resistant / Relapsed Tumors with ATTG
Strong Combination Potential ANTENGENE

Tumor Targeting Strategy

v" Focus on “cold” tumor types including extrapulmonary neuroendocrine carcinoma
(EP-NEC), with a study initiation planned soon

v Explore the potential of immunogenic (“hot”) tumor types such as NSCLC and melanoma

v’ Target patient population who have received prior anti-PD-1 therapy and subsequently
developed resistance or relapsed

Developed In Combo with Other Anti-tumor Therapies

v Ongoing trials in Australia (Q3W), the US (Q3W), and China (Q2W / Q4W) consistently show
a favourable safety profile

v" ATG-101 demonstrates superior safety profile vs. competitor programs, with no liver toxicity
observed, supporting its use as a strong combination partner
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Discovery and Pre-clinical Highlights

, Q Bing Hou, Ph.D.
\Y Vice President, Head of Discovery Science & Translational Medicine



Discovery and Pre-clinical Highlights

ATG-022 (CLDN18.2)
Phase I

ATG-125 (B7-H3 x PD-L1)
Pre-clinical

CD24
Pre-clinical

CLDN18.2+ Gastric Cancer (GC)
and Other Solid Tumors

Solid Tumors

Solid Tumors

(CLDN18.2 ADC with Efficacy Across the)
L Widest Patient Population; BTD in GC )

e N

10+ADC in One Drug

10+ADC in One Drug

ATG-037 (CD73)
Phase Ib/ll

ATG-101 (PD-L1 x 4-1BB)
Phase |

ATG-031 (CD24)
Phase |

Immuno-Oncology (10)

CPI-resistant Melanoma and
Non-small Cell Lung Cancer

Solid Tumors

Solid Tumors

Oral Bioavailable; Demonstrated
Efficacy in CPl-resistant Patients

No Liver Toxicity

First-in-class Myeloid Regulator

ATG-201 (CD19 x CD3)
IND-enabling

ATG-207 (Undisclosed
Bifunctional Biologics)
Discovery

Autoimmune Diseases

B Cell Driven Autoimmune
Diseases

T Cell Driven Autoimmune
Diseases

Deep B Cell Depletion with Low CRS

First-in-Class;

Induces T,., and T Cell Exhaustion

reg

,400000000

T Cell Engagers (TCEs)

ATG-201 (CD19 x CD3)
IND-enabling

ATG-106 (CDH6 x CD3)
Pre-clinical

ATG-112 (ALPPL2 x CD3)
Pre-clinical

ATG-110 (LY6G6D x CD3)
Pre-clinical

ATG-021 (GPRC5D x CD3)
Pre-clinical

ATG-102 (LILRB4 x CD3)
Pre-clinical

ATG-107 (FLT3 x CD3)
Pre-clinical

ATG-115 (Undisclosed
Bispecific TCE)
Pre-clinical

Undisclosed Trispecific TCE
Discovery

Undisclosed Trispecific TCE
Discovery

B Cell Driven Autoimmune
Diseases

Ovarian Cancer and
Kidney Cancer

Gynecological Tumors and
Lung Cancer

Microsatellite Stable (MSS)
Colorectal Cancer

Multiple Myeloma

Acute Myeloid Leukemia and

Chronic Myelomonocytic Leukemia

Acute Myeloid Leukemia

Liver Cancer

Metastatic Castration-resistant
Prostate Cancer

Small Cell Lung Cancer and
Neuroendocrine Tumors

ANTENGENE

4 N\

Deep B Cell Depletion with Low CRS

J/

( )

First-in-Class CDH6 TCE

First-in-Class ALPPL2 TCE

For 10-resistant Colorectal Cancer

[ Biparatopic ]

Novel TAA Discovered by Al

First-in-Class

First-in-Class




Discovery and Pre-clinical Highlights

ATG-022 (CLDN18.2)
Phase Il

ATG-125 (B7-H3 x PD-L1)
Pre-clinical

CD24
Pre-clinical

CLDN18.2+ Gastric Cancer (GC)
and Other Solid Tumors

Solid Tumors

Solid Tumors

10+ADC in One Drug

10+ADC in One Drug

ATG-037 (CD73)
Phase Ib/Il

ATG-101 (PD-L1 x 4-1BB)
Phase |

ATG-031 (CD24)
Phase |

CPl-resistant Melanoma and
Non-small Cell Lung Cancer

Solid Tumors

Solid Tumors

ATG-201 (CD19 x CD3)
IND-enabling

ATG-207 (Undisclosed
Bifunctional Biologics)
Discovery

B Cell Driven Autoimmune
Diseases

T Cell Driven Autoimmune
Diseases

ATG-201 (CD19 x CD3)
IND-enabling

ATG-106 (CDH6 x CD3)

Pre-clinical

ATG-112 (ALPPL2 x CD3)
Pre-clinical

ATG-110 (LY6G6D x CD3)
Pre-clinical

ATG-021 (GPRC5D x CD3)

Pre-clinical

ATG-102 (LILRB4 x CD3)
Pre-clinical

ATG-107 (FLT3 x CD3)

Pre-clinical

ATG-115 (Undisclosed
Bispecific TCE)
Pre-clinical

Undisclosed Trispecific TCE

Discovery

Undisclosed Trispecific TCE

Discovery

ANTENGENE
1
e N
B Cell Driven Autoimmune
Diseases
\ y,
e A
Ovarian Cancer and
Kidney Cancer
\ y,
e A
Gynecological Tumors and
Lung Cancer
\ y,
e A
Microsatellite Stable (MSS)
Colorectal Cancer
\ y,
Multiple Myeloma
Acute Myeloid Leukemia and
Chronic Myelomonocytic Leukemia
Acute Myeloid Leukemia
e A
Liver Cancer
\ J
e A
Metastatic Castration-resistant
Prostate Cancer
\ y,
e A
Small Cell Lung Cancer and
Neuroendocrine Tumors
\ y,




ADC + 10 Combinations: Shaping the Future of Cancer Therapy ; T
Growing Adoption and Proven Efficacy Highlight Their Transformative Potential and Set the Stage for the Ml @

Development of Next-generation Assets ANTENGENE
r T I
Mechanistic Synergy ~A
ADCs deliver targeted cytotoxicity, while 10 amplifies immune activation for
stronger anti-tumor effects Directly killing
ICls tumors
: } ADCs
3 Bystander
',Igilling effect

Growing
Adoption of
ADC +10
Combinations

Overcoming Resistance and Tumor Heterogeneity
§ Combination converts “cold” tumors to “hot” and helps bypass resistance to

either therapy alone

immune surveillance

Durable Immune Memory and Durable Responses
j IO sustains and extends ADC-driven tumor shrinkage by enabling long-term

Increasing Clinical and Regulatory Momentum

Rising trial activity and early successes are driving rapid adoption and o . Tumor cell death
X X Source: Yu, P., Zhu, C., You, X. et al. The combination of immune checkpoint inhibitors and antibody-drug
investment in ADC+IO combos conjugates in the treatment of urogenital tumors: a review insights from phase 2 and 3 studies. Cell Death Dis 15,

433 (2024). https://doi.org/10.1038/541419-024-06837-w

( ) Tumor Associated Macrophage M1-like ( )
Dual Checkpoint Blockade Myeloid Checkpoint Blockade

~ / CD24 ADC Pro-inflammatory TME ~ /
7 N\ "

- N Cancer cell }\ Ve ° N

T Cell Activation o o W ° Phagocytosis Induction

\ J // ) ° p— \/ N J
2 o ° \j,e ®

s \ L 4 \ r \

Direct Tumor Killing CD24 Direct Tumor Killing




ANTENGENE

ATG-125
B7-H3 x PD-L1 Bispecific ADC




ATG-125: A Novel B7H3 x PD-L1 Bispecific ADC ALG
ANTENGENE

B7-H3 is a TAA Over-expressed in Multiple Tumor

B7-H3 x PD-L1 Bispecific ADC Types with Imnmunosuppressive Function

Normal Tissue CD276

Primary Tumor

Dual Checkpoint Blockade

|\ J
TCGA
( \
T Cell Activation
|\ J
( \

Direct Tumor Killing

B Designed to inhibit the interaction of B7-H3 and PD-L1 to their receptors,
respectively, inducing anti-tumor immunity

B Payload induces direct tumor Kkilling

B B7H3 x PD-L1 bispecific antibody demonstrated potent in vivo efficacy and
immunological memory

B ATG-125 demonstrated enhanced in vivo efficacy compared to B7H3-ADC
or PDL1-ADC

B The IND is planned for Q1 2027

0.0 25 50 75 10.0
log2(TPM)




Bispecific Antibody Component of ATG-125 Enhances T Cell Activation and
Blocks PD-1/ PD-L1 Interaction A m @

ANTENGENE

SUCSLEI LU T Ea R VULl U DI Bispecific Antibody of ATG-125 Blocks PD1 / PD-L1 Interaction
IL-2 and IFNy Production

PD1/PD-L1 blocking assay

IL-2_24 hrs IFNy_48 hrs 1800 - aPD-L1
1500 1500 - 1600 -A- B7H3xPDL1 parental BsAb
_ L 1400+
= 1000- = 1000-
£ £ 1200-
2 2 .
-~ 1000 +——rrrrr——rrrr—
3 500— I% 500 - 0.01 0.1 1 10
- - Conc. (nM)
0 Bispecific Antibody of ATG-125 Strongly Enhanced T Cell
y aly

Activation and Induced Robust IL-2 Production

1:20
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3500

B mDC+T+IgG1

T only
Bl mDC+T+B7H3xPDL1 parental BsAb

mm mDC+T+IgG1
Ml mDC+T-anti-B7H3 parental antibody (Spg/ml)
M mDC+T+anti-B7H3 parental antibody (10pug/ml)

w
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o
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IL-2 (pg/mL)
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S
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Bispecific Antibody Component of ATG-125 Activates Immune Cytotoxicity

ANTENGENE

B Bispecific antibody of ATG-125 induced significantly enhanced T-cell activation, as shown by a higher frequency of CD69+ CD3+ T cells in a co-
culture with HCC827 cells and human PBMCs

SSC-A : 55C - Area

B7-H3 Parental mAb aPD-L1

150K =
100K =

50K =

SSC-A : 55C - Area
=
5]
=
P

B7H3 x PD-L1
Parental BsAb

150K =

100K =

SS5C-A 1 55C - Area

150K —
100K =

40K =

SSC-A S5C- Area

Blank

150K =

100K =

S5C-A 1 55C - Area

T cell activation in the presence of HCC827
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N w S
T 2 9

-
o
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o
|

PBMC:HCC827=10:1 48h

B7-H3 parent mAb

PD-L1 mAb

B7H3xPD-L1 parent BsAb
higG1
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Discovery and Pre-clinical Highlights

AOOOOOOOO

T Cell Engagers (TCEs)

ATG-201 (CD19 x CD3)
IND-enabling

ATG-106 (CDH6 x CD3)
Pre-clinical

ATG-112 (ALPPL2 x CD3)
Pre-clinical

ATG-110 (LY6G6D x CD3)
Pre-clinical

ATG-021 (GPRC5D x CD3)
Pre-clinical

ATG-102 (LILRB4 x CD3)
Pre-clinical

ATG-107 (FLT3 x CD3)
Pre-clinical

ATG-115 (Undisclosed
Bispecific TCE)
Pre-clinical

Undisclosed Trispecific TCE

Discovery

Undisclosed Trispecific TCE

Discovery

B Cell Driven Autoimmune
Diseases

Ovarian Cancer and
Kidney Cancer

Gynecological Tumors and
Lung Cancer

Microsatellite Stable (MSS)
Colorectal Cancer

Multiple Myeloma

Acute Myeloid Leukemia and

Chronic Myelomonocytic Leukemia

Acute Myeloid Leukemia

Liver Cancer

Metastatic Castration-resistant
Prostate Cancer

Small Cell Lung Cancer and
Neuroendocrine Tumors

ANTENGENE

4 N\

Deep B Cell Depletion with Low CRS

J/

( )

First-in-Class CDH6 TCE

First-in-Class ALPPL2 TCE

For 10-resistant Colorectal Cancer

[ Biparatopic ]

Novel TAA Discovered by Al

First-in-Class

First-in-Class

ﬁ
(O}



AnTenGager™, a Novel Second Generation “2+1" TCE Platform with Steric Hindrance-masking A m @
Technology Enabling the Creation of TCEs with Enhanced Therapeutic Effect and Safety

ANTENGENE

Features of AnTenGager™ TCEs

- —
Rad ~~\
y;
! DAA s

o —

~
="

“Plug and Play” Disease
Associated Antigens (DAA)
B Compatible with diverse DAAs, enabling

the discovery & development of TCEs
across multiple therapeutic areas CD3

Bivalent Binding of DAA

B Enables the targeting of low-expressing target

Proprietary CD3 Sequences (Patented)

B Binds to a unique conformational epitope (CD3¢y or
CD3eo complex), with fast-on-fast-off binding kinetics

O '/,II\@Anti-CD3
7 %%

o Knob-into-hole
B Stronger T cell dependent cytotoxicity and reduced

cytokine release

\
CD3
L
Steric Hindrance Masking Technology
B Reduced risk of hook effect and cytokine release syndrome (CRS)




Masking Strategies of T Cell Engagers A m @
ANTENGENE

Peptide Hask Structural Locking (An?:ﬁgecng :‘nqrz;aCEnacg]eerTM)

DAA BD CD3BD 00" Anti-CD3
v %
Protease Anti-DAA X
Cleavage o
— o N
Cleavable linker V' §
Mask T cell
Albumin BD
Tumor Microenvironment Dependent Tumor Microenvironment Dependent Independent to Tumor Microenvironment
Protease Dependent Protease Dependent DAA Binding Dependent
. Conforrr_1at|on Change Indyced by Target Binding Induces Conformational
Enzyme Cleavage Site Exposed Enzymatic Cleavage, Creating CD3 ) R i
Binding Site Changes, Exposing CD3 Binding Site




CD3 Binding Site of AnTenGager™ TCE is Concealed by DAA Fab Arm A ﬁlﬁ @
ANTENGENE

AnTenGager™ Platform Fabx3 Platform

1
1
1
-

Segal, N.H. et al. Annals of Oncology,
Volume 28, vi34

B The CD3 binding site is tightly concealed by the
constant region of DAA-targeting Fab arms in the
unbound state due to steric hindrance

B Fabx3 2+1 format maintains continuous
exposure of CD3 binding sites due to the
higher rigidity of its Fab arms




AnTenGager™ TCEs Showed Target-dependent CD3 Binding and Cytotoxicity

ANTENGENE

AnTenGager™ TCE Has Reduced CD3 Binding in the Absence of Target-Cross Linking and Enhanced

BMK (1+1)

Fab arm exchange

Target-specific Cytotoxicity Compared with Benchmarks (BMKs)

cD3 =lAA

’—~\ ¢ N
K (N ’ )
{ 1 ),
N ,, ol

-
- -
- S

BMK (2+1)
Fab x3

— ~
t'\\ e i:l\
' ’

cns(\\ P R

E

Cell Binding on Jurkat Cell (Without DAA)

MFI

Cell binding on Jurkat cell

1500 Without TAA
-o- higG1
-o- BMK (1+1)

10001 o BMK (2+1)
-¥- Antengager

500

Antibody concentration [pmoiil] |

0 —T T T —T T —r
0.1 1 10 100 000
Conc. (nM)

A |
: A <CEA> 1C :
1 ! \
' <CEA> ifnm '
' :éwm i
' ¢ «D3e> 1 £ o :
: P329G LALA 'g :
: : H T 10* w1
1 1

S S e T T,

Benchmark Reported Similar Results
Clin Cancer Res (2016) 22 (13): 3286-3297

%Cytotoxicity

In Vitro Cytotoxicity (With DAA)

T cell dependent cytotoxicity

with TAA+cell
100
v
80-
s0- -+ higG1
—~— BMK (1+1)
407 — BMK (2+1)
20- -+ Antengager
A A—A
o— ...................... @ cree ittt ittt
LR | LR | ' b | LR | e
0.0001 0.001 0.01 0.1 1 10

Conc. (nM)



AnTenGager™ TCEs: Enhanced Safety Through DAA-dependent CD3 Activation A ﬁlﬁ @

ANTENGENE

/"-~\\
{: DA&\:} //;;:\\ B Steric Hindrance and Masking Effect: The CD3 binding site is concealed by the DAA Fab arm before antigen binding, preventing
N ,:’_-\ (\ , _’ '} unintended activation and enhancing safety

(; . “‘. ~ B Bivalent Binding of Disease-associated Antigen (DAA): Enables the targeting of low-expressing target with reduced risk of hook

N /y' effect

o B DAA-Dependent Activation: Upon DAA crosslinking, the CD3 binding arm is exposed, enabling specific and potent CD3+ T cell
activation only in the presence of the target antigen

Without DAA m CD3 Signalling in Jurkat-NFAT-Luc T Cell

in the Presence of DAA
DAA 10pg/mL Plate-bound DAA, 24h
Recombinant
| Protein 4000
@/..QAntl-CD3
4 & ~ st
Anti-fAA %0 3 3000~ A o MoGTLALA + DAA (plate-bound)

x —4— AnTenGager™ TCE
(0]
o
& 2000 hlgG1-LALA
g —+ g Without DAA
.GE) —¢ AnTenGager™ TCE
€ 1000-
-

CD3

Signaling CD3

Signaling 0
102 10-1 100 101 102 103
Conc. (nM)




Evaluation and Selection of Antibody Affinity

Affinity vs Avidity

ANTENGENE

i Antibodies with bivalent or
Epitope — o 4 S :.’, multivalent binding have higher
i ' avidity, which lowers the minimum
target copy number required for
Affinity Avidity achieving therapeutic effect
Source: https://www.novusbio.com/support/general-support/antibody-basics.html

300, HIV-1RT

250 XMRVRT
250 m— —
[ 200
200 7 L\
‘ o .
150, I/ AR 150
i 100
100‘ .
50+ 501
o = -~ o
sl [ binding  dssociaon | : ] dissociation :
-200 0 200 400 600 800 1000 120(¢ ‘5{_]200 0 200 400 600 800 10¢
Time (s)

Time (s)

Source: DOI: 10.1093/nar/gkr694 Source: DOI: 10.1093/nar/gkr694

B The on-rate and off-rate together determine how long an antibody stays on the target cell and
how long it can exert its function

B A faster off-rate shortens the functional duration of the antibody; a fast on-rate can
compensate for a fast off-rate

B For TCEs, fast-on/fast-off CD3 binding results in less cytokine release and reduced T-cell
exhaustion, while still maintaining good TDCC

B For ADCs, a longer residence time leads to more total antibody internalization, which is
beneficial for bystander-killing effects

ATG-106 Has Reduced CD3 Binding in the Absence CDH6 and Enhanced
Target-specific Cytotoxicity Compared with Crossmab 1+1 Format

TDCC on ES-2

Cell binding on T cell TDCC on OVCAR-3 TDCC on PA-1 4ot OvCa
(without CDHE) Capy number 9665 Copy number 1035 100+ ATG-106-h1

OvCa OvCa
80+ ATG-106-h1CM

g

10009 o ATG-106
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Gastric Cancer PDX 004
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S
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= —o— ATG-022 ADC 3mglkg B 26 4 L
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Proprietary Parental CD3 mAb for AnTenGager™ TCEs Demonstrated Differentiation A Tt @
Compared to SP34 ANTENGENE

B CD3 parental mAb from AnTenGager™ TCE did not bind to CD3& monomer in ELISA, while recognizing a conformational epitope on CD3¢y or CD3¢o
complex

B Benchmark anti-CD3 (SP34) binds to a linear epitope on CD3¢ monomer. SP34-derived CD3 arm was used in many competitor's TCE platforms/products

B Compared to SP34, AnTenGager parental CD3 mAb showed reduced activation of CD3 signaling , while inducing comparable or enhanced TDCC and reduced
cytokine release

(A) CD3¢e Binding (B) CD3ey and CD3¢o Binding
3.5+ -»- hlgG1-LALA CD3 mAb-ATG CD3 mAb-ATG
-~ hilgG1-LALA 304 -+~ CD3 mAb-ATG L
I e 25 + coamaou| A B A
- MAD- o = CD3 mAb-ATG SP34 —
5 $ 209 | CD3ec = s §
2 5 5 - CD3 mAb-BMK _— ) "
o | |
1.0
| l
0.5 0 X . _
0.0 J L
10 102 10-' 109 10" 102 &
Conc. (nM) Conc. (nM)



AnTenGager™ TCEs Demonstrated Enhanced In Vivo Efficacy and Low Risk of Ak @
Cytokine Release Syndrome (CRS) in Human PBMC Re-established Tumor Model

Enhanced Efficacy Compared to Benchmark

ANTENGENE

Significantly Reduced Release of Cytokines Compared

to Benchmark Indicating Low Risk of CRS

MM1S

4000 400~ IFN-y : TNF-alpha
G -0~ higG N
E 30004 = Antengager o
o o BMK(iH) T 3007 s = 6- '%
5 B M B
= 2000- Q %
0o ~ 200 -~ 4-
9 0 . Q
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o) | 0 0
g 1000 O 100- O 2- ¢
|_
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AnTenGager™ TCEs: Favorable PK Profile and Long Half-Life in Mice Suggest ATTG
Reduced Dosing Frequency and Improved Clinical Convenience

ANTENGENE

B AnTenGager™ TCEs demonstrated good PK profile in mice, with T,,, of 100h-300h

Pharmacokinetics of AnTenGager™ TCEs in Mice

100000

ng/mL




AnTenGager™ Platform Pipeline Overview A ﬁlﬁ @
ANTENGENE

mAb In vitro In vivo .
B Cell Related
Proprietary Anti-CD3 Library Diseases
Ovarian Cancer &
Affinity: 10-°M to 10°M Kidney Cancer
Fast-on-fast-off binding Gynecological
ATG-112 ALPPL2 x CD3  Tumors and Lung
kinetics Cancer
Epitope: CD3ey or CD3¢eo /Lxcult(e Mye:g?igh .
eukemia ronic
Leukemia
Microsatellite Stable
Cancer
Anti-DAA Tool Box
Acute Myeloid
Autoimmune Diseases: Undisclosed
ndaisclose:
CD19, CD20 sipeane”” vt veco [T
Hematological Malignancies: TCE
GPRCS5D, LILRB4, FLT3... Undisclosed Metastatic
P . Trispecific Undisclosed Castration-resistant -
Solid Tumor: CLDN18.2, CDHS6, i i
GD2, LYeG6D, B7H7, B7HS3,
ALPPL2, undisclosed TAA... Undisclosed o] e
Trispecific  Undisclosed N docri
TCE euroenaocrine

Tumors




AnTenGager™ TCE 2.0: Overcoming CRS Barriers and Preventing T Cell
Exhaustion to Enable Broader, More Effective, and Safer Therapeutic Applications ,, -\ cene

Minimizing Off-target T Cell Activation

Steric Hindrance Masking Technology

B Minimizes off-target T cell activation and cytokine release through target-dependent
CD3 activation, enabling a safer therapeutic window and preventing T cell exhaustion

B Compared with protease-dependent shielding TCEs that require the tumor
microenvironment, (e.g., Janux platform); AnTenGager™ TCEs are independent of the
TME and can be used for broader indications beyond solid tumors

Minimizing On-target T Cell Activation

Z

Enhances Efficacy

Improves Safety

Prevents T Cell
Exhaustion

Proprietary Anti-CD3 Sequences

B Minimizes on-target T cell activation and cytokine release by binding to a unique
conformational epitope with fast-on-fast-off binding kinetics while maintaining potent
T cell activation

R

Minimizes
Hook Effect




Growing TCE Market — AnTenGager™ TCE 2.0 Leads the Way Globally with ATTG

Significant Commercial Potential ANTENGENE

Explosive Growth Projected for the AnTenGager™ TCE 2.0 with Steric Hindrance-Masking Technology

Bispecific T Cell Engager (BiTE) Market Enable Broad Applications Across Multiple Indications

() GlobalData.

N
(S}

Solid Tumors

20.6 (e.g., CDH6, LY6G6D, ALPPL2)
+1,320%

N
o

-
a

Hematological Malignancies

(e.g., LILRB4, GPRC5D, FLT3)

-
o

AnTenGager™
TCE 2.0

Market Value for BiTEs (US$ bn)

a

Autoimmune Diseases

1.45

o LI

2023 2030

(e.g., CD19, CD20)

Source: GlobalData

Disclaimer: The information presented in these slides is based on independent research, analysis, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and
verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not be considered financial, investment, or professional advice. No liability is assumed for any decisions made based on the information contained herein.

77



ANTENGENE

ATG-201

CD19 x CD3 T Cell Engager
for B Cell Related Autoimmune Diseases




ATG-201: CD19 x CD3 TCE 2.0 With Ability to Deeply Deplete B Cells for the ATG

Treatment of Autoimmune Diseases ANTENGENE

ATG-201 is a CD19 x CD3 TCE with

Target Dependent T Cell Activation B Cell Depletion Therapy with ATG-201 to Treat Autoimmune Diseases

anti-CD19

anti-CD19

anti-CD3 scFv

Knob-into-hole Disabled Fc

B Cell Depletion Leads to the Remission of Autoimmune Diseases




CD19 x CD3 T Cell Engagers for Autoimmune Diseases: Competitive Advantages

of Second Generation “2+1” vs. First Generation “1+1” TCEs

Company

Format

CD19 Binding

CD19
Dependent
CD3 Activation

In Vivo Efficacy
in Autoimmune
Diseases

Half-life

Pros & Cons

Second Generation TCE for Autoimmune Diseases

ATG-201

ANTENGENE

<) =%,
[ (4
o &

Bivalent

Yes
(via Steric Hindrance; CD19-gated T cell activation reduces CRS risk)

Potent efficacy in SLE and MS model;
Deep and sustained B cell depletion in mice (blood, lymph node,
bone marrow, and spleen)

mAb-like
(~12.5 days in mice)

* Bivalent CD19 binding enables the targeting of CD19 low expressors
» CD19-gated T cell activation reducing CRS risk
» Potent efficacy

* Long half-life

First Generation TCEs for Oncology

TCE 1

Company 1

aCD19

Iy scFv
aCD3
scFv

Monovalent

No

No autoimmune animal
model data published

Short, ~2.1 hours in
clinic

» High potency, but higher
CRS risk than ATG-201

+ Short half life leads to
24/7 dosing

* Poor drug stability: 48h
in RT

TCE 2 TCE 3
Company 2 Company 3
Qa(:|31g aCD3 acD19 acp3
Fab Fab/ > VHH Fab &
[
Monovalent Monovalent
No No

Not publicly disclosed Not publicly disclosed

~7 days 9-11 days

* Clinically manageable
CRS using 2-step-up
dosing, but the low and
monovalent CD19
binding affinity may
lead to insufficient
autoreactive B cell
depletion

» Low efficacy against
naive B cells in vitro

ANTENGENE

TCE4
Company 4
aCD19
scFy
aHSA
VHH
acba
scFv
Monovalent
No
... and
others

Sustained B cell depletion
in blood in monkey

5-7 days in monkey

» High CRS risk and less
potent efficacy against
Naive B compared to
ATG-201

Disclaimer: The information presented in these slides is based on independent research, analysis, and interpretation of publicly available data, industry reports, and other sources deemed reliable. While efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and
verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not be considered financial, investment, or professional advice. No liability is assumed for any decisions made based on the information contained herein.
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27d Generation “2+1” Bivalent TCEs: Superior to 1t Generation Designs in Ak @

Autoimmune Disease, Engineered for Deeper and Safer CD19+ B Cell Depletion ANTENGENE

Repurposed First-Generation “1+1” TCEs Are Obsolete in Autoimmune Diseases Due to Limited Efficacy and Higher Toxicity

“2+1” TCEs: Purpose-Built for Autoimmune Disease Bivalent Binding of Second-Generation “2+1” TCEs Enables Targeting

Engineered to Address Distinct Disease Biology of Autoimmune Diseases Not
Targetable by Repurposed “1+1” TCEs from B Cell Malignancies

/ 4

of CD19-Low-Expressing B Cells in Autoimmune Diseases

“1+1” TCE } “241”TCE  CD19 47451

i

P 5N Y ; al; ;-a't.
=l T B A _ CD19 copy number expressed on the
p surface of autoimmune disease-
. related B cells is significantly lower
. . @\ 2924 that of malignant B cells
- A trec |v¢?

Raji NALM6 Primary

(Burkitt's )
Lymphoma) (Leukemia) B Cells

©.[CD19* -
Autoreactive
‘B.Cells”

B Cell in Spleen

2000
Eliminating dysregulated Lo .
Role of TCE autoreactive CD19+ B cells Role of TCE ::;:If??t':;t;ngomzl:ggfr?wiizlIs i = 1500 |
in Therapy grri?lgtéi[[r;?ma;mzn;;:g:lsl:: that in Therapy disnipts nommal hematopolesis z Bivalent CD19 binding of ATG-201
3 enables deep and durable B cell
m 10007 L depletion for the treatment of
Higher-affinity “2+1” TCEs are S [ 4re2 i i
. L. Lower-affinity TCEs (e_g' “141” N 1.5 mg/kg autoimmune diseases
. needed to effectively eliminate . _ . O 5004 L
Required TCE : L LECT I8 TCEs) are sufficient to effectively T}
. CD19+ B cells, which exist in e . .
Affinity Level N GIWA R and rapidly deplete malignant B
much lower abundance L
cells due to their high numbers 0

T T T T T
lgG1 D3 D5 D7 D14

compared to B cell malignancies




ATG-201 Shows Comparable or Enhanced Naive B Cell Depletion and Reduced Ak @

Cytokine Release vs. Repurposed 15t Generation TCEs Ex Vivo
ANTENGENE
Comparable or Enhanced Naive B Cell Depletion .
ATG-201 P P Reduced Cytokine Release vs. Benchmarks
vs. Benchmarks
OQ Fab 1900 IL-6 Release
24 Hours (PBMC, 48 hours)
oy & 100 250 -
L EC50: 41 pM - ATG-201
< o~ 807 g P ] m A) ATG-201
X EC50: 73 pM  -» Benchmark 1 200
& 60— uB) Benchmark 1
2 EC50: 918 pM - Benchmark 2 €1so _

Benchmark 1 L 40 = higG1 S, u C) Benchmark 2
aCh19 é = m D) Benchmark 3
scFv ° 204 3 100 -

S - E) higG1
O o4 - 50 -
aCb3 DE 10 104 102 10° 102 104
scFv -20- c M 0
onc. (nM) A B COD A B COD A B CD
Benchmark 2 100.0 con éo.(onM) 4.0
S 48 Hours
e 1007 ATG-201 IL-2 Release IFNy Release
VHH 80 ECSO: 13 pM hd - (PBMC, 48 hours) (PBNYC, 48 hours)
aCD3 m .
2o g EC50: 7 pM -o- Benchmark 1 0 a0
2 60- EC50: 87 pM ~® Benchmark 2 120 1200
Benchmark 3 g 40- -~ hlgG1 g 100 51000
° g 80 E 800
gm\% § 204 @ ° o 3 60 Z 600
> ® 40 = 400
o 0-_mHﬁHl LAl | T III’ TTTT| 20 200 IIL
_20_ 0.0001 0-01 1 100 10000 0 ABCD ABCD ABCD 0 ABCD ABCD ABCD
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ATG-201 Induced Less T Cell Exhaustion vs First Generation TCEs

ATG-201

o2 =
>
:fgfa W@O

I

Benchmark 1
aCD19

II] scFv
aCD3
scFv

Benchmark 2

iy

Benchmark 3
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VHH
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scFv

ANTENGENE
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ATG-201 Demonstrated Deeper and More Durable /n Vivo B Cell Depletion ATTG

Compared to Benchmark in CD34+ Cell Humanized Mice
ANTENGENE
B ATG-201: A single dose completely and deeply depleted B cells in CD34 humanized mice, with no detectable B cells in blood, bone marrow or spleen 14 days post-treatment
B Benchmark 4: Partially depleted B cells in bone marrow; B cells in blood and spleen were eliminated by Day 3 but began recovering by Day 5
B Cytokine Release: ATG-201 induced significantly lower IL-6 and TNF-a release compared to Benchmark 4
Day 0 3 5 7 . ) |
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> |
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ATG-201 Surrogate Antibody in NHP Demonstrated Low Cytokine Productionand A i G
Complete B Cell Depletion

ANTENGENE
B Repeated dosing of ATG-201 surrogate (1mpk, 3mpk, 6mpk) is well tolerated in NHP, with low cytokine production observed
B ATG-201 surrogate induced complete B cell depletion in peripheral blood, spleen and lymph nodes
) Control
NHP euthanasia

Spleen Inguinal lymph nodes

P Dosima g
ttt 11

D1 D8 D15 D22 D29

(6 mpk)
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Days post administration




CD19 x CD3 TCE Demonstrates Potent Efficacy in Mouse MRL-Ipr Spontaneous ATTG

Systemic Lupus Erythematosus (SLE) /n Vivo Model ANTENGENE

B The surrogated CD19 x CD3 TCE demonstrated enhanced efficacy in suppressing disease progression than CD20 x CD3 TCE, and CD19 or CD20
monoclonal antibody in spontaneous SLE mice

Week 9 10 11 12 13 14 15 16 17 18 19
| & | I | | | I .
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Axillary Lymph Nodes (right) )
g 8 -+ cD19-migG2a mAb Lymph Nodes Weight
(&) -6~ CD20-mlgG2a mAb ‘ » . % %k %k %
) -e- Surrogated CD19xCD3 TCE hIgG1 ‘ ‘ ﬁ ‘ O 2.0 o
g 6— -© Surrogated CD20xCD3 TCE y
= - higG1 CD19-migG2amAb & @& & e & & -
2 s °
& 4- CD20-mlgG2a mAb @ . ® o & O 2.0 ¢ I
% --------------------------------------------------------------------------------------- a o%o
S Surrogated CD19xCD3 ¢ @& ¢ = @ @ = | [/ 7 jf
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S S tedCD20xCD3 ® @& & o ﬁ
g_ urrogate X 8 e & @ o0 | | .
({111 » ) < < N
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O o &
Weeks of age © C;o“o " o

* Lymph nodes weight includes superficial cervicals, axillary, brachial and inguinal lymph nodes.



ANTENGENE

ATG-106

CDH6 x CD3 T Cell Engager
for Ovarian Cancer & Kidney Cancer




ATG-106: Globally First-in-class CDH6 x CD3 TCE 2.0 for the Treatment of Ovarian A fl @

and Kidney Cancers
y ANTENGENE
CDHE6 is a TAA Highly Expressed in Solid Tumors B First-in-class Opportunity: No CDH6 x CD3 TCE competitors in development yet
Such as O"aE"ad" Carthe:',CRenal Cancer, and B Compelling Preclinical Profile: Demonstrated CDH6-dependent T cell activation, potent in
ndometrial Cancer . . . : - :
vitro and in vivo anti-tumor efficacy, and good developability, well tolerated in NHP
ubmissi imeline:
TCGA Data Set B IND Submission Timeline: Planned for Q1 2027
Wﬁﬂ.ﬂ:g :
ATG-106 Has Reduced CD3 Binding in the Absence CDH6 and Enhanced
1601 ] Target-specific Cytotoxicity Compared with Crossmab 1+1 Format
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Cadherin-6 (CDH6) TCE as a Promising Approach for Ovarian Cancer and Kidney Cancer A ﬁlﬁ @
ANTENGENE

» Encodes a type Il classical cadherin from the cadherin superfamily. Involves in cell-cell adhesion and signal pathway,
enhance epithelial-mesenchymal transition and promotes cell migration and invasion

Cadherin-6 > Positively expressed in ovarian cancer (OV), kidney renal clear cell carcinoma (KIRC), kidney renal papillary
cell carcinoma (KIRP), some other tumor types like thyroid cancer (THCA), cholangiocarcinoma (CHOL),
(CDHG) hepatocellular cancer (LIHC), uterine corpus endometrial carcinoma (UCEC), lung squamous cell carcinoma (LUSC),

lung adenocarcinoma (LUAD) and sarcoma (SARC)

» Limited expression in normal tissue

CDH6 mRNA Expression
CDH6 Protein Expression
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Normal tissue (GTEX) Tumor (TCGA) Qvarian Renal
Carl U. Bialucha, et al.2017, Cancer Discovery.



ATG-106 Bound to CDH6 with High Affinity

ANTENGENE
B ATG-106 showed high binding affinity (sub-nM EC50) to CDH6 positive cells and protein, with EC5 as the binding epitope
B ATG-106 did not cross-react with other proteins in the CDH (Cadherin) family
Binding on OVCAR-3 Binding on 786-0
(CDH6+ cell) (CDH6+ cell)
5000 - 2000
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v l — 3000+ / o 15007 //r
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z ATG-106
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ATG-106 Binds To and Activates T Cells in a CDH6-dependent Manner A ﬁlﬁ @
ANTENGENE

B ATG-106 (parental) and its humanized candidates (ATG-106 h1, ATG-106 h2, and ATG-106 h3) showed high binding affinity (sub-nM EC50) to
CDH6 positive cells

B ATG-106 and ATG-106-h demonstrated little binding to CD3+ cells before CDH6 crosslinking, while they potently activated CD3 signaling in
the presence of CDH6 positive cells

Binding on OVCAR-3 Binding on Jurkat(CD3+ cells)
(CDH6+ cell) in the absence of CDH6
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4000+ A 4000
= 30004 = 3000
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0 I = T I I 1 0-—-—-1-—-%5;1— —— hlgG1
103 102 10-' 10° 107 102 100 101 102
Conc. (nM) Conc. (nM)
CD3 signaling activation on OVCAR-3 CD3 signaling activation on PA-1 CD3 signaling activation on 786-O CD3 signaling activation on ES-2
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ATG-106 Exhibited Potent T Cell Dependent Cytotoxicity on CDH6+ Cells A ﬁlﬁ @
ANTENGENE

B ATG-106 showed potent T-cell dependent cytotoxicity (TDCC) against CDH6+ cells (ovcar-3, PA-1 and 786-0)
B No TDCC was observed on CDH6 negative cells (ES-2)

TDCC on OVCAR-3 TDCC on PA-1
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ATG-106 (CDH6 x CD3 TCE) Exhibited Potent T Cell Dependent Cytotoxicity on
Ovarian Cancer and Promising /In Vivo Anti-tumor Activity

Potent T Cell Dependent Cytotoxicity on Ovarian Cancer Cell Line

ANTENGENE

Promising In Vivo Anti-tumor Activity

B No TDCC was observed on ES-2 (CDH6 negative)

B ATG-106 showed potent T-cell dependent cytotoxicity (TDCC) against OVCAR-3 and PA-1 (CDH6+)

TDCC on OVCAR-3
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B ATG-106 demonstrated potent in vivo efficacy in PBMC-
humanized OVCAR-3 CDX mouse models




ATG-106 (CDH6 x CD3 TCE) Exhibited Potent T Cell Dependent Cytotoxicity on
Renal Cancer Carcinoma and Promising In Vivo Anti-tumor Activity

Potent T Cell Dependent Cytotoxicity on Renal Cell
Carcinoma Cell Line

ANTENGENE

Promising In Vivo Anti-tumor Activity

B ATG-106 showed potent T-cell dependent cytotoxicity (TDCC) against 786-O
cells (CDH6 positive)
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B ATG-106 demonstrated potent in vivo efficacy, and low cytokines
release in PBMC-humanized 786-O CDX mouse models




ATG-106 Demonstrated Great Developability A ﬁlﬁ @
ANTENGENE

B ATG-106 candidates demonstrated a melting temperature (Tm) of >68 °C
B ATG-106 at 10 mg/mL showed great stability under multiple stress conditions (4 °C, 25 °C and 40 °C for 2 weeks and 4 weeks; Acceleration 3

days; Freeze-thaw 5 cycles)
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ANTENGENE

ATG-112

ALPPL2 x CD3 T Cell Engager
for Gynecological Tumors and Lung Cancer




ATG-112: ALPPL2 x CD3 TCE 2.0 for the Treatment of Gynecological Cancer, Non- A i G

small Cell Lung Cancer and Pancreatic Ductal Adenocarcinoma ANTENGENE

B First-in-class Opportunity: No ALPPL2 x CD3 TCE competitors in clinical-stage yet
B Compelling Preclinical Profile: Demonstrated ALPPL2-dependent T cell activation, potent in vitro and in vivo anti-tumor efficacy
B PCC Nomination: Planned for Q1 2026

ALPP/ALPG is Highly Expressed in Multiple Tumor Types with ATG-112 Demonstrated Promising Pre-clinical
Restricted Normal Tissue Expression Anti-tumor Efficacy
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ALPP and ALPG: Promising Therapeutic Targets for Advanced Solid Tumors

ALPP and ALPPL2: Closely Related GPI-Anchored

Proteins with High Expression in Cancer

ALP (Alkaline Phosphatase)

B Membrane-bound glycoprotein that catalyzes the hydrolysis of
phosphate monoesters at basic pH values, release inorganic phosphate

B GPl-anchored protein

B Dimeric enzymes

Human ALP Isoenzymes

ALPL (Tissue-nonspecific Alkaline Phosphatase)

B 57% homology with ALPPL2

B Expressed throughout the body, especially abundant in liver, bone,
kidney

ALPI (Intestinal Alkaline Phosphates)
B 87% homology with ALPPL2
B High level expression in intestinal tissue

ALPP (Placental Alkaline Phosphatase), 95% Homology with ALPPL2
B High level in placenta
B High expressed in multiple cancers

ALPG (Germ Cell Alkaline Phosphates, Placental-like ALP), ALPPL2
B High level in placenta. Trace amounts in the testis and thymus
B High expressed in multiple cancers

ANTENGENE

ALPP and ALPG: Similar Gene Expression Patterns
Across Tissues and Tumors

ALPL
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ALPP and ALPG: Promising Therapeutic Targets for Advanced Solid Tumors ATG
ANTENGENE

ALPP / ALPG in Normal Tissues ALPP / ALPG in Cancer Tissues

Embryonal

eminoma .
s Carcinoma

Colon Stomach Lung Prostate Kidney Lymph node Ovary Frequency of PLAF paskiva siaining ()
{6 2 _ \ ¥ ) ¥ o TR, Y S

[}
oL
o
o
o
o
o
0.
o
o

Seminoma . .

Embryonal carcinoma of the testis . .

. h ; Yolk sac tumor . .
Pa ncreas Skeletal muscle Endometrioid endometrial carcinoma . .
8 ) % Endometrioid carcinoma of the ovary ’ o

Liver Esophagus .Tgstis
/ ™ 3 J o ";{&,’ ;
Serous carcinoma of the ovary 4 .
Endometrial serous carcinoma y S

Carcinosarcoma of the ovary High-grade Serous Adenocarcinoma

Hear/t Nervg fSngooth (znuscle( _ Spinal cord Carcinosarcoma of the uterus | * . Carcinoma of of the Pancreas
r b @ } g ¥ %5 gj A Gastric adenocarcinoma, intestinal type |* . the Ovary

A v By N

\ A3 7 :"’ 2

Y 7 3 > 3
o~ 6" 8 # ¥ -
i . : p ]
W ¢ ! 2 ﬁ ‘u&i e
\ . bt e S

_Cervix S_r_n(gll_intestine Placenta Baings St ‘

E g’ Urothelial carcinoma, pT2-4 G3 | * .
!
2 VY
P f
\" 4

Cerebellum  Cerebrum

& \ﬁ 3

Pancreatic/Ampullary adenocarcinoma | * ”

Adenocarcinoma of the esophagus | * g

Gastric adenocarcinoma, mixed type | * .

Ductal adenocarcinoma of the pancreas | o

Adenocarcinoma of the lung |* U
Endometrial carcinoma, high grade, G3 ®

. [éitd ‘ . .
Endometrial clear cell carcinoma Gastric Adenocarcinoma

Mucinous carcinoma of the ovary | *  * Adenocarcinoma of the Lung

Gastric adenocarcinoma, diffuse type | ©
B The restricted expression of ALPP and ALPG in normal tissues and Adenocarcinoma of the colon | * ® rosi
. ap=gs . . : o ositive
their accessibility on the cancer cell surface supports their potential as A
q Adenocarcinoma, NOS (Papillary Cystadenocarcinoma) g
targets for cancer therapeutics

@ strong

Appendix, neuroendocrine tumor (NET) o




The Expression of ALPP/G in Normal Tissue is Restricted to the Placenta AR @

In-house Tissue Microarray Experiment ANTENGENE
Esophageal Stomach Small intestine Colon Liver Vermix Tongue

Salivary gland Prostate Breast Cervix uteri
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The Expression Profile of ALPP/G in Tumors: Microarray Experiment

Endometrial Cancer — 58.50%

Ovarian Cancer — 51.01%
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ATG-112 Demonstrated Promising In Vivo Anti-tumor Activity

ANTENGENE

B ATG-112 achieved potent tumor suppression across various doses (0.1, 0.05, and 0.02 mg/kg)
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ATG-112 Demonstrated Low Cytokine Release and Controllable CRS Risk A ﬁlﬁ @
ANTENGENE

B ATG-112 candidates exhibited a favorable in vivo safety profile, characterized by low cytokine release and controllable CRS risk
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ANTENGENE

Other TCEs for Solid Tumors




Other AnTenGager™ TCEs for Solid Tumors

ATG-110: LY6G6D x CD3 TCE 2.0 for MSS Colorectal Cancer

anti-LY6G6D @ : bodymap ~

\\ anti-LY6G6D A ;:".‘" 3
SWa I g R

anti-CD3 scFv

ue +1))
2

RPKM (log2(val
@

Knob-into-hole Disabled Fc

Mlss HSII«L HSIIVH

B LY6G6D is a phosphatidylinositol (GPl)—anchored cell surface protein with
expression highly specific to colorectal cancer

B LY6G6D has much higher expression level in colorectal cancer tissue compared
to normal tissue, predominantly in pMMR/MSS colorectal cancer which has
primary resistance to ICI treatment

B ATG-110 demonstrated potent efficacy and good stability
B IND Submission: Planned for H1 2027

ANTENGENE

Undisclosed AnTenGager™ TCE Programs

ATG-115

Undisclosed TAA
Bispecific TCE for
Liver Cancer

2 Undisclosed
Trispecific TCEs

Novel tumor associated antigen (TAA)
identified by Al + bioinformatics

Highly expressed in liver cancer
with low normal tissue expression

Targeting metastatic castration-
resistant prostate cancer (nCRPC)
and small cell lung cancer (SCLC) /
neuroendocrine tumors, respectively

First-in-class Potential

Enhancing efficacy with reduced
toxicity




ANTENGENE

Discovery and Pre-clinical Highlights

T Cell Engagers (TCEs)

ATG-022 (CLDN18.2)
Phase I

CLDN18.2+ Gastric Cancer (GC)
and Other Solid Tumors

[CLDN18.2 ADC with Efficacy Across the)

Widest Patient Population; BTD in GC )

ATG-125 (B7-H3 x PD-L1)

N\

10+ADC in One Drug

Pre-clinical Solid Tumors !
CD24‘ 1 Solid Tumors
Pre-clinical

10+ADC in One Drug

Immuno-Oncology (10)

CPl-resistant Melanoma and
Non-small Cell Lung Cancer

ATG-037 (CD73)
Phase Ib/ll

Oral Bioavailable; Demonstrated
Efficacy in CPI-resistant Patients

ATG-101 (PD-L1 x 4-1BB)

Phase | Solid Tumors

No Liver Toxicity

ATG-031 (CD24)

Phase | Solid Tumors

First-in-class Myeloid Regulator

Autoimmune Diseases

B Cell Driven Autoimmune
Diseases

ATG-201 (CD19 x CD3)
IND-enabling

Deep B Cell Depletion with Low CRS

ATG-207 (Undisclosed
Bifunctional Biologics)
Discovery

T Cell Driven Autoimmune
Diseases

First-in-Class;

Induces T,., and T Cell Exhaustion

reg

ATG-201 (CD19 x CD3)
IND-enabling

ATG-106 (CDH6 x CD3)
Pre-clinical

ATG-112 (ALPPL2 x CD3)
Pre-clinical

ATG-110 (LY6G6D x CD3)
Pre-clinical

ATG-021 (GPRC5D x CD3)
Pre-clinical

ATG-102 (LILRB4 x CD3)
Pre-clinical

ATG-107 (FLT3 x CD3)
Pre-clinical

ATG-115 (Undisclosed
Bispecific TCE)
Pre-clinical

Undisclosed Trispecific TCE
Discovery

Undisclosed Trispecific TCE

Discovery

éoooooooo

B Cell Driven Autoimmune
Diseases

Ovarian Cancer and
Kidney Cancer

Gynecological Tumors and
Lung Cancer

Microsatellite Stable (MSS)
Colorectal Cancer

Multiple Myeloma

Acute Myeloid Leukemia and
Chronic Myelomonocytic Leukemia

Acute Myeloid Leukemia

Liver Cancer

Metastatic Castration-resistant
Prostate Cancer

Small Cell Lung Cancer and
Neuroendocrine Tumors

4 N\

Deep B Cell Depletion with Low CRS

J/

( )

First-in-Class CDH6 TCE

First-in-Class ALPPL2 TCE

For I0-resistant Colorectal Cancer

[ Biparatopic ]

Novel TAA Discovered by Al

First-in-Class

First-in-Class




Next-Generation Therapies for B Cell- and T Cell-Driven Autoimmune Diseases A m @
ANTENGENE

Antengene’s Autoimmune Diseases Pipeline -

Lo gL
- = = . & e ‘{?‘—“() -
B Cell Driven Autoimmune Diseases . "/% 4

anti-CD19 ‘ /':© Adhesion
ATG-201 - CD19 x CD3 TCE \\ -

molecule
Deeper and More Durable In Vivo B Cell Depletion with ”

Epithelial cell of the
salivary or lacrimal gland
SOD0 2efdialolg

anti-CD19
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T Cell Driven Autoimmune Diseases

ATG-207 - First-in-Class Bifunctional Biologics

B Autoreactive T cells are known to cause autoimmune diseases like type 1
diabetes, rheumatoid arthritis, ankylosing spondylitis, and atopic dermatitis
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B ATG-207 is designed to induce strong T, differentiation and T cell
exhaustion, thereby alleviating T cell-related inflammation in autoimmune
diseases and achieving therapeutic goals
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Pre-clincal Data will be Presented in Key Conferences in 2026

Source: Signal Transduction and Targeted Therapy volume 9, Article number: 263 (2024)
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