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Disclaimer A % @

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 (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,
"predicts," "continues," "assumes," "
events or intentions.

expects," "may," "will," "could," "should," "shall," "risk," "intends," "estimates," "plans,"
positioned" or "anticipates" or the negative thereof, other variations thereon or comparable terminology or by discussions of strategy, plans, objectives, goals, future

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 furnished to you 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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Antengene Pipeline Overview

T Cell Engagers (TCEs)

Phase I

B7-H3 x PD-L1
Pre-clinical

CD24
Pre-clinical

ATG-022 (CLDN18.2)

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

Phase |

ATG-031 (CD24)
Phase |

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

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

IND-enabling

Discovery

ATG-201 (CD19 x CD3)

ATG-207 (Undisclosed
Bifunctional Biologics)

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

ATG-201 (CD19 x CD3)
IND-enabling

ATG-106 (CDH6 x CD3)
Pre-clinical

ATG-110 (LY6G6D x CD3)
Pre-clinical

ATG-112 (ALPPL2 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

Vs

B Cell Driven Autoimmune
Diseases

Deep B Cell Depletion with Low CRS

J/

Ovarian Cancer and
Kidney Cancer

First-in-Class CDH6 TCE

N\

Microsatellite Stable (MSS)
Colorectal Cancer

For 10-resistant Colorectal Cancer

Gynecological Tumors and
Lung Cancer

First-in-Class ALPPL2 TCE

Multiple Myeloma

Acute Myeloid Leukemia and
Chronic Myelomonocytic Leukemia

Biparatopic

Acute Myeloid Leukemia

Liver Cancer

Novel TAA Discovered by Al

Metastatic Castration-resistant
Prostate Cancer

First-in-Class

Small Cell Lung Cancer and
Neuroendocrine Tumors

First-in-Class




Key Milestones in 2025 YTD

Research & Development

ANTENGENE

XPOVIO® Regulatory &

Reimbursement Approvals

Granted Breakthrough Therapy Designation

ATG-022

Claudin 18.2 ADC

for the Treatment of Gastric / GEJ

CLDN18.2
Moderate to High
Expressing GC
(IHC 2+ > 20%)

CLDN18.2 Low
and Ultra-low

Expressing GC
(IHC 2+ = 20%)

Adenocarcinoma

2.4 mg/kg Cohort:

40% ORR (12/30), incl. 1 CR
90% DCR (27/30)

mPFS of 6.97 months
PFSg,, of 51.1%

0Sq;,, of 88.2%

0S,,,, of 66.2%

O O O O O O

1.8 mg/kg Cohort:
o 40% ORR (10/25), incl. 1 CR
o 84% DCR (21/25)

Efficacious Dose of 1.8-2.4 mg/kg:
o 33.3% ORR (6/18), incl. 1 CR
o 50% DCR (9/18)

ATG-037

CD73 Small Molecule Inhibitor

CPl-resistant o 36.4% ORR (4/11), incl.1 CR
Melanoma 100% DCR (11/11)

(o]

CPl-resistant
Non-small Cell
Lung Cancer

21.4% ORR (3/14)
71.4% DCR (10/14)

o O

AnTenGager™

“2+1” TCE Platform with Steric

Hindrance-masking Technology
AACR e

2 ons: pENAL
Poster Presentations: zit-riimes

April 25th — 30th, 2025

(Incl. ATG-201 (CD19 x CD3 TCE) and ATG-110 (LY6G6D x CD3 TCE)

ATG-201 Surrogate Antibody in Non-human Primates
(NHP) Demonstrated Low Cytokine Production and
Complete B cell depletion

Mainland China sj&

Australia
2L+ MM¥, R/R MM &
— )
< R/R DLBCL 2L+ MM & R/R MM
(]
Z South Korea Taiwan
o 2L+ MM* & R/IR MM TW 5 um & RR MM
2 R/R DLBCL R/R DLBCL
a
= Hong Kong Mo Macau
> R/R MM R/R MM
S Pag.
= zL'Pﬂﬁ'Z%r/g MM @ Malaysia
= R/R DLBCL “=—7 2L+ MM &R/R MM
(o))
w -
o Thailand A ndonesia*
2L+ MM & R/R MM A %F: '\DAEAB?:LR/R MM

Mainland China NRDL.:
R/R MM & R/R DLBCL

Australia PBS:
2L+ MM (XVd Regimen) & R/R MM (Xd Regimen)

South Korea NRDL:
R/R MM (Xd Regimen)

Taiwan NHI Reimbursement Scheme:
3L+ MM (XVd Regimen)*

Reimbursement

Singapore Cancer Drug List

* Achievements in 2025 YTD




Clinical Highlights

ANTENGENE



Clinical Highlights AT G
ANTENGENE

( ) e A
ATG-022 (CLDN18.2) CLDN18.2+ Gastric Cancer and  |CLDN18.2 ADC with Efficacy Across the . .
Phase I Other Solid Tumors | Widest Patient Population; BTD in GC | s e o el Auemmune
'4 3\ - J
B7-H3 x PD-L1 Solid Tumors 10+ADC in One Drug e p
Pre-clinical L ) ATG-106 (CDH6 x CD3) Ovarian Cancer and
s 3\ Pre-clinical Kidney Cancer
CD24 Solid Tumors I0+ADC in One Drug \ J
l Pre-clinical . J ( A
ATG-110 (LY6G6D x CD3) Microsatellite Stable (MSS)
Pre-clinical Colorectal Cancer
\ J
e a
Immuno-Oncology (10) ATG-112 (ALPPL2 x CD3) Gynecological Tumors and
Pre-clinical Lung Cancer
'q N\ k )
ATG-037 (CD73) CPlI-resistant Melanoma and Oral Bioavailable; Demonstrated
Phase Ib/Il Non-small Cell Lung Cancer | Efficacy in CPl-resistant Patients | ATG-021 (GPRC5D x CD3) Multiple Myeloma
p - Pre-clinical Y
ﬁ;ai':,m (PD-L1x 4-1BB) Solid Tumors No Liver Toxicity
- - ATG-102 (LILRB4 x CD3) Acute Myeloid Leukemia and
ATG-031 (CD24) ( ) Pre-clinical Chronic Myelomonocytic Leukemia
Phase | Solid Tumors First-in-class Myeloid Regulator
u‘ - J
ATG-.1 07 (FLT3 x CD3) Acute Myeloid Leukemia
Pre-clinical
) ATG-115 (Undisclosed f )
Bispecific TCE) Liver Cancer
Pre-clinical L )
i i e a
ATG-201- (CD19x €D3) o el Drlv-en futormmune Undisclosed Trispecific TCE Metastatic Castration-resistant
IND-enabling Diseases .
Discovery Prostate Cancer
\ J
ATG-207 (Undisclosed ( )
if . . . T Cell Driven Autoimmune Undisclosed Trispecific TCE Small Cell Lung Cancer and
B.' unctional Biologics) Diseases Discovery Neuroendocrine Tumors
Discovery _ J
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ATG-022
Claudin 18.2 ADC




ATG-022: CLDN18.2 ADC with Efficacy Across the Widest Patient Population and the Best A m @
Safety Profile Without Cumulative Toxicities, Allowing for Longer Treatment Duration ANTENGENE

ATG-022: CLDN18.2 ADC with Differentiated Potency Clinical Data Highlights

High Affinity Antibody

Efficacy across all
V CLDN18.2 expression
levels

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
rved in a non-Gl
effect : V observed in a
tumor type
Cys based conjugation
% = vc-MMAE WMean DAR=4
Specific DAR4 >70%




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

ANTENGENE

The Global Gastric Cancer Market is Underpenetrated and Presents

Significant Commercial Potential for Novel Therapeutics
For lllustration
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, analysis, and interpretation of publicly available data,

ther sources deemed reliable. ile efforts have been made to ensure accuracy, there is no guarantee of completeness or correctness. Readers should conduct their own independent research and 10
. No liability is assumed for any decisions made based on the information contained herein.

verification before making any business, investment, or strategic decisions. This presentation is for informational purposes only and should not b ¢ i vestment, or professional advi



Substantial Upside Opportunity Beyond Gastric Cancer A ﬂﬁ @
ANTENGENE

ATG-022 has demonstrated potent anti-tumor efficacy in low CLDN18.2—-expressing gastric cancer patients (IHC 2+ <20%),

Potential to suggesting a potential regulatory pathway to address this unmet medical need where no other CLDN18.2-targeted therapies are
available
Expand to Low
Eg(pressors » Enhertu has set a regulatory precedent with strong performance in low-ultra low HER2+ breast cancer translating into

indication expansion, gaining initial approval in high-expression breast cancer, then expanding to medium, low, and eventually into
novel HER2+ tumor types beyond initial breast cancers

Proportion of Patients With Moderate-High Protein Expression of Claudin 18.2

Approved
60% CLDN18.2-
Targeted Tx
50%
40% [ CLDN18.2-Targeted Tx in Active Clinical Development ]
Potential to 30%
E?(papd 20%
Indications
10%
0% ]
Gastric Ovarian Pancreatic Esophageal Lung (NSCLC) Liver Colorectal

+ CLDN18.2-targeting mAbs and ADCs have been investigated in the clinic specifically for pancreatic and esophageal cancers, and
trials including ovarian tumors, validating the expansion opportunity and noteworthy potential market size for ATG-022

+ ATG-022’s best-in-class PK/PD data supports utility into novel tumor types and a regulatory path analogous to Enhertu

Source: Human Protein Atlas (focuses on cancers where sufficient and consistent immunohistochemical data for CLDN18.2 protein expression is available; CAB013243 data shown). Esophageal data added per Coati et Al. BJC. 2019.

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 1 1

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: Phase I/ll "CLINCH" Trial Ongoing ATTG
Study Design ANTENGENE

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

(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
Current Available 1-8 makg GC/GEJC Cancer
] : : Moderate (IHC 2+ 20%- 40%) to High Expression (IHC 2+ 240%
SOC Treatment; 3-6 subjects SOII.d tumo.rs ( ' (1 8r:1) Ik g=~30§> ( )
subjects with -OMg/Kg,
Regardless of 0.9 mg/kg Claudin18.2+
. : GC/GEJC Cancer
. expression
Claudinis2 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 efficacy (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+ Gastric ATTG

Cancer Including From High to Ultra-low Expressors ANTENGENE

Preliminary Efficacy in CLDN18.2+ Gastric Cancer:
® |HC Staining - 2+, > 20% (CLDN18.2 Moderate to High Expressors): 2.4mg/kg Cohort'" — ORR of 40% (12/30) and DCR of 90% (27/30)
1.8mg/kg Cohort? — ORR of 40% (10/25) and DCR of 84% (21/25)
® |HC Staining - 2+, < 20% (CLDN18.2 Low and Ultra-low Expressors): Efficacious Dose Range of 1.8 — 2.4 mg/kg® — ORR of 33.3% (6/18) and DCR of 50% (9/18)

80 - o Group
Group3: 1.8 mg/kg Escalation M Groupd: 2.4 mg/kg Escalation Groupé6: 1.8 mg/kg Expansion
70 — W Group7: 2.4 mg/kg Expansion
—_
= 60 P
'] 50 — PR pp H
= PD PD PD Pp pp BoR:
3 40 — FD CR Complete Response
a 30 — - PR = Partial Response
a PP pD SD = Stable Disease
1 | B | & @B | _PD 8D — e e et T e -
g 20 - PD = Progressive Disease
8 10 - . NE = Not Evaluate
H . 5D sD sp sD
[)] 0 — —
E" 10 SD sp
o _ _
= sD
(@] sD
-20 — D sp oo o
46:, SP PD sD pp sp sD sD
] e | 0 e e i SD-SD By = - 4 B f 5 B @ = B & -
m SD PR
40 — FR PR PR PR PR
g PR PR
wm 50 — sD
"“' PR PR
@ PR oo
| 60 — PR PR
_Ia_; PR PR
—_ PR
E -70
g -80 —
-90
CR CR
_100— GO GEIC GC GC GC GC GC GC GC GC GC GC GC GC GC GC GC GC GC GC oC GO GC GC GC GC o GC GC GC GC GC GO GC GC GC GC GC GC GO GO GC GC GC GC GC GC GC GC GEIC GC GC GC GC GEIC GC GC GC GEJC GC GC
v’o%v’o v’o%%v’o v’o%v’o 050, N8, <0, 0, <, ov’o%v’a v’a%% <, v’a%v’a‘,v’a v’a%% v’g,v’o%v‘o v‘o%v‘o v‘o v‘o%v‘a v‘a%v%f v’q,v’o%v’o v’o N Vav,?o v’o%v’o v’o%v’q,v’o %%% NN
"’y 0")0‘% a"z “, 00‘9)0‘9 % 0‘% %%a%o‘o‘% 0*3900-’ "o%e =’o D, %}@ 0‘% ".9'% "z .9 € "cP %@, ‘%)090 < %yo"eo%‘% .5‘0 A a %za‘%‘ <o 00-’ R ‘b 0"00‘?9

Subiject

" Data for ATG-022 in CLDN18.2 moderate to high expressing GC (IHC 2+ > 20%), 2.4 mg/kg cohort is as of June 20, 2025; ? Data for ATG-022 in CLDN18.2 moderate to high expressing GC (IHC 2+ > 20%), 1.8 mg/kg cohort is as of August 11, 2025, ° Data for ATG-022 in CLDN18.2 low and ultra-low expressing GC (IHC 2+ < 20%),
2.4 mg/kg is as of July 24, 2025; *As of the data cut-off date, several additional responders was observed; however, data entry had not yet been completed by the site, thus not reflected in the plot.




ATG-022: Durable Responses Demonstrated and One Patient Exceeding 24 Months A % @
ANTENGENE

m Gastric or GEJ Cancer with Moderate to High CLDN18.2 Expression (IHC 2+, >20%) Treated at 2.4 mg/kg":
Median progression-free survival (mPFS) is 6.97 months (3.71-NE), with a 6-month progression-free survival (PFS6m) rate is 51.1% (95% ClI: 30.5%-68.4%),
a 9-month overall survival (OS) rate is 82.7% (95% CI: 59.4%-93.3%), and a 12-month OS rate is 66.2% (95% CI: 26.9%-87.8%)

®m Gastric or GEJ Cancer with Low or Ultra-low CLDN18.2 Expression (IHC 2+, £20%) Treated at 2.4 mg/kg?:
One CLDN18.2 ultra-low expression patient (2+ <1%) with a complete response (CR) has demonstrated durable CR and has been on the trial for over 24 months

>
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—— g SD
»

—— Group
— *> b Group3: 1.8 mg/kg Escalation [M Groupd: 2.4 mg/kg Escalation Groupé6: 1.8 mg/kg Expansion = Death
— — Ongoing

I
0

> %

Xe

> M Group7: 2.4 mg/kg Expansion
1 T T 1 T Ll 1 T T T L] Ll 1 T T T

3 6 9 12 15 18 21 24

Treatment (Months)
" Data for ATG-022 in CLDN18.2 moderate to high expressing GC (IHC 2+ > 20%) is as of June 20, 2025; ? Data in CLDN18.2 low and ultra-low expressing GC (IHC 2+ < 20%) is as of July 24, 2025; *As of the data cut-off date, several additional responders was observed; however, data entry had not yet been completed by the site, thus not reflected in the plot.



ATG-022: Favourable Safety Profile AR @

CLINCH (Phase | Dose Escalation & Phase Il Dose Expansion) Safety Summary — TRAEs ANTENGENE
E i E i
0 (%) 0.3r:n=9!llkg 0.9;ln=%lkg 1.8':n=g3lkg 2.4£1=%/kg 3.o£1=%/kg 1%82::‘%2:‘2“ ;4::;%2::
Subjects with at least one TRAE 0 (0) 2 (66.7) 3 (100) 3 (100) 6 (100) 18 (81.8) 54 (93.1)
Serious TRAE 0 (0) 0 (0) 0 (0) 1(33.3) 4 (66.7) 2(9.1) 19 (32.8)
Grade 2 3 TRAE 0 (0) 1(33.3) 1(33.3) 1(33.3) 6 (100) 4(18.2) 31 (53.4)
TRAE Leading to Dose Modification 0 (0) 1(33.3) 0 (0) 1(33.3) 5(83.3) 2(9.1) 28 (48.3)
TRAE Leading to Dose Reduction 0(0) 0 (0) 0 (0) 0 (0) 0 (0) 1(4.5) 10 (17.2)
TRAE Leading to Dose Interruption 0(0) 1(33.3) 0 (0) 1(33.3) 5(83.3) 1(4.5) 24 (41.4)
TRAE Leading to Drug Withdrawn 0 (0) 0 (0) 1(33.3) 0 (0) 2 (33.3) 0 (0) 2 (3.4)
TRAE Leading to Death 0 (0) 0 (0) 0 (0) 0 (0) 0 (0) 0 (0) 1(1.7)

Preliminary Data as of June 20, 2025



ATG-022: No Ophthalmological Toxicities or Interstitial Lung Disease Al @
CLINCH - TRAE By Preferred Term (PT) in 2 10% Patients (1.8 & 2.4 mg/kg)

ANTENGENE

Adverse Events Escalation (1.8mg/kg) (N=3) Expansion (1.8mg/kg) (N=22) Escalation (2.4mg/kg) (N=3) Expansion (2.4mg/kg) (N=58)
Preferred Term; n (%) Any Grade Grade 2 3 Any Grade Grade 2 3 Any Grade Grade 2 3 Any Grade Grade 2 3
Any TRAE (n, %) 3(100) 1(33.3) 18 (81.8) 4(18.2) 3(100) 1(33.3) 54 (93.1) 31 (53.4)
Neutrophil count decreased 0(0) 0(0) 6 (27.3) 1(4.5) 2 (66.7) 1(33.3) 30 (51.7) 9 (15.5)
Nausea 2 (66.7) 0 (0) 4(18.2) 0 (0) 1(33.3) 1(33.3) 29 (50.0) 2(3.4)
White blood cell count decreased 0(0) 0(0) 4 (18.2) 0(0) 1(33.3) 0 (0) 26 (44.8) 2(3.4)
Decreased appetite 1(33.3) 0(0) 1(4.5) 1(4.5) 2 (66.7) 0(0) 25 (43.1) 7(12.1)
Anaemia 0 (0) 0 (0) 8 (36.4) 1(4.5) 0 (0) 0(0) 25 (43.1) 5(8.6)
Weight decreased 1(33.3) 0 (0) 2(9.1) 0 (0) 0 (0) 0 (0) 23 (39.7) 2(3.4)
Vomiting 1(33.3) 0 (0) 2(9.1) 0(0) 1(33.3) 1(33.3) 20 (34.5) 1(1.7)
Hypoalbuminaemia 1(33.3) 0 (0) 5(22.7) 0 (0) 1(33.3) 1(33.3) 17 (29.3) 0 (0)
Malaise 0 (0) 0 (0) 1(4.5) 0(0) 0 (0) 0(0) 14 (24.1) 2(3.4)
Alanine aminotransferase increased 1(33.3) 1(33.3) 2(9.1) 0(0) 0(0) 0(0) 11 (19.0) 0(0)
Aspartate aminotransferase increased 0 (0) 0(0) 3(13.6) 0(0) 0(0) 0 (0) 10 (17.2) 1(1.7)
Alopecia 0 (0) 0 (0) 0 (0) 0 (0) 1(33.3) 1(33.3) 9 (15.5) 0(0)
Constipation 0 (0) 0 (0) 2(9.1) 0(0) 0 (0) 0(0) 9 (15.5) 1(1.7)
Fatigue 0 (0) 0 (0) 4(18.2) 0 (0) 1(33.3) 0 (0) 8 (13.8) 1(1.7)
Hypokalaemia 0(0) 0 (0) 0(0) 0(0) 1(33.3) 0(0) 7(12.1) 2(3.4)
Upper abdominal pain 1(33.3) 0 (0) 2(9.1) 1(4.5) 0 (0) 0 (0) 8 (13.8) 0 (0)
Diarrhoea 0(0) 0 (0) 1(4.5) 0(0) 1(33.3) 0(0) 7(12.1) 0 (0)
Platelet count decreased 0(0) 0(0) 2(9.1) 0(0) 0(0) 0(0) 7(12.1) 1(1.7)
Blood bilirubin increased 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 7(12.1) 1(1.7)
Lipase increased 0 (0) 0 (0) 0 (0) 0 (0) 0 (0) 0 (0) 7(12.1) 2(3.4)
Hyponatraemia 0 (0) 0 (0) 0(0) 0 (0) 0 (0) 0(0) 7(12.1) 1(1.7)
Hypocalcaemia 0 (0) 0 (0) 0 (0) 0 (0) 0 (0) 0 (0) 7(12.1) 1(1.7)

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

Preliminary Data as of June 20, 2025



Phase Ib/ll Study Design of ATG-022 In Combination with Pembrolizumab in ATTG
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 ATTG
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 mg/kg) +
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'022 (1.8 mglkg) + . N=~50
systemic Pembrolizumab + CAPOX
treatment N=3~6

Primary Objectives: Primary Objectives:

Safety, tolerability of ATG-022 + pembrolizumab + CAPOX combination therapy. RP2D ORR

definition L
Secondary Objectives:

Secondary Objectives: 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: Strong Clinical and Strategic Positioning in 1L-3L+ Gastric Cancer with AT @
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)




ANTENGENE

ATG-037
Oral CD73 Small Molecule Inhibitor




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




Significant Market Potential in Solid Tumors for Inmuno-oncology A % @
ANTENGENE

Market Size of Immuno-oncology (IO) is estimated to be $140+ billion in 2028, Including 10-Resistant Tumors'

91%

of all cancer cases
are solid tumors'

1.8 Million

New cases of solid tumors
in the US each year’

v

U.S. Deaths' Global Deaths?

Melanoma 8,000 59,000

Lung & Bronchus 125,000 1,800,000

Expand into Other Indications

GlobalData
National Cancer Institute Surveillance, Epidemiology and End Results (SEER) Program. 2024 Estimates. https://seer.cancer.gov (accessed May 2024)
World Health Organization International Agency for Research on Cancer (IARC). GLOBOCAN 2022

ource:
a

S
1.
2.
3.



ATG-037 Can Address the Huge Unmet Medical Need of Melanoma Patients who Al @
Progress on Anti-PD-1 Therapy ANTENGENE

Annual US & Ex-US Earlier Treatment Setting
Addressable Patient
Opportunity in Previously Annual Deaths':2
Treated Advanced Melanoma?

~30,000

Advanced Melanoma Overall
Patient Opportunity3

>70,000

Source:

1. National Cancer Institute Surveillance, Epidemiology and End Results (SEER) Program. 2024 Estimates. https://seer.cancer.gov (accessed May 2024)
2. World Health Organization International Agency for Research on Cancer (IARC). GLOBOCAN 2022

3. Data on file as of September 30, 2024. Includes more than 20,000 patients initial target markets plus additional potential markets.

v

Frontline Addressable

Patients?

U.S. *E 8K 14K

Ex-U.S. 22K 27K

Anticipated Markets

Geographic Footprint

Total 30K 41K

<«



ATG-037 "STAMINA" Clinical Trial Design ALG
ANTENGENE

Population: Patients with locally advanced or metastatic solid tumors with acquired checkpoint inhibitor resistance (The most common tumor types enrolled
include NSCLC, melanoma, SCLC, renal cell carcinoma, ovarian carcinoma); Patients received a median of 2 prior lines of treatment (ranges 0-7)

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

Phase I: Dose Escalation Objectives of the Study

GOOW_QSB'D Dose Optimization
r = Primary Objectives:
400mg BID Dose Level 1+ Safety, tolerability monotherapy
N=12 Melanoma / T . . )
NSCLC 2L+, and pembrolizumab combination
10 failed .
240mg BID O pembro. therapy. RP2D definition
N=6 After 2 cycles of ATG-037
monotherapy, eligible
120mg BID subjects will receive
N=10 ATG-037 combination
L ETET A
60mg BID pembrolizumab
r N=6
20mg BID
N=3
Part I: Monotherapy Part I: Post-monotherapy
Dose Escalation Combination

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




ATG-037 In Combination with Pembrolizumab Demonstrated Encouraging Efficacy A i G

Signals in CPl-resistant Melanoma and NSCLC - Waterfall Plot ANTENGENE

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

B A total of 11 melanoma and 14 NSCLC patients received combination therapy and were efficacy evaluable
o In melanoma, 1 patient achieved CR and 3 had PRs (ORR 36.4%, DCR 100%) compared to screening baseline
o In NSCLC, 3 patients achieved PRs (ORR 21.4%, DCR 71.4%) compared to screening baseline

B The ORRis 28.0% (7/25) and DCR is 84.0% (21/25) in the efficacy evaluable NSCLC and melanoma populations comparing with the screening baseline

CPI Resistant Melanoma CPI Resistant Non-small Cell Lung Cancer

Tumor Evaluation (Target Lesion Change from Baseline) Tumor Evaluation (Target Lesion Change from Baseline)

70 BOR: BoR:
&0 - CR = Complete Response CR = Complete Response
. PR = Partial Response - PR = Partial Response
® 504 5D = Stable Disease ® 5D = Stable Disease
o PD = Progressive Diseasa o PD = Progressive Disease
5 40 NE = Mot Evaluate § NE = Not Evaluate
[ q
5 g
; 5 »
b 4 S0 sD
) ||
E R 8D D PD
o
N ﬁ -20
H i
K} L R R e [ EEE R
a PR *
§ - § a0 SD
0 a PR
wl a
o =50+
H n PR
I {é‘ 60 -
M
g b d =70
s 70 o =
-80 or -804
_90 - BN L I T T MM M i r MM MM .90 -1 nae RECLD RECLC RELC 3oL acLe H3CLC N3CLL N3ILC 3L RCLo ISCLC HacLe wscLe
106010 106002 105010 106014 105006 105003 106007 106017 105002 106003 106015 103006 105005 102004 103008 102016 102003 102015 102011 105004 103010 102006 102002 106009 105007
Subject Subject
Group Group
: . E 5 - . 220 0 )
Group? Ebmg M Group3 120mg Escalation M Groupd 240mg M Group5 400ng Escalation ﬁigape ggrg?n : gigﬁpi i:ggg g;ﬁfififion u LGEgﬁpg 43823 e imieation W Groups 400mg Escalation
Grouph 600mg Group q pf --umg et P g P

*The target lesion of this subject reached PR with new lesion occurred. The prior best response was SD



ATG-037 In Combination with Pembrolizumab Demonstrated Durable Responses A i G

in CPl-resistant Melanoma and NSCLC - Swimmer Plot ANTENGENE

B The melanoma patient with a complete response (CR) has demonstrated durable response and has been on the trial for over 32 months
B 2 melanoma patients with partial response (PR) has demonstrated durable response and has been on the trial for over 15 months
B 1 melanoma patient has achieved durable stable disease (SD) and has been on the trial for over 28 months

CPI Resistant Melanoma CPI Resistant Non-small Cell Lung Cancer

102003 XS O O 0 D 0 O X
106003 MM
102002 NsCI [ 0 o 0 [ [
105002 102006  NSCI 1 0 0 0 . X
102004 NSC *
106002 201001 NS X
102013 NSCI X
105003 M | ] . (] ] . * ® ] . * (] [ 105004 NSC N
NSC!
106015 MM 5 5 201002 X
106009  NSCI q * O 0
106007 MM O . . . 103005 NS 0 + X
105011  NSCl b
106017 MM O 01003 N5C %
105007 NSC. X
106010 q . (] X
* CR 102011 NsC g x 0
i PR A
106014 MM { (] L] * D 103008  NSCI ) ® [ o
102015 NsC * * O
105006 M * PD * PD
| )
e x Death 103006 - x5 x Death
105010 MM o O Pembrolizumab 103010° s e O Pembrolizumab
v .
— Ongoing 102016 Nsc SR - Ongoing
T T T T T T T T T T T T T T T T T T T T T 1 T T T T T T T T T T T T T T 1 T 1 T
0 3 6 9 12 15 18 21 24 27 30 33 0 3 6 9 12 15 18 21 24 27
Treatment (Months) Treatment (Months)
Group . Group ‘
W Group? 60mg M Group3 120mg Escalation WM Groupd 240mg M Group5 400mg Escalation B GroupZ e0mg M Group3 120mg Escalation W Groupd Z40my W Groups 400mg Escalation
W Groupé 600mg W Groupé 600mg M Group? 120mg Optimization M Group? 400mgy Optimization

Preliminary Data as of July 24, 2025



Discovery and Pre-clinical Highlights

ANTENGENE



ATG-022 (CLDN18.2) CLDN18.2+ Gastric Cancer and

Phase I Other Solid Tumors
B7-H3 x PD-L1 Solid Tumors
Pre-clinical

CD24. ) Solid Tumors
Pre-clinical

Discovery and Pre-clinical Highlights

(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

Immuno-Oncology (10)

ATG-037 (CD73)
Phase Ib/ll

CPI-resistant Melanoma and
Non-small Cell Lung Cancer

ATG-101 (PD-L1 x 4-1BB) Solid Tumors
Phase |
ATG-031 (CD24)

Phase | Solid Tumors

Oral Bioavailable; Demonstrated
Efficacy in CPl-resistant Patients

No Liver Toxicity

First-in-class Myeloid Regulator

Autoimmune Diseases

B Cell Driven Autoimmune
Diseases

ATG-201 (CD19 x CD3)
IND-enabling

ATG-207 (Undisclosed
Bifunctional Biologics)
Discovery

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-110 (LY6G6D x CD3)
Pre-clinical

ATG-112 (ALPPL2 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

Microsatellite Stable (MSS)
Colorectal Cancer

Gynecological Tumors and
Lung 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

For 10-resistant Colorectal Cancer

First-in-Class ALPPL2 TCE

[ Biparatopic ]

Novel TAA Discovered by Al

First-in-Class

First-in-Class




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-110 (LY6G6D x CD3)
Pre-clinical

ATG-112 (ALPPL2 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

Microsatellite Stable (MSS)
Colorectal Cancer

Gynecological Tumors and
Lung 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

For 10-resistant Colorectal Cancer

First-in-Class ALPPL2 TCE

[ Biparatopic ]

Novel TAA Discovered by Al

First-in-Class

First-in-Class

N
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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

Target-Dependent CD3 Binding and Cytotoxicity

Features of AnTenGager™ TCEs

Bivalent Binding of DAA

B Enables the targeting of low-expressing target

P At
~
g N\

’ DAA®,

\
1
[
}
. 2B ’
~ e
/
{
' CD3
\
N
\\~~__—’
Proprietary CD3 Sequences Disabled Fc

B Binds to a unique conformational
epitope (CD3ey or CD3¢o complex),
with fast-on-fast-off binding kinetics

B Stronger T cell dependent
cytotoxicity and reduced cytokine
release

B Patented

Knob-into-hole

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

+
O KAnti-CD3
Of N

Anti-DAA

Target Cell Destruction




CD3 Binding Site of AnTenGager™ TCE is Concealed by DAA Fab Arm A % @
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™ TCE 2.0 Overcoming CRS Barriers to Unlock Broader and Safer A % @
Therapeutic Applications ANTENGENE

Minimizing Off-target Minimizing On-target

Cytokine Release Cytokine Release

Steric Hindrance

Masking Technology Proprietary Anti-CD3 Sequences
B Minimizes off-target cytokine release through target-dependent
CD3 activation, enabling a safer therapeutic window B Minimizes on-target cytokine release by binding to a unique
B Compared with protease-dependent shielding TCEs that require conformational epitope with fast-on-fast-off binding kinetics
the tumor microenvironment, e.g. Janux platform, AnTenGager™ while maintaining potent T cell activation

TCEs are independent of the TME and can be used for

broader indications beyond solid tumors.

v'

Engineered for Broader Use with Superior Safety and Efficacy




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

Treatment of Autoimmune Diseases ANTENGENE

ATG-201 is a CD19 x CD3 TCE with

B Cell Depletion Therapy with ATG-201 to Treat Autoimmune Diseases

Target Dependent T Cell Activation

anti-CD19

anti-CD19

anti-CD3 scFv

Knob-into-hole Disabled Fc

B Cell Depletion Leads to the Remission of Autoimmune Diseases




ATG-201 Demonstrated Deeper and More Durable In Vivo B Cell Depletion with Significantly A m @
Lower Cytokine Release 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 (
ATG-201 Benchmark y 14 Proinflammatory Cytokine
(BMK) 4 | | |
> 40-

IL-6 release

|
I |
I ! l I
& B 225190 acD19  aCD3, . I I
2 ab Fab 4% . . i { 1 1
acD3 00 @QDF < g ‘ \ ‘ \ ‘ \ . \ | 30— I
& % - \ \ \ ) T
) ) ) ’ I =2 |
ATG-201 | E 2
ks BMK4 S l
lgG I @ 101 l
-
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: 20 TNFa release I
3 3 3 | ] I
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ATG-201 Surrogate Antibody in NHP Demonstrated Low Cytokine Production and AT @
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)

3000 |
2000 |

2500

1500 ATG-201

Spleen Inguinal lymph nodes

1000

500

CD20+ B cells/ul of blood

0 10 20 30

Days post administration




ANTENGENE

AnTenGager™ TCEs for Solid Tumors




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

and Kidney Cancers ANTENGENE

ATG-106 is a CDH6 x CD3 TCE with CDH6 is a Tumor Associated Antigen Highly Expressed in Solid

Target Dependent T Cell Activation Tumors Such as Ovarian, Renal, and Endometrial Cancers

anti-cDH6 ¥ | @ Fmgaa Y T=-.
60 b 44
\ anti-CDH6 50 o ®
! # R

] "
. =L L . AL ’
&} ‘ ; Pt P L
P ~ SRR T
- ,f-:"f‘:sf-a. 4 & R B o e,
s T e Bl 2 e :"""‘.
fats R 2 e g oA
'3 42’\-' . ‘s‘- S TN g
} x : ' Fr o1 ‘\‘\ A
e 3, : -‘7“"—".‘,‘!“
. - e e e

Qvarian Renal

e

anti-CD3 scFv

CDH6 protein expression
(% CDH6™ tumor area by IHC)
i N
o

B Positively expressed in ovarian cancer, kidney cancer, and some other tumor types

Knob-into-hole Disabled Fc

B Restricted normal tissue expression
M Validated target by ADC

Source: Carl U. Bialucha, et al.2017, Cancer Discovery.




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

B First-in-class Opportunity: No CDH6 x CD3 TCE competitors in development yet
B Compelling Preclinical Profile: Demonstrated CDH6-dependent T cell activation, potent in vitro and in vivo anti-tumor efficacy, and good developability

B IND Submission Timeline: Planned for Q1 2027

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

Without CDH6 Without CDH6
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TDCC on ES-2
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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 Q4 2025

ALPP/ALPG is Highly Expressed in Multiple Tumor Types with ATG-112 Demonstrated Promising Pre-clinical

Restricted Normal Tissue Expression Anti-tumor Efficacy

Frequency of PLAP positive staining (%) Seminoma Embryonal
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=] o o e © © © ©o© o o

Tumor Volume = SEM
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Endometrial clear cell carcinoma . Adenocarcinoma of the Lung

Tumor volume

Mucinous carcinoma of the ovary | *

O———T—T—T— T T T T 1
4 7 11 14 18 21 25 28 31

Appendix, neuroendocrine tumor (NET) . Strong e - ’ ‘ n Days post Tu mor IﬂOCUlation

Gastric adenocarcinoma, diffuse type | *

Adenocarcinoma of the colon

@ Positive

Clear cell carcinoma of the ovary
Adenocarcinoma, NOS (Papillary Cystadenocarcinoma)




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




Discovery and Pre-clinical Highlights A ﬁlﬁ @

‘I
: e |
ATG-022 (CLDN18.2) CLDN18.2+ Ga;trlc Cancer and ATG-201 (CD19 x CD3) B Cell Driven Autoimmune
Phase Il Other Solid Tumors . :
\ J IND-enabling Diseases
e Y - J
27'”,3 x ';’D'u Solid Tumors I0+ADC in One Drug s 2
re-ciinica . y ATG-106 (CDH6 x CD3) Ovarian Cancer and
s ) Pre-clinical Kidney Cancer
CD24. ) Solid Tumors 10+ADC in One Drug \ J
Pre-clinical L ) r N
ATG-110 (LY6G6D x CD3) Microsatellite Stable (MSS)
Pre-clinical Colorectal Cancer
\ J
| e a
ATG-112 (ALPPL2 x CD3) Gynecological Tumors and
Pre-clinical Lung Cancer
P . \ J
ATG-037 (CD73) CPlI-resistant Melanoma and
Phase Ib/Il Non-small Cell Lung Cancer ATG-021 (GPRC5D x CD3) )
\ J o Multiple Myeloma
p . Pre-clinical
2;62;01 (PD-L1 x 4-1BB) Solid Tumors
- - ATG-102 (LILRB4 x CD3) Acute Myeloid Leukemia and
ATG-031 (CD24) ( ) Pre-clinical Chronic Myelomonocytic Leukemia
Solid Tumors
Phase | L )
ATG-.1 07 (FLT3 x CD3) Acute Myeloid Leukemia
Pre-clinical
) ATG-115 (Undisclosed f )
Bispecific TCE) Liver Cancer
Pre-clinical L )
ATG-201 (CD19 x CD3 B Cell Driven Autoimmune ) , , ( )
/ND-enab/in(g ) Diseases Undisclosed Trispecific TCE Metastatic Castration-resistant
Discovery Prostate Cancer
\ J
R : e A
g?;G 227 (Ulngl.stlzlos.ed T Cell Driven Autoimmune Undisclosed Trispecific TCE Small Cell Lung Cancer and
frunctional 1o ogics) Diseases Discovery Neuroendocrine Tumors
Discovery L )




ADC + 10 Combinations: Shaping the Future of Cancer Therapy A % @

Growing Adoption and Proven Efficacy Highlight Their Transformative Potential and Set the Stage for the Development

of Next-generation Assets ANTENGENE
. 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
Tumor cell death

Rising trial activity and early successes are driving rapid adoption and o N ,
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/s41419-024-06837-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
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ANTENGENE

Discovery and Pre-clinical Highlights

T Cell Engagers (TCEs)

[CLDN18.2 ADC with Efficacy Across the)

Widest Patient Population; BTD in GC )

N\

10+ADC in One Drug

ATG-022 (CLDN18.2) CLDN18.2+ Gastric Cancer and
Phase I Other Solid Tumors L
B7-H3 x PD-L1 Solid Tumors

Pre-clinical \
CD24 . Solid Tumors

Pre-clinical L

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-110 (LY6G6D x CD3)
Pre-clinical

ATG-112 (ALPPL2 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

Microsatellite Stable (MSS)
Colorectal Cancer

Gynecological Tumors and
Lung 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

For 10-resistant Colorectal Cancer

First-in-Class ALPPL2 TCE

[ Biparatopic ]

Novel TAA Discovered by Al

First-in-Class

First-in-Class

ﬁ
w




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

Significantly Lower Cytokine Release Compared to Benchmark anti-CD3 scFv

IND Targeting Q4 2025 . b ﬂ&( >0

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

Pancreatic
islet

e
@B cell @5 cell @acell Pcapillaries

/ o’ Endothelial cell wg» "2rietal
" / - epithelial cell

;'& Dendritic cell g% Neutrophil

(@  NaiveT cell @Macmphﬂgﬂ
Autoreactive ' ¥
Q0.5 e ®) Nk
/a Autoreactive

Q ° Plasma cell Q) B cell

WY s L e

9, Proinflammatory
% Complement ° PR

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

L)

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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IR Contact: ir@antengene.com | BD Contact: ariel.guo@antengene.com Treating Patients Beyond Borders
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