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Presentation Disclaimer

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 CStone Pharmaceuticals (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 requlatory 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 highly confidential and being 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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Recognized R&D Capability

Proven track record for high-quality and efficient drug development worldwide Stock Code: 2616. HK

FHARMACEUTICALS

Established in late 2015, CStone is an innovation-driven biopharmaceutical company focused on the research and
development of therapies for oncology, immunology/inflammation, and other key disease areas

R&D Milestones

2 1 Zp[))pArovals
60+ Biﬁications
60+ ,IBI\\Ip[E)rovals

-I 0+ Discovery
Projects Ongoing

* The exclusive rights of ivosidenib has been transferred to Servier

Commercial
Achievement

4 Products
Commercialized*

1 Novel Assets

Potentially FIC/BIC ADCs and

9 Indications
Approved
Mono-/Multi-Specific Antibodies
in Oncology and Immunology/ Territories
Inflammation 6 Coverage

Pipeline 2.0 Strength

EE



To drive business growth by maximizing commercial value of in-market products and
advancing innovative Pipeline 2.0

L Key Clinical Programs Innovative Early Programs
Sl sl e el in Pipeline 2.0 in Pipeline 2.0

Sugemalimab
(PD-L1)

Pralsetinib
(RET)

Avapritinib
(KIT/PDGFRA)

Recurring revenue to fuel pipeline
advancement

CS2009
(PD-1/VEGF/CTLA-4 trispecific antibody)

Global first-in-class /
best-in-class potential

CS5007
(EGFR/HER3 bsADC)

CS5001
(RORT ADC)

Strong growth momentum
in near term

(ITGB4 ADC) bsADC) dualA%%sgload
CS5010 CS5012 CS1012

(HER2 biparatopic | (HER2 biparatopic

dual-payload ADC) novel-payload ADC) (GDF-15 mAb)

CS2013 CS2015 CS1016
(BAFF/APRIL (OX40L/TSLP (PD-1 agonist
bsAb) bsAb) mADb)

CS2016
(TL1A/a4B7
bsAb)

More Exploratory Programs...

Robust growth engine
for the long run

bs: bispecific, Ab: antibody,; mAb: monoclonal antiboady

Oncology program I1&I program 4 [2E



Progress of Pipeline 2.0

Right Indication Discovery S IND-Enabling FIH POC
Development

Antibodies (Oncology)

CS2009 (PD-1/VEGF/CTLA-4 trispecific antibody) ® Solid tumors
€51012 (GDF-15 antibody) () Solid tumors D

ADCs (Oncology)
550017 (RORT ADC) @ hematgfc}igdi:%g(l)irgsr;lancies
CS5007 (EGFR/HER3 bispecific ADC) @ Solid tumors ...
CS5006 (ITGB4 ADC) @ Solid tumors D
€S5008 (SSTR2/DLL3 bispecific ADC) (~)) Solid tumors D
CS5009 (B7H3/PD-L1 bispecific dual-payload ADC) @ Solid tumors -]
CS5010 (HER2 biparatopic dual-payload ADC) () Solid tumors C )
CS5012 (HER2 biparatopic novel-payload ADC) @ Solid tumors -]

Antibodies (Immunology & Inflammation)
CS2013 (BAFF/APRIL bispecific antibody) () Immunology & Inflammation GGG
CS2015 (OX40L/TSLP bispecific antibody) @ Immunology & Inflammation NG
CS1016 (PD-1 agonist antibody) @ Immunology & Inflammation D
CS2016 (TL1A/a4B7 bispecific antibody) @ Immunology & Inflammation D

@ GlobalRights

Note: Assets status denotes progress in the region(s) noted in the column titled “Rights”; FIH = First in Human, POC = Proof of Concept, aC
7. CStone obtains the exclusive global right from LigaChem Biosciences, Inc. (LCB) to lead development and commercialization of LCB71/C55001 outside the Republic of Korea 5 | LTd



CS2009

- Design, MoA, and Rationale
« Phase 1/2 Clinical Data Update
- Proof of Mechanism
- Proof of Safety
- Proof of Concept in Broad Cancer Types
1. Non-small Cell Lung Cancer (NSCLC) Dataset
2. Colorectal Cancer (CRC) Dataset
3. Preliminary Clinical Data for Other Tumor Types
- Regulatory and Clinical Plan for Global Phase 3 Trials




Molecular Design and MOA

Molecular Design and MOA: Triple Synergy to Deliver Durable Survival Benefit with
Minimized Toxicity

Potential First-in-Class / Best-in-Class Next-Generation Immuno-Oncology (I/0) Backbone

Anti-angiogenesis & » Triple synergy (PD-1/VEGF/CTLA-4)
vascular Normalization Simult ly targets thr thways to restore T-cell function, remodel the tumor
Anti—VEGFA Imuttaneously targets €e pa ays to restore 1-cel runction, remoae e tumo

microenvironment, and enhance T-cell priming — driving deeper, more durable
anti-tumor immunity.

» Overcomes limitations of conventional immuno-combination

therapies
VEGFA-Dimer-Driven VEGFA-Dimer-Driven . L. . . . . . .
Crosslinking Crosslinking « Addresses high toxicity of conventional CTLA-4 antibodies (which restricts sustained
& & dosing) and uncertain long-term OS benefit of PD-1/VEGF bispecifics or

Anti-CTLA-4-Mediated
VEGFA Internalization

Anti-PD-T7-Mediated

VEGFA Internalization combination regimens

« Differentiated design reduces systemic immune-related and VEGF-related toxicities,
enabling long-term continuous dosing

Anti-CTLA-4 ANti-PD-1 » Expands immunotherapy scope for long-term survival
Enhances T-cell priming Reverses T cell « Consistent clinical activity in traditionally “cold” tumors (e.g., pPMMR/MSS colorectal
& proliferation exhaustion cancer) and heavily pre-treated NSCLC, supported by a favorable safety profile
« Potential to benefit a broader patient population and deliver sustained long-term
Cooperative Binding overall survival benefit

MoA: Mechanism of Action 7 EE



Molecular Design and MOA

Triple Synergy in the Tumor Microenvironment leads to enhanced anti-tumor activities

i Lioit f32) Anti-VEGFA Actions
Antl-VEGEA > Cut off blood supply

* Blocks pathological angiogenesis %
¢ Prunes immature & leaky tumor vessels

* Restricts tumor nutrient supply & growth

VEGFA-Dimer-Driven
Crosslinking

&
Anti-PD-1-Mediated N g q
I/Erg;—‘A /nternsligifon o Antl_PD'1 ACt|0n N TME
» Revive exhausted T-cells

» Blocks PD-1 inhibitory checkpoint on T cells
» Reverses T-cell exhaustion

VEGFA-Dimer-Driven
Crosslinking
&
Anti-CTLA-4-Mediated
VEGFA Internalization

@ Anti-VEGFA Actions

> Clear pathways for T-cells

Anti-CTLA-4 Anti-PD-1 functi « Induces tumor vascular
Enhances T-cell priming Reverses T cell * Restores cytotoxic runction normalization
& proliferation exhaustion
* Improves vessel structure &
Cooperative Binding perfu5|on o '
« Enhances T-cell trafficking into
tumor

0 Anti-CTLA-4 Action in TME

> Recruit and train T-cells inside TDLN/TME

« Blocks CTLA-4 inhibitory checkpoint on T cells
» Drives T-cell priming and clonal expansion
« Expands tumor-reactive effector T-cell pool

T fﬁ o joYo!

@ VEGFA-Crosslinking

> Boost 10 activities

« VEGFA-dimer-driven C52009
clustering boosts PD-1/CTLA-4* T-cell
binding and 10 activities in TME

M‘gw VEGFA dimer
o P '.

, v
9 ag;

PD1

Effector T Cell

Note. Image adapted from Servier Medical Art, licensed under CC BY 4.0 3 F'":
ac

TDLN: tumor-draining lymph node; TME: tumor microenvironment



Molecular Design and MOA

Multi-target engagement and synergistic interactions enhance €S2009’s activities in TME
while sparing peripheral CTLA-4+ T cells to widen its therapeutic window

TME and TDLN

P within the TME, C52009’'s monovalent PD-1 arm
(Kp = 18.4 nM) can effectively block PD-1/PD-L1
interaction (K, ~ 1 mM). In addition, C52009
preferentially binds PD-1 and CTLA-4 on
double-positive tumor-infiltrating lymphocytes
(Teff and Treg) via avidity-driven concurrent
engagement of both checkpoints, enhancing its
binding avidity (Ky ~ 1 nM) and checkpoint
inhibitory (CPI) activity to reinvigorate Teff and
block Treg activities, including:

1. Blocking PD-1/PD-L1 interaction on Teff

2. Blocking CTLA-4/CD80 interaction on Teff & Treg

3. Inducing internalization of PD-1 & CTLA-4 on Teff & Treg

4. Blocking Treg-driven transcytosis of CD80 from APC surface

“oM‘e VEGFA dimer
Jcs,loog '/,‘\CSH2< N\ 7?09/’ 82009L

CTLA-4
Effector T Cell

4
Within the TME, C52009 forms clusters after crosslinking with
VEGFA dimers, which strengthens its binding affinity to PD-1/
CTLA-4-expressing T cells and further amplifies its CPI activity

TME = tumor microenvironment (TME), TDLN = tumor-draining lymph node

Peripheral

In the peripheral, In contract to high-affinity CTLA-4 mAbs/ bsAbs,
CS2009's monovalent CTLA-4 arm (K, = 16.1 nM) is unable to block
CTLA-4/CD80 interaction (avidity K, 1-10 nM) due to low affinity,
thus preventing CTLA-4 single-positive T cells from over-activation,
and reducing systemic autoimmune toxicity

Autoreactive
T cells

&— pD-1 i

as— TCR B—- MHC| .
S - @ PD-L1 |
MHC II |

. O veGradimer

>= cTLA-4 &= cDso | |
cs2009) (52009 |



Molecular Design Rationale

No OS benefits from PD-(L)1 + VEGF combo therapy: Strong PFS but no 0S benefit for PD-L1
mADb + VEGF mAb + Chemo vs. PD-L1 mAb + Chemo in 1L NSCLC in IMpower 150

Efficacy endpoint Arm A Arm B PFSinl/TT papu[atjon
(Atezolizumab + (Atezolizumab +
Paclitaxel + Bevacizumab + f;u 1.0 A Treatment arm _ ‘ A Median PFS _ HR (95%Cl) _ p-value
Carboplatin) _ Paclitaxel + Carboplatin) | % 031 T e o {0 oT o0
Investigamr-assessed PFS (RECIST n =402 n =400 2 0.8 - Bevacizumab+paclitaxel+carboplatin 6.8 mo
y1.1)* g ]
I No_of events (%) 330 (82 19%) 291 (72 8%) ﬂ ué 0-7 Arm B
Median duration of PFS (months) 6.7 8.4 2 061
95% C1 (5.7, 6.9) (8.0, 9.9) ﬁ 0.5 - Atezo + bev + chemo
Stratified hazard ratio™” (95% CI) < 0.670.57, 0.79)  04- ArmA
p-value'? <0.0001 S 034 Atezo + chemo
0S8 interim analysis* n=402 n =400 g.. 0.2 - .
No, of deaths (%) 200 (51.2%) 192 (48.0%) % 0-1 ] —t Taoentriq+bavacizumab+paclilaxs\+carboplatin~'-\-q.._q
I Median time to events (months) 19.5 19.8 ﬂ 8 ' 7| —— Tecentrigrpacitaxei+carboplatin T ey,
557 C1 163,213 174, 242) o e RS o, S
Stratified hazard ratio™ (95% CT) @.74, 1.10) 01234567 8 9101112131415161718192021222324 2526272829 3031323334
p-value!? 0.3000 Time (months)
; ; o S _ ) OS in ITT population
+ "PD-1/L1 + VEGF" combination significantly improved PFS in _— e . —
NSCLC vs. PD-1/L1 monotherapy, but did not show clear 0S _ 091 Tecaniq pastmrcoroptin T 195me 085(071.109 0083
. . . X S 0.8- Bevacizumab+paciitaxel+carboplatin 14.9 mo
benefit, especially in PD-L1 low-expression subgroups. e oo
2 D5
5 0.
» IMpower150 results showed that Arm B (PD-L1 + VEGF + Z 05+ AmMB e
-]
chemo) improved PFS but not for OS vs. Arm A (PD-L1 + el Atezo + bev + chemo i
oy s . a
chemo). Additionally, Arm B (PD-L1 + VEGF + chemo) failed to 021 Arm A
. . . 0.1 - —+— Tecentriq+bevacizumab+paclitaxel+carboplatin AtEZO + ChemO
demonstrate OS benefits in the subgroup with <1% PD-L1 1] - Tecentriatpacitaxei+carboplatin
0.0 - ===~ Bevacizumab+paclitaxel+carboplatin
expression compared to the control arm. 012345678 91011121314151617 18192021 22 23 24 25 26 27 28 20 30 3132 33 34
Time (months)

Source: Tecentriq label 10 EE



Molecular Design Rationale

Adding anti-CTLA-4 mADb (even for limited doses) to anti-PD-(L)1 mAb improves 0S (HR
\ ~0.1-0.2), validating CTLA-4's distinct contribution to survival benefit

"PD-1/L17 + CTLA-4" combo shows significant PFS and OS benefits, particularly long-term OS improvement, e.g., Nivolumab (PD-1) + Ipilimumab (CTLA-4) in advanced melanoma

CheckMate 067: 10-Year Outcomes with Nivolumab plus Ipilimumab in Advanced Melanoma

*Note: IPl (3 mg/kg Q3W) was administered for 4 doses makx.

A Overall Survival

IOO_Q-__ 3-Yr Estimate  5-Yr Estimate 10-Yr Estimate PI:lt(i).e:fs g:il:ﬂ
904 & o, 9,
(959? < (95/,°C|) (95/|° S with Survival
2 80 ! ! Event (95% CI)
1
'% 707 ! i mo
8 609 ! Nivo+lpi (N=314) 173 71.9 (38.2-114.4)
S 504 3 Nivolumab (N=316) 192 36.9 (28.2-53.7)
g 401 . ) #] Ipilimumab (N=315) 243 19.9 (16.8-246)
= >
s 30 | H 32 Hazard ratio for death, nivo+ipi vs.
3 2 34 (Zfli T SoEm H ipilimumab, 0.53 (95% Cl, 0.44-0.65)
1 ! 26 (22 Ipilimumab i Hazard ratio for death, nivolumab vs.
10+ ! ! 19 (15-24) ipil 2 52-0.76)
o ——r—r— i —— i e — i — azard ratio for death, nivo+ipi vs.
0 6 12 18 24 30 36 42 48 54 60 66 72 78 84 90 96 102 108 114120 126 132 volumab, 0.85 (95% CI, 0.69-1.03

Months

Events,
n/N (%)

Median OS,
Months (95% CI)

24-Month OS,
% (95% Cl)

13.3(11.4t0 14.7)
11.7 (105 to 13.1)

29.6 (24.8 to 34.6)
22.1{(17.8 to 26.8)

1.0 4
D+ CT 264/338(78.1)
0.8 CT 285/337 (84.6)
=
a8 0.6
[5e]
=0
o
£ 0.4
w
o
0.2 .
1
1
1
1
T

Durvalumab (PD-L1) + Chemo

< HR 0.86 (95} Cl,0.72 to 1.02); P=.0758

0 3 6 9 12 15 18 21 24 27 30 33
POSEIDON Study

Time Since Random Assignment (months)

* Note: Data pooled from six CheckMate studies in treatment-naive melanoma patients
receiving NIVO + 4 doses of IPI (NIVO T mg/kg + 1Pl 3 mg/kg or NIVO 3 mg/kg + 1Pl 1
mg/kg), Q3W, or NIVO mono (3 mg/kg), Q2W.

A NIVO +IPI NIVO
(n =839) (n = 536)
100 Events, No. 386 315
90 4 Median, months (95% Cl) ~ 84.6 (59.5- 36.9 (31.2-45.7)
80 HR (95% CI) 0.78 (0.67-0.91)
7 —_—
70
60%
- 60 56%
= 54% 529
; 50
o 40 4 51%
30

204 —a NIVO +IPI
10 4 —© NIVO

i
!

i 46% 42% y
.

: \

:

:

.

0 9 18 27 36 45 54 63 72 81 90 99 108 117

Time (months)

Median OS,
Months (95% CI)

24-Month OS,
% {95% CI)

Events,
n/N (%)

* Note: tremelimumab

T+D+CT 251/338 (74.3) 14.0 (11.7 to 16.1 329 (27910379
104w 75mg forup to 4 cycles wo 3387431 1401710161 (27910379
285/337 (84.6) 11.7 (10.5 to 13.1) 22.1(17.8 to 26.8)
08 - GR 077 (asyzu 1, 0.65 to 0.92); P=.0030
z
S 06 Durvalumab (PD-L1) + Tremelimumab (CTLA-4) + Chemo
E
£ 044
w
o 1
0.2 1
1
1
1
1

0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48

POSEIDON Study Time Since Random Assignment (months)

In NSCLC, Durvalumab (PD-L1) + Chemo vs. Chemo Alone: Durvalumab (PD-L1) + Tremelimumab (CTLA-4) + Chemo vs. Chemo Alone: Significant
Improved PFS but No Statistically Significant OS Benefit Improvement in Both PFS and OS

11 |58



Molecular Design Rationale

Continuous CTLA-4 Exposure Drives Long-Term 0S Benefit: Checkmate-227 5-yr Validation
Enhanced survival (OS HR | ~0.15) with PD-1 + CTLA-4 (continuous IPI at 1 mg/kg, Q6W) vs. PD-1 + chemo in 1L NSCLC

CheckMate 227 led by Dr. Julie R. Brahmer (Johns Hopkins): As the Leading Pl of CheckMate 227 and recent discussant for AK112's
HARMONI-6 at ASCO 2026, Dr. Brahmer’s deep mechanistic understanding of 10 combinations underscores a critical consensus in
the field: true long-term survival "tails" require the unique, complementary T-cell priming that CTLA-4 provides

OS in first-line NSCLC patients with PD-L7< 1%

OS in first-line NSCLC patients with PD-L121%

Nivolumab Plus Nivolumab Plus  Nivolumab Plus
Ipilimumab Nivolumab Chemotherapy Ipilimumab Chemotherapy = Chemotherapy
(n = 396) (n = 396) (n=397) (n=187) (n=177) (n=186)
100 100 =
. Median OS, months 17.4 15.2 12.2
Median OS, months 17.1 15.7 14.9 i '
90 (95% CI) (15.0 to 20.2) (13.3 to 18.1) (12.7 t0 16.7) 90 - (95% Cl) (13.2 10 22.0) (12,310 19.8) (9.2 t0 14.3)
HR v chemotherapy 0.65 0.80 -
80 — HR v chemotherapy 0.77 0.92 - 80 : {95% Cl) (0.52 to 0.81) (0.64 to 1.00)
(95% ClI) (0.66 to 0.91) (0.79 to 1.07)
70 = 70 -
NIVO + IPI vs. NIVO + Chemo
— e - NIVO + IPI vs. NIVO = &
S5< P=3
wv ¥ %)
o 40 - o a0
30 = 28 30 -
20 = |22 17 7 20 =
10 o I I g 10 = Ly
I I ! I p
. L L . 1 l
1 1 1 1 1 1 1 1 | I I I I I I I I I I I I | | 1 1 1 1 | 1 1 | 1 1 1 1 | 1 1 | 1 1 1 1 | 1 1 | 1 1 1
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48 51 54 57 60 63 66 69 72 75 0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48 51 54 57 60 63 66 69 72 75
Time (months) Time (months)

Note: In CheckMate 227, the overall median duration of treatment (DOT) for the Nivo+Ipi arm was ~4 months, implying actual Ipi exposure was <4 months due to early
discontinuations primarily driven by Ipi-related toxicities (irAEs). Conversely, 5-year survivors received a substantially higher median number of Ipi doses (10 for PD-L1
=1%; 6 for PD-L1 <1%), equating to an estimated Ipi DOT of 8-14 months. This suggests that while early Ipi withdrawal is largely toxicity-driven, prolonged Ipi tolerance
enables deeper CTLA-4-mediated immune priming, serving as a critical driver for long-term survival

Source: Checkmate-227 5-yr follow-up (Brahmer et al., JCO 2023) 12 EE



CS2009

- Design, MoA, and Rationale
- Phase 1/2 Clinical Data Update
- Proof of Mechanism
- Proof of Safety
- Proof of Concept in Broad Cancer Types
1. Non-small Cell Lung Cancer (NSCLC) Dataset
2. Colorectal Cancer (CRC) Dataset
3. Preliminary Clinical Data for Other Tumor Types
- Regulatory and Clinical Plan for Global Phase 3 Trials




CS2009 Clinical Development Plan: Efficient and Clearly Defined Global Development Path

Forward

Phase | - Mono Dose Escalation (Completed) + Backfilling

DL5, 30 mg/kg, Q3W

DL4, 20 mg/kg, Q3W

Phase Il - Dose Expansion

( 1L NSQ-NSCLC, AGA(-), plus PEM + CPT ]
( 1L SQ-NSCLC, AGA(-), plus PTX + CPT ]
[ Treated NSCLC—[2L] Mono, [2/3L] plus docetaxel ]

1L NSCLC, AGA(-), PD-L1 TPS 21%, Mono
1L ES-SCLC, plus ETO + CPT

Gastrointestinal

Prioritized Phase Ill MRCT Trials

1L metastatic NSQ-NSCLC, AGA(-), )
CS2009 + PEM + CPT vs. pembrolizumab + PEM + CPT

1L metastatic SQ-NSCLC, AGA(-),
CS2009 + PTX + CPT vs. pembrolizumab + PTX + CPT

2/3L metastatic NSCLC, AGA(-),

CS2009 + docetaxel vs. docetaxel

1L metastatic NSCLC, AGA(-), PD-L1 TPS >50%,
CS2009 vs. pembrolizumab

[ 1L pMMR/MSS CRC / pancreatic cancer, plus chemo ] > = = <
, Stage Il NSCLC, post-CRT consolidation
[ 1L gastric cancer, plus CAPOX ] 52009 vs. durvalumab
TL ESCC, plus TP/FP ; 5
[ ] 1L ES-SCLC,
mm Backfilling ( HCC—[1L] Mono; [2/3L] Mono ) 52009 + ETO + CPT vs. atezolizumab + ETO + CPT )
Breast 1L MSS CRC,
[ 1L TNBC, plus nab-PTX ] CS2009 + FOLFOX vs. bevacizumab + FOLFOX )
( 2/3L TNBC, Mono ) 1L TNBC,
AGA: actionable oncogenic alterations; CAPOX: Capecitabine + Oxaliplatin; CPT: G yneco[ag/c 52009 combination TBD, contingent on regulatory feedback
Carboplatin, CRC: colorectal cancer; DL. dose level; ES-SCLC: extensive-stage small ( 1L Cl ”. RC C )
cell lung cancer; ESCC: esophageal squamous cell carcinoma, ETO. Etoposide; [ 1L cervical cancer, plus PTX + Pt ] ear-ce !
FOLFOX: folinic acid, fluorouracil and oxaliplatin; FP: 5-fluorouracil + CS2009 +/- axitinib vs. pembrolizumab + axitinib
Cisplatin; HCC: hepatocellular carcinoma,; NSCLC: non-small cell lung cancer; NSQ: [ PROC- ['| /2 |_] p lus PTX: [ 2/3 |_] Mono ] > <
non-squamous, PEM: Pemetrexed; PROC: platinum-resistant ovarian cancer; PTX: 2 ‘| |_ HCC’
Paclitaxel; Pt: platinum,; pMMR/MSS. proficient mismatch repair or microsatellite i . .
stable; Q3W: once every 3 weeks,; RCC: renal cell carcinoma; 5Q: squamous; TNBC: /(Idney& Others L CS52009 vs. atezolizumab + bevacizumab )
triple-negative breast cancer; TP. Paclitaxel + Cisplatin; TPS: tumor proportion r . \
[ 1L REC, Mono ] 1L MSI-H Solid Tumors,
[ 1L MSI-H/dMMR solid tumors, Mono ] L Selected tumor types )
, Mar. 2025 Sept. 2025 42025 Feb 2026 22026 42026 42026
R&D Milestones & P Q o o Q Q Q .
Upcoming Catalysts

First patient dosed in
global phase I trial

First patient dosed in
global phase Il trial

Phase | data US IND
debut at ESMO

Phase | data and preliminary
Phase Il data presented at ASCO

Initiating Phase Il
registrational trial

Two oral presentations
at ESMO

14 |38



Three Important Key Clinical Validations Achieved from over 300 Patient Data

2026 ESMO

Phase /1l key updates

2026 ASCO

Preliminary 1L NSCLC
mono and Phase | data

2025 ESMO

Presented Phase | data
from 72 patients

Phase Il
First patient in

Phase /
First patient in

Oct. 2026 @

Aug.2026 @

May 2026 @

Apr. 2026

Oct. 2025

Sept. 2025

Mar. 2025 @

» Proof of Mechanism

5@ » Dose-dependent ICOS upregulation on CD4+ T cells: PD biomarker specific to CTLA-4 blockade
« Linear PK with half-life of ~6-9 days; low incidence of ADA positivity

+ Sustained PD-1/CTLA-4 receptor occupancy at doses =20 mg/kg

« Serum-free VEGFA reduced deeply and rapidly; effect sustained throughout dose intervals

> Proof of Safety

« Grade=3irAEs 12.7%; CTLA-4-related tox markedly reduced from CTLA-4 mAb monotherapy or
in combination with PD-1/L1, including extremely rare colitis, due to preserved CTLA-4
signaling in peripheral Tregs & autoreactive T cells

» Grade =3 VEGF-related tox 5.1%; likely mediated by PD-1/CTLA-4-driven VEGFA immune
complex internalization by T cells in TME as indicated by the data

> Proof of Conceptin Broad Cancer Types
- Robust mono & chemo-combo efficacy in 1L and late-line NscLC ~ ERESMD™
- Robust mono & chemo-combo efficacy in 1L and late-line pMMR/MSS mCRC  EEEMD™"™

« Promising antitumor activity in other “cold tumors” including STS and nccRCC, and other solid
tumors including SCLC, OC, HCC, GC, EC, mCRPC, TNBC, etc.

TME: tumor microenvironment; ICOS. inducible T-Cell Co-stimulator; NSCLC: non-small cell lung cancer; STS: soft tissue sarcoma, nccRCC: non-clear-cell renal cell carcinoma,; pMMR/MSS: proficient mismatch repair / microsatellite
stable; mCRC: metastatic colorectal cancer; SCLC: small-cell lung cancer; mCRPC: metastatic Castration-Resistant Prostate Cancer; OC: ovarian cancer; TNBC: triple-negative breast cancer; GC: gastric cancer; EC: esophageal cancer
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- Phase 1/2 Clinical Data Update

- Proof of Mechanism




Three Important Key Clinical Validations Achieved from over 300 Patient Data

> Proof of Mechanism

g@ » Dose-dependent ICOS upregulation on CD4+ T cells: PD biomarker specific to CTLA-4 blockade
« Linear PK with half-life of ~6-9 days; low incidence of ADA positivity

2026 ESMO Qct. 2026 @

+ Sustained PD-1/CTLA-4 receptor occupancy at doses =20 mg/kg
« Serum-free VEGFA reduced deeply and rapidly; effect sustained throughout dose intervals

Phase I/l key updates  Aug. 2026 ®

2026 ASCO  May 2026 @

Preliminary 1L NSCLC Apr. 2026
mono and Phase | data pr. .

2025 ESMO

Presented Phase | data Oct. 2025 '
from 72 patients

Phasell  gant 2025 @

First patient in

Phase /
First patient in

Mar. 2025 @

TME: tumor microenvironment; ICOS. inducible T-Cell Co-stimulator; NSCLC: non-small cell lung cancer; STS: soft tissue sarcoma, nccRCC: non-clear-cell renal cell carcinoma,; pMMR/MSS: proficient mismatch repair / microsatellite
stable; mCRC: metastatic colorectal cancer; SCLC: small-cell lung cancer; mCRPC: metastatic Castration-Resistant Prostate Cancer; OC: ovarian cancer; TNBC: triple-negative breast cancer; GC: gastric cancer; EC: esophageal cancer



CS2009 PK Profile: Dose-proportional exposure; terminal half-life of ~6-9 days; no
significant accumulation after repeated doses

Mean (+SD) Concentration-Time Profile of CS2009

Cycle 1 Cycle 3

i
o
o
o
1

+ Dose-proportional exposure

« Terminal half-life: Approximately 6-9 days
* No significant accumulation observed
k\\\\\\\\‘\\\\\\\\\‘*-ﬁ_*-h-* following repeated dosing

12 7 14 21 012 7 14 21
Nominal Time(day)

100 1

=4
()
1

CS2009 Serum Concentration (pg/mL)

O -

- 1 mg/kg (Cycle 1: n=1; Cycle 3: n=1) = 3 mg/kg (Cycle 1: n=5; Cycle 3: n=4)
Dose Level 10 mg/kg (Cycle 1: n=15; Cycle 3: n=11) - 20 mg/kg (Cycle 1: n=34; Cycle 3: n=22)
-~ 30 mg/kg (Cycle 1: n=59; Cycle 3: n=37) - 45 mg/kg (Cycle 1: n=10; Cycle 3: n=8)

ADA: anti-drug antibody

Data cutoff date: Aug 26, 2026 18 EE



Immunogenicity (ADA) Receptor Occupancy VEGF Neutr./Intern. PD (ICOS & Ki67)

Immunogenicity (ADA): Low incidence of treatment-emergent ADA positivity was observed
(0.43%, 1/234 ADA-evaluable patients from Phase I/Il)

Patient Number (%)

ADA-evaluable 234 » ADA-evaluable: Treated and with =1 post-baseline ADA assessment
ADA Prevalence 11/234 (4.7%) » ADA positive at any time point, i.e., at baseline or during treatment
Treatment-emergent ADA-positivity 1/234 (0.43%)

» Treatment-induced positivity 1/234 (0.43%) » Treatment-induced: ADA-negative at baseline — positive post-dose

» Treatment-enhanced positivity 0 » Treatment-enhanced: ADA-positive at baseline — 24-fold titer increase

» Baseline ADA missing & post-baseline positive 0

ADA Sampling Schedule: « Pre-dose at baseline; Cycles 2, 3, 4, 6, 8, 12; then every 4 cycles
« Post-baseline data availability: Up to Cycle 16 (Day 315)
« Median last post-baseline assessment: Cycle 4 (Day 63)

ADA=anti-drug antibody hin
Data cutoff date: Aug 26, 2026 19 |:II1



. Pk
Receptor Occupancy of PD-1/CTLA-4 on peripheral T cells reached saturation throughout

dosing interval at 220 mg/kg

120

100+

o)
=

Receptor Occupancy (%)
B (@))
C? o

N
o

(11 IF R
I

Time (Day)

Group

10 mg/kg (n=4)
B 20 mg/kg (n=20)
B 30 mg/kg (n=29)
B 45 mg/kg (n=5)
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L PK
VEGF neutralization: Serum-free VEGFA reduced deeply and rapidly across all doses, and

the effect sustained throughout dose interval

Individual Serum-free VEGFA Concentrations by Dose Level

1 mg/k 3 mg/k 10 mg/k
10000+ e =8 =
10001
1001
o LLOQ = 8.81 pg/mL LLOQ = 8.81 pg/mL

10000

10007 |

Free VEGF Concentration (pg/mL)

100

10

Time (Day)

07 21 42 63 84 105 126 147 07 21 42 63 84 105 126 147 07 21 42 63 84 105 126 147
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| PK 1 Immunogenicity (ADA) Receptor Occupancy PD (ICOS & Ki67)

Serum Free VEGF Suppression: C52009 vs. AK112

Change in Serum Free VEGF from Baseline: C52009

100 1

1001 - -

e

- 1 mg/kg
- 3 mglkg
-# 10 mg/kg
+
=

20 mgikg m C52009 maintains sustained suppression

a7 21 42

105

147

Time (days)

Mean + SD Post-baseline BLQ values were imputed as LLOQ/2. LLOQ = 8.81 pg/mL.

BOO <o _

£00 4
500 4
400
300+
200

o |4 9
Il ;

Percentage change from baseline in serum free VEGF level (%)

_wﬂﬁ* : ‘;‘E. i«w--_—{.—,_L_

Change in Serum Free VEGF from Baseline: AK112
100

—a— lomgks (Q3W)

00

*

3mgke (Q2W)
smglkg (Q2W)
10mgkg (Q2W)
20mgkg (Q2W)
30mgke (Q2W)

20mgkg (Q3W)

6")

*Source: Cancer Medicine, 2025, 14:e70653

E] C-

153!

Tlme (days)

1[10

2].0

T
240

T
270 300

T of serum free VEGF levels over time, with
minimalto no rebound observed across
. all dose cohorts
231

m Published AK112 Phase Ib data* show inconsistent
VEGF suppression, with rebounds observed at
multiple time points

Note: Cross-trial comparison only, differences in assay
methodologies and sampling schedules may impact data
interpretation
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| PK 1 Immunogenicity (ADA) Receptor Occupancy PD (ICOS & Ki67)

VEGFA Internalization Assay: CS2009 mediates VEGFA internalization by T cells via dual
PD-1 and CTLA-4 pathways

20—
[})
2
2O
w
o>
5 =
& O 10=
52
=g
SE 77
=
£

0-

Jurkat-PD-1/CTLA-4 cells +

VEGFA labeled with pH
sensitive dye

CS2009 -

PD-1/VEGF bsAb -
Bevacizumab -

Control Antibody -

* PD-1 blockade with CS1003 -

# CTLA-4 blockade with CS1002 -

*(S1003 is the parental antibody of C52009°s PD-1 arm
#CS1002 is the parental antibody of C52009°s CTLA-4 arm

Cells Expressing PD-1 and CTLA-4
CS2009 (orange bar) vs. control (black bar)

Block Block
i1 PD-1 CTLA-4: .-

+ +
+ +
+ +

o (CS2009 Mediates VEGFA Internalization via Dual PD-

1/CTLA-4 Pathways

Blockade of either PD-1 or CTLA-4 attenuates CS2009-mediated VEGFA
internalization, indicating that both pathways contribute synergistically to
VEGFA clearance by T cells

e (S2009 Induces Greater VEGFA Internalization than a PD-

1/VEGF bispecific antibody
PD-1/VEGF bsAb mediates substantially less VEGFA internalization (green
bar vs. 15t orange bar from the left) via PD-1 pathway alone

® (S2009 Mediates Robust VEGFA Internalization by Jurkat T

-

\_

Multiple Mechanisms of Action:

“VEGF Signaling Blockade” + “Active Directional VEGF
Clearance” + “Checkpoint Downregulation”

Clearance of VEGFA and its immune-complexs in the TME may limit

their redistribution to the periphery and thereby attenuate common

VEGF-related toxicities - including hypertension, proteinuria, and
hemorrhage - conferring a differentiated safety profile for C52009

Although not the primary objective of this assay, the data indicate

that C52009 also induce efficient internalization of cell-surface PD-1

and CTLA-4. Beyond its checkpoint blockade activity, this enhanced
checkpoint downregulation on T cells may further augment the
immuno-oncologic activity of C52009

~

J
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| PK 1 Immunogenicity (ADA) Receptor Occupancy VEGF Neutr./Intern. PD (ICOS & Ki67)

Robust T cell activation (ICOS and Ki67 up-regulation with plateau at doses =10 mg/kg)

ICOS Ratio to Baseline on CD4+ T Cell

Ki67 Ratio to Baseline on CD4+ T Cell

ICOS expression on CD4+ T cells

600%

400%

200%

n=1

n=5

-.'.I

n=14

n=31

n=44

=

n=9

1900%
1840%
1340%

1000%

800%

600%

400%

200%

0%

1 mg/kg

3 mg/kg

10 mg/kg 20 mg/kg 30 mg/kg 45 mg/kg

Ki67 expression on CD4+ T cells

n=1

-

n=5

n=14

n= 30

n=44

n=9

1 mg/kg

3 mg/kg

10 mg/kg 20 mg/kg 30 mg/kg 45 mg/kg

ICOS Ratio to baseline on CD8+ T Cell

Ki67 Ratio to Baseline on CD8+ T Cell

ICOS expression on CD8+ T cells

700%
660%

400%

200%

0%

n=1

=5

n=14

n=31

n=44

n=9

3700%
900%

800%
600%

400%

200%

0%

1 mg/kg

Ki67 expression on CD8+ T cells

3 mg/kg

10 mg/kg 20 mg/kg 30 mg/kg 45 mg/kg

-

g
n=1 n=5 n=14 n=31 n=44 n=9
1mg/kg 3mg/kg 10mg/kg 20 mg/kg 30 mg/kg 45 mg/kg

« 1COS upregulation on CD4 T cells
provides specific evidence of CTLA-4
signaling blockade driven by C52009’s
anti-CTLA-4 arm.

« T-cell proliferation & activation: On
Cycle 1 Day 8, C52009 induced notable,
dose-dependent upregulation of Ki67
(proliferation) and ICOS (activation)
expression on both CD4+ and CD8+ T
cells, collectively demonstrating
effective PD-1 and CTLA-4 inhibition

CD4 or CD8_ICOS_ratio = CD4 or CD8_ICOS+% (day8 / baseline)
CD4 or CD8_ICOS+%= (CD45+CD3+%) x (CD3+CD4 or CD8+%) x
(CD3+CD4 or CD8+IC0S%)

CD4 or CD8_Ki67_ratio = CD4 or CD8_Ki67+% (day8 / baseline)

CD4 or CD8_Ki67+%=(CD45+CD3+%) x (CD3+CD4 or CD8+%) x
(CD3+CD4 or CD8+Ki67%)
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| PK 1 Immunogenicity (ADA) Receptor Occupancy VEGF Neutr./Intern. PD (ICOS & Ki67)

Background: CD4 1COS upregulation reflects CTLA-4 pathway blockade

ICOS is an activation-induced co-stimulatory receptor expressed on activated T cells and supports T-cell expansion
and effector function.?

CTLA-4
restraint
h g « CTLA-4 and CD28 compete for the B7 ligands CD80/CD86; CTLA-4
. ’ . restrains CD28-mediated co-stimulation during T-cell priming.’
CD28/B7
co-stimulation
’ « CTLA-4 blockade releases this inhibitory constraint, enhancing CD28-
g N dependent T-cell activation and expansion.’
T-cell
activation
‘ « Systemic CTLA-4 blockade reproducibly expands activated ICOSh CD4 T
- N cells, making peripheral CD4 ICOS a well-established CTLA-4 PD
ICOS™ CD4 signature.’
expansion

Notes: 1. Carthon BC et al. Preoperative CTLA-4 Blockade: Tolerability and Immune Monitoring in the Setting of a Presurgical Clinical Trial. Clin Cancer Res. 2010, 16:2861-2871. 2. Wei SC et al. Distinct Cellular Mechanisms
Underlie Anti-CTLA-4 and Anti-PD-1 Checkpoint Blockade. Cell. 2017,170:1120-1133.e17.
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PD (ICOS & Ki67)

Clinical Evidence: Ipilimumab induces robust CD4+ ICOS+ T cell expansion

Increased frequency of CD4*ICOSN T cells in the peripheral blood of Increased frequency of CD4*ICOS+T cells in the peripheral blood of
bladder cancer patients after ipilimumab treatment’ bladder and melanoma patients after ipilimumab treatment?
5.
o L [ormenm —p=0036
apaene . After dose 1 After dose 2 .
~ Cohort Baseline Fold vs baseline
£ sW e (W3) (W7)
o 1 b Pt A1 -
— ePdtiert 42
g . p=0.036 . Bklaf']dzer 2.36+1.18% 13.33:4.14% 16.27 £10.29%  5.65x - 6.89x
2 —_—
-3 15 »
O » A Y
7 . Mell\laznzama 2.08+1.67% 6.13£527%  7.46+6.18%  2.95x > 3.59x
° Pre Post.therapy Post therapy
therapy Week 3 Week 7

N=6, 10 mg/kg/dose
Fold change to baseline: at Week 3: 4-5 X

Notes: 1. Carthon BC et al. Clin Cancer Res. 2010,16:2861-2871. 2. Tang DN et al. Increased Frequency of ICOS+ CD4 T Cells as a Pharmacodynamic Biomarker for Anti-CTLA-4 Therapy. Cancer Immunol Res. 2013,;1.:229-234. 26 EE



Immunogenicity (ADA) Receptor Occupancy VEGF Neutr./Intern. PD (ICOS &Ki6

Volrustomig a novel PD-1/CTLA-4 bispecific antibody leads to robust increase in peripheral and
intra-tumoral pharmacodynamic biomarkers in solid tumors from FTiH study

Ikbel Achour', Michael Kuziora', Florian Song’, Steven Eck?, Lina Meinecke’, Jorge Blando', Jennifer Pearson?, Megha Saraiya®, Christian Eisen’, Felix Segerer', Markus Schick’,
Nicolas Triltsch', Michael Surace’, Gisele Silva Boos', Harald Hessel', Mai Bui', Katrin Pratsch', Alma Andoni’, Shelby Gainer', Dan Freeman', Deepa Subramaniam' and Ben Tran®

'R&D Early Oncology AstraZeneca USA, 2R&D Biopharmaceutical AstraZeneca USA, *Peter MacCallum Cancer Centre, Melbourne, Australia Abstract 3627

Volrustomig (MEDIS752) is designed to fully inhibit Figure 1 Volrustomig doses = 225mg achieved dose dependent increase in pha
PD-1 while preferentially inhibiting CTLA-4 on biomarker specific to CTLA-4 blockade at levels 2 tremelimumab 3mg/kg in comb
activated PD-1+ T cells. In a FTiH trial, volrustomig

Volrustomig doses =225 mqg achieved A

robust dose-dependent increases in

Longltudinal Cycle 1 Day B

demonstrated meaningful dinical activity in patients AN _ = . . .

with advanced solid tumers (including 1L RCC and \!"—a o 5 e - ! perlpheral pharmaCOdynamIC blomarkers
MSCLC), acceptable safety profile, sustained PD-1 so0e +0+0 <0 o o

receptor occupancy, and T cell proliferation at levels coaTcell o g SpeCIflc to CTLA—4 blOCkade

greater than seen with clinically tolerable doses of {P::Ilu'r::']“o" ; o : - * J
CTLA-4 inhibitors with co-administration of anti- % Change E - E = s

PD(L)-1**. We sought to further characterize from baseline - - g' s

volrustomig pharmacodynamic effect in the : # ;.

periphery and tumor to demonstrate its biological

- - P - 500 g ——
activity and inform dose optimization. - 2 Volrustomig doses 2 225mg achieved robust
g _ 400 £ 7o0 - dose-dependent increase in peripheral
1COS expression ;E ﬁ g x " gr;i;n;a:rdt:mic biomarkers specific to aml
Methods on CD4 T cells i o - i EJ‘!I — G 3 B F 17 W6 8 41 84 &7 G0 93 3% @ 42 4B 4 @
E . ., - Months o Event or C
% Change 5w 20 d] Tl e * AtCADE volrustomig doses & 100mg, — i P e
— frombaseline ;& ) I, j{t Bl 1= ‘ incressed C04 T cell profferation (1667) and b
'y ‘\‘ o ’ sctivation (ICOS) at levels greater or egual = 8 65 32 F 111t 1110000
( | # e MU B e B O ‘than thoss abserved with historical controls of
- / ) i —— patients treated with tremeim smab 3mg/kg L R E R R R R R R
. nass m 5 [T3} in combinatian with durvalumab.
Vilrusiomiy POUCTLA-4 BispacHic FTH study: 2 = - s o i .
D Escalation {03, 2.25- 250 Deg) CD8 T cell EY x f - similarty, volrustomi increesed CDE T cell rmecian number % patient mos (5% 0] | OSHR(ss% 0]
n patiants with advencad s simors. et 1 «d g prefferation abave durvaiumas and st levls of tofal cxpanded b subgroup
I < proliferation ig_ a0 e higteer then T3 Tcell canes [TCRz=g)
B o - 5 AL
Exploratery sndpointa: ] {cell/ul) 85 e e * Adgitional incresze in T ced proliteration ang = T B0 [15-417) | bem
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| B Figure 3 Volrustomig leads to greater increase in intra-tumoral T cell proliferation and cytotoxic Conclusion
| = e Saren peninants st tcnr) irey | activity than durvalumab alone ) :
. s - ity Volrustomig demonstrated robust peripheral and

Hmri mrrmcmacnc, ITanoa Ay
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" Marker cell density by digital image analysis of mIF/IHC ./"m_:\ Gene expression by RNAseq
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| PK 1 Immunogenicity (ADA) Receptor Occupancy VEGF Neutr./Intern. PD (ICOS & Ki67)

CS2009 activated Cyno T Cells during GLP-toxicity study with dose dependency

Cyno study PD biomarker analysis

fé%“&?é?tg No. of ICOS+ S yehide No. of Ki67+
s ¥ 100 Mgk CD8 Tecells w0 7 SonIKa CD8 Tecells
%change %change
400 from baseline a00 ] from baseline

%
=3
S
@
S
o
1

« (CS2009 remarkably induced
proliferation (Ki67) and activation
(ICOS) biomarkers on CD4 and CD8

N

=

=
1

N
o
o
(median represented)

% change from baseline
(median represented)
% change from baseline

-
o
=)

T cells
vy
0 Y
oT - r =
« The increase of these activities were
No. of ICOS+ T No. of Ki67+ dose-dependent, except for Ki67 on
CD4 Tcells CD4 Tcells CD8 T cells, which reached plateau
1501 %change %change

at a lower dose

from baseline from baseline

X

=3

S
1

100+

% change from baseline
(median represented)
g

% change from baseline
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o
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’ - ¥ I 5
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- Phase 1/2 Clinical Data Update
- Proof of Safety




Three Important Key Clinical Validations Achieved from over 300 Patient Data

2026 ESMO

Phase /1l key updates

2026 ASCO

Preliminary 1L NSCLC
mono and Phase | data

2025 ESMO

Presented Phase | data
from 72 patients

Phase Il
First patient in

Phase /
First patient in

Oct. 2026 @

Aug.2026 @

May 2026 @

Apr. 2026

Oct. 2025

Sept. 2025 @

Mar. 2025 @

> Proof of Mechanism O

> Proof of Safety

Grade =3 irAEs 12.7%; CTLA-4-related tox markedly reduced from CTLA-4 mAb monotherapy or
in combination with PD-1/L1, including extremely rare colitis, due to preserved CTLA-4
signaling in peripheral Tregs & autoreactive T cells

Grade =3 VEGF-related tox 5.1%; likely mediated by PD-1/CTLA-4-driven VEGFA immune
complex internalization by T cells in TME as indicated by the data

TME: tumor microenvironment; ICOS. inducible T-Cell Co-stimulator; NSCLC: non-small cell lung cancer; STS: soft tissue sarcoma, nccRCC: non-clear-cell renal cell carcinoma,; pMMR/MSS: proficient mismatch repair / microsatellite
stable; mCRC: metastatic colorectal cancer; SCLC: small-cell lung cancer; mCRPC: metastatic Castration-Resistant Prostate Cancer; OC: ovarian cancer; TNBC: triple-negative breast cancer; GC: gastric cancer; EC: esophageal cancer
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Phase | Safety: Phase | Data Demonstrate Compelling Safety Profile

» Dose escalation completed; no DLT; MTD not reached
« Without excessive toxicities that typically occurred in CTLA-4- and PD-(L)1-containing combination therapies; low =G3 VEGF-related AEs

« Up to date, no new safety signals identified; CS2009’s safety profile remained consistent with that presented at 2026 ASCO

1-10 mg/kg 20 mg/kg 30 mg/kg 45 mg/kg
(n=21) (n=33) (n=54) (n=10)

n (%)

TEAE
Grade =3 TEAE
Treatment-related TEAE (TRAE)
« Grade =3 TRAE
Immune-related TEAE (irAE)
» Grade =3 irAE
Infusion-related reaction
TRAE possibly related to anti-VEGF
« Grade =3 TRAE possibly related to anti-VEGF
TRAE leading to drug discontinuation

* Most frequent (=5%) any-grade irAE: hypothyroidism (6.8%), rash / AST increased / ALT increased (5.1% each)
* Most frequent (=5%) any-grade TRAE possibly related to anti-VEGF therapy: proteinuria (11.9%), hypertension (8.5%)

TEAE: treatment-emergent adverse event; AST: aspartate aminotransferase; ALT: alanine aminotransferase

Data source: 2026 ASCO

21 (100)
10 (47.6)
18 (85.7)
6 (28.6)
9 (42.9)
3(14.3)

1(4.8)
5 (23.8)
2 (9.5)

1(4.8)

31(93.9)
15 (45.5)
27 (81.8)
7 (21.2)
18 (54.5)
6 (18.2)

1(3.0)
11(33.3)

1(3.0)

3(9.1)

45 (83.3)
20 (37.0)
39 (72.2)
13 (24.1)
16 (29.6)
5 (9.3)
1(1.9)
9(16.7)
3 (5.6)
5 (9.3)

10 (100)
5 (50.0)
10 (100)
3 (30.0)
3 (30.0)
1(10.0)
2 (20.0)
2 (20.0)

0

0

All DLs
(N=118)

107 (90.7)

50 (42.4)
94 (79.7)

29 (24.6)

46 (39.0)

15 (12.7)

5 (4.2)
27 (22.9)

6 (5.1)

9 (7.6)
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Safety Comparison: Much lower incidence of frequent any-grade treatment-related and
suspected irAE* vs. PD-(L)1/CTLA-4 bispecific or combination regimens

CS2009 PD-(L)-1/CTLA-4 Bispecific CTLA-4 mAb PD-(L)1 mAb + CTLA-4 mADb
| |
mRash mDiarrhea Pruritus  m Hypothyroidism  m Hyperthyroidism mALTincreased mAST increased
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1
TREATED NSCLC (N=53) CCPH2 : CCRCC PH2 | 067, 1L MELANOMAPH3  PRESERVE-003, 2L SQ- CHECKMATE 067, 1L CHECKMATE 9DW, TL HCC HIMALAYA, 1L HCC PH3
PH2 T NSCLC MELANOMA PH3 PH3

*Data show incidence of treatment-related adverse events (TRAEs) using preferred terms for immune-related adverse events (irAEs). TRAEs are presented instead of irAEs due to inconsistent reporting, varying definitions and

assessment methods across comparator trials

Note: AE of <10% incidence not shown

Source: Lung Cancer 184 (2023) 107355; Lancet Oncol 2023, 24. 1134-46,; 2023 ESMO;, April 16, 2018, at NEIM.org, N Engl ] Med. 2025 January 02; 392(1): 11-22; Lancet 2025, 405: 1851-64, June 6, 2022 NEJM Evid 2022, 1 (8); Nat 37 F'":
Med. 2026 Mar 27 Gl



Safety Comparison: Markedly lower incidence of any-grade or Grade =3 TRAE possibly
related to anti-VEGF vs. PD-(L)1/VEGF bispecifics

Any-grade TRAE possibly related to anti-VEGF Grade =23 TRAE possibly related to anti-VEGF

W Hypertension M Proteinuria Haemorrhage m Thromboembolism B Hypertension M Proteinuria Haemorrhage  m Thromboembolism

R
o8}
o
x
(o)}
<
I UK I UK UK

€52009 (N=118) JAK112 (N=51) PH1 AK112 (N=197) PM8002 (N=310) PM8002 (N=61)
PHI i PH3 PH1 PH2

0.8%
0.0%

I 13.7%
B 2.0%
C
oy
c
~
I 5.1%
I 3%

1.0%
B 1.0%

6.5%
1.3%
0.6%

S
©
<
~N
| UK UK

€52009 (N=118) JAK112 (N=51) PH1 AK112 (N=197) PM8002 (N=310) PM8002 (N=61)
PHI H PH3 PHI PH2

. s.5%

I 11.9%
2.5%

| 0.8%

I 19.6%

Hl 5.9%

I 5.7%

. 25%

M 038%

UK UK

[ ©63.5%
14.7%
| 1.0%
I 19.4%
I 26.5%
4.8%
[ 1.0%
54.1%

TRAE: treatment-emergent adverse event; UK: unknown aC
Source: 2026 ASCO, ] Immunother Cancer. 2024 Apr 19,12(4):e008037; Lancet 2025; 405 839-49,; 2023 ASCO, #414802; 2024 ASCO, #8533 33 | LTd



CS2009

- Phase 1/2 Clinical Data Update

- Proof of Concept in Broad Cancer Types




Three Important Key Clinical Validations Achieved from over 300 Patient Data

2026 ESMO

Phase /1l key updates

2026 ASCO

Preliminary 1L NSCLC
mono and Phase | data

2025 ESMO

Presented Phase | data
from 72 patients

Phase Il
First patient in

Phase /
First patient in

Oct. 2026 @

Aug.2026 @

May 2026 @

Apr.2026 @

Oct. 2025

Sept. 2025

Mar. 2025 @

> Proof of Mechanism O

> Proof of Safety O

» Proof of Conceptin Broad Cancer Types
- Robust mono & chemo-combo efficacy in 1L and late-line NscLC ~ ERESMD™
- Robust mono & chemo-combo efficacy in 1L and late-line pMMR/MSS mCRC ~ EEESMD™"™

« Promising antitumor activity in other “cold tumors” including STS and nccRCC, and other solid
tumors including SCLC, OC, HCC, GC, EC, mCRPC, TNBC, etc.

TME: tumor microenvironment; ICOS. inducible T-Cell Co-stimulator; NSCLC: non-small cell lung cancer; STS: soft tissue sarcoma, nccRCC: non-clear-cell renal cell carcinoma,; pMMR/MSS: proficient mismatch repair / microsatellite
stable; mCRC: metastatic colorectal cancer; SCLC: small-cell lung cancer; mCRPC: metastatic Castration-Resistant Prostate Cancer; OC: ovarian cancer; TNBC: triple-negative breast cancer; GC: gastric cancer; EC: esophageal cancer



CS2009

- Phase 1/2 Clinical Data Update

- Proof of Concept in Broad Cancer Types
1. Non-small Cell Lung Cancer (NSCLC) Dataset




1L NSCLC mono 1L SQ NSCLC combo >2L NSCLC mono 2/3L NSCLC combo TL NSQ NSCLC combo

*ESMO 2026 Baseline Characteristics in NSCLC Cohorts

=22L NSCLC 2/3L NSCLC
Characteristics monotherapy combination
(n=57) (n=18)

Age, median (range), years 67.0 (37-78) 64.0 (44-74)
Male, n (%) 43 (75.4) 13 (72.2)
Race, n (%)

Asian 42 (73.7) 16 (88.9)

White 14 (24.6) 2(11.1)

Other 1(1.8) 0
ECOG performance status, n (%)

0 13 (22.8) 3(16.7)

1 44 (77.2) 15 (83.3)
Histology type, n (%)

Squamous 25(43.9) 11 (61.1)

Non-squamous 32 (56.1) 7 (38.9)
PD-L1TPS, n (%)

<1% 10 (17.5) 8 (44.4)

1%-49% 22 (38.6) 5 (27.8)

>50% 15 (26.3) 0

Unknown 10 (17.5) 5(27.8)
Prior lines of therapy, n (%)

1 line 36 (63.2) 17 (94,4)

2 lines 11 (19.3) 1(5.6)

>3 lines 10 (17.5) 0
Prior immunotherapy, n (%) 48 (84.2) 18 (100)

NSCLC: non-small cell lung cancer; PD-L1: programmed death-ligand 1; TPS: tumor proportion score

TL NSCLC

monotherapy

(n=55)

66.0 (40-82)

46 (83.6)

55 (100)
0
0

7 (12.7)
48 (87.3)

31 (56.4)
24 (43.6)

0
25 (45.5)
30 (54.5)
0

1L SQ NSCLC
combination

(n=27)

67.0 (38-74)
22 (81.5)

27 (100)
0
0

11 (40.7)
16 (59.3)

27 (100)
0

8 (29.6)
15 (55.6)
2(7.4)
2(7.4)

1L NSQ NSCLC
combination

(n=18)

63.0 (52-75)

11 (61.1)

17 (94.4)
1(5.6)
0

3(16.7)
15 (83.3)

0
18 (100)

11 (61.1)
7 (38.9)
0
0
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1L SQ NSCLC combo >2L NSCLC mono 2/3L NSCLC combo 1L NSQ NSCLC combo

*Post-ESMO 1L NSCLC mono: CS2009 monotherapy demonstrated compelling clinical
efficacy in first-line NSCLC (PD-L1 TPS 21%)

Monotherapy at 20 or 30 mg/kg, Q3W; enrollment completed; ORRs for TPS 1-49% and 20 mg/kg cohorts expected to increase with
longer follow-up — early SDs often convert to PRs as treatment continues; median PFS / DoR not reached due to limited follow-up

Tps 250% ORR, % (n) 87.5% (21/24) 76.9% (10/13) 100% (11/11) 91.7% (11/12) 83.3% (10/12)
DCR, % (n) 95.8% (23/24) 92.3% (12/13) 100% (11/11) 100% (12/12) 91.7% (11/12)
ps a1 ORR, % (n) 66.7% (32/48) 58.3% (14/24) 75.0% (18/24) 69.0% (20/29) 63.2% (12/19)
DCR, % (n) 93.8% (45/48) 95.8% (23/24) 91.7% (22/24) 96.6% (28/29) 89.5% (17/19)

b = T
= 30 matkg 30 marky
= 30m malkg
gra * First New Lesior_l
SDgpsp »  Treatment ongoing
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s
3 PRPRPRpR o — ) S
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TPS 21% PRPR TPS 21% N —>
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o8 Vo Vo, Siny Ony By 8y Fy S Sy o, Sy Sy Y Sy iy T Fos Ty Sy Sy Fos i Sy Fos Sy Sy Sy By Sy Fs iy i Sy Fos i Sy Fon Sy Sy By 5y A
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Months
PD-L1(%) 60 2 8 60 5 30 8 5 4075204020 2 809099409540 3 40 1 60 8070 3 95 65 90 30 90 80 90 90 80 10 50 90 3070 50 5 80 1 65

NSCLC: non-small cell lung cancer,; TPS: tumor proportion score; SQ.: squamous; NSQ: non-squamous, ORR: objective response rate; cORR.: confirmed ORR; DCR: disease control rate; DoR. duration of response;
PFS: progress-free survival

Data source: 2026 ESMO oral presentation and in-house Oct-2026 waterfall & spider plots 38 EE



1L SQ NSCLC combo >2L NSCLC mono 2/3L NSCLC combo 1L NSQ NSCLC combo

Higher ORR with C5$2009 Monotherapy vs. 10 Monotherapy and 10-Based Combo across
TPS Subgroups in 1L PD-L1+ NSCLC

CS20091 AK1122 Pembrolizumab 3 Nivolumab +/- Ipilimumab 45

(PD-1/VEGF/CTLA-4) (PD-1/VEGF) (anti-PD-1) (anti-PD-1 +/- anti-CTLA-4)

Stage of data Phase 2 Phase 3 Phase 3 Phase 3
cited CS52009-101 HARMONi-2 KEYNQOTE-042 CheckMate 227

NIVO (3 mg/kg,

AK112 Pembro. Pembro. Platinum- NIVO (240mg, Platinum-

Treatment 20 mg/kg, Q3W [EEEIEEE 20mg/kg, Q3w 200mg, Q3W  200mg, Q3W  based chemo r?é]\;vk)ng g6|\5\;) Q2w) based chemo
1 D b
: ORR, % (n) 76.9% 100% 60.2% 48.2% 39.5% 32.0% 45.4% 36.9% 35.4% :
: PD-L1 TPS =250% (10/13) (11/171) (50/83) (41/85) (118/299) (96/300) (93/205) (89/214) (68/192) :
| i
: ORR, % (n) 58.3% 75.0% 50.0% 39.0% 27.3% 26.5% 36.4% 27.5% 29.7% :
: PD-L1 TPS 21% (14/24) (18/24) (99/198) (78/200) (174/637) (169/637) (144/396) (109/396) (118/397) :
I I
e e e P L. T P eV Ve PV VTV e e . e TV e e S e T e e ST e e e e -

Note: The ORR of pembrolizumab + chemo for 1L NSCLC (PD-L1 TPS =50%) was 61.4% (non-squamous, KEYNOTE-189) or 60.3% (squamous,
KEYNOTE-407), lower than the monotherapy ORR with C52009 (83.3% for non-squamous; 91.7% for squamous)

NSCLC: non-small cell lung cancer,; TPS: tumor proportion score; ORR: objective response rate; Q3W.: once every 3 weeks
Date source: 1. ESMO 2026, 2. WCLC 2025, 3. Lancet 2019, 4. JCO 2022, 5. J]TO 2021
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1L NSCLC mono 1L SQ NSCLC combo >2L NSCLC mono 2/3L NSCLC combo TL NSQ NSCLC combo

*Post-ESMO 1L squamous NSCLC combo: €C52009 + paclitaxel/carboplatin demonstrated
compelling clinical efficacy in first-line squamous NSCLC

Most patients with PD-L1 TPS <5%. Patients received C52009 at 20 or 30 mg/kg, plus paclitaxel and carboplatin for up to 4 cycles, followed by
maintenance therapy of C52009. Enrollment ongoing; ORR expected to increase with longer follow-up—early SDs often convert to PRs as
treatment continues, as observed in more mature NSCLC cohorts. Median PFS / DoR not reached due to limited follow-up

PD-L1 TPS 1-49%
All Evaluable Patients 20 mg/kg 30 mg/kg PD-L1 TPS<1% et T e T PD-L1 TPS =50%

ORR, % (n) 81.5% (22/27) 76.9% (10/13) 85.7% (12/14) 100% (8/8) 66.7% (10/15) 100% (2/2)
DCR, % (n) 100% (27/27) 100% (13/13) 100% (14/14) 100% (8/8) 100% (15/15) 100% (2/2)

Note: Two additional patients with unknown PD-L1 status achieved PR

20 b 20
= 20 mglkg 20 mglkg
= 30 mglkg 30 malkg
* First New Lesion
0+ »  Treatment ongoing
=3
o
g 2
£ -
T -204 2
2 3
- T @
g -40 p
£ 7 5
PR
S PR PR PR PR PR PR pg =
g PR s
= 60 - PR c
X ©
3 5
[<}] PR >
m >
-80 PR PR PR
PR PR
PR
-1004 PR -100 >
T T T T T T T T T T T
-S‘o @o -.90 @o d‘o é"o -S‘o G‘o d‘o G‘o -S‘o @o "“O -S‘o @o -.90 @O d‘o &o 00 'S‘o @o d‘o -.90 -S‘O @O @o 0 1 2 3 4 5 6 7 8 9 10
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NSCLC: non-small cell lung cancer; combo: combination; chemo.: chemotherapy, TPS. tumor proportion score; ORR: objective response rate; DCR. disease control rate; DoR. duration of response, PFS: progress-free survival I
Data source: In-house Oct-2026 update 40 | Gl



*ESMO 2026 =2L NSCLC mono: CS2009 monotherapy demonstrated promising clinical

efficacy in heavily pre-treated, mostly post-10 NSCLC
Monotherapy at 10/20/30/45 mg/kg, Q3W. CS2009 is well tolerated with treatment duration exceeding 12 months at 10, 20

All Evaluable Patients
(87.0% post-10)

& 30 mg/kg

30 mg/kg )

ORR, % (n) 16.7% (9/54) 28.0%* (7/25) 33.3% (4/12) 23.1% (3/13)
DCR, % (n) 68.5% (37/54) 60.0%* (15/25) 75.0% (9/12) 46.2% (6/13)
mDoR, month 10.5 10.5 - -

* For later-line, post-10 patients (n=21), ORR and DCR were 23.8% (5/21) and 61.9% (13/21)
For 2L only, post-10 patients (n=13, all treated with I/0 plus chemo), ORR and DCR were 38.5% (5/13) and 84.6% (11/13)

60+

10 mglkg
= 20 mg/kg
= 30 mg/kg
45 mg/kg
4 Prior Anti-angiogenic
® Prior IO
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——— 20 mg/kg
——— 30 mg/kg

10 mg/kg

45 mg/kg
*  First New Lesion
»  Treatment ongoing

A
- . o 0 0 . .
T T
Months
PD-L1(%) 2 40 5 0 0 1 UK15UK 1 0 60 0 10030 5 90 10 80100<1 10 5 UKUK 20 70 21 <1 <1 <1 80 75 20 UK250 1 UK 80 10 10 20 1 90 0 30 UK 60 10 60 UK <1 70
Note: One patient is not shown in the waterfall and spider plots due to absence of measurable target lesion at baseline.
NSCLC: non-small cell lung cancer; mono: monotherapy; L. line; Q3W: every 3 weeks,; ORR: objective response rate; DCR: disease control rate; DoR: duration of response

Data source: 2026 ESMO oral presentation

T T
13 14
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22L NSCLC mono

Higher Monotherapy ORR with €S2009 vs. bsAbs in Heavily Pre-treated and Mostly Post-10
NSCLC Patients, Reflecting CTLA-4 Arm's Activity

CS20097 AK104+AK1092 AK104+anlotinib3 AK1044 AK104> AK1126 BNT327/PM80027
(PD-1/VEGF/CTLA-4) [ (PD-1/CTLA-4+VEGF) | (PD-1/CTLA-4+TKl) | (PD-1/CTLA-4) | (PD-1/CTLA-4) | (PD-1/VEGF) (PD-L1/VEGF)
Phase 1/2 Phase 1b/2 Phase 1 Phase 1
Stage of data cited In =>2L AGA(-) NSCLC . Phase 1b/2 dose Phase 1b/2 dose Phase 1b/2a
in 2L NSCLC . )
30 mg/kg escalation escalation
Evaluabli patients, 25 47" 6 6 23t 2 g
BT e k
; ORR, % (n) 28.0%* (7/25) 12.8% (6/47) 16.7% (1/6) 0% 0% 0% 12.5%(1/8) |
] ]
: ORR, %: 33.3%vs.23.1%  11.5%vs. 14.3% n/a 0% 0% 0% n/a :
: SQ vs. NSQ . e :
] ]
: DCR, % (n) 60.0%* (15/25) 95.7% (45/47) 100% (6/6) 33.3% (2/6) 30.4%(7/23) 50% (1/2) 62.5% (5/8) :
I I
I I

* For 2L only, post-10 patients (n=13, all treated with I/0 plus chemo), ORR and DCR were 38.5% (5/13) and 84.6% (11/13)
For 2L and above, post-10 patients (n=21), ORR and DCR were 23.8% (5/21) and 61.9% (13/21)

" All patients are AGA-negative and 2L post-10 NSCLC
T All patients are AGA-negative/unknown and =2L post-10 NSCLC

=2L: second-/later-line; NSCLC: non-small cell lung cancer; AGA: actionable oncogenic alterations; ORR: objective response rate; DCR: disease control rate; /0. immuno-oncology aC
Data source: 1. ESMO 2026, 2. WCLC 2025 (2L NSCLC), 3. ESMO 2021, 4. Cell Reports Medicine 2023, 5. Lung Cancer 2023, 6. JITC 2024, 7. ASCO 2024 42 | LTd



TL NSCLC mono 1L SQ NSCLC combo 22L NSCLC mono 2/3L NSCLC combo 1L NSQ NSCLC combo

*ESMO 2026 2/3L NSCLC combo: €52009 + docetaxel demonstrated promising clinical
efficacy in 1/0- & chemo-treated NSCLC

CS2009 at 20 or 30 mg/kg, Q3W, plus docetaxel. Enrollment ongoing; ORR expected to increase with longer follow-up — early SDs
often convert to PRs as treatment continues, as observed in more mature NSCLC cohorts. Median PFS / DoR not reached due to limited

follow-up
All Evaluable Patients 20 mg/kg 30 mg/kg
ORR, % (n) 55.6% (10/18) 55.6% (5/9) 55.6% (5/9)
DCR, % (n) 100% (18/18) 100% (9/9) 100% (9/9)
L e T L L T T T T LTTrrres 20
m 20 mg/kg 20 mg/kg
m 30 mg/kg 30 mg/kg

»  Treatment ongoing
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o 2
g} @ -40 -
© [=)]
= =
1) (3]
F 5
o] 60 -
8 60
-80 L T T T T T T T T T
S Y S e So M Sn U S Y S e Sy Sy Sy Y Sy 0 1 2 3 4 5 6 7 8
(a) ‘90 (o) ‘90 © 6‘0 Q ‘90 Q d‘o Q 6‘0 Q @ G'Q © @
PD-L1(%) 3 5 UK <t 0 0 2 2 UK 0 30 <1 0 <1 UK <1 UK UK Months

NSCLC: non-small cell lung cancer; 1/0: immuno-oncology, chemo. chemotherapy, Q3W: every 3 weeks, ORR: objective response rate; DCR: disease control rate; DoR: duration of response,; PFS: progress-free survival I
Data source: 2026 ESMO oral presentation 43 | LTd



1L NSCLC mono 1L SQ NSCLC combo >2L NSCLC mono 2/3L NSCLC combo TL NSQ NSCLC combo

*ESMO 2026 Safety in NSCLC Cohorts

CS2009 monotherapy and in combination with chemotherapy demonstrated a favorable safety profile in advanced NSCLC

* (52009 combined with standard chemotherapy showed no additive immune or VEGF toxicity

» (52009 showed no excessive CTLA-4-related toxicities typically observed with conventional PD-(L)1 + CTLA-4 antibody combinations;
incidence of Grade =3 VEGF-related toxicity was much lower than that reported for PD-(L)1/VEGF bispecific antibodies

* No new safety signals were identified; C52009’s safety profile remains consistent with that presented at 2026 ASCO and 2025 ESMO

n (%) CS2009 Monotherapy (n=112) CS2009 + Chemotherapy (n=63)

TEAE 106 (94.6) 58 (92.1)
Grade =3 TEAE 45 (40.2) 37 (58.7)
Treatment-related TEAE (TRAE) 96 (85.7) 57 (90.5)*
Grade =3 TRAE 29 (25.9) 33 (52.4)*
Immune-related TEAE (irAE) 51 (45.5) 23 (36.5)
Grade =3 irAE 13 (11.6) 8(12.7)
Possible anti-VEGF-related TRAE 35(31.3) 11 (17.5)
Grade 23 possible anti-VEGF-related TRAE 6 (5.4) 3 (4.8)
TRAE leading to CS2009 discontinuation 9 (8.0) 3(4.8)

CTLA-4: cytotoxic T-lymphocyte-associated protein 4, NSCLC: non-small cell lung cancer; PD-1: programmed cell death protein 1; PD-L1: programmed death-ligand 1, TEAE: treatment-emergent adverse event,; VEGF: vascular
endothelial growth factor

Data source: 2026 ESMO oral presentation 44 EE



CS2009

- Phase 1/2 Clinical Data Update

- Proof of Concept in Broad Cancer Types

2. Colorectal Cancer (CRC) Dataset




1L mCRC combo - XELOX Later-line mCRC mono

*ESMO 2026 Baseline Characteristics in CRC Cohorts

Later-line mCRC

First-line mCRC

Later-line mCRC

Characteristics

Liver metastases, n (%) 15 (65.2)

CS2009 monotherapy
(N=23)

Prior systemic anti-cancer therapy, n (%)

1 line 11 (47.8)
2 lines 7 (30.4)
=3 lines 5(21.7)

Characteristics CS2009 monotherapy CS2009 + XELOX
(N=23) (N=23)

Age, years

median (range) 60.0 (40, 74) 59.0 (35, 75)
Male, n (%) 13 (56.5) 16 (69.6)
Race, n (%)

Asian 20 (87.0) 22 (95.7)

White 3(13.0) 1(4.3)
ECOG PS, n (%)

0 7 (30.4) 2 (8.7)

1 16 (69.6) 21(91.3)
Location, n (%)

Left colon or rectum 19 (82.6) 19 (82.6)

Right colon 4(17.4) 4 (17.4)
MSI/MMR status, n (%)

PMMR/MSS 22 (95.7) 22 (95.7)

Unknown 1(4.3) 1(4.3)

*Patients with unknown status were not shown.
ECOG PS: Eastern Cooperative Oncology Group performance status; mCRC: metastatic colorectal cancer; M5I/MMR: microsatellite instability/mismatch repair; pMMR/MSS: proficient mismatch

repair/microsatellite stable; XELOX: capecitabine + oxaliplatin.

Prior anti-angiogenic therapy, n (%)
Yes 18 (78.3)
No 5(21.7)
RAS mutation status*, n (%)
Mutated 5(21.7)
wild type 7 (30.4)
BRAF mutation status*, n (%)
Mutated 3(13.0)
wild type 8(34.8)

First-line mCRC
CS2009 + XELOX

(N=23)

16 (69.6)

0
23 (100)

10 (43.5)
6 (26.1)

2 (8.7)
15 (65.2)

46 |58



1L mCRC combo - XELOX Later-line mCRC mono

*ESMO 2026 1L mCRC combo: CS2009 + XELOX demonstrated promising preliminary
clinical efficacy in first-line metastatic CRC, especially in patients with liver metastases

CS2009 (30 mg/kg, Q3W) + XELOX (oxaliplatin + capecitabine) for 8 cycles, followed by C52009 + capecitabine maintenance. ORR expected to
increase with longer follow-up—early SDs often convert to PRs as treatment continues. Median PFS / DoR not reached due to limited follow-up

ORR, %
DCR, %

Early tumor shrinkage 210% at 15t
tumor assessment*, % (n)

*Defined as the proportion of patients with 210% decrease in the pretreatment sum of diameters at first post-treatment tumor scan in target lesions

20

Best change from baseline, %

All evaluable patients Patients with liver metastases RatientSwithibaselinetargetiesion
SLD >100mm

68.8% (11/16)
100% (16/16)

(n) 63.6% (14/22)
(n) 100% (22/22)

77.3% (17/22)

= 30 mglkg

* BRAF Mutation:
2/22 BRAF-mut. and both achieved partial response; 6/22 unknown

100 * KRAS Mutation:

9/22 KRAS-mut., 3 achieved partial response; 7/22 unknown PR

Livermet. Y Y N N Y Y N Y N Y N Y Y Y Y Y Y Y Y Y Y N

Location

R Rec Rec Rec Rec Rec R L Rec Rec Rec R Rec L L R Rec Rec L Rec Rec Rec

Change from baseline, %

-100

75% (12/16)

85.7% (6/7)
100% (7/7)

85.7% (6/7)

20+

-80

30 mg/kg
> Treatment ongoing

v

0

1

2

T T
3 4
Months

T
5

DCR: disease control rate; L=Left colon, met.=metastases, mut.=mutation, N=No,; ORR. objective response rate; R=Right colon, Rec.=Rectum;, SLD: sum of the longest diameters; UK=Unknown;, Y=Yes.

Data source

: 2026 ESMO oral presentation



1L mCRC combo - XELOX Later-line mCRC mono

*ESMO 2026 Later-line mCRC mono: €CS2009 monotherapy demonstrated promising
efficacy in later-line metastatic CRC, mostly pMMR/MSS - a “cold tumor” not sensitive to
PD-(L)1 mADb, reflecting CTLA-4 arm’s activity

Monotherapy at 30 mg/kg, Q3W

Evaluable patients, n

ORR, % (n)

20.0% (3/15)

Aug-2026 Cutoff 2026-ASCO Cutoff
15 8

25.0% (2/8)
87.5% (7/8)

30 mg/kg
*  First New Lesion
»  Treatment ongoing

DCR, % (n) 93.3% (14/15)
60 - 60
PD = 30 mg/kg
4 Prior Anti-angiogenic
40 40 -
a;} 20 SD SD---SD 3&_ 20
< g
@ S0 sp sp o
2 0+ 8 0 -
£ o
3 £
s * BRAF Mutation: S
@ 21 /15 BRAF-mutant and achieved = -204
£ - partial response; 8/15 UNKROWR - =
a— ©
o .40 £ -40
@ + KRAS Mutation: ©
4/15 KRAS-mutant, 3 achieved PR PR
€04 stabledisease; 7/15 unknown -60 |
80 -80 -
Livermet. Y Y Y Y Y N Y N Y Y N Y N N N
Location R Rec Rec Rec R Rec Rec Rec L Rec L Rec L R Rec

0 1 2 3 4 5 14 s

Months

L=Left colon;, met=metastases; mut=mutation, N=No, R=Right colon, Rec.=Rectum, UK=Unknown, Y=Yes; pMMR/MSS: proficient mismatch repair / microsatellite stable; mCRC: metastatic colorectal cancer; ORR: objective
response rate; DCR: disease control rate
Data source: 2026 ESMO oral presentation
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1L mCRC combo - XELOX Later-line mCRC mono

*ESMO 2026 Safety in CRC Cohorts

CS2009 monotherapy and in combination with Chemo demonstrated a favorable safety profile in mCRC

n (%)

Immune-related adverse event (irAE)
Total
Adrenal insufficiency
Alanine aminotransferase increased
Amylase increased
Aspartate aminotransferase increased
Hyperthyroidism
Hypothyroidism
Lipase increased
Possible anti-VEGF-related TRAE
Total
Proteinuria
Epistaxis
Urinary occult blood positive

*Any-grade irAEs and possible anti-VEGF-related TRAEs reported in =2 patients
IrAE: immune-related adverse event; mCRC: metastatic colorectal cancer; TEAE: treatment-emergent adverse event; VEGF: vascular endothelial growth factor; XELOX: capecitabine + oxaliplatin.

Data source: 2026 ESMO oral presentation

Group 1: Later-line mCRC

CS2009 Monotherapy
Any-grade* Grade =3
6 (26.1) 3(13.0)
2(8.7) 0
1(4.3) 1(4.3)
1(4.3) 1(4.3)
1 (4.3) 1(4.3)
1(4.3) 1(4.3)
1 (4.3) 0
0 0
7 (30.4) 2(8.7)
4(17.4) 0
2 (8.7) 0
2 (8.7) 0

Group 2: First-line mCRC
CS2009 + XELOX

Any-grade*

9 (39.1)
0
3(13.0)
3(13.0)
3(13.0)
2(8.7)
2(8.7)
4 (17.4)

4(17.4)
2 (8.7)
0
1(4.3)
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CS2009

- Phase 1/2 Clinical Data Update

- Proof of Concept in Broad Cancer Types

3. Preliminary Clinical Data for Other Tumor Types




Other “Cold Tumors” - STS

Monotherapy at 1, 3, 10, 20, 30, 45 mg/kg, Q3W

Evaluable patients, n
ORR, % (n) 38.5% (5/13)

DCR, % (n) 69.2% (9/13)

80
PD = 1 mg/kg
= 3 mg/kg
10 mg/kg
= 20 mg/kg
= 30 mg/kg
45 mg/kg
4 Prior Anti-angiogenic
e Prior 10

Best change from baseline, %

801 *

ORR: objective response rate; DCR: disease control rate; TKI: tyrosine Kinase Inhibitor: /10: immuno-oncology
Data source: CStone 2026 Interim Results presentation

Other “Cold Tumors” - nccRCC

Others - ES-SCLC Others - PROC, HCC, ESCC, GC

Later-line STS mono: €CS2009 monotherapy demonstrated promising clinical efficacy in later-line soft
tissue sarcoma (STS) — a “cold tumor” not sensitive to PD-(L)1 mADb, reflecting CTLA-4 arm’s activity

Change from baseline, %

Aug-2026 Cutoff 2026-ASCO Cutoff
13 12

33.

66.

CLINICAL CONTEXT

Treatment options in clinic for STS are
mainly TKls, of which ORR is typically
~20% and ~6% in the first-line and
later-line setting, respectively

3% (4/12)

7% (8/12)

120 -

100 —

80—

60 —

40 -

20+

0 -

=20 -

-40 -

-60 -

-80 -

—— 1 mg/kg
- 3 mg/kg
10 mg/kg

20 mg/kg
— 30 mg/kg
45 mg/kg
*  First New Lesion
» Treatment ongoing

N4

> N \

0 1 2 3 4 5 6 7 8 9

T I
10 11 12 13 14 15 16 17
Months f
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Other “Cold Tumors” - STS

Evaluable patients, n
ORR, % (n)

DCR, % (n)

Other “Cold Tumors”

42.9% (3/7)

100% (7/7)

- nccRCC

60

= 20 mg/kg
= 30 mg/kg
45 mg/kg

4 Prior Anti-angiogenic

® Prior 10

B ettt e ctaa e e e nnnsaannesa

Best change from baseline, %

-60

-80

||
SD
20 -

PR
A

ORR: objective response rate; DCR: disease control rate; 10: immuno-oncology

Data source: CStone 2026 Interim Results presentation

Others - ES-SCLC Others - PROC, HCC, ESCC, GC

Later-line nccRCC: €S2009 monotherapy showed promising efficacy in later-line non-clear-cell renal
cell carcinoma (nccRCC) — a “cold tumor” not sensitive to PD-(L)1 mADb, reflecting CTLA-4 arm’s activity

Monotherapy at 20, 30, 45 mg/kg, Q3w

Change from baseline, %

Aug-2026 Cutoff 2026-ASCO Cutoff
7 6

33.3% (2/6)

100% (6/6)

CLINICAL CONTEXT

1st-tier recommendation for these
patients is clinical trial; Current
investigator’s choice for later-line
nccRCC typically results in ORR ~14%

60 -

40

— 20 mg/kg
— 30 mg/kg
45 mg/kg
*  First New Lesion
»  Treatment ongoing

\.______. »
60 - * >
-80 L, T T T T T T T T T
0 1 2 6 7 8 9 10 1 12
Months '
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Other “Cold Tumors” - STS

CS2009 (30 mg/kg, Q3W) + etoposide/carboplatin

ORR 85.7% (6/7), DCR 100% (7/7)

20
X
£ 0
)
(7)]
@
2 04
£
o
| =
Y
) i
g -40
[
@
£
o
- 60 -
7]
]
m
-80_

ES-SCLC: extensive-stage small cell lung cancer; ORR: objective response rate; DCR. disease control rate
Data source: In-house Oct-2026 data, not publicly disclosed in the ESMO presentations.

Other “Cold Tumors” - nccRCC

Change from baseline, %

Others - ES-SCLC Others - PROC, HCC, ESCC, GC

*Post-ESMO Other Solid Tumors from Phase 2 Cohorts: €CS2009 in combination with SoC
demonstrated promising preliminary clinical efficacy in first-line ES-SCLC

20

o
l

=20 -

-40 -

-60 -

-80 -

30 mg/kg

Treatment ongoing

__.’

ﬂ’

g

Months
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Other “Cold Tumors” - STS Other “Cold Tumors” - nccRCC Others - ES-SCLC Others - PROC, HCC, ESCC, GC

*Post-ESMO Other Solid Tumors: 52009 monotherapy/in combination with SoC demonstrated
promising preliminary clinical efficacy in first-/later-line solid tumors

CS2009 (30 mg/kg, Q3W) monotherapy or plus SoC

PROC* 2/3L HCC (post-10 & TKI) 1L ESCC 1L GC 1LCC

40 -

N
o
|

o
|

=20 -

Best change from baseline, %

-40 —

PR
-60 -

804 ™ 30 mg/kg
C52009 + paclitaxel CS2009 monotherapy CS2009+ TP CS2009 CS52009
+ +
XELOX carboplatin
+
paclitaxel

*PROC: platinum-resistant ovarian cancer (progressed within 6 months of at least one systemic platinum-based therapy),
CC: cervical cancer; ESCC: esophageal squamous cell carcinoma, GC: gastric cancer, HCC: hepatocellular carcinoma; TP: Paclitaxel + Cisplatin; XELOX: oxaliplatin + capecitabine I
Data source: In-house Oct-2026 data, not publicly disclosed in the ESMO presentations. 54 | Gl



Summary: Three Key Clinical Validations Achieved from over 300 Patient Data

> Proof of Mechanism O

Dose-dependent ICOS upregulation on CD4+ T cells: PD biomarker specific to CTLA-4 blockade
Linear PK with half-life of ~6-9 days; low incidence of ADA positivity

Sustained PD-1/CTLA-4 receptor occupancy at doses =20 mg/kg

Serum-free VEGFA reduced deeply and rapidly; effect sustained throughout dose intervals

> Proof of Safety O

Grade =3 irAEs 12.7%; CTLA-4-related tox markedly reduced from CTLA-4 mAb monotherapy or in combination with PD-1/L1, including extremely rare colitis, due
to preserved CTLA-4 signaling in peripheral Tregs & autoreactive T cells

Grade =23 VEGF-related tox 5.1%; likely mediated by PD-1/CTLA-4-driven VEGFA immune complex internalization by T cells in TME as indicated by the data

» Proof of Conceptin Broad Cancer Types °

Robust mono & chemo-combo efficacy in 1L and late-line NSCLC:
- (C52009 monotherapy in 1L NSCLC (PD-L1 TPS=50%): ORR 87.5% (100% at 30 mg/kg), DCR 95.8% (100% at 30 mg/kg)
- (52009 monotherapy in 1L NSCLC (PD-L1 TPS=1%): ORR 66.7% (75.0% at 30 mg/kg), DCR 93.8% (91.7% at 30 mg/kg)
- (CS2009 monotherapy (30 mg/kg) in =2L NSCLC: ORR 28.0%, DCR 60.0%; mDoR 10.5 months
- (52009 (30 mg/kg) + paclitaxel/carboplatin in 1L squamous NSCLC: ORR 85.7%, DCR 100%
- (52009 (20/30 mg/kg) + docetaxel in 2/3L, 1/0- & chemo-treated NSCLC: ORR 55.6%, DCR 100%
Promising mono & chemo-combo efficacy in 1L and late-line pMMR/MSS mCRC
- (52009 monotherapy (30 mg/kg) in later-line mCRC: ORR 20.0%, DCR 93.3%
- (C52009 (30 mg/kg) + XELOX in 1L mCRC: ORR 63.6%, DCR 100%
Robust activity in other 10-unresponsive "cold tumors “ in addition to later-line pMMR/MSS mCRC:
- (52009 monotherapy in later-line STS: ORR 38.5%, DCR 69.2%
- (52009 monotherapy in later-line nccRCC: ORR 42.9%, DCR 100%
Promising mono activity also observed in other solid tumors including SCLC, OC, HCC, GC, EC, mCRPC, TNBC, etc.

TME: tumor microenvironment, ICOS: inducible T-Cell Co-stimulator; NSCLC: non-small cell lung cancer; STS: soft tissue sarcoma,; nccRCC. non-clear-cell renal cell carcinoma,; pMMR/MSS: proficient mismatch repair / microsatellite
stable; CRC: metastatic colorectal cancer; mCRPC: metastatic Castration-Resistant Prostate Cancer; OC: ovarian cancer, TNBC: triple-negative breast cancer; GC: gastric cancer; EC: esophageal cancer
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Conclusion: With an innovative design for triple synergy and conditional CTLA-4 activation, C52009
exhibits superior antitumor activities with a favorable safety profile vs PD-1/VEGF and PD-1/CTLA-4
bsAbs, with the potential for more durable 0S benefit

Favorable safety and post-10 activity enable broad combination potential, including with ADCs and RLT, across first and later lines

€S2009 vs
PD-(L)1/VEGF bsAbs
>

CS2009 vs
PD-(L)1/CTLA-4
bsAbs »

CTLA-4 arm drives T-cell priming —
key OS driver

Dual PD-1/CTLA-4 blockade + Deeper
VEGFA clearance in TME

Sustained VEGF suppression; no
rebound (vs AK112)

VEGF arm remodels TME and clears
local VEGF

TME-selective avidity binding to
double-positive TILs

Monovalent low-affinity CTLA-4 arm
spares peripheral T cells (vs high-
affinity MEDI-5752)

Source: 2026-ASCO presentation & in-house data and Aug-2026 in-house update; WCLC 2025

Differentiated Molecular Design Significantly Reduced Toxicity

Lower any-grade & Grade =3 anti-
VEGF TRAEs

Grade =3 anti-VEGF TRAEs: 5.1%
(Phase |, N=118)

No DLT; MTD not reached

Lower any-grade irAEs vs PD-(L)1/
CTLA-4 bsAbs and combos

Very low colitis incidence

No DLT / unreached MTD supports
continuous CTLA-4 dosing

Stronger Monotherapy

Anti-tumor Activity

1L NSCLC TPS =50% (30 mg/kg): ORR
100% (vs AK112: 60.2%)

1L NSCLC TPS =1% (30 mg/kg): ORR
75.0% (vs AK112: 50.0%)

|O-pretreated 2L NSCLC (30 mg/kg):
ORR 38.5% (vs AK104+VEGF: 12.8%,
BNT327: 12.5%)

|I0-pretreated 2L+ NSCLC (30 mg/kq):
ORR 23.8% (vs AK112/AK104: 0%,
AK104+TKI: 16.7%)

Higher ORR in late-line "cold" tumors
(mCRC, STS, nccRCC) vs SOC — rarely
demonstrated by bsAbs
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CS2009

- Regulatory and Clinical Plan for Global Phase 3 Trials




Clinical Data and CMC Readiness for FDA Meetings and Phase Il Initiation

Clinical Safety & Efficacy Dataset
for NSCLC Meetings »

Phase 2
TL NSCLC
mono (n=48)

Phase 1
[l solid tumor
(n=130)

Phase 1/2
Later-line NSCL
mono (n=57)

Phase 2
2L NSCLC
combo (n=40)

Phase 2
TL NSCLC
combo (n=60)

CMC Meeting 1L AGA(-) NSCLC
120,000 vials planned for Year (SQ &NSQ)
2027, covering >1000 patients CS2009 + chemo vs.
) in Phase lll clinical trials pembrolizumab + chemo
FDA Meetings ® @ O
Planned Q3 2026 Q4 2026 Q4 2026
Concluded with positive TL AGA(-) NSCLC
feedback from FDA

(SQ & NSQ, TPS =50%)
CS2009 vs. pembrolizumab

2L AGA(-) NSCLC

(SQ &NSQ)
CS2009 + docetaxel vs.
docetaxel
@) O
Q12027 Q1 2027
1L mCRC
CS2009 + chemo vs.

bevacizumab + chemo

Clinical Safety & Efficacy Dataset
for CRC Meeting »

Phase 1
Later-line CRC
mono (n=20)

Phase 1

Phase 2

combo (n=40)

1L CRC

AGA: actionable oncogenic alterations; NSCLC: non-small cell lung cancer; SQ. squamous,; NSQ: non-squamous, mCRC: metastatic colorectal cancer; chemo. chemotherapy
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Global Development and Regulatory Window Wide Open for C52009 Phase Il Trials (NSCLC)
2024 | 205 | 206 | 2027 | 208 | 202 [ 23 [ 2031 |
H1 H2 H1 H2 H1 H2 H1 H2 H1 H2 H1 H2 H1 H2 H1 H2

1L SQ & NSQ NSCLC, Chemo Combo (Ph lll) Q4 2026 - Q1 2030

1L SQ & NSQ, TPS =250% NSCLC, Mono (Ph 1) Q4 2026 - Q4 2030

CS2009
(CStone)

2L/3L NSCLC, Combo (Ph Ill) Q1 2027 - Q3 2029

AT

ORR Readouc“ 0s Reaclout
& 0S Tren

........................ e S

! 1LSQ & NSQ NSCLC, ADC Combo (Ph1ll) Q22027 - Q3 2030 _E
| 59

PFS Final 0S Interim 1
(sQ)* (sQ)* ]

1st-Wave PD-1/VEGF
1L NSCLC OS Readouts

AK112
(Summit)

1L SQ & NSQ NSCLC Combo (HARMONI-3, Ph 11I) Oct 2023 - Dec 2028
1L NSCLC, PD-L1=50%, Mono (HARMONi-7, Phlll) Feb 2025 - Apr 2028

1L CRC Combo (HARMONI-GI3, Ph 11l US) Nov 2025 - May 2028

1st OS Readout

C€S2009 1L NSCLC ]

1L NSCLC Combo (BNT327-06, Ph I1/111) Jan 2025 - Jan 2029
1L ES-SCLC Combo (BNT327-03, Ph IlI) Feb 2025 - Dec 2028

1L TNBC Combo (ROSETTA Breast-01, Ph Ill US) Oct 2025 - Dec 2029
1L CRC Combo (ROSETTA CRC-203, Ph II/11) Dec 2025 - Feb 2030
1L GC/GEJ/adeno-EC Combo (ROSETTA CRC-204, Ph II/IIl) Mar 2026 - Nov 2030

1L NSCLC, PD-L1 250%, Mono (ROSETTA Lung-202, Ph IlI) Mar 2026 - Oct 2031
Stage Il NSCLC, Mono (ROSETTA Lung-201, Ph IIl) Mar 2026 - Sep 2030
1 1

1L CRC Combo (Symbiotic-GI-03, Ph Il1) Dec 2025 - Mar 2030
1L NSCLC Combo (Symbiotic-Lung-01, Ph Ill) Jan 2026 - Feb 2029
1L ES-SCLC Combo (Symbiotic-Lung-04, Ph 11/1Il) Dec 2025 - Jun 2030
1L GC Combo (Symbiotic-GI-16, Ph IlI) May 2026 - Jul 2031

1L Endometrial Combo (Symbiotic-GYN-18, Ph 1ll) Oct 2026 - Jun 2029

1
1

1L SQ NSCLC Combo (Ph Il1) Sep 2026 - Dec 2029
1 1

L] L]
AGA: actionable oncogenic alterations; CRC: colorectal cancer; EC: esophageal carcinoma, ES-SCLC: extensive-stage small cell lung cancer; GC/GEJ: Gastric Cancer/Gastroesophageal Junction, NSQ: non-squamous; NSCLC: non-
small cell lung cancer; OS: overall survival; PFS: progression-free survival; pMMR/MSS: proficient mismatch repair or microsatellite stable; TNBC: triple-negative breast cancer; 5Q: Squamous 59 |;||;
*Source: Summit Therapeutics Inc. (SMMT) Q2 2026 Earnings Call July 23, 2026

BNT327/PM8002
(BMS/BioNTech)

SSGJ-707
(Pfizer)

ABBV-1480/RC148

(AbbVie)



Global Development and Regulatory Window Wide Open for CS2009 Phase Il Trials (MSS CRC)

2025 2026 2027 2028 2029 2030
H1 H2 H1 H2 H1 H2 H1 H2 H1 H2 H1 H2

CS2009 1L mCRC, Chemo Combo (Ph Ill)
(CStone)

Q3 2027 - Q4 2030

: Later-line mCRC, 7as, ADC, or BsAb Combo (Ph Il1) i
L Q2 2028 - Q3 2030 I

1L CRC Combo (HARMONI-GI3, Ph Il US) Nov 2025 - May 2028

BNT327/PM8002
(BMS/BioNTech)

1L CRC Combo (ROSETTA CRC-203, Ph I1/111) Dec 2025 - Feb 2030

SSGJ-707
(Pfizer)

1L CRC Combo (Symbiotic-GI-03, Ph III) Dec 2025 - Mar 2030

mCRC: metastatic colorectal cancer; MSS: microsatellite stable

60 |58



CS2009: Broad Tumor Indication Coverage as a Potential Next-Generation 1/0 Backbone
Replacing & Expanding beyond Current PD-1/L1 Standard of Care (S0C)

PD-1/L1 Fully Established SOC PD-1/L1 Partially Established SOC PD-1/L1 Ineligible
in Key Indications (CPS-Dependent) (1/0 Not Yet Approved as SOC)

1L TNBC:
CPS 210: Pembrolizumab + Chemo 2L/3L Metastatic NSCLC (AGA-):

CPS<10: Chemo Docetaxel

1L metastatic NSCLC:

Pembrolizumab + Platinum-based Chemo

Locally advanced NSCLC, post-CRT:
Durvalumab consolidation 1L GC/GEJ:

CPS 21: Pembrolizumab + Chemo
Resectable NSCLC (Neoadjuvant/Adjuvant) CPS <1: Chemo 1L pMMR/MSS CRC:
Nivolumab + Platinum-based Chemo R Bevacizumab + FOLFOX/CAPEOX/FOLFIRI

ES-5CLC: CPS 21: Nivolumab + Chemo
Atezolizumab + Etoposide + Carboplatin CPS <1: Chemo
Non-clear-cell RCC:
L5-SCLC: 2L/3L PROC: TK]
Durvalumab consolidation CPS 21: Pembrolizumab + Paclitaxel +/-

1L HCC Bevacizumab
Atezolizumab + Bevacizumab 1L Cervical Cancer (recurrent/metastatic): mCRPC:

TL HNSCC:

CPS =21: Pembrolizumab + Bevacizumab Chemo
CPS <1: Chemo + Bevacizumab

Pembrolizumab + Chemo

1L Advanced ccRCC:
Pembrolizumab + Axitinib

Unresectable/Metastatic Melanoma:

Pembrolizumab

CS2009 Replacing CS2009 Expanding into
PD-1/L1 in Chemo Combo |0-Ineligible with Chemo/ADC

\ 4

v

AGA: actionable oncogenic alterations; CAPEOX: Capecitabine + Oxaliplatin; ccRCC: clear cell renal cell carcinoma, CPS: combined positive score; CRC: colorectal cancer, CRT: chemoradiotherapy,; ES-SCLC: extensive-stage small
cell lung cancer; ESCC: esophageal squamous cell carcinoma, HCC: hepatocellular carcinoma, HNSCC: head and neck squamous cell carcinoma, LS-SCLC: limited-stage small cell lung cancer; mCRPC: metastatic Castration-
Resjstant Prostate Cancer; NSCLC: non-small cell lung cancer; PROC: platinum-resistant ovarian cancer; pMMR/MSS: proficient mismatch repair or microsatellite stable; TNBC: triple-negative breast cancer
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PD-1/VEGF/CTLA-4 Trispecific Ab: Substantial Clinical and Commercial Potential with
Anticipated Durable PFS and OS Benefits

Prolonged PFS and expanded indications boost C52009's commercial upside if approved as a next-gen 1/0 backbone therapy

Approved indications
for 3 targets

Lung cancer »
Hepatocellular carcinoma »
Renal cell carcinoma »

Colorectal cancer »

Approved indications
for PD-(L)1 & VEGF

Cervical cancer »

Approved indications
for PD-(L)1 & CTLA-4

Esophageal cancer »
Melanoma »

Approved indications
for VEGF

Glioblastoma »
Peritoneal cancer »
Ovarian cancer »

Fallopian tube carcinoma »

3
»

I )

A B f\\
\ﬂ@ ‘

|’ r (‘
."
[0} vk

\
s Y

Approved indications for
PD-(L)1

<« Head and neck squamous

cell carcinoma

<« Nasopharyngeal carcinoma

< Hodgkin lymphoma

<« Triple negative breast
cancer

<« Biliary tract cancer
<« Gastric cancer

<« Urothelial carcinoma
<« Bladder cancer

<« Endometrial cancer

Potential new indications
<4 MSS/pMMR CRC, etc.

Note: The indications listed above are not exhaustive of all approved indications for the three targets
CPI, checkpoint inhibitor ; pMMR/MSS: proficient mismatch repair / microsatellite stable; CRC: colorectal cancer

60+

Broad indications with substantial
commercial potential
Approved indications

targeting PD-(L)1, VEGF, CTLA-
4 (mono or multi-targeting)

Remarkable value to exceed current
market potential for CP/

Keytruda 2025 global sales
revenue

$32bn

PD-(L)1 inhibitors 2025 global
sales revenue

$59bn

PD-(L)1 global sales revenue
by 2029 (IQVIA forecast)

$99bn
$90bn

Current CPI market potential
(Summit’s projection)
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CS2009 Upcoming Catalysts

All pivotal registrational studies are multi-regional clinical trials (MRCTs) using global standard-of-care as control

Trial design and timeline are not impacted by data readouts from other bispecific/trispecific competitors, giving C52009 an
independent development space and rhythm

« In-depth discussions with Global MNCs for partnership

Q4 2026

FDA consultation on Phase Ill MRCT First MRCT registrational study initiated
study design for first-line NSCLC (+
chemo) I

|

I

FDA consultation on Phase Il MRCT
study design for first-line TPS =50%
NSCLC (monotherapy)

Q4 2026
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Well-balanced portfolio of 16 innovative assets (1/2)
- Commercial/Late-stage Programs

. : Approval . :
Asset Indication Marketed m Partners Partnering Regions
v v Y

TL NSCLC
2L NSCLC v & Y Kbluegirjg;;s
Pralsetinib (RET) NSCLC « <« Mainland China
=
TC e rigel.
Multiple tumors )
PDGFRAexon 18 GIST G v v v v
PDGFRA D842V GIST QD v
Avapritinib (KIT/PDGFRA) &blueeﬂe!;s « Mainland China
ISM! D v ¥ remneeneeny
Advanced SM" D v v v
1L Stage IV NSCLC G v Y S rfizer « Mainland China
Stage Ill NSCLC D v ~ @vemsm «switzerland and cee
= PHARMALINK 4 Middle East and Africa
Sugemalimab (PD-L1) 1L G/GEJ G
 STEINCARES <« Latin America
1L ESCC G G centiL < West Europe and the UK
R/R ENKTL D arritex < Australia & New Zealand
CS1002 (CTLA-4) Solid tumors D gy < Greaterchina

CN = Mainland China, TW = Taiwan, China, HK = Hong Kong SAR, China, US = United States, EU = European Union, UK = United Kingdom, POC = Proof of Concept, NDA = New Drug Application, NSCLC = Non-small Cell Lung Cancer, TC

= Thyroid Cancer, GIST = Gastrointestinal Stromal Tumor, ISM = Indolent Systemic Mastocytosis, Advanced SM = Advanced Systemic Mastocytosis, G/GE] = gastric/gastroesophageal junction adenocarcinoma, ESCC = Esophageal

Squamous Cell Carcinoma, R/R = Relapsed or Refractory, ENKTL = Extranodal NK/T Cell Lymphoma, CEE=Central & Eastern Europe

1. POC study was conducted in North American and Europe. No clinical trials have been conducted in China while IND application is under preparation 65 EE



Well-balanced portfolio of 16 innovative assets (2/2)

- Pipeline 2.0
: . . Preclinical :
Right Indication Discovery Development | ND-Enabling

Antibodies (Oncology)

CS2009 (PD-1/VEGF/CTLA-4 trispecific antibody) ® Solid tumors
€S1012 (GDF-15 antibody) () Solid tumors D

ADCs (Oncology)
(55001 (ROR1 ADC) @ hematgtgl;dicu:nn;(l)igr;ancies
CS5007 (EGFR/HER3 bispecific ADC) @ Solid tumors ...
CS5006 (ITGB4 ADC) @ Solid tumors D
€S5008 (SSTR2/DLL3 bispecific ADC) (~)) Solid tumors D
€S5009 (B7H3/PD-L1 bispecific dual-payload ADC) @ Solid tumors )
CS5010 (HER2 biparatopic dual-payload ADC) () Solid tumors -]
CS5012 (HER2 biparatopic novel-payload ADC) @ Solid tumors -]

Antibodies (Immunology & Inflammation)
CS2013 (BAFF/APRIL bispecific antibody) () Immunology & Inflammation GGG
CS2015 (OX40L/TSLP bispecific antibody) @ Immunology & Inflammation GGG
CS1016 (PD-1 agonist antibody) @ Immunology & Inflammation D
CS2016 (TL1A/a4B7 bispecific antibody) @ Immunology & Inflammation D

@ GlobalRights

Note: Assets status denotes progress in the region(s) noted in the column titled “Rights”; FIH = First in Human, POC = Proof of Concept, aC
7. CStone obtains the exclusive global right from LigaChem Biosciences, Inc. (LCB) to lead development and commercialization of LCB71/CS55001 outside the Republic of Korea 66 | LTd



Trusted Global Partner — Proven Track Record Across Continents "

blueprint, £ | blueprint’ i
Pﬁlel' Bamcmes rlgelw QEDICINES "/)O aglos
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@pharman %ALLIST @ SERVIER

since 1959 moved by you
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2 PHARMALINK
i : = &5 7
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' ' HENGRUI
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B
A > .
BAYER W NUNMANAS DOtBIO
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CStone has built a strong track record of successful partnerships with leading multinational corporations and biotech companies worldwide.



CSTONE
PHARMACEUTICALS

EE BRI
CStone's Leadership Depth and Expertise Translates Science into Patient Value

Jason Yang, MD, PhD
Chief Executive Officer & President of R&D

Shfizr AMGEN COVANCE  )X( BeiGene

L

ichael Choi, ingmei Shi, ujuan La, e Shi, eicong (Nic i, inghua Zhang, inzhou Qi,
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