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Forward-looking Statements

Certain statements contained in this presentation and in the accompanying oral presentation, other than statements of fact that are independently verifiable at the date hereof,
constitute forward looking statements. Examples of such forward-looking statements include statements regarding the projected size of the oncology market and related sectors;
BeOne’s research, discovery, pre-clinical and early-stage clinical programs and plans including proof of concept timing; the advancement of and anticipated clinical development
and the conduct of late-stage clinical trials; expected data readouts and approvals; projected regulatory milestones and commercialization of BeOne’s medicines; the ability of
BeOne’s assets to meaningfully outperform current medicines and address all lines of therapy; the potential for BeOne to have a significant market share in hematologic diseases;
the ability for BeOne to become the most impactful global oncology company; and BeOne's future growth and financial performance. Actual results may differ materially from those
indicated in the forward-looking statements as a result of various important factors, including BeOne's ability to demonstrate the efficacy and safety of its drug candidates; the
clinical results for its drug candidates, which may not support further development or marketing approval; actions of regulatory agencies, which may affect the initiation, timing and
progress of clinical trials and marketing approval; BeOne's ability to achieve commercial success for its marketed medicines and drug candidates, if approved; BeOne's ability to
obtain and maintain protection of intellectual property for its medicines and technology; BeOne's reliance on third parties to conduct drug development, manufacturing,
commercialization and other services; BeOne's limited experience in obtaining regulatory approvals and commercializing pharmaceutical products; BeOne's ability to obtain
additional funding for operations and to complete the development of its drug candidates and maintain profitability, as well as those risks more fully discussed in the section
entitled “Risk Factors” in BeOne's most recent periodic report filed with the U.S. Securities and Exchange Commission ("SEC"), as well as discussions of potential risks, uncertainties,
and other important factors in BeOne's subsequent filings with the SEC. Except where otherwise noted, all information in this presentation is as of the date of this presentation, and
BeOne undertakes no duty to update such information unless required by law.

This presentation and the accompanying oral presentation contain data and information obtained from third-party studies and internal company analysis of such data and
information. BeOne has not independently verified the data and information obtained from these sources. Forward-looking information obtained from these sources is subject to the
same qualifications noted above.

This presentation is intended for the investor community only; it is not intended to promote the products referenced herein or otherwise influence healthcare prescribing decisions.
All trademarks in this presentation are the property of their respective owners.

Some of the clinical data in this presentation relating to BeOne's investigational drug candidates is from pre-clinical studies or early phase, single-arm clinical trials. When such
data or data from later stage trials are presented in relation to other investigational or marketed drug products, the presentation and discussion are not based on head-to-head
trials between BeOne’s investigational drug candidates and other products unless specified in the trial protocol. BeOne is still conducting pre-clinical studies and clinical trials and,
as additional patients are enrolled and evaluated, data on BeOne's investigational drug candidates may change.

Definitive conclusions cannot be drawn from cross-trial comparisons or anticipated data as they may be confounded by various factors and should be interpreted with caution.
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Global oncology leadership

John V. Oyler
Co-Founder, Chairman and CEO
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CANCER

HAS NO BORDERS

NEITHER
DO WE

X4 BeOne is a global
oncology company that
was built differently
to deliver innovative
medicines faster, more
equitably and affordably to
patients around the world



Purpose built with sustainable competitive advantages

access Leading Superior

6 continents, 1,200+
40 offices, proven

11,000+ research
colleagues team

o\ Yy

3,700+ In-house
gllobal manufacturing

development including $800M

and medical U%Sdélicl?%smp
affairs team New Jersey




Our commitment to business sustainability

BeOne is driven by purpose:
Transform cancer care and
transcend borders to enable more
affordable access to more patients
here, and all around the world

Advancing
global

health

2

Innovating
sustainably

Empowering
our
colleagues

&

Operating
responsibly
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What you will hear today — industry leadership in R&D

Updates and new programs

Our unique R&D model is delivering

+ Proven quality, speed, cost, and technological advantages

o " : o o : Hematology
+ Diversified modalities, proprietary combinations, and scientific leadership

BRUKINSA Sonrotoclax BTK CDAC TCEs

. e . . Breast/Gyn
Hematology - serial innovation to drive

sustained Ieadership CDK4i B7-H4 ADC CDK2i/CDAC KAT6A/B

« Wholly-owned combinations of foundational assets BRUKINSA, sonrotoclax, Lun
and BTK CDAC to comprehensively address unmet needs in CLL 9
« Broadening beyond CLL, lymphomas e.g., B cell malignancies, MM PRMT5i MAT2Ai EGFR CDAC/TsAb
Gl
Solid tumors - breadth and depth across PANKRASI/CDAC RAS(ON)  FGFR2b ADC
areas of focus

+ Burgeoning franchises in breast, lung, and Gl cancers each 1&I

anchored by potentially best-in-class assets and combinations
IRAK4 CDAC

CDAC - chimeric degradation activating compound, TCE - T-cell engager, ADC - antibody drug conjugate, TsAb - trispecific antibody



R&D strategy and overview

Lai Wang, PhD
Global Head of R&D
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BeOne R&D stands at an inflection point

Proven capabilities converging to create a unique R&D model

Prolific research organization

. . uperior Global
Time, cost, and quality advantaged S II: &D commercial
clinical development infrastructure

returns access

Global manufacturing
and process development




Evolution of BeOne’s scaled research organization
New era of prolific, quality scientific output based on diversified modalities

Preclinical program Internally developed
numbers NMEs entered clinic

q . BTK . EGFR
1 EZ conc N &

2 2020 2021 2022 2023 2024 2025 2013-18 2019 2020 2021 2022 2023 2024

10

Pro-IL15

B7-H3 ADC

CEAADC

FGFR2b
ADC

EGFRXMETXMET
5 TsAb

4 e | o
X 4-1BB

. . CEAX IRAK4

1 o (PR S | o [l

Traditional SM CDAC m Bs/Ts Ab m Cell Therapy Others

>,
*Average numbers per year; SM, Small Molecule; CDAC, Chimeric degradation activation compound; ADC, Antibody drug conjugate; Bs/Ts Ab: Bispecific/Trispecific Antibody L m‘



We focus on delivering high-quality innovation

Committed to designing superior molecules with exceptional profiles

+ Successful innovation with the same approach as BRUKINSA and now in parallel across many programs

+ Perform the critical experiment and only advance high-quality molecules to clinic

+ Halt programs that don’t meet our high standard

« Over the past 3.5 years, 60+ pre-clinical programs terminated

=%

FGFR2b ADC

More potent and selective
design aiming to improve
efficacy and safety, respectively

Shorter half-life for ease

TLS, Tumor lysis syndrome

5

Sonrotoclax

of TLS* monitoring

First-in-class, retain ligand
binding to avoid on-target
ocular toxicity induced
by mAb

B9

IRAK4 CDAC

First-in-class, fast ternary
complex formation to drive
complete degradation

No QT issue




Establish scientific leadership in protein degradation - CDAC
Over 20 programs including degrader antibody conjugate (DAC)

Breast [

Hematology Gynecologic Gastrointestinal  Other Tumors Non-Oncology

BTK CDAC m EGFR CDAC KRAS CDAC CDAC 16 IRAK4 CDAC

CDAC6 CDAC9 KRAS CDAC CDACY9 CDAC17 CDACI18
CDAC7? CDAC10 CDAC?9 CDACI13 DAC3 CDAC19
CDAC 8 CDACTI CDAC13 CDAC 20
DACI1 CDAC 12 CDAC14
DAC 2 DAC3 CDAC15

Gl, Gastrointestinal; CDAC, Chimeric degradation activation compound; DAC, Degrader antibody conjugate; Cut-off date: MAY2025

13
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Address various challenges in drug discovery
via our industry-leading CDAC platform

Solve low

Spare tissue-
potency issue

specific toxicity

Target X KRAS CDAC

Gain

Drug
selectivity

undruggable CDAC

ADVANTAGE

Multiple targets EGFR CDAC, CDK2 CDAC

Destroy
scaffold function

BTKCDAC, IRAK4 CDAC

BTK CDAC, EGFR CDAC
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Emerging player in ADC field

Robust dual-TAA and novel payload ADC pipeline to drive next waves of innovation

Hematology Breast [ Gynecologic

. A Nkaer
Bs/TsADC Novel payload ADC Bs/TsADC

Novel payload ADC

® Novel DAC1 ® B7-H4xHER3 ® RAS (ON)iADC @ EGFRXMETXMET
® Novel DAC 2 ® Novel ADC 3 ® Bs/TsADC 3
R ® Novel ADC4 @ Bs/TsADC 4
m ® Novel ADC 3 m ® Bs/TsADC 5
® Novel DAC 3 ® Bs/TsADC 6
® mADC 6 ® B7-H3 ¢
® ADAM9
® B7-H4 ¢
® mADC 7
® mADC 8

# Clinical stage

ADC, Antibody drug conjugate; DAC, degrader antibody conjugate; mADC, monospecific ADC; BSADC, bispecific ADC; TsADC, trispecific ADC; TAA, tumor associated antigen
Cut-off date: MAY2025

Gastrointestinal

Novel payload ADC Bs/tsADC

@ RAS (ON)i ADC
® Novel ADC 4

® B7-H3 &
® FGFR2b ¢
® CEA ¢

EGFRXMETXMET
Bs/TsADC 3
Bs/TsADC 4
Bs/TsADC 7
Bs/TsADC 8
Bs/TsADC 9
Bs/TsADC 10

15
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Technology platforms enable us to build disease franchise
Our CLL franchise has been a great success

2012 2014 2020
BRUKINSA o @ ®
Initiation FIH Approval

2017 2020 2026
Sonrotoclax ® @ O
Initiation FIH Approval
2019 2022 2027
BTK CDAC © o O
Initiation FIH Approval

P,
Approval indicates first (anticipated) CLL approval in a major market (U.S,, EU, JP, CN) 16 N
FIH, First in human <



Now, we can scale success across our disease areas of focus
much faster

Build a deep pipeline by aiming to deliver 8-10 highly differentiated NMEs
into the clinic in each of the following disease areas in the next 3-6 years

B-Cell AML/MDS Breast/ Immunology
Malignancies Gynecological and
Inflammation
(1&1)

17 E‘



Deep pipeline enables unique and proprietary combinations

MTA-cooperative

+ + 2 +

MAT2Ai & EGFR X MET x MET TsAb
KRASi[KRAS CDAC BR CD3 TCE &

RAS (ON)i T-cell booster

B-Cell malignancies @‘% Lung @ Gastrointestinal

Sonrotoclax

|+|

TCE, T-cell engager; TsAb, trispecific antibody; Target(i): target inhibitor



Our philosophy, scale, and sense of urgency has led to an

industry-leading pipeline

Approved Ph1/2 @® Heme @ Lung Breast [ Gyn @Gl @ OtherCancers @ I&l
Molecule Indication Phase Molecule Indication Phase Molecule Indication Phase
. TN CLL/SLL Approved . TN CLL/SLL HR+/HER2- BC Phase 1
BGB-21447 (BCL2i 2G)
. R/R CLL/SLL Approved . R/R CLL[SLL . B-cell Malignancies Phase 1
. R/R WM and TN WM . R/RMCL BG-60366 (EGFR CDAC) . Lung Cancers Phase 1
. R/RFL Sonrotoclax (BCL2i) . R/RWM Phase 2 BG-T187 (EGFRXMETXMET TsAb) . Lung Cancers Phase 1
s . R/R MCL Approved . R/R MM with t(11;14) Phase 1 . Lung Cancers Phase 1
Zanubrutinib (BTKi) BGB-58067 (MTA Coop. PRMT5i)
. R/RMZL . AML/MDS Phase1 . Gl Cancers Phase 1
. TN MCL . B-Cell Malignancies Phase 1 . Lung Cancers Phase 1
BG-89894 (MAT2Ai)5
. B-Cell Malignancies Phase 2 . R/R CLL[SLL . Gl Cancers Phase 1
. pPMN m _ . R/R MCL Phase 2 . Lung Cancers Phase 1
BGB-16673 (BTK CDAC) BGB-53038 (PanKRASI)
. ILES-SCLC Approved . B-Cell Malignancies Phase 1 . Gl Cancers Phase 1
. IL NonSq NSCLC . Chronic spontaneous urticaria Phase 1 . Lung Cancers Phase 1
BG-C477 (CEA ADC)
B sanscic B resoscic B o cancers Phase
. 2/3LNSCLC . 2LES-SCLC . Lung Cancers Phase 1
IMDELLTRA® BGB-B3227 (MUC1 x CD16A BsAb)
. Neo/AdjNscCLC Tarlatamab (DLL3 x CD3 BITE®)! . LS-ScLC . Gl Cancers Phase 1
. ILESCC . 3L+ ES-SCLC Phase 2 BGB-2033 (GPC3 x 4-1BB BsAb) . Gl Cancers Phase 1
. 2LESCC . 2L+ ES-SCLC SubQFormulation Phase 1 BG-C137 (FGFR2b ADC) . Gl Cancers Phase 1
TEVIMBRA® . 1LGC/GEJC . 2L+ HER2+ BTC BGB-A3055 (CCR8 mAb) . Solid Tumors Phase 1
Tislelizumab (PD1 mADb) ZIIHERA® Zanidatamab (HER2 BsAb)?
. ILHCC . 1L HER2+ GEA BGB-26808 (HPKIi) . Solid Tumors Phase 1
. 2/3LHCC BLINCYTO® Blinatumomab (CD3 x CD19 BITE®)! . R/RB-ALLSC Phase 2 BGB-C354 (B7-H3 ADC) . Solid Tumors Phase 1
. R/R cHL PARTRUVIX® Pamiparib (PARPi) 3L+ PSOC & PROC/PSOC BGB-R046 (IL-15 Prodrug) . Solid Tumors Phase 1
. ILNPC BGB-43395 (CDK4i) BC and Solid Tumors Phase 1 BGB-30813 (DGK({i) . Solid Tumors Phase 1
. Late Line MSI-H or dMMR BG-68501 (CK2i)3 BC and Solid Tumors Phase 1 Xaluritamig (STEAP1x CD3 XmAb®)! . mCRPC Phase 1
. 2LUBC BG-C9074 (B7-H4 ADC)* BC and Solid Tumors Phase 1 BGB-45035 (IRAK4 CDAC) . Immunology & Inflammation Phase 1
. 1LUBC BGB-B455 (CLDN6 x CD3 BsAb) Gyn and Solid Tumors Phase 1

. SubQ Formulation

Phase 1

1) Amgen collaboration, 2) Zymeworks/Jazz collaboration, 3) Ensem collaboration, 4) DualityBio collaboration, 5) CSPC collaboration

19
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Proliferation of trials across phases, modailities,
and disease areas

Assets with active

Ongoing or planned

submissions

clinical development Ongoing clinical trials Total approvals

3 O 9 6 ( 8310213;63 ) (7 5203n§es)

# of trials by TA # of trials by phase # of Phase 1trials by modality

\l SM E Antibody m Degrader m ADC Other/

Phl
Ph2
Ph3

Ph4

K H Solid Tumor EHeme NHI&I / \

Ongoing trials as of 28MAY2025 includes trials with Start-up, Enrolling, Maintenance, Close-out status 20
Planned submissions through 2H26
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It took substantial effort to build our global clinical development
organization, but it is now firing on all cylinders

2013 2017 2022 2023 2024 2025
O—FF—0—F—20 O O O

|
|

]

|

|

| | | | | |

|

|
Start clinical I
development :
|

|

Build global clinical development capability :

|

Leverage Alf/automation to

achieve optimal efficiency




Our 3,700+ global clinical development team is complex
and spans many functions

Safety
. Science and Projectand
Clinical Portfolio
Supply System and
Medical Chain Regélhl:léory Reporting

Writing

International

Clinical
- 4 Operations
h Regulatory
ini Compliance :
Clinical P Global and Policy and

Development Regional Intelligence
] Regulatory
) Country Operations Strategy S ) Portfolio
and Site Strategy and
Medicc_ll Management Labeling
Translation Y f
~ . an
Quality Solutions S
4 Management 2 Clinical
Program Operations i
and Study _f‘ Blorpurker
Management Regulatory Science
Operations

co Digital
Solutions

. Development
. Clinical P
Clinical Bioinformatics
Pharmacology
and
Pharmacometrics

Biomarker

Management
Operations

Medical
Affairs

Scientific
Programming

Sourcing

22
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Leveraging internal global clinical capabilities
to drive speed, cost, quality, and site access

@x Over 100 35%

R—/ inspections by
Tremendous speed 15 different health
all around the world, authorities across 10+
including in hard to countries with zero
access regions critical findings

odo

Established strong =
Lower cost trials direct site
by eliminating CRO relationships to
with internal enable operational
operating model efficiency

23
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BeOne’s patient enrollment spans diverse regions, reflecting
our commitment to global representation

Global patient enroliment in 2025

Southeast Asia

B Middle East

Broad and diverse
2 global enrollment across
distinct regions

Eastern Europe

o
o)
)o

B Japan and Korea

H LATAM

Australi New Zeal - .
= Australia and New Zedldand Growing representation
B Western Europe in emerging markets

B North America

® China

DE(
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Streamline drug development process toward perfection,
delivering with rigor and speed

Start of GLP tox study . Initiate dose expansion
. . Time per dose
to first subject enrolled escalation cohort after recommended
(FSE) in Phase 1a dose identified
9.9 months 7.1weeks 4.4 weeks
(12 programs) (13 programs/88 cohorts) (3 programs)
3.6 weeks in average from draft tox Real-time data cleaning Initiate CDP discussion ~9m prior to the
report to protocol finalization predicted completion of dose escalation
2-4 days from last patient completing
1.2 weeks from protocol finalization safety evaluation to next dose level Completion of critical documents
to EC submission in AUS decision (SMC meeting) earlier (protocol amendment, IND/EC
submission) for site readiness prior to
2.6 weeks from last piece of data Allow early patient screening identification of recommended dose
to IND submission in U.S. ~2 weeks before SMC meetings for expansion

25
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CDK4i and BTK CDAC examples illustrate how we interrogate
every development step to maximize efficiency

CDK4i (BGB-43395) BTK CDAC (BGB-16673)

+ Enrolled 300+ patients within + Enrolled 600+ patients in the past 3 years

~18 months
+ Opened ~100 sites in 22 countries
+ Opened 67 sites in 11 countries
+ Effectively leveraging backfill
and safety expansion cohorts
to generate dose response data

+ Evaluated 22 dose levels, including
10 mono and 12 combo cohorts

+ Efficient path to RP2D/RP3D
with manageable risk

+ Initiated 1L letrozole comboin
CDK4/6i naive patients 13 days after

finishing DLT evaluation of this
combo in 2L+ by strategically
opening sites in regions with limited
CDK4/6i availability (Brazil, Malaysia,
Moldova, and Thailand)

DCO: 02JUN2025

4 weeks from recommended dose
for expansion to initiating potentially
pivotal Phase 2

2 months from submission of FDA RP2D
briefing book to starting pivotal Phase 3

26 'E‘



Our internal model enables use of Al/automation
to further improve efficiency

50% time reduction from data-cutoff to database lock >99% faster in table/figure preparation for safety
monitoring committee meeting

2-5days

3 FTE savings per study in data analysis 90% efficiency increase in SAE review and summary!

5 FTE

200-400

hours [ month

hours / month

No Al/automation Leveraging Al/automation

Note: All data comparisons are with BeOne-sponsored studies
IApplied in 5200 serious adverse event (SAE) cases of 54 studies

27
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BeOne R&D strategy to transform patients’ lives

1. Develop adeep and 3. Initiate combination

- - kb BeOne
impactful portfolio in therapies early to win
focused disease areas R & D
4. Advance only transformative
2. Execute fast-to-POC Overall medicines to |qte-stqge

Strategy

for value maximization development

ENABLED BY: 1,200+ researchers covering Maximizing clinical trial
diverse modalities, efficiency with CRO-free model,
advancing science with powered by automation and

urgency and agility Al technologies




Hematology portfolio

Lai Wang, PhD
Global Head of
R&D

Remus Vezan, MD, PhD
Vice President,
Hematology Clinical
Development

Amit Agarwal, MD, PhD
Vice President,
Hematology Clinical
Development

29
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Novel therapies have transformed the CLL
treatment paradigm

B CLL market global branded sales

M Consensus forecasts

Key FDA approvals in CLL
+ 2013: Gazyva

+ 2014: Imbruvica

+ 2016: Venclexta

+ 2019: Calquence

+ 2023: BRUKINSA

+ 2023: Jaypirca

TEvaluatePharma, accessed 27MAY2025

$14,000

$12,000

$10,000

$8,000

$6,000

$4,000

$2,000

$_

Global CLL market size ($M)'

!
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
[
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Yet there is still substantial unmet need in the treatment of CLL

Fixed duration

+ Patients and physicians are interested in the
prospect of time-limited therapy

+ However, current first-generation
venetoclax-based regimens fail to address
this unmet need due to efficacy, safety and
convenience challenges

# Patients (Thousands)

+ We believe that patients should not have to
accept an unfavorable treatment outcome
in exchange for time off treatment

! Delvelnsight, U.S. + EU5 + JP

25
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1

o

ol

R/RCLL epidemiology‘

+25%

2019 2020 2021 2022 2023 2024 2025 2026 2027 2028 2029 2030 2031 2032

Novel options are needed for the
mcreasm number of patients who will
elapse after 1L thercpy

31
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BeOne is the only company with potentially best-in-class
assets across three foundational CLL MOAs

Key CLL mechanisms

BTK
BTKi BCL2i degrader
i BeOnc R4 v v

abbvie ) D) o
Sustained
AstraZeneca . CLL
leadership
ity ®
Wholly-owned best-in-class/potentially best-in-class medicine B R U KI N SA

@ Wholly-owned medicine

@ Partnered medicine

Dx(



BeOne is well-positioned to address CLL unmet need with our
wholly-owned portfolio

BeOne today Future BeOne treatment options

sonrotoclax

BRUKINSA + zanubrutinib

BRUKINSA

BRUKINSA
cBTKi-naive BRUKINSA BTK CDAC

sonrotoclax sonrotoclax
+ BTK CDAC + anti-CD20

sonrotoclax sonrotoclax
+ anti-CD20 + BTK CDAC

BRUKINSA
cBTKi-naive BRUKINSA BTK CDAC

Treatment to progression Fixed-duration treatment

33
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BRUKINSA
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BRUKINSA continues to drive value for patients globally

- ®
Brukinsa Recent publications

zanubrutinib Support best-in-class profile and unmet needs
“A network meta-analysis of BTKis found zanubrutinib _
to be the most efficacious treatment for patients © blood advances
U.S. revenue leader with high-risk R/R CLL.”
.. “These analyses further support the benefits of zanubrutinib
The only BTKi to show PFS supenonty over as a first-line treatment forzpatients with CLL regardless
ibrutinib in head-to-head Phase 3 CLL trial sfdsllZpIoRIGHV stats
: “Based on a hypothetical scenario of a clinical practice of 100
.LCIUhChed In Japan and now approved patients treated with zanubrutinib instead of ibrutinib, the
In 75 markets model estimated that approximately 13 patients would avoid

disease progression or death over 24 months.”3

“Overall, this study’s results suggest that zanubrutinib is a
11 new or expa nded reimbursements, clinically effective and cost-saving alternative to ibrutinib for

. . . . i i ”3
|nclud|ng in Jopon, EU, and Brazil the treatment of patients with R/R CLL.

“Zanubrutinib demonstrated a more favorable safety Hematological
200K+ pqtients treated g|ObCI||y profile than ibrutinib, with fewer severe adverse events.”* ONCOLOGY

1Shadman M, Brown JR, et al. Comparative efficacy of Bruton tyrosine kinase inhibitors in the treatment of relapsed/refractory chronic lymphocytic leukemia: A network meta-analysis. Blood Adv. 2025: 2024014523

2Munir T et al,, Efficacy of continuous zanubrutinib vs fixed-duration venetoclax in combination with obinutuzumab in treatment-naive chronic lymphocytic leukemia: a matching-adjusted indirect comparison. ICML, 2025

3 Chanan-Khan A, Hanna K, Xue M, et al. Number needed to treat and associated cost analysis of zanubrutinib vs ibrutinib in chronic lymphocytic leukemia. J Manag Care Spec Pharm. 2025; 31(5): 482-490 35
4FanF, Liu X, Su Z, et al. Comparative safety of ibrutinib versus zanubrutinib in patients with Chronic Lymphocytic Leukemia: A Prospective Cohort Study. Hematol Oncol. 2025; 43(2): 70041

DE(



BRUKINSA designed from inception to be best-in-class
Hypothesis: complete and sustained BTK inhibition would result in best-in-class profile

BRUKINSAPK vs. IC,! Acalabrutinib PK vs. IC 2 Ibrutinib PK vs. IC,3

-

N\

—— BRUKINSA 160mg BID A1 A1
100 - 100 —@— Acalabrutinib 100mg BID - —&@)— Ibrutinib 560m
: —@— BRUKINSA 320mg QD J 100 - 9
~~ ~~ N
E 10 - E 10 - Acala E 10 ]
= < BTK IC4,=5.InM <
£ £ £
(7] (7] (7]
S S S
o o o =
z £ £ Ibr BTK IC4,=1.5 nM
S 19 S s 1
E 1 ZanuBTK R 3
§ ] IC5=0.5nM B 2
"6 160mgBID:  320mg QD: o ‘©
o o o
s ctroughl ICs50 ctroughl ICs e Cirou hI IC5o L
~7-fold ~2-fold ~-~fold ~f.~fold
0] +—T—+r o F—— F——— i 0] 4+ Fr—— o T i 01 +——TT F—r— o o i
0 6 12 18 24 6 12 18 24 0 6 12 18 24
Time post-dose (hours) Time post-dose (hours) Time post-dose (hours)

'Health Canada Product Monograph

2Byrd et al., NEJM, 2015; Zhou et al, Pharmacometrics Syst. Pharmacol. (20]9) 8, 489-499

3 Advani, et al,, JCO 2013.; NDA Clinical Pharmacology Review {NDA 205552, ibrutinib} 36
The clinical significance of complete inhibition has not been established. In the absence of head-to-head data, definitive conclusions regarding comparative safety and efficacy cannot be drawn



BRUKINSA is the only BTKi to demonstrate PFS superiority
over ibrutinib in head-to-head Phase 3 R/R CLL trial

PFS superiority in all-comer population!

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0

0.0

Progression-free survival probability

at risk

-

10.0 ~1

—©— Zanubrutinib
—©— Ibrutinib

63.7 (57.8, 68.9)

0

Months from randomization 0 3 6 9

3 6 9 12 15 18 21 24

12 15 18 21 24 27 30 33 36 39 42 45 48 51 54 57 60 63

No. subjects Zanubrutinib 327 313 301 295 286 268 257 247 241 236 214 208 189 151 128 108 103 43 19

Ibrutinib 325 304 292 271 256 238 227 213 197 194 182 173 147 116 101 76 73 30 10

# of events (%)
HR (95% CI):
nominal p-value

Zanubrutinib Ibrutinib
134 (41.0%) 160 (49.2%)
0.66 (0.52,0.84)
0.0005

2 0 O

2 1 0o

/

1Brown et al, Blood, 2024; COVID adjusted

100.0
90.0
80.0
70.0
60.0
50.0
40.0
30.0
20.0

10.0

Progression-free survival probability
o
o

PFS in del(17p) /TP53 subset consistent

with ITT patient population’

—©— Zanubrutinib
—©— Ibrutinib

59.0 (46.2, 69.7)

32.4 (212, 44]) |

0 3 6 9 12 15

Months from randomization 0 3

No. subjects

at risk

o

Zanubrutinib 75 7

Ibrutinib 75 70

# of events (%)
HR (95% CI):
nominal p-value

68

68

20 24 27 30 33 36 39 42 45 48 51 54 57 60
9 12 15 18 21 24 27 30 33 36 39 42 45 48 51 54 57 60
66 64 59 55 52 51 49 44 43 39 31 25 20 19 8 5 1 0

59 52 48 45 42 38 36 30 29 23 13 N 6 6 4 O 0 O

Zanubrutinib Ibrutinib
36 (48.0%) 51 (68.0%)
0.48 (0.31,0.75)
0.0019




BRUKINSA demonstrated impressive PFS in SEQUOIA study in
treatment naive CLL/SLL patients regardless of risk status

+ Presence of del(17p) is
associated with ~2-fold greater
risk of death due to CLL3

+ SEQUOIA Arm C is largest
prospective cohort of uniformly
treated patients with del(17p)
TN CLL/SLL

+ 60-month PFS with zanubrutinib
was 72.2% in TN CLL/SLL patients
with del(17p), similar to
75.8% observed in patients
without del(17p)

TTam et al,, ASCO, 2025
2Shadman et al,, JCO, 2024
3Wang et al. Blood Cancer J. 2021

PFS of del(17p) in Arm C'vs. PFS of w/o del(17p) in Arm A2

100 -
90 -
80 -
70
60 -
50 -
40 -

EOR Arm A: w/o del(17p)
20 - Arm C:del(17p)
*+ Censored

Progression-free survival probability

10 -

Months

o T T T T T T T T T T

Number of subjects at risk:

0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48 51 54 57 60 63 66 69

ArmA 241 238 234 230 228 224 219 214 208 205 201 200 195 192 190 183 178 164 153 89 81 19 19 2
ArmC 110 109 106 104 104 101 98 96 94 93 89 89 88 86 82 81 80 78 76 66 62 24 22 1

CLL, chronic lymphocytic leukemia; OS, overall survival; PFS, progression-free survival; SLL, small lymphocytic lymphoma; TN, treatment-naive
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Designing the right molecule and conducting the right experiment
ultimately leads to market leadership despite later entry

$1,200 U.S. cBTKi quarterly revenue ($M)

$1,000 y \
$800 \,
O Brukinsa

$600 .
lbrutinib
$400 Acalabrutinib
$200
CLL FDA approval based on SEQUOIA and ALPINE
9 and 3 years behind ibrutinib and acalabrutinib, respectively
$0

2021 2022 2023 2024 1Q25
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Sonrotoclax, combinations,
and fixed duration

™~

E



Ideal fixed-duration treatment regimen must meet the
following criteria

Sustained PFS Safety

+ Measured by MRD + Comparable to BTKi + Adding only minimal + No required
at the time of continuous therapy AEs over BTKi hospitalizations
discontinuation - monotherapy
need to be continuous + Fewer clinic visits and
comfortable when less monitoring during
stopping therapy + No TLS, and no ramp-up

death/OS detriment

+ Usable in the community
oncology centers

Current venetoclax-based fixed-duration treatments for CLL are suboptimal

4]
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HCPs often cite issues with venetoclax
— there is clear need for a next-generation BCL2i

Venetoclax ramp-up and monitoring’ “Ven's ramp-up is a little
annoying, but it is only
Low/Medium TLS Risk required because itis an
effective Tx”

5-7 clinic visits Week1 Week 2 Week 3 Week 4 Week 5 ,
- U.S. Community HCP?

“Monitoring [venetoclax] can
be very annoying. You want a
treatment that simplifies staff
8 clinic visits responsibilities”
including two
overnight

- U.S. Community HCP?

Hospitalization required
0 Hospitalization considered
@ Tests pre-dose, 4, 8, 12h
@ Tests pre-dose, 6-8h (ven), 4-6h (sonro)

@ 1 test pre-dose

42
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Despite its substantial use limitations, venetoclax

is a blockbuster product

Global venetoclax revenue ($M)!

M Sales 3,259

M Consensus forecasts 3,010 pany, N |
2,848 yman

2,672 BT

2,583

2,288

2,009
1,820

1,337

344
ns

|

i ] |

| |
R | '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '
| ' '

2016 2017 2018 2019 2020 2021 2022 2023 2024 202

|

N |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
| |
5 6

2026 2027 202

' EvaluatePharma, accessed 27MAY2025

Venetoclax-based regimens
represent ~25% of new patient
starts in CLL, yet the vast
majority of use lies in the
academic setting

We believe there is substantial
opportunity for a next-gen
BCL2i to unlock the full
potential of this class
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Sonrotoclax is designed to be best-in-class on efficacy,
with favorable safety and convenient handling

Sonrotoclax
Iagzoe)ncy 0.014 nM
?\ZI%%T)\(ILI)W 2000X
T,/ in clinic ~5h

Venetoclax Implication in clinic

0.20 nM 14-fold more potent, deeper target inhibition
: to eliminate the most difficult to treat tumor cells

325X 6-fold improved selectivity
for potentially better tolerability

Aiming for only one clinic visit for sonro

26 h ramp-up for most patients; no accumulation leading
to ease of TLS monitoring during ramp-up

The clinical significance of pre-clinical data has not been established. Ther

44

e are no head-to-head data comparing sonrotoclax and venetoclax
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Sonrotoclax
Speaker introduction: Dr. Jacob Soumerai, key opinion leader in CLL and lymphomas

Jacob D. Soumerai, MD

Assistant Professor of Medicine, Harvard Medical School
Hematologist/Oncologist, MGH Cancer Center

Hematologist/oncologist and clinical investigator in lymphoma and CLL
at the Massachusetts General Hospital Cancer Center

+ Dr. Soumerai’s clinical trial and translational research efforts focus on the
development of innovative therapeutic combinations in CLL and B-cell ymphomas

+ A major theme running through his research relate to identifying novel biomarkers
with potential to guide personalized therapy approaches

+ Recipient of multiple awards, like NIH KO8 Award, Lymphoma Research Foundation
Career Development Award, Kraft Translational Research Award and others

+ 50+ publications as first author, with recent publications in high-impact journals
including Blood, JCO, Lancet Oncology, Lancet Haematology

45
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MOA of the synergistic effect of BTK and BCL2 inhibitors'?3

+ Besides anti-proliferation, BTKi also .
prevents CLL cells” homing in lymphoid
tissues/organs and promotes cell Inhibit homing and CLLcells

proliferation

migration to peripheral blood

e ® | BCL2i

+ Then, BCL2i can effectively kill CLL
: : . Induce
cells in peripheral blood ... q apoptosis
+ Distinct and complementary MoA of BTKi . s & &
and BCL2i brings synergistic effects @) ’

Lymph node, bone Peripheral
marrow, spleen, liver blood

1 Zygmunciak P, et al. Int J Mol Sci. (2025)
27hang J, et al. Biomark Res. (2022)
3 Cervantes-Gomez F, et al. Clin Cancer Res. (2016)
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BGB-11417-101: Phase 1/2, open-label, sonrotoclax
dose-escalation/expansion study in B-cell malignancies

+ BGB-11417-101 study is a Ph 1/2 study that evaluated sonrotoclax monotherapy or in combinations with
zanubrutinib + sonrotoclax + obinutuzumab in multiple B-cell indications, at various dose levels

Combination dose escalation Combination dose expansion

TN CLL/SLL, R/R CLL/SLL, R/R MCL m m @

RP2D

Cloomg
[Creve ] @D

47
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CLL/SLL, chronic lymphocytic leukemia/small lymphocytic lymphoma; MCL, mantle cell ymphoma; MTD, maximum tolerated dose;
R/R, relqpsed/refrqctory; RP2D, recommended phase 2 dose; TN, treatment naive



TEAEs observed with sonrotoclax + zanubrutinib in TN CLL/SLL
were mostly low grade and transient

+ No TLS (clinical or laboratory)

+ Neutropenia was transient and did not lead
to higher rates of grade 23 infections

+ No AE of febrile neutropenia reported

+ No new safety signals observed with longer
follow-up

+ No TEAE leading to death

'Includes the combined preferred terms neutrophil count decreased and neutropenia
DCO: 0IMAR2025

( TNew/siL )

sonrotoclax 320mg + zanubrutinib (n=86)
Median follow-up (range): 25.53 mo (3.1-36.0)

Contusion

Neutropenia'
COVID-19

URTI

B Gradel1-2

Diarrh
larrhea B Grade >3

Rash

20 30 40

(@)
5‘ -

Patients %

TEAEs in 225% of all patients
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Sonrotoclax + zanubrutinib achieved fast and deep response
in TN CLL/SLL regardless of risk status

( TNew/siL )

Time to blood uUMRD sonro(320mg)+zanu UMRD by week 4823

100% 7 —— IGHV mut + — I 4%[
—— IGHV unmut
75% -
2
o
m 0 0
2 50% A Median (in months)
g IGHV unmut 7.
IGHV mut 7.2
25% -
sonro sonro IGHV IGHV Dell7p/ Dell7p/
Months' 160mg 320m unmut mut TP53+ TP53-
0% . ; . . ! (n=51) (n=59 (n=31) (n=22) (n=8) (n=47)
0 6 12 18 24 30
sonro 320mg
Number at risk Bl Not evaluable
— 32 27 3 2 2 0 B Missing
— 40 33 8 2 1 0 : nggz mFU: 160mg 25.0 months; 320mg 25.5 months

'From day 1 of zanubrutinib monotherapy treatment
2 As measured by ERIC flow cytometry panel uMRD4 is defined as less than 1 CLL cell per 10,000 leukocytes (<1074); MRD is best reported within a 2-week window following the week 48 assessment 49

3Number of weeks at target dose, following zanubrutinib monotherapy and sonrotoclax ramp-up to target dose, different from'!
DCO: 0IMAR2025
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Sonrotoclax + zanubrutinib high uMRD rate translates into
impressive PFS in TN CLL/SLL

( TNew/siL )

No PFS events observed at 320mg dose

100% - e—= SC==eTos
+ No PFS events at 320mg 2 904 -
dose and only one £ g -
progression at 160mg dose 8 70% -
t_g_ 60% -
+ Patients (n=35) who % 3007 5
reached week 96 and g
elected to stop therapy! alll g 30%
in remission with a time off 5 0% 160mg
median of three months * 12; | S 320mg Months after first dose

(range ]_]2 monthS) 01 23 456 7 8 9101 1213141516 17 18 19 20 21 22 23 24 25 26 27 28 29 30 31 32 33 34 35 36 37 38 39

Numlber at risk:
160mg 51 51 51 51 51 51 51 50 50 49 49 48 48 48 47 45 43 43 42 37 27 24 24 24 23 23 22 21 19 19 16 16 13 10 9 9 9 6 1 O
320mg 86 85 83 83 82 82 80 69 64 61 61 61 58 58 55 52 51 51 50 48 47 40 40 39 38 36 26 14 1310 7 3 1 0 0 0 0 O O O

N7
! Patients had the option to electively discontinue therapy after 96 weeks of combination 50 M
DCO: 0IMAR2025 <



TEAEs observed with sonrotoclax + zanubrutinib in R/R CLL/SLL
were mostly low grade and transient!

( RIRCLL/SLL )

+ No clinical or laboratory TLS and no febrile neutropenia observed

+ No dose reductions occurred due to diarrhea
+ No TEAE leading to death

All cohorts (n=47)
Median follow-up (range): 32.2 (10.2-48.6) months

COVID-19

URTI

Contusion (bruising) “
Diarrhea
Neutropenia?

Cough

Fatigue

Nausea

30 40 50
Patients (%)

o

10

N
o

sonrotoclax 320mg + zanubrutinib (n=22)
Median follow-up (range): 19.6 (13.2-39.7) months

Neutropenia?®
URTI

W Gradel1-2 Diarrhea
M Grade >3 Cough
Constipation
Contusion (bruising)
covip-1s FEEEERT I
Thrombocytopenia* m
B B T , ,
0 10 20 30 40 50

Patients (%)

TEAEs in 225% of all patients and those treated at sonrotoclax RP2D of 320mg?

! Cheah, EHA, 2025

2 Grade is listed as worst grade experienced by patient on any drug

¥ Neutropenia combines preferred terms neutrophil count decreased and neutropenia
4Thrombocytopenia combines preferred terms platelet count decreased and thrombocytopenia

RP2D, recommended phase 2 dose; TEAE, treatment-emergent adverse event; TLS, tumor lysis syndrome; URTI, upper respiratory tract infection
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Sonrotoclax + zanubrutinib demonstrated high uMRD rate with
impressive PFS in R/R CLL

( RIRCLL/SLL )

+ SZ combo demonstrated high uMRD rate, with 80% UMRD at the RP2D (320mg)
+ To date, only two PFS events occurred on the study across all dose levels, one at 40mg dose and one at 320mg dose

UMRD by week 4823 Only two PFS events across dose levels

(o0 _W
90% & By SR B

80% -

70% -
. + 13 patients elected to stop therapy?, all in remission

L5 9 at the time of DCO with a time off median of 4.5 months
50% A (range 1.8-12.3 months)

Il Notevaluable
B Missing
H MRD4+
B uMRD4 40% -
30% -
20% -

10% -
sSonro Sonro Sonro Sonro Sonro -0~ All Months after first dose

)
4om 8om lsomg 320m 640mg o/o IIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIIII
01 234567 8910112131415 16 17 18 19 20 21 2223242526 27282930 31 3233343536 37383940 41 4243444546 47 4849
(n=4 (n=9 (n=6) (n=20) (n=6)

Progression-free survival probability (%)

Number at risk:

All 47 47 47 47 46 46 46 46 4545 4545 45 42 41 38 36 34 32 3230 27 25252525252424242422 21191716151 7 6 5 5 5 3 3 2 2 1 1 0

mFU:
32.2 months (combined all dose levels) 320mg — 19.6 months

' Cheah, EHA, 2025

2 As measured by ERIC flow cytometry panel uMRD4 is defined as less than 1 CLL cell per 10,000 leukocytes (<1074); MRD is best reported within a 2-week window following the week 48 assessment -,
3 Number of weeks at target dose, following zanubrutinib monotherapy and sonrotoclax ramp-up to target dose 52 N
4 Patients had the option to electively discontinue therapy after 96 weeks of combination <



Sonrotoclax + zanubrutinib in R/R MCL was generally well
tolerated and showed a safety profile similar to CLL

(' RIRMcL )

+ Safety profile was generally similar across all doses tested, with no clinical or laboratory TLS observed
and no cases of atrial fibrillation

+ MTD was not reached with sonrotoclax up to 640mg; 320mg was chosen as RP2D combination with zanubrutinib in MCL

sonrotoclax 320mg + zanubrutinib (n=27)

Sonro 320mg

+ zanu

Patients, n (%) (n=27) Diarrhea “
Any TEAEs 26 (96.3) 48 (941) Neutropenia [T T
Grade 23 14 (519) 28 (54.9) Contusion [ETEEEE
Serious TEAEs 7(25.9) 15(29.4) covib=19 m
Leading to death 1(3.7) 3 (5.9)2 A PIRETE T M Grade1-2

: S ) : Thrombocytopenia 15 7
Leading to zanubrutinib discontinuation 4 (14.8) 8 (15.7)3 yN P M Grade >3
Treated with sonrotoclax, n (% 24 .9 46 (90.2
reated with sonrotoctax, (%) e8) 600 eadache [N LI I
i 4
Leading to death 0 1(2.0) Fatigue “
Leading to sonro dose reduction 0 0 ' ' ' '
0 10 20 30 40 50

Patients %
TEAEs in 215% of patients and in those at the sonrotoclax RP2D (320mg)

' Cordoba, EHA, 2025

2 pleural effusion (80mg; due to PD), pneumonia (160mg), abdominal sepsis (320mg)

3 Lymph node pain (160mg, due to PD), diarrhea (320mg), MDS (160mg), abdominal sepsis (320mg), pneumonia (160mg), diarrhea (80mg), cryptococcal meningoencephalitis (320mg), abdominal pain (320mg)

4Pneumonia (160mg) 53
RP2D, recommended phase 2 dose; ; TEAE, treatment-emergent adverse event
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Sonrotoclax + zanubrutinib demonstrated deep
and durable responses in R/R MCL

(' RIRMcL )

+ ORR? was 82% with CR rate of 67% in 320mg dose group
+ Median DOR? in all patients was not reached; DOR rate at 24 months was 84.0% with median follow-up of 17.7 months
+ 16 of 18 patients who achieved CR remain in CR at a median follow-up of 13 months

Best overall response rate Median DORe¢ in all patients was not reached
100% € D D
o o
ORR 82% ORR 80% .
100 - ~ 80% A Lee—e—e oo —o® )
= o © © ©
>
80 - = 80% -
> mPD s
¢ 60 - Q 8
5 m SD o 4% o
() o 80mg
E 40 - B PR & 0% —©- 160mg
o = CR e ° 1 —- 320mg
20 A —©— 640mg Time since first response, months
0% T T T T T T T T T T T T T T T 1
0 - 0 2 4 6 8 10 2 14 16 18 20 22 24 26 28 30 32
sonro 320ma + zanu All Number at risk:
(n=27 (n=5'|) 80mg 5 5 5 5 5 5 5 555055 5550505055 5550505055505 0505 4 4 4
mFU 13.2 16.4 160mg 10 10 10 10 9 8 7 7 7 7 6 5 5 4 4 4 4 43 333222222111
_ (07_424) 320m9221818I7'|5'|515141413l211111110887666544'|11110000
(0-731-6) . . 640mg 4 4 4 4 4 4 4 4 4 4 4 2 2 2 2 2 2 2 2 0 000O0O0O0O0O0O0O0O0O0OO
T Cordoba, EHA, 2025
2 Responses were assessed per Lugano 2014 criteria and percentage of responding patients who had at least one
post-baseline tumor assessment after dosing with sonrotoclax unless treatment was discontinued due to clinical progression or death prior to tumor assessment P,
3 For all patients as treated (n=51) 54 N
BOR, best overall response; BTK, Bruton tyrosine kinase; CR, complete response; ORR, overall response rate; PD, progressive disease; PR, partial response; SD, stable disease <



Sonrotoclax + obinutuzumab' shows promising efficacy
in TN CLL/SLL

( TNew/siL )

+ Favorable safety profile with no case of TLS during sonrotoclax ramp up
+ Quick and deep UMRD rate, 87% and 90% of evaluable patients achieved uMRD by week 36 and 60, respectively?3
+ Only two PFS events up to the DCO

sonrotoclax 320mg + obinutuzumab (N=35) UMRD by uMRD by
week 36 week 60

Neutropenia® VL]
IRR 3
Thrombocytopenia® 25.7
Nausea

Hl Not evaluable
Headache . e

B Missing
B MRD4+

B uMRD4

Diarrhea
M Grade1-2

Pyrexia
M Grade >3

Fatigue
COVID-19
URTI
Cough

Sonro 320mg Sonro 320mg

Patients (%) (n=23) (n=19)

o

1Y AV & 4y e @0 Median follow up - 13.56 months

1 Combination treatment consist of 6 cycles of obinutuzumab (C1-C6;) and 14 cycles (c2-cl15) or 26 cycles of sonrotoclax (C2-C27)for MRD4+ at C16. 1 cycle=4 weeks

2 As measured by ERIC flow cytometry panel uMRD4 is defined as less than 1 CLL cell per 10,000 leukocytes (<10-4); MRD is best reported within a 2-week window following the week 48 assessment

¥ Number of weeks on therapy from first obinutuzumab dose

4Neutropenia combines preferred terms neutrophil count decreased and neutropenia

5Thrombocytopenia combines preferred terms platelet count decreased and thrombocytopenia

DCO: 0IMAR2025 55
IRR, infusion related reaction; URTI, upper respiratory tract infection
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All oral sonrotoclax + zanubrutinib has potential to be best in
disease combination, including fixed-duration therapy

Sonrotoclax + zanubrutinib combination:

+ Demonstrates favorable safety profile in patients with CLL/SLL and MCL, including a more
convenient ramp up with no cases of TLS in this combination

+ Demonstrates impressive efficacy in TN and R/R CLL/SLL and R/R MCL with responses
continuing to deepen over time and high uMRD rates observed in CLL regardless of risk factors

+ Has the potential to become the new standard in CLL and MCL

56
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ZS has best-in-class potential vs. VO, IV, and AV
on efficacy, safety, and convenience

Precedent fixed-duration

yAY Ivs
Population all-comers unfit fit all-comers
uMRD 91% 76% 87% 77% Not currently
36-mo PFS ,J00% 82% 88% 90%8 approvedinU.S.
Grade 23 TEAEs 45% 80% 80% NR
TEAE leading to death 0% 9% 4% NR

We are optimizing ramp-up scheduling for sonrotoclax and are optimistic that for vast majority of patients
(>90%), only one clinic visit is required for sonrotoclax ramp-up after zanubrutinib lead-in

T CELESTIAL 101 - Soumerai et al., ASH, 2024; 320mg cohort

2 CLL14 - Al-Sawaf, The Lancet, 2020

3 CLLI3 - Eichorst et al., NEJM, 2023

4 GLOW - Niemann et al, Lancet, 2023, estimated PFS value for all patients

5 CAPTIVATE fixed duration - Tam et al.,, Blood, 2022

8 CAPTIVATE — Allan, CCR, 2023, estimated PFS value for all patients 57
7 AMPLIFY - Brown et al., NEJM 2025

In the absence of head-to-head data, definitive conclusions regarding comparative safety and efficacy cannot be drawn; estimated PFS values; NR = not reported
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ZS combination had much faster kinetics with time to blood
UMRD than IV combo regardless of IGHV status

Time to blood uUMRD ZS (CELESTIAL 101)"

100% -
75% 4
g — IGHV mut
O —
5 50% A IGHV unmut
C
[a)
=
Median (in months)
25% - IGHV mut 7.2
IGHV unmut 7.1
0% T T T T T T T T 1
0 30 36 42 48 54 60 66 72 78
Months
Number at risk
—_— 32 27 3 2 2 0

\— 40 33 8 2 1 0 /

TInternal data, DCO: 0IMAR2025
2 Munir, EHA 2025

MRD negative

100%
75% -
50% A
25% ~

0%

Number at risk
—_— 97
—_— 123

o

Time to blood uMRD IV (FLAIR study)?2

—— IGHV mut
—— IGHV unmut

Median (in months)
IGHV mut 18.0
IGHV unmut 1.9

T T T T T T T T T T T 1
12 18 24 30 36 42 48 54 60 66 72 78

Months
60 48 40 36 27 23 20 17 13 n 0
61 47 29 18 14 m 8 6 6 6
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CELESTIAL-TNCLL (301)": fixed duration sonro+zanu vs. ven+obin

Only global Phase 3 trial designed to demonstrate PFS superiority over current FD SOC

( TNew )

Completed enroliment in February 2025

sonrotoclax + Primary endpoint
Arm A zanubrutinib
12 cycles after 3 cycles © PFS

zanubrutinib alone

Treated & |
untreated CLL Randomize Key secondary endpoints

« CRR

venetoclax + OS
12 cycles +

N = 698 Il

obinutuzumab
6 cycles

ArmB
Stratification factors:

- Age (<65 years vs. 2 65 years)
+ IGHV (mutated vs. unmutated)
- del(17p)/TP53

NCT06073821



CELESTIAL-RRMCL (302)" sonrotoclax + zanubrutinib vs. zanu
Phase 3 global study design

(" RIRMcL )

Enroliment ongoing

Primary endpoint
« PFS

zanubrutinib
Arm A until progression
[ intolerance +
sonrotoclax

x 26 cycles « g —
R/R MCL Randomize ey secondary endpoints

N =300 I . OS

zanubrutinib
until progression
[ intolerance

Stratification factors: ArmB + placebo
x 26 cycles

- Age (<70 years vs. 2 70 years)
« Prior lines of therapy (1vs. >1)
+ Geographic regions

-,
so  f
'NCT06742996



CELESTIAL-RRCLL (303)" sonro+anti-CD20 vs. ven+anti-CD20

A head-to-head trial to demonstrate superiority of sonrotoclax over venetoclax
( RRRcw )

First site initiated

ArmA sonrotoclax plus
obinutuzumab Primary endpoint
n=~180
* PFSof SOvs. VR
ArmB sonrotoclax plus
Active CLL/SLL, R K " dooint
treated 21line Ragoclzcal.rzuze
of therapy v sonrotoclax plus  PFS of SR vs. VR
N =630 ArmC obinutuzumab with MRD - UMRD
guided therapy
n=~90 « CRR
cgs o « OS
Stratification factors: Arm D venetoclax
- Refractory to prior BTKi plusn'lt‘_";’é';““b
» Del (17p)/TP53 mut

 Prior BCL2i exposure

NCT06943872



We are moving aggressively towards registration in
multiple myeloma patients with t(11;14)

(

N\

MM )

Sonrotoclax+dex shows promising efficacy

+ t(1;14) represents ~20% of the multiple

myeloma population ORR ORR
ORR 80.6% 78.2%

+ Sonrotoclax ORR compares favorably
to previous study with venetoclax
(ORR-62%")

S -
+ Sonrotoclax+dara+dex dose escalation 2 e
ongoing, without any new safety signals E or
S VGPR better
or 55.6%
+ Pivotal phase 3 study in 2L+ MM for pener
sonrotoclax triplet with the use of an |
intermediate endpoint for accelerated Sonro Sonro Total
i - 320m 640m N=55
approval is being planned 20mg 40mg =29
(n=19) (n=36)

! Mateos et al. Results from the randomized, open-label phase 3 CANOVA study of venetoclax-dexamethasone versus pomalidomide-dexamethasone in patients with t(11;14)-positive relapsed/refractory
multiple myeloma. IMS Annual Meeting Sep 2023
CR, complete response; dex, dexamethasone; ORR, overall response rate; PR, partial response; VGPR, very good partial response; sCR, stringent complete response

VGPR
or
better
49.1%

B PR
B VGPR
B CR

Bl sCR

62

Dx(



Sonrotoclax has broad development program with
registrational plans in multiple indications

Early clinical

Indication Regimen Study details development Registrational trial

108: ramp-up optimization
TN CLL/SLL +zanubrutinib 204: COC study
CELESTIAL 301: vs. venetoclax+obinutuzumab
R/R CLL/SLL
+anti-CD20 CELESTIAL 303: vs. venetoclax+rituximab _
R/RMCL
+zanubrutinib CELESTIAL 302: vs. zanubrutinib
R/R MM +anti-CD38,dex  105: dose escalation/expansion Under planning
TN, R/R AML +azacitidine 103: dose escalation/expansion

' Submitted in Ching, global filings anticipated in 2H25 63
AA, accelerated approval potential; COC, contribution of components; dex, dexamethasone
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Sonrotoclax initial market filings started based on two Phase 2
single-arm monotherapy studies in R/R CLL and R/R MCL

|
Bl Indication Countries Target filing
R/RCLL China only Filed in April 2025 in China
Filed in May 2025 in Ching;
; R/RMCL Global Global filing 2H25

w

+ CDE granted Priority Review for both filings

= CLL filing was completed in 2.5 months from DCO

+ Global filing in R/R MCL in 2H25

64
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BTK CDAC

(BGB-16673)

E



BGB-16673 designed to address unmet need in CLL and other

B-cell malignancies

R/R CLL epidemiology!

2019 2020 2021 2022 2023 2024 2025 2026 2027 2028 2029 2030 2031 2032

25

2

o

1

o1

1

o

# Patients (Thousands)

ol

! Delvelnsight, U.S. + EU5 + JP

+ Unmet needs in CLL are evolving and while
there have been improvements in
outcomes in treatment-naive CLL patients,
there is an enduring unmet need
especially in the relapsed setting

Novel options are needed for the
increasing number of patients who will
relapse after 1L therapy

BGB-16673 is potential first-in-class, orally
available BTK degrader

66
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CDAC emerging as enhanced approach to target BTK pathway

Degraders offer significant advantages over small molecule inhibitors

Catalytic activity’ Higher barrier to resistance? Disrupts scaffold function?

Inhibitor Inhibitor Inhibitor

Blocks one Degrades multiple Mutations that weaken 52'(80'{,22 %lglt\gg?/ons Gﬁg\;ee?rwgcgg%gﬂ Nullifies all associated
target protein target proteins binding abolish activity thqtpimpair binding signaling signaling

+ - ! —)

+ - 2\

L '»/

i Incomplete Kinase-independent
. ces .- target inhibition signal still active
Wild-type BTK Mutant BTK E3 ligase vﬁ Proteasome = BTK CDAC Traditional BTK inhibitor

1Yoon H. et al J Clin Invest. 2024;134(1):e175265
2Feng X et al; Poster presented at EHA 2023; #P1239

67
3 Yuan et al J Biol Chem. 2022 Nov; 298(11)

DE(



CaDANCe 101: Phase 1/2, BGB-16673 monotherapy
dose-escalation/expansion study in R/R B-cell malignancies

Phase 1 —
Phase 1 (except If) Pts (n)
R/RCLL

R/R WM

Part 1: dose escalation and expansion

Selected R/R B-cell malignancies

(CLL/SLL, WM, MZL, FL, MCL, DLBCL, RT)
R/R FL/MZL

Other B-cell malignancies 46
Part If: expansion

Selected B-cell malignancies BTK naive
(CLL/SLL, MCL, WM, RT, MZL)

Phase 2

Cohort1; Potential pivotal cohort with enrollment
Post BTKi/BCL2i R/R CLL/SLL ongoing and >100 pts enrolled to date

Cohort 2-7:
B-cell malignancies

BTK, Bruton tyrosine kinase; cBTKi, covalent Bruton tyrosine kinase inhibitor; CLL/SLL, chronic lymphocytic leukemia/small lymphocytic lymphoma; DLBCL, diffuse large B-cell lymphoma; FL, follicular 68
lymmphoma; MCL, mantle cell lymphoma; MZL, marginal zone lymphoma; R/R, relopsed/refroctory; RT, Richter transformation; WM, Waldenstrém macroglobulinemia

Dx(



R/R CLL patients from CaDAnCe-101 phase 1 study are heavily
pretreated with high-risk features'

( RRRcw )

Total

Patient characteristics (N=66) [l Patient characteristics

Age, median (range), years 70 (47-91) Mutation status, n/N (%)
CLL/SLLrisk characteristics at study entry,

n/N with known status (%) BTK mutation present 24/63 (38.1)
Binet stage C 29/62 (46.8) PLCG2 mutation present 10/63 (15.9)
Unmutated IGHV 38/49 (77.6) No. of prior lines of therapy, median (range) 4 (2-10)
del(17p) and/or TP53 mutation? 43/66 (65.2) Prior therapy, n (%)

Complex karyotype (23 abnormalities) 22/44 (50.0) Chemotherapy 47 (71.2)
cBTK inhibitor 62 (93.9)
ncBTK inhibitor 14 (21.2)
BCL2 inhibitor 54 (81.8)
cBTK + BCL2 inhibitors 42 (63.6)
cBTK + ncBTK + BCL2 inhibitors 12 (18.2)
Discontinued prior BTK inhibitor due to PD, n/N (%)3 55/62 (88.7)
TScarfo, EHA, 2025
2 Analyzed centrally by next-generation sequencing with limit of detection of 0.1%
3The remaining seven patients discontinued prior BTK inhibitor due to toxicity (n=4), treatment completion (n=2), and other (n=1)
BoL2 O%I\CA(—?RZ?T%B oma 2; ruton tyrosine kinase; c covalent Bruton tyrosine kinase; chronic lymphocytic leukemia; nc >,
Eg;%oiule!!yBruﬁgn tyrozslir?:iir%oste; Ptg, progrekssive éjisiIJKsle; SLL,IsrT:oBII I;mptkz/ocytic Il;mphér(r:wlj " ympRocye fedk s neste 69 w



In large group of late line R/R B-cell malignancy patients,
BGB-16673 has shown tolerable safety profile

The AE profile of BGB-16673 is consistent
with the MOA and related to on target
BTK degradation

Treatment related AE leading to
discontinuation occurring in <5% of these
very late line patients

Off target AEs associated with BTK
inhibitors including arrythmia,
hypertension have not been noted
higher than the baseline rate in
this population

DCO: 03MAR2025

Common adverse events noted in Phase 1

Neutropenia
Contusion
Diarrhea
Fatigue
Anemia
Pyrexia
Thrombocytopenia
COVID-19
URTI

Lipase
Cough
Dyspnea

Amylase

n=148



In heavily pretreated R/R CLL patients, significant responses

have been observed!

Response rates
Best overall response, n (%)
CR/CRi
PR2
PR-L
SD
PD
Discontinued prior to first assessment
Overall response rate, n (%)3
Disease control rate, n (%)4
Time to first response, median (range), months5
Time to best response, median (range), months

Duration of exposure, median (range), months

12 (75.0)

15 (93.8)

15 (93.8)

2.9 (2.6-8.3)
3.4 (2.6-13.8)
16.2 (2.9-24.6)

1Scarfo, EHA, 2025

2 Of 44 patients with PR, 12 achieved all nodes normalized
% Includes best overall response of PR-L or better
4Includes best overall response of SD or better

5In patients with a best overall response of PR-L or better

Total
(N=66)

3(4.5)

44 (66.7)

9 (13.6)

5 (7.6)

2 (3.0)

3 (4.5)

56 (84.8)
61(92.4)

2.8 (2.0-19.4)
3.4 (2.0-19.4)
12.9 (0.2-29.6)

( RRRcw )

Responses are seen in patients
with high-risk features

CcBTKi+BCL2i exposure (n=42) 90.5%
cBTKi+ncBTKi+BCL2i exposure (n=12) 75%
BTK mutation (n=24) 75%
PLCy2 mutation (n=10) 90%
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CR, complete response; CRi, complete response with incomplete marrow recovery; PD, progressive disease; PR, partial response; PR-L, partial response with lymphocytosis; SD, stable disease




Emerging data for R/R CLL provides confidence to conduct
H2H superiority trial vs. pirtobrutinib

( RRRcw )

BGB-16673: PFS by investigator! Pirtobrutinib: PFS by IRC?

g >
= = 100 Pirtobrutinib
g _g n=119
a 90 |
o 2 80 Median PFS, mo (95% CI) 14.0 (11.2-16.6)
= o i Median follow-up, mo 19.4
S 5 704
= >
> =
5 % 60 -
o ? 50
o 40 BGB-16673 o
T 30 n=66 < 407
5 . S 30—
£ 20-{ MedianPFS, mo (95% ClI) 22.8 9
(%] ]
2 10+ Median follow-up, mo 15.6 o 20
2 i o 10
s 0 0
e 6 é é é 15 '|L5 lé 2"' Zh 2‘7 E 0 I I I I I I I I I I I I I I I I I
o o 2 4 6 8 10 12 14 16 18 20 22 24 26 28 30 32 34
) Time since randomization (months) Time since randomization (months)
Number at risk .
Number at risk
\ 66 59 37 33 31 15 3 3 1 0/ \ 119 113 100 84 79 69 54 44 36 19 12 10 4 3 3 3 2 0/
CaDAnNnCe-101 BRUIN321
(BTK CDAC) (pirtobrutinib)
Median prior lines of therapies 4 3
BTKi+BCL2i exposed 82% 50%

Prior BTKi discontinuation due to PD 89% 7% -,
1Scarfo L. et all EHA 2025 72 N
2Sharnan J. et al ASH 2024 <



CaDANnCe 304': BTK CDAC vs. pirtobrutinib
Global phase 3 in R/R CLL/SLL post-cBTKi

(' RIRcw )

First patient expected in 2H 2025
CLL dose for Phase 3 agreed with FDA

ArmA BTK CDAC Primary endpoint
200mg PO QD . PFS
Key secondary endpoints

R/R CLL/SLL Randomize
N=500 1:1
pirtobrutinib
200mg PO QD
Stratification factors: ArmB g

 Prior BCL2i
- del(17p)/TP53
+ Refractory to last cBTKi

- OS

NCT06973187



CaDANCe 101: deep and durable responses seen in R/R WM!
Responses across all risk groups including with prior cBTKI and ncBTKI

Total?
Response rates (YEEY))
Best overall response, n (%)
VGPR 10 (31.3)
PR 14 (43.8)
MR 3 (9.4)
SD 3 (9.4)
PD 1(3.0)
Discontinued prior to first assessment 1(3.0)
ORR, n (%)3 27 (84.4)
Major response rate, n (%)4 24 (75.0)
Disease control rate (DCR), n (%)% 30 (93.8)

+ Responses were observed starting at the lowest dose
(100mg; 10/10) and in patients with prior cBTK inhibitor

(27/32) or ncBTK inhibitor (4/4)

! Frustaci, EHA, 2025

2 efficacy-evaluable population

% Includes best overall response of MR or better
4Includes best overall response of PR or VGPR
SIncludes best overall response of SD or better

Progression-free survival probability (%)

WM = Waldenstrém macroglobulinemia, cBTK, covalent BTK; MR, minor response; ncBTK, noncovalent BTK; PD, progressive disease; PR, partial response; SD, stable disease; VGPR, very good partial response

( RRWM )
Median PFS was not reached
100% 4
90% -
80%
-6 D © © 00
70% -
60% - Median follow-up:
8.2 months
50% - (range, 0.6-30.6 months)
40% -
30% -
20% -
10%
Months
0% T T T T T T T T
6 9 12 15 18 21 24 27
No. at risk
22 n 7 4 3 2 2 0
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CaDAnNCe 101: efficacy data in R/R FL and MZL

In heavily pretreated patients, BGB-16673 has shown favorable risk-benefit profile

+ BGB-16673 had durable antitumor activity
with short time to response in heavily pretreated
patients with NHL, including those with BTK
inhibitor—-resistant disease

+ ORRwas 41.7% in patients with FL and 50% in
those with MZL

+ Four patients achieved CR (FL, n=1; MZL, n=3)

1 Zinzaini, ICML, 2025

2Includes best overall responses of PR or CR

3 Includes best overall responses of SD or better

4In patients with best overall response better than SD

CR, complete response; NE, not estimable; ORR, overall response rate; PD, progressive disease; PR, partial response;
SD, stable disease FL, follicular lymphoma; MZL marginal zone lymphoma; TEAE, treatment-emergent adverse event

( RIRFL,MZL )

Responses by histology for R/R FL and MZL patients

from CaDANCe-101 study

Response rates

Best overall response, n (%)

CR

PR

SD

PD

ORR, n (%)?

Disease control rate, n (%)*

Time to first response, median (range), months*

Duration of response, median (95% CI), months*

FL(n=12) MZzL (n=20)

1(8.3) 3 (15.0)
4 (33.3) 7 (35.0)
3(25.0) 5 (25.0)
3(25.0) 3 (15.0)

5 (41.7) 10 (50.0)
8 (66.7) 15 (75.0)
2.6 (2.3-3.3) 2.9(2.6-9.9)

9.5 (5.7-NE) 10.8 (2.8-NE)
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Responses have been observed in patients with Richters
Transformation indicating the potential of the mechanism

+ 69-year-old male

+ Diagnosed with CLL
in 2009 and treated with
multiple treatments

+ Diagnosed with Richters
transformation in 2024

+ Progressed after initial
therapy of R-CHOP for
RT and enrolled in
CaDANCe-101 trial

Cyclel Dayl

76
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Responses have been observed in patients with Richters
Transformation indicating the potential of the mechanism

+ 69-year-old male

+ Diagnosed with CLL
in 2009 and treated with
multiple treatments

+ Diagnosed with Richters
transformation in 2024

+ Progressed after initial
therapy of R-CHOP for
RT and enrolled in
CaDANCe-101 trial

Cyclel Dayl ol Cyéiél Day2]

After only 3 weeks of treatment!

77
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BGB-16673 has a broad development program with
registrational plans in multiple indications

Indication

Regimen

Early clinical

Study details

development Registrational trial

Monotherapy CaDAnNCe 101: dose escalation/expansion
TN CLL/SLL +zanubrutinib
CaDAnNCe 104: dose escalation/expansion
Monotherapy CaDANCe 302, 303" vs. investigator’'s choice
+sonrotoclax Under planning
CaDAnNCe 104: dose escalation/expansion
+anti-CD20 bispecifics
Monotherapy CaDAnNCe 101: dose escalation/expansion WM under planning
matg * |
malignancies sonrotoclax ngoing
wmandus. in ° i i
WM and NHL zanubrutinib CaDANCe 104: dose escalation/expansion ngoing
+anti-CD20 bispecifics

+ We plan to file CaDANCe 101in CLL globally in 2026 for accelerated approval

1303 is China-only study 78
AA, accelerated approval potential
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Recap and looking ahead
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BeOne has comprehensive registrational program to address
all CLL segments for treatment naive and relapsed settings

Indication Treatment Study details Approval

@ BGB-16673 monotherapy vs. pirtobrutinib

@ Sonrotoclax + anti-CD20

Fixed duration

TN CLL/SLL
Fixed duration @ Zanubrutinib + sonrotoclaxvs. VO
@ Sonrotoclax monotherapy (AA') m
Continuoususe  ® BGB-16673 monotherapy (AA?)
R/R CLL/SLL ® BGB-16673 monotherapy vs. investigator’s choice

® Sonrotoclax + BGB-16673 Under planning

( @ BTKi ) ( ® BTKCDAC ) C ® BCL2i )

T China only; global filing for MCL anticipated in 2H25
2 Globall filing anticipated in 2026 80
BR, bendamustine + rituximalb; VO, venetoclax + obinutuzumab

DE(



B-cell malignancy pipeline outlook — CLL and beyond
Focus on immune cell-based modalities to develop practice-changing therapies

4 )

B-cell malignancy

Cornerstone assets established the franchise leadership

g:g:z gm:ter ( BTKi )C BCL2i ) ( BTK CDAC ) ( BCL2i 26 )

&

J
" Deliver greater patientimpact by fully harnessing the killing A
function of immune cells

CDI19 x CD20 x BAFFR x CD22 x CD79b x TAA1Xx

gﬁ:;:grerqpy C CDI9iysT ¢ ) C TAA 0T @ )

T-cell engager
cluster

CD19xCD20 xCD3

BAFFR x CD22 x CD3

CD20x CD28
engager
CD20 x 4-1BB engager i
N\ J
(Smull molecule) (Protein degradeD ( Cell Therapy )

® Discovery 4 Investigational New Drug (IND)

CDI19iysT ¢

-



Fully exploiting the killing potential of T-cells by CD3 T-cell
engager and T-cell booster combinations'

CD19 xCD20 xCD3 TsAb CD20 xCD28 BsAb

- Broader coverage and mitigation of antigen loss issue + CD20 selected due to higher tumor cell density than other TAAs
- CDI9 and CD20 dual targeting covers ~95% B-NHL cells « Strong CD28 affinity enables superior T-cell activity boosting

« Robust efficacy in all CD19 and CD20 positive cells - On track to enter clinic in early 2027

« On track to enter clinic in 2026

Better activity than Stronger T-cell activation Superior T-cell activity enhancement
leading competitors with combination of CD19 x CD20 versus leading competitors
x CD3 and CD20 x CD28
0. NALM6 model (CD19+) Ra o

g o IL-2 (pg/mL) with comparable CD19/CD20/CD22 levels
2~ 12004 [a] 6000
o = (8]
z 7 ] 6000
g o o 9 4000 - BeOne CD20 x CD28
2 E [a) = - REGN5837 CD22 x CD28
c £ 0] O~ £ 4000+
o xS 5 - RG6333 CDI9 x CD28
= 2 2000 Z -~ higG control

0 T T T T T T T T 1 [a] < 20001

0 4 8 12 16 20 24 28 32 36 (8] =
Days Post tumor injection g
- Vehicle 8 )
- AZD486 CDI9 x CD3 2.5mpk o 0 : o 100 1000 10000
#| -+ CMGIA46 CDI9 x CD20 x CD3 2.5mpk
EE « BeOne CDI9 x CD20 x CD3 2.5mpk BeOne CD20 x CD28 (pM) BsAb (pM)
! Biosimilar molecules of AZD486, CMG1A46, REGN5837 and RG6333 were used in studies; In the right panel, 5pM epcoritamab was used to induce the first T-cell activation signal 82

DE(

TsAb, Tri-specific antibody; BsAb, bispecific antibody



Our first cell product, CD19-CAR iy6T, potentially provides
a solution to persistence issues associated with allo-CAR-T

Early exhaustion in tumor . :
+ Despite impressive clinical ki||i|¥g assay ®- CDI3-CAR engineered IysT

outcomes, autologous cell
therapies have limited adoption 100

+  Our proprietary iPSC
derived allogeneic y8T
cell therapy platform:

Highly optimized for y8T
differentiation (purity>99%)
and expansion (>10M fold)

Cytotoxicity (%)

Integrates unique signal
converter that synergizes with
the additional proprietary
genetic edits (>10) to enhance
efficacy and persistence -50

Time (days)
AN B B B B B S R B B B A B R R R

0 10 20 30 40 50

+ Ontrack to enter clinic in 2026 ) ) ) ) )
Fresh tumor cells were added daily to assay without changing the iPSC-derived

y8T cells to determine durability of tumor cell killing w/o IL2 and IL15

o



Our first cell product, CD19-CAR iy6T, potentially provides
a solution to persistence issues associated with allo-CAR-T

Prolonged tumor cell killing S :
+ Despite impressive clinical with signal converter —@- CDI9-CAR engineered iy3T

outcomes, autologous cell —@- CDI19-CAR engineered iy5T w/SC
therapies have limited adoption 100

+  Our proprietary iPSC
derived allogeneic y8T
cell therapy platform:

Highly optimized for y8T
differentiation (purity>99%)
and expansion (>10M fold)

Cytotoxicity (%)

Integrates unique signal
converter that synergizes with
the additional proprietary
genetic edits (>10) to enhance
efficacy and persistence -50

Study artificially
stopped

Time (days) \ 4

0 10 20 30 40 50

+ Ontrack to enter clinic in 2026 ) ) ) ) )
Fresh tumor cells were added daily to assay without changing the iPSC-derived

y8T cells to determine durability of tumor cell killing w/o IL2 and IL15

s



BRUKINSA is just the start

We are building a franchise

+ Provide options for all CLL segments.
A systematic development plan will help
develop BeOne combinations across
the disease spectrum

+ Accelerate development with unparalleled
speed from POC to multiple Phase 3 trial
initiations planned for sonrotoclax
and BTK CDAC

+ Compelling continued innovation for
B-cell malignancies beyond CLL
with novel trispecific/bispecific TCEs and
iPSC derived cell therapy platforms that
have the potential to transform the field
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DE(



10-minute break

=(



Solid tumor portfolio

Mark Lanasa
Senior Vice President, Chief Medical Officer, Solid Tumors
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Our pipeline includes diverse modalities and mechanisms
across disease franchises

Breast/Gynecologic Lung Gastrointestinal

(AN AN AN A A

( CDK4i ) C PAnKRASi ) ( PAnKRASi
( CDK2i2 ) ( MTA Cooperative PRMT5i ) ( T
C BCL2i 26 ) C MAT2Ai? ) ¢ MAT2Ai
( KAT6A/BI' ) C SERDS ) C FGFR2b ADC
¢ B7-H4 ADC? ) C L ) C CEA ADC
¢ Claudiné x CD3 BsAb ) ( EGFR CDAC ) C P LSEEEE
¢ CDK2 CDAC' ) ( EGFR X MET X MET TsAb ) C e
C EGFR X MET x MET ADC' D)
Pan-tumor ( HPKIi ) ( DGKUi ) C CCR8 mAb ) ( IL-15 prodrug )

( Small molecule ) (Protein degruder) ( Bi/Tri-specific ) ( mAb ) ( ADC ) CCytokine therapy)
! Not yet in the clinic

2BeOne has global rights for CDK2i (Ensem partnership), B7-H4 ADC (DualityBio partnership), MAT2Ai (CSPC Zhonggi Pharmaceutical Technology)
Target(i), target inhibitor; CDAC, chimeric degradation activating compound; ADC, antibody drug conjugate; BsADC, bispecific ADC; TsADC, trispecific ADC; BsAb, bispecific antibody; TsAb, trispecific antibody
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Breast and gynecologic cancers
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Establishing an innovative breast and gynecological franchise

Breast / Gynecological

O Replace SOC CDK4/6 inhibition with selective CDK inhibitors A
gl?.llifgrc'e ( CDK4i ) C CDK2i ) (CDKZ CDAC 0)
- J
( A . )
Novel MOAs establish new paradigms
ER cluster CKATGAIBiO ) C BCL2i 26 ) GoveICDACl.)
p— ADC (Cemme ) ((FHERE ) (b)) (oiihen)
B7-H4 ADC
v
Claudiné x CD3 BsAb cell engagers SSA8 SSA8
N\ J
(Small molecule) (Protein degradea ( ADC )
@ Discovery @ Investigational New Drug (IND)
90

Target(i), target inhibitor; CDAC, chimeric degradation activating compound; ADC, antibody drug conjugate; BsADC, bispecific ADC; BsAb, bispecific antibody
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CDK4/6 inhibitors represent one of largest drug classes in solid
tumors at ~$13B and growing

Global CDK4/6i market is large, and still growing'

$208 M CDK4/6i global branded sales
$18B M Consensus forecasts

$16B
$14B
$12B
$10B
$8B
$6
$4
$2
$0

W W W

TEvaluatePharma, accessed 27MAY2025

|

e

CDK4/6i are blockbusters yet leave room
forimprovement

Issues with CDK4/6i and what is unmet need

+ Heme tox that drives dosing interruptions
and holidays, and therefore suboptimal
target coverage

+ Safety concerns due to off-target inhibition

Hypothesis: CDK4 selective inhibitor can
ameliorate these issues and drive superior
therapeutic benefit for patients

91
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BGB-43395 (CDK4 inhibitor)

Thoughtfully designed to have superior potency and selectivity vs. atirmociclib

. I . _ BeOne CDK4i presents the highest CDK4
fg:;gtlrsxiﬁli(eélslnhlbltor sparing CDK6 and off potency and CDK6 selectivity

+ Closed time gap with atirmociclib (Pfizer) in 1L

HR+ breast cancer CDK4i potency CDK4/CDKS6 selectivity

+ Emerging best-in-class profile with low 639 38
hematologic toxicity at active PD dose levels

356
Clinical progress

+ 300+ patients enrolled across dose escalation
and expansion cohorts in HR+/HER2- MBC as of
June 3, 2025 0

O
O\
ors . . @)
+ Favorable tolerability, PD and clinical responses QO\O ¥
in extensively pretreated patients
Planning underwqy for Phase 3 studiesin 1L and 2L MCF-7' proliferation assay to assess CDK4 potency Cellular CDK6 IC5§) divided by cellular CDK4 IC50 to assess
. CDKB6 selectivity: 1) CDK4 cellular IC50 measured by p-RB in
HR+ breGSt cancer Wlth 2'- startas equy as 4Q25 Jeko-1; 2) CDK6yceIIqur IC50 measured by p-RB inyPTF‘zeiffer
CDK4 KO cell
-,
'MCF-7, breast cancer cell ling, is a commonly used model of early-stage breast cancer that is estrogen receptor positive and noninvasive 92 w

CDK4/6, cyclin-dependent kinase 4/6; HER2,human epidermal growth factor receptor 2; HR, hormone receptor; MBC, metastatic breast cancer



BGB-43395 (CDK4 inhibitor)

Speaker introduction: Dr. Shom Goel, key opinion leader in breast cancer

Dr. Shom Goel, MBBS, PhD

Group Leader and Medical Oncologist, Peter MacCallum Cancer Centre

Associate Professor and Clinician-Scientist at the University of Melbourne
and Peter MacCallum Cancer Centre

+ Global PI [ Translational PI for four randomized clinical trials in breast cancer
+ Chair of the American Society of Clinical Oncology Education Committee (2023)

+ Recent Snow Fellowship awardee and Era of Hope Scholar Award
(U.S. Department of Defense)

+ 60+ publications, with recent publications in high-impact journals including
Nature, Cancer Cell, and Nature Cancer
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BGB-43395 (CDK4 inhibitor)

Three CDK4/6 inhibitors approved, all with toxicity issues and loss of efficacy over time

+ CDK4/6 inhibitors block the CDK4/6 complex and prevent the phosphorylation of the RB protein

+ This stops the tumor cycle from progressing past the Gl phase, inhibiting further tumor cell growth and causing tumor regression

+ More potent inhibition of CDK4 prevents emergence of resistance

Palbociclib! Ribociclib! Abemaciclib!

%QLY e || e
NN ZENTY Wi /

Heme toxicity HEp NeUiERoilE Neutropenia Neutropenia
Gl toxicity mEp Low Low Diarrhea
Suspected cause Inhibition of CDK6 Inhibition of CDK6 Off targeting of CDKS,
of key toxicity \_ VAN GSng CAMKIls )
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palbociclib (Ibrance®, Pfizer), abemaciclib (Verzenio®, Eli Lilly), and ribociclib (Kisqqli®, Novartis) are approved CDK4/6 inhibitors indicated for the treatment of HR+/HER2— advanced or metastatic breast cancer



BGB-43395 (CDK4 inhibitor): study design and enroliment

Global dose escalation

Fulvestrant combo Letrozole combo

Monotherapy i !
Doses to Doses to | Elacestrant combo !
n=60 800mg BID 800mg BID |  ER*/HER2'BC' |
: el
n=64 n=54 ; ;
Enrolled patients Enrolled patients
Region (as of 09JUN2025) Region (as of 09JUN2025)
79 ® Japan 12
59 I I Moldova 9
39 g Malaysia 4
38 = New Zealand 2
22 EmmE  Thailand 1
19 Total study enroliment 284

! This data will enable subsequent development of this combination

Dose optimization
(target n=120)

Cohort expansion

(target n=80)

Fulvestrant combo
Fulvestrant combo
240mg, 400mg,
600mg BID 2L HR+ BC
_ >
n=62
U J N /
4 ) 4 >
Letrozole combo
Letrozole combo
240mg, 400mg,
600mg BID CDK4/6i Naive BC
n=44
. J N /
Completed In progress c omr':\Oetn ced
N7
95
=0



BGB-43395 (CDK4 inhibitor): pharmacokinetic data

Linear PK with no major impact of race or co-meds (fulvestrant/letrozole)

+ BGB-43395 exhibited rapid absorption and linear PK within available dose range
+ Mean elimination half-life is 13 hours
+ BGB-43395 exposures are not impacted by co-administration with either fulvestrant or letrozole

+ No major differences in exposures observed between non-Asian and Asian populations

Preliminary mean BGB-43395 Dose normalized AUC across doses
plasma concentration-time profiles' PK is dose proportional

~ 1000 —A— 240mg BID (N=12) i 15 - n=6
£ —¥- 400mg BID (N=9) 83 n=12 n=9
:c? —»- 600mg BID (N=6) % § -
% 100 - %é
@ £ 2
I O * 5 -
@ ct
-
cC
é 10 T T T T 1 ° 0 T T T

0 2 4 6 8 10 0 240 400 600

Time (h) Dose (mg)

! Caveat: Non-compartmental analysis (NCA) is performed using nominal time points
DCO: 10MAR2025
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BGB-43395 (CDK4 inhibitor): pharmacodynamic data
Both TK1 and ctDNA data suggest 240mg BID doses and above are biologically active

+ Dose-dependent and durable PD biomarker modulation in blood (TK1 activity) was observed across dose levels
+ Clinically meaningful PD effects were achieved at doses 240mg BID and above in fulvestrant combo cohort

+ Early (C2D1) ctDNA decrease was observed starting from 240mg BID in fulvestrant combo

Plasma TK1'activity change post BGB-43395 ctDNA mVAF2 change post BGB-43395
+fulvestrant treatment (Dose-escalation, BC-onIy) +fulvestrant treatment (Dose-escalation, BC—onIy)
. 300 -
200 4 g Below 240mg BID (n=11) o o 2
o 180 1 ©240mgBiD (n=17) 63 o o
C 160 4 ©400mgBID (n=13) o =
= © 600mg BID (n=10) bt |
% 140 | . = 200 101
= L 100 100 100 100 63 E
o) ]oo _ IR ol® 27 60
< 80 - 29 ° a 1. L S 58
© e ] i o l o
40 - 3. Q Fi? 25
22 7] ° % JLT[}L O 0 o® | : ﬁ :
' Below 240mg 400 mg 600 mg
cip1 CID15 c2p1 240 mg BID BID BID BID
Visit (predose) Dose level

'TK1, Thymidine kinase, reduction to 20% defined as goal, since several published datasets indicate an 80% TK1 reduction level from baseline, when CDK4/6 inhibitors used at full
dose plus ET in the metastatic setting. Yap T et al ASCO Annual meeting 2023 (atirmociclib), Malorni L et al EJC 2023 (ribociclib)

2 mVAF, Mean variant allele fraction, represents the average proportion of mutant DNA sequences within a sample, reflecting the overall tumor burden 97
Plot: median with 95% CI
DCO: 12MAY2025



BGB-43395 (CDK4 inhibitor): safety data

Well-tolerated in combination with fulvestrant, with improved hematological tolerability

CDK4i + fulvestrant (240 - 600mg BID)
)

+ Well-tolerated safety
profile across range of
doses under consideration
for future study

Patient with any TEAE 36 (97.3%) 54 (88.5%)

Related TEAE 35(94.6%) 51(83.6%)

2 G3 TEAE 19 (51.4%) 14 (23%)
+ Dlorrhed is low grade qnd > G3 Related TEAE 10 (20.7%) 12 (19.7%)
readily manageable with
Nno associated treatment TRAE leading to discontinuation 1(2.7%) 1(1.6%)
discontinuations due All Grade Gr3+ All Grade Gr3+
to d | a rrh ed Key AEs TEAE TEAE TEAE TEAE
Diarrhea 83.8% 5.4% 65.6% 8.2%
Potential b?St' iIn-class . Anemia 13.5% 0% 1.5% 1.6%
hematologic safety profile
Neutrophil count decreased 21.6% 16.2% 29.5% 8.2%
Platelet count decreased 5.4% 2.7% 6.6% 1.6%
N7
! Patients included those who were randomized by DCO: 26MAY2025 9% 'E‘



BGB-43395 (CDK4 inhibitor): combination with fulvestrant

Preliminary anti-tumor activity in extensively pretreated dose escalation patients

N% 15%

o o 2
Objective response rate (20f19) (40f27)

BGB-43395 + Fulvestrant B'\:;fgt Investigator-assessed best change from baseline
Dose escalation Cancer in target lesion sum of diameters'
Nurpb?r tc')f Iori(t)tr' s of therapy in 4(0-11) 4(0-1n) 240mg BID 400mg BID 600mg BID
metastatic settin - - m m + m
« Median (rcmgt% 90Y% 73% 70 - + Fulvegtrant FuIvegtrant + Fulvegtrant
« >=3Llines S
Prior chemotherapy 0 0 2
(including ADC) 100% 100% ®
O
O
Prior endocrine therapy 100% 84% g
“3
Prior CDK4/6 inhibitor(s) 93% 76% é"
G
Median follow-up (months) 3.0 2.7 é
5
O
S
S
2

Breast cancer patients with ‘bone only’ metastatic -100 - oy o Best overall response

disease are eligible for dose escalation but are not ' M Partial response
Patients Stable disease

response evaluable (19 of 29 response evaluable) B Frogressive disease

1Breast, endometrial, and ovarian cancer.

2 Unconfirmed ORR among the response-evaluable patients G
Waterfall plot includes data from 27 response evaluable patients in BGB-43395 + fulvestrant dose escalation 99 N
DCO: 26MAY2025 <



BGB-43395 (CDK4 inhibitor)

BeOne's CDK4i pre-clinical differentiation translates to meaningful clinical results

Key findings Next steps
+ Strong pharmacodynamic effect across range of + Read-out of dose-optimization randomized
well-tolerated doses expansions informs both dose selection and final

proof-of-concept for registrational intent studies
+ Potential best-in-class hematologic safety profile;

diarrhea is low grade and readily manageable + Elacestrant combination enables broader
development with different ET backbones, such as
+ Emerging evidence of clinical efficacy in extensively oral SERDs in future

pretreated, post-CDK4/6 patients at doses with
pharmacodynamic activity

+ Clear path to registration-enabling studies in next
6-12 months

100

DE(

Torget(i), target inhibitor; ET, endocrine therapy; SERD, selective estrogen receptor degrader



BG-C9074'(B7-H4 ADC)

Potential first-in-class ADC for patients with B7-H4 expressing tumors

Target expressed in breast and gynecologic tumors
with limited expression in normal tissues

+ Demonstrated dose-dependent in vivo efficacy
good internalization, and bystander killing

Clinical Progress

+ 95 patients enrolled in mono dose escalation and
safety expansion as of June 2, 2025

+ Responses noted across multiple tumor types and
at various dose levels with manageable toxicity

+ Tumor-specific expansion cohorts to begin
enrollment 3Q25

First data disclosure at ASCO 2025 with clinical
updates today

' BG-9074 in licensed from Duality named DB-1312

2 p-glycoprotein (P-gp) is a protein that can cause multidrug resistance (MDR) in cancer cells by preventing the uptake of
many drugs (substrates), including anticancer drugs. Not being a P-gp substrate reduces drug resistance

3 Clin Cancer Res. 2023 Mar 14;29(6):1086-1101

Robust and clinically validated drug linker design
differentiates our molecule

\ [ « Non-P-gp substrate? TOPIli payload
-+ Strong bystander effect

- DARG to balance efficacy and toxicity

High B7-H4 expression in tumor tissue of breast,
endometrial, ovarian cancer?

Normal Breast Epithelium

——T,
.

Breast Ductal
Adenocarcinoma

101



BG-C9074 (B7-H4 ADC): early clinical data

Well-tolerated monotherapy across clinically relevant dose levels

Safety profile at selected monotherapy dose levels

+ Most common TEAEs: nausea (low

4mg/kg 5mg/kg 6mg/kg 65mg/kg Total' grade), neutropenia, and fatigue
n (%) (n=23) (n=7) (n=26) (n=12) (n=68)
*

Most common Gr23 TEAE:

Patients with any TEAE 22 (95.7%) 7 (100%) 25 (96.2%) 12 (100%) 66 (97.1%) )
neutropenia and
Related 21 (91.3%) 7 (100%) 24 (92.3%) 1 (91.7%) 63 (92.6%) thrombocytopenio
Related >= Grade 3 2 (8.7%) 0 (0%) 10 (38.5%) 5 (41.7%) 17 (25%) )
+ SixDLTs:
Related serious 1(4.3%) 1(14.3%) 3 (11.5%) 2 (16.7%) 7 (10.3%)
Fatigue (n=1
Related leading to dose modification 1(4.3%) 0 (0%) 9 (34.6%) 3 (25%) 13 (19.1%) S (n=1)

Neutropenia (n=1
Selected AE 2Grade 3 & ( )

Febrile neutropenia (n=2)

Neutropenia 1(4.3) 0 (0.0) 7 (26.9) 5 (41.6) 13 (19.1)

Thrombocytopenia 0 (0.0) 0(0.0) 4(153) 2 (16.7) 6(8.8) Platelet count decreased (n=2)
Leukopenia 0 (0.0) 0 (0.0) 2 (7.6) 1(8.3) 3(4.4) + No odverse events leading to drug
Nausea 0 (0.0) 0 (0.0) 2(7.7) 0 (0.0) 2 (2.9) discontinuation or death

'Include response evaluable patients in breast and gynecological cancers
DCO: 02JUN 2025 102
TEAE, treatment emergent adverse events; DLT, dose limiting toxicities

DE(



BG-C9074' (B7-H4 ADC): early clinical data

Compelling early antitumor activity observed in Breast and Gynecological Cancers

Investigator-assessed best change from baseline

] in target lesion sum of diameters (BC and GYN)
95 patients treated at 9 dose levels 1 2

Q3w

. ng%/vl\(/g n&%/vl;g 423\{&(9 SrSg\{\II(g Grgg\{\l/(g 6.5Qn;g\;N/kg 7mg/kg
+ 6 enrolled tumor types; median 4 prior lines 70 4 &

of therapy 60
50
Emerging dose-response relationship in breast, 40
ovarian, and endometrial cancers: 30
20
+ Confirmed ORR 24%, unconfirmed ORR 29% 18
among 68 efficacy evaluable patients _10
-20
+ 14 of 20 responses ongoing as of June 2, 2025 -30
-40
+  Activity at 6mg/kg Q3W: confirmed ORR 43%, 2
unconfirmed ORR 48% o0

-70 -
Best overall response
-80 1 [l Partial response
-90 ~ Stable disease
-100 4 B Progressive disease
1 BG-9074 in licensed from Duality named DB-1312
283 patients enrolled with breast and gynecological cancers 103

DCO: 02JUN2025
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BG-C9074 (B7-H4 ADC): biomarker data

Greater response rates in patients with higher levels of B7-H4 expression

Efficacy observed across a range
of tumor types:

+ Selecting patients with higher level B7-H4
expression enriches ORR

+ Favorable safety profile at doses with
strong early response rates

Tumor specific expansion cohorts in
breast and gynecological malignancies
to openin 3Q25

+ Planning underway for registrational
intent studies

TUnconfirmed;
DCO: 02JUN2025

Stronger efficacy in B7-H4 biomarker

enriched patients

BG-C9074

Breast and Gynecological

N 68
Dose level 2Img/kg
B7-H4

. None
expression cutoff
UORR! 29.4%

33
2Img/kg
High

42.4%

104
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BG-68501 (CDK2 inhibitor)

Potent and selective - manageable safety and early signs of monotherapy activity in BC

Investigator-assessed best change from baseline
Differentiated CDK2i vs. competitors with in target lesion sum of diameters

better potency, selectivity, CDK family 1omg 25mg 50mg i 260mg
kinome selectivity BID BID BID BID BID

Potential synergy with CDK4i in solid tumors,
including CDK4/6i-resistant breast cancer

First data disclosure at ASCO 2025!

49 patients with pre-treated solid tumors

received ascending doses of BG-68501

Best overall response
-20 1 @ Partial response

Preliminary safety: No DLTs; Most common

Tumor burden change from baseline (%)
)

. .. _ | Stable disease

AEs include Nausea and vomiting (61%), and e B Progressive discase
fatigue (25%). Gl toxicity improved with ] Nl evaluated / not asspesed

i— i _50IIIIIIIIIIIIIIIIIIIIII T T T
scheduled anti-emetics 2 SEEEEES FFSFSISEFE SISET FEEES

S IR S . &

Preliminary efficacy: 2 uPR (6%) (both BC), 15 &S ¢ patlens - |
(39%) SD in 33 p(]tients (mFU Of 2.9 months) Eiir;(;rr\iﬁ;cu;ycgrntf;:gnficsitTPr;sif{z;sgf(f)i\évsfy(iset\;é)lzzti)hlr;ept;;a;)qrt(i];:.essmentsexcludmg patients without target lesions up to the initiation of new anti-

1Joshi et al ASCO Annual Meeting 2025, Abstract 3115

BC, breast cancer; BID, twice per day; End_C, endometrial cancer; Eso_C, esophageal cancer; HER2, human epidermal growth factor receptor 2; HR, hormone receptor; O, other: 105
fallopian tube high grade serous; PCA, prostate cancer; PROC, platinum refractory or resistant ovarian cancer; SCLC, small cell lung cancer; TNBC, triple-negative breast cancer

DE(



Our breast cancer franchise is further extended by new and
differentiated molecules

+ CDK2CDAC

- potential for superior potency and
improved toxicity profile compared to
small molecule CDK2 inhibitors

+ KAT6A/B inhibitor

- encouraging preclinical activity for both
monotherapy and in combination with
fulvestrant when compared to a leading
competitor, PF-07248144 (Pfizer)!

P,
N )= |
TMukohara T. et. Al Nature Medicine 2024 C



BG-75098 (CDK2 CDAC)

Potential first-in-class CDK2 degrader with improved potency, selectivity, and PK

CDAC gains selectivity via unique interaction between CDK2 and E3

2
CDK Predicted E3 and CDKI1/2 interaction region

CDK1 specific region
CDK2 specific region

+ Catalytic MoA to elicit superior target
inhibition over small molecule inhibitors

Selectivity comes from using rigid linkers
that directs E3 binding to CDK2 specific
regions, enabling stable interactions with
CDK2 but not CDKI1

+ Much improved CDKI selectivity
compared to small molecule inhibitors
due to additional selectivity provided by
tertiary complex formation with E3 ligase

BG-75098 presents exceptional potency and selectivity profile

+ Long predicted T/, to support QD dosing CDK2 CDKI1

and better target coverage with flat PK at pegradationias sy, DC50 (nM) DC50 (nM)
steody state BeOne CDK2 CDAC 1-13 > 10,000

CDK2 cellular CDKI{Z selectivity
o Anti-proliferation assay? IC50 (nM) (fold
+ On track to enter clinic by YE 2025 Pfizer CDK2i 380 6
Incyte CDK2i 156 5
BeOne CDK2 CDAC 14 >714

1Study was carried out in a variety of CDK2-dependent and independent cell lines 107
2 Anti-proliferation assay in CDK2-dependent OVCAR3 and CDKI-dependent TOV2IG cell lines

DE(



BG-75202 (KAT6A/B inhibitor)

Potential best-in-class with opportunity to achieve better efficacy and safety

+ Improved efficacy in both monotherapy
and combination setting in preclinical
models, comparing to PF-07248144

+ Over 10-fold higher selectivity against
KAT7 comparing to PF-07248144,
potentially lowering hematology tox

+ Prioritize development in HR+HER2-BC in
combination with endocrine therapy, with
and without BG-43395

+ On track to enter clinic by YE 2025

1 PF-07248144 is KAT6A/B inhibitor from Pfizer
2 **P<0.001

Greater potency in HR+ HER2- breast
cancer cell lines (pIC50)

HCCI500

BT-483

ZR75-1
10

9

MCF7 HCC1428

T-47D

25 PF-07248144

CAMAI M BG-75202

Stronger efficacy in combo with fulvestrant

Tumor Volume in

—~

T47D model (mm3 + SEM

1000

(0]

o

o
1

T T 1
0 7 14 21

Treatment Days

1
28

-e- Vehicle

PF-07248144 0.5 mpk +
- 2
Fulvestrant 2 mg

XXX

BG-75202 0.5 mpk +
Fulvestrant 2 mg

PF-07248144 0.5mpk QD in
mouse study is the clinically
equivalent dose

108
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Tremendous progress in first 18 months since establishing
breast/gynecologic cancer franchise

Highly promising pipeline including several modalities (small molecule, CDAC and ADCs) with rapidly

evolving dose-defining and POC data generation with potential for first pivotal study by YE (CDK4i)

+ CDKdA4i: emerging data supports differentiated and é Replace SOC CDK4/6 inhibition with selective CDK inhibitors B
otentially BIC profile; progressing towards Phase 3
p y p p g g gleu"stceyr‘:le ( CDK4i ) ( CDK2i ) (CDK2CDAC 0)

+ B7-H4 ADC: very promising efficacy and ~ J
manageable toxicity; subsequent studies in s . . N
OC, EC and BC in plonning Novel MOAs establish new paradigms

ER cluster KATBA/[Bi BCL2i 2G Govel CDAC1 .)

+ BCL2i: Phase 1b study ongoing to evaluate ( ) ( )

differentiated HR+ BC development opportunity
gl?lgtel‘ C B7-H4ADC ) (le;serxcrﬁm) Gaylyggich.) (puylyggle)IAc.>

+ CDK2i: manageable toxicity and early evidence

of efficacy in advanced BC as monotherapy
o T
+ CDK2CDAC and KAT6A/Bi: potentially differentiated L )

based on improved selectivity and potency

(Small molecule) @roteindegrudel) Bi/Tri-specific

® Discovery # Investigational New Drug (IND)

P,
R )= |
Torget(i), target inhibitor; CDAC, chimeric degradation activating compound; ADC, antibody drug conjugate; BSADC, bispecific ADC; BsAb, bispecific antibody <



Lung cancer franchise

™~

DE(



Building an industry-leading lung cancer franchise
Broad and deep pipeline with proprietary, innovative and intentionally designed molecules

Lung

- MTA
cluster PRMT5i
EGFRmM EGFRXMETXMET EGFRXMETXMET

MTA Cooperative
PRMT5i
( RAS (On)i ¢ ) CKRAS CDAC o)
KRASM
CEA ADC

_ EGFRXMETXMET
TsADC
cluster Novel Bs/[TsADC Novel payload
EGFR CDAC 1-4 @ ADCI1-2 0

EGFR X MET x MET
TsAb CSmuII molecule) (Protein degradea Bi/Tri-specific ( ADC )

MAT2Ai

B7-H3 ADC

® Discovery @ Investigational New Drug (IND)

m

DE(

Torget(i), target inhibitor; CDAC, chimeric degradation activating compound; ADC, antibody drug conjugate; BsADC, bispecific ADC; TsADC, trispecific ADC; BsAb, bispecific antibody; TsAb, trispecific antibody



BGB-58067 (PRMT5i) and BG-89894 (MAT2AI)

Synergistic combination between MTA-cooperative PRMT5 inhibitor and MAT2A inhibitor

Only company with both clinical stage
PRMT5i and MAT2AI

+ Potential best-in-class PRMT5i with
superior potency, selectivity, and
brain penetration

Clinical progress

+ Both programs in monotherapy
dose escalation

+ PRMTb5i shows better than expected,
dose dependent PK profile

+ Favorable safety and tolerability profile
with no DLT observed

+ Early responses observed at the second
dose level

I Different dots in the “Tumor Cells” panel indicate different tumor cell lines. Del, deletion;
2Mean EC50 fold change of cell killing in 7 MTAPPEL and 2 MTAPWT cell lines; **** p<<0.0001

BeOne PRMT5i shows higher

potency and selectivity

MTA-cooperative PRMT5i killing c::ctivityl
1000~ 321

Yyv

IS}
S)
N
~N
N
o

Relative EC50 (nM)
# ©
| | [ [ ]
| | | |
»>
»>

MTA-cooperative PRMT5i killing selec:tivity2

100+

®
o
1

66

[
=}
L

52
35

N
o
L

N
o
1

Mean EC50 Fold Change

3Kpuu,CSF represents a measurement of how well a drug moves from the bloodstream into the CSF in cynomolgus monkeys, used for assessment of blood-brain penetration

BeOne PRMT5i and MAT2Ai
are highly brain penetrative

BGB- BG-

Kpuu, CSF3

55% 102%

BeOne PRMT5i + MAT2Ai induce
robust efficacy in animal model

Tumor volume (mm?® £SEM)

in H838 model

1000

800

600

400

200

-e- Vehicle -+ BeOne PRMT5i + MAT2Ai
-+ BeOne PRMT5i

-& BeOne MAT2Ai

*
*
*
*

5 10

Treatment days

15 18 20

n2
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BGB-58067 (PRMT5i): pharmacodynamic data

Target engagement is confirmed by rapid SDMA! reduction in tumor and plasma

Target engagement with MTAP-del vs. normal cells Rapid plasma SDMA reduction
(dose level 1; paired lung biopsy?
SDMA Isotype control o -
(400x)

ey Al "
R VAL
‘.“

1
N
(4]

Baseline §

. .
3 ‘c.i".::{””lil

Plasma SDMA reduction
(% change from baseline)
a

-75
C2D1
. : : -100
Tumor Cell SDMA Stromal cell COD1 CID1 CID8 CID15 C2D1
H-score SDMA+ percentage
Baseline 300 100% «=9=086081-005 «=i=-086182-015
C2D1 0 90%

n3

DE(

1SDMA, symmetrical dimethylization, reduced levels particularly in MTAP-deleted cells can be associated with increased protein stability, potentially promoting tumor growth and metastasis



BGB-58067 (PRMT5i): clinical safety and efficacy data

Favorable safety profile with early efficacy signals

Safety Efficacy
+ Favorable safety profile observed in 27 enrolled + Target efficacious range achieved at second dose
patients across four dose levels level due to better than anticipated clinical PK
- Most common TRAEs were nausea (18.5%) and + Three objective responses!' in histologically
anemia (11.1%) distinct tumor types at second dose level

+ No significant hematological toxicity

 No DLTs, 2 Gr3 treatment-related AEs, serious
treatment-related AEs, or TRAEs leading to
discontinuation/modification

'Responses - 1 confirmed, 2 unconfirmed, all ongoing na
DCO: 29MAY2025
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BGB-58067 (PRMT5i) and BG-89894 (MAT2AI)
BeOne is only company with both PRMT5i and MAT2AI in the clinic

PRMTb5i
MAT2AI / X X \/ X
MAT2AI Phase 1 study is enrolling in China and will expand to U.S. and AUS in 2H 2025

PRMT5i

PRMT5i + SOC

PRMT5i + MAT2AI

15
The bars represent phase 1 study timelines; the start of the bar represents the first patient in for the cohort(s)

Dx(



BG-60366 (EGFR CDAC)
Truly differentiated MoA to completely, selectively abolish EGFR signaling

+  Highly potent against all typical EGFR Broadest EGFR mutation coverage w/o hitting WT EGFR

mutations and major resistant forms WT | LR D9 LT DT LC  DC LTC DTC
BG-c03es --------

+ Sparing wild-type EGFR and good Gefitinib (16-TKI)

proteomic selectivity

Osimertinib (3G TKI)

+ Deep target degradation and strong efficacy [ 1c50>1000nM [ Ic50=30~1000nM [l ic50=1~30nM [ IC50 <InM
in animal models

Robust efficacy in both osimertinib-sensitive and resistant models
Clinical progress

Address osimertinib Deeper response when combined

. resistance with osimertinib
+ In mono dose escalation
240071 _o- Vehicle QD
-= Osimertinib 25mpk QD
- BG-60366 10mpk QD

20007 - Vehicle QD

-+ BG-60366 30mpk QD

- Osimertinib 25mpk QD
-+ BG-60366 + Osimertinib

2000 ey

+ Encouraging PK profile with good oral
absorption (T,,,,=~4 hours), high exposure
and long elimination (T,, ~4.8 days)

1600 1000+

500
300+
3001

1200

800
200

Mean tumor volume in

400

F PPN p<0.01*

1004

Mean Tumor Volume in 3H]975
L858R/C797S model (mm™ = SEM)

+ BG-60366+3G TKI combo planned to
start in 2H25 T . s & e o

Treatment Days

exon 19 deletion model (mm3 + SEM)

0 7 14 21 28
Treatment days

16

Dx(

WT, wild-type; LR, L858R; D19, exon 19 deletion; DT, exon 19 deletion/T790M; LT, L858R/T790M; DC, exon 19 deletion/C797S; LC, L858R/C797S; DTC, exon 19 deletion/T790M/C797S; LTC, L858R [T790M/C797S



BG-T187 (EGFRXMETXMET TsAb)
Best-in-class potential EGFRXMETXMET dual targeting TsAb with unique antibody design

Best-in-class cellular profile among EGFR x METx MET

dual targeting Ab
+ Superior and optimal MET inhibition with . _ .
biparatopic MET antibody construct EGFR x MET dual targeting Ab BG-T187 Amivantamab
Strong EGFR signaling inhibition v v
+ Pre-clinical data suggest stronger efficacy than . C e
amivantamab in MET-driven models G L it T UL v %
Weak primary keratinocyte killing v X

+ Potential lower EGFR on-target skin toxicity due

to weaker killing activity of primnary keratinocyte! . . . .
than qmivqntqgrnqb yore Y Y Superior efficacy in MET-driven and

TKI resistant xenograft models

. . -e- Vehicle -»- Vehicle © -e- Vehicle
Clinical progress < = Amivantamab10mpk 3 + Amivantamablompk 3 e R
5 (:,-; 2000+ —+ BG-T187 10mpk 'ég 3000o “+ BG-T18710mpk SS wooq + BG-TI8710mpk
. Q. N 0 o
+ In mono dose escalation SE 1500- a5~ 85 1500
‘D\E, c%g 2000 80E 12004
£ = 9 oL
2 3 1000+ gx # ELE ol
. x, £
+ Subcutaneous formulation planned to enter > £ 38 E o] 88 oot
H 9 o 5004 e =
clinic in 3Q25 £ £ 5% SE cw
2 O ! ES ox !
& 0 T T T T 1 Eg 0 1 T 28 o T T T .
= 01 5 10 15 20 25 o 0 5 8 [ 19 g 0 7 14 21 28
Treatment days = Treatment days 2 Treatment days

THEKn, primary human epidermal keratinocytes isolated from neonatal foreskin, in the cellular study;

2Biosimilars of competitors’ EGFR x MET antibodies were used;

3 Osimertinib-resistant model, MET IHC 3+; EGFR L858R; ; ***, p<0.001, **** p<0.000 G
The clinical significance of pre-clinical data has not been established N7 M
TsAb, trispecific antibody <



BG-60366 (EGFR CDAC) and BG-T187 (EGFRXMETXMET TsAb)

Combination generates durable response in both EGFR TKI-sensitive and resistant models

EGFR TKI-responsive model

15007 Vehicle

:

+

BG-T187 20mpk

---

1000 BG-60366 30mpk +
BG-T187 20mpk

BG-60366 30mpk

500

Mean tumor volume in H1975

160

(EGFR L858R T790M) model (mm® £ SEM)

0 14 28 42 56 70 84 98
Treatment days

TKI, tyrosine kinase inhibitor

Mean tumor volume in HCC 827 erlotinib resistant

model (mm3 + SEM)

EGFR TKI-resistant model

1 1
14 28 42 56 70

Treatment days

Vehicle

Lazertinib 10mpk
BG-60366 10mpk
Amivantamab 10mpk
BG-T187 10mpk
Lazertinib 10mpk +

Amivantamab 10mpk

BG-60366 10mpk +
BG-T187 10mpk

n8
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Broad and deep lung cancer portfolio with diverse and

differentiated assets

+ MTAP-del cluster: PRMT5i and MAT2AI
are foundational molecules for MTAP-del
NSCLC and other MTAP-del tumors. Early
data support differentiated and best-
in-class profiles

+ EGFR cluster: differentiated and FIC
molecules provide opportunity for substantial
patient impact via in-portfolio combination
and in combination with 39 generation TKI

+ Novel ADCs: multi-specific ADCs have
potential to both broaden eligible population
and improve therapeutic window. Novel
payloads will further advance tumor-
selective targeting

MTAP-del
cluster

EGFRmM
cluster

KRASM
cluster

ADC
cluster

cooperutlve MAT2Ai
PRMT5i
EGFRXMETXMET EGFRXMETXMET
TsAb TsADC ¢

( pankRASi ) ( RAS (On)it) (KRASCDAC.)

I ICYES

) C

GFRXMETXME'I)

TsADC ¢

GovelBsITsAD(D ("“KS'&’:“ Ioad)

(5mall molecule) (Protein degrudea (

ADC

)

® Discovery # Investigational New Drug (IND)

Torget(i), target inhibitor; CDAC, chimeric degradation activating compound; ADC, antibody drug conjugate; BsADC, bispecific ADC; TsADC, trispecific ADC; BsAb, bispecific antibody; TsAb, trispecific antibody

19
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Gastrointestinal cancer franchise
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Designing and delivering innovation in Gl oncology

Gastrointestinal

MTA Cooperative
PRMTb5i

MAT2AI

FGFR2b ADC

GPC3 x 4-1BB BsAb

MUCI1 x CD16A BsAb

Ellsjl;\sfer C PankRASi ) CRAS (On)i0) CKRASCDACO) C Raiéfg) ) C R:gc(?.")
MTAP-del CCOor:rgt_ive) C MAT2Ai )
cluster ERMTS!

EGFRXMETXMET
EGFR cluster
gl?l(s:ter C CEA ADC ) (FGFRZbADC) <B7—H3 ADC) ('1‘;"2'32“:) <N°"§'ngz'°°'5
cell engager . :

(Small molecule) (Protein degradeD ( ADC )

® Discovery 4 Investigational New Drug (IND)
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Target(i), target inhibitor; CDAC, chimeric degradation activating compound; ADC, antibody drug conjugate; BsADC, bispecific ADC; TsADC, trispecific ADC; BsAb, bispecific antibody; TsAb, trispecific antibody
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Targeting KRAS biology to maximize clinical benefit

Combinations to generate greater therapeutic benefits

L —) RAS-GTP complex
¥
T

- €D @D

:
- @ZB

Mitigate
7Jcll KRASCDAC JEidde 26 (THEOIL) on-target
toxicity

Discovery
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New molecules for KRAS pathway poised to deliver greater
patient impact

KRAS CDAC Brain-penetrant RAS(ON)i
+ Highly potent and selective, broad spectrum for KRAS mutations « High brain penetration, 39% Kpuu' in mice
+  Good pharmacological property, supporting daily dosing - Significantly lower anticipated efficacious dose enabled by better

+  Near complete target degradation at efficacious dose potency and PK properties

- . ini 2H2
+ Expected to enter clinic 2H26 Expected to enter clinic by 2H26

KRAS CDAC exhibits superior potency Marked increase of potency upon KRAS BeOne RAS (ON)i produces robust
and selectivity over RAS(ON)i CDAC and RAS (ON)i combination efficacy at a much lower dose level
Cellular combo study in Synergistic oy
B EEEEEE AsPC-1(KRAS G12D) cell Score SW620 (KRAS )
© o 6 6 > o o 2 s N s TG1(%) at Day2]
Mutaton S 8 8 & 3 2 = g % & 2500 -e- Vehicle
< O O O T I > 0 = m“ -8 RMC-6236 25mpk 100
BeOne ) £ 20007 & BeOne RAS(ON)iImpk 102
KRAS CDAC S . >
() r1° £
g 3
- [N EENEE :
g 5
9 :
Cell Viability IC,, 2 ] g
o
»1000 M 10-100nv [ 1onm [l anm $
BeOne KRAS CDAC (nM) Treatment Days
>,
! Kpuu represents a measurement of how well a drug moves from the bloodstream into the CSF in cynomolgus monkeys, used for assessment of blood-brain penetration 123 M
2TGl, tumor growth inhibition ™



BG-C137 (FGFR2b ADC)

Potential first-in-class with best-in-modality design

BG-C137 produces stronger efficacy in xenograft models?

- Vehicle
BG-C137 3mpk
Bemarituzumab

-e- Vehicle
1600~ BG-C137 8mpk
1400 BG-C137 3mpk
1200 Bemarituzumab

2000

+ Superior efficacy over bemarituzumab!
in animal models with heterogeneous
FGFR2b expression

1500

1000

FARF

500

+ Spares corneal toxicity via unique
epitope with weaker ligand blockade

PDX model (mm"® £ SEM)

LB B E e B e m e e p e e e |
1 3 5 7 9 m 13 158 17 19

Tumor Volume in Fg;FR2b low
PDX model (mm” £ SEM)

o

T T I T 11T rrrrrrrrrrri
1 3 6 7 9 1 1315 17 19 21 23 25

Tumor Volume in FGFR2b medium

Treatment Days
Treatment Days

Clinical progress BG-C137 has lower FGFR2b ligand blocking activity and does NOT
induce corneal tox in animal studies?
+ In 4™ dose level cohort of monotherapy - s S
dose escalation Block Block E o s
Molecule FGF7- FGF10- @ 1 BG-C137
. . . FGFR2b FGFR2b e - .
+ Objective responses observed with no 3“1 Ji: 10 mpk, Q2Wx2
corneal or ocular AEs reported to date BG-Cl137 Weak NO = | | Bemarituzumab
GE’ 20 An 10 mpk, BIW x 8
o
Bemaritu c I"‘
-umab Strong Strong § o
s
IBemarituzumab is FGFR2b mAb from Amgen, whose comboination with chemotherapy has shown Phase 2 efficacy in gastric cancer but 26% rate of treatment discontinuation due to on-target corneal toxicity 124

2BG-C137 was dosed once, bemarituzumab was dosed BIW
3No ocular adverse findings in monkey GLP TOX study

DE(



Exciting Gl cancer portfolio with deep focus on targeting

RAS pathway

+ KRAS: deep commitment to developing
differentiated RAS pathway targeting
therapies via comprehensive multi-
modality approach

+ MTAP-del: exciting combination
opportunity with PRMT5i and MAT2Ai for
MTAP-deleted pancreatic cancer

+ ADCs: multiple first-in-class (FIC) and/or
best-in-class opportunities (BIC).
FGFR2b ADC emerging profile indicates
superior safety profile with FIC potential
in gastric cancer

Target(i), target inhibitor; CDAC, chimeric degradation activating compound; ADC, antibody drug conjugate; BsADC, bispecific ADC; TsADC, trispecific ADC; BsAb, bispecific 125

antibody; TsAb, trispecific antibody

. ) RAS (ON) s(o
nglAsfer ( PanKRASI ) (RAS (On)w) Gmscmco) ( e ) C “:Dc(: .")
MTAP-del (c“;deTr?’t-iW) ( MAT2Ai )
cluster S

TsAb ADC ¢
ADC Novel Bs/T Novel Payload
i ( CEA ADC ) (FGFR2bADC> (BT-H?.ADC) (:.;'31_55’:) ("":Dg"’“)
cell engager

(Smull molecule) (Protein degrudeD ( ADC )

® Discovery # Investigational New Drug (IND)

EGFR cluster
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From innovation to impact: executing a strategic and rapidly
progressing solid tumor portfolio to help more patients

+ Completely reshaped clinical-stage solid
tumor portfolio in only two years enabling
in-portfolio combinations across three
disease areas

+ Compelling continued innovation with two
to three additional clinical-stage molecules
in each disease area every year

+ Accelerate development with unparalleled
speed to POC with multiple Phase 3 trial
initiations planned in 2026 for CDK4i and
B7-H4 ADC, and possibly PRMT5i and
FGFR2b ADC

126
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Ssummary

Lai Wang
Global Head of R&D
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BGB-45035 (IRAK4 CDAC)

First-in-class with deep and sustained IRAK4 degradation

+ Designed with best-in-class properties:

+ Faster and deeper IRAK4 degradation with
stronger cytokine inhibition compared to
KT474 in preclinical models

+ No QT prolongation

SAD
Clinical progress
+ SAD and MAD completed
+ Phase lb in prurigo nodularis (PN)/atopic
dermatitis initiated (AD)
+ Long half-life in human (60-96 hours)
+ Complete and sustained IRAK4 degradation in MAD

peripheral blood up to 7 days after a single dose
of BGB-45035

+ Phase 2 to start in 2H25; POC for tissue
IRAK4 degradation expected before YE 2025

MAD, multiple ascending dose; SAD, single ascending dose

% IRAK4 Change from Baseline

% IRAK4 Change from Baseline

IRAK4 degradation in blood

BGB-45035 Time (days)

2 3 4 5 6 7 8 9 10 11 12 13 14 15

-®- Placebo (n=12)
B SADDL1 (n=6)
&~ SAD DL2 (n=6)
-¥ SAD DL3 (n=6)

SAD DL4 (n=6)
-©- SAD DL5 (n=6)
-+ SAD DL6 (n=6)

Placebo (n=8)

MAD DL1 (n=6)
MAD DL2 (n=6)
MAD DL3 (n=6)

MAD DL4 (n=6)

T T T
0O 2 4 6 8 10 12 14 16 18 20 22 24
>

BGB-45035 treatment

Time (days)
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We have demonstrated the potential for BeOne’s innovative
oncology pipeline to impact patient lives

Our sheer research output and number of clinical catalysts
are unprecedented; we are at an inflection point that our
capabilities are coming together to create a unique R&D model;
we are pioneering first-in-class and best-in-class therapies

BRUKINSA is just the start. We have thoughtfully considered
all permutations of how the CLL field will evolve and have
designed for the best solution regardless with sonrotoclax
and BTK-CDAC

Industry
Iea d e rs h i p We are approaching our priority solid tumor histologies,

breast/gynecological cancers, lung cancers and Gl cancers,
i N R&D with the same mindset of serial innovation as we did in
hematology

129
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Key late-stage catalysts in 2025 and 2026

Asset Catalyst H12025 H2 2025 2026
BRUKINSA MANGROVE TN MCL Ph3 PFS interim analysis L
CELESTIAL-TNCLL (301) Ph3 enroliment completion (+BRUKINSA) v
CELESTIAL-RRMCL (302) Ph3 initiation (+BRUKINSA) v
Sonrotoclax CELESTIAL-RRCLL (303) Ph3 initiation (+anti-CD20) ®
R/R MCL Ph2 data readout and AA submission if data support! v [
R/R CLL Ph2 data readout and CN AA submission v
CaDANnCe-302 R/R CLL vs. Investigator's Choice (IR/BR/VR) Ph3 initiation v
BTK CDAC (BTK CDAC) CaDANCe-304 R/R CLL H2H vs. pirtobrutinib Ph3 initiation L
CaDANCe-101R/R CLL Ph2 data readout - potentially pivotal ®
ILESCC U.S. approval v
ILESCC and 2L ESCC JP approval v
TEVIMBRA 1L SCLC EU approval v
1L NPC EU approval ()
Neo/adj NSCLC EU approval °
IL GC subcutaneous formulation Ph3 initiation [
1L GC JP approval ®
Zanidatamab? + TEVIMBRA  HERIZON-301 1L HER2+ GEA Ph3 readout o
IMDELLTRA® (Tarlatamab)? 2= SCLC Ph3readout v
3L SCLC Ph2 readout v
v achieved ® ® planned -
CN submission in HI 2025 complete, global submission in H2 2025 planned, 2 Zymeworks/Jazz collaboration, 3 Amgen collaboration 130 'E‘



Key early-stage catalysts in 2025 and 2026

Asset Catalyst H12025 H2 2025 2026
POC Data v
CDK4i
2L HR+/HER2- mBC Ph3 initiation (]
POC Data v
B7-H4 ADC!
Ph3 initiation [
PanKRASi POC Data [ J
EGFR CDAC POC Data [
CDK2ij2 POC Data [ J
B7-H3 ADC POC Data [
CEA ADC POC Data [
FGFR2b ADC POC Data [
IRAK4 CDAC POC Data* [
PRMT5i POC Data [ J
PRMT5i + MAT2Ai2 combination POC Data o
EGFRXMETXMET TsAb POC Data o
v  achieved ® O planned
-
1DualityBio collaboration, 2Ensem collaboration, 2 CSPC collaboration 131 'E‘

* Tissue PD
Note: Catalyst external data presentation subject to conference calendar



Q&A

BeOne management team
and guest speakers

132




Closing

John V. Oyler
Co-Founder, Chairman and CEO




What you should take away from today

Our pipeline

isatan
inflection pC

int

20 Near-term miles:.tones.in the
next 18 months, including:

Registrational data readouts [

potential approvals:

- Sonrotoclax (R/R CLL and R/R MCL Phase 2 AA*)
- BTK CDAC (R/R CLL Phase 2 readout - potentially registrational)

10+ POC data readouts across pipeline

Pivotal trial initiations:

« BTK CDAC vs. pirtobrutinib
- CDK4iand B7-H4 ADC



Thank You

55 Cambridge Parkway
Suite 700W
Cambridge, MA 02142

1(877) 828-5568
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BeOne clinical pipeline
(snapshot of our entire pipeline)

Updated: 22 June 2025

Accepted Submissions
Major markets

Sonrotoclax BCL2i BGB-16673 BTKCDAC Zanubrutinib BTKi  Zanubrutinib BTKi  Zanubrutinib BTKi
@ 101 B-cell malignancies @ 101 B-cell malignancies @ 215 B-cell malignancies @® 306 TN MCL @ 114 Tablet formulation (EU)
- i i - i i @ 308 R/RMZL R/RFL .
@ 102 B-cell malignancies ® 102 B-cell mall.gnunC{es BGB-16673 BTK CDAC / / Sonrotoclax BCL2i
@ 103 AML/MDS @ 104 B-cell malignancies ® 309 pMN
® 105 R/R MM t(11,14) @ 107 Chronic spontaneous urticaria** ® 101 R/R CLL ® 201R/RMCL (CN)
i P ) ® 102R/RCLL BGB-16673 BTKCDAC @ 202R/RCLL(CN)
@ 108 Dose ramp-up BGB-21447 BCL2i 26 . @® 302R/RCLL Tisteli b PDI mAb
BGB-43395 CDK4i @ 101 B-cell malignancies Sonrotoclax BCL2i g 303Rr/RCLL/SLL Isle |zumq m
® 101/102 BC & Solid tumors @ 102 Metastatic breast cancer @ 203 R/RWM @ 304 R/R CLL/SLL* : 2‘059'\]‘9"3/151&"‘5)0& (EV)
_ : . . @ 204 TN CLL/SLL LNPC (EU
BGB 53038 PAankRASI xaluritamig? _ STEAP1x CD3 XmAb® Sonrotoclax BCL2i @ Alternate dosing Q6W (US, CN)
@ 101 solid tumors @ 20180146 MCRPC Blinatumomab® CD3 xCDI9BIiTE® '@ 301 7ncwL .
BG-C9074! B7-H4 ADC BGB-R046 IL-15 prodrug @ 20190359 R/R BP-ALL ® 302R/RMCL Zanidatamab® HER2 BsAb
@ 101 Solid tumors @ 101 Solid tumors Tarlatamab?® DLL3 x CD3 BiTE® @ 303 R/R CLL/SLL** @ 203 HER2+ 2L BTC (CN)
BG-60366 EGFRCDAC - - . .
® 101soiat BGB-B2033 GPC3 x4-1BB BsAb @ 20230273 3L SCLC Tislelizumab PD1 mAb
olid tumors N @ 101 Solid tumors @ 20240092 2L+ SCLC** @ 310 1L UBC
‘:6'58067 MTA Coop. PRMTSI pgp_p3227 MUCI x CDI6A BsAb ® 314R/R cHL
101 Solid tumors -
® 101 Solid tumors . . .
BG-898942 MAT2Ai BGB-26808 HPKT Pamiparib PARPi
@ 101 Solid tumors : @ 302 2L MTx gBRCAM PSOC
035 IRAK4 CDAC @ 10150ld tumors Zanidatamab® HER2 BsAb
BGB-45 _ BGB-30813 DGKUi
® 101 Immunology & Inflammation - @ 3011L HER2+ GEA
BG-68501° CDK2i ® 101 Solid tumors . _
: BGB-A3055 CCRS8 mAb Tarlatamab DLL3 x CD3 BIiTE
@ 101 BC & Solid tumors ® 101 Sold turmors @ 20210004 2L SCLC
BG-C354 B7-H3 ADC _ @ 20200041 1L ES-SCLC
@ 101 Solid tumors :'ﬁ::léz::n‘:ab I PD1mAb @® 20230016 LS-SCLC
Q formulation
BG-C477 CEA ADC Y
® 101 Soid turmors BGB-B455 CLDN6 x CD3 BsAb ® Heme @ Breast/Gyn @ OtherCancers
BG-C137 FGFR2b ADC @ 10! Solid tumors . @ lung @ Gl ® Il
° - Tarlatamab* DLL3 x CD3 BiTE®
101 Solid tumors
BG-T187 EGFR x MET x MET TsAb @ 20240124 2L+ scLe
X X s @ 20230298 2L+ SCLC**
@ 101 Solid tumors
",
Accepted submissions shown for major markets US, CN, EU, JP 137 N
i’

1) DualityBio collaboration, 2) CSPC collaboration, 3) Ensem collaboration, 4) Amgen collaboration, 5) Zymeworks/Jazz collaboration.
Please refer to our most recent 10-K filing for a full list of our commercial products, including in-licensed products, as well as commercial rights and collaboration details
“*Trial is listed on clinicaltrials.gov, but may not have subjects enrolled




Acronyms (1 of 2)

I 's:-ine

E 2nd generation

E N nc-ine

ET 3rd-line

YN /ccelerated approval
S /ntibody drug conjugate
D A tificial intelligence
Y ~cute myeloid leukemia

Asia Pacific

B ~merican Society of Clinical Oncology
ST 2 erican Society of Hematology
Acalabrutinib + venetoclax
Acalabrutinib + venetoclax + obinutuzumab
EETR & 'ymphocytes

Tumor associated antigen

Tumor associated antigen
CEER &-cell lymphoma 2
X susiness development
I cest-in-class
L Tice daily

Bi-specific T-cell engager
B-precursor acute lymphoblastic leukemia
3 sendamustine + rituximab

“"Breast Cancer” gene

Bispecific antibody

Bruton's tyrosine kinase
ST c-C motif chemokine receptor 8
I Custer of differentiation 19
EE Custer of differentiation 3
XX chimeric Degradation Activation Compound
7 cyclin-dependent kinase 2
X7 cyclin-dependent kinase 4

TN corcinoembryonic antigen
W cicssical hodgkins lymphoma
EI confidence Interval
Chemoimmunotherapy
CEITCR clouding
ET chronic lymphocytic leukemia
X3 c\VR/Clarivate
CT china

Coronavirus Disease 2019
Colorectal cancer
EC contract research organization

(I CIETEEEIY I CSPC Zhonggi Pharmaceutical Technology
del(11q) Deletion of part of chromosome 11

del(17p) Deletion of part of chromosome 17

DGK{ Diacylglycerol kinase zeta

Diffuse large B-cell ymphoma

DLL3 Delta-like canonical notch ligand 3
DNA-dependent protein kinase

Epidermal growth factor receptor

EGFR mutation

End of treatment

Europe, the Middle East and Africa
Extensive-stage small-cell lung cancer
Esophagea squamous cell carcinoma
European Union

Fludarabine, cyclophosphamide, rituximab
U.S. Food and Drug Administration
Fibroblast growth factor receptor 2 isoform llib
First-in-class

First-in-human

Follicular lymphoma

Foundation Medicine, Inc

Full-time employee

EGFRmut / EGFRm

FTE

EOT

FULV Fulvestrant

Full year
Y Gcnerally accepted accounting principles
gBRCAmM Germline BRCA mutation
3 Gostric cancer
_ Gastroesophageal adenocarcinoma
EN Gostrointestinal
_ Good laboratory practice
NN c'ypican-3
Gynecological
ICIIR 15t hot
GO 2nd haf
CECH ecd-to-had
CEY Hematology
CEP Humoan epidermal growth factor receptor 2
T Head & neck squamous cell carcinoma
m Human peripheral blood mononuclear Cells
EEZZ Hematopoietic progenitor kinase 1
CT I Hczard ratio
_ Human hematopoietic stem/progenitor cell
[ nhibitor
I ' munology & Inflammation
I Hoif maximal inhibitory concentration
IS terleukin-15
R mmuno-oncology
LYY flation Reduction Act
EXXZ nterleukin-1 receptor-associated kinase 4
E ndependent review committee
ITT Intent-to-Treat
Journal of Clinical Oncology
ET cpan
_ Kirsten rat sarcoma viral oncogene homolog

o )R



Acronyms (2 of 2)

LATAM Latin America

I |ung cancer

3 Loss of exclusivity

S Limited-stage small-cell lung cancer
Y Vonoclonal antibody
[ \ultiple ascending dose

Methionine adenosyltransferase 2A
S Vetostatic breast cancer
9 antle cell ymphoma

Metastatic castration resistant prostate cancer
[ Myelodysplastic syndromes
Mesenchymal epithelial transition factor
R oo

[ \ultiple myeloma

XS Vechanism of action
EXXTY Vessenger RNA

IEES Vicrosateliite stable colorectal cancer

Methylthioadenosine cooperative protein arginine
PRMT5 methyltransferase 5

Maintenance therapy

TSI Vucin 1

I \/crginal zone lymphoma

CYY \ew drug application

LY \ew England Journal of Medicine

Neoadjuvant/adjuvant

CTE \ew molecular entity
I \csopharyngeal carcinoma
3 \ew patient share

S \on small-cell lung cancer
ICIN oncology

3 O erall survival

Molecule that targets all KRAS mutations
Poly(ADP-ribose) polymerases

Peripheral blood mononuclear cells
Progressive disease

Programmed cell death protein 1
Progression-free survival

Phase 1

Phase 2

Phase 3

Pirtobrutinib

Primary membranous nephropathy
Proof of concept
Platinum-sensitive ovarian cancer
First quarter

OB socond quarter
CEMMM hird quarter

Fourth quarter

Every 6-week dosing
EE Once daily dosing

Research and development
Return on Investment

Rest of world

R Relapsed [ refractory

ECE single ascending dose

_ Serious adverse event

m Small-cell lung cancer

E™ s all lymphocytic lymphoma

EXYYI sccond mitochondrial activator of caspase
EX stondard of care

Solid tumor

Six-transmembrane epithelial antigen of prostate 1
ET:E subcutaneous formulation

t(11;14) Chromosomal translocation 11-14

Therapeutic area

]

T-cell engager

T-cell receptor

Toll like receptor

Tumor lysis syndrome
Teicity

Treatment naive

Tumor suppressor gene
Trispecific antibody
I urinary / bladder cancer

I Undetectable minimal residual disease
I united States of America

Venetoclax

Venetoclax + ibrutinib

Venetoclax + obinutuzumab
IICEN orking days

T /cidenstrdm’s macroglobulinemia

XmAb® is a registered trademark of Xencor, Inc.
B zonubrutinib

EE3 zonubrutinib + sonrotoclax

139

ulGHV Unmutated immunoglobulin heavy chain variable region
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