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Presentation

Kino: We will now begin the R&D meeting of Sumitomo Pharma Co., Ltd. Thank you very much for joining us
today.

I am Kino, Head of Corporate Governance, and | will be your moderator today.

Today's session will be conducted in a hybrid format with a face-to-face meeting at the Osaka headquarters
and a Zoom webinar. Analysts and investors are invited to participate online, and media are invited to
participate either in person or online. We will also provide a brief opportunity of social gathering for the media.

To ensure smooth proceedings, please change the participant information displayed on your Zoom screen to
your company name and your name.

First, | will explain our R&D progress, basic policy, and two major oncology products using the presentation
material available on our website, followed by a question-and-answer session. The end time is scheduled for
15:40.

In attendance today are Mr. Kimura, Representative Director, President and CEO, Mr. Sakai, Representative
Director, Executive Vice President, Ms. Sato, Managing Executive Officer, and Mr. Murata, Global Strategy
Oncology Lead.

First, Mr. Kimura will say a few words.

Kimura: Thank you very much for attending our R&D presentation today. | would like to say a few words at
the opening of the meeting.

Last Friday the 13th, the agenda for the Regenerative Medicine Products and Biologics Technology
Subcommittee of the Pharmaceutical Affairs Council of the Ministry of Health, Labor and Welfare, scheduled
to meet on February 19, was announced. Non-autologous iPS cell-derived dopamine neural progenitor cells,
for which we have applied for approval, were also on the agenda. Since the product name AMCHEPRY is to
approved by the subcommittee, we had not disclosed it before, but on the 13th, we disclosed that this is our
product.

The subcommittee will discuss the approval of AMCHEPRY, and then a final decision will be made by the
Minister of Health, Labor and Welfare at a later date. We will keep you informed of any developments in this
regard.

Kino: Now, let's move on to today's presentation.
First, Sato will explain our R&D progress and basic policy. Ms. Sato, please proceed.

Sato: Thank you very much. My name is Sato, and | am in charge of R&D. Thank you.




IReboot 2027

v" Rebuild our foundation as an R&D-driven pharmaceutical company while continuing the fundamental structural reforms
v Reconstruct the Value Creation Cycle driven by our in-house innovation to pave the way toward recovery

NS p Onc,, o Three key products

9}, Establish the Group's revenue base through sales expansion
Expand to 250 billion yen (FY2027)

Q’é Regenerative medicine/cell therapy
'?—0’ Start the iPS ce!l-basgd drug busirless \_Nith the approval and launch of iPS-PD
(o Expand the business in collaboration with RACTHERA
Value :
Creation Oncology

()]
=
(o]
< Dedicate resources as a top priority and promote the fastest development
E (by leveraging partnerships)
8 enzomenib launch, nuvisertib NDA submission (FY2027)
&
&

CNS

Resume development using accumulated expertise and key technologies
Expected to become a revenue base after LOE of the three key products

+ Stabilize the revenue base through sales expansion of the three key products
+ Initiate the construction of the Value Creation Cycle through the commercialization of Regenerative medicine/cell therapy and Oncology businesses 4

See page four.

Last May we published Reboot 2027. With this, we have declared that, in parallel with the continuation of
fundamental structural reforms, we will work to rebuild our foundation as an R&D-oriented firm and pave the
way for revival by rebuilding a value creation cycle based on our own innovations.




BProgress Toward the Milestones Set for FY2025

1. Progress in Oncology (details will be provided in the next section)

¥ Enzomenib (DSP-5336) : Initiated the confirmatory part of the monotherapy Ph2 study for relapsed/refractory acute
leukemia with KMT2A rearrangements, aiming for approval in Japan and the U.S.
Presented the latest data, including results from combination therapy with venetoclax/azacitidine (Ven/Aza), at ASH 2025

v Nuvisertib (TP-3654) : Advanced Ph1/2 study of monctherapy and combination therapy with momelotinib for
relapsed/refractory myelofibrosis, aiming for approval in Japan and the U.S
Presented the latest data at ASH

v SMP-3124 : Advanced the Ph1/2 study

2. Progress in Regenerative Medicine/Cell Therapy

¥ Raguneprocel: Submitted the manufacturing and marketing authorization application in Japan in August 2025 under
the Sakigake Designation, and scheduled for review at the Regenerative Medicine and Biologics Committee on Feb.
19, 2026
Advanced the investigator-initiated clinical study using non-frozen cells and the company-sponsored clinical study
using cryopreserved cells in the U.S.

¥ HLCRO11 (retinal pigment epithelial tear, Japan) and DSP-3077 (retinitis pigmentosa, U.S.): Advanced
company-sponsored clinical studies

3. Infectious Diseases

¥ Universal Influenza Vaccine (fH1/DSP-0546LP): Observed acceptable tolerability of the novel adjuvant and increases in
LAH antibody titers in the interim analysis of the Ph1 study. Continued analyses of cross-reactivity and viral activity
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Here is the status of achievement of R&D milestones aimed for FY2025. Murata will explain the progress in
the oncology area later.

In the area of regenerative medicine and cell therapy, As Kimura just mentioned, the Regenerative Medicine
and Cell Technology Subcommittee is scheduled to deliberate on our product this week.

In the area of infectious diseases, we are currently conducting Phase | trials of a universal influenza vaccine.
We reported last fall that an interim analysis confirmed that the new adjuvant was well tolerated and that
antibody titers increased, suggesting the efficacy of the vaccine. We are continuing to analyze cross-reactivity
and viral activity to confirm universality.




I Development Pipeline (as of January 30, 2026)
e ) O T

Serolonin 5-HT,, receplor antagonist and serotonin

DSP-0038 5-HT,, receplor agonist Alzhelmer's disease psychosls
DSP-0187* Selective orexin 2 recepior aganist Narcolepsy Phasa 1
PEF:H456 allasteric K::J%::ITWRZ‘?ED ;lﬁl e Wil s el Blieseit
5 Gamma-aminobutyric acd (GABA) , receptor ngresswe Mycdlonic Epilepsy

Ll tie] positive allosteric modulator Epileptic fieesd

Psychialry &  pgp.gayp Semtonin 8-HT_, and 5-HT, recepior antagonist To be determined Phase 1

Neurclogy

Allaganaic IPS [induced pluripatant stem] cell- e . Py MAA submitted in
CHAOAPOIUIER 1081 inoan) derived dopaminergic neural progenitor cells b A ERy August 2025
_ o Allageneic iPS cell-derived neural i inifiated study,
CT1-DAPDO1/DSP-1083 (U.S.) progenitor cells Cumpany- spon Chnical Eh.ldy Phase 1/2
HLCRO11{Japan) :'F:"“‘c 1P celi-derved retinel pigment soRnekal | ooy dt e itheliuem tesr Phase 1/2
DSP-3077(U.S.) Allogensic iPS cell-derived retinal shaet Retinitis pigmentosa Fhase 1/2
Enzomenib/DSP-5336 Selective menin inhibitor Acute leukemia Phase 2
MuvisertibTP-3654 FIM1 kinase inhibitor Myelofibrosis Phase 1/2
Oncology
SMP-3124 CHK1 inhikitor Salid tumors Phase 1/2
DSP-0350 EBP inhibitor Glioblastoma Phase 1
o Ci urinary tract and ir i
Others LR PEETIERAE Infections, Hospital-acquired bacterial pneumania sl

fH1/DSP-0546L P Spiit, Adjuvanted vaccine Influenza virus prophylaxis Phase 1

*Development rights: Japan, China, and cerain Asian countries
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Here is our pipeline list.

We have shown you about regenerative medicine for Parkinson's disease. You are aware that we are
conducting a confirmatory and application study on enzomenib. Other than that, there are no late-stage
development items, but rather a pipeline of early-stage development products, and how to move this forward
is an urgent and important issue for our company.




IBasic Strategy and Key Success Factors (KSFs)

Drive the Value Creation Cycle by discovering new value through in-house drug discovery
research and creating and maximizing value through clinical development

Basic Strategy

1. Leverage our strengths in small- to medium-molecule drug discovery and regenerative medicine as core
modalities, while maximizing and accelerating opportunities through strategic focus on Oncology and CNS as
our priority disease areas

2. Prioritize early detection of patient signals, identify the Value Inflection Point, and execute agile exit strategies

Qur KSFs

1. Define priority disease areas and build long-term expertise within these areas to strengthen organizational
execution capability and increase the probability of success

2. Define core functions, enhance their capabilities, and gain flexibility to adapt to change in order to strengthen
competitiveness

3. Reduce R&D risk through collaborative research and development, while leveraging partnerships to validate
and strengthen our organizational execution capability

We describe our basic R&D strategy here.

We would like to turn the value creation cycle around by discovering new value through in-house drug
discovery research, creating value through clinical development, and maximizing value.

Our basic strategy is to maximize and accelerate opportunities by selecting and focusing on our core disease
areas of oncology and CNS, with our strengths in small- to mid-molecular drugs and iPS-derived cells as our
modality axis. We will implement an agile exit strategy with a strong emphasis on acquiring patient signals
early, with a firm focus on identifying the value tipping point.




IsmpP’s Priority Disease Areas and Breakthrough Drug Discovery Capabilities
Priority Disease Areas: Oncology and CNS

1. Capitalize on Market Size and Medical Needs
* Capitalize on the large market size and high unmet medical needs
in each area by identifying new opportunities for expanding

FDA Priority Review Designation Track Record
(Since 2012)

opportunities for use of small molecules and regenerative cell s = = Oncology
therapies Nuvisertib Fast Track (2025)
2. Fully Leverage Our Drug Discovery Strengths Oncolo
!see right figure) - Enzomenib Fast T,gf;'k (2024)

Leverage strong capabilities in the design and development of
synthetic small- to medium-molecule compounds to address
highly challenging molecular targets

KSP_1 007 Infectious Diseases

Target areas where conventional modalities have struggled by P T (202c)
leveraging our technological strengths through the enhanced Oncolo
functionality of small-molecule compounds and cutting-edge * D S P '788 8 Breakthgl')éugh Therapy (2020)
iPS cell-based modalities
CNS

.

+ Enhance the probability of clinical success by leveraging robust . U |Otaront
translational capabilities, including PDX models*, non-rodent Breakthrough Therapy (2019)
nonclinical evaluation systems, and iPSC-derived disease models ¥ Pursue the potential of small-molecule drug discovery amid declining
a = H & capabiliies across Japanese pharma, and maintain a top-tier position in
3' Ensure conhnu“y Of the R&D Plpellne o Japan ,building on a consistent track record of FDA Priority Review
+ Further expand and reinforce the oncology R&D pipeline centered designations (synthetic products: 4 small molecules, 1 synthetic peptide)
on ORGOVYX?, enzomenib, and nuvisertib
. * PDX models: Patient-Derived Xenograft models, A preclinical model in which
+ Advance the regenerative cell product raguneprocel toward fumer tissue derived from a patient is transplanted into an imn mouse

commercialization and establish a sustainable CNS pipeline to evaluate drug efficacy
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However, | just mentioned that the core disease areas are oncology and CNS. We recognize that both of these
areas have a large number of patients, that unmet medical needs continue to be high, and that the use of
small molecule drugs and regenerative cells is advancing in these areas.

We recognize our strength in the design, synthesis, and development of small to mid-molecular drugs and our
ability to handle highly challenging target molecules. On the right side, we have shown the results of obtaining
priority review designation from the FDA since 2012. 5 items are listed here, items for which we have acquired
the designation. They are all low to medium molecular weight. We recognize that this number is one of the
highest among domestic pharmaceutical companies.

In oncology and CNS, there are many targets that have been difficult to target with traditional modalities. We
believe that we will be able to take advantage of our technological capabilities through the functionalization
of small molecule drugs and the use of iPS cells, a cutting-edge modality. In addition, as we have shown here,
we have several substantial translational technologies that we believe will allow us to proceed with
development with a high degree of certainty of clinical success.

We will further expand and augment our oncology R&D pipeline with existing pipelines such as ORGOVYX,
enzomenib, and nuvisertib. We would then like to establish a CNS research pipeline with continuity while
monitoring the progress of development of raguneprocel.




OPIR Views and Aclions Mo. 70 Mav. 2023; Nationalily of Patenl-Genaraling
Institutions for NME Approvale in Japan, the U.S., and Europe — Comparison
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of Appi Mew Malecular Entity Ph: ing Mew Active
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I Comlpetltlveness COm aI’ISOI'I Of Synthetlc Source: Prepared by the Office of Pharmaceutical Industry Research (OPIR)
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Small-Molecule Drug Discovery (U.S. vs Japan) Glrvle Analyies Gotlls Gompelite Inligancs
Annual Trend of Modalities in the U.S. Annual Trend of Modalities in Japan
(Mumber of Products) miMhears )
%0 Small-Malecule Ratio mBlood-related | Small Molecule W Monoclonal Antibody® ADC M Nuclelc Acid
(Murwber of Pr }
80 i Gene Therapy 20
o _Small-Molecule Ratio E Small-Molecule Ratio . 1=
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50 Nucleic Acid
40 manc” 10
20 mRecombinant Protein
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5| *"ﬁ’g: "”“:.""5*”’”"9 OO Note1: The numbers represent the count of products. When multiple institutions are listed as applicants, the count is evenly allocated by nationality.
2 CAR-T: Ghimeric Antigen Receplor T-cell Mote2: Products that were approved in two or more regions {Japan, the U.S., and Europe) and received their first approval from any regulatory
authority in or after 2013,

U. S.: Continually pursuing the potential of small-molecule drug discovery
» Despite the increasing variety of new modalities, the number of approvals for synthetic small-molecule drugs has been maintained

Japan: A significant decline in synthetic small-molecule drug discovery capability following a shift toward
new modalities
» Although new modalities such as antibodies have been adopted, They have not filled the gap and approvals have declined overall
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Here is some information from the Policy Research Institute's newsletter about the competitiveness of
synthetic small molecule drug discovery. We chose Japan and the US as the countries of creation. The vertical
axis shows the number of approved products globally, and the breakdown by modality is shown by time period.

What this shows is that Japan's synthetic small molecule drug discovery capabilities are declining as a result
of shifting its focus to new modalities. Although new modalities such as antibodies have been introduced, the
current number of approved drugs does not significantly compensate for this.

Meanwhile, synthetic small molecules, shown in black, continue to be approved in the United States. The
number of approved synthetic small-molecule drugs has been maintained while the number of new modalities
hasincreased. We recognize that the information supports the possibility that synthetic low-molecular-weight
drugs may continue.




|Expansion Strategy in Oncology

v Leverage our in-house products, pipeline assets, and technology platforms to drive both pipeline enhancement and
the creation of next-generation therapies

v In parallel, explore new targets and technological foundations to build R&D structure capable of sustainable growth

Leverage Our In-House Products Tier
Create next-generation therapies Ensure continuity in the 01
originating from ORGOVYX® prostate cancer franchise
Leverage Our In-House Pipeline Tier
Identify new indication opportunities for Expand the hematologic
enzomenib and nuvisertib malignancy pipeline 02

Leverage Our In-House Technology Platform (Liposomal NM*) Tier

Advance development of SMP-3124
+ Verify technological platforms

Drive expansion from both the “technology” 0 3
+ Validate targets of encapsulated compounds

and “target” perspectives

& Sumitomo Pharma * Lipasomal NM: Liposomal Nanomedicine

Here you see our expansion strategy in the field of oncology.

Tier one is "leverage our in-house products." We are working to ensure the continuity in the field of prostate
cancer franchise as a next-generation drug creation starting from ORGOVYX.

Tier two is "leverage our in-house pipeline." We will continue to expand our hematopoietic malignancy
pipeline by utilizing the knowledge and information obtained through the promotion of enzomenib and
nuvisertib development and indication expansion activities.

Tier three is "leverage our in-house technology platform (here, liposomal nanomedicine technology)." We
intend to build a pipeline utilizing this technology while continuing to validate the technical basis of the SMP-
3124 technology and the targets of the encapsulated compounds.

10



BEnzomenib (DSP-5336)

Leveraged co-creation with academia as a starting point, combining our precise
compound-design and synthesis capabilities with forward-looking competitive profile design
to generate well-differentiated assets
Discovery of drug targets driven by co-creation
g with academia

R < v" Engaged Dr. Akihiko Yokoyama, an early pioneer in
menin science, as Principal Investigator through the DSK
Project™

Compound design capabilities and MD simulation*2
//_\S’ <><3 v’ Discovered new target binding sites and designed
compounds with efficient binding properties

v" Organic synthesis capability enabled the practical

* A small-molecule compound with |nh|b|tory
production of industrially scalable compounds

protein-protein binding activity for a highly
challenging target

o COMPat sl Wi GG SRS @ Profile design anticipated intense competitive
that breaks from conventional norms for environments
orally available'small molecules v Prioritized strong pharmacological activity while minimizing
*  Arobust patent portfolio amid intense cardiotoxicity in light of competitive pressures
competition v Developed biomarkers to enable patient stratification and
clinical efficacy prediction

*1 DSK Project: A cancer drug discovery project under an industry-academia collaboration between Kyoto University and Sumitomo Pharma, from fiscal year 2011 (start of the first term) to fiscal year
2020 (end of the second term) 11
*2 MD simulation: Molecular Dynamics simulation A computational method that reproduces the movements of compounds and proteins at the atomic level and evaluates binding modes and stability

Here is a brief history of the creation of enzomenib.

We have discovered drug targets through co-creation with academia. enzomenib was created by combining
the discovery of new target binding sites, the ability to design compounds that bind efficiently, and the ability
of organic synthesis to actually create compounds that can be industrialized.

In addition, in anticipation of fierce competition, we have created this compound by promoting drug discovery
activities that emphasize high pharmacological efficacy and avoidance of cardiotoxicity.

11



IDrug Discovery Coverage for Acute Myeloid Leukemia (AML)

Expect our pipeline to address approximately 70% of AML genetic mutation subtypes,
building a comprehensive portfolio for AML treatment

C oMo & Enzomenib

» KMT2A rearrangements (KMT2Ar) and
NPM1 mutations (NPM1m)
» Monotherapy and combination therapy with

Others VEN/AZA*
30% » Ph2 study ongoing
i Next-generation menin inhibitor:
AML Genetic 2 Aene 2 e 3 0
4 y » Non-response/relapse (acquired resistance) to

Mutation Enzomenib menin inhibitors

Subtypes » Monotherapy and combination therapy
Mutation Z

MNext-generation

» Nonclinical studies in progress
menin inhibitor

Compound A/B/C:
» Treatment-resistant (Mutations X /Y / Z)
» Monotherapy and combination therapy
» Nonclinical studies in progress

10% NPM1+Mutation W
15%
Mutation Y

15%
Compound B/ C

& Sumitomo Pharma “Wen: Venetoclax [ Aza: Azacilidine
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This is our drug discovery strategy for acute myeloid leukemia (AML).
We are currently developing enzomenib for KMT2A reconstitution and NPM1 mutation.
Next-generation menin inhibitors are intended for patients who do not respond to existing menin inhibitors

or who relapse. We are also working on the discovery of another compound that can cover a different
mutation than enzomenib. Ultimately, we hope to build a pipeline group that will cover about 70% of the total.

12




IsmpP-3124

v Leveraged established precedents in product design to improve the probability of clinical success
v' Validated Liposomal Nanomedicine technologies through the development of SMP-3124

Discovery of drug targets driven by co-creation
with academia
v Through collaborative research with the Department of Obstetrics
and Gynecology at Kyoto University (Dr. Mandai and
Dr. Hamanishi), evaluated our kinase HTS library using clinical
ovarian cancer specimens
¥" Identified CHK1 inhibition as an optimal therapeutic target for
ovarian cancer

Profile design based on prior precedents
v Recognized that the primary development challenge of
first-generation CHK1 inhibitors was treatment-related side-effects
rather than insufficient efficacy

« Encapsulated a small-molecule
CHK1 inhibitor, whose target
relevance in tumors has been
clinically validated, into a liposomal
formulation
Utilized liposome/nanoparticle
platforms with substantial
accumulated clinical evidence

Q

Q smraze
- N e 1 i Il i - SMP-3124(Non-ancapsulated)

Immatura Endothalial Call

Liposomal Nanomedicine technology

v Achieved sustained in-vivo release and preferential tumor
accumulation to maintain local drug concentrations, reduce side
effects, and enhance efficacy

v Capability for the design and synthesis of encapsulated
compounds (selective CHK1 inhibitors) suited to the
physicochemical properties of liposomal formulations

v Expanded applicability across a broad range of therapeutic targets
through these capabilities

Imemature Endathelial Cell
Cancer Cell

Normal Cel

Q@
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SMP-3124.

In this regard, we discovered a drug target through co-creation with academia, and found that CHK1 inhibitors
are the optimal target for ovarian cancer.

Development of existing prior CHK1 inhibitors has stalled. Focusing on the fact that the lack of efficacy is not
the reason for this, but rather the narrow safety zone, we have developed the concept of using liposomal
nanomedicine technology to ensure a safe zone through sustained release and drug accumulation effects on
cancer tissue.

In addition, we found this compound based on the concept of designing and synthesizing an encapsulated
compound suitable for the physical properties of liposome formulations. We are currently confirming this
concept in a Phase | study.

13



IDrug Discovery Strategy in CNS

¥ CNS area continues to show persistent unmet medical needs, as therapeutic development has long since stagnated
v Although CNS drug discovery is highly challenging and presents high entry barriers for competitors,
steadily advancing our programs by leveraging our extensive experience, robust assets, and unique strengths

Compounds with strong predicted clinical success .
v Ensure clear evidence supporting therapeutic effects T I@F

+ DSP-0378 (GABA,receptor PAM") ¥ Leverage unigue mechanisms that differentiate from
+ Candidate compound for improving exi§ting therlapies ; ) - 0 1
motor symptoms in Parkinson's disease v' Verify effectiveness concisely by using objective
measures

Disease-modifying therapies for neurodegenerative diseases .
v Identify actionable drug targets informed by advancing Tler

*  Multiple disease-modifying disease biology
candidates centered on v Leverage the advantages of small molecules in removing 02
Parkinson's disease intracellular brain aggregates

v Detect early efficacy signals in patients using advanced
biomarker technologies

Therapies for psychiatric symptoms associated with neurological diseases

« DSP-2342 (5-HT,, * 5-HT; ¥ Apply the experience and assets accumulated from the drug Tier
receptor antagonist) discovery of LATUDA® and ulotaront to neurodegenerative 03
+ Multiple candidate compounds diseases : : ) :
for improving multiple psychiatric v Detect early efficacy signals by leveraging biomarkers in
symptoms biologically homogeneous disorders
& Sumitomo Pharma & Suamiemna Phiema o, sl A Aighes Rissvad. 14

*PAM: Positive Allosteric Modulator

I would like to move on to the drug discovery strategy in the CNS area.

In the CNS area, drug development leading to treatment is stagnant, and medical needs remains over the long
term. We recognize the high degree of difficulty in drug discovery and the high barriers to entry for other
companies. We would like to steadily develop drug discovery by utilizing our long and abundant experience,
as well as the assets and strengths we possess.

tier one is a group of products that are expected to have a high probability of clinical success. These are
compounds that have unique actions that are clearly supported by their therapeutic effects and that
differentiate them from existing drugs. We would like to proceed to confirm the effectiveness concisely by
utilizing objective indicators. We will soon begin clinical development of DSP-0378, a drug for rare epilepsy,
and a drug candidate for improving motor symptoms of Parkinson's disease.

tier two is for disease-modifying drugs for neurodegenerative diseases. This is an area where pathophysiology
is being elucidated, and it is becoming possible to identify drug targets to be addressed. We are in the process
of creating several disease-modifying drug candidates, mainly for Parkinson's disease.

tier three is a group of drugs for the treatment of psychiatric symptoms associated with neurological disorders.
The experience and assets accumulated in LATUDA and ulotaront will be used for neurodegenerative diseases.
We would like to detect efficacy signals early by utilizing biomarkers in diseases with homogeneous
backgrounds.

14



These are all at very young development stages, and our urgent task and goal is to focus on early clinical
development and generate late-stage development items.

IDsP-0378

v Applied a proprietary symptom-based screening strategy to a compound library designed for antiepileptic drugs
v" Identified a unique mechanism of action against a clinically validated therapeutic target

¥ Unique pharmacological effects @ E:g;:;?::e from previous antiepileptic drug

v Favorable brain penetration )
v Desirable safety profile ¥ Leveraged compound libraries optimized for antiepileptic

drugs discovery, built through development of EXCEGRAN®
and DSP-0565

v Utilized these libraries to efficiently identify optimal candidate
compounds

GABA,,
DSP-0378  receptors in Excessive
extrasynaptic

GABA

ians neuronal firing
\% A @ Identification of clinically validated targets through
Y _"'"\__"WM*W /D - a proprietary pharmacological evaluation strategy
_A é x| .{E;é. o __;'muf/ @ e v Identified optimal candidate compounds for refractory
1 (i — @k epilepsy through phenotype screening*! that reflects clinical
1 L el Glutamatergic \K@ |- manifestations and subsequently characterized their
¥y . |S RSN . mechanism and site of action through multipl
. s/ gh multiple

GABAergic . Glutamic pharmacological evaluation systems

nerve terminals GABA, receptors in acid v Observed unique activity on the clinically validated target, the

synaptic regions 5 S Fas i
GABA,, receptor, that is distinct from existing therapeutics

*1 Phenctype screening: A method for narrowing down compounds by evaluating C)/ DeSlg n of translational biomarkers .
their effects on dissase-relevant features observed in cells or animal models v |dentified a translational biomarker (EEG) using NHP'2 models

"2 NHP: Non-human primate that reliably translates pharmacological effects into clinical
outcomes
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Here is the history of the discovery of DSP-0378.

Our experience with the older antiepileptic drug EXCEGRAN, as well as other development experience, has
provided us with a library of compounds suitable for this classification, from which we found the starting
compound for this agent.

We have also identified optimal compounds and points of action for refractory epilepsy through clinically
relevant phenotypic screening and multiple pharmacological evaluation systems.

It acts on targeted GABAA receptors with clinically proven efficacy. We confirmed that this has a unique action
that is different from existing drugs and also identified translational biomarkers. We are currently in the
process of initiating a study to look at efficacy signals while confirming safety for patients.

15



I R&D Goals for the Medium- to Long-Term
| FY2025 > FY2026 > FY2027 > FY2028-FY2030 > FY2031-FY2033

Launch of next-generation

. pipelines

v Hematological malignancies, Rare
Sumitomo Pharma’s R&D capabilities neurological & degenerative diseases
m  Capabilities of medicinal chemistry for challenging targets ¥ Launch of SMP-3124

B World-leading technology and experience in iPS cells H i
B R&D cycle based on data and expertise obtained from enzomenib Expa_m-smn ot e regenerqtlve
medicine/cell therapy business

and nuvisertib
B Drug discovery and translational research platform in CNS . v HLCRO11, DSP-3077, etc.
B Al and digital technology to drive innovation Launch of CNS pipelines
v

+ iPS-PD program in the U.S.

v DSP-0378
Development and CMC organization that ¥ Therapeutic agent for impraving symptoms in
can execute through to commercialization Parkinson's disease

NDA submission and launch of Cornmarcialaation

two oncology compounds by partners

v Launch of enzomenib Ulotaront, DSP-0187,

v NDA submission of nuvisertib infectious disease
World’s first practical use of iPS cell-derived products products, etc.

v Obtain domestic conditional and time-limited approval for iPS-PD program
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Based on the above, the world's first practical application of iPS cell-derived products will be approved at the
end of this fiscal year, with a time limit on the condition that it be in Japan. We hope to steadily proceed with
Phase IV testing based on this.

In addition, we will steadily advance the development of two oncology products, enzomenib and nuvisertib,
on which we are focusing our efforts, in order to bring them to the market as valuable drugs.

In the first half of the 2030s, we will continue development so that we can launch the iPS cell-PD program in
the US, as well as DSP-0378, which | explained earlier, and a drug that improves the symptoms of Parkinson's

disease.

We will continue to make steady progress in the next generation of oncology and CNS products, as well as in
the expansion of our regenerative and cellular medicine business, and make a strong contribution to the
rebuilding of the value creation cycle of our group.

That's all from me. Thank you very much.
Kino: Thank you very much, Ms. Sato.
Next, Murata will explain about the two major oncology developments. Mr. Murata, please proceed.

Murata: My name is Murata, Global Oncology Strategy Lead. Thank you very much.
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|Expansion Strategy in Oncology

v Leverage our in-house products, pipeline assets, and technology platforms to drive both pipeline enhancement and
the creation of next-generation therapies

v In parallel, explore new targets and technological foundations to build R&D structure capable of sustainable growth

Leverage Our In-House Products

Tier
Create next-generation therapies | Strengthen continuity in the 01
originating from ORGOVYX® prostate cancer franchise
Leverage Our In-House Pipeline Tier
Advance indication acquisition and Expand the hematologic
expansion for enzomenib and nuvisertib malignancy pipeline 02

Leverage Our In-House Technology Platform (Liposomal NM*) Tier

Advance development of SMP-3124
+ Verify technological platforms

Drive expansion from both the “technology” 03
+ Validate targets of encapsulated compounds

and “target” perspectives

& Sumitomo Pharma * Lipasomal NM: Liposomal Nanomedicine

Sato has just introduced the expansion strategy for the cancer strategy. Today, | would like to introduce our
efforts to obtain and expand the indications for enzomenib and nuvisertib in tier two, "Leverage our in-house
pipeline."

As for data for enzomenib and nuvisertib, we are mainly using data presented at the American Society of
Hematology meeting last December. So perhaps some of you have already heard about its contents. | would

like to take this opportunity to explain again how we perceive the data and to present the possibilities of these
two drugs.
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Enzomenib

Mechanism of action Selective menin inhibitor
Development stage Phase 2
Planned indication Acute leukemia (KMT2A rearrangements, NPM1 mutations)

@ Sumitomo Pharma @ Eumieme Frama Do, Lia A Fons Fusoees. 19

The first is enzomenib.

The mechanism of action is selective menin inhibition. The development phase is currently in Phase II. The
planned indication is acute leukemia. Among them, we believe that patients with acute leukemia, such as
those with specific genetic mutations called KMT2A rearrangements and NPM1 mutations, will be targeted.

18



Enzomenib

IDisease Background of Acute Myeloid Leukemia (AML)

¥" Progresses rapidly, requiring urgent diagnosis and treatment
v" Relapse in approximately 50% of patients resulting in a poor prognosis with a median survival of 5-6 months

Chromosomal/Genetic

Pathophysiology / Clinical Symptoms g abnormality

Myeloid Myeloid
pragenitor cell leukemi

Immature leukemic cells proliferate, leading to the rapid progression
of systemic clinical symptoms, as follows:

+ Fever, fatigue, dizziness, headache, vomiting

+ Anemia, bleeding, infections

* Neuropsychiatric symptoms

+ Lymphadenopathy, hepatosplenomegaly

Bone marrow

2ed) pre
Lymphoid  Lymphoblastic

Prognosis / Outcomes progenitor cell leukemia cell

* Relapse in approximately 50% of patients even after achieving *Hematopoletic stem cell
complete remission with treatment

+ Worse prognosis depending on the genetic mutations present in -y
individual patients =SSy ® Japan
+ Low 5-year overall survival rate in adults of approximately 30% New Palients/year* Appox.21,000 /year Approx.8,000 /year

(high proportion of elderly patients, limited tolerance to intensive chemotherapy)
+ 5-year overall survival rate of approximately 65% in pediatric

* Estimated basad on the GlobalData Epidemiology Database (2025)
and adolescent patients

& Sumitomo Pharma © BumATG PRI 0o, LI AN Faghts Fasorves. 20

First, let me briefly introduce the diseases those cover.

We have summarized it here under the title Disease Background of Acute Myeloid Leukemia. The cause of
this disease is that hematopoietic stem cells in the bone marrow contain progenitor cells that differentiate
into myeloid cells, which become cancerous when accompanied by some genetic mutation, leading to
leukemia.

As the name "acute" implies, this is an intractable disease that progresses very quickly and has a very poor
prognosis if it relapses.

Although the number of new patients is small (21,000 in the US and 8,000 in Japan), once the disease develops,
about 50% of patients will have recurrence, and the 5-year survival rate is about 30%, making it a disease with
a very poor prognosis. So the medical need for this is very high.
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Enzomenib
BCurrent Treatment Landscape and Unmet Medical Needs
¥ Limited effective therapies for relapsedirefractory cases, few treatment options for elderly or transplant-ineligible patients.
¥" Increasing availability of mutation-specific targeted therapies, yet inadequate treatment available
. P ion | A d
Can the patient tolerate intensive chemotherapy? Genetic “ewr:;p:;;r:;:ed mzf:::;r
| SLEARENE AML™? targeted therapy™
L4 v
'?ﬁgf:::: Yes (Fit patients) No (Unfit patients) IDH1/2 18-35% 3
- 7+3 regimen (intensive + Ven/Aza™! combination therapy NPM1 25-35% 2
chemotherapy) + Combination therapy with
= Combination therapy with molecularly targeted therapies FLT3 25-31% 3
molecularly targeted therapy + Administration for several weeks
\/ » Administration for several weeks DNMT3A 14-239%, _
s * Administer chemotherapy for several months to achieve complete
Consolidation | o2 gication of leukemia cells CTNNB1 22% -
Therapy * High-dose cytarabine (+ molecularly targeted therapy)
+ Allogeneic hematopoietic stem-cell transplantation in cases of high CEBPA 5-20% -
T~ _—  relapserisk
" * Oral Aza or molecularly targeted therapy TP53 10-15% -
Maintenance | . | ong-term administration (2-3 years) to reduce the risk of relapse 5
Therapy + Treatment option for patients ineligible for intensive chemotherapy or RUNX1 10-15% =
v transplantation
SRSF2 12-13% -
Relapse /
Refractory | . Re-induction KMT2Ar 3-10% 1
Treatment
*1 Ven: Venetoclax [ Aza: Azacitiding *2 Internal survey (as of January 2026)
5 Bumauno Prama o, Lia ot Rssarves. 21

This is a summary of what treatments are currently being offered and how they are producing clinical results.

Basically, the treatment for acute leukemia, developed about 40 years ago, is to thoroughly tap the leukemia
cells with a powerful anticancer drug. The treatment strategy is to achieve remission through this process,
followed by bone marrow transplantation to restore normal hematopoietic function.

On the other hand, because powerful anticancer drugs are sometimes used, it is estimated that 5% to 10% of
patients die as a result of treatment, and there is a high unmet need for patients who cannot tolerate strong
anticancer drugs. Safer treatments may also be desired by patients who can tolerate strong anticancer drugs.

Listed to the right are the genetic mutations that cause acute leukemia. Since there is some overlap, the total
is more than 100%. Several agents that act on some genetic mutations have been developed since around the
2010s and have been in clinical use since around 2015. IDH1/2 and FLT3 have been approved and used since
the mid-2010s, but response rates for these treatments are also only 20% to 30%.

Although approved drugs for patients with NPM1 mutations and KMT2A reconstructions (the bottom line)
have emerged in recent years, our analysis indicates that the level of treatment satisfaction is not high. So we
believe that the medical need for this continues to exist.
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Enzomenib
IDevelopment Strategy for Enzomenib

¥ Prioritize obtaining approval for enzomenib monotherapy in patients with relapsed/refractory AML
v' In parallel, pursue indication expansion into frontline AML, including use in induction therapy and maintenance therapy

Can the patient tolerate intensive chemotherapy?
|

h 4 Y . .
; Aim to obtain approval for Ven/Aza
Induction i i i
Therapy Yes (Fit patients) No (Unfit patients) } o binaon thorpy
+ 7+3 regimen (intensive + Ven/Aza'combination therapy
chemotherapy) + Combination therapy with
+ Combination therapy with molecularly targeted therapies
molecularly targeted therapy + Administration for several weeks
\ / « Administration for several weeks
c lidati + Administer chemotherapy for several months to achieve complete
onsolidation | gradication of leukemia cells
Therapy + High-dose cytarabine (+ molecularly targeted therapy)

Allogeneic hematopoietic stem-cell transplantation in cases of high

T~ _— relapserisk

. « Oral Aza or molecularly targeted therapy ) . .
Maintenance | . |ong-term administration (2-3 years) to reduce the risk of relapse Under consideration for development
Therapy « Treatment options for patients ineligible for intensive chemotherapy or

~—___— transplantation

Relapse / ] First planned indication
Refractory | . Re.induction } (NDA submission planned
Treatment

in Japan and U.S.)

*Ven: Venetoclax / Aza: Azacitidine

@ B Fama Oo, UL A Riohk Fasoes. 22

Our initial strategy for enzomenib is to target the first indication based on the results of single-agent efficacy
and safety studies in patients with relapsed/refractory disease.

After that, we would like to have enzomenib used to treat the entire leukemia. We would like to work on
obtaining a three-drug combination indication for induction of remission therapy in patients with first-episode
disease, particularly combining enzomenib with the two-drug combination of Venetoclax/Azacitidine.

We also hope that enzomenib can be used for maintenance therapy leading up to bone marrow
transplantation or continuing treatment to prolong the prognosis by maintaining the disease in remission for
a longer period of time.
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Enzomenib

0l Clear Target Specificity Based on Disease Mechanisms

» KMT2A-rearranged leukemia

KMT2A fusion proteins drive leukemogenesis by interacting with menin and upregulating HOXA genes (e.g., HOXA9)
Enzomenib inhibits the menin—-KMT2A interaction and suppresses the aberrant transcriptional activity in leukemic cells, thereby exerting

% leukemic cells §

anti-leukemic activity

Enzomenib__

meis1 t — C:
Hoxast lwemoowic Tl @

HOXA9 }
FF |

e menin
activation rf pr‘r’ =

» NPM1-mutated leukemia

In AML with NPM1 mutations, leukemogenesis is driven by upregulation of HOXA genes through the interaction
between wild-type KMT2A and menin. Enzomenib inhibits the wild-type KMT2A-menin interaction and
suppresses the aberrant transcriptional activity in leukemic cells, thereby exerting anti-leukemic activity

)

B =
o =
e &

( NPM1rr| ) meis1 § Enzomenib______

Hoxaol Vs N @
. activation b oD, \*—’9

& Sumitomo Pharma

HOXA9 |
|
HOXA [ Hoxa {1 |

%
i e

B

normal differentiation

* Reduction of leukemic cells
« Restoration of normal
hematopoiesis

@ BuMAeTS Fama Oo, Lid AR Rigts Resaress. 23

This page shows the mechanism of action of enzomenib.

Among the genetic mutations that cause leukemia, KMT2A-rearranged leukemia of menin is a mutation that
fuses the molecule KMT2A with menin. In patients with this mutation, the structural activation of the gene
cluster listed here causes the progenitor cells that would otherwise differentiate to stop differentiating and

start proliferating, resulting in leukemogenesis.

Similarly in the NPM1 mutant form, NPM1 mutations in this area activate this function and lead to leukemia.
The mechanism of action of enzomenib is to disengage this interaction between menin and KMT2A, thereby

stopping the aberrant transcription program and normalizing the leukemia.
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Enzomenib

I Monotherapy for Relapsed/Refractory Acute Leukemia

{ Ph1 Dose Escalation HI::>

Ph1 Dose Optimization

| 200mg BID |

=

300mg BID |

} 400mg BID |

BID: Twice Daily

RIR: Relapsed/Refractory

AML: Acute Myeloid Leukemia

ALL: Acute Lymphoblastic Leukemia

CR: Complete Remission

CRh: Complete Remission with Partial Hematologic Recovery |
CRi: Complete Remission with Incomplete Blood Count Recovery |
MLFS: Morphologic Leukemia-Free State H
CRc: CR, CRh or CRi

ORR: CR, CRh, Crl, or MLFS

03: Overall Survival

EFS: Event-Free Survival

& Sumitomo Pharma

Oral presentation data at ASH 2025 Annual Meeting
Data cut-off: October 4, 2025

Ph2 study
| KMT2A rearrangement ]
Recommended | _| R/R AML and ALL
Dose

NPM1 mutation R/R
AML

[Primary Endpoint] CR+CRh rate

[Secondary Endpoints]
CRec, ORR, Time to CR/CRh, Time to ORR,
Duration of CR/CRh, Duration of ORR,
Transfusion independence, OS, EFS

@ BuMANTG Frama Oo, Lid AR Rights Resaress. 24

From here, | would like to introduce the clinical results.

The first is the results of a trial of monotherapy for relapsed/refractory leukemia.

The first part of the Phase | study is dose escalation, which is intended to evaluate what dose can be safely
administered to a particular patient. After that, we will conduct a comparative study to determine the
recommended dosage based on the Project Optimus guideline issued by the FDA. The recommended dose is
determined by comparing three doses of 200 milligrams, 300 milligrams, and 400 milligrams per twice daily
dose. The efficacy will then be evaluated in a Phase Il study.

As | said at the beginning, the Phase Il study is for patients with KMT2A rearrangements and patients with

NPM1 mutations.
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. Oral presentation data at ASH 2025 Annual Meeting
Enzomenib Data cut-off. October 4, 2025

Isafety. Monothera py Monotherapy for Relapsed/Refractory Acute Leukemia
Favorable tolerability of monotherapy
v No dose-limiting toxicities (DLTs), treatment-related deaths, or treatment discontinuations were observed, indicating favorable

tolerability
Treatment-Emergent Adverse Events (TEAEs) TEAES related to enzomenib
with an incidence of 220% (n=116) with an incidence of 220% (n=116)
Preferred Term Any grade Preferred Term Any grade Grz3
0, 0,
Febrile neutropenia 32 (27.6%) 31 (26.7%) Plztelat co:nt 9 (7.8%) 8 (6.9%)
Platelet count decreased 26 (22.4%) 25 (21.6%) £eiedeo
. Neutrophil count
Neutrophil t 9
al:lec?ea:s:;un 25 (21.6%) 24 (20.7%) decreased 8(6.9%) 8(6.9%)

NON-HEMATOLOGIC Leukocytosis 7 (6.0%) 3(2.6%)
Nausea 46 (39.7%) 4(3.4%) NON-HEMATOLOGIC

Vomiting 32 (27.6%) 2(1.7%) Nausea 19 (16.4%) 1(0.9%)
Diarrhea 30 (25.9%) 1(0.9%) Differentiation 15 (12.9%) 9 (7.8%)
syndrome
Sepsis 29 (25.0%) 28 (24.1%)
; Vomiting 13 (11.2%) 1(0.9%)
Decreased appetite 28 (24.1%) 4 (3.4%) -
Dysgeusia 7 (6.0%) 0
Headache 28 (24.1%) 2(1.7%)
- Diarrhea 6 (5.2%) 0
Hypokalemia 27 (23.3%) 0
B Surttomo Pharma MNote: QTc interval prolongation was reported in 9.5% of patients (Grade 3 in 2.6%) T ——

First, the results of the evaluation for safety, the objective of Phase |, are shown here.

The left-hand side summarizes adverse events with an incidence rate of 20% or greater, and the safety
evaluation population includes all patients who participated in the study. There were 116 eligible patients as
of last year's October 4 cutoff.

On the right are the adverse events that were observed and determined to be related to enzomenib. Only
those with an incidence of 5% or more were picked up. The overall frequency of adverse events themselves
is low, and no toxicities that could lead to dose-limiting toxicity have been observed in this dose-escalation
study. Fortunately, there have been no cases of treatment-related deaths or discontinuation of treatment due
to toxicity. Therefore, we believe that enzomenib can be safely administered and is well tolerated.

As Sato mentioned a little earlier in her explanation, we have also devised a way to avoid cardiotoxicity in
designing this agent, and we have confirmed that the frequency of cardiotoxicity appearing is also very low.
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Oral presentation data at ASH 2025 Annual Meeting
Enzomenib Data cut-off: October 4, 2025
I Eﬂ:icacy: Monotherapy Monotherapy for Relapsed/Refractory Acute Leukemia
Evidence suggestive of efficacy with monotherapy
¥ KMT2A rearrangement AML/ALL (300 mg BID): CR+CRh rate: 40.0%; median OS: 11.8 months
v" NPM1 mutation AML: CR+CRh rate: 37.5-50.0%
KMT2A NPM1 mutation
rearrangement
200mg BID 300mg BID 400mg BID
300'“51!55'0 n=10 n=7 n=8
n=
Overall Response Rat
Overall Response Rate 73.3% [CVS;CRh,rEcé]i,?MLﬁS] : 60% 57.1% 37.5%
(CR/CRh/CRI/MLFS) '
Composite CR rate (CR/CRh/CRi) 50% 42.9% 37.5%
Composite CR rate (CR/CRh/CRi) 60%
CR+CRh rate 50% 42.9% 37.5%
CR+CRh rate 40%
Median Time to CR/ICRh 3.7 months
Median Time to CR/CRh 1.6 months
Duration of CR/CRh 5.7 months (n=11)
Duration of CR/ICRh 12.5 months (n=11)
Median Overall Survival 8.5 months
Median Overall Survival 11.8 months
BID; Twice daily
CR: Complete Remission
CRh: Complete Remission with Pariial Hematologic Recovery
CRi: Complete Remission with Incomplate Blood Count Recovery
MLFS: Morphologic Leukemia-Free State
@ Sumitomo Pharma © B FIAa Do, L0 AN Fons Resores. 26

Next are the results of single-agent efficacy.

On the left are the results of the KMT2A rearrangement test. The results of the study to determine the
recommended dose as of the October 4 cutoff date were available, and 300 milligrams twice daily has been
determined as the recommended dose. So the results we are showing you here are the results of a test at
that capacity.

The response that will be evaluated as clinically significant for this trial is the Overall Response Rate at the top
of the list. In short, in addition to the indicator of whether or not cancer cells are being reduced, what is really
meaningful to the patient is what is called the Composite CR rate. This is an indicator that assesses whether
leukemia cells are completely gone, together with whether normal hematopoiesis has been restored
afterwards.

My apologies, CR + CRh rate below that.

The result is 40%. We consider the 40% result among patients with a very poor prognosis of KMT2A
rearrangement, especially in patients with relapsed/refractory disease, to be a very encouraging result for us.

Another thing | would like to tell you is the Duration of CR/CRh. This is a measure of how long the status can
be maintained after leukemia cells are gone. Although the number of cases is still small, we have confirmed
that we have been able to maintain that status for about a year.
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On the other hand, for the NPM1 mutation, we are still in the process of comparing three doses as of the
October 4 cutoff. Among them, CR + CRh rate is about 50% to 37%, and Duration of CR/CRh is 5.7 months,
although the evaluation period is short. We think this one is also promising to some extent.

Based on these results, we believe that a single agent will provide a reasonable response. Currently, the
efficacy is being tested in a Phase Il study.

Oral presentation data at ASH 2025 Annual Meeting
Enzomenib Data cut-off: October 4, 2025
ICombination Therapy with Ven/Aza for Relapsed/Refractory AML
P
Ph1 Study
/ = R
Part 1 ( Part 2
Enzo 300mg BID I n=14 Enzo 300my B\Dl n=15
Enzo 200mg BIDI n=7
Enzo 140mg BIDI h=d
Azales co-administration pemitted Azoles co-administration permitted
Aza Aza
\Vsn Ven
Enzomenib Enzomenib
Week 1 Week 2  Week3 Week 4 Week 1 Week2 Week3 \Week4
Cycle 1 Cycle 1
W N\ )
 i— - &
{Primary Endpoints] Safety, Tolerability, Pharmacokinetics, etc. il R ey
[Secondary Endpoints] CRc, ORR, Time to CR/CRh, Time to ORR, g;;c‘gmm?vewl?emis_siqn Pt o
i 2 : Complate R with Partial He I BCOVE!
Duration of CR/CRh, Duration of ORR, CRi: c:)mp?e:e Remission with Incomplete Blood Count Racgvevy
B Ses a Transfusion independence, OS, EFS, etc. g;Ef'C"'F':’ggﬂr“'f’g;_ﬁﬁ"g'sa*'ee State .

There is one more enzomenib data | would like to present. These are the results of a Phase | study of a three-
drug combination of Venetoclax and Azacitidine plus enzomenib in patients with relapsed/refractory leukemia
as a prelude to testing future indications in patients with first-episode AML.

This study is divided into part one and part two. In part one, the dose of enzomenib will be increased from
140 milligrams to 300 milligrams to see how well it is tolerated. In part two, we will [hoard the base] at 300
milligrams and check the response carefully.

In terms of the drug interactions of Venetoclax, part one is to check the safety of the three drugs while making
sure that the duration of concomitant use of the azole antifungal agents does not overlap, and part two is to
evaluate the efficacy and safety of the three drugs in combination while the azole is used in combination. We
are doing this stepwise while taking safety into consideration.
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Cral presentation data at ASH 2025 Annual Meeting
Enzomenib Data cut-off: October 4, 2025
ISafety: Combination with Ven/Aza s
Favorable tolerability of combination therapy
¥" No dose-limiting toxicities (DLTs), treatment-related deaths, or treatment discontinuations were observed, indicating a
favorshle safaty profile TEAESs related to either Enzomenib, Ven or Aza
TEAEs with an incidence of 225% (n=40) with an incidence of 215%(n=40)
Preferred Term Any grade Grz3 Preferred Term Any grade Grz3
Platelet count decreased 21 (52.5%) 18 (45.0%) Platelet count decreased 18 (45.0%) 16 (40.0%)
WBC count decreased 15 (37.5%) 14 (35.0%) WBC count decreased 14 (35.0%) 13 (32.5%)
S 14 (35.0%) 14 (35.0%) NOUNuIE e 12 (30.0%) 12 (30.0%)
Anemia 10 (25.0%) 8 (20.0%) Anemia 9 (22.5%) 7 (17.5%)
Febrile neutropenia 10 (25.0%) 9 (22.5%) Lymphopenia 6 (15.0%) 5 (12.5%)
Nausea 19 (47.5%) 0 Nausea 10 (25.0%) 0
Constipation 16 (40.0%) 0 Diarrhea B (20.0%) 0
Diarrhea 15 (37.5%) 0 AST increased 6 (15.0%) 0
Hyperphosphatemia 11 (27.5%) 0 Constipation 6 (15.0%) 0
Vomiting 11 (27.5%) 1 (2.5%)
Arthralgia 10 (25.0%) 1(2.5%)
@ Sumitomo Pharma © Buma Frama G, LI A Rgts s 26

The next page also shows the safety results. The results of this evaluation are not for all patients, but for 40
patients who were administered in combination.

In both cases, adverse events related to either enzomenib or Venetoclax/Azacitidine occurred to the extent
shown. There have been no additional adverse events with enzomenib beyond the adverse events seen with
Venetoclax/Azacitidine, nor have there been any treatment-related deaths or events that would lead to
discontinuation of the drug. It has been confirmed that the three drugs can be administered in combination.
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Oral presentation data at ASH 2025 Annual Meeting
Data cut-off: October 4, 2025

Enzomenib
H . H H H Combination Therapy with Ven/Aza for
I Efflcacy' C ombl natlon WIth Veanza Relapsed/ Refractory Acute Myeloid Leukemia

Evidence suggestive of combination therapy efficacy for relapsed/refractory AML
v In relapsed/refractory AML, the ORR was 77%, and the composite CR rate was 50%, indicating a potentially high level of

clinical activity
v' Consistent activity was observed across dose levels, supporting the promise of the combination regimen

140mg BID + 200mg BID + 300mg BID + 300mg BID +
; Ven/Aza 100mg Ven/Aza 100mg Ven/Aza 100mg Ven/Aza 50-100mg Total
Overall population n=4 n=6 n=8 n=s n=26
Without azoles Without azoles Without azoles With azoles
Overall Response Rate
(CRICRh/CRI/MLFS) 100% 83% 62.5% 80% 7%
Composite CR rate
(CRICRhICRI) 50% 50% 50% 50% 50%
BID: Twice daily i

CR: Complete Remission

CRh: Complete Remission with Partial Hematologic Recovery |
CRI: Complete Remission with Incomplete Blood Count Recovery |
MLFS: Memphologic Leukemia-Free State !

& Sumitomo Pharma © BumTO Frama Do, LI AN RN Rusores. 20

Next is its effectiveness.

See CR rate as before. About half of the patients at all doses show a response of elimination of leukemia.
While some patients were relapsed/refractory and relapsed on Venetoclax/Azacitidine, 50% of patients

showed response, which we believe confirms a very high response rate.

This is a great encouragement to us. Based on this trial, we are now preparing to proceed to front-line and

first-episode patient trials.
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Enzomenib
IPotential Best-in-Class Profiles as a Selective Menin Inhibitor

U In the acute leukemia field, although targeted therapies corresponding to genetic
mutations have been approved, treatment satisfaction remains insufficient

U Enzomenib has shown encouraging tolerability and efficacy as
monotherapy, as well as favorable safety and efficacy in combination with
Ven/Aza, suggesting a potentially best-in-class profile

U The ongoing confirmatory Phase 2 study will be accelerated to accelerated
with the aim of obtaining approval in Japan and the U.S. for relapsed/refractory
acute leukemia with KMT2A rearrangement or NPM1 mutation (target launch:
FY2027)

O In addition, leveraging the safety and efficacy profiles observed with monotherapy
and with Ven/Aza combination, we will pursue further development opportunities
such as expanding indications to newly diagnosed acute leukemia
(induction therapy, maintenance therapy) and exploring disease areas
beyond acute leukemia.

@ BumAeTo Frama Co, Lid Al Rights Resaress. 300

These are the descriptions of enzomenib. To summarize what | have explained so far, we recognize that in the
area of acute leukemia, although therapeutic agents corresponding to genetic mutations have been
sequentially approved, the level of treatment satisfaction remains insufficient.

In this context, we are beginning to confirm that enzomenib has efficacy and tolerability as a single agent in
patients with certain genetic mutations, as well as efficacy and safety in combination with
Venetoclax/Azacitidine. Therefore, we strongly believe that enzomenib has the potential to be a best-in-class
menin inhibitor.

We will accelerate the validation Phase Il study and aim to obtain approval in Japan and the US for
relapsed/refractory acute leukemia.

Furthermore, as | mentioned earlier, we would like to promote enzomenib by expanding its indication in the
treatment of first-episode acute leukemia in combination with Venetoclax/Azacitidine, and by pursuing
further development opportunities, such as expansion into diseases other than acute leukemia, where the
menin molecule is associated with cancer.

These are the explanation of enzomenib.
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Nuvisertib

Mechanism of action PIM1 kinase inhibitor
Development phase Phase 1/2
Planned indication Myelofibrosis (MF)

PIM: Proto-oncogene proviral Integration site for Moloney murine leukemia virus
< Sumitomo Pharma

@ BT Fama 0o, Lid A Rights Resares. 31

I would like to move on to nuvisertib.

Its mechanism of action is inhibition of a kinase called PIM1. This is currently in Phase I/1l study. The planned
indication is a blood disorder called myelofibrosis.
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Nuvisertib

IDisease Background of Myelofibrosis (MF)

¥~ A hematologic cancer caused by genetic mutations in hematopoietic stem cells inducing bone marrow fibrosis and impairing
normal hematopoiesis

v Progressive symptoms, including hepatosplenomegaly, general fatigue, bone pain, anemia, and infections, resulting in
significant reduction in quality of life

v Regular blood transfusions required in many patients due to anemia, along with frequent progression to relapsed/refractory

stages
. Genetic mulations occur
Disease / Symptoms (] ...}f.'“'i(:pi‘?luc i
cells in the bone marrow
Abnormal proliferation of hematopoietic stem cells causing ) o S B
fibrosis of the bone marrow, abolishing normal hematopoiesis .f@r @

and inducing extramedullary hematopoiesis in the liver and spleen.

Large

« Hepatosplenomegaly production of AT

Fibroblasts are
stimulated

+ Systemic symptoms such as night sweats, fatigue, bone pain gollegen T8 <
+ Moderate to severe anemia, bleeding, susceptibility to
infections Elas promense e e b e T SR wt
+ Asymptomatic at diagnosis in approximately 20% of patients hematopolests ks kmpalred Transformation to leukemia -
Prognosis / Progression -
+ Regular blood transfusions required due to anemia = Us. @® Japan
+ Frequent progression to relapsed/refractory disease New patientsiyear*  Approx. 2,200 fyear Approx. 800 fyear
« Potential transformation to leukemia
+ Post-diagnosis survival: U.S. 4-6 years, Japan 3-6 years * Estimaled based on the Global Data Epidemiology Database (2026)

& Sumitomo Pharma © BuMmATG PRI 0o, LIL AN Faghts Fasorves. 32

First, let me explain what myelofibrosis is.

This is another disease that occurs in the bone marrow. In the hematopoietic stem cells in the bone marrow,
another genetic mutation occurs, primarily a mutation in JAK2, which results in an increase in immature blood
cells, and the bone marrow itself becomes fibrotic with a large amount of collagen.

The result is extramedullary hematopoiesis in the liver and spleen outside of the bone marrow because normal
hematopoiesis cannot occur in the bone marrow, a tissue very important for hematopoiesis. This can result
in symptoms such as swelling of the liver and spleen, an increase in immature blood cells and a decrease in
normal blood cells, anemia, inability to stop bleeding when bleeding, and susceptibility to infection.

The number of new cases of this disease is very small: 2,200 new cases per year in the United States and about
600 in Japan. However, symptoms can be difficult to recognize, and about 20% of patients have no symptoms
at the time of diagnosis. This is a disease that is difficult to detect, such that some may find out they have the
disease when they are diagnosed with anemia during a physical examination.

Treatment involves improving anemia through blood transfusions and other means, as we will briefly discuss
later. However, some patients gradually become refractory and eventually develop leukemia. Based on this
epidemiological data, the prognosis in the United States is 4 to six years after the diagnosis is confirmed, while
in Japan it is three to six years.
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BTreatment Options and Unmet Medical Needs
Current standard treatment centered on JAK inhibitor
Limited treatment options in patients with low platelet counts, with disease progression leading to transition to 2L or 3L therapy
Bone marrow transplantation as the only curative option, with a strong need for therapies with novel mechanisms of action

Ruxolitinib (a JAK inhibitor) is the most commonly used
treatment
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The current main treatment for myelofibrosis is ruxolitinib, an inhibitor of JAK, the gene responsible for the

disease, which was approved around 2010.

For a long time, no drug other than ruxolitinib had been approved, and despite its hematologic toxicity and
other side effects, there was no other option but to use ruxolitinib. Recently, however, another JAK inhibitor

has been approved, and there are now a few more treatment options.

However, there is no therapeutic drug with a mechanism of action other than JAK, and JAK inhibitors are
difficult to use in anemic patients, so we believe there is an unmet need in this area. We believe that our
nuvisertib has value as a complementary treatment.
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BKey Characteristics of Nuvisertib

B Mechanism of Action and Drug Concept

= Inhibits PIM1 kinase and acts on multiple pathways involved in the pathogenesis of MF, including not only the JAK/ISTAT
pathway but also NF-xB

+ Observe promising results such as spleen volume reduction, improvement in bone marrow fibrosis, and prolonged survival in

non-clinical models

Points of Differentiation

Possesses a mechanism distinct from JAK inhibitors, offering strong potential as a combination therapy

Exhibits high selectivity for PIM1, with expectations of reducing the risk of hematologic toxicity

Observed improvements in spleen volume and total symptom score (TSS) in the Ph1/2 study, even with monotherapy
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Nuvisertib, as | mentioned at the beginning, is an inhibitor of PIM1. PIM1 is a protein located downstream of
the JAK signaling pathway that is responsible for the development of myelofibrosis. The JAK signal is divided
into several branches, one of which leads to fibrosis, and PIM1 is a factor that is particularly closely related to
fibrosis.

This has been confirmed in nonclinical knockout mouse experiments and other studies. What is expected from
PIM1 inhibitors is work to selectively stop fibrosis, rather than the broad inhibitory effects that emerge with
JAK inhibitors.

In addition to JAK, other factors that affect PIM1 include inflammation-related signals such as NF-Kb.
Mechanistically, it is also expected to have effects that cannot be obtained with JAK inhibitors.

On the right are the results of the clinical efficacy of a single agent, as presented at the American Society of
Hematology meeting. On the left is the effect of the reduction of the spleen. One of the symptoms of patients
with myelofibrosis is an enlarged spleen. This is an assessment of how small it would be with a single agent.
We have confirmed that for patients above a certain level, the reduction of the spleen can be observed with
a single agent.

The right side shows the extent to which the various symptoms associated with myelofibrosis, which |
mentioned earlier, have improved. Scores have improved by more than 50% in many patients, and the
effectiveness in improving clinical symptoms has been recognized.
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<Key Eligibility Criteria>

- DIPSS risk: Int-1,2,High
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- Platelet count = 50,000/pL
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Oral presentation data at ASH 2025 Annual Meeting
Data cut-off: October 15, 2025

| Combination Therapy with Momelotinib for Relapsed/Refractory Myelofibrosis

[Primary Endpoints]
Safety, Tolerability

[Secondary Endpoints]
Spleen volume reduction
Total symptom score (TSS) reduction
Overall survival
Bone marrow fibrosis change
Pharmacokinetics

Nuvi: Nuvisertib
MME: Momelotinib
BID: Twice daily

DIPSS: Dynamic International Prognostic Scoring System - an international scoring system used to dynamically assess prognosis in myelofibrosis
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In this context, we also considered maximizing the features of nuvisertib. We are conducting a Phase I/l study
in patients with relapsed/refractory myelofibrosis in combination with momelotinib, a JAK inhibitor that is

relatively easy to use for platelet depletion, to see if the combination could take advantage of our agent's

characteristics.

In Phase |, the approved momelotinib volume of 200 milligrams will be combined with nuvisertib in doses
ranging from 240 to 720 milligrams twice daily to ensure safety and tolerability.

In addition, secondary endpoints will include the effect on the spleen, systemic symptom scores, and overall

survival.
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Oral presentation data at ASH 2025 Annual Meeting
Nuvisertib Data cut-off: October 15, 2025

| Safety: Combination with Momelotinib Sgmbmishion Toerpy with Momskaiil

for Relapsed/Refractory Myelofibrosis
Favorable tolerability of combination therapy

v Among the 18 patients included in the safety evaluation, only one DLT was observed at 360 mg BID
(thrombocytopenia requiring transfusion)

¥" Overall, the combination with momelotinib is expected to have generally favorable tolerability
v The main adverse events were Grade 1-2 gastrointestinal symptoms (diarrhea, nausea, vomiting), which were manageable
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Urinary tract
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First, regarding safety, this is data from 18 patients that can be administered and evaluated. Although one
patient is showing symptoms of DLT, we believe that it is basically well tolerated.

The adverse events observed were relatively mild, either grade one or grade two, and we do not foresee any
problems with the combination with momelotinib.
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Oral presentation data at ASH 2025 Annual Meeting
Data cut-off: October 15, 2025

Nuvisertib
. H i H int Combination Therapy with Momelotinib
I Safety: Combination with Momelotinib gt tsde kb atbotiih
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These are the results of a test to confirm whether the product could be administered over a long period of
time.

The horizontal axis is the administration period. The majority of patients are able to receive the drug up to
around 24 weeks, with a discontinuation rate of 28%. A Phase Il study, the MOMENTUM study of
monotherapy with momelotinib alone, did not show a higher discontinuation rate than this study, which also
confirmed that the safety of the combination is not compromised.
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Nuvisertib Data cut-off: October 15, 2025
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This is an evaluation of the effectiveness of the product under combined use.

The left figure shows the improvement of total symptoms and the right figure shows the effect on the size of
the spleen. Various red markings are written on it. Patients in this study are those who have relapsed. Patients
who responded once to a JAK inhibitor and relapsed, or who did not respond in the first place, or who were
unable to receive the drug due to side effects, are being invited to participate in this trial.

We believe that the combination of the two drugs has shown excellent efficacy in improving total symptoms
and reducing the size of the spleen.
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Here is a more detailed view of the scores over time and what kind of scores are changing.

What we can tell you is that the major scores improved relatively quickly and that it has been sustained for a
long time. Improvements in total symptom scores are not merely small numerical improvements, but
improvements in a wide range of items to the level of scores that a healthy person would show, as indicated
by the horizontal bar. We recognize that by using the combination of the two, we can see the effect of
improving not only one point, but the whole.
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Nuvisertib Data cut-off: October 15, 2025
B Anemia Improvement Observed in Combination Therapy with Momelotinib
Combination Therapy with Momelotinib
for Relapsed/Refractory Myelofibrosis
v Maintain stable hemoglobin levels and platelet counts during combination therapy with nuvisertib
and momelotinib

v Improvements in anemia in 9 of 16 evaluable patients (56%)

¥ Major Response: 3 patients (212 weeks without transfusion and 21.5 g/dL increase in hemaglobin)

¥ Minor Response: 6 patients (Transfusion-dependent: 250% reduction in transfusion frequency:
Transfusion-independent: 212 weeks without transfusion and 21.0 g/dL increase in hemoglobin)

¥ Improvements in patients previously treated with JAK inhibitors and in those at high risk due to
anemia, suggesting the potential of nuvisertib as a promising combination therapy option
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Here are data showing the effect of momelotinib combination on improving anemia.

We have been able to confirm that hemoglobin levels and platelet levels have remained stable without any
decrease due to the combination.

In addition, three patients had dramatic improvement in their anemia symptoms, such that patients who had
needed blood transfusions no longer needed them. Even with the 6 patients here, we were able to cut the
frequency of blood transfusions into less than half.

The improvement in anemia is also very significant for the patient's quality of life. Improvement effects have
been observed in these areas, and we believe nuvisertib is promising as an adjunctive therapy.

39



Nuvisertib
BPotential as a First-in-Class PIM1 Kinase Inhibitor

O In MF, where JAK inhibitor is the standard of care, treatment options with
alternative mechanisms of action are extremely limited
U Nuvisertib has

O demonstrated tolerability and efficacy both as monotherapy and in
combination with momelotinib

d shown clinical activity even in patients previously treated with JAK inhibitors

U Based on these data, initiation of a pivotal Phase 3 study is planned within
FY2026 to support regulatory approval (target launch: FY2028)

Q Furthermore, with an eye toward expansion into disease areas beyond MF, we
aim to maximize its value as a compound with a novel mechanism of action
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I will summarize the above. There is no drug approved in the world as a PIM1 inhibitor. If we can move forward
with this trial and get it approved, we may be able to demonstrate the potential of this drug to become a first-
in-class drug.

| believe that we will be able to make a very significant contribution to patients with myelofibrosis by providing
them with a treatment option that has a different mechanism of action.

As for nuvisertib, as | mentioned earlier, we are in the process of confirming its tolerability and efficacy as a
single agent or in combination with momelotinib. Based on these data, we plan to start a validation Phase llI
trial this fiscal year to provide the basis for an application for approval, with the aim of bringing the product
to market as soon as possible.

Since we were talking about myelofibrosis as a disease, fibrosis was the key to the mechanism of action. We
believe that we will be able to target diseases other than myelofibrosis. We intend to maximize the value of
the novel mechanism of action in accordance with the biology of PIM1.

40



|Expansion Strategy in Oncology

v Leverage our in-house products, pipeline assets, and technology platforms to drive both pipeline enhancement and
the creation of next-generation therapies

v In parallel, explore new targets and technological foundations to build R&D structure capable of sustainable growth

Leverage Our In-House Products Tier

Create next-generation therapies | Strengthen continuity in the 01
originating from ORGOVYX® . prostate cancer franchise

Leverage Our In-House Pipeline

Tier
Advance indication acquisition and Expand the hematologic
expansion for enzomenib and nuvisertib " malignancy pipeline 02

Leverage Our In-House Technology Platform (Liposomal NM*) Tier

Advance development of SMP-3124
« Verify technological platforms

Drive expansion from both the “technology” 03
+ Validate targets of encapsulated compounds

and “target” perspectives

& Sumitomo Pharma * Lipasomal NM: Liposomal Nanomedicine

This is the last slide.

As our strategy for expansion in the oncology field, today | have introduced tier two, "Leverage our in-house
pipeline." There are also tier one and tier three activities. We look forward to continuing to make solid
progress in oncology R&D.

Thank you very much.

Kino: Thank you very much, Mr. Murata.
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Question & Answer

Kino [M]: We will now answer questions from analysts and investors. The end time for Q&A will be 15:20.
Mr. Muraoka of Morgan Stanley MUFG Securities, please proceed.
Muraoka [Q]: Thank you. | am Muraoka from Morgan Stanley.

First, let me ask about enzomenib. Sorry, | don't have a basic understanding, so let me ask a basic question. |
kind of understand the concept of combination therapy, mainly in combination with Ven/Aza. Should you not
aim to use it in combination with 7+3 regimen, or is it not a good match?

Murata [A]: we expect 7+3 regimen will continue to be used by patients as a high intensity chemotherapy. So
I think it is necessary to continue to examine what kind of effect can be further expected when enzomenib is
used in combination with 7+3 regimen.

Muraoka [Q]: In other words, you are also going to continue the study of enzomenib in combination with 7+3
regimen, right? This slide appears to be intended that you are focusing the combination therapy with Ven/Aza.

Murata [A]: | will add some background. The doctors are doing a lot of testing to see how much benefit the
combination of Venetoclax/Azacitidine has for patients compared to the 7+3 regimen. Some of the results
were also presented at last year's American Society of Hematology (AS) meeting.

As evidence accumulates, we expect that Venetoclax/Azacitidine may become the overall standard of care.
However, this is not something that will suddenly change. The 7+3 regimen, of course, has its risks, but it has
been well established for over 40 years, and | do not expect it to go away anytime soon.

In this context, we believe it is necessary to examine how enzomenib can be used, present data, and if it can
be used, promote it as well.

Muraoka [Q]: Thank you.

One more thing about nuvisertib. This may be a bit of a business-oriented question, even though it is an R&D
meeting. | think many people are probably wondering if GSK is the future partner when the combination with
momelotinib is going so well. Considering that Jakavi is the standard of care and its patent expires in 2028 to
2029, you may not be able to fully exploit the potential of this drug if you only do the momelotinib
combination. You may have to be aware of the ruxolitinib combination as well. But if you were to work with
GSK, | imagine that would not be the case. Is this a skewed view?

Murata [A]: We are currently confirming the tolerability of the combination with ruxolitinib in a Phase | study.
We would like to consider how to proceed with the verification after accumulating more data on how it can
be used in combination with ruxolitinib.

Sato [A]: Regarding partners, GSK is not the only one.
Muraoka [Q]: Sorry, it was not a good idea to ask the question whether you would decide on GSK or not. Is it

wrong to think that when ruxolitinib becomes generic in 2028 or 2029 or so, the combination with ruxolitinib
must be verified to exploit nuvisertib's full potential?
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Murata [A]: | think you make a very astute point. For many years, ruxolitinib has been used as the golden
standard, and clinical doctors have a great deal of experience with the drug. It is a really commonly used drug,
so | think it is very important to know if it can be used in combination with such drugs.

On the other hand, as shown in the slide, ruxolitinib has the problem that it cannot be used in patients with
low platelet counts due to hematologic toxicity. Considering that this disease itself is a disease that causes
anemia and low platelet counts, | am hopeful that momelotinib, which is widely available, may become the
standard in the future.

Against this background, we were among the first to combine the drug with momelotinib. We do not deny
the possibility of ruxolitinib, but for the first time we were able to show data on its use in combination with
momelotinib, and we thought it was very valuable, so we presented it at the American Society of Hematology
meeting.

Muraoka [Q]: Thank you.

One more thing about tier one of the oncology expansion strategy on page 10. | am not sure what you mean
by "ensure continuity in the prostate cancer franchise" as an extension of ORGOVYX. | don't see many drugs
in the area of prostate cancer in your pipeline list, what do you mean?

Sato [A]: The pipeline table certainly includes products with the clinical entries. What we mean here is that
we are working with the intention of bringing a pipeline to the world that will succeed ORGOVYX while it is
still in business period.

In our normal presentations, we do not explain much about compounds that have not yet entered clinical
trials because there are still some uncertainties. This time, we have gone a step further and explained that we
are engaged in such activities.

Muraoka [Q]: Thank you. In other words, we can expect to hear some interesting stories in the future in the
area of prostate cancer, a solid cancer, at a briefing.

Sato [A]: Yes. We would like to proceed so that we can do so.
Muraoka [M]: | understand. Thank you very much. That's all from me.
Kino [M]: Thank you very much.

Mr. Wakao from JPMorgan Securities, please proceed.

Wakao [Q]: My name is Wakao from JPMorgan.

The first is about enzomenib. | would like to know your company's view on the concurrent data presented at
ASH. | would like to know your assessment of whether this data, with comparisons to competing products in
terms of safety, etc., makes them a competitive advantage. | think the monotherapy data put out so far has
been very good compared to ziftomenib. On the other hand, regarding the relapse/refractory data for
enzomenib and the Ven/Aza data, it is difficult to make an apples-to-apples comparison because the number
of cases is not very large, but | think the efficacy is on the same level as ziftomenib. On the other hand, if |
understand correctly, there has been QTc interval prolongation and | am concerned about safety issues. What
is your company's current assessment of this data regarding this combination therapy?

Murata [A]: Thank you for your question.
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It is difficult to make an apples-to-apples comparison of the combined data. Since the patients in our
combination study were relapsed/refractory patients, it was originally difficult to see a response, and we had
to combine the three drugs Venetoclax/Azacitidine and enzomenib. In this context, the CR rate is about 50%.

Right now, both NPM1 and KMT2A collectively are at 50%. Without accumulating a little more data on each
patient, | think it is difficult to answer definitively how much difference there is. At this point, we do not
believe it is significantly inferior to other companies. We are also hopeful that depending on future data, we
may have a good enough chance of winning, or even a solid competitive edge.

Regarding the concern about cardiotoxicity, | think it is necessary to carefully evaluate the data, since they
are recurrent patients. The target patients for the final combination with Venetoclax/Azacitidine are assumed
to be patients with first-episode of the disease. We would like to examine how well it is tolerated in patients
with first-episode disease in the future, and we would like to determine this very carefully.

Wakao [Q]: | believe the other company's product for ziftomenib did not cause QTc interval prolongation in
the Ven/Aza data, in a similar patient population. For your company QTc interval prolongation was seen, is
this considered an inferior area compared to other companies?

Murata [A]: First, it was finally determined that the QTc interval prolongation that occurred was not a grade
three or higher event and was not related to enzomenib. However, the event of QTc interval prolongation
itself has actually been confirmed, and we have reported this in our presentation. However, we do not believe
that QTc interval prolongation is significantly increased by enzomenib.

Wakao [Q]: | understand. | understand that you continue to anticipate that this may be the best-in-class in
terms of safety.

Secondly, | would like to know about nuvisertib. The monotherapy data does not tell us much about the
efficacy of monotherapy because the time points for nuvisertib are difficult to compare to data for other drugs.
On the other hand, with regard to the combined use, | can see the sense in using them together, because |
can see a strong kind of add-on effect.

Is this drug not so much best-in-class in monotherapy, but is it a drug whose mechanism is different from
others, so that its value becomes apparent when used in combination?

Murata [A]: | took your question to mean how we evaluate the results of the single agent. Since we are testing
on relapsed/refractory patients, we by no means believe that it is the improvement of total symptoms or the
reduction of the spleen that is bad. We are very excited about the potential of this drug as a single agent, or
rather, we believe it has solid potential.

To illustrate its position as a development strategy, we have introduced today its use in combination with
momelotinib. We believe that this is a chance, as we accept that the added benefit of combining the two
products and the combined effect of the two products is being recognized.

There continues to be an unmet medical need for patients who have relapsed, even with a single agent, or
who have used ruxolitinib as well as other JAK inhibitors and no longer have treatment options. We are
interested in the possibility of having it used as a single agent in such places, and this is also under
consideration at this time.

Wakao [Q]: | understand.

I'm not sure about the monotherapy data because the time points are different from the others. Does your
company feel that monotherapy is showing solid results and that data is accumulating to show that
monotherapy can compete adequately?
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Murata [A]: Yes. That is correct.
Wakao [Q]: | understand. Thank you very much.

Another thing is that you are now accumulating more data to increase the value of your partnership activities.
What kind of data, if accumulated, would contribute to increasing the value of each drug?

Since data on the combination with enzomenib is still scarce, | think it will become more valuable as data on
the combination accumulates and can demonstrate the potential of the first line. If anything, nuvisertib would
be more valuable as a combination drug if more data were accumulated on its use in combination with
momelotinib. | think that it is important to accumulate such data.

Sato [A]: You are almost right. Regarding enzomenib, we cannot share the results of the Phase Il study with
KMT2A as a single agent until the results are finalized. We believe that it is the time when the results will be
compiled or when the data for the combination of first-ever AML will be available.

In the case of nuvisertib, as you mentioned, | think it is the time to accumulate more data on the combination
with momelotinib, or to decide on or start the specific design of the Phase Ill trial.

Wakao [Q]: | understand.

I would like to know one more thing. | feel that this drug works well for KMT2A. Is this easy to work for it
mechanistically? | believe the other drugs did not respond well to KMT2A. What is the reason for the good
response of this drug?

Murata [A]: The research team has been working on the issue of what is mechanistically different. As you
mentioned, we believe that the CR rate for patients with KMT2A rearrangements is very high compared to
the results of drugs of other companies.

One is that it is being administered well, probably due to tolerability issues, and so on. Specifically in terms of
pharmacological mechanism, for example, it is not yet known where in the KMT2A molecule it attaches to so
that this works well.

Wakao [M]: | understand. Thank you very much. That's all from me.
Kino [M]: Thank you very much.

Mr. Hashiguchi of Daiwa Securities, please proceed.

Hashiguchi [Q]: | am Hashiguchi of Daiwa Securities. Thank you.

Ms. Sato and Mr. Murata, | would like to ask each of you a question from the perspective of what pace and
how substantial we can expect the pipeline to become in the future.

How does the current state of management, which constrains to some extent the resources that can be
devoted to each project, affect the state of this pipeline and project efforts? If such restrictions are eased in
the future as sales and profits increase, | would like to know what kind of initiatives you would like to increase
in the future.

In his presentation, Mr. Sato mentioned that there is a large early-stage pipeline but no late-stage ones. If
development progresses smoothly in the future, what kind of projects would you like to increase? If you
proceed to the later stages of the project, you could license out it completely and move on to the next project.
On page 16, there is only a small mention of commercialization by partners, which | felt was not given much
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emphasis. Is it possible to further increase the pipeline by advancing items at the later stages when items
come up from the preclinical stage? | would be interested to hear from you in terms of resources and how
many projects are accumulating.

Maintenance is very important, especially for enzomenib, considering the symptoms. What | would like to ask
Mr. Murata is when and how you will start this development. | think that the combination with
Venetoclax/Azacitidine alone may not always meet the needs of patients with different backgrounds and
treatment histories. | would like to hear more about the pace at which you intend to expand the development
of concomitant use with other existing drugs.

Sato [Q]: Thank you for your explanation. | will answer your question.

As you know, we have made significant reductions in R&D expenditures in FY2023, FY2024, and FY2025. In
FY2026, we plan to increase R&D expenditures to a certain extent compared to the current fiscal year, but
this does not mean that there will be an abundance of funds.

What will this look like in the future? In the field of CNS, as well as in oncology, there are a lot of pipelines in
the late stages of research, and several are being developed that will be ready for clinical trials in FY2026 and
FY2027. We want to do as much as possible to move them into the clinic and advance their initial development.
We would like to consider the following process for those of these that have been confirmed safe in early
development and for which patient signals have been obtained.

Another question was asked if we are licensing out. We have not made a definite decision on that at this time.
First of all, as for the CNS in particular, we will have to confirm certain safety and efficacy signals before we
can consider what to do.

Of course out-licensing is an option, but | believe that we have all kinds of options, including joint development
and proceeding on our own. The decision will be made through internal consultation, taking into consideration
factors such as our overall pipeline situation and development budget at the time.

Murata [A]: | think the first question about enzomenib is how to develop maintenance.

We have patients who are currently participating in Phase | of our relapsed/refractory trials, dose escalation
trials and dose optimization trials, who are being transitioned to transplantation. This is a patient who reached
CR after treatment was completed and was transitioned to transplantation when the opportunity arose. Some
of those patients continue to cooperate with us in the administration of enzomenib. In this context, the study
of how to set the dosage during maintenance has already started now.

In addition, many academic professors are very interested in our work, as a result of our presentations at the
American Society of Hematology and the European Society of Hematology last year, and we have been
approached by such professors. We will also work to accumulate evidence while using that network of
academia.

We have also partnered with the National Cancer Institute in the US, and are working with US research
institutions to find out what kind of diseases enzomenib can be used for. We expect that a very variety of
opportunities will emerge in the future.

Hashiguchi [Q]: Thank you very much.

Do you have a similar approach to the development of combination therapies other than the combination
with Venetoclax/Azacitidine?
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Murata [A]: Yes, we do. Specifically, we have received requests from several professors to work with us on
combination studies of certain agents with enzomenib. We feel that we are getting a good response from
people who are interested in our products. We would like to use such a network in combination with other
than Venetoclax/Azacitidine to successfully accumulate evidence and expand opportunities for future
development.

Hashiguchi [M]: | understand very well. Thank you very much. That's all from me.
Kino [M]: Thank you very much.

Mr. Wada of SMBC Nikko Securities, please proceed.

Wada [Q]: This is Wada from SMBC Nikko Securities. Thank you very much.

I would like to ask about the platform nature of SMP-3124 for liposome formulations and the possibility of
horizontal development. | know that there are already several drugs approved for liposomes, but is there
some aspect of your liposome technology that differentiates it from the technology of other companies?

| am aware that you are now doing Phase I/1l for various types of cancer. | would like to ask about the
possibility of having to change the design for each cancer type, or about possible bottlenecks in horizontal
development.

Sato [A]: Thank you for your question.

The first point is about the uniqueness of our company as we increase our pipeline in the future. Indeed, we
also use existing liposomal nanomedicines. We have a great deal of expertise in the area of how to make
liposomes when making individual items, and we believe that our technology is very unique.

For SMP-3124, for example, there are no plans at this time to change the design for each cancer type.

Wada [Q]: Regarding this Phase I/Il data, the initial data on safety and other aspects will be available in
December 2028, but is there any possibility that the results will be available earlier than that?

Sato [A]: We will be presenting the data a little before 2028, in a conference presentation. However, we will
be presenting at another solid tumor conference, not at a hematology conference. There is not one that has
been adopted and decided at this time.

Wada [M]: | understand. Thank you very much. That's all from me.

Sato [M]: Thank you very much.

Kino [M]: Thank you very much.

There being no other questions, we will conclude the Q&A session with analysts and investors.
Analysts and investors are free to leave the room as the Q&A session with the press will follow.

Thank you for your patience. Next, we would like to turn to the question-and-answer session from the press.
The Q&A session will be held until 15:40.

First, | would like to ask the members of the press present at the Osaka headquarters to raise their hands if
they have any questions.
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Tomiyama [Q]: This is Tomiyama from Yomiuri Shimbun. | would like to ask you three questions related to
AMCHEPRY, which President Kimura mentioned at the beginning of this presentation.

Managing Executive Officer Sato explained that the practical application in FY2025, which is mentioned in the
document, is to obtain approval with conditions and deadlines. | am sure we will be able to confirm this again
based on the results of the 19th. What are your current goals for the market launch?

Kimura [A]: Thank you for your question.
| can't talk too much about the future, since only the schedule for the review was just announced, but we are
confident that the approval will go smoothly as we expect, and that it will probably be conditional and time-

limited.

The definition of "market launch" is difficult to define, but we consider it to be when its NHI price is
determined. In that sense, | believe we can do it in H1 of FY2026, which starts in April. We can't control that
ourselves.

Tomiyama [Q]: Do you mean around H1?

Kimura [A]: It is between 1Q and 2Q. It is our internal outlook.

Tomiyama [Q]: The second point is also a question based on the assumption that if approved. What do you
envision the impact and tailwind on the FDA's review in the US if you receive approval from the Japanese

regulatory authorities with conditions and deadlines?

Kimura [A]: The clinical trial has started and is running now, and we have to wait the review in the US a little
more. | think the conditional and term-limited approval itself will provide psychological support, but more
than that, the clinical data will probably build up, including safety data, and they will understand that.

However, the clinical usage itself or the details are not the same in the US and Japan. So | think it will be
treated as reference data. We are going to do our best to explain this to the US authorities.

Tomiyama [Q]: On the third and final point, | think the name of the product AMCHEPRY is unfamiliar to me,
or perhaps a coined term. What is the origin of this name?

Kimura [A]: As | explained at the beginning, we understood that the product name is also subject to the
approval review, so until now we have only disclosed the generic name. We released the name of the product
we envisioned in a hurry on Friday seeing the situation.

As you say, this is a coined term. There is an English word "ameliorate," which means to improve. There is an
Egyptian sun god named Khepri, which means rebirth, or the rebirth of the sun. We decided to combine these
two words to name our drug AMCHEPRY because it is appropriate for our drug, the dopamine progenitor cell
mechanism we are aiming for, and the expected efficacy of our drug.

Tomiyama [M]: | understand. Thank you very much.

Kino [M]: Thank you very much.

The next person, please.

Shimizu [Q]: Thank you. My name is Shimizu from Sankei Shimbun.
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| too would like to ask in relation to AMCHEPRY. | believe that your company's regenerative and cellular
business is targeting sales revenue of approximately JPY350 billion in the late 2030s. If the drug is approved,
how do you plan to ensure stable production and spread the drug? | believe that the situation will be different
from the case of oral medicines. Please tell us how you plan to achieve the approximately JPY350 billion.

Kimura [A]: We are now working on a project for ophthalmology products as well as Parkinson's. This JPY350
billion is an accumulation of such things, and the figure includes not only Japan but also the United States.

In promoting the use of the product, there is first of all a supply-side problem. Can we supply enough?
Especially for Parkinson's, we are ahead of our competitors and the technology is well established. We still
need to prepare the equipment and are gradually adding more at S-RACMO, but there are no technical
concerns.

On the other hand, since it is a surgical procedure, we need to explore a little more about how to transfer it
to medical institutions. The technology is established, but spreading that same technology to Japan and the
US is quite different from promoting ordinary pharmaceutical products.

Shimizu [M]: Thank you very much.
Kino [M]: The person in the front seat, please.
Misumi [Q]: | am Misumi from Nikkei Shimbun. Thank you very much.

I am sorry that our questions are concentrated to AMCHEPRY, but first, and | don't know if you can answer
this, but can you tell us how confident you are for approval?

Kimura [A]: We have experience with various approval applications. It would be presumptuous to say that we
are confident, but we did the best we could. Now we are just waiting for the results of the subcommittee's
discussions. Of course we are confident, but we don't know. Now we are waiting quietly.

Misumi [Q]: | understand. Thank you very much.

| believe that there have been a number of products that have received conditional approval but did not
receive full approval. In order to dispel such things, | think it will be necessary to accumulate post-sales data
and collect good data. Also, hypothetically speaking, if you were to receive a conditional and time-limited
approval, could you tell us what you would do to achieve this?

Kimura [A]: we do not know the real reason for the results so far. We believe it is necessary to conduct a
Phase IV trial, which is similar to a clinical trial, with the cooperation of hospitals and patients in order to
obtain solid data, and we are steadily making preparations for this.

Misumi [Q]: Thank you.

Finally, we recently received news that Takeda has ended its program with CiRA after 10 years. | thought this
was headwind news for iPS therapy. Please let me know how you take this.

Kimura [A]: In terms of the whole effort around iPS, that was a bit disappointing news. However, two drugs
of ours and Qualipse's are now in the process of being reviewed for approval. If these are successfully
approved, | think it will be a big boost.

I am not too surprised about the Takeda case, as we have been talking about it for some time now.

Misumi [M]: That's all. Thank you very much.
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Kino [M]: The next person, please.
Okada [Q]: My name is Okada from YAKUJINIPPO.

First, | will ask about the two cancer products. As for nuvisertib, you will be working on Phase Ill, and as for
enzomenib, you will accelerate Phase Il, which is currently being implemented. Do you have already
accumulated some data on enzomenib?

Kimura [A]: Murata will explain. One thing that was left out in the previous explanation is that this is Phase Il,
but this is a pivotal study, and we can apply for approval with it. | would like to add that explanation was left
out.

Murata [A]: As Kimura just added, the FDA has issued guidelines for acute myeloid leukemia. In this, a path is
allowed for certain populations with particularly poor prognosis and relapsed/refractory patients, where the
results of the Phase Il trial will be used to apply for approval.

Therefore, we are aiming to file an application in the US with the results of the Phase Il trial.

Okada [Q]: Could you give us an overview of the nuvisertib Phase Il trial, including the region and whether it
is a single agent or a combination, as far as you can tell at this point?

Murata [A]: We are actually already working on various things for the Phase Ill trial. Although it is a Phase | or
I trial, it has now started in a very large number of facilities in various countries. We would like to have those
facilities involved from the Phase | and Il stages to lubricate Phase Ill, which will proceed later. It is also very
important to familiarize them with nuvisertib administration and clinical trials. So we have been starting up
for a year or two now, and we are actually working with them on Phase | and Il trials.

One idea for the design of the Phase Ill trial is to use it in combination with momelotinib, which | mentioned
earlier. One more thing, as discussed, we are continuing to look into the possibility of single agents. We hope
to proceed with a good combination of these trials.

Okada [Q]: Last question. Regarding the whole thing, on page 16, after the launch of the two oncology
products, there is the launch of the CNS pipeline. Do you envision the launch of CNS next to iPS cells and
cancer?

Sato [A]: We wrote the second half symbolically. We have written three CNS pipelines after enzomenib and
nuvisertib are scheduled for launch in 2027 and 2028. We believe that depending on progress, the approval

and launch date of SMP-3124 may be even earlier. We believe this depends on which data we are gathering
we proceed with.

Okada [M]: | understand. Thank you very much.
Ishii [M]: | am Ishii from lyakukeizai.

What are your prospects for expanding SMP-3124 to the types of cancers with unmet medical needs that you
mentioned?

Sato [A]: The first place we are thinking about from the creation process and the data we are getting is
platinum-resistant ovarian cancer. The Phase | trial is designed to cover a wide range of solid tumors, and |
believe that we will proceed with the cancer types for which the efficacy can be confirmed by actual data.

Ishii [Q]: Do you have any specific candidates as of yet?

50



Sato [A]: Other than that, we are still considering. Originally, there were a number of prior products for this
CHK1 inhibitor. Although the mechanism was expected to be effective, unfortunately, they have not been
developed successfully due to safety issues. We believe there is a wide range of potential.

Ishii [M]: | understand.

Kino [M]: The person in the front, please.

Hashimoto [Q]: My name is Hashimoto from Nikkei BP.

| am not talking about individual items, but would like to ask about the research structure. Over the past few
years, there has been considerable downsizing and reorganization in the United States. Are overseas research

sites still maintained at the same size or have they shrunk considerably?

Sato [A]: The restructuring process in North America is quite complicated. 7 companies were reduced to one
in the summer of 2023. At that time, we decided to do some of the things we were doing as they were,
although we restructured some of them, so we had a large number of employees. Then, when the US
operations were largely reorganized at the end of FY2023, we downsized the late-stage development team,
primarily in CNS.

Meanwhile, the organization in charge of oncology is consolidating as progress is made on these two products.

In the US, there are activities for products such as Rhythmic, GEMTESA, etc., so there is a certain level of
organization.

Hashimoto [Q]: | think there were quite a few Sepracor-derived developments, but have you stopped all of
them?

Sato [A]: Sepracor, or ulotaront, the late CNS that was done at the former Sunovion, was licensed to Otsuka,
and the development of SEP-4199, which was at a late stage, was discontinued.

We have stopped the items of Phase | at that time and are now in the process of developing the next strategy
by dividing them into tier one, 02, and 03, as | explained earlier.

Hashimoto [Q]: Although there were many items that were discontinued, you mentioned earlier that more
early items are to come. Do you have no idea about reviving something that had been discontinued?

Sato [A]: We do have some suspended items that will be revived. Also, we are thinking of advancing what has
been created mainly by Japanese research organizations.

Hashimoto [Q]: Is what is about to emerge originated in Japanese research organizations? Are there not many
resources left for foreign ones?

Sato [A]: We have a CNS development organization, but our research organization is mostly downsized. So |
think they will come up from Japan.

Hashimoto [M]: Thank you.
Kino [M]: Thank you very much.

Due to time constraints, we would like to ask each of you to limit your questions from this point on to one
question.
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The next person, please.
Sakaguchi [Q]: My name is Sakaguchi from lyakukeizaisha.
Regarding AMCHEPRY, how large do you actually expect its sales to be in the future?

Kimura [A]: At this point in time, we have about 4 patients, but the number of patients multiplied by the drug
price is the scale of sales.

The amount of sales will not be disclosed. There are 300,000 patients in Japan. In the United States, the
number of patients is 700,000 or 1 million. This is a kind of transplant medicine. It depends on how many of
them are applicable.

We expect that, given the effectiveness and invasiveness of the treatment, it will be applicable to a significant
number of people. | believe we can make sales of over JPY1 billion on a global basis.

Sakaguchi [Q]: Are you saying that you expect the product to be as good as ORGOVYX?

Kimura [A]: ORGOVYX may be a bit larger, | cannot say. We want to make our products available to as many
people as possible.

Sakaguchi [M]: Thank you very much.
Kino [M]: The next person, please.
Kinjo [Q]: I'm Kinjo from NHK.

I would like also to ask about AMCHEPRY. You mentioned earlier about post-marketing surveillance, like Phase
IV, like a clinical trial. How many cases would the protocol consist of, and would it be done as a single or
double? | believe those will naturally be included in the agenda of review. You may not be able to be more
specific at this point, but what do you envision? Do you have plans to announce that at some point?

Kimura [A]: There is a post-marketing surveillance for any ordinary drug, but in the case of approval with
conditions and time limits, a study to prove efficacy is required, so | think we will conduct something almost
like a clinical trial. We will not know what kind of patients it will target and how large it will be until it is
approved. So | will refrain from answering for now.

Kinjo [M]: | understand. Thank you very much.
Kino [M]: The next person, please.
Kuriyama [Q]: | am Kuriyama from YAKUJINIPPO.

I too would like to ask about AMCHEPRY. | understand that the review process in Japan is about to begin, and
since this is a new area of medicine, there may be many points to consider in the deliberation process. What
do you anticipate will be the focus of deliberations on the part of the applicant? Could you tell us what you
think as the application side?

Kimura [A]: AMCHEPRY is what our industry calls a disease modifier. In short, it is a drug that treats the disease
itself, not merely alleviates symptoms or stops the progression of the disease. What kind of index to use to
evaluate its efficacy is totally different from that of ordinary Parkinson's disease drugs. That is one point. This
is, of course, a cellular product, so what are the possibilities regarding their quality control and others? Also,
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it will depend on what kind of guidelines the authorities come up with for clinical settings that involve surgical
procedures and need to be set up at the hospital side.

Kuriyama [M]: Thank you.
Kino [M]: | would like to move to the web.
Mr. Yokoyama, please.

Yokoyama [Q]: | would like to ask about enzomenib. Last year's presentation at ASH showed data on the
combination of Ven/Aza for relapsed/refractory patients. However, in the presentation, data from untreated
patients on Venetoclax and menin inhibitors were given, and | understood that this was designed for the
patients with first-episode. However, in the recent announcement, only about one-third of the respondents
were over 65 years old, and only one Asian. | understood that you would still have to wait for the data. In your
future development, do you intend to focus on unfit patients, or on those who are not suitable for strong
chemotherapy, or who are not transplantable, and do you intend to use it in combination with Ven/Aza in
first-episode patients? What is your design?

Murata [A]: Thank you for your question.

The design will be developed in consultation with the FDA and PMDA authorities, with Phase Il trials
envisioned and input obtained. For now, we assume that unfit patients, for whom Venetoclax/Azacitidine is
indicated, will be the first eligible patients.

Yokoyama [Q]: What about age? AML is generally a disease of the elderly, but this time only one-third of the
patients were included. | became curious about that.

Murata [A]: Since this one is for relapsed/refractory patients, the age group inevitably does not overlap with
the age group of so-called first-episode patients. How to set the age range for first-time cases is exactly the
point of discussion, and we are discussing this with the authorities.

Yokoyama [M]: | understand. Thank you very much.

Kino [M]: Thank you very much.

Since there seem to be no other questions, we will now conclude the question-and-answer session. This
concludes the R&D briefing. Thank you very much for joining us today.

[END]
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