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CAR-T treatments have life-saving potential but despite continued progress, only 25%-30%* of eligible patients currently
receive it. Long lead times, costly central manufacturing and complex logistics continue to be limiting factors for large-scale
capacity and broad patient access.
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* Ref: Kourelis T, Bansal R, Patel KK, et al: Ethical challenges with CAR-T slot allocation with idecabtagene vicleucel manufacturing access. J Clin Oncol 40,
2022 (16_suppl; abstr e20021); Hoffman MS, Hunter BD, Cobb PW, Varela JC, Munoz J. Overcoming barriers to referral for chimeric antigen receptor T- cell
therapy in patients with relapsed/refractory diffuse large B-cell lymphoma. Transplant Cell Ther. 2023;29(7):440-448. Mikhael J, Fowler J, and Shah N
Chimeric Antigen Receptor T-Cell Therapies: Barriers and Solutions to Access. JCO Oncology Practice Vol 18, No 1

At Galapagos, our scientists are dedicated to addressing the urgent needs of cancer patients who cannot wait for treatment.

Cell Therapies and Small Molecules

Revolutionizing cell therapy manufacturing for faster and broader
patient access

CAR-T treatments have life-saving potential
But only 25%-30%* of eligible patients currently receive it
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Our WHY

Bring cell therapies 
to more patients to 

save lives

Our HOW

Fresh, fit, stem-like
early memory cell therapy 

in median 7 days 
vein-to-vein, close to 

cancer treatment 
centers

To accelerate and expand access to cell therapies, we are pioneering a decentralized manufacturing approach that brings
production closer to patients. Our innovative cell therapy manufacturing platform has the potential to dramatically reduce
vein-to-vein time, the time between leukapheresis to infusion, from months or weeks to just seven days, thereby enabling
the rapid delivery of potential life-saving treatments.

Beyond speed, a fundamental goal of cell therapy manufacturing is to deliver fit T-cells with strong self-renewal capacity
and long-term functionality.1 In practice, T-cells often lose self-renewal capacity during culture and transduction, where they
differentiate and become exhausted.2

To meet these objectives, we are implementing a globally scalable, innovative, and decentralized cell therapy
manufacturing platform. This platform is designed to deliver fresh, fit, stem-like early memory T-cells with a median vein-to-
vein time of seven days, while also enhancing physician oversight and improving the patient experience.
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Pioneering the Future of Cell Therapy

Arcangeli S, Bove C, Mezzanotte C, Camisa B, Falcone L, Manfredi F, et al. CAR T cell manufacturing from naive/stem memory T lymphocytes enhances antitumor responses
while curtailing cytokine release syndrome. J Clin Invest. 2022;132(12):e150807. doi: 10.1172/JCI150807.

1

Watanabe N, Mo F, McKenna MK. Impact of manufacturing procedures on CAR T cell functionality. Front Immunol. 2022;13:876339. doi: 10.3389/fimmu.2022.876339.2
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Encouragingly, our platform has shown higher proportions of early T-cell phenotypes—including naïve/stem cell memory
(TN/SCM) and central memory (TCM) cells—in the final therapeutic product for our first-generation CD19 CAR-T product
candidates, GLPG5101 and GLPG5201 (see Portfolio section), compared to the starting material available after initial
leukapheresis. These findings reinforce the potential of our approach to redefine cell therapy manufacturing and improve
patient outcomes.
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Galapagos’ innovative and differentiating decentralized cell therapy platform consists of an end-to-end xCellit® workflow
management and monitoring software system, a decentralized, functionally closed, automated manufacturing platform for
cell therapies (using Lonza’s Cocoon®) and a proprietary quality control testing and release strategy.

Flexible Decentralized Manufacturing Model:
Agile, reliable, scalable and consistent decentralized production near the clinic

Consistency by design

GMP production at a compliant facility

Centrally supplied equipment / material kits

Globally scalable

24/7 technical support
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Allowing fresh product administration
Enabling 7-day vein-to-vein time

Cloud-based platform 
that covers the entire 
workflow and allows 
real-time monitoring

Next-generation 
automated and closed 
manufacturing system 
enables decentralized 

production using 
Lonza’s Cocoon®

Proprietary innovative 
QC testing and release 

strategy

Providing greater physician visibility 
and improved patient experience

The Cocoon® Platform is a registered trademark of Lonza Group AG.

We are preparing to initiate pivotal development of our lead CD19 CAR-T candidate, GLPG5101, in 2026, with the goal of
obtaining the first approval in 2028, using our decentralized manufacturing approach. At the same time, we are committed
to leveraging our platform as broadly as possible with new modes-of-action and indications to further enhance patient
care. This includes advancing next-generation cell therapy programs, such as armored, multi-targeting constructs in both
hematological and solid tumors, to maximize impact.

To achieve these goals, and supported by our strong collaborations with Lonza (for the Cocoon® platform) and Thermo
Fisher Scientific (for the development of an ultra-rapid PCR sterility test together with miDiagnostics), we are scaling up
manufacturing capacity at our existing DMUs in the U.S., including Landmark Bio (Boston area), Excellos (San Diego area),
and Catalent (New Jersey, New York, and surrounding areas), as well as at multiple DMUs in key European markets.
Additional DMUs will be integrated into Galapagos’ network to ensure sufficient capacity to support future pivotal studies in
key regions.

With the 2022 acquisition of U.S.-based AboundBio, we have significantly expanded our capabilities in next-generation
cell therapy discovery and development. Our innovation engine is built on the ability to generate vast and diverse human
antibody libraries in multiple formats, including antigen-binding fragments (Fab), single-chain variable fragments (scFv),
and unique variable heavy (VH) domains. These libraries enable the rapid discovery of high-affinity binders, within days to
weeks, that can be optimized for development and adapted for various applications, such as multi-targeting CARs.

Our next-generation cell therapy pipeline provides a strong foundation for sustainable value-creation. It comprises multi-
targeting, armored cell therapy constructs designed to improve potency, prevent resistance, and improve persistence of
CAR-Ts in hematological and solid tumors.

We are preparing to initiate clinical development of our first armored, bi-specific CAR-T candidate in 2025, and our goal is to
expand our clinical pipeline with at least one new program per year starting in 2026.

By leveraging proprietary methodologies, we enhance binder diversity, affinity, and specificity, increasing the potential
for next-generation, multi-targeting, armored cell therapies. These innovations aim to address key limitations of existing
treatments by improving potency, preventing resistance, and enhancing therapy persistence, even in cases of relapse.

Galapagos’ Decentralized Manufacturing Model

Innovation engine to develop next-generation cell therapies
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By combining our existing clinical pipeline with our next-generation portfolio and innovative manufacturing
approach, Galapagos is committed to reshaping the future of oncology care and making a meaningful impact
on patients' lives.

In small molecule drug discovery, an assay designed to assess target activity is exposed to large collections of small
chemical molecules, allowing the identification of chemical structures that interact with the target to block or activate its
activity, resulting in the target’s modulation in the cells and prevention of disease-causing effects.

We have built extensive expertise in small molecule research and development. Our in-house capabilities include chemical
library development, high throughput screening, pharmacology, and preclinical development with the goal of accelerating
the time from target identification to first-in-human clinical development.

On January 8, 2025, we announced a plan to separate into two publicly traded entities. As part of the planned strategic
reorganization, we are seeking partners to take over our small molecule portfolio.

We operate in a highly innovative industry characterized by pioneering advances in the understanding of disease biology,
rapidly changing technologies, strong intellectual property barriers to entry, and many companies involved in the discovery,
development and commercialization of novel medicines. We compete with a broad range of biopharmaceutical companies
that focus their research and development activities on oncology and immunology, including drug modalities that compete
with our focus areas of small molecules, CAR-T cell therapies and biologics.

For more information on industry trends and risks, we refer to the Risk Management section of this report.

Small Molecule Platform

Competitive environment
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The following diagram provides an overview of our lead cell flagship program GLPG5101 and cell therapy candidates in
clinical and preclinical development as of the date of the publication of this report:

HEMATOLOGICAL TUMORS

Candidate Target Class Indication Discovery IND/CTA-
Enabling

Phase 1 Phase 2

GLPG5101* CD19 CAR-T
Double-refractory, 
aggressive, B-cell 
malignancies

FL/MZL

MCL

DLBCL

PCNSL

High risk DLBCL

BL

DLBCL-RT

CLL

MMR/R multiple myeloma

B-cell malignancies

Multiple myeloma

CAR-T

CAR-T

CAR-T

TCR-T

CAR-T

CAR-T

BCMA

Armored bi-specific

Non-disclosed

MAGE-A4, expressing CD8α

Non-disclosed

Non-disclosed

GLPG5301

Asset 1

Asset 2

SOLID TUMORS

Head & neck cancer

SCLC and neuro-endocrine

Platinum-resistant ovarian

Uza-cel1

Asset 3

Asset 4

BL, Burkitt lymphoma; CLL, chronic lymphocytic leukemia; DLBCL, diffuse large B-cell lymphoma; FL, follicular lymphoma; High-risk DLBCL with
International Prognostic Index 3-5 or double/triple-hit lymphoma, primary refractory disease, defined as subjects failing to achieve a complete response
to first-line anti-CD20 and anthracycline-based chemoimmunotherapy after ≥2 cycles at the interim disease assessment; MCL, mantle cell lymphoma;
MM, multiple myeloma; MZL, marginal zone lymphoma; PCNSL, primary central nervous system lymphoma; R/R relapsed/refractory; RT, Richter
transformation; SCLC, small-cell lung cancer; 1 Collaboration with ADAP * Protocol for GLPG5101 currently being amended to include DLBCL-RT and CLL

We announced on February 12, 2025, that we are focusing our resources on accelerating GLPG5101 as our flagship CD19 CAR-T program. Pending the
advancement of GLPG5101 in additional indications, we are deprioritizing activities for GLPG5201, our second CD19 CAR-T candidate.

As part of the planned separation announced on January 8, 2025, and our strategic reorganization to focus on cell therapies
in oncology, we are actively exploring partnerships for our small molecule portfolio in oncology and immunology. Our goal
is to identify potential partners who can further develop and commercialize these assets, ensuring they reach patients who
can benefit from them. As of the date of this publication, the small molecule portfolio is outlined in the chart below.

R&D Pipeline in Oncology and Immunology
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Product
Candidate

Target Study Drug class Indication Discovery IND-
Enabling

Phase 1 Phase 2

GALACELA

GALARISSO

Systemic lupus erythematosus

Dermatomyositis

Inflammatory bowel disease

Inflammation/auto-immune disorders

Solid tumors

Small molecule

Small molecule

Small molecule

Small molecule

Undisclosed

Multiple

Multiple

TYK2

pBIC asset

pBIC assets

pBIC assets

GLPG3667

Cancer affects us all, leaving no one untouched. The urgency for effective, broadly accessible treatment options is
paramount, as many patients face a grim prognosis, with survival often measured in months rather than years. Advances in
cancer research stand as a beacon of hope, offering the potential to transform patient outcomes.

At Galapagos, we are dedicated to redefining cancer treatment, striving to turn cancers into manageable chronic conditions,
or even curable diseases. Our oncology researchers are committed to overcoming the devastating impact of cancer by
accelerating novel approaches to targeting the disease from multiple angles. This includes pioneering next-generation
therapies and breakthrough manufacturing technologies that enhance accessibility and efficacy.

We believe that the most transformative progress comes from combining cutting-edge science and technology, both within
and beyond our organization, to establish a new, multi-faceted treatment paradigm for cancers with significant unmet
medical needs.

We are advancing a broad cell therapy pipeline for multiple aggressive hematological and solid tumors, addressing patients
in urgent need of better treatment options.

Our pipeline includes investigational therapies in more than 10 indications:

Immunology

>5 programs across immunology indications identified

TYK2 inhibitor, GLPG3667, in Phase 3-enabling studies in SLE and DM - has potential in other auto-immune
indications

Oncology

>5 programs across cancer types identified

Deliver precision medicines

Oncology

B-cell malignancies: clinical programs in mantle cell lymphoma (MCL), marginal zone lymphoma (MZL)/follicular
lymphoma (FL), diffuse large B-cell lymphoma (DLBCL), high-risk first-line DLBCL, Burkitt lymphoma (BL), primary CNS
lymphoma (PCNSL), relapsed/refractory chronic lymphocytic leukemia (R/R CLL), Richter transformation (RT) of CLL
and relapsed/refractory multiple myeloma (R/R MM) as well as early-stage programs in high unmet need indications.

Solid tumors: uza-cel, a TCR-T candidate for head and neck cancer, in partnership with Adaptimmune, and early-stage
programs in additional indications of high unmet needs, including small cell lung cancer (SCLC), neuro-endocrine and
ovarian cancer.
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Looking ahead, we plan to initiate pivotal development of our most advanced program in 2026, targeting a first approval in
2028. Our early-stage pipeline is expected to generate at least one clinical candidate per year starting in 2026, reinforcing
our commitment to continuous innovation and patient impact.

GLPG5101 is a second generation anti-CD19/4-1BB CAR-T product candidate, administered as a single fixed intravenous
dose. The safety, efficacy and feasibility of decentralized manufactured GLPG5101 are currently being evaluated in the
ATALANTA-1 Phase 1/2 study in patients with relapsed/refractory non-Hodgkin lymphoma (R/R NHL).

The primary objective of the Phase 1 part of the study is to evaluate safety and to determine the recommended dose
for the Phase 2 part of the study. Secondary objectives include assessment of efficacy and feasibility of decentralized
manufacturing of GLPG5101.

The dose levels that were evaluated in Phase 1 are 50x106 (DL1), 110x106 (DL2) and 250x106 (DL3) CAR+ viable T-cells.

The primary objective of the Phase 2 part of the study is to evaluate the Objective Response Rate (ORR) while the secondary
objectives include Complete Response Rate (CRR), duration of response, progression free survival, overall survival, safety,
pharmacokinetic profile, and the feasibility of decentralized manufacturing. Each enrolled patient will be followed for
24 months.

Phase 1
primary objectives:

Safety and 
determination

of an RP2D

Phase 2
primary objective:

Efficacy (ORR)
Safety

Efficacy (including duration of response and minimal residual disease)
Pharmacokinetics and pharmacodynamics
Feasibility of decentralized manufacturing

Phase 1/2 secondary objectives:

No prior CD19-targeted 
therapies

Phase 1 dose escalation:
DLBCL

Primary refractory or first 
relapse

FL, MZL, MCL
Relapsed or refractory 
after 2 prior treatments

Phase 2 expansion cohorts:
DLBCL, HR DLBCL,
a FL + MZL, MCL, 
BL, PCNSL

Key eligibility criteria

Day –6 to Day –4:
Flu/Cy conditioning chemoc

Decentralized 
manufacturing

GLPG5101 
single fresh 

infusion
Screening Leukapheresis

Day –35b Day –7 Day 0 Day 28
Follow-up

First response 
assessment

aPatients with no prior therapies and IPI 3–5, or double/triple-hit lymphoma on interim PET scan. bScreening could take place up to a maximum of 28
days prior to leukapheresis. cConditioning chemotherapy: fludarabine IV (30 mg/m2/day); cyclophosphamide IV (300 mg/m2/day). BL, Burkitt lymphoma;
Cy, cyclophosphamide; FL, follicular lymphoma; Flu, fludarabine; (HR) DLBCL, (high-risk) diffuse large B-cell lymphoma; IPI, international prognostic
index; IV, intravenous; MCL, mantle cell lymphoma; MZL, marginal zone lymphoma; ORR, objective response rate; PCNSL, primary central nervous system
lymphoma; PET, positron emission tomography; RP2D, recommended Phase 2 dose.

GLPG5101: CD19 CAR-T to expand to eight aggressive B-cell malignancies,
broadening patient reach and impact

ATALANTA-1 phase 1/2 study design and objectives
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Phase 1 Phase 2

Characteristic
DL1
n = 7

DL2
n = 11

DL3
n = 2

All patients
N = 20

All patients
N = 25

Age, median (range), years 63.0 (50–77) 67.0 (25–78) 67.5 (63–72) 66.5 (25–78) 67.0 (40–81)

Male sex, n (%) 7 (100) 5 (46) 1 (50) 13 (65) 16 (64)

Race: white, n/n available (%) 7/7 (100) 10/10 (100) 1/1 (100) 18/18 (100) 25/25 (100)

NHL subtype, n (%)

DLBCL 4 (57) 7 (64) 2 (100) 13 (65) 0

MCL 2 (29) 1 (9) 0 3 (15) 5 (20)

FL 1 (14) 2 (18) 0 3 (15) 16 (64)

MZL 0 1 (9) 0 1 (5) 4 (16)

IPI/MIPI/FLIPI score at screening, high risk, n (%) 3 (43) 4 (40) 1 (50) 8 (42) 14 (56)

ECOG PS: 0/1/2 n (%)

4(57) /
3(43) /

0

3(27) /
7(64) /

1(9)

0 /
2(100) /

0

7(35) /
12(60) /

1(5)

13(52) /
7(28) /
5(20)

All prior therapies, median (range) 3 (2–7) 2 (1–7) 1.5 (1–2) 2.5 (1–7) 3 (2–11)

Prior systemic therapies, median (range) 3 (2–6) 2 (1–6) 1.5 (1–2) 2 (1–6) 3 (2–6)

Ann Arbor disease stage: II/III–IV, n (%)
0 /

7(100)
1(9) /

10(91)
1(50) /
1(50)

2(10) /
18(90)

5(20) /
20(80)

DL1 = 50 × 106 CAR+ T cells; DL2 = 110 × 106 CAR+ T cells; DL3 = 250 × 106 CAR+ T cells. Data cutoff: April 25, 2024. CAR, chimeric antigen receptor; DL, dose level; DLBCL, diffuse large B-
cell lymphoma; ECOG PS, Eastern Cooperative Oncology Group performance status; FL, follicular lymphoma; (M, FL)IPI, (MCL, FL) international prognostic index; MCL, mantle cell
lymphoma; MZL, marginal zone lymphoma; NHL, non-Hodgkin lymphoma

In December 2024, we presented new data4 from the ongoing ATALANTA-1 Phase 1/2 study at the 2024 Annual Meeting of
the American Society of Hematology (ASH) Meeting, which included updated data on patients with mantle cell lymphoma
(MCL), marginal zone lymphoma (MZL) / follicular lymphoma (FL), and diffuse large B-cell lymphoma (DLBCL).

As of the data cut-off on April 25, 2024, 49 patients had received cell therapy infusion, and safety and efficacy results were
available for 45 patients and 42 patients, respectively. The results are summarized below:

Demographics and baseline characteristics of ATALANTA-1:
heavily pre-treated NHL patient population

High objective response rates (ORR) and complete response rates (CRR) were observed in the pooled Phase 1 and
Phase 2 efficacy analysis set, split by indication:

In MCL, all 8 of 8 efficacy-evaluable patients responded to treatment (ORR and CRR 100%).

In MZL/FL, objective and complete responses were observed in 20 of 21 efficacy-evaluable patients (ORR and CRR
95%).

In DLBCL, 9 of 13 efficacy-evaluable patients responded to treatment (ORR 69%), with 7 patients achieving a
complete response (CRR 54%). Of the 7 patients with DLBCL who received the higher dose, 6 responded to
treatment (ORR 86%) while 5 achieved a complete response (CRR 71%).

Of the 15 minimal residual disease (MRD)-evaluable patients with a complete response, 12 patients (80%) achieved MRD
negativity and remained in complete response at data cut-off.

The median study follow-up was 3.3 months for FL and DLBCL with a range of 0.9-21.2 months, and 4.4 months for MCL
with a range of 1-24.4 months.

GLPG5101 showed an encouraging safety profile, with the majority of Grade ≥ 3 treatment emergent adverse events
being hematological. One case of CRS Grade 3 was observed in Phase 1 and one case of ICANS Grade 3 was observed in
Phase 2.

Data presented at ASH 2024 (Kersten MJ, et al). Oral ASH presentation #93, 7 Dec 2024. Cut-off date: April 25, 20244
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High OR and CR rates were observed (best response at any time after infusion)a
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aTwo patients who received cryopreserved product were not included in the efficacy analyses; both patients were in CR at data cutoff. bThree patients
with FL were not included in the Phase 2 response outputs as the first response assessment data were not available at data cutoff. Data cutoff: 25 April
2024. CR, complete response; CRR, complete response rate; DL, dose level; DLBCL, diffuse large B-cell lymphoma; FL, follicular lymphoma; MCL, mantle
cell lymphoma; MZL, marginal zone lymphoma; OR, objective response; ORR, objective response rate; PR, partial response

96% of patients (47 of 49) received an infusion with fresh, fit, stem-like early memory (naïve/stem cell memory and
central memory) CD19 CAR T-cell therapy, with 91.5% (43 of 47) achieving a vein-to-vein time of seven days, thereby
avoiding cryopreservation, and eliminating the need for bridging therapy.

Strong and consistent in vivo CAR-T expansion levels and products consisting of stem-like, early memory phenotype
T-cells were observed in all doses tested. This early phenotype reflects the differentiation status of the cells, which is
associated with enhanced functionality and persistence of CAR-T cells, which could potentially be an early predictor of
durable responses after infusion.

Beyond MCL, MZL/FL and DLBCL, the ATALANTA-1 study also includes high-risk first line DLBCL, Burkitt lymphoma
(BL), and primary CNS lymphoma (PCNSL). Patient recruitment is ongoing in Europe. With the U.S. Food and Drug
Administration (FDA) Investigational New Drug (IND) application clearance secured, leading cancer centers in Boston
have been activated, and patient screening has begun. Boston-based Landmark Bio is operational and serves as the
decentralized manufacturing unit (DMU) for ATALANTA-1.

Building on these encouraging data and in line with its goal to streamline the business, we are focusing our resources on
accelerating GLPG5101 as our flagship CD19 CAR-T program, and pending the advancement of GLPG5101 in additional
indications, are deprioritizing activities for GLPG5201, our second CD19 CAR-T candidate. With the addition of double-
refractory chronic lymphocytic leukemia (CLL) and Richter transformation (RT) of CLL, both indications with significant
unmet needs, GLPG5101 would be developed across eight aggressive B-cell malignancies, further unlocking its broad
potential to address significant unmet medical needs.

We aim to present additional new data at a medical meeting in 2025.

Encouraging efficacy data:
ATALANTA-1 preliminary pooled Phase 1/2 results in heavily pretreated patient
population
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Phase 1 Phase 2

TEAEs up to 14 weeks after infusion
(end of treatment)

DL1
n = 7

DL2
n = 11

DL3
n = 2

All patients
N = 20

All patients
N = 25

Any TEAE, n (%) 7 (100) 11 (100) 2 (100) 20 (100) 24 (96)

Any GLPG5101-related TEAE, n (%) 7 (100) 11 (100) 2 (100) 20 (100) 21 (84)

Serious TEAE, n (%) 2 (29) 3 (27) 0 5 (25) 2 (8)

TEAE leading to death, n (%) 0 1 (9) 0 1 (5) 0

Any Grade ≥ 3 TEAE, n (%) 7 (100) 11 (100) 2 (100) 20 (100) 18 (72)

Hematologic Grade ≥ 3 TEAEs, n (%)

Neutropeniaa 6 (86) 11 (100) 2 (100) 19 (95) 15 (60)

Lymphopeniab 4 (57) 2 (18) 0 6 (30) 5 (20)

Anemiac 2 (29) 4 (36) 0 6 (30) 2 (8)

Thrombocytopeniad 3 (43) 1 (9) 0 4 (20) 4 (16)

Leukopeniae 2 (29) 5 (45) 1 (50) 8 (40) 7 (28)

Other Grade ≥ 3 TEAEs in ≥ 2 patients,f n (%)

Pyrexia 1 (14) 1 (9) 2 (10) 1 (4)

Pleural effusion 1 (14) 1 (9) 2 (10) 0

DL1 = 50 × 106 CAR+ T cells; DL2 = 110 × 106 CAR+ T cells; DL3 = 250 × 106 CAR+ T cells.
a Includes neutropenia/neutrophil count decreased.
b Includes lymphopenia/lymphocyte count decreased.
c Includes anemia/hemoglobin decreased.
d Includes thrombocytopenia/platelet count decreased.
e Includes leukopenia/white blood cell count decreased.
f In either the Phase 1 or Phase 2 total population.
Data cutoff: April 25, 2024
CAR, chimeric antigen receptor; DL, dose level; TEAE, treatment-emergent adverse event

Encouraging safety profile:
ATALANTA-1 preliminary results in heavily pretreated patient population
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CD4+

*** ***

CD8+

Proportion of naïve/stem cell memory + central memory T cells

Exploratory flow cytometry analysis of T-cell subsets in the apheresis starting material and final product. Nonparametric paired-samples Wilcoxon tests
were used to assess the statistical significance of the differences in early memory phenotype T-cell subsets (TN/TSCM and TCM) in the final product
compared with the starting material. Early phenotype CD4+ and CD8+ (CAR) T cells: naïve/stem cell memory T cells (CD45RO–CD197+ TN/SCM ); central
memory T cells (CD45RO+CD197+ TCM). Percentage of early phenotype T cells (sum of CD45RO–CD197+ TN/SCM and CD45RO+CD197+ TCM ) of CD4+ or CD8+

(gated on CAR+ T cells for final product) for paired patient samples (N = 40). Data cutoff: 25 April 2024. ***P < 0.001; med, median; Q, quartile; TCM, central
memory T cells; TN/SCM, naïve/stem cell memory T cells

The fitness of the final product was evaluated by measuring the level of CAR T-cell expansion. We observed robust CAR T-cell
expansion in treated patients across all dose levels. At the cut-off date of April 24, 2024, 15 out of 18 evaluable patients (83%)
had detectable CAR T-cells at 6 months post-infusion: 75% in Phase 1 and 100% in Phase 2. Persisting CAR T-cells could be
detected up to 21 months post-infusion. These findings support persistence of GLPG5101, which could be an early predictor
of durable responses.

GLPG5101 product characteristics
The CD4:CD8 ratio of CAR+ T cells increased in the final product as compared to the ratio of CD4:CD8 T cells in the
starting material (median [Q1, Q3] increase of 0.8 [0.05, 2.02])

The proportion of early phenotype CD4+ and CD8+ CAR T cells increased significantly in the final product, compared
to the early phenotype CD4+ and CD8+ T cells in the starting material
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Phase 1
DL1
n = 7

DL2
n = 11

DL3
n = 2

All patients
N = 20

Median AUCd0–28,
copies/μg DNA × days
(min, max)

3.5 × 106

(6.6 × 105,
1.7 × 107)

2.9 × 106

(5.0 × 105,
7.9 × 106)

3.4 × 106

(1.2 × 106,
5.5 × 106)

3.2 × 106

(5.0 × 105,
1.7 × 107)

Quantification of GLPG5101 in peripheral blood using aqPCR (LOQ: 1000 vector copies) and bdPCR (LOQ: 50 vector copies/μg DNA). AUCd0–28, area under
the curve from Day 0 to 28; D, Day; (d/q)PCR, (digital/quantitative) polymerase chain reaction; DL, dose level; LOQ, limit of quantification; S, screening

These initial results reinforce the potential of Galapagos’ innovative, decentralized cell therapy manufacturing platform to
deliver fresh, stem-like, early memory CD19 CAR T-cell therapy, with a median vein-to-vein time of seven days.

Building on these encouraging data and in line with our goal to streamline the business as announced on January
8, 2025 and February 12, 2025, we are focusing our resources on accelerating GLPG5101 as our flagship CD19 CAR-T
program, and pending the advancement of GLPG5101 in additional indications, are deprioritizing activities for GLPG5201,
our second CD19 CAR-T candidate. With the addition of double-refractory chronic lymphocytic leukemia (CLL) and Richter
transformation (RT) of CLL, both indications with significant unmet needs, GLPG5101 would be developed across eight
aggressive B-cell malignancies, further unlocking its broad potential to address significant unmet medical needs.

Cellular expansion and durable persistence of GLPG5101
Quantification of GLPG5101 up to Day 28 post-infusion (Phase 1)a

Persistence after Day 28 post-infusiona,b

15/18 (83%) patients had detectable GLPG5101 in peripheral blood at Month 6 post-infusion:

9/12 (75%) in Phase 1

6/6 (100%) in Phase 2

Persisting CAR T cells could be detected up to 21 months post-infusion
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GLPG5201 is a second generation anti-CD19/4-1BB CAR-T product candidate, administered as a single fixed intravenous
dose. The safety, efficacy and feasibility of decentralized manufactured GLPG5201 were evaluated in the EUPLAGIA-1 Phase
1/2, open-label, multicenter study in patients with relapsed/refractory chronic lymphocytic leukemia (R/R CLL), small cell
lymphocytic lymphoma (R/R SLL), and Richter transformation (RT).

Patients with CD19+ R/R CLL or R/R SLL with >2 lines of therapy are eligible to participate, and patients with RT are eligible
regardless of prior therapy. The primary objective of the Phase 1 part of the study is to evaluate safety and determine the
recommended dose for the Phase 2 part of the study. The dose levels that are evaluated in the Phase 1 part of the study are
35x106 (DL1) and 100x106 (DL2) CAR+ viable T cells.

The primary objective of the Phase 2 part of the study is to assess the ORR and the secondary objectives including the
analysis of the CRR, duration of response, progression free survival, overall survival, safety pharmacokinetic profile, and
feasibility of decentralized manufacturing.

CD19+ R/R CLL after 
≥ 2 prior LOT, including a 
BTKi, BCL2i, and/or PI3Ki

Richter transformation, 
regardless of prior LOT

Age ≥ 18 years

ECOG PS 0 or 1

No prior CD19-targeted
therapies

Phase 1
primary objectives:

Safety and determination
of a recommended 

Phase 2 dose

Phase 2
primary objective:

Efficacy (ORR)
Safety

Efficacy (CRR, MRD−, DOR, PFS, OS)
Pharmacokinetics and pharmacodynamics
Feasibility of decentralized manufacturing

Secondary objectives:

Key eligibility criteria

Day –6 to Day –4:
Flu/Cy conditioning chemob

Decentralized 
manufacturing

GLPG5201 
single fresh 

infusion
Screening Leukapheresis

Day –35a Day –7 Day 0 Day 28
Follow-up

First response 
assessment

aScreening could take place up to a maximum of 28 days prior to leukapheresis. bConditioning chemotherapy: fludarabine IV (30 mg/m2/day);
cyclophosphamide IV (300 mg/m2/day). BCL2i, B-cell lymphoma 2 inhibitor; BTKi, Bruton tyrosine kinase inhibitor; CLL, chronic lymphocytic leukemia;
CRR, complete response rate; Cy, cyclophosphamide; DOR, duration of response; ECOG PS, European Cooperative Oncology Group performance status;
Flu, fludarabine; IV, intravenous; LOT, lines of treatment; MRD, minimal residual disease; ORR, objective response rate; OS, overall survival; PFS,
progression-free survival; PI3Ki, phosphoinositide 3-kinase inhibitor.

GLPG5201: CD19 CAR-T in relapsed/refractory chronic lymphocytic leukemia and
Richter transformation

EUPLAGIA-1 Phase 1/2 study design and objectives
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CLL
(N = 6)

RT
(N = 9)

Age, median (range), years 68 (58–74) 65 (50–74)

Male sex, n (%) 4 (67) 6 (67)

Race, n (%)

White 6 (100) 8 (89)

Hispanic or Latino 0 (0) 1 (11)

ECOG PS, n (%)

0 3 (50) 4 (44)

1 3 (50) 5 (56)

LDH, median (range), U/L 235 (174–297) 242 (152–535)

SPD, median (range), cm2 31.8 (5.2–67.5) 14.6 (3.8–112.8)

ALC, median (range), 109/L 33.97 (1.40–110.40) 1.03 (0.48–1.40)

High-risk molecular features, n/n available (%)a

17p deletion 1/5 (20) 2/9 (22)

TP53 mutated 1/5 (20) 5/9 (56)

11q deletion 1/5 (20) 2/9 (22)

Complex karyotype 2/4 (50) 1/2 (50)

IGHV unmutated 5/5 (100) 8/8 (100)

Treatment history in patients with CLL (N = 6)

No. of total prior therapy lines, median (range) 4 (2–10)

BTKi and BCL2i, n (%) 6 (100)

Treatment history in patients with RT (N = 9)

No. of total prior therapy lines, median (range) 3 (3–5)

Prior CLL-directed therapy, n (%) 9 (100)

No. of prior CLL-directed therapy lines, median (range) 1 (1–3)

Prior RT-directed therapy, n (%) 8 (89)

No. of prior RT-directed therapy lines, median (range) 2 (0–4)
a Information on 17p deletion, TP53 mutation, and 11q deletion was reported for 14 patients at data cutoff (CLL, N = 5; RT, N = 9). One patient had missing data. Karyotyping was

reported for 6 patients (CLL, N = 4; RT, N = 2). Baseline is defined as the last assessment prior to leukapheresis. Data cutoff: February 21, 2024. ALC, absolute lymphocyte count;
BCL2i, B-cell lymphoma 2 inhibitor; BTKi, Bruton tyrosine kinase inhibitor; CLL, chronic lymphocytic leukemia; ECOG PS, Eastern Cooperative Oncology Group performance status;
IGHV, immunoglobulin heavy-chain variable region gene; LDH, lactate dehydrogenase; RT, Richter transformation; SPD, sum of the product of perpendicular diameters.

In December 2024, we presented initial encouraging safety and efficacy encore data from the EUPLAGIA-1 Phase 1/2 study
during a poster session at the 2024 Annual Meeting of the American Society of Hematology (ASH) Meeting.

As of the data cut-off on February 21, 2024, patient recruitment of the Phase 1 dose-finding part of EUPLAGIA-1 has been
completed and, 15 patients (6 at dose level 1 (DL1); and 9 at dose level 2 (DL2)) were enrolled, all of whom were diagnosed
with R/R CLL, and 9 with additional RT. All 15 Phase 1 batches were manufactured using Galapagos’ decentralized platform
and infused as a single fresh, fit product within a median vein-to-vein time of seven days, with 80% of patients receiving the
product in seven days. Safety and efficacy results were available for 15 patients.

Baseline characteristics EUPLAGIA-1:
heavily pre-treated CLL and RT patient populations
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The results are summarized below:

High OR and CR rates were observed (best response at any time after infusion)
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DL1 
(n = 6)

DL2 
(n = 9)

All patients
(n = 15)

DL1
(n = 3)

DL2
(n = 3)

DL1
(n = 3)

DL2
(n = 6)

2/6

1/6 1/9

7/9

3/6

1/3

1/3

1/3

2/3

1/3

1/3

2/3

6/6

3/15

2/15

10/15

1/9

All patientsa

(N = 15)
CLL

(N = 6)
RT

(N = 9)

ORR 83%
CRR 50%

ORR 89%
CRR 78%

ORR 87%
CRR 76%

ORR 100%
CRR 33%

ORR 67%
CRR 33%

ORR 67%
CRR 67%

ORR 100%
CRR 100%

Pa
tie

nt
s (

%
)

PRCR No response (stable disease, progressive disease, or not evaluable)Best response:

aCombined response: iwCLL criteria for patients with CLL and Lugano classification for patients with RT, as per investigator’s assessment. CLL, chronic
lymphocytic leukemia; CR, complete response; CRR, complete response rate; DL, dose level; iwCLL, International Workshop on CLL; OR, objective
response; ORR, objective response rate; PR, partial response; RT, Richter transformation.

Overall, 13 of 15 efficacy evaluable patients responded to treatment (Objective Response Rate (ORR) of 93%) and 10 of
15 patients achieved a Complete Response (CRR of 66.7%). 8 of 9 patients with RT responded to treatment (ORR of 89%)
and 6 of 9 RT patients achieved a Complete Response (CRR of 67%). At time of analysis, 10 of 13 of responding patients
(77%) were in ongoing response with a median follow-up of 6 months; 2 of 3 patients who progressed after an initial
response had confirmed CD19-negative disease.

At the higher dose level (DL2), 8 of 8 patients responded to treatment (ORR of 100%), 5 of 8 patients achieved a Complete
Response (CRR of 63%), and 6 of 6 patients with RT responded to treatment (ORR of 100%).

GLPG5201 showed an encouraging safety profile with most treatment emergent adverse events (TEAEs) of Grade 1 or 2,
mostly hematological. Cytokine release syndrome (CRS) Grade 1 or 2 was observed in 53% of the patients, and no CRS
Grade ≥ 3 or any immune effector cell-associated neurotoxicity syndrome (ICANS) were observed. Two deaths occurred
in patients with RT: one event of cytomegalovirus colitis 14.5 months post-infusion in a patient with complete response
(CR), and one death due to disease progression 110 days post-infusion.

The proportion of early T-cell phenotypes was higher in the final product (FP) compared with leukapheresis starting
material (SM): CD4+ T cells median (range) change +23.6% (−17.9 to 39.3), with an increase observed in 10 out of 13
patients; CD8+ T cells median (range) change +50.8% (7.6 to 73.3), with an increase observed in 13 out of 13 patients. The
ratio of CD4+:CD8+ CAR T cells increased in the FP. Robust CAR T-cell expansion was observed by qPCR in all patients,
independent of DL. Peak expansion and exposure were comparable between patients with CLL and RT. Median time to
peak expansion was 14 days for both subgroups.

Persistence was durable and could be detected in peripheral blood up to 15 months post-infusion.

Encouraging efficacy data:
EUPLAGIA-1 preliminary results in heavily pretreated patient population
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Phase 1

TEAEs up to 14 weeks after infusion, n (%)
DL1
n = 6

DL2
n = 9

All patients
N = 15

Any TEAE 6 (100) 9 (100) 15 (100)

Any GLPG5201-related TEAE 6 (100) 8 (89) 14 (93)

Serious TEAE 2 (33) 5 (56) 7 (47)

TEAE leading to death 0 0 0

Any Grade ≥ 3 TEAE 6 (100) 9 (100) 15 (100)

Hematological Grade ≥ 3 TEAEs

Neutropeniaa 6 (100) 7 (78) 13 (87)

Anemiab 3 (50) 2 (22) 5 (33)

Lymphopeniac 0 1 (11) 1 (7)

Thrombocytopeniad 1 (17) 4 (44) 5 (33)

CRSe

Grade 1/2 3 (50) 5 (56) 8 (53)

Grade ≥ 3 0 0 0

Time to onset, median (range), days 4.0 (4–7) 4.5 (1–13) 4.0 (1–13)

Duration, median (range), days 5.0 (3–6) 5.5 (3–9) 5.0 (3–9)

CRS toxicity management

Tocilizumab 2 (33) 5 (56) 7 (47)

Dexamethasone 1 (17) 3 (33) 4 (27)

ICANSe 0 0 0

Infection, Grade ≥ 3 0 2 (22) 2 (13)

Prolonged cytopenia,f Grade ≥ 3

30 days after infusion 2 (33) 3 (33) 5 (33)

60 days after infusion 2 (33) 4 (44) 6 (40)
a Includes neutropenia/neutrophil count decreased.
b Includes anemia/hemoglobin level decreased.
c Includes lymphopenia/lymphocyte count decreased.
d Includes thrombocytopenia/platelet count decreased.
e Events can be recorded during the treatment period (up to 14 weeks after infusion) or during follow-up.
f Includes all events related to neutropenia, thrombocytopenia, anemia, and lymphopenia.
CRS, cytokine release syndrome; DL, dose level; ICANS, immune effector cell-associated neurotoxicity syndrome; RT, Richter transformation; TEAE, treatment-emergent adverse
event.

Encouraging safety data:
EUPLAGIA-1 preliminary Phase 1 data in heavily pretreated patient population

Deaths:

1 patient with RT died of an unrelated infection while in complete response

1 patient with RT died due to disease progression
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Higher proportions of early T-cell phenotypes (naïve/stem cell memory [TN/SCM] and central memory [TCM])
were observed in the final product versus leukapheresis starting material

The ratio of CD4+ to CD8+ CAR T cells increased in the final product compared with the starting material
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Median change of +23.6%
Med: 31.8 Med: 57.1

Median change of +50.8%
Med: 6.2 Med: 56.8 Med: 0.8 Med: 3.2

% CD4 > % CD8

% CD4 < % CD8

Proportion of Early Memory T-Cell Phenotypes CD4⁺:CD8⁺ T-Cell Ratios

Exploratory flow cytometry analysis of T-cell subsets in the apheresis starting material and final product for paired patient samples (N = 13). A, Percentage
of early phenotypes (sum of TN/SCM [CD45RO−CD197+] and TCM [CD45RO+CD197+]) of CD4+ or CD8+ cells (gated on CAR+ cells for the final product). B, Ratio
of CD4+ to CD8+ cells (gated on CAR+ cells for the final product). Data cutoff: February 21, 2024. CAR, chimeric antigen receptor; CLL, chronic lymphocytic
leukemia; FP, final product; Med, median; RT, Richter transformation; SM, starting material; TCM, central memory T cells; TN/SCM, naïve/stem cell memory T
cells.

The fitness of the final product was evaluated by measuring the level of CAR T-cell expansion. We observed robust CAR T-cell
expansion in treated patients across both dose levels.

GLPG5201 product characteristics
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Quantification of GLPG5201 in peripheral blood by quantitative polymerase chain reaction. Data available for 15 (DL1, n = 6; DL2, n = 9) patients at data
cutoff. Data cutoff: February 21, 2024. D, Day; DL, dose level; M, Month; S, Screening; W, Week.

Upon infusion, abundance of CD4+ and CD8+ naïve/stem cell memory CAR T cells in the FP positively correlated
with in vivo CAR T-cell exposure (AUCd0-28) (Spearman rank correlation [95% CI] for CD4+: 0.67 [0.23, 0.91], and for CD8+: 0.80
[0.50, 0.93]).
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Black line shows monotonic increasing (P-spline) fit, and the gray area shows the 95% confidence interval. Data cutoff: February 21, 2024. AUCd0–28, area
under the curve from Day 0 to Day 28; TCM, central memory T cells; TN/SCM, naïve/stem cell memory T cells.

Cellular expansion of GLPG5201
Robust CAR T-cell expansion was observed, independent of the dose received

Early Phenotypes and Exposure
Higher proportions of early memory phenotype CD8+ CAR T cells in the infused
product correlated with higher in vivo CAR T-cell exposure (AUCd0–28)
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Building on the encouraging ATALANTA-1 data and in line with our goal to streamline the business as announced on
January 8, 2025 and February 12, 2025, we are focusing our resources on accelerating GLPG5101 as our flagship CD19 CAR-T
program, and pending the advancement of GLPG5101 in additional indications, are deprioritizing activities for GLPG5201,
our second CD19 CAR-T candidate. With the addition of double-refractory chronic lymphocytic leukemia (CLL) and Richter
transformation (RT) of CLL, both indications with significant unmet needs, GLPG5101 would be developed across eight
aggressive B-cell malignancies, further unlocking its broad potential to address significant unmet medical needs.

GLPG5301 is a second-generation/4-1BB B-cell maturation antigen (BCMA)-directed CAR-T product candidate, administered
as a single fixed intravenous dose. The safety, efficacy and feasibility of decentralized manufactured GLPG5301 are being
evaluated in the PAPILIO-1 Phase 1/2, open-label, multicenter study in patients with relapsed/refractory multiple myeloma
(R/R MM) after ≥2 prior lines of therapy.

The primary objective of the Phase 1 part of the PAPILIO-1 study is to evaluate safety and determine the recommended
dose for the Phase 2 part of the study. The primary objective of the Phase 2 part of the study is to evaluate the efficacy of
GLPG5301, as measured by the Objective Response Rate (ORR). Secondary objectives for both Phase 1 and Phase 2 include
further assessment of the safety of GLPG5301, additional efficacy endpoints, including assessment of Minimal Residual
Disease (MRD), as well as the feasibility of decentralized manufactured GLPG5301 in R/R MM patients. Each enrolled patient
will be followed for 24 months. During Phase 1, up to 2 dose levels will be evaluated and at least 12 patients will be enrolled
to establish the recommended Phase 2 dose. Approximately 30 additional patients will be enrolled in the Phase 2 part of
the study to further evaluate the safety and efficacy of GLPG5301.

The Phase 1 part of the PAPILIO-1 Phase 1/2 study is currently recruiting patients. Upon completion of Phase 1 and analysis
of the data, we will evaluate the most appropriate development strategy and next steps.

We aim to present Phase 1 data at a future medical conference.

Key eligibility criteria

Ph1 - dose escalation

Ph2 - dose expansion

Day –6 to Day –4:
Flu/Cy conditioning chemo

Decentralized
manufacturing

GLPG5301 
single fresh 

infusion
Screening Leukapheresis

Day –35* Day –7 Day 0

Up to three DL
(n≈12-24)

(n≈30)
‘5301 RP2D dose

Day 28
Follow-up monthly

First response 
assessment

R/R MM

Exposed to IMiD, Pi, 
and CD38

≥2 prior LoT

No prior BCMA-targeted
therapy

*Screening can take place up to a maximum of 28 days prior to leukapheresis. †Lymphodepleting chemotherapy: fludarabine IV (30 mg/m2/day);
cyclophosphamide IV (300 mg/m2/day)
IMiD, immunomodulatory drug; Pi, proteasome inhibitor; Cy, cyclophosphamide; Flu, fludarabine; LOT, lines of treatment; RP2D, recommended Phase 2
dose; R/R, relapsed/refractory

GLPG5301: BCMA CAR-T in relapsed and refractory multiple myeloma

PAPILIO-1 Phase 1/2 study design of GLPG5301 in R/R MM
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In May 2024, we signed a clinical collaboration agreement with an option to exclusively license Adaptimmune’s next-
generation TCR T-cell therapy (uza-cel) targeting MAGE-A4, and co-expressing the CD8α co-receptor, for head and neck
cancer, and potential future solid tumor indications, using Galapagos’ cell therapy manufacturing platform. Under the
terms of the agreement, Adaptimmune will receive initial payments totaling $100 million, option exercise fees of up to
$100 million, additional development and sales milestone payments of up to a maximum of $465 million, plus tiered
royalties on net sales.

CD8+ SPEAR T-cells
kill tumor cells

First-generation CD4 +

SPEAR T-cells do not 
kill tumor cells

CD4+ SPEAR T-cells 
with CD8α co-receptor 

kill tumor cellsCD4+ T-cells produce IL-2 and 
IFNy to support the immune response

CD8α

Tumor cell death

Tumor cell

CD4⁺
T-cells

CD8+

T-cells

CD8α

Uza-cel has the same engineered T-cell receptor (TCR) as afamitresgene autoleucel (afami-cel), which has demonstrated efficacy in synovial sarcoma, plus
an additional CD8α co-receptor that expands the immune response and improves potency against non-sarcoma MAGE-A4–expressing solid tumors (Ref.:
NCT04044768; D’Angelo SP. Lancet. 2024;403:1460; Anderson VE. J lmmunother. 2023;46:132. 3. Moreno V. Presented at ESMO, FPN:1019O, October 23,
2023, Madrid)

In December 2024, we and Adaptimmune presented strong preclinical proof-of-concept data at the annual ASH meeting
for uza-cel. The data demonstrated that Galapagos’ decentralized cell therapy manufacturing platform can produce uza-
cel with features that may result in improved efficacy and durability of response in the clinic compared with the existing
manufacturing procedure (see graphs below).

Preparations are ongoing with the goal to start clinical development in 2026.

Uza-cel: MAGE-A4 directed TCR T-cell therapy candidate, co-expressing CD8α
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A375, MAGE-A4+ cells (24 hours) NCI-H1755, MAGE-A4+ cells (24 hours) COLO205, MAGE-A4– cells (24 hours)

CCP transduced GDM transduced GDM non-transduced CCP non-transduced

A375, MAGE-A4+ cells (48 hours) NCI-H1755, MAGE-A4+ cells (48 hours) COLO205, MAGE-A4– cells (48 hours)

xCELLigence cytotoxicity assay at GDM lab showed GDM cells had more significant killing compared with CCP cells at the lowest effector to target cell (E:T)
ratio. Incucyte cytotoxicity assay at CCP lab showed similar killing patterns using both manufacturing methods at all E:T ratios tested (not shown),
although 1:1 was the lowest E:T tested.

Our proprietary early-stage pipeline provides a strong foundation for sustainable value-creation.

It comprises multi-targeting, armored cell therapy constructs designed to improve potency, prevent resistance, and improve
persistence of CAR-Ts in high-unmet need hematological and solid tumors, including B-cell malignancies, SCLC, and neuro-
endocrine and platinum-resistant ovarian cancer.

We plan to initiate clinical development of a novel CAR-T candidate in 2025 and to expand our clinical pipeline of next-
generation programs with the addition of at least one clinical asset from 2026 onwards.

xCELLigence cytotoxicity assay on T-cell products manufactured using Galapagos’
decentralized manufacturing (GDM) versus current centralized platform (CCP)

Next-generation early-stage cell therapy pipeline

PLATFORMS AND PORTFOLIO

Galapagos NV Annual Report 2024
43



By exploring new frontiers in science and technology, we strive to accelerate innovation of transformational medicines that
deliver more years of life and quality of life for patients and families living with immune-mediated conditions. On January 8,
2025, we announced our intention to separate into two publicly traded entities, with Galapagos to focus solely on advancing
its leadership in cell therapy. As a result of this planned strategic focus, we are currently seeking partners to take over our
small molecule portfolio in immunology.

On January 31, 2024, we announced the successful completion of the transaction to transfer our entire Jyseleca® (filgotinib)
business to Alfasigma S.p.A. (Alfasigma), including the European and UK Marketing Authorizations, and the commercial,
medical affairs and development activities for Jyseleca®. In connection with the completion of the transaction,
approximately 400 Galapagos positions in 14 European countries have been transferred to Alfasigma to support business
continuity and ongoing patient access.

In 2020, filgotinib obtained regulatory approval in Europe, Great Britain, and Japan for the treatment of adult patients with
moderate-to-severe active rheumatoid arthritis (RA). Filgotinib obtained regulatory approval for the treatment of adults with
moderate-to-severe ulcerative colitis (UC) in the European Union in 2021, and in Great Britain and Japan in January and
March 2022, respectively.

As a consequence of the transfer of the Jyseleca® business to Alfasigma, the revenues and costs related to Jyseleca® for the
full years 2024 and 2023 are presented separately from the results of the Company’s continuing operations on the line ‘Net
profit from discontinued operations, net of tax’ in the consolidated income statement.

Under the terms of the agreement, Galapagos received a €50 million upfront payment and is eligible to receive potential
sales-based milestone payments totaling €120 million and mid-single to mid-double-digit earn-outs on European sales.
Galapagos will contribute up to €40 million to Alfasigma by June 2025 for Jyseleca® related development activities.

We are advancing our TYK2 inhibitor, GLPG3667, in two Phase 3-enabling studies for systemic lupus erythematosus (SLE)
and dermatomyositis (DM). Patient randomization of the SLE study was completed in February 2025, ahead of schedule.
Topline results for the entire GLPG3667 program are anticipated in the first half of 2026.

Following the planned strategic reorganization as announced early this year, we are seeking potential partners to take over
our small molecule assets, including GLPG3667 for SLE, DM, and other potential auto-immune indications.

GLPG3667 is an investigational reversible and selective TYK2 kinase domain inhibitor that was discovered by us and
evaluated in a Phase 1 healthy volunteer study in 2020. The Phase 1 study was a randomized, double-blind, placebo-
controlled dose escalation study evaluating safety, tolerability, pharmacokinetics (PK) and pharmacodynamics (PD) of
single and multiple ascending oral doses of GLPG3667 for 13 days.

Blood was drawn at multiple time points on Day 1 and on Day 10 and stimulated ex vivo with several cytokines, including
IFNα, to analyze the level of inhibition of inflammation, including the effect on phosphorylated signal transducer and
activator of transcription (pSTAT) signaling as well as hematological parameters, lipids, and creatine phosphokinase (CPK)
(see graphs below).
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‘3667 high dose (150mg QD) in HV for 14 days (n=6)

Collected blood (day 10) triggered ex vivo with IFNα or GM-CSF

‘3667 high dose (150mg QD) in HV for 4 days (n=14)

Blood collected at Tmax (3h post-administration) triggered 
ex vivo with IFNα, IL-2

HV: healthy volunteer. Source: company data
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Following these results, we initiated a randomized, placebo-controlled, double-blind Phase 1b study in 31 patients with
moderate-to-severe plaque psoriasis. Patients were randomized in a 1:1:1 ratio to a daily oral dose of GLPG3667 (low dose
or high dose) or placebo, for a total of 4 weeks.

GLPG3667 is a potent, selective TYK2 inhibitor

No effect on hematological parameters, lipids and CPK
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In July 2021, we announced positive topline results demonstrating that GLPG3667 was generally well tolerated with a
positive response signal at Week 4 (see graph below):

Clinical activity at 4 weeks with once daily dosing
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In August 2023, we announced that the first patient was enrolled in GALACELA, the Phase 3-enabling study with GLPG3667
in patients with SLE.

Follow-up
‘3667 oral

4 weeks48 weeks

Primary endpoint: proportion of subjects with improvement at Week 32 according to SLE Responder Index (SRI)-4
Secondary endpoints: proportion of subjects achieving BICLA, CLASI-A, LLDAS scores, joint count readouts,
safety/tolerability, PK

Adults with active systemic lupus erythematosus  (N≈140)

Placebo
Screening

At Week 4, 4 out of 10 patients in the high dose group had a Psoriasis Area and Severity Index (PASI)50 response, defined as
at least a 50% improvement in PASI from baseline, compared to one out of 10 subjects on placebo. There were no subjects
with a PASI 50 response on the low dose of GLPG3667. The 4 responders in the high dose group of GLPG3667 achieved a 52%,
65%, 74% and 81% improvement respectively in their PASI scores from baseline, while the subject randomized to placebo
improved by 52%. Positive efficacy signals were also observed with the high dose for other endpoints, including affected Body
Surface Area and physician and patient global assessment, versus placebo at Week 4.

Phase 1b psoriasis study with GLPG3667

One subject in the low dose group interrupted participation in the study for one day due to exacerbation of psoriasis.
The majority of treatment related adverse events (AEs) were mild in nature and transient. There were no deaths or
serious adverse events (SAEs) in this 4-week study.

GLPG3667 in systemic lupus erythematosus (SLE)

GALACELA Phase 2 study design with GLPG3667 in SLE
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GALACELA is a Phase 3- enabling randomized, double-blind, placebo-controlled, multi-center study to evaluate the efficacy,
safety, tolerability, pharmacokinetics, and pharmacodynamics of GLPG3667 in adults with active SLE. A once-daily oral
administration of GLPG3667 or placebo will be investigated in approximately 140 adult patients with SLE for 32 weeks.

The primary endpoint is the proportion of patients who achieve the SLE responder index (SRI)-4 response at Week 32.
The secondary efficacy endpoints are the proportion of patients who achieve the British Isles Lupus Assessment Group
(BILAG)-based Composite Lupus Assessment (BICLA) response at Week 32, proportion of patients with >=50% reduction in
Cutaneous Lupus Erythematosus Disease Area and Severity Index Activity (CLASI-A) score at Week 16, proportion of patients
who achieve Lupus Low Disease Activity State (LLDAS) at Week 32 and change from baseline in the 28-joint count for tender,
swollen, and tender and swollen (active) joints at Week 32.

In February 2025, patient randomization for the GALACELA study was completed, ahead of schedule.

In April 2023, we announced that the first patient was dosed in GALARISSO, the Phase 2 study with GLPG3667 in DM patients.

Follow-up
‘3667 oral (n=31)

4 weeks24 weeks

Primary endpoint: proportion of subjects with improvement at Week 24 according to ACR/EULAR criteria
Secondary endpoints: change from baseline in m-CDASI-A, safety/tolerability, PK

Adults with active dermatomyositis and reduced muscle strength

Placebo (n=31)
Screening

GALARISSO is a Phase 3-enabling randomized, double-blind, placebo-controlled, multi-center study to evaluate the efficacy
and safety of GLPG3667. A daily oral administration of GLPG3667 150mg or placebo will be investigated in approximately
62 adult patients with DM over 24 weeks. The primary endpoint is the proportion of patients with at least minimal
improvement in the signs and symptoms of DM at Week 24 according to the American College of Rheumatology (ACR) and
the European League Against Rheumatism (EULAR) criteria. Topline results for the entire GLPG3667 program in both SLE
and DM are expected in the first half of 2026.

GLPG3667 in dermatomyositis (DM)

GALARISSO Phase 2 study design with GLPG3667 in DM
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