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Disclaimer

This presentation contains forward-looking statements, including (without limitation) statements concerning the progress of our clinical pipeline, the statements regarding

the global R&D collaboration with Gilead, the amount and timing of potential future milestone, opt-in and/or royalty payments by Gilead, the slides captioned 34D59 in
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innovation to SDWLHQW YV forBrR boLanéwsflow rich 2020° 33 L R Q HidrUS QW L HaD $Ndés “pertaining to the collaboration with Gilead announced on 14 July

2019, statements regarding the expected timing, design and readouts of ongoing and planned clinical trials (i) with filgotinib in RA, IBD, and other potential indications (ii)

with GLP@G.690 and GLP@A205 in IPF and Ssc, (iii) with the Toledo program, (iv) with GLPG1972in OA, and expectations regarding the commercial potential of our

product candidates. When used in this presentation, the words 3SDQWLFLSDWH “~ SEHOLHYH "~ 3FDQ “~ 3FRXOG ~ 3ddsighed P"DRV H*PBH [ S HAFW K WL’
3ZLOO "3SODQ "3:SRWHQWLDO " 3SRVVLE O Hnd 8igllaHe3frésgibns are Enkémtledid Lidemtify féMEre-MaRity Statements.

Forward-looking statements involve known and unknown risks, uncertainties and other factors which might cause the actual results, financial condition, performance or
achievements of Galapagos, or industry results, to be materially different from any future results, financial conditions, performance or achievements expressedor implied
by such forward-looking statements. Among the factors that may result in differences are the inherent uncertainties associated with competitive developments, clinical trial
and product development activities, regulatory approval requirements (including that data from the company's development programs may not support registration or
further development of its compounds due to safety, efficacy or other reasons), reliance on third parties (including *D O D S DxdlRhofation partners Gilead, Servier,
MorphoSys, and Novartis) and estimating the commercial potential of its product candidates. A further list and description of these risks, uncertainties and other risks can
be found in *D O D S [Bé&uitifs and Exchange Commission 36 ( & filing and reports, including *D O D S DnbBt Vefent Form 20-F and subsequent filings with the SEC.
Given these uncertainties, you are advised notto place any undue reliance on such forward-looking statements.

All statements herein speak onlyas of the release date of this document. Galapagos expressly disclaimsany obligation to update any statement in this document to reflect
any change in future development with respect thereto, any future results, or any change in events, conditions and/or circumstances, on which any statement is based,
unless specifically requiredby law or regulation.

Under no circumstances may any copy of this presentation, if obtained, be retained, copied, or transmitted.
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Our R&D delivery



Delivery since November 2018

PHASE 3
START

PROOFS OF FENELE
CONCEPT

PRECLINICAL
CANDIDATES

NEW
TARGETS

inflammation
metabolic

fibrosis
OA
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Our R&D focus areas

inflammation
39%

metabolic Discovery FTEs

18% by indication

fibrosis
28%
OA osteoarthritis
PCKD: polycystic kidney disease
HBV: hepatitis B virus
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R&D portfolio turnover
Active portfolio of around 30 projects

~ 6-7 new targets /
projects per year

~ 6 projects rﬂ
stopped " ENGINE |
per year

12 PCCs
over the last 3 years
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GLPG4059
Preclinical results in metabolic
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Restoring the immune imbalance

Toledo

disease resolution

immune balance restored

healthy disease ’ immunoregulatory pro-inflammatory

immune balance immune imbalance

immunoregulatory  pro-inflammatory ~ immunoregulatory pro-inflammatory

current therapies

immune suppression

immunoregulatory pro-inflammatory
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Dual activity confirmed in colon tissue

T-cell transfer model
colon analysis
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Efficacy in arthritis models with

CIA model
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Robust efficacy demonstrated across preclinical models of arthritis with 2nd gen Toledo

Source: internal data on file
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%, Activity across generations & indications

PanTOL
TOL2/3
TOL3

4t gen

5th gen

T On track to develop multiple candidates across different selectivity profiles

T Robust activity in broad panel of /7 vivo disease models

T Plan multiple 3SR&fV ZLWK u LQ SDWLHQWYV LQ

Green: activity;, Salmon: insufficient activity
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+2021

Ing studies

Wave 1 +2020

T inflammatory indications
+ short PoCs
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Future-proofing
our research engine



Drug discovery: current approach

Novel Clinical
targets studies
| ' Small molecule '
drug discovery
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->%, Expand our target & drug workspace

6,000+ 20,000+
Drugable by Protein-encoding
small molecules genes
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Drug discovery: evolution (1)

| I Small molecule |
drug discovery
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Novel targets: next step

New targets: New targets:
based on public info based on GLPG knowledge

®
®
® o
o ®
“,,-s:r:A n ND OR RAS'\ perpi} 2
Novel targets Novel targets Novel targets

on disease pathways on disease networks
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From phenotype to pathway

Old concept
JO'” Vascular
Gout i / Gout
—— PSO ou

TNF
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Drug discovery: an evolving concept (2)

Patient
' data ﬁ

Targ ets

Clinical
studies
| I Small molecule '
drug discovery

Galapagos



RA: new technologies to map disease

responder non-responder

Source: data from Prof. Christopher Buckley, on file

synovial biopsy
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Where are JAKSs in the joint ?

Plasma cells

_* F-a:Lining, |
F-3: Sublining DKK3+ _ * gt
’ a52%

4 LA
Jctivated B 3§ rlionocyte 1

cells CR 7 N

Monocyte 2

CDAT cell

30
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Source: data from Prof. Christopher Buckley, on file

JAKT

JAK2
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Choosing the right cell type and pathway

Joint structure IHC on synovial tissue
’i‘ 1—— Bone EAP
\ PDPN
N
’ Sublining
/ layer
/’/// \
_ ‘ | Lining
[ _-__Eartllage layer
'} Synovial
fluid

| &

Source Left graph adapted from: C. Buckley, Nature 572, 590-592 (2019); Right graph data from Prof. Christopher Buckley, on file G a ]_ a 'p a g 0OS



Drug discovery: an evolving concept (3)

Patient

' data ﬁ
studies

| New modalities I
Small molecule

drug discovery
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Drug modalities  xcurrent

RNA Proteins Modulation
small molecules ==
peptides

antibodies

cell therapy

Transcription Translation

»

CRISPR oligonucleotidés
gene therapy small molecules

Degradation

PROTACS
small molecules

|
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Drug modalities  xcurrent and future

RNA Proteins Modulation
small molecules ==
peptides

antibodies

cell therapy

Translation -

Transcription

CRISPR
Geme Tiinenagpy

oligonucleotides

small molecules
‘

Degradation

PROTACS
small molecules
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Capitalizingon */3*YV H]|L Vaékde@sk

20,000 protein-coding genes

TDV
platform
Small molecule discovery Small molecule discovery Oligonucleotide discovery

functional inhibitor protein binder protein knock down

) 4

Oligonucleotide based
silencing technologies
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Small molecules PROTACS, small molecules Oligonucleotide-based drugs,

small molecules
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Additional targets to be explored

2019 2025

6000 genes primary screen 20,000 genes
I re-screen l _
~ 150 confirmed hits on target selection ~ 300 confirmed hits
I validation l l
~ 10 validated > 10 validated D G /§liQated
targets SM targets targets

‘ drugability ‘ ‘
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Filgotinib in RA & beyond



Filgotinib program

MAA filed Ph3
NDA H2 u topline
Q2 u Ph3
recruiting
?:-4‘ Ph3
recruiting

Phase 3
Phase 2

Ph3

preparing
l 'Y X .
v "
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Global inflammation market $65B by 2027

estimated market size, $B
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Durable response in EQUATOR PsA Ph2

ACRZ20 ACRS50 ACR70
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FILGOTINIB (FIL) FIL/PBO FIL/PBO
PLACEBO (PBO) N e5/66  60/64

Source: Coates et al. ACR 2019 Gala p a g OS



Durable response in EQUATOR PsA Ph2

Responders (%)

Source: Coates et al. ACR 2019
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Consistent safety data in EQUATOR PsA Ph2

Incidence Incidence rate/100 PYE
# of pts (%) # of pts (%) # of events

TEAES of special interest
P FIL 200 mg, n=65 placebo, n=66 FIL 200 mg, PYE=160

wk 0-16 wk 0-16 wk 0-52

all serious infections 1(1.5) - 1.9 (3)
opportunistic infections - - -
herpes zoster 1(1.5) - 0.6 (1)
malignancies - - 0.6 (1)
deep vein thrombosis - - ,

pulmonary embolism - - -

major cardiac events
(adjudicated)

deaths 1(1.5) - 0.6 (1)

i i 0.6 (1)

Sources: Mease et al. ACR2018, Coates et al. ACR 2019
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>, Phase 3 PENGUIN program in PsSA

100 and 200 mg

-1
XS I
PENGUIN 1: MTX - IR 1,000 24 weeks ACR20 at W12
adalimumab control
PENGUIN 2: biologic - IR 390 16 weeks ACR20 at W12

39

cDMARD adden
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Our JAK1 hypothesis



>y JAKL
key to inflammation

Our hypothesis

T only JAK1 inhibition is needed to
address inflammation

T by avoiding JAK2/JAK3 inhibition,
these functional pathways can
be preserved

Filgotinib
T highly selective for JAK1

T does not inhibit JAK2 or JAK3 at
therapeutic doses

FOLD SELECTIVITY

JAK1 vs JAK2
30 30
25 25
20 20
15 15
10 10
5 5
0 0
filgotinib

Sources: In-house human whole blood assay,
Mcinnes et al. ACR2017

JAK1 vs JAK3

filgotinib
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) L O JR W LJAK1 EnfhiMition Is sufficient to
address inflammation

Active In MTX- Treatment

naive to effect of
bDMARD-IR 200mg

Clinical
benefits seen
CEY

patients maintained
(156 wks)
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«ZLWKRXW OLDEL-@lge &ftedts RI R

FINCH program
up to wk24

adalimumab filgotinib
PBOMTX | 0mg EOW

N=1039 N=325 N=2088

serious
infection 10 (1.0) 8 (2.5) 29 (1.4)
herpes
zoster 4(0.4) 2 (0.6) 12 (0.6)
DVT/PE 3(0.3) 0 (0) 1 (<0.1)
SEELNE 2(0.2) 0 (0) 4 (0.2)

N = excludes 1 case of retinal vein occlusion
Source: Winthrop et al., ACR 2019; Kavanaugh et al., ACR2019
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«ZLWKRXW OLDEL-@lge &ftedts RI R

DARWIN 3 wk156

event filgotinib
50-200 mg
per 100 PYE DARWIN 3 wk156
patient year exp. 2,203
serious infection 1.0
herpes zoster 1.5
2/2,203*
DVT/PE 0.1
deaths 0.2
A = excludes 1 case of retinal vein occlusion, * = 1 deep vein thrombosis and 1 recurrent pulmonary embolism with fa tal outcome G a 1 é. -p a g 0S

Source: Winthrop et al, ACR 2019, Kavanaugh et al ACR2019



Filgotinib, a clinically selective JAK1 inhibitor

Strong Normalization Favorable

activity of laboratory safety profile

on RA signs & parameters Infections

symptoms negatively zoster

Impacted by VTEs
Inflammation
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Prof. Toby Maher

Professor of Respiratory Medicine, Imperial College London
Consultant Physician and Director of Respiratory Research, Royal Brompton Hospital



My background - Royal Brompton Hospital

Giants in Chest Medicine % CH EST

Giants in Chest Medicine

Margaret Turner-Warwick,
DBE, DM, PhD

Peter J. Barnes, DM, DSc, Master FCCP
London, England

Editor’s Note: This series recognizes and highlights the accomplishments
:gf' tncdividuads who have cont ributed greatly to chest medicine. To view
the video interview with Dr Turner-Warwick, go to journal. publications.
c}rn'rm'f_org

Margaret Turner-Warwick, DBE, DM, PhID, is a very
appropriate choice as a Giant in Chest Medicine as she
has had a major influence on research and under-
standing of pulmonary disease over a long period. She
was born in London in 1924 and is related to Lord
Baden-Powell, the founder of the Boy Scout movement.
She studied physiology at Oxford University and
qualified in medicine at University College Hospital in
London in 1950, During the same year, she married
Richard Turner-Warwick, who she met in Oxford and
who went on to become a distinguished urologic
surgeon. After junior medical posts in London, she
decided on a career in respiratory medicine after
working at the Brompton Hospital, then as now the
major respiratory center in the United Kingdom.
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IPF: chronic, progressive & fatal disease

T Interstitial lung disease (ILD) : term used for group of lung disorders
T Idiopathic pulmonary fibrosis (IPF) IS most common type

9.5% of European _ _ Number of hospital
IPF patients have Median survival

direct relative with IS currently

visits & mortality rates

i rising, suggesting
IPF or non-specific 2 13 years burden of disease

interstitial post-diagnosis increasing
pneumonia

Sources: Guenther A et al. Respir Res 2018;19:141doi: 10.1186/512931-018-0845-5,; Fernandez Pérez ER et al. Chest 2010,137129 437
doi: 10.1378/chest.09-1002; Sharif R. A J Manag Care 2017,23:517645183.; Lederer DJ & Martinez FJ. N Engl J Med 2018,379.794798
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Severity underestimated

: : Comparison of the 5-yr survival rate
I Pathoblology & mortallty of for IPF and various forms of cancer

IPF and cancer very similar

100

T Current IPF treatment regimens
do not improve survival 80 -

60

Average survival for IPF is

5-yr survival rate %

shorter than for many
malignancies 20

Bladder
Breast
Colon
Kidney
Leukaemia
Lymphoma
Lung
Prostate
Pancreas
Skin
Thyroid
Uterus

IPF

Source: adapted from Vancheri C et al. Eur Respir J 2010,35;4964504 doi: 10.1183/09031936.0007 7309 G a 1 é_ 'p a g 0OS



IPF burden on the rise

Incidence* Prevalence Incidence

2.8-9.3

per 100,000

1-63
per 100,000 X

*In North America and Europe
Sources. Barratt SL et al. J Clin Med 2018,7 doi: 10.3390/jcrm 7080201, Jo HE et al. Eur Respir J 2017,49 doi:
10.1183/13993003.01592-2016; Fernandez Pérez ER et al. Chest 2010 137:1294 37 doi: 10.1378/chest.09-1002 G a 1 a 'p a g 0OS



,3) SDWLHQW LV WA\SLFDOO\ PDOH

More common
IN males

Majority former or
current smokers

Usually diagnhosed
>50 years
(highest incidence
70 9 years)

Sources: Fernandez Pérez ER et al. Chest 2010,137:124 37 doi: 10.1378/chest.09-1002,; Prasad R et al. Intract

Rare Dis Res 2015 4.65#69; Yoon JH et al. Respir Res 2018,19:195doi: 10.1186/512931-018-0899-4 [Epub]
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IPF: ever changing lung epithelium, reduced
ability to respond to injury

Normal lungs

Repeated Alveolar integrity restored via:
micro-injury t Coagulation cascade
t Loss of AEC1 _
‘ _ _ _ . t New vessel formation
T Proliferation & differentiation _ o o
‘ of AEC2& stem cells restore T Fibroblast activation/migration
integrity ¥ Collagen synthesis/alignment

Typical IPF scenario
1. Persistent injury to dysfunctional lung epithelium increases levels of inflammatory cytokines
2. Tissue remodelling & regeneration are impaired

3. Results in replacement of normal lung tissue with permanent fibrous tissue

AECI, type 1 alveolar endothelial cell; AECZ, type 2 alveolar endothelial cell
Sources. Sgalla G et al. Respir Res 2018,19.32; Betensley A. J Clin Med 2017,;6:2.
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IPF: progressive fibrosis, worsening lung
function

Imaging characteristics

I Traction bronchiectasis

I Peripheral & lower-lobe reticulation

Honeycombing: thick-walled cysts
representing lung fibrosis

Histological features

+ Patchy fibrosis (peripheral, lobular)
with fibroblastic foci (clusters of
activated fibroblasts &
myofibroblasts*)

Low power High power

+ No features suggestive of other ILDs

Sources: Barratt S. J Clin Med 20187:201; Lederer DJ. N Engl J Med 2018,379.794798
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Day by day disease progression

FVC /L
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Data provided by Prof. Toby Maher
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Day by day disease progression

FVC /L

0 100 200 300 400
Days

Data provided by Prof. Toby Maher
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Day by day disease progression

FVC /L
D
o

3.5

3.0
0 100 200 300 400

Data provided by Prof. Toby Maher
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Population based FVC decline can be modelled

500 1

- mean change from baseline (+/- SE)
o

-500 1

FVC (mL)

0 10 20 30 40 50
Time (weeks)

Mean & individual profiles of 100 placebo patients (not on background therapy)

Source.: Santermans E, Ford P et al. Advances in Therapeutics 2019
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+at diagnosis

Survival following IPF diagnosis

5%
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+1 year

Survival following IPF diagnosis

8%

O
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+2 years

Survival following IPF diagnosis

0%

O, requiring

Alive
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+3 years

Survival following IPF diagnosis

8%

™
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Survival following IPF diagnosis +5 years
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Antifibrotic treatment for IPF

0 -
g -100 -
@)
Z _200-
ASCEND and £
(@)]
CAPACITY £ -300-
é _400 - pirfenidone
— placebo
-500 T 1 T |
0 3 6 9 12
Month
Absolute difference, mL 36 104 123 148
Relative difference, % 43.5 57.3 49.1 40.7
Rank ANCOVA p value <0.001 <0.001 <0.001 <0.001

ANCOVA, analysis of covariance
Source: Noble PW, et al. Eur Respir J. 2016,47:.243253
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Antifibrotic treatment for IPF

50 -
=
E 0-
@)
L .50
INPULSIS =
Q
(pooled data) S -100 -
&
= -150-
2 nintedanib
2001 — placebo
'250 I 11 1 1 1 1
0246 12 24 36 52
Week
Adjusted mean difference 110.6
at wk 52, mL (95% ClI, 83.2, 137.9)

Cl/, confidence interval
Source: Brown KK, et al. Respir Med. 2019,146:42#48 Gala pagos



Survival benefits of antifibrotic therapy in IPF

Real-world data Modelled data 3
. . 1
) 100- Australian IPF Registry
= |
K
=
2 100
£ 50- e 90
= mm (General population
E‘ 80 s Pirfenidone
g | No anti-fibrotics [n=501) | e BSC
= [ Anti-fibrotics (n=146) 70
0 1 2 3 4 5 —
Time years & 60
. 2 50-
1.0- European IPF Registry 2 2
> =
£ o 0 404
% 0.8 = Antifibrotic treatment
2 === No antifibrotic treatment
2 30
< 0.6
2
g 20
=}
o 0.4
g 10
<
2 0.2
IS
3 | 0 T T
0.0 . . . . , 67 72 77 82 87 92 97
0 50 100 150 200 250 Age (years)

Timespan (months) first diagnosis-last visit or death

BSC, best supportive care
Source: Jo HE, et al. Eur Respir J. 2017,49.pii1601592; Guenther A, et al. Respir Res.201819:141; G a 1 a 'p a g 0OS
Fisher M, et al. J Manag Care Spec Pharm. 2017,23.51 4524



The NEW ENGLAND JOURNAL of MEDICINE

ORIGINAL ARTICLE

Nintedanib for Systemic Sclerosis—
Associated Interstitial Lung Disease

Oliver Distler, M.D., Kristin B. Highland, M.D., Martina Gahlemann, M.D.,
Arata Azuma, M.D., Aryeh Fischer, M.D., Maureen D. Mayes, M.D.,
Ganesh Raghu, M.D., Wiebke Sauter, Ph.D., Mannaig Girard, M.Sc.,

Margarida Alves, M.D., Emmanuelle Clerisme-Beaty, M.D.,
Susanne Stowasser, M.D., Kay Tetzlaff, M.D., Masataka Kuwana, M.D.,
and Toby M. Maher, M.D., for the SENSCIS Trial Investigators*
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Conclusions

PROFILE Study PROFILE Study
Patient involvement day Patient involvement day
Oct 2012 Sept 2015
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Our IPF program with GLPG1690

Walid Abi-Saab



Current IPF treatments have limitations

2018 drug sales
$2.1B

pirfenidone nintedanib nintedanib & pirfenidone
1 slow forced vital capacity (FVC) decline

1 are poorly tolerated by patients
T ~25% annual discontinuations

Source: Global Data; Maher et al. BMC Pulmonary Medicine (2017) 17:124 Gala pagos
Sales figures from Roche (pirfenidone, Esbrief ) and Boehringer Ingelheim (nintedanib; Ofev ®)



Autotaxin (ATX)

Target background

-

J ’}‘" Yy ;" |
_ ” i |

. % —— 73

B AL, M R

Tyrosine Kinase and G-Prote n-Coupled Multiple Mechanisms

 Serine-Threonine Kinase Pathways Patiway

and reduced apoptosis
Senescence-associated secretory phenotype
Down-regulation of miR-29
~ Impaired autophagy

Source: Lederer DJ and Martinez FJ, N Engl J Med2018

T Widely expressed  enzyme,
lysophospholipase D

1 Converts lysophoshpatidylcholine (_LPC) to
bioactive lipid mediator lyophosphatidic acid
(LPA)

¥ LPA acts through at least 6 G-protein-coupled
receptors (LPA )

T Regulatesdiverse cellular processes
proliferation, differentiation, migration

T ATX is main source of LPA in blood

Galapagos



Dual role of ATX

hydrophobic

i channel / catglytic
/ oy oline Type I ...... site

hydrophobic
pocket

Type I

Inactive : :‘ A Active
gy
?,5?\‘. géééé SHAHAL
o) GTP

Inactive
G protein GOP

Activated
platelet

ive ) [
ein
> Type IV W
signal
OwLPA ©wLPC @EBGDP EIGTP

7\SH ,9 ELQGLQJ PRGH RI p HQDEOHYV EORFN RI /3%

Source: Tabchy A et al. Nature Structural & Molecular Biology vol18, pages 117418 (2011)
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bHGXFHG )9& GHFOLB h ADRAK L

assessed by spirometry

Forced vital capacity (FVC,; ©baseline, mL)

300
—a— Placebo U
200
100 _ *
—
—l
L
(S o
-100 | -
200 |
-300
BSL 4 8 12 FU
Placebo N=6 N=3 N=4 N=4 N=4
600 mg N=17 N=16 N=15 N=13 N=15
* p<0.05 Week
Wk12 Followup
Placebo 1690 Placebo 1690 Placebo '1690 Placebo '169(Q
FVC (©baseline, mL) - +116 -140 -205 -55

Source: Maher et al. The Lancet Respiratory Medicine (2018) G & 1 o p a g 05



BMS validation of ATX pathway Iin patients

Slope estimate over 26 wks (mL)

placebo BMS-986020 BMS-986020

T BMS-986020 is high-affinity LPAL 600 mg QD 600 mg BID

antagonist , downstream from
-25
L
¥in Ph2, slowed rate of FVC decline in > p;‘)f:
dose-dependent manner, with 75

o

significance vs placebo
-100
Yastudy terminated due to off-target

toxicity linked to compound 125

-150

Source. https.//journal.chestnet.org/article/S0012-3692(18)32411-5/fulltext G a 1 é. p a g 0S



ISABELA Ph3

Two identically designed studies

(’T:ﬁ’

ISABELAqi‘\?
/

ISABELAZ @\i

IPF patients
on local
standard of
care
(physician-
prescribed)

Stratification
P/N/none

ISABELA 1

GLPG1690 600mg (N=250)

Wk 52
analysis

GLPG1690 200mg (N=250)

Subjects will continue
in controlled (double-

Placebo (N=250)

blind) manner until
last subject reaches
52 weeks

ISABELA 2

GLPG1690 600mg (N=250)

Wk 52
analysis

GLPG1690 200mg (N=250)

Placebo (N=250)

Primary endpoint: annual rate of decline of FVC (in ml) over 52 weeks
Secondary endpoints: exacerbations, mortality, functional tests, QoL, safety/tolerability & other exploratory endpoints

Galapagos



ISABELA, iInnovative program in IPF

Controlled data on
program thus far like changes in FVC,
mortality rates, respiratory-
related hospitalizations and PROs

Assesses efficacy & safety
in

in 1500 patients
over 52 weeks or longer

Galapagos



ISABELA participating countries

ISABELA @\>

APAC

ISABELA1: Australia, Taiwan
ISABHI A2: Japan,
Mew Fealand, South Korea

EMEA

ISABELA1: Belgium, Czech
Republic, Denmark, Germany,
Greece, Spain, Turkey, UK
ISABELAZ: France, Germany,
Hungary, Israel, Italy,
Metherlands, Poland, South Africe

LATAM

ISABELA1: Chile, Peru
ISABELAZ: Argentina, Brazil,

Mexico

North America

ISABELAD: USA
ISABELAZ2: Canada, LUSA

Galapagos



ISABELA

Timeline
Nov 2019
500 patients
randomized
2019 2020
O o

2021

Q1 2021
futility
outcome

topline
data

2022

2023

Galapagos



Galapagos

Towards a fully integrated biopharma



Gilead-Galapagos collaboration
Unique deal in life sciences, with independence anchored

10 Year $3.95 B $1.5B 20+%

collaboration upfront equity royalties

& standstill plus opt-in fees IER A Galapagos

& milestones retains full
European rights

Galapagos



EUS5 co-commercialization
Leading roles for both Gilead & Galapagos

Joint co-commercialization

EU5S-BNL shared territory JCC Galapagos J GILEAD
national joint teams

Indication lead responsible for

medical, marketing, sales

RA lead company IBD Sﬁrmany ?fa?:rge
revenue recognition Italy

distribution
negotiate & execute access

Galapagos



In full launch mode with filgotinib
Preparation shapes timing, price & volume uptake

2019 2020 2021 2022

1 Establish Galapagos

T KOL engagement UK, Germany,
o

T Access preparation

T Supply chain
1 Support functions build-  up

Galapagos



Growing geographic footprint

Building out a European commercial presence

2020 -2021

T Benelux
T France, Italy, Spain
T UK, Germany

Galapagos



Growing geographic footprint

Building out a European commercial presence

Benelux
France, Italy, Spain
UK, Germany

Roll out in rest of Europe
Future products

Galapagos



Galapagos

Outlook



Bringing our innovation
to patients

2019 2020 ambition 2021+
Transformative Gilead Newsflow on all Continued focus on innovation
collaboration key pipeline
assets Additional product launches
Applications for
approval in RA European commercial
powerhouse

Galapagos



Looking forward to
a newsflow rich 2020

Start filgotinib Ph3 AS Topline p 3K ,3)
Topline filgotinib Ph3 UC /RSOLQH pSSc 3K
Launch filgotinib in RA

Multiple Ph2 POCVWDUWYV u /ROH

Topline p 3K E 2%
/R S O L (BB138(&olado)

Galapagos



Pioneering
for patients

We are pioneering for
patients.

Exploring new frontiers
WR LPSURYH SHRSOHYfYV OLYHYV

We discover. We dare.
We care.
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