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Disclaimer

This presentation has been prepared by Galapagos and is furnished to you by Galapagos solely for your information.

This presentation contains forward-looking statements, including (without limitation) statements concerning the progress of our clinical
pipeline, the slides captioned “Diversified and maturing pipeline” “Long term ambition: R&D engine” and “Clinical news flow”, statements
regarding the development of the triple combination therapy CF program, 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 our cystic fibrosis program, (iii)
GLPG1690 in IPF, (iv) with GLPG1972 in osteoarthritis, and expectations regarding the commercial potential of our product candidates.
When used in this presentation, the words “anticipate,” “believe,” “can,” “could,” “estimate,” “expect,” “intend,” “is designed to,” “may,”
“might,” “will,” “plan,” “potential,” “possible,” “predict,” “objective,” “should,” and similar expressions are intended to identify forward-
looking 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 expressed or 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 Galapagos’ collaboration
partner for cystic fibrosis, AbbVie, and its collaboration partner for filgotinib, Gilead) 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 Galapagos’ Securities and Exchange
Commission (SEC) filing and reports, including in Galapagos’ most recent annual report on Form 20-F filed with the SEC and subsequent
filings and reports filed by Galapagos with the SEC. Given these uncertainties, you are advised not to place any undue reliance on such
forward-looking statements.

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

Neither Galapagos nor any of its officers, employees, advisers, or agents makes any representation or warranty, express or implied, as to
any matter or as to the truth, accuracy, or completeness of any statement made in this presentation, made in conjunction therewith or in
any accompanying materials or made at any time, orally or otherwise, in connection with the matters referred to herein and all liability in
respect of any such matter or statements is expressly excluded.
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Listed on Euronext & NASDAQ: GLPG

Proof of platform: filgotinib in Ph 3

440 employees at 4 EU sites

Pipeline of novel mode of action drugs

Partners: GILD, ABBV, Servier, MOR

Q1 cash ≈ $ 1.0 billion
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Our mission
Become a commercial stage EU biopharmaceutical company

• Based on execution of this strategy:

 identify novel drug targets in human cells 

 design first in class drugs

 build a commercial EU organization

 take selected programs to market ourselves

 be successful in our key product partnerships
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Two key partnerships
GLPG retains significant rights in both deals

Filgotinib 

JAK1 in auto-immune

Gilead

Co-development:
GLPG contributes 20%

Upfront $725 M, incl. $425 M 
equity stake @ €58/share
milestones $1.35 B

50/50 profit split in co-
promote territory: EU big5 + 
Benelux

20%+

CF

Triple combo for 90% of patients

AbbVie

GLPG responsible to end Ph2,
contributes to Ph3

Expanded recently
total remaining milestones $600 M
increase of $250 M for Ph 1+2 

50/50 profit split in co-promote 
territory: Benelux
GLPG retains China/S.Korea

mid-teens to 20%

Focus

Partner

Development

Deal terms

Commercial

Royalties
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Proprietary platform feeds pipeline
7 modes of action brought into Phase 1 to date
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Filgotinib validates our approach
From novel target to Ph3 ready

2005 20092007

Candidate

Hit finding

JAK1 selected

Target 
discovery

Start Phase 1

Start Phase 2 

2011 2013

Start Phase 
2B in RA

Start Phase 2 
in Crohn’s

2015

Galapagos pioneered the JAK1 space from target to phase 3

2017

Start Phase 3 in 
RA & Crohn’s
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Keeping our cutting edge 
Human gut organoids

• Target/compound validation in inflammatory bowel disease

 patient derived organoids cultured with autologous dendritic cells (DCs)

 use this assay to identify new targets

Blood

Coculture

Gut organoid
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Organoid co-cultures
New possibilities for target discovery

Allows multiplex measurement
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organoids in 
co-culture
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Our R&D focus areas

Galapagos

FibrosisInflammation Anti-infectivesMetabolic

Cystic fibrosis

Idiopathic pulmonary
fibrosis

NASH

Rheumatoid arthritis

Crohn’s disease

Ulcerative colitis

Osteoarthritis

Ankylosing spondylitis

Lupus

Atopic dermatitis

Hepatitis BType 2 diabetes
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Diversified and maturing pipeline

partnered

Area Pre-clinical Phase 1 Phase 2 Phase 3 Partner

RA

CD Gilead

UC

CF

CF AbbVie

CF

IPF

OA Servier

INF Morphosys

IPF

Atop. D

‘1972

JAK1                        filgotinib

Autotaxin ‘1690

MOR106

Potentiator ‘2451

JAK1                         filgotinib

C1      ‘2222

C2        ‘2737

‘1837

JAK1                         filgotinib

‘2938

‘2534
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Research

Development

Long term ambition: R&D engine

1 Ph 3 start every 2 
years

3 clin. POCs / year*

3 PCCs / year

8 new targets / year

* Two Ph 2a Proofs of Concept (POC) per pre-clinical candidate (PCC)
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Discovery portfolio 
Keeping the right balance to deliver

By indicationBy phase

20%
Target

23%
Hit

12%
H2L

45%
LO

Inflammation
31%

Fibrosis
24%

Metabolic
16%

HBV
14%

Others
12%

CF
3%
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Inflammation

Jef, diagnosed with RA in 2002
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Rheumatoid
arthritis

filgotinib

Crohn’s
disease

Adding complementary pathways to our portfolio

Unmet 
need

Disease 
pathways

Adaptive
immunity

R&D strategy: inflammation

GLPG2534

Innate
immunity

B cell 
biology

Lupus Atopic 
dermatitis

GT1769i
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‘1972 for osteoarthritis
Excellent biomarker response in Ph 1

• OA: high unmet medical need, no disease-modifying drugs 

• ‘1972 has novel mode of action for osteoarthritis

• Inhibits cartilage breakdown in healthy volunteers

• Collaboration with Servier includes full US rights for Galapagos

• Servier and Galapagos preparing osteoarthritis patient studies
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‘1972 Phase 1 topline
Pharmacokinetics: mean (± SE) plasma profiles

• Dose-proportional increase in exposure
• Half-life of ± 10h
• Steady state reached after 3 days
• Target of 400 ng/mL covered for 24h at all dose levels in MAD

SAD MAD

1
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0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48

Time (hours)

60 mg 150 mg 300 mg 600 mg
1050 mg 1500 mg 2100 mg

1

10
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Time (hours)

300 mg q.d. 600 mg q.d. 1050 mg q.d.

‘1972 plasma
conc. (ng/mL)

‘1972 plasma
conc. (ng/mL)
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‘1972 Phase 1 topline
Pharmacodynamics: cartilage breakdown biomarker in MAD

Marked reduction of 
cartilage breakdown at D14 with ‘1972
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Filgotinib in RA and Crohn’s
>1100 patient years experience

• Shown high efficacy in Phase 2 studies

• Once daily oral

• Best lipid profile

• Full rebound of hemoglobin

• No impact on NK cells

Filgotinib to be broadly explored in inflammation

Based on data from Phase 2 studies
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Inflammation clinical portfolio

Preclinical     Ph 1 Ph 2 Ph 3 Status

Ph 3 start:      Q3 ’16

Ph 3 start:     Q3 ’16

Ph 2 start:      Q3 ’16

Ph 1 topline:   H1 ’16

Ph 1 start:      2017

Filgotinib RA

Filgotinib UC

Filgotinib Crohn’s

‘2534  Atopic D

‘1972  Osteoarthritis



Fibrosis

Nikki has cystic fibrosis
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R&D strategy: fibrosis

IPF

‘1690

NASH SSc

Galapagos’ fibrosis targets block the effect of diverse pro-fibrotic triggers

‘2938

Unmet 
need

Disease 
pathways

Lipid mediators



28

Autotaxin biology

• ATX is main source of LPA in blood 

• LPA controls activities like 
migration, contraction & survival 

• Conditional genetic deletion of ATX 
in bronchial epithelial cells or 
macrophages attenuates disease 
severity in IPF models

‘1690
At the heart of fibrotic pathways
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‘1690 reduces fibrosis in BLM models, reduces LPA levels in BALF

Mouse bleomycin model for lung 
fibrosis (prophylactic)

Relative levels of LPA species in BALF of 
mice subjected to BLM treatment

‘1690 in vivo biology 
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‘1690
Target engagement in healthy volunteers in Phase 1

Clear target engagement

GLPG1690 IC50=70 ng/mL (118 nM)
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FLORA: topline Q2’17
‘1690 exploratory Phase 2a trial in IPF

• IPF patients diagnosed by HRCT/biopsy, centrally confirmed

• No pirfenidone/nintedanib 4wks prior to screening

• 15 sites in UK, Italy & Ukraine

• Primary endpoints: safety, tolerability, PK/PD

• Secondary endpoints: FVC, QoL, FRI, serum & BALF biomarkers

12-wk 2-wk4-wk

Screening

GLPG1690, oral, 600 mg once daily (n=18)

Placebo (n=6)
Follow-up

 

Flora 
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Fibrosis portfolio

Preclinical     Ph 1 Ph 2 Status

Ph 2 results:      H1 ’17

Ph 1 start:     H2 ’17

‘1690 in IPF

‘2938 in IPF
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Cystic fibrosis 
Protein folding disease

NORMAL CLASS II CLASS III

CF mutation F508del G551D

Allele frequency ~90% 4%

Approved drugs Orkambi® Kalydeco®

Galapagos/AbbVie potentiator + C1+ C2 ‘1837

Cell
Nucleus

Cl-

Cl-

Cell
Nucleus

Cell
Nucleus
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Working of CFTR modulators

Cl-
Cl- Cl-

Cl-
Cl-

Cl-
Cl-

Cl-

Cl-

Cl-

Class III

Class II

Potentiator Corrector

Adapted from Dr. Scott Donaldson’s Plenary Session (NACFC, 2013)
https://www.nacfconference.org/art/plenaryarchives/2013_Donaldson.pdf

Potentiator
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CF, a protein folding disease
Strategy for improvement

CF drug discovery

Early corrector
(C1)

Potentiator

Adapted from Dr. Scott Donaldson’s Plenary Session (NACFC, 2013)

Develop triple combination therapy for treatment of 90% of CF patients
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libraries ---------------------------- individual hits --------------------------------------------- correctors

Toolbox of assays

Function, trafficking, folding

Channel restoration,
mutants 

CFTR activity & 
current 

complexity

Cell lines

CF primary cells

compound evolution
Cell surface expression

YHA, band B/C, NBD, AVI-tag

TECC, Ussing chamber, organoids

Ciliary beating, ASL, patch clamp
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HBE protocols compared
F508del homozygotes

UNC protocol
(run in-house @Galapagos)

Vertex protocol
(run @contractor)

VRTX protocol yields higher values, ratios of compounds comparable

GLPG
dual combo

GLPG
triple combo

ΔIeq (μA/cm²)

GLPG
dual combo

GLPG
triple combo
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Triple restores healthy liquid layer
F508del/F508del HBE

C1 + Pot. C1 + C2 + Pot.

WT

CF
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Untreated GLPG triple combination Orkambi

Triple combo opens CFTR channels
F508del/F508del organoids

Organoids provided by Dr. K. De Boeck
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Triple combination in heterozygotes
G542X/F508del organoids

GLPG
triple combo

Lumen area after stimulation, 
x-fold untreated

0.5

1.0

1.5

2.0

OrkambiUntreated
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’2737: most advanced C2 corrector
Multiple patient F508del/F508del donor cells 

‘2222+ 
potentiator

Normalised EC50 curves AUC resp
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‘2222  very potent C1 corrector

‘2222: C1 corrector
Chloride current in F508del/F508del HBE assay
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‘2222: well tolerated in Ph 1

• Randomized, double blind, placebo-controlled healthy volunteer study

• SAD doses 50 - 800 mg

• MAD doses 150 - 600 mg qd. for 14 days

• Well tolerated over dose range studied in healthy volunteers

• PK supports once daily dosing regimens for future development

• Favorable & rapid absorption in this study

• Phase 1 in combination with potentiator planned

Data to be submitted to NACFC 2016
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Identifying novel potentiators
Activity on F508del & G551D CFTR

Kalydeco® is a prescription medicine sold by Vertex Pharmaceuticals 

Cl- current

F508del/F508del HBE
C1 corrected

Kalydeco ®

G551D/F508del HBE

Kalydeco

Cl- current



46

‘1837: well tolerated in Ph 1 

MAD PK Day 14

Days after first dosing

Day 1 Day 14Day 7

Time (hours after first dosing)

Target exposure F508del

Safe in Ph 1: single doses up to 2000 mg & 14-day dosing up to 800 mg b.i.d. 
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‘1837 in SAPHIRA study mutations
Compelling in vitro data

SAPHIRA 1: G551D/F508del primary cells
EC50 = 373 nM
Emax = 180% of Kalydeco in vitro

SAPHIRA 2: S1251N/F508del organoids
EC50 = 15 nM 
Emax = 100% of Kalydeco in vitro

Cl- current

Kalydeco

Kalydeco

Lumen area after stimulation, 
x-fold untreated
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SAPHIRA on track
‘1837 phase 2 trial 

SAPHIRA 1: G551D (≥30 pts)

SAPHIRA 2: S1251N (≥6 pts)

• Recruitment in 6 EU countries & Australia

• Includes Kalydeco naive & treated (after 7d washout period)

• Primary endpoints: safety & tolerability

• Secondary endpoints: sweat chloride, FEV1, plasma levels

Follow-upDose escalation with ‘1837

4-wk
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CF portfolio

Preclinical     Ph 1 Ph 2 Status

Ph 2 results:      H2 ’16

Ph 1 results:     H2 ’16

Ph 1 results:      H1 ’16

Ph 1 start:         H2 ’16

Ph 1 start:         H2 ’16

Potentiator                  ‘1837

C1                ‘2222

Backup Pot.   ‘2451

BU C1   ‘2851

C2   ‘2737

On track to have triple combo in Ph 2 by mid-2017
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High level path for CF program
2016

1Q 2Q 3Q 4Q

2017

‘1837/‘2451

‘2222

‘2737

DUAL
P + C1

TRIPLE

1Q 2Q 3Q 4Q

TRIPLE

PK
C1

FiH studies Combinations in healthy volunteers Patient evaluations
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Diversified and maturing pipeline

partnered

Area Discovery Phase 1 Phase 2 Phase 3 Partner

RA

CD Gilead

UC

CF

CF AbbVie

CF

IPF

OA Servier

INF Morphosys

IPF

Atop. D

‘1972

JAK1                        filgotinib

Autotaxin ‘1690

MOR106

Potentiator ‘2451

JAK1                         filgotinib

C1      ‘2222

C2        ‘2737

‘1837

JAK1                         filgotinib

‘2938

‘2534
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Clinical news flow
Disease area Program Partner H2 ‘16 H1 ‘17

Rheumatoid arthritis filgotinib Ph 3 start 
midyear

Crohn’s filgotinib Ph 3 start Q3

Ulcerative colitis filgotinib Ph 2/3 start Q3

Cystic fibrosis multiple ‘1837 Ph 2 results
‘2451 Ph 1 results
other Ph 1 starts

Triple combo 

Idiopathic 
pulmonary fibrosis

GLPG1690 Ph 2 recruited Topline Ph2a

Osteoarthritis GLPG1972 File IND
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Q&A


