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Disclaimer
This presentation has been prepared by GeNeuro solely for use in the context of a general information meeting. All persons accessing this

document must agree to the restrictions and limitations set our below. This material is given in conjunction with an oral presentation and

should not be taken out of context.

This presentation has been prepared for information and background purposes only and the information contained herein (unless

otherwise indicated) has been prepared by GeNeuro S.A. (the “Company”). It includes only summary information and does not purport to

contain comprehensive or complete information about the Company and is qualified in its entirety by the business, financial and other

information that the Company is required to publish in accordance with the rules, regulations and practices applicable to companies listed

on Euronext Paris. No reliance may be placed for any purposes whatsoever on the information or opinions contained in this document or

on its accuracy or completeness.

This presentation includes “'forward-looking statements.” Any assumptions, views or opinions (including statements, projections, forecasts

or other forward-looking statements) contained in this presentation represent the assumptions, views or opinions of the Company as of the

date indicated and are subject to change without notice. All information not separately sourced is from internal Company data and

estimates. Any data relating to past performance contained herein is no indication as to future performance. The information in this

presentation is not intended to predict actual results, and no assurances are given with respect thereto. By their nature, such forward-

looking statements involve known and unknown risks, uncertainties and other important factors that could cause the actual results,

performance or achievements of the Company to be materially different from results, performance or achievements expressed or implied

by such forward-looking statements. Such forward-looking statements are based on numerous assumptions regarding the Company’s

present and future business strategies and the environment in which the Company will operate in the future. These forward-looking

statements speak only as of the date of this presentation. Investors are urged to consider these factors carefully in evaluating the forward-

looking statements in this presentation and not to place undue reliance on such statements.

The information contained in this presentation has not been independently verified and no representation or warranty, express or implied,

is made as to the fairness, accuracy, completeness or correctness of the information contained herein and no reliance should be placed on

it. None of the Company or any of its affiliates, advisers, connected persons or any other person accept any liability for any loss howsoever

arising (in negligence or otherwise), directly or indirectly, from this presentation or its contents or otherwise arising in connection with this

presentation.

Any securities mentioned herein have not been and will not be registered under the United States Securities Act of 1933, as amended (the

“Securities Act”) or under the securities laws of any state or other jurisdiction of the United States and may not be offered, sold, resold or

delivered, directly or indirectly, in or into the United States absent registration under the Securities Act or an exemption from, or in a

transaction not subject to, the registration requirements of the Securities Act and applicable state securities laws. The distribution of this

presentation may be restricted by law in certain jurisdictions, and persons into whose possession these materials come should inform

themselves about, and observe, any such restrictions. No public offering of securities is being made in the United States or any other

jurisdiction.
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GeNeuro’s mission

To develop therapeutics that neutralize pathogenic factors 

encoded by human endogenous retroviruses (HERVs) to treat 

neurological disorders and autoimmune diseases, such as 

multiple sclerosis and type 1 diabetes.

New frontier pioneered by GeNeuro since 2006, based on 15 years 

of R&D at Institut Mérieux and INSERM.
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HERV-positive infiltrating perivascular 

macrophages in early demyelinating 

lesion

Van Horssen et al., MS & Related 

Disorders 2016 
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HERVs: Viral Genes represent 8% of the Human DNA
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Human Endogenous Retroviruses and Human DNA

 Human Endogenous Retroviruses (HERVs) are viral 

genes integrated within human DNA during evolution 

 HERVs represent 8% of the human DNA

 26 Families of HERVs identified to date, with significant 

interethnic and interpersonal variability 

 Both fixed and unfixed HERV copies present within the 

human genome

The enemy within: 
dormant retroviruses awaken

Engel & Hiebert,
Nature Medicine, 2010

Therapeutic opportunity

 HERVs are mobile genetic elements, capable of translocation and reinsertion 

into the human genome

 HERVs may become de-repressed and produce viral proteins, notably following 

a viral infection

 HERV-encoded proteins are found at high levels in poorly understood diseases; 

encoded by our own DNA and thus considered as “self”

 Some HERV proteins are highly pathogenic, and may explain the activation of 

the immune system in autoimmune diseases
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Pathogenic HERV-W protein (MSRV-Env) 
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 Initially isolated from cells of MS patients in 1990, 

 Thought to be a potentially new retrovirus … but did not 

behave like known retroviruses; not infectious,

 15 years of research within Institut Mérieux and INSERM 

to understand its human-viral origin as a member of the 

HERV-W family, and possible mode of action. 

Discovered in 1990 as a new potential retroviral agent  

Isolation of retrovirus 
from patients with 

multiple sclerosis. Perron 
H. et al.,  Lancet, 1991 

pHERV-W Env is a pathogenic protein encoded by the HERV-W family

(MSRV-Env)

 pHERV-W Env has no known physiological function, 

 Trans-activated by Epstein Barr virus (EBV) and other Herpes infections,

 Demonstrated to be highly pathogenic, in vitro and in vivo, in MS as well as 

in T1D 
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Compelling trail of evidence for pHERV-W’s role in 
Multiple Sclerosis

 Found in 100% of MS brain lesions

 Also found in 75% of patients’ blood

Highly expressed in 

MS patients
1

 Expression in the brain correlates with lesion activity

 Detected in demyelinating sites from earliest to latest stages 

of disease

Established 

relationship with 

disease stage

2

 Potent activator of Toll-Like Receptor-4 (TLR4)

 Directly inhibits myelin repair via blocking oligodendrocyte 

precursor cell (OPC) maturation 

A cause of 

inflammation and

neurodegeneration

4

 Triggers EAE, the accepted animal model of MS: 

autoimmunity, neuroinflammation, demyelination, loss of 

function

Demonstrated in 

animal models
3
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Sources: Perron et al., MS Journal, 2012 & Van Horssen et al.,MS & Related Disorders 2016 & Rolland et al., J Immunol, 2006 & Antony et al., Nat NeuroSci, 

2004 & Kremer et al., Ann. Neurol, 2013 & Perron et al., PLOS One, 2013, Madeira et al., J Neuroimmunol 2016
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pHERV-W’s mode of action: 
fueling inflammation AND neurodegeneration 
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Neurodegeneration

pHERV-W

ENV interacts with TLR4

receptors

Release of pro-

inflammatory 

cytokines…

Remyelination

process 

blocked

Oligodendrocyte

Precursor Cells

(OPCs)

Neuroinflammation

Immune system 

cells

… causing 

attacks by the 

immune system

October 2017



GNbAC1 targets pHERV-W, acting on a cause 
promoting inflammation AND neurodegeneration
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Neurodegeneration

GNbAC1

Neutralize a 

source of 

inflammation

Restart 

remyelination 

process

Oligodendrocyte

Precursor Cells

(OPCs)

Neuroinflammation

Immune system 

cells

Stop ENV interaction with 

TLR4 receptors

Humanized Monoclonal Antibody, IgG4

pHERV-W

October 2017



On path to deliver the full potential of 
GeNeuro’s anti-HERV approach 

 26 years of R&D in the Human Endogenous RetroVirus (HERV) field

 First treatment against a suspected causal factor of MS

 Positive results in Phase IIa in progressive MS showing safety and 

early clinical benefit on progression

 Validating €360m partnership with Servier in MS, retaining US rights

 Fully recruited 260-patient Remitting MS Phase IIb, 

 Top line 6-month results communicated 3Q17

 Presentation of 6-month results at ECTRIMS in October in Paris 

 12-month results in 1Q2018 

 T1D Phase IIa has been launched in April 2017, results expected 3Q18

 Wide application potential in other autoimmune diseases

 Management team with extensive entrepreneurial and biopharma 

experience
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The leader in the treatment of HERV-mediated diseases

MS: a large market opportunityPart 1
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2.5 million MS patients worldwide

 Affects mainly young adults

 Female to male ratio is 2:1

 Prevalence about 1/1000 

Nerve cell

Neuron

Nerve fiber

Axon
Altered myelin

Nerve fiber

Axon
Normal myelin

Brain

Vision, sensitivity & 

balance problems

Spinal cord

Walking, urinary & 

sexual problems

MS is a long term, chronic inflammatory and degenerative disorder of the central nervous system

Source: Inserm/Disc : F. Koulikoff.
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MS inevitably leads to progressive disability

MS at first diagnosis (Post CIS)

Progressive relapsing

Secondary progressive

8 out of 10 people who are diagnosed with relapsing-remitting MS develop
secondary progressive MS

Patient evolution

No drugs preventing 

conversion from

RRMS to SPMS 

Relapsing-remitting

Primary progressive

85%

10%

5%

No drugs for 

progressive forms of 

the disease

Source: Atlas of MS 2013.
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Current treatment paradigm focuses on relapse control

Currently approved drugs target immune pathways

Associated impact on immune system & potential side effects

Orals and intravenousABCRs

2016 sales = $10.9bn (51%)2016 sales = $9.8bn (46%)

18%

29%
31%

33%
36%

53%
55%

80%

68%

Avonex

MSCRG

Copaxone

CMSSG

Betaseron

MSSG

Rebif

Prisms

Aubagio

Tower

Tecfidera

Define

Gilenya

Feedoms

Ocrevus

Phase II

Tysabri

AFFIRM

Sources: 2016 company filings & announcements, Sorensen S. New management algorithms in multiple sclerosis, Current Opinion Neurology 2014,27,246-258.; 

Cohen JA. Lancet, 2012, L.Kappos Lancet 2011

Reductions of relapse rate by leading MS drugs  
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A market ready for radical innovation 
beyond immune pathway

$21.5bn Market in 2016, for RRMS only

> 1/3 MS patients (progressive forms) not served by current treatments

until approval of Roche’s Ocrevus © for PPMS (2017)

ABCR*

1

 Improve delivery of 

existing drugs (e.g., 

long-acting Copaxone©, 

Plegridy©)

 Challenged by oral 

therapies battling to 

establish themselves in 

1st line

Oral and intravenous
2

 Ocrevus is the first 

approved drug in PPMS

 Efforts to lower safety risk 

by increasing specificity 

(e.g., S1PR antagonists) 

 Ongoing trials for 

progressive forms of MS 

(e.g, Novartis’ Siponimod

in SPMS) 

Neuroprotective addons
3

 Trying to improve 

disease symptoms (e.g., 

Acorda’s Ampyra©;  

MedDay’s MD1003) 

 Trying to promote 

remyelination of lesions 

(e.g., Biogen’s Anti-

Lingo-1)

Current RRMS treatments

Note: * Avonex®, Betaferon®, Copaxone® & Rebif®.

Sources: EvaluatePharma® a service of Evaluate Ltd. (UK), www.evaluategroup.com, accessed 14 January 2016; Company filings. 
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The leader in the treatment of HERV-mediated diseases

GNbAC1: clinical approach in MSPart 2
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Objective: develop a new first line MS treatment 
relevant to all disease forms & stages

GNbAC1 pHERV-W Env has no 

physiological function

No negative impact on 

immune system

Excellent safety and 

tolerability 

Disinhibit myelin repair 

mechanism

Stop disease progression in 

all MS forms 

Neutralize pro-inflammatory 

protein present in MS plaques 

and on activated immune 

cells

Reduce number of relapses 
in RRMS

Potential benefits of GNbAC1 
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GNbAC1 human tolerance confirmed in Phase I

Source: Curtin et al., Clin. Therapeutics, 2012.

 Excellent tolerability

 No adverse events were observed

 No immunogenicity

 PK is dose linear

 Half-life of 19-26 days

 Phase Ia: 33 healthy adult subjects, placebo-controlled single ascending doses of 

GNbAC1 from 0.15mg/kg to 6.00mg/kg

 Phase Ib: 21 healthy adult subjects, placebo-controlled single ascending doses of 

GNbAC1 from 6 to 36 mg/kg

Excellent safety profile Excellent availability in the brain 

Monthly administration

 High penetration in CSF with a ratio 

of 0.3%-0.4% in CSF / serum

concentrations
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Phase IIa patients characteristics & study design

Source: Derfuss et al., MS Journal, 2014.

 Single-blind, placebo-controlled dose-escalating randomized study

 Followed by two 6-month open-label extensions

 12 administrations of GNbAC1 every 4 weeks

 10 patients 

 Treated in Basel and Geneva

 2 cohorts of patients with different doses 

 9 out of 10 patients had progressive MS

 Inclusion criteria: EDSS up to 6.5 

 Exclusion of patients with any other treatment

 No pHERV-W level requirements

Patients

Patients EDSS (mean)

RRMS (n=1) 2.5

PPMS (n=3) 5.0

SPMS (n=6) 5.2

Design
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Positive results in Phase IIa

STRONG SAFETY1

 Good safety profile over 1 year after repeated

administrations

 Preserved immune system and TLR4 function

 No induction of immunogenicity

 No infusion reaction or hypersensitivity

MONTHLY 

ADMINISTRATION
2

 GNbAC1 needs 25-37 elimination days half-life in patients

 Compatible with a 4-week administration schedule

EARLY SIGNS OF 

CLINICAL BENEFIT
3

 Statistically significant decline of pHERV-W biomarkers

 GNbAC1 patients:

o Are radiologically stable after 1 year (no new lesions 

nor increase in existing ones)

o Have stable EDSS scores over 1 year (> to 

published data in progressive MS trials)
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pHERV-W transcripts decrease with GNbAC1 
treatment 

 pHERV-W (formerly referred to as the multiple sclerosis retrovirus MSRV-Env) 

transcripts expression proportional to reference beta-glucuronidase (GUS B), before 

first, third and sixth administrations

*pairwise comparison to baseline p<0.05, 

post-hoc repeated-measure analysis of variance

▪ This suggests that neutralization of pHERV-W proteins leads to transcriptional repression 

of pHERV-W genes 

Source: T. Derfuss et al, Multiple Sclerosis Journal, 2014 
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Illustration of clinical benefit against disease 
progression

Progression 

during study** 

Progression 

index*

0.5

-0.5

0

-0.6
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1 year

GNbAC1 6mg/kg

GNbAC1 2mg/kg Average change of EDSS: + 0.1

Average change of EDSS: - 0.1

Notes: * Estimated average individual disease progression before entering the study. Data allowing the calculation of the prior progression index are based on anamnestic data derived 

from each patient’s file and, as a consequence, haven’t been checked within the context of the study.

** 2 patients stopped the treatment after 6 months for reasons not linked to GNbAC1 safety.

● Progression Index (PI) is a measure of the individual rate of progression over the history of the 

patient’s disease (PI = EDSS at study entry / years of disease duration)

● Disease progression measured as EDSS change over 1 year
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CHANGE-MS Phase IIb trial: confirm GNbAC1’s efficacy
Fully enrolled end of 2016

 Ongoing 12-month randomized multicenter study with placebo-controlled phase for primary 

endpoint; extension to 1 year for secondary endpoints

 270 RRMS patients in 12 European countries in collaboration with Servier

 Primary endpoint at 6-month: Cumulative Number of Gd-enhancing T1 Lesions Measured Using 

Repeated MRI Assessments from Week 12 to 24

 Secondary endpoints: MRI measures of neurodegeneration, clinical parameters at 6 and at 12 

months and biomarkers including pHERV-W Env

MRI

Legend: 

AdministrationDay -21     Day 1       Day 29      Day 57      Day 85     Day 113    Day 141
1st 2nd 3rd 4th 5th 6th

Screening        W 1-4          W 5-8         W 9-12       W 13-16     W 17-20      W 21-24 

Group GNbAC1 18 mg/kg

Group Placebo

Group GNbAC1 6 mg/kg

Group GNbAC1 12 mg/kg

6 repeated doses

4 groups

260 patients (1:1:1:1)

Period 1 Period 2

6 repeated doses

3 groups

260 patients (1:1:1)

6-month results

Group GNbAC1 18 mg/kg

Group GNbAC1 12 mg/kg

Group GNbAC1 6 mg/kg

Day 169    Day 197    Day 225   Day 253   Day 281   Day 309
7th 8th 9th 10th 11th 12th

W 25-28     W 29-32     W 33-36      W 37-40     W 41-44      W 45-48 

Secondary 

endpoints 

analysis
Top line Aug 28 

Presentation at
ECTRIMS Oct. 

1Q2018
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Primary 

endpoint
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Phase IIb goal: define GNbAC1’s potential to reduce 
inflammation and/or promote remyelination 

 Inflammation:

– Primary Endpoint:

 Total # of new gadolinium-enhancing lesions on brain MRI at weeks 12 – 24

– Accepted biomarker for relapsing forms of MS

– Predictive of clinical efficacy reducing relapse rate in Phase 3 

– Key Secondary Endpoints:

 Total # new/enlarging T2 lesions

 Total increase in T2 lesion volume

 Remyelination:

– Change in lesion MTR (magnetization transfer ratio) signal: baseline to week 24

 Novel biomarker: MTR signal dependent on tissue-resident (i.e. myelin) protons

 Demonstrates GNbAC1’s ability to promote remyelination

 Greater power to demonstrate statistically significant efficacy vs. new Gd+ lesions

 This has never before been demonstrated in MS

– Brain atrophy

Page 23October 2017



Phase IIb results communicated to date 

 August 28, 2017 – Topline results on inflammatory measures

– GNbAC1 continues to be extremely well tolerated, with no infusion related reactions and a very 
low level of adverse events, evenly distributed between the placebo and active groups.

– No statistical difference at 6-month between GNbAC1 and placebo in the study’s primary 
inflammation endpoint, nor on the other MRI measures of neuroinflammation. 

– Relapses in the overall population decreased by over 50% relative to the year prior to study but 
no significant difference at 6 months between treated and placebo groups. 

– MTR analyses, which are exploratory MRI measures of remyelination, were not yet available. 
But, together with other measures linked to disease progression and remyelination (whether 
MRI or clinical), the reading of these results will be more informative and reliable at one year.

– Renewed support from Servier to continue the study and to better understand the potential 
clinical benefits of this innovative approach at 12 months

– Hypothesis of longer than expected onset of action, as GNbAC1 does not have a direct and 
immediate immunosuppressive action (neutralization of pathogenic protein) 

 September 19, 2017 – Announcement of presentation at ECTRIMS on Oct. 28

– Will cover efficacy and safety data, and include post-hoc analyses supporting the 
hypothesis of delayed onset of action as well as target engagement in the CNS. 
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ANGEL-MS: 
2-year extension open to CHANGE-MS patients

 96-week, long-term, open-label extension to CHANGE-MS

 Maintains patient access

 Generates long-term data for GNbAC1 on Safety, Efficacy and Quality of Life
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Next steps for development in MS

 Assess Phase IIb 48-week results on

– Safety and tolerability 

– Inflammatory endpoints 

– Remyelination endpoints 

 Define path forward 

– RRMS, and / or 

– Progressive forms of MS 

– As a single agent, and /or 

– In combination with existing DMTs 
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A well-crafted partnership with Servier 

GeNeuro retains US rights

GeNeuro retains 

rights for US & 

Japan (67% of WW 

MS) and other 

GNbAC1 indications

Option 

agreement
1

 Option payment of €37.5 million

 Ongoing Phase IIb trial in MS led by GeNeuro

 Post Phase IIb option to license GNbAC1 in MS 

ex-USA and Japan 

 Exercised in December 2015 its option to buy 

8.6% of GeNeuro for €15 million

 Launch of ANGEL-MS study, fully funded by 

Servier 

Licensing 

agreement
2

 Global Phase III financed by Servier

 Up to €325 million in development and sales 

milestones

 Tiered royalties on future sales up to mid-teens

 Right of first negotiation on GNbAC1 in other 

indications in Servier territories
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The leader in the treatment of HERV-mediated diseases

Value creation strategy beyond MS Part 3
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Program Preclinical Phase I Phase IIa Phase IIb

1. GNbAC1
Multiple Sclerosis – RRMS

Multiple Sclerosis – SPMS      

2. GNbAC1
Type1D

3. GNbAC1
CIDP

4. Other Anti HERV-W
products & approaches
Inflammatory Psychosis

5. Other anti-HERV 
approaches
(HERV-K in ALS)

First mover in HERV-mediated diseases

Partnership

(ex-US & Japan)

270 patients / 50 centers in the RRMS indication

Proof-of-concept Phase IIa trial in preparation

Proof-of-concept Phase IIa

Launched April 2017 

R&D Agreement with NIH in ALS
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Review possible options after 48-week results 
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Advance GNbAC1’s clinical development in T1D

 Type 1 Diabetes is a chronic disease that 

results from the autoimmune destruction of 

pancreas’ insulin-producing beta cells

 85% of all T1D diabetes cases affect people 

under 20 years-old worldwide

Pathology

 US prevalence: circa 1.8 million diagnosed 

(1/300 children under 18)

 $6.6bn worldwide sales in 2013

 No cure today. Treatments focused on 

managing glycaemia by insulin injections

Market

 Launch of a Phase IIa trial in Australia 

recruiting 60 T1D patients in 10+ sites 

 FPFV 2Q2017

 LPFV end 4Q2017

 Results by 3Q2018 

Clinical trial launched

 Found post-mortem in the pancreas of over 

60% of T1D patients

 Dose dependent disruption of insulin 

production in vitro 

 Dose dependent effect of pHERV-W protein in 

T1D animal models 

 An ancestral retroviral protein identified as a 

therapeutic target in type-1 diabetes, S. Levet 

et Al., JCI Insights, September 2017 

Sources: GlobalData, Cowen & Company, The Environmental Determinants of Diabetes in the Young.

Rationale for pHERV-W as a causal factor
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Type 1 Diabetes : Phase IIa with GNbAC1 inT1D

 Placebo controlled randomized Phase IIa on GNbAC1 with 60 recently diagnosed 

adults

– One cohort (6 mg/kg), randomized 2:1 against placebo, 

repeated administration over 6 months

– Patients diagnosed with T1D during the last 4 years 

– With a residual insulin production measured based on C-peptide levels 

– Age : from 18 yrs to 45 yrs (the inclusion of pediatric patients has been ruled out)

 Primary end-point: safety in this new population

 Secondary end-points : 

– Link between response and pHERV-W biomarkers

– Efficacy measures to demonstrate maintenance of insulin production (C-peptide)

– Other T1D-related  biomarkers such as insulin consumption, glycaemia, anti-beta cells 

antibodies 

– Pharmacokinetics and Pharmacodynamics 
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Develop new approach against ALS 

 Amyotrophic Lateral Sclerosis (ALS) is a 

progressive neurodegenerative disease that 

affects nerve cells in the brain and the spinal 

cord.

 60% of the people with ALS are men and 93% 

of patients are Caucasian.

Pathology

 6,000 people in the U.S. are diagnosed with 

ALS each year. As many as 20,000 Americans 

have the disease at any given time. 

 No cure today. Current treatments modestly 

extend life span and manage patient comfort

Market

 Partnership with the National Institute of 

Neurological Disorders and Stroke (NINDS), part 

of the U.S. National Institutes of Health (NIH).

 GeNeuro provides antibodies to block the activity 

of HERV-K envelope protein.  

 NINDS tests antibodies in cellular and animal 

models of HERV-K associated ALS. 

 GOAL: to achieve preclinical proof-of-concept of 

this novel therapeutic avenue addressing ALS 

pathogenesis.

Development stage 

 HERV-K proteins are expressed in the brains of 

ALS patients.

 HERV-K Env was observed in the anterior horn 

of the spinal cord, the site of lower motor 

neurons that degenerate in ALS.

 HERV-K Env expression induces toxicity in 

human motor neurons.

 Signs of motor dysfunction observed in 

transgenic mice expressing HERV-K Env.

Sources: “Human endogenous retrovirus-K contributes to motor neuron disease”, Li et al, Sci Transl Med. 2015 Sep 30; ALS Association (www.alsa.org ) 

Rationale for HERV-K Env as a causal factor
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Leverage HERV platform 
to develop other product candidates

 26 families of HERVs identified to date 

 Scientific literature suggests HERV 

families are involved in numerous 

pathologies

 Better and increasing understanding of 

their roles in diseases (first HERV & 

Disease congress held in Lyon in May 

2015)

 Second HERV & Disease Congress in 

March 2017 in Washington DC 

 GeNeuro is leveraging its first mover 

advantage to create a HERV platform 

to develop disruptive treatments for 

numerous additional diseases

Source: van der Kuyl AC - Retrovirology (2012) 
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The leader in the treatment of HERV-mediated diseases

Strong basis for growth Part 4
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GeNeuro Company Overview 

GeNeuro’s mission is to develop safe and 

effective treatments against neurological 

disorders and autoimmune diseases such as 

multiple sclerosis (MS) by neutralizing causal 

factors encoded by human endogenous 

retroviruses (HERVs), part of human DNA.

New frontier pioneered by GeNeuro since 

2006, based on 15 years of R&D at Institut 

Mérieux and INSERM.

Isolation of retrovirus from 

patients with multiple sclerosis. 

Perron H, et al.  Lancet, 1991 

 Clinical stage pharmaceutical company 

developing a new approach to the 

treatment of MS and other 

autoimmune diseases

 bioMérieux spin-off in 2006

 Successful IPO in May 2016, 

€33m raised

 Shares traded on EURONEXT Paris  

Ticker: GNRO

 Shares outstanding: 14.7m

 Market Capitalization: €59m(1)

 Headquarters in Geneva, Switzerland

(1) at September 22, 2017
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The GeNeuro team

Jesús Martin-Garcia│MBA

Chief Executive Officer – Co-founder 

 Strong track-record in creating value in 

high technology start-ups  

 More than 20 years of experience as 

founder and investor in successful startups

 MBA from Harvard Business School

Dr. François Curtin│MD, MPhil, MBA

Chief Operating Officer

Dr. Hervé Perron│PhD, HDR

Chief Scientific Officer – Co-founder

 Made the initial key 

discoveries in the field 

of human endogenous 

retroviruses while at 

INSERM and 

bioMérieux 

 Has published over 120 

peer-reviewed papers 

and patents, mostly on 

HERVs

 PhD in virology and a 

professorial thesis in 

neuroimmunology

Miguel Payró

Chief Financial Officer

 15 years experience in MS, in charge of 

R&D and clinical development

 Clinical expertise at Merck Serono, 

previously at Swissmedic (“Swiss FDA”)

 MD from Geneva Medical School & MBA 

from Warwick Business School

 Experience in 

international groups & 

expertise as CFO of a 

Swiss listed company 

in the medical sector

 Previously CFO of 

Groupe Franck Muller & 

Unilabs, among others

 Degree in business 

administration from the 

university of Geneva

Robert Glanzman│MD

Chief Medical Officer

 Over 20 years of clinical, 

medical affairs and 

clinical development 

experience in MS

 13 years as Medical 

Affairs/Clinical 

Development Leader at 

Pfizer, Novartis and 

Roche. Global 

Development Lead for 

Ocrelizumab Phase III 

 MD with Residency in 

Neurology from the 

University of Michigan
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Broad and strong IP supporting first mover advantage

 Mérieux Group & GeNeuro worked for more than 25 years in the HERV field

 Built a strong intellectual property portfolio 

 16 families of patents, including the following 3 broad categories:

 Key patents on GNbAC1 filed from 2008 to 2014

Existing IP portfolio & constant efforts to protect new discoveries 

place GeNeuro in a strong competitive position

SEP 16 family

Background including
sequences

TLR4 family

Antibody strategy
against target

MSRV ligand family

Product patents & 
disease areas
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Financial Summary

Share capital as of October 2017
P&L and cash balance 

(in € ‘000) 

Notes: excludes stock options and performance-based option units, 

representing a maximum 6% dilution 

1H

2017

FY

2016

FY

2015

FY

2014

Revenue 3,279 5,918 2,539 7,306

R&D 

Expenses
(8,772) (14,419) (5,615) (4,569)

G&A (2,508) (5,535) (1,897) (1,461)

Operating 

Income (loss)
(7,964) (14,037) (4,323) 2,201

Cash & 

Equivalents
23,097 34,489 19,560 7,857

Management, Board 

& Treasury Shares Public

*

Notes: * 2016: includes €1,801k of IPO-related fees
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Multiple value enhancing milestones in the next 
twelve months, leading to Phase IIb results 

 ECTRIMS - ACTRIMS presentation of 6-month results on October 28 

 Full recruitment of Phase IIa trial of GNbAC1 in T1D by end of 2017

 48-week Phase IIb results, 1Q2018 

 US IND & opening Phase II trial in Secondary Progressive MS patients

 New anti-pHERV antibodies (e.g. ALS, inflammatory psychosis)

 T1D Phase IIa results 3Q2018 
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Compelling investment proposition 

Large market with major unmet medical need1

GNbAC1 : potential to be a disruptive therapy for MS2

Promising clinical results showing safety and 

early clinical benefit on progression
3

Roadmap to build up a US presence where GeNeuro

retains all rights
5

Partnership with Servier : €360m + royalties4

Multiple opportunities to broaden the clinical pipeline6
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The leader in the treatment of HERV-mediated diseases

www.geneuro.com

Jesus Martin-Garcia │CEO

jmg@geneuro.com

Tel: +41 22 552 4800


