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Results Big numbers

Generally speaking

A total of 1,464 treatment sequences have been administered in patients fulfilling McDonald 2017 criteria during their follow-up

Of these, 449 (30,7%) treatment sequences were second line treatments

1,378 
Patients presenting with a first attack

831 (60%)
Patients fulfilling McDonald 2017 criteria

627 (75%)
Patients starting treatment



Results Ongoing treatments line

Moderate efficacy

Low efficacy	

High efficacy



There is no prevention for MS 
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YEAR IN REVIEW

DPR pathology in a rare, TDP-43-negative 
Belgian carrier of a C9orf72 repeat expan-
sion5 and aggregates composed of a DPR 
core surrounded by TDP-43 suggested that 
RAN translation and DPR aggregation are 
early pathological events that precede and 
potentially trigger TDP-43 accumulation.8,9

As such, Mori and colleagues demon-
strated that DPR inclusion pathology is a 
direct consequence of the C9orf72 repeat 
expansion and that DPR aggregation due 
to RAN translation is the key pathologi-
cal feature of C9orf72-related FTLD and 
ALS. Subsequently, they proposed that 
the current pathological classification and 
nomenclature should be revised in these 
patients to FTLD-DPR. In addition to DPR 
accumulation and TDP-43 pathology, previ-
ously proposed disease mechanisms proba-
bly also contribute, in part, to disease. These 
mechanisms include haplo insufficiency 
through loss of gene expression3–5 and RNA 
toxicity caused by sequestration of RNA-
binding proteins.1,10 An important next 
step will be to be determine the individual 
contribution of these four mechanisms 
to disease, and to characterize the early 
and late pathological events and how they 
 contribute to the phenotype.

Over the years, it has become increas-
ingly clear that FTLD represents one of 
the most heterogeneous neurodegenera-
tive brain diseases, with three major genes, 
disease mechanisms and neuropathologies 
complicating patient diagnosis, care and 
treatment (Figure 1). This hetero geneity 
has direct implications for translational 
research and therapy development, and sug-
gests the potential for personalized medicine 
on the basis of the molecular signature of 
the FTLD subtype.
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MULTIPLE SCLEROSIS IN 2013

Novel triggers, treatment targets 
and brain atrophy measures
Xavier Montalban and Mar Tintoré

2013 witnessed advances in many aspects of multiple sclerosis (MS) 
research. Two studies highlighted a potential role for salt as an MS 
trigger, and one immunomodulatory drug performed well in clinical 
trials. Moreover, treatment effects of MS drugs were shown to correlate 
inversely with brain atrophy and disease progression.
Montalban, X. & Tintoré, M. Nat. Rev. Neurol. 10, 72–73 (2014); published online 7 January 2014;  
doi:10.1038/nrneurol.2013.274

The year 2013 came to a close with improved 
understanding of how well-known environ-
mental factors associated with multiple 
sclero sis (MS) contribute to the develop-
ment of this disease. In addition, treatment 
advances have widened the scope to tackle 
brain atrophy and disease  progression in 
patients with MS.

The past 50  years have witnessed a 
marked increase in the incidence of auto-
immune diseases, which has probably 
been driven by changes in environmental 
factors. Epidemiological risk factors for 
MS include vitamin D deficiency, exposure 
to Epstein–Barr virus in early childhood, 
and cig arette smoking. Recent studies have 
shown that components of the daily diet 
and gut microbiota can strongly affect the 
levels of effector T cells in the gut; one such 
dietary factor could well be salt. In 2013, two 
indepen dent groups came to the conclusion 

that increased sodium chloride concentra-
tions can promote autoimmune diseases by 
stimulating induction of IL-17-producing 
helper T (TH17) cells from CD4+ T cells. Wu 
et al. showed that increased salt concentra-
tions in vitro or in mice (via a high-salt diet) 
induced expression of serum glucocorticoid 
kinase 1 (SGK1) in T cells and enhanced 
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General effect:  
total number of comorbidities 
èincreased relapses & EDSS 

Multiple Sclerosis 

Diabetes   

Hyper-
tension 

Hyper-
lipidemia 

Ischemic 
heart 

disease 

Chronic 
lung 

diseases  

Depression 

Anxiety 

Bipolar 
disorder 

higher EDSS:  
adj.ß:0.31 (95%CI 0.01-0.61) 

38% higher relapse rate 
adj.RR 1.38 (95%CI 

1.01-1.89) 

Comorbidity associated with higher: relapse rate & disability (EDSS) risk 

higher EDSS: adj.ß:0.68 (95%CI 0.11-1.26) 

67% higher  relapse rate 
adj RR: 1.7 (95% CI 
1.1-2.6) 

Migraine 

Epilepsy 

higher 
EDSS  

adj.ß 0.28  
(95%CI 0.12-0.44) 

Kowalec Neurology 2017  
Zhang Neurology 2018  

McKay Neurology 2018  

Adjustments included: age, sex, disease duration or 
course, SES, DMT exposure 

Environmental factors. Prevention clinic 



Doctors are the ones who decide treatments 



The expert patient 

Reliable and valid  
Information on MS 

A better understanding  
of MS and treatments 

A more active role in  
coping with the disease 

Better communication with 
 their healthcare providers 
and friends 

Today people with MS are looking for: 



Neuro-
psychologists 

Speech  

therapy 

Occupational 
Therapy 

Neurologists 

Physiotherapy 

Social worker 
Nursing 

Scientists  Neuroradiologists  
Art Therapy 

Yoga 
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MS 





 
 
•   Intravenous thrombolysis plus mechanical thrombectomy remains the best 

strategy for acute ischaemic stroke with large vessel occlusion 
•   Flying doctors, mobile stroke units, or direct admission to the angiography suite 

are gaining attention  
•  In a series of 88 surgically resected sporadic cerebral cavernous malformations 

CCMs, the authors identified that 39% of lesions had PIK3CA somatic mutations. 
These data suggest that pharmacological targeted treatment (such as PIK3CA 
inhibitors that have shown promising results in oncology) could be the future of 
CCM management.  

 

STROKE 


