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Cumulative probability of reaching EDSS 3.0

According to the MS diagnosis epoch
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Barcelona CIS-cohort
1,341 patients

— (November 2021)
55, initiating treatment as a part of clinical trial
Exclusion criteria . .
73 patients 2, initiating withdrawn treatments from the market
16, age at onset <16
Non-treated 1.268 study Treated
n=687 ClS-cohort n=580
(54.2%) ~cono (45.8%)
1%t tertile 2nd tertile 3 tertile
n=194 n=192 n=194
<197 days 198-491 days >492 days
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A Time to reach EDSS 3.0
First tertile vs. third tertile
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Time to reach EDSS 6.0

Number at risk
Third tertile

First tertile

Propability to reach EDSS 6.0
5
1

First vs.third tertile

Log-Rank, p-value =0.021
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Time to reach SDP at 12 months after treatment initiation

Propability to reach SDP at 12m after treatment start

First vs. third tertile

Log-Rank, p-value <0.001

Number at risk

Third tertile
First tertile

o
T T T T T
0 5 10 15 20
analysis time (years)
187 94 64 30 4
189 104 57 20 3
First tertile (very early treatment) Third tertile
] 95%Cl [ 195%Cl

Cobo-Calvo A,..., Montalban X. Neurology (in press)



\bility progression

OPTIMAL
THERAPEUTIC
WINDOW for HETs

Relapses
— — — = Disability
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REeSUltS Big numpers Fedmcﬂltg

1,378
Patients presenting with a first attack

831 (60%)
Patients fulfilling McDonald 2017 criteria

627 (75%)
Patients starting treatment

Generally speaking

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

Een Of these, 449 (30,7%) treatment sequences were second line treatments
H WS WP v



REeSuUltS ongon ents line Eedmcﬁ,ﬂt 9

High efficacy

— Moderate efficacy

Low efficacy

1998 2002 2003 2004 2005 2006 2007 2008 2009 2010 2011 2012 2013 2014 2015 2016 2017 2018 2019 2020 2021
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There 1s no prevention for MS
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Environmental factors. Prevention clinic
Comorbidity associated with higher: relapse rate & disability (EDSS) risk

Chronic
lung
diseases

General effect:
total number of comorbidities
=>increased relapses & EDSS

Bipolar
disorder

higher
EDSS

Hyper-

tension adj.B 0.28

(95%CI 0.12-0.44)

67% higher relapse rate

adj RR: 1.7 (95% CI Hyper-

1.1-2.6) lipidemia
: 38% higher relapse rate
higher EDSS: adj.RR 1.38 (95%CI
adj.B:0.31 (95%CI 0.01-0.61) 1.01-1.89)
higher EDSS: adj.3:0.68 (95%CI 0.11-1.26) Adjustments included: age, sex, disease duration or

course, SES, DMT exposure
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Doctors are the ones who decide treatments
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The expert patient

Today people with MS are looking for:

Reliable and valid A better understanding
Information on MS of MS and treatments

~N b~
PN

A more active role in Better communication with
coping with the disease their healthcare providers
and friends
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Physiotherapy

Occupational
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Social worker

Occupational
Therapy
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STROKE

« 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. —
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