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Figure 1 Brain MRI findings Axial T\WI showed symmetrical low-intensity signal of bilateral cerebral white matter. While
matter liquefaction in the posterior horn of bilateral lateral ventricles (CSF-like signal) could be seen. Stripe-like normal white
matter was residual within liquefied white matter (arrows indicate, Panel la). Axial T,WI (Panel 1b) and FLAIR (Panel lc)
showed symmetrical high-intensity signal of bilateral cerebral white matter. While matter liquefaction in the posterior horn of
bilateral lateral ventricles (CSF-like signal) could be seen. Stripe-like normal white matter was residual within liquefied white

matter (arrows indicate).

Panel 2b).

TEAE EIF2BS 3L A 27 10 ¢ 1484A > G(p.Tyrd95Cys) Z% A 5848

Figure 2 Gene sequencing results EIF2B5 gene exon 7 showed ¢.915G > A (p.Met3051le) heterozygous mutation (red circle
indicates, Panel 2a). EIF2B5 gene exon 10 showed c¢.1484A > G (p.Tyr495Cys) heterozygous mutation (red circle indicates,

\AGG G CTGCC TCTGG
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5th European Stroke Organization Conference

Time: May 22-24, 2019

Venue: Milan, ltaly

Website: eso—conference.org/2019

The S5th European Stroke Organization Conference (ESOC) will take place in Milan, Italy, on May 22-24, 2019. ESOC 2019
will build on the enormous success of the last four European Stroke Organization (ESO) Conferences. ESOC is Europe’s leading
forum for discussing and disseminating the latest advances in stroke care.

Over 1800 abstracts were submitted to ESOC 2018 in Gothenburg. In the large clinical trials sessions, results from 10 major
randomized controlled trials (RCTs) were presented, many of which with accompanying high impact publications. Our delegate
numbers continue to grow year on year and we are confident ESOC 2019 will be the largest yet.

One of the highlights of ESOC 2018 was the presentation of the "European Action Plan 2018-2030" which builds on the
experience and the format of the previous Helsingborg Declarations. This document was written by ESO in cooperation with the
patient organization Stroke Alliance for Europe (SAFE), with the involvement of the World Health Organization (WHO).

ESOC 2019 will see presentations of major clinical trials, state-of-the-art talks by renowned clinicians and researchers and

receive updates on the latest guidelines. We will be joined by the Italian Stroke Organization.

4th Festival of Neuroscience of British Neuroscience Association 2019

Time: April 14-17, 2019

Venue: Dublin, Ireland

Website: meetings.bna.org.uk/bna2019

The largest event of its kind throughout Europe in 2019, the British Neuroscience Association (BNA), in partnership with
Neuroscience Ireland (NI) and the British Society for Neuroendocrinology (BSN), is excited to be bringing the international Festival
of Neuroscience to Dublin, a city of culture, excitement and neuroscience!

In April 14-17, 2019, at the Convention Centre Dublin (CCD), the BNA will host its fourth Festival of Neuroscience.

The first Festival (BNA2013, London) set the template for a completely novel forum, where other organizations with an interest
in brain research were invited to join the BNA to create a cross-disciplinary and celebratory neuroscience event, bringing together
fundamental research with clinical expertise and public engagement as well. Subsequent Festivals (BNA2015 in Edinburgh;
BNA2017 in Birmingham) confirmed the success and popularity of this innovation; each one has attracted 1150-1500 delegates, a
remarkable thirty partner organisations have taken part to date, and each has created a genuinely diverse and stimulating mix of
neuroscientific interests.

In 2019 we are excited to be venturing outside the UK for the first time by holding the festival in the Republic of Ireland.
We will be working closely with NI and BSN for BNA2019, as well as 19 partner societies.



