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Figure 1 Brain  MRI  showed
cerebellar atrophy (thin arrows indicate)
and mild atrophy of brain stem (thick
arrows indicate).  Axial T\WI (Panel
la). Axial T.WI (Panel 1b).
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Figure 2 The size of CAG expansion in ATXN2 gene of proband (45 repeats) is 117 bp (thick arrow indicates) and 186 bp
(thin arrow indicates) respectively.

100 200 300 400

A

6000

5000

4000

3000

Fluorescence intensity

2000

1000 L
0 - Y| \‘.\JJ_J } " b, A A A J4 J. A A,

117I.65 166.85

Size (bp)

B3GR Z B ATXN2 B CAG 3 DX Bl 2 (39 U #% D) 4353 54 118 bp CHLET 3k I 7% ) Rl 167 bp (A0 3k i %)
Figure 3 The size of CAG expansion in the ATXN2 gene of proband’s mother (39 repeats) is 118 bp (thick arrow
indicates) and 167 bp (thin arrow indicates) respectively.
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Figure 4 Pedigree of SCA2 family.
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WPFNS Congress Beijing 2019

Time: September 9-12, 2019

Venue: Beijing, China

Website: http://www.wfns2019.org/

The WFNS Congress Beijing 2019 will be held on September 9-12, 2019 in Beijing, China under the auspices of the World
Federation of Neurosurgical Societies (WFNS), which is hosted by the Chinese Medical Doctor Association and Chinese Medical
Association.

Founded in 1955, The WENS is a professional and scientific non - governmental organization comprised of 130 members
including 5 continental associations, 119 national or regional neurosurgical societies and 6 affiliate societies. WFNS is the highest
academic organization of neurosurgery and the family of all neurosurgeons around the world. The WFNS Congress plays an
important role in enhancing medical technology, strengthening academic exchanges and promoting collaborative research and
exploration in neurosurgery and related disciplines.

"Glorious Neurosurgery" is the theme of WEFNS Congress Beijing 2019. We will hold the opening ceremony on the Great
Wall in the golden season. The conference hall is adjacent to the "Bird’s Nest", the main venue of the 2008 Summer Olympics
and the 2022 Winter Olympics. Apart from a perfect scientific program, we will work hard to organize a wealth of cultural
activities and very interesting tours for you and your companions. We will also invite 150 young neurosurgeons from the
developing countries especially along the "Belt and Road" regions to attend the congress free of registration fee, food and
accommodation. Furthermore, we will provide international return fares and a month-long clinical training afterwards in Beijing to

50 of them free of charge in food and accommodation.

Fifth European Stroke Organization Conference

Time: May 22-24, 2019

Venue: Milan, Italy

Website: http://eso—conference.org/2019/

The Sth European Stroke Organization Conference (ESOC) will take place in Milan, ltaly, 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.



