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[Abstract]  Objective To study the clinical features, auxiliary examination, diagnosis and
treatment, and prognosis of cerebral amyloid angiopathy - related inflammation (CAA -ri). Methods and
Results Two elderly female cases with CAA-ri during February 2017 to February 2018 in our hospital
were reported. Both of them manifested with cognitive impairment, gait abnormality and decreased daily
life ability. Lumbar puncture of 2 cases showed the pressure of cerebrospinal fluid (CSF) was normal, white
blood cell (WBC) count was generally normal and protein quantification was increased (988 and 975 mg/L).
One case presented decreased CSF amyloid- protein 40 (AB4) and 42 (AB4x), and the other one had
decreased AB.. One case was apolipoprotein E (ApoE) £3/e3, and the other was €3/e4. Brain MRI showed
long Ti and long T. abnormal signals with flaky fusion, and susceptibility-weighted imaging (SWI) showed
multiple cortical and subcortical microhemorrhage. They were diagnosed as CAA -ri, and the symptoms
were obviously improved after methylprednisolone implosive sequential therapy. Conclusions In addition
to cognitive impairment, gait abnormality can also be the main clinical manifestation of CAA-ri. Typical
imaging changes are white matter hyperintensity on ToWI and FLAIR fusion sequences, with multiple
cortical and subcortical hemorrhagic lesions on SWI. Once the typical clinical and imaging changes meet
the diagnostic criteria, the diagnosis of CAA-ri can be made without biopsy. Immunotherapy is effective for
most patients.

[Key words] Cerebral amyloid angiopathy; Inflammation; Amyloid beta - protein;  Magnetic
resonance imaging
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Figure 1 Cranial MRI findings at admission Axial TiWI showed patchy hypointense in right parieto-occipital lobe (arrow indicates,
Panel 1a). Axial T,WI showed hyperintense in right parieto-occipital lobe (arrow indicates, Panel 1b). Axial enhanced T\WI showed no
obvious enhancement in right parieto-occipital lobe, and multiple abnormal linear enhancement in the cerebral sulcus (arrow indicates,
Panel 1c). Axial SWI showed multiple dot-like hypointense in subcortex, considering microhemorrhage (arrow indicates, Panel 1d).
Figure 2 Cranial MRI findings after immunotherapy Axial T\WI (Panel 2a) and T.WI (Panel 2b) showed that the abnormal signals of
right parieto-occipital lobe were narrower than before (arrows indicate). Axial enhanced T\WI showed no obvious enhancement (Panel

2¢). Axial SWI showed subcortical microhemorrhage (arrow indicates, Panel 2d).
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Figure 3 Cranial MRI findings at admission Axial T/\WI showed abnormal hypointense signals in bilateral fronto - parietal lobes

(arrows indicate, Panel 3a). Axial T.WI showed multiple abnormal hyperintense signals in bilateral fronto-parietal lobes (arrows indicate,
Panel 3b). Axial enhanced T\WI showed linear enhancement of pia mater and arachnoid (arrows indicate, Panel 3¢). Axial SWI showed
multiple microhemorrhage in cortex and subcortex (arrows indicate, Panel 3d). Figure 4 Cranial MRI findings after immunotherapy
Axial T\WI (Panel 4a) and T.WI (Panel 4b) showed abnormal signals in bilateral subcortical white matter were narrower than before

(arrows indicate). Axial enhanced T\WI showed no obvious enhancement (Panel 4c¢). Axial SWI showed multiple microhemorrhage in

cortex and subcortex (arrows indicate, Panel 4d).
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WFNS 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 WEFNS 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 WENS 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 5th 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.



