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Figure 1

with partially missing in 20 split, displayed 18q-syndrome
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Figure 2 Electroencephalogram findings. Displayed the main background for 6-8 Hz « scattered and mixed activities in the waking
and crying state period, and 4-5 Hz 6 activities increased (Panel 2a). Atypical paroxysmal peak or peak-slow wave appeared in the
right frontal area during sleeping period (Panel 2b). Atypical single peak or peak-slow wave appeared in the right frontal area during
sleeping period (Panel 2¢)
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2013 Multiple Sclerosis by Keystone Symposia

Multiple sclerosis is a complex disease in which genetic, environmental and stochastic factors all play a part to induce
aberrant interactions between the immune system and neural cells, ultimately transforming into progressive neurological disability.
2013 Multiple Sclerosis by Keystone Symposia aims to: 1) define integrated approaches by which to study disease pathogenesis,
which represents a critical barrier to progress in the field; 2) provide an up to date perspective on molecular pathogenesis and how
this might be used to optimize patient management; 3) define state of the art technologies by which to quantitate disease burden;
4) discuss key elements concerning the concept of disease heterogeneity and how emergent approaches to disease stratification can
optimize management strategies; and 5) provide perspectives concerning the potential therapeutic applications of neuroprotective,
regenerative and bioengineering based strategies, and how these might complement immunotherapy.

Time: January 11-16, 2013

Address: Montana, USA

Email: info@keystonesymposia.org

Website: www.keystonesymposia.org

The EANS 2012 & The 15th European Congress of Neurosurgery

The European Association of Neurosurgical Societies (EANS) 2012 & The 15th European Congress of Neurosurgery will be
held in Bratislava, Slovakia from 24 to 27 October, 2012. Topics will include: functional neuroimaging, surgery of gliomas of the
eloquent areas, intraoperative neurophysiological monitoring, microsurgery and endoscopy of skull base tumors, tumors of the sellar
region, intraoperative imaging, vascular problems in tumor surgery, surgery of cerebral aneurysms and AVMs, radiosurgery of
tumors and vascular malformations, functional neurosurgery, spinal surgery, spinal cord surgery.

Organizer: EANS

Co-organizer: Kenes International Group

Time: October 24-27, 2012

For any more information, please visit http://www2.kenes.com/eans



