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ANA Hotels – Eforie Nord - 
Europa and Astoria Hotels

Phone: 0040241 / 741.710 
fax: 0040241 / 741.720
Republicii Street no 13, Eforie Nord 
Constanţa – România

The Society for the Study of 
Neuroprotection and Neuroplasticity 
Cluj-Napoca, Romania
33A Teleorman Street
Office phone: +40264431924
E-mail:contact@ssnn.ro

Thursday – 15th of July 2010 
                                          17:00 – 20:30
Friday – 16th of July 2010 
                                           8:30 – 18:30
Saturday – 17th of July 2010 
                                            8:30 – 18:30
Sunday – 18th of July 2010 
                                            8:30 – 14:00

All congress materials and 
documentation will be available at the 
congress registration desk, located at 
SSNN booth, on the congress area,
ANA Hotels, Eforie Nord.
The congress staff will be pleased to 
help you with all enquiries regarding 
registration, congress materials and 
program. 
Please do not hesitate to contact the 
staff members if there is anything 
they can do to make your stay 
more enjoyable.

Congress
Venue

Scientific
Secretariate

Opening Hours

Congress
Registration
Desk
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The registration fee is Eur 150

Beneficiary Address:

PERFECT TRAVEL

Cluj-Napoca, Str. Teleorman nr. 33/A
Romania
Bank account: RO20DAFB101700118466EU03
Bank name: BANK LEUMI ROMANIA - CLUJ 
BRANCH
BIC: DAFBRO22XXX
Bank Adress: Cluj-Napoca, P-ta Unirii nr. 15, 
Romania

If you need further information regard-
ing payment details, please contact: 
Cristina Telecan/e-mail/cristina@per-
fecttravel.ro

Registration
Fees

Payment
Options

Contact
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Admission to all scientific sessions 
during the congress
Admission to Poster Exhibition  
Conference materials (delegate bag, 
final program and abstract book etc.)
Admission to Lunches, Dinners and 
Coffee Breaks

On-site registration will be processed 
on a first-come, first-served basis. 
Priority will be given to pre-registered 
delegates. 
Depending on the number of on-site 
registered delegates, availability of 
congress bags may be limited.

The organizers cannot assume liability for 
any changes in the congress program due 
to external or unforeseen circumstances.

The congress language is English. 
Simultaneous translation will not be provided.

Participants are kindly requested to 
wear their name badge at all times dur-
ing the congress.
The badge constiutes admission to the 
scientific sessions, coffee breaks and 
lunches.

If you need further information 
regarding technical details, please 
contact: 
Ovidiu Selejan/e-mail/ovidius@ssnn.ro 
For updates and details please visit  our 
website/www.ssnn.ro

Participants 
Registration Fee 
Includes: 

On-Site Registration

Changes In Program

Congress Language

Name Badges

Contact
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Posters will be displayed from Friday, 
16th July until Sunday, 18th July 2010 .

All posters must fit into a 90 X 120 cm 
area. Boards will be provided for dis-
playing posters.  Tape and tacks will be 
provided.

Speakers are asked to hand in their CD-ROM or 
USB stick containing the PowerPoint presentation 
(IBM format or compatible) preferably one day 
before their session but at the latest 90 minutes 
prior to  the presentation.
The presention will be transfered to the 
central congress server. Due to time and 
technical reasons  we kindly ask the speakers not 
to use their own notebook. 
PC working stations are provided in the speakers 
center where speakers can also work on their PC 
charts in a quiet area. Tehnical staff will be glad 
to assist.

All posters will be evaluated on site and
the best posters will be awarded with a
poster prize.

Set up on Thursday, 15th July between 
16:00 and 18:00 
Removal on Sunday, 18th July from 
14:00

Poster Exhibition

Poster Dimensions

Speakers Center

Poster 
Awards 

Poster 
Set Up And Removal 
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Thursday, 15th of July

Session 1 Neuropathic Pain 
Chairpersons: Dafin F. Mureşanu (Romania), Ovidiu Băjenaru (Romania)

18:30 – 18:50 Ovidiu Băjenaru (Romania) Pathophysiological mechanisms of neuropathic pain  

18:50 – 19:10 Elena Copaciu (Romania) Pitfalls in the management of chronic pain syndromes 

19:10 – 19:30 Ovidiu Palea (Romania) Minimal invasive pain management of several 
neurological conditions

19:30 - 19:40 Discussions

20:30 Welcome Reception 

15:00 - 17:00 EFNS Scientist Panel on Neurotraumatology / Business Meeting 

Meeting open to panel members only

17:00 - 18:00 SSNN General Assembly 

Meeting open to SSNN members
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Friday, 16th of July

Presidential Session      Chairpersons:  Dafin F. Mureşanu (Romania), Natan Bornstein (Israel)
Laurenţiu M. Popescu (Romania) 

08:45 – 09:00 Welcome Address 

09:00 – 09:30 Dafin F. Mureşanu (Romania)  A new vision in brain protection and 
regeneration

09:30 – 10:00 Natan Bornstein (Israel)              Time is brain, TIA as an emergency

10:00 – 10:30 Laurenţiu M. Popescu (Romania) Why have telocytes?

Session 2 Stroke 
Chairpersons: László Csiba (Hungary), David Russell (Norway) 

10:30 – 10:50 László Csiba (Hungary) Interventions in acute ischemic stroke

10:50 – 11:10 David Russell (Norway) The unstable carotid artery plaque

11:10 – 11:30 Exuperio Díez-Tejedor (Spain) Neurotrophic factors and stem cell therapy 
in acute ischemic stroke

11:30 – 11:50 Nada Sternic (Serbia)          Diagnostic challenges in vascular 
depression

11:50 – 12:00 Discussions

Bogdan O. Popescu (Romania) Neurotrophic factors adjuvant treatment in 
Broca’s aphasics following first acute ischaemic 
stroke of the left middle cerebral artery

Alexandru V. Ciurea (Romania) Important therapeutic option to 
improve global outcome in 
Severe Brain Injury (SBI)

Cristian D. Popescu (Romania) The effect of functional electrical 
stimulation and neurotrophic treatment on 
cortical excitability   and clinical parameters 
of gait in chronic stroke   survivors

12:00 – 12:20 Coffee Break

14:00 – 15:00  Lunch

12:20 – 12:50 

12:50 – 13:20 

13:20 – 14:00 
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Session 4 Neurorehabilitation (I)
Chairpersons: Volker Hömberg (Germany), Anna Członkowska (Poland) 

16:10 – 16:30 Heinrich Binder (Austria) Early Neurorehabilitation - curative 
therapy and rehabilitation concurrently or 
in tandem

16:30 – 16:50 Klaus von Wild (Germany) QOLIBRI, a promising assessment tool for 
HRQoL following  TBI

16:50 – 17:10 Leontino Battistin (Italy) Disorders of consciousness: new 
potentials for diagnostic and rehabilitative 
interventions

17:10 – 17:20 Discussions

Session 5 Neurorehabilitation (II)
Chairpersons: Józef Opara (Poland), Leontino Battistin (Italy) 

17:40 – 18:00 Volker Hömberg (Germany) Sense and non sense of evidence based 
medicine in neurorehabilitation

18:00 – 18:20 Manolette Guerrero (Philippines) Practical  application  of neuroplasticity   
concepts for persons  with poor  access to 
neurorehabilitation

18:20 – 18:40 Florin Amzica (Canada) Functional plasticity in the comatose 
hippocampus?

18:40 – 18:50 Discussions

Session 3 Traumatic Brain Injury
Chairpersons: Pieter E. Vos (The Netherlands), Klaus von Wild (Germany) 

15:00 – 15:20 Pieter E. Vos (The Netherlands) Are S100B and GFAP good biomarkers of 
moderate and severe Traumatic Brain   
Injury?

15:20 – 15:40 Józef Opara (Poland) Prognostic factors after Traumatic Brain 
Injury (TBI)

15:40 – 16:00 Christian Matula (Austria) Neurotrauma – Myths & Facts

16:00 – 16:10 Discussions

17:20 – 17:40 Coffee Break

20:30 Gala Dinner 
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Saturday, 17th of July

Session 6  Dementia 
   Chairpersons: Antonio Federico (Italy), Kurt Jellinger (Austria)  
   
 09:00 - 09:20 Kurt Jellinger (Austria)   Vascular dementia in the oldest-old

 09:20 – 09:40 Amos Korczyn (Israel)   Why does Alzheimer disease win?

 09:40 – 10:00 Antonio Federico (Italy)   CADASIL: from bed to bench in a model of
        genetic vascular dementia

 10:00 – 10:20 Stavros J.Baloyannis (Greece)  Mitochondrial alterations in relation to 
        synaptic pathology in Alzheimer’s disease
 10:20 – 10:30  Discussions

Session 7  Movement Disorders
   Chairpersons: Amos Korczyn (Israel) , Peter Riederer (Germany) 
   
 10:50 – 11:10 Peter Riederer (Germany)  Focus on mitochondria in PD

 11:10 – 11:30 Ovidiu Băjenaru (Romania)  Dopamin and brain plasticity - a 
        hypothesis on dyskinesias 
        pathophysiology

 11:30 – 11:50  Vladimir Kostic (Serbia)   Why should we treat depression in 
        Parkinson’s disease?
 11:50 – 12:00  Discussions

Session 8  Advance Concepts in Brain Plasticity  
   Chairpersons: Jeffrey Schwartz (USA),  Michael Thompson (Canada)
   
 12:00 – 12:20 Jeffrey Schwartz (USA)   Quantum mechanics and self-directed   
        neuroplasticity

 12:20 – 12:40 Larisa Cheran (Canada)   Quantum neurology and the holographic  
        mind

 12:40 – 13:00 Michael Thompson (Canada)  Bridging the chasm between biophysical  
        chemistry and neurology

 13:00 – 13:20  Johannes Thome (UK)   The role of CLOCK genes in neuroplasticity  
        and neurodegenerative disorders
 13:20 – 13:30  Discussions

 10:30 – 10:50 Coffee Break



20

Session 9 Aging and Repair 
Chairpersons: Johannes Thome (UK) , Vladimir Kostic (Serbia) 

14:30 – 14:50 Aurel Popa Wagner (Germany) Aging and neural repair group

14:50 – 15:10 Emil Toescu (UK) Calcium and normal brain ageing

15:10 – 15:30 Bogdan O. Popescu (Romania) Neuroinflammation in Alzheimer’s disease

16:00 – 16:10 Discussions

15:40 – 16:40

Optimizing PD symptoms control with continuous dopaminergic therapy

Session 10 New therapies 
Chairpersons: Moussa Youdim (Israel), Laszlo Vecsei (Hungary) 

17:00 – 17:20 Moussa Youdim (Israel) Novel therapeutic approaches constituting  
multifunctional neuroprotective and 
neurorestorative drugs for for Alzheimer’s and 
Parkinson’s diseases

17:20 – 17:40 Laszlo Vecsei (Hungary) Kynurenines, neurodegeneration and 
neuroprotection: 2010

17:40 – 18:00 Michael S Ritsner (Israel) L-Theanine as a novel therapeutic in
schizophrenia

18:00 – 18:20 Dafin F. Mureşanu (Romania) Strategies versus target in brain protection 
and recovery

18:20 – 18:30 Discussions

13:30 – 14:30 Lunch

11:30 – 11:50 Coffee Break

20:30 Farewell Party 
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Sunday, 18th of July

Session 11 Inflammation, Neurodegeneration, Neuroregeneration 
Chairpersons: Hari Shanker Sharma (Sweden), Stephen Skaper (Italy) 

09:00 – 09:20 Hari Shanker Sharma (Sweden) A select combination of neurotrophins   
enhances neuroprotection and functional 
recovery following spinal cord injury

09:20 – 09:40 Anna Członkowska (Poland) Central nervous system inflammation in 
neurological diseases – harmful or 
protective?  

09:40 – 10:00  Hassan Hosny (Egypt)  Is there a role for neuroprotection in epilepsy? 

10:00 – 10:20    Anca Buzoianu (Romania) The ABCB1 and CYP2C19 polymorphisms 
study in Romanian epileptic patients

10:20 – 10:30 Discussions

10:30 – 11:30

Treatment of Parkinson’s Disease: from symptomatic to disease modifying effect

Session 12 CNS&PNS Plasticity
Chairpersons: Vida Demarin (Croatia), Michael S Ritsner (Israel) 

11:50 – 12:10 Vida Demarin (Croatia) Neuroplasticity and pain

12:10 – 12:40 Amalia Ene (Romania) Peripheral Neuropathies

12:40 – 13:00 Bianca Weinstock-Guttman Chronic cerebrospinal venous insufficiency 
(USA) and iron deposition on susceptibility- 

       weighted imaging in patients with 
multiple sclerosis: a pilot case-control study

13:00 – 13:10  Discussions

13:10 – 14:10  Medison Symposium 

Success in MS

11:30 – 11:50 Coffee Break

14:30     Lunch

14:10 - 14:30     Closing Remarks 
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Functional plasticity in the comatose hippocampus?

Florin Amzica
School of Dentistry, Université de Montreal, Canada

Oscillatory activities in the hippocampus are believed to underlie formation of memory and stabi-
lization of these processes. Recent intracellular recordings from our laboratory have revealed that 
the hippocampus of comatose brains displays a continuous range of oscillations with frequencies 
lying within delta-theta bands. Experiments were performed in cats under volatile (isoflurane) 
anesthesia. Coma was induced by increasing the concentration of isoflurane within a range of 
2-4%. The oscillatory activity remained confined to the hippocampus while cortical neurons and 
the associated electroencephalogram (EEG) displayed isoelectric patterns. This phenomenon is 
due to the higher threshold of excitability of hippocampal-entorhinal circuits. Hippocampal delta-
theta oscillations recur thus within CA3-CA2-CA1-dentate gyrus loops in an incremental fashion, 
and lead occasionally to the production of high-threshold bursts of action potentials, which were 
able to cross the excitability threshold of the entorhinal gate and to further be propagated toward 
the neocortex where they generated single excitatory events that we have called ν-complexes 
(nu-complexes; NCs). NCs are relatively irregular, with an incidence of 0.2-0.1 Hz or slower. Thus, 
oscillatory activities similar to the one involved in memory processes are present in a brain that 
is reputed to poorly perform during coma and whose memories are commonly impaired at the 
return from coma. Although there is no strong statement at this point concerning the functional 
implication of NCs, there are two possible outcomes: 1) such oscillations are epiphenomena and/
or are not sufficient for memory formation; 2) in a condition with complex metabolic impairments, 
they are the minimal activity that preserves a rudiment of plasticity during coma.
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Mitochondrial alterations in relation to synaptic pathology in Alzheimer’s disease

Stavros J.Baloyannis
1st Department of Neurology, Aristotelian University,  Thessaloniki, Greece

Morphological alterations of mitochondria may be related to metabolic and energy deficiency in 
neurons in Alzheimer’s disease and other neurodegenerative disorders. Mitochondrial dysfunction 
is also a hallmark of Aß peptide induced neuronal toxicity in Alzheimer’s disease.  A general change 
in glucose utilization, increased oxidative stress, and Ca2+ deregulation are additional metabolic 
defects in the AD brain that may also be associated with defective mitochondrial function. In a se-
ries of studies on the morphological and morphometric estimation of mitochondria in Alzheimer’s 
disease, by electron microscopy we noticed substantial morphological and morphometric changes  
in the neurons of the hippocampus, the acoustic cortex, the frontal cortex, the cerebellar cortex, 
the climbing fibers,the mossy fibers, the dentate nucleus of the cerebellum, the thalamus, the 
globus pallidus, the red nucleus, the mammilary bodies and the locus coeruleus.  The morphologi-
cal alterations consisted of considerable changes of the mitochondrial cristae, accumulation of 
osmiophilic material, decrease or substantial increase of their size. Mitochondrial alterations were 
particularly prominent in neurons, which showed loss of dendritic spines, giant spins and marked 
decrease of the dendritic arborization. The ultrastructural study of large number of neurons in 
the thalamus and the red nucleus revealed that the mitochondrial alterations did not coexist with 
cytoskeletal pathology and accumulation of amyloid deposits, though they were prominent in neu-
rons, which demonstrated fragmentation of the cisternae of the Golgi apparatus.  Morphometric 
analysis showed that mitochondria are significantly reduced in Alzheimer’s disease. The relation-
ship between the site and extent of mitochondrial abnormalities and the synaptic alterations sug-
gests an intimate and early association between these phenomena in Alzheimer’s disease.

References
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Baloyannis SJ, Costa V, Mauroudis I, Psaroulis D, Manolides SL,Manolides LS Dendritic and spinal pathology in the acoustic cortex in Alzheimer’s 
disease  morphological and morphometric estimation by Golgi technique and electron microscopy. Acta Otolaryngol.127 (4):351-4,2007
Baloyannis SJ. The mossy fibres of the cerebellar cortex in Alzheimer΄s disease. An electron microscopy study. Neuroscience 1997; 2: 160-161. 
Baloyannis SJ, Costa V Αbnormal synapses in the granule cell layer of the cerebellum in Alzheimer=s disease: A Golgi and Electron microscope  study. 
European Journal of Neurology 1998; 5:26-27.
Baloyannis S, Theocharidis T, Manolidis L. Synaptic alterations in the  acoustic cortex of the rat following insulin-induced hypoglycemia. Arch Otorhi-
nolaryngologica 1987; 244: 36-43.
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Baloyannis SJ    Pathological alterations of the climbing fibers of the cerebellum in vascular   denmentia: A Golgi and electron microscope study. 
J.Neurol.Sci.257; 56-61:2007
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Disorders of consciousness: new potentials for diagnostic and rehabilitative 
interventions 

Leontino Battistin, A. Cagnin, F. Piccione, P. Tonin
Dept of Neurosciences, University of Padova, Padova, Italy
IRCCS San Camillo Hospital, Venezia, Italy

Consciousness is an ambiguous term, encompassing both wakefulness and awareness. This distinc-
tion is crucial to the concept of the vegetative state, in which patients are awake but are unaware 
of themselves or their environment. The clinical distinction between vegetative state and mini-
mally conscious state is often difficult and the diagnostic accuracy may be improved with the help 
of neuroimaging techniques. Patients in minimal conscious state have a disorders of consciousness 
that makes them unable to communicate consistently, with limited but clear evidence of aware-
ness of themself or their environment, on a reproducible or sustained basis. Emergence from the 
minimally conscious state is defined by the ability to communicate or use objects functionally. 
Further improvement is more likely than in patients in a vegetative state.
In the recent years new advances in modern technologies have been applied to the diagnostic 
work-up of the disorders of consciousness, or to explore potential treatment in the rehabilitation 
of these conditions. fMRI has shown to be able of selecting patients in the vegetative state able 
to wilfully modulate their brain activity and to detect patients, among those, with a potential to 
be engaged in communicative skills. With repetitive transcranial magnetic stimulation (rTMS) our 
group has demonstrated, as a proof a principle, that patients with minimally conscious state may 
show behavioural and neurophysiological changes after a trial of stimulation with this approach.
The talk will focus on these new modern techniques applied to the diagnostic work-up and poten-
tial treatment approach to the vegetative state. 
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Dopamine and brain plasticity - a hypothesis on levodopa-induced dyskinesias in 
Parkinson’s disease

Ovidiu Băjenaru 
 University Hospital of Emergency Bucharest, Department of Neurology,
„Carol Davila” University of Medicine and Pharmacy, Bucharest, Romania

Levodopa-induced dyskinesia in patients with Parkinson’s disease is one of the most difficult to 
manage complications. Recent data related to the role of tonic extrasynaptic dopaminergic activity 
both in extended cortical areas and in the basal ganglia, offer the possibility to search new ratio-
nale pathways to understand how pulsatile dopaminergic stimulation generates abnormal neuro-
plasticity in the basal ganglia and cortex circuits, which results in abnormal movements and pos-
sibly in other non-motor complications of Parkinson’s disease treatment. Some of the experimental 
data related to the role of dopamine in neuronal plasticity in these structures are also supported 
by the results of magnetic transcranial stimulation studies in human patients with Parkinson’s dis-
ease. 
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Time is Brain, TIA as an Emergency

Natan M. Bornstein
Head of Stroke Unit
Dept. of Neurology, Tel-Aviv Medical Center
Sackler Faculty of Medicine, Tel-Aviv University, Israel

Transient Ischemic Attack (TIA) should be considered as an emergency and work-up has to be 
done within 24 hours like acute unstable angina pectoris. It is known that about 23% of stroke are 
preceded by TIA.Several studies have shown that the risk of subsequent stroke in the first 2 weeks 
after a TIA is about 1% per day. In 2 published well conducted studies, EXPRESS (P. Rothwell) and 
SOS_TIA (P. Amarenco) it was shown that very early management in a TIA clinic will reduce the risk 
of subsequent stroke by 80% at 3 months. Therefore, work-up evaluation has to be performed with 
in 24 hours in a dedicated organized structure. 
Several stroke registries reported that carotid stenosis is the cause of embolic stroke in about 25%-
30% of all ischemic strokes. Current guidelines recommend immediate intervention either by ca-
rotid endarterectomy (CEA) or stenting (CAS) in patients with symptomatic carotid stenosis greater 
than 50%.
Carotid duplex is a reliable, non-invasive, accessible tool for evaluation of carotid stenosis with very 
high level of accuracy. Therefore, carotid duplex should be the first line tool for rapid evaluation of 
every patient with TIA in order to detect a potential treatable carotid stenosis for stroke preven-
tion. It is recommended to establish an “Acute TIA clinic” equipped with immediate accessible 
Duplex device to enable rapid evaluation of the carotid system in order to detect potential treat-
able carotid stenosis. 
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Quantum neurology and the holographic mind

Larissa-Emilia Cheran 
University of Toronto, Toronto, Ontario, Canada

Science today is unable to explain what banged and why. Some 13.5 billion years ago, the Big 
Bang supposedly initiated the beginning of time – or was this the case? Nor can it explain what 
happened before that, since at infinite density, physics no longer applies. Some scientists already 
dispute the theory, promoting the infinite multi-verse assumption. We know that quarks, fermions 
and bosons are combined together in particles and atoms, in molecules and galaxies. Nevertheless, 
what we see is only 5% of the universe; with the rest being mysterious dark matter (25%) and dark 
energy (70%). Apparently, only gravity is connected to dark energy, but the remainder represents 
the biggest puzzle of all time. One hundred years after the introduction of the new quantum con-
cepts, we conveniently forget that each atom in our body and in our brain is made of precisely the 
same particles, forming molecules, proteins and cells. Contemporary medicine is extremely resis-
tant and reluctant to change from a classical Newtonian, to a quantum physics worldview. Even so, 
quantum physics might just be the greatest gift to the science of life, one that could finally explain 
all the anomalous data and paradoxes not yet elucidated. We still wonder why precise mathemati-
cal laws govern physical space. Where do they come from? What is the meaning of this perfect 
order behind the apparent general chaos? Biology cannot explain how mental processes such as 
creativity, intuition, insight, thinking, emotions and the feeling of being alive arise from electro-
chemical impulses firing along neural axons. Neuroscientists can see the activity in distinct areas of 
the brain, but how is this constructed and bound together in unitary experiences and feelings still 
remains elusive. How can the nonmaterial mind influence the material body? Is consciousness the 
missing link? Or is the human body more complex than we imagine and extends beyond matter in 
a space where consciousness is the ground of all being? Does consciousness conceive, form and 
become biology? Is our mind really a projection of the holographic universe?
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Neurotrophic factors important therapeutic option to improve global outcome in 
Severe Brain Injury (SBI)
A.V. Ciurea, MD, PhD*, D. Muresanu,MD, PhD***, G. Onose, MD, PhD,**  
R.E. Rizea, MD*, F.M. Brehar, MD*
*Neurosurgical Clinic, **Neurorehabilitation Department, Clinic Hospital “Bagdasar – Arseni”, 
Medical University „Carol Davila”, Bucharest, Romania *** Chairman Department of Neurology, 
University of Medicine and Pharmacy “Iuliu Hatieganu”, Cluj- Napoca, Romania

Traumatic brain injury (TBI) represent a very important cause of disease in all western countries. 
TBI delimitation was perfomed by Teasdale and Jennett (1974), in Glasgow Coma Scale (GCS), im-
portant standard in the assessment of these brain lesions: minor (13-15), moderate (12-9), severe 
(8-3). This standard (“golden”) scale in TBI was established by motor (1-6p.), verbal (1-5p.), eyes 
(1-4p.) response at external stimuls. For children (0-16 years) in all hospitals was Children Coma 
Scale (CCS), also quantification 3-15 points.

Severe brain injuries (GCS 3-8) represent an important cause of mortality and morbidity, especially 
in patients with active period of live (20-40 years old). The authors studied non selected consecu-
tive 88 patients with SBI (between 6 – 66 years old), 53 male and 35 female in period 2005-2009 (5 
years) at the Hospital “Bagdasar-Arseni”, Bucharest. The distribution by age was children 30 cases 
(34,1%) and adults 58 cases (65,9%). The most frequent cause of  SBI is represented by the car 
accidents (car to pedestrian, passenger vehicle) 58 cases (65,9%), followed by falls different higher 
23 cases (26,1%) domestic accidents 4 cases (4,5%) and sport traumas 3 cases (3.4%). All 88 cases 
were monitoring in intensive care unit (ICU). At admission GCS 3-4 was 26 cases (29,5%), GCS 5-6 
was 25 cases (28,4%), GCS 7-8 was 37 cases (42%). In all cases the admission CT scan was 
performed in the first 6 hours; The following CT scan was performed at 24, 48, 72 hours and after 1 
week to verified the brain lesion and intracranial mass lesion. In 30 cases (34,1%) intracranial mass 
lesions undergone to the operative procedures: extradural haematoma 14 cases (15,9%), subdural 
haematoma 10 cases (11,3%), intraparenchimal haematoma 6 cases (6,8%). All intracranial haema-
toma was operated in the first 6 hours after admission. Additional in 10 cases (11,3%) we report 
penetrated head injury. 

The CT scan werw correlated with Marshall et all Scale (1991). In this study we report the prepon-
derance of: cerebral edema 40/88 cases (45.5%), subarachnoid hemorrhage (SAH) in 27/88 cases 
(30.7%), hypodense (ischemic aria lesion in 25/88 cases (28.4%), showed hemhorragic contusion 
23/88 (26,1%) and diffuse axonal injury  (DAI)  19/88 cases (21,6%); DAI was diagnosis only by MRI 
and the first week post-injury. In our data surgical evacuation of mass lesions was performed as 
needed, but only five decompression craniotomy was done. No mortality was registered in the 
group of ICP < 20 mmHg, all the 28/88 cases (31.8%) which died had the ICP > 20 mmHg.

All patients received at admission in ICU early treatment with Cerebrolysin iv, 3 vials (10 ml) per 
day, ten days. The neurotrophic factors  are an significant improvement in post TBI. Cerebrolysin 
(mixture of low molecular polypeptide, extracted from pig brain) increase  motor function, 
enhance the cog-nitive performances,  increase memory & attention, improve of brain 
bioelectrical activity.
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In the literature there are more than 500 substances studied for neuroprotective properties. The 
effect for neuroprotection consist in activation of Calpaine system. The important additional 
effects are: cerebral excitability and hypoxia, improving EEG signal and mo-tor activity after mild 
brain ischemia and also antioxidative properties.
The follow-up was performed by EEG, GCS score, GOS and psychological evaluation.
In our data Glasgow Outcome Scale (GOS): good recovery was in 25 cases (28,4%), moderate dis-
ability 9 cases (10,2%), severe disability 22 cases (25%), vegetative state 6 cases (6,8%), death 26 
cases (29,5%). At admission GCS 7-8 was preponderent 37 cases (42%) which it was in concordance 
with the global outcome.

Conclusions: SBI represent an important medical and neurosurgical problem. Many therapeutical 
factors may improve the outcome in SBI (Early Neuroprotection, Neuroplasticity, Neuroregenera-
tion, Neurorehabilitation and Psychological Support). Neurotrophic factors can improving the 
global outcome. 

Keywords: traumatic brain injury (TBI), GCS, severe brain injury (SBI), DAI, ICP, neuroprotection, 
global outcome, GOS.
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Pitfalls in the management of chronic pain syndromes

Elena Copaciu
President Romanian Association for the Study of Pain(IASP/EFIC chapter), Carol Davila University of 
Medicine and Pharmacy , University Hospital, Bucharest, Romania

Pain is the symptom most frequently accused by patients seeking for medical advice. Severe pain 
significantly alters quality of life (QoL) adding a continuous burden for the patients, his/her family 
and social environment and increase in direct and indirect healthcare costs. 

Proper pain management is an underestimated aspect of medical care, but focusing pain therapy 
is becoming more and more important. An accurate diagnosis  is the first step, applying the actual 
guidelines of pharmacological pain syndromes is a must for the best approach of this issue. A brief 
knowledge of algorithms of chronic pain management( i.e- diagnostic and therapeutic blocks for 
chronic pain, multidisciplinary approach, the place of psychological and vocational counseling, etc) 
are mandatory for improving quality of care.

Pitfalls in chronic pain management may be represented by the underestimation of pain sever-
ity, reluctance in using opioids for severe nociceptive pain, underuse of symptomathic therapy 
for opioid induced side effects (with a subsequent altering in QoL), overuse of minor opioids for 
severe pain, overdosage of NSAIDs with increasing risk of gastrointestinal side effects, while  the 
neuropathic pain syndromes are underrecognised and undertreated by physicians of different 
specialities. The treatment of the neuropathic component of many severe chronic pain syndromes, 
of cancer pain as well as some rare but severe and refractory visceral pain syndromes is always 
very challenging. The place of opioids in neuropathic pain management is not recognized by many 
specialists, while others are reluctant in using central nervous system medication  ( i.e- antidepres-
sants or anticonvulsants) as analgesics.

Recognizing most of these aspects will definitely improve quality of care and thus the QoL of pa-
tients with chronic pain syndromes unadequately labeled as refractory.
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Interventions in acute ischemic  stroke

László Csiba
Department of Neurology, Debrecen University, Hungary

The re-eopening of occluded vessels improves clinical outcome in acute ischemic stroke. In iv. lysis 
ca. 50% of recanalisation occurs in the first hour while further  re-opening (ca. 20%) might happen 
in the next five hours period.  Re-canalization is associated with  significant increase of good   func-
tional outcome and a similar reduction in the letal outcome.
The beneficial effect of early recanalisation of cerebral blood flow on stroke outcome may be nega-
tively influenced    by other factors such as extent of irreversible brain injury before re-canalization, 
excessive glucose level at the time of reperfusion, and blood pressure changes during thromboly-
sis. 
The larger the clot volume the smaller is  the recanalisation rate . Patients with lower amount of 
clot were more likely to have an independent functional outcome ( P < 0.001). In contrast, mortal-
ity increased in patients with higher amount of clot.      Furthermore, these patients were more 
likely to have hemorrhagic infarct transformation ( P < 0.003) and parenchymal hematoma ( P < 
0.008) on follow-up scans.   Vascular re-canalization rates vary depending on thrombus location.
Only 10% of carotid occlusions and one third of MCA occlusions could be reopened via iv. lysis. In-
tra-arterial thrombolysis has higher early re-canalization rate (60%) but the highest re-canalization   
could be achieved with mechanical devices (80%). The rate of symptomatic intracranial hemorrhag-
es with ia. lysis is  10% vs. 2% in the placebo group. The rate of favorable outcome   (mRS)   is also 
higher   than that in  placebo group (40% vs. 25%).  IA  tPA may therefore be an option in selected 
patients with large vessel occlusions and limited   response to IV tPA. The re-canalization rates is 
probably higher with IA thrombolysis than that with iv. approach, but, the clinical benefit may be 
reduced by the time.With  combined IV and IA thrombolysis (0.6mg of IV tPA followed by IA t PA)   
partial or complete re-canalization was achieved in more than 60% of patients after IA treatment 
but only a modest trend for good outcome could be seen in clinical outcomes.  Mechanical thera-
pies   are more effective in removing large thrombi in proximal vessels and   associated with lower 
hemorrhage risk. Disadvantages are:endothelial damage and bleeding.    
In a systematic review  re-canalization was achieved in 70% and bleeding occurred in 20%.  An 
interesting approach is the ultrasound enhanced thrombolysis with  2MHz ultrasound.   Complete 
re-canalization or dramatic clinical recovery within 2h after the administration of tPA bolus oc-
curred in 49% in the ultrasound group as compared to 30% in the control. Ultrasound enhanced 
lysis+microbubble combination might further increase the rate of recanalisation.
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Central nervous system inflammation in neurological diseases – harmful or 
protective?

Anna Członkowska *,**, Andrzej Czlonkowski *, Iwona Kurkowska-Jastrzebska *,**
*2nd Department of Neurology, Institute of Psychiatry and Neurology, Warsaw
**Department of Clinical and Experimental Pharmacology, Medical University of Warsaw, Poland

The inflammatory reaction is believed to play an important role in the central nervous system 
pathology. Marked inflammatory reaction accompany all acute processes in the CNS, as stroke or 
traumatic brain injury and is characteristic for multiple sclerosis.  In primary neurodegenerative dis-
orders such as Alzheimer disease, Parkinson disease and Huntington disease, amyotrophic lateral 
sclerosis or adrenoleukodystrophy, neuroinflammation also exist, however, in more subtle form 
and its role is not clear. Most evidence favors the idea, that inflammation, and especially microglial 
activation, may cause additional neuronal death. There are strong suggestions that lack of the con-
trol of inflammatory reaction may be the cause of this phenomenon and that inflammation may be 
involved in pathogenesis of neurodegeneration. 
Experimental data show that inhibition of a potentially neurotoxic compounds production, by for 
example microglia, may be beneficial to neurons and may diminish damage caused by toxins, me-
chanical injury and ischemia. Nevertheless clinical observations are conflicting till now, the regula-
tion of inflammation gives some promises of slowing down neurodegenerative process. 
On the other hand, CNS pathology evokes autoimmune reaction in periphery that may help in 
overcoming an injury. Such benign autoimmunity (or neuroprotective autoimmunity) has been 
shown to help overcoming CNS injury in many experimental models: reducing infarct size, diminish-
ing toxic injury and traumatic damage. In postmortem analysis of AD patients immunized against 
amyloid β, cortical infiltrations of T cells and macrophages together with the reduction of plaque 
formation were found. 
In conclusion, inflammatory reaction induced by acute and chronic. From one side it may produce 
some harm to neurons through aggravation of oxidative stress and excretion of neurotoxic com-
pounds (cytokines, complement). However, it must be taken into account that inflammation could 
have a protective role and promote regeneration of damaged neurons (by for example an enhance-
ment of trophic factors production). 
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Neuroplasticity and pain

Vida Demarin
Universtiy Neurology Department, Sestre milosrdnice University Hospital, Zagreb, Croatia

In the last decades chronic pain evolved in a widespread healthcare problem with a negative im-
pact on mental health, professional and family life of the patients. It is not yet completely under-
stood and consequently not enough specifically treated. Also, the known pain therapies have sig-
nificant adverse events limiting patient’s normal functioning. Neuroplasticity and pain are strongly 
connected: it has an important role in pathophysiology of chronic pain; the neuroplastic changes 
are recognized during pharmacological treatment of pain and in the last years new approaches in 
pain treatment using principles of neuroplasticity are emerging. 
Amputation of a limb leads to reorganization of brain cortex in motor, but also in somatosensory 
areas; the result of these changes is phantom limb pain. During exercises using mental imaginary 
this process of cortical reorganization can be stopped and reversed resulting in significant reduc-
tion in intensity of constant pain and exacerbations. After peripheral nerve injury neuroplastic 
changes of primary afferent neurons and spinal dorsal horn neurons occur, leading to central sen-
sitization and neuropathic pain. Studies have shown that long-term use of opioids induces plastic 
changes of neurons in spinal cord by activation of N-methyl-D-aspartate (NMDA) receptors. This 
activation can lead to potentially irreversible degenerative neuronal changes in the spinal cord and 
development of opioid tolerance. Chronic morphine exposure in patients with migraine also leads 
to plastic changes of neurotransmitter receptors similar to changes occurring in inflammatory pain 
states which at the end results in medication overuse headache. Continuous or intense painful 
stimuli can lead to neuroplastic changes in the spinal cord and brain, resulting in central sensitiza-
tion and pain. These processes underlie symptoms of fibromyalgia, low back pain, migraine, tem-
poromandibular disorder and other headaches. Fibromyalgia is chronic condition characterized by 
musculoskeletal pains. In this condition are also depression, sleeping, immune system and me-
tabolism disorders involved. That fibromyalgia represents central sensitivity syndrome proves the 
success of centrally acting drugs using in its treatment.  The facts about neuroplastic changes that 
led to this condition are used in studies dealing with fibromyalgia treatment and results showed 
that holistic approach using mental and repetitive physical methods are of significant help for cur-
ing fibromyalgia. Physical methods using touches to the spine in order to stimulate the nervous 
system and to correct a tension and position of spine and limb muscles are of considerable success 
in treatment of musculoskeletal disorders as well in fibromyalgia.  Future studies can reverse the 
“dark side” of neuroplasticity and discover its value in pain treatment.
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Neurotrophic factors and stem cell therapy in acute ischemic stroke

Exuperio Díez-Tejedor
Head of Department. Department of Neurology. Director, Cerebrovascular Program Co-ordinator, 
Neurosciences Research.  IdiPAZ. La Paz University Hospital. Universidad Autónoma de Madrid, 
Spain 

Cerebral plasticity has capacity of repair itself and can therapeutically enhanced via rehabilitation 
or stimulation and administration of trophic factors (BDNF, FGF, VEGF), but also the exogenous 
administration of cellular material. 
Neuropharmacological agents such as trophic factors and growth factors which might promote one 
or more repair mechanisms can improve the functional status following a stroke, alone or com-
bined. 
In our laboratory, in experimental stroke models in rats, exogenous i.p. administration of 
neurotrophic factors in monotherapy shows efficacy in the neurological recovery, reduction in 
neuronal death, increase cell proliferation, increase VEGF and decrease inflammatory response in 
an experimental model in rats. We find similar results with citicoline.
On the other hand, several cell lines have been used: embryonic, hematopoietic and MSCs. Bone 
marrow derived MSCs seem to be the most widely used, being multipotent and capable of aiding 
the repair of tissues, easy to isolate and the beneficial effects of administration in experimental 
studies have been described with good results. In our laboratory, the allogenic administration of 
Bone marrow derived MSCs and adipose tissue (ASCs) by different hematic routes, intravenous (iv) 
and intracarotid (ic), in the acute phase, have demonstrated equal effectiveness on neurological 
recovery, brain protection and repair. Since iv administration was less hazardous, it is probably the 
best route to be used in translational applications. However, using the iv administration route there 
was neither migration to the lesion zone nor the formation of cell niches. Therefore, it might not 
be necessary that the stem cells migrate and graft onto the lesion site to obtain a good neurologi-
cal improvement. 
Moreover, we aimed to know if the combined treatment with trophic factors and MSCs in ischemic 
stroke could weight the previous benefit, but no synergic effect could be found. 
After that, we hypothesised that the pre-treatment of MSCs with trophic factors before the iv 
administration in ischemic stroke animal models could weight the therapeutic effect. In this sense, 
preliminary in vitro data suggested that neurotrophic factors pre-treatment of mesenchymal stem 
cells (MSCs) promotes transdiferentation toward neuronal progenitors at 24 h and continue up 
and increase at 72h.  
In conclusion, all these treatments show efficacy in the neurological recovery, decrease neuronal 
death and increase cellular proliferation and probably act on the neurogenesis, angiogenesis, syn-
aptogenesis. They could be a good therapeutic option in the stroke treatment, but it is necessary 
to develop news studies to can be used in translational applications in humans. 
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CADASIL: from bed to bench in a model of genetic vascular dementia

Antonio Federico
Department of Neurological, Neurosurgical and Behavioural Sciences, Medical School, University of 
Siena, Italy

CADASIL (Cerebral Autosomal Dominant Arteriopathy with Subcortical Infarcts and Leucoencephal-
opathy) is a clinical disorder associated with mutations in the Notch 3 receptor on vascular smooth 
muscle cells. The main symptoms are migraine, stroke and leucoencephalopathy. The clinical diag-
nosis of CADASIL is based on the following criteria: (1) development of symptoms  at a relatively 
young age (40-50 years), (2) no risk factors for stroke, (3) repeated attacks of lacunar infarction 
with gradual progression to pseudobulbar paralysis and dementia (migraine, emotional distur-
bance, cerebral infarction, and dementia in 30%, 20%, 85%, and 30-90% of patients, respectively), 
and (4) family members with similar symptoms (autosomal
dominant inheritance).
Diagnosis is also confirmed by  (1) MRI evidence of leukoaraiosis and multiple small infarcts in  
bilateral deep white matter, basal ganglia, thalamus and pons; (2) electron microscopic evidence of 
granular osmiophilic
material (GOM) around vascular smooth muscles in the brain, skeletal muscle, peripheral nerves, 
skin, etc. ; and (3) Notch3 mutations detected by DNA analysis. 
Here we describe our experience with the clinical and genetic aspects of CADASIL  and we  review 
the literature on clinical presentation of the syndrome and its pathogenesis  with suggestions  
about clinical suspicion, diagnosis and management strategies. 
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Practical  application  of neuroplasticity concepts for persons  with poor  access to 
neurorehabilitation

Manolete C. Guerrero
School Of Sensorimotor Relearning  (Neurorehabilitation Center) Davao City
Davao Regional Hospital, Tagum City
Ricardo Limso Medical Center, Davao City, Phillippines 

As  early  as  1906   Santiago Ramon Y Cajal  was talking  about  how  the  brain  can  change, at 
that  time  it was   almost heretical. 50 years  later  Paul Bach  y  Rita talked  of  brain  networks as a 
roadway system., then  with the  explosion  of the  computer  technology, an avalanche  of  infor-
mation  and  understanding of  brain function took  centerstage. The  third  phase  in the  compre-
hensive  management  of  stroke  deals  with the  recovery  of  deficits  incurred  by the  stroke. Re-
covery  of the  stroke  patient entails  that the  brain  REORGANIZES !!!.  The  capability of the  brain  
to  reorganize  is  called  the plasticity of the  brain.  There  are  3 major types  of  reorganization, 
, Synaptogenesis,neurogenesis, and  angiogenesis. However  for reorganization to be successful , 
constant  daily  practice   of task and context specific exercises  are  needed. Persons  who cannot  
have  access  to daily neurorehabilitation   can still benefit  from these   principles :

NEUROPLASTICITY  PRINCIPLE # 1 :  BODY PARTS  COMPETE  FOR  BRAIN REPRESENTATION: 
It is  in this   principle    where  the  term  “  USE  DEPENDENT PLASTICITY “   was  coined.  This  has  
been  modified  to  “EXPERIENCE DEPENDENT PLASTICITY”  and  now “ LEARNING DEPENDENT 
NEUROPLASTICITY”
NEUROPLASTICITY  PRINCIPLE # 2 :   THE  IPSILATERAL HEMISPHERE  CAN  CONTRIBUTE  TO MO-
TOR  CONTROL 
NEUROPLASTICITY PRINCIPLE  # 3 :  SENSORY STIMULATION ENHANCES  PLASTICITY. 
NEUROPLASTICITY PRINCIPLE  # 4:  REDUCTION OF  INHIBITION ENHANCES PLASTICITY: NEURO-
PLASTICITY  PRINCIPLE  # 5:  PHARMACOLOGIC  AGENTS  CAN  ENHANCE PLASTICITY: 

All of these  principles  have to be translated  into  FUNCTIONAL  TASK AND CONTEXT   oriented  
exercises..  Two  systems  have  been  developed to apply these  principles. The   first  is a  school 
based  system , wherein  the  patients  pay a  monthly “ tuition fee”. They  are then  loaded  into 3  
subject  areas  depending   on their  skills, These  subjects  are  gait, upper  extremity function and  
gait. All these  are  taken  daily.The physical therapists are the teachers  of the  classes.  The  second  
system is  what we callthe  tutorial system. This  is   applied  in the  hills  and poorer  areas where 
no  regular means  of transportation is available. The   patients  come  to a  clinic  once a   week for  
evaluation  of  their abilities. A program for the week is  set  up  and  taught   to the   caregivers . 
The patients then will return after 1-2 weeks  for  program reevaluation .The lecture  will include  
some  practical home tasks  for the stroke patient  using the  above  principles  If a  stroke  patient 
is  to recover  he  must do all these  activities by himself
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Chronic cerebrospinal venous insufficiency and iron deposition on susceptibility-
weighted imaging in patients with multiple sclerosis: a pilot case-control study
Bianca Weinstock-Guttman1,2, Paolo Zamboni3, Claudiu Schirda2, Guy Poloni2, Michael G. 
Dwyer2, Mark E. Haacke4, Ilaria Bartolomei3, Fabrizio Salvi3 and Robert Zivadinov1,2. 
1The Jacobs Neurological Institute, University at Buffalo, Buffalo, NY, USA,  2Buffalo Neuroimag-
ing Analysis Center, University at Buffalo, Buffalo, NY, USA; 3Vascular Diseases Center, University of 
Ferrara-Bellaria Neurosciences, Ferrara and Bologna, Italy, 4Wayne State University, MR Research 
Facility, Department of Radiology, Detroit, MI. 

Objective: To investigate the relationship between chronic cerebrospinal venous insufficiency 
(CCSVI) and iron deposition in the brain of multiple sclerosis (MS) patients by correlating venous 
hemodynamic (VH) parameters and iron concentration in deep-gray matter (DGM) structures and 
lesions, as measured by susceptibility-weighted imaging (SWI). To preliminarily define the relation-
ship between iron measures and disability outcomes.
Background: CCSVI is a vascular picture recently described in MS patients that is characterized by 
stenoses affecting the main extracranial venous outflow pathways and by a high rate of cerebral 
venous reflux that may lead to increased iron deposition in the brain.
Methods:  Sixteen (16) consecutive relapsing-remitting MS patients (mean age 36.1±7.3 yrs, mean 
disease duration 7.5 ±1.9 yrs and median EDSS 2.5) and 8 age- and sex-matched normal controls 
(NC) were scanned on a GE 3T scanner, by using SWI. Iron concentration was measured in the 
following deep gray matter (DGM) structures: thalamus, caudate, putamen, globus pallidus, hip-
pocampus, amygdala, nucleus accumbens, red nucleus and substantia nigra. Iron concentration 
was also measured in T2, T1, SWI phase and SWI magnitude lesions. Diagnosis of the CCSVI was 
established based on the previously published VH Doppler criteria using a Combined transcranial 
and extracranial echo-color Doppler (ECD) (Zamboni, JNNP, 2009). In addition an absolute volumet-
ric measurement for total vein vasculature was performed in milliliters (ml) and the relative venous 
intracranial fraction (VIF) was obtained to correct for head size and amount of brain atrophy. The 
size of individual veins was measured in mm and 4 groups were created according to their mean 
diameter: <0.3mm, 0.3-0.6mm, 0.6-0.9mm and >0.9 mm. Voxel brain average distance-from-vein 
maps was calculated with higher distance indicating fewer veins.
Results: All 16 MS patients fulfilled the diagnosis of CCSVI (median VH=4, median venous insuf-
ficiency severity score VHISS=9) and none of the NC. There was a significant association between 
higher number of VH criteria and higher iron concentration in T2 (r=0.64, p=0.007) and T1 (r=0.56, 
p=0.023) lesions. The only DGM structure that correlated significantly with VH criteria was globus 
pallidus (r=0.58, p=0.019). No relationship was observed for the NC. Higher iron concentration in 
DGM structures was predictive of higher disability status (EDSS) in almost all examined regions. 
The highest correlations were detected for thalamus (r=0.79, p<0.0001) and red nucleus (r=0.7, 
p=0.005). A significantly lower absolute venous volume was also detected in MS patients compared 
to HC. The distance-from-veins was also significantly higher in MS patients (p<0.001) suggesting 
fewer veins compared to control population.
Conclusion: The findings from this pilot study suggest that CCSVI may be an important mechanism 
leading to iron deposition in brain parenchyma of MS patients. In turn, iron deposition, as mea-
sured by SWI, is a strong predictor of disability progression in patients with MS.
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Sense and non sense of evidence based medicine in neurorehabilitation

Volker Hömberg
St. Mauritius Therapieklinik, Meerbusch, Germany

Over the last decade also in Neuro Rehabilitation the concept of evidence based medicine (EBM) 
more and more has come into use for the selection of particular treatments and is considered to 
become the epistemological gold standard also in this field. 
The concept of EBM is an attempt to systematically utilize collected knowledge for clinical deci-
sions. The EMB-rationale described by Archie Cochrane and his follower is based on the idea of 
extracting knowledge from the compilation of so called randomized controlled trials (RCT) by 
means of metanalyses. RCTs constitute study design to avoid systematic sampling errors. It has 
been primarily used  in pharmacological studies. Even to answer a simple question as to find out 
if 100 mg or 200 mg of salicylates are superior for secondary prevention of stroke, very large scale 
studies enrolling thousands of patients are necessary. For the evaluation of training techniques in 
neuro rehabilitation the situation is very different due to a high heterogeneity of patients  make 
the concept of RCT`s applicable than in big pharmacological studies. 
Therefore it has to be carefully considered not to overestimate the impact of the EBM approach for 
making decisions on therapeutic interventions in individual patients in neuro rehabilitation and to 
deal critically with the results of metacongress or “Cobrone reviews”
Examples of such possibly erroneous inferences from EBM-metaanalysis we presented and alterna-
tive concepts such as single case designs are discussed to overcome possible shortcoming gs of the 
concepts of EBM in neuro rehabilitation. Further more approaches for a more individualized selec-
tion of therapeutic regimes and a general routine for transfer of neuroscientific knowledge into 
clinical practice will be demonstrated. 
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Vascular dementia in the oldest-old

Kurt A. Jellinger
Institute of Clinical Neurobiology, Vienna, Austria

The prevalence of both Alzheimer disease (AD) and vascular dementia (VaD) increases with ad-
vancing age, but epidemiologic data above age 85 are imprecise and inconsistent. A retrospec-
tive hospital-based study of the prevalence and pathology of “pure” VaD (due to cerebrovascular 
disease without other pathologies) was performed in 1700 consecutive autopsy cases of demented 
seniors in Vienna, Austria (62% females, MMSE <20; mean age 84.3±5.4 SD years; 90% over age 
70). It assessed clinical, general autopsy data and neuropathology including immunohistochemis-
try. Neuropathologic diagnosis followed current consensus criteria. Four age groups (7th to 10th 
decade) were evaluated. “Pure” VaD (with low neuritic Alzheimer-Pathology – mean Braak stages 
1.2-1.6) was observed in 12.8% of the total cohort, its relative prevalence decreasing from age 
60 to 90+ (15.0 to 8.7). Morphologic subtypes (multi-infarct /MID/, subcortical arteriosclerotic /
SAE/- the most frequent-, and strategic infarct dementia /SID/) showed no age-related differences. 
By contrast, AD (without vascular or Lewy pathologies; 45.7% of the total), mixed dementia (AD 
+ cerebrovascular encephalopathy; 5.2%), and AD with minor cerebrovascular lesions (25%) in-
creased with age (38.9 to 48.9%; 5.2 to 10-6%, and 4.4 to 23.2%, respectively). The relative preva-
lence of AD + Lewy pathology (10.7%) remained fairly stable with age (7.8 to 9.4%), whereas other 
dementias (5.7%) decreased significantly over age 90 (21.0 to 0.4%). 85-95% of the patients with 
“pure” VaD had histories of diabetes, morphologic signs of hypertension, 65% myocardial infarc-
tion/cardiac decompensation, and 75% a history of stroke(s). 97% had cerebral microangiopathy 
and 90% severe atherosclerosis of large cerebral arteries. Similar autopsy findings were seen in 
AD + minor cerebrovascular lesions (minor to moderate lacunar state). Cerebal amyloid angiopa-
thy (CAA) grades 3-4+ and 1-2+ were present in 40 and 50% respectively, and absent in 10%. This 
retrograde study using strict morphologic diagnostic criteria confirmed the existence of “pure” VaD 
in old age, with a tendency to decline at age 90+, while AD and AD + cerebrovascular pathologies 
showed considerable age-related increase. A prospective clinico-pathologic study in 200 oldest-
old subjects (age range 85-103 years) also showed a significant association between CAA and AD 
pathology with significant increase of both lesions, but decrease of VaD over age 85. Severe CAA, 
present in 9-10% of demented old subjects without definite AD, suggested that CAA may be an 
independent risk factor for cognitive decline.

References:
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Why does Alzheimer disease win?

Amos D. Korczyn
The Sieratzki Chair of Neurology, Tel-Aviv University Medical School, Ramat Aviv (Israel)

The emergence of dementia as a major health problem within the past few decades occurs in spite 
of huge attempts to find the cause, pathogenesis and pathophysiology of this disorder.  Most of 
the attempts are directed against Alzheimer disease (AD) and the major anatomical characteristics 
(amyloid, NFT’s).  The failure to conquer this disorder may indicate that our attempts are unsuc-
cessful because of basic conceptual mistakes.

The lecture will discuss the concept of AD and its pathogenesis and offer alternatives, which could 
be more rewarding.
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Why should we treat depression in Parkinson’s disease?

Vladimir S. Kostić
Institute of Neurology, Belgrade, Serbia

Depression, frequently associated with Parkinson’s disease (PD), is one of the most important 
variables determining the quality of life. It may be a reactive process to progressive and disabling 
symptoms, but several lines of evidence supported the concept that depression associated with PD 
is a part of the pathobiological substrate of the disease. Using MRI and voxel-based morphometry 
(VBM), we found that, relative to non-depressed PD patients, depressed ones had greater gray 
matter loss in the right inferior orbitofrontal (OF) cortex and temporal gyrus, and greater white 
matter (WM) loss in the right anterior cingulate bundle and inferior OF region. The Hamilton De-
pression Rating Scale score correlated significantly with the WM loss in the right inferior OF region 
(r=-0.55, p<0.05 corrected). 

In the longitudinal study, patients with PD and major depression have a significantly greater cogni-
tive decline, deterioration in activities of daily living, and increased motor symptoms than patients 
with either minor or no depression (Starkstein et al., 1992). Herein, we will present our investiga-
tions (a) on the effect of depression on different cognitive parameters, and (b) effects of depres-
sion on gait in PD patients. Compared to non-depressed parkinsonians, during the 12-month 
follow-up period, depressed PD patients expressed particular decline in executive functions. On 
the other hand, gait dynamics in PD are characterized by exaggerated stride-to-stride variability, 
which reflects a disturbance in gait rhythmicity and an inconsistency of the locomotor pattern, and 
is a marker for increased fall risk. An important new insight is the recognition that the gait is now 
increasingly seen as a complex ‘higher-order’ form of motor behavior, with prominent and varied 
influences of mental processes. Dual- and multiple tasking in depressed PD patients increased 
stride-to-stride variability significantly more in comparison to non-depressed ones, and such in-
crease correlated with neuropsychological tests assessing frontal executive functions. 

Therefore, early recognition and adequate treatment of depression in PD may be beneficial for dif-
ferent dimensions of the disease.  
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Neurotrauma – Myths & Facts

Christian Matula
Neurosurgical Department Medical University of Vienna, Austria

The incidence and economic burden of traumatic brain injury (TBI) is from undisputed value all 
over the world. Although a lot of work has been done in that field, until nowadays a lot of “myths” 
are going around and unfortunatelly we’re still waiting for some “facts”. 
One myth is that we can avoid trauma. Fact is, that there is no way to achive that. Trauma is the 
leading cause of death in ages 1-45. Approximately 80,000 people per year are suffering on dis-
ability due to TBI and more that 3,100,000 are living with disabilities. We can precisely classify 
trauma is another myth. Fact is, that time is ripe for a new, much more precise classification system 
based on the central questions: Is “mild” really mild and differentiate “severe” due the possible 
outcome according to morphological findings in CCT and MRI. Fact is, that the admission GCS lost 
its predictive value for outcome so that nowadays there is a clear need for a new classification sys-
tem. Another myth is, that the existing guidelines can solve the problems. Fact is, that the survey 
of compliance with the guidelines is rather bad. More than 65% shows no compliance, and al-
though the relation gets better, it still remains rather low. A lot of myths exists around compressive 
craniectomy. Fact is, that until now exept for problemtic studies in the 90’s, there has never been a 
randomized trial studying decompressive craniotomy vs. other therapies. Among others (e.g. corti-
son, prophilactic antiseizure therapy, etc.) the presentation will demonstrate that hard facts behind 
some other myths are missing.
There are a lot of myths on several topics in TBI (e.g. neuroprotection, biomarkers, stem cells, etc.) 
but not that much facts. What we need within the near future are reliable basic and clinical trials 
to get them.
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Strategies versus target in brain protection and recovery

Dafin F. Mureşanu
Department of Neurology, Faculty of Health Sciences, University of Medicine and 
Pharmacy “Iuliu Haţieganu”, Cluj-Napoca, Romania

Neurotrophicity, neuroprotection, neuroplasticity and neurogenesis are basic biological processes 
of paramount importance, overlapping and acting under genetic control to generate the endog-
enous defense activity (EDA) which continually counteracts pathophysiological processes.

Pathological cascades contain a limited number of pathophysiological processes. Stroke is char-
acterized mainly by excitotoxicity, oxidative stress, inflammation and apoptotic-like processes.  
Pathophysiological processes share some common mechanisms with endogenous basic biological 
processes (e.g. excitotoxicity and neurotrophicity together with neuroplasticity have, as a common 
important driver, the NMDAR activity; inflammation has an important contribution for neuroregen-
eration, stimulating neuroplasticity, via trophic factors).

Every lesion in the nervous system triggers in the first minute an endogenous neuroprotective re-
action. An endogenous repair process, combining neuroplasticity and neurogenesis follow this as a 
second answer. All these processes are initiated and regulated by neurotrophic factors.

Neurotrophic factors are produced by different players in the brain tissue and are acting in a 
pleotropic way against pathological cascades.

The same molecules, due to a complex genetically regulated process, are able to induce, immedi-
ately after achieving the endogenous neuroprotective effect, neuroplasticity and neurogenesis as 
well. Therefore, they have also not only pleotropic activity but also multimodal way.

Neuroprotection, neuroplasticity and neurogenesis, processes that are apparently independent, 
with different control, represent in fact sequences of the same process (EDA), regulated by neu-
rotrophic factors.

Considering this, neurotrophic factors are attractive candidates as therapeutic agents in most im-
portant neurological disorders, including stroke and there are already positive clinical data proving 
this.

This presentation will give an overview on particular aspects in stroke and therapeutic intervention 
with pleiotropic multimodal drugs. 
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Prognostic factors after Traumatic Brain Injury (TBI)

Józef Opara
Repty Rehabilitation Centre, Tarnowskie Gory, Poland

1.The basic model included four predictors: age, Glasgow coma scale, pupil reactivity, and the pres-
ence of major extracranial injury.
In a CT model additional indicators were: the presence of petechial haemorrhages, obliteration 
of the third ventricle or basal cisterns, subarachnoid bleeding, mid-line shift, and non-evacuated 
haematoma 
Perel P. et al. MRC CRASH Trial Collaborators. Predicting outcome after traumatic brain injury: 
practical prognostic models based on large cohort of international patients. BMJ. 2008 Feb 
23;336(7641):425. 

2.The longer the period of post-traumatic amnesia the worse the outcome.
The latter is defined as the period of time from injury until resumption of day-to-day memory.
There is a crude correlation between the amount of brain damage (as determined by MRI) and 
long-term outlook.
However, there are many exceptions to these general rules and it is always unwise to give any defi-
nite prognosis within the first few weeks of injury.
Most physical recovery will occur in the first 12 month, but some physical improvement can cer-
tainly occur during the second year after injury.
Neuropsychological recovery takes much longer and between 2 and 3 years is usually taken as rea-
sonable length of time for natural recovery to continue.
Barnes M., Ward T. Oxford Handbook of Rehabilitation Medicine 2005.

3.Five factors that reduce life expectancy after TBI:
Immobility 
Incontinence 
Inability to swalow (necessity of PEG)
On-going and uncontrolled epilepsy 
Severe cognitive and intellectual damage 
Barnes M., Ward T. Oxford Handbook of Rehabilitation Medicine 2005.

4.Corrigan JD, Bogner JA. Neighborhood characteristics and outcomes after traumatic brain injury. 
Arch Phys Med Rehabil. 2008;89:912: 
100 participants 2 years postinjury, 
100 participants 5 years postinjury 
For both outcomes, a small but important proportion of the variance accounted for by neighbor-
hood indices was unique to these environmental influences and was not accounted for by indi-
vidual indices, including concurrent measures of functioning and the individual’s perception of 
environmental influences 
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Minimal invasive pain management of several neurological conditions

Ovidiu Palea
University Hospital, Bucharest, Romania

Neurological conditions with associated chronic pain provide a serious challenge to the practitio-
ner. Frequently the pharmacological medication reaches high doses with unsatisfactory pain con-
trol but significant side effects. Quality of life is poor and except for a surgical option with limited 
outcomes and significant morbities, the patient is left with little possibilities. 

Minimal invasive pain management comes as a standard of care nowadays, and with a good pa-
tient population selection and realistic expectations outcomes are frequently significantly better 
than any surgical option, with significantly less complications, related morbities and never the less, 
significant less costs.

This presentation will address minimal invasive pain procedures for neurological conditions such 
as:

- Back pain: disc herniation, discogenic pain, facet syndrome, sacroiliac syndrome, pyriform  
 syndrome, failed back surgery syndrome
- Complex regional pain syndrome type I and II
- Postherpetic neuralgia

At the end of this talk, participants should have a clear understanding where minimal invasive pain 
therapies are situated on the escalating scale of care for the neurological pain patients. 

Minimal invasive pain procedures are becoming fast more and more sophisticated, with low costs, 
good patient satisfaction, and very low complication rates. The surgical option for the management 
of pain is left for the real emergencies or for those desperate cases where percutaneous proce-
dures have failed. 
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Neuroinflammation in Alzheimer’s disease

Bogdan O. Popescu
Department of Neurology, University Hospital, School of Medicine, ‘Carol Davila’ University of 
Medicine and Pharmacy Bucharest, Romania
Laboratory of Molecular Medicine, ‘Victor Babes’ National Institute of Pathology, Bucharest, 
Romania

Even though the Alzheimer’s disease (AD) classical hallmarks are the senile plaques and the neu-
rofibrillary tangles [1], the amyloid cascade and the tau hyperphosphorylation theories have to 
be integrated with other research views in order to obtain a more complete pathogenic scenario. 
Inflammation and interleukins [2–4], metals [5], mitochondria-related oxidation processes [6], 
cholesterol rafts [7] and vascular factors [8–9] are only few such complementary directions of 
research. Besides the currently used biomarkers, such as beta-amyloid and tau levels in the ce-
rebrospinal fluid, inflammation markers, e.g levels of TNF and various interleukins, could play a 
role in the future diagnosis of early AD. Inflammatory reaction in AD brains includes activation of 
microglial cells and astrocytes, with release of active cytokines, which play an important role in 
both triggering cell death pathways and in brain basic self-defense mechanisms. Moreover, the 
specific inflammation signaling pathways in CNS could be targeted for future therapies, immuniza-
tion therapy being one of the most developed in clinical trials today. The dual role of inflammation 
in neurodegeneration will be discussed.
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Neurotrophic factors adjuvant treatment in Broca’s aphasics following first acute 
ischaemic stroke of the left middle cerebral artery
Bogdan O. Popescu
Department of Neurology, University Hospital, School of Medicine, ‘Carol Davila’ University of 
Medicine and Pharmacy Bucharest, Romania
Laboratory of Molecular Medicine, ‘Victor Babes’ National Institute of Pathology, Bucharest, 
Romania

Background: The aim of our study was to assess the efficacy of neurotrophic factors administration 
in Broca’s aphasics with acute ischemic stroke.

Methods: We registered 2,212 consecutive Broca’s aphasics following an acute ischaemic stroke 
admitted in four departments of neurology in Romania, between September 2005 and September 
2009. Language was evaluated with the Romanian version of the Western Aphasia Battery (WAB). 
The following inclusion criteria were used for this study: age 20-75 years, admission in the hospi-
tal within 12 hours of symptoms onset, diagnosis of first acute left middle cerebral artery (MCA) 
ischaemic stroke, presence of large artery disease (LAD) stroke, a NIHSS score of 5-22 points, and a 
therapeutic time window within 72 h. Fifty two patients were treated with neurotrophic factors as 
an adjunctive treatment. A placebo group, which received saline infusions 
(n=104 patients) were matched to the NIHSS and WAB scores, gender and age of the neurotrophic 
factors group at baseline. We assessed spontaneous speech (SS), comprehension (C), repetition 
(R), nam-ing (N), and Aphasia Quotient (AQ) scores of the two groups in an open label design, over 
90 days, the mRS scores and mortality. 

Results:  The neurotrophic factors treated group and the placebo groups had similar age (66+/-8 
versus 65+/-8 years) and sex ratio (14/38 versus 30/74). The mean AQ scores and the mean 
subscores for 3 subtests of WAB (SS, R, N) were similar at baseline and improved in the 
neurotrophic factors group significantly (p<0.05) over placebo group at all study time points. The 
mRS score at 90 days was also lower in the Cere-brolysin group than in the placebo group. The 
neurotrophic factors and placebo were both tolerated and safe, and no difference in the mortality 
rate was seen (3.8% in each group).

Conclusion: Neurotrophic factors are effective for the treatment of Broca’s aphasics with a first 
acute ischae-mic stroke of the left MCA territory.
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The effect of functional electrical stimulation and neurotrophic treatment on corti-
cal excitability and clinical parameters of gait in chronic stroke survivors

Cristian Dinu Popescu 
Department of Neurology and Physiopharmacological and Clinical Studies Platform on Nononco-
logic and Oncologic Pain, University of Medicine and Pharmacy “Gr. T. Popa” Iasi, Romania

Functional electrical stimulation (FES) is a procedure that is increasingly accepted as part in the re-
habilitation programme of stroke survivors. We have investigated the effectiveness of a 9 days pro-
gramme of peroneal nerve stimmulation with an ODFS2 device in stroke survivors. Stimulation was 
synchronised with the swing phase of gait. 10 chronic stroke survivors have been training for 30-45 
minutes each day.  Speed, stride length and physiological cost index have been measured over a 
25 m straight course, with and without the use of FES, both in the 10 patients active group and in 
a 5 patients control group. Increase in speed, stride length and a decrease of effort (physiological 
cost index, PCI) were recorded both for normal gait and for the FES enhanced gait compared to the 
initial performance and to the controls. Transcranial magnetical stimulation was used to evaluate 
cortical changes induced by FES training. Changes of the motor treshold, motor evoked potential 
or cortical representation of the lower limb were found. Some of the patients were simultaneously 
receiving treatment with a neurotrophic factor. Slight differences were recorded that suggest a 
supplementary effect of the neurotrophic treatment. 

Keywords: functional electrical stimulation, peroneal nerve stimmulation, stroke survivors, ODFS, 
speed, transcranial magnetical stimulation, neurotrophic factors
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Why have telocytes?

Laurenţiu M. Popescu 
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Vice-President of the Federation of European Academies of Medical Sciences
Director General “Victor Babeş” National Institute of Pathology,  Bucharest, Romania
Professor of Cellular and Molecular Medicine Faculty of Medicine, “Carol Davila” University of 
Medicine and Pharmacy, Bucharest, Romania

Telocytes are the newest described human cell type, out of about 210 accepted now.
First, let me briefly tell you the history of them and their name. Discovered by serendipity, we 
coined the name of “telocytes” from the greek affix “thelos”, meaning goal, purpose, aim.    
There are more than 10 trillion cells in the human body. There are recognized four main cell types 
besides the blood cells – nervous, epithelial, muscular and interstitial (or connective: fibroblasts/
fibrocytes, mast cells, plasma cells, macrophages, adipocytes). Telocytes are interstitial cells. They 
are the “mobile phones” of the interstitial space, “connecting cells” (allthough not from Nokia), 
especially using their distinctive extremely long and very thin prolongations – we called telopodes. 
Telopodes are structures visible only under electron microscopy, with a width under the resolving 
power of light microscopy, but with dilations that accommodate caveolae, ER and mithocondria.
Why are they present in almost every organ of the human body? What is their role? We are still 
pursuing several tracks on the road to answering these questions. In human heart, they play a sig-
nificant role in repair and regeneration, nursing other cell type into a faster (/better?) recovery.

Until now, we have not succeeded to identify telocytes in the human brain, but perhaps it is you 
who are going to make this happen…
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Focus on mitochondria in PD

P. Riederer, E. Grünblatt
Clinic for Psychiatry, Psychosomatic and Psychotherapy, University of Wuerzburg, Wuerzburg, 
Germany

Accumulating evidence has shown a pivotal role of the neuronal mitochondrion in the etio-
pathogenesis of Parkinson’s disease (PD). This assumption is based on (1) disturbances in respi-
ratory chain activity with substantial loss of complex I- and III-activity as well as with a decrease 
of CoQ10-concentration in the PD substantia nigra (SNc). Environmental as well as synthetic 
chemicals like MPTP/MPP+, TaClo, rotenone, annonacin, pesticides etc. are good inhibitors of 
especially complex I and induce generation of reactive oxygen species (ROS). (2) Monoamine 
oxidase, localized at the outer mitochondrial membrane, gives rise of compounds like H2O2, an 
aldehyde and ammonia all being toxic if they do not undergo rapid metabolism. It is of interest 
that the α-hydroxyaldehydes/plasmalogen ratio increases substantially from an age of 70 years on 
and there is impaired aldehyde dehydrogenase activity in putamen and SNc in PD. Acrolein and 
α-synuclein containing dopaminergic neurons have been identified in SNc in PD. (3) Increased iron 
concentration is able to induce ROS via the Fenton-reaction. (4) PINK1, DJ-1 (IMM), Parkin (OMM), 
HtrA2 (IMM) and LRRK2 (OMM) are closely linked to mitochondrial functioning and the all are able 
to generate parkinsonism.

ROS and apoptosis are significant promotors of mitochondrial cell death. New targets for drug 
treatment, disease modification or even neuroprotection can be developed based on mitochon-
drial rescue.



59

A novel therapeutic in schizophrenia

Michael S. Ritsner
Department of Psychiatry, the Rappaport Faculty of Medicine, Technion - Israel Institute of Technol-
ogy, Haifa, and Sha’ar Menashe Mental Health Center, Israel

Schizophrenia is a disabling psychiatric disorder, which characterized by positive, negative, mood 
and cognitive symptoms. The majority of patients exhibit functional and quality of life deficits. 
Using antipsychotic agents, other medicines, and non-pharmacological interventions for treating 
schizophrenia patients remains insufficient and incomplete. Is a unique amino acid present almost 
exclusively in the tea plant. Is an analog of glutamine and glutamate; it can cross the blood-brain 
barrier. To date there is no any study that demonstrates as a neuroprotective activity in 
amelioration of any neurodegenerative condition [1-3]. To the best of our knowledge, no clinical 
trials with in patients with schizophrenia have been pub-lished [4]. In this presentation findings 
from a pilot clinical double-blind study [5] examined the efficacy and tolerability of as add-on 
antipsychotic treatment will be presented. Given the neuroprotective and neuromodulatory 
potential roles of, we hypothesized that 
Augmentation to ongoing antipsychotic therapy may be able to improve both psychotic symptoms 
and cognitive performance in chronic schizophrenia and schizoaffective disorders pa-tients, and to 
a larger extent than placebo administration.
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The unstable carotid artery plaque

David Russell
Dept of Neurology, Oslo University Hospital, Norway

Each year, there are approximately 1 million strokes in the European Union, making it by far the 
most common neurological disorder. A significant proportion of strokes are thrombo-embolic in na-
ture, arising from atherosclerotic plaque at the carotid bifurcation. Such strokes have been shown 
to be effectively preventable by carotid endarterectomy or by emerging therapeutic strategies such 
as carotid angioplasty and stenting. In current clinical practice patient selection for revasculariza-
tion primarily involves identification of the severity of luminal stenosis. This is usually measured 
through conventional imaging modalities such as Doppler ultrasound, intra-arterial digital subtrac-
tion angiography (DSA) or, more recently, MR or CT angiography.

It is, however, increasingly clear that the degree of luminal stenosis alone may not be the best 
predictor of risk. Owing to the process of arterial remodeling, the lumen of an artery may not be 
compromised despite the presence of significant atherosclerotic burden .Strokes may occur as a 
result of non-stenotic carotid disease, and conversely, a non-negligible proportion of patients with 
significant carotid stenosis may remain completely asymptomatic throughout their life-time .There 
is thus growing research interest in developing imaging modalities which may identify in vivo cer-
tain key morphological and molecular features which are associated with increased risk. 

Structural Imaging

Conventional angiographic imaging modalities such as DSA, CT angiography or MR angiography, 
which primarily depict luminal stenosis, can provide some indirect information about plaque mor-
phology, but this is limited to advanced plaque ulceration or surface irregularity.
Carotid MRI can be performed using dedicated surface coils on commercial MR machines at the 
same setting as conventional MR angiography. The advantages of MRI are compelling in that it is 
noninvasive and can also provide excellent soft tissue contrast, high resolution (<1 mm) and good 
depth penetration.

Imaging of Macrophage Activity

Inflammation is fundamental to lesion progression in atherosclerosis and the macrophage is the 
key cellular mediator of this process . Detection of macrophage activity and hence inflammation 
within atheroma can therefore potentially distinguish between unstable and stable states and this 
remains one of the key targets of atheroma imaging. Several approaches have shown good promise 
in achieving this objective.
Resident plaque macrophages have been successfully imaged using MRI and ultra-small particles 
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of iron oxide (USPIO). USPIOs consist of microcrystalline magnetic cores coated with dextrans or 
siloxanes with typical diameters of <50 nm which act as a ‘negative’ contrast agent by, in effect, 
generating heterogeneities in the magnetic field that can be detected on MRI as signal voids.

Imaging of Metabolic Activity

PET is another approach of imaging inflammation and metabolic activity within the atherosclerotic 
plaque. Fluorine-18-labelled fluorodeoxyglucose (FDG) is a PET contrast agent that competes with 
glucose for uptake into metabolically active cells, where it accumulates in proportion to metabolic 
activity.
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Quantum mechanics and self-directed neuroplasticity

Jeffrey M. Schwartz
UCLA Department of Psychiatry Los Angeles, CA USA

Neurobiological research generally assumes that brain mechanisms alone will ultimately suffice 
to explain all psychologically described phenomena. This assumption stems from the idea that all 
causal mechanisms relevant to neuroscience can be formulated solely in terms of the principles of 
classic Newtonian physics. Thus, terms having intrinsic experiential content (e.g. ‘feeling’, ‘observ-
ing’ and
‘effort’) are not included as primary causal factors.  This theoretical perspective is dictated by ideas 
about the natural world that have been known to be fundamentally incorrect for more than three-
quarters of a century. Contemporary physical theory differs profoundly from classic Newtonian 
physics on the important matter of how the consciousness of human agents enters into the causal 
dynamics of empirical phenomena. The new quantum principles contradict the older idea that 
mechanical processes alone can account for all observed empirical data. Contemporary quantum 
physical theory brings directly and irreducibly into the overall causal structure certain psychologi-
cally described choices made by human agents about how they will act. This key development is 
applicable to neuroscience, and it provides neuroscientists and psychologists with an alternative 
conceptual framework for describing neural processes. The new framework, and specifically the 
well described physical principle known as quantum Zeno effect, enable scientists and clinicians to 
better understand the neuroplastic mechanisms relevant to the growing number of studies demon-
strating the capacity of directed attention and mental effort to systematically alter brain function.  
Clinical and neuropsychological findings from research on obsessive-compulsive disorder, placebo 
effect, stroke, and normal human psychology will be discussed and elucidated in light on this theo-
retical paradigm shift.
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A select combination of neurotrophins enhances neuroprotection and functional 
recovery following spinal cord injury

Hari Shanker Sharma, Aruna Sharma
Laboratory of Cerebrovascular Research, Department of Surgical Sciences, Anaesthesiology & 
Intensive Care medicine, University Hospital, Uppsala University, SE-75185 Uppsala, Sweden

Neurotrophins are a family of growth factors consisting of nerve growth factor (NGF), brain derived 
neurotrophic factor (BDNF), insulin-like growth factor-1 (IGF-1), neurotrophin-3 (NT-3), neurotro-
phin-4/5 (NT-4/5), glial-derived neurotrophic factor (GDNF), ciliary neurotrophic factor (CNTF), and 
transforming growth factor-b (TGF-b) [1]. Recently, GDNF was found to induce neuroprotection in 
animal model of ischemic injury when administered several hours after the insult [2]. On the other 
hand, application of other neurotrophins, such as NGF, NT-3 in animal models of CNS injury was 
not effective. 
Previous works from our laboratory showed that topical application of BDNF and IGF-1 when given 
alone separately is able to attenuate BSCB breakdown, edema formation and cell injury in a rat 
model of SCI [2]. However, these beneficial effects of neurotrophins are limited to short periods 
ranging from 5 min to 30 min after SCI.  Thus, it would be interesting to find-out whether a com-
bination of neurotrophins will enhance or neutralize the neuroprotective efficacy of the growth 
factors in trauma models. 
In this investigation, the potential efficacy of BDNF in combination with GDNF, NT-3 or NGF in was 
examined in this investigation. The BDNF was applied over the traumatized spinal cord alone or in 
combination with other neurotrophins and motor dysfunction, blood-spinal cord barrier (BSCB) 
breakdown, edema formation and cell injury was examined in our rat model [4]. Under Equithesin 
anesthesia, spinal cord injury (SCI) was performed by making a unilateral incision into the right 
dorsal horn of the T10-11 segment. The rats were allowed to survive 5 h after trauma [5]. The neu-
rotrophins were applied (0.1 to 1 µg/10 µl in phosphate buffer saline) 30, 60 or 90 min after SCI. 
Topical application of BDNF, GDNF or NGF 30 min after SCI in high concentration (0.5 µg and 1 µg) 
significantly improved the motor functions and reduced the BSCB breakdown, edema formation 
and cell injury at 5h. These beneficial effects of neurotrophins were markedly absent when they 
were administered either 60 min or 90 min after injury separately. However, combined application 
of BDNF and GDNF (but not with NT-3 or NGF) at 60 min or 90 min after SCI resulted in a significant 
reduction in motor dysfunction and spinal cord pathology. These novel observations suggest that a 
select group of neurotrophins in combination have potential therapeutic value for the treatment of 
SCI in clinical situations. Other combinations of neurotrophins e.g., BNDF and CNTF orIGF-1 are in 
progress in our laboratory to find out their enhanced neuroprotective capacity in SCI.
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Diagnostic challenges in vascular depression

Nada Sternic, Mijajlovic M.,Pavlovic A.
Clinic for Neurology, Clinical Center of Serbia, Belgrade, Serbia

Background. The term “vascular depression” (post stroke depression) has been used to describe a 
specific syndrome of major depression found in individuals with cerebrovascular disease, seen as 
white and gray matter hyperintensities as found on T2-weighted MRI brain scans There is general 
agreement that older depressed patients tend to have a greater severity of MRI hyperintensities 
than do age-matched controls and that, among patients with geriatric depression, those with late-
onset depression (first depressive episode when older than 50 years) have more cerebrovascular 
disease than early-onset depressives. The possible risk reduction of stroke is thus one more reason 
why individuals with depression should be diagnosed and adequately treated.
Transcranial sonography (TCS) is a relatively new neuroimaging method displaying tissue echoge-
nicity of the brain through the intact skull. Sonographically, the brainstem raphe (BR) presents as 
a homogeneous area, but anatomically, it corresponds to a widespread network of mesencephalic 
nuclei and fibre tracts that are part of the basal limbic system. Raphe hypoechogenicity is a com-
mon finding in 50–70% of patients with unipolar depression.

The aim of the study. We got interested in the possibility of applying TCS, as the non-invasive 
diagnostic tool to investigation of  vascular depression in a series of patients suffering from small 
vessels disease (SVD).As being aware of the fact that TCS BR hypoechogenicity does not exist in 
bipolar depression and depression associated with Multiple sclerosis, but, contrary, does exist in 
unipolar depression and depression associated with some  neurodegenerative disease, we wanted 
to check the TCS findings among patients with multiple lacunar infarcts and leukoaraiosis.

Conclusions. We found that more depressive patients (assessed by Hamilton scale and Boeck 
Depression Inventory) were highly functionaly disable, with more accentuated anxiety and  poorer 
cognitive functioning (assessed by MMSE). These results strongly correlated with BR hypoechogen-
ity.

BR hypoechogenicity as depression marker was more often present in females, patients with mul-
tilacunar state and leukoaraiosis. Also, BR hypoechogenicity correlated with greater intensity of 
WMH (assessed by ARWMC and Fazekas scors). To our experience, TCS might be a useful diagnostic 
tool additionally supporting the clinical finding of vascular depression in patients with small vessel 
disease.
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The role of CLOCK genes in neuroplasticity and neurodegenerative disorders

Johannes Thome
University of Wales Swansea, United Kingdom

Many patients suffering from neuropsychiatric disorders exhibit profound disturbances of their 
circadian rhythmicity and sleep pattern. So-called CLOCK genes represent the molecular basis of 
the “internal clock” which – in interaction with external factors such as sunlight – determines an 
individuals circadian rhythm.
There is increasing evidence that CLOCK genes such as the transcription factors Per2 and Bmal1 
play a crucial role in neural plasticity as well as in the pathophysiology of neurodevelopmental and 
neurodegenerative disorders.
Further research in this fascinating family of molecules will contribute to a better understanding of 
the pathomechanism underlying devastating disorders such as Alzheimer’s dementia, and also help 
to develop innovative treatment strategies.



66

Bridging the chasm between biophysical chemistry and neurology

Mike Thompson
Department of Chemistry and Institute for Biomaterials and Biomedical Engineering, University of 
Toronto, Canada

There is no question that there is an enormous gulf between the practice of the clinical neurologist 
who deals with the diagnosis and therapy of disorders of the central, peripheral and autonomic 
neural system and fundamental research in physical science. It is often the case that neurologists 
question the very relevance of even neuroscience to their profession, and physical science prac-
titioners have difficulty appreciating the complexity of biological processes. A realistic beginning 
strategy to bridge the gap, from the perspective of the physical scientist, is the study of the behav-
iour of neural cells. This exercise may involve research on single cells with progression to two- and 
then three-dimensional populations of neural cells. Crucial aspects in this work will be the ability to 
study real-time phenomena at the right cellular confluence and to examine the role of neurotrans-
mitters, hormones, toxins and particles etc. The latter dimension is very important in the emerging 
field of nanotoxiciology. In the present paper we discuss our recent work on populations of clonal 
hypothalamic mouse neurons using biosensor technology in tandem with adjunct characterization 
techniques.
 In particular, we employ a high frequency acoustic physics approach for the study of surface-at-
tached mouse neurons. Although the method has been successfully applied to endothelial, kidney, 
cancer, epithelial cells, fibroblasts, and smooth muscle cells there is a significant dearth of research 
on neuronal cells. Populations of immortalised cells under various conditions of confluence were 
attached to the surface of an acoustic wave biosensor which in turn was incorporated into a flow-
through configuration for real-time measurement. of acoustic parameters such as series resonant 
frequency and motional resistance The research concentrated on the response and behaviour of 
cells with respect to the presence or absence of extracellular matrix and various stimulants. One 
example of the latter is the characterization of cellular depolarization events caused by the intro-
duction of electrolyte to the analysis system. Here it is apparent that the acoustic device is able 
to monitor such an event but also to provide strong evidence for structural changes in the cell. 
Further work on the introduction of titanium dioxide particles shows clearly that the cells respond 
differently according to cell-line type. The acoustic biosensor also clearly shows kinetic effects on 
cellular response to such particles. Finally we will describe the response of the instrumentation to 
hormones and neurotransmitters. 
Returning to the underlying theme of this paper, we will conclude with a discussion of the value, or 
not, of our work in the context of neurology. Is it possible to draw correlations between the study 
of populations of isolated cells and what is known of the properties of neurons involved in neuro-
logical disorders? Will such fundamental studies lead to possible therapeutic strategies such as the 
discovery of new drugs?    
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Calcium and normal brain ageing

Emil C. Toescu
School of Clinical and Experimental Medicine, College of Medical and Dental Sciences, University of 
Birmingham, Edgbaston, United Kingdom

Current demographic trends show that the significant increase in the proportion of the aged popu-
lation is set to continue, with an almost doubling in the percentage of those over 65 and a 3-fold 
increase in the actual numbers of individuals over 85, in the next 3 decades. This outcome is a 
natural consequence of the advancements in medical science that increased the average life-span 
of individuals, at least in the developed world. 

Ageing is an inevitable part of normal biological development, and it is characterised by a rela-
tive decrease in the function and a development of dysfunctions in a variety of organs. One of the 
features of normal brain ageing is its association with a mild, but significant degree of cognitive im-
pairment. Although ageing is a complex, multifactorial process, and no single process could explain 
the overall ageing phenotype, a number of processes and homeostatic systems, with central roles 
in cellular physiology, have been identified as playing important roles in the process of normal age-
ing. In this presentation we will revisit the basic tenets of the Ca2+ hypothesis of neuronal ageing. 
We provide a general overview of the most important ageing-associated changes in neuronal Ca2+ 
homeostasis and then discuss in some detail how such homeostatic changes are affecting basic 
neuronal properties, such as intrinsic excitability and how, by extension, such changes could lead to 
significant perturbations in the activity of whole neuronal network ensembles. 
Using an animal experimental model, we have looked, in the last few years, at the metabolic 
changes evoked in neurones by the process of normal ageing, changes that might be connected 
with and influence the cognitive deficits. The starting point appears to be the mitochondria – by 
use of mitochondrial preparations and of fluorescent markers in intact cells, either acutely isolated 
or in brain slices, it has been shown that in the aged tissues, including the brain, the mitochondria 
are chronically depolarized.

The central role of mitochondrial status in regulating the response of aged neurones was dem-
onstrated again in a more recent series of experiments, in which we used rodents to measure 
cognitive performance and to record one of the possible neuro-electrophysiological correlates of 
learning and memory – the gamma oscillation activity. Such oscillatory behaviour (20-60 Hz) is gen-
erated in various regions of the brain, including the hippocampus. The neuronal circuitry underlin-
ing this activity is complex and involves specific regions of the hippocampus and specific neuronal 
types. By use of mouse brain slices from animals of different ages, we had shown that such gamma 
activity is significantly depressed in the aged animals, correlating also with the level of cognitive 
performance. The inhibition of gamma activity was associated with drastic changes in mitochondri-
al depolarization responses, particularly when associated with the presence of an agonist (kainate) 
of an excitatory neurotransmitter (glutamate). The signalling pathways involved in such inhibitory 
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responses involve also increases in Ca2+ signalling  and consequent activation of various ionic 
channels, such as the slow afterhyperpolarization current (sAHP), that control neuronal excitabil-
ity. Again, such changes were functional in nature, and could be, in principle, reversed by targeted 
interventions. 

 Thus, studies in animal models provide a strong support for the view that the normal pro-
cess of brain ageing is due to subtle functional changes, in contrast to the neurodegenerative pro-
cesses that are characterized by significant morphological and anatomical changes and alterations. 
Highlighting these differences is of fundamental importance, because functional changes can, at 
least in principle, be reduced, stopped or reversed by various interventions. It is thus the dawn 
of a new time in ageing research – the time of being, with the help of careful and rigorous animal 
experimentation, proactive. 
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Kynurenines, neurodegeneration and neuroprotection: 2010

László Vécsei
Department of Neurology, Albert Szent-Györgyi Clinical Center, University of Szeged, 
6725-Szeged, Hungary

Endogenous excitotoxins that act on receptors of cerebral excitatory amino acids play important 
roles in the pathogenesis of several neurological disorders. Kynurenic acid (KYNA) is one of the 
known endogenous antagonists of excitatory amino acid receptors. The neuroprotective potential 
of an increased level of KYNA in the central nervous system has been investigated in experimental 
models of variety of neurological disorders. Increasing numbers of experimental results suggest 
that an elevated KYNA level within the brain is protective. KYNA penetrated the blood-brain barrier 
(BBB) poorly, but under experimental conditions, there are a number of possibilities to increase the 
KYNA concentration in the brain. L-Kynurenine, for example, the precursor of KYNA, when adminis-
tered with probenecid, a known inhibitor of the transporter of organic acid from the cerebrospinal 
fluid, has been demonstrated to increase the KYNA level in the brain. Another possibility via which 
to increase the KYNA level in the brain is to use analogues of KYNA which can readily cross the 
BBB and display an effectiveness similar to that of KYNA. More recent data indicated that a newly 
synthesized KYNA analogue is able to reduce c-fos activation in the trigeminal caudal nucleus in 
an animal model of migraine. These new results prompted us to study some neuroactive proper-
ties of a new analogue and KYNA in in vitro electrophysiological experiments. Furthermore, it has 
recently turned out that KYNA is a Janus-faced molecule, exerting inhibitory effects in micromolar 
concentrations, whereas in nanomolar concentrations it facilitates the field excitatory postsynaptic 
potentials. In conclusion, new kynurenine / kynurenic acid analogues seems to be an interesting 
therapeutic startegy of different neurological disorders.
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Are S100B and GFAP good Biomarkers of moderate and severe Traumatic Brain 
Injury?

P. E. Vos,1 B. Jacobs, 1 T.M.J.C. Andriessen,1 K. J. B. Lamers,2 G. Borm,1 T. Beems,1 M. Edwards,1 
F Rosmalen,2 and J.L.M. Vissers2.
1Radboud University Nijmegen Medical Centre, Nijmegen and 2Future Diagnostics, Wijchen The 
Netherlands.

Background:  Moderate and severe traumatic brain injury(TBI) are characterize by a high rates of 
case fatality (15-20% in moderate TBI and 40% in severe TBI) and disability in survivors (30-40% in 
moderate and 50-60% in severe TBI). Accurate determination of the initial severity of the primary 
brain damage is imperative in establishing a prognosis and to weigh risks and benefits of specific 
treatment options.  Biomarker levels in blood after (TBI), may offer an objective diagnostic and 
prognostic tool in addition to clinical indices.  In this study we aim to validate glial fibrillary acidic 
protein (GFAP) and S100B concentrations in blood as outcome predictors of TBI using cut off levels 
of 1.5 μg/l for GFAP and 1.13 μg/l for S100B from a previous study. 
Methods: In 79 TBI patients (GCS score ≤ 12) serum, taken at hospital admission, was analyzed for 
GFAP and S100B. Data collected: injury mechanism, age, gender, mass lesion on CT, GCS, pupillary 
reactions, Injury Severity Score (ISS), presence of hypoxia and hypotension. Outcome was assessed, 
using the Glasgow Outcome Scale Extended (dichotomized in death versus alive and unfavorable 
versus favorable), 6 months post injury. 
Results: In patients who died compared to alive, median serum levels were increased: GFAP 33.4 
fold and S100B  2.1 fold. In unfavorable compared to favorable outcome, GFAP was increased 19.8 
fold and S100B 2.1 fold. Univariate logistic regression analysis revealed that mass lesion, GFAP, 
absent pupils, age and ISS but not the GCS, hypotension or  hypoxia predicted death and unfavor-
able outcome. Multivariate analysis showed that models containing mass lesion, pupils, GFAP and 
S100B were the strongest outcome predictors of death and unfavorable outcome. S100B was the 
strongest single predictor of unfavorable outcome with 100% discrimination. 
Conclusion: This small study confirms that GFAP and S100B levels in serum are powerful adjuncts 
to the clinical assessment of brain damage and powerful predictors of outcome after TBI.

Keywords: severe head injury; outcome; Glasgow Outcome Scale; CT; severe  traumatic brain in-
jury; prognostic factor; S100B ; GFAP.  
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Stimulation of endogenous neurogenesis in aged subjects improves behavioural 
recuperation and tissue indices after stroke

Aurel Popa-Wagner1*, Christine Poehlke1, Ana-Maria Buga1,2 and Adrian Balseanu1,2, Christof 
Kessler1
1Dept. of Neurology, University of Greifswald, Germany 
2Department of Molecular Medicine, University of Medicine and Pharmacy Craiova, Romania

Background. Old age is associated with an enhanced susceptibility to stroke and poor recovery 
from brain injury, but the cellular processes underlying these phenomena are uncertain. Most 
interestingly it has recently been shown that the human brain can respond to stroke with increased 
progenitor proliferation in aged patients opening the possibilities to utilize endogenous neurogen-
esis as a potential therapy for stroke. 
Methods: Focal cerebral ischemia was produced by reversible occlusion of the right middle cere-
bral artery in 19-20 month-old male Sprague Dawley rats. 
Experiment I. One hour after stroke, the aged rats were treated daily with 15µg/kg G-CSF and for 
15 days in total. Rats were behaviorally tested and the brains analyzed after 28 days post-stroke.
Experiment II. Endogenous neurogenesis was enhanced either chemically or by electrical stimula-
tion.
Results: G-CSF treatment had a beneficial effect on survival rate, functional recovery of motor 
function (rotarod, inclined plane) and working memory (radial maze). However, the beneficial ef-
fectsof treatment was generally limited to the first 12 days post-stroke. At cellular level, the G-CSF 
treatment increased the number of proliferating cells in the SVZ and the dentate gyrus and in-
creased the number of new born neurons in the SVZ, ipsilateral to the lesion.
Neurogenesis enhancement led to an accelerated recovery of function and to increased neurogen-
esis in the damaged cortical area.
Conclusions: These results suggests that neurogenesis enhacement either indirectly by the G-CSF 
treatment or directly by electrical stimulation in aged rats has primarily a beneficial effect on func-
tional outcome. Further studies are required to optimize treatment schedules in aged subjects.
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QOLIBRI, a promising assessment tool for HRQoL following  TBI

Klaus R.H. von Wild*, von Steinbuechel N** and Truelle JL**

*Professor of neurosurgery, Medical Faculty University of Münster, 
Professor of neurorehabilitation and re-engineering of brain and spinal cord lesions,
INI, Hannover, Institute at Otto-von-Guericke-University Magdeburg, Germany
**Head Department Medical Psychology and Medical Sociology University Medical Center 
Göttingen
*** Service de médecine physique et de réadaptation C.H.U Raymond-Poincaré 92380 Garches

Objective: Neurosurgeons are usually not interested in acute TBI care and outcome. There is no 
TBI-specific HRQoL assessment tool available that shows the patients personal situation in a social 
context. From 1999 on an international multidisciplinary tasks force worked out and established a 
TBI related quality of life assessment tool that is as evaluated from the patient’s perspective. 

Material and method: 1.Years after severe TBI individuals were video recorded to demonstrate 
exemplary social reintegration following early  neurosurgical rehabilitation. 
2. Experts designed and established  a new TBI-HRQoL assessment tool, the  QOLIBRI (acronym for 
quality of life after traumatic brain injury) that was applied by a personal interviews to more than 
1500 TBI patients in 10 countries  3 months up to 15 years after TBI. Presented  version, validated  
in 6  languages (Finnish, German, Italian, French, English and Dutch), was applied to 795 individuals 
(58% after severe TBI) and filled out together  with SF-36, HADS, co-morbidity and socio-demo-
graphic scales, and statistically analysed.  85 % of the data were assessed by self report to ques-
tionnaire.  

Results: QOLIBRI  consists of 37 items in two parts  that were  filled-out by self-report (73%) 
or   interview within  20 minutes. First part: 4 subscales for the satisfaction level of cogitation (7 
items), self (7), daily life (7), social aspects(6).  Second part: “bothered” questions, two subscales: 
emotions (5 items) and physical (5). All 6 subscales meat standard psychometric criteria. QOLIBRI 
showed an added-value over SF-36 and is related to emotional status, co-morbidity and disability. 
The main predictors are depression, help needed, health complaints, anxiety and disability. 

Conclusion : QOLIBRI enables HRQoL assessment in respect to the TBI survivor’s subjective opin-
ion beyond objective measures including handicap and recovery. Neurosurgeons should be aware 
about this possibility when analysing quality management and long term outcome. QOLIBRI So-
ciety e.V. invites you all who are interested in long term outcome and social  re-entry  for your 
personal contribution and cooperation on HRQoL following TBI .
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Novel therapeutic approaches constituting multifunctional neuroprotective and 
neurorestorative drugs for for Alzheimer’s and Parkinson’s diseases

Moussa B.H. Youdim
Eve Topf  and  US National Parkinson Foundations Centers of Excellence for Neurodegenerative 
Diseases Research and Teaching  Technion-Rappaport Faculty of Medicine, 
Haifa; Israel And Varinel Inc. and Varinel LCD (USA-Israel)

Alzheinmer’s disease (AD)  and Parkinson’s disease (PD), Huntington disease (HD) , amyotrophic 
lateral sclerosis (ALS) and multiple Sclerosis (MS) are initiated by cascade of neurotoxic events, that 
includes oxidative stress, brain iron dysregulation, glutamate excitotoxicity,  nitric  oxide, inflamma-
tory process, neurotxic processing misfolding and aggregation  of  abeta-peptide, alpha-synuclein 
resulting from the possible demise of ubiquitin-proteasome system (UPS) as demonstrated neu-
rochemically and  by transcriptomics and proteomic profiling.  AD and PD  subjects are benefiting 
from  symptomatic effects  of cholinesterase inhibitors, memantine, monoamine oxidase A and  B 
inhibitors, L-dopa, dopamine receptor agonists, COMT inhibitors and dopamine agonists, glutame 
antagonist (memantine),anti viral drug amantadine  developed to act on a single molecular target. 
For HD and  ALS there are no effective drugs. Such drugs have limited symptomatic activities and 
current pharmacological approaches have sever  limitation in their ability to modify the course of 
the disease, offering incomplete and transient benefit to patients. However, the new therapeutic 
strategies for neurodegenerative diseases  are those  in which drug candidates are designed ex-
pressly to act on multiple neural and biochemical targets involved in the neurodegenerative pro-
cess and to possesses neuropotective and neurorestorative activities. Thus we have hypothesized 
and developed a series of innovative  novel multifunctional drugs from our successful neuroprotec-
tiev disease modifying anti Parkinson drug, rasagiline (Azilect, FDA approved 2006),  called ladostig-
il (phase II clinical studies), M30 and HLA-20. These drugs possess  neuroprotective (anti apoptotic) 
and neurorestorative activities for AD and PD. Thee were achieved  with the use of multifunctional 
moieties  that target an array of pathological pathways, each of which is believed to contribute to 
the cascade that ultimately leads to neuronal cell death. These moieties include cholinesterase 
and monoamine oxidase inhibitory activities, iron chelating , radical scavenging, APP processing to 
non amyloigenic  neuroprotective neurotrophic, soluble APP alpha, inductions of GDNF, BDNF and 
HIF (hypoxia inducing factor),VEGF (vascular endothelial growth factor) and prevention entry into 
cell cycle via inhibition of  Go / G1 and   cycline D. These drugs convert more than 85% of human 
embryonic  stem cells in to neurons and differentiate several other cells into neurons in culture. 
Multifunctional  drugs have advantage over the problem of  so called monomodal “Magic Bullets” 
that act on one  neurotoxic modality of neurodegenerative diseases, where there are cascade of 
neurotoxic event and pathologies (Youdim and Van Der Schyf, 2009).
Youdim, MBH and Van Der Schyf, C (Editors) (2009)  Multifunctional Drugs as Neurotherapeutics, 
Neurotherapeutics 6; 1-211.
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Neurotrophic factors in the therapy of psychic disorders  

Alexandru  Tiugan*, Claudia  Tiugan**
* Psychiatry Department, UMF  Craiova, Romania
** Military Emergency Clinical Hospital”Dr. Stefan Odobleja” Craiova, Romania

The therapeutic approach of psychic pathology is complex and currently oriented towards recent 
data from the field of psycho-pharmacology, in correlation with the neuro-biochemical under-layer 
of the psychic disorders.
The therapeutic response of psychic pathology is closely correlated with the therapeutic adequacy, 
which implies the choice of psychotropic substance depending on the disorder’s etio-pathogeny. 
Besides the neuro-transmitters quantitative modifications, the disequilibrium in the balances of 
chemical substances and biological modifications that constitutional or secondary to the disorder 
(and/or administration of psychotropic substance), the cellular functionality is an element involved 
in the expectation of therapeutic response.
This is dictated by the structure of the cell membrane (plasticity/rigidity), the membrane electrical 
potential, the ionic channels and the functionality of receptors in membrane structure.
The vascular factor is an important element in maintaining the morpho-functional balance of the 
nervous cell. The cellular aggressiveness, generated by free radicals and cortizole,  (substances in 
excess in conditions of psycho-stress, anxiety, depressive or psychotic episode) is closely related to 
cerebral perfusion.   
Thus it is concluded the importance of using substances with impact on membrane fluidity and 
cerebral blood circulation, together with the psychotropic substance with specificity for psychic 
disorder.   
The therapeutic attitude is in accordance with the approach on the complexity of causes (neuro-
bio-chemical) that are the basis for initiation and maintaining of psychic disorders or setting of 
therapeutic resistance in psychic pathology.  
Not only the quantitative supply of the bio-chemical layer (dopamine, serotonine, gabba-acetil-
choline, etc) is important in the psychiatric therapy practice, but also ensuring the receptor sup-
port, especially post-synaptic, and the physiologic conditions for caption, coupling and uncoupling 
of the substance from the receptor.  
This mechanism is not possible in conditions of hypoxia, receptor dysfunctionality or insufficiency.
The diminishing of membrane fluidity, secondary to the increase in the concentration of saturated 
acids in its structure, modifies the membrane polarity, with impact on the nervous influx and on 
receptor affinity, thus deepening the bio-chemical dysfunctionality.  
Consequently, the need for neuro-trophic factors in the therapeutic scheme becomes evident, 
together with the antidepressant and antipsychotic substances, in the perspective of a complete 
approach of the neuro-bio-chemical layer of psychic disorders.  
The direct consequence will result from the adequate response and the reduced number of cases 
of therapeutic resistance, with direct impact on the prognosis of psychic disorder.  

Key words: neuro-trophic factors, psychic disorders, therapeutic resistance. 
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Langerhans cell histiocytosis with atypical onset – Case report

A. Docu-Axelerad*, A. Niscoveanu**, A. Hancu*, D. Docu-Axelerad***
* Constanta “Ovidius” University,  Medicine Faculty
**Neurology Clinic, County Hospital Constanta
*** Constanta “Ovidius” University,  Physical Education Faculty

Langerhans cell histiocytosis is a group of idiopathic disorders characterized by the proliferation of 
specialized, bone marrow–derived Langerhans cells and mature eosinophils. The term Langerhans 
cell histiocytosis is generally preferred to the older term, histiocytosis X. The clinical spectrum in-
cludes on one end an acute, fulminant, disseminated disease and, on the other end, solitary or few, 
indolent and chronic lesions of bone or other organs called eosinophilic granulomas. We report the 
case of a patient with cerebral eosinophilic granuloma and psychiatric symptoms, investigated by 
MRI and diagnosed in our clinic.

Keywords: Langerhans cell histiocytosis, eosinophilic granuloma, MRI



82

The ozone nucleoplasty – our experience

M.O. Romanitan*, L.Tomescu**, B. Dorobat**, R. Nechifor**, A.Roceanu*, O.Al. Băjenaru*, 
G. Iana**, F. Antochi*
* Department of Neurology, Emergency University Hospital
** Department of Radiology, Emergency University Hospital

Objectives: Nucleoplasty is the minimally invasive method of disc decompression, the most ad-
vanced form of percutaneous discectomy developed to date. It has few important advantages as 
compared to other surgical methods such as: it is involving minimal tissue trauma, the recovery 
time is faster than before, it uses local anesthetic, it has a short duration and it has a painful reha-
bilitation period. The ozone nucleoplasty is performed by injecting medical ozone for dehydrating 
and reducing the volume of the herniated disc which leads to the decompression of the nervous 
fibers and an improvement in symptoms. The method is indicated in the case of broken fibrous 
rings due to the well known effects of ozone: analgesic, anti-septic, anti-inflammatory and scarring 
properties.
Since the method is newly adopted in Romania, the aim of our study was to centralize the benefits 
and the side effects of the method in order to disseminate it on the national level.
Methods: A 12-month prospective, nonrandomized, human clinical study was started in the Neu-
rology Department of the Emergency University Hospital, Bucharest, covering a two years time 
interval (September 2007 - September 2009)). The study included 220 patients presenting lumbar 
pathology at more than one level. Several inclusion criteria were respected: persistent radicular 
pain with or without back pain, the persistence of the leg pain, the failure of the conservative 
therapy, MRI showing herniation less than 6 mm and preservation of disc height (less than 50% 
loss). We excluded patients with no previous conservative therapy for at least 6 weeks, significant 
neurological deficits, reflex change, patients with bladder/bowel functional loss, The patients with 
disc extrusion, presence of a disc fragment or with disc height less than 50% of normal were ex-
cluded as well.
The used method was the Dekompressor, a highly efficient method for removal of intervertebral 
disc nucleus pulposus through the smallest available channel under
fluoroscopic control followed by oxygen-ozone therapy. Periprocedural the patients received anti-
biotics treatment.
Results:Up to date there were no procedure related complications. An amount of 89% of patients 
reported improvement of the simptomatology with almost 60% the first 6 months post procedure 
while 92% of patients were satisfied with results of 12 months post procedure reporting the reduc-
tion of the analgesic intake. In 10% of cases there was no remission of the radicular pain after the 
first ozone session.while in 4% of cases there was no benefit of the method. The follow-up of the 
patients is still on-going.
Conclusion:The results of our study confirm that the method provides the therapeutic benefits of 
earlier percutaneous disc decompression techniques without many side effects. 
Clinical results are very promising when the inclusion criteria are strictly respected and therefore 
we encourage the patients to expect rapid and sustained pain reduction after the procedure.
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Silverstein’s syndrome –case report

A. Docu-Axelerad*, A. Niscoveanu**, A. Hancu*, D. Docu-Axelerad***
* Constanta “Ovidius” University, Medicine Faculty
**Neurology Clinic, County Hospital Constanta
*** Constanta “Ovidius” University, Physical Education Faculty

Some parietal lesions provoke amyotrophy, usually with a sensory deficit but sometimes isolated, 
of rapid onset and affecting mainly the upper limb extremity. The physiopathology of Silverstein’s 
syndrome is entirely hypothetical. The decreased transsynaptic trophic influence of central on 
peripheral cells could result in a reduced trophic effect of peripheral nerves on muscles, and the 
spontaneous activity could be related to muscle cell membrane instability. Clinical and electrophys-
iological data in one case of Silverstein’s syndrome are reported.

Keywords: parietal amyotrophy, Silverstein syndrome, EMG
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Stimulation of endogenous neurogenesis in aged subjects improves behavioural 
recuperation and tissue indices after stroke

S.M. Deme*, D.C. Jianu**, P.D. Nanu*, St. Kory-Calomfirescu***, D.S. Ioncu****
* Neurology Department, Western Vasile Goldis University of Arad, Arad, Romania
** Neurology Department, Victor Babes University of Medicine and Pharmacy, Timisoara, Romania
*** Neurology Department, Iuliu Hatieganu University of Medicine and Pharmacy, Cluj-Napoca,   
Romania
**** Victor Babes University of  Medicine and Pharmacy, Timisoara, Romania

Introduction: C reactive protein(CRP) is an independent predictor for stroke, acute coronary 
syndromes(ACS) and peripheral arterial disease(PAD), linked to atherogenesis. Patients with PAD 
and inflammatory status have a higher risk for a stroke recurrence, but also probably for a poorer 
neurological recovery.
Purpose: To verify if there is a lower degree of neurological improvement in the patients with high 
CRP levels, asymptomatic PAD and ischemic stroke at 90 days of evolution. 
Material and Method: There were evaluated 67 subjects, aged over 60, 30 with CRP>1g/L and 
ABI<0.9 and 37 subjects with ischemic stroke only. CRP levels, the ABI (Doppler measurement) and 
neurological status (NYHSS score) were measured. The study was performed in the West “Vasile 
Goldis” University Neurology Clinic, during 2007 – 2010.
Results: The average age of study group was 62.3 years. At admission, the NIHSS mean value 
was 22.3 (n=67). The 30 subjects in group A had an admission NIHSS mean score of 24.4 vs. 21.3 
in group B (CI95%,P=0.121). After one month of evolution, the mean NIHSS score improved by 
4.3 points in group A, and with 6.2 in group B. At two months of evolution, those with PAD and 
high CRP had a more severe neurological status with 2.3 points on the NIHSS (CI95%,P<0.001). 
At three months, the group A subjects recovered with 5.4 points less on the NIHSS vs. group B 
(CI95%,P<0.001). The mortality a 90 days was 13.33% in group A vs. 10.81% (CI95%,P=0.132).  
When the NIHSS scores were correlated to other vascular risk factors, high CRP levels, hyperten-
sion at admission, atrial fibrillation and PAD correlated to a poorer neurological outcome at 90 days 
(CI95%.P<0.001). 
Discussions: CRP levels, asymptomatic PAD are related due to subclinical atherosclerosis developed 
on a diffuse inflammatory status in the brain and periphery. High microglial cells activity generating 
large amounts of oxygen reactive species while acting as macrophages may be a cause for a poorer 
neuroregeneration. The production of inflammatory cytokines (IL-1, TNF-α) due to complement 
activation and excess coagulation secondary to tissue factor over-expression in the monocytes due 
to elevated CRP levels exacerbates the brain’s atherogenetic (atherosclerotic) response, ischemic 
and inflammatory response. 
Conclusion: Subjects with high CRP and PAD with stroke have a poorer neurological outcome and a 
higher mortality after an ischemic stoke when compared to stroke only subjects. 
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93

NATAN MEIR BORNSTEIN, Israel

A. Education       

1970-73  University of Sienna, Medicine, Sienna, Italy
1973-79  Technion Medical School, Hifa, Medicine, MD, 1979

Date of receiving specialixation certificate: 11 September, 1984
Title of Doctoral dissertation: Dextran 40 in acute ischemic stroke
Name of Supervisor: Dr. Jacob Vardi

B. Further Education 

1978-83 Tel-Aviv University, Sackler Faculty of Medicine, neurology (residence), Israeli Board certi  
 fied in Neurology, 1983
1979-83 Tel-Aviv University, Sackler Faculty of Medicine, Post graduate studies in Neurology

1984-87 Sunnybrook Medical Center, University of Toronto, M.R.C stroke, Fellowship   
     
C. Academic and Professional  Experience 

1982-1995 Tel-Aviv University, Neurology, instructor
1991-present European stroke Conference (ESC), Executive committee
1995-1999 Tel-Aviv University, Neurology, Senior lecturer 
1995  Eliprodil CVD 715 clinical trial, Steering Committee
1995-1997 International Stroke Study (IST), Steering Committee
1995-1999 American Academy of Neurology, Member of the International Affairs Committee
1996  Asymptomatic Carotid Stenosis and Risk of Stroke(ACSRS), Advisory Committee
1996-present The Mediterranean Stroke Society (MSS), President 
1996-2002 EFNS, Management Committee
1997-2009 Israeli Neurological Association, Secretary 
1999-present Tel-Aviv University, Neurology, Associated Professor
2001- present European Society Neurosonology and Cerebral Hemodynamics (ESNCH)  
  Executive committee 
2005-present Neurosonolgy Research Group, Executive committee 
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the Gold Medal at the 8th World Congress on Biosensors.
 Above and beyond her passion for science and knowledge in general, she is particularly 
interested in the study of quantum biology, in the science of consciousness, in human psychology 
and behavior, art, music and culture, in the integration of science and spirituality. 
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László Csiba was born in 1952,   Sajószentpéter, Hungary. Now he is the Chairman of Department of 
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ests are: stroke, neuroimmunology. She was coordinating the National Program for Prevention and 
Treatment of Stroke and the neurological part of the National Cardiovascular Disease Prevention 
and Treatment Program. Professor Anna Członkowska is the member of Polish Academy of Arts and 
Sciences, the member correspondent of American Society of Neurology and the member corre-
spondent of German Society of Neurology In 1996-99, she was the President of the Polish Society of 
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Professor Vida Demarin, MD, PhD is Head of University Department of Neurology, at Sestre milosrd-
nice University Hospital. Under her leadership the Department became a Reference Center for 
Neurovascular Disorders and a Reference Center for Headache at Ministry of Health of Republic of 
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Her main fields of interest are cerebrovascular pathology, vascular disorders and cerebral autoregu-
lation. She is a founder of non-invasive ultrasound Doppler diagnostics application in neurology in 
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She is the founder and one of directors of Summer Stroke School – Healthy Lifestyle and Prevention 
of Stroke organized in Inter-University Centre in Dubrovnik since 1990. She is Secretary General of 
International Neuropsychiatric Pula Congress Kuratorium, president of Central and Eastern Europe-
an Stroke Society, and a member of many national and international professional as well as scientific 
societies.

She published more than 600 papers in national and international journals, published several books, 
she organized and participated in numerous national and international symposia, seminars, confer-
ences and congresses. She mentored numerous Master of Science and PhD theses, students and 
research fellows.
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EDUCATION
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PROFESSIONAL EXPERIENCE
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Ontario. 1992
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SCIENTIFIC SOCIETIES. MEMBERSHIP
- SOCIEDAD ESPAÑOLA DE NEUROLOGÍA. From 1978
                         - Coordinator CVD study group  1995-1997
 - INTERNATIONAL STROKE ASSOCIATION: Active Member: September 1992.
- EUROPEAN STROKE COUNCIL
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- Scientific Committee: from 2000
- FESC (Fellow of The European Stroke Council): from 2005
- STROKE COUNCIL OF AMERICAN HEART ASSOCIATION. 
             - Active Member from May 1999
             - International fellowship of the American Heart Association (FAHA): from 2001
- EUROPEAN NEUROLOGICAL SOCIETY. Active Member: Septiembre 1990.
- EUROPEAN FEDERATION OF HEADACHE SOCIETY. Active Member: 1994
- INTERNATIONAL HEADACHE SOCIETY. Full Member: Sep. 1996
- AMERICAN ACADEMY OF NEUROLOGY: Corresponding Member. April 1998
- AMERICAN NEUROLOGICAL ASSOCIATION:Active member: 2007
- SOCIEDAD IBEROAMERICANA DE ENFERMEDAD CEREBROVASCULAR
              - Founding member. Sept 1998
              - Vicepresident. Oct 1999- Oct 2001
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              - President: Oct 2001- Oct 2003
              - Permanent council: from Oct 2003

INTERNATIONAL JOURNALS. EDITORIAL BOARDS
- CEREBROVASCULAR DISEASES
             - Editorial Board Member: 1997-2005
- STROKE 
             - Referee from 1997
             -  Associate editor, Stroke en Español. From 2002
- INTERNATIONAL JOURNAL OF STROKE
             -  Editorial Board member 2006 
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- “Rafael Hervada” Award of Biomedical Research. Edition 1996. IMQ San Rafael. 27 Feb 1997.
- Award of Clinical Research. Pfizer Fundation. 5ª Edition. E Díez Tejedor, J Tejada y cols. Trabajo: 
“Does a relationship exist between carotid stenosis and lacunar infarction?”. Nov.  2004. 
- Nacional Award of Research “Ciudad de Zamora-Excmo. Ayuntamiento” Stroke. Clinical and Basic 
Research.. Zamora, 16 Nov 2006.
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Prof. Antonio Federico, born in Polla (Sa) on the 25.08.48, from 1990 is full professor of Neurology at 
the University of Siena , Director of the Unit Neurometabolic Disease and of the Research Center for 
diagnosis, therapy and prevention of Neurohandicap and Rare Neurological Diseases. 

He was Director of the Department of Neurological and Behavioural Sciences, University of Siena ( 
2002-2008). 

He received the degree in Medicine and specialization in Nervous and Mental Diseases, summa cum 
laude, at the University of Naples in 1972 and 1975.
 His biological training was in the Centre de Neurochimie of CNRS, in Strasbourg, directed by prof. 
Mandel where he worked in the years 1973-75. He after collaborated with many international 
research groups, in different countries where he spent in the past years some times: in Montreal 
(Prof. Andermann, Karpati and Shoudgbridge), in London (dr A. Harding and prof. Morgan-Hughes), 
in Toronto (dr.Robinson), in Bonn (prof. von Bergmann) , in Paris (dr.Baumann), in Baltimore (proff. 
Moser and Naidu), in Oxford (prof. Matthews), etc.
His clinical formation was made at the Medical School of the University of Naples, in the Dept, 
Neurology, and after in Siena, where he moved on 1980. Associated professor in Neurology in 1982, 
since 1990 he is full professor of Neurology, Medical School, University of Siena.
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- full professor of Neurology, University of Siena, Medical School
- Director of the Section Neurological Diseases of the Department of Neurological and Be-
havioural Sciences of the University of Siena, 
- Chairman of the Panel of Neurometabolic Diseases of the European Federation of Neuro-
logical Societies, where he was also member of the Scientific Committee. 
- Italian Delegate to the World Federation of Neurology, and member of the by-low and Con-
stitution Committee and of the Nominating Committee of WFN
- President  of the Italian Society of Neurology
- He is associated editor of the Neurological Sciences, Springer-Verlag, Editor-in chief of the 
Italian Edition of Continuum ; he is also in the editorial board  of several other italian and foreign 
neurological journals
- From 1995 he is Director of a PhD Programme on Applied Neurological Sciences at Uni-
versity of Siena, from 2004 of the European PhD Programme and European School of Doctorate of 
Applied Neurological Sciences.
- He is Italian member of European Union of Medical Specialists, in the section Neurology.

In the years 1990-96 he was Secretary of the Italian Society of Neurology.

He coordinated the Study Group on Clinical Neurogenetics of the Italian Society of Neurology. 

He has been referee for projects evaluation in the area of Orphan drugs and Orphan diseases for 
Biomed Projects from EU, for  MURST, CNR and Istituto Superiore di Sanità, and other national and 
international funding agencies, etc.



103

He is member of the Second Opinion Group of the American Leucodistrophy Association. 

He is author of more than 500 article ( more than 300 of them quoted by Pubmed). He is author of 
a chapter on Cerebrotendinous Xanthomatosis, Vinken and Bruyn Edts, Handbook of Clincal Neurol-
ogy, vol 49, Neurodystrophies and Neurolipidoses. On the book McKusick’s Mendelian Inheritance in 
Man,. Ed.1992, Catalog of Autosomal Dominant and Recessive Phenotypes he is cited for 3 differ-
ent diseases. He was editor of the book Late Onset Neurometabolic diseases (A.Federico, K. Suzuki 
and N.Baumann Edts), Karger 1991, and many others book from Italian and international Publishing 
Companies.

His main field of interest is related to neurometabolic, neurodegenerative and rare diseases, investi-
gated from a genetic, metabolic, neuroimaging and clinical point of vue.
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MANOLETE RENATO C. GUERRERO, Philipinnes

Education 

1984-1992 UERMMMC, QUEZON CITY, DOCTOR OF MEDICINE
 - NEUROLOGY RESIDENCY TRAINING  (1990-1992)
 - CHIEF RESIDENT- DEPARTMENT OF CLINICAL NEUROSCIENCES, UERMMMC  (1992)
 - POST-GRADUATE INTERNSHIP, UERMMMC (1989)
 - DOCTOR OF MEDICINE DEGREE- UERMMMC (1988)
 
1979-1983 UNIVERSITY OF THE PHILIPPINES, MANILA, PRE-MEDICINE
 - B.S. PHYSICAL THERAPY (1983)
 - LA SALLE GREENHILLS, SAN JUAN
 - SECONDARY SCHOOL (1979)
 - ELEMENTARY SCHOOL (1975)

Professional Experience 
 
2003-present  FOUNDING CHAIRMAN DEPARTMENT OF  NEUROSCIENCES ( ASSOCIATE 
  PROFESSOR )
  DAVAO MEDICAL SCHOOL FOUNDATION
1998- present  SECTION HEAD NEUROLOGY DAVAO REGIONAL HOSPITAL
1995- present SAN PEDRO COLLEGE, DAVAO CITY
  DEAN: PHYSICAL THERAPY DEPARTMENT
1994- present       NEUROLOGIST

1994-present SAN PEDRO COLLEGE, DAVAO CITY
  
2000-2002 DAVAO MEDICAL SCHOOL FOUNDATION, DAVAO CITY

1995-present SCHOOL OF SENSORIMOTOR RELEARNING  (NEUROREHABILITATION CENTER)   
  DAVAO CITY
  
1996- present  DAVAO REGIONAL HOSPITAL, TAGUM CITY
       
2000-present  RICARDO LIMSO MEDICAL CENTER, DAVAO CITY

Previous Work Experiences
 
1994-1995 SAN PEDRO COLLEGE, DAVAO CITY
1994-1995 DAVAO DOCTORS COLLEGE, DAVAO CITY
1993  UERMMMC, QUEZON CITY
1983-1987 PHYSICAL THERAPIST, PRIVATE PRACTITIONER
1983-1984 LUNG CENTER OF THE PHILIPPINES, QUEZON CITY
1983-1984 EMILIO AGUINALDO COLLEGE, MANILA
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Accreditations

  FELLOW, PHILIPPINE NEUROLOGICAL ASSOCIATION (1995)    
  NEUROLOGY SPECIALTY BOARD EXAMINATIONS (1995)
  PHYSICIAN LICENSURE BOARD EXAMINATIONS (1989)
  REGISTERED PHYSICAL THERAPIST, PHILIPPINES (1984)
  PHYSICAL THERAPY BOARD EXAMINATIONS- 5TH PLACER (1984)

Professional 

  PRESIDENT: PHILIPPINE  SOCIETY OF NEUROLOGICAL REHABILITATION 
   MEMBER MANAGEMENT COUNCIL:WORLD FEDERATION OF  NEUROLOGICAL 
  REHABILITATION

Memberships 

  PHILIPPINE NEUROLOGICAL ASSOCIATION
  PRESIDENT: PHILIPPINE  NEUROLOGICAL ASSOCIATION SOUTHERN 
  MINDANAO CHAPTER 

  VICE PRESIDENT :STROKE COUNCIL OF THE PHILIPPINES MINDANAO CHAPTER
  OVERALL CHAIRMAN : CONVERGENCE   :   REGIONAL ASSEMBLY  OF THE  WORLD  
  FEDERATION OF NEUROLOGICAL REHABILITATION  /FIRST  CONGRESS OF THE    
  PHILIPPINE  SOCIETY  OF  NEUROLOGICAL  REHABILITATION
  CO CHAIRMAN   Regional  Neuroscience Conference  ( Philippine  Neurological 
  Association  regional conference)   2009

Awards:
  HALL OF  FAME NOVARTIS  SPEAKERS  BUREAU
  MOST  INNOVATIVE PROFESSOR   DAVAO MEDICAL  SCHOOL  FOUNDATION 
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BIANCA WEINSTOCK-GUTTMAN, USA

Bianca Weinstock-Guttman, MD, is Associate Professor of Neurology, State University of New York 
at Buffalo, and Director of the Baird MS Center at The Jacobs Neurological Institute. She is also the 
Director of the Pediatric MS Center of the Jacobs Neurological Institute, one of six centers of excel-
lence established by the National MS Society.

Dr. Weinstock-Guttman received her medical degree from University of Bucharest, Romania. She 
completed an internship at Carmel Hospital, Haifa, Israel, and a neurology residency at Meir General 
Hospital, Tel Aviv University, Israel.  Subsequently, she completed a neuroimmunology fellowship at 
the Mellen Center for MS Treatment and Research, Cleveland Clinic Foundation, Cleveland, Ohio. 
She is a member of several professional societies including the American Academy of Neurology, 
American Academy for the Advances of Sciences and she serves as a member of the Executive Com-
mittee of AAN MS subdivision and as a medical advisory member for the US National MS Society.  

Dr. Weinstock-Guttman has been involved in multiple pivotal therapeutic clinical trials in MS and 
currently is involved in multiple phase III studies as well as in investigator-initiated phase I and IV 
studies. She has published more than 100 peer-reviewed articles in main Neurology and Immunolo-
gy journals.  Her current special research interests are in better understanding the heterogeneity of 
MS, identifying predictors of disease progression with a primary focus on genetic and environmental 
interactions influences on MS disease phenotype, response to therapy and influences on physical 
and neurocognitive status. Pediatric MS, a new and insufficiently explored subject, is an important 
area of her clinical and research interest as part of a national well established network. Additional 
research areas in which Dr Weinstock-Guttman is strongly involved are osteoporosis, vitamin D 
deficiency and the effect of dietary interventions. The vascular theory of MS and its influence on the 
pathobiology of MS represents a more recent focus of Dr Weinstock-Guttman research. 



107

VOLKER HÖMBERG, Germany

Medical Director 

  St. Mauritius Therapy Hospital Meerbusch

Personal Data
  Born 25 July 1954
  Married to Priv.-Doz. Dr. Kristina Müller, paediatric neurologist

Medical Career

1973 - 1980 Medical School, Universities of Düsseldorf and Freiburg; Elective in Neurology at  
  Boston City Hospital, Boston, Mass.; National Hospital for Nervous Diseases, 
  London
since 1975 Junior researcher in the Department of Neuropsychology at the C. & O. Vogt 
  Institute for Brain Research, 
  Düsseldorf and the Department of Neurology, Freiburg (Prof. R. Jung)
1980 - 1981 Research fellow in the Department of Neuropsychology (Prof. G. Grünewald) at   
  the C. & O. Vogt Institute for Brain Research, Düsseldorf
since 1981 Clinical training in the Department of Neurology (Prof. H.-J. Freund), Heinrich-  
  Heine-University Düsseldorf
since 1985 Senior registrar in the Department of Neurology, Heinrich-Heine-University 
  Düsseldorf
since 1987 Senior investigator for the German Research Council Special Task Force in 
  Neurology at Heinrich-Heine-University (SFB 200 and SFB 194)
1987-2005 Medical director of the Neurological Therapy Center (NTC), Heinrich-Heine-
  University Düsseldorf
since 1988 Board examiner for Neurology at the local examination board (Ärztekammer 
  Nordrhein)
1989-1997 Vice president of the German Society for Neurological Rehabilitation
1993  Habilitation in Neurology, Heinrich-Heine-University Düsseldorf
since 1995 Board examiner for physical medicine and rehabilitation (Ärztekammer 
  Nordrhein)
1997-2005 Medical director of the Neurological Therapy Center, Cologne
1998-2004 President of the German Society for Neurological Rehabilitation
since 2000 Medical director and head of neurology, St. Mauritius Therapy Hospital, 
  Meerbusch
since 2003 Secretary General World Federation for NeuroRehabilitation (WFNR)
since 10/2004 Vice president of the German Society for Neurological Rehabilitation
since 2005 Panel-Chairman Neurorehabilitation for European Federation Neurological 
  Societies (EFNS)
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KURT A. C. JELLINGER, Austria

STUDIES:  MD (sub auspiciis praesidentis rei republicae) Univ. of Vienna School of Medicine (14 
April, 1956); Assistent Professor Neurology Institute Univ. of Vienna (1966); Extraordinary Professor 
Univ. of Vienna (29 June, 1971); Full Professor of Neuropathology (1 February 1973)

CAREER: Staff member of Neurological Institute Univ. Vienna (1957-1976); Resident, Dept.
of Neuro-Psychiatry Univ. Vienna School of Medicine (1957-1963); Director, Dept.of Neurology, 
Lainz-Hospital, Vienna (1976-30 September 1997); Director, Ludwig Boltzmann Institute of Clinical 
Neurobiology, Vienna (1977-2002); Guest Professor Univ.of Graz & Innsbruck School of Medicine 
(1998-2000); since May 2002 Chief, Institute of Clinical Neurobiology, Vienna, Austria

SOCIETIES, ETC.: Member of numerous national and international scientific societies incl. Ameri-
can, English, German Assn. Neuropathology, Austrian, German, French Societies of Neurology, ENA; 
IBRO, German Soc. Pathology, Neurosurgery, etc. 1976-1981, 1994-1998 President Austrian Soc. 
Neuropath., 1981-1984 Vice President Internat. Soc. Neuropathology, President Austrian Society 
Neurooncology 1987-2000, correspond. member Study Group of Neuropathology, WFN, since 1984 
member Nom. Comm. WFN, member Advisory Board Int. Fed. MS Societies; 1986-87 President Vien-
nese Assn. of Psychiatry and Neurology; 1990-1992 President of Austrian Society of Neurology and 
Psychiatry; 1994-2000 Secretary Europ. Soc. of Clin. Neuropharmacology; 1994-2000 member of 
project team “Brain Research” of Austr. Fed. Min. for Science & Culture; 1994-2000 ord. member NY 
Acad.Sci.; 1996-1999 chairman EFNS Scientific Panel on Neuropathology; 1997-curr. member Scient.
Comm. Hirnliga; 1999-2005. Austrian liaison officer Movement Disorder Soc.; 2000 honor. member 
Eur.Soc.Clin.Neuropharm.; honorary member of the Hungarian Society for Neurology and Psychiatry; 
1997-curr. Vice President of Austrian Alzheimer Soc.; 1998-2002 vice-treasurer of Austrian Parkinson 
Soc.; 1998-2002 chairman of COST D8-19 Working group of EU; 1999 Austrian delegate to COST D-13 
action of EU; 1999 member of scientific committee of Austrian “Year of Brain”; member of Med. 
Adv. Board of MS-Kolleg; Scientific Program Committee for 8th Int. Alzheimer Congress Stockholm 
2002; Alzheimer’s Association Initial Review Board of the Med. & Scientific Advisory Council; 2001 
Honorary Member of German Parkinson Society; 2001 & 2002 member Awards Committee Amer.
Assoc.Neuropathol.; 2001 chairman Section Neurohistory, Austrian Soc.Neurology; member EFNS 
Scient.Panel on History of Neurology. 2002 Member Int.Aslan Academy of Aging. Honorary Member 
Austrian Alzheimer Society (2003). Member Referee Panel Alzheimer Research Trust, U.K. (2004). 
Senior Advisory Member Intl Danube Neurol. Assoc. (2004). Honorary Member Austrian Neuropa-
thology Society (2004), Austrian Society of Neurology (2005), German Society for Neuropathology 
(2005), Senior Member American Ass Neuropathol (2007), Senior Member Austrian Neuroscience 
Assoc. (2006), Vice President of the Int. Soc. for Amelioration of the Quality of Life for Chronic 
Neurological Patients (2006), Member AAN History of Neurology Section (2008), Honorary Foreign 
Fellow of the Romanian Academy of Medical Sciences (2009); Member Alzheimer Research Trust, 
Cambridge, U.K. (2009); Member of the IBC “Leading Health Professionals of the World” (2009); 
Member Scient. Committee 18th WFN World Congress on Parkinson’s Disease & Related Disorders, 
Miami, FL (2009), Scient. Advisory Committee Intl. Soc. of Neuroprotection and Neuroregeneration 
(2010)

JOURNALS EDITED: Executive Editor Acta Neuropathol (1978-31 Dec. 2004), since Jan. 1 2005 
Senior Editor; editor Neuropsychiatrie; Neuropediatrics, Clin Neuropathol (1982); member advisory 
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board Acta Neurochir (Wien), Jatros – Neurol & Psychiatrie, member of Editorial Boards Neuropae-
diatrics, Clinical Neuropathology, Acta Neurochir (Wien), Neurodegenerative Disorders, Schweiz 
Arch Neurol Psychiatr, J Neurol Sciences, Neurodegeneration, Brain Pathology, J Neural Transm, 
Parkinsonism Related Disorders, Brain Tumor Pathology, Exp Neurology, J Alzheimer Disease, Acta 
Neurol Scand, J Molec Cell Pathol, MSM (Medical Science Monitor), Histology and Histopathology, J 
Clin Neurol, Neural Regen Res, Int J Molec Sci, Dement Geriatr Cogn Disord (2009), Section Editor in 
Chief Int J Molec Sciences, Int. J Alzheimer’s Dis, J Pediatr Biochem, Frontiers in Biosciences (2009), 
In J Clin Exp Med (2010), Neurol Regen Res (2009), Am J Neuroprotec Neurorgen (2010).

RESEARCH INTERESTS: Neuropathology, neurooncology, and clinical neurology with special 
reference to circulation disorders and trauma of spinal cord, brain aging and degenerative disorders 
of the CNS, Parkinson’s disease; neuropathology and neurochemistry of aging, Parkinson’s disease, 
Alzheimer’s disease, Non-Alzheimer dementias, movement disorders, schizophrenia; immunocy-
tochemistry of CNS neoplasms, cytopathology, molecular biology and problems of cell death in CNS 
aging, neurodegenerative disorders and vascular dementia.

PUBLICATIONS: 571 papers in international refereed journals, 619 reviews, proceedings, letters, 
invited contributions to books, 640 abstracts. Editor and co-editor of several books. 1320 platform 
papers, invited reviews and posters at national and international meetings.
 

REVIEWER FOR JOURNALS: Acta Neurochir, Acta Neurol Scand, Acta Neuropathol, Aer-
ztewoche, Am J Med, Am J Pathology, Ann Neurol, Arch Gen Psychiatry, Arch Neurol, BBA Dis, Behav 
Brain Res, Biochem Pharmacol, Biochim Biophys Acta Lip, BioEssays, Bioinformation, Biol Pharmacol, 
BJSM, Brain, Brain Pathology, Brain Res Bull, Brain Research, Cell Mol Biol, Clin Neuropathol, Curr 
Med Chem, Curr Neuropharmacol, Cytokine, Dementia Ger Cogn Disord, Eur J Neurol, Exp Gerontol, 
Exp Neurol, FASEB Journal, Future Med, Gerontology, Histochem J, Int J Biochem Cell Biol, J Alzheim-
er Dis, J Cell Biol, J Inorg Biochem, J Neurochem, J Neurol, J Neurol Neurosurg Psychiatry, J Neurol 
Sci, J Neuropathol Exp Neurol, J Neuropsych Dis Treatment, J Neurosci Met, J Psychiatry Res, Lancet 
Neurology, Life Sciences, Med Sci Monitor, Microsc Res Techn, Mov Disord, Nature Med, Nervenarzt, 
Neurobiol Aging, Neurobiol Disease, Neurochem Res, Neurodegeneration, Neurol India, Neurologia 
Croatica, Neurology, Neuropathol Appl Neurol, Neuropsychiatrie, Neuropsychobiol, Neurosci Lett, 
Neuroscience, Neurotox Res, Nutritional Neurosciences, Parkinsonism Relat Disord, Pathol Res Pract, 
Pharmacol Biochem Behavior, Pharmacol Rev, Pharmacopsychiatry, Progr Neurobiol, Rec Pat CNS 
Drug Disc, Rejuven Res, Science, Stroke, Transgene Res, Virchow’s Arch - J Pathol, Wien Klin Wochen-
schrift.

AWARDS:
1968 Th. Innitzer Award for Promotion of Medical Research
1992 Great Award for Medical Science, City of Vienna
1993 Man of the Year, Amer. Bibliographic Society
1998 Alzheimer-Obelisk at the 6th Int. Confer. on Alzheimer Dis. and Related Disorders, July 
1998, Amsterdam
1999 Troxel Mem. Grant of Soc. for Progressive Supranuclear Palsy, Baltimore, Md
2000 Senator Dr. F. Burda-Award of the Österr. Parkinson-Gesellschaft
2001 Diploma World Federation of Neurology for excellence in Publication Committee
2002 Meritorious Service Award Amer. Assn. Neuropathology
2003 Lundbeck Award for Parkinson Research
2003 Alfons Maria Jakob medal of the Dtsch. Ges. f. Neuropathologie u. Neuroanatomie
2005 Környey Tarscosag
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AMOS D. KORCZYN, Israel 

Professor Amos D. Korczyn is the Sieratzki Professor of Neurology at Tel-Aviv University.  Professor 
Korczyn graduated from the Hebrew University – Hadassah Medical School in Jerusalem in 1966 
(MD), where he also received an MSc degree in pharmacology (cum laude) in 1966.  He trained in 
neurology at Beilinson Hospital and at the National Hospital for Nervous Diseases in Queen Square, 
London.  He was the Chairman of the Department of Neurology at the Tel-Aviv Medical Center 
since 1981 until 2002.  Professor Korczyn has a particular interest in dementia.  He has authored or 
co-authored over 600 articles in peer-reviewed journals, as well as chapters in books, etc.  Profes-
sor Korczyn is or has been an Editorial Board member of 15 international journals, and organized 
several neurological conferences, mainly in the field of dementia, Parkinson’s disease and other 
degenerative brain disorders.
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VLADIMIR S. KOSTIĆ, Serbia

Vladimir S. Kostic (1953), Professor of Neurology at the Medical School, University of Belgrade, 
Member of the Serbian Academy of Science and Arts, Chairman of the Institute of Neurology, 
Clinical Center of Serbia, has focused his scientific interest in degenerative disorders of the central 
nervous system, mainly etiopathogenesis and treatment.

In the course of his training and subsequent academic carrier he spent two months at the Middlesex 
Hospital in London (UK) (1987), as a Fulbright Fellow and visiting-professor 15 months (1989/1990) 
in the Neurological Institute of the Columbia Univesity (New York; USA), and finally, in the same 
institution as a visiting research scientist 13 more months (1995/1996). 
He was awarded the October Prize of the City of Belgrade for scientific achievements in 1988 and 
1994. Also, he got Annual Research Award of the Serbian Medical Society in 1997. Since 2000 he has 
been a Member of the Serbian Academy of Science and Arts.

He is the author of 5 textbooks and editor of 12 monographs. He is also the author or co-author of 
>100 original peer-reviewed papers and 12 chapters in international books. He is heading several 
scientific projects mainly devoted to the genetic background of neurodegenerative disorders.
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CHRISTIAN MATULA, Austria

Current Position: 
 Professor of Neurosurgery 
 Director of Skull Base Division 
 European Chairman AO Neurosurgical Working Group 
 Head of the Austrian Skull Base Working Group 
 Speaker of the Austrian Neuroendoscopic Working Group 

Personal data: born on the 8th of December 1962 in VIENNA, Married, 4 children 

Native language: German 

Foreign language: English Curriculum Vitae, C.Matula, M.D. Page 2 / 3 

Formal education: 

 1969 – 1981 obtained all in VIENNA 

 Medical studies: 
 9/81 - 14.10. 86 medical faculty, University of VIENNA, AUSTRIA 
 all examinations (praeclinical studies and clinical studies) passed with distinction 

 14. Oct. 1986 graduated from the University of Vienna with doctor of medicine degree 
 Residency: 14.10.86 - 19.11.92 Neurosurgical Department of Vienna 
 under the guidance of Professor W. Th. KOOS 
 Ass. residency: 1.3.85 - 31.8.86 Neuroanatomical Institute 
 University of Vienna (Professor FIRBAS) 

 1.10.87 - 31.3.88 special training in Neurology, 
 Neurological Hospital Rosenhügel /Vienna 
 (Professor SCHNABERTH) 

 1.4.88 - 31.3.89 special training in General Surgery 
 General Hospital Lainz / Vienna (Professor DENK) 
 Staff member: 19.11.1992 finishing of residency 
 Staff member of the Neurosurgical Department of Vienna, AUSTRIA 

 10.Dez.1996 Associate Professor at the University of VIENNA 

 1.4.1997 appointed Professor of Neurosurgery 
 responsible for all the clinic and all the operating rooms at the Department 

Fellowships: 1993 Fellowship in Skull Base Surgery University of Washington, USA 
 Professor Lalligam Shekar 
 1994 Fellowship in Neuroanatomy, University of Würzburg, Germany 
 Professor Johannes Lang 
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 1995 Fellowship in Vascular Neurosurgery ,Barrow Neurological Institute, Phönix, USA 
 Professor Robert Spetzler Curriculum Vitae, C.Matula, M.D. Page 3 / 3 

Additional trainings: 
 Public health management, postgraduate management training for medical leadership   
 qualities (2yrs) 
 Special training in medical quality control and management 

Academic interests: 
 Centred on the treatment of tumours of the central nervous system, 
 cerebrovascular diseases, and paediatric neurosurgical problems. 
 Neuroendoscopy 
 Technical development in microsurgical instrumentation 
 Applications in Image Guided Surgery 
 Academic Leadership: Director of Educational Program  of the Medical University Vienna 
 AO Education Faculty Board Member 
 Visiting Professor: in the last 10 years invited lectures all over the world  (America, Asia,   
 Africa, Australia, Europe) 

Bibliography:  Contributions to the literature includes more than 250 scientific publications, 
authored several books on microneurosurgery, likewise edited and contributed to several major 
neurosurgical textbooks.

Awards & Honours: 
 Mahaley Clinical Research Award, 1995 
 Several Awards of the European, Austrian & German Society 
 Recognition of the Neurological Institute of Washington, 1995 
 Recognition New York Academy of Sciences, 1999 
 Academic Advisor Jiangyin University, 2000 
 “Doctor Honoris Causa” Nam Dinh University, Vietnam 2004 
 “”Honorary Professor” Chengdu University, China 2005 

Special topics: 
 Image Guided Surgery 
 Neurooncology 
 Skull base surgery 
 Neuroendoscopy 
 Vascular surgery 
 New surgical technologies
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DAFIN FIOR MUREŞANU, Romania

Contact
First name(s) / Surname(s): Mureşanu Dafin Fior 
Telephone(s): Mobile: 0040-724353060
Fax(es): 004 0264 431 924
E-mail: dafinm@ssnn.ro

Affiliation
“Iuliu Hatieganu” University of Medicine and Pharmacy, Faculty of Medicine, Victor Babes  Str.,Nr.8, 
4012, Cluj-Napoca, Romania

Occupation or position held
- Professor of Neurology
- Vice-Dean, Faculty of Medicine, University of Medicine and Pharmacy “Iuliu Hatieganu” ,  
 Cluj-Napoca, Romania 
- Member of the Romanian Academy of Medical Sciences
- Secretary General of the Society for the Study of Neuroprotection and Neuroplasticity

Title of qualification awarded
- Specialist in Neurology 
- Senior Neurologist 
- PhD
- MBA

Awards in the last 2 years
- Romanian Natoinal Television Channel 2 - Best Medical TV Program
- Viata Medicala - (Romanian Medical Journal) 2009  award of excellence for the whole   
 medical activity
- Romanian Academy of Science (2009 Gheorghe Marinescu award) for the contribution to  
 the development  of concepts in neuroprotection and neuroplasticity

Main activities and responsibilities
- Head of the Department of Neurology CFR University Hospital (medical, scientific, and   
 administrative responsibilities)
- Chairman of University Department (teaching courses for undergraduate students, post  
 graduate students and PhD students) 
- Vice-Dean, Faculty of Medicine, University of Medicine and Pharmacy “Iuliu Hatieganu” ,  
 Cluj-Napoca, Romania 

Papers published in international journals (indexed in ISI and Pubmed) 
- 30 articles
Papers published in other journals, (indexed in other databases)
- 44 articles
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Papers published in Romanian journals
- 46 articles

Monographies
- 7 monographies

Chapters in published books
- 5 chapters 

Fluent in
- English, Italian

Main affiliations
- World Academy for Multidisciplinary Neurotraumatology (WAMN)- Chairman scientific   
 committee
- Danube Neurological Society- Executive Board
- European Society of Clinical Neuropharmacology- Secretary General
- European Federation of Neurological Societies (EFNS)- Neurotrauma Panel
- Global College for Neuroprotection and Neuroregeneration (GCNN)- Vicepresident, Chair  
 man of Clinical Committee
- The Society for the Study of Neuroprotection and Neuroplasticity (SSNN)- Founder and   
 Secretary General
- The Romanian Society of Neurology (RSN)- Executive board
- The Romanian National Stroke Association- Board
- The Romanian Society of Clinical Neurophysiology- Board
- European Stroke Organization (ESO)
- Society for Neuroscience (SfN)
- European Neurological Society (ENS)- Member

Journals
- International Journal of Neuroprotection and Neuroregeneration – Editorial Board
- American Journal of Neuroprotection and Neuroregeneration – Editorial Board
- Journal of Cellular and Molecular Medicine – Guest Editor
- Frontiers in Neuroscience – Guest Editor



116

JÓZEF  OPARA, Poland

Born 1940
1960-1967 medical study at Silesian University of Medicine in Katowice. 
Graduated in 1967. 
Specialties:  neurology 1977
                      medical rehabilitation 1982
Doctorship: 1983 (MD)

Aggregation (polish habilitation, more than PhD): 1997
 
Professor in Academy of Physical Education in Katowice: since 1998 
Chair of Physiotherapy in Neurology

Full Professor in Physical Culture: 2008
Scholarship: Austria – invited by AUVA - Allgemeine Unfallversicherungsanstalt - 1986
Member of European Panels in EFNS: Neurorehabilitation, Neurotraumatology, Post-Polio,   
Chairman of the Organizing Committee of the III Congress of Polish Society of Rehabilitation
in Cieszyn – Ustron 1998
Leader of European Panel of Neurorehabilitation in EFNS: 1998-2000
Certificate: tutor in Evidence Based Medicine 2001
Member of Editorial Board in Polish Journal of Physiotherapy since 2001
Co-originator and member of council of WFNR: since 2002
Originator of Polish Society for Neurological Rehabilitation 2003

Regional vice-President of World Federation for NeuroRehabilitation for Central and Eastern Europe 
since 2009

Special scientific interrest:
     stroke rehabilitation   
     spasticity
     rehabilitation in paraplegia (SCI), Spondylotic Cervical Myelopathy (SCM), Post-Polio
     clinimetrics
     Quality of Life measures
     rehabilitation after TBI
     rehabilitation in PD
     rehabilitation in MS
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BOGDAN O. POPESCU, Romania

Academic Education and Appointments
1996  MD, ‘Carol Davila’ University School of Medicine, Bucharest, Romania
1997- 2002 Resident in Neurology, University Hospital Bucharest
2000 -  Assistant Professor, ‘Carol Davila’ University School of Medicine
2001  PhD, ‘Carol Davila’ University School of Medicine - suma cum laudae
2002 -  Neurologist, University Hospital Bucharest
2004  PhD, Karolinska Institute, Stockholm, Sweden
2005 -  Head of Laboratory of Molecular Medicine, ‘Victor Babeş’ National Institute of   
  Pathology, Bucharest, Romania
2008-  Senior Neurologist, University Hospital Bucharest
2009 -  Lecturer, ‘Carol Davila’ University School of Medicine
2009 -  Senior Researcher, ‘Victor Babeş’ National Institute of Pathology, Bucharest, 
  Romania

Awards
1999 Beaufour-Ipsen prize for the best research study in neurology
2000 Young histochemist award - International Society of Histochemistry and Cytochemistry
2004 Diploma of scientific merit – ‘Victor Babeş’ National Institute of Pathology
2007 Romanian Academy award for medical research 
2010  ‘Science and Art National Foundation Award of Excellence for research in the field of 
 Neuroscience and Neuropathology

Other current activities
Guest editor for Alzheimer’s review series at Journal of Cellular and Molecular Medicine 
Executive editor of Romanian Journal of Neurology
Secretary General of the Romanian Society of Neurology
Research director of the Society for the Study of Neuroprotection and Neuroplasticity
Director, Victor Babeş’ National Institute of Pathology, Bucharest, Romania
Spokesman for University Hospital Bucharest

Selected publications
1. Popescu BO, Toescu EC, Popescu LM, Bajenaru O, Muresanu DF, Schultzberg M, Bogdanovic  
 N. Blood-brain barrier alterations in ageing and dementia. J Neurol Sci, 283:99-106, 2009.
2. Popescu BO. Still debating a cause and diagnostic criteria for Alzheimer’s disease. J Cell Mol  
 Med. 2007;11:1225-6. 
3. Romanitan MO, Popescu BO, Winblad B, Bajenaru OA, Bogdanovic N. Occludin is overex  
 pressed in Alzheimer’s disease and vascular dementia. J Cell Mol Med. 2007;11(3):569-79.
4. Cowburn RF, Popescu BO, Ankarcrona M, Dehvari N, Cedazo-Minguez A. 
 Presenilin-mediat ed signal transduction. Physiol Behav. 2007;92:93-7. 
5. Hansson CA, Popescu BO, Laudon H, Cedazo-Minguez A, Popescu LM, Winblad B, 
 Ankarcrona M. Caspase cleaved presenilin-1 is part of active gamma-secretase complexes. J  
 Neurochem. 2006;97:356-64. 
6. Popescu BO, Ankarcrona M. Mechanisms of cell death in Alzheimer’s disease: role of 
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 presenilins. J Alzheimers Dis. 2004;6:123-8. 
7. Popescu BO, Cedazo-Minguez A, Benedikz E, Nishimura T, Winblad B, Ankarcrona M,   
 Cowburn RF. Gamma-secretase activity of presenilin 1 regulates acetylcholine muscarinic  
 receptor-mediated signal transduction. J Biol Chem. 2004;279:6455-64. 
8. Cedazo-Mínguez A, Popescu BO, Blanco-Millán JM, Akterin S, Pei JJ, Winblad B, Cowburn   
 RF. Apolipoprotein E and beta-amyloid (1-42) regulation of glycogen synthase 
 kinase-3beta. J Neurochem. 2003;87:1152-64. 
9. Popescu BO, Oprica M, Sajin M, Stanciu CL, Bajenaru O, Predescu A, Vidulescu C, Popescu  
 LM. Dantrolene protects neurons against kainic acid induced apoptosis in vitro and in vivo.  
 J Cell Mol Med. 2002;6:555-69.
10. Popescu BO, Cedazo-Minguez A, Popescu LM, Winblad B, Cowburn RF, Ankarcrona M.   
 Caspase cleavage of exon 9 deleted presenilin-1 is an early event in apoptosis induced by  
 calcium ionophore A 23187 in SH-SY5Y neuroblastoma cells. J Neurosci Res. 2001;66:122- 
 34.
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LAURENTIU POPESCU, Romania

Vice-President of the Federation of European Academies of Medicine (FEAM) - 2011-2013
President-Elect of the Federation of European Academies of Medicine (FEAM) - 2013-2015
President of the Romanian Academy of Medical Sciences
President of the Section of Medical Sciences of the Romanian Academy of Sciences
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PETER FRANZ RIEDERER, Germany

Date of birth: 21st March 1942, Königsberg, Germany
1960-1968: Studies on Technical Chemistry at the TU Vienna, Austria; 1970: Doctor Degree; 1979: 
Associate Professor (Univ.-Dozent) TU Vienna; 1983: titl. A.o. Univ.-Prof. TU Vienna, Austria; 1986 – 
current; from 1971 to 1986 I was Head of Clinical Neurochemistry at the thereof Ludwig Boltzmann 
Institute, Lainz Hospital, Vienna, Austria. Since 1986 Univ.-Prof. (University Würzburg); Head, Clinical  
Neurochemistry; Clinic and Polyclinic of Psychiatry and Psychotherapy, Univ. Wuerzburg, Germany.
After my retirement on April 1st 2010 I am guest professor at the later Institute and University.
 
14 international awards and Honorary Memberships in Scientific Societies; Member of the Deutsche 
Akademie der Naturforscher Leopoldina (2007); Honorary Member of the Hungarian Academy of 
Sciences (2007); Honorary Dr. degree Int. Univ. Catalunya, Barcelona (2008); Involved in several 
Current International Joint Projects; Current assistance in several scientific Journals;Board Member-
ships: President of the (DGBP) German Society of Biological Psychiatry 1994-1998; President of the 
(ESCNP) European Society for Clinical Neuropharmacology (1995/96); President of the (DPG) Ger-
man Parkinson Society 2000-2004 (Vice president until 2000); Organizing Chairman World Congr. 
Biol Psych. 2001, Berlin. President 16th Int. Symp. Parkinson’s Disease 2005, Berlin. President 39th 
Int. Danube Symp. Neurol Sciences 2007, Würzburg. President 1st Int. ADHD Congress 2007, Würz-
burg. Membership in 15 scientific societies: Organizer of numerous symposia, workshops, congress-
es; Publications and lectures: about 950 scientific papers in the field of neurology and psychiatry, 
including hand-book articles; 20 books relevant to the field of psychiatry and neurology; Head Brain 
Bank Center Würzburg and BrainNet EuropeII subgroup

Main scientific interest

My main interests in the past have been research projects in the field of neuropsychiatry, espe-
cially introduction of selegiline into the treatment strategies of Parkinson’s disease (PD) (1974/5), 
discovery with my co-workers of amantadines and memantines mechanisms of action (1989, 1991), 
discovery of the role of iron in PD (1985 – present), discovery of the loss of respiratory chain activity 
(complex I) in PD (1989), development of the concept of clinical neuroprotection (1983 – present), 
neurodevelopmental aspects of neuropsychiatric disorders (2001 – present), etiological aspects of 
neurodegenerative disorders.
I have a close relation to clinical research programs, human biochemistry/physiology, biochemical, 
molecular and pharmacological aspects of pathogenesis of neurodegenerative disorders including 
post mortem analysis and access to the BrainNet Europe II-initiative. This is reflected by my list of 
more than 1.000 publications.



121

MICHAEL RITSNER, Israel

Education:
1965-1971 M.D., High Medical School, Khabarovsk State University, Russia
1973-1975 Ph.D., High Medical School, Tomsk State University, Russia
1980-1986 D.Med.Sc., Center for Psychiatric Research, Moscow, Russia  

Current Academic and Professional Position.
1998-present Chair, Acute Department, Sha’ar Menashe Mental Health Center, Israel
2004-present A/Professor, Dept. of Psychiatry, Technion Faculty of Medicine

Teaching Experience: Psychiatry. Technion Faculty of Medicine, Israel.
2002  Outstanding Lecturer, Technion Faculty of Medicine, Haifa
2008- present Head, Examinations Committee, Technion Faculty of Medicine, Haifa

Research Interest: 
  - Neuropsychiatric biomarkers
  - Neurosteroids
  - Neuroprotection
  - Schizophrenia
  - Quality of life impairment  

Research Grants (Current)
2007-  Stanley Foundation (USA). Bexarotene as addition to antipsychotic treatment in   
  schizophrenia patients: double-blind placebo controlled study. 
2008 -  Stanley Foundation (USA). Pregnenolone Augmentation in the Treatment of 
  Patients with Recent-Onset Schizophrenia: an 8-week, randomized, double-blind,  
  placebo-controlled trial. 

Publications (select, since 2005) 
Ritsner M, Gibel A, Maayan R, Ratner Y, Ram E, Biadsy H, Modai I, Weizman A.  Cortisol/dehydroe-
piandrosterone ratio and responses to antipsychotic treatment in schizophrenia. Neuropsychophar-
macology. 2005; 30:1913-1922.
Ritsner M, Ratner Y, Gibel A, Weizman R. Familiality in a five-factor model of schizophrenia psycho-
pathology: findings from a 16-month follow-up study. Psychiatry Res. 2005; 136:173-179. 
Ritsner MS, Blumenkrantz H, Dubinsky T, Dwolatzky T.  The detection of neurocognitive decline in 
schizophrenia using the Mindstreams Computerized Cognitive Test Battery. Schizophrenia Res. 2006; 
82:39-49. 
Ritsner M, Gibel A, Ram E, Maayan R, Weizman A.  Alterations in DHEA metabolism in schizophrenia: 
two-month case-control study. Eur Neuropsychopharmacol. 2006; 16:137-146.
Ritsner M, Gibel A, Ratner Y. Determinants of changes in perceived quality of life in the course of 
schizophrenia. Qual Life Res. 2006; 15:515-526.
Ritsner, MS., Gibel, A. The effectiveness and predictors of response to antipsychotic agents to treat 
impaired quality of life in schizophrenia: A 12-month naturalistic follow-up study with implications 
for confounding factors, antidepressants, anxiolytics, and mood stabilizers. Progress in Neuro-Psy-
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chopharmacology & Biological Psychiatry 2006; 30:1442–1452.
Ritsner MS, Gibel A, Ratner Y, Tsinovoy G, Strous RD. Improvement of sustained attention and visual 
and movement skills, but not clinical symptoms, after dehydroepiandrosterone augmentation in 
schizophrenia: a randomized, double-blind, placebo-controlled, crossover trial. J Clin Psychopharma-
col. 2006; 26:495-499. 
Ritsner MS, Ratner Y, Gibel A, Weizman R.  Positive family history is associated with persistent 
elevated emotional distress in schizophrenia: Evidence from a 16-month follow-up study. Psychiatry 
Res. 2007;153:217-23.
Ratner Y, Gibel A, Yorkov V, Ritsner MS.  Effectiveness, safety, and tolerability of ziprasidone for treat-
ing schizophrenia patients undergoing usual care: a 12-month, open-label, flexible-dose, naturalistic 
observational trial. Prog Neuropsychopharmacol Biol Psychiatry. 2007; 31:1401-9.
Ritsner MS, Yorkov V, Ratner Y, Soifer P, Gibel A. The effectiveness of ziprasidone in treating im-
paired quality of life in schizophrenia: a 12-month, open-label, flexible-dose, naturalistic observa-
tional study of patients undergoing usual care. Prog Neuropsychopharmacol Biol Psychiatry. 2007; 
31:1470-7.
Ritsner MS. Predicting quality of life impairment in chronic schizophrenia from cognitive variables. 
Qual Life Res. 2007; 16:929-37.
Ritsner MS, Blumenkrantz H. Predicting domain-specific insight of schizophrenia patients from 
symptomatology, multiple neurocognitive functions, and personality related traits. Psychiatry Res. 
2007;149:59-69. 
Ritsner M, Maayan R, Gibel A, Weizman A. Differences in blood pregnenolone and dehydroepi-
androsterone levels between schizophrenia patients and healthy subjects. Eur Neuropsychopharma-
col. 2007; 17:358-65. 
Ritsner M, Gibel A, Maayan R, Ratner Y, Ram E, Modai I, Weizman A.  State and trait related pre-
dictors of serum cortisol to DHEA(S) molar ratios and hormone concentrations in schizophrenia 
patients. Eur Neuropsychopharmacol. 2007; 17:257-64.
Gibel A, Ritsner MS.  Neurocognitive effects of ziprasidone and related factors in patients with 
chronic schizophrenia undergoing usual care: a 12-month, open-label, flexible-dose, naturalistic 
observational trial. Clin Neuropharmacol. 2008; 31(4): 204-220.
Strous RD, Gibel A, Maayan R, Weizman A, Ritsner MS.  Hormonal response to dehydroepiandroster-
one administration in schizophrenia: findings from a randomized, double-blind, placebo-controlled, 
crossover study. J Clin Psychopharmacol. 2008; 28(4): 456-459.
Lerner V, Miodownik C, Gibel A, Kovalyonok E, Shleifer T, Goodman AB, Ritsner MS. Bexarotene as 
add-on to antipsychotic treatment in schizophrenia patients: a pilot open-label trial. Clin Neurophar-
macol. 2008; 31(1):25-33.
Strous RD, Ritsner MS, Adler S, Ratner Y, Maayan R, Kotler M, Lachman H, Weizman A. Improvement 
of aggressive behavior and quality of life impairment following S-Adenosyl-Methionine (SAM-e) 
augmentation in schizophrenia. Eur Neuropsychopharmacol. 2009;19(1):14-22.

Public Professional Activities 
2003 - 2009 Editorial Board, Associate Editor, Quality of Life Research.  
An International Journal of Quality of Life Aspects of Treatment, Care
and Rehabilitation. Official Journal of the International Society of
Quality of Life Research.  Amsterdam, The Netherlands
2009-present Board Member, the International Journal of Neuroprotection and
Neuroregeneration.
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DAVID RUSSELL, Norway

PRESENT POSITION 
Professor of Neurology
Oslo University Hospital Rikshospitalet
University of Oslo
0027 Oslo, Norway
Tel:(47) 23 073552

Fax: (47) 23 070833 

DEGREES & EXPERIENCE    
 1972 Bachelor of Medicine, Queens University Belfast, Northern Ireland
 1981 Specialist in Neurology, University of Oslo
 1983 Senior Lecturer in Neurology, University of Oslo
 1985 Doctor of philosophy, University of Oslo
 1989 Professor of Neurology, University of Oslo
 2001 Guest Professor, University of Applied Sciences, Ulm, Germany
 2008       Guest Professor, University of Debrecen, Hungary

 2009       Guest Professor, University of Belgrade

MEDICAL PRIZES & AWARDS  
 1981 Professor Haakon Saethres Memorial Award
 1983  The International Enrico Greppi Award
 1993 Ragnhild and August Gillums Award

MEMBER OF MEDICAL BOARDS, SOCIETIES AND COMMITTEES
Founding President of the European Society of Neurosonology and Cerebral Hemodynamics
Chair European Stroke Organisation`s Council of Fellows
Past president of The Nordic Stroke Society
Chairman of the Norwegian Stroke Association
Founding Member of the European Stroke Council
Fellow of The Royal College of Physicians 
Fellow of the Royal Academy of Medicine in Ireland
Founding Member of the International Society of Behavioural and Cognitive Vascular Disorders
Honorary Member of The Hungarian Stroke Society
Founding Member of the International Intracranial Hemodynamics Society
Representative of The Nordic Stroke Society on the European Stroke Council
Founding Chairman of the Norwegian Society of Neurosonology
Member of the Neurosonology Research Group of the World Federation of Neurology
Member of the World Federation of Neurology’s Research Group on Cerebrovascular Diseases
Founding Associate Editor of Cephalalgia, The official Journal of the International Headache Society
Member of The Norwegian Neurological Association
Member of The American Heart Association
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Member of The British Neurological Association

Member of the International Society for Cerebral Blood Flow and Metabolism

EDITORIAL, ADVISORY BOARD APPOINTMENTS:
Editorial Board Member,International Journal of Stroke
Editorial Board Member , Journal of Clinical Ultrasound
Editorial Board Member Stroke 1996-2006
Editorial Board Member,Stroke Research and Treatment
Editorial Board Member, Cerebrovascular Diseases 1995-2006
Editorial Board Member, European Journal of Neurology 1995-2005
Editorial Board Member, Acta Neurologica Scandinavia
Editorial Board Member, European Neurology
Editorial Board Member, Clinical Neurology and Neurosurgery
Editorial Board Member, Restorative Neurology and Neuroscience
Editorial Board Member, Journal of Clinical Ultrasound
Editorial Board Member, The Italian Stroke Journal
Editorial Board Member, The Bulgarian Stroke Journal
Editorial Board Member, The Japanese Journal of Neurosonology

Editorial Board Member, Journal of Pediatric Neurology

PUBLICATIONS
Over 300 scientific publications concerning cerebrovascular disease, cerebrovascular ultrasound and 

cerebral hemodynamics.
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JEFFREY M. SCHWARTZ, USA

PRESENT POSITIONS 
Research Psychiatrist 
UCLA Department of Psychiatry and  Biobehavioral Sciences Los Angeles, California       
Private Practice - Psychiatry  

PAST POSITIONS     
Attending Physician, 1985-1992
Member, Pharmacy and Therapeutics Committee, 1989-1992
Instructor in Psychopharmacology for PGY-I, II, III
Psychiatry Residents (Full Year Courses), 1985-1989 Cedars-Sinai Medical Center, Los Angeles, CA

EDUCATION   
1978  M.D. Downstate Medical Center, Brooklyn, New York   
1973  B. A. (with honors) in Philosophy, University of Rochester, Rochester, New York   

PROFESSIONAL TRAINING   
7/84—7/85 Marjorie Grey Post Doctoral Research Fellow;    
  UCSF - Langley Porter Psychiatric Institute and UC Berkeley-Lawrence Berkeley 
  Laboratory with Drs. Enoch Callaway and Thomas F. Budinger    

7/82––6/84 Resident in Psychiatry, UCLA–Cedars-Sinai Medical Center, Los Angeles, California    
7/80—7/82 NIMH Postdoctoral Fellow with Dr. Floyd E. Bloom;
  Arthur Vining Davis Center for Behavioral Neurobiology, Salk Institute, La Jolla,   
  California      
6/79—6/80 Resident in Psychiatry, University of California, San Diego, San Diego, California   
6/78—6/79 Intern in Medicine Sepulveda Veterans Administration Hospital Sepulveda
  California   
1/78—6/78 Research Elective in Pharmaceutical Chemistry with Dr. Neil Castagnoli    
  University of California, San Francisco, San Francisco, California   
6/77—1/78 Research Elective in Biological Psychiatry with Dr. Leo Hollister Stanford University  
  Stanford, California  

MEMBERSHIP 
Society for Neuroscience  

LICENSURE & BOARD CERTFICATION    
California Medical License No.  G40933
Diplomate, American Board of Psychiatry and Neurology, February, 1986.
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HARI SHANKER SHARMA, Sweden

Education
1. Higher Secondary 1969 Bihar School Examination Biology,Phy,Chem. IIndBoard Math
2. Intermediate (Sci) 1970 LS College, Bihar Univ. - do- Pass Muzaffarpur
3. B. Sc. (Hons.) 1973 -do- Zoology (Hons) , 2nd Cl.1st Bot, Chem
4. M. Sc. (Cytology) 1977 Bihar University Zoology, Cytology 1st Cl. 1st Muzaffarpur
5. Dr. Phil. (Sci) 1982 Banaras Hindu University Physiol/Zool Awarded Inst. Med. Sci, Varanasi
6. Dr. Med. Sci. 1999 Uppsala University, Neuroanatomy Awarded Med. Fac. Uppsala
7. Dr. Sci. 2009 Univ Med & Pharmacy, Neurobiology Conferred
(Doctor Honoris Causa) Cluj-Napoca, Romania

Positions 
1. Jun. Res Fellow 1977-1978 Minist. Science & Technol. Inst Med Sci Research UP State Govt. BHU
2. Sr. Res Fellow 1978-1981 Univ. Grants Commission - do- Research Govt. of India
3. Post Doct. Fellow 1981-1982 Indian Council Med Res -do- Research Govt. of India
4. Res. Associate 1982-1986 Univ. Grants Commission -do- Leader/Res Govt. of India
5. Res. Officer 1986-1986 Council Sci & Tech, (Eqv. Assist. Prof.) Govt. of India
6. Res. Scientist A 1986- Univ. Grants Commission (Equiv. Assoc. Prof.)
7. Visiting Scientist 1988-1989 Uppsala University Inst. Pathology CNS/Res Uppsala, Univ. Hospital
8. Humboldt Fellow 1989-1991 Alexander von Humboldt Free Univ. Leader CNS/Res
Foundation, Bonn. Germany West Berlin
9. Res Scientist 1991- Uppsala University Univ. Hospital/ CNS/Res.Lead. BMC CNS-Injury
10. Prof. Neurobiology 1999- Med Res Counc -do- CNS Research Leadership
10. Docent 2004- Uppsala University Univ. Hospital CNS Res/Neuroanat

Award Year Organization Subject/Details
1. Silver Medal 1974 L.S.College, BU, Muzaffarpur 1st position in B.Sc. Hons. (Zoology), L.S.College
2. Gold Medal 1977 Bihar University, Muzaffarpur 1st posiition, M.Sc, Zoology, Bihar University
3. SIRI Research Award 1986 Ind. Assoc. Biomedical Sci. Best Research Paper
4. Shakuntala Amir Chand 1988 Ind. Counc. Med. Res. Best Work on “BBB” during Research Prize 
1983-1988
5. Career Award 1988 Univ Grants Commis Neurobiology/Res
6. Neuronal Plasticity Award 1991 Soc. Brain Dysfunct. Best Res Paper, Sicily on “CNS Thermal Plas-
ticity”
7. Ronnöws Prize 1996 Dept. of Human Anatomy Best Res in Neuroanatomy UU 1994-1996
8. Distinguished Leadership 1998 Am Bio Res Assoc Neuroscience Award
9. Hwassers Prize 1999 Uppsala Medical Association Best Thesis in Medical Faculty (Basic Res)
10. Gold Record 1998 Am Bio Res Assoc Outstanding Achievement in Neuroscience
11. Life Time Achievement 1998 Am Bio Res Assoc Neurobiology Res/Citation Award
12. Outstanding People of the 2000 Int Bio Cent, Cambridge, UK Dedication to Neuroscience
20th Century,
13. Certificate of excellence 2005 US FDA/NCTR, Ar. USA Dedication to Neurosci Drugs of Nat Ctr 
Toxicol Res Abuse Research
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14. DISCA 2006 NIH/NIDA Dedication on Research on Drugs of Distinguished International Scientist 
Collaboration Award (DISCA) Abuse
15. DISCA (IInd time) 2007 NIH/NIDA -do- National Institute on Drug Abuse
16. Outstanding Researcher Award 2007 EOARD, London, UK Research on Nanoparticles in
Eur Off Aerospace Res Dev Blood-Brain Barrier
17. Hall of Fame, Neuroscience 2009 Am Bio Res Inst Dedication to Neuroscience Research/ 
Citation/Novelty
18. Neuroscience Icon 2010 DST/New Delhi, India to be awarded
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NADA STERNIC, Serbia

Education 

Institution - dates Degree or Diploma obtained:

Medical Faculty, University of Belgrade, 1974 / Medical doctor
The Board Certified Medical Specialists, University of Belgrade,  1981 / Neurologist
Medical Faculty, University of Belgrade, 2008 / Subspecialization in clinical Pharmacology

Present position:  
Professor of neurology at  Medical Faculty, University of Belgrade, employed at the Institute of Neu-
rology as the Head of Department for Cerebrovascular disorders and Resistant Headache

Professional experience:

1976-1978 Belgrade Neuropsychiatric Clinic, Psychiatric  Dept. Medical Faculty, University   
  of Belgrade General Practise  Was employed as a young physician  without any   
  experience  
1978-1981 Belgrade Neuropsychiatric Clinic, Neurological Dept. Medical Faculty, University 
  of Belgrade,Neurologist in training, Was performing under supervision all tasks   
  requiring neurological knowledge
1987  Paris, Hopital Salpetriere, Neurological Dept.
   (Mov. Dis) Collaborator in a neuropharmacological study. Spent three months   
  working  as a member of the team of Professor Yves Agid
1991  Paris , Hopital Salpetriere, Neurological Dept
  (Mov. Dis) Collaborator in the clinical job. Spent two months in terms of a study   
  tour
1996 -  Belgrade Institute of Neurology, Clinical Center of Serbia. Head of the Dept. for   
  CVD and Irresistible Headache 
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JOHANNES THOME, United Kingdom 

Johannes Thome studied medicine, philosophy and social psychology and obtained his MD/PhD 
degrees from Saarland University.

After his training as a resident in Psychiatry and Neurology at the University of Wurzburg, he moved 
to the USA where he became a Postdoctoral Associate at Yale University.

After two years of intensive and highly successful research in the area of molecular neuroscience 
and psychopharmacology, he returned to his native Germany and worked as Consultant Psychiatrist 
and Senior Scientist at the Central Institute of Mental Health Mannheim, University of Heidelberg.
In 2004, Johannes moved to Wales and settled in Swansea, where he is currently the Chair of Psy-
chiatry at the University of Wales Swansea.



130

MICHAEL THOMPSON, Canada 

Professor Michael Thompson obtained his undergraduate degree from the University of Wales, 
UK and his PhD in analytical chemistry from McMaster University. Following a period as Science 
Research Council PDF at Swansea University he was appointed Lecturer in Instrumental Analysis 
at Loughborough University. He then moved to the University of Toronto where he is now Profes-
sor of Bioanalytical Chemistry. He has held a number of distinguished research posts including the 
Leverhulme Fellowship at the University of Durham and the Science Foundation Ireland E.T.S Walton 
Research Fellowship at the Tyndall National Institute, Cork City.  He is recognized internationally for 
his pioneering work over many years in the area of research into new biosensor technologies and 
the surface chemistry of biochemical and biological entities. He has made major contributions to 
the label-free detection of immunochemical and nucleic acid interactions and surface behavior of 
cells using ultra high frequency acoustic wave physics. Recently, scanning Kelvin nanoprobe detec-
tion has been introduced which offers the multiplexed detection of biochemical phenomena. 
Thompson has served on the Editorial Boards of a number of major international journals and is 
currently on the Publishing Board of Directors o f the Royal Society of Chemistry, UK. He has been 
awarded many prestigious international prizes for his research including The Robert Boyle Gold 
Medal of the Royal Society of Chemistry and the E.W.R. Steacie Award of the CSC. He  was made a 
Fellow of the Royal Society of Canada in 1999.
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EMIL TOESCU, United Kingdom

Emil Toescu is University Lecturer at Physiology department of University of Birmingham. The cur-
rent major research direction in the lab is the study of the physiological changes associated with 
ageing in neurons from the central nervous system. Ageing is a major risk factor for the develop-
ment of various neurodegenerative diseases, and an understanding of the changes in neurons in-
duced by ageing would provide a better understanding of neurodegeneration. The current research 
in the lab indicates that normal, physiological ageing of neurons is associated with a significant 
decrease in the metabolic resistance, centered on a chronic change in the mitochondrial function. 
Area of inters includes Ageing, Neuronal Signaling, Ca Homeostasis, Mitochondria.  Recent 11 publi-
cations are axed on those themes.
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LÁSZLÓ VÉCSEI, Hungary 

László Vécsei graduated with an M.D. from Albert Szent-Györgyi Medical University (currently Uni-
versity of Szeged) and was then awarded his C.Sc. in the behavioural effects of neuropeptides and 
D.Sc. in the pathogenesis of neurological disorders. He holds a Ph.D. from the University of Lund, 
Sweden and received a fellowship at the Department of Neurology, Massachusetts General Hospital, 
Harvard Medical School, Boston, USA. He is Professor and Director of Department of Neurology, 
University of Szeged, Member of the Hungarian Academy of Sciences, Vice-President of the Medi-
cal Chapter of the Academy, Past-President of the Society of Hungarian Neurologists and Psychia-
trists, General Secretary of the Danube Symposium for Neurological Sciences, Past-Secretary of the 
European Society for Clinical Neuropharmacology (ESCNP) and elected Dean of the Medical Faculty, 
University of Szeged. He is interested in the pathomechanism of neurodegenerative disorders, head-
ache, multiple sclerosis and novel therapeutic strategies of these diseases. He published more than 
250 papers, 10 books and monographs.
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PIETER E. VOS, Netherlands

Pieter Vos is neurologist at the Institute of Neurology at Radboud University Nijmegen Medical 
Centre, The Netherlands. His research activities are connected with traumatic brain injury, traumatic 
spinal cord injury and other acute neurological disorders. Focus of the research activities consist of 
studies aiming to unravel the clinical, biochemical and genetic determinants of neuroplasticity and 
recovery after mild, moderate and severe traumatic brain injury. Pieter Vos is founder of the Dutch 
working group on Neurortraumatology. Current international activities are chairman of the scientist 
panel on neurotraumatology and head of the task force mild traumatic brain injury, both residing 
under the European Federation of Neurological Societies.
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AUREL POPA WAGNER, Germany 

Prof. Popa-Wagner who is the coordinator of Advanced Studies in Neuroscience at the Medical Fac-
ulty Greifswald and coordinator of the stem cell therapy for stroke within the Consortium on Multi-
modal Stem Cell Therapy in Germany Funded by the Ministry of Education and Research (BMBF).

Aging and Neural Repair Group 
is part of the Clinic of Neurology.and is headed by Prof. Dr. Popa-Wagner. EU societies are all facing 
the effects of ageing populations with the huge costs associated with age-related illnesses. If we 
cannot delay aging itself, it would be useful to delay the onset of age-related illnesses. Recently, 
much interest has been shown worldwide in the potential of stem cells to overcome age-related 
deteriorations of the body. Unravelling the contribution of stem cells to organismal homeostasis 
will be critical to the success of any therapeutic application of stem cells in the emerging field of 
regenerative medicine with respect to tissue injury, degenerative diseases or normal functional 
declines that accompany ageing. In the past several years Prof. Popa-Wagner has devoted much of 
his research activity to understanding the cellular, molecular and genetic factors involved in systemic 
recovery after injuries to the central nervous system in aged rodents. Recently he became interested 
in improving recovery of function in aged organisms by systemic stimulation of adult neurogenesis. 
The group also has a long-standing interest in the molecular mechanisms responsible for remodel-
ling of the aged rat brain and has studied the plasticity of the aging brain in response to stimuli for 
more than 15 years and to stroke in aged rats for 10 years. The group has shown that (i) although 
older animals retain the potential for cytogenesis after injury, the expression of key brain plasticity-
associated genes and proteins is often attenuated and temporally altered; (ii) an important cellular 
event associated with restricted axonal growth after stroke in aged animals is the early formation of 
a scar in the infarcted region.The group has attracted in the last 5 years over 1.4 mil. euro ín grant 
money, mostly from national programmes, but also from private foundations, and is member of the 
competence net of excellence on cell therapy after injuries.

Recent Publications
1.Popa-Wagner, A-M. Buga and Z. Kokaia (2009) Perturbed Cellular Response to Brain Injury During 
Aging. Aging Research Reviews, in press.
2. Popa-Wagner, K. Stocker, A. Balseanu, W.-R. Schabitz (2009) Effects of Granulocyte-Colony Stimu-
lating Factor after stroke in aged rats. Stroke, in press
3. Baguhl R, Wilke B, Klöting N, Klöting I. (2009) Genes on rat chromosomes 3, 5, 10, and 16 are 
linked with facets of metabolic syndrome. Obesity (Silver Spring) 17:1215-1219.978-0-19-532669-7; 
pp. 403-451.
4. Buga AM, Sascau M, Herndon JG, Kessler C, Popa-Wagner A. (2008) The genomic response of the 
contralateral cortex to stroke is diminished in the aged rats.  J. Cell. Mol. Med., 12: 2731-2753.
5. Junker Y. Suofu, S. Venz, M. Sascau, J. G. Herndon, C. Kessler, R. Walther, A. Popa-Wagner (2007). 
Proteomic identification of an upregulated isoform of Annexin A3 in the rat brain following revers-
ible cerebral ischemia. Glia, 55: 1630-1637.
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KLAUS R.H. VON WILD, Germany

Present Appointment
Professor (apl) for Neurosurgery Medical Faculty Westphalia Wilhelms- University of Münster, 
Professor (apl) for Neurorehabilitation and Re-engineering of Brain and Spinal Cord Lesions,
International Neuroscience Institute, INI, Hannover, Institute at Otto-von-Guericke University, Medi-
cal Faculty, Magdeburg, Germany
Visiting professor Armed Force and Rheumatic Rehabilitation Hospital EL AGOUZA Military Hospital 
Centre, Cairo, Egypt; China Rehabilitation Research Centre, CRRC, Beijing, PRCh

Medical Education - Qualifications:
1966   Graduation from the Medical Faculty of the J.W.Goethe-University Frankfurt/ Main 
1968   M.D.  
1975   Specialist Neurosurgeon, Department of Neurosurgery, Head Prof. Hugo Ruf
1977   Postdoctoral lecture qualification (Habilitation), Dr.med. habil.,  in Neurosurgery 
1977- 1984  Assistant Professor Med. Faculties of the Universities of Frankfurt and Hanover 
                    Consultant Neurosurgical Department Academic Public Hospital Nordstadt, 
  Director Prof Madjid Samii, Hanover 
1982- 2002  Director Neurosurgical Clinic Clemens Academic Hospital, Med. Faculty Muenster
1984   Professor Medical Faculty University Münster, North Rhine Westphalia, Germany
1993- 2002  Founder & Head Special Department for Early Neurorehabilitation in 
  Neurosurgery, 
  Licence for education and board examination for neurosurgeons of the medical  
  association in Neurosurgical  intensive care, Clinical laboratory medicine in neuro 
  surgery, Neuroradiology, Electroencephalography, Treatment of Pain,   
  Physical Training
  Dr von Wild has personally performed more than 5000 major operations of CNS  
  and PNS lesions with special interest in pituitary adenomas  & tumours of the sella  
  region & the  cavernous sinus , CPA tumours , tumours of the spinal cord, brain  
  stem cavernomas; Intramedullary tumours of the spinal cord; all kind of  spinal  
  surgery. Birth traumatic spinal cord and brachial plexus lesions;transdisciplinary   
  neurotraumatology and functional reconstruction in cooperation with Reconstruc 
  tive trauma-, Ear- nose and through-, Head and Neck, Thoracic-, Maxilla facial, and   
  Eye surgeons.   
At present: Functional restoration of locomotion in paraplegics by FES implanted 
  neuroprosthesis and via central nervous system- peripheral nervous system (CNS_ 
  PNS) by pass grafting procedure following SCI; Neuromodulation of patients in   
  coma and VS State 

Clinical Research:
Organizer & President of numerous national and international congresses, workshops and  courses
Guidelines On  Quality management in neurotraumatology, functional neurorehabilitation, and   
outcome: 
 The German Coma Remission Scale (CRS) In Schmidek, HH (ed) 2000: Operative    
 neurosurgical techniques, 4th edition, Vol. 1, Saunders Comp, Philadelphia, US, pp 45-60
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  Guidelines on Early Neurological-Neurosurgical  Rehabilitation 
  See Acta Neurochir Suppl. 79, 11-19, 2001
  Guidelines on Management of Poly -traumatised Patients .
  See The German Interdisciplinary Association for Intensive Care Medicine (DIVI) 
1998, only in German
  Guidelines on Mild Traumatic Brain Injury, 
  European J. Neurology, 2002, No 9,207-219) 
  Revised Guidelines on MTBI Early Management, 
  See EFNS MTBI Taskforce in EFNS Hand book of neurology 2006, 
   Guidelines on quality management for AS/VS 
  European Journal of Trauma Emerg Surg. 2007, No3:268-292
  The QOLIBRI : Quality of Life after traumatic brain injury assessment tool 
  See von Steinbüchel N et al 2005 in Acta Neurochirurgica Supp.93,  pp 43-49  

Preset   Quality management of multidisciplinary neurotraumatology and  brain protection 
  Quality management and amelioration of patients in long-lasting coma and AS/VS
  Neuromodulation in paraplegics after SCI; Exernal audit for cell-transplantation
  Neuroethics; Long term outcome, HRQoL, and social re-entry following TBI 
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  Neurosurgery Faculty of Physical Rehabilitation at Al Azhar University, Cairo,  
  Egypt
  Doctor honoris causa (Dr.h.c.) at the Faculty of Medicine and Pharmacology,   
  „Iuliu Hatiegau“ University, Cluj- Napoca, Romania 
  Honorary (& founding)  President EMN, Euroacademy, and AMN, World Academy   
  of Multidisciplinary neurotraumatology;;Honorary President Romanian Society of  
  Neurorehabilitation RoSNeRa ; Corresponding Fellow  The Cuban Society of   
  Neurophysiology (SCNFC); Honorary Chairman WFNS Committee Neurorehabil. &  
  Reconstructive Neurosurgery; Honorary Chairman EFNS Panel Neurotraumatology 
  Honorary Member (former President)German Soc. Neurotraumatology & 
  Neurorehab. 
  Honorary Member of the Austrian Society , the Lithunian Society, the Polish, the   
  Romanian  Society of Neurosurgery, the Russian Federation of Neurosurgical   
  Societies; The Cuban Neurological Society, Egyptian and  Pan Arab Societies for   
  Neurorehabilitation, the Japanese Society for Neural Repair and 
  Neurorehabilitation

Scientific Societies 
Present Duties
Since 2001  WFNR Executive Board , World Federation for Neurorehabilitation, 
Since 2009 EBIS 1st Vice-President , European Brain Injury Society, 
  IANR Scientific Executive Board, International Association of Neurorestoratology 
Since 2008/9 Treasurer (Founding Member) International QOLIBRI Society,  CNM, International  
  Society for Clinical Neuromusicology, EFNR Europ. Federation Neurorehabilitation
Since 2003 AMN Secretary General, World Academy of Multidisciplinary Neurotraumatology,   
  Director (CEO) kvw neuroscience consulting GmbH Muenster, D
  Founding Member & Member of the Presidium: ISRN International Society of  
  Reconstructive Neurosurgery ;  
  MASCIN, Madjid Samii Congress of International Neurosurgeons; ESCRI Europ.   
  Spinal Cord Research Institute Giorgio Brunelli Foundation, Brescia, Italy;  
  Founding Member . DANC/GANS German Academy of Neurosurgery; BDNC, Ger  
  man Social Professional organisation of neurological surgeons.
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