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As appears now to be the norm, the main
conference was preceded by a one day
Imaging Consortium. This is of mixed

benefit; while the concentration of imaging
talks benefits those researchers based princi-
pally in this field, there is repetition of the
same material within presentations within the
main conference. 

Several groups presented updated results
relating to molecular neuroimaging in
Alzheimer’s disease (AD). One of the interest-
ing aspects of the work described by Bill
Klunk and co-workers from Pittsburgh using
Pittsburgh Compound B (PiB) was the longi-
tudinal study involving amyloid imaging of
patients with mild cognitive impairment
(MCI); previous work has shown that around
50% of patients with MCI progress to AD with-
in three years but that there is a also a signifi-
cant proportion whose symptoms remain
static or even improve. Analysis of the PiB-PET
data reveals that 50-60% of “PiB-positive” MCI
patients converted to AD over two years,
whereas over the same period none of PiB-
negative MCI cases progressed to AD and
three out of ten PiB-negative cases reverted to
normal (see also related paper in the May
2009 edition of Annals of Neurology). PiB-
positivity was found to be highly correlated
with reduced levels of Aβ42 in the CSF. These
data were echoed by those of Chris Rowe
from Melbourne, who presented evidence
indicating that the presence of PiB-positivity
in MCI patients was 87% predictive of progres-
sion to AD.

In addition to the PiB-related talks, mention
was made of the 18F-related ligands with amy-
loid-labelling capability. They benefit from a
longer half-life than the 11C-PiB; at present the
usage of the latter is limited by its short half-life
and so is essentially restricted to those centres
with an in-house cyclotron. By comparison the
18F-ligands have the potential for widespread
usage.

Cliff Jack of the Mayo Clinic presented a
comparison of serial PiB and MRI data in con-
trols, MCI and AD patients over a one year test
period. There was little difference between the
MCI and AD patient groups in terms of the
change in degree of PiB labelling whereas
there was a significant group difference with
regard to rate of ventricular expansion (used
as a measure of change in whole brain vol-
ume). Change in ventricular size, and not in
PiB labelling, correlated with decline in cogni-
tive and clinical state. The dissociation
between the two sets of imaging data may pro-
vide an insight into the differing pathological
processes in AD; in line with other investiga-
tors, it is proposed that deposition of amyloid
occurs from a very early stage of the disease,

with very little change in the rate of further
deposition once an individual become symp-
tomatic, whereas neurodegeneration (and
associated brain parenchymal loss) is a mani-
festation of later stages of AD and parallels the
cognitive decline. These findings have impor-
tant implications for the use of these comple-
mentary techniques in tracking the disease at
different stages.

Finally, on the imaging front, Reisa Sperling
and colleagues at Harvard demonstrated in
cognitively normal and minimally impaired
individuals that extracellular amyloid deposi-
tion as seen on PiB imaging is associated with
a disruption of the normal pattern of activity
within the “default resting network” of brain
regions thought to be involved in successful
memory encoding and retrieval, including the
precuneus and posterior cingulated cortex, as
observed on fMRI. These early data suggest
that amyloid deposition is related to dysfunc-
tion of brain regions subserving memory
processes. However, it remains to be seen
whether the relationship is causal, and these
observations do not provide any clear expla-
nation for the role of tau-related tangle pathol-
ogy within the AD process (a criticism com-
mon to all PiB-based work).

Away from neuroimaging, Niklas Mattsson
from Gothenburg presented data from a large
scale longitudinal study of CSF biomarkers in
MCI. A two year follow-up study of 750 MCI
patients revealed that those patients convert-
ing to AD had lower CSF levels of Aβ42 and
higher levels of tau and phosphorylated tau
than non-converters with a positive predictive
value of 62% and negative predictive value of
88%. This follows on from the publication by
Visser and colleagues concerning CSF profiles
in patients with memory impairment who are
at risk of progressing to AD, which was accom-
panied by the challenging editorial which
raised the issue of lumbar puncture as a
potential routine investigation for patients pre-
senting with memory impairment.

By comparison with ICAD 2008, the news on
potential new drugs was relatively muted; to a
large extent this was due to the fact that there
was no major presentation detailing Phase II
or Phase III study results. Following on from
the presentation of Phase II data last year, the
Phase III study of bapineuzumab (the mono-
clonal antibody directed against the N-termi-
nus of Aβ42) is now in progress and provision-
al results will not be available until 2012. Away
from AD immunotherapy, there is interest in
the antihistamine drug Dimebon, whose pro-
ponents suggest that it may have neuroprotec-
tive qualities related to the enhancement of
mitochondrial function. While the promise of
multiple future drugs with potential disease-

modifying capability is undoubtedly exciting,
several speakers rightly drew attention to
potential difficulties. For instance, there is con-
cern that the majority of drugs currently
undergoing trial for AD are directed at
“upstream” targets within the AD pathological
process (such as β-secretase inhibitors) and
as a result may have limited efficacy due to the
lack of effect on the downstream processes
that ultimately lead to neuronal dysfunction
and death. Additionally, while there was a gen-
eral consensus that drugs of this kind were
likely to be of greatest benefit when applied
early during the disease process, this will be
problematic not least due to a) the difficulty of
identifying patients in the earliest (effectively
presymptomatic) stages of AD and b) the
need for very large scale and prolonged trials
to detect treatment effect of drugs applied at
early stages of disease. 

Finally, from a UK perspective it was gratify-
ing to witness the presentation of a Lifetime
Achievement Award to Professor Martin
Rossor of the Dementia Research Centre,
London. Professor Rossor’s work in the field of
dementia now spans nearly a quarter of a cen-
tury and takes in such notable achievements
as the identification of the first pathogenic
mutations in familial AD. The timing of the
award is particularly appropriate given the
increasing international emphasis on the man-
agement of dementia, exemplified nationally
by the introduction of the National Dementia
Strategy.    l

International Conference on Alzheimer’s Disease (ICAD)
Conference details: 11-16 July, 2009, Vienna. Reviewed by: Dennis Chan, Senior Lecturer in Neurology, Brighton and Sussex Medical School.

C O N F E R E N C E R E P O RT S

REFERENCES 

Gauthier S (2009) Will CSF analysis become routine in
people with memory complaints? Lancet Neurol
2009;8:595-6.
Jack CR et al. (2009) Serial PIB and MRI in normal, mild
cognitive impairment and Alzheimer’s disease: implications
for sequence of pathological events in Alzheimer’s disease.
Brain 2009;132:1355-65.
Mattsson N et al. (2009) CSF biomarkers and incipient
Alzheimer disease in patients with mild cognitive impair-
ment. JAMA 2009;302:385-93.
Sperling RA et al. (2009) Amyloid deposition is associated
with impaired default network function in older persons
without dementia. Neuron 2009;63:178-88.
Visser PJ et al. (2009) Prevalence and prognostic value of
CSF markers of Alzheimer's disease pathology in patients
with subjective cognitive impairment or mild cognitive
impairment in the DESCRIPA study: a prospective cohort
study. Lancet Neurol 2009;8:619-27.
Wolk DA et al. (2009) Amyloid imaging in mild cognitive
impairment subtypes. Ann Neurol 2009;65:557-68.

        



ACNR > VOLUME 9 NUMBER 4 > SEPTEMBER/OCTOBER 2009 > 39

Translational neuroscience offers enor-
mous potential, but has yet to deliver real-
ly substantial benefits for patients with

the disorders of the nervous system that cause
such a large burden of disability: stroke,
dementia, neurodegenerative diseases and the
major psychiatric disorders. This meeting
sought to take a step back to examine the
strengths and weaknesses of translational
research in the field, to identify key barriers
and potential solutions. Gordon Murray,
Professor of Medical Statistics at The University
of Edinburgh gave the opening lecture which
set the scene. He drew a sharp contrast
between cardiology and neuroscience.  In car-
diology, the availability of useful and reliable
surrogate markers (coronary artery patency,
left ventricular function, blood pressure) had
underpinned the development of large-scale
trials able to detect effects on major clinical
outcomes. These trials then established the
benefits of aspirin, beta blockers, angiotensin
converting enzyme inhibitors and thromboly-
sis, just to name a few.  By contrast, in acute
stroke, thrombolysis had skipped the transla-
tional pathway and was developed in stroke
‘on the back of’ experience in cardiology.
Neuroprotection, which had shown so much
promise in animals, has yet to show benefits in
man.  Very presciently, Professor Murray out-
lined the themes that many of the speakers
would return to during the afternoon.  The
most important of these was the need for care-
ful methodological development of better sur-
rogate markers, both of the underlying biologi-
cal processes, but also of the clinical out-
comes those processes were mostly likely to
influence. Professor Joanna Wardlaw then
went on to outline the rather chequered histo-
ry of imaging as a surrogate outcome in acute
stroke research. One illustrative example
which she drew on, was the use of advanced
neuroimaging to outline cerebral tissue that
was ischaemic but potentially rescueable by
therapy.  Whilst it is relatively straightforward to
produce attractive colour-rendered pictures of
cerebral perfusion it has become clear that the
use of different measurement algorithms can
produce radically different results.  In brief,
there is a need for much greater methodologi-
cal rigour in the development and application
of such techniques and the research commu-
nity needs to reach consensus on an optimal
and standardised approach.  Several of the
themes of her talk are reflected in a recent edi-
torial in the journal ‘Stroke’.

Next on the podium was Professor Stephen
Lawrie, Professor of Psychiatry and
Neuroimaging at The University of Edinburgh,
who outlined the promises and challenges of

neuroimaging in major psychiatric disorders.
His talk ran along the theme that although
there were undoubtedly structural and func-
tional changes in the brain in people at risk of,
or with established psychotic disorders, there
were many challenges in measuring these
changes precisely or understanding their
underlying biological substrate.  Multicentre
imaging studies,offer greater statistical power
to help detect and clarify the nature of the sub-
tle structural and functional changes that
occur in the brain.  Neurogrid, Neuropsygrid
and the Scotland-wide SINAPSE collaboration
certainly seem to be forging ahead, develop-
ing the technological advances needed that
will facilitate multicentre imaging studies to
help take the field further forward.

Dr Roger Staff from the University of
Aberdeen showed results of work in progress
on the use of SPECT and PET imaging in
dementia and Alzheimer’s disease.  The tech-
niques do seem to show promise as useful sur-
rogate outcomes and the promising results in
a small phase II trial are now being tested on a
larger scale in a phase III trial of a therapeutic
agent for this major group of diseases.

Dr Carl Counsell moved away from imaging
to consider how to improve the clinical assess-
ment of outcome in Parkinson’s Disease and
neurodegenerative disorders.  His talk was a
reminder that while biomarkers (imaging,
molecular biology and genetic) have some
role in the assessment of new treatments for
Parkinson’s Disease and in neurodegenera-
tion, in parallel with those developments, the
science of clinical measurement needs to be
applied to assess the impact of disease on the
patient and their life.  He outlined the path for-
ward that developments in clinimetrics would
need to take to achieve this goal.

This exciting and fruitful symposium was
rounded off by a lecture from Dr Walter
Koroshetz, Deputy Director of the National
Institute of Neurologic Disorders and Stroke, at
the National Institutes of Health, Bethesda,
USA.  He outlined themes that were all too
familiar to the audience: the difficulties of
moving successfully from identifying a poten-
tial therapeutic target, selecting an agent that
might act on that target and then establishing
its effects in animals and subsequently in
humans.  In parallel with the challenges of sci-
entific development of agents, there is also a
difficulty – on both sides of the Atlantic – of
developing the careers of the next generation
of clinical triallists.  They will need stamina to
overcome the bureaucratic and organisational
hurdles to clinical trials and combine it with
the scientific vision and charisma that are
needed to lead the large collaborative groups
to undertake multicentre international clinical
trials.  He ended on a note of optimism.  Whilst
these problems are significant, they are all
potentially soluble and we must work on them
one step at a time.

This well-attended meeting was supported
by the following academic institutions,
research groups and NHS research networks:
The University of Edinburgh Centre for Clinical
Brain Sciences, Edinburgh Neuroscience, the
Edinburgh Clinical Trials Unit Collaboration,
the Scottish Collaboration of Triallists, the
Scottish disease-specific research networks in
stroke, mental health and neuro-degenerative
disorders, the SFC Brain Imaging Centre and a
grant from The Royal Society of Edinburgh. l

The lectures are available on-line at

http://www.ccbs.ed.ac.uk/bcm.html

New Developments in Clinical Trials in Neuroscience 
& Psychiatry
Conference details: 10 June, 2009; Edinburgh, UK. Reviewed by: Professor Peter Sandercock, Edinburgh, UK.

C O N F E R E N C E R E P O RT S

        



42 > ACNR > VOLUME 9 NUMBER 4 > SEPTEMBER/OCTOBER 2009

This year’s International Epilepsy Congress
was a very special one as the
International League against Epilepsy

(ILAE) is celebrating its first 100 years. The
ILAE meeting was held on 30 August 1909 at a
meeting in Budapest, the same city where the
organisation was founded. The League is the
oldest international subspecialist organisation
in the field of neurology, and one of the oldest
in medicine. 

During the Presidential Symposium Peter
Wolf from Denmark, President of the League,
expressed his hopes for the future. “We expect
that ILAE and IBE together will make progress
toward a world where nobody needs to suffer
from epilepsy or its consequences because
they don’t have access to the existing diagnos-
tic and therapeutic possibilities.” Furthermore,
he was confident that both diagnostics and
therapies, pharmacological and other, will
become still more effective in the future. “If we
achieve remission in 90% of patients instead of
the current 70%, we will have achieved a lot.”

Promising future
One of the new drugs which will hopefully
help to achieve higher remission rates in the
future is lacosamide. It has recently been
approved in the US and EU for the adjunctive
treatment of partial-onset seizures in adults.
Lacosamide appears to selectively enhance
slow inactivation of voltage-gated sodium
channels without affecting fast inactivation.
Preliminary in vitro studies suggest a potential
interaction of lacosamide with collapsin
response mediator protein 2 (CRMP-2), a pro-
tein involved in neuronal differentiation, polar-
isation and neurotrophin-induced axonal out-
growth. Lacosamide has quite a favourable
pharmacokinetic profile. It is rapidly and com-
pletely absorbed (bioavailability of 100%), has
a half-life of 13 hours permitting a twice daily
dosing schedule and a low protein binding
(under 15%).1 No clinically significant drug
interactions could be identified.2

The safety and efficacy of this new drug
have been evaluated in three well-controlled
Phase II/III clinical trials. Individual and
pooled data from these trials were used to
evaluate lacosamide efficacy across the 200 –
600mg/day dose range studied. The pooled
analysis, presented by Elinor Ben-Menachem
(Goteborg/Sweden) showed a reduction of
the median seizure frequency by more than
40%.3 This is particularly remarkable consider-
ing that 77% of the patients included had tried
four or more lifetime antiepileptic drugs
before entering the trial.  A further advantage
of lacosamide is that its efficacy seems to be
independent of the concomitant antiepileptic
treatment. Lacosamide was generally well tol-
erated, with dizziness, nausea, headache and
diplopia being the most common side effects. 

Another ‘new kid on the block’, although
not yet approved, is carisbamate. This novel
drug with neuromodulator activity is currently
under development for adjunctive treatment
of partial-onset seizures. Its efficacy and tolera-
bility over periods of 12-16 weeks have been
demonstrated in three well-designed, con-
trolled trials. Rosenfeld et al. presented data
from the ongoing open-label extension phase.4

Here, the median percent seizure reduction
compared to initial baseline (cumulative
cases) was 37.4% at six months and 40.5% at
12 months (dosages of 400mg - 800mg/day).
Responder rate (50% seizure reduction) was
37.7% at six months and 40.1% at 12 months.
Carisbamate was well tolerated with low cog-
nitive and behavioural/psychiatric adverse
event rates.

Peter Halàsz (Budapest/Hungary) reported
on the efficacy and safety of eslicarbazepine
acetate as add-on treatment to carbamazepine
in patients with partial-onset seizures.5 Seizure
frequency over the 12 week maintenance peri-
od was significantly reduced by 800mg and
1200mg eslicarbazepine both in patients with
and without carbamazepine co-treatment. The
incidence of treatment-emergent adverse
events was higher in patients with CBZ.

First Symposium of the Ring
Chromosome 20 Foundation
During the IEC, the first international sympo-
sium of the genetic epilepsy condition called
ring chromosome 20 syndrome was held,
organised by the Ring 20 Foundation (The
symposium was filmed and can be viewed on
www.ring20.org). Over 250 delegates partici-
pated. Ring chromosome 20 syndrome, r(20), is
a chromosomal anomaly caused by the join-
ing of each end of chromosome 20 resulting in
ring formation. It is characterised by medically
intractable epilepsy, nocturnal subtle seizures,
behavioural problems and mild mental
impairment. Diagnosis is often missed or
delayed due to under-utilisation of chromoso-
mal testing in epilepsy patients. Steward Ford,
chairman and founder of the Foundation said,
“I hope that in the future more physicians will
pursue r(20) research so that we might be able
to find some answers for all the people affect-
ed.  The Foundation is currently engaged in
two important international research studies:
The genetic analysis of ring chromosome 20
and the phenotype characterisation of ring
chromosome 20 epilepsy syndrome. l

28th International Epilepsy Congress 
Conference details: 28 June-2 July, 2009, Budapest, Hungary. Reviewed by: : Therese Schwender, Römerswil, Switzerland.
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The 13th International Congress of
Parkinson’s Disease and Movement
Disorders was held on June 7th-11th

2009 at Le Palais des Congrès in Paris. Despite
overcast Parisian skies, the event was an over-
whelming success with more than 4,600 par-
ticipants from 39 countries. The 5-day event
comprised various plenaries, parallel ses-
sions, video and skill workshops as well as
discussions in the format of a ‘video olympic-
s’ and a lively debate on some controversies
in movement disorders. A variety of poster
sessions attracted impressive participation
from various groups around the world. This
year’s special theme was ‘Anatomy, physiology
and pathology of the basal ganglia’.

Some of the many highlights included
Professor Stan Fahn’s plenary that provided a
thorough overview of the various therapeutic
agents currently used in the treatment of early
Parkinson’s disease (PD) and also highlighted
certain areas such as neuroprotective strate-
gies. Evidence from therapeutic trials on
monoamine oxidase B inhibitors (MAO-Bi)
are supportive in slowing down disease pro-
gression (DATATOP, TEMPO, PRESTO, ADAGIO
studies) and delaying onset to freezing of gait
(BLIND-DATE study). Other important aspects
of therapeutic intervention include the use of
dopamine agonists that delay the need to use
levodopa but do not prevent dyskinesia when
used in combination with levodopa. The
important potential side-effects of dopamine
agonists such as impulse control disorders,
somnolence and peripheral oedema were
mentioned. There was also a brief mention of
current trials involving potential neuroprotec-
tive agents such as the QE3 study (co-enzyme
Q10) and creatine. Professor Fahn reiterated
the need to always individualise treatment. 

The management of motor complications
following medical and surgical therapy was
discussed by another group of international
specialists. Professor Heinz Reichmann high-
lighted that the wearing-off effect of levodopa
that can occur as soon as 6 months after com-
mencement. Motor fluctuations are thought
to be due to fluctuating dopamine levels and
‘downstream changes’ within medium sized
spiny striatal neurones. In the ELLDOPA study
17% of participants receiving levodopa expe-
rienced mild dyskinesia and 30% experi-
enced wearing off approximately six months
after commencing therapy.  The panel also
discussed the use of amantadine and its anti-
dyskinetic effect that may be useful but
decreases in efficacy over time. The use of
surgical therapy, specifically deep brain stim-

ulation (DBS), was also discussed by Dr
Patricia Limousin-Dowsey and it was agreed
that subthalamic nucleus (STN) stimulation
can greatly improve motor symptoms in the
‘off’ phase such as tremor and dyskinesia.
Importantly, STN stimulation is cost effective.
Limited information is known about the
effect of DBS on non-motor symptoms but
some have reported benefits for hyperhydro-
sis, hyposmia, sleep and pain. Common
adverse effects associated with DBS include
weight gain and speech impairment. Other
potential disabling side-effects include eyelid
apraxia, dyskinesia and psychiatric changes
(including suicidal ideation). Though STN
stimulation is the most commonly performed
type of DBS for PD, potential therapeutic ben-
efits of globus pallidus interna (GPi) and thal-
amic (ventralis intermedius nucleus) stimula-
tion were also discussed. The role of lesion
therapy (e.g. unilateral pallidotomy, gamma
knife thalomotomy) was also briefly dis-
cussed. Key points to be considered as selec-
tion criteria for surgical therapy include the
patient’s general health, disability, cognition,
speech, swallowing and their pre-operative
expectations. 

Dr Anette Schrag and Professor David Burn
provided insights into the disease-related psy-
chiatric and behavioural abnormalities of PD,
as well as the assessment and management of
cognitive impairment in Parkinson’s disease
dementia (PDD). Among the useful cognitive
screening tools currently utilised are the
Montreal Cognitive Assessment (MoCA) and
the Addenbrooke’s Cognitive Examination –
Revised (ACE-R).  Professor Burn briefly
touched on the use of antipsychotics in PDD
and the potential benefit of cholinesterase
inhibitors such as rivastigmine, donepezil and
galantamine as well as glutamate antagonist,
memantine, that is currently being studied by
various groups. Emphasis on the importance
of non-pharmacological approaches in the
management of cognitive impairment in PD
includes rehabilitation (e.g. auditory cueing
and gait retraining), exercise and potential for
‘medical foods’.  

The topic of new therapeutics in PD was
explored by Professor Warren Olanow and
Professor Werner Poewe. The lack of signifi-
cant results from the STRIDE-PD study exam-
ining the use of Stalevo to decrease pulsatile
fluctuations of levodopa and decrease motor
complications was discussed. It was felt that
the significantly different dopaminergic load
in the Stalevo versus levodopa group may be
a factor contributing to the results. Thankfully,

more promising trials on symptomatic and
neuroprotective strategies are underway.
Among the agents being trialed are safi-
namide, pardoprunox, aplindore, nitisinone,
creatine, co-enzyme Q10, green tea polyphe-
nol, adenosine receptor antagonist,
PYM50028, inosine, and isradipine. 

The Presidential Lectures on day 3 started
with an informative historical account by
Professor Christopher Goetz on ‘Jean-Martin
Charcot and movement disorders’. This was
followed up by the junior award lecture by Dr
Helen Ling from the United Kingdom. Dr Ling
reported diagnostic accuracy in pathological-
ly confirmed corticobasal degeneration
(CBD). The diagnostic accuracy of CBD pre-
senting to movement disorder specialists was
found to be much lower compared to pro-
gressive supranuclear palsy and multiple sys-
tem atrophy. Dr Carlos Juri from Spain pre-
sented on the progression of MPTP induced
Parkinsonism in monkeys via a multi-ligand
PET study. Different  hypometabolic patterns
were illustrated and compared to PET find-
ings in PD patients that revealed some con-
trary results and which may provide useful
information in the development of putative
neuroprotective strategies. The Presidential
Lecture session was finished by the C David
Marsden Lecture presented by Professor
Richard Morimoto from the United States of
America. His thought-provoking lecture was
on the stress of mis-folded proteins in ageing
neurodegenerative disease. Among the sci-
ence being unravelled by Professor
Morimoto and his team are the regulation of
the heat shock stress response via heat shock
proteins and molecular chaperones.

There was also a special session on the
challenge of PD management in Africa. The
difficulties in diagnosis and management of
PD in a third world environment were dis-
cussed by Dr Richard Walker, Dr Njideka
Okubadejo and Dr James Bower. Impressive
responses to drug therapy were demonstrated
in patients who had been treatment naïve for
years and only reinforced the need to
improve provision of medication as a basic
necessity to the population.  Auditory cueing
and rehabilitation also produced stark bene-
fit in mobility of patients and once again,
remind us of the importance of non-pharma-
cological treatment.

The Wednesday night ‘Video Olympics’ was
an entertaining and educational floor for
interesting neurological cases and diagnostic
conundrums to be presented to the expert
panel. Among the cases presented were galac-

13th International Congress of Parkinson’s Disease and
Movement Disorders  The Movement Disorder Society
Conference details: 7-11 June, 2009, Paris, France. Reviewed by: Dr Tien K Khoo, Rhoda Lockhart Parkinson’s Disease Research Fellow, Institute for Ageing
and Health, Newcastle University.
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tosialidosis, PARK9 mutation (Kufor-Rakeb
syndrome), Bartonella henselae (i.e. ‘cat
scratch disease’), acaeruloplasminaemia,
haemorrhagic pontine gnathostomiasis,
Niemann-Pick Type C, creatine transporter
deficiency, congenital myotonia and adult
onset Alexander disease with glial fibrillary
acidic protein mutation.  Not exactly your typ-
ical weekly neurology meeting cases!  The
panel made valiant attempts to categorise,
localise and diagnose, although several of the
more esoteric diagnoses defied one and all.

The congress finale comprised a lively
debate on controversies in movement disor-
ders. The hot topics discussed were ‘The PPN
is a promising target for treatment-resistant
gait disorders in Parkinson’s disease’, ‘Do
cholinesterase inhibitors make a meaningful
difference in treating PDD’, ‘Lewy bodies in
grafted dopaminergic cells: Do they tell us
anything about the pathogenesis of and the
promise of cell replacement therapies in PD?’
and ‘Transcranial sonography: A useful diag-
nostic tool for movement disorders?’. As with

most controversies, only time (and more
research) will help us define the right from
wrong. 

Participants were given the opportunity to
attend a variety of educational sessions held
as parallel sessions throughout the duration
of the congress. These sessions were chaired
by experts in the field and robust discussion
was always encouraged. I am sure that all par-
ticipants will be looking forward to next
year’s congress, to be held on 13th-17th June
in Buenos Aires, Argentina. l

C O N F E R E N C E R E P O RT S

The scientific programs for the upcoming WCN 2009 are central to
the congress being a success. Our aim is to deliver great insights and
tangible value to all attendees. I would like to share with you some

highlights of what we have planned for the scientific program of WCN
2009, which takes place October 24-30 in Bangkok.

The scientific program this year has the theme, ‘Innovation in
Neurology’.  With innovation and reference to the latest research firmly
in mind, WCN 2009 will analyse the latest developments in stroke, epilep-
sy, neurogenetics, multiple sclerosis, dementia, movement disorders,
headache and pain.

The organising committee is proud to announce that Nobel Laureate,
Prof Stanley Prusiner, whose discovery of an extraordinary infectious pro-
tein called ‘prions’ will address the latest developments in a session on
PRION disease.

The urgent requirement to bring good neurological care to needy peo-
ple in developing countries will be addressed by Prof Johan Aarli, the
President of the World Federation of Neurology. Other advanced informa-
tion on multiple sclerosis, epilepsy, neurogenetics, neurovirology, behaviour-
al neurology, headache and pain will be presented by international experts. 

Prof Vladimir Hachinski, the WFN Vice President and globally respect-
ed authority in the modern debate on stroke, will discuss the global agen-
da on stroke. This devastating condition affects a large proportion of the
world’s population, particularly in Asian countries where access to
prompt treatment is still quite limited. 

Of course, we will address controversial issues. Theories, research and
results from the latest research in neurology will be brought out into the
open. For example, whether good old aspirin still holds the reputation of
the ‘best antiplatelet for stroke prevention’ will be debated by Prof Peter
Sandercock and Prof Louis Caplan.  

The conflicting opinions on whether Devic disease, a common demyeli-
nating disease in the East, is actually the same as its western counterpart,
multiple sclerosis, will be investigated by Prof Alaistair Compston and Prof
Vanda Lennon. 

A decision to do or not to do a genetic workup for epileptic patients
should become clearer with the discussions provided by Prof Samuel
Berkovic and Prof Michael Johnson. 

Also, could a diagnosis of predementia, or mild cognitive impairment,
be as simple as checking for a biomarker? Should neuropsychometric
testing be more reliable? These topics will be analysed by Prof Serge
Gautier and Prof Rachelle Doody.

Other compelling areas of neurology will be covered as well. In addi-
tion to the daily main themes on stroke, multiple sclerosis, epilepsy, neu-
rodegenerative diseases, headache and pain, there will be parallel ses-
sions on infections, imagings, neurosonology, stem cells, movement disor-
ders, genetic diseases, neuropathy, myopathy, and more. The relationship
between neurology and the creative arts and artists, ethics and palliative
care (e.g. in motor neuron disease) will also be explored at the WCN
2009.

Delegates will have the opportunity to contribute to the WCN 2009 sci-
entific program through abstracts based on their accomplished research.
In addition, there will be many platform presentations as well as abun-
dant space for poster presentations. 

There will be time for smiles as well as learning. Teams of neurologists
can have fun as well as gain knowledge by participating in a WCN
favourite, the third Tournament of the Minds. We will arrange a special
prize for the tournament’s winning team.  l

WCN 2009  World-Class Speakers, Compelling Issues
By: Dr Naraporn Prayoonwiwat, MD, local chairperson of the WCN 2009 Scientific Program.
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