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Welcome 
The 23rd meeting of the British Neuropsychiatry Association ranges across several central scientific and 
clinical topics.  On Wednesday we are joining forces with the Section of Neuropsychiatry of the Royal 
College of Psychiatrists - following the success of last year’s joint session - for a day devoted to memory 
and its disorders. Leading researchers from the UK and abroad will review areas of key clinical impor-
tance and major current theoretical debates in memory science.  
 
On Thursday we focus on the causes and management of encephalopathy and delirium. Topics will in-
clude the assessment of rapidly progressive dementia, infective encephalitis and the pathogenesis and 
practical management of confusional states. Professor Angela Vincent, who has described several novel 
disorders in the course of her career, will review the role of autoantibodies in neuropsychiatry.  
 
The closing day will address two major themes. The morning session will be devoted to head injury, a 
common yet persistently neglected cause of neuropsychiatric disorder, with talks on epidemiology, man-
agement, executive dysfunction and a legal perspective from Lord Malcolm. The meeting closes in our 
usual vein with a thought provoking final session which will take us beyond the confines of clinical prac-
tice: a neuropsychiatrist, a brain imager and a philosopher-physician will analyse the neuropsychiatry of 
the self.  
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SYMPOSIUM ON DISORDERS OF MEMORY 
Chair: Michael Kopelman 
 
Wednesday 10 February 2010 
 
0830-0915  Arrival & Registration 
 
0920-1000  Concepts of memory 

 Alan Baddeley (University of York) 
 

1000-1040  Clinical varieties of memory disorders 
 Michael Kopelman (King’s College, London) 

 
1040-1120   Theories of hippocampal function in anterograde amnesia 

 Andrew Mayes (The University of Manchester) 
 
1120-1140   Refreshments 
 
1140-1220  Memory consolidation: past, present and future 

 Morris Moscovitch (The University of Toronto, Canada) 
 

1220-1300  A theory of confabulation  
 Armin Schnider (The University Hospital of Geneva, Switzerland) 

 
1300-1400  Lunch 
 
1400-1440   Clinical advances in our understanding and classification of the  
  dementias 

   Nick Fox (Institute of Neurology, London) 
 

1440-1520  Clinical, neuropsychological and neuroimaging studies of MCI 
 Peter Nestor (University of Cambridge) 

 
1520-1540  Refreshments 
 
1540-1620  Neuropsychological advances in our understanding and classification  
  of the dementias 

 Julie Snowden (Greater Manchester Neuroscience Centre) 
 

1620-1700  Rehabilitation of memory disorders 
 Barbara Wilson (The Oliver Zangwill Centre, Ely and Brain Sciences Unit, 
 Cambridge) 
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Speakers Short Biographies and Abstracts Wednesday 10 February  

ALAN BADDELEY is a Professor of Psychology at the University of York. He gradu-
ated in psychology from University College London and after an MA at Princeton joined 
the Medical Research Council Applied Psychology Unit in Cambridge where he com-
pleted a PhD and spent nine years working in areas that linked basic and applied psy-
chology. From there he moved to the Department of Experimental Psychology at Sus-
sex, later becoming Professor of Psychology at the University of Stirling. He returned 
to the APU in Cambridge as Director, and after 20 years moved on first to Bristol and 
then to York.  
 
His prime interest is in the psychology and neuropsychology of human memory. With 

Graham Hitch he developed the concept of a multicomponent working memory, proposing a model that has 
continued to guide his work throughout his career. He is a Fellow of the Royal Society, the British Academy, 
the Academy of Medical Sciences, and the American Academy of Arts and Sciences. He was awarded a 
CBE for his contribution to the study of memory. He has published many papers, and a number of books, 
the latest being a memory text book, jointly with Michael Eysenck and Michael Anderson. 

Abstract 
 
Psychological and neuropsychological evidence indicates that human memory can be seen as comprising 
a number of separable but interacting memory systems.  Information from the environment is first proc-
essed through a series of brief sensory memory systems that can best be regarded as part of the proc-
esses of perception.  Information than flows directly into long-term memory, and in parallel into working 
memory, a system for keeping information “in mind”, while performing complex cognitive activities such as 
reasoning, learning and comprehending. Working memory can be decomposed into four subsystems 
comprising at the central executive, an attentionally limited control system, two modality-based storage 
systems one for acoustic-verbal information, the phonological loop, and the other for visuo-spatial infor-
mation.  A fourth component the episodic buffer provides a multidimensional temporary store that links 
these components with long-term memory and perception.  Long-term memory can be split into two broad 
categories, explicit and implicit.  Explicit memory comprises episodic memory, our capacity to recollect 
specific experiences; it is this aspect of memory that is particularly vulnerable to disease or brain damage.  
The second component is semantic memory which stores our knowledge of the world.  There is a range 
of implicit systems which accumulate information that can later be used, but do not require conscious re-
trieval.  Examples include acquiring motor skills, classical conditioning, perceptual priming and the gen-
eral acquisition of habits.   

Concepts of memory 
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Speakers Short Biographies and Abstracts Day 1, Thursday 11 February 

Clinical varieties of memory disorders 

MICHAEL KOPELMAN. Prof Michael Kopelman PhD FBPsS FRCPsych FMed-
Sci is Professor of Neuropsychiatry, King’s College London, Institute of Psychia-
try. He was a founder member of the Memory Disorders Research Society, and 
is a past-President of the British Neuropsychological Society and President-elect 
of the International Neuropsychiatric Association. He was co-editor (with Profes-
sors Alan Baddeley and Barbara Wilson) of The Handbhook of Memory Disor-
ders, 2nd Edition, and co-author of Lishman’s Organic Psychiatry, 4th Edition. 
He runs a Neuropsychiatry and Memory Disorders Clinic at St Thomas’s Hospi-
tal under the auspices of the South London and Maudsley NHS Foundation 

Abstract 
 
This talk will give an overview regarding clinical memory disorders. These encompass far more than just 
the dementias. Amnesic disorders can be transient or persisting. They can have a neurological or a psycho-
logical basis. Concepts of memory derived from empirical psychology can be applied to these different 
types of memory syndrome, and examples will be given. 
 
Transient neurological (‘discrete’) episodes of memory loss can arise from such causes as toxic confusional 
states, head injury, alcoholic ‘blackouts’, hypoglycaemia, post-ECT, transient global amnesia (TGA), and 
transient epileptic amnesia (TEA). These various syndromes characteristically affect episodic memory, and 
important recent investigations have highlighted the clinical characteristics of TGA and TEA, including over-
lapping and contrasting features. 
 
Persistent, neurological memory disorder occurs in the amnesic syndrome, in which episodic memory is 
predominantly affected, arising from disorders such as herpes encephalitis, cerebral hypoxia, thiamine defi-
ciency (the alcoholic Korsakoff syndrome), limbic encephalopathies, head injury, and the amnesic form of 
mild cognitive impairment (aMCI). By contrast, in semantic dementia (progressive fluent aphasia) semantic 
memory is principally affected, and Alzheimer dementia commonly involves a global (episodic and seman-
tic) impairment of memory function. Controversies exist regarding the critical site of damage causing the 
anterograde amnesia in the Korsakoff syndrome, and the nature of the neuropsychological deficit in focal 
hippocampal lesions (as in some cases of cerebral hypoxia). There is also considerable controversy con-
cerning the neuropsychological and pathophysiological basis of retrograde amnesia, and of spontaneous 
confabulation. Many of these issues will be taken up in later talks. 
 
Psychogenic amnesia can be ‘global’ or ‘situation-specific’. The global form affects the whole of a person’s 
previous life, and is commonly accompanied by a loss of the sense of personal identity, as in the case of 
Piano Man. This form of amnesia is usually transient, but, if it becomes persistent, it is better labelled as 
‘psychogenic focal retrograde amnesia’. Situation-specific amnesia involves a discrete gap in a person’s 
memory, usually related to a traumatic episode, as in post-traumatic stress disorder (PTSD) and (more con-
troversially) in the perpetrators and victims of certain types of offence. There are now neuropsychological 
models of how psychogenic amnesia might arise.  
 
The remainder of the day will be devoted to:  
1). theoretical debates arising in the investigation of anterograde amnesia, retrograde amnesia, and con-
fabulation;  
2). clinical, neuroimaging and neuropsychological reviews of dementia and MCI; and  
3). an account of neuropsychological techniques of rehabilitation in memory disorders. 

Speakers Short Biographies and Abstracts Wednesday 10 February  
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Speakers Short Biographies and Abstracts Day 1, Thursday 11 February 

Theories of hippocampal function in anterograde amnesia 

ANDREW MAYES (Psychological Sciences - University of Manchester)  
Professor Andrew Mayes. Professor, Cognition and Cognitive Neuroscience.  

Abstract 
 

In anterograde amnesia, following an encoding encounter, memory for facts and episodes is impaired after 
distraction has occurred. In contrast, intelligence and working memory along several kinds of procedural 
memory are preserved. This problem is caused not just by damage to the hippocampus or other medial 
temporal lobe (MTL) structures, but also to basal forebrain, midline diencephalon, retrosplenial cortex, and 
ventral midbrain structures as well as to fibre tracts, such as the fornix, that connect these regions together. 
Memory is disrupted in very similar ways by damage to each of these structures, so it is clear that they work 
together as a system to create, store and later retrieve declarative memories.  Despite the relatively unified 
working of the system, however, some evidence suggests that lesions to components of the MTLs and their 
connections may have dissociable effects.  
 
The MTLs comprise a hierarchical convergence zone. Processed object information converges in the per-
irhinal cortex, spatial/contextual information converges in the parahippocampal cortex, and these and other 
kinds of information converge in the hippocampus at the top of the hierarchy.  Following further processing, 
there is back-projection to the neocortical regions that sent the information. A dominant view is that the hip-
pocampus represents, consolidates and stores high-level associations through a rapid learning process. 
This creates a hippocampal index, which when triggered by a cue reactivates the memory by back-
projections to the neocortical regions that represent the memory’s components.  
 
Although the MTLs are highly interconnected structures, they receive and process different informational 
projections and the perirhinal/parahippocampal cortices’ neural architecture differs from that of the hippo-
campus, so they probably perform qualitatively different processing operations. Neural network modelling 
suggests that the perirhinal cortex  rapidly creates relatively un-sparse, rather unspecific object memories 
whereas the hippocampus rapidly creates sparse, very specific, high-level associative memories. Perirhinal 
cortex memories support item familiarity memory well, but cued recall very poorly whereas hippocampal 
memories provide powerful support for recollection, but are not needed for item familiarity. This is consis-
tent with some human and animal lesion evidence that finds recognition (familiarity)/recall (recollection) 
double dissociations with hippocampal versus perirhinal/entorhinal cortex lesions. 
 
For over a decade, there has been no consensus about whether this hypothesis is broadly correct, whether 
all MTL lesions have qualitatively similar effects on declarative memory, or whether such lesions always 
disrupt recall and recognition equally, but with different lesions disrupting memory for different information. 
This disagreement will be discussed. 

Speakers Short Biographies and Abstracts Wednesday 10 February  
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Memory consolidation: past, present and future 

MORRIS MOSCOVITCH, Professor of Psychology at the University of To-
ronto, holds the Glassman Chair in Neuropsychology and Aging. Born in Bu-
charest, Roumania in 1945, he moved to Israel when he was four and to Can-
ada at seven. He received his B.Sc. at McGill in 1966 while working on mem-
ory consolidation with Peter Milner. He studied at the University of Pennsyl-
vania with Paul Rozin where he completed both his M.A. and Ph.D. in 1972 
and began his work on human neuropsychology. His dissertation was on 
hemispheric specialization. He moved to the University of Toronto, Erindale 

Campus in 1971  and to the St. George Campus of the University in 2000. In 1973-74,  he was a post-
doctoral fellow with Brenda Milner at the at the Montreal Neuological Institute; in 1978-79 and 2000  a 
visiting professor at the Hebrew University with Shlomo Bentin, in 1985-86 at The Institute of Advanced 
Studies in Jerusalem with Israel Nachshon, and in 1996, 1999-2000 at the University of Arizona with Lynn 
Nadel. His research interests include memory, face-recognition, attention, and hemispheric specialization 
in young and old adults and in people with focal lesions and degenerative disorders. Publishing more 
than 200 papers, he was elected a Fellow of Divisions 3 and 6 of APA, of AAAS, of the Royal Society of 
Canada and of the Society of Experimental Psychology. In 2006, he was honoured for promoting neu-
ropsyhology in Israel. In 2007, he  received the D.O.Hebb Award for lifetime contributions to research by 
the Brain, Behaviour, and Cognitive Science Society of Canada. He was named the 2008 recipient of the 
William James Award for lifetime contributions to experimental psychology by the Association for Psycho-
logical Science.  He serves on the editorial board of Cognitive Neuropsychology, Cognitive Brain Re-
search, and Cortex. From 2001-2004, he was Co-Editor-in Chief with David Milner of Neuropsychologia, 
and now is the Reviews editor. From 2005-2007, he was Director of Graduate Studies of the Department 
of Psychology, University of Toronto, and is now the Graduate Chair. His clinical duties include consultant 
on memory and aging at the Department of Psychology, Baycrest Centre for Geriatric Care, and as a su-
pervisor at the University of Toronto’s clinical extension program. In the early 1980s, he was one of the 
principal members of a task force that developed and drafted the guidelines for the Canadian Psychologi-
cal Association to give Clinical Neuropsychology specialty designation. From 2001-2007, he served on 
the Committee for Graduate Training for the College of Psychologists of Ontario which helps draft proce-
dures for training and certification.   

Abstract 
 
The problem of memory consolidation has a long scientific history, dating to end of the 19th century, yet is 
still a matter of vigorous research and heated debate. I will review this history briefly and then deal mainly 
with current developments. One aspect of the problem concerns the interaction of the neocortex with the 
hippocampus and related structures in the medial temporal lobes in the formation, retention and retrieval 
of memory with conscious awareness (also termed explicit or declarative memory). The standard consoli-
dation model, which has many adherents, posits that the hippocampus and related structures act as tem-
porary memory systems, needed only until memories, with their help, are consolidated in neocortex and 
other regions of the brain. I will present evidence that challenges this view. Contrary to the standard 
model, our evidence, from humans and rodents, shows the retention and retrieval of episodic memories 
(detailed, context-dependent autobiographical memories) depend on the hippocampus and related struc-
tures for as long as they remain episodic, no matter how long ago they were formed. Some episodic 
memories, however, are transformed over time and lose the detailed contextual representations that make 
them episodic and hippocampally-dependent; they become more gist-like, semantic (memories related to 
general knowledge about oneself and the world) or schematic. Once transformed, the latter memories can 
be retained and retrieved without the hippocampus and its related structures. In short, the change in rep-
resentation from the hippocampus to neocortex over time is dependent on a process of transformation 
rather than consolidation. A unified account is presented based on this transformation hypothesis and mul-
tiple-trace theory from which it is derived, along with implications for understanding other functions, such 
as imagination, planning and problem solving. 
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Memory consolidation: past, present and future 

ARMIN SCHNIDER 
Armin Schnider, MD, is Professor of Neurorehabilitation and Chairman of the De-
partment of Clinical Neurosciences at the University Hospital of Geneva. He made 
his medical degree at the University of Basle and specialized in neurology in Bern, 
Zürich, and Los Angeles. His primary research interests are memory disorders and 
the neurobiological foundations of confabulations and reality control in thinking. He 
is the author of a recent monograph entitled: Schnider A. The Confabulating Mind. 
How the Brain Creates Reality. Oxford, New York: Oxford University Press, 2008. 

Abstract 
Confabulation, the emergence of memories of events and experiences which in reality never took place, 
has puzzled clinicians for over a century. There are different forms, which partly of fully dissociate from 
each other, both functionally and anatomically: 1) simple provoked confabulations, i.e. intrusions in memory 
tests, which appear to be a normal response to a faulty memory; 2) momentary confabulations that patients 
produce in discussions or upon questioning; they probably have different mechanisms in different diseases; 
3) fantastic confabulations that are illogical and nonsensical; they have been observed in confusional 
states, in severe dementia, and in severe, untreated psychosis; 4) behaviourally spontaneous confabula-
tions which reflect a confusion of reality in thinking, are often concordant with the patient's spontaneous 
behaviour, and which are associated with disorientation and amnesia. This talk focuses on this latter form, 
which constitutes a natural model for how the brain creates reality in thinking. In behaviourally spontaneous 
confabulation, actions are intermittently guided by memories that may have justly guided their behaviour in 
the past but which do not pertain to true ongoing reality. This failure appears to result from an inability to 
suppress the interference of memories that do not pertain to now. Lesions involve the posterior medial orbi-
tofrontal cortex (area 13) or structures directly connected with it. Functional imaging and electrophysiologi-
cal studies suggested that this "suppression" is conveyed by area 13 and indeed corresponds to a filtering 
of upcoming memories according to their relation with ongoing reality. This filtering appears to adjust the 
"cortical format" of memories at an early stage of processing, at 200-300 ms, before processes of 
(conscious) recognition and re-encoding set in. The mechanism by which the orbitofrontal cortex exerts this 
filtering has been unknown. A recent study showed that disorientation and behaviourally spontaneous con-
fabulations are tightly associated with deficient extinction capacity – the ability to integrate negative predic-
tion errors into behaviour. Thus, rather than invoking high-level monitoring functions, the human brain 
seems to make use of an ancient biological faculty, extinction, to keep thought and behaviour in phase with 
reality. 
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Clinical advances in our understanding and classification of the dementias 

PROFESSOR NICK FOX’S first degree was in Physics and Physiology from Cam-
bridge University. He subsequently graduated in Medicine from the University of 
London and then specialised in cognitive neurology. He has held research fellow-
ships from the Alzheimer’s Society and subsequently from the Medical Research 
Council (MRC). He is currently Professor of Clinical Neurology at the Institute of 
Neurology, University College London and visiting Professor at the Vrije University 
Amsterdam and is an NIHR Senior Investigator. He is a consultant neurologist to 
The National Hospital for Neurology and Neurosurgery London. Professor Fox has 
been an advisor/invited speaker to the F.D.A., the NIH and the EMEA and is on the 
Research Advisory Council of the Alzheimer’s Society (UK).  His research has fo-
cussed on MRI in Alzheimer's disease and related disorders. He has developed 

techniques for registration-based atrophy measurements from serial MRI. Using these techniques he has 
shown that rates of cerebral atrophy predict conversion to AD from mild cognitive impairment and that 
rates of atrophy correlate with clinical decline. These techniques are now widely used in longitudinal stud-
ies and clinical trials in AD and in a number of other neurological conditions 

Abstract 
The last few years have seen important developments in our understanding of the dementias. These in-
clude advances in genetics, pathology, imaging and biomarkers. In 2009 two large genome-wide associa-
tion studies of Alzheimer’s disease (AD) reported three new risk-factor genes. Unravelling the effects of 
these genes may offer new insights into pathogenesis. The debate about the relative pathogenic impor-
tance of tau and Abeta continues, however amyloid oligomers are increasingly recognised as potentially 
critical in a toxic cascade. Recent population-based autopsy studies have revealed the extent of the asso-
ciations between neocortical amyloid plaques and dementia (weaker with increasing age).   

There is a growing emphasis on early detection of AD. A remarkable advance has been the ability 
to image cerebral amyloid in vivo using PET ligands. This is proving very sensitive for AD pathology: virtu-
ally 100% of AD patients have positive scans; however so do almost 30% of elderly individuals.  CSF mark-
ers are now well-validated: reduced CSF-Abeta and raised CSF-tau carry strong positive predictive value 
for AD even at an early stage. These developments have contributed to the publication of new criteria for 
AD which include imaging (MRI and PET) and CSF markers as supportive features for a clinical diagnosis 
earlier than previous criteria permitted. These fit with evidence for a long preclinical period to AD character-
ised by increased rates of brain atrophy (particularly medial temporal lobe); cerebral hypometabolism; amy-
loid deposition; CSF changes and subtle cognitive decline.  

Just as significant have been the advances in non-AD dementias. The Progranulin (GRN) gene has 
joined the MAPT (microtubule-associated protein tau) gene as an (equally) important cause of dominantly 
inherited frontotemporal dementia (FTD). The pathological classification of FTD has also been changing 
rapidly with discoveries of new histopathological markers. Clinical criteria for dementia with Lewy bodies 
(DLB) continue to be refined and now incorporate supportive imaging features.  

Disappointing, despite an increasing number of drug-development strategies (at least for AD), a 
number of recent trials of disease-modifying therapies have reported negative results.  In this context there 
is increasing interest in trialling treatments earlier and using the biomarkers mentioned above to identify for 
inclusion individuals at an early (even preclinical) stage of AD and then to use clinical, psychometric and 
imaging markers to assess efficacy. 

Recent advances have improved our ability to understand the dementias and to make early and 
accurate clinical diagnosis. Treatments that significantly ameliorate the clinical course of these diseases are 
urgently needed.    
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Mild Cognitive impairment 

DR PETER J NESTOR 
University lecturer in Cognitive Neurology, University of Cambridge, and Honorary 
Consultant Neurologist, Addenbrooke’s Hospital. 

Abstract 
 
Mild cognitive impairment (MCI) is a syndromic label for people with informant-corroborated memory prob-
lems and evidence of memory impairment on formal testing in the absence of more pervasive deficits in 
cognition and functional abilities. It is often described as a ‘risk factor’ for dementia though this is mislead-
ing; patients with the first signs of Alzheimer’s disease (AD) will meet the criteria for MCI and as their illness 
progresses they will move to more traditional criteria for dementia (e.g. DSM). Importantly though, they 
have not changed or ‘converted’ from one disease to another. The problem with MCI clinically, and hence 
the reason why all such patients are not simply diagnosed with very mild AD is that  as one moves closer to 
normal performance (i.e. not clearly demented), the risk of patients who do not have AD (e.g. so-called 
“worried well”; depression; alternate degenerative or non-degenerative pathology) being captured by the 
MCI syndrome increases.  Furthermore, although the concept of MCI seems straightforward, “absence of 
dementia” or “intact cognition in domains other than memory” or even “objective evidence of memory im-
pairment” varies according to the methods used to define each criterion. Nevertheless, with longitudinal 
follow-up to confirm that initial MCI status was due to incipient AD, this syndrome offers a important window 
to examine the earliest symptomatic stages of the disease. Emerging evidence from such studies have 
highlighted that incipient (MCI-stage) AD is underpinned by degeneration of an interconnected neural circuit 
including mesial temporal lobe, diencephalon and posterior cingulate regions—all of which, interestingly, 
have been implicated in memory processing from focal lesion studies in humans. 
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Neuropsychological advances in our understanding and classification of the dementias 

JULIE SNOWDEN is consultant neuropsychologist at Greater Manchester Neurosci-
ence Centre, Salford Royal Foundation Trust and honorary reader in the University of 
Manchester.  In 1980 Dr Snowden worked with Professor David Neary to establish 
the Cerebral Function Unit, a multidisciplinary, specialist diagnostic unit for early onset 
dementias, initially located at Manchester Royal Infirmary and now at Salford Royal 
Foundation Trust.  The Unit receives tertiary referrals from neurologists and especially 
psychiatrists from across the North West region and beyond for advice on diagnosis 
and management of dementia patients. Dr Snowden’s research interests lie in the 
cognitive and behavioural consequences of degenerative brain disease.  She has 
contributed to the characterisation of focal dementia syndromes: frontotemporal de-
mentia, semantic dementia and progressive aphasia, and her research group in Man-

chester has played a major role in the discovery of tau and progranulin genes associated with frontotemporal 
dementia and progressive aphasia.  She has co-authored a monograph on Frontotemporal Lobar Degenera-
tion (1996), and published more than 150 papers and book chapters relating to dementia.  She is on the edi-
torial board of Neuropsychologia, and is a member of the British and International Neuropsychological Socie-
ties, the British Neuropsychiatry Association, the Memory Disorders Research Society and the World Federa-
tion of Neurology research group into Aphasia and Cognitive Disorders.Dr Snowden was a director of the 
British Neuropsychiatry Association from 2001 to 2004.    

Abstract 
The traditional conception of dementia is of a global impairment of intellect.  A logical inference is that the 
dementia associated with distinct pathologies ought not to be differentiable on neuropsychological grounds.  
Yet, it is now clear that dementia comprises highly distinct profiles of cognitive and behavioural change, 
reflecting differences in the topographical distribution of cerebral pathology.  These characteristic cognitive 
profiles can predict the nature of the underlying histopathology with a high degree of accuracy.   
 
In this talk I discuss neuropsychological profiling in Alzheimer’s disease and other major forms of degenera-
tive dementia, making reference to memory as well as to the cognitive domains of language, perception, 
spatial skills and executive functions and to behaviour and affect.  I highlight the potential pitfalls in inter-
preting neuropsychological test data, which are particularly pertinent in the context of the dementias and 
which have clouded evaluation of dementia in the past. I show that there is no one-to-one correspondence 
between a neuropsychological test and a cognitive function or brain location and tests can potentially be 
failed for diverse reasons. I demonstrate the importance of examining test performance in the light of other 
tests and taking account of qualitative performance characteristics. 
 
I discuss phenotypic variation within Alzheimer’s disease and its relationship to APOE status, and the neu-
ropsychology of ‘focal’ dementia syndromes, particularly frontotemporal dementia, semantic dementia and 
progressive aphasia. I show that the neuropsychological characteristics of patients can separate focal pres-
entations of Alzheimer’s disease from non-Alzheimer frontotemporal lobar degeneration. Moreover, neuro-
psychological phenotype has strong predictive value too in distinguishing tau from tau-negative, ubiquitin-
positive histology, and even in separating sub-classes of ubiquitin histopathology. 
 
A prevailing assumption is that neuropathology provides the “gold-standard” for classification and under-
standing of disease.  Yet, classification depends too on knowledge of the relationships between pathology 
and its clinical manifestation. Neuropsychology can play a crucial role in increasing understanding of the 
neurobiology of degenerative brain disorders and in the classification of the dementias.   
 
I conclude that dementia can best be regarded as a constellation of deficits, with patients showing both 
strengths (areas of relative preservation of function) as well as weaknesses.  Different pathologies are as-
sociated with distinct and characteristic forms of dementia.  The notion of dementia as generalised intellec-
tual impairment should be abandoned. 

Speakers Short Biographies and Abstracts Wednesday 10 February  

 



 
Section of Neuropsychiatry of RCPsych & British Neuropsychiatry Association Joint conference 

10 February 2010 
Institute of Child Health, Central London 

 

 
Programme and Abstract book 

www.bnpa.org.uk 

Rehabilitation of Memory Disorders 

BARBARA WILSON CPsychol, ScD., FBPsS, FMedSci, AcSS, is a clinical neuro-
psychologist who has worked in brain injury rehabilitation for over 30 years. She 
has won many awards for her work including an OBE for services to medical reha-
bilitation in 1998 and two lifetime achievement awards, one from the British Psy-
chological Society and one from the International Neuropsychological Society. She 
has published 18 books, over 260 journal articles and chapters and 8 neuropsy-
chological tests. She is editor of the journal “Neuropsychological Rehabilitation” 
which she founded in 1991 and in 1996 she founded the Oliver Zangwill Centre for 
Neuropsychological Rehabilitation. A rehabilitation centre in Ecuador is named af-
ter her. She is currently president of the Encephalitis Society, Vice president of the 
Academy for Multidisciplinary Neurotrauma and on the management committee of 

The World Federation of Neuro Rehabilitation. The Division of Neuropsychology is to name a prize after 
her, the Barbara A Wilson prize for distinguished contributions to neuropsychology. She is a Fellow of 
The British Psychological Society, The Academy of Medical Sciences and The Academy of Social Sci-
ences. 

Abstract 
In the past memory rehabilitation focused on teaching lists of words, giving people memory exercises or 
teaching mnemonics that brain injured people were expected to take on board and use spontaneously. The 
assumption was that by giving these tasks we were somehow improving the underlying deficit or else we 
were enabling memory impaired people to find their own strategies to overcome their difficulties. There is 
no evidence that this worked over and above the fact that people improved on the tasks they practiced. 
Current rehabilitation for people with memory deficits is concerned with reducing problems in everyday life, 
bypassing memory problems, helping people to compensate for their difficulties and helping them to learn 
more efficiently. It also addresses the emotional consequences of memory impairment.  
Although restoration of memory functioning to pre-injury levels is unlikely to occur, there is a considerable 
amount that can be done to enable memory-impaired people and their relatives to  come to terms with their 
difficulties and surmount a number of them by using various strategies and aids. External memory aids 
such as diaries, notebooks and mobile phones, widely used by the general population, are often problem-
atic for memory-impaired people because their successful use involves memory. However, use of these 
aids is possible through carefully structured teaching. Internal strategies such as mnemonics and rehearsal 
techniques can be employed to teach new information. Errorless learning is more effective than trial-and-
error learning for memory-impaired people. This is because, in order to benefit from our mistakes, we need 
to be able to remember them which is difficult or impossible for memory-impaired people. In the absence of 
episodic memory, making an error may strengthen or reinforce the erroneous response. In addition to poor 
memory, many brain-injured people will have other cognitive problems which need to be addressed. The 
emotional consequences of memory impairment such as anxiety, depression and loneliness should also be 
addressed in rehabilitation through counselling, anxiety-management techniques and treatment in memory 
or psychotherapy groups. 
In conclusion, it is possible to reduce the everyday memory problems faced by survivors of brain injury 
and help them return to their own most appropriate environments. 
The future of memory rehabilitation is likely to see a) more sophisticated technology b) collaboration with 
pharmaceutical companies c) a closer liaison with those doing brain imaging d) better evaluation of mem-
ory rehabilitation programmes and e) greater willingness of purchasers of health care to fund rehabilita-
tion programmes. 
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Your opinions are important to us and will help us plan future meetings. Please com-
plete this form and return to the Registration Desk. 

1. What was your overall impression of this event?  
(1 = Excellent, 2 = Good, 3 = Fairly Good, 4 = Poor, 5 = Very Poor) 

1 2 3 4 
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Venue     

Catering     
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2. Please rate each of the day 
(1 = Excellent, 2 = Good, 3 = Fairly Good, 4 = Poor, 5 = Very Poor) 

     

Academic Content 1 2 3 4 5 

Symposium on Disorders of Memory      

Relevance and interest 1 2 3 4 5 

Symposium on Disorders of Memory      

5. Which speakers would you like to see at future SoN conferences?  
 
 
6. What impact will this event have on your future practice?  
 
 
7. Comments/Suggestions and ideas for future conferences: 
 
 
 
 
 
…………………………………………………………………………………………………………………………………………………. 
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BRITISH NEUROPSYCHIATRY ASSOCIATION 23RD AGM 
 
DAY 1  Thursday 11th February 
 
0830-0930  Registration and refreshments 
 
ENCEPHALOPATHY AND DELIRIUM. Chair: Rodger Ll Wood 
  
0930-0955  Pathogenesis and Practical Management of Delirium  
   Alasdair MacLullich (University of Edinburgh)  
  
1000-1025  Exploring animal models of delirium during dementia 
   Colm Cunningham (Trinity College Institute of Neuroscience, Dublin) 
  
1030-1100  Refreshments 
  
1100-1125  Encephalitis 
   Lance Turtle (Brain Infections Group, University of Liverpool)  
  
1130-1155  Differential diagnosis of rapidly progressive dementia  
   Richard Knight  
   (National CJD Surveillance Unit, Western General Hospital, Edinburgh)  
  
 
MEMBERS’ PAPERS Chair: Eileen Joyce 
 
1200   Ictal consciousness in epilepsy versus non-epileptic attack disorder  

 Fizzah Ali, Manny Bagary, Lyn Greenhill, Doug McCorry, Hugh Rickards,  
 Andrea Eugenio Cavanna  

  
1210   Remote memory deficits in transient epileptic amnesia. 

 Fraser Milton, Nils Muhlert, Dominika Pindus, Chris Butler, Narinder Kapur,  
 Kim Graham, Adam Zeman  

  
1220   Cognitive Dysfunction in Apathy and Impulsivity in Parkinson’s Disease  

 Michelle Andrews, Dr Iracema Leroi, Katherine McDonald, Dr Shane McKie,  
 Dr Rebecca, Elliott, Dr Jane Byrne and Prof Alistair Burns  
 

1230  Apathy is associated with altered cortical activation in pre-frontal regions during self-
 initiated actions 
 BR Stanton, RJ Howard, PN Leigh and RG Brown  

  
1240   Is fatigue in multiple sclerosis associated with a sympathetic deficit? 

 E. Szabadi, G. Niepel, J. Vilisaar, R. W. Langley, C. Constantinescu, C. M. Bradshaw  
  
1250  Life events in the year preceding the onset of Conversion Disorder: the role of the type 

 and timing of events.  
   Selma Aybek, Timothy Nicholson, Tom Craig, Anthony David, Richard Kanaan  
  

   
1300-1430  LUNCH 
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DAY 1 Cont./… 
 
MEMBERS’ PAPERS Cont. Chair: Hugh Rickards 
 
1430  Psychogenic/Dissociative/Functional Facial Symptoms – a case report 
  Jon Stone and Alan Carson 
  
1440  Factitious Presentations in Neurology  -  Richard Kanaan, Simon Wessely  
 
1450  Functional connectivity of the Posteromedial Cortex 
  Cavanna AE, Geminiani G, D’Agata F, Sacco K, Duca S, Bagshaw A, Cauda F 
 
1500  Rhyme and reason: The neural correlates of reading poetry and prose 
  Alicia Smith, Fraser Milton, Richard Rylance, Adam Zeman 
  
1510  Social and economic reasoning in Tourette syndrome  
  Clare M Eddy, Ian J Mitchell, Sarah R Beck, Andrea E Cavanna, Hugh Rickards  
  
1520-1600 Refreshments 
  
BNPA GUEST LECTURE. Chair: Adam Zeman 
  
1600-1700 Antibodies in neuropsychiatric disorders and more  
  Angela Vincent (Neuroimmunology Group, John Radcliffe Hospital, Oxford)  
  
 
 
BNPA RECEPTION—Hunterian Museum 1830-2130 
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Speakers Short Biographies and Abstracts Day 1, Thursday 11 February 

ENCEPHALOPATHY AND DELIRIUM. Chair: Rodger Ll Wood 

Pathogenesis and Practical Management of Delirium  

PROFESSOR ALASDAIR MACLULLICH Following undergraduate medical training 
(including an intercalated BSc in Psychology) at the University of Edinburgh, Alasdair 
MacLullich completed general medical training and went on to do a PhD on glucocor-
ticoids and cognitive ageing. He was Clinical Lecturer in Geriatric Medicine from 
2000-2005 and was awarded an MRC Clinician Scientist Fellowship in 2005. He was 
appointed Professor of Geriatric Medicine at the University of Edinburgh in 2008. 
 
His research interests are: 
1. Pathophysiology of delirium. These projects are examining the role of aberrant 
stress responses (eg. sustained high cortisol levels after hip fracture) in patients with 

delirium. This work involves detailed delirium assessment techniques, biomarker measurement (blood, 
cerebrospinal fluid, saliva), neuroimaging, and animal models development. 
2. Neuropsychology of delirium. Systematic studies of neuropsychological deficits in delirium, including 
development of novel computerised objective measures of attentional deficits, and measurement of per-
ceptual deficits in delirium. 
3. Role of variations in glucocorticoid levels in neuroimaging indices of ageing-related atrophy and white 
matter disease, and chronic cognitive decline. 

Abstract 
Delirium is a common and serious acute neuropsychiatric syndrome with core features of inattention and 
cognitive impairment, and associated features including changes in arousal, altered sleep-wake cycle, and 
other changes in mental status. Delirium affects 15% of general hospital inpatients and at least 25% of in-
patients in geriatrics units. It is independently associated with multiple adverse outcomes including in-
creased length of stay, loss of independence, and increased mortality. 
Though delirium has consistent core clinical features, it has a very wide range of precipitating factors, in-
cluding acute illness, surgery, trauma, and drugs. The mechanisms by which these precipitating factors 
lead to delirium are largely obscure. A basic classification for these diverse aetiological factors can be pro-
posed: (a) direct brain insults and (b) aberrant stress responses. Direct brain insults are largely indiscrimi-
nate and include general and regional energy deprivation (e.g., hypoxia, hypoglycaemia, stroke), metabolic 
abnormalities (e.g., hyponatraemia, hypercalcaemia), and the effects of drugs. Aberrant stress responses 
are conceptually and mechanistically distinct from direct brain insults in that they constitute adverse effects 
of stress-response pathways, which, in health, are adaptive. Two stress response systems likely to be in-
volved in the pathophysiology of delirium are discussed: inflammation and the sickness behaviour re-
sponse, and activity of the limbic-hypothalamic-pituitary-adrenal axis. The detection of delirium depends on 
(a) assessment of the patient’s mental state, and (b) informant history. Mental status is assessed by a com-
bination of interview and formal cognitive testing. Informant history may also reveal pre-existing cognitive 
impairment. 
Delirium may indicate life-threatening illness such as pneumonia, and rapid screening for such conditions is 
essential. Further assessment involves thorough consideration of potential predisposing and precipitating 
factors. All variables which might adversely affect brain function should be addressed. Thus, as well as 
treating the presumed proximal cause, oxygenation, hydration and nutrition should be optimised, delirio-
genic drugs discontinued, and where possible, predisposing factors ameliorated. Drug treatment for agita-
tion and/or distressing psychotic symptoms, even in the absence of motor hyperactivity, may be required. 
Delirium which does not resolve in a few days may require second-line investigations.  
Persistent delirium (> 1 month) occurs in around 20% of patients; here other diagnoses such as depression 
or dementia should also be considered. Delirium commonly co-exists with dementia, and patients with delir-
ium should be screened for this. Delirium is also associated with a higher risk of future dementia, and older 
patients not meeting criteria for current dementia should be followed up with cognitive assessment. 
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Exploring animal models of delirium during dementia  

COLM CUNNINGHAM  
Trinity College Institute of Neuroscience, TCD, Dublin 2, Rep of Ireland  
colm.cunningham@tcd.ie  
Dr Colm Cunningham - main research interests are in neurodegeneration and in 
brain inflammation. As a research fellow / research lecturer in Trinity College Dublin, 
my primary interest up until this point has been research. However, I have spent the 
last 8 years designing and supervising undergraduate research projects in the labo-
ratory. I take this responsibility very seriously and a number of the students I super-
vised have proceeded to Ph.D studies and 2 have had publications based on work 

conducted in these projects. I currently supervise one PhD student and co-supervise a second, as well as 
supervising students on the Neuroscience MSc and the HRB 4 year Neuroscience PhD programme. I cur-
rently design and deliver 2 lecture courses : Neuroinflammation and experimental neuropathology to Senior 
Sophister Neuroscience students and Therapeutic approaches in neurodegenerative disease to Molecular 
Medicine Senior Sophisters. I have also lectured to medical students, during my time in Southampton, on 
the immune-privileged status of the brain.  

 

Abstract 
Delirium is an acute, severe neuropsychiatric syndrome, characterized by cognitive deficits. It is highly 
prevalent in ageing and dementia and is frequently precipitated by peripheral infections. Delirium is poorly 
understood and the lack of biologically relevant animal models has limited basic research. We proposed 
that prior pathology and superimposed systemic inflammation would combine to produce acute impair-
ments relevant to delirium during dementia.  
 
Using chronic neurodegeneration induced during prion disease or selective lesioning of the basal fore-
brain cholinergic nuclei we have developed animal models to address this hypothesis. Normal mice or 
animals with these prior pathologies were challenged systemically with bacterial endotoxin 
(lipopolysaccharide (LPS) 100µg/kg) and assessed on working memory tasks dependent on the brain 
region showing prior pathology.  
 
LPS had no effect on working memory in normal animals but induced significant acute and reversible 
working memory deficits in animals with either early synaptic loss, or limited basal forebrain lesions. Ani-
mals with prior pathology did not show deficits on these tasks in the absence of LPS. The deficits were 
associated with heightened CNS inflammatory responses to systemic inflammatory stimuli, despite 
equivalent systemic responses.  
 
Prior pathology, including microglial priming, synaptic loss and neuronal death predispose individuals to 
heightened cognitive deficits upon systemic inflammatory insults. The relevance of these findings for delir-
ium during dementia will be discussed. 
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Encephalitis 

LANCE TURTLE is a research fellow in the Liverpool Brain Infections Group. He qualified in medicine from 
UCL Medical School in 2002 after doing the combined MB PhD course. His original research was into the 
immunology of tuberculosis. After general training he persued higher training in infectious diseases and 
tropical medicine first in London and then at the Tropical and Infectious Diseases Unit of the Royal Liver-
pool University Hospital where he is currently an SpR. He has recently been awarded a Wellcome Trust 
postdoctoral clinical fellowship to pursue his main research interest of cellular immune responses to Japa-
nese encephalitis virus and Japanese encephalitis vaccine in South India. He also has a major clinical inter-
est in neurological infection, as does the Tropical and Infectious Diseases Unit in Liverpool. 

Abstract 
Encephalitis is a rare but important neurological emergency. Encephalitis means diffuse inflammation of 
brain matter, but there is no universal clinical definition. A recently proposed clinical definition is encepha-
lopathy lasting for at least 24 hours plus 2 of: fever, WBC in the CSF, characteristic changes on CT, MRI 
or EEG and focal neurological signs. Strictly speaking it should be a tissue diagnosis, though it very rarely 
is. Encephalitis affects around 1.5/100 000 population/year in the UK, though some studies show an inci-
dence of up to 7-8 cases/100 000/year. Encephalitis is more common at the extremes of age. Although 
patients with proven encephalitis are rare, patients with suspected encephalitis are not. An audit in NW 
England found that 20 patients started treatment for encephalitis for only 1 who had the diagnosis proven. 
Many such patients are not well managed, particularly with respect to poor investigation, delay in LP and 
unecessary neuroimaging before LP is carried out. 
 
There are multiple causes of encephalitis, however most studies show around 60% of cases are unex-
plained. Viral encephalitis is the commonest diagnosis made, usually with HSV as the leading agent. VZV 
and enteroviruses are also commonly found, though enteroviruses are more frequently associated with 
meningitis. In Asia Japanese encephalitis virus is a very important cause of encephalitis, and is probably 
the most significant cause of epidemic encephalitis in the world. There are many other causes; other vi-
ruses, bacteria such as Listeria and M. tuberculosis and parasites (Toxoplasma). In immunocompromised 
patients the differential is even wider, for example CMV. Another large group is immune mediated en-
cephalitis. 
 
Several arthropod borne viruses (arboviruses) cause encephalitis so outbreaks of encephalitis may be the 
presenting phenomenon of new and emerging infections. The most notorious recent example was the 
rapid spread of West Nile virus across the USA following the outbreak in New York in 1999. In the UK 
encephalitis is a notifiable disease but perhaps as many as 90% of cases are not reported. 
 
Unfortunately the outcome from encephalitis is poor with many patients suffering permanent neurological 
sequelae. There is now an increasing effort in the UK to improve the management of encephalitis. A large 
prospective study, funded by the NIHR, will soon be starting. This will include natural history studies on 
outcome and a pilot study of a new national guideline. The UK boasts an excellent patient support and 
information group; the Encephalitis society. 
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Differential diagnosis of rapidly progressive dementia  

RICHARD KNIGHT graduated from Oxford in PPE and then Medicine, undertaking 
postgraduate training in a variety of UK hospitals leading to a first NHS Consultant 
appointment in at Aberdeen Royal Infirmary in 1987. He moved to Edinburgh in 1996 
where he now holds a Personal Chair of Clinical Neurology at the University of Edin-
burgh and is an Honorary Consultant Clinical Neurologist in the Lothian University 
Hospitals Trust. He is the current Director of the National CJD Surveillance Unit with 
specific research interests in the epidemiology, surveillance, clinical features and 
diagnosis of human prion disease. 

Abstract 
Dementia, as a clinical syndrome, has many potential causes. The majority of cases are due to neurode-
generative diseases and/or vascular disease with relatively gradual progressive clinical courses. How-
ever, dementia can be rapidly progressive with time courses measured in only weeks or a few months.  
These more rapidly progressive dementias often have clinical characteristics that are distinctive from the 
more typical slower dementias and with different aetiological considerations. There is no specific defini-
tion of ‘rapidly progressive dementia (RPD)’. This talk will review the differential diagnosis of RPD in 
adults.   
 
Infections must be considered, including HIV-associated dementia, PML, SSPE , Whipples disease and 
prion diseases. 
 
Malignancy enters into the differential diagnosis in a variety of ways: rapidly progressive brain primary 
neoplasm, cerebral secondaries, intravascular lymphoma and non-metastatic encephalopathy. 
There are a number of miscellaneous immunological/inflammatory disorders, including Hashimoto’s En-
cephalopathy, Morvan’s Syndrome and primary cerebral  vasculitis. 
 
Some causes (such as malignancy) are relatively common and usually relatively easy to diagnose and 
some may be suggested by past medical history or clinical context (as with HIV) but there are also great 
rarities (like Whipple’s disease) that may be very difficult to confirm.  
 
Many of these conditions, especially other infections, will have helpfuly differentiating systemic features, 
general test abnormalities, a CSF pleocytosis and brain imaging abnormalities. Primary and secondary 
malignancies should be demonstrable on cerebral imaging. Some conditions will have specific diagnostic 
tests such as HIV testing. Various antibody tests will be helpful in certain situations such as Morvan’s syn-
drome, Hashimoto’s encephalopathy and paraneoplastic syndromes. 
 
There are no specific, non-invasive tests for prion diseases in general, although genetic testing is avail-
able for those associated with PRNP mutations. Clinical diagnosis depends on a combination of clinical 
features, EEG and cerebral MRI characteristics and CSF protein findings. In sporadic CJD, the EEG and 
CSF 14-3-3 testing have been the main relevant supportive tests, but certain brain MR appearances have 
been evaluated in recent times. In variant CJD, the brain MR Pulvinar Sign and tonsil biopsy have been 
most useful.  
 
Brain biopsy may be considered in a minority of cases. Autopsy may be necessary for definitive diagnosis 
of RPD, especially in prion diseases.  
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Members’ Forum Abstract – Day 1, Thursday 11 February  

Ictal consciousness in epilepsy versus non-epileptic attack disorder  
Fizzah Ali (1), Manny Bagary (1), Lyn Greenhill (1), Doug McCorry (1,2), Hugh Rickards (1), Andrea 
Eugenio Cavanna (1,2)  
(1) Department of Neuropsychiatry, BSMHFT and University of Birmingham, United Kingdom (2) Depart-
ment of Neurology, UHB and University of Birmingham, United Kingdom A.Cavanna@ion.ucl.ac.uk  
 
AIMS - Varying linguistic profiles between patients with epilepsy and patients with non-epileptic attack 
disorder (NEAD) may reflect underlying variations in subjective seizure experience (Plug et al 2009).  
We hypothesised that exploration of subjective seizure symptoms could enhance knowledge of the differ-
ing natures between epilepsy and NEAD. We performed a quantitative evaluation of both the contents of 
consciousness and the general level of awareness during seizures using the Ictal Consciousness Inven-
tory (ICI) (Cavanna et al 2008).  
METHODS - Ninety-one adult out-patients attending general neuropsychiatry/epilepsy clinics 
(Department of Neuropsychiatry, BSMHFT and University of Birmingham) with established diagnoses of 
either epilepsy (n = 62) or NEAD (n = 29) completed an ICI for each witnessed seizure. A total of 155 
questionnaires (epilepsy: n = 111; NEAD = 44) were generated. ICI-Level (ICI-L) and ICI-Content (ICI-L) 
scores were calculated.  
RESULTS - Mann-Whitney U Test demonstrated statistically significant higher ICI-L and ICI-C scores in 
NEAD (p = 0.01).  
CONCLUSIONS - Subjective reports of consciousness experiences vary between NEAD/epilepsy. Pa-
tients with NEAD report significantly greater levels of general awareness/responsiveness and higher de-
grees of subjective content during attacks. Larger cohorts are required to confirm evidence for the poten-
tial usefulness of the ICI in enhancing understanding of subjective seizure experiences and supporting 
differential diagnosis.  
 
References - Cavanna AE, Mula M, Servo S, Strigaro G, Tota G, Barbagli D, Collimedaglia L, Viana M, 
Cantello R, Monaco F. Measuring the level and contents of consciousness during epileptic seizures: the 
Ictal Consciousness Inventory. Epilepsy and Behavior 2008;13:184-188. Plug L, Sharrack B, Reuber M. 
Seizure metaphors differ in patients’ account of epileptic and psychogenic nonepileptic seizures. Epilep-
sia 2009;50:994-1000.  

Remote memory deficits in transient epileptic amnesia. 
Fraser Milton, Nils Muhlert, Dominika Pindus, Chris Butler, Narinder Kapur, Kim Graham, Adam Zeman  
f.n.milton@ex.ac.uk  
 
AIMS - Transient epileptic amnesia (TEA) is a recently recognised form of temporal lobe epilepsy in which 
sufferers often complain of irretrievable loss of remote memories. We aimed to answer the following ques-
tions: 1) What is the extent and nature of the autobiographical memory loss? 2) Is there impairment of per-
sonal semantic and public semantic memory? 3) Is there evidence for focal retrograde amnesia?  
METHODS - 14 patients with TEA and 12 matched controls participated. We used a broad range of stan-
dard anterograde and remote memory tests to clarify the extent and nature of the remote memory deficits. 
In particular, we used the Autobiographical Interview (AI), which provides a more sensitive measure of 
autobiographical memory than previous instruments, together with tests measuring personal semantic and 
public semantic memory.  
RESULTS - Performance on standard tests of anterograde memory was normal. In contrast, there was a 
severe impairment of memory for autobiographical events, extending across the entire lifespan, providing 
evidence for the occurrence of ‘focal retrograde amnesia’ in TEA. There was a milder impairment of per-
sonal semantic memory, most pronounced for midlife years. There were minor deficits of public semantic 
memory for recent decades.  
CONCLUSIONS - These results may reflect subtle structural pathology in the medial temporal lobes or the 
effects of the propagation of epileptiform activity through the network of brain regions responsible for long-
term memory.  
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Members’ Forum Abstract – Day 1, Thursday 11 February  

Cognitive Dysfunction in Apathy and Impulsivity in Parkinson’s Disease  
Michelle Andrews (presenter), Dr Iracema Leroi, Katherine McDonald, Dr Shane McKie, Dr Rebecca Elliott, 
Dr Jane Byrne and Prof Alistair Burns  
Michelle.andrews@nhs.net  
 
AIMS - Cognitive impairment in Parkinson’s disease (PD) has been associated with both pathological gam-
bling and apathy. The aim of this study is to investigate, by means of a direct comparison, the neuropsy-
chological associations of three behavioural groups of PD sufferers: impulse control disorder (ICD), apathy 
and controls.  
 
METHODS - Non-demented (n=96) PD sufferers were compared on clinical (motor and psychiatric) and 
cognitive variables. The PD sufferers were divided into three behavioural groups: impulse control disorder 
(ICD) (n=33); apathy (n=26); and controls (n=37). Correlations between variables were sought.  
 
RESULTS - The three behavioural groups differed significantly in set shifting (errors on the Trail Making 
task part B; p<.001), verbal fluency (FAS task; p=.006), global cognition (total MMSE; p=.001) and complex 
concentration (serial 7’s; p=.022), with the apathy group being significantly more impaired compared to the 
other two groups. Correlations were found between measures of complications of therapy and global cogni-
tion (UPDRS IV; ρ=.238; p=.042); and level of apathy with verbal fluency (Starkstein; ρ=-.394; p=.001).  
 
CONCLUSIONS - Cognitive functioning differs according to behavioural phenotype, with apathy PD pa-
tients experiencing more difficulties. 
 
Apathy is associated with altered cortical activation in pre-frontal regions during self-initiated  
actions  
BR Stanton, RJ Howard, PN Leigh and RG Brown  
b.stanton@iop.kcl.ac.uk  
AIMS - Apathy is a neurocognitive syndrome of reduced goal-directed behaviour which is an important 
cause of disability in neurodegenerative disorders. We aimed to test the hypothesis that apathy in two dis-
orders would be associated with reduced activation in the dorsolateral prefrontal cortex and supplementary 
motor area during a novel fMRI paradigm specifically examining volitional behaviour.  
 
METHODS - A new fMRI paradigm, designed to avoid confounding by working memory and to be easy for 
patients to perform, was first used in a group of 15 healthy volunteers. 21 patients with Progressive Su-
pranuclear Palsy and 20 patients with Alzheimer’s disease provided data for the clinical study. Patients 
were defined as apathetic or non-apathetic by a Clinical Global Impression of Apathy, based on the use of 
established rating scales. These sub-groups were well-matched for important demographic and clinical 
characteristics and all patients were able to perform the task successfully.  
 
RESULTS - As expected, healthy volunteers showed increased activation in the DLPFC and SMA during 
self-initiated compared with cued actions. Using a conservative whole brain analysis, there were no signifi-
cant differences in activation associated with self-initated action between apathetic and non-apathetic pa-
tients. However, using a hypothesis-driven region of interest approach we found significantly reduced acti-
vation among apathetic patients in the DLPFC (in both PSP and AD) and in the SMA (in PSP only).  
 
CONCLUSIONS - These findings support the notion that deficits in self-initiated behaviour are a key part of 
the cognitive basis of apathy symptoms and that altered function in the DLPFC and SMA may be important 
in the neurobiology of apathy across different neurological disorders.  
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Is fatigue in multiple sclerosis associated with a sympathetic deficit? 
Authors: E. Szabadi, G. Niepel, J. Vilisaar, R. W. Langley, C. Constantinescu, C. M. Bradshaw  
elemer.szabadi@nottingham.ac.uk 
AIMS: It has been proposed that fatigue, a troublesome symptom of multiple sclerosis (MS), may be associ-
ated with sympathetic dysfunction. The wakefulness promoting drug modafinil, which has sympathomimetic 
effects, can reduce fatigue in MS. We examined whether MS fatigue is associated with sympathetic impair-
ment and, if so, whether the sympathetic dysfunction is susceptible to modafinil.  
METHODS: Three groups of subjects were recruited: 1. MS patients with fatigue (12 females, 5 males), 2. 
MS patients with no fatigue (5 females, 4 males), 3. healthy controls (5 females, 4 males). The subjects 
participated in two double-blind sessions (modafinil 200 mg, placebo). Tests included pupil diameter, blood 
pressure, heart rate, blood pressure response to isometric handgrip. Data were analysed with ANOVA; cri-
terion p<0.05.  
RESULTS: Baseline autonomic functions did not differ between the groups prior to treatment. However, an 
evoked sympathetic response (increase in diastolic blood pressure to isometric handgrip) indicated a deficit 
for Group 1: the frequency of a normal response, defined as an increase ≥ 16 mmHg, in Group 1 (34%) 
was lower than that in Group 2 (67%; p<0.05) or Group 3 (59%; 0.05<p<0.1) (χ2 test). Modafinil increased 
blood pressure, heart rate and pupil diameter in all three groups, consistent with its sympathomimetic ef-
fects.   
CONCLUSIONS: MS patients with fatigue showed reduced sympathetic activation. Interestingly, MS pa-
tients with fatigue also show a reduced level of alertness, consistent with a close association between 
arousal and sympathetic activity.  
 
Life events in the year preceding the onset of Conversion Disorder:  the role of the type and timing 
of events.  
Selma Aybek, Timothy Nicholson, Tom Craig, Anthony David, Richard Kanaan selma.aybek@kcl.ac.uk . 
AIMS - Classical models of Conversion Disorder (CD) hypothesise that specific stressful experiences are 
“converted” into symptoms to relieve psychological pressure, and would suggest those experiences should 
be of a nature that allowed the “escape” from an unwelcome situation and would also tend to be underre-
ported by patients. We sought to compare the frequency of severe life events preceding illness onset in a 
series of CD patients with those occurring in a healthy control group, and to characterize the nature of 
those events in two dimensions: “escape” and “underreporting”.  
METHODS - In this prospective study we use the Life Events and Difficulties Schedule (LEDS) to look for 
adverse life events in the year preceding illness onset in patients with conversion disorder, and in a 
matched epoch in healthy controls. The LEDS is a validated and reliable semi-structured interview de-
signed to minimise recall and interviewer bias through rigorous assessment and independent rating of the 
severity of events. It permits contextual objective ratings of events that can be contrasted to the subjective 
severity reported by the subject. It also permits the evaluation of an “escape” component, defined as the 
extent to which subsequent illness could alter the consequences of the event and bestow advantage on the 
sufferer. All ratings were made by an expert panel blinded to clinical status. The patients were referred by 
neurologists from local hospitals; controls of the same age and gender were randomly selected from a local 
GP database.  
RESULTS - Preliminary results on 14 CD patients (mean age 34) and 9 controls (mean age 36) revealed a 
higher occurrence of severe events in CD patients (mean 1/year) as compared to controls (mean 0.5/year)
(p<0.05). There was a clustering of these events in the 3 months preceding illness onset in CD, with a 
mean of 0.86 events per month in the last 3 months compared to 0.04 per month in the preceding period 
(p<0.01). A significant “escape” component was found in the events of 9 patients (64%), but in only 2 con-
trols (22%). A tendency to under-report those severe events emerged in 28% of CD patients, when it oc-
curred in 11% of controls. Our preliminary sample size meant the latter differences, though clinically strik-
ing, did not reach statistical significance. The ongoing recruitment of new subjects will allow definite conclu-
sions in the near future.  
CONCLUSIONS - Preliminary data from this ongoing study suggest that the time frame (preceding 3 
months), the nature (“escape”), and the tendency to underreport events may play important roles in identify-
ing key events related to CD onset. They support the post-Freudian theory of a psychological stressor be-
ing converted to a symptom in order to bring some relief to the patient, providing a more convenient situa-
tion (escape or secondary gain) and a less traumatic memory of the event.  
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Psychogenic/Dissociative/Functional Facial Symptoms – a case report 
Jon STONE and Alan CARSON Jon.Stone@ed.ac.uk 
 
Background: There was debate in the 19th century regarding the question of whether there was such a 
thing as hysterical paralysis of the face. Charcot thought it did not occur but Janet, Gowers and others re-
ported cases. It has only been rarely reported since 
 
Case Report: We report the case of a 40 year old woman with a 3 year history of right sided weakness ini-
tially attributed to lupus because of a diagnosis of discoid lupus affecting the skin. She also had widespread 
muscle pain, fatigue and recurrent depressive symptoms. On review the weakness was clearly functional/ 
psychogenic in distribution with a positive Hoover’s sign. MRI and CSF analysis were normal and there was 
no support for a diagnosis of lupus.   2 years into her illness she developed recurrent episodes of right 
‘pseudoptosis’ with contraction of orbicularis oculis and oris which gave an impression of right facial weak-
ness. She described unilateral photophobia in the right eye. The facial symptoms could be induced by shin-
ing a light in her right eye but not her left (video will be shown). We report this case in the context of fea-
tures of six other cases of psychogenic / functional hemifacial symptoms 
 
Conclusion: It is possible to have a functional / psychogenic symptoms in the face, typically in association 
with weakness of the ipsilateral arm and leg and often with photophobia in the affected eye. However, the 
apparent weakness is a result of excessive contraction of orbicularis oris/oculis or platysma rather than 
weakness. This case also illustrates the important role that conditioned responses can play in patients with 
functional/psychogenic neurological symptoms. 
 
Factitious Presentations in Neurology  
Richard Kanaan, Simon Wessely  
richard.kanaan@kcl.ac.uk  
 
AIMS - Factitious Disorder is a psychiatric condition where patients deliberately simulate illness in order to 
adopt the sick role. Though it has been closely associated with neurology since its origins, recent estimates 
have suggested that neurological presentations represent a declining proportion of factitious cases. We 
hypothesised that the absence of a test distinguishing factitious neurology from hysteria would mean the 
diagnosis of factitious neurological disorder was increasingly rarely made.  
 
METHODS - We examined published cases by performing a literature search for all new cases of factitious 
disorder from 1951-65, and from 2001-05, cases being classified by presentation. An additional search of 
all neurological presentations from 1951 - 2005 permitted a secondary, qualitative analysis.  
 
RESULTS - Our search yielded 87 described cases of factitious neurological presentations overall. They 
constituted 13.6% of presentations from 1951-65, falling to 7.2% of presentations from 2001-05, though this 
difference was not significant. Though cases were relatively common compared with other medical special-
ties, they were strikingly different in terms of their demographics. In brief, while the paradigm of factitious 
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Functional connectivity of the Posteromedial Cortex  
Cavanna AE, Geminiani G, D’Agata F, Sacco K, Duca S, Bagshaw A, Cauda F  
a.cavanna@ion.ucl.ac.uk  
 
AIMS - Converging evidence supports the existence of a fronto-parietal association network which is most 
active during the baseline resting state and selectively deactivates during non-self directed cognitive tasks 
and neuropsychiatric conditions characterised by altered or abolished consciousness (Default Mode Net-
work, DMN). Functional neuroimaging studies have suggested a central role for the precuneus and sur-
rounding parietal areas (posteromedial cortex, PMC) in the control of baseline brain functioning within the 
DMN. Tracing studies in primates have shown that different areas within the PMC have different connec-
tivity patterns, thus we set out to provide a systematic connectivity map of this key area using the resting-
state functional connectivity approach.  
METHODS - Ten equispaced regions of interest were drawn within the PMC and submitted to seed-ROIs 
correlation analysis with fMRI in 17 subjects.  
RESULTS - We found a high level of local connectivity within the ten PMC components, with stronger func-
tional intercorrelations among closely located areas. Moreover, anterior portions of PMC resulted to be part 
of a network implicated in the visuo-spatial guidance of movements, whereas posterior portions of PMC 
were interlinked with areas involved in processing self-relevant information and emotions.  
CONCLUSIONS - The posterior PMC selectively correlates with a network showing considerable overlap 
with the DMN, thus suggesting that it makes essential contributions in self-referential processing and con-
sciousness.  
 
Rhyme and reason: The neural correlates of reading poetry and prose 
Alicia Smith, Fraser Milton, Richard Rylance, Adam Zeman 
adam.zeman@pms.ac.uk 
 
Aims: An exploratory study examining the neural networks involved in reading different genres of text. 
 
Methods: This functional magnetic resonance imaging study recruited 12 skilled readers who teach English 
literature at Exeter University. Participants were randomly presented with eight examples of each of 5 types 
of text: technical prose (condition 1), literary prose (2), conventional sonnets (3), demanding sonnets (4), 
self-chosen ‘thrilling’ poetry (5). They were asked to read these silently, at their natural reading pace. We 
used a visual control condition requiring a judgement as to whether faces were famous.  Participants rated 
the familiarity, ‘literariness’ and emotionality of each passage at the end of the scanning session.  
 
Results: Prose passages elicited stronger activation in visual areas 17 and 18 than poetry. Conditions 3 
and 4 gave rise to stronger activation of a network of areas including the cingulate cortex (areas 23, 24, 31) 
than conditions 1 and 2.  Condition 5 elicited stronger activation than either prose or the two sonnet condi-
tions in regions associated with the ‘default’ or autobiographical memory networks (in particular bilateral 
inferior parietal regions (area 40) and bilateral precuneus (area 7)). Lateral temporal activations were 
weaker for the self-selected passages than for the other types. Right hemisphere activations were promi-
nent in several comparisons, in particular comparisons of poetry with prose. Parametric analyses indicated 
that both ‘emotionality’ and ‘literariness’ were associated with cingulate activation.  
 
Conclusions: These are preliminary, as the passages used in this study varied in numerous ways in this 
exploratory work: the differences in brain activation we have identified therefore pose as many questions as 
they answer.  We suspect that the visual area activations evident in the prose conditions relate to their 
higher word count. The association of relative cingulate, inferior parietal and precuneus activation by poetry 
in comparison with prose may be explained in terms of cognitive load (higher for prose passages with a 
higher word count) or by a more self-directed, ‘inward’ or autobiographical mode of processing during the 
reading of poetry than the reading of prose. The presence of right hemisphere activations emphasises the 
role of the non-dominant hemisphere in aspects of language processing. The questions raised by this work 
can be addressed by further studies examining the roles of the relevant explanatory variables individually. 
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Social and economic reasoning in Tourette syndrome  
Clare M Eddy, Ian J Mitchell, Sarah R Beck, Andrea E Cavanna, Hugh Rickards  
Clare.Eddy@bsmhft.nhs.uk  
 
AIMS - In Tourette Syndrome (TS), striatal dysfunction could affect the functioning of the frontal cortex, 
leading to changes in cognition and social behaviour. This study investigated social and economic rea-
soning in patients with TS.  
 
METHODS - 16 patients with TS and 20 neurologically intact controls completed three reasoning tasks 
that involved making judgments about mental states (Theory of Mind) and an economic decision making 
task. The tasks used were the ‘Eyes Test’, a ‘socially competitive emotions’ task, a humourous cartoons 
task featuring sarcasm and irony, and a version of the Ultimatum Game. Executive functions were as-
sessed using the FAS verbal fluency test and a black and white Stroop task.  
 
RESULTS - Patients with TS exhibited significant impairments on all four of the tasks selected to assess 
social and economic reasoning. These difficulties were evident despite the finding that patients did not 
exhibit significant executive deficits on the verbal fluency or inhibitory measures.  
 
CONCLUSIONS - TS is associated with deficits on a range of tasks involving social and economic rea-
soning. Impairments on similar tasks have been reported in patients who have dysfunction of ventrome-
dial prefrontal cortex. The observed deficits could imply that patients with TS exhibit dysfunction within 
frontostriatal pathways involving this region. 



 
British Neuropsychiatry Association 23rd AGM 

11/12 February 2010 
Institute of Child Health, Central London 

 

 
Programme and Abstract book 

www.bnpa.org.uk 

BNPA Guest Lecture - Day 1, Thursday 11 February  

Chair: Adam Zeman  

ANGELA VINCENT (Hon PhD Bergen) FRCPath FRCP FMedSci is Emeritus Profes-
sor of Neuroimmunology in the University  of Oxford, and an Emeritus Fellow of 
Somerville College.  She still holds an Honorary Consultant position in Immunology 
and runs the Clinical Neuroimmunology service which is an international referral cen-
tre for the measurement of antibodies in neurological diseases.  She and her col-
leagues research into antibody-mediated neurological diseases and collaborate with 
neurologists worldwide. From 2010, she will be spending one day a week at the Insti-
tute of Neurology.  She is an Associate Editor of Brain, was formerly Head of Depart-
ment of Clinical Neurology (2005-2008), and is a Past President of the International 
Society of Neuroimmunology 

 

Abstract 
 
It is well recognized that diseases of the peripheral nervous system can be caused by autoantibodies and 
respond well to immunotherapies associated with a fall in antibody levels.  The best examples are, of 
course, myasthenia gravis and the Lambert Eaton myasthenic syndrome with antibodies to the acetylcho-
line receptor and voltage gated calcium channels respectively.  In addition, Guillain Barre syndrome and 
Miller Fisher syndrome are associated with antibodies to gangliosides such as GM1 or GQ1b, although 
these conditions are not necessarily exclusively antibody-mediated. 
 
Over the last decade it has become clear that there are some CNS diseases strongly associated with spe-
cific antibodies to ion channels or receptors.   Antibodies to GluR3 were first reported in Rasmussen’s en-
cephalitis, a rare but devastating form of childhood epilepsy for which the treatment is often hemispherec-
tomy.   In fact, there are now some doubts about how frequently these antibodies are found in Rasmus-
sen’s (Watson et al Neurology 2005) and they are measured routinely in very few centres.  The general 
conception is that Rasmussen’s is a T cell mediated inflammatory disorder and that the antibodies, if pre-
sent, may not be the primary pathological entity.   
 
Antibodies to voltage-gated potassium channels, of the shaker-type that binds the snake toxin dendrotoxin, 
were first identified in patients with an acquired peripheral nerve hyperexcitability syndrome called Isaac’s 
syndrome or neuromyotonia.  This condition causes muscle twitching, fasciculations and cramps and is 
very uncomfortable but not life-threatening.  It responds well to anti-epileptic drugs such as phenytoin, and 
immunotherapies are seldom required.  Sometimes, however, neuromytonia is associated with autonomic 
dysfunction, sleep disorders, and cognitive impairment.  This triad is usually referred to as Morvan’s syn-
drome (Liguori et al Brain 2001).  Although rare, it is highly interesting since the patients can present with 
such a range of symptoms, and some of their abnormalities reflect psychiatric disorders.  A recent case 
reported by Spinazzi et al (Neurology 2008) illustrates this point.  A 64 year old patient exhibited prominent 
compulsive behaviour with increased catecholamine and serotonin secretion as well as epileptic seizures 
and circadian rhythm suppression.   Brain F-FDG-PET demonstrated markedly increased activity in the 
basal ganglia.  Although the presence of multiple neurological signs suggested an organic disease, the his-
tory was complex and the diagnosis not clear for some time.  Subsequently it was found that VGKC anti-
bodies were clearly raised at 2000 pM, and indeed most of the symptoms and signs reversed following im-
munosuppressive treatment with a marked fall in VGKC antibodies.  Basal ganglia hypermetabolism had 
not preveiously been reported with VGKC antibodies but is found in compulsive and psychotic disorders.  
Thus some of the features of Morvan’s syndrome can mimic psychiatric disease. 
 
 

Update on antibody-mediated neuropsychiatric disorders 
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Much more common is VGKC-antibody associated limbic encephalitis (VGKC-LE) which is now a well-
recognised, most often non-paraneoplastic, form of LE.  The VGKC antibodies are usually >400 pM often 
>3000 pM and fall dramatically following successful immunotherapies.  These may include iv steroids, 
plasma exchange or intravenous immunoglobulins, and long-term high dose oral steroids that can be ta-
pered to nil following clinical improvement.    Most patients present with amnesia and seizures with person-
ality change, but psychiatric presentations are not uncommon (Vincent et al 2004; Harrower et al 2006).  
High signal on MRI in the mesial temporal lobes, often restricted to the hippocampus, is found in the major-
ity of patients.  The cerebrospinal fluid is often unremarkable without oligoclonal bands or increased lym-
phocytes although protein may be slightly raised.  Although the majority of patients do well following treat-
ment, some relapse and anecdotal reports suggest that this may be due to lack of compliance or intoler-
ance to steroids.  On the other hand in some patients steroids clearly increases psychotic features. No 
clear guidelines to alternative therapies exist at this time.  A new development is the finding that many of 
the antibodies to VGKCs are actually directed at other proteins that are complexed with the VGKCs in vivo.  
These new findings and their clinical associations will be described. 
 
Antibodies to glutamic acid decarboxylase are typically found at very high titre in stiff person syndrome.  
The antibodies themselves may not be pathogenic as GAD is an intracellular enzyme rather than a mem-
brane protein.  There may be other antibodies to neuronal cell surface membranes in these patients that 
are the pathogenic entity.  Nevertheless, GAD antibodies are proving to be an important marker of immune-
mediated neurological disease and found in an increasing number of patients with cerebellar ataxia, epi-
lepsy and other neurological syndromes.  Although not yet reported specifically in psychotic syndromes, it is 
well known that stiff person syndrome may be complicated by psychiatric features and it would not be sur-
prising if some patients with psychosis turned out to have this antibody.  Moreover, GAD antibodies can be 
associated with a form of epilepsy and limbic encephalitis, mainly in young females (Malter et al 2009). 
 
A newly described antibody to glycine receptors (GlyR) has been reported in one patient with an exagger-
ated startle response progressing to encephalomyelitis with rigidity and mycolonus (Hutchinson et Neurol-
ogy 2008).   Although only reported in a single case so far, this antibody has recently been found in other 
patients, mainly with a form of stiff person syndrome but some of whom exhibit psychiatric features (Leite, 
Vincent unpublished).  One patient was diagnosed as psychogenic until the antibody was detected and has 
since been treated successfully with immunosuppression (unpublished results). 
 
Finally, the most exciting development is a form of autoimmune encephalitis that seems to present fre-
quently with psychiatric features, although it then usually progresses to a full-blown encephalitis with 
marked movement disorders, mutism, catatonia, seizures and hypothalamic disturbance.  NMDAR antibod-
ies are associated with both paraneoplastic (ovarian tumours in young women) and non-paraneoplastic 
(both sexes but mainly younger patients so far) conditions.  Both do well after treatments (removal of the 
tumour if relevant) although the long-term progrnosis may not be so good in the non-paraneoplastic form 
(Dalmau et al Ann Neurol 2007; Lancet Neurology 2008).   New data from our own cases will be presented. 
 
VGKC, GAD and NMDAR antibodies are now being searched in patients with various form of neuropsy-
chiatric disorders and in a study of first episode psychosis (with Drs Brenda Lennox and Michael Zandi in 
Cambridge).    This and further studies will determine how frequently these antibodies can be responsible 
for psychiatric disorders with obvious treatment and prognostic implications. 
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35-43 Lincoln's Inn Fields 
London 

WC2A 3PE  
Thursday 11th February 2010 6.30 pm—9.30 pm 

 
£25 per person including food & drinks 

Limited availability so book early 
 

The Committee would like to invite members of the BNPA to an evening re-
ception at the Hunterian Gallery.  

In 1799 the government purchased the collection of the surgeon and anatomist John Hunter 
FRS (1728-1793). It was placed in the care of the Company (later the Royal College) of Sur-
geons. Hunter's collection of around 15,000 specimens and preparations formed the nucleus of 
one of the greatest museums of comparative anatomy, pathology, osteology and natural his-
tory in the world. 
The Hunterian Collection today contains approximately 3,500 specimens and preparations 
from John Hunter's original collection. The collection still includes many of Hunter's most famous 
specimens, including those showing his successful ligation of the femoral artery for popliteal 
aneurysm and his experiments on collateral circulation. Other specimens demonstrate Hunter's 
extensive and varied researches on subjects such as bone growth, transplantation and free-
martins. 
Many specimens are associated with other significant figures, such as Joseph Banks, who sup-
plied Hunter with many items; King George III and Queen Charlotte, for whom Hunter prepared 
a selection of specimens for the royal collection at Kew; and Edward Jenner. Also included in 
the collection is the skeleton of Charles Byrne, the 'Irish Giant'. 
 
We look forward to seeing you there. 

 
BOOK YOUR PLACE WHEN REGISTERING FOR THE MEETING  

The British Neuropsychiatry Association  
2010 AGM  

Evening Reception  



 

The Royal College of Surgeons of England 
35-43 Lincoln's Inn Fields 
London 
WC2A 3PE 
United Kingdom 
Tel: 020 7405 3474 
 
The College is centrally located at Lincoln's Inn Fields within easy walk-
ing distance of Holborn (Piccadilly and Central lines) and Temple 
(District and Circle Lines) underground stations. It is a short taxi or or un-
derground journey from most major rail stations. Two NCP car parks are 
situated nearby. 

 
By underground 
The nearest Tube station is Holborn (Piccadilly and Central Lines). It 
takes about 10 minutes to walk from the station to the museum. 
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DAY 2 Friday 12th February 
 
0830-0930 Registration and refreshments 
   
HEAD INJURY. Chair: Alan Carson 
 
0930-0955 A perspective of Head Injury Management and Outcome 
  Sir Graham Teasdale (Chairman of NHS Quality Improvement Scotland)  
 
1000-1025 Rehabilitation for dysexecutive symptoms  
  Jonathan  Evans (Professor of Applied Neuropsychology University of Glasgow)   
 
1030-1100 Refreshments 
 
1100-1125 Epidemiology of mild brain injury  
  David Cassidy (Division of Epidemiology, University of  Toronto)  
 
1130-1155 A Judge's thoughts on the presentation of expert medical evidence in court 
  Lord Malcolm (Judge of the Supreme Court, Scotland)  
 
1200-1300 BNPA 2010 AGM (BNPA members only) 
1200-1400 Lunch 
 
 
NEUROPSYCHIATRY AND THE SELF. Chair: Adam Zeman 
 
1400  Prize Giving 
 
1405-1430 Brain imaging studies of self processing  
  Steven Laureys (Liège University Hospital ) 
 
1430-1455 Self Awareness and Insight in Neuropsychiatric Disorder  
  Anthony David (Institute of Psychiatry, UK)    
 
1500-1600 Personal Identity, Mind and Body 
  Raymond Tallis (Doctor, Philosopher, UK)  
 
1600-1615 Refreshments and Close 
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HEAD INJURY. Chair: Alan Carson 

A perspective of Head Injury Management and Outcome 

Abstract 
Modern understanding and care of head injuries began in the 1960s when artificial ventilation, originating in 
use in polio, was applied to severely injured victims. The impetus to research and advances in manage-
ment is still evolving.  Better understanding of the pathology and patho-physiology of traumatic brain dam-
age identified the fundamental structural and functional components.  The distinction between primary and 
secondary damage pointed to the reduction of avoidable deaths and disability as the target of many efforts 
in management.  Reliable clinical assessment and with the Glasgow Coma Scale, advances in intracranial 
imaging and their combination in guidelines such as those of SIGN and NICE have had clear success in the 
early diagnosis and surgery for intracranial haematoma.  Outcome has also been improved by better man-
agement of extra cranial complications through trauma systems and intensive care.  Despite extensive fun-
damental research, .less progress has been made in the ‘neuroprotective’ management of primary diffuse 
damage resulting from axonal shearing or from the consequences of ischaemic insults  
 
The recognition that survivors of intensive care could face substantial subsequent problems led to the need 
to move beyond mortality as an index of outcome.  The multi-dimensional consequences of brain damage, 
spanning mental, physical and social fields led to the creation of many descriptive systems and classifica-
tions.  It is important to recognise the purpose for which each was introduced.  The Glasgow outcome scale 
was developed to provide a short, simple overview categorisation, particularly applicable to groups of pa-
tients.  The approach has proved valuable in research linking outcome to early severity, in developing pre-
dictive systems and in comparing series of patients managed in different ways.  Its utility has been ad-
vanced by the development of an extended and structured, more consistent approach.  Although initially 
introduced for severe injuries, a prospective study of a representative cohort of all head injuries admitted to 
hospital showed that it is able to portray the consequences of even so called mild injury, including the re-
markably high incidence and persistence of incomplete recovery.  The factors leading to this, the influence 
of adverse ‘emotional indices’ and their potential amelioration are a priority for further research, as is the  
high rate of mortality, which continues for many years after the acute stage. 

PROFESSOR SIR GRAHAM TEASDALE became Chairman of NHS Quality Im-
provement Scotland (NHS QIS) in 2006 after a distinguished career in Neurosur-
gery.  From 1981 to 2003 he was Professor and Head of the Department of Neuro-
surgery, University of Glasgow, and was also Chairman of the University's School 
of Neuroscience and President of the Society of British Neurological Surgeons.  
Prior to joining NHS QIS he was President of the Royal College of Physicians and 
Surgeons of Glasgow.   
He is the author of some 300 refereed publications on topics including the Glasgow 
Coma Scale and the management of head injury.   
 

He is an Honorary International Fellow of the American College of Surgeons and has received a number 
of Honorary Fellowships, degrees and awards from around the world including the Gold Medal of the 
World Federation of Neurosurgical Societies.  He was elected Scot of the Year in Science and Medicine 
in 1996 and was made a Knight Bachelor in the 2006 New Year Honours list for services to Neurosurgery 
and victims of head injuries. 
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Rehabilitation for dysexecutive symptoms. 

Abstract 
Disorders of executive functioning associated with frontal lobe damage have long been recognised as caus-
ing significant disability in people with brain injury and other neurological and psychiatric conditions. Whilst 
the last half-century has seen significant advances in modelling the functional anatomy of the frontal lobes, 
there has been, with one or two notable exceptions, rather less focus on the development of treatment in-
terventions aimed at the rehabilitation of executive dysfunction. In this presentation a series of treatment 
interventions driven by a theoretical model of executive functioning will be described and results from stud-
ies to evaluate the impact of these interventions will be presented. The interventions are related to (i) the 
use of autobiographical memory to support problem solving, (ii) improving the ability to initiate action and 
(iii) increasing the ability to self-monitor task performance and improve goal maintenance. A group based 
intervention which draws upon these interventions and incorporates them within a broad-based attention 
and problem-solving group format will be described and evidence for the effectiveness of this format pre-
sented (Evans, 2009). In the clinical context there are many factors that will influence the selection of ap-
proach to intervention with people who present with dysexecutive symptoms, including levels of insight and 
awareness, severity of the executive impairment, the extent of other cognitive deficits and the nature of re-
habilitation goals. A framework summarising the process of intervention selection taking account of these 
factors will be discussed. Within this framework a distinction is made between interventions that are charac-
terised as ‘self-instructional’ approaches and interventions focused on specific tasks or behaviours. The self
-instructional approaches, aimed at those with more mild-moderate impairments include techniques de-
signed to train cognitive skills/strategies for managing impairments in executive functioning across a range 
of tasks/situations. The more functional approaches, for those with more severe impairments, include exter-
nal aids or environmental modifications designed to compensate for dysexecutive symptoms and support/
prompt appropriate behaviours.  
 
References 
Evans, J.J. (2009) The Cognitive Group, Part 1: Attention and Goal Management. In Wilson, B.A., Gracey, 
F., Evans, J.J. and Bateman, A (2009) Neuropsychological Rehabilitation: Theory, Therapy and Outcomes. 
Cambridge: Cambridge University Press. 

JON EVANS is Professor of Applied Neuropsychology at the University of Glasgow 
and holds honorary clinical appointments with NHS Greater Glasgow and Clyde and 
the Oliver Zangwill Centre for Neuropsychological Rehabilitation in Ely, Cambridge-
shire. Jon was the first Clinical Director of the Oliver Zangwill Centre. He is now Pro-
gramme Director for the MSc in Clinical Neuropsychology programme at the Univer-
sity of Glasgow. Jon has published more than 100 papers, books and book chapters 
in the field of cognitive neuropsychology, neuropsychological assessment and reha-
bilitation. He is Research Digest Editor for the journal Neuropsychological Rehabili-
tation and is a co-author of the Behavioural Assessment of the Dysexecutive Syn-
drome and the Cambridge Prospective Memory Test.  
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Epidemiology of mild brain injury: quality of the scientific evidence 

Abstract 
Background: In 2004, the WHO Collaborating Centre for Neurotrauma, Prevention, Management and Reha-
bilitation Task Force on Mild Traumatic Brain Injury published a supplement to the Journal of Rehabilitation 
Medicine containing a best evidence synthesis of the scientific literature on the epidemiology, diagnosis, 
prognosis and treatment of MTBI. This systematic review focused on the English literature from 1980 to 
2002. Of 38,806 citations identified, 671 contained relevant scientific data. An additional 72 studies were 
identified by other means, totalling 743 studies. Only 42% (313) of these studies were deemed to be scien-
tifically valid.  
 
Aims: My aim is to highlight the main methodological problems observed by the Task Force.  
 
Methods: The MTBI Task Force documented the strengths and limitations of the 743 reviewed studies. In-
formation about the research question, study design, statistical methods, results, biases, strengths and limi-
tations was collected. In addition, the Task Force collected specific information on studies that addressed 
the topics of risk, prognosis, diagnosis and treatment. This information addressed the unique aspects of 
study design (i.e., randomised controlled trial, cohort, case-control, and cross-sectional) and important bi-
ases for each topic of study and design (e.g., selection bias, information bias and confounding).  
 
Results: Studies on the incidence and risk of MTBI gave highly variable estimates that were dependent on 
the case definition (information bias) and the selection of cases (selection bias). Most studies gave an inci-
dence proportion rather than a rate. Many studies were rejected because there was no denominator or 
population at risk identified. There were few studies that calculated the independent effect of risk factors. 
Many were rejected because of confounding. Diagnostic studies suffered from several biases. Few studies 
independently and blindly applied a gold standard reference test in a representative sample of patients 
(selection bias). Ceiling and floor effects were present in various case definitions. Prognostic studies tended 
to be underpowered and not capable of detecting independent effects of prognostic factors. There were few 
randomized controlled trials of interventions for MTBI and most were small in size and inconclusive. Of the 
41 published guidelines reviewed, only five reported a methodology and only three were scientifically ac-
ceptable.  
 
Conclusions: The scientific quality of studies on MTBI was poor up to 2002. Cases and populations at risk 
were poorly defined, studies of risk and prognostic factors did not properly control for confounding factors, 
statistical analyses were crude and underpowered, and there were very few high-quality intervention stud-
ies.  

J. DAVID CASSIDY, PHD, DRMEDSC is the Director of the Centre of Research 
Expertise in Improved Disability Outcomes (CREIDO) at the Toronto Western Hospi-
tal, University Health Network. He is a senior scientist at the Division of Health Care 
and Outcomes Research at the Toronto Western Research Institute and a Professor 
in the Division of Epidemiology at the Dalla Lana School of Public Health at the Uni-
versity of Toronto. His doctoral degrees are in pathology (University of Saskatche-
wan, Canada) and injury epidemiology (Karolinska Institute, Sweden). He has pub-
lished over 200 research papers and chapters in textbooks. His research focus is 
injury epidemiology and work disability prevention. He was the scientific secretary 
for the WHO Collaborating Centre Task Force on Mild Traumatic Brain Injury that 
published its best evidence synthesis as a supplement to the Journal of Rehabilita-

tion Medicine in February 2004. 
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A Judge's thoughts on the presentation of expert medical evidence in court 

Abstract 
“The opinion expressed by an expert witness in any branch of technical science depends for its effect on, 
amongst other things, his qualifications, skill and experience in that science.”   
 
“The function of the expert is not to present ready-made conclusions but to provide the tribunal of fact with 
material on which it can reach its own conclusions.” 
 
“An expert witness should provide independent assistance to the court by way of objective unbiased opin-
ion in relation to matters within his expertise… An expert witness should never assume the role of an advo-
cate.” 
 
“As with judicial or other opinions, what carries weight is the reasoning, not the conclusion.” 
 
These quotations from case law illustrate three essential characteristics of a good expert witness: 
 
1. Relevant specialist knowledge 
2.  Concentration on the educative function 
3. Independence and objectivity. 
 
Most people will find giving evidence in court an uncomfortable, even alarming prospect.  The environment 
is formal and unfamiliar.  The adversarial process can appear hostile in nature and intent.  For a profes-
sional person, a reputation can be on the line.  It may de difficult to obtain non-partisan help in preparing for 
this important role.  In the context of these three essential qualities, the purpose of this short talk is to ad-
dress some of the issues and potential problems in a pragmatic and hopefully reassuring manner. It will 
offer some practical advice based on not only one person’s view from the bench, but also from over 25 
years experience at the bar. 

THE HON LORD MALCOLM (Colin Malcolm Campbell QC LL.D) 
Lord Malcolm was appointed a Judge of the Supreme Court in 2007. He was admitted to the Scottish Bar in 
1977 and appointed Queen’s Counsel in 1990. 
In 2001 he was elected Dean of the Faculty of Advocates, an office he held for three years. Before that he 
had been elected Vice Dean of the Faculty in 1997. He was a founder member of the Judicial Appointments 
Board for Scotland, and served as a part-time member of the Mental Welfare Commission for Scotland. 
Earlier in his career he taught Scots law at the University of Edinburgh and was standing junior counsel to 
the Scottish Development Department. 



 
British Neuropsychiatry Association 23rd AGM 

11/12 February 2010 
Institute of Child Health, Central London 

 

 
Programme and Abstract book 

www.bnpa.org.uk 

Speakers Short Biographies and Abstracts Day 2, Friday 12 February 

Brain imaging studies of self processing  

Abstract 
Recent neuroimaging and electrophysiology studies are illuminating the relationships between awareness 
and: (i) global brain function; (ii) regional brain function; (iii) changes in functional connectivity; and (iv) pri-
mary versus associative cortical activation in response to external stimulation. Is awareness lost when over-
all cortical activity falls below a certain threshold? In the vegetative state, global metabolic activity de-
creases to about 50% of normal levels - similar to what is observed in sleep, anesthesia and coma. How-
ever, it seems that some areas in the brain are more important than others for consciousness. Voxel-based 
statistical analyses have identified a dysfunction in a wide frontoparietal network encompassing the polymo-
dal associative cortices. Consciousness seems not exclusively related to the activity in the frontoparietal 
network but, as importantly, to the functional connectivity within this network and with the thalami. In addi-
tion to measuring resting brain function and connectivity, neuroimaging studies have identified which brain 
areas still “activate” during external stimulation in vegetative patients. Studies using external (noxious or 
auditory) stimulation showed robust activation in subcortical and primary sensory cortex which was how-
ever isolated and dissociated from the frontoparietal cortical network. Of clinical importance, this knowledge 
now permits to improve the diagnosis of patients with disorders of consciousness, which remains very chal-
lenging at the bedside. Current technology now also permits to show command-specific changes in EEG or 
fMRI signals providing motor-independent evidence of conscious thoughts. Such brain computer interfaces 
now permit communication via voluntary EEG or fMRI control, enabling locked-in patients to control their 
surroundings and giving a voice to minimally conscious state patients. 
www.comascience.org 

Steven Laureys graduated as a Medical Doctor from the Vrije Universiteit Brussel, 
Belgium, in 1993. While specializing in neurology he entered a research career and 
obtained his M.Sc. in Pharmaceutical Medicine working on pain and stroke using in 
vivo microdialysis and diffusion MRI in the rat (1997). Drawn by functional neuroi-
maging, he moved to the Cyclotron Research Center at the University of Liège, Bel-
gium, where he obtained his Ph.D. studying residual brain function in the vegetative 
state in 2000. He is board-certified in neurology (1998) and in end-of-life and pallia-
tive medicine (2004). He edited The Boundaries of Consciousness (Elsevier 2005) 
and co-edited The Neurology of Consciousness (Academ0ic Press 2009). He cur-
rently leads the Coma Science Group at the Cyclotron Research Centre of the Uni-
versity of Liège, Belgium. He is clinical professor of neurology, at the Liège Univer-

sity Hospital and Senior Research Associate at the National Fund for Scientific Research. Since 2008, 
Laureys is chair of the European Neurological Society Subcommittee on Coma and Disorders of Con-
sciousness [2] and since 2009 he is invited professor at the Royal Academy of Belgium. His team assesses 
the recovery of neurological disability and of neuronal plasticity in severely brain damaged patients with 
altered states of consciousness by means of multimodal functional neuroimaging. It aims at characterizing 
the brain structure and the residual cerebral function in patients who survive a severe brain injury: patients 
in coma, vegetative state, minimally conscious state and locked in syndrome. The importance of this project 
is twofold. First, these patients represent a problem in terms of diagnosis, prognosis, treatment and daily 
management. Second, these patients offer the opportunity to explore human consciousness, which is pres-
ently one major conundrum neurosciences have to solve. Indeed, these patients present a complete, nearly 
graded, range of conscious states from unconsciousness (coma) to full awareness (locked-in syndrome). 
This research confronts clinical expertise and bedside behavioral evaluation of altered states of conscious-
ness with state-of-the-art multimodal imaging combining the information from positron emission tomography 
(PET), functional magnetic resonance imaging (fMRI), structural MRI, electroencephalography (EEG), 
event related potential (ERP) and transcranial magnetic stimulation (TMS) data. 
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Self Awareness and Insight in Neuropsychiatric Disorders 

Abstract 
The awareness of one’s self as a unique sentient agent might be thought of as fundamental to mental 
health. Though disrupted in most if not all psychiatric disorders, it is the hallmark of depersonalisation disor-
der. This is a non-psychotic condition in which sufferers feel themselves to be ‘unreal’ in some way and that 
their experience of the world is also unreal. Evidence suggests that part of the problem may be due to sup-
pression of physiological arousal especially in response to emotion which interrupts the experience of a 
vital sense of self and that this maps on to lateral prefrontal and insula systems. Insight in neuropsychiatry 
may be thought of as a particular kind of self awareness involving the appraisal and judgement on whether 
one’s functions or experiences are pathological in some way. A midline cortical system has been identified 
as critical for self-appraisal. Lack of awareness of illness or deficits has been studied in patients with for 
example: schizophrenia, Alzheimer’s disease and brain injury. Unawareness may apply to several domains 
such as social behaviour, psychopathology, memory and executive function and can be measured by differ-
ent methods including discrepancy scores between patients’ own and others’ ratings. Our research has 
shown that patient groups with varying levels of deficit in each domain show varying levels of awareness. 
Low mood and executive impairment is associated with lack of insight in all groups while insight into mem-
ory deficits is closely tied to memory deficits themselves.  We can conclude that insight is multidimensional 
and domain specific but that it also has associations which are common across domains and disorders. The 
sense of self and awareness that one is ill or impaired appear to be separate phenomena and may relate to 
lateral and medial frontal executive systems, respectively. 

PROFESSOR ANTHONY DAVID 
Anthony David graduated in medicine from Glasgow University in 1980 and trained 
in neurology before entering psychiatry at the Maudsley Hospital, London.  He also 
has a Masters degree in Cognitive Neuropsychology.  He has been an honorary 
consultant at the Maudsley since 1990 and was awarded a personal chair from the 
Institute of Psychiatry and GKT School of Medicine in 1996. 
 
Professor David has a wide and diverse range of research interests including 
schizophrenia, neuropsychiatry, medically unexplained syndromes and neuroimag-
ing – both structural and functional.  He is especially interested in the concept of 
insight in schizophrenia and how this relates to treatment compliance. Professor 

David is a Fellow of the Royal College of Physicians, the Royal College of Psychiatrists and the Academy 
of Medical Sciences.  He is a member of the Experimental Psychology Society and a founder member of 
both the British Neuropsychological Society and British Neuropsychiatry Association and was Chairman to 
the latter from 2004-7. He is also an associate director of the UK Mental Health Research Network. 
 
Professor David is editor of the journal “Cognitive Neuropsychiatry” and has published several books in-
cluding The Neuropsychology of Schizophrenia (1994) with J Cutting, Disorders of Brain and Mind (1998) 
with M Ron, The Self in Neuroscience and Psychiatry (2003) with T Kircher, and Insight and Psychosis (2nd 
Ed) (2004) with X Amador.  He is author of over 350 publications in peer reviewed medical and scientific 
journals. 
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Personal Identity: Mind, Body, Community 

Abstract 
Many of the difficulties of pinning down personal identity result from conflating different aspects of this 
rather complex notion. We need to tease out these  different aspects so that we shall see it in the round, 
and grasp what is fundamental, what underpins all the various aspects of identity that are highlighted in dif-
ferent circumstances.  
First, there is my sense of who and what I am at any given time; and, secondly,  there is my sense of being 
the same who or the same what  over time. These subjective dimensions in turn have many elements, and I 
will examine  these. I will argue that this question about the endurance of personal identity over time, while 
important, and a main theme of this talk, is not the fundamental question. Fully to address it, to grasp the 
essence of personal identity, we need to understand  the sense of self, at any particular time.  
There are also what we might call ‘external’ aspects of identity: those characteristics by which I am identi-
fied and classified by others, or by myself, taking an objective view on myself. It is these that supply  objec-
tive criteria for my being counted, recognized, acknowledged as such and such a kind of person and as the  
same person on different occasions. They are closer to what is utilized in identification. They underpin my 
claim to be identical with Raymond Tallis, a person others have met before, of whom certain things can be 
expected, who has rights, duties, possessions and so on. Identity cards underline the link between identity 
and entitlements.  These external aspects also fall short of being fundamental: they would not have any 
meaning without the subjective aspect of identity.  
The (in my view erroneous) primary focus on identity over time and (the equally erroneous) focus on exter-
nal criteria for identity both  distract from the core of the matter – the experience ‘That I am..’ . It explains, 
what is more, the tendency among some contemporary philosophers, to reduce personal identity to imper-
sonal facts; to imagine that a third-person account  will reveal the true nature of first-person being.  
Once this is appreciated, it will be seen that personal identity requires not only psychological continuity but 
also bodily stability. The talk will put forward an account of personal identity that combines both of these 
features. 

RAYMOND COURTENEY TALLIS 
BM BCh MA FRCP LittD (Hon Causa) DLItt (Hon Causa) F Med Sci   FRSA  
Raymond Tallis was Professor of Geriatric Medicine at the University of Manches-
ter and a consultant  physician in Health Care of  the  Elderly  in Salford. Most of 
his 200 research publications are in the field of neurology of old age (epilepsy and 
stroke) and neurological rehabilitation.   
 
In 2002 he was awarded the Dhole Eddlestone Prize; in 2006 the Founders Medal 
of the British Geriatrics Society; and in 2007, the Lord Cohen Gold Medal for Re-
search into Ageing.  

 
He has published fiction, three volumes of poetry, and 18 books on the philosophy of mind, philosophical 
anthropology, literary theory, the nature of art,  and cultural criticism.  These offer a critique of current pre-
dominant intellectual trends and an alternative understanding of human consciousness, the nature of lan-
guage and of what it is to be a human being.   
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3. What was your overall impression of this event?  
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Session 1: Encephalopathy and Delirium      

Session 2: Head Injury       
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Session 1:  Encephalopathy and Delirium      
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Month of birth of people attending a Tourette Syndrome clinic  
Griffiths B.J., Hafez A., Stern J.S.  
jestern@sgul.ac.uk  
 
Growth, weight and neuroleptics in children with Tourette Syndrome 
Griffiths J, Stern JS, Simmons H  
jestern@sgul.ac.uk  
 
Carer Burden and Distress in Apathy and Impulsivity in Parkinson's  
Vijay Harbishettar (presenter), Iracema Leroi, Michelle Andrews, Katherine McDonald, Jane Byrne 
and Alistair Burns  
Michelle.andrews@nhs.net  
 
Tourette syndrome associated with loss of the IMMP2L gene. 
Isurima Katuwawela, Hugh Rickards, Andrea E. Cavanna  
isu6@doctors.org.uk  
 
Personality Style in Parkinson's Disease with Impulsivity and Apathy  
Iracema Leroi (presenter), Esther Chilman, Michelle Andrews, Katherine McDonald, Jane Byrne 
and Alistair Burns  
Michelle.andrews@nhs.net  
 
Screening for anxiety and depression in epilepsy- preliminary findings 
Rampling J, Jackson J, Docker J, Von Oertzen T, Cock H, Mitchell AJ, Agrawal N  
jmr@doctors.net.uk  
 
The Birmingham Joint Motor Disorder Clinic: A descriptive study 
Louise Savage, Nick Tarrant, Dr H Rickards, Dr H Pall  
nrt609@bham.ac.uk  
 
Colour-dependent modulation of the pupillary light reflex: interaction with clonidine 
Professor E. Szabadi 
elemer.szabadi@nottingham.ac.uk 
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1. Month of birth of people attending a Tourette Syndrome clinic 
 Griffiths B.J., Hafez A., Stern J.S. jestern@sgul.ac.uk  
AIMS: Tourette syndrome is known to be usually familial (if the wider phenotype is considered) but the un-
derlying genetic mechanism is still unknown whilst putative environmental factors increasing vulnerability 
are unknown or unproven. Hypotheses include perinatal difficulties and infection with Group A Streptococ-
cus. There are examples of seasonality of birth as a proxy for early life environmental factors being relevant 
to disease causation. The aim of this study was to investigate whether the month of birth of patients with 
Tourette syndrome varies from the expected distribution.  
METHODS - Data on month of birth were collected as part of a database of 240 Tourette Syndrome pa-
tients attending a specialist clinic for children and adults. A dataset of all recorded births in the United King-
dom from 1941 to 2000 was used for comparison with the expected seasonality of births. The number of 
births for each month were compared with the total of the other 11 months for cases and controls using a 
2x2 Chi Squared test. Outcomes for months that appeared significantly different from the expected number 
were tested using a P-value adjusted for multiple comparisons with a Bonferroni correction.  
RESULTS - A degree of variation from the expected numbers for each predicted birth compared to national 
birth figures was observed, with peaks occurring in February and August and troughs in March and Sep-
tember. However, there did not appear to be an obvious seasonal trend and the observed variation in the 
sample was statistically insignificant for all months.  
CONCLUSIONS - No significant variation from the fluctuations seen in national birth data was observed for 
the month of birth of patients with Tourette syndrome. This suggests that seasonal environmental factors 
during foetal development or early life are unlikely to contribute to an increased risk of Tourette syndrome. 
 
2. Growth, weight and neuroleptics in children with Tourette Syndrome  
 Griffiths J, Stern JS, Simmons H jestern@sgul.ac.uk  
AIMS: Children with Tourette syndrome are frequently given neuroleptics to suppress tics. These agents 
are generally associated with weight gain and other metabolic consequences which would clearly be of par-
ticular concern in this population. We examined weight and BMI data in cohort of children attending a spe-
cialist clinic.  
METHODS - The records of 133 children with Tourette syndrome were examined. Weight, height and BMI 
were recorded for all patients at first consultation, and for 32 of these patients longitudinal growth data for 
over a year was available. The major limitation was the unexpected patchiness of the records. Patients 
were subdivided into groups dependant on the treatment they had received – No treatment (n=18), neuro-
leptics, aripiprazole only and treatment for other co-morbidities. Each weight or height measurement was 
compared to standardized scores according to British 1990 Growth Reference Data using calculation of a Z
-score relative to the 50th centile.  
RESULTS - Of the 133 patients 102 were male and 25 were females all under the age of 18 (mean age 
14.02 [SD 3.6]). Of those, 45 had been treated with neuroleptics, 59 had not received drug treatment prior 
or subsequent to first visit and 29 had been treated for other co-morbidities.  
Untreated patients had slightly increased height, weight and BMI baseline average z-scores (0.43, 0.62, 
and 0.89 respectively) at initial consultation and these values were also similar for those already taking neu-
roleptics. For patients with longitudinal data of greater than one year (n=32) a t-test between those taking 
neuroleptics (18) and no medication (14) comparing changes in z-score from baseline to follow-up for 
height weight and BMI did not demonstrate any significant differences. Of those taking neuroleptics 6 were 
prescribed aripiprazole and had not been exposed previously to other agents. This group similarly showed 
no significant changes in their growth characteristics.  
CONCLUSIONS - Children with medicated or unmedicated TS are slightly heavier at baseline than control 
data, a finding whose significance is hard to interpret. These children when given neuroleptics don’t in this 
modest sample appear to suffer from the significant weight gain beyond their expected growth curve re-
ported in the general neuroleptic literature and the same applied to the newer agent aripiprazole which for 
which there is evidence that weight gain is less common than with alternative drugs. Whilst clearly limited 
by a lack of longitudinal data this study provides preliminary indication that at the generally low doses that 
are used for treating tics in children, neuroleptics may not cause significant weight gain in the majority of 
patients. 
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3. Carer Burden and Distress in Apathy and Impulsivity in Parkinson's Disease.  
 Vijay Harbishettar (presenter), Iracema Leroi, Michelle Andrews, Katherine McDonald, Jane Byrne 
 and Alistair Burns Michelle.andrews@nhs.net  
 
AIMS - Carer distress in Parkinson’s disease (PD) has been associated with psychiatric symptoms and lev-
els of disability and disease severity in the PD sufferer. The specific contribution of behavioural phenotype 
in PD (impulsive vs apathetic) to carer burden has not yet been fully explored.  
 
METHODS - Non-demented (n=71) PD sufferer-carer dyads (spouse or child) were examined on various 
measures. The PD sufferers were divided into three behavioural groups: impulse control disorder (ICD)
(n=21); apathy (n=22); and controls (n=28). Carer burden was rated using the Zarit Burden Scale and carer 
distress was determined from the Neuropsychiatric Inventory. PD sufferers were assessed for levels of dis-
ability, quality of life, clinical (motor and psychiatric), demographic variables and cognitive function. Correla-
tions between variables were sought.  
 
RESULTS - The three behavioural groups differed significantly on measures of carer burden, with the ICD 
and apathy group carers’ having a greater burden of care. The PD groups differed significantly in levels of 
disability, psychiatric morbidity, cognitive functioning and clinical variables. Strong correlations were found 
between measures of psychiatric morbidity and carer burden (UPDRS Mental dysfunction score: ρ=.453, 
p<.001) and distress (Global Assessment of Functioning: ρ=-.636, p<.001).  
 
CONCLUSIONS - Carer burden and distress differ according to behavioural phenotype, which appears to 
be driven by differences across several clinical factors. 
CALL FOR ABSTRACTS Deadline 31 October 2009  
 
4. Tourette syndrome associated with loss of the IMMP2L gene. 
 Isurima Katuwawela, Hugh Rickards, Andrea E. Cavanna isu6@doctors.org.uk  
 
AIMS - Tourette Syndrome (TS) is a neurodevelopmental tic disorder with a strong hereditary component. 
Little is known about the role of genetic lesions in the development of TS.  
 
METHODS - We provide a clinical and genetic description of a case of TS related to chromosomal translo-
cation, along with a brief discussion and literature review.  
 
RESULTS - An 18 year old male with TS and moderate learning disability was referred to the specialist TS 
clinic at the Department of Neuropsychiatry, Birmingham, for assessment and further management. Motor 
tics began at 11 years and vocal tics at 15. Tic-related symptoms included echolalia and palilalia. The pa-
tient also showed specific obsessive-compulsive behaviours, including excessive orderliness and rigid rou-
tines. His family history was positive for OCD and autism, but not for tics. His original karyotype analysis 
showed a balanced 2;7 chromosomal translocation (de-novo) of uncertain significance. Recent microarray 
analysis demonstrated a microdeletion of 7q31.1 containing the IMMP2L and FOXP2 genes.  
 
CONCLUSIONS - IMMP2L mutation has been reported in autism and ADHD. The association with TS has 
been described only once previously. However in the previous report IMMP2L inactivation was due to an 
inverted duplication, whereas we observed an unbalanced translocation with microdeletion, illustrating ge-
netic heterogeneity. 
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5. Personality Style in Parkinson's Disease with Impulsivity and Apathy 
 Iracema Leroi (presenter), Esther Chilman, Michelle Andrews, Katherine McDonald, Jane Byrne and 
 Alistair Burns  Michelle.andrews@nhs.net  
 
AIMS - Behavioural manifestations in Parkinson’s disease (PD), such as impulsivity or apathy, are most 
likely driven by differing patterns of predisposing risk factors, including premorbid and current personality 
traits.  
This study explores associations of premorbid and current personality traits in PD sufferers with different 
behavioural syndromes, from the sufferer and carer perspectives.  
 
METHODS - This is a cross-sectional descriptive study of 94 non-demented PD sufferers with clinically sig-
nificant apathy, impulse control disorder, or neither. Each participant was administered the 60-item NEO-
FFI, a measure of premorbid and current personality functioning, for self- and carer-rated scores. Relation-
ships with other clinical variables were explored. Analysis included comparisons of mean NEO-FFI scores 
using ANOVA/Kruskall-Wallis. Correlations between personality scores from the carer and the PD sufferer 
were sought.  
 
RESULTS - The PD sufferers with impulse control disorder scored higher on neuroticism, extraversion & 
openness but lower on agreeableness compared to apathy and control-PD group. Carer ratings of person-
ality correlated on all but one personality trait for the apathy group, but correlations between rater-type in 
the other two groups were not found. Premorbid and current personality ratings across the entire group cor-
related on all but two of the personality traits.  
 
CONCLUSIONS - Differences in personality style in the PD sufferers with impulse control disorder com-
pared to other PD sufferers exist. Some changes in personality from the pre-motor to the clinical stage exist 
in PD. 
 
6. Screening for anxiety and depression in epilepsy- preliminary findings  
 Rampling J, Jackson J, Docker J, Von Oertzen T, Cock H, Mitchell AJ, Agrawal N 
 jmr@doctors.net.uk  
 
AIMS - Anxiety and depression are more common in people with epilepsy than the general population and 
are associated with poor quality of life. This study aims to study the performance of a short non-verbal 
screening tool (revised emotional thermometer (ET) tool) for these conditions which are under-identified 
and undertreated in the epileptic patient group.  
 
METHODS - A total of 122 people (53% female, 66% White British, age range 16-89, mean 39.6) attending 
the epilepsy clinic at Atkinson Morley Neurosciences centre completed five screening tools for anxiety and 
depression (NDDI-E; MDI; BDI-II; HADS; Revised Emotional Thermometers). These scales were scored 
and for depression BDI-II, NDDI-E, MDI, HADS depression and ET were compared whilst for anxiety HADS
-anxiety and ET were compared.  
 
RESULTS - The preliminary results for screening of depression suggest that the revised ET is a potentially 
useful tool with 44% of patients responding with clinically significant scores. This is comparable to the BDI-II 
(43%) and NDDI-E (35%). The MDI identified 19% of cases fulfilling ICD-10 diagnostic criteria for depres-
sion. Based on this sensitivity of all the tools is comparable (NDDI-E 96%, BDI 96%, ET 83%, HADS 70%). 
In screening for anxiety, the proportion of patients scoring positive for anxiety from ET are comparable with 
HADS (53% vs 48%).  
 
CONCLUSIONS - Results so far suggest that a brief non-verbal screening instrument (revised ET tool) may 
be useful in screening for anxiety and depression in patients with epilepsy. Further analysis of data is re-
quired to assess the sensitivity and specificity of this instrument and its overall usefulness in this population.  
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7. The Birmingham Joint Motor Disorder Clinic: A descriptive study  
 Louise Savage, Nick Tarrant, Dr H Rickards, Dr H Pall nrt609@bham.ac.uk  
AIMS - A joint motor disorder and psychiatry clinic is held at the Queen Elizabeth Hospital, Birmingham, 
once monthly. This descriptive study was designed to focus on three main areas:  
• Referrals to the clinic: who is referred and for what reasons  
• What happened in the clinic: diagnoses made and management options  
• What happened after the clinic: patient follow-up.  
METHODS - Data was available for 260 clinic appointments, which, after removal of duplicate entries for 
patients who attended more than one appointment, resulted in a list of 123 patients. Medical notes were 
requested and, where unavailable, electronic clinical letters were sought. Two authors (LS and NT) col-
lected data individually and, where clarification was required, both authors performed data collection and a 
consensus was reached. Data was entered onto Microsoft Excel for Mac 2008, and data analysis was per-
formed using SPSS version 17 for Mac.  
RESULTS - Of the 123 patients identified, 61% were male (mean age at referral 49.5 years). Neurologists 
referred over 50% of patients, and psychiatrists 27%. Approximately half of all patients referred had a previ-
ous psychiatric history; depression was most common.  
Parkinson’s disease-related problems made up over a third of referrals (mainly psychosis and depression), 
and this group had a higher mean age at referral (62.5 years). Conditions related to Parkinson’s disease 
accounted for 36% of diagnoses, and functional motor disorders 22%.  
The clinic made interventions (predominantly pharmacological at 53.6%) in approximately two-thirds of pa-
tients. Non-pharmacological therapies accounted for 10% of management decisions. A quarter of patients 
were discharged after one appointment, a third of whom were diagnosed with functional motor disorder. 
Sixteen per cent were discharged at a later date. The largest proportion of patients was still under follow up 
at the time of data collection.  
CONCLUSIONS - Two groups of patients were heavily represented in this clinic: patients with Parkinson’s 
disease and those with functional motor disorders. The two populations differ in many aspects, from demo-
graphics to treatment and management.  
Overall, the clinic has a higher prevalence of previous psychiatric illness than one would expect in the gen-
eral population. While this is understandable as the clinic is jointly run by a neuropsychiatrist, the patient’s 
previous history of psychiatric illness did not necessarily directly relate to their reason for referral.  
Interventions were made in approximately two-thirds of cases, with pharmacological strategies being the 
most common. Treatment groups varied with respect to age, sex and diagnoses, i.e. patients with Parkin-
son’s disease featured heavily in the pharmacological group, whereas patients with functional motor disor-
ders were more represented in the non-pharmacological group.  
 
8. Colour-dependent modulation of the pupillary light reflex: interaction with clonidine 
 E. Szabadi, A. Biswas, R. W. Langley, C. M. Bradshaw elemer.szabadi@nottingham.ac.uk 
AIMS: Short-wave length (blue) light is more effective in evoking the pupillary light reflex than long-wave 
length (red/orange) light, due to the stimulation of melanopsin-containing photoreceptors on retinal ganglion 
cells by blue light. The α2-adrenoceptor agonist clonidine “switches off” central noradrenergic neurones, 
thus reducing sympathetic outflow to the iris. We compared the effects of clonidine on “blue” and “orange” 
pupillary responses. 
METHODS: Sixteen healthy male volunteers participated, double-blind, in two (clonidine 0.2 mg, placebo) 
sessions. The right pupil was stimulated with blue (472 nm) and orange (607 nm) light pulses (30 s) 
matched for intensity (10, 100, 1000 Cd m-2), and initial (maximum constriction during first 2 s) and sus-
tained (mean constriction during subsequent 28 s) responses were measured. Alertness and autonomic 
functions were also assessed. Data were analysed with ANOVA; significance criterion p<0.05. 
RESULTS: Blue light evoked larger responses than orange light. Clonidine equally enhanced sustained 
pupil constriction to blue and orange light, whereas it had no effect on initial constriction. Clonidine reduced 
alertness, salivation and blood pressure, consistent with its sedative and sympatholytic effects. 
CONCLUSIONS: The enhancement of sustained pupil constriction to light by clonidine indicates synergism 
between the sympatholytic effects of light and clonidine. The equal effect of clonidine on “blue” and 
“orange” responses is consistent with the view that both responses are channelled via the same route, i.e., 
melanopsin-containing ganglion cells.  
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Name  
1. The Society shall be called "The British Neuropsychiatry Association" ("BNPA").  
 
Object  
2. The object of the Association is to provide a forum for the exchange of ideas and to encourage cross- 
disciplinary discussion of clinical and academic issues of common interest within the fields of psychiatry,  
neurology and neuropsychology.  
 
Membership  
3. The Association shall consist of Ordinary, Junior, Overseas, Honorary and Retired Members.  
 
4. Ordinary - Membership is open to medical practitioners, postgraduate psychologists working in clinical or experimental fields 
related to psychiatry or neurology, professions allied to medicine, and postgraduate laboratory workers in the neurosciences, 
resident and working in the U.K.  
 
5. Junior – Junior members should be 30 years of age or under at the time of joining. They will pay a reduced  
membership rate of £10 per annum for a maximum period of 3 years. After the 3 year period their membership subscription will 
increase to the Ordinary membership rate of £35 per annum.  
 
6. Overseas - Overseas members  are expected to be medical practitioners, postgraduate psychologists or basic scientists 
working abroad in clinical or experimental fields relevant to neuropsychiatry.  Overseas members would normally be expected to 
have an interest in British neuropsychiatry.  
 
7. Honorary - Honorary membership may be offered by the committee to:  
(i) Any member whose exceptional service, for instance in serving on the Committee, is regarded by the Committee as warranting 
this honor.  
(ii) Non-members from outside the UK who have made distinguished contributions to neuropsychiatry and to the activities of the 
BNPA.  
Honorary members receive the benefits and communications of membership and are charged no fee.  
 
8. Retired -Members on reaching the age of 65 or on prior retirement from hospital or academic appointment, shall cease to be 
paying members at the beginning of the following January and may become Retired Members enjoying benefit of membership 
without payment of subscription.  
 
9. Applications for membership should be addressed to the Secretary, must be supported by a c.v. and require a letter from a 
proposer from within the membership. Any prospective member who is unable to find a proposer may write to the Secretary, who 
may propose the applicant or advise accordingly.  
 
Subscription  
10. The annual subscription is payable on the 1st January each year. The amount due is reviewed and decided by the Committee 
in the light of the financial situation of the Association and after taking advice from the Treasurer. The subscription shall then be 
ratified at the next Annual General Meeting of the Association. Failure to renew/pay by the 31st December of the year in which 
subscriptions fall due, will result in the member’s name being taken off the mailing list, and membership of the Association shall 
be deemed to have ceased. UK Members -Standard rate subscriptions shall be paid only by direct debit with effect from 1 
January 2002. If by 1 January 2002 current members have not provided a direct debit form, or they wish to continue paying by 
standing order or cheque, a surcharge of £20 on the agreed membership fee will be payable. This arrangement will apply to new 
as well as existing members. Overseas members – may continue to pay by cheque if direct debit arrangements are impossible 
and will not be charged any penalty.  
 
Officers and Committee  
11. The Committee shall consist of the Officers (the Chairman, Secretary and Treasurer) and at least four other  
members. The composition of the Committee shall reflect the objectives of the Association and, broadly, the membership of the 
Association. The Officers and Committee Members shall be nominated by the Committee and elected by the Association at the 
Annual General Meeting.  
 
12. The Committee has the power to appoint new committee members until the next Annual General Meeting, if these people are 
appointed to fill vacancies.  
 
13. The number of Committee members forming a quorum at Committee meetings to validate decisions should be four.  
 



14. The Chairman of the Neuropsychiatry Special Interest Group of the Royal College of Psychiatrists should be an ex-officio 
member of the Committee.  
 
15. Any member may suggest nominations for membership of the Committee in writing to the Secretary. This must be done at 
least eight weeks before the Annual General Meeting and must include notification of the consent of the member nominated.  
 
16. The office of Chairman shall be tenured for up to three years followed by the option of twelve months as an ex-officio member 
of the Committee.  
 
17. The Secretary and Treasurer shall be elected annually, and shall be eligible for re-election.  
 
18. Committee members will hold office for at least three years, but a further year could be added to make sure that only one 
Committee member retires in a given year. Retiring Committee members shall not be eligible for re-election until three years have 
elapsed.  
 
Scientific Meetings and Annual General Meeting  
19. At least three weeks before the Annual General Meeting the Secretary shall send to each Member notification of the names 
of the Officers and Committee Members who the Committee nominate for the ensuing year.  
 
20. The Treasurer shall provide a report on the finances of the Association at the Annual General Meeting. Full accounts are 
available on request and copies will be made available to those attending the Annual General Meeting.  
 
21. There shall be at least one meeting annually, plus other occasional meetings with other learned societies, to be held at a time 
and place determined by the Committee. The content and the location of the future meetings shall be discussed at the Annual 
General Meeting. Meetings shall normally last for one/two days and shall consist of presentations from invited speakers plus 
scientific and clinical communications from members and discussion ensuing there from.  
 
22. The business of the Association shall be transacted at the Annual General Meeting.  
 
23. The programme of invited speakers for Scientific meetings shall be arranged by the Committee and circulated to the 
Members at least three months prior to each meeting. At which time members shall be encouraged to submit short original 
scientific papers or single case videos for inclusion in the member's forum.  
 
24. The speakers at the meetings may include invited experts who are not members of the Association. Speakers shall be paid 
traveling expenses and may attend the meeting at no cost to themselves for accommodation and refreshments.  
 
25. No reporter shall be present at the meetings and no account of the proceedings shall be sent to non-medical journals or 
newspapers, except by special resolution of the Committee.  
 
26. Speakers shall be asked to prepare brief abstracts of their communications which shall be published at present in "The 
Journal of Neurology, Neurosurgery and Psychiatry". Other than this, speakers shall be at liberty to publish their communications 
when and where they please.  
 
Other Rules  
27. No alteration shall be made in the Rules except at the Annual General Meeting and unless proposed by the Committee or by 
at least ten members in writing. Notice of the proposed change shall be given to every member before the meeting at which it is 
to be brought forward.  
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