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Royal College of Psychiatrists  
Section of Neuropsychiatry and  
The British Neuropsychiatry Association  
9 February 2011  -  SLEEP  
  
 

0830-0930 Registration and refreshments 
 
0930-1015 The Neurobiology of Sleep 
   Elemer Szabadi (UK) 
 
1015-1100 Restless legs, periodic limb movements and breathing  
   problems        
   Adrian Williams (UK) 
 
1100-1130 Refreshments 
 
1130-1215 Narcolepsy and parasomnias 
   Sofia Eriksson (UK) 
 
1215-1300 Circadian rhythms and their disorders 
   Katharina Wulff (UK) 
 
1300-1400 Lunch 
 
1400-1445 Assessment of Sleep Disorders in Psychiatric Practice 
   Hugh Selsick (UK) 
 
1445-1530 The psychological management of sleep problems 
   Colin Espie (UK) 
 
1530-1600 Refreshments 
 
1600-1645 The pharmacological management of sleep problems:  
   BAP Guidelines -  Sue Wilson (UK) 
 
 
   CLOSE 
 
 

Co-Chairs: Hugh Selsick/Howard Ring 
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Speakers Short Biographies and Abstracts Wednesday 9  February  

Elemer Szabadi is Professor Emeritus of Psychiatry and Consultant Psychiatrist at the  
University of Nottingham. His clinical qualifications are MD (Budapest), DipNeurol 
(Budapest),FRCPsych (London), and his research qualifications are PhD (Edinburgh), DSc 
(Manchester). He was trained in Medicine at Semmelweis University Medical School in Bu-
dapest, where he obtained a post-graduate qualification in Neurology. In 1969, he moved 
to Edinburgh where he was engaged in full-time laboratory research in electrophysiology 
for six years. In 1974, he became a member of the Royal College of Psychiatrists. In 1975, 

he moved to Manchester where he held academic appointments in Clinical Psychiatry until 1990, when he 
was appointed Professor of Psychiatry and Head of Department at the University of Nottingham. In 2004, 
he retired from his University appointment, but continued in full-time research as Professor Emeritus. He is 
also continuing to provide a clinical assessment service in Neuropsychiatry. His current research inter-
ests are in the field of psychopharmacology (sleep/arousal mechanisms and autonomic regulation in hu-
mans, neurobiology of timing in experimental animals). 

Abstract  
 
It has been established in the course of the past decade that the level of arousal at any time reflects an 
intricate interplay between a number of distinct wakefulness-promoting and sleep-promoting nuclei lo-
cated in the hypothalamus/thalamus and brainstem. All these nuclei are associated with distinct neuro-
transmitters. Wakefulness-promoting nuclei include the tuberomamillary nucleus (histamine) and the lat-
eral hypothalamic/perifornical area (orexin) of the hypothalamus, the intralaminar neurones of the thala-
mus (glutamate), and a number of monoaminergic nuclei in the brainstem (raphe nuclei: serotonin, locus 
coeruleus: noradrenaline, ventral tegmental area of mid-brain: dopamine), and the pedunculo-pontine 
tegmental nucleus (PPT: acetylcholine). The major sleep-promoting nucleus is the ventrolateral preoptic 
nucleus of the hypothalamus (VLPO) utilising GABA. During wakefulness the wakefulness-promoting nu-
clei are active, whereas the VLPO is quiescent, and the reverse pattern operates during sleep. While the 
VLPO is active during slow-wave sleep, rapid eye movement sleep is associated with the activation of 
some cholinergic neurones in the PPT. The alternation between states of wakefulness and sleep shows a 
circadian pattern, which is regulated by the “internal clock” of the hypothalamus (suprachiasmatic nucleus 
(SCN)). Light has a profound effect on the sleep/wakefulness cycle by aligning it to the night/day cycle 
(“photoentrainment”). Light also has a direct acute effect on the level of arousal, being sleep-promoting in 
nocturnal animals and wakefulness-promoting in diurnal animals. The effect of light on the level of arousal 
is mediated by the recently discovered intrinsically photosensitive ganglion cells of the retina, which oper-
ate via the photopigment melanopsin. These ganglion cells give rise to the retino-hypothalamic tract, 
which projects to the VLPO and the SCN. The SCN, on the other hand, sends excitatory projections to 
some wakefulness-promoting nuclei (locus coeruleus, orexin neurones of the lateral hypothalamus). In 
both nocturnal and diurnal animals the stimulation of the VLPO via light has a sleep-promoting effect, 
which, however, is likely to be superseded by the wakefulness-promoting effect of the stimulation of the 
SCN in diurnal animals. Light exerts an additional alerting effect by inhibiting the synthesis of the sleep-
promoting hormone melatonin. Drugs can modify the activity of the sleep/arousal network by interacting 
with either sleep-promoting or wakefulness-promoting neurones. Agonists of the sleep-promoting system 
reduce and antagonists increase the level of arousal, whereas agonists of the wakefulness-promoting 
system increase and antagonists decrease the level of arousal. Thus, for example, drugs used for the 
treatment of insomnia are either agonists of the GABA-containing sleep promoting system, or antagonists 
of the monoaminergic and orexinergic wakefulness-promoting arousal systems.   

THE NEUROBIOLOGY OF SLEEP 

 

Elemer Szabadi  
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RESTLESS LEGS, PERIODIC LIMB MOVEMENTS AND BREATHING PROBLEMS 

Adrian Williams graduated from University College Hospital, London and, after training in General 
Medicine there, took up a lectureship at The Cardiothoracic Institute, Brompton Hospital, investigat-
ing the pulmonary changes associated with chronic liver disease. In 1975 Dr Williams was recruited 
to Harvard Medical School, Boston where his interest in sleep began with the investigation of Sud-
den Infant Death Syndrome (S.I.D.S.) and publication of a definitive study implicating obstructive 
sleep apnoea (OSA) as one cause of this syndrome.   
 An invitation to the University of California at Los Angeles in 1977 to take up a post as 

Chest Physician allowed this early interest in OSA in infants to extend into adult patients with the very first reports of 
OSA causing hypertension, and of oximetry as a natural diagnostic tool. In 1985 Dr Williams became tenured Profes-
sor of Medicine at UCLA and co-director of the UCLA Sleep Laboratory. 
As Sleep Medicine gelled as a specialty, Dr Williams was one of the first to take the Board exams in 1989 to become 
an accredited polysomnographer and later member of the American Academy of Sleep Medicine. 
 In 1994 Dr Williams returned to London where he established the Sleep Disorders Centre at St. Thomas’ Hos-
pital. He has published extensively on Sleep Disorders including more than 100 peer reviewed original scientific pa-
pers and more than 80 other published papers including chapters and books. 
 Dr Williams is a Diplomat of the American Board of Sleep Medicine, a founding member of The British Sleep 
Foundation, the Sleep Medicine Section of the Royal Society of Medicine aswell as the RLS UK Group, and was re-
cently appointed Professor Of Sleep Medicine, King’s College London. 

Abstract 
Sleep complaints are amongst the commonest in medical practice and can be simply categorised as:   
•disturbances of getting to sleep or staying asleep, or unrefreshing sleep, that is insomnia,  
•excessive daytime (or more properly wake-time) sleepiness, i.e. hypersomnia; and  
•things that disturb the individual’s sleep commonly said to be ‘things that go bump in the night’, or para-
somnias.   
 
Although insomnia and parasomnias are prevalent, the hypersomnias are considered more prominently 
because of the potential impact on the household and on society. 
 
Conditions that will produce excessive wake-time sleepiness are also relatively few, specifically  
•insufficient sleep,  
•interrupted sleep such as might be caused by Restless Legs with Periodic Limb Movements or breathing 
problems, and  
•intrinsic sleepiness or narcolepsy and its equivalents. 
 Restless Legs Syndrome (RLS) common with a general prevalence of 3-4%. It is a waking complaint 
easily diagnosed by history (discomfort usually in the legs, occurring at rest, relieved by movement and 
confined mostly to the evening), associated 80% of the time with periodic limb movements in and disturbing 
sleep which might result in sleep complaints such as insomnia or hypersomnia. RLS may be secondary to 
renal failure and occurs in pregnancy and is promoted by anti-dopaminergis medicines such as the antihis-
tamines.  RLS is highly heritable and the genetic associations have recently been identified.  The diagnosis 
of periodic limb movements in sleep usually requires polysomnography, although we have recently reported 
pulse rate variability on oximetry to be very useful.  Treatment of both with a licensed Dopa-agonist is com-
mon and second line treatment with codeine derivatives or clonazepam possible. Breathing problems are 
ubiquitous, the common form being snoring with obstructive sleep apnoea which affects some 5% of the 
population. The hallmark symptoms are snoring, witnessed apneas and excessive sleepiness with resulting 
sleep related vehicle accidents. Medical consequences include cardiovascular disease particularly hyper-
tension, atrial fibrillation, stroke, along with neurocognitive abnormalities such as poor concentration, de-
pression.   Diagnosis is by history supplemented by a sleep study, often oximetry. When associated with 
symptoms such as sleepiness treatment with continuous positive airway pressure is usually advised along 
with weight loss in the obese.  An alternative therapy would be an oral appliance for mandibular advance-
ment. Both are successful mechanical treatments aimed at making the collapsing pharyngeal airway more 
patent. Surgery is rarely used. 
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NARCOLEPSY AND PARASOMNIAS 

Dr Sofia Eriksson started her medical career in Sweden before moving to London to join 
the Department of Clinical and Experimental Epilepsy at the Institute of Neurology. She is 
now working as a consultant neurologist at the National Hospital for Neurology and Neu-
rosurgery in London, specialising in epilepsy and neurological sleep disorders.  
  

 
Abstract 
 
Narcolepsy is a disorder of the relationship between sleep and wakefulness. This particularly affects REM 
sleep where features of REM sleep intrude into wakefulness and non-REM sleep. The cardinal symptoms 
are excessive daytime somnolence, cataplexy, hypnogogic hallucinations and sleep paralysis. Diagnosis is 
made using polysomnography and multiple sleep latency test showing short sleep latency and sleep onset 
REM. Narcolepsy with cataplexy is caused by loss of hypocretin producing neurons in the hypothalamus, 
possibly via autoimmune mechanisms. Stimulants such as Modafinil or Amphetamine derivates are used to 
treat excessive daytime somnolence. Although Sodium Oxybate has been shown to effectively treat cata-
plexy, anti-depressants remain first line treatment in the UK. 
 
Parasomnias are abnormal events occurring in association with sleep that are classified according to the 
sleep stage from which they occur. Some clinical features, such as timing of events during sleep, frequency 
of events and lifetime duration, are often helpful for the differential diagnosis of parasomnias. 
Sleep-wake transition disorders occur during the transition between wakefulness and sleep and include 
rhythmic movement disorders such as head banging or body rocking, often seen in children. Episodes usu-
ally take place several times every night and may continue into adulthood. There have been discussions if 
these movements are a learnt behaviour and it is often difficult to treat.  
 
Non-REM parasomnias occur from non-REM sleep, usually deep sleep and include sleep walking, sleep 
talking, confusional  arousals and night terrors. Frequency of events varies but episodes occur most com-
monly in the first part of the night. Non-REM parasomnias are very common in childhood but may continue 
into adulthood. Safety aspects are the most important treatments to avoid injury to patient or bed-partner. 
Precipitants include sleep deprivation and stress. In more severe cases, medication such as long-acting 
Benzodiazepines or anti-depressant can be used. Non-REM parasomnias may be difficult to differentiate 
from nocturnal epilepsy. 
 
REM sleep behavioural disorders (RBD) occur from REM sleep, often in the second half of the night. Onset 
is often after 50 years of age and there is an association with neurodegenerative disorders. RBD is charac-
terised by loss of normal REM atonia associated with motor activity and sometimes dream enactment. RBD 
may be precipitated by anti-depressant medication and discontinuing medication will stop the events. Idio-
pathic forms are treated with long-acting Benzodiazepines or more rarely Melatonin. 
It is sometimes possible to differentiate parasomnias on history alone, but often polysomnography is 
needed to clarify the diagnosis.   
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CIRCADIAN RHYTHMS AND THEIR DISORDERS  

Katharina Wulff, PhD is currently a senior research scientist in Sleep and Circadian Neu-
roscience of the Nuffield Laboratory of Ophthalmology (NLO) at the University of Oxford. 
She studied biology in Berlin, Germany, and completed her PhD in chronobiology, study-
ing the interactions between the well-established sleep-wake behaviour of parents and 
that of their developing newborn infants. The award of a EU Marie Curie Individual Fel-
lowship allowed her to join the lab of Prof. Foster at Imperial College London in 2002, 

with whom she established new collaboration between his circadian molecular-focussed 
lab and labs with expertise in human sleep and psychiatry, linking basic circadian science with basic and 
clinical human research. Since then the lab moved to Oxford in 2007 where she is now leading the hu-
man chronobiology/sleep lab of the NLO. 

Abstract  
 
Circadian rhythms are daily cycles in physiology and behaviour that are driven by an endogenous oscilla-
tor with a period of approximately (circa) one day (diem). The suprachiasmatic nuclei (SCN) of the hypo-
thalamus constitute the master-oscillator coordinating circadian rhythms in the brain and periphery and 
simultaneously adjusting its neuronal activity to the environmental light-dark cycle. When subjects are iso-
lated from environmental time cues such as social interaction and the light-dark cycle the oscillator still 
continues to define ‘day-time’ activity and ‘night-time’ inactivity and circadian rhythms are expressed, al-
beit with a longer than 24-hour period (free-run) in humans. The circadian oscillator anticipates time-of-
day, thereby enabling our complex physiology to prepare to the contrasting demands by giving catabolic 
processes prevalence during the day to facilitate engagement with the world, and prevalence of anabolic 
functions to the night such as growth, repair and consolidation. These processes establish an internal tem-
poral order that optimises their biological functioning. For example, core body temperature falls and mela-
tonin is secreted in the evening to facilitate sleep. Secretion of growth hormone and prolactin is increased 
at the beginning of sleep, and activation of the adreno-corticotropic axis starts before waking in the early 
morning, thereby preparing the body for activities of the waking period. The recent finding of local cir-
cadian clocks in different brain areas such as hippocampus and cerebellum and peripheral organs such as 
liver, heart and kidneys, which utilise the same basic molecular components as the SCN, offers a com-
pletely new way of thinking about the role of circadian mechanisms in health and disease. The role of the 
SCN is to keep the local clocks in synchrony with each other and with the environmental light-dark cycle. 
When optimal circadian timing is disrupted, for example when sleep occurs at inappropriate stages of the 
circadian cycle due to shift work, jet lag, or as a consequence of psychiatric, neurological and neurode-
generative disease, attention, remembering, learning and emotional state are all compromised as a con-
sequence of internal desynchronisation. There is a strong temporal relationship between optimal cognitive 
and emotional function and circadian regulation of peripheral and brain metabolism. Local clocks through-
out the brain and periphery need to be considered as facilitators of circadian phase and sleep on emo-
tional state and cognitive performance but also natural genetic variants of human clock genes are ex-
pected to have an effect on circadian and homeostatic sleep and other behaviours such as appetite and 
eating. Therefore the circadian system is likely to have a widespread influence on various behaviours not 
limited to sleep problems. 
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ASSESSMENT OF SLEEP DISORDERS IN PSYCHIATRIC PRACTICE  

Hugh Selsick attained a BSc in Physiology, a BSc Honours in Experimental Physiology 
and MBBCh at the University of the Witwatersrand, Johannesburg.  He works as a psy-
chiatrist for Camden and Islington Foundation Trust in London. He is the chair of the 
Sleep Group, a special interest group in the Section of Neuropsychiatry at the Royal Col-
lege of Psychiatrists. He is Lead Clinician of the Insomnia Clinic at the Royal London 
Hospital for Integrated Medicine/University College London Hospitals. His special inter-

ests are insomnia and the relationship between sleep and psychiatric disorders. 

Abstract 
 
There is often a perception that Sleep Medicine relies largely on very specialised laboratory investigations, 
such as the overnight polysomnogram, to reach a diagnosis. But in fact a good history is a vital first step in 
the process of assessing sleep disorders and may in fact be sufficient to reach a diagnosis in several disor-
ders. However, taking a sleep history has the added complication that you are trying to elicit information 
about what happens to the patient when they are not fully conscious! This can therefore seem a daunting 
task. 
 
This talk aims to present a practical approach to taking a sleep history that breaks the history down into 
discrete areas, namely 1) what happens during sleep 2) what happens during wakefulness 3) what hap-
pens at the sleep/wake boundary and 4) how these all fit together over the course of a 24 hour period.  It 
will also cover some of the questionnaires used to assist history taking and will offer some guidance on 
when and where to refer patients for more specialist assessments and investigations. 

Speakers Short Biographies and Abstracts Wednesday 9  February  

Hugh Selsick  

 



 
Section of Neuropsychiatry of RCPsych & British Neuropsychiatry Association Joint conference 

9 February 2011 
Institute of Child Health, Central London 

 

 
Programme and Abstract book 

www.bnpa.org.uk 

THE PSYCHOLOGICAL MANAGEMENT OF SLEEP PROBLEMS 

Colin A. Espie is Professor of Clinical Psychology and Director of the Glasgow Sleep Centre, in the 
Institute of Neurosciences and Psychology, which is part of the College of Medicine, Veterinary 
Medicine and Life Sciences at the University of Glasgow. He is also Chair of the management com-
mittee of the Sackler Institute of Psycholobiological Research at the city’s Southern General Hospi-
tal. 
Prof. Espie’s professional qualifications include a Bachelor of Science degree in Psychology (BSc), 
a Master of Applied Science in Clinical Psychology (MAppSci) and a Doctorate in Sleep Research 

(PhD).  He is a Fellow of the British Psychological Society (FBPsS) and a Chartered Clinical Psychologist and Health 
Psychologist (CPsychol). He has held, or currently holds, visiting professorial appointments at University of Rochester: 
NY; University of Pennsylvania; Universite Laval: Quebec City, University of Rome: La Sapienza, and University of 
Sydney: Woolcock Institute of Medical Research. Prof Espie is Deputy Editor for the Journal of Sleep Research, the 
official journal of the European Sleep Research Society and Associate Editor of SLEEP, the official journal of the 
American Academy of Sleep Medicine.  He also serves on the Editorial Board of the journal Behavioural Sleep Medi-
cine and is Chairman of the Scientific Committee of the European Sleep Research Society. He Chairs the Insomnia 
Special Interest Group of the World Sleep Federation. 
Professor Espie’s research interests include the pathophysiology of insomnia (with an emphasis upon neurocognitive 
processes), primary and secondary sleep disturbance (particularly sleep and depression, and sleep and cancer), cog-
nitive behavioural treatments for insomnia, critical mechanisms in CBT and issues of sleep therapy compliance. He 
has published over 250 scientific works and three textbooks on insomnia. He has recently been involved in the launch 
of the Great British Sleep Survey www.sleepio.com which aims to gather the most comprehensive information on the 
nation’s sleep. 

Abstract 
Insomnia disorder is the most common of all sleep disorders, affecting night time sleep pattern and quality 
and having daytime consequences.  There is growing evidence that insomnia is implicated in the psycho-
genesis of mental disorders, particularly depression, and increasing evidence that the active treatment of 
insomnia in parallel with other disorders can improve not only sleep, but improvement in the associated 
condition.   
Traditionally, insomnia has been treated using pharmacotherapy, particularly hypnotic drugs, although there 
is an increasing trend to the “off-label” use of sedative anti-depressants.  Pharmacotherapy for insomnia 
appears to be efficacious, with the greatest amount of evidence available for short-term use.  In clinical 
practice however, insomnia is often long lasting, and may often be treated with hypnotics for long periods of 
time.  It is possible that intermittent dosing may reduce risks of tolerance and dependence.  Recent contem-
porary guidelines published by the British Association for Psychopharmacotherapy provide an excellent 
overview.   
The principal alternative to sleeping pills is Cognitive Behaviour Therapy (CBT).  This approach is based 
upon altering patterns of maladaptive behaviour and dysfunctional thinking which tend to maintain insomnia 
disorder, and is a collaborative approach between the patient and the therapist.  Although there are many 
ingredients to CBT, there is substantial evidence now that it can be delivered in group format and other sim-
plified ways such as guided self help, and even on the internet.  There is a very sizeable research evidence 
supporting long term efficacy of CBT for Insomnia, however the challenge for CBT is that it is difficult to de-
liver on a large scale, even though in head-to-head comparison studies, it may appear preferable to phar-
macotherapy and is often more acceptable to patients and their doctors than longer term use of medication.  
It should be noted that sleep hygiene is not an active psychological therapy, and has no proven efficacy for 
persistent insomnia.  Sleep hygiene is not a substitute for CBT, but is often used as a placebo intervention 
in research trials. 
Despite the prevalence and impact of insomnia and the availability of these alternate forms of treatment, 
50% or more of people with insomnia seldom if ever consult their doctor about it.  There is, therefore, an 
important public health agenda around insomnia, much in the same way as there was historically around 
diet and exercise, which have now become much more part of mainstream healthcare provision.  “Stepped 
Care” models of service delivery may help to address that public health agenda.  
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THE PHARMACOLOGICAL MANAGEMENT OF SLEEP PROBLEMS: BAP GUIDELINES 

Sue Wilson PhD 
Senior Research Fellow 
Psychopharmacology Unit, University of Bristol and Neuropsychopharmacology, Imperial 
College London 
 
 

 
Sue Wilson has been studying sleep for about 20 years, and has published on drug  
effects on sleep in depression, anxiety, substance abuse and sleep disorders such as insomnia and para-
somnias. She has also used sleep to track pharmacodynamic effects of new drugs in healthy volunteers. 
She participates in a sleep and psychiatry clinic at the Bristol Royal Infirmary, assessing sleep in patients 
with insomnia, parasomnias and other sleep disorders. She recently coordinated the BAP consensus 
group on treatment of sleep disorders. 

Abstract 
 
Sleep disorders are common in the general population and in clinical practice, yet are relatively poorly un-
derstood by doctors and other health care practitioners.  The British Association for Psychopharmacology 
consensus statement on evidence-based treatment of insomnia, parasomnias and circadian rhythm disor-
ders was designed to address this problem by providing an accessible up-to-date and evidence-based out-
line of the major issues especially those relating to reliable diagnosis and appropriate treatment. A consen-
sus meeting was held in London in May 2009 with BAP members, representative clinicians with a strong 
interest in sleep disorders and recognized experts and advocates in the field from UK, mainland Europe 
and the USA. We limited ourselves to discussion of sleep problems that are not regarded as being secon-
dary to respiratory problems, and did not consider certain neuropsychiatric disorders for which recent sets 
of guidelines already exist, such as narcolepsy  and restless legs. Thus the main scope of this document is 
to cover insomnia, circadian rhythm disorders and the more common parasomnias which are likely to pre-
sent to psychiatrists or primary care physicians. 
 
The main recommendations of the consensus document will be presented  
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Delegate Feedback Form 
 

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 

Programme     

Registration process     

Organisation     

Venue     

Catering     

5 

 

 

 

 

 

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 

Sleep      

Relevance and interest 1 2 3 4 5 

Sleep      

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: 
 
 
 
 
 
…………………………………………………………………………………………………………………………………………………. 

If you would like to receive further information about the SoN RCPsych please let us have a contact email:  

3. How useful did you find this event? Extremely useful [  ]  Useful [  ]  Fairly useful [  ]  Not useful  [  ] 
 
 
4. If this conference was not useful please explain why:  
 



 



 
British Neuropsychiatry Association 24th AGM 

10/11 February 2011 
Institute of Child Health, Central London 

 

 
Programme and Abstract book 

www.bnpa.org.uk 

THE BRITISH NEUROPSYCHIATRY ASSOCIATION 24th AGM 
www.bnpa.org.uk 

 
The Institute of Child Health, Guilford Street, London 

 
10/11 FEBRUARY 2011 

 
 

Thursday  10 February 2011 
NEUROPYSCHIATRY OF PARKINSON’S DISEASE 

Plus members’ forum 
 

Friday 11 February 2011 
NEUROPSYCHIATRY AND THE NEW GENETICS 

 
 

10/11 February 2011 
Poster Session 

 
 



 



 

 

 The British Neuropsychiatry Association 
 
The BNPA 24th AGM -  10/11 February 2011 

DAY 1 Thursday 10th February 2011 
  Neuropsychiatry of Parkinson’s Disease 
  Chair:  Eileen Joyce (UK) 

0830-0930 Registration and refreshments 
 
0930-0955 Novel treatments for Parkinson’s Disease 
  Tom Foltynie (UK) 
 
1000-1025 The evolution of cognitive deficits and dementia in Parkinson’s Disease 
  Caroline Williams-Gray (UK) 
 
1030-1100 Refreshments 
 
1100-1125 Impulsive and compulsive behaviours in Parkinson's disease 
  Sean O’Sullivan (UK) 
 
1130-1155 Parkinson’s Disease and Lewy body disease  -  the same or different? 
  Ian McKeith (UK) 
 
MEMBERS’ PAPERS Chair: Alan Carson (UK) 
 
1215  Prevalence of depression in Parkinson’s Disease: relationship with gender and motor  
  subtype 
  Indira Tendolkar, Take van der Hoek, Marjolein van der Marck, Rianne Esselink 
 
1230  The prevalence and clinical characteristics of pathological gambling in patients with  
  Parkinson’s Disease: an evidence based review  
  Matthew Barns, Hugh Rickards, Andrea Eugenio Cavanna  
 
1245  The Gilles de la Tourette Syndrome behavioural spectrum: a factor analysis of 639 patients  
  Andrea E. Cavanna, Hugo D. Critchley, Michael Orth, Jeremy S. Stern, Mary-Beth Young,  
  Mary M. Robertson   
 
1300-1400 Lunch and poster viewing  
 
MEMBERS’ PAPERS CONT. Chair: Hugh Rickards (UK) 
 
1400  Effects placebo of and lorazepam on emotional voice processing: An fMRI study  
  Michihiko Koeda  
 
1415  The Experience of Fear in Huntington’s Disease  
  Clare M. Eddy, Ian J. Mitchell, Sarah R. Beck, Andrea E. Cavanna & Hugh E. Rickards  
 
1430  Cognitive Function during Vagus Nerve Stimulation (VNS) for treatment-refractory epi 
  lepsy: a Pilot Study using the Critical Flicker Fusion (CFF) Test  
  Kanu Achinivu, Ekkehart Staufenberg, Christine Cull, Andrea E. Cavanna, Howard Ring  
 
1445  Measurement of outcome in cognitive behavioural rehabilitation services: HoNOS-ABI & 
  FIMFAM-UK sensitivity to change and lessons from HoNOS Rasch analysis  
  A Bajo, S Potter, A Bateman, F Lazaro & S Fleminger  



 

 

 The British Neuropsychiatry Association 
 
The BNPA 24th AGM -  10/11 February 2011 

MEMBERS’ PAPERS CONT. Chair: Hugh Rickards (UK) 
 
1500  Cortical changes and their cognitive correlates in patients with temporal lobe  
  epilepsy and interictal psychosis  
  Leticia Gutierrez-Galve, Dominique Flugel, Pamela Thompson, Matthias J Koepp, Mark R  
  Symms, Maria Ron, Jacqueline Foong  
 
1515  The neural basis of self-blaming bias in major depressive disorder  
  Roland Zahn, Matthew Lambon Ralph, Jorge Moll, Bill Deakin, Sophie Green  
 
1530-1600 Refreshments 
 
  Guest Lecture: 
1600-1700 Dopamine in health and disease 
  Trevor Robbins (UK) 
 

BNPA RECEPTION  -  1900-2200 The Magic Circle, Headquarters 

DAY 1 Cont../... 



 
British Neuropsychiatry Association 24th AGM 

10/11 February 2011 
Institute of Child Health, Central London 

 

 
Programme and Abstract book 

www.bnpa.org.uk 

Speakers Short Biographies and Abstracts Day 1, Thursday 10 February 

NOVEL TREATMENTS FOR PARKINSON’S DISEASE 

Thomas Foltynie BSc MBBS MRCP PhD trained in medicine at UCL, qualifying in 1995 
then working in Addenbrooke’s hospital, in Cambridge. From 1999 to 2003, he undertook 
his PhD in Cambridge looking at the heterogeneity of Parkinson’s disease, describing 
differences in cognitive abilities between patients under the influence of various genes 
including COMT and BDNF, and Tau. He finished his neurology training between Adden-
brooke’s hospital and the National Hospital for Neurology and Neurosurgery in London. 
While working in London with Dr Limousin, he has developed his interest in Deep Brain 

stimulation for PD and has developed a collaboration between PD investigators in Cambridge and Lon-
don, specifically looking at genes which influence the risk of dyskinesia development in PD. He was ap-
pointed as senior lecturer and honorary consultant in the Unit of Functional Neurosurgery at the Institute 
of Neurology in May 2008. He has published over 25 papers related to PD, as well as 1 book and a book 
chapter on a PD.  

Abstract  
 
The motor symptoms of Parkinson’s disease respond well to dopamine replacement therapies. There are 
however few treatments available for the non-motor symptoms of the disease, which respond unpredictably 
to dopaminergic treatments. A variable number of years after treatment has been started for motor symp-
toms, patients develop fluctuations in their response to dopaminergic therapies. There is therefore much 
research to try and develop treatments that improve the motor fluctuations seen in Parkinson’s disease, 
and also to treat the non-motor symptoms. Furthermore there are no treatments proven to be effective 
against the underlying neurodegenerative process and some new avenues of possible treatment for all 
these aspects will be reviewed in this talk. 
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THE EVOLUTION OF COGNITIVE DEFICITS AND DEMENTIA IN PARKINSON’S DISEASE 

Caroline Williams-Gray is a Specialist Registrar in Neurology. She graduated in medicine 
from Oxford University in 2001 after pre-clinical training at Cambridge. She was awarded a 
Clinical Research Fellowship by the Patrick Berthoud Trust to support her research at the 
University of Cambridge’s Centre for Brain Repair and obtained her PhD in 2008. She is 
now completing her clinical Neurology training at Addenbrooke’s hospital Cambridge, the 
National Hospital for Neurology and Neurosurgery, and Norfolk and Norwich University 
Hospital. Her primary research interest is cognitive dysfunction and dementia in PD. 

Abstract 
 
Parkinson’s disease is defined clinically as a syndrome of bradykinesia, rigidity, tremor and postural insta-
bility. However it has become clear in recent years that cognitive and behavioural symptoms are com-
mon, and they have a major impact on quality of life, survival and the need for nursing home placement. 
An understanding of the evolution and pathophysiological basis of cognitive dysfunction in PD is impor-
tant prognostically and essential for the development of targeted therapeutic strategies.  
 
We have investigated the development of cognitive deficits in PD longitudinally in a population-
representative incident PD cohort (the CamPaIGN study). We have demonstrated that cognitive deficits 
are present in a significant proportion of patients even at the time of diagnosis, and are heterogeneous, 
with some patients predominantly exhibiting a dysexecutive syndrome, some having difficulty in more 
posterior cortically-based tasks, and some having mixed deficits. The basis for this heterogeneity seems 
to be, at least in part, genetic. Specifically, a common functional polymorphism in the catechol-O-
methyltransferase gene, which alters the activity of this dopamine-regulating enzyme by 40%, has a sig-
nificant impact on executive tasks in patients with early PD. Through functional imaging we have demon-
strated that this genetic effect on executive performance in PD is mediated by altered activation within a 
frontoparietal network, and that dopaminergic medication and COMT genotype have an interactive effect 
in this context.   
 
Longitudinal follow-up of the CamPaIGN cohort (n=122) revealed that 17% developed dementia within 5 
years from diagnosis. Whilst baseline performance on fronto-executive tasks (Tower of London, phone-
mic fluency) did not predict subsequent cognitive decline, two more posterior cortically-based tasks were 
found to be significant predictors of dementia risk (semantic fluency and pentagon copying). In addition, 
age≥72 and MAPT (microtubule-associated protein tau) haplotype were identified as important independ-
ent predictors of dementia.  In combination, these risk factors had an OR of 88.  
 
This work suggests that there are at least 2 types of cognitive dysfunction in early PD. Posterior cortically-
based deficits predict later progression to dementia, and the influence of tau genotype on this outcome 
supports the hypothesis that protein aggregation in the form of cortical Lewy body deposition plays a cen-
tral role in the aetiology of this dementing process. Conversely, executive deficits are influenced by ge-
netic and pharmacological influences on dopaminergic activity in frontoparietal networks, hence are liable 
to change with disease progression and alterations in therapy, and do not herald inexorable cognitive de-
cline. This has important prognostic implications, and better understanding of PD dementia as a non 
dopaminergic, tau dependent process is potentially important for future therapeutic strategies.   
.   
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IMPULSIVE AND COMPULSIVE BEHAVIOURS IN PARKINSON’S DISEASE 

Sean O’Sullivan, Department of Neurology, St George’s Hospital and Frimley Park Hospital 
Dr O’Sullivan is a consultant neurologist in Frimley Park and St George’s Hospitals London. 
He is a medical graduate of University College Cork, and has completed specialist training 
in neurology in Ireland and the UK. Early research interests included the clinical features of 
psychogenic non-epileptic seizures, and the role of EEG in a general neurology setting. 
Sean subsequently developed a subspecialty interest in movement disorders, and com-
pleted a PhD in the Institute of Neurology, University College London investigating the non-

motor symptoms of Parkinson’s disease, focussing mainly on impulsive-compulsive behaviours. Having 
published extensively in this field, he regularly lectures at international meetings and has won international 
awards regarding this research.  

Abstract  
  
Impulsive-compulsive behaviours (ICBs) are an increasingly well-recognised side-effect of dopaminergic 
medications used to treat Parkinson’s disease (PD). These include pathological gambling, hypersexuality, 
compulsive shopping, binge eating, punding and compulsive use of DRT, or dopamine dysregulation syn-
drome. The association between these ICBs and other behaviours such as impulsive smoking, excessive 
hoarding, impaired sleeping and reckless generosity has recently been described. 
  
Mechanisms implicated in the development and perpetuation of ICBs in PD includes altered learning from 
reward-related situations, increased risk preferences, and a strong preference for immediate over future 
rewards. These cognitive processes are modulated by dopamine, and the use of dopamine replacement 
therapy is strongly associated with ICBs in PD. However, the amounts used do not predict the develop-
ment of these behaviours, which suggests an underlying vulnerability amongst some PD patients to the 
behavioural side-effects of these medications. A “global sensitization” of ventral striatal reward circuitry 
has been proposed as an important pathogenic mechanism for ICBs in PD, which may explain the fre-
quent co-occurrence of different ICBs in an individual. This is suggested by recent functional imaging of 
ICBs, which strengthens the link between the drug addiction literature. 
  
Treatment options for impulsive-compulsive behaviours in PD remain somewhat limited, including phar-
macological, surgical and psychological interventions. Increased awareness of these behaviours amongst 
clinicians, patients and carers is crucially important to prevent their development in vulnerable patients.    
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PARKINSON’S DISEASE AND LEWY BODY DISEASE - THE SAME OR DIFFERENT? 

Ian McKeith MD, BS, FRC Psych, FMedSci.  
Ian McKeith is Clinical Professor of Old Age Psychiatry at the Institute for Ageing and 
Health at Newcastle University.  He is an NIHR Senior Investigator and Co-Director of the 
UK National Dementias and Neurodegenerative Diseases Research Network 
(DeNDRoN). Dr McKeith established the Consortium on Dementia with Lewy Bodies 
which has produced internationally accepted Consensus guidelines for the clinical and 

pathological diagnosis of DLB.  He has published over 350 peer reviewed papers and nu-
merous other articles. In 2008 he received a lifetime achievement award from the UK Royal College of 
Psychiatrists. 

Abstract 
The terms Alzheimer’s disease (AD), Parkinson’s disease (PD), PD dementia (PDD) and dementia with 
Lewy bodies ( DLB) are used by clinicians to describe the pattern and chronology of clinical presenta-
tions, the discrimination of which is useful for patient diagnosis and management.  The term LB disease is 
used by clinicians to refer to the  PD/PDD/DLB spectrum and by clinicians and scientists to refer to  a 
pathological disease process.   
A series of targeted workshops on DLB and PD dementia has led to the acceptance of operationalised 
criteria for the clinical diagnosis of DLB and PDD that are mutually compatible and consistent with similar 
systems for AD and PD.  Precise use of terminology and theoretical frameworks is important to ensure 
that these carefully agreed categorical entities are used correctly. If not, the interpretation and compari-
son of translational research and clinical trials in the LB disease spectrum becomes confounded.  Con-
versely, when considered collectively using a broad spectrum model the combined categories may cap-
ture sufficient heterogeneity to render clinicopathological correlative studies more meaningful and will al-
low the development and trialling of disease modifying agents for LB disorders that can be interpreted 
more widely than is currently the case.   
Formulation of pathological criteria for LB disorders has been more problematic because of the  variable 
pattern of expression of neuropathological lesions (tau, amyloid and alpha-synuclein based abnormali-
ties) which correlate only to a limited degree with clinical phenotype, disease severity and progression. 

Speakers Short Biographies and Abstracts Day 1, Thursday 10 February 

Ian McKeith  

 



 
British Neuropsychiatry Association 24th AGM 

10/11 February 2011 
Institute of Child Health, Central London 

 

 
Programme and Abstract book 

www.bnpa.org.uk 

Members’ Forum Abstracts – Day 1, Thursday 10 February  

Prevalence of depression in Parkinson’s Disease: relationship with gender and motor subtype 
Indira Tendolkar1,3, i.tendolkar@psy.umcn.nl, Take van der Hoek1 *, Marjolein van der Marck2, Rianne 
Esselink2, 1 Department of Psychiatry, Radboud University Nijmegen Medical Centre, Reinier Postlaan 
10, 6525 GC Nijmegen, The Netherlands 2 Department of Neurology, Radboud University Nijmegen 
Medical Centre, Reinier Postlaan 4, 6525 GC Nijmegen, The Netherlands 3 Donders Institute for Brain, 
Cognition and Behavior, Radboud University Nijmegen, Postbus 9101, 6500 HB Nijmegen Nijmegen, The 
Netherlands  
*AIMS - Depression is the most common neuropsychiatric disturbance in Parkinson’s disease. Evidence 
is accumulating that motor subtype may be a critical risk factor for the development of depression 
throughout the disease and that the gender prevalence seen for common depression may not hold for 
patients with Parkinson’s disease.Here we set out to analyze a database containing information about 
motor subtype, gender and depression in a large pool of well-characterized patients with idiopathic Park-
inson’s disease.  
 
*METHODS - Standardized neurological and psychiatric tests were administered to 224 patients (154 
male) suffering from idiopathic Parkinson at the Parkinson Centre Nijmegen (ParC) of the Radboud Uni-
versity Nijmegen Medical Centre (UMCN) in the Netherlands. ParC is an outpatient centre recognized as 
Centre of Excellence by the National Parkinson Foundation. The data were collected during a three day 
programme for diagnosis and the development of an individual multidisciplinary treatment programme. 
Data were statistically analyzed using SPSS.  
 
*RESULTS - Of the 224 patients, 74 (33%) suffered from the tremor-dominant subtype, 129 (56%) had a 
bradykinetic/rigidity subtype and 24 (11%) patients were diagnosed as having a postural instability and 
gait disorder (PIGD) subtype. Overall and for each of the subtypes, there was a significant higher preva-
lence of males in the group (minimum t(255)=12.9;p=0.000). We therefore corrected subsequent analy-
ses for this difference in prevalence. Duration of illness did not differ between groups. Our statistical 
analysis further indicated that the prevalence of depression did not differ between male and female in any 
of the groups both for minor and major depression.  
 
*CONCLUSIONS - Our data contained a homogenous set of patients suffering from idiopathic Parkinsons 
disease in a mild to moderate stage. We could not replicate recent evidence of a predominance of de-
pression in the PIGD subtype in this sample possibly due the stage of the disease. Our data, however, do 
suggest that contrary to the general population there is an equal prevalence of male and female patients 
suffering from minor or major depression. These results may suggest that there is a different pathophysi-
ology underlying depression in Parkinson’s diseases independent of subtype. 

The prevalence and clinical characteristics of pathological gambling in patients with Parkinson’s 
Disease: an evidence based review  
Matthew Barns, Hugh Rickards, Andrea Eugenio Cavanna *Email - mpb678@bham.ac.uk  
 
*AIMS - To identify the prevalence of pathological gambling (PG) in patients with Parkinson’s disease (PD) 
from studies using comparable methodology to the best general population estimates. Additionally, to col-
late case-control based observations regarding the clinical characteristics of this phenomenon.  
 
*METHODS - MEDLINE, EMBASE and PyscInfo databases were searched for prospective prevalence 
studies which used systematic screening methods and interview based diagnosis using recognised diag-
nostic criteria for PD. The same search strategy was used to identify case-control studies examining the 
clinical characteristics of PG.  
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The Gilles de la Tourette Syndrome behavioural spectrum: a factor analysis of 639 patients 
 Andrea E. Cavanna, Hugo D. Critchley, Michael Orth, Jeremy S. Stern, Mary-Beth Young, 
 Mary M. Robertson 
*Email - a.cavanna@ion.ucl.ac.uk   
 
*AIMS - Recent studies using quantitative methods, such as principal-component factor analysis, hierarchi-
cal cluster analysis and latent class analysis, have suggested that Gilles de la Tourette syndrome (GTS) 
should no longer be considered a unitary condition as in current classification systems. We set out to iden-
tify quantitative components of GTS symptomatology using a large, well characterized cohort of singleton 
individuals with GTS, in order to inform future genetic studies with more homogeneous phenotypes.  
 
*METHODS - Principal-component factor analysis with oblique rotation was used to analyze symptom data 
from a sample of 639 patients recruited at two tertiary referral centres using identical schedules during the 
period 1980-2008.  
 
*RESULTS - Three Factors were identified: (1) complex motor tics and echo-paliphenomena; (2) attention-
deficit and hyperactivity symptoms plus aggressive behaviours; (3) complex vocal tics and coprophe-
nomena. Obsessive compulsive behaviours loaded significantly on the first two Factors. The three Factors 
accounted for 48.5% of the total symptomatic variance.  
 
*CONCLUSIONS - GTS is a phenotypically heterogeneous condition encompassing tics, tic-related symp-
toms and associated behavioural problems. Our results, coupled with previous findings, identified a clinical 
continuum of complex involuntary movements, hyperactivity/impulsivity symptoms, and semantically rele-
vant utterances and gestures. A better characterization of the GTS phenotypes will help to identify suscepti-
bility genes. 

 
 

*RESULTS - 5 prospective studies were included in this review with a total of 1032 patients with PD. 3.2% 
of all patients fulfilled the diagnostic criteria for PG, compared to 0.43-1% in the general population based 
on North American surveys. The prevalence in men was 1% higher than in women, although this was not 
statistically significant. The prevalence of PG among patients on dopamine agonists was 5.7%. Younger 
age of PD onset, increased novelty seeking behaviours and personal/family history of alcohol misuse were 
all associated with PG. Psychiatric co-morbidities including other impulse control disorders were commonly 
reported, although no statistically significant associations have been found.  
 
*CONCLUSIONS - Currently available evidence-based data suggest a high prevalence of PG amongst pa-
tients with PD. Dopamine agonist use was strongly associated with PG across all studies. Patients who de-
velop PG present with specific clinical characteristics which are suggestive of underlying susceptibility fac-
tors. 
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Effects placebo of and lorazepam on emotional voice processing: An fMRI study  
Michihiko Koeda mkoeda@nms.ac.jp  

*AIMS - Placebo effects on anxiety are often observed in daily psychiatry practice, but the biological neural 
basis is not well understood. We investigated the effects of lorazepam and a placebo on cerebral response 
during listening to emotional vocal sounds.  
 
*METHODS - Using the event-related design, twenty-eight control subjects were scanned by functional MRI 
while listening to emotional vocal sounds in non-drug, placebo, and lorazepam conditions. After scanning, 
subjects rated their levels of reduced anxiety under lorazepam and placebo conditions. We examined the 
correlation between ratings of reduced anxiety and cerebral responses.  
 
*RESULTS - Compared with non-drug condition, cerebral activation was significantly reduced in the bilat-
eral inferior frontal gyrus (IFG) and anterior insula under placebo condition as well as lorazepam condition. 
Compared with lorazepam condition, cerebral activation in placebo condition was significantly increased in 
the left BA8 region. Further, significant positive correlation was shown between ratings of reduced anxiety 
and cerebral activation in bilateral IFG and the left BA8 region.  
 
*CONCLUSIONS - Our results suggest that cerebral response in bilateral IFG and anterior insula is closely 
related to common anti-anxiety effect of both placebo and lorazepam. Increased left BA8 activation com-
pared with lorazepam may reflect the anti-anxiety effect of placebo. 

The Experience of Fear in Huntington’s Disease  
Clare M. Eddy, Ian J. Mitchell, Sarah R. Beck, Andrea E. Cavanna & Hugh E. Rickards 
clare.eddy@bsmhft.nhs.uk  
 
*AIMS - Studies have shown that patients with Huntington’s disease (HD) can exhibit impairment in the rec-
ognition of emotional facial expressions such as disgust. It is likely that the same neural substrates are in-
volved in experiencing an emotion and recognizing that emotion in another. However, few studies have in-
vestigated emotional experience in HD. We investigated whether HD is associated with changes in emo-
tional responses to a variety of visual and verbal stimuli selected to elicit core disgust, moral disgust, fear 
and happiness.  
 
*METHODS - Thirteen patients with HD and twelve controls provided emotional ratings after reading emo-
tion eliciting scenarios and viewing pictures from the International Affective Picture System database.  
 
*RESULTS - Patients with HD did not differ to controls for happiness ratings for stimuli selected to elicit 
happiness, and small differences in disgust ratings for core and moral disgust stimuli failed to reach signifi-
cance. However, patients did exhibit significantly lower fear ratings in response to both sets of fear stimuli 
(pictures and scenarios), and significantly higher anger ratings than controls in response to fear pictures.  
 
*CONCLUSIONS - These differences in fear response could reflect dysfunction within frontostriatal path-
ways involving the amygdala. Changes in fear experience in HD could affect decision making and social 
interaction. 
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Cognitive Function during Vagus Nerve Stimulation (VNS) for treatment-refractory epilepsy: a Pilot 
Study using the Critical Flicker Fusion (CFF) Test  
Kanu Achinivu, Ekkehart Staufenberg, Christine Cull, Andrea E. Cavanna, Howard Ring  
kanu.achinivu@bsmhft.nhs.uk  
 
*AIMS - To explore the neuro-cognitive effects of VNS in patients with treatment-refractory epilepsy using 
the Critical Flicker Fusion (CFF) Test, a neuropsychological measure of cognitive integrative capacity of the 
central nervous system.  
 
*METHODS - Consecutive adult patients with treatment-resistant epilepsy referred to the Epilepsy VNS 
Implantation Programme at 2 regional University Hospitals in England were approached. Seven patients 
entered this pilot study with a prospective design. Observations were recorded at baseline and after 12 
months of VNS treatment. All participants completed standardised self-rated behavioural measures, includ-
ing the Hospital Anxiety and Depression Scale (HADS) and the Quality of Life in Epilepsy Scale (QOLIE-
10), as well as automated neuropsychological tests of attention, concentration, memory, logical thinking 
and cognitive integrative capacity (CFF Test). Participants were required to keep accurate seizure diaries 
throughout the duration of the study.  
 
*RESULTS - The group as a whole showed a significant improvement in seizure frequency at 12 months 
(p=0.05), with three participants reporting a >50% reduction in overall seizure frequency. VNS treatment 
also resulted in a significant improvement in the “seizure worry” and “memory” domains of the QOLIE-10 
(both p<0.05) and a trend towards reduction in the severity of anxiety symptoms measured by the HADS 
(p=0.107). Neuropsychological testing showed a trend towards improvement in visual recognition and logi-
cal thinking, attention and concentration, and memory, however none of these changes were statistically 
significant. On the other hand, the group as a whole showed a significant improvement in CFF Test scores 
(p<0.05).  
 
*CONCLUSIONS - This prospective pilot study suggests that the CFF Test can be a useful and sensitive 
tool in detecting subtle cognitive enhancement in patients with refractory epilepsy successfully treated with 
VNS. 

Measurement of outcome in cognitive behavioural rehabilitation services: HoNOS-ABI & FIMFAM-
UK sensitivity to change and lessons from HoNOS Rasch analysis  
A Bajo, S Potter, A Bateman, F Lazaro & S Fleminger ana.bajo@beh-mht.nhs.uk  
 
*AIMS - to determine HoNOS-ABI and FIMFAM-UK sensitivity to change following cognitive-behavioural 
rehabilitation for brain injury, and to examine the psychometric properties of these outcome measures  
 
*METHODS - 324 brain injured survivors underwent cognitive-behavioural rehabilitation at one of three par-
ticipating centres: Lishman, Blackheath, and Edgware. Effect sizes of pre- and post-rehabilitation ratings 
were examined at each centre. 194 HoNOS-ABI pre-rehabilitation ratings collected across all centres were 
entered into an analysis using RUMM2020 (Tennant et al)  
 
*RESULTS - preliminary results for sensitivity to change and Rasch analyses are reported. Sensitivity: 
Moderate to large effect sizes were found at individual centres for HoNOS and FAM. HoNOS was the most 
sensitive tool at Blackheath and LBIU, and FAM was the most sensitive measure at Edgware. 

Rasch: HoNOS-ABI was found to show significant misfit to the Rasch model. All but one of the questions 
(cognitive) showed disordered thresholds. A person separation index of 0.63 suggested the HoNOS to be 
internally unreliable. Visual inspection of Category Probability Curves was used to guide rescoring. A Princi-
pal Components Analysis on the Rasch-transformed data was used to identify two possible subscales 
within HoNOS-ABI with potentially better psychometric properties  
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*CONCLUSIONS - HoNOS-ABI and FAM total scores were moderately to highly sensitive to change follow-
ing cognitive-behavioural rehabilitation. HoNOS was better able to pick up change at Blackheath and LBIU, 
whereas FAM would be the measure of choice at Edgware.  
Rasch analysis proved to be informative of the strengths and weaknesses of HoNOS as a neuropsychiatric 
outcome measure, and highlighted that further work is needed to refine it as a tool for rehabilitation out-
come measurement. HoNOS total score showed sensitivity to change. However, psychometric issues high-
lighted with this analysis indicated that a modified version may make this tool more psychometrically robust 
and may even increase its sensitivity to change. 
 
Cortical changes and their cognitive correlates in patients with temporal lobe epilepsy and interictal 
psychosis  
Leticia Gutierrez-Galve, Dominique Flugel, Pamela Thompson, Matthias J Koepp, Mark R Symms, Maria 
Ron, Jacqueline Foong l.gutierrez@ion.ucl.ac.uk  
 
*AIMS - Using surface based morphometry (SBM) we have examined the area, thickness and volume of 
the cortex in the same groups of patients and explored the relationship between these cortical parameters 
and cognitive performance.  
 
*METHODS - 22 chronic interictal psychosis IP (9 males; mean age 38.9 years; duration of epilepsy 31.9 
years; duration of psychosis 12.1years), 23 non-psychotic TLE patients NIP (11 males; mean age 
38.7years; duration of epilepsy 25.7 years) and 20 healthy controls HC (11 males; mean age 36.0 years). 
Patients were excluded if they had lesions other than hippocampal sclerosis. Diagnosis was made using 
DSM-IV criteria. Imaging was performed on a 1.5T GE Signa MRI scanner. A T1-weighted axial dataset 
was obtained using an IR-SPGR echo sequence. Images were processed using SBM (FreeSurfer version 
4.3.0), a method that allows the measurement of cortical parameters. Premorbid IQ, current IQ, executive 
function (working memory span, working memory manipulation and planning) and verbal episodic memory 
were measured. Associations between cortical parameters and cognitive measures were examined using 
linear mixed models adjusted by age, gender and total brain volume.  
 
*RESULTS - There were no significant differences in age, gender or handedness across the three groups. 
The total brain volume was largest in HC and smallest in the IP group (p<0.001). Inferior frontal thinning 
was observed in IP compared to NIP patients (pars opercularis p = 0.027, pars triangularis p = 0.028) and 
in IP compared to HC (superior frontal p = 0.013, pars opercularis p = 0.009, pars triangularis p = 0.016). IP 
patients had lower current IQ and worse scores in the working memory span and working memory manipu-
lation (p<0.05) tests compared to NIP.Higher current IQ was associated with larger frontal (p = 0.021), and 
temporal cortical areas ( p = 0.035), and with the thickness of the parietal cortex (p=0.010) in the IP group. 
Higher current IQ was also associated with larger cortical volume of frontal (p = 0.014), temporal (p=0.011) 
and parietal (p<0.001) regions. No such associations were present in NIP patients.  
 
*CONCLUSIONS - The most salient findings in our study were the thinning of the frontal cortex in IP pa-
tients but not in NIP, and the association in the IP group between greater area of the fronto-temporal cortex 
and the thickness of the parietal cortex with higher current IQ. These findings demonstrate the presence of 
extra-lesional cortical abnormalities in IP patients and suggest that there are important neurobiological dif-
ferences between IP and NIP. Our findings also suggest a similar relationship between cognitive changes 
and cortical parameters in IP and schizophrenia.   
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The neural basis of self-blaming bias in major depressive disorder  
Roland Zahn, Matthew Lambon Ralph, Jorge Moll, Bill Deakin, Sophie Green  
roland.zahn@manchester.ac.uk  
 
*AIMS - Current neuroanatomical models explain major depressive disorder (MDD) by abnormalities in neu-
ral circuits underlying negative emotions. The unresolved conundrum, however, is to explain why excessive 
negative feelings occur when MDD patients blame themselves (manifesting as guilt or self-worthlessness), 
but not when blaming others.  
 
*METHODS - We used fMRI in fully remitted MDD (N=25) and a matched control group (N=22) with low MD 
vulnerability while controlling for antidepressant medication status. We employed psychophysiological inter-
action analysis (SPM8) and an anterior temporal lobe (aTL) seed region, previously shown to underpin 
blame differentiation, to identify brain regions showing coupling (at p=.05 family-wise-error corrected over a 
priori ROIs) with the aTL during two conditions: 1) guilt, 2) indignation, evoked by written statements pre-
sented in the scanner. We controlled the intensity of negative feelings and task performance.  
 
*RESULTS - We corroborated our hypothesis that MDD patients can be distinguished from controls by 
functional decoupling between aTL and subgenual cingulate cortex while they experience self-blaming feel-
ings (guilt). This effect was selective for self-blame but did not occur when blaming others (feeling indigna-
tion) and therefore explains vulnerability to self-blaming bias.  
 
*CONCLUSIONS - These results shed new light on the pathophysiology of MDD by unravelling the neuro-
anatomical basis of self-blaming bias. 
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DOPAMINE IN HEALTH AND DISEASE  

Trevor W Robbins 

Professor T. W. Robbins, FRS,Professor of Cognitive Neuroscience,  
Trevor Robbins was appointed in 1997 as the Professor of Cognitive Neuroscience at the 
University of Cambridge. He was elected to the Chair of Expt. Psychology (and Head of 
Department) at Cambridge from October 2002. He is also Director of the newly-established 
Cambridge MRC Centre in Behavioural and Clinical Neuroscience, the main objective of 
which is to inter-relate basic and clinical research in Psychiatry and Neurology for such 
conditions as Parkinson’s, Huntington’s, and Alzheimer’s diseases, frontal lobe injury, 

schizophrenia, depression, drug addiction and developmental syndromes such as attention deficit/
hyperactivity disorder. He is a Fellow of the British Psychological Society and the Academy of Medical Sci-
ences. He has been President of the European Behavioural Pharmacology Society (1992-1994) and he 
won that Society’s inaugural Distinguished Scientist Award in 2001. He was also President of the British 
Association of Psychopharmacology from 1996 to 1997. He has edited the journal Psychopharmacology 
since 1980 and joined the editorial board of Science in Jan. 2003. He has been a member of the Medical 
Research Council (UK) and chaired the Neuroscience and Mental Health Board from 1995 until 1999. He 
has been included on a list of the 100 most cited neuroscientists by ISI. He has published nearly five hun-
dred full papers in scientific journals and has co-edited three books (Psychology for Medicine: The Prefron-
tal Cortex; Executive and Cognitive Function, and Disorders of Brain and Mind). 
Research interests: Functions of prefrontal-striatal systems, psychopharmacology of cognition and rein-
forcement. My research interests span the areas of cognitive neuroscience, behavioural neuroscience and 
psychopharmacology. My main work focuses on the functions of the frontal lobes of the brain and their con-
nections with other regions, including the so-called brain reward systems which have been discovered in 
other animals. These brain systems are relevant to such psychiatric and neurological disorders as Parkin-
son’s and Huntington’s disease, dementia, schizophrenia, depression, drug addiction, obsessive-
compulsive disorder and attention deficit/hyperactivity disorder, as well as frontal lobe injury. A variety of 
methods is used for studying these systems, including sophisticated psychological paradigms for investigat-
ing cognitive functions such as planning, decision-making and self-control (impulsivity) in both normal sub-
jects and patients; these include the computerised CANTAB battery, which I co-invented. I also employ 
functional brain imaging using brain scanners that operate via magnetic resonance imaging or positron 
emission tomography (PET) to determine where in the human brain various cognitive operations are carried 
out. In addition, I am interested in establishing how drugs work to produce changes in brain chemistry, and 
how these affect behaviour. Two particular current interests are characterising beneficial effects of drugs on 
cognition, as may occur with ‘cognitive enhancing’ drugs used clinically and deleterious effects of drugs of 
abuse, such as cocaine and amphetamine, which may lead to possible long-term intellectual impairment. 
Some recent publications: 
1. Chamberlain S, Muller U, Blackwell A, Clark L, Robbins TW, Sahakian BJ (2006) Neurochemical modulation of re-
sponse inhibition and probabilistic learning in humans. Science 311, 861-863. 
2. Everitt BJ, Robbins TW (2005) Neural systems of reinforcement for drug addiction: from actions to habits to compul-
sion. Nature Neuroscience, 8, 1481-1489. 
3. Ron M, Robbins TW (Eds.) (2003). Disorders of Mind and Brain 2, Cambridge University Press, Cambridge. Cools R, 
Robbins TW (2004). Chemistry of the adaptive mind. Philosophical transactions. Series A, Mathematical, physical, and 
engineering sciences.15, 2871-2888. 
4. Aron, AR, Fletcher PC, Bullmore ET, Sahakian BJ and Robbins TW (2003) Stop-signal inhibition disrupted by dam-
age to right inferior frontal gyrus in humans, Nature Neuroscience, 6, 115-116. 
5. Turner DC, Robbins TW, Clark L, Aron AR, Dowson J, Sahakian BJ (2003).Cognitive enhancing effects of modafinil 
in healthy volunteers, Psychopharmacology 165, 260-269. 
6. Manes F, Sahakian BJ, Clark L, Rogers R, Antoun N, Aitken M, Robbins TW (2002) Decision-making processes fol-
lowing damage to the prefrontal cortex. Brain 125, 624-639. 
7. Cardinal, R.N., Pennicott, C., Sugathapala, C.L., Robbins, T.W. and Everitt, B.J. (2001) Impulsive choice induced in 
rats by lesions of the nucleus accumbens core. Science, 292, 2499-2501. 
Cools R, Barker R, Sahakian BJ, Robbins TW (2001) Enhanced or impaired cognitive function in Parkinson’s disease 
as a function of dopaminergic medication and task demands. Cerebral Cortex, 11, 1136-1143. 
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Abstract 
 
The original synthesis of dopamine in the laboratories of H.E. Dale in South London, followed some 50 
years later by the seminal mapping of the mesencephalic dopamine (DA) pathways into ramifying mesostri-
atal, mesolimbic and mesocortical projections, the identification of several DA receptors and their signalling 
pathways, and the discovery of phasic and tonic modes of dopaminergic activity, have led to important 
questions about the functions of this modulatory neurotransmitter. The triadic division of these projections 
has suggested discrete and even parallel functions in movement (e.g. Parkinson’s disease, dorsal stria-
tum), reward (e.g. drugs of abuse, nucleus accumbens) and cognition (e.g. schizophrenia and attention 
deficit/hyperactivity disorder (ADHD), prefrontal cortex). However, several lines of evidence show that this 
division to be artificial, it also being important to consider interactions between prefrontal and striatal sys-
tems, between the various sectors of the striatum itself, and even its component ‘direct’ and ‘indirect’ path-
ways.  
 This lecture will provide several examples of how work performed in experimental animals has in-
formed these functional considerations, whilst also having profound implications for understanding the func-
tions of dopamine in health and disease.  A prime example is the discovery that prefrontal cortical dopa-
mine modulates cognitive functions such as working memory, which our own work has suggested to be a 
consequence of stabilizing representations of the world via dopamine D1 receptor actions. This contrasts 
with findings that striatal dopamine often serves to promote behavioral switching, as occurs for example in 
Parkinson’s disease, ADHD and stimulant abuse following dopaminergic therapy with L-Dopa, methylpheni-
date, and a D2/3 agonist, respectively. The hypothesis that there exist optimal levels of dopamine activity 
for efficient cognitive functioning in the prefrontal cortex also has applicability in the sub-cortical brain, 
based for example on the discovery that optimal titration of dopaminergic therapy for motor function in Park-
inson’s disease can lead, not only to cognitive enhancement, but also behavioural dysregulation in certain 
domains, possibly arising as a consequence of an ‘over-dosing’ of ventral striatal dopamine pathways with 
probable motivational consequences.  
 Such a motivational role is consonant with the discovery that rewarding effects of psychomotor stimu-
lant drugs such as cocaine and amphetamine were mediated by dopamine-dependent functions of the nu-
cleus accumbens in rats. Recent work has shown that addiction to such drugs is predicted by individual 
differences in the propensity for impulsive behaviour, associated with variations in dopamine receptor num-
ber in the ventral striatum. This impulsivity may reflect an aberrant engagement of pavlovian approach be-
haviour. However, work in animals has suggested that during the addictive process, there is a shift in con-
trol of drug-seeking behaviour from the ventral to dorsal striatum that is consistent with a role for dopamine 
in stimulus-response habit learning. Implications for recent findings in chronic drug abusers will also be dis-
cussed.  
 
Reference 
Robbins TW (2010): From Behavior to Cognition: Functions of Mesostriatal, Mesolimbic and 
Mesocortical Dopamine Systems. In: Iversen LL, Iversen SD, Dunnett SB, Bjorklund A 
editors. Dopamine Handbook. New York: Oxford University Press, pp 203-214. 
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The Magic Circle Headquarters  
 
 
 
 
 
 
 
 
 
 
 

The Magic Circle Headquarters  
number 12 Stephenson Way, London NW1 2HD  

Thursday 10th February 2011 7.00 pm - 10.00 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 reception 
at the Magic Circle Headquarters.  

Hidden behind the doors of number 12, is the spectacular home of The Magic Cir-
cle, a private club where the finest magicians from all over the world meet regularly 
to invent illusions, share secrets and master their magic. 
 
The Latin motto of The Magic Circle is 'Indocilis Privata Loqui' which roughly trans-
lates as 'Not apt to disclose secrets'. All members promise not to reveal secrets other 
than to magicians or bona fide students of magic. 
 
Throughout its long history, The Magic Circle has grown and today is undoubtedly 
the premier magical society in the world.  This amazing venue includes a clubroom 
and bar, meeting and dining rooms packed with magic tricks and exhibits, libraries, 
museums and one of London's best kept secrets, The Magic Circle Theatre. 
 
We look forward to seeing you there. 

 
BOOK YOUR PLACE WHEN REGISTERING FOR THE MEETING  

The British Neuropsychiatry Association  
2011 AGM  

Evening Reception  



 

 
12 Stephenson Way 
London  
NW1 2HD  
 
How to get there: 
less than a minute's walk from Euston Station, three minutes from Euston 
Square and Warren Street and just 10 minutes from Kings Cross, St. Pan-
cras and Oxford Circus. There is plenty of off street parking nearby and 
an underground car park at Melton Street.  
 



 

 

 The British Neuropsychiatry Association 
 
The BNPA 24th AGM -  10/11 February 2011 

0830-0930 Registration and refreshments 
 
  Keynote Address: 
0930-1020 The future of Pharmacogenetics in Neurology and Psychiatry 
  David Mrazek (USA) 
 
1030-1055 Molecular windows into speech and language disorders 
  Simon Fisher (UK) 
 
1100-1130 Refreshments 
 
1130-1155 Bridging the gap between genes and behaviour: the case for neuroimaging  
  genetics  
  Jonathan Roiser (UK) 
 
1200-1225 Controversies in gene-environment interaction research: Why all the fuss?  
  Marcus Munafo (UK) 
 
1245-1315 BNPA 2010 AGM (BNPA members only) 
1230-1400 Lunch and poster viewing  
 
1400  Prize Giving 
1405-1500 The rise and fall of Asperger Syndrome 
  David Skuse (UK) 
 
1505-1600 Dimensions or categories: what the new genetics tells us about neuropsychiatric  
  disorders 
  Nick Craddock (UK) 
 
1600-1615 Refreshments and Close 
 

DAY 2 Friday 11th February 2011 
  Neuropsychiatry and the New Genetics 
  Chair: Peter Halligan (UK) 
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Abstract:. 
While pharmacogenomics has been evolving over the past 30 years, there has been a rapid acceleration of 
the translation of research findings over the past decade.  While genomically informed strategies to provide 
a more rationale approach to medication management has influenced every medical subspecialty, pharma-
cogenomic testing has the potential to have the greatest impact on psychiatry as a consequence of the 
large variety of available psychotropic medications and the central role that psychopharmacology plays in 
current psychiatric practice. 
 
While individual laboratories initiated psychiatric pharmacogenomic testing prior to 2004, the approval of 
the Amplichip by the Federal Department of Administration (FDA) in the United States provided high profile 
recognition of the importance of identifying psychiatric patients who had atypical metabolic capacity. While 
the initial two genes included in this initial product were the cytochrome P450 2D6 gene (CYP2D6) and the 
cytochrome P450 2C19 gene (CYP2C19), several other cytochrome P450 genes have subsequently been 
added to laboratory profiles providing greater sophistication in identifying patients with a problematic meta-
bolic capacity. 
 
The second major class of pharmacogenomically relevant genes has been broadly described as “target 
genes.”  These include the neurotransmitter transporter receptor genes.  With the ability to create a more 
comprehensive pharmacogenomic profile for a given patient, there has been increased precision in estab-
lishing both the probability of side effects and the likelihood of a clinical response.   
Gene variations providing information about a specific medication have also been identified.  A good exam-
ple is the *1502 variant of the HLA-B gene.  After an FDA warning about the risk of Asian patients develop-
ing Stevens Johnson Syndrome, it quickly became standard practice to screen patients of Asian ancestry 
for the *1502 allele prior to prescribing carbamazepine. 
 
We are currently in the early adoption state of pharmacogenomic testing in the United States.  A number of 
academic medical centers, including the Mayo Clinic and the Cincinnati Children’s Hospital, have been 
genotyping drug metabolizing enzyme genes and selected target genes for almost a decade.  However, the 
adoption of pharmacogenomic testing has been less rapid in community practice because of problems with 
the reimbursement for testing.  However, with increasing appreciation of the benefits of testing, it is widely 
anticipated that psychiatric pharmacogenomic testing will become the standard of clinical practice in the 
United States within the next five years.  Possible barriers to adoption will be reviewed and discussed, as 
well as the imperative need for the translation of new research findings. 

Dr. Mrazek joined Mayo Clinic in September of 2000 as Chair of the Department of Psy-
chiatry and Psychology. His specialty is in the area of Child and Adolescent Psychiatry, 
however his research interests and publications cover a broad range of psychiatric ill-
nesses that occur in patients of all ages. Most recently Dr. Mrazek has begun several new 
research initiatives in genomics. He has collaborated with other investigators in studying 
various links between genomic variability and psychiatric illnesses such as depression, bi-
polar illness, and attention deficit hyperactivity disorder. 

David Mrazek 

THE FUTURE OF PHARMACOGENETICS IN NEUROLOGY AND PSYCHIATRY 
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Abstract 
People who carry rare heterozygous mutations disrupting the FOXP2 gene have problems mastering the 
complex sequences of mouth movements needed for speech, along with deficits in many aspects of ex-
pressive and receptive language. The gene encodes a highly conserved transcription factor that helps regu-
late development and function of neuronal subpopulations in a wide range of non-speaking vertebrates, 
although evidence suggests that its role(s) may have been modified during human evolution. 
 
It is emphasised that FOXP2 is not the mythical "gene for speech", but represents one piece of a complex 
puzzle. I will describe how FOXP2 can be used as a unique window into key neurogenetic pathways via an 
array of complementary approaches. For example, using functional genomic screening of human neurons 
grown in the laboratory, we identified the CNTNAP2 gene (a member of the neurexin superfamily) as a 
downstream target directly regulated by FOXP2. Intriguingly, we found that CNTNAP2 is itself associated 
with common cases of language impairment; this target has also been implicated in language delays of au-
tistic children. High-throughput screening has enabled us to isolate additional putative targets of FOXP2, 
including multiple genes involved in neurite outgrowth and synaptic plasticity. Moving to animal models of 
FOXP2 dysfunction, we have shown that point mutations implicated in human speech deficits yield impaired 
motor-skill learning in mutant mice. Electrophysiological recording suggests that this may be mediated by 
altered plasticity of Foxp2-expressing circuitry. Together with findings from other model systems, these data 
indicate that the contributions of FOXP2 to human speech and language are built on evolutionarily ancient 
roles in neural circuits involved in sensorimotor integration and motor-skill learning. 
 
Overall, this work demonstrates how we can begin to bridge gaps between molecules, neurons and the 
brain, helping us to build more sophisticated models of the relationships between genes, speech and lan-
guage. 
 
 

Simon E. Fisher is director of the Max Planck Institute for Psycholinguistics in Nijmegen, 
the Netherlands and an honorary research fellow at the Wellcome Trust Centre for Human 
Genetics (WTCHG) in Oxford, UK. Simon obtained his Natural Sciences degree at Trinity 
Hall, Cambridge University, followed by a DPhil at the Genetics Unit of the Biochemistry 
Department, Oxford University. For his postdoctoral research he joined Prof. Anthony 
Monaco's group at the WTCHG in Oxford, and worked on identifying genetic factors that 
contribute to developmental disorders such as dyslexia and speech and language impair-

ments. In 2002, Simon was awarded with a Royal Society Research Fellowship and became head of his 
own laboratory at the WTCHG, where he used state-of-the-art methods to uncover how language-related 
genes influence the brain. From 2007-2010Simon was Isobel Laing Fellow in Biomedical Sciences at Oriel 
College, Oxford.  In 2010 he was appointed director of a new department specifically devoted to "Language 
and Genetics" at the Max Planck Institute in Nijmegen. Simon is author of over 70 journal articles, including 
peer-reviewed research in Nature, Nature Genetics, New England Journal of Medicine and Cell. His awards 
include the Francis Crick Prize Lecture in 2008, and the inaugural Eric Kan del Young Neuroscientists Prize 
in 2009.Simon's research involves a strong interdisciplinary remit, integrating data from genetics and ge-
nomics, psychology, neuroscience, developmental biology and evolutionary anthropology.  

MOLECULAR WINDOWS INTO SPEECH AND LANGUAGE DISORDERS  

Simon E. Fisher  
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Abstract:In recent years, very large association studies have begun to reveal the contributions of specific 
common genetic variants in conferring risk for mental illnesses such as autism, schizophrenia and bipolar 
disorder. However, the size of effect of each individual risk variant has turned out to be surprisingly small 
(other than for some large structural genetic abnormalities that exist in only very few patients). In the con-
text of very high heritability estimates, which suggest that genetic variation explains a substantial proportion 
of the variance in risk for psychiatric disease, the lack of many single genetic variants of at least small-to-
moderate effect sizes is surprising. This problem has been termed “missing heritability”, and there is some 
controversy as to its explanation. 
An alternative strategy for assessing the influence of genetic variation on risk for psychiatric disease is to 
consider as the phenotype not a categorical diagnosis, but instead a continuous trait that may be closer to 
some genetically-influenced process than the diagnosis itself. This strategy of examining “endophenotypes” 
has yielded some successes in non-psychiatric illness. For example, some of the genes implicated in car-
diac arrhythmias were initially identified through an electrocardiogram endophenotype known as the 
“prolonged QT interval”. Some patients with cardiac arrhythmias were found to have a prolonged QT inter-
val, as were their unaffected first-degree relatives. Ultimately, genetic linkage studies using the prolonged 
QT interval as an endophenotype successfully identified several risk variants. 
The endophenotype approach has not yet been adopted widely in psychiatry. Nonetheless, several candi-
date endophenotypes have been proposed, including brain imaging measurements. Importantly, several 
brain imaging measurements conform to a number of the criteria for endophenotypes: they can be herita-
ble; they can differentiate reliably psychiatric patients and non-patients; these differences can occur inde-
pendent of medication or illness phase; and reliable effects can be identifiable in unaffected first-degree 
relatives. However, the expense and technical challenge inherent in gathering sufficiently large samples 
has generally precluded the use of brain imaging methods in large-scale genome-wide association studies 
to date. Instead, neuroimaging genetics studies have more commonly used the reverse approach, aiming to 
understand how risk variants for psychiatric disorders might alter brain function in non-psychiatric subjects. 
While this strategy has yielded some important insights into the mechanisms by which genetic variants af-
fect neural function in healthy individuals, the greatest promise for neuroimaging genetics lies in the identifi-
cation of new variants that would not have been identified using traditional psychiatric diagnoses as pheno-
types. 

Jonathan Roiser studied Natural Sciences at Trinity College, Cambridge, as an under-
graduate, and remained there for his doctorate in the Department of Psychiatry. His PhD 
focused on the effects of monoamine depletions on mood and cognitive performance, with 
a particular emphasis on demonstrating that genetic variation can explain some of the vari-
ability commonly observed between individuals in their vulnerability to perturbations of the 
serotonin system. He then spent a year conducting a pharmacological fMRI study at the 
National Institute of Mental Health, USA, in patients recovered from depression and con-

trols. 
Following a post-doctoral appointment at the UCL Institute of Neurology, London, where he investigated the 
neural mechanisms underpinning psychotic phenomena and cognitive impairment in schizophrenia, he was 
appointed to a faculty post at the UCL Institute of Cognitive Neuroscience. He has published over 40 peer-
reviewed papers and his laboratory is currently funded by the Medical Research Council and the British 
Academy. In 2008 he founded the UCL-NIMH/NINDS Joint Doctoral Training Program in Neuroscience, 
which he co-directs. His research interests remain focused on understanding the neurobiological basis of 
psychiatric symptoms, combining behavioural, psychopharmacological and genetic approaches with neuroi-
maging techniques. In the future he hopes to continue his work on understanding the sources of individual 
differences in responses to pharmacological treatment in psychiatric conditions, particularly depression and 
schizophrenia.  

Jonathan Roiser  

BRIDGING THE GAP BETWEEN GENES AND BEHAVIOUR: THE CASE FOR NEUROIMAGING  
GENETICS 
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Abstract 
There has been considerable interest in recent years in the role of gene x environment (G x E) interactions 
in the aetiology of psychiatric disorders. While the fact that genetic effects may moderate the effects of en-
vironmental exposure is widely accepted, and supported by family and twin studies, there is controversy 
regarding the degree of evidence for specific G x E interactions reported in the literature. Here the various 
reasons for this ongoing controversy, and the extent to which this debate has polarised the field of G x E 
research, are discussed. 
 
A number of relevant factors influencing the weight of evidence for specific G x E interactions will be dis-
cussed, including the degree of stringency employed in the definition of “replication”, the impact of different 
statistical models used to test for these interactions, and the statistical power of individual studies. In only a 
minority of studies is a replication reported that is qualitatively comparable to that in the original report, 
which may or may not mean that the original finding was spurious. Given reasonable assumptions regard-
ing likely genetic and environmental effects, simulations indicate that many published studies may be 
underpowered, suggesting that some positive results for widely reported G x E interactions may indeed be 
compatible with chance findings. 
 
Many difficulties arise from the use of existing datasets, which obscures whether different findings across 
studies are due to characteristics of the data (e.g., questionnaire versus interview measures, sample char-
acteristics), genuine effect heterogeneity, or simply chance. A further difficulty is the temptation to mine 
datasets for nominally significant results, which raises the risk of spurious findings (further exacerbated 
when interaction effects in the absence of main effects are observed). Recommendations for future studies 
will be discussed. 

Marcus Munafò was an undergraduate at the University of Oxford, before moving to the 
University of Southampton to complete an MSc in Health Psychology and a PhD. Following 
this, he returned to the University of Oxford, as a postdoctoral fellow in the Department of 
Public Health and Primary Care and later the Department of Clinical Pharmacology. In 
2004-2005 he spent 6 months as a Visiting Professor at the University of Pennsylvania. In 
March 2005 took up a tenured position in the School of Experimental Psychology at the 
University of Bristol, where he is now Professor of Biological Psychology and leads the To-

bacco and Alcohol Research Group, and the Psychopharmacology Research Network. 
His research interests are in the integration of multiple research perspectives to understand individual dif-
ferences in smoking behaviour and, in particular, smoking cessation. This has included substantial work on 
smoking cessation pharmacogenetics, including analysis of the likely cost-effectiveness of personalised 
medicine. His research also includes the study of behavioural and neuroimaging correlates of smoking be-
haviour. He recently contributed material on the genetics of smoking behaviour and smoking cessation 
pharmacogenetics to the forthcoming Surgeon General’s Report on tobacco-related disease. 
In 2004 he was awarded the Society for Research on Nicotine and Tobacco Young Investigator Award, and 
in 2005 the European College of Neuropsychopharmacology Fellowship Award. He is Past-President of the 
Society for Research on Nicotine and Tobacco Europe, and serves on the editorial board of several jour-
nals, including as Deputy Editor for Nicotine and Tobacco Research, and Senior Editor for Addiction. He 
serves on the addiction Scientific Advisory Panel for the European College of Neuropsychopharmacology, 
and has provided consultancy for the European Commission on two working groups, on smokeless tobacco 
products and tobacco additives. He has also advised the Commission on Human Medicines in the UK. 

CONTROVERSIES IN GENE– ENVIRONMENT INTERACTION RESEARCH: WHY ALL THE FUSS? 

Marcus Munafò  
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Abstract 

The syndrome described by Hans Asperger has had a remarkable and complex evolution.  Asperger’s first 
paper was published one year after Kanner’s. They apparently never acknowledged one another’s exis-
tence.  Unlike Kanner, he revised his description many times over the ensuing decades. His diagnostic cri-
teria were further amended by Gillberg, in 1989, and eventually appeared in yet another form in DSM-IV in 
1994. Is the condition merely a milder form of autism, in those of high intelligence? There are proponents of 
that view, who strongly dispute the validity of the syndrome, but others characterise it as having unique fea-
tures. Unfortunately, there are few data published that could guide us to any firm conclusions. Our difficulty 
comes about in part because the current DSM-IV diagnostic criteria are so restrictive that hardly any cases 
of Asperger syndrome so-defined can be found.  
 
The debate on the validity of the diagnosis of what is now called Asperger syndrome in DSM/ICD (not, inci-
dentally meeting either Asperger’s or Gillberg’s criteria) might have rumbled on for years, but for the pend-
ing 5th revision to the DSM. The controversial decision has provisionally been made to abolish the syn-
drome in DSM-5, and to describe all conditions with autistic symptomatology as Autism Spectrum Disor-
ders.  That recommendation has upset the ‘Aspie’ community, who feel they are losing their identity.  The 
implications of recent research evidence on high functioning autistic disorders for the case made to abolish 
the diagnosis of Asperger syndrome will be discussed.  

David Skuse MD FRCP FRCPsych FRCPCH 
Behavioural and Brain Sciences Unit, Institute of Child Health 
Current Research and Interests: 
Genetic influences on development and functioning of neural systems associated with so-
cial cognition in humans; focus on the development of individual differences in cooperative 
behaviour, using neuroeconomic models. Clinical research programme involves high func-
tioning autistic and Asperger children and adults. Other interests include behavioural and 

cognitive consequences of chromosomal rearrangements especially those involving sex chromosomes.” 

THE RISE AND FALL OF ASPERGER SYNDROME 

David Skuse 
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Abstract 
 
Mirroring clinical practice, it has been conventional for psychiatric research, including the search for predis-
posing genes, to proceed under the assumption that schizophrenia and bipolar disorder are separate dis-
ease entities with different underlying etiologies. These represent the traditional dichotomous classification 
of the so-called ''functional'' psychoses and form the basis of modern psychiatric diagnostic practice. Re-
cent findings emerging in molecular genetic studies of psychoses show increasing evidence that challenges 
traditional classification categories. Within the context of the Wellcome Trust Case Control Consortium 
(WTCCC) we have studied 2700 mood-psychosis cases and 3000 controls and several other large-scale 
studies have been undertaken, including studies of structural genomic variation. The emerging evidence 
suggests the existence of both relatively specific as well as more general relationships between genotype 
and psychopathology. For example, in our dataset variation at GABAA receptor genes is associated with 
susceptibility to a form of illness with mixed features of schizophrenia and bipolar disorder. Genome-wide 
significant associations at CACNA1C in bipolar disorder and ZNF804A in schizophrenia show evidence for 
a contribution to susceptibility across the traditional diagnostic boundaries. Evidence from studies of struc-
tural genomic variation (copy number variation) suggests the need to reconsider the relationship between 
schizophrenia and childhood onset neurodevelopmental disorders, such as ADHD and autism. The elucida-
tion of genotype-phenotype relationships is at an early stage, but current findings highlight the need to con-
sider alternative approaches to classification and conceptualization for psychiatric research, and perhaps, 
practice.  

Professor Nick Craddock 
Nick’s research is focused on improving understanding of diagnosis and management of 
bipolar spectrum mood disorders and psychosis. As well as leading the Mood Disorders 
Research Team and the Bipolar Disorder Research Network (BDRN), Nick is also an hon-
orary consultant psychiatrist at Cardiff University, and heads the Cardiff University Psychia-
try Service. His clinical interests lie in the diagnosis and management of bipolar spectrum 
disorders. Nick is the scientific advisor for the MDF-The Bipolar Organisation. He advises 

BBC EastEnders on their bipolar disorder storyline and has contributed to many documentaries on bipolar 
disorder and psychiatry. Nick also appears on TV, Radio, and in the National Press on a regular basis. Nick 
has published more than 250 research articles and is a Fellow of the Academy of Medical Sciences. He 
Chairs the Academic Faculty of the Royal College of Psychiatrists and is an editorials editor for the British 
Journal of Psychiatry. He is Director of Mental Health Research and Development for Cardiff and Vale Uni-
versity Health Board.  

DIMENSIONS OR CATEGORIES:  
WHAT THE NEW GENETICS TELLS US ABOUT NEUROPSYCHIATRIC DISORDERS 

Nick Craddock 
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Your opinions are important to us and will help us plan future conferences. Please complete the below form and 
return to the Registration Desk. 

1. How useful did you find this event? Extremely useful [  ]  Useful [  ]  Fairly useful [  ]  Not useful  [  ] 
 
 
3. What was your overall impression of this event?  
(1 = Excellent, 2 = Good, 3 = Fairly Good, 4 = Poor, 5 = Very Poor) 

1 2 3 4 

Programme     

Registration process     

Organisation     

Venue     

Catering     

5 

 

 

 

 

 

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

     

Academic Content 1 2 3 4 5 

Day 1: Neuropsychiatry of Parkinson’s Disease      

Day 2: Neuropsychiatry and the New Genetics      

      

Relevance and interest 1 2 3 4 5 

Day 1: Neuropsychiatry of Parkinson’s Disease      

6. Which speakers would you like to see at future BNPA conferences?  
 
 
 
7. What impact will this event have on your future practice?  
 
 
 
8. Comments/Suggestions and ideas for future conferences: 
 
 
 

 

Day 2: Neuropsychiatry and the New Genetics      

      

5. Please rate the Members’ Papers Forum 
(1 = Excellent, 2 = Good, 3 = Fairly Good, 4 = Poor, 5 = Very Poor) 
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1.The Dorsal Hippocampal Commissure: When the Functionality Matters  
*AUTHORS: Ivana Rosenzweig, MD, PhD, MRCPsych, Institute of Epileptology, King’s Hospital, London 
and Danish Epilepsy Centre, Dianalund, Denmark; Sandor Beniczky, MD, PhD, Danish Epilepsy Centre, 
Dianalund, Denmark, Franz Brunnhuber, MD, Department of Clinical Neurophysiology, King’s Hospital, 
London, UK; Gonzalo Alarcon, LMS, MD, PhD, Institute of Epileptology, King’s Hospital, London; Antonio 
Valentin, LMS, PhD, MD, Institute of Epileptology, King’s Hospital, London, UK.  
i.rosenzweig@camprot.com 
*AIMS - The human hippocampal phylogeny is manifested by near or total disappearance of ventral hippo-
campal commissure. In contrast, the dorsal hippocampal commissure, although considered controversial 
and vehemently disputed by some groups, is believed to present a functional pathway in the human brain.  
*METHODS - Gloor et al. in 1993 proposed that, in humans, the spread though the dorsal hippocampal 
commissure is the only likely pathway of contralateral propagation for seizure discharges originating in 
mesial temporal structures with spread to the contralateral hippocampus.  
*RESULTS - We report an unusual case of a patient with refractory temporal epilepsy (TLE) with several 
seizure types who underwent a comprehensive presurgical evaluation due to non-concordant results be-
tween various investigative modalities.  
*CONCLUSIONS - It is postulated here that repeated false lateralisation of seizure onset by extracranial 
EEG recordings in our patient might have been instigated by the distinct patterns of seizure spread utiliz-
ing the dorsal hippocampal commissure.  
 
2.Tourettism in Adults  
*AUTHORS: Maalik, MA, Stern JS, Hafez A, Simmons H, Robertson MM  
Department of Neurology, St. George's Hospital, Blackshaw Road, London jestern@sgul.ac.uk  
*AIMS - We investigated cases of Tourette syndrome (TS) with atypical chronology in terms of age of on-
set. According to DSM IV-TR onset of TS is by the age of 18. Most cases have their onset earlier at ages 
5-10. Peak severity of tics is usually around the ages of 11-13 so that severe cases in adulthood represent 
a minority. We investigated the characteristics of patients 1) with an onset of symptoms in late adoles-
cence 2) with apparent onset in adulthood and 3) other atypical cases with an early onset of mild symp-
toms followed by transition to significantly more severe tics after the age of 18.  
*METHODS - Review of 220 patient records collected in a joint paediatric and adult Tic Disorder clinic was 
performed. Cases with onset over the age of 18, or of onset from 15-18 years old, or of childhood onset 
with late significant exacerbation over the age of 18 were selected for comparison with the remaining ma-
jority of cases who exhibited early onset and had been seen either as paediatric or adult referrals. Phe-
nomenology of the tics and associated comorbidities were examined.  
*RESULTS - Six adult-onset cases were identified and had a mean age of onset of 37.3 (21-57). Four 
were male and 4 had tics that were considered moderate or severe. None of these cases experienced 
premonitory sensations in association with their tics, a feature which is integral to most people with tics. 
Obsessionality milder than the criteria for OCD was present in half the cases, 2 had coprolalia, and a fam-
ily history of tics was present in two cases only.  
There were also 6 “late exacerbation” cases with a mean age of 25 years for the exacerbation and all had 
severe tics and coprolalia as part of their late presentation. Most of these cases had a family history of tics 
or obsessionality and also significant histories of difficulties at birth/delivery. These cases all had premoni-
tory sensations as would be expected from the control cases.  
Only 4 late adolescent-onset cases were found and, given the small number, they did not have features 
distinguishing them from control cases.  
*CONCLUSIONS - It is suggested that adult-onset cases of a phenotype otherwise consistent with the TS 
phenotype may be biologically different to childhood-onset cases. We found an unusual absence of pre-
monitory sensations in this group and also less relevant family history than expected. Adult-onset TS is 
documented here and previously only in small numbers. Some previous data has considered cases of a 
childhood-onset mild tic disorder followed by later severe exacerbation as an adult-onset category. We 
separated this group and found they experienced premonitory sensations as usual but all had a distinc-
tively severe disorder with coprolalia. 
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3. Treatment practices in ESSTS members Rhiannon Worrall (MSc), Hugh Rickards (MD), Andrea E. 
Cavanna (MD, PhD) rworrall@hotmail.co.uk 
Aim: To systematically examine prescribing practices in Tourette syndrome (TS) among European based 
professionals. 
Method: All members of the European Society for the Study of Tourette Syndrome (ESSTS) formed the 
sampling frame for the current study. A total of 44 clinicians from 18 different European locations who 
were currently prescribing for TS completed an online survey.  
Results: Risperidone (n=13 clinicians), methylphenidate (n=21) and sertraline (n=17) were the most com-
monly prescribed medications for the treatment of tics, ADHD and OCD, respectively. The vast majority of 
clinicians opted for SSRIs for the treatment of anxiety and depression. However, there was a large overall 
variability regarding both the medication choices and dosages used for each of these symptom domains. 
Subsequent analysis revealed differences in first-line medication choices between clinicians who prescribe 
for adults and clinicians who prescribe for children. For example, twice as many clinicians prescribed 
risperidone for children with tics (n=6) than for adults with tics (n=3).  
Conclusion: The current results provide an indication of the pharmacological management of TS in 
Europe. There is a need for general consensus on treatment algorithms for the management of tics and 
behavioural symptoms, which target specific patient groups. 
 
4. Handedness and dementia  *AUTHORS Dr George El-Nimr, Consultant Neuorpsychiatrist; Bucknall 
Hospital, Stoke on Trent and Dr Emad Salib, Consultant Old Age Psychiatrist, 5 Boroughs Partnership 
Trust, Merseyside  georgeni.el-nimr@northstaffs.nhs.uk  
*AIMS - To explore the possible relationship between handedness and dementia.  
*METHODS: A literature review (PsycInfo & MEDLINE). No data limits to the search was applied.  
*RESULTS: Approximately ten relevant studies identified.  
Benjamin Seltzer et al; 1984 reported a higher prevalence of left handedness in early onset dementia. 
Drexler et al; 1984 found no significant difference. In 1986 Leon et al found a reduced frequency of left 
handedness in AD. The possibility that left handers are over represented and die before being diagnosis 
was raised.  
Naugle et al; 1987 found that left handers were more impaired (not statistically significant). In 1998, Raiha 
et al suggested that there was a reduced risk of AD in ambidextrousness or left handedness. Doodi et al; 
1999 indicated that left handed AD patients had a younger age of onset but lower estimated rates of clini-
cal cognitive decline. There were disproportionately fewer left handers with AD. Parry et al; 2001 studied 
the relevance of brain atrophy site. Van Der Elst et al; 2008 failed to support that left handers are more 
cognitively impaired.  
*CONCLUSIONS: Further work is required to determine potential clinical correlates in relation to handed-
ness & dementia 
 
5. Inter-disciplinary clinic for huntington’s disease in North Staffordshire, UK 
AUTHORS: Dr George El-Nimr, Consultant Neuropsychiatrist, Bucknall Hospital, Stoke on Trent, UK  
*AIMS - A specialist service is required to meet the complex needs of HD patients and ensure that they 
are not deprived from essential care on grounds of physical or psychiatric disabilities.  
*METHODS - Our clinic team include: Consultant Neuropsychiatrist, OT, SALT, Palliative Care Nurse, 
Psychologist & a HDA representative. Suitable refreshments; promoting appropriate eating & drinking hab-
its are available. After the clinic, the team meet up to agree a care plan.  
*RESULTS - The clinic is regarded by users as a convenient forum that holistically addresses clinical is-
sues. The time spent in the clinic gives clinicians more insight into family dynamics. Communication be-
tween clinicians has improved as they are able to discuss their findings face to face. The clinic a valued 
training forum.  However, the clinic can be rather tiring. Pairing up of staff or getting some patients to only 
see professionals that are most relevant to them, is considered. An advance introduction to the clinic also 
helps.  
*CONCLUSIONS - The team have aspirations to further develop quantifiable outcomes to scientifically 
demonstrate the clinical & cost effective value of the service and be more able to communicate this to 
stakeholders. 
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6. A care model in Huntington’s disease: delivering care with carers  
*AUTHORS: Dr George El-Nimr, Consultant Neuropsychiatrist, Bucknall Hospital, Stoke on Trent, UK and 
Sue Tams, Carer and chairperson of the North Staffordshire branch of the Huntington’s Disease Associa-
tion georgeni.el-nimr@northstaffs.nhs.uk  
 
*AIMS - The multi-faceted nature of HD presents an argument for professionals to work with carers in 
training and service provision. Part of the required care could be jointly delivered by professionals and 
carers at the same setting.  
While professionals are at risk of ‘stereotyping’ patients, carers find it difficult to disentangle HD from the 
‘person’ and therapeutically utilize the outcome of assessments.  
*METHODS - We will present our local model.  
*RESULTS - Carers are usually invited to give talks to the team. A carers’ representative is invited to ser-
vice development meetings. Team members are regular attendees to the support group for educational 
purposes and to seek views on services. Team members did joint publications with carers.  
In our inter-disciplinary clinic, a carer is always available at the waiting area to provides information about 
HD and the support group. She will then attend part of the meeting after the clinic to feedback on how the 
clinic was run.  
Further, that carer spends time with trainees who find this experience quite enlightening.  
*CONCLUSIONS - The value of involving carers in shaping services and individualising care plans as well 
as training cannot be over estimated. 
 
7. A case of “pseudo-Tourette Syndrome  
*AUTHORS: MA Rather, AE Cavanna  
dr.ratherma@doctors.org.uk  
 
*AIMS - Tourette syndrome (TS) is a childhood-onset neuropsychiatric disorder characterised by chronic 
multiple motor and vocal tics. The few case reports of adult-onset TS are mostly related to acquired brain 
lesions. We report the case of an otherwise healthy man who first presented with complex neurological 
symptoms mimicking TS in adulthood.  
 
*METHODS - A 40-year old engineer was referred to the Department of Neuropsychiatry for late-onset tic 
disorder following a blunt head trauma sustained at work, which caused minor laceration of the forehead 
and transient loss of consciousness, with full recovery within 3 hours. Initial investigations including MRI 
were normal.  
 
*RESULTS - The patient reported a 6-month history of multiple motor tics and complex vocal tics, mainly 
in the form of coprolalia (racist comments, swear words and explicit sexual language). On neuropsychiat-
ric examination, the patient produced continuous utterances and used swear words to comment on the 
examiner’s ethnicity and religion. No motor tics were observed, and the inappropriate vocalisations were 
not accompanied by premonitory sensations, suppression attempts or apologetic attitude.  
 
*CONCLUSIONS - A diagnosis of ‘pseudo-Tourette’ was formulated. In consideration of the often incorrect 
media portrayal of TS, it is hypothesised that the prevalence of scatological features in pseudo-Tourette 
might vastly exceed their prevalence (10-30%) in TS. 
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8. Investigating the Role of Attentional Disengagement Bias in the Tendency, Ability and Persis-
tence of Worry  
AUTHORS: Dalia Nelson; Miriam Lopian; Naomi Bratt  dalia.nelson@kcl.ac.uk  
 
*AIMS - Individuals with Generalised Anxiety Disorder (GAD) have an attentional bias towards threatening 
information. It is not known whether this results from facilitated engagement (faster orientation) or delayed 
disengagement (shifting attention away) from threat. Recent research has developed a new methodology 
designed to modify attentional disengagement from threat. Using this paradigm, the present study as-
sessed the causal role of attentional disengagement from threat and its impact on worry.  
*METHODS - Twenty-four university students scoring below 56 on the Penn-State-Worry-Questionnaire 
were randomly assigned to either threat disengagement training, or non-threat disengagement training. 
Training was assessed using threat and non-threat test-trials. All participants then completed a novel 
worry task, assessing tendency, ability and persistency of worry. The hypothesis was that training to dis-
engage from threat rather than non-threat stimuli would affect tendency, ability or persistence of worry.  
*RESULTS - Accuracy and test-trial reaction-time data indicated disengagement training was successful; 
compared to the non-threat disengagement group, the threat disengagement group had faster reaction-
times for non-threat valence test-trials, experienced marginally non-significantly more negative intrusions 
during active worry, and found it significantly more difficult to worry, when required to engage solely with 
worry without interruption in the worry task.  
*CONCLUSIONS - It is possible to manipulate attentional bias to disengage from threat information, lead-
ing to fewer negative thought intrusions during active worry and increased difficulty in engaging solely with 
worry, thus suggesting that impaired disengagement has a causal role in the ability to worry. 
 
9.Self- and proxy-reported measures of behavioural symptoms in young patients with Tourette 
syndrome: A controlled study  
*AUTHORS: Claudia Selvini, Cristiano Termine, Umberto Balottin, Chiara Luoni, Clare M. Eddy, Andrea E. 
Cavanna  a.cavanna@ion.ucl.ac.uk  
 
*AIMS - Tourette syndrome (TS) is a neurodevelopmental disorder characterized by multiple tics and as-
sociated with co-morbid behavioral problems (TS-plus). We investigated the usefulness of self-report ver-
sus parent- and teacher-report instruments in assisting the specialist assessment of TS-plus in a child/
adolescent population.  
 
*METHODS - Twenty-three patients diagnosed with TS (19 males; age 13.9±3.7 years) and 69 matched 
healthy controls participated in this study. All recruited participants completed a standardized psychomet-
ric battery, including the Children’s Depression Inventory (CDI), the Self Administrated Psychiatric Scales 
for Children and Adolescents (SAFA) and the State–Trait Anger Expression Inventory (STAXI). Parents 
completed the Child Behavior Checklist (CBCL) and Conners’ Parent Rating Scales–Revised (CPRS-R). 
Participants’ teachers completed the Conners’ Teacher Rating Scales–Revised (CTRS-R). Results were 
compared with similar data obtained from controls.  
 
*RESULTS - Nineteen patients (82.6%) fulfilled DSM-IV-TR criteria for at least one co-morbid condition: 
obsessive-compulsive disorder (OCD, n=8; 34.8%); attention deficit-hyperactivity disorder (ADHD, n=6; 
26.1%); OCD+ADHD (n=5; 21.7%). Scores on self-report instruments failed to show any significant differ-
ences between TS and controls. Most subscores of the CPRS-R, CTRS-R, and CBCL were significantly 
higher for the TS group than controls. The TS+OCD subgroup scored significantly higher than the TS-
OCD subgroup on the CBCL-Externalizing, Anxious/Depressed and Obsessive-Compulsive subscales.  
 
*CONCLUSIONS - Self-report instruments appear to have limited usefulness in assisting the assessment 
of the behavioral spectrum of young patients with TS. However, proxy-rated instruments differentiate TS 
populations from healthy subjects, and the CBCL can add relevant information to the clinical diagnosis of 
co-morbid OCD.  
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10. Tolerability profile of Aripiprazole in adult patients with Tourette syndrome AUTHORS - Claudia 
Selvini, Andrea E. Cavanna, Cristiano Termine, Chiara Luoni, Clare Eddy, Hugh Rickards  
a.cavanna@ion.ucl.ac.uk  
 
*AIMS - Little is known about the tolerability profile of Aripiprazole in the TS population. We set out to 
evaluate the prevalence of psychiatric and non-psychiatric adverse events (PAE and nPAE) of Aripipra-
zole through a retrospective chart review of adult patients seen at a specialist TS clinic.  
 
*METHODS - We reviewed the clinical files of 29 patients (22 males; mean age 29.7±13.0) who had been 
started on Aripiprazole (median starting dose: 5.0 mg; median maintenance dose: 10.0 mg).  
 
*RESULTS - Twenty-one patients (72.4%) developed adverse effects: 6 (20.7%) PAE (most common: 
anxiety); 17 (58.6%) nPAE (most common: sedation). Thirteen patients (44.8%) discontinued the Aripipra-
zole, six (20.7%) solely because of the severity of specific adverse effects (sedation, sleep problems, 
weight gain, nausea, lost appetite, tic worsening, hot flushes). When comparing patients with and without 
adverse effects, we found no differences in socio-demographic or clinical variables. However, there was a 
trend towards a statistically significant difference in Aripiprazole starting dose (p = 0.07).  
 
*CONCLUSIONS - The most commonly reported adverse effects of Aripiprazole treatment in TS were se-
dation and sleep problems. In the majority of cases, adverse effects were not severe. In our clinical sam-
ple there were no predictors for poor tolerability. Slow titration is recommended in order to minimise the 
occurrence of adverse effects. 
 
11. A controlled study of quality of life in young people with Tourette syndrome *AUTHORS: Clare 
M. Eddy, Renata Rizzo, Mariangela Gulisano, Paola Calì, Mary M. Robertson, Andrea E. Cavanna  
a.cavanna@ion.ucl.ac.uk  
 
*AIMS - Quality of life (QoL) may be adversely affected by Tourette syndrome (TS). Although the core 
symptoms of this complex neurodevelopmental disorder are tics, patients often present with an array of 
behavioural difficulties, such as co-morbid obsessive compulsive disorder (OCD) or attention deficit hyper-
activity disorder (ADHD). We investigated whether young people with TS exhibited poorer QoL in compari-
son to healthy individuals and an epilepsy control group. We also analysed the impact of co-morbid OCD 
and\or ADHD on perceived QoL.  
 
*METHODS - Participants comprised a total of 202 young people (138 male), aged 10-17 years (mean 
12.91, SD 1.86) forming three groups: 50 young people with TS (44 males; mean age 13.26 years; SD 
2.32); 50 controls with epilepsy (26 males; mean age 12.16 years; SD 1.39 years), and 102 neurologically 
intact healthy controls (68 males; mean age 13.11 years; SD 1.71 years). The Youth Quality of Life Instru-
ment-Research Version (Edwards et al., 2002) was used to assess QoL and a range of clinical scales 
were administered to assess anxiety, depression and other behavioural symptoms.  
 
*RESULTS - TS was associated with significant differences in aspects of QoL related to home and social 
activities, involving peer and family interaction. Patients with more severe tics reported a greater negative 
impact on QoL. Patients with TS and no associated diagnoses (‘pure TS’) presented with lower QoL 
scores in the environment domain, poorer perceived QoL in general, and depressive features. Co-morbid 
OCD appeared to exert a greater impact on self and relationship QoL domains. The presence of both 
OCD and ADHD as co-morbidities led to more widespread problems.  
 
*CONCLUSIONS - TS can be associated with poorer perceived QoL. Although social aspects of QoL may 
be more vulnerable to TS in general, co-morbid conditions make an important contribution in determining 
which aspects of QoL are most affected in the individual. 
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12. A controlled study of mother-child agreement on behavioural symptoms in Tourette Syndrome  
*AUTHORS (presenter first) - C. Selvini, A. Cavanna, C. Luoni, V. Bandera, C. Termine, U. Balottin  
a.cavanna@ion.ucl.ac.uk  
 
*AIMS - Tourette syndrome (TS) is increasingly recognised as a neurodevelopmental disorder associated 
with a spectrum of behavioural problems. We conducted a case-control study to compare children’s self-
report measures of behavioural symptoms with their parents’ ratings.  
 
*METHODS - Our sample consisted of 28 patients (25 males; mean age 14.1 years; range 12.0-18.1 
years) diagnosed with TS according to DSM-IV criteria, and a control group of 61 subjects randomly cho-
sen among sex- and age-matched school peers. All parents completed the Child Behaviour Checklist 
(CBCL) and the Conners’ Parents Rating Scales-R (CPRS-R) for ADHD; all children completed the Youth 
Self Report (the self assessment version of CBCL). We carried out the following comparisons: TS parents 
vs controls’ parents (CBCL and CPRS-R); TS children vs control children (YSR); TS parents vs TS chil-
dren (CBCL vs YSR), and controls’ parents vs control children (CBCL vs YSR).  
 
*RESULTS - Children with TS show higher scores on various subscales of the CBCL compared with con-
trol subjects (e.g. Total Problems: 70.0±8.6 vs 49.1±8.9, p<0.001; Internalizing Scale: 58.1±9.7 vs 
51.9±9.4, p=0.005; Externalizing Scale: 56.5±9.1 vs 47.2±8.1, p<0.001) and consider themselves more 
symptomatic than sex- and age-matched school peers on the YSR Problems and Competences Scales 
(e.g. Problem Scales: Tought 53.0±4.6 vs 52.2±6.2, p=0.027; Attention 61.2±10.1 vs 54.0±6.2, p=0.001; 
Competence Scales: Total 42.9±10.2 vs 49.9±9.3, p=0.002; Social 46.0±7.2 vs 48.8±7.2, p=0.033; 
2.3±0.6 vs 2.6±0.4, p=0.002). However, their own reports of behavioural problems are significantly lower 
than their parents’ reports (e.g. CBCL/YSR total scores: 53.4±11.2 vs 61.0±8.6, p=0.001).  
 
*CONCLUSIONS - Parents’ ratings (CBCL) identify more behavioural symptoms than children’s self-report 
measures (YSR). However, self-report measures such as the YSR are useful in highlighting the areas 
where children with TS feel more problematic than controls, including social interactions and relationships 
with peers. 
 
13. Pituitary Dysfunction after Traumatic Brain Injury (TBI)  
*AUTHORS (presenter first) - Dr Abbas Lohawala, ST6 in Neuropsychiatry,Dr George El-Nimr, Consultant 
Neuropsychiatrist  
genius_doc_abbas@rediffmail.com  
 
*AIMS - Pituitary dysfunction is a recognised important complication after TBI. Arguably, early identifica-
tion / management can alter outcome.  
Our aim is to present important research findings in this area.  
 
*METHODS - A literature search utilising Medline, Embase & Psychinfo (1950 to date) was undertaken. 
Key words used were; ‘Pituitary Dysfunction’ and ‘Traumatic Brain Injury’. References were further 
scanned for relevant studies.  
 
*RESULTS - The prevalence of pituitary dysfunction in the acute phase of TBI is high. While many of the 
early abnormalities are transient, they persist in upto 25% of patients. Impaired quality of life, depression 
and cognitive dysfunction can all be consequences. Growth hormone replacement can partially reverse 
some of the cognitive impairments  
 
*CONCLUSIONS - Screening for pituitary dysfunction after ABI will require collaboration and joint proto-
cols between local endocrinology departments and clinicians treating these patients. There is a need to 
identify a high risk group where routine screening will be justifiable from the clinical and cost effective 
viewpoints.  
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14. Atypical Antipsychotics for Tourette Syndrome 
Authors: Andrea Cavanna, Consultant Neurologist (Presenter), Department of Neuropsychiatry, University 
of Birmingham, BSMHFT, Birmingham, UK;  Department of Neuropsychiatry, Institute of Neurology and 
UCL, London, UK, Anita Pierce, Acute Care Consultant Psychiatrist, Ablett Psychiatric Unit, Betsi Cad-
waldwr University Health Board, North Wales, Hugh E Rickards, Consultant Neuropsychiatrist, Depart-
ment of Neuropsychiatry, Birmingham and Solihull Mental Health NHS Foundation Trust, Birmingham, UK 
Aims 
The aim of this Cochrane review is to evaluate the efficacy and safety of atypical antipsychotics compared 
with placebo in treating tics in patients with Tourette syndrome (TS). 
Methods 
We cross referenced atypical antipsychotics-risperidone, olanzapine, clozapine,  amisulpiride, quetiapine, 
loxapine, ziprasidone, clotiapine,  aripiprazole, remoxipride, sertindole, zotepine, sulpiride and their pro-
prietary names with “Tourette Syndrome” and its derivations and searched the Cochrane Movement Disor-
der Group Trials Register, Cochrane Central Register of Controlled Trials (CENTRAL) (The Cochrane Li-
brary 2010, issue 3), MEDLINE (1950-2010), EMBASE (1980-2010), PsycINFO(1987-2010), and CINAHL 
(2010).  Grey literature, reference lists, hand searching, clinical trials websites and pharmaceutical com-
pany sites were also searched. All relevant randomized, controlled, double blind studies were considered 
for inclusion in this review.  
Results 
The search identified three randomised controlled trials, two comparing risperidone and one comparing 
ziprasidone with placebo. Risperidone was superior to placebo in one trial although the 95% confidence 
intervals were very large. Two trials showed no statistical difference between risperidone and ziprasidone 
against placebo. Methodological quality was rated as ‘unclear’.  Clinical heterogeneity made meta-analysis 
inappropriate.  
Conclusions 
It is difficult to draw clear conclusions from the identified trials in the review as evidence is limited. Placebo 
controlled trials with longer duration and larger groups are needed to investigate the safety and efficacy of 
atypical antipsychotics as a pharmaceutical class in TS populations.  
 
15. Chronic auditory hallucinosis and paranoid psychosis in a man with a history of right temporal 
lobe lesion and alcohol abuse 
Authors: E. Szabadi, J. A. B. Macniven, N. Bajaj, S. Murjan elemer.szabadi@nottingham.ac.uk 
Affiliation: Divisions of Psychiatry and Clinical Neurology, Queen’s Medical Centre, Nottingham 
SUMMARY: In 2004 a 50 year-old man was referred to the psychiatric service with adjustment problems 
and mild anxiety. He also complained of forgetfulness, but no objective memory deficit could be identified 
on this occasion. In 2006 the patient was re-referred with distressing auditory hallucinations, experienced 
inside his head in second and third person, and frightening persecutory ideas. He also complained of de-
teriorating memory functions. There was evidence of excessive use of alcohol, probably going back for 
several years. According to his medical records, the patient sustained a head injury six years previously, 
leading to a right fronto-temporal subdural haematoma and right temporal lobe contusion. A dementing 
illness was suspected, and, in 2009, the patient was referred to clinical neurology and neuropsychiatry, for 
further investigation.  
On clinical interview the patient reiterated his auditory hallucinations and reported delusions of persecution 
and reference consistent with a paranoid psychosis. MRI brain scan showed scarring in the right temporal 
lobe, and EEG sharp waves over the temporal lobes. SPECT imaging showed reduced perfusion in the 
medial temporal region on the right. Neuropsychological assessment revealed significant cognitive impair-
ment, particularly for verbal and visual memory. There was additional patchy evidence of executive dys-
function, and evidence of a decline in general intellectual functioning. Review of the literature indicates an 
association between lesions to the right temporal lobe and the development of auditory hallucinosis. Our 
patient might have been particularly vulnerable to this complication of brain injury due to his abuse of alco-
hol, which can also lead to the development of auditory hallucinosis. The cognitive impairment with an 
emphasis on episodic memory is likely to be the consequence of alcohol induced brain damage, which 
again may have been aggravated by the traumatic injury to the right temporal lobe. 
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16. All-night sleep organisation and distinction of schizophrenia, paranoid and affective psycho-
sis: Index of endogenic sleep perturbation as a new biological marker  
 
AUTHORS:  
Nikola Ilankovic, M.D, Ph.D, Professor, Head, Institute of Psychiatry, Belgrade, Pasterova 2, Serbia  
Andrej Ilankovic, M.D, M.A, Ph.D Fellow, Health College "Milutin Milankovic, Belgrade, Kneza Viseslava 
27, Serbia  
Tanja Lakovic, M.D, Health College "Milutin Milankovic, Belgrade, Kneza Viseslava 27, Serbia  
Vera Ilankovic,Ph.D, Professor, Faculty of Special Education and Rehabilitation, Belgrade, Visokog 
Stevana 2, Serbia,  
Sandra Mikavica, Mr.sci. Health College "Milutin Milankovic, Belgrade, Kneza Viseslava 27, Serbia 
beogradplavodusa@yahoo.com 
 
AIMS: Emil Kraepelin introduced a disorder called "paranoid depression," but "paranoid" became linked to 
schizophrenia, not to mood disorders. We made Polysomnographic (PSG) measurement of sleep by 
schizophrenic patients (acute, paranoid and chronic) to investigate models of sleep disturbances in 
different types of schizophrenia.  
METHODS: Neurophysiologic measurement of sleep using electroencephalography (EEG), 
electrooculography (EOG) and electromyography (EMG) was carried out in 30 patients with an acute 
schizophrenic state (F 23.1 & F 23.2 in ICD-10) and in 30 patients with a chronic/residual schizophrenic 
state (F 20.5 in ICD-10). Recording of sleep patterns (according to Rechtschaffen & Kales), statistical 
analysis and estimation of the discriminative models of sleep was made in these two groups of psychotic 
patients. The Electrophysiological Profile of Sleep (EPS) was derived from these measures and contained 
130 variables of nocturnal sleep. Statistical analysis was by step-wise discriminative function analysis.  
RESULTS: The most discriminative variable in this battery was the Index of Endogenous Periodicity/
Perturbation (IEP-P1): IEP-P1=REM-1/NREM-1, where REM-1 and NREM-1 are the first periods of REM 
and NREM sleep, respectively. Two patterns were seen: 1. The Index of Endogenous Perturbation (IEP-
P1) was LOW in the first group which we call the "REM DEFICIT" type of sleep disturbance (with reduction 
of "REM-1 phase") in acute schizophrenic states; IEP-P1 < 0.3. 2. The IEP-P1 index was HIGH in the 
second group which we call the "DELTA DEFICIT" type of disturbed sleep (with reduction of "delta-sleep") 
in paranoid and chronic (residual) schizophrenia states; IEP-P1 > 2.40, very similar to sleep disturbances 
by affective psychotic disorders!  
CONCLUSIONS: 1. The results of our investigations demonstrate that the Index of endogenous sleep 
perturbation (IEP-P1) is a highly reliable indicator of sleep disturbance in acute, paranoid and residual 
schizophrenia states.  2. With this sleep pattern the paranoid schizophrenia become more linked to affec-
tive disorders, not to schizophrenia. 
References1: Ilankovic A., Ilankovic N., Lakovic T., Ilankovic V., Ilankovic L.M.: NEW DIMENSIONS OF 
SLEEP IN SCHIZOPHRENIA (BNPA London, 2006), Journal of Neurology Neurosurgery and Psychiatry, 
2006  
References2: Charles Raymond Lake: Hypothesis: Grandiosity and Guilt Cause Paranoia; Paranoid 
Schizophrenia is a Psychotic Mood Disorder. Schizophr Bull, December 2007 
   
17. Real genetic: Tuberous sclerosis by adult with psychotic and epileptiform events (Case report)  
 AUTHORS: N. Ilankovic, A. Ilankovic, D. Jovanovic, V. Ilankovic, T. Lakovic  
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♦ Medical practitioners in psychiatry, neurology and related clinical neurosciences (e.g neurophysiology, 

neurosurgery, neuroradiology, neuropathology, neuropsychopharmacology) 
♦ Postgraduate psychologists working in clinical or experimental fields related to psychiatry or neurology 
♦ Postgraduate laboratory workers in the neurosciences 
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Dr Hugh Rickards 
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Instruction to your Bank or Building Society 
Please pay The British Neuropsychiatry Association 
Direct Debits from the account detailed in this 
instruction subject to the safeguards assured by the 
Direct Debit Guarantee.  I understand that this 
instruction may remain with  The British 
Neuropsychiatry Association  and, if so, details will be 
passed electronically to my Bank/Building Society. 
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This Guarantee should be detached and retained by the payer 
The Direct Debit Guarantee              

 This guarantee is offered by all Banks and Building Societies that take part in the Direct Debit Scheme.  The efficiency and 
security of the Scheme is monitored and protected by your own Bank or Building Society. 

 
 If the amounts to be paid or the payment dates change The British Neuropsychiatry Association will notify you 10 working 

days in advance of your account being debited or as otherwise agreed. 
 

 If an error is made by The British Neuropsychiatry Association  or your Bank or Building Society, you are guaranteed a full 
and  immediate refund of the amount paid. 

 
 You can cancel a Direct Debit at any time by writing to your Bank or Building Society.  Please also send a copy of your letter 

to us. 
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THE BRITISH NEUROPSYCHIATRY ASSOCIATION 2008 RULES  
 
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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