mortality in children with a history of febrile
patients with complex febrile seizures. The risk though significant is
small, but the cause is not completely understood. The occurrence of epilepsy or neurologic
abnormality may be contributory in some but not in all deaths. Mazumdar M in a
commentary (Lancet 2008;372:429-430) recommended further follow-up of complex cases.
Kinney H et al. (Pediatr Dev Pathol 2007;10:208-223) relates sudden death in 5 toddlers
with febrile seizures to developmental hippocampal pathology and possible nocturnal
seizures. A shared susceptibility to SIDS and febrile seizures has not been proven. That
febrile seizures may be less benign than generally assumed is suggested by the above study
and also by the recent report of MRI abnormalities in patients with first simple or complex
febrile seizures. (Hesdorffer DC et al. Epilepsia 2008;49:765-771). In practice, MRI is not
indicated for the evaluation of simple febrile seizures, but neurologic consultation is
advisable in children with recurrent febrile seizures and in those with complex seizures. (Ped
Neur Briefs June 2008;22:47-48).
COMMENT. An increased risk of

seizures is restricted to

Omega-3 fatty acids recommended in treatment of refractory seizures and in
prevention of sudden unexpected death in epilepsy. (Scorza FA et al. Epilepsy Behav Oct
2008;13:279-283). The recommendation is based on clinical and animal studies that have
demonstrated anticonvulsant properties of omega-3 supplementation and a reduction in
cardiac arrhythmias and sudden cardiac deaths, the proposed mechanism of sudden death in
epilepsy.
SPECTRUM OF BENIGN OCCIPITAL EPILEPSIES OF CHILDHOOD
The

clinical, electroencephalographic and genetic characteristics of Panayiotopoulos
syndromes were explored, using twin and multiplex family studies, by
University of Melbourne, Australia, and Tel Aviv University, Israel.
Sixteen probands including 7 twins were classified into early, late or mixed benign occipital
epilepsy of childhood (BOEC) syndromes, and 9 non-twin probands with a family history of
epilepsy were included. One-third of the children in this selected series of BOEC had a
mixed syndrome with features of both Panayiotopoulos (early) and Gastaut (late) syndromes.
Monozygotic twin pairs had a similar concordance rate to that of dizygotic twin pairs,
suggesting that BOEC may not be a purely genetic disorder. A mixed pattern of focal and
generalized epilepsies, mainly focal, was found in relatives with epilepsy. Panayiotopoulos
and Gastaut syndromes are not distinct genetic entities, but part of an electro-clinical BOEC
spectrum, with shared genetic and environmental determinants. (Taylor I, Berkovic SF,
Kivity S, Scheffer IE. Benign occipital epilepsies of childhood: clinical features and genetics.
Brain September 2008;131:2287-2294). (Respond: Prof Ingrid E Scheffer, Epilepsy
Research Centre, Austin Health, West Heidelberg, Victoria 3081, Australia. E-mail:
and Gastaut

researchers at The

schefferfaiunimelb. edu.au).
COMMENT. The

syndromes of Panayiotopoulos and Gastaut

are not

distinct, but

part of a continuum of BOEC syndromes, with overlapping electro-clinical features, and
largely undetermined, shared genetic and environmental factors in etiology. SCN1A
missense mutation, identified with generalized epilepsy with febrile seizures plus and Dravet
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syndromes, has recently been reported in a family with atypical Panyiotopoulos syndrome
(Grosso S et al. Neurology 2007;69:609-611).
GOURMAND SYNDROME IN A CHILD WITH EPILEPSY
A preoccupation with food, increased appetite and a preference for fine food had
developed in a 10-year-old obese boy soon after the onset of refractory seizures at 8 years of
age, in a report from University Hospital of Geneva, Switzerland. He had streptococcal B
sepsis and hemorrhage in the right temporoparietal lobes during the neonatal period. Seizures
were stereotyped, with loss of contact and oral automatisms or
dystonic posturing of the left
hand. Their frequency was once a week to 7 times a day. They were uncontrolled despite trial
of 5 different antiepileptic drugs. He preferred to cook meals for himself rather than eat at
fast food restaurants. He had no history of emotional disorder, binge eating, bulimia, or
preoccupation with his weight. Neurological examination revealed a left inferior
quadrantanopia and left dysdiadochokinesia. In presurgical evaluation, the EEG showed a
right posterior focus, and diffuse bilateral parasaggital seizure activity in sleep. MRI revealed
a porencephaly,
periventricular gliosis and hemosiderin deposits in the right parietal lobe.
Neuropsychological examination showed visuospatial memory deficits, discrete signs of
neglect, more pronounced in the postictal phase, with perseveration and confabulation.
(Kurian M, Schmitt-Mechelke T, Korff C, Delavelle J, Landis T, Seeck M. "Gourmand
syndrome" in a child with pharmacoresistant epilepsy. Epilepsy Behav August 2008; 13:413415). (Respond: Dr M Kurian, Presurgical Epilepsy Evaluation Unit, Department of
Neurology, University Hospital of Geneva, 24 rue Micheli-du-Crest, 1211 Geneva 14,

Switzerland. E-mail: mary.kurian@hcuge.ch).
COMMENT. "Gourmand"

syndrome" reported in adults with right hemisphere
epilepsy, and the eating disorder may be reversible when
epilepsy is controlled. (Levine R et al. Epilepsy Behav 2003;4:781-3; cited by Kurian et al).
The authors recommend brain imaging to rule out right hemisphere lesion in a patient who
develops disturbed eating habits following a head injury or seizures.
lesions is often associated with

RISK OF DROWNING IN EPILEPSY
The risk of drowning in patients with epilepsy is quantified by a meta-analysis of
published reports, in a study at the Institute of Neurology, Queen Square, London UK. The
number of deaths from drowning and the number of person-years at risk were estimated in 51
cohorts of people with epilepsy. Standardized mortality ratios (SMRs) (observed deaths
divided by the expected deaths) were calculated for each cohort and for the total population.
Compared with 4.7 expected deaths, 88 drowning deaths were reported in people with
epilepsy, giving an SMR of 18.7 (95% CI 15-23). The 51 cohorts combined had 206,596
patient-years of follow-up. In people with epilepsy and learning disability, the SMR was
25.7, and in those in institutional care, 96.9. In those with temporal lobectomy for epilepsy,
the SMR was 41.1. Using National Registries for estimation of drowning deaths in people
with epilepsy in England and Wales (1999-2000), the SMR was 15.3. (Bell GS, Gaitatzis A,
Bell CL, Johnson AL, Sander JW. Drowning in people with epilepsy. How great is the risk.
Neurology Aug 19 2008;71:578-582). (Reprints: Prof Ley Sander, Box 29, Department of
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