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OUTCOME OF CHILDHOOD EPILEPSY
Factors predictive of remission of epilepsy were evaluated in 504
patients followed for an average of 7 years at the Departments of Pediatrics
and Mathematics, Dalhousie University and Children's Hospital, Halifax, Nova
Scotia, Canada. At the end of follow-up, 55% of the total cohort were off

medication and in remission.
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Patients with absence and minor motor seizures

were

excluded from the

study. Seizure type and the EEG were not of predictive value.
(Camfield C, Camfield P et al. Outcome of childhood epilepsy: A population-based
study with a simple predictive scoring system for those treated with
medication. 1 Pediatr Tune 1993; 122: 861-868). ( Reprints: Carol Camfield MD, IWK
Children's

Hospital, Box 3070, Halifax, Nova Scotia B3H 3G9, Canada).

COMMENT.

During the study period, 1977-1985, the number of seizurerequired before mediction withdrawal was attempted
changed from 4 to 2 years. The authors endorse the stopping of medica¬
tion after 2 seizure-free years, regardless of the predicted prognosis.
A social outcome of epilepsy study in 337 intellectually
normal children included in this Nova Scotia population found school
failure in 34%, mental health consultation in 22%, psychotropic
medication used in 5%, unemployment 20%, and criminal conviction in
2%. Learning disorders and more than 21 seizures before treatment for
epilepsy were predictive of an unfavorable social outcome, but seizure
control and EEG were non-predictive. (Camfield C, Camfield P et al.
T Pediatr Tune 1993; 122: 869-873).
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carbamazepine on serum lipid levels in 36 previously
untreated patients with recently diagnosed idiopathic epilepsy were evaluated
in a 1 to 5-year follow-up study at the Departments of Neurology and Clinical
Chemistry, University of Oulu, Finland. Serum cholesterol, high-density
lipoprotein (HDL) cholesterol, and g-glutamyltransferase (GGT) levels
increased after 2 months' carbamazepine treatment and remained high after 1
and 5 years follow-up. Cholesterol/HDL cholesterol ratios remained
unchanged.
Serum low-density lipoprotein (LDL) cholesterol and
triglycerides (TG) increased during the first year but were normal after 5
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medication. The change in lipid metabolism may be associated with
during carbamazepine treatment for epilepsy, and
also have clinical relevance to the increased incidence of atherosclerosis

years on

induction of liver enzymes
may

and coronary heart disease in patients with epilepsy. (Isojarvi JIT et al. Serum
lipid levels during carbamazepine medication. A prospective study. Arch
Neurol. June

1993; 50: 590-593). (Reprints: Dr Isojarvi, Department of Neurology,

University of Oulo, SF-90220 Oulo, Finland).
COMMENT. The data support

cholesterol levels

the hypothesis that the increase in serum
during carbamazepine therapy for epilepsy may be

associated with liver enzyme induction. The changes in serum lipids

also be a consequence of hormonal effects, notably a decrease in
thyroxine, observed with carbamazepine. Patients receiving
carbamazepine should have base line lipid profiles and serum lipid
monitoring. Carbamazepine may not be an adjunct drug of choice in
children receiving the ketogenic diet for refractory epilepsy.
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An elevation of very long chain fatty acids found in 13 of 22
plasma samples from patients on a standard ketogenic diet for
uncontrolled seizures may lead to diagnostic confusion with peroxisomal
disorders. Valproic acid was taken by 5 of the patients tested. (Theda C et
al. I Pediatr Mav 1993; 122: 724-6).

JUVENILE

MYOCLONIC

EPILEPSY

The clinical and EEG features and

reasons for frequent misdiagnosis of
juvenile myoclonic epilepsy are reviewed by the Epilepsy Research Group,
Institute of Neurology, National Hospital, and St Thomas' Hospital, London,
England. The triad of absence seizures, myoclonic jerks, and GTCSs shows a
characteristic age-related onset. Absence seizures begin between 5 and 16
years, myoclonic jerks follow about 4 years later, usually around age 15 years,
and GTCSs appear within a few months after the myoclonic jerks. Myoclonic
jerks and GTCSs occur mainly on awakening. Apart from tremor, the
neurologic exam is normal. Photosensitivity is present in 50% of patients, and

seizures

are precipitated by sleep deprivation, fatigue, alcohol, anxiety, and
hyperventilation. Treatment with valproic acid is usually effective, and may
be supplemented with clonazepam at bedtime if necessary. Lifelong
anticonvulsant treatment is required, and withdrawal of medication may result
in status epilepticus. (Grunewald RA, Panayiotopoulos CP. Juvenile myoclonic
epilepsy. A review. Arch Neurol June 1993; 50: 594-598). (Reprints: Dr Grunewald,

Epilepsy Research Group, Institute of Neurology, National Hospital, Queen Square, London,
England WC1N3BG).
COMMENT. A

high index of suspicion for JME is indicated in

young

patients with early-morning seizures, especially those poorly controlled
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