
feelings prior to onset of convulsive attacks; 2) normal neurologic exam
and EEG: 3) family history of deafness, cardiac arrhythmia, or
unexpected sudden death; and 4) lack of response to antiepileptic drugs.
Familial, autosomal recessive or dominant, and acquired types of
prolonged QJ interval are recognized. The mortality may be as high as
70% if unrecognized and untreated.

VIDEO GAME-INDUCED SEIZURES
Fifteen patients, ages 9 to 15 years, who experienced epileptic seizures

while playing video games are reported from St Thomas's Hospital, London, UK.
An additional 20 patients in 12 reports in the literature are reviewed, and 3
further patients are described in an addendum. The majority had the first
seizure as a result of the video game. Seizure patterns were generalized tonic
clonic in two thirds; some had absence and 30% had juvenile myoclonic
epilepsy. Photosensitivity occurred in 70%, while excitement, fatigue, sleep
deprivation, and cognitive processing were important precipitants in others.
Partial, mainly occipital, seizures occurred in 29%. Management was
individualized, and AEDs were not always necessary. (Ferrie CD et al. Video
game induced seizures. 1 Neurol Neurosurg Psychiatry Aug 1994;57:925-931).
(Respond: Dr CD Ferrie, Dept Clinical Neurophysiology and Epilepsy, St Thomas's
Hospital, London SE1 7EH, UK).

COMMENT. Video game seizures are reflex epilepsies, generalized or
partial, and a feature of various idiopathic epileptic syndromes. Both
photic and non-photic precipitants are involved. The avoidance of the
precipitant may prevent the progression of minor absences, jerks, or
visual phenomena to a generalized tonic clonic epilepsy.

See Ped Neur Briefs April 1994, p 28, for a previous report of 10
patients seen at the University of Washington, Seattle, and a review of
20 cases cited in the literature. The comment that video game related
seizures are more common than previously recognized appears to be
confirmed.

ANTIEPILEPTIC DRUGS

CEREBELLAR ATROPHY WITH PHENYTOIN AND EPILEPSY
Cerebellar size measured by MRI was studied in a group of 36 adults (21

to 54 years, mean age 34 years) with intractable partial epilepsy treated with
phenytoin longer than 4 years at the Epilepsy Center of the Long Island
Jewish Medical Center, New Hyde Park, NY. Patients with IQ_< 70, ethanol abuse,
status epilepticus, and neurodegenerative disorders were excluded.
Measurements were compared to a group of control patients examined because
of headache or dizziness. Mean duration of phenytoin exposure was 14 years
(range, 4 to 30 years). Mean maximum dosage was 450 mg daily (range, 300 to
700 mg). All patients had received various AEDs other than phenytoin.
Moderate to severe cerebellar atrophy was found in 9 (25%) patients and mild
atrophy in 12 (33%). The MRI was normal in 15 (42%) phenytoin exposed
patients and in 33 (94%) controls. A correlation between cerebellar atrophy
ratings and variables reflective of seizure severity or degree of phenytoin
exposure could not be demonstrated. (Ney GC et al. Cerebellar atrophy in
patients with long-term phenytoin exposure and epilepsy. Arch Neurol Aug
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