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—Abstract—

Background and Objectives: Nocturnal epilepsy is rare but an interesting

a close ip between epilepsy and sleep.
However, previous efforts to characterize the nocturnal epilepsy as a specific
epileptic syndrome have been incomplete. This study was conducted to evaluate
the prognosis and the recurrence rate of diurnal seizure in patients presented
with nocturnal seizures only to further determine the clinical characteristics of
nocturnal epilepsy. Methods: Sixty-six patients with nocturnal seizures only
were identified through the epilepsy registry form of the Yonsei Epilepsy
Clinic(YEC) Data Bank. All patients had thorough history, physical and neuro-
logical examinations, blood tests, sleep deprived BEG with nasopharyngeal elec-
trodes, and MRI or CT of brain according to the protocol of YEC, Patients fol-
lowed at the YEC shorter than one year were excluded from the data analysis.
All patients included to the study were initially treated by maximally tolerable
monotherapy and then polytherapy if seizures were not controlled. Results:
Among sixty-six patients, seizure i ‘were il with
tonic-clonic seizures in forty-seven patients and partial seizures with or without
GTC in ninteen patients. EEG demonstrated cither generalized or partial inter-
ictal cpileptiform discharges in twenty-nine patients. CT or MRI showed focal
lesions in eleven patients. For the follow up period of average thirty-nine
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months, twenty-five patients developed seizures while awake. Comparison of
clinical characteristics between the patients with nocturnal seizures only and
the patients with recurrent diurnal seizures did reveal followings : duration of
Seizrues at the time of initial evaluation was longer in the diurnal seizure (6.7
vs. 9.3 years), but it was not statistically significant (p<0.05). The presence of
partial features in the history, neurological examinations, EEG, and MRI were
more frequently associated with recurrent diurnal seizures. Responses to the
AEDs therapy were more favorable in the patients with continuous nocturnal
GTC. Conclusions: Approximately thirty-eight percents of patients with noc-
turnal seizures developed diurnal seizrues during the follow-up period of ade-
quate AEDs therapy. And patients with nocturnal GTC only without partial

features in the evaluation were associated with favorable clinical course.
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PN

Free 13(34.2%)

Free 19(67.9%)

Improved 7 No change 2

GN

Free : seizure free

Improved : decrease of
seizure frequency more
than 50%

No change : decrease of
seizure frequency less
than 50% or worse

mproved 19

No
change §

p-value : 0.01394

Fig. 1, The different responses to AEDs between generalized nocturnal and partial

nocturnal epilepsies

PN : partial nocturnal epilepsy, GN : generalized nocturnal epilepsy
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