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[Abstract] Objective To investigate the inhibitory effect of ethosuximide, an antiepileptic
drug, on sevoflurane-induced emergence delirium in neonatal rats. Methods Twelve SD rats (17-23
g) at postnatal day 9-11 were randomly divided into ethosuximide group (4 mg/100 pl,
intraperitoneal injection, 7 =6) and saline group (100 pl, intraperitoneal injection, n=6). Then the
pups were treated with 1% sevoflurane for 10 minutes and agitated behaviors was observed using
PAHBs scoring method for every 2 minutes. Ten more pups were randomly divided into two groups
as previously described. Then the pups were treated with 1% sevoflurane for 10 minutes and EEG
power spectrum of frontal lobe was monitored for every 2 minutes. Results Both PAHBs scores and
EEG power spectrum at 2 min, 4 min, 6 min, 8 min and 10 min were significantly decreased in etho-
suximide group when comparing with saline group under 1% sevoflurane inhalation (P <C0.05).
Conclusion Ethosuximide can decrease frontal lobe EEG power spectrum in sevoflurane-induced agi-
tated rats and inhibit sevoflurane-induced emergence delirium in neonatal rats.
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