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Effects of midazolam or propofol used for induction of anesthesia on intraoperative ECoG in patients with secondary epilepsy
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Neurosurgery, The First Affiliated Hospital, Chongqing Medical University, Chongqing 400016, China

[Abstract] Objective To explore the option of sedating narcotics during the induction of anesthesia in patients with secondary
epilepsy undergoing surgery. Methods One hundred and eighty patients with secondary epilepsy were divided into 3 groups of 60
patients each, i.e. group A in which midazolam (0.2 mg/kg) was intravenously injected, group B in which propofol (2 mg/kg) was
intravenously injected and group C in which midazolam (0.05 mg/kg) and propofol (1 mg/kg) were intravenously injected before the
surgery. The first electrocorticograph (ECoG 1) was detected before the resection of the lesion and the second ECoG (ECoG 2) was
detected after the resection of the lesion. The rates of burst suppression (BS) occurrence during the different periods were compared
among 3 groups. Results 1 The BS occurrence rate (68.3%) in ECoG 1 was significantly higher in group A than those (25.0%) and
(28.3%) respectively in group B and group C (P<0.05). @The BS occurrence rate (74.5%,38/51) within 2 hours after the beginning of
detection of ECoG 1 was significantly higher in group A than those [(28.6%, 14/49) and (31.2%, 15/48) respectively] in groups B and C
(P<0.05). There was insignificant difference in BS occurrence rate over two hours after the beginning of detection of ECoG 1 and after the
beginning of detection of ECoG 2 (P>0.05). Conclusions The small dose of both midazolam and propofol for the induction of anesthesia
should be selected in the patients with secondary epilepsy undergoing surgery.
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