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Two Cases of Refractory Status Epilepticus Treated with Ketamine
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ABSTRACT
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partate NMDA) 24 A&AQ ketamine0.& &3+ &
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Clinical observations and recent experimental studies have suggested that the longer status epilepticus (SE)
persists, the more difficult it is to control SE pharmacologically. These findings imply that there are fundamental
pathophysiologic processes, which make more resistant to intervene in the refractory SE. Recently, it has been
recognized that ketamine, N—methyl—D—aspartate receptor antagonists, are effective agents in the treatment
of the late stages of SE in the animal model. However, only one clinical experience has been reported. Here,
we report two cases with refractory SE, responsive to ketamine. (J Korean Epilep Soc 5 : 82-85, 2001)
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o} H &GS Arfel A Heke 13 mmH;0, WEF 50/mm®
(Yo7 87%), AET 2/mm®, G2 65 mg/dL, F 73
mg/dL(8%5 F 117 mg/dL), @& 2 vlojeix [gG ¥
IgM &4, 234 PCRAAF &4, Cryptococcus &9 &
Jo= nlo|g A4 Hdo] stk

Diazepam A®WFAF 4 Phenytoin 20 mg/kge A3
AR WY, haFH #E X% @2 (epilepsia pa-
rtialis continua)©] A% o] phenobarbital 20 mg/kg<
Folaigict. @zt AHL ogst AZe% ETStL A
450} phenytoin 20 mg/kg¥} phenobarbital 10 mg/kg
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Fig. 1. Epilepsia partialis continua in 45 year-old man. EEG was recorded (A) after initial phenytoin 20 mg/kg 1V loading for 30
minutes ; 1st hospital day, ictal state, (B) after pentobarbital bolus injection 10 mg/kg and maintainance of 1 mg/kg/hr ; 17th
hospital day, and (C) after ketamine bolus infection of 0.5 mg/kg ; 18th hospital day. (D) 24th hospital day, in the state of IV

maintenace of ketamine and pentobarbital .
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o)A ketamine 2 zg/kgs FEUTh oF 15% A
o= o] glojRon, Hmt RUEFA T A&
AS #2359t} Ketamine 50 mg/kg/ming §4319 3L
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o] HAFGTE U 27190l 3= Ae 719 Aofet
truncal ataxia’} A= 31 9= ArejolA EQ3HSIct
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394 Ex7F U4 39 ARE FE 2ol §lof T
2 A5E Polorp} U 2 o %S Hof yds)
gt tE Ao g Mg d BAZGLS g AFEH
At AuraQl A g e] A RAAE Aoyt Bl
gk, TR o] 271E wolx| skt HR TP L
7|3 EEREGolM ol AL Ay, HAsY A
AtellA Hgke 18.5 mmH,0, #EF 9/mm* (Y= 87%),
AT 4/mm®, @WA 97 mg/dL, B 77 mg/dL(EF 117
mg/dL)o]o1A mlolz g Hutedoju} H o] AHGC
U e 3 dle)sa A 1gG 9 1gM, A8 AAL cry-
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Fig. 2. Status epilepticus in 39 year-
old man .EEG was recorded (A) 5th
hospital day, afterr initial phenytoin
20 mg/kg IV loading and phenoba-
rbital 20 mg/kg IV loading, (B) 15th
hospital day, in the state of IV mai-
ntenance of pentobarbital, (C) 21st
hospital day, in the state of IV mai-
ntenance of ketamine.
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ptococcus & ZARNA BAdelgiTh

e ¥ = Xguks Algets B8 F 3 WY (ho-
spital day)°ll 84143 M F3Fo] ‘BAs}3Ich Diazepam
10 mg¥} phenytoin 20 mg/kgs T3 21t o] A
%%]o] phenobarbital 20 mg/kgS Foialqitt. 3249 A
A ARolx 78t #&= o] phenytoin 20 mg/kg}
phenobarbital 10 mg/kgS thA] HF33L) o]F 124]7F
T iz e A#o] X&HT HageME X4
Ho® vehtE thdA e A @3 (continuous multifocal
epileptiform discharge) 7} Bgith 5 walol| 4o A =
7 BUE#HE A8 pentobarbital 10 mg/kgE A5
3o w3l M burst suppression patterne] 2 w7t
A 1 mg/kg/hrE A3kt 129 %314 pentobarbital
EFAEE St B 3~4Y9 $HHA pentobarbital €
TS gEetas dESAT, AEe ALy H

M vpd s oA sl

84

A FHFol 718 gHHAA 9 vl A o] 4wk
o] 9517] WF-ol pentobarbitald AF3FL QU= AE]olA]
ketamine 2 xg/kgs AFHH17 HY). Ketamine &
o 5% FHefl YA AR #art Bed 50 mg/kg/ming
A&HoZ AFIHAUL 14YU7F FoAd Fof Ao] 3%
of 23] nwte 2 FFASIGIT HatelA] TG THE Hof
ketamine s 7233 tH(Fig. 2).
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