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Type Specific EEG Findings in SE
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Table 1. Types of SE

Primary generalized Partial-onset
Primary generalized convulsive SE Secondarily GCSE
Generalized absence SE CPSE
Atypical absence SE SPSE

Generalized myoclonic SE EPC
Generalized clonic SE Rolandic SE (RSE)

Generalized tonic SE

Atonic SE

ESES

Minor SE
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wol Zaste A%E Heltk(Fig. 1-b).
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F|g 1. Progressive EEG changes of secondarily GCSE in pilocarpine-induced SE in rats. A : Discrete seizure changing into merging stage. B

: Continuous :piking. C : Early PEDs d. Late PEDs.
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Fig. 2. CPSE in a 67 year old man with metastatic brain tumor.
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Fig. 3. Partial SE in a 47 year-old woman. Patients was lethargic but alert. A : Repetitive spikes on the left hemisphere. B : Left hemispheric

spikes were regressed into the occipital region (O1).
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4) Generalized myoclonic SE
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5) Generalized clonic SE
Joht of¥ ofel] Eala] Aolel A4 SEY 50~
80%¢°ll o] &tt. oF ¥ o] -2 F 4 ofeole] el Ueh}
M FE T L A9 o 1/45 AX g YA
SRE AEAe R AP vehhd g2 BeiA
U HdAA o2 vehbs ZA$E it Hvte tekele
13 Fe F549] deltamrt 9] burstdt 7HEAC
recruiting rhythme] Ex18kd Veh} B2 8t 29k - A
o E3HAE Holr| = jh}

rlo

6) Generalized tonic SE

&olol]l T Fejo] SEZ LGS9F 22 Aole] o|apA <l
A4 7H) &5y ]%ﬂ ?1‘—‘5‘] benzodlazepme gl
. AL A7 #e
A 7 “3}11% °}°} o A&EE=

dEe] WHEo R A)
2ol & GOSERTR: d$7F ¢t &9 ol 799
TE9 F&o] et w2 ¥o] w|ofet 4 ol 5}
Zu Age] 7bed AeE vt Hukazd e g 3y
4 AT fFAkske] 7)) oF 20 Hzdll 7S AR Z0)
St 2 o2 vehdtt, o] F 7 o] Zyleta vz

Ul=E 10Hzt 2 ZH4shs GTCSOAM B ]% recruiting
rhythm# U3 27 HolA dr}. %Y SE7} 2|45
A k&4 9] hypersynchronousdt theta/deltasiit A%
o] v=u7t #EEH| = S

7) Atonic SE

ol# g SEE ofF ol Aol dojuh 2 19
3 #AH AV A& FEAe AAEH FAlet
o} gote A9 oA gom oL A glm M o
g A Aol Yeh % ) 3 diy) £oH
Bgelle Ao BAAE Hole Mt S 5%
so] Yeht S0k - A5t B3] S Bolrt,

9] AZeE £44-E W Aolola] FE dojh upalA
FAAAE Fste 297t B3t NREMAZ ] 2
Ve 52 el et a4 L5480 1)
AEA s Jeh s v} ESES7E w4 Elr) oA

o=t 73k i o) Folls N EA 9l W A H2
HolAl Hrh. d¥olre dojF}E RolBR Landau-
Kleffner syndrome#2] A& o] AAIH 7= s},

J Korean Epilep Soc, Volume 3, December, 1999



Zghe Hufo] &Sl ¥t ESESTH ‘%E‘rurﬂ Aol

Nois) gl AT E5E &

249 F5p7} depdzy vlsge] 2k
RS

Mol Foh- Mgk BEA7E o4 e &
o FuiElo] Ve = drt
ESES7} AAYE o %

rlo
ofN

olg)t ¥ ge) olge Atk
o}5HEITH ESESS) ¥7he 544

30 ool 8%

A

©.2 NREM sleep &<kl #1271 vehthe 1.5~2 Hzel
T - Ao BZAZ NREMS] 85% o3&
th. REMoIM9] Hupane ZHgA1eh vsabs A9
25%°13tol M e A Et.

AR A 2

REFERENCES

1) Treiman DM. Electroclinical features of sta-
tus epilepticus. J of Clinical Neurophysiol
19951;2:343-62.

2) Treiman DM. Generalized convulsive status
epilepticus in the adult. Epilepsial993a;
34(suppl 1):s2-11.

3) Lowenstein D, Aminoff M. Clinical and EEG
features of status epilepticus in comatose pa-
tients. Neurology 1992:42:100-4.

4) Lothman EW, Bertram EH, Bekenstein JW,
Perlin JB. Self sustaining limbic status ep-
ilepticus induced by ‘continuous' hippocam-
pal stimulation:electrographic and behavioral
characteristics. Epilepsy Res 1989;3:107-9.

5) Rafiq A, Zhang YF, DeLorenzo RJ, Coulter
DA. Long-duration self sustained epilepti-
form activity in the hippocampal-parahipp-
ocampal slice: a model of status epilepticus.
J Neurophysiol 1995:17:2028-42.

6) Kim JM, Walton NY, Treiman DM. EEG pat-
terns of high-dose pilocarpine-induced status
epilepticus in rats. Epilepsia 1997.38(suppl 8):
225,

7) Chatrian GE, Shaw C-M, Leffman H. The
significance of periodic lateralized epilepti-
form discharges in EEG: An electrographic,
clinical and pathologic study. EEG Clin Ne-
urophysiol 1964,17:177-93.

8) Snodgrass SM, Tsuburaya K, Ajmone-Mar-
san C. Clinical significance of periodic late-
ralized epileptiform discharges: relationship
with status epilepticus. J Clin Neurophysiol
1989:6:159-72.

9) Reiher J, Rivest ], GrandMaison F, Leduc
CP. Periodic lateralized epileptiform discha-
rges with transitional rhythmic discharges:
Association with seizures. Electroencephalo
Clin Neurophysiol 1991.78:12-7.

10) Treiman DM. Status epilepticus. In: Resor
], Kutt H, eds. The medical treatment of ep-
ilepsy. NY, Marcel Dekker, 1992:183-93.

11) Treiman DM. Status epilepticus. In: Laidlaw

], Richens A, Chadwick D, eds. A textbook
of epilepsy. Edinburgh, Churchill Liv-
ingstone, 1993b:205-20.

12) Privitera M, Hoffman M, Moore JL, Jester D.
EEG detection of non-tonic-clonic status ep-
ilepticus in patients with altered conscious-
ness. Epilepsy Res 1994;18:155-66.

13) Jumao-as A, Brenner R. Myoclonic status
epilepticus: A clinical and electroencepha-
lographic study. Neurology 1990;40:1199-202.

14) Williamson PD, Spencer D, Spencer S, Nov-
elly R, Mattson R. Complex partial status
epilepticus: a depth-electrode study. Ann
Neurol 1985:18:647-54.

15) Gastaut H, Tassinari CA. Epilepsies. In:
Remond A. ed. Handbook of electroence-
phalography and clinical neurophysiology.
Amsterdam, Elsevier, 1975:39-45.

16) Treiman DM, Delgado-Escueta AV. Complex
partial status epilepticus. In: Delgado-Escueta
AV, Wasterlain CG, Treiman DM, Porter RJ,
eds. Status epilepticus. Mechanisms of brain
damage and treatment. NY, Raven Press,
1983:69-81. (Adv Neurol, vol 34)

17) Wieser HG. Temporal lobe or psychomot-
or status epilepticus. A case report. Electr-
oencephalogr Clin Neurophysiol 1980;48:558-
72.

18) Krumholiz A, Sung G, Fisher R, Barry E,
Bergey G, Grattan L. Complex partial status
epilepticus accompanied by serious morbid-
ity and mortality. Neurology 1995:45:1499-504.

19) Wieser HG, Hailemariam S, Regard M,
Landis T. Unilateral limbic epileptic status
activity: Stereo EEG, behavioral, and cog-
nitive data. Epilepsia, 1985;26:19-29.

20) Lee SL Nonconvulsive status epilepticus:
Ictal confusion in later life. Arch Neurol
1985,42.:778-81.

21) Kaplan PW. Nonconvulsive status epilepti-
cus. Semi in Neurol 1996;16:33-40.

22) Granner MA, Lee SI. Nonconvulsive status
epilepticus: EEG analysis in a large series.
Epilepsia 1994;35:42-7.

J Korean Epilep Soc,/ Volume 3,/ December, 1999

23) Fagen K], Lee SI. Prolonged confusion fol-
lowing convulsions due to generalized non-
convulsive status epilepticus. Neurology
1990:40:1689-94.

24) Scholtes FB, Renier WO, Meinardi H. Non-
convulsive status epilepticus: Causes, treat-
ment, and outcome in 65 patients. J Neurol
Neurosurg Psychiat 1996;61:93-5.

26) Young G, Jordan X, Doig G. An as-
sessment of nonconvulsive seizures in the
intensive care unit using continuous EEG
monitoring. Neurology 1996:47:83-9.

26) Grand'Maison F, Reiher ], Leduc C. Retros-
pective inventory of EEG abnormalities in
partial status epilepticus. Electroenc Cl Neu-
rophysiol 1991.79:264-70.

27) Legatt A, LaSala P, Mitnick R, et al. Electro-
physiologic studies and intraoperative loca-
lization in a child with epilepsia partialis
continua. J Epilepsy 1996;9:192-7.

28) Thomas J, Reagan T, Klass D. Epilepsia pat-
tialis continua. Arch Neurol 1977:34:266-75.

29) Cockerell O, Rothwell J, Thompson P,
Marsden C, Shorvon S. Clinical and physi-
ological features of epilepsia partialis conti-
nua: Cases ascertained in the UK. Brain
1996:119:393-407.

30) Roger ], Lob H, Tassinari CA. Status epil-
epticus. In; VinkenPJ, Bruyn GW, eds. Hand-
book of clinical neurology, vol. 15; The ep-
ilepsies. NY, American Elsevier, 1974:145-88.

31) Kimura S, Kobayashi T. Two patients with
juvenile myoclonic epilepsy and nonconvu-
Isive status epilepticus. Epilepsia 1996:37:
2759.

32) Wakai S, Tkehata M, Nihira H, et al. "Ob-
tundation status (Dravet)" caused by com-
plex partial status epilepticus in a patient
with severe myoclonic epilepsy in infancy.
Epilepsia 1996:37:1020-2.

33) o]AA - ZA%- - #1742, Myoclonic-astatic
epilepsyst Bu1El ulababy AFHAH.
81417348131 %). 1993:11:265-70.

125





