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FEFBRELOEE XNEIEEEHEEL, CT THEAMEEZTTHOICIE EREOLM
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12) SC # @ ik T slow spike & wave ¥ multiple spikes & wave %5283 b
DT & DERIH, single spike ¥ sharp wave 2R3 D TIXHENH CT B¥
EZRLI-OICHL, BERERDLRVWHOTEBREL CT FEETH - 1.
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EREFRODBELF 13 % T—HLECT Ehh 1.

Infants and children with status convulsivus (SC) ranging from 1 month to
15 years of age were studied by cranial computed tomography (CT) and elec-
troencephalography (EEG) and the results were as follows:

1) Most of abnormal findings on CT consisted of cerebral edema at the first
stage of SC and of cerebral atrophy after the second stage.

2) Background activities (BGA) on EEG mostly showed laterality of various
degrees or diffuse slow waves in earlier stage after SC and mostly normal or
dysrhythmia in later stage.

3) In major part of cases showing seizure discharges on EEG, their foci
located in the occipital or frontal region in earlier stage after SC and located in
the temporal region in later stage.

4) The frequency of CT-abnormalities was the highest in patients younger
than one year or from 3 to 5 years of age at the onset.

5) There appeared to be no significant difference on the frequency of CT-
abnormalities in between patients with generalized seizure and those with uni-
lateral seizure, but thée former tended to show diffuse CT-abnormality and the
later to hemispherial one.

6) Patients with SC persisting for the longer duration had the more frequent
abnormality on CT.

7) Patients with seizures uncontrollable by Diazepam had about twice as
frequent CT-abnormalities as those with controllable seizures.

8) Abnormalities on CT were present in 100% cases of symptomatic epilepsy,
71 % cases of central nervous system infection, 29% cases of idiopathic epilepsy
and in none of metabolic disorders or unknown etiology, respectively.

9) There was a definite correlation between CT-findings after SC and mental
changes after the cessation of SC; patients developing mental retardation after
SC often showed abnormal findings on CT after SC, while patients relieving
from the retardation tended to show normal findings on CT after SC.

10) All cases resulting in permanent hemiplegia had abnormal findings on CT
after SC subsided. On the other hand, there appeared to be no difference in the
frequency of CT-abnormalities between cases with transient motor disturbance
and those without motor disturbance.

11) Most patients showing either normal or slightly dysrhythmic BGA disclosed
normal findings on CT. Patients with bilateral abnormality of BGA mostly had
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diffuse abnormality on CT and patients with unilateral abnormality of BGA often

showed hemispherial abnormality on CT. This relationship between EEG and

CT findings was true vice versa.

12) Abnormalities on CT were present in most cases of slow spike & wave

or multiple spikes & wave on EEG and in about one half of cases of single spike

or sharp wave. On the contrary, most patients without seizure discharges showed

normal findings on CT.

13) Sides of CT-abnormalities were the same as those of seizure discharges

on EEG in 39% of the cases examined, but the location of CT-abnormality was

identical to that of seizure discharges only in 13% of the cases.
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Table 1. Basic diseases in 40 cases of status convulsivus

Basic Diseases Case No. Percentage
a. Idiopathic Epilepsy 14
with Mental Retardation - 5 35
with History of Febrile Convulsion 3
Others 6
Epilepsy b. Symptomatic Epilepsy 16 30 75
Sequelae of Meningoencephalitis 1
Sequelae of Encephalopathy 2 40
Sequelae of Subarachnoidal Bleeding 1
Developmental Anomalies of C.N.S. 5
Idiopathic Cerebral Palsy 7
a. Encephalitis 4
C. N. S. Infection b. Purulent Meningitis 2 7 18 18
c. Encephalopathy 1
Metabolic Disorder ( Renal Tubular Acidosis ’ 1 1 2 2
No Cause Found [ with Fever ‘ 2 2 5 5

Table 2-(a). CT findings, motor disturbances and mental changes after the
onset of status convulsivus
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Table 2-(b). CT findings, motor disturbances and mental changes after the

onset of status convulsivus
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(Table 2-(b)).
Fig. 1. EEG findings after the onset of status convulsivus
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Piehrofz. As, & As, ODRFIIH I Lazy
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D26 B, 79 %W RIFNA Wdte. —HT
ST IC ST BIENY D HEA B < 7x
b, 8 IVETIREFRED 5 b slow spike &
wave &RT b Db H I HDOMER SH
7= (Fig.1-®). 8B 1 s B RS BV RSB 25
DTE I FEFIOEVHITIE, FIFHIE 20 FlF
D154, 75 %w@EbHR, Lab slow spike
& wave pMR b &<, FIFHO 46 %% L0,
2L SC &fhm b AL BF—K L.

® RIEEORLE

H I THBRETCESEETLONRLS
<, 131k 46, 31 %xbD, HIH-H
MHACW BB R b & <, &4 1041FD 4
G, 40%, 13GIFFD 54, 38 % THo7c. #H
IVEACULBISEE A3 26 Fich o> 14§, 54 % T:éF
¥rEob oot (Fig. 1-Q). #F 1
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HIVEICIL IR 67 %% HHD X5 o
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136D 12 41, 92 %, HETEREREH, 13
Bl 9 f, 69 %% i, BERENBD DI
7o
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L, 1~2 BTt 21 fld o 10 fl, 48 %,
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FEOBEEITAR SR Ieh o1,
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FRRYSE TR T BlhD 5 6, 71 %, HREETA
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(f) 4eFte CTATR

SC % DA FH D FFAMiL 4 BT 4 T 177s
ofe. AREL SC ORTLHLAEEEED D D.
BRfX SC RiliC MBS EEBIER H »7eh, SC
WEICE T2 &R ic 0. CEEL SC BLIER
THoteh, SCHICIETE AichbD. DR
SC RiC e T 2B, B, SCHIBLITET
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REFEL L DL L, ARBO CT BHEEIL
166D 24, 12.5% T H-teDic XL, B
B, CH, D100 % THhotc. ABEOHIT
FE IV LE T CT ALY RL
2, B iU g EEELC
LDMN3FBH o1, CT BEOHFCIE —ED
fEEE & Hh 7 -7 (Table 2-(a), Table
2-(b)).

(8) #EHFtke CT TR

HEE TR EARN BEE OrfiE 9 6D, —B
HEREE (HBRRE 1 6, HRRE 8 B, E B &
FaRDIL D (22 61 T FEEL .
FEERC CT RERYZ 5 L, EAMRKE
ERLICHDTRIFIFD I F, 100 %, —&
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(Table 2-(a), Table 2-(b)).

(h) BT RE CT R R

@ #HWEP L CT TR (Table 3)

BRI N 8 L O Dys D {, Did k454 CT

BEET, St BIXO S, 0L DL EAERE
A, As), As, Db DITITFERERE R /RT LD
& otz i, CTERRROFNLA DS &,
CT NIEF Db DIx ZEBEMIL £6IN Dys T
B, BEAHERELZRTLOTILS 2L S,
2, ERUREERTLOTIE As; 72 L As,
NARE G % G,
@ ZfFp & CT frf (Table 4)
ERPEBL, RIEELXADRISICLDT
EKRES CT REFET Hote. ZhIZFL,
slow spike & wave, multiple spikes, multiple
spikes & wave XD H LD TR FHEMNCT
ITE# AL, single spike, sharp wave %
BB b DTHEHEN CT TREZ AL,
® CT ®HEM & RFEHEM (Table5)
CT TREXRLICIESD S bHE I HTIL6
Bl 2 6, TP TXABFD 26, 21
BT 1 FRD 06, 5 IVIHITE226idha 9
B, &ETIE33FFD 13461, 39 %1 BT,
CT BEM & RIERHB AT —FK L.

Table 3. Background activities on EEG and CT findings in cases of status convulsivus

Stage I Stage II
\QjTIEﬁ Eok| g3 o ~\£j?15ﬁ BRAE & 3
S: 1 Dys 3 3
) S 2 2
As, 2 1 2 5 S, 1 ]
Flat 1 1 2 As, 3 3
& # | 4 e | 2 | s &t 8 1 9
Stage III Stage IV
C TR R ; CTRrR ; N SRR R R
DT B g \\\\\IEﬁ e A SR e
£\ T Bk B YL R
Dys 3 3
St 1 1 S 2 1 3
S, 1 1 S, 4 1 5
. As, 1 2 3
Asy 1 1 As, 2 4 2 8
& B 4 1 5 & B 4| w0 | 7 2 1 2
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Table 4. Seizure discharges on EEG and CT findings in cases of status convqlsivus

‘Stage I Stage II
\Cm e B 4 g O e g
SAER O R ER B wrepomE —— | P "
No Seizure Discharge 6 2 8 No Seizure Discharge 9 2 11
Single Spike Single Spike
Sharp oT wWave } 3 1 2 6 Shagrp Wave } 2 1 3
Slow Sp. & W. 1 1 Slow Sp. & W. 1 1
& # 9 4 2 15 & it 11 4 15
Stage III Stage IV
. T~ . AP BRI
\CTW’* S CTRR | |mpulemu HA R
'ﬁé’i Mﬁﬁ‘ Eﬁi #m "“:té%_tﬁr“;lﬁéﬁ
i " | IN
) FAFBOMH LREIAY
No Seizure Discharge | 4 4 No Seizure Discharge 2 4
Single Spike 9 2 1 7
Single . Spike oy, Shar s Wave J
Sharp Wave } Atypical Sp. & W. 1 1
Multiple Spikes 1 1 1 3
Multiple Spikes 1 1 Multiple Sp. & W.
Multiple ™ Sp. & W. Slow Sp. & W, 6 | 4| 1 12
& & 6 1 7 & # 12 7 2 1 |27
Table 5. Sides of abnormal CT and seizure discharges on EEG in
cases of status convulsivus
Stage I Stage II
FEFR TN N FEFUHIBLA o P N
£ | A | £ | A rE .
C TR a2 C TR o jmL |
Vi 1 1 2 =
H 0 ps)
[} {8l 1 2 4 I 1 2 2 4
BRE L 2 6 9 BOE 7t L 2 9 | 1
& & |1 4 | 8 | 15 & & |« | |5
Stage III Stage IV
SR @ || & FETFLHBL % s &
£ | A o £ | A |
C TREM il | ®L | F CTREH il | WL it
Vst E 3 3 1 7
sl H 1 1 2
i I 1 i W 3| 3|5 | 2|13
B mL 1| 4 6 BHE L |1 1 1 1 4
= i 2 1 4 7 & B 7 8 8 3 26




ReAbfEE: NERRAREERB OGRS CT BT 5% 159

Table 6. Abnormal region on CT and localization of seizure discharges on
EEG in cases of status convulsivus

Stage I Stage II
FlFRD| = p . FERD| o p v | ox ~
BV % | ¥ | O R & BB |2 % | | O R A
N@Eﬁﬁ%ﬁ?ﬁﬁf% Nﬂzﬁﬁﬁﬁﬁﬁﬁﬂ?@ﬂi;
RE R i S = S B B WO E | R | R | M| B L E
F R 1 1 2 OBk
o R 1 2| 3 vws [ 1] 2| 3
BEL 112 6| 9 Rl 1 1 9| 1
& & | |e2fs|1] | |&]u SRR v |
Stage III Stage IV
FIFWD| o . . FlFR D p T e -
B B | & & | RO By & M| B | & | E O e A
Nﬁaaﬁaﬁﬁﬁ@ﬁ Nfﬁﬁiﬁﬁﬁﬁﬂtiif
REWA N - =S O . B B ER | HR | R | | #E BEL|
¥R LK | 3] 3 3 9
o8 o |46 12 13
REL 1 1 4| 6 BEll 3 1| 4
& &# | |[1] |1 4| 6 & & |7 | 3|13 2

Stage I ‘ ) ) AR StageI Goo

Stage I . ' Stage IV

Fig. 2. Case 1. CT showing diffuse cerebral edema at Stage I, slight, moderate
and marked diffuse cerebral atrophy at Stage II, III and IV, respectively
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Stage II

Stage III

Fig. 3. Case 2. CT showing diffuse cere-
bral edema at Stage I, slight diffuse
cerebral atrophy at Stage II and nor-
mal finding at Stage III
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