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Table 1. Summary of the cases

il = EAJ B

BRATREMmMBERARICENTBE I AL
L ennox fEMREE D 6 KEGI (BIE 3 fil, LI8 361
ERfRIC Uiz,

Lennox fEREEOBWNICIK, 1) ERRFEIER
% tonic spassmas mﬁm, b LU < b D/NEIFEAE
minor seizurés’ ZHHE L, ™D FolERIEREIN
o diffuse slow spike and wave (BUF
diffuse slow Sp. & W. »E89) DOHIEERD
DEEFNCIRRE Uiz,

o, BEREICTHEEZTE LIcbOWRT
ol 7S AN Ol

I DRE®

WIFEERI AR 1 A BX 0 4R5 7 Bicbic
¥ (Table 1.), FHERII 25 6 7 ATH oI

(1]

It ’
— g A Underlying | Age at the Seizure pattern
Case s B disease onset at the onset
1 F 13y CP+MR 1m GM
. Tuberous ; ; .
9 M 8y . 6 m Tonic spasms in series
3 F 4y Unknown 2y9m Atonic seizure
GM
4 M 6y Unknown 3y4m (Startle epilepsy)
5 M 6y MR 3yb6m GM
6 F 14y Unknown 4y5m Tonic spasms
N. B. M : male F : Female

MR : mental retardation

GM : grand mal

CP : cerebral palsy



338 les 1y & 5B

1~ 4ABBEEN 44 (66.7%) LEDHL, K
WTC 1 BRARTRED 24 (38.3%) THolz
(Table 2.).

Table 2. Age at the onset of seizure

Under 1 year of age 2 cases
1 year to 4 year of age 4
Total 6

I PREBERFR

WFEREFEIERY L grand mal (BIFGM &K
) 2341 (50.0%) TH otz b 3HliIh
RREETRDHBEY Y —X M D tonic spasms,
BAZEM D tonic spasms 354 V%37 FfEastatic
‘or atonic seizure M4 1l cH- 7~ (Table 3.).

Table 3. Seizure pattern at the onset

Tonic spasms in series 1 cases
Tonic spasms 1
Atonic seizure 1
GM 3
Total 6

T2DBEGCMM) OFEE U IEF 2 341, West
FEREND OERE, BITHN 1M, 2L T
Lennox fERE L LTHIFELIZOON 24ITH
2 Iz,

GM A Tl T, 3~ 5RI/NEFEEDOHHE
PNRH O, WestEREEDEFIL 35 6 7 i
Lennox fEEBAER « BITLTWS.

I WMHERB
WDHERZ 36 p ALY 8RICE T

v, FENUBZZE ORI, 9 AN
5 8ERICETHIATVS. 2R TE2

Lizdb DM 4BlEDED, 207 dRIFEEED
BRIV EOEBRNHRTE LN o Iz

NV Z8#%8 - #ERRE
HEERE L LT, PEEEmMER ORERE

), DSR2k 5 BPE R o & U West
SERFERERRE N A 1 IR © hiz (Table 4).

Table 4. Underlying diseases

MR 1 cases
CP with MR 1
Tuberous sclerosis 1
Unknown 3
Total LG

West SEREE ) D OER, BITHIE, CTHl
MEAAORKGE R AOND (Fig.2). i
COFEFICEE LTI, BEELEOOND (3
BEDADERFZFICTANNENND) 120,
B LE DN DY, FEIRRE, A
2@&@&%%@&9%@2@%&%%@%&
BNENTZ®, FESNTIREZTERN.
#zERERE LT, B4, BElER1
Bl CREErERELRERESHD . PAPIMEREE 2 4l
CREEEREE, MR HEE) pLv, Ak
HAREE 1 ) (RZES ) <D (Table 5.).

Table 5. Etiology

Idiopathic 2 cases
Chromosomal 1
Aquired in utero 2
Neonatal asphyxia 1
Total 6
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V  BRERRFAFER

& 2 DL Eo/NUFESE 24848 U, Lennox
FERIEDOR & LT OSSR RHEFEEREZ LT
W3, FEARI L LTI, tonic spasms,atypical
absence 5 ffl & b2 A D N, ZDAtonic
seizure, myoclonic absence or seizure {3, 2
~ 5 HCRB o iz, ENEFEERITH Datonic
seizure 3 2 fliciRd BNz (Table 6.).

Table 6. Minor seizures

Tonic spasms 5cases (83.3)
Tonic seizure 4 (66.7)
Atypical absens 5 (83.3)
Myoclonic absens 3 (50.0)
Myoclonic seizure 2 (33.3)

' Atonic seizure 2 (33.3)
Total 6

() shows %

Fpz—F+«
Fs —Ca
Cs —Ps
P, — Oz
Fpi— Fs
Fs —Cs
e i /

Fs —Fz f\ :
Fz —F1 i
T4+ —Cz
Cz —Ts

I BRAR

FEAE AR BT .
RN IR R R B R
diffuse slow wave dysrhythmia 2Zo5 0
7o Xl TN HEBEFIE, BEIRICX VIS

VA /AR ralf

RVEF T, Lf)ic diffuse slow Sp. & W.
R,

Z o diffuse slow Srﬁ) 1<§z W. 2 KH[E &I
BOKRDO AT HE L2 1) typical, 2) dis-
organized, 3)asymmetric 735 UNC 4) focali-
zation Z7RTH! (LLTF focalization type &M%
7).

diffuse slow Sp. & W. # AR HAM: Bk
iz pseudorhythmic icH3E 9 288 Kb D %

“typical type” 2§ 3. ZhlZxf L CTspike
5y O JA B E R R EBE SR H18] < burst &[H] 2%
Z U<, hypsarhythmia |92 60 %

“ disorganized type”, & /= diffuse slow Sp.
&W. TELENRDONDHDE

‘anym-
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Fig. 4 Case 1 (at 11 years of age) diffuse slow spike and wave (disorganized type)
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metric type” 29 3. # | Clocalization %
P55 H % “focalization type” & L7z,
typical typeid 2§, disorganized 7% & UM

Fpz—Fs
Fs — T4
T4 —Te
Te —O2
Fp1 —F7
F7 —Ts
Ts —Ts
Ts — O
F+ —Cs
Ci+ — P
P+ — 02
Fs —Cs
Cs —Ps N
Ps —0:
T+ —Cz

Cz — Tz W/

{

I Y

&

asymmetnd c type i34 14| (Fig. 4,5) H X O
focalization typeit 24 ( Fig. 6) TH o 7=
(Table 7. 8.)

) m«

ST S0 SO, S S-S |

Fig. 5 Case 3 (at 7 years of age) d1ffuse slow spike and wave (asymmetnc type)
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Fig. 6 Case 6 (at 12 years of age) diffuse slow spike and wave with focalization

(focus of the right temporal area)
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Table 7. Summary of the cases (I)
Response to
Interictal EEG CT scan MR therapy or
outcome
Disorganized Dilatation Uncontrolled
diffuse slow Sp. &W. of ventricles Severe €4
Asymmetric Periventricular Uncontrolled
diffuse slow Sp. &W. calcification Moderate (+)
Typical ; Controlled
diffuse slow Sp. &W. W. N. L. Mild )
Typical . Died
diffuse slow Sp. & W. W. N. L. Mild f—=)
diffuse slow Sp. &W. Uncontrolled
5 With Focalization W. N. L. Moderate (-H—)
6 diffuse slow Sp. &W. Calcification of Uncontrolled
with Focalization occiptal lobe Moderate 4

N.B. Sp. & W.: spike and wave

W. N. L. : within normal limits

Table 8. Diffuse slow spike and wave

clinical electrical status epileptiCuS»B) LK

OREBICH DD LE DN B,

Typical 2 cases BTERIEEOH
fEfRIC & - T diffuse slow Sp. &W. 133 L
Disorganized d CHRIE XA, I ARHNCETH - .
A : focalization Z 7R 9 T IZ AR, FVEH
symmetric 1 A .

OIKPALER RR D B h iz,
Focalization 2 &% 72 L ennox fEMREE THRERMICHE T 5%

EEn D REERIIC NI COFIEE, T4bb
Total 6 “rapid rhythm” (Fig. 7) %, 3#licE o5

1 FRIEFEHNC disorganized, asymmetric
type &4 1 i@ 7z. 7z72 Lfocalizasion type
W UTZAER] 6 X4 R 8 IRTH Y,
€ ORHBIEL T R IETRIB 7 BY, REFNEREE
B9 hid, typical type /5 focalization 777
OB Uz LR E B

¥ /- disorganized type & L7-fEff 1 T,
M GEER DX E 2R 2B U, Ry icdiffuse
irregular Sp. & W. s8i3 L ( Fig. 4), “sub-

hic.

TR 72 © TS PRI & - TIRIE X h iz
FEFIX 7 - Tz,

FEVEREIN T R,

Lennox JEEE OFMERMKFTRE LT, 1)
desynchronization, 2)rapid synchronization
3)recruiting rhythm ¥ & ¢ 4) diffuse irreg-
ular Sp. & W. or multiple Sp. & W. 24515
hTn 1%12)

B Eaffl <1, desynchronization 14§, 5 & O
rapid synchronization, recruiting rhythm % .
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& 2Mici iz ( Fig. 8).
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Fig. 7 Case 7 (at 3 yéars 9 months of age) rapid rhythm
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T4 = Ca A WA VALt s AR s s
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Co =Ty VN | et StV M A0, ot
Ts —A, quw'\/ﬂ,w’”’ gt RSV b AN A g I A et
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. 1 !
Cz — Pz WWWMWW’WMVWW/WMM
' k

| 4 tonic spasms

Fig. 8 Case 8 (at 11 years of age) recruiting rhythm.
4 shows the onset of the tonic spasms
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VI CT scan A B FIEORRBITH D, PEHEEMEHK (Fig. 1)

PIUAN=ZALORKESE (Fig. 2) 230
LB CTETUIEESRE, CTEREZ36] . o1 ik, AREEDIEAREDAKAL
50%) WwRpiz. OS5 24i%, 1HEKE #Hraohniz (Fig 3).
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VIl ngefER & B

Lennox fEREE TR OHMEEEE OS2
Hoopndizd, HRAICOWTEIS, =T
KFLE BT, —if WISC - RAnge2HT
BEICE > CHBEREEOABERE L/

Development Quotient (DQ) F7-i, In-
telligence Quotient (IQ) 785 Ll F&EIEH,
85~75&8EH, TSI aRMERE Uiz, ke
B ERE (75~50) , EEE (50~25), =
B 5B iU,

FEIET F T ORSHREZEER O 3 6 (ERl 3,
4B XV 6) &, FER, BEIOPEEOR
B AZ D o0, MEBTIHEGNTHoT.
D 3 BlZHLIBEIC BN T I TICHEENDOE
EORMERNTZDONTND.

AR, BE 24, PEEIHOSITE

CE1fle, SPICRER £ - (Table 9)

Table 9. Mental retardation

Mild 2 cases
Moderate 3
Severe 1
Total 6

FEOHEEIBOMER 1 OIEnE, %8, 1§
BHEEREOTEREEZE > TWD. EF6 T

BFEBICE AT ) VN AFREE DED S.

X A 3

B, fskcombiirBEeEe L, fiTh
MR L X o TEEOERR RV LI 2
Rbdz. i USER 2, 6 1%, SRz fhfl
T ACTH a2, FFIE—RERE, 78
KUIZbOOEFELTNS.

s##i%, clonazepam, nitrazepam ¢ benzo-

diazepam FIEAF|/L 5 O sodium valporate
%34AIC, phenobarbital, phenytoin 75 & 2§

HLUiz.
PLT A A BB DTG R DYE L5 K
DXITHFE LK.

DGMZE 24N F, U I/NIEEE6 2 A
LI ERE R WIEI BiFREE (W) , £ L TR
HIEEE LT, 2FREHEI%L RS Lizbo
Z ), IRMEELSLIZbDE (), =
HIC AFRIEHERZE WL, BELZHDE
=) 2Lk

HEflcx, ) 14, ) 241, (+H)
28X (=) 1#lTHh -z (Table 10.)

Table 10. Response to therapy

it 1 cases
1+ 2
+ 2
= 2
Total 6

) EHIm U fER 3 1, URIRZ2%6 7
AL EGM, /MNREPEEICHEI I TN D.
¥ - T Bc b diffuse slow Sp. & W. ,
rapid rhythm 7z 2 OFECER AWEHE L, FIH %K
EERDD.

(=) ¥ UiiEdl 41, ®IFE3FET7 4 A
BRI R TRZ L IcOTH DN, SFTD
ik, FEERR, HEE2VELDOEIR
BEL, DWICBIEH#&2HFEL, BTICE-
IZERITH B.

b 4 FE, WO bREEDHIPEREER DO
TH D, W< localization type ZRT
261 GEFIS, 6) <Tik, FEESERERLT
W3, —5, 1 BRIGFAEDNFE# T disorgan-
ized, asymmetric Z;R9 24] GEF 1, 2) &
FEEH D R DR E 2w EERE <D 5.

Bl EF T A AR TREIHI LS 2D, 6
Flh 1lchH b, BCHlEERNZ 4Bh, /MY
REENERL TH Y, ERABRICKDREEDT
S IElEEEgEE N E S,
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z =

Lennox fEBEEED ﬁgﬁﬁ: L 7zmiZ, Gastaut

(1966 4E) < 5. ##ix “ Childhood epilep-

tic encephalopathy with diffuse slow spike
and waves” XWSEEHED b LI, M E
mdiffuse slow spike and waves 74 DFR
PR & m2igs1C #HB8 L 7~ clinicoelectrical entity
THBRCEEZPHIC L. 2L T, AEREE
“Infantile myoclonic encephalopathy with
hypsarhythmia” (West fE{@EE) & ORFEICD
WTHiR LTWD.
FARBESIE, FKEEERT TN
MR FED B 4hgeR & L« “the early infantile
epileptic encehalopathy with suppression
burst (E.I.E. E.)”2#%&L, E.L.E.E.,
West 725 UMIC Lennox SEMREED 3 & & “EfK
T A AVVERNEE age dependent eepileptic
encephalopath1 "16&0\ SEEDD L ITHRIET S
CEERBLE ENOIEIEL, FHEHILER
R, Mgz bb, PRICKEE n D clinic-
oelelectrical entity ©# 274%, 1) KE0FFH
R, 2) BRNIZFEE, 3) BRIRTAN
AVERGEESE R, 4) RROSERME, 5) FBERE
BOBEOEH, HXU6) HEETTFERAR
WS IEDRBERY 5. X FhFEEICHE
W 3 E DEFENRE « BT HONDE LT
FEQBERIC OV T HH LM SN .
£ E, bhbhEREKEET AN VHERE
DA & L T D Lennox fEREEEELD H VS,
B 6 FEFIIC DV THE A O ERRAOAIE 2 © Bead
{107z,
WMAFRIC DN TR, FERIThAELT
FRE UTCFER] 1 B K O West FERBENSOEKE -
BT UEER 2 2FZ, Wihd 2~ 4RICH
ﬁb’C:?o; 0, LRI HFEL TND.
Gastauzt) i1l ’\1’8)6 BRICIHFRT D &L, Nider-
mwﬂ,k5£’6ﬁ5ﬁuTﬁ%n%n%J
%, 92.6%NFHE LIz HEL TN S, BB
RN T bRRZEREEErZD D NI
EERBE UCEMEr, RERES XD
EEWEALE BB 2L oEHMEEE R
JHEGIE 36 (50%) Roiz.

1) 17, X
Gastaut ), Nidermeyerz, j(EEUEg ﬁtﬁﬁ#

R 230~50%Ic DIz LTW3.

Flo, TAHDPAVORIEREIZ 14 (16.7%) i
Aoz, TNFETORE TH10~50% &7k
NiEHPH 25, Doose, Gastaut iF—HfRD T A
@ﬁ%mbﬁﬁim&%$n%@5aﬁ&fm

RS BPT R Tid, £fIcAEERETEESRE
2R, KNEREREEIRRIND.

F I FEAERREIIN BT A, IRV AR S
37 3 diffuse slow Sp. & W. 2£fic s
0, ZORERIIRE TREEREZRET 5.

BHEGIT b A0 NIz FEIERANE & LT D des-
ynchronization, recruiting rhythm, # 2\ %
RS o rapid rhythm 75 2 3R RIE SRR
DOME L% % b, Lennox fEREF UJIE“KB‘J
EERERRRICH 3 LRI TNS.

&2TAHT, GMETHIOER 413, BxEWn
5 [& &l startle precipitation T & - CHEFR
INEIE T v A startle epilepsy & LT
ELTWS. -
startle epilepsy IRH TN D—HTH
D, ZLRBAREEETDIHD, EBRTVN
NERIREORBHICHERT 5. ZORERT
LTk, HEEEEZLOLOICESEESH
B ULIREIBICE - cERIh, He
ICRRICE T DHREEE 1S L TNWd &E
ADHhTWS.

Lennox fEEEE i startle eptlepsy 22492
& L;in&b\bnfwéﬁ"?oaﬁﬁ{ﬁﬂt“ % star-
tle epilepsy i 5 Lennox FEREEANDBEITHI N
»oh, MFICHBEBT DHEEHE L TOHRK
JD DS BEREE 1R X NEHEREEL.

Gloor (1968) 1, IR Sp. & W.0
FB 0 pathogenesis DORfIEEMF & LT, BE&%
B O BE TR & IR, RARM ORI
RomFEOENSEEEEEL, ¢ generalizez%
corticoreticular epilepsy” OFF&EIZIEL /-
7, KHEES bMEZENFHEMRE NS, Lennox
FEMREE 2 13 U o ERVKIEM < A VERNE Z

“generalized corticoreticular epilepsy” @

ﬁ%gﬁyrﬂﬁéh%&gboaiﬁbtw
5.
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KHEE S IcfEV, diffuse slow Sp. & W. =
typical, disorganized, asymmetric ¥4 7*fo-
calization type ® 4 ZNC/ME L 724, 2R MERN

R 2200, B8 < disorganized, asymmet-

ric type /R 2 Blid, FT ULIoER GEFI4)

ERRTE, ROBBEREZLOTH o1z,
typical mREMEH ER Lz 261055 1 FlidEh

KB, BEFARFEOILLOFT LD, fh

O 1FlRFEEITBR2ICH N, WHEETLHE

CEBOEEE W S ER KBNS DN

focalization #7=3 2 HiliZ, BAEDESIZL O
03O DFEEREDOEBE NGO, TN
NAIRBREHBRNEI TS LN A 3.

AKHES b diffuse slow Sp. & W. p3EEI &
Fa L OBRICONWTERAEZIT > TVWE N,
disorganized, asymmetric type TH{EFEGH
PERb%L, typical LHOHEH D 7% <, focali-
zation type [XZh 6O R ICALE T2 & #E
Ling

HEGI b IZIEREREENMED NI,

MEEEE DS REMIcEe N (100%),%
fEE CIEE RBEMIEEEZR T TNz 3HlIcON
THRTHEERIZB DO,

ZNFETOHE THT0~90%LL _LicknpeREE
ELHTBEL, = 6I/NBRIRIEDIES HYHRE
OFRBEEERT B LVbh, BRESEAREE
BEinoTNW3.

AHE 513 Lennox Eﬁﬁ@?%b:%%%i’zﬁz
FEITHEFELT, ROEHEEETTNWS.,
(1) HBRE, HREESTERREF
(2) HIFLERD EREER, & I West fEREFD

FTTHHORTFERE
@) ViR LOMERSE, BEZOORRE
(4) FREFEHEERR, ZhoiBoohndd0

BARR '

(5) BMEFRE, diffuse slow Sp. & W. @ asy-
mmetric & disorganized type | ZARETHI,
typical 72 & D IX B BT

BEBITIX, EF1, 2P LEROFIELETO
RFCFHRABSBEBEERL TR, RLEHRA
ThHole. —7K, FfEHEOER 31k, £TD
RAFTCTFREFLABRERL TV S.

HERFIIAETH DN, EREREERDDD

&

D WestfEfRREN & OB, F-HBFET
disorganized or asymmetric diffuse slow
Sp. & W.z R IEFIERIENGHIRE T HEAR
NRBIND. '

' Y ctypical diffuse slow Sp. & W. %
ARIEFATRFREILBHREFTHDLNVAD.

ZOCE XY, —RICEBETTFRFEZ N
bh 2 Lennox FEREICH > THEFIICK - T
FrIZRZ D, EBRKG SR & OREH 75
HBENDEREFDOTFENLVIERICTFMLAS
20N 5.

VDI TFROEACHH REEEEZ 2D
NELT, MERECDEBIEETHD. HE
BEhc RERET 2 1%, BICHEEICHT
BRIGEMBIZTTHRL, MBHBOERICK->
TREROER - BIT2OTFHEILZ 3.

EEDOTT D VEIREEOESICH > T D,
KR L TE#BREO/NETADADHRTRE R
W % (5 % 2 Lennox SEREEF OBIFICK L T,
TE) i BEALRIR & 70 © AV TR I X DRRE:
HIBBFEARTRTH .

f& B3

FEFNS04E 4 B O FEFIS64E12 B & TICHAKE
FRRERHC W TBIE X iz Lennox FEREE D
6 EEFNCDWT, T4 DEEFRIIHEIR 2 D #RES L
RORAEEIS 1=
1 FFEEEENE 1 BRIGFREL 2 4 (33.3%),

1~ 4N 46 (66.7%) T, &HIH 55K

WHORMFETH - Iz,

2 FRERERNCONTIE, GMETHIN 3
Bl (50%), West FEBREE N © DER » BITH
14 (16.7 %), Lennox fEMREE & U CHSE
LizbDix 24 (33.3%) TH- .

3 EERE & U CTHEESER, EEBM
B R 5 IUERE B K UK IR LE (BE
W & L4, GEF 341 (50%) TR BN
T,

4 /NIFVE X tonic spasms Y 54 (83.3%),
tonic seizure 7% 4 i ( 66.7 %) , atypical ab-
sence 2\ 5 ffil (83.3%), myoclonic absence -
7 341 (50.0%), myoclonic seizure 7" 2
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5] (33.39%) ¥ & atonic seizure 7% 2 ff
(33.3%) Ic@ZdHN .

5 BT R CiXeslc B W TRAME
B REIR Y, XA OFRIER &
L T diffuse slow Sp. & W. 3 »7/-.

diffuse slow Sp. & W.ig typical #% 2 f§l

(33.3%) , disorganized 75U asymmet-
ric "% 14 (16.7 %), focalization type #%
24 (33.3%) THo o FI-FMFEIZHERR
ko T, FIC ARRENCERICIRTE X hich’,
TR R ds K OB RIS C BRI S hish - 2.
FEVERFAY I AT HL <1 desynchronization 7% 1
51 (16.79%), rapid synchronization 715
VI recruiting rhythm 234 2 4] (33.3%)
(N8 Y SF g el

6 CT scanpi ATHIKEE 24, MEE K%
14, &2 341 (50%) CRENADNI.

7 HEEEZEO A ELM (100%) ISR,
FEAERT & THEMFGEZEEYR O 3 FliC W\ T b
B o e EXEER R0 b iz,

8 HTANAFIDBRERETHL 16, FiE
SEEE 2 141 (16.7 %), FECEHIHIR
44 (66.7%) THo1c.

9 TFHICEUCEREMMES £ b5, organiz-
ed 7z 5 (N asymmetric diffuse slow Sp.&
W. 2R 9 1 BARMBES X REFENH 1R D

WEEThH-o7o. [EFM < typical diffuse slow

Sp.&W. =9 HIT, BeuFlEiEsz 14
IR Bz,

BRHERL & 2B LI\ T2 78D To 5k
¥, PANEET RIS 5.

X [

(1) Gastaut, H. et al : Childhood epileptic
encephalopathy with diffuse slow spike
and waves. Epilepsia 7,139 - 179, 1966.

(2) Niedermeyer, E. : Lennox — Gaustaut
syndrome, a severe type of childhood
epilepsy. Dtsch. Z. Nervenheilk 195,
263 — 282, 1969.

(8) KHEERE : 7, MfF rcAnrAvOmERKRE

®
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Himl , 57—80, EFERE, i, 1974
KHAEER : BILIERR T CAPADERR],
159 — 197, REEFM:, Hx, 1977
AHEEFEE NETAMADSE. BBIRE
MEE% 1, 291—301, 1972
M=, fRlsEk  NEE. FMERE 14,
397 — 406, 1972.
B =, b NETAD IS BT BNFEE
O FICBIT 2RET. /NERIERIK 32,
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KEFRRER, fth : AEEEEILEE-CT X ¥ ~
v EDAIKAL DR & BRIREER & DBSFR—,
AXifRE 30, 1971—1977, 1978.
BEHYE, fib © ILEDIRERIC 2 & nic ks
BEALEED 5 fEF]. — KEEEELED FHIZ
Briconwc—. BeFEE 7, 361—367,
1975.
Gomez, M. R., et al: The use of compu-
terized transaxial tomography in the
diagnosis of tuberous sclerosis, Mayo.
clin, proc, 50, 553 - 556, 1975.
KHEEFERE, MK, i Lennox fERE
ORIICBI g 2592, ERIRMES 10,
617 — 625, 1970.
[UEEET-, fth . West fEfREf & Lennox fE
BEOTth, MEPHORE. KM 19,
456 — 465, 1977.
Patry. G. et al : subclinical * electrical
status epilepticus” incluced by sleep
in children, Arch Neurol 24, 242 - 252,
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KHEEREE, f: lf#i?@ﬁ%ﬁiﬁﬁffuﬁ\
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Six Cases of Lennox Syndrome

Satoshi SAKIYAMA, HaJime SAKUGAWA
Department of Neuropsychiatry , School of

Medicine , University of the Ryukyus

Six cases ( 3 boys , 3 girls ) of Lennox syndrome which were surveyed in our clinine, between
April 1975 and December 1981, were investigated from the viewpoint of the various clinical aspects
and the following results were obtained.

The age of each case at the onset were between O and 5 years in all cases, specially before 1 year
in 2 cases.

The seizure patterns at the onset were grand mal in 3 cases, tonic spasms with series ( West
syndrome ) in one case, without series in 2 cases, one tonic spasms and the other atonic seizure.

The underlying pathologies were observed in 3 cases; moderate mental retardation, cerebral
palsy with severe mental retardation and tuberous sclerosis ( suspected )

As to the minor seizures, tonic spasms were recognized in 5 cases, tonic sezure in 4 cases,
atypical absence in 5 cases, myoclonic seizure in 3 cases and atonic seizure in 2 cases.

The EEG showed diffuse slow wave dysrhythmia as basic pattern and diffuse slow spike and
wave as interictal seizure discharge in all cases. The diffuse slow spike and wave were classified into
“typical” in 2 cases, “disorganized” in one case, “asymmetric” in one case and “focalization” type in 2
cases.

The activation of seizure discharge was obtained by natural sleep, but not by hyperventilation or
photic stimulation.

The ictal EEG showed “desynchronization” in one case, “rapid synchronization” in 2 cases and
“recruiting rhythm” in 2 cases.

“Rapid rhythm” was observed during moderate to deep sleep in 3 cases.

The CT scan showed abnormal findings in 3 cases ; calcifications in 2 cases and moderate
ventricular dilatation in one case.

All were mental handicaped cases.

Follow-up study indicated the refactoriness to therapy of anticonvulsant. 5 cases remained the
minor seizures, one case of them was dead of fulminant hepatitis and only one case became {ree from

selzures.



