fiE3EiE 2003 . 35 . 43— 48 43

= fE 1 & =

Non-convulsive status epilepticus {2 & ) IREED
BIELGEEDIRREIZSH o723 1]

BLNEE:  HA WEr EW
fak HES' fe & RIEAT Indk AT

EE WoALBACHIRRZEROESLVOIGRTERL, KKITHN VD_TIM AL EF IR
FRDHIEICH Y, R T non-convulsive status epilepticus (NCSE) DAEIZH D Z L
L3 PRl .

?ﬁfiﬁﬂ‘]&‘ﬁﬁf!\:ﬁ‘/\zﬁé@ﬁﬁ-l' rh, 26, AE4ifiiEselis L, NCSE ASUIHM G LTy

t AL, TECHEERTRITERTEMNDOIUIUINCSE VAL Z» Ty ot
, EBILE o THBELIDOTHBETRETHS.
EH:! LE Mo HHEE, 47, non-convulsive staws epilepticus, TA AT

GLOIERE, Mt I WLEEO L EYINTHYE.
KRB b, AT AL, HIHEELLTw:,
Wi G HBERCE, AROTZLRTFTL WA REIEIL A <, RIFLRAFTH -7,

SEMLIFLES DA, BIZRASZEPOTELLN RFHE 4 71Il“rl'fi?jﬂ“}liflﬁ"l'"&f""«h? s, HlAE
EMLEENE GBS TRLTKESHN ) ofEL FRBLL. NoALEREEERO 6L,/
BmERokErLh, EMIZH25 non-convul- A, ik T hypsarthythmia %328, West Jilfiilit& L
sive status epilepticus (NCSE) #RLTWwAI LA  TACTH#ERE R, Ektsee s Lz, 7 AT
HFL, ENLERTATAROIRSIZINEIRD mAamd v, Bt l, AEEEES X oLt
EENEH LN IEMLERLA, TUECSRY SisHIPHED LR, valproale (VPA), vitamin
BTIRINES LA HE T EIEETRETH  B6 (VB6) HEFSNLA, RRMIEANL Liadrn
h, #ETL. 7o, 8 HEL B W LD choreoathetosis £k A<l
FEEMANWBLL, 9 NTREYDERUNIZLD

B UL ¥ K

r & D, 1 ECHRALD GR, 153 ) TR
Bl 4msHA, KE. BASHTTHE L 4 o 7.
R BEE<ACELL. 2553 H 0L XN E LT 2R AABLL,

‘65

BAENE - BIAEWRRE 720G 39 8. WiIRLK, K 0K - Bl & A o A2, INBROARE 2T

LA h, REL, SRR OB O

TEIR - WEE 7 5 —REMFNCIIER RENFRLTWL RTARAZEOLN, Nk E
1H WRASERSABARS TR Tofoht T, BUBHEMILFL, BTN
A T 1538515 HUIBHBEANS 2176 WOMEEL &, G 75‘”’"*'-7 2i%6 1)
ERAFEFEABHERS AR DL X ACTH kA MG L CRIEEIEL, TRk
(g RERERLH®ELT, #IUMG gL,
(%8 : 200, 6. 15, “ZRH . 2002, 8. 22) 3510 A RIS R AL o it S (i A B
—a3—

— 179 -

~J



44

T DENEREN TR HINAFEL 720 WG MRI, %
eI 2 M Wt ide SPECTAZ (2 hi B0 2 WL 1d 4
ot 3EOL AR SEA L, o, 1
g NP2 E I R Y (] SATRY R 1 AE PES o T ¢ TN
e F L, #1 BULASGE S &2 0, ROV ALY
(2o, Wb+ '+ s L, phenytoin (PHT),
cthosuximide (ESM), clonazepam (CZP) (12T,
duES I IZMEHZ AREL 2=,

R OE AIED CRATUERIERERA S Y,
{IEi G- 72, HIRMIG TS b, TG IIE
FENTBESN UG F LT, iR ROHEN R T,
WA o Ao SHTEPINMUS BUE 2380 22, i
D52 choreoathetosis FEO AR X EFI A4 H LT L
oAt BB € B THREILER AL+ 5 &
E G, WAL X URG o TR L, IRk
LT 2N 34 70— X A &K
AERLINBLIL /.

ARRTEIDA  FIEL, W6 MLBURFLVIETY,
WAilE T IR0 Ao REPELZ [EVUIE % 3% F slow spike and
wave burst HOHHE I & 4L, NCSE & il L 22,
VB6, acetazolamide (AZA)}, PHT = fFi LA
B RS B Y, diazepam (DZP) MHIRIZE D%

o

95l

ik 5gid 535 4%

<

EMDRIARIEAL F L2 b oo, LIS S
{$A 61 Midazotam (MDL) Q.2mpfkp &
St LAk 2 A, st Yo amiRiE L X oF
BEMNG L AL ACA S AL L ds £2 A%, (RN L2 152
IR RS S0 (I Sl A Pentobarbita!l (PTB) 3
mgfkg OIFHET S RN L ad o f2hf, &
e h & 272, DZP X MDL S ONHEAE
M TH 70T, NCSEDUNEHME LT
MDL {5eidBik" & a0A, WRHZWF 2 —7H5EA
THHF AL BEL.

MDL {3 0.2 mg/kg % PRIl 42 0.2 makg/MEMI CH¥
RAHET DG U, MGTLE oM, HRET
W LAt e o 1285, [RIIMARIS TR R R 53 AR
L, SEtirma Ll Lo MDL RERLITRIE
DU 4 WS F202 MDL & 0.3 mg/kpMERIIZRER L 42
ES A, 1Mo choreoathetosis TEOT) & L BySFL
Mo 4 ro—2 &ML KR dHz il
DN ORNANET L, LW~ el S5 EE
frofiiariEs o, MDL fEkemit G R o
i3, WiREORIEAMD LI, MDL FRTHLRIE 4
M2 Lo Rz i KR, HIHIKE W3 h
BVTHITLL, TR EOREDLIRG

FPI-AT aﬂw i | Fpt-A AL oot “":-"'\r/\\_
G My ESA N
-\ HF;J % AT =
. W‘ i AT =
Fz-A1 ! T‘ ] Z::f F:::f Vel
- i A

2l
a DERREN. BT B AR R 0 5.

fifA 1 (REMNE)  midazolam f¥HCCLIGNIC £ BRI O AL

b fRIEG LT 17 NEIN e, BB BIMIE IR L, SR At .

o DHBIAKIL T A D, IRKIAICF L, RIRRIATL.

— 180 —



2003 41 1

B, it A LWL 3 A 2

o — 2 R L 72 4TI I i A g S A

ANA L Lo fz, MDLTERCOTFEIG 184 RER) A

5 MDL & ot L. MDL Bl o 6 HRZHiEgE L 22

0, BOSPRReG L, #8HIOANITTE : 4o 2o,
fEF2 a8 ), UL

EEE it~ EzrLl.

FREER - BIEME M RE Sk L
L. (e ar M, f EWBICIvE L, i do
AR

BRE 6 THeLAwEHWSLEC, b
Gblemototty, NATREE TR L, LA
fEafsi s, Rl L ke TS TADA LB
By, VPA @MNIEREGL Ao B MR GZIE Y%
WA e Lo & SIMER 1L &R o i A
L, czZp, VBo MilMS LA )T o /2.

12 n)lor itk (FISH) T
Angelman fESEIE £ BHF 3 4L, ZNS L s
DI TH oS, 287 AT, e D
FEMVEOMATMAE & e o o, B EEDKL, T
SEEATERIR S 4, AWREAHThALL, 2R )
12 ZNS % rd: L, carbumazepine (CBZ) Zlhis

45

AR AETH Y, A0 AN AR
L7,

B OE KNOSH oSG DR Th Y, £t
TWRAIECdr - fo A, FEEN b 4, RoTIEHT b
T, AT A o fe BRI TR
BEOWIE LIZILF LT N3RS 555,
EI B8z EEAT Pz L, 1NRE )58
HEATER L, BOSTEALF LT, T XLkt I
Ok, Fis X O IE AR 2 & ANy
PRES [ AR

ARRERE B olllkni i s X Uk o
CURE LSRR AR TR L s izl b
5, TANALEE- TR METT LA, (1%
FAOEF IS U TR i) 2 ~ 3H2
RN E AL Ty, ZoR{EII NCSE Th
LE ¥z, DZP, PHT, PTB % &0 M LAHEL, W
Fa—ThEOVPATEAERIML, CBZ 2L
Fo. BGIZCZP ML A2A%, Bk, ERfhne
P E LT A, phenobarbital (PB) A fE#E
i BB L OCTAINIEGHHEM E TS L
2200 PB NSRS A% 52 epfnd T IRG IO ETIE HE 5342
W LAz, RFUEPI AL f.:_f;a’)a'l-i'ﬁt L, fh-

i b ¢

Fp1-A1 M\, A Fp1-Al  wmn FP1-A1 mommtnn, AT
Fp2-A2 I Fp2-A2 Wﬁm FP2-A2 o smn s
F3-A1 F3-A1  wrnr, SAAAAN, F3-A1 it ,{,\i..\u*.‘.
F4 'A2 F4-A2 Sy — J-.-.VU\ Tt F4 -A2 '\.-h.,/\;:,\/\-“m‘-\_,_-\/
G3-Al GAl NN GBAT  ord
C4-A2 Ca-A2 f\j\{ LYipaVs CA-A2
P3-Al F3-A1 “‘(I\JW“ P3-A1 N NAV Y T VAV S
P4-A2 . PAA2  ANMVNRAMAY PA-A2 A sasaan T
O1-A1 N 01-ATL Shasa s AA O1-A1 i praN G apah
02-A2 02-A2 wmwv)&é 02-A2 ,MJNM\;M .
F7-Al F7-A1 ~Aennsme A F7-A1 o mrmonn /\M,i‘;
F8-A2 FB-A2 WA~ FBAAZ e s
T3-A1 T3AT A NAN T3AT i it A ko
T4-A2 T4-A2 VOSSN TA-AZ g pisnd p 430 v,
T5-A1 T5-A1  ~rAnmsAAAS  T5.AT A g p
T6-A2 T6-A2 AW T A A W, R
Fz-Al W/W-/d W" Fz-A1 MW\C\NA.V:\'L\A:‘(-\;

Cz-At “JW‘\QW; CZ-Al A A s

Pz-A1 PZ-AT A ™My

10 uv l
1 sec

2 w2 (EERERIm)
a LGN, EErE ekl R FRIEHEEROE AR B L

vitamin B6 Hif LI X ARG RAL

b RS LT ORSIN E, ROROT R IRE AT L, SRR AL A I, SRS - AR L

TATwaA,

o CIEEIES LT 10 BB, BEIRDE. M IRRTREENE E ST

— 181 —



46

TESM i 7z PB ML iftIE A 20ug/m! 2 F X
b 8D S MURGIE MR ALIL /2. VBs fiF
ECREMENENE ORI T w0,
VB6 % 30 mp/ke/tl THSEMBEE MG LALEI S,
SLIL T AEH L /2. VPA, ESM, CZP OIS
ENMARSEIAE LI IZL ot VB6 BRI
HASENI U feAf, vBe I ARG R AL
B, VB6 OFFELD & - T b 225 MR S o L ik
ZLL U LA, DZP FHELD & DRSS &AL
6L 2 L A5 benzodiazepine FEMA I IL E R

Gil, CzP 2 ESICHRLAESS (HD), HEP -

MRS it SR LEVAINTE L.
EFI 3&6hH, B,
WHERE fydd~EZE&L.
RAAERR - BIEMDRE BRIyl d <3l
L. T6RG 3858, SEWRTIVE:, b -1,
REE NHIAN, FarsAaM, Wk e h
N, iz e v, FhllloiEirnoh
Lot

a
Fp1-Af WWW

Fp2-A2
F3-A1
F4-A2
C3-Al
C4-A2
T3-A1
T4-A2
T5-A1
T6-A2

W AEYIAY
PASTANTVITIY

Tk f535% &%

BEE 470505 REOENNH 720, 1k
AR O L &AL O S LR PHTHHERAMBIL /2,
BRI IR 12k R Ph LB AR S AL, VPA
DI E DG L 7.

2L EETIREN Y X EFEHRLTILHL
72, Wi T hypsarrhythmia % #26, HHITARAL
LT ACTH itHif b tt, —RHI B RkL:, L
ML, ACTH Oz, iBEEHEARLBLL 72,
CZP, VBG IILENTH o7z, 38 1 H i %
fildAabih (A, LIEOmtiREFIFLeh
Lennox-Gastaut JEREMFICER L.

PB NI CHISMARE L 2R, 33T HO L & X
/AL b, kOGO EALBLA, 1
Rtz RIH R h, MEPRRATRL L. D
24 B Rt b T, BARRIRIED Z & At
b MEHIARLE,

B OfEOCALDE oMK ER T, B
RipameH Y, AICHHbEEAhTH - 1.
RIB Aotz BRSO S 2HS, RBITHIZ Wk

RN

WA S Sl
ORI Ee
e e\

lOGuVl

. 18sec

H3 $EPI3  thiopental F¥FELIHIEHIZ X B OEL

a DGR (HOR) . SAYMERIREIMIRGE, SRMEAHR.

b IEREEL T 24 B R (IR, SRR RIERAED.
¢ LEMMBL TS Ak thiopemat k1% (IBR). 2NATMSIISHIREANUBRL, £MOWEE, 6 ST Rk £ 120

A, G EHIRL Ty,

— 182 —



20034E 1 A

FREY, AREIMEIL LA od, WL X UTRER
O PRIEET LT/, EEISU IS RIE L 72,
ARRTEAEE  BEFRMNMIE A LRz, KT
TS~ TUTTE ~ MR RO IR o) 1 ~ 2Hz OBk H
FERLEAIBEL T/,

Z ORI NCSE TH A L ¥ X DZP, AZA, VB
ONFERIT o728, DI Z L {, W E e s
L &>/, Thiopental 2 mgkg & Wikt WEpkiztd
WS L2 bid hdr o720, BRERMIFLHHIL
127285, thiopenta! % 2 mp/kg/ I CHER TR &I
5 L 7. Thiopental FEEERRIEO AT 1 RFR #1275
ROBIETE R B A, MURECIBLL Twi
A, DIRIIETHTY L A2, Thiopental Fiétik ik oy il
U5 24 WERFZASALSRAL AT OIS B L T A%, il
BT~ I ~ A S o A B SR ER P DR 1 & O N
(TEWNZRA L /z. Thiopental FibelFiED 4G 48 1%
W& KIRECHREAULEL 22, SRintheikils
TESIZEAPL, thiopenal % 1 ~ L5 mgkpM§INIZ
REL, AT F 2 7L WAL THRITVWRAE
TALLL. toiE, mLKoiBayalth, s
BROENRLLEIIE 27, BREMTRCREBLOHE
PRI o 220, 5 H IS thiopental /R L
7= (E43). Thiopental 411l {% A 12 E{L4-3", M
£, BAAATRECL D, BodpcMkeRL, F
L Lk 2T AN

o # =

TAELHEBERIIBWT, TA»ADIERYIER
BEhso~e0%EflEESNTVWAMNY, 60~ 80%E
THHELHDY, EHTHETHE, —Hh, TA
PADTEL Twd & ¥z 6 PERERT
F1ontifEshTnsn,

NCSE D it 1213 benzodiazepine RO TA A
Frri{veh, HREFTIENS V., QRN
Tit, MDL, PB 3 X UFVB6, thiopental 2*EitEh
HHT, HEHEMIEMTEICRE 2 TWiN, v
Fhé GABA RO {24 EMEFTHH
WThot. B, ATRETLLELTS
TR L AEFORS 2 LEETHRIED
AW F T DT Al

&l 3 EFNE, wFRLBILALERCEIZR
ZAEBOBEALALVOILRITERL, ARG,
KEFE 1 ORECHRECIRETH > 12, RIEE

47

M LT 2RO v, TSN T2
VILAFGRHHI LD 30LE b e Lo TR RS A
L.

0 T, MM A & IS TEDS I L, fogr
PURBEE & 0% L THER S D S FELILfp~ o 4 il
Muffebk oo/ 42 T, BRBLUHPLE
WATRS G, iR 3 TR, BUKISET, Mol
(RNRE RS oA, MURWEE LB, NHO
Pzl gL, FEINTHIZG 4. SRAET
A AREIZBOE L TR TERRME S AR L, fEik
OEBEFPH SN EL G, rofil vlT,
TTUHRIMEREONC Tz, JEWIZ> 22 5 NCSE AT 4.
LTl EAHL,

FAECHRRI TR PRI E R &L
ZLEH DN, MECHRENTHE L 0ICE”E
bR s wEadd s, FoPiiuSpomnk
RN DA B NCSEXRINOZ LAdH N A 5,
NCSE 2 £ 5 8T R I IH & b & 5 bede
DS & ARG E STV A A™, NCSE AR
bloTTHREN LR TAD» AT LT
LA Lo REERILR BRI R LS 50T, 317
ML oS MGG MBI E&IZIE, NCSED
WMoV TOERL, MERELITINETS
%,

x L)

I ARHI R, BN B os R RN 2
midazolan PFESTRNEGE O GNITE. B3 & RIE 1998;
30:290-4.,
Crawflord TO. Michell WG, Fishman LS, Snodgrass
RS. Very-high-dose phenobarbital for refraclory status
epilepticus in children. Neurofogy 1988;38: 1035-40.
3 Sugai K, Sudoh A, Miyamate T, et al. Non-inteavenous
high-dose phenabarbital add-on therapy for refractory

2

—

status epilepticus that is unable to withdraw from intra-
venous infusion of general anesthelics. Epilepsia;in

press,

4 HIREEL e AEROEGHETT. ARMEH
1999:31:480-6.

5 ML HE, CAXA. FESWW - sl ifsem
1 MR ANEEE, ML A GEERIE A KTy
7. 1995:32-40.

6) BINED), RNEEN, PR, fslaEnrg -

FOTAPAEREB 2T (2) THOGFEE
1 BOTADPADKE, BRI HEERRS
2E 1996:21:77-81.

T ERES: TR O BAENTT & T A A

— 183 —



48 Bakie @ashkE w1
AN X ] S A T § R L FET AN S [ (R nonconvelsive scizures in the intensive care unit using
PR W e a il - LEW )ik IR IR S 0K continneus EEG monitoring : an investigation of vari-
TE) 1M 7 EEERE AN F. 1996 30510, ables associated with mortalivy, Newrolagy 199647 :

& Young GB. Jurdan KG. Doig GS. An assessment of $3-9.

Three Cases with Severe Motor and Intellectual Disabilities Presenting the Severest
Condition Caused by Prolonged Non-Convulsive Status Epilepticus

Yoshinao Fujikawa, MD, Kenji Sugai, MD. Shigeru Hanaoka, MD,
Michio Fukumizn, MD, Masayuki Sasaki. MD and Makiko Kaga, MD
Second Department of Pediatrics, Ghashi Hospited Toho University School of
Medicine, Tokyer (YF) 3 Departmant of Child Newrology, National Cemter Hospiral for
Mental, Nervous end Muscular Disorders, National Center of Newrology and
Pavchiatry, Koddira, Tokve (K5, SH. MF, MS, MK)

Three pitients with severe motor and inteliectual disabilities presented deterioration of the aclivities of daity liv-
ing, which was sevealed 10 be caused by prolonged non-convulsive status epilepticus {(NCSE). Their condition
improved by the treatment with anticpileptics, Case 1, a 4-year-old girl with profound psychomotor retardation and
past history of West syndrome of unkoown etiology, became unable to sit and cat osally above ape of two years.
EEG showed comtinuous gencralized stow spike and wave bursis indiciting NCSE. Continsous intravenous infusion
of midazalun abolished EEG abnormalitics of NCSE, and she regained the ability of oral feeding. Case 2, a 3-ycar-
ol hay with Angelman syndrome and past history of West syndrome, presented decreased mental response, poor oral
intake and somnolence. EEG showed continuous slow spike and wave bursts, indicating NCSE. High-dose phenobir-
hitat therapy and continuous intravenous injection of vitamin B6 were cffective, and remarkably improved his psy-
chomotor activitics. Case 3. a 3-ycar-old boy with Leanox-Gastaut syndreme, developed decreased psychomotor activ-
ily and loss of vocalization and walking. He could not sit by himself and became ncarly bed-ridden. EEG showed
very Frequent gencralized spike and wave bursts, showing NCSE. Continuous infusion of thiopental diminished NCSE,
utwd he could walk apain. Psychomotor deterioration in patients with severe mator and intetlectual disabililics may be

caused by NCSE, which should not be overluoked.
No To Hattatsu 2003:35:43-8
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PLATFORM AND POSTER SESSIONS 65

or had discontinued antiepileptic medication (AED) when the photo-
sensitive seizures occurred. (b} The one patient who showed photosen-
sitive seizures belonged to the other EEG classification. and he had
discontinued AEDs when the photosensitive seizures occurted and took
AEDs at EEG examination. (¢) All subjects who showed spontanecus
seizures for the first time after watching the program belonged to the
type [ group. (d) All subjects in the type ! group were taking medica-
tion, and one subject who experienced numerous recurrences of pho-
tosensitive seizures was taking medication. None of the subjects
experienced photosensitive seizures after taking the medication.

Conclusions: In terms of prevention, the first priority is o categorize
the affected individual into one of three EEG groups. and then type [
cases and certain type [ cases who show spontaneous seizure or re-
current photosensitive seizures should receive the proper medication.
Type 11l cases should exercise caution when in an audiovisual envi-
ronment.

Clinical and EEG Analyses of the Initial Status Convulsivus Dur-
ing Infancy in the Patients with Mesial Temporal Lobe Epilepsy.
*Mayu Ohtsu, *Hirokazu Oguni, *fYutaka Awaya, and *Makiko
Osawa (*Department of Pediairics, Tokyo Women's Medical Univer-
sity. and tDepartment of Pediatrics, Seibo Intemational Catholic Hos-
pital, Tokyo, Japan).

Purpase: To clarify the clinical and EEG characteristics of the first
status convulsivus (SC) during infancy in patients with mesial temporal
lobe epilepsy (MTLE).

Methods: Six patients had been brought to our emergency clinic at
their initial SC and developed MTLE subsequently. Five patients re-
mained seizure free after temporal lobectomy. We analyzed the clinical
and EEG characteristics of the initial SC through their medical records.

Results: The age ar the initial SC ranged from 7 months o0 33
months, with an average of 14 months. There were tour girls and two
boys. They had no perinatal problems, and all had normal development
before the initial SC. At emergeacy, four had body temperature
>37.5°C, whereas the other two were afebrile. Four showed convulsive
clustering, repeating up to § times without intercurrent consciousness.
Each attack lasted from 5 to 3¢ min. The seizures manifested either as
generalized tonic—clonic or unilateral clonic in five and nonconvulsive
seizure in one. All of them experienced prolonged disturbance of con-
sciousness after the convulsions, lasting =10 h. Three showed transient
hemiparesis. CT scan revealed no significant abnormalities. The ictal
and postictal EEGs in all six cases showed right-sided spike~waves and
high-voltage slow discharges. In one of them, SC showed a right-sided
clonic convulsion clinically, for several hours of recording after the
attack, demonstrating intermittent right occipital EEG spike discharges.
This suggested epileptogenesis before the SC in these. Their cerebro-
spinal fluid (CSF) cell count was slightly increased in one without a
fever (S0 cell/mm?). Two of the four with febrile SC demonstrated
exanthema subitum due to infection, Complex partial seizures (CPSs)
of temporal lobe type first appeared at ages as earty as 3 years and |
month and as late as 16 years. The latent period between SC and CPS
ranged from 3 months to 13 years and 3 months, with a mean of 5 years
and t0 months. CPS was characterized by staring, nausea, and cyzno-
sis, with loss of response with or without oral or manipulating automa-
tisms. All cranial MRIs after developing CPSs showed right
hippecampal atrophy. .

Conclusions: The initial SC observed in six patients with MTLE
tended to be febrile or afsbrile clustering of convulsions associated
with prolonged loss of consciousness, and residual Todd paresis. Lat-
eralized EEG abnormality was noted despite the appurent generalized
convulsions in some. In two with afebrile SCs, preexisting epilepto-
genesis at the SC onset is suggested by the early appearance of interic-
tal spike EEG discharges. the unexpectedly short latency between the
SC, and the onset of CPS. Thus, our clinical analysis of the initial SCs
in six MTLE patients may support the hypotheses that hippocampal
atrophy is a cause as well as a consequence of the initial SC. Cranial
MRI and close follow-up studies are necessary in all patients having
experienced initial SC with clustering seizures. prolonged loss of con-
sciousness, with or without Todd paresis during infancy.

The Evolution of Extraoccipital Benign Childhood Partial Seizures
with Ictal Yomiting. Yoshiko Ishiguro. Tetsuo Kubota, Kouichi Ma-
ruyama. Junko Tukenaka. Akihisa Okumura. Tamiko Negoro. and Ka-
zuyoshi Waranabe (Department of Pediatrics, Nagoya University
School of Medicine, Nagoya, Japan),

Purpose: We investigated patients with ictal vomiting without oc-
cipital paroxysms on the electroencephalograms (EEGs).

Methods: Eight hundred seventeen patients with epilepsy aged be-
tween | month and |3 years visited Nagoya University Hospital and its
three affiliated hospitals in 1991. According to the Intemational Clas-
sification of Diseases classification, 145 patients with partial seizures
were diagnosed as having benign partial epilepsy. Eighty-six of them
were diagnosed with benign partial epilepsy with centrotemporal spikes
{BECT), I8 with early- or late-onset type of benign childhood epilepsy
with occipital paroxysms (BCEOP), and 12 with benign partial epilepsy
in infancy. The epilepsy of the remaining 29 infants did not belong to
either group. Seven of 29 patients had ictal vomiting without occipital
EEG foci during their clinical courses. Yomiting after seizures was
excluded. EEGs were done regularly once every 612 months. Neuro-
imaging studies involved only head computed tomogruphy (CT) in all
patients,

Results: A boy and six girls were included in our study. The average
age ai the seizure onset was 6.8 years (range, 4-12.2 ysars). They all
hud normal development throughout the course. Neuroimaging was
normal in all patients. One patient had a Febrile convulsion with a
similar family history. fetal vomiting was a main s¢izure feature in all.
Focal motor symptoms were observed in three patients, but tonic eye
deviation was observed in none. Their seizures lasted less than 2 few
minutes. Only one had a prolonged seizure >60 min. The seizures
occurred twice and up to 17 limes (mean, 5.7 times). Seizure repetition
averaged 1.2 years. The average age at the final seizure was 8.1 years.
During their clinical courses, all of them showed no occipital spike foci
on interictal EEGs, without paroxysmal discharge in two patients at the
epilepsy onset. Epileptiform discharge was identified in no patients.
During their clinical courses, epileptiform discharges were recognized
in the frontal region in three (42.9%), the central region in five (71.4%),
the parietal region in one (14.3%), and the temporal region in two
(28.6%). Antiepileptic drugs (AEDs) were administered in all. The
medication was continued for 5.1~13.3 years {mean, 7.6 years).

Conclusions: Our patients were characterized by ictal vomiting and
seizure manifestation without tonic deviation or occipital paroxysms in
interictal EEGs throughout the clinical course, Seizure prognosis was
favorable in all who had nommal psychomotor development without
neurclogic abnormalities. Seizure and interictal EEG manifestations
agreed with those of extraoccipital benign childhood partial seizures
described by Panayiotopoulos. More studies may be needed to confirm
the existence of this entity,

Nonintravenous High-Dose Phenobarbital Add-On Therapy for
Refractory Status Epilepticus Unable to Discontinue Intravenous
Infusion of General Anesthetics, Kenji Sugai, Akira Sudoh, Takeshi
Miyamoto, Masakazu Mimaki, Yasunari Yamanaka, Michio Fuku.
mizu, Shigeru Hanaoka, and Masayuki Sasaki (Department of Child
Neurology, National Center Hospital for Mental, Nervous and Muscuy-
tar Disorders, National Center of Neurology and Psychiatry, Kodaira,
Tokyo, Japan). '

Purpese: Refractory status epilepticus needs general anesthesia by
intravenous (i.v.) infusion of pentobarbital (FTB), thiopental (TH), or
midazolam (MDL) with satisfactory response, but some cases cannot
discontinue this therapy. High-dose phenobarbital (PB) was not given
intravenously in such cases because PB cannot be given intravenously
in Japan because of problems in practice.

Methods: Seven patients with refractory status epilepticus, aged 3
months to 36 years, were treated with general anesthesia by both bolus
injection and intusion. but they could not discontinue these agents
because of relapsed when the agents were reduced. Six cases needed
mechanical ventilation before and/or during this therapy. Their under-
lying diseases included three cases of acute encephalitis, two of cortical
dyspiasia, and two with neurcdegenerative disorders. All of them had
secondarily generalized tonic—clonic seizures coupled with generalized
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tonic, simple. or complex purtial seizures. After informed consent from
the family members. high-dose PB was given to the patients as general
anesthesia. at a dosage of 3—0 (average. 20) ma/kg on days | and 2.
6-16 (average, 10) mg/kg on days 3 and 4 intramuscularly and/or
rectally. and 4-8 mg/kg on the following days. orally or via nasogasiric
wbe. while monitoring PB levels closely.
Results: All of them ceased status epilepticus after discontinuing i.v.
general anesthetics, and the seizures were compietely or nearly con-
trolled with oral antiepileptic drugs (AEDs). All but one status epilep-
‘ticus disappeared 3-8 (average; 4)-days after-initimting high-dose PB
therapy at the levels of 50~70 pg/ml. A condition of status epilepticus
“ceased 14-days after initiating PB; maintaining PB at a dosage of 8
mg/kg. Maximal PB levels during this therapy ranged from 70 to 123
pg/ml. and its levels at the discontinuation of anesthetic infusion
ranged from 55 10123 pe/ml. PB levels at maximum and at extubation
ranged from 70 to 123 pg/ml and 41 to 114 pg/ml, respectively, in four
patients on the ventilator during this therapy, and maximal levels were
73-120 pgfml in three not assisted by venilator. Hypotension and
respiratory depression were not noted throughout this therapy despite
high PB levels. As unfavorable effects, we found sleepiness in four,
decreased activity in three, ataxia in two, and hypotonia in one, El-
evated y-glutamy! wranspeptidase (GTP) levels, ranging from 103 to
762 U/L, without abnormal hepatic transaminases were noted in all of
them. These were improved by reducing PB levels 1o 40-50 pg/ml:
however, it needed relatively high levels ranging from 40 to 60 pg/m!
to maintain seizure control after discontinuing of high-dose PB therapy,
having required adjustment of combined oral AEDs in some cases.
Conclusions: Noniatravenous high-dose PB add-on therapy is effec-
tive and virally safe for treating refractory status epilepticus unable to
discontinue L.v. general anesthetics. We propose a protocol of non-i.v.
high-dose PB add-on therapy: PB is given at 2 dosage of =20 mg/kg on
day 1 and 2 and 10 mg/kg on days 3 and 4 intramuscutarly and/or
rectally to obtain PB levels at =50 pg/mi at ~4 days after initiating of
PB, and 4-8 mgrkg on the subsequent days, orally or via nasogastric
tube, monitoring PB levels. Unfavorable effects were dose dependent
and were well tolerated after dose reduction. The major problem is the
high PB levels required to maintain seizure control after starus epilep-
ticus.

Developmental Pharmacology and Clinical Pharmacogenetics of
Zonisamide: A Preliminary Report. *Toshiyuki Iwasaki, *Hisao
Miura, *Wataru Sunaoshi, *Nozomi Hosodz, *Kenji Takei, and tHi-
roaki Kubo (*Department of Pediatrics, Kitasato University School of
Medicine, Sagamihara; and $School of Pharmaceutical Sciences, Kita-
sato University, Tokyo, Japan).

Purpose: Zonisamide (ZNS) is a new antiepileptic drug (AED) de-
veloped in Japan, It is absorbed slowly from the gustrointestinal tract,
and its biologic half-life is long compared with the other prevalent
AEDs. To examine the metabolic pathway of ZNS, and to determine
the collective parameters of its pharmacokinetics, we measured the
ptasmu and urinary concentrations of ZNS and the glucuronide of
2-sulfamoylucetylphenol (SMAP) in patients who were all treated with
a once-daily dose of ZNS monotherapy.

Methods: The subjects comprised 26 epilepsy patients aged 5-24
years (mean, 15 years) with cryptogenic localization-related epilepsies.
The maintenance daily dose of 2.68~8.67 mg/kg (mean, 5.92 + 0.34
mg/kg) of ZNS was prescribed once a day in the morning. SMAP
glucuronide was changed to SMAP, the open isoxazol-ring compound,
by e-glucuronidase, and-it was measured simultaneously with ZNS by
high-performance liquid chromatography. ZNS is biotransformed to
the inactive metabolite SMAP by the action of an isoenzyme of the
hepatic cytochrome P-350 system (CYP3Ad4). Blood samples for de-
termination of the plasma levels of ZNS and SMAP were taken before
and 4 h after the morning dose, representing the wough and peak levels
of ZNS in a day. Urine samples for determination of the urinary con-
centrations of ZNS and SMAP were collected before the morming dose.

Resulrs: Qur study showed that SMAP was not detected in plasma.
SMAP may be glucuronized scon after biotransformation from ZNS,
and then excreted in urine rapidly. The urinary excretion ratic of SMAP
to ZNS (urinary SMAP/ZNS ratio) varied widely from 0.2 to 5.58
(mean, 1.78) in individual patients, but the patients were clearly divided
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into two groups when the ratio was examined by probit analysis. which
indicates cumulative frequency disuribution. Of the total 26 patierus,
nine patients with a urinary SMAP/ZNS ratio <1.2 were classified as
uliraexensive metabolizers (34%). and the other 17 patients with ratios
>1.2 were classified as extensive metabolizer (63.4%). The ultraexien-
sive metabolizers with high urinary SMAP/ZNS ratios showed low
plasma level (pg/mi) to dose {(mg/kg/day) ratios. both estimarted by the
trough and peak plusma levels of ZNS and high peak-to-trough plasmu
level ratios.

" “Conclusions: Genetic'polymorphism has been tinked to three classes

of phenotypes based on the extent of drug metabolism. Extensive me-

‘tabolism of a drug s characeeristic of the normal population: poor

metabolism is associated with accumulation of specific drug substrates;
and ultruextensive metabolism results in increased drug metabolism,
Although it is suspected that ZNS has another metabolic pathway to the
N-acetyl derivative by N-acetyitransferase, the difference in metabolic
speed of ZNS expressed as urinary SMAP/ZNS ratio should be con-
sidered clinically, and it may be defined genetically.

Decreased Red Cell Folate Levels in Newly Diagnosed Children
with Epilepsy Treated with Valproate. *Takamasa Kishi and $Norio
Kube (Departments of Pediatrics, *Hiroshima Memorial Hospital, Hj-
roshima; and tNational Kure Hospital, Kure, Japan),

Purpose: Megatoblastic anemia and folate deficiency in epilepsy
patients treated with anticonvulsants have been recognized for many
years. Increused red cell mean corpuscular volume (MCV) and mac-
rocytosis without anemia were reported to be induced by the adminis-
tration of valproate (VPA). It has been reported that VPA, a non-
enzyme inducer, does not alter serum folate levels, The mechanism of
VPA-induced red cell macrocytosis remains unknown. The aim of this
prospective study was 1o evaluate folate and vitamin B, status in
children receiving VPA monotherapy and to elucidate the pathophysi-
ology of red cell macrocytosis.

Methods: We evaluated red cell indices, serum folate, serum vitamin
B/, and red cell folate levels in 20 newly diagnosed children with
epilepsy (13 boys and seven girls), aged 7.7 £ 4.8 years, who were
treated with VPA monotherapy in two hospitals. Venous blood samples
were collected between 9:00 and 10:00 a.m. at outpatient clinics, Mea- .
surements were taken before the beginning of therapy and after 12
months of therapy. Serum folate, serum vitamin B 5, and red cell folate
levels were measured with competitive protein-binding radioassay us-
ing commercial kits. Statistical analysis was performed with the paired
f test.

Results: After 12 months of therapy, MCV in red cells was increased
significantly from 81.7 £ 4.4 10 83.7 £ 5.4 1 (p = 0.0043). Serum
folate and vitamin B, levels were not changed. However, the concen-
tration of folate in red cells was decreased significantly from 247.2 +
72,6 10 210.5 = 71.0 ng/mi (p = 0.0089),

Conclusions: In this study, data demonstrate that there is an increase
in MCV and evidence of red cell macrocytosis in patients treated with
VPA. VPA-induced macrocytosis was determined to be caused by
decreased red cell folate levels and not by decreased serum folate
levels, It was previously reported that serum folate levels are casily
influenced by dietary intake, and that red cell folate levels are more
closely correlated with megaloblastic change than are serem folate
levels. A decrease in red cell folate levels is unequivocal evidence of
folate deficiency ander a disturbance of folate metabolism. VPA-
induced macrocytosis may be auributable to marginal folate deficiency,
as red cel! folate levels appear to be an appropriate index for evaluating
folate status.

The Effects of Ethy! Loflazepate on Refractory Epilepsy. Hisashi
Kawawaki, Mie Toyokawa, Hiroko Kurimasa, Kiyotaka Tomiwa. and
Ryousuke Murata (Division of Pediatric Neurology, Osaka City Gen-
eral Hospital, Osaka, Japan). .

Purpose: The antiepileptic effect of ethy! loflazepate, a benzodiaz-
epine (BZD) used as an antianxiety agent, was studied in patients with
refractory epilepsy.
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0.3~0.5 {(BXI1) mg/hg §pix (RAI10mg)

I . Diazepam
] 3 BULSI0RELHIEL VET
2. Phenytoin 15~20 mg/kg BpiE
1 15~20 573
(3. Pentobarbital  3~5mg/kg §diE)
1
B ENE
(4. Lidocaine 2mg/hg 853
1 +2~amg/kg/BF  15EEERE)

5. Midazolam

0.1~0.3mg/keg REE

1 +0.1~0.5mg/kg/BF {EEANE

6. Pentobarbital

1~Smg/kg/BF  IRFERRE(4+3~5 mg/kg B ki)

B4 ® = % —, burst-suppression pattern ¥ TR
1.5 mg/kg/BELL E TR, AT'RIRIEEN
2 mg/kg/BLA_E T dopamine $5 45 A%

F1id
Thiopental 5~10mg/kg §3iE
1 +2~10mg/kg/B% 1EEENEE

7. JESEREERAY Phencbarbital A 20~30 mg/kg 5 4 HhiE, 43

4
8 . WA KEBE Isoflurane

A1

zures in ifancy & 20 3 <, FAMB LT
IiNEREEIN, B8, mArER1IKCTRT,

I, €518, MNEEOMKILE

RAFETCHED Bk, MIE DHEFY & ISR R FE DB
IEMNTET, CT % MRI CRABML LI L%
MR 2ok, MERLETORD Y ) 24 —n
5~10mi/kg % 12 Bffl,, == b—n-2.5~5
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FIMBE i iEE L T dexamethasone 1 mg/kg 43 4
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THta, WE (£ 3)
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&l K, P, Mg, Fe, Cu, Zn #HiiLL, &<k
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V)
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T D, Mk s 1031Ed 5 16,
AETIZ0.5mg/kg 3 CEENT WY, Lo
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CERBH D, bRTHIRL L 50T i,

DNH &

MERESHD, 25 THREREY Bh5, HRENY
OB TLTO RN 16~00 FTHEL, BENEHE
P E XATLTIE T+ 20T, REFHIOM
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a) pentobarbital fAbA W

b) pentobarbital 2 mg/kg/B¥
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BSIE% TV, RoORM2TH2 2 L TlEIcd
F5T 3. GHESSVHELHEETH S, FEFERH
i< glEns,
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48 B

BEH OGO AL 82% Tl +Witkc &
5™, PTB MBS iz I cplTs, 2
OB E D, 3 FELLERY 2 L %1 Fikie
BORATHOFRMNZ PRI LA E S s L 1o,

7. thiopental (T§5h4 :

1) B &%

Smeg/kg 289553 T (I mg/kg/53 LA TF) 1k
L, ROTWHRGIIE =% —, MIES Rk
L, 2mg/kg/FE ORI 2B, MeMksan
D5 1~2 mg/kg/TF 3D 10 mg/kg /b5 & TR,

$MMﬁﬁhﬁ?wwﬂwm,%ﬁ®éﬂﬂﬁ
fizMmilTasn Ladn,

2) i B

1) MR, MUET. PTE &R,

2) FLREA D Ofifigicitiiikome s 4: U 2
O THIRA MR MAHACHTL, ko~
ETTRIAIR DM 2 & 5T 5,

3) HROIMREMLTET, MG R L2
T D,

3 H B

PTB ARz, BSEE% T, MoRMETFiFs o
ETHERT LT EA4 205, oLl LGy,
RS RUMIMO B PTB I3 PHALL Tuatis,
TEROBENFEL <L, A 55 me/kg/ME k1S
HELHZM,

4) 3 %

PTB BE¥TiAhwvst, PTB 23%3hif PTE 12
HCTHH,

F K+ —n)

8. FFRERIIRAY phenobarbital X RSEE (54
BTSN, WES—N, O
WEIEE, ME T — A

LD 4T OFEERES L B Pk B eitA

RO THAL, MERTE2WIBEITY. SRR
RICKB 22 207T, FHEHEIEL D RICTS
e,

1) A &

R IMRT,

2) i B

# 3 B oo TRILCRE L, frhi

3 R APNREY phenobarbital A EHEE'D

EKIEFNE
LA
20 20~30mg/kg B 3~4
M348 10mg/kg H3~4 (MebiPITic g o) 18m)
WS A~ 5~10mg/kg 52 (mepmic s g
x5 35
I~48 hiE 4%
FSH~ MAEER, EA
MR EERSE
¥3~s8 #A8
FEeA~ITVhANE Ed3T
L S
g% "FERE, MFE. Sp0,, »-GTP, AST, ALT
MEOTEE= 5 — (3 FET, BIKE, SERLR
RAENNEIRF
HHEORITVWHAR
RE~N{R(OBD, EARNME
£ A
(Toh AN
mehnE S0~60 pg/ml T, B4 Bal#iz@ioshzs
ENEG,
B
HREMEREENFBIBELL. HocRELHE
*I'“o
suppression burst pattern [Z{X % & 7L,
BIER
IEET, CFRIMG) IBEMRENE T (155 A5 T 51
TRHIThITEITRI Y, UFIRER L RIENIIRE, #
MEAEQ « EATHE,
IEd. TER, S.52ah8EC 54, H{{imspr
S0 ug/m LT Tk,
FUNAFRBOHE
BBV hADTEL, FhLATIZTFITIZ (s
BE, PBOBECLHLELENL, (TUOhALEED
HMLTHhow> < VER, MORAEOTMER,
A b
MBS TPB & KBISIESL, MBREET(
i, BURASBRIDKL, 2CBRT %,
FAEARTOChAE SR (BEET 2. PBXAMED
HATRITOCNRATBEHETE L,

I~2R&2

Kk b, WohA2R WML, BMnts,
DA IEEEIE T Xvads, 120 pg/mi Bt
OBTEVE R A LS 2 2 L3 2, %
RTOMBITE ki, SGHRnctt, BE
RONBONAERRAT 22 L b FajkT
b5,

NH B

EIVIRIC & bTAB RS IR T b WERIONE S I FTIE
T, PR Zw0T, BunAGRE e
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HEHE 1 EBIRTIE L, TLNAMBIOERSE
#mED PBicikEFETs-tE, PB ok BABEERES
T y-GTP LR T I EMETHS, oA
ERERICHEAEE o T LS L ORI
RETse, MRAKLVFET S,

4) B #

WEOEBRTHE, 10 AT ATREHEREDS
gL, UL, MPEEESS 150~180 ug/m! T
£ Q»ANE) ToIE ey, MEET,
AR, FRINEE S LB EWTeE (EE),

9. £EHHE

LLET b INEIER S o £ HREE{T 5 25 RiF
FRGERIMSITS, METEL &84 isoflur-
ane MHER a3, halothane KREEL, ME
AEEEL-LRTL, ERHFARTROATRY
WHAERICIEEL T, enflurane B VAL E
L3 30OTTELTH S Y,
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NATHATE BTN vy —HliE
pentobarbital (#>7%—n® ), thiopental (7
HF—n®) OATHY, ifitEH phenobarbital
(7 x /=% ) BihiRah Ty, pentobar-
bital (PTR) RBEFHRTCIRIREPILCL 228, &
LN THD, thiopental FikOBF kD, 2
MITITE LR b H DO TR T 5,

[pentobarbital]'?

i

3~5mg/kg & 3~553 DL b T # . O (I
m/=50mg) MABARIK (FARK) T2~51{&
WA

=

BRI T, Pt a—siy s BHEL,
MEELFHICWTHRTES-3THEIL®E
ey 5, —BFICIERATE S Z tﬁsi‘)ém
2~3 TR T 2D THD. AFTHEEET, |
i AN o o8, *5}j‘tﬂ'§_n‘iﬁ}%bf
L,

S

it BERUSHD, 2~3I D TYUREHE.
A FEIH R (8 HI S0 BRI OTHETLRERD
WasERE T 3 (BT 2~6 BEfe]) . BERL
NET W, TR EE Ik 5 hH, g
Wk & B D BRI R T B3 Y OVERINE A KD

SR AT R vy — s R MR
(F187-8351 ANTliANIIHENT 4-1-1)
TEL 042-341-2711 FAX 042-346-1705
12-mail : sugaik @ nenpmusashigr.jp
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STV,

R
CASATROBE, 1 EHETH 50%, 2~6
BRI AR § 2 i 2 AL T OB IE T 20%,
H 0% T E 5,

o

MBI T Sy FY 4 FRBhw, 8
HEL RV,

2. FHRNE

ik

A, £-REfkersBTF ‘7#&?&’(‘ 10 514
EEAIRL, Tmg/kg/BFTRIKL, AR BINEE
Foy—LaHs, B un/\,mti 'J JR4 i 8
burst-suppression pattern (BSP) i¢%%&T1
R[04 & 42 0.5~1 mg/kg/B§ 3" 2 K 5 mg/kg/
e % T OAUE 2P T & UL S S IKRTRTTARE) o
Mz 3~5 mg/kg FHE 21T > TR R % PR
T2 L RiehicRiEi e BSP i TE, HEEEE D
x5, BSP THHVABRI 3551 com-
plete suppression (CS) &3 3 THE (B,

WL OHTE =y —, HENNEE, REEh e 3
LT 5. B4 BSP % CS &4 5 & Tid S
gt e = ¥ —4 5435, BSP, CS k&oics
LEPESHETINITEIV, TURAERK
BRI TR OTEN TR v, BHERIIC
SRR LTWAOTERETATOUS
ST, BT wF3, F4$C3 C40
2OOATH LV,

BEEE - ki, WuhABSEED BSP ¥ CS
% 30~40 BEINRE L= SBth+ 2, RIFEHRPSH

fRgusstg = D 5 545, diazepam, phenytoin,
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A, TVWHhASERENX pentobarbitat BtL#)

EE

Fol-Al
Fp2-A2 ~ VY7,
C3-Al
Ca-A?
PI-Al -
P4-AZ
01-Al
02-A2
F1-Al
F8-A2
T3-Al
T4-AZ
Fz-Al

1) FRRADE, MTISTH 5D, Higt
M TI A TIPS o FIEAE 2 395 &
ENEV, YEOFERTIE 1.5 mg/kg /I
E THFFRERHETRYE, L TRIG
HFUATIFRE %31, 2 mg/kg/IFE T
BREEZEGTEZ I XS0, Zhld
LTRAESE (dopamine 2~10 ug/kg/
5re T THMEHFETEL S dobuta-
mine 5~10 pg/kg/5 % FM) #Fekis

B. burst suppression-pattern pentobarbital 2 mg/kg/R%

Fio ¥TNN—A2DhF—F LTHU,

FHIRERER T2 L, PTB LRIEEEDPL

Fpi-Al 4 A
Fp2-A2 A Ar—— BRPOANSZEMTE, FHIRD
I8y —— N mExrEmCs s,
Pa-Al N 2) PTB&ERYTE, MK (R x
O1-A] N 5, KRIfA0 ¥ $ 5 MIR), CRP %
o — B, BBIEHE T AHBUT A 5, PTB
Fi-Az b AN M AR, PTB R, A
T4-A2 . X }\r HREAT 10 S ER/PU Lz boa ]
A o L BRI S & R T L,
C. complete suppression pentobarbital 3.5 mg/kg/B¥ 25 AIRASROM 5 Ahiud
ol BV B, WA PTB ST =
Fp2-A2 S IUEER Z 5%, CRP 8L PTB
a B E L b 54, A0kBiL:
P PHEANEHES 5, BOMRBVRASE
01-Al ERFOBRE{E T8, & & dino-
2?::? prost (PFGF2a) (Fox#nEF®)
o A CRREIEE A L R I U Aot
fia2 —— BEL, BEERE»TY,

pentobarbital Ik 2B OR{L (FIHY 2002 & &I

PTB #H:% diazepam 435, phenobarbital &%
EhoRmERBENL ekt 5, Mitthic—
FRELT 2 2 e ob 208, Btk 4 2 LR
LRELVEBT LI EHNELOT, ol AUk
bbb,

VoRA L BRESEERIABIC ko2 5,
THE PTB Fret it & 2 meg/ke/BECHML,
BSP, CS 43 T30 9~1HMT L0 1mg/

ckg/WE T o 5mg/keg/BEE TIME L, BSP 27012
CS % 40~50 85TV, #EMR B,
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I BOH T AL TN
F2—TTLEELBUGT 5, s
MELI TR ATEREMN T &
BT,

4) Wi, FRKERRIEL, MRS
BNETIZZ LS50, TN TH 5,

S E

VOhARRBRCRORIT, Moy
EREREBRSRARBOEL b 5, RUE L
ORMETT 20 TR bEES T 3, SHE
BHLELEETH 5,
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iR 1ETHLRAERZHR S ¢ ThikT
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%, 2@ DETHEGE DR, SEHUERTSE
xIEES (B8R 20 BEMAERES migrating
partial seizures in infancy, $R7%2R% - RER
OTADARY) DHORABROEE*BHEH
T %

g3

Eiid 10 S EERE L L, ERREARES
v, REES+HHERL, PTB 2 1+2#EH.
FLRWMERCHER,

[thiopental]

RiE

5 mg/kg % 3~5 DG THEL, ROTHFRL
HE=y— (BEFLskb W), BEMEST
st EEE L, 2 me/kg/BFCREHHELRLE.
B AHIEED, METBSPIKZ5ET1I~2
mg/kg/8 ¥ 0 10 mg/keg/Fr g THE (ME:E
HTahiFs SCREE) . 5, ¥
HEsEwOTHEOATIREREIEHTE 2V
MLy,

EE

1) FRNE, MEETIZ PTB EEROEER
EXGET S

2) ALEADOSEETHROLBREELC LD
THRSERERKE L, ARHARORS~E
(B ETT 3.

3) FOBRESLRET, FECAHELEX
AEF L, FTMN—RAYDHTF—F A THLF
REFERT 2 LT3,

4) EHERSBENEOT, BXL, EFEHE
R,

R

Mt sih b, WEEMORBETY 20T
G b FET B, MEOTLR LB &5
B HE-hEoBEEPTBEERILTY
i, PTBIZHELU 5, HREOENIEL L LK<,

EEFETCOEETHZHAE, It D&
TH InY,

2hR

FuhABRERICIE PTBICEVRIR,
g2

ST, HSEE LB OERE (ARes
) OBACERE, BREOF 2 v 7, EFEE
ML, KERE--REFELZY,

[ phenobarbital ]

HATIERERER VL, sEOLwERRE
P EEIZRR3Y,

A&

10~20 mg/kg $#iE L, K\ T 30~100 mg/5+
TEERE,

EE
W&ﬂﬂEEEoBmQMULﬁET@&H
HpuEbsLEhb,

R

SERME| P MEE T EIEA L DI DI
¢, HRE LTS T E, HRERI10~20
£, =2 BERETIOK 20~60 v D, H
T EE2H LD KD,

o

1) AEWE Ay by — AR LZTANAE
BURME D W AT, BA/NAEIREHEESHIEL: 49-
52, 1997

9) Sugai K, Iwata H, Ogawa T, et al: Practice of
pentobarbital therapy in convulsive status epile-
pticus in children with epilepsy. Epilepsia
39 (Suppl 5) : 83, 1998

3) Browne TR, Mikati M : Status epilepticus. In Rop-
per AH (ed) : Neurological and Neurosurgical
Intensive Care, 3rd ed, Raven Press, New York,
pp 383-410, 1993

4 EEHE: TALARRRBEOER HARAFNM:
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Key words : )% 3 >, NMDA, AN LA

HuhAR L 38 HERTESCLD, M
B ORBBREAET D, B, R3O
wBE S Y omEuginsa shd b, REREIIC
bl:avhA (BuhAER) TS L mE
OFHEEEL, TGN RIS % &7 Eh

—7%, (EERMESEmEE, REREHENR
b, BohAERICL Y HERAGOHEEL &
Lt kdmshTws, ChsDHBRBETR
BEORISLFA IVIE L CHEBEARRIERR
REEP G L 2MBEOT R ERRE T
w3, Thbt, AELHENKELEOLON
BiSEOREEEZ->TWwREEILRTVRE,
OBFLELT, EwHEET I/ BROBREHIR
ik 2 AR SEETH L. VLR AR
FBRTEEREP TALASRIET ZIFELTY
HEH3hTWw3,

LR ARRBERSEORERFOV E DK
HEAREROA LY T ABERTRENLT S
2., HEEREROs L7 A RER, 2 +3
¥ E Y 7Rk ADR DA A, KFSA~DREE)
BRItk oT, Miaso 1/10,000 BEREL
hTwd, PuhAERECE, AT —IKF
HhHN Ty LEBRESEEENI LT
A ESE LS LELL ATV,

oMK EBOHESE, Iy I vBPT A
RIXVEBREORENT I BENREEEDT
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(T160-8582 BERTETHTTE X MET 35)
'TEL 03-3353-1211 FAX 03-5379-1978
E-mail : maxtakecka®@aol.com (REIEH)

ttzma—orikoTiTbhTwa, Bl
ABFITE, SHENRT S B Z0FEEICLD
KEOF F ) 7 hED N LSRR
A, THE—TAREOERREF ML THIAEGY 2
x4, REHT I/ BOPT, T ARR
HEMELT L RHBELOB NG S VEETH
ba

AN = 2 —urofEREs st S S
ny L VR, v 7 AR, SREEERET X o
THP PR HERR S h o), fksS
Vg EBBERFENCERECHERIATYD,
(ERe S ME PEMPEE Yo BwTiRIvy 2 Ui
OTEENBEEShd iz k> THRA S v
yrvEnEs ERL, MRS LERTS
rHIHNTNS,

substance P, galanin %t P OMEEENHEOE
b7y I rBRoBEcEEL, TuhAOE
B BEclSTseE26hTe3Y, Tiabh,
substance P, neurokinin B {2 nv¥ & B
WEMET 3, galanin B+ 7 ARBERLT
ARERRIL, I8 R HH,
NMDA ZAFO{ER 2IMA %, dynorphin b ga-
lanin L ERREREET 2, BoRABRRCR
galanin 5@ L, AHEAREELELCS, Pu
NADEMCRARSESCRTAPAREIYT
LRIGHEMNET T S EKEEL Ty 5 [HENRD
b3,

Sy 2B EK L LT, N-methyl-D-
aspartate (NMDA) % & £, a-amino-3-
hydroxy-5-methyl-4-isoxazole (AMPA) 32 %
%, kainate (KA) Z##, K O metabo-
tropic LHEENHISKTED? (R101), Fh¥T
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£l Iy MERHLYTIZ VL

% 2 BEYITVChAIZE 2EFHOTIE

1, A% LEREE . f
a) £ 4>F el (NabBLUCFrrah) (2
i
+ NMDA 2 & {4
- AMPA 2R
- KA 25
b} metabotropic S&{k
CL-AP & BB
« ACPD 2 7HE
ctom |
REEEE w2 P=0 N - T
a) NMDA BB 7azw b (4 BiF)
* NRi
«NR2A, NRZB, NRZC, NR2D (¢ #L ¥ NR
1A EHETRR)
b) AMPABREHY T L w |
+GIR!, GR2, GIuR3, GluR4
c) KAREBUHY T2z}t
- GIuRS, GuRG, KA!, KA2
d) metabotropic = H K (L-AP4EFH, ACPDBRE
s &) .
=71 (mGIuR1, mGIuR 5}
Gq > 7"+ V¥ : protein kinase € %4 L, phos-
phatidylinositol 4,5-bisphosphate AKEE{L{ZiHE
LT ARMCHEE, HEREMMET
Z—~7N {mGR2, mGR3I) EIUrFL—7
It {mGlR 4, mGWURSE, mGILR7, mMGIUR )
Gi/Go o ' #+ L % adenylate cyclase £ §#P¥),
F7ARBICHEE, HEEEHRMH DN

(Baudry &%, 2001)

NOZEFFV2b0H T2y FOHEAED
Bt t->THERshTws (ZF102), NMDA %
BEHIZDOTH, VY REG8EL Na, Cadd
YF v AN, Mg RATMZEVEYIEhTYS,
TNy I BRERERNTAIY 722y M
RILERBRATHY, i, TuhADKRE
B3 rBashtuvd (R2)W, TvhAe
I AR OBE PR TA»AEOEMELF
- BkEEThsEhoU DL LT, RS
H7azy MERODROBEHTERATWLS,
HohA L 288 2MEREREBRICE,
e AN EHEE LI NMDAR AR S
AMPA/KA 27 % L THIRaS Ca** S3HIATA
HAT 3, ¥, L-AP42AEHKP ACPD RS
{7 ¥ @ metabotropic & &2 8 v T i2 phos-
phatidylinositol 4,5-bisphosphate/protein
kinase C HE /LT Cat*p/Matkd nHIlEHEA~

NS I UMRREYT 1y FOEL

1. #ERIZL 58\ {Sanchez H)®
NMDA 25tk ST TIEINRZBANR2ZAIZLE
~THLWL, NR2B 52 THNMDASR TR TIE
NR2A 3 EHETH2RFCI~TRERARNSR
AR, BIER~D Ca AL B,
AMPA/KA 2B : ITEBMTUEXKEK -85 T
GluR 2 A7y, GIUR2 % X { AMPA/KA 2 EHET
{2 Ca EBEHIRNIEL,

2. HuhA#OE(L (Treiman H)*
EEIZ B3 mGluR 2/3, mGIuR 5 (XM
HECAY, CASHIKIZEIT S GRZOED

HEEhs, AR TAIAE-KESER YT
L aCav*ofifast ~ofEd s & UFCa/Mg
ATPase %43 5/ ~OMm D AAEEC L -
THRFA Cat BERHECRIATWS, L
L, {EmfPRMicsuTRIANVF-FRICL
DHIFIE N Cat BELS LR, S5 IEHRREDT
V-3 AN LS L THIRBESELS L
EZHNTWBEY,

Ca**iz X MM ZOREBKICOWTIIEM
ZEERENLW,

: B ')

BohABCEZ 3EEORCHRE, 74b
HEREMEL S L2230 —RYE, B U
BROKHRE, $LbbLRERT = /BR0EH
A HEERA Ay, R CatrPEOTER
MEgEn T oW THMcE LB, QI
vy EEEHPRIC X 2 MEmEIcOV
i, BLhARERT 2REEEZTFST50
wSmEohaREMVED I LBEbNIS,
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