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[WZE] B HIACHEH (LEV) BARERARPTEE (CZP) 1397 JLE Rolandic i ( BECCT)
RN FPGORT L PR 2SS (ESES) MIRICR., ik SR 24 h NS (AEEG) ¢ 3 h Uk ( VEEG)
W, DIAEPLEsh R (NREM ) BE AR YT BR520 ) 2 MRS I & B 7 451> NREM M9 85% L) L AFE A ESES 1)
LWk, [FE AT 15 60 (5 9B, <6 ) i2Wr A ESES [ BECCT LI PR 2 B0 & i s B 4E . BULTED
it LEV[20~40 mg/(kg - d)] FEAl_LBEE 2 > H AR CZP, IR 6~18 M. &R 15 Bl LS T LEV )
RIT I E A EEC JollG sl 7 B A R & AR, 4kimigs TIRGIARYT (LEV+ &R CZP) 5 WRITEH 1. 6 1A
Z, 14 FEJLEEG B R8> ({U Rolandic IXAMEUHA ) B 2Je, LEsgafshl, 1 fIkEid R ESES
BRI RME 2k, BE FRESEFTEESE 1. 6 MHES, EEG IEWEH, FikbY 8 4 H L EIE,
5% LEV BLAHRE CZP Xt BECCT /L ESES Mz AT BIAR . mIFEHD .
[ MEL/RILRIZE, 2014, 16 (8) : 829-833]
[E4R ] ACHVEH; S0EPEPE; L Rolandic J5UH ; MEIR PSR 20N L

Efficacy of levetiracetam combined with short-term clonazepam in treatment of
electrical status epilepticus during sleep in children with benign childhood epilepsy
with centrotemporal spikes
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Abstract: Objective To study the efficacy of levetiracetam (LEV) combined with short-term clonazepam (CZP)
in the treatment of electrical status epilepticus during sleep (ESES) in children with benign childhood epilepsy with
centrotemporal spikes (BECCT). Methods  Fifteen children (9 boys and 6 girls) diagnosed with BECCT with ESES,
who had continuous spike-and-wave accounting for over 85% of the non-rapid eye movement sleep as monitored by
24-hours ambulatory EEG or 3-hours video EEG, were enrolled. The clinical manifestations and EEG characteristics
of patients were retrospectively analyzed. These children received two months of CZP treatment in addition to oral
LEV [20-40 mg/(kg-d)]. All patients were followed up for 6-18 months. Results = The 15 children were orally given
LEV in the early stage, but showed no improvement when reexamined by EEG or had seizures during treatment. Then,
they received LEV in combination with short-term CZP. Reexaminations at 1 and 6 months after treatment showed
that 14 cases had significantly reduced discharge (only little discharge in the Rolandic area) or no discharge, as well as
completely controlled seizure; one case had recurrent ESES and two epileptic seizures during follow-up. The recurrent
case received the combination therapy again, and reexaminations 1 and 6 months later revealed normal EEG; no seizure
occurred in the 8 months of follow-up. Conclusions LEV combined with short-term CZP is effective and has few side
effects in treating ESES syndrome among children with BECCT. [Chin J Contemp Pediatr, 2014, 16(8): 829-833]
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Patry 7£ 1971 4F B Y42 i 1 12 D B HIR b o
A 35 22 R & (electrical status epilepticus during
slow sleep, ESES) 44 Fx "', ESES WL T %4 Fh ¥
YR 28 A AF, £ 35 Landau-Kleffner 45 4 fiF .
Lennox-Gastaut Z¢ & fif. JL 7 K 4 Rolandic %
J# (benign childhood epilepsy with centrotemporal
spikes, BECCT ) DA AIMUE PR RIAEEIR (autistic
regression with epileptiform EEG, AREE ) . HEIH A
— BRI ESES &Ml g, IR
IEAZE Ry — MR S . ESES 77 A8 iy A
TREBLEIA, 697 F H AT —bni, Sk
H, SESEHUBRAMNL, FiyiEE YA
FiVE3H (levetiracetam, LEV ) X} ESES &¥7 A%k M,
AWFFE EBESM BT 15 B2 WA ESES (9 BECCT &
LG RFRIL, i & (EEG) $5i &% LEV B &
JHFEFEREPEEE (clonazepam, CZP ) FAVRIT LS
1 RS
1.1 HRMK
FI 2011 4F 2 H 2 2013 4F 6 H 7E | B 1 %
24 h AE 5 X B &S M (AEEG ) 35 3 h #0431 /i

(VEEG) il &L, Hor 15 6l BECCT LY
EEG HAT ESES ##1E (25 9 #il, 6 fi]) . #ifik
VESE B Sy e B v 730 20 P 7 Ak O 4 B 1 A
B U AR AL 6.7 2.6 %, L ESES
4 4E 0 8.0 2.5 %, b 1 L 5 % A
PR, 1 A R A G S 15 R L, 5
B k2 EEG RIS 8 ESES, 10 fil7E LEV #
2Ry AR I B 12 ORI AR . L EEG K
A& ESES,

1.2 WMRAZE

. F 3 K] EB Neuro calio fixi H W I 52 &8 47
3h VEEG Wi, b i ¥ I ] A A% 2 ) £ 4% =X
i L W R GEAT 24 h AEEG Wil A W) Jr vk
PJHEE bR 10~20 REGL, 19 T 816 T L.
ESES 112 Wik 1H Sy BRI b ™ 32 P A e fp 25 sl 4
VRPN R O R B s R PR R S (NREM)
R HI I (0] F) 859", B L) LEV SR253R9F, {H
EEG & A Joiltas sl [m] i A7 i A& A, ki B A7 i
JLAE IR LEV[20~40 mg(kg - d)] 24l S CZP A
57, RV ERDT R, CZP HkR2 1A,

$ 1AM AEEH 1R, 0.02~0.03 mgrkg BERT IR, 45
2AABEHE 17, 0.02~0.03 mg/kg MERT AR, L
Rt TR ] A 6~18 4~ H o
1.3 fFROEM

R RAERE T S8 50% LU L, EEG it
W DB O TR AR AR 50% H 2
e, EEG KB NE. rABILRITITE 5
[RJLER EFERA, HT7E 23 MHEA,
1.4 SZit=Z4aHh

K HH SPSS 13.0 Geit# ki T ge 25341, %X
LR + FRMEZE (Rxs) For, BRILIBITHTG
2 A) be AR X ¢ K 3. P<0.05 R 25 %A Geit
R,

2 #R

21 leKRERM|
15 15 58 L P00 1 349 s B A o) sk v /7 e
Rt A, o2 Bl LR EBE R R, EAE
FI WS i B e N i B 4 R 1 K e
B LR R ESES B4, 5 5 K EEG 44
A ESES, 10 BITERURIZWIEG . LEV izl
TRYT AR B [ B 9 B N EREN (VPA) | &
J& LEV 5125 |, b uds 25 1~3 4F H 3 ESES
B s pIEIL (1) .
22 EEGHA

EEG 15 506 8 IE %, 7 M2 ] Rolandic [X
19Nk &, MR B R AL, S i &
PEZ AL ZE XM 455, NREM ] 002 9% 45 %% ( Spike
Wave Index, SWI) KT 85% (K 1A) .
2.3 RITRMEA

BILFERT I LEV PR 2537 ol At b, R HIR S0
EEG ESES Jo 235 5 # 11 38 ESES B8 4 Jf i i &
fE, MILFE LEV Shil b B A M R2 /N Rl CZP iR
J7, CZPIRITIEH 1. 6 A K4 EEG, 14 L
EEG & A/R IEH WE s R, F . R
BT e X R @i X, iRk (B 1B) o 14
11 % BEZAEAE/ CZP 45 d J5 U & /E . EEG
KA E Il ESES ML, FRSG T LRGIRIT TR,
JHFHRITEH 1. 6 MAEEKRIIGIKEIE. EEG
IR oAl 14 BB LAERER CZP. 4E5F LEV IRYT
IERTT 6~18 H MAMFFL Mt (& 1C) .
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xz1 15 fliLHT ESES BJLWIGAKRRM. EEG $1EKi&FrEE)T
R/ HIKHEIR &P ESES T EXH] CZP J5 EEG E#
dis PR RAEAERE RVERE EEG R AR bﬂ?ﬁﬁﬁﬁ;ﬁ R RS %3
(%) HBAL (%) T (aRezP 124 H) (EHczPe A ) (FJm ki E) )
M
Lo e TSR ey ARER Rl ERE R (124
X
FMS A H o
2 B 7 . 9 1EF Yo 1EF e IEF R C181H )
FMS  Afilrfk ESES & K Ja B Mo (9 A
3 03 11.8 CTCS K 12 LEV R TEH B IEHFEE (8 1H)
s % 2 FMS B g s LEV AU v g e X/ XU H e H T X D SO v g o R X/
: GTCS  HiX ’ GEN LG Hi (941 A)
FMS XU e . . .
et I BIEHE (154
5 % 2.6 P — 5.3 LEV  IEHTEH 1B IEREE (154 7)
FMS i o . o A
6 3 45 CTCS K 6.8 LEV  IETEH IEHYE R IERYEE (181H )
FMS AU e ZEM eI A o, N
7 4.8 O — 7.3 LEV - 1EH IR IEFEE (9
5 35 FMS XU HA g ” LEV ASCAM P Sk 3557 X/ il RS v e T DX/ XA e X /D
’ R X ’ H I e (64~ H )
FMS XU VPA  ZEfiirp e bR . I
9 %« 9.5 CIeS X 13.5 LEV (R 1EHE YR WEFEER (129 H)
FMS Xk o o T
0 5 7.3 X 9 LEV  IEHJEMH 1E IEHFEE(9MH )
w85 ?‘ﬁ; ESES 8.5 ;o EREE R R (1448
bl %
by g TMS ESES o ;A s R TR
IRIE IS HfICIEISTE o
GTCS H)
HE X 5
FMS  ESES T e DG 4 % T o e o TR
13 4 7 7 / e o ZARME AR (154
Ik E24N14
GTCS )
4B 83 S}“gg ESES 83 I MR AR A R (1244 )
FMS  ESES
15 3 6 CTCS 6 / 1EH G NG IEHEERE (61H)
TE: FMS: fhashbh&fl; GTCS: A EFZER MR, ESES: MENG-PEUMHRIFLLIRA,; LEV: ZZHVUH; VPA: NI,

1

C

%l 1 LEV BZ58r X5 CZP BAF/F EEG MELER 4, 64241 A, Wi N BECCT. A: [ LEV

VARJE I & AE, EEG Kt n el ESES; B: A CZPIBYTIE 1 )5 EEG & 25 7 MEHRHH 2200 3 DX A IR A5 K il 5

C: CZP 15 6 A~ HJG EEG BA/RIEH .
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HBILAITE MR (FIQ) | IESAET (VIQ)
FARER T PLQ )EBLRYT HTA W i 4 = ( P<0.01),
Hrp VIQ (5K 10.5% ) 3 PIQ (MK 6.4% ) K
FohRE (£2) .

x2 BILAFTFAIEFRILEZENERENER

(x+s)

215 n VIQ PIQ FIQ

VAYTHT 15 87+8 95+7 92+7

BITE 15 96 +5 101 +5 100 + 8

t{H -6.730 -5.572 -4.338

p i <0.01 <0.01 <0.01
3 itie

ESES W67 H 51 WA 2N G — AR U,
I PRAFF 5% 22 B8 56 T4~ 2 i 15 sl 3 T IR A 5%
R IE RO AR AR W A BEAR . H AT SClk T 259
BT AL A VPA. 235 (ethosuximide,
ESM) . & & B K (henzodiazepines, BZDs )
. LEV. &% b BTt R (adrenocorticotropic
hormone, ACTH ) . ZR[EEESE, LI VPA BRHHE
BUMZS (4 ESM. BZDs) . RT3 S RIMEM
HZi& % &, VPA, ESM, LEV. BZDs J& i FH fix
ZZ5Y), MARZS, REPEP, BHhZRED
HI ESES (k225 1,

BRI HU R 25 LEV ROA 3 B 254
N E R A2, LA RN RE S /N . B
2y SURIE AR, (A5 H 32 07 FH 350 40 o
T R — 2B 4 T PR BUR Y, BV RE LEV X ESES
HA— MBI EM Y, Atkins 5% & B, 7F
— LGB M 2540 VPA . S8 5 (clobazam,
CLB) . 77K (sulthiame, STM) . LTG. ESM J&
R 20 491 ESES &L A LEV J5, 11 #i] EEG
B s (Hod 8 Bkt 12 4~ H BB K. 3 BilfE
6~12 A H BV P DL ) o Aeby 45 P14
T 12 ] LEV 3897 B9 ESES & LR, 7 41 (58% )
EEG B k036, RBOM R O IR . P 80
b B R D FE EX (spike wave index, SWI) I &
TR R 25%, Chhun 25 7 47— LEV YA )7
102 BIEIA MO 0 T RE T B9, R EAE 6 1]
Wik ESES 1L 3 il ZAESE s, 16k
PRI D 929%, 2 ] EEG B A 45 RIEH . AWF5E 15
%1 BECCT 471 ESES & JLFRIWIN FH LEV BLZ53577,

Hor s il 2 B & B ESES, 7341 10 75 LEV 24
Yria TR B ESES. X #E LA LEV BT R,
AR 5 BRI & VIR, (0 ESES K ABZEf#
A, LEV JAYT BARFE— @ R o] AR il
AR B LG R & AE, (EXT /D Rolandic XK
L 2T R ESES BRI A — 2 HiAR

g 2K — SR 2R 23R ESES /E I . .
Sanchez Fernandez % ' 5% FH 48 2 &5 7 2 b 74 2k
( diazepam, DZP ) 3577 29 #i] ESES L ( B 18
W, ¥ 74 %), 24h 5 NREM B B 39 412 i
KIAGEN 76.7% 18705 40.8%, A 7 BILE 48 h
R B AT 3 5 AR TRV E D (4 i i i . 3 1)
IR ) R WIREYT, EORBIE K,
NS I & AR R 2 BETT RIS ", 7E Inutsuka
s W Ay BF S T, DZP 40 [0.5~1 me(kg - d), &
(] BEE R 11 IR ER B 25 24 1 A SOm Bl b 1 4R J IR A
2RI, (BVEZIN NS DZP J7 LM VPA 2]
KA B VPA B ESM J7 i —FE, AR AIBIT
ESES i Inikz —, JRFAET ESES & & 5 H#
B ERIPEAR R — e sk, HEIWERER A . H
2y E L, (R A A A B ORT R AT B R Y DZP
SEHS . AFSE SR /N CZP BERG AR, — 71
FEXE ESES KA TREARI], 55— 7 Tk G R i El
FK CZP Mg LAY H %3G sh, WigE,
PR ICIZ T T RESE, W 2 A H s A i T
PR AT AR 25 W EIE R R K O . 15 iR L
o, BR 1 BIFESEH CZP J5 ESES & & I [R5 &
YR AT EEBCEIRITAN, HAR B ILAR WG IR &R,
e IR Iy P, P61 7 T 891 T sl A ok v 3 X /D S {1
WRCHL o

ESES BULH £ A FRR B AT 5 21 T R 1)
FL 2 A ARG pz s ER 1Y, ESES 1697 ) H AR
BT 4wl PR & VRSN, FEL A 4R i 20 PR )
i, H EEG AN B 4UE S n] LLAE Bl o 20 B 1)
REMHE s 1 ARG BRI R, 2Fi T L
PUEFETE2ZE . MERAEFIE SRR IME, #
% LN SR 2] B T R A sl i) BH 2 4
BITIE, 15 BEJL VIQ K PIQ BIA 7 R4 M i
P, Hrb VIQ MK A,

Zi I, LEV &R CZP vl LU A &4
il /LI PR & VR DA B s/ i B S0 e, [R] B
AT R 20 HIIRE I & . 19T X ESES
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PRATTRORILT LEV Fo2hy, HAR 5 e K v] GEAE T
AW FE BB I 4] BECCT & ESES # L., H
YT ARG /N REAS 11 AR FR A BE TSI ], 4R
2B IR R, AR AR I R — il A
LTI REX] IEIFSY
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