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Abstract

The drug phenobarbital which acts as GABAsreceptor modulator is recently found to have a poor
clinical outcome and even a long-term injury to brain. The reason may lie on the excitatory effect
of GABAareceptor in developing brain rather than the inhibitory effect in developed brain. Trans-
porter NKCC1 and KCC2 along with L-type Ca%* channel take part in the generation of the excitato-
ry effect, which indicates a new way of target therapy of neonatal epilepsy.
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1. 5=

T (epilepsy) A& —Fflfi R 8 L AR LA 22 0200 JfD S5 7 T80 P 3 S50 R (seizures) [ SR AR R RFAE R A0 248
GEGINT, AT HI T PN A I A P SR AT L P D % S R T 1] TR T ) AR AL 5 e
LRSI RANER I, BE) LI Aom 5 T AR e 41 [2] [3] (4] 2RI, B ) LR S 2R A
Htt— b FELR G A ST RERI B, SEINHdE 2 B g A E, I SRBuE Ty
LeEg SJUIRESHH[5] (6] [7] (8. BbAbh, B ) LIRS R 7R 2 ) L2 S0 PEG0RT (1 B E B X 3R (9], o
IRITE IR PR AR R 2 2 AL

2. GABA, BEZAMITERTE ) LIIETT P T A A(E A R 8

7-242E T & (gamma-aminobutyric acid, GABA) & X #H£2 RGN I B HHIEIS i —, #id25& 3
BT IEIE Y 2 AR GABA JARUI AL 52 A GAB A 75 42 0 25 AN DX 3812 5 M 35 45 T 22 25 2R K B A2 101
ZAELLK, 215 GABA ReAMHIAE FH 2 B0 G ARG 7 ) B 2R, 1M PL GABA 2 AR RS B I R 25 71
I8 B TR E YT o X H R EE WSS T A MU 2R B L 2 2R FOR R 2K A
BEREEAE T GABAL ZARE S WHIZII10] [11] R R E 2 KR 238, K WHO A
JLE FGET ) LB i) — 2 24[12]

I RE R, BT EILMAERGER EATERRRNE, RKEWZREEHT GABA, &
SAEVI S G URURR 25073 A ) LBRTVA T7 o BT RO A A LS [13], R TR 3 80— 22 1)
TR E[14] [15]. W Ikonomidou &5 [ FT AT BASSIE T 2K [0 LU 22 08 A2 K B P AR AR 22 RGE 52, 45
RIGRH AN R Z o e MM ERAKE, 4l FHEcaiE@r[ie].

3. GABA, BEZSHIRH T AE LB T M EN A sE S EHMNE UMM A X

GABA , REAWIAEHT A ) LR TT TR A R R I AT B85 GABA, SRS AR B AR A R G RN
W RN K. IR O 2R N ARSI SRR, R T GABAL ZARTE IR I a1k,
B 106 [ R, R A 28 e 4 PR A P 328 T MY s P [l R [ 17] o 17 28 L PR PR 245470t 2R 12
TE2228, R R R R E IR 5 GABA, ZARRIN, 78 BN P £2 8 0 28 0 40 M I /i o
3 B 5 R A AE B, ARLE S A i o R AT BB A e o AR B2 B 22855 GABA RE 25905 8 Ak ) LI
JT RO o BUB RAERIAAR ) S A 1S58 3545 BIRESE[17] [18] [19]

GABA RERUN AL B Na¥, K'/2C1 Hp Al #5128 2 FA(Na™-K-2Cl" cotransporter 1, NKCC 1)1 K'/Cl H[A]
BEIE B A (KCC2) I FE 37 A4 0 4 1 25 S Ve B Tk B [ 170 FEAR BRI TCANE R, N5 Cri & o ai i i
TR NKCC1 sk, A A5 CI 4 sh iz ia it KCC2 IRRIL, (F40A CUIRER . 24 GABAA
SARTFI, CUANMR, AR ENA, WshZ oD as P s . T AE A2 o4l B W A, NKCC1
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A KCC2 WX MM, 4N CIIR BRI b, GABA L SR TFSON S B C1U AL, 41 R A AL »
FHEE O M A PEREAG . [FORN, RN TC AR () GABA, S2 44 (0T 51 2RI Ca® IRASIZ T4
MO, gkt — et T AR L AR [20], AR ZE TO AR BN A 1R v

WHTCRIR, GABA A B ARS T T (KRR 25 A A D4 A 1A P A AR B SoAIBAR U RS 3 00 5 57 L O i A A7 1 2 22
JRPR 2 —[21], BN [R5 e 0 T e A v S i P 28 P % e o R T S DDA OR (221 AEMTFLEN I K
BT, N GABA 8 5 GOt #h 48 u 2 I 2w 5 B 1 0 e 48o0s R T RE Y e 25 e a6 R B
55 G RTIR 5 AR BRI P At oA RS ) Pl S R385 1) 238 T (0 N- 6 -D- R A SR 32 44, Bl NMDA 324845 |
RAGEE . PPLE R M ESCREAR I AT, AT GABA 3% A 1 S50M S [R] 5 S5O st P 2% 4
W, N T R R TR 6]

4. GABA HRTE AN AR R T HNAYHESE

NKCC1 J& KCC2 7EH A=W 4 1 22 S MR IA LR 330 T GABA W 2R RN, $7~PEH T it
RIS A 2 VER BN R S VAT R AR ) LRORE R T 2 R 23]

Yamada %5 ¥ $RIEHT A B B E AR C AL CLAIRE S NKCC1 mRNA R IAIEFR, 115 KCC2
IE A . N NKCC1 5 LA 77047 56tk J8 rT#) NKCC1 % Cl-[m 4H i N i, AR 48 o4
ML ClU IR B [24] . Succol 1 Tyzio S 58 tHAHARIE UF T FRALL 4518 [25] [26]. NKCC1 % GABA 521434
IR AR TR E NKCC1 bR /N BRI R [27]FI7E 4 NKCC1 RNA F-HE401 SEEG 28]+ 75 250 1iF - Kahle
S W RO I — 71 B A SR A R VR TR AE ) LB R R ), 45 SR B R AR S A B T 4R S A A R R, PR
AR AR, [FI 78R 5] R B EIEF[29]. SEANTRE B FLHRIE NKCC1 475 M 7146 95 i JE Be 32 sk
AR VR IT T GABA L SZA IE T 5T (0 28 L HURURT 25 90 2 T2 LG 2 097 2 [30] . A8 DR AT 5 Al J& b3 A= v 1)
TIAMMRIEAS . Thae AN EAT NS rsema i 7 it — B 5E[31] [32] [33].

AHEL NKCC1, *F KCC2 B FMIAE 7855 o A BT s d A2 KBRS F KCC2 45 Hit 71 sl KCC2
TEFPZ O MM bR IE T 4ERE GABA 2N T ZARAC RN« HEIR GABA U M s PE [ 4161 1 1)
AL[34] [35], T 245 RLENR 2 KCC2 Wiahi), KCC2 WahHlfe & B A i N GABA, Mt
R JU) 25 A5 1 TE W VIE ST 45 1 [36]

BRAh, R R R R A 4R TRAT M () GABA B2 AR ARG 51 S Ca> W PYUR BRI 4 L 84 Ca® JEiE R
T 77 J& %5 1P (nimodipine) A 2K 11 P (nifedipine) B [37]. X475 L AL Ca® 31 B 77 ol i BE @ L 41
P T MR A, BRI M R AR A, AT BRI R MRS Dt v, X PR TR A LR
5. B4

25 FRTIR, GABA SARTE AR BN N RN XSG PERN, 1 AR Ge & A I RS . 1B
GABA , SZAR TE 8 57 (28 BLHUIUR 25 P W o 2 bl 22 28 R OR R s R A 3 A ) LT RO, v Rt — 20
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