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WILEEH (valproic acid sodium, VPA) @R H B IPUR0M 2, ] A 04 a3 0 4 i v 08 5 \a
AT IR (GABA) IIZKAY-[1] o AR T KSR IR T, DAORARR RS A 288010 M0 247 R Tk )42 Sl A A 1) H IR ¥R 0T 4
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NI HE . GABAYE AL B A5 42 7] 52 BIGABARLIZ 44 (GABA transporter, GAT) FU1T[4], GATH /M) Nat/Cl
— (A I GABA BRI IE N A AR AN S 4 U ST, A 5 fi [1] B GABA (19 B CRAFFAE — B [P B T CLANTRGAT = 2L FE
GAT-1. GAT-2. GAT-3=Fh2RAL., JLrpGAT-3F LA BRI Al Mt oS (5], EGABAMFRIN S BT . B EE I
GABAT]7EGABA#, % i (GABA transaminase, GABA-T) I1EH NEAL NIRIAMRVEE, 58 TN BRI HE N =R BR T 31
(6] COMILRIK TR 40 M i H T 0t S T IR Bt 40 B i) D e FRE PR (7] o DRI AR SIE B8 38 3 ff TV ARG 1 A Y R 452 24 S5 6 CO PP 48 IR 5t
Jo A1 HGAT -3 JLGABA-T mRNAZRIAZKF-IIE MR,  SRERI A I RAM 145 245 S N ML
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1.1 4ifussss

COMELR IR TR M UM 3K TATCCA W], T37 "C 5% CO A R HIFR T3 10% i 2 LI AUDMEME: 77K o

1.2 VPAPSMEAEH

VPA (Sigma) A RN 4507100 mg/L, ASZH R H50 mg/L VPARIDMEME: FRFENECO AN Mu ks 752 JA )5 il VP AR PE AR
FHRERI[8] o ARG 1E 5 CO A M S VP ATS A I IRICO 4 iiu 422 X 105 #1485 BE42R0 T-35 mmd 510, 159548 hiG, &1=254 (4 Mis
2430 miny 6 h. 12 h. 24 h. 48 héll) fEAHMNI 2y, B FIANS VPARIDMEME: FR AL EEE3 4, Fi4e LADMEME: SR Bk 4k 855557
FAHAEHR G )40 s IR 2296 he

1.3 RT-PCR

FTrizol (Gibical) VE4REUSZHANMIERNA, J5iESMTrizo AFIULIH 5. FEHUKIRNA I 4 SEBFAMV (Promga) . 0ligo
dT (18 mer) 254 cDNASE 14, RN 4fE: 42 °C 1h, 0 °C 5 min. GAT-3 FyF5|#h5 —atg tgt gga gtt cca gaa ge-—
3, TFUESIMYIAL —cac acc tgt gga tca gag ag-3’, P W E AN360 bp. PCRESEN: 95 C 30 s, 55 C 1 min, 72
‘C 1 min, 30PMME¥. LIFSI¥ N5 —aac tac gaa gag age cga gg-3 , [UF5I4YI N5 —gag agg atg ctg tag tct gg—
3", PCR™#I4410 bp. HPCRZ¥HN: 95 'C 30 s, 57 'C 1 min, 72 C 1 min, 30MEH. WS Hp-actin, H L35I
S5’ —agc aag aga ggc atc ctg ac—3, Ui N5 —gtg gta cga cca gag gca ta-3 , PP N268 bp. [EIFESAH:
FH JERnaseZKAREAMVAE A B XS B SIS TR 3K

1.4 409

PCRY™ 184 2 Wy AT 5 NS B Bk 2 Ha Wk 3 FIBTO—PROF IL/BI0~CAPT/BIO-1D++ B 4> 184 (Vi lber Lourmat 2w]) % &4 4%
T ARAE S ALINGAT-3 GABA-TIAHXT K BEME [RVAE, RIGAT- 3. GABA-THLIKZcH SAHMN Ip-actindki K ERS)>
(KIPT 23 LEfEL, RV=(VGAT-3/VB-actin) X 100%, ASELEhsui =L R], MOrigin7. OMER], HAELRZGAT-3MIGABA-T
mRNAZRITE 7K (1A 4K o

2.1  XFGAT-3 mRNAZEILH 500
AEVPATEMEVER R, RVME A (39. 140.5) %, KT IER XA (46 +1. 3) % SEZHLIIRVIEIC TVPATR HE/E 4L, S
152524 hARIRAR, AL 7E£1.6)%, 152530 minZd i, A (38.940.6)%, B TVPAMSIEIEHA: 72548 hdl NHt
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Fig.1 Effects of chronic VPA treatment and withdrawal on GAT-3 mRNA expression in C6 glioma cells
Lane 1: Negative control; Lane 2: VPA—free C6 glioma (Control): Lane 3: Chronic treatment with VPA
(VPA) ; Lane 4: VPA withdrawal 30 min (W-30 min):; Lane 5: VPA withdrawal 6 h (W-6 h); Lane 6: VPA
withdrawal 12 h (W-12 h); Lane 7: VPA withdrawal 24 h (W-24 h); Lane 8: VPA withdrawal 48 h (W-48 h)

2.2 WGABA-T mRNAZZIA K154

VPARIE PEVE FAEGABA-T mRNAKIA Fif, WAL 5VPAZHAIRVAE S 54 (34. 7742, 36) %A1 (71. 31+8.39)%. SVPAZHAM
b, &5 25 2HGABA-T mRNAZGIA/K W] NI, BRs2412 h4l [RVIE (25. 36 7. 68) %] K T- 0 HE414h, HiA {525 41GABA-T mRNA
RIEACF I E T3 IRl (E2) .
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Fig.2 Effects of chronic VPA treatment and withdrawal on GABA-T mRNA expression in C6 glioma cells
Lane 1: Negative control; Lane 2: VPA-free C6 glioma (Control); Lane 3: Chronic treatment with VPA
(VPA) ; Lane 4: VPA withdrawal 30 min (W-30 min); Lane 5: VPA withdrawal 6 h (W—6 h); Lane 6: VPA
withdrawal 12 h (W-12 h); Lane 7: VPA withdrawal 24 h(W-24 h): Lane 8: VPA withdrawal 48 h (W-48)
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GABASZ R A28 R G0 b B AR PR AP 2235 T, AT 4760% ™ 75% KI5 filih 77 7 GABA, 1 GABA RERH LS JC I g (1 1405 365 Bt Py
GABAZK AR 5 A LB VARG [9] [10] [11] o KIWLIRAPZRL AU AR T, CLFE RGO AH O R B A 22 24 B2 5
—HAEP T L, AR A Z R A M DR IR MRS, A AR MR DO T AT SR B IR
PR PEIOAEX AT PRI . 1998%4F, Araque®s [12] 15 A B TR o 40 mT e e TS A 2 R A5 A 2 30 JTOR Y 1 A28 T R 31 o
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[H]BRGABAZK Y- b 2L (AT, It DAASSEEG B FECO AN M, M TR 4t JO I A1 S5 SRR VP ASS 24 Bk IL . ARSEER 45 L W], VPA
(KL I AT MHRIGAT -3 mRNAMKI&IL . 4525 JRGAT-3 mRNAZKP-4REE MR, {52548 hITTEWIE BT, $RRVPAIEIEGAT-3
5 A GABA /K- AT BE & HPUIU I /E FIALA . —. 15525 J5GAT-3 mRNAKIA ARk vl g 55 24 Je Wk A7 5. GAT—3— 7 [ A H5EEL 5%
fil ] B P B GABA, - 53— J7 11 SUnJ E— € S i IR S N [ as %, BEIMGABAK IR 15 S Al & 5l DRIk, GAT-3 7EA45 24 i
(W HARAE I e — 2090 IF A A TS RGAT-3 15— AL BE SORTE BB M HUistie 29 P42 (S BARa o ASSIIRIE WL ¢ 2]
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