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U 2 A Sigma s &, R30I AL T o
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KNRAEGHI (1.5 g/kg « b.w., FREKFES) BREE FPUEBk, FH/AND . BTSRRI, BEEA
5770, 95%+C0, 5%) HAII4 C Krebs¥ [y (mmol/L) : NaCl 117, KC1 3.6, CaCl, 2.5, MgCl,
1.2, Nal,PO, 1.2, NaHCO, 25.0, glucose 11.0J. ffIBE I ZBRAk R AOWR MR, Hz D) A pL (DTK-
1000, Japan) VJHUSE500 pm. L8 GCAL X AR o Krebs# [ (36. 00.5) C, 4R LLEA
PRI PRI L b, B R BT (i5 ) B v B Tl p R e e o B i W (BRI BT AEAL )
A SRR R S il s AR R — 3, DIUBRI 2R e, T FikKrebs R EERER, WEL 2 ml/min,
B CHURARAS, RLEAEE FHEAICAL. CASKITFEIX IR, & Z MILARIIVIFEI . CALAE NEF 4 5 AN
HAl, DL . RuiEAR N1 0715 pmPIBHAR Gl sk Hpl) » R LAHAR P [ (mmol /L) : K-
gluconate 130, NaCl 5, CaCl, 1, MgCl, 1, EGTA 11, HEPES 10, Mg-ATP 4, PYZ4%20]. SR H L
HCALXHERAN I i “ s PR, SRIF i Ml A SR e T S50 24 W 340 e T I P VA 1 AN T
T, I O T O A T AE SR AT RS A S HE (EPSCs) , BRI M-T0 mV, FERME R
AP (10 pumol/L, GABASZARAEPLAD) « L7 (1 pumol/L, HEMRSZAFEHUR) FMAP-5 (10 pmol/L,
NMDA SZARFEHUHA) »  LAZ3 B FHGABARE Sl AL i . H 2 BRI ik R AINMDA 32 AR T Sl vyt s A sl o
S5 HLA (IPSCs) , HTHIHAI N0 mV, FERMBHECNQX (10 pmol/L,  JENMDASZAAFLHLFAD « LT (1 p
mol/L) FIAP=5 (10 pmol/L), FHACNQXH -3 HIAENMDAZ AR TR Ml it . 440 M Fi Hs B sk 4% B lanton
(3] BT iy vkdttT . 24l ic s HfE 5 HAxopatch 200BJUK#S (Axon Instruments, USA) JBUK,
pCLamp5b. 5HAFRAE, 5 kHzIRAIER:, 333 kHzKAE, JFHA/D #HAkds (Digidata 1200, USA) HAt hE v 15
SHEAE T ENL .
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Fig.1 Inhibition of kainate treatment on focally—evoked glutamatergic excitatory
postsynaptic currents (EPSCs) in hippocampal neurons
Glutamatergic EPSCs were obtained at the holding potential of —70 mV
a: Control; b: Depressed amplitude of EPSCs by kainite treatment (10 pmol/L, 2 min);
c: Reversion of the depression after washout; d: EPSCs weakened by CNQX(10 umol/L,
5 min), a non-NMDA receptor antagonist
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Fig.2 Kainate inhibits focally—evoked GABAergic inhibitory postsynaptic currents
(IPSCs) in the hippocampal neurons
GABAergic IPSCs were obtained at the holding potential of 0 mV
a: Control; b: Depressed amplitude of IPSCs by kainate (10 umol/L, 2 min); c:
Reversion of the depression after washout
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