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[BE] BN FRABABMNKRED CAl RWETMEHEEME G N (EPSC) 1 B R XA
YRS B GEPSCOEM, ik Wistar KERBIL G0 BB DNASR, HH 400 um EEHE DR
F.OBAHENA RS H(n=10). BBHARN I H. FHEH I 4.SR95531 + RN B4 :idF EPSC 10 min
(HERE) 543 A 109% B8 B 2L 7 90 1l 1% 5 73 B 90 pd (A 2 F 100 gumol/L) (10 pumol/L SR95531 + 100
pmol/L 573 B, 8k 2510 & EPSC 40 min, 4347 EPSC IB(H Mtk . BB AR 1A .78 11 4 : 40 b ik
JE 5 10 ~ 15 min, 23 B0 A 10% BE BT FLIA 90 1l 1 1% F R B 90 1, i0 3 sEPSC 40 min, 4} 7 sEPSC 5%
R EAEMEERGEL, BHAEEHNA -T0nV, B8 SEMELE AHEEBAN 14
SR95531+ RN M4 EPSCHBEEER XA H ¥ B XL, FHBM [ 4 EPSCEHEMEK, AHERAH 1 4
EPSC B AR ZLA T IR MK(P <0.05), SMAR T AE, 2B [ 4 sEPSC AR R EHEM%
B AEEPHFEE(P<0.05), &t RABIEESHBARED CAl KWL TRMBATHEMEMS
JEH) GABA, ZAEM, =4 RMBFMHMBMGE M, WHMH N RpELRE,
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Effects of propofol on excitatory synaptic transmission in hippocampal CAl neurons in rats XIE Yu-bo™ ,
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University , Nanning 530021, China
[Abstract] Objective To investigate the effects of propofol on the whole-cell excitatory postsynaptic

currents (EPSC) and spontaneous excitatory postsynaptic current (sEPSC) in hippocampal CAl neurons . Methods

Wistar rats (13-19 days old) weighing 40-60 g were decapitated and the hippocampi were immediately removed
and placed in 0-4°C artificial CSF aerated with 95% O, and 5% CO,. The hippocampi were sliced (400 um
thick) . EPSCs were recorded in hippocampal CAl neurons by stimulating the Schaffer collateral / commissural
pathway. The 50 slices were divided into 5 groups (n = 10 each): group I intralipid-1; group [I propofol-1;
group [l SR95531 + propofol; group IV intralipid-2 and group V propofol-2. In group I , [l and Il after EPSCs
were recorded for 10 min, 10% intralipid 90 pl, 1% propofol 90 pl final concentration was 100 pmol-L™' and
SR95531 10 gmol-L™" + propofol 100 pmol* L™ were added to the perfusate and again EPSCs were recorded for
40 min. The changes in amplitude of EPSC were analyzed. In group IV and V after the cell membrane was
perforated and being stabilized for 10-15 min 10% intralipid 90 pl and 1% propofol (100 gmol-L™') was added to
the perfusate and sEPSCs were recorded without stimulation. The holding potential was - 70 mV. Results
Intralipid didn’t affect EPSC but propfol 100 pmol*L™' reduced EPSC to 47.7% of the baseline value. SR95531
could reverse the effect of propofol on EPSCs. The frequency, amplitude and decay time of sEPSC in group
propofol-2 were reduced to 31.9%, 70.9% and 50.7% of those in group IV (intralipid-2) (P < 0.05).
Conclusion Propofol could inhibit excitatory transmission in hippocampal CAl neurons by enhancing the activity
of GABA, receptor on pre- and post-synaptic membrane .
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SEBME—-FIEBERERBERES, B
ATHBESSHERS . ICUAZHEB BREERS
WMIRIT %, BRAEBNIERNBCS I REH, &
HARANNRFEB G EEEE vyEXETER
(GABA) 3% {k , 358 GABA 0 5l ¥ 5 fih % 3 , 3 bl 3%
S A, = A R I A RO 1B AR AL
FHAERE, ARERUERABRFEARED
CAl KM T MAEHRMGH W (EPSC) M A £
YL HE 5 fil 5 HL U (SEPSC) RO BT '

HEE5R*

HKASHET ALKE R (mmol/L):NaCl 118,
KCl 4.75. KH,PO, 1.19, NaHCO; 25. MgSO, 1.19.
D-glucose 11, CaCl, * 2H,0 2.94, pH7.4; H & N &
(mmol/L) : K-gluconate 170, HEPES 10, NaCl 10.MgCl,
2.EGTA 0.2 .Mg-ATP 3.5 .Na-GTP 1.0,pH7.2, W
B (L5 : L1071, AstraZeneca 24 7l , 3£ H ) , fig 7 3L 7
(#L5:0010801, P4 )1 5K Ll #1825 Mk /A 7] ) , SR95531
(#.5 :S106, Sigma A 7], £ E) KN GABA, ZhE S
TR, HRFAAGH RANYW B % E Sigma
ZNEIR

BiAH& 13~19d HEH Wistar KB 45 R, &
HA40~60 g( B EXREHSERZY P O), RE
Wk S RALS, BEA 0~4C A T vkkBiHE R
(L1 95%0,-5% CO, #H) WYy #H , iF HA752
RIPR 3 XY H Pl (Campden A 7], 2 H ) #il B 400 pm
EEORAF BEICHEFEBET 1h EER (20~
25C)HEME 1 he BEREPHLL 95% 0,-5% CO,
IR N <

HAEYOR BRABZCREP, BEIHA
KB B L 95%0,-5%CO, M FIAY A T IR mirse i
HLRE 30 ~32C, % 3 m/min 24, BHRBAER
50 ml, & Puller-97 3 B3 #% $i #l 1% (Sutter 23 H] ,
EDHHNRZ 1.5 mm BB (GRAY BB A H L X
EDRL# R il Rk, BRBHN 3.5~5
MQ, 248/t %% F Axopatch 200B (Axon 24 F] , 3%
BB Fr SO 28, BRI BBk v 9 48 1 R B (5 S IR
BT HEVRF Clampx8.0 & digidatal320A 1
SE . REEHFE N 10kHz, [KE Bessel JE M F A
2kHz, M4 HIH KR - 70mV,

SOFKME A BENLSY 2 S H(n=10):JHFA T
0 RN 14 .SR9S531 + RINERA AL M T 4
MENHI4A.

ETELA I A.RNB 1 4.SR95531 + RN B

20 PSIU6 ) 3 % 25 8% (A-MSystems 23 7, £ H ) %
55 UH 70 386 o, A% W 8 Schaeffer ] % /8K & 2F 4t (3 3%
BHEIN 0.1 ms, BB A B 24 20 s), 76 CA1 X 4 A 4
£I05E12 % EPSC 10 min (EREME) , RE 4 B A
10% B W5 7L 90 pl 1% 5N B 90 pl (R E K 100
pmol/L) .10 pmol/L. SR95531 + 100 pmol/L SRR, %
i % EPSC 40 min. ) ¥ 58 B L) ik B X EPSC )
50% ~ 60% K H . S W I 5 fok e BHL, 3% Ak e RS
T B 40 R T 3808 0 A, B BB

FEFA N I AMBRARIACFERSHA L
BN GQ B MBS BE 10 ~ 15 min, 435I
O 10% B8 Wi 277 90 pl 1% A B 90 pl, Schaeffer
M /BB A ERA TEMPIE,7E CAl RWETLHE
BT 24 M0 F sEPSC 40 min, 00 A RS R 7
B R B S 30 ~ 35 min §) sEPSC, 4347 Wi 41 sEPSC
BT ER | IR {8 A0 2k 38 3 (SEPSC & {5 M 90% 3 3 3
37% Bt FA B B[R] ) 6

Giit2 kb R Origin 5.0 S it 844, HE ¥
BRI « biEE (2 + s) R AR EBEFRAERE
EHEN CARNLBRARN « K, P<0.05H
ERFRIEE L,

# R

KEED CAl KMLIT EPSC K HLE SRR
b, SR FLA 1 4 M SR95531 + R’
HEPSCIREZER LGB, RHNE 1 4 EPSC
BEREE AAEFNE 1 4 EPSC 1R ME A5 Bl
7T HRMK(P<0.05), BE 1,
£ 1 Z=HPBHEIS EPSC IBEMI LB (pA,n=10,x 2 5)

4 5 HRE BHE

Hemi LR 1 4 0.997 + 0.016 0.988 + 0.019
RABIA 1.001 +0.018 0.477+0.012" *
SR9S531 + R R B4 1.009 £0.021 0.969 + 0.017

HEREKE," P<0.05 SIEHAM I A, *P<0.05
KBED CAl KWEIT sEPSC W I 55
P RLA T4 b 3%, F B 1T 41 sEPSC M55 3R I8 {H [
R EEMAE(P<0.05), BWE2,
£2 B4 SEPSCHH MEE EEHMEBE(2=10,x25)

#1531 55 (Hz) JE1E (pA) 2 23 (ms)

JERFLRO4  0.166£0.032  14.1:0.4 13.3£0.5

RABIA 0.053+0.011° 10.0:0.4" 6.7+0.3"
SR04, " P<0.05
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PR EXH GABA, ZEERBRTRAEE/EA,
R kAR B 25 I & 5 25 B B B 38 LA R AR HE BK B
S E o IR GABA, KT BE T E BB MAE
B, O NEEEMN GABA MR FEHL T,
A ESXNEERMHYRTEMERERERMBBER, Y
) R R R T T B R ET, AR ME S
LBB'Y, Han S " METRABMN KBREDH
270 GABA, ZRMBE W, R £ W 1 ~ 200 pmol/L
S5 ER B AR b E R 9 ] B, N R R
BT 9 (GABA, 2R S ¥R B BT .

BLASENSHERRAR, #ExHETTE
BEARBESTHEF , CA3 X (A 470 & I i Schaffer ]
THCAIRWZ T RERN T AR NMNEHEL
EMBER, FUBINEHFRELR Y HE4ER
RABER TR E AR BME . LB PET
ICRBREM A CAl KHE TG B,
R T 40 4 o AR T R AR PR R S 4 B PN A
iR ES, e H R B RS M S
RHL A B4k, , 3 s e B AR AL B 1 209% B M 2 T AN %
FEN, NTITARIE T 24 R M5 BRI,

Shyr & B R R KRB KB T 60 mg-
kg '*h™' R B 30 min J5 7T 7= A A R RRBE, AT
RABMESMmM®EE R (13.6 +1.3) pg/ml (YT 76
pmol/L) , IR P ¥R BE 7 (39.4 £2.7) pg/g(F 4 F 266
pmol/L) . N RABE T 10% A5 FLH &, o HERR
B B L0 B B w2 BF 95 LA 10% s B 3L AR X R,
S5R R BB Wi 3L A B i 5% fad £% 3% , 100 pumol/L 5
74 By R ik EPSC $81H 52.3% ; 24 SR95531 #1374 Bp [A)
it F iR A B, EPSC B AR, i BA 5PN Byl ot
GABA, ZERKEAEH .,

sEPSC R B X s HE R 7E A AP F B E T
MERES, R FTERRRBASERY
BHE EETHFIESRMEEZAER.A
$00 R BEFT S 100pmol/L 5 P By IR 2 sEPSC 3

% 68.1% , K sEPSC #1818 29.1% , 4558 sEPSC ¥ &
$49.3%, RAFHABKIERS RMETE.ZME
BRIA %,

LG LR, R B P E M EIE GABA, Z k4
RARTME AR SN, AR X EE RS
.
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