AR (2002) 18(3), 293-296

PDF 3%

HUOHET 5 RS K B S CA L IX A I FR 1S s A S, (LTP) 4%
13 118 21 H

BREEA . SRR Podi s
T ERFEE R R 2 A B B

N B AR F e B, 0 K BRI S CAL X [ XA PE S i A2 (EPSPs) |, BRSS9 [ il K i
CALIX K FE5R ALY, (long—term potentiation, LTP) #ifHMEEAEM . 4R FRW : XK R L CALIX LTPIR
FE4194. 42414, 05% (n=10); HSAbFLALTPIINEEE K147, 0649, 55% (n=13); T4 hnEs b BRLALTP IS B 5193, 45
+14.91% (n=15) . HXTHAAALL, HIALBEALTP RN EEFRAK 1747, 36%, AL T-5E 2B T KRS CALIXLTP
e A 00405 o BRIV AL B i 6o K B VAE Z5 CALIX R SUK i 234k (paired—pulse facilica—tion, PPF) #A — & HIHHIE
. ERKMRIBES 2950 msh), IXFPHNHIREN ke X 155, 58 £6. 35% (n=7) ; Hr#kFzl 4150. 26 +13. 74%
ﬁ(;n:8) o BRINETALPRZE 45140, 59+15. 42% (n=8) . ZEHLRM. TS K RIE SCAIX LTPH i H —E s =

.

LITHIUM RESTORES THE LEAD-INDUCED IMPAIRMENT OF
THE LONG-TERM POTENTIATION IN THE CA1 REGION OF
RAT HIPPOCAMPUS

The protective effects of lithium on the lead-induced impairment of long—term potentiation (LTP)
were studied by recording excitatory postsynaptic potentials (EPSPs) in CAl region of rat
hippocampus in vitro. The LTP amplitude in hippocampus slices of control rats, chronic lead exposure
rats and chronic lithium plus lead administration rats are 194.42+14.05%(n=10); 147.06+9.55%(n=13)
and 193.45+14.91%(n=15) respectively. Chronic lead exposure inhibited LTP amplitude while chronic
lithium administration almost restores the impairment of LTP by lead exposure. Chronic lead and
lithium exposure differently inhibited paired—-pulse facilitation (PPF) and the inhibitory effect was
largest when PPF was measured at 50ms inter—pulse interval. The PPF value in control: 155.58+6.35%

(n=7) ; Pb: 150.26+13.74% (n=8) ; PbLi: 140.59415.42% (n=8) . The results showed that chronic
lithium administration may protect the impairment of LTP caused by chronic lead exposure in CAl
region of rat hippocampus.
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