R A (2007) 23(1), 40-46

PDF 3£

SR DA I P P 1) s 0 P A 5 4 R I 952

et xIEIEL SKIE. i
IR PPN e g S U
2 FIFREEBE B

QPR SR PN S Nl T F) OR3P R G vl BERS) 1 7 TE AL, R A0 M F BB, A8 270 B KB R K
Y T A RN A9 S ) FEL S [T B I PR (TN (R 5, )P b v s o A S i ke i v s 2t
TFF5 S AT R I L ) PR PR o S5 SR s, KRB L hJS B SSUN R (10 mg/kg) , 24 hJE HFE IR ) &
fil/No 30 pmol /LG AIGE T LAY/ L AT EL B A8 TNa ity 2k Ze 8 o SI2B0 5 R S nl RESEL I 1 INa iy 45 bt
R Bl e I 5 | A P 453475

Chlorpromazine against the damages of cerebral
ischemia related to the inhibitory effects of
voltage—gated sodium channel

The purpose of the study was to investigate the effects of chlorpromazine (CPZ) on cerebral
ischemia in rats and their relative ion channel mechanism. Effects of CPZ were tested in vitro on
voltage—dependent sodium channel (VGSC) using patch—clamp in freshly dissociated rat hippocampal
neurons and in vivo using a rat model of experimental stroke caused by transient middle cerebral
artery occlusion (MCAO). The results showed that CPZ at 10 mg/kg given 1 h after the initiation of
MCAO was effective in reducing cerebral infarct volumes measured 24 h later. CPZ at 30 umol/L
reversibly reduced the amplitudes of Nat current and activation process. In conclusion, CPZ is
neuroprotective when given as a single administration after initiation of MCAO. These data indicate
that CPZ may be a useful neuroprotectant in stroke therapy; its neuroprotective potential may come
from the inhibitory effects of CPZ on Nat channel.
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