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Protective effect of curcun n on rats after foca] cerepra] ijscham ja, reper fusion dam age
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[ Abstrac} ()bjcctivg ‘To explore the Protective effect of curaum ir( Cm) m the njury caused by foca] cerepm] ischam ja, rep erfus on
( DR) of rats and its mechanisn M ethod§ Themode] ofmidd e cerehra] artery occ]usion(MCA()) and reperfus pnwas setup Cur of
20 M8/ kg 40 M & kg and g m& k& was intraperionea]ly injpcted into the rats respectivel},’ and the changes of fhe neurologic deficency
scores and the infarct vojlune were opserved The expression of HSPyg i brain tissue was detected by the method of immuna
h istocham jstry Rcsu]t:s Sham operated group pPresented no neuropgic changes The neuropgic deficiency scores in Cur groups were
ohvious [y elevate(i canpared with those n YR &roup The nfarct volune in Cur groupswas opviusly less han thatof R grou}? and
the infarct vojum e of Curp ) mg, k& group was opvious]y Jarger han that of he oher wo groups Campared wih IR grou}z the numher
and the rate of HSPy( Positive ce]ls increased obvopusly in Cur group’s and Curg mg kg group was sup or t0 the other wo groups
C 0nc1usion§ Cur can prevent rats fim foca] cerepra] ischamija, reperfusion damage The mechanisn may he fhat(Cur can elevate the
expression of HSP7o in foca] cerepra] ischam ia, reperfusion dan age7 thus protecting the neurons more effectively
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1 NS 440 Aspisol 350 mg/kg 7S/ L M (x400)  [E2 NS ZEAT Aspisol 350 m/kg 4115 S 578/ B B 40 78 T (x400)
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