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Effect of curcumin by inducing heme oxygenase-1 expression on atherosclerosis in rats
Liu Quanwei' , Huang Weiyi*»
(1. Department of Cardiology s The Second People’s Hospital of Neijiang . Neijiang,Sichuan 641100,China;
2. Department of Cardiology . The Af filiated Hospital of Luzhou Medical College s Luzhou,Sichuan 64600,China)

Abstract: Objective To explore whether curcumin(CMN) could induce the expression of heme oxygenase-1(HO-1) in rat's aor-
tic artery and the induced high expression plays an anti-atherosclerosis(AS) role. Methods 38 male Wistar rats were randomly di-
vided into 4 groups as control group (group A.n=238),model group (group B.,n=14).treatment group (group C,n=238) and sup-
pression group (group D,n=38). Rate model with AS was established by same method in group B.C and D, group C were treated
with CMN and group D treated both CMN and ZnPP [X at the same time. 2 rats from group B were executed at the end of 6,10 and
14 weeks respectively to detect the pathological changes and the AS degree. All of the rates were executed at the end of 14 weeks’
treatment and the descending aorta tissue was observed by light microscopy, furthermore, detected the expression and distribution
and its activity about HO-1 protein in the aortic artery. Results (1) The expression and activity about HO-1 in group C were in-
creased significantly than group B(P<C0. 05) ,the degree of AS in group C were lighter than group B; (2) The expression and activi-
ty about HO-1 in group D were decreased significantly than group C(P<C0. 05), the degree of AS in group D were lighter than
group C. Conclusion CMN could induce HO-1 protein over expression and increase its activity and play an anti-AS role in rat's aor-
tic artery,however, this induction were blocked significantly by ZnPPIX.
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