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WFZER R OMEEE (3230) @ The purpose of the present study was to examine the antithrombotic
role of heme oxygenase—1(HO-1) in detail, and to examine whether endothelial HO-1 induced
by curcumin or carbon monoxide (CO) endogenously produced by HO-1 contributes to this
antithrombotic effect. As a result, CO or endothelial HO-1 induced by curcumin would be
effective for the prevention and treatment of hypercoagulable state by inflammation or

oxidative stress.
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