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Research progression about role of hemeoxygenase-1 during brain injuries
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ABSTRACT: Extracellular heme derived from hemoglobin following hemorrhage or released from dying cells induces the
expression of heme oxygenase-1 (HO-1,HSP-32) which metabolizes heme to the gaseous mediator carbon monoxide(CO),iron(Fe) and
biliverdin. Biliverdin and its product bilirubin are powerful antioxidants..Meanwhile ferritin induced by iron and CO also play
respectively protective effect. Thus, expression of HO-1 is considered to be a protective mechanism.After various kind of brain pathology,
such as subarachnoidal hemorrhage,cerebral infraction,tramatic brain injuries and neurodegenerative diseases,HO-1 expresses obviously
in microglia, astrocyte and neuron,and plays a critical role.
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