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Signal transduction pathways of heme oxygenase-1
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Abstract

Heme oxygenase-1(HO-1), the inducible isoform of heme oxygenase, and biliverdin as
well as carbon monoxide, the product of HO-1 degrading heme, constitute the major
endogenous protective system in organism, which widely participates in anti-
inflammatory and multiple acute and chronic oxidative stress injury.Many physical and
chemical factors induce HO-1 expression by various intracellular signal transduction
pathways, such as mitogen-activated protein kinases(MAPKSs), protein kinase C(PKC),
cAMP-dependentprotein kinase A(PKA), cGMP-dependent protein kinase G(PKG),tyrosine
protein kinase(TPK), protein phosphatase(PPs),and phosphatidylinositol 3-kinase
(PI13K).There is a significance in preventing and treating diseases that studying and
illuminating these pathways reasonably regulates HO-1 expression.
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