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Elucidation of a switching mechanism between production and extinction of
reactive oxygen species on vascular remodeling after injury
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Oxidative stress induces arteriosclerosis. Therefore, to elucidate
regulatory mechanisms of reactive oxygen species production and elimination leads to prevention and
treatment of ischemic diseases. In this study, IQGAPl, a receptor tyrosine kinase binding
scaffolding protein, enhanced PDGF-induced vascular smooth muscle cell migration and neointimal
thickening after vascular injury. Conversely, Nrf2, a key regulator of antioxidative enzymes,
inhibited their events. These findings provide insight into IQGAP1 and Nrf2 as novel therapeutic

targets for vascular remodeling and atherosclerosis.
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