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RESISTIN CONTRIBUTES TO NEOINTIMAL FORMATION VIA OXIDATIVE STRESS AFTER VASCULAR INJURY 
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Objectives: We sought to investigate that endogenous resistin derived from vascular smooth muscle cell may contribute to neointimal formation after vascular injury.
Background: Resistin may play a major potential role in atherosclerosis and may contribute to atherogenesis. However, the role of vascular smooth muscle cell-derived resistin in atherosclerosis is not well understood
Methods and Results: Vascular smooth muscle cells from thoracic aorta of adult Wistar rats were cultured. The carotid artery from adult Wistar rats was injured by balloon catheter. Resistin significantly increased migration and proliferation of vascular smooth muscle cells. Resistin siRNA and resistin antibody significantly inhibited migration and proliferation of vascular smooth muscle cells induced by conditioned medium from stretched vascular smooth muscle cells. Resistin protein and mRNA expression significantly increased at 14 days after carotid injury. Resistin siRNA and N-acetylcysteine significantly reduced resistin protein and mRNA expression induced by balloon injury. Carotid artery injury increased reactive oxygen species production. Treatment with N-acetylcysteine and resistin siRNA decreased reactive oxygen species production. Neointimal area was significantly increased after carotid injury and was significantly reduced by resistin siRNA and N-acetylcysteine.
Conclusions: Resistin increases migration and proliferation of vascular smooth muscle cells and expression of resistin in carotid artery significantly increases after injury. Resistin siRNA attenuates neointimal formation after carotid injury partly through anti-oxidative mechanism. Resistin may play a pivotal role in the pathogenesis of neointimal thickening after mechanical injury.

