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[ Abstract ] Atherosclerosis is a chronic cardiovascular disease that combines lipid metabolism disorder and inflammatory response.

Because the Nif2/ARE signaling pathway is a signal axis which is extremely sensitive to oxidative stress and has antioxidant activity, it is

involved in regulating cell homeostasis, inflammatory factors release and lipid formation. Therefore, Nrf2/ARE signaling pathway is closely

related to the formation of endothelial cells and foam cells, and has dual regulatory effects on atherosclerosis. This article reviews the role of

Nif2/ARE signaling pathway in atherosclerosis in order to find a new molecular target for the prevention and treatment of atherosclerosis.
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