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Oxidative stress and inflammation play essential roles in the initiation and progression of
diabetes associated atherosclerosis. Nrf2/ARE signal pathway is the key pathway in the regulation of cellular
oxidative stress response. The activation of Nrf2/ARE pathway can protect vascular endothelial cells, vascu-
lar smooth muscle cells and islet B cells from oxidative stress injury, as well as improve insulin resistance by

increasing insulin secretion. Nif2/ARE pathway plays an important role in the prevent and treatment of dia-
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betes associated atherosclerosis.
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