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Activation of Nrf2 decreased reactive oxygen species in endothelial cells stimulated by advanced glycation end products”
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Abstract: Objective
lated by AGEs. Methods

To investigated the role of Nrf2 activation in the generation of intracellular ROS in endothelial cells stimu-

Human umbilical vein endothelial cellsC(HUVECs) were cultured and incubated with AGEs and intracel-

lular ROS was measured with 2", 7'-dichlorodihydrofluorescein diacetate (DCF-DA). Sulforaphane was used to activate Nrf2. The

role of Nrf2 in the generation of ROS was observed. Results

Nrf2 activation inhibited the generation of intracellular ROS signifi-

cantly(P<C0. 05). Conclusion Enhancement of Nrf2 pathway can reduce the AGEs-induced oxidative injury of endothelial cells,and

indicate a potential target for the inhibition of the atherogenic signals triggered by AGEs.
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