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Abstract: Objective
cies (ROS) and cause the dysfunction of endothelial cells. This may accelerate development of vascular atherosclerosis. We investi-
gated the role of NADPH oxidase 4 (Nox4) in the generation of intracellular ROS in endothelial cells stimulated by AGEs. Methods

Human umbilical vein endothelial cells (HUVECs) were cultured and incubated with AGEs and intracellular ROS was measured
with 2", 7'-dichlorodihydrofluorescein diacetate (DCF-DA). siRNA was used to silence Nox4. The role of Nox4 in the generation of
ROS was observed. Results After AGEs stimulation,ROS in HUVECs was significantly elevated, while Nox4 siRNA transfection
inhibited the generation of ROS significantly. Nox4 siRNA transfection reduced ROS at basal level by 45. 9% , and significantly in-

Advanced glycation end products (AGEs) can induce the intracellular generation of reactive oxygen spe-

hibited AGEs—induced ROS elevation. Conclusion Altogether, the results demonstrate that Nox4 is the major source of intracellu-

lar ROS in endothelial cells,and indicate potential targets for the inhibition of the atherogenic signals triggered by AGEs.
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