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Abstract: Homocysteine (Hcy) is one of the independent risk factors for cardiovascular disease. Hcy can induce the increase of cellular reactive
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oxygen species (ROS) to cause endothelial damage leading to the development of atherosclerosis (AS). ROS in endothelial cells are mainly derived
from Nox4 (NADPH oxidases 4). NLRP3 is highly expressed in coronary atherosclerosis and aortic sclerosis. NLRP3 is a key mediator of IL-1 family
cytokine production in AS, especially when a large amount of ROS produced in cells can cause a large amount of caspase-1 precursor to be cleaved
into a biologically active caspase-1 P10 fragment,promote the maturation and secretion of downstream inflammatory factors such as IL-18 and IL-18,
impair endothelial cell function, cause cell inflammatory damage and apoptosis, and positive feedback aggravates vascular injury. This study focuses

on the role of Nox4 in Hcy-mediated endothelial cell inflammation and apoptosis, and Hcy-induced AS provides a possible mechanism.
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