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[ ABSTRACT]

cells, smooth muscle cells, and macrophages.

To analyse the role and mechanism of lipid metabolism disorder in vascular aging caused by endothelial
Lipid metabolism disorder damages endothelial cells and promotes vascular
aging through the reactive oxygen species (ROS) pathway, endothelial nitric oxide synthase (eNOS) activity, oxidized low
density lipoprotein (ox-LDL) , inflammasomes, and various inflammatory factors.  Lipid metabolism disorder accelerates
vascular aging process through autophagy, DNA damage, and nuclear factor-kB ( NF-kB) in vascular smooth muscle cells.
Lipid metabolism disorder stimulates macrophages in the vascular wall to secrete various inflammatory factors that act on the
Toll-like receptor (TLR) pathway, promoting oxidative stress and causing DNA damage, thereby promoting vascular aging.
Lipid metabolism disorder promotes oxidative stress and chronic inflammation in endothelial cells, smooth muscle cells, and
macrophages, leading to vascular aging.
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Figure 1. The mechanism of endothelial cell-related vascular aging induced by lipid metabolism disorder
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Figure 2. The mechanism of VSMC-related vascular aging induced by lipid metabolism disorder
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Figure 3. The mechanism of macrophage-related vascular

aging induced by lipid metabolism disorder
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