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Abstract: Vascular endothelial cells can form a barrier between blood vessels and tissues,and the damage
of their functions is the initial link of atherosclerosis. Oxidized-low density lipoprotein (ox-LDL) can mediate
the damage of vascular endothelial cells through various ways,and promote the occurrence and development of
atherosclerosis. Therefore, protecting vascular endothelial cells and reducing their oxidative low-density lipo-
protein damage is the key to prevent and treat atherosclerosis. Adiponectin (APN) is a glycoprotein secreted
by adipocytes, which can play an anti-atherosclerotic role by regulating the inflammatory response of endothe-
lial cells and protecting the morphology and function of vascular endothelial cells. In this review, the damage of

vascular endothelial cells induced by ox-LLDL and the protective effect of adiponectin on vascular endothelial

cells are reviewed,in order to provide new research ideas for anti-atherosclerosis.
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Abstract: Lung cancer has a high incidence and poor prognosis,and its pathogenesis has always attracted
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