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Mechanism of Vascular Disorders and Possible Risk Factors
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In this paper, we discuss the recent theory of pathogenesis of atherosclerosis. Endothelial

cells of the vascular wall play an important role for controlling vascular tone, preventing

thrombus formation, exchanging substances between blood and tissues, and so on. The
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increased level of low density lipoprotein (LDL), especially modified LDL will cause migration

of monocyte-macrophages into sub-endothelial area.

macrophages, which become form cells.
as well.

Modified LDL is taken up by the

Smooth muscle cells contribute to this process
These events are thought to be main parts in the pathogenesis of atherosclerosis.

Some kinds of modifications of LDL, i.e., oxidative modification of LDL, are also essential

part of it.

Shear stress which is caused by blood flow can accelerate the process.
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