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The effect of fine particulate matter on atherosclerosis and its mechanism
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Abstract: Fine particulate matter (PMas) not only directly damages lung tissue, but also can be absorbed into blood
through alveolar capillaries, which is toxic to the cardiovascular system. PM.s can affect lipid metabolism, endothelial
function, coagulation and thrombosis through oxidative stress, inflammatory reaction, autonomic nervous dysfunction and
immune regulation abnormality, so that it promote arteriosclerosis, plaque instability, and increase the morbidity and

mortality of cardiovascular disease. We reviewed the effects and mechanisms of PM.s on arteriosclerosis, in order to pro-

vide the evidence for the studies into prevention of cardiovascular diseases caused by air pollution.
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