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Potential mechanisms of atmospheric PM, ; impacting on
cardiovascular health
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Abstract: The growing evidence of epidemiological and toxicological studies demonstrated that ambient
PM, 5 exposure has posed seriously adverse effects to human cardiovascular health. Notably, even exposed to
very low levels of air PM, s, there were still potential hazards for people, especially for those susceptible
individuals, such as children, elders and patients with cardiovascular disease, diabetes mellitus or obesity.
Several biological mechanisms have been suggested to underlie the adverse effects of PM, 5 on cardiovascular
health. PM, 5 may alter the functions and/or fates of target cells in human cardiovascular system by metabolic
activation, oxidative stress, genotoxicity, inflammation and disturbance of autophagy. Furthermore, PM, ; may
also cause serials of pathophysiological alternations to human cardiovascular system, which include cardiac
autonomic nervous system imbalance, increasing blood pressure, metabolic disorder, accelerated atherosclerosis

and plaque vulnerability, platelet aggregation and thrombosis, ultimately leading to varieties of cardiovascular
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events and death. In this review, we summerized the new results of PM, ; affecting cardiovascular health, and

mainly focused on the progress in the underlying mechanisms which were explored in recent years.

Key Words: air pollution; PM, ; cardiovascular system; health; molecular mechanism
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