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Impact of particulate matter in air pollution on cardiovascular diseases

XIAO Han, LI Zi- jian, HAN Qi- de, ZHANG You- yi
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Ministry f Education, Bejing 100083, China)

[ A Review]

Impact of air pollution on cardiovascular diseases has been established. As the main source of city air pollu-

tion, particulate matter has been demonstrated an independent correlation with incidence and mortality of cardiovascular diseases.

The mechanisms are not clear. Several plausible mechanistic pathways have been described, including inflammation induced by

oxidative stress, the followed enhanced coagulation/ thrombosis resulted in instability of atherosclerosis, the promotion of ischemic

heart diseases and imbalance of autonomic nerve tone resulted in the occurrence of arrthythmia. The article provides a review of the

mechanisms on air pollution and cardiovascular diseases and suggestions for further research.
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Fig 1  Possible biological mechanisms linking PM with cardiovascular disease' ' .
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