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[ Abstract] The impact of air pollution on public health has become the focus of global attention. Particulate matter 2.5 (PM, 5) is an
important part of ambient air pollutants, which has been identified by the World Health Organization as one of the pollutants that pose the
greatest threat to people’ s health. PM, ; exposure effect and its association with acute coronary syndrome ( ACS) have attracted more and more
attention. PM, 5 can induce ACS through a variety of cellular and molecular biological mechanisms, including systemic inflammatory response,
oxidative stress,endoplasmic reticulum stress, mitochondrial damage , endothelial cell damage , autonomic nerve dysfunction, etc. This paper will
briefly review the above aspects, emphasizing the relevance of air pollution to global health problems, establishing more stringent standards to

reduce the burden of cardiovascular disease caused by air pollution, and providing assistance for further research on the health effects

of PM, ;.
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