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[ Abstract]  Air pollution has gradually increased with the progress of urbanization. In
particular, particulate matter (PM)2.5 is extremely harmful to the human body and is valued. In
recent years, PM 2.5 has become one of the important reasons for aggravating asthma. And relevant
study has found that asthma can be caused alone by PM 2.5. This article summarizes the source and
nature of PM 2.5, the impact of PM 2.5 on human health, pathogenesis and protection, and its
impact on asthma has involved the level of genes, epigenetics and autophagy, in addition to general
protective measures. There is no western medicine used in clinical practice, and Chinese medicine
protection has become a major advantage.
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