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Abstract

Bronchial asthma is a syndrome caused by the involvement of a variety of cells and inflammatory mediators.

Bronchial asthma is divided into different inflammatory phenotypes according to the degree of involvement of

inflammatory mediators. Each of them has relatively specific biomarkers. By monitoring these biomarkers, the

control situation of asthma can be understood and evaluated to guide targeted treatment of asthma and more

perfect management.
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