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Interactions Between Mast Cells and Airway
Smooth Muscle Cells in Asthma
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Abstract: Asthma is characterized by airway hyperresponsiveness, inflammation and airway
remodeling. Mast cells and airway smooth muscle cells both play important roles in the pathogenesis
of asthma. Studies have shown that there is crosstalk between these two cell types that contribute to
asthma. In recent years, the interaction between mast cells and airway smooth muscle cells and the as-
sociations with the progress of asthma have been further studied in-depth. It is very important to un-

derstand the biological function of both cells and the mechanism of interactions between both types of
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cells in asthma for new drugs development. Also, the studies on the interaction of mast cells and air-
way smooth muscle cells will provide a new insight for the diagnosis and treatment of relevant airway
diseases.
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