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Research progress in the mechanism of airway remodeling in
bronchial asthma*®
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Abstract: Airway remodeling represents the main cause for that asthma is difficult to be cured, and
prevention of airway remodeling is of important clinical significance. It is traditionally believed that airway
remodeling results from the repetitive airway injury and abnormal repair caused by the chronic airway inflammation.
Meanwhile, some studies revealed that treating airway inflammation alone cannot directly alleviate the airway
remodeling and that the mechanical force via airway contraction can also lead to changes in the airway structure.
This paper reviews the advances in the mechanism of airway remodeling in recent years, so as to provide novel
insights for the treatment of asthma.
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