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Research advances of protein post-translational modifications in the pathogenesis of asthma

LAI Tian-wen (Department of Respiratory and Critical Care Medicine, the First Dongguan Affiliated Hospital of

Guangdong Medical University, Dongguan 523721, China)

Abstract: Asthma is mainly characterized by airway inflammation, airway remodeling and airway hyperresponsiveness,

but the molecular mechanisms are not completely understood. Protein post-translational modifications, mainly including

phosphorylation, acetylation, ubiquitination, glycosylation, lipidation, nitrosylation and proteolysis, are the covalent addition or

removal of modification groups to amino acid residues, in order to regulate the function of protein. This article summarizes the

research advances on protein post-translational modifications in the pathogenesis of asthma, as well as existing problems and

prospects.
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