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Application and progress of anti-IgE antibody in children with bronchial asthma
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[Abstract] Bronchial asthma is a heterogeneous disease characterized by chronic airway inflammation, in which IgE plays a vital pathogenesis
role. With the deepened research on the molecular biology and monoclonal antibody of asthma, anti-IgE therapy has represented a major breakthrough
in the treatment of asthma. Omalizumab is a recombinant humanized anti-IgE monoclonal antibody, which is used in clinical practice more than a dec-
ade years. Many studies demonstrate that omalizumab can significantly improve asthma symptoms, reduce the incidence and the frequency of asthma
exacerbations, and improve the quality of life in children with allergic asthma. Moreover, many novel anti-IgE monoclonal antibodies are in the stage
of research or clinical trials, to provide more therapeutic options for children with asthma.
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