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Abstract; High mobility group box 1 protein (HMGB1) , as a ubiquitous nuclear protein, expresses in almost all

cells. After activation and release, HMGB1 binds to its receptor and mediates pulmonary inflammatory response.

HMGBI1 signaling pathway is closely related to the occurrence and development of bronchial asthma. Related targe-

ted drug therapy has been carried out in animal test and in clinical trials.
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