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Research progress on high mobility group protein box 1 in drug induced liver injury

WANG Shi-wei, XIE Wen (Department of Liver Centre, Beijing Ditan Hospital, Capital Medical University,
Beijing 100015, China)

Abstract: High mobility group protein box 1 (HMGB1) is a ubiquitous nuclear non-histone protein binding on
the chromosome to ensure the stability of its structure in almost all eukaryotic cells. However, HMGBI can be
extracellularly released because of cell inflammation or necrosis, where it mediates activation of innate immune
responses, including chemotaxis and cytokine release. In recent years, more and more attention has been paid to the

role of HMGBI in the mechanism and clinical value of drug-induced liver injury. This article reviews the mechanism

of HMGBI in the drug induced liver injury, as well as some progress in animal models and clinical studies.
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