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Research Progress of HMGBI1 in Inflammatory Heart Disease
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[ Abstract ] High-mobility group box-1 ( HMGB1) is a highly conserved nuclear protein widely distributed in eukaryotic cells. It is

involved in the pathological processes of various diseases when released outside the nucleus or cells. These include sepsis, malignant

tumors, chronic obstructive pulmonary disease, autoimmune diseases,

atherosclerosis and cardiovascular disease. Numerous studies have

confirmed that cardiac inflammatory response is an important pathological mechanism for the development of a variety of heart diseases, and

HMGBI1, as a late inflammatory mediator, plays a key role in heart disease such as myocarditis, myocardial ischemia-reperfusion injury,

myocardial infarction and heart failure. Therefore, this article reviews the role of HMGBI in inflammatory heart diseases.
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