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Abstract: High-mobility group protein B1 (HMGBI1), a nuclear protein widely found in eukaryotic cells, can be passively released
from damaged cells or actively secreted from immune cells to extracellular matrix. Most of the current studies have focused on HMGB1
involvement in inflammatory responses, as a key inflammatory mediator, promoting myocardial ischemia-reperfusion (I/R) injury. How-
ever, HMGBI has also been found to inhibit inflammation, promote repair after myocardial infarction and thus have beneficial effects

on cardiomyocytes. This study reviewed that HMGB1 mediated receptors such as RAGE and TLR2/4 are involved in myocardial I/R in-

jury and HMGBI1 has certain protective effect on myocardium.
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