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The role and mechanism of high mobility group box 1 protein in atherosclerosis’
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Abstract: Atherosclerosis (AS) is a chronic inflammatory disease which often causes myocardial infarc-

tion,cerebral infarction and other serious cardiovascular and cerebrovascular diseases, seriously threat to hu-
man life. High mobility group box 1 protein (HMGBI1) is highly correlated with the occurrence and develop-
ment of AS. HMGBI1 may be involved in the pathogenesis of AS by binding to specific receptors such as ad-
vanced glycation end products. The changes of HMGBI level have guiding value for the development process
of AS and the effect of clinical drug treatment of AS. After binding to Receptor of Advanced Glycation End-
products (RAGE) , Toll-like receptors (TLLR) and other specific receptors, HMGBI activates related signaling
pathways,resulting in blood vessels inflammatory reaction, eventually leading to the occurrence of the AS.
Therefore, people could effectively inhibit the occurrence and development of AS by blocking the signaling
pathway mediated by HMGBI1, which also provides a new direction for the treatment of AS in the future.
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