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Abstract

High mobility group protein B1 (HMG B1) is a highly conserved nuclear protein in mammalian cells. It has cytoskeleton proteins inside
and outside cells, regulates gene transcription, induces inflammatory response, participates in reproductive differentiation and migration
of tumor cells, promotes nerve cell growth, affects vascular endothelial cells and affects immune system. Therefore, it plays an import-
ant role in many diseases.
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3.2.3 HMGB1 5 LI %
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IR, 2 B REIMA N 2 A= (vascular endothelial
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Z RN 222414 RAGE /519 HMGBI 5] HMGB1-LPS &
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