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Advance in relationship among HMGBI, regulatory T cells and atherosclerosis

ZHENG Xiao-Yun, WANG Jia-Jun*
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Abstract: Atherosclerosis (AS) is a chronic inflammatory autoimmune disease whose initiation and development
could be affected by many immunial cells and inflammatory cytokine. At present, HMGBI1 has been found to act as
a late inflammtoy molecule that may damage endothelial cells, promote the proliferation of smooth muscle cells,
and favor foam cell formation through various ways, which lead to the formation of lipid streaks and AS plaque.
The regulatory T (Treg) cells can decrease inflammtory reaction and maintain immune tolerance effectively. Much
evidence had showed the number or function of Treg cells decrease in patients of AS to imply some relation
bewteen Treg cells’s changed and the incidence of AS. Toll like receptors (TLRs) are important pattern recognition
receptors (PRRs), which can promote immune inflammation. The combination of HMGB1 and TLR2 or TLR4
expressiong on the surface of Treg cells, will interfere the function and number of Treg cells directly and maintain
or prolong body’s chornic inflammation which is the one most reason of AS. This paper briefly reviewed relative
reports of the relationship among HMGBI, Treg cells and AS.
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