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Abstract : High-mobility group Box 1 protein(HMGBI1) is a highly conserved non-histone chromatin-re-
lated protein, which is related to the formation and progression of hepatocellular carcinoma (HCC).
HMGBI is involved in the activation of key signal transduction pathways that regulate cell differentia-
tion, growth, migration and apoptosis, and binds with receptors to activate the receptor of advanced
glycation end products(RAGE), mitogen activated protein kinases(MAPK), toll-like receptors(TLRs),
nuclear factor kappa B(NF-kB), Src family kinase signaling pathways, thus promoting the proliferation,
invasion and metastasis of tumor cells. HMGBI can induce cell proliferation, differentiation, cell
death, angiogenesis, metastasis, inflammatory response and regulate immune function, as well as drug
resistance both in vivo and in vitro models of hepatocellular carcinoma. HMGB1 and its downstream
receptors RAGE, TLRs, T cell immunoglobulin domain and mucin domain-3(TIM-3) and chemokine
receptor 4 (CXCR4) might be potential anti-cancer targets, and regulating the redox state of HMGB1 and
targeting a specific position of HMGB1 may provide a new perspective for the treatment of liver cancer.
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TEA W

864

3 #Bm@ HMGB1 387 FFE R R B
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JiE TLR4 F1 RAGE RS0 1, Dhy™ Az b B 4%
i, e ORI OA R . (HJE  HMGB1 2
550 AR e — AN R AR B IR, ) R A A
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