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Abstract: High mobility protein Bl (HMGBI) is an important regulator of cell death and survival. Many
studies have shown that HMGBI is closely related to the induction, growth, infiltration and metastasis of
various tumors. Hepatocellular carcinoma (HCC) is one of the most common tumors in the world. The
occurrence and development of liver cancer are closely related to inflammation. In recent years, the role of
HMGBI in liver cancer has received increasing attention. In this paper, the recent research on the relationship
between HMGBI1 and inflammation and its role in the occurrence, development and treatment of liver cancer
was reviewed.
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=ik HAB1 (high-mobility group box-1
protein B, HMGB1) 2&—MicHE RO mLS S
EH, 19734EH GoodwinZ5:7E 4= i i v 1 S 2 B %
L, DRHAE SR N I it I A pk T A A R i 4944
HMGBLZHMGBZ % i 2 — (HMGB1. HMGB2,
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RIEMRE) . HMGBIIN-AKbm & AT R 4 &3,
Bif B AR R AN, H S5 20 R L 2R
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HMGBI #zh R i 24 pa st .
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Z 8 45 W B 2 (extracellular signal regulated kinase
2, MEK2) /40 g 4h 8 45 & B BB (extracellular
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