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Abstract: Liver fibrosis is a key pathological stage in the progression of chronic liver diseases to liver cirrhosis and is characterized
by excessive extracellular matrix (ECM) deposition. As critical mediators of cell-ECM crosstalk, integrins play an important role in
the development and progression of liver fibrosis. The integrin family includes a and B subunits and is widely involved in the
regulation of cell adhesion, migration, and signal transduction. In the process of liver fibrosis, the expression of integrins is
upregulated, and its interaction with ECM promotes the activation and proliferation of hepatic stellate cells, further accelerating the
synthesis and deposition of ECM. The increases in the expression of integrins aVB3 and aVB6 are closely associated with the
activation of the TGF-f signaling pathway. In addition, integrins also modulate inflammatory responses and tissue regeneration and
repair in the liver. Based on the above mechanisms, integrins have become the potential targets for the treatment of liver fibrosis,

and inhibitors targeting integrins may become a new strategy for the treatment of liver fibrosis.
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B, GLP 5| R IPLLT 4L VE S ECM 32 (4AH T AE AR ¢
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Table 1 Integrin-related target drugs in the treatment of liver fibrosis
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