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Abstract: Nuclear factor-kappa B (NF-kB) is an important intracellular transcription factor widely involved in the processes such
as immune response, inflammatory response, cell proliferation, and apoptosis. The abnormal activation of the NF-kB signaling
pathway plays a pivotal role in various liver diseases including chronic hepatitis, liver fibrosis, liver cirrhosis, and hepatocellular
carcinoma. Extensive studies have shown that inhibiting NF- kB activity may effectively reduce inflammation and fibrosis and
improve metabolic disorders. Several natural compounds, such as matrine and salvianolic acid B, have shown the potential in
suppressing NF-kB activity, thereby exerting anti-inflammatory, anti-fibrotic, and anti-tumor effects. This article systematically
reviews the critical role of the NF-kB signaling pathway in liver diseases and its potential as a therapeutic target, in order to

highlight its potential as a therapeutic target for liver diseases and provide new directions for the treatment of liver diseases.
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Figure 1 NF-«kB signaling pathway
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