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Abstract: Hepatic fibrosis is a reversible pathological process in various chronic liver diseases and is closely associated with the
development and progression of severe liver diseases such as liver cirrhosis and hepatocellular carcinoma, and it has emerged as a
significant global health challenge. In recent years, studies have shown that histone lactylation, a newly discovered epigenetic
modification, actively participates in regulating the progression of hepatic fibrosis. This article systematically reviews the core
regulatory effect of histone lactylation modification in the interaction between inflammatory microenvironment and hepatic fibrosis ,
in order to clarify the cascade regulatory mechanism of “inflammation-hepatic fibrosis” and provide new insights for early

diagnosis, targeted intervention, and prevention of malignant transformation in hepatic fibrosis.
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Figure 1 Schematic diagram of histone lactylation modification regulating hepatic fibrosis progression
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Table 1 Targeting histone lactylation: Therapeutic strategies against hepatic fibrosis
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