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Abstract: Chronic liver disease refers to the pathological process in which the liver is affected by various pathogenic factors for a
long time, gradually leading to hepatitis, hepatic fibrosis, liver cirrhosis, and even hepatocellular carcinoma, and it is a group of
complex refractory diseases that severely impairs liver function. As a novel post-translational and epigenetic modification,
lactylation modification dynamically regulates gene transcriptional expression and downstream cellular function through the
covalent binding of lactate to lysine residues on target proteins. Recent studies have shown that chronic liver disease is often
accompanied by abnormal lactate metabolism. As a key metabolic product of the liver, lactate holds a significant research value,
and lactylation modification plays a pivotal role in metabolic reprogramming, immune regulation, and fibrogenesis through
metabolic-epigenetic interactions. This article introduces the epidemiology of chronic liver disease and reviews the molecular
mechanism of lactylation modification and its regulatory effect on hepatocyte metabolism, gene pathways, and hepatic stellate cell
activation, as well as its potential as a diagnostic biomarker and a therapeutic target, in order to provide new insights into the

biochemical and molecular biological mechanisms of lactylation modification in chronic liver disease.
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Figure 1 Lactic acid metabolism and Lactylation modification mechanism diagram
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Figure 2 Lactylation modification regulates Hepatic fibrosis
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Figure 4 Lactylation modification regulates hepatocellular carcinoma
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