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Abstract: In recent years, the incidence rate of chronic liver diseases continues to rise, such as chronic hepatitis B, nonalcoholic
fatty liver disease, liver fibrosis, liver cirrhosis, and hepatocellular carcinoma, and the age of onset gradually becomes younger. At
present, the role of many CC chemokines in chronic liver diseases has been confirmed. This article summarizes the research

advances in CC chemokines and their receptors that affect chronic liver diseases in recent years and explore their potential

application in chronic liver diseases, so as to provide new ideas for the prevention and treatment of chronic liver diseases.
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Table 1 Role of CC subfamily chemokines and receptors in chronic liver disease
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Figure 1 Mechanism of CC subfamily chemokines and receptors in chronic liver disease
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