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[Abstract] Glycosylation, as an important form of post-translational modification of proteins, plays a
critical role in various biological processes. In recent years,researchers have discovered that glycosylation mod-
ifications are closely associated with the occurrence and development of liver diseases,including viral hepatitis,
liver cirrhosis, non-alcoholic fatty liver disease, and hepatocellular carcinoma. This article reviewed the re-

search progress on glycosylation modifications in liver diseases and explores their value as the potential thera-

peutic targets.
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