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Abstract: Metabolic associated fatty liver disease (MAFLD) is the most prevalent chronic liver disease worldwide, and its
progression is closely associated with the development of liver fibrosis, liver cirrhosis, and even hepatocellular carcinoma.
However, there is still a lack of effective therapies for MAFLD in clinical practice. Telomere is the protective structure at the end of
chromosomes, and telomere shortening and functional impairment have been identified as one of the key factors regulating the
pathological progression of MAFLD. This article systematically reviews the core mechanism of action of telomere regulation in
MAFLD, including its molecular functions in nucleotide metabolism, oxidative stress, and epigenetic regulation, as well as its
pathological effect in hepatocytes and hepatic stellate cells. In addition, this article explores the clinical prospects of telomeres as
biomarkers and therapeutic targets for MAFLD, in order to provide a theoretical reference for improving the precise diagnosis and

treatment system of MAFLD.
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P BB, FF 20 e sty K BE L 1 40 B ik 4K BE 5 MAFLD 119
R RS B UIAR C 0 BFSEAESE B sk
R 5T P A T T AR Ak B s B A S HCC A2 A
R AF 50701 R R A S A R A MAFLD 555 155 2 J2 14
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