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Abstract: Liver fibrosis is a key pathological process in the transition from chronic liver disease to cirrhosis , especially in elderly patients
with chronic hepatitis B, and this process is characterized by rapid progression and poor prognosis. T cell function gradually declines with
aging, and T cell senescence is recognized as a key immunological mechanism accelerating the progression of liver fibrosis. Current studies
have shown that senescent T cells promote the transition from liver fibrosis to liver cirthosis by altering the liver inflammatory
microenvironment, modulating the activity of fibrosis-related cells, and impairing immune surveillance function. This article systematically
reviews the molecular mechanisms of T cell senescence and its role in the progression of liver fibrosis in elderly patients with chronic
hepatitis B, as well as novel therapeutic approaches targeting immunosenescence with reference to the latest immunological findings and

stem cell-based therapeutic strategies , so as to provide theoretical support for precise intervention for such patients.
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Figure 1 Mechanisms of senescent T cells in liver fibrosis/cirrhosis
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