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Advances in research on the role of T cell subsets in ventricular remodeling
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[ Abstract] Ventricular remodeling is one of the main causes of heart failure. A large number of studies have shown

that inflammation plays an important role in the occurrence and development of ventricular remodeling. Recent studies
found that chwonic inflammation mediated by T cells is closely related to the progression of ventricular remodeling. This
review summarized the recent research progress of T lymphocyte subsets in ventricular remodeling.
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