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Research progress of T-cell subsets in regulating atherosclerosis”
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Abstract: Atherosclerosis is a chronic inflammatory disease characterized by autoimmune component, ser-
ving as a primary factor in cardiovascular diseases. The atherosclerotic plaques involve a variety of immune
cells which mediated complex immune and inflammatory responses at each stage of the disease’s progression.
Notably,within atherosclerotic plaques, T-cells, as the predominant immune cells, can be differentiated into
various subsets with distinct functions. These T-cell subsets modulate the progression of atherosclerosis by se-
creting either pro-inflammatory or anti-inflammatory cytokines. Understanding the impact of these immune
cells on the disease’s development is imperative for formulating novel therapeutic strategies. This article aims
to review the roles of T-cell subsets and their secreted cytokines in atherosclerosis,aiming to offer new in-
sights for the scientific research and clinical management of this condition.
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