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[ Abstract] Hypertension is one of the most common chronic diseases worldwide, and its development involves complex immune
regulatory mechanisms. Recent studies indicate that dendritic cells play a central regulatory role in hypertension-related immune imbalance.
They not only function as antigen-presenting cells 1o activate T cell responses, but also modulate the interaction between innate and adaptive
immunity , fostering a chronic inflammatory environment. Unlike traditional research focusing on macrophage-mediated inflammatory pathways,
dendritic cells amplify immune cascade reactions through antigen presentation, co-stimulatory molecule regulation, and pro-inflammatory
cytokine secretion, thereby accelerating hypertension-induced damage. This paper systematically summarizes the key mechanisms of dendritic
cellz in the immune regulation of hypertension and explores their potential as therapeutic targets.
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