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The function of macrophages in diabetes and its complications:

polarization imbalance and therapeutic prospects
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Abstract: Macrophages are a type of innate immune cell with phagocytic activity, playing a crucial role in
the pathogenesis and progression of diabetes and its complications, which are primarily characterized by
chronic inflammation. In condition of high blood sugar levels within the body, the interaction between
macrophages and pancreatic B cells (often referred to B cell-macrophage crosstalk) is considered as a core
pathway for triggering chronic low-grade inflammation and dysregulation of blood glucose homeostasis, with
the patterns of macrophage polarization have attracted widespread attention in recent years. To deepen the
understanding of the role of macrophages in the pathogenesis and progression of diabetes and its
complications, this paper reviews current progress in research on macrophage polarization in diabetes and its
complications, highlighting its potential role in disease progression, and concludes by summarizing the current
applications of macrophage polarization currently applied in the treatment of diabetic complications, aiming to
explore potential directions for future research.
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