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Role of Macrophage during Wound Healing
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Abstract Macrophages are key components of wound healing. When trauma happens, circulating
monocytes migrate to wound site and differentiate into macrophages. In different phases of wound healing the
macrophages in wound site can promote debridement of the necrosis material, cell proliferation and angiogenesis,
collagen deposition and tissue remodeling. Furthermore, macrophages exhibit transitions in phenotype and function
as the change of microenvironment and they also interact with the other cells (mainly neutrophils) and ultimately
achieve tissue repair. This review will address the origin and polarization of wound macrophages, and their
interactions with neutrophils in the wound.
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Fig.1 Phenotype and function of wound macrophages
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Fig.2 Macrophages recognize and phagocytose apoptotic neutrophils
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