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Research progress on the role of pulmonary macrophages in the repair of acute lung injury
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[Abstract] The lung is vital human respiratory organ that are susceptible to damage caused by infections, physical or chemical
stimuli, and other factors. Effective repair following lung injury is crucial for maintaining pulmonary function homeostasis. The
process of lung injury repair is regulated by various factors, with pulmonary macrophages playing a pivotal role in this process.
Pulmonary macrophages promote the repair process after lung injury through phagocytosis, phenotypic polarization, secretion of
cytokines, and interaction with alveolar epithelial cells and vascular endothelial cells. Therefore, targeted intervention in the
differentiation of pulmonary macrophages may represent an effective approach to mitigating lung injury and promoting tissue repair.
This article reviews the research progress on the molecular mechanisms which pulmonary macrophages contribute to lung injury
repair, aiming to provide new perspectives for understanding the pathophysiological processes of pulmonary diseases, and a
theoretical reference for new therapeutic strategies targeting pulmonary macrophages.
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Fig.1 Macrophage subsets in normal lung tissue and acute lung injury
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Tab.1 Main markers and functions of lung macrophages
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Tab.2 The main signaling pathway regulating the phagocytosis of pulmonary macrophages
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