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ABSTRACT: Acute kidney injury (AKI) is an increasingly more severe global health problem, but there is still no available methods
to prevent its occurence or promote its recovery. It has become urgent to find effective targets and strategies to promote renal tubular re-
pair and prevent renal fibrosis progression. Macrophages are important innate immune cells with phagocytic functions. They present sub-
stantial heterogeneity of both origins and functions, playing a complex role in multiple physiological and pathological processes including
tissue development and homeostasis, host defense, and tissue damage, repair and fibrosis, etc. In particular, the functional status of
macrophages vary dynamically at different stages of renal injury and repair with prominent diversity. This article reviews the research ad-
vances on the role and the regulatory mechanism of macrophages in renal injury and repair, to provide new ideas for finding therapeutic
targets and formulating treatment strategies of AKI.
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