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Effect of macrophages polarization in the occurrence, development and repair of diabetic
cardiomyopathy
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Abstract: Diabetic cardiomyopathy (DCM) as the severe complication has become the main cause of death in diabetic patients. It is
supposed that macrophages participate in the inflammatory response and play a key role in the initiation and progression of DCM.
Two phenotypes, M1(classically activated) macrophages and M2 (alternatively activated)macrophages, cooperate in modulating
immunity and inflammation. The polarization of macrophages is influenced by autoimmunity and inflammation directly. Various
inflammatory modulators, signaling pathways and transcription factors are involved in regulating macrophage polarization. When
DCM occurs, local and systemic microenvironment changed, and the balance between M1 and M2 macrophages is ruined which in
turn aggravating inflammation. Therefore, it has great prospect of clinical application to explore effective intervention on macrophage
polarization and study the interactions between signaling pathway and progression or recovery of disease. Following is a review of
role of macrophage polarization in progression and repair of DCM, for seeking a new therapeutic target of DCM.
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