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[ Abstract] Diabetic cardiomyopathy ( DCM ) is a serious complication in diabetic patients. Despite extensive research on the

pathogenesis and therapeutic targets of DCM, effective prevention and therapeutic approaches are currently lacking. The pathogenesis of DCM

include cardiac inflammation, insulin resistance ,and myocardial fibrosis. Macrophages, as an important component of the human innate immune

system, play important roles in these pathological processes. Therefore, drugs targeting macrophages are promising in the treatment of DCM.

This article will provide an overview of how macrophages contribute to DCM development and potentially the drugs used to target macrophages

for DCM therapy.
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