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Research progress in pharmacological treatment of diabetic myocardial fibrosis
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[ Abstract] Diabetic myocardial fibrosis is a key pathological feature of diabetic cardiomyopathy. It can lead to
diastolic dysfunction of the heart and, subsequently, heart failure. This article systematically reviews the research progress
of pharmacological treatments for diabetic myocardial fibrosis, with a particular focus on the latest advancements in
therapeutic strategies. These strategies include antihyperglycemic agents, RAAS inhibitors, PPAR-a agonists, TGF-8
inhibitors, antioxidants, and traditional Chinese medicine. By analyzing the mechanisms of action and clinical research

data of these drugs, their potential to improve myocardial fibrosis and cardiac function is highlighted. In addition, future

research directions are proposed.
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