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[ Abstract] Diabetes mellitus (DM) is a metabolic disease characterized by a chronic increase in blood glucose levels, and vascular
complications arising from poor long-term glucose control can seriously affect the prognosis and the quality of life of patients. Vascular
remodeling is a dynamic change process that can further develop from the initial adaptive changes into the pathological basis of vascular
complications in DM. Timely and effective pharmacological intervention to reverse vascular remodeling will largely avoid the occurrence of
vascular complications in DM. It is of great clinical significance to elucidate the mechanisms involved in DM vascular remodeling, and this

article reviews the relevant mechanisms involved in DM vascular remodeling to provide new ideas for future targeted drug screening and

prevention of DM vascular complications.
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