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Osteopontin: new targets for diagnosis and treatment of

cardiovascular complications of diabetes mellitus
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(General Medicine of the Second Hospital of Lanzhou University, Lanzhou 730000, China)

Abstract: Osteopontin (OPN) is a multifunctional phosphorylated glycoprotein, inflammatory cytokine and
pro-atherosclerotic factor, which is closely related to many physiological and pathological processes. Diabetes
mellitus is a high-incidence chronic disease, and cardiovascular complications such as diabetes nephropathy
(DN), diabetes retinopathy (DR), atherosclerotic cardiovascular disease (ASCVD), and diabetic cardiomyo-
pathy (DCM) are the main causes of disability, death and poor prognosis in diabetes patients. Recent studies
have confirmed that continuous stimulation of high glucose environment can promote the overexpression of
OPN, and OPN may lead to impaired glucose regulation, impaired glucose tolerance and insulin resistance
through various mechanisms, eventually leading to elevated glucose and the occurrence of diabetes. In
addition, high levels of OPN expression in circulation and tissues are associated with diabetic cardiovascular
complications, and may serve as a predictive biomarker and therapeutic target for diabetic cardiovascular
complications. Based on this, this article will summarize the structure and function of OPN, and describe
the mechanism and relationship of OPN in the progression of diabetes and its cardiovascular

complications.
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