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Recent related studies suggest that osteopontin is related to the severity of cardiac insufficiency, and its

mechanism is related to mediating the expression of extracellular matrix and the regulation of the renin angiotensin aldoste-

rone system, which is expected to be a new biochemical indicator for clinical evaluation of patients with heart failure. ~ This

article reviews the structure and function of osteopontin and its mechanism and significance related to heart failure.
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Figure 1. Schematic diagram of effects of osteopontin on

heart failure
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