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[ Abstract] Metabolic cardiovascular disease is a cardiovascular disease mainly caused by the disorder of glucose and lipid metabolism.
The mechanism of its occurrence has not been clarified yet, but the intervention of metabolism can effectively improve the prognosis. At
present, many adipokines are known to be involved in the pathological mechanism of cardiovascular disease. Asprosin,as a novel adipokine,
can promote metabolic disorders and increase the risk of cardiovascular disease, but also play a protective role in cardiovascular disease by

reducing oxidative stress and lipidoses. This article reviews the potential role of Asprosin in metabolic cardiovascular disease, hoping that

Asprosin can provide new ideas for the prevention, control and treatment of metabolic cardiovascular disease.
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