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Abstract :

Salusin-f is a biologically active peptide, which plays an important role in promoting atherosclerosis,

raising blood pressure, promoting cardiomyocyte hypertrophy, participating in vascular smooth muscle cell prolifera-

tion and anti-inflammatory response. Salusin-f3 has certain predictive value for the prognosis of cardiovascular disea-

ses, it is expected to find targets and thus support the treatment of cardiovascular diseases.
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