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Abstract: Bridging integrator 1 (Binl) is one of the members of the amphiphy family, which can regulate cell functions such as endocytosis,
membrane circulation, cytoskeleton formation, DNA repair, cell cycle progression and apoptosis. Binl is an important part of the transverse tube
system of cardiomyocytes, and participates in the excitation contraction coupling reaction of cardiomyocytes. Binl is a potential biomarker of heart
failure, the decreased expression of Binl is related to the occurrence and severity of heart failure. The membrane potential of Binl deficient
cardiomyocytes is unstable and prone to arrhythmia. In myocardial infarction, the expression of Binl in infarcted myocardium is decreased or
absent, which affects the contractile function of myocardium. It may play an important role in the prevention and treatment of cardiovascular
diseases by giving exogenous Binl or increasing the expression of Binl with appropriate medicine. This article reviews the structural characteristics
and cellular function of Binl, and the relationship between Binl and myocardial infarction, arrhythmia and heart failure, in order to provide help
for clinical treatment of cardiovascular diseases.
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