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Summary  Heart failure is abbreviated as HF, which refers to the cardiac circulation disorder syndrome
caused by insufficient blood perfusion in the arterial system and congestion of the venous system due to the ob-
struction of the systolic and/or diastolic functions of the heart. The main manifestations were pulmonary conges-
tion, systemic congestion and insufficient tissue blood perfusion. The pathophysiological mechanism of heart failure
has always been the focus of research,in order to find more effective means of prevention and treatment. Branched
chain amino acids (BCAAs) are important essential amino acids.and their relationship with cardiovascular diseases

has been studied more and more. This article reviews the research progress of branched chain amino acid metabo-

lism and heart failure.
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Advances in the treatment of heart failure by atrial shunt
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Summary Heart failure with preserved ejection fraction (HFpEF) accounts for about half of current heart

failure. HFpEF is clinically characterized by exertional dyspnea,which is usually caused by abnormally increased

left atrial pressure during exercise, Moreover.increased left atrial filling pressure in heart failure patients is associ-

ated with poor prognosis. In this casesthe presence of a unidirectional small atrial septal defect can prevent the ex-

treme increase in left atrial pressure and prevent sustained pulmonary congestion and acute decompensation without

causing severe right ventricular complications (pulmonary hypertension). Therefore, left atrial decompression by

establishing one-way left to right ventricular shunt has become a new treatment strategy for HFpEF,
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