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Summary The transient receptor potential vanilloid 4 (TRPV4),a member of the family of the transient re-
ceptor potential channels,is a non-selective cationic channel with moderate permeability to Ca*". It is widely dis-
tributed in a variety of tissues and organs. In recent years,accumulating studies have shown that TRPV4 is closely
related to the development fibrotic process of various tissues and organs,such as heart, lung, pancreas, kidney, liv-
er,and skin,suggesting that TRPV4 may be a potential new target for anti-fibrosis therapy. In this review, we ana-
lyze the literature on the relationship between TRPV4 and fibrosis and summarize the specific signal pathways and

possible mechanisms. In addition.the potential of TRPV4 as a new target for anti-fibrosis therapy is further dis-

cussed.
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Figure 1 The mechanism of TRPV4 in lung fibrosis
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Enhancing oxidative metabolism of branched chain amino acids can
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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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