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[ Abstract ] With people’s increasing understanding of the pathophysiological processes of heart failure, the value of various biological

indicators for the diagnosis and prognosis of heart failure is constantly being discovered. In the course of its occurrence and development, the

organism plays an important role through myocardial stretch, matrix remodeling, cardiomyocyte injury, oxidative stress, inflammatory

reaction, neurohormone activation, renal insufficiency, and so on. In this paper, several possible applications in clinical diagnosis are

analyzed from different approaches, the biomarkers of patient prognosis is evaluated and the research status in recent years is reviewed.
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