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Research progress in the treatment of heart failure by
targeting intestinal flora and its metabolites

CHEN Ningning, HAO Ning, DING Xiaotong, WANG Shu
(Department of Cardiology, First Affiliated Hospital of Harbin Medical University, Harbin 150001, China)

Abstract Heart failure is the end stage of cardiovascular disease and the leading cause of morbidity and mortality worldwide
today. More and more studies have shown that there is a significant correlation between the imbalance of intestinal
flora and intestinal flora and the occurrence and development of heart failure. Therefore, targeted therapy for
intestinal flora and its metabolites are expected to become a new treatment strategy to improve heart failure. This
article reviews the role of intestinal flora and its metabolites in heart failure and the research progress of targeted
therapy for heart failure.
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