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Role of Gut Microbiota in Cardiovascular Diseases and its Mechanism
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Abstract: Cardiovascular diseases are now the leading cause of serious harms to human health, have drawn
widespread attention both domestically and internationally. But the current research on mechanism of cardiovascular
diseases is not keeping up with the current status of their treatment. The microbiota in the gut, the largest microecological
system in the human body and its interaction with the human host have been implicated in a variety of diseases. The
relationship between gut microbiota and cardiovascular diseases has been increasingly understood in recent years. The
changes of gut microbiota and its metabolites are the major contributing factor for the occurrence and development of
cardiovascular diseases, therefore, correction of gut microbiota dysbiosis may provide a novel therapeutic alternative for
cardiovascular diseases. This article reviews the role of gut microbiota and its metabolites in cardiovascular diseases,
aiming to provide reference for future related studies.
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Intestinal microorganisms and their metabolites (e.g. TMAO, SCFA, LPS, etc.) affect the occurrence and development of cardiovascular diseases

(e. g. atherosclerosis, coronary heart disease, heart failure, etc.) through various pathway. Some cardiovascular diseases (such as heart failure) can

produce short chain fatty acids through glucose fermentation and interact with gut microbiota.
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Fig.1 Intestinal microbiota and cardiovascular disease
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