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[ Abstract] The gut microbiota has a wide range of effects on human metabolism and extra-intestinal organs. Recent studies have shown
that intestinal microbes disturbance promotes the occurrence and development of cardiovascular disease through various pathways. The central
nervous system regulates the cardiovascular system. In recent years, it has been found that the gut-brain axis composed of intestinal flora and
its metabolites and the central nervous system plays an important role in the occurrence and development of cardiovascular disease such as
hypertension , arrhythmia and heart failure. At present, the detailed mechanism of gut-brain axis and cardiovascular disease is becoming

increasingly clear. This paper reviews the latest research mechanism of gut microbiota promoting cardiovascular disease through gut-brain axis.
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