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[ Abstract ] Studies have shown that gut microbiota metabolites short-chain fatty acids ( SCFAs) play a significant role in the

occurrence and development of cardiovascular diseases, such as hypertension, atherosclerosis and heart failure. Moreover, intervening

intestinal SCFAs production has been proved to improve the prognosis of cardiovascular diseases. This article summarized recent research

progress on the relationship of SCFAs and cardiovascular diseases.
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