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Abstract  The gut microbiota is a complex and dynamic ecosystem containing trillions of microorganisms
that produce bioactive metabolites that affect host health and disease development. In recent years, a large number
of studies have proved that the intestinal microbiota and its derived metabolites affect the occurrence and develop-

ment of cardiovascular diseases, including arrhythmia, and atrial fibrillation. This review describes the association

of atrial fibrillation with the gut microbiota and its metabolites.
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VFZWF 58I\ 8 I 38 B I AT AR AR 2 AF
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bile acids, PBA) | % %% 5 i B8 (short-chain fatty
acid, SCFA) 7 i 38 1Q 8 W 9 i 32 o 18 W Wi )y 3
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— 7 T 3R 35 JB v W 2R A K- 1 (glucagon-like pep-
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PYY) W RETIC . AR ik IXURS: , o5 — T TH SUHG I &=
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(transforming growth factorp-1, TGFB-1)/Smad3
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1T 22 24 5 T A 8 H O (mitiogen-activated
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i & (receiver operating characteristic curve,
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W0 B UL 4 He 800 55 8 R R 11 (calmodulin
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AR IC W R LPS K, I BE IR AF B9 KURE
FRBTAEZR ARV B 5 i & R L H g me) 7 38
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