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Abstract

This article reviews the correlation between the gut microbiota and liver cirrhosis. The gut microbiota
plays a significant role in human health, and its imbalance is closely related to a variety of diseases.
In recent years, studies have found that the gut microbiota is significantly associated with the oc-
currence, development and prognosis of liver cirrhosis. This article elaborates in detail on the basic
concepts of the gut microbiota, the development mechanism of liver cirrhosis, and the interaction
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between the two. Meanwhile, new strategies for the diagnosis and treatment of liver cirrhosis based
on the intestinal microbiota were explored, providing new ideas for future research and clinical ap-
plication.
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5.1. EE. mETMEETTHIF

i A R AE SOREIRER, A0 NSRRI 40 1 B B R & RTINS TSR (@ e s Ak [46]. VF 2B FULE

DOI: 10.12677/acm.2025.1582373 1352 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.1582373

AR 5F

AN RIS T A5 AN ) 21 28 10 2 A 0 AT i 0 AT B 2 s 5 I RE A AT (47 [48] W U R W, 2 2
368 Tt 2 i T A 2 2 T ) A ORI A 5 A R R R B B ZE A [49] [501]
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Table 1. Comparison of key clinical trials on the treatment of complications of liver cirrhosis with probiotics

1. s EAT TR R AR KR IR SIS EE

KEEW AL B AEAE T FEA S BH 4 45 5

HETUFATE + T 95995 (HE ) 79 2% HE 3% % 38% vs X B4
RS 6 ™A 1K 18% (p < 0.05)
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5 ) (48] RCT, n =200 MIMBb7S IBS fiEAR 14> (o 0’01)“
Egresi, A. 45 HEEBRP(EEINF]  NAFLD AR f B BB ALT T & 15%
% N\[47] " TILFFE) (k) (p < 0.05)
Bajaj I. S. 3 . AT RS BRI R BB R T 5 JEge R
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AFUET Tl T B 170 A P 2 A T (PR 2 g 9 P B 917 963 P O ) 4 9 52 A A2 25 o R R (AR T 2 ) A
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