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Abstract ; Objective To investigate the relationship between intestinal flora changes and serum inflamma-
tory factors and liver fibrosis in patients with non-alcoholic steatohepatitis (NASH). Methods A total of 127
patients with NASH admitted to the First People's Hospital of Guangyuan City from May 2022 to May 2025
were selected as the observation group,and 127 healthy people who underwent physical examination in the
First People's Hospital of Guangyuan City during the same period were selected as the control group. The ob-
servation group all underwent liver biopsy.and the patients were divided into liver fibrosis group and non-liver
fibrosis group according to the fibrosis. Pearson correlation analysis was used to analyze the correlation be-
tween intestinal flora and serum inflammatory factors in NASH patients. Multivariate Logistic regression was

used to analyze the influencing factors of liver fibrosis in patients with NASH. Results The number of
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Bifidobacterium and Lactobacillus in the observation group were lower than those in the control group, the
number of Enterobacter and Enterococcus,and the levels of C-reactive protein (CRP) and interleukin-6 (IL-6)
were higher than those in the control group,and the differences were statistically significant (P<C0. 05). Pear-
son correlation analysis showed that the numbers of Bifidobacterium and Lactobacillus were negatively corre-
lated with the levels of CRP and IL-6 in patients with NASH (P <C0. 05),and the numbers of Enterobacter
and Enterococcus were positively correlated with the levels of CRP and IL.-6 (P <{0. 05). The number of
Bifidobacterium and Lactobacillus in the liver fibrosis group was lower than that in the non-liver fibrosis
group,and the number of Enterobacter and Enterococcus and the levels of CRP and IL.-6 were higher than
those in the non-liver fibrosis group.and the differences were statistically significant (P <Z0. 05). Multivariate
Logistic regression analysis showed that the increase in the number of Enterobacteriaceae and Enterococcus
and the increase in CRP and I1.-6 levels were risk factors for liver fibrosis in patients with NASH (P <C0. 05).
The changes of intestinal flora in patients with NASH are closely related to the changes of serum

Conclusion

inflammatory factors. The increased number of Enterobacteriaceae and Enterococcus and the increased serum

CRP and 11.-6 levels are the risk factors for liver fibrosis in patients with NASH.
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