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Correlation between liver inflammation and intestinal flora in mice infected with Schistosoma japonicum
MEI Congjin, YANG Yingying, DONG Panpan, SONG Lijun, ZHOU Yonghua, XU Yongliang, YU

Chuanxin (Jiangsu Institute of Parasitic Diseases s National Health Commission Key Laboratory of Parasitic Dis-
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ease Control and Prevention sWuxi214064, Jiangsu sChina)

Objective The aim of this study is to observe and analyze the correlation between liver lesions and intesti-
nal flora in C57BL/6] mice infected with Schistosoma japonicum. Methods 10 mice (6-week-old) were randomly di-
vided into 2 groups,healthy control group and Schistosoma japonicum-infected group. Each mouse in the infected group
was infected with 15 Schistosoma japonicum caecal larvae. The liver tissues were dissected at the 7th week after infection
to perform the following analysis:1) After paraffin embedding. HE and Masson staining were performed;2) The content
of hydroxyproline (HYP) was determined by colorimetry;3) The mRNA was extracted from the liver tissues,and the ex-
pression levels of inflammatory factors IL.-1b and TGF-b in the liver tissues were analyzed by RT-PCR;4) The feces of
mice were collected and tested for microbial diversity by BGI. Tech. Results After HE and Masson staining.the aver-
age arca of single granuloma and collagen in the infected group was 148 532 pum® and 193 209 pm” ,respectively. The con-
tent of hydroxyproline in healthy control group and infection group was 0. 18 and 0. 34 prg/mg,respectively,and the differ-
ence was statistically significant (P<C0.01). The mRNA expression levels of IL.-1b mRNA in healthy control group and
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infection group were 1. 06 and 8. 33.respectively,and the differences were statistically significant (P<C0. 01) ; the mRNA
expression levels of fibrosis factor TGF-b were 1. 05 and 9. 58, respectively,and the difference was statistically significant
(P<C0.01). 16s feces diversity analysis showed that the Shannon index of intestinal flora in infected group was lower than
that in healthy control group,and Simpson index was higher than that in healthy control group. Analysis of phylum level
species composition showed that the abundance of Firmicutes in infected mice feces was significantly decreased (P <<
0.05). At the genus level, the relative abundance of Bacteroides s Paraprevotella and Helicobacter in infected mice feces
was significantly up-regulated (P <C0. 05) ,the relative abundance of Coprococcus was significantly decreased (P<C0. 05).
The correlation analysis of environmental factors between different bacteria and IL.-1b, TGF-b and HYP showed that the
abundance of Bacteroides,Paradulococcus and Helicobacter were positively correlated with the mRNA levels of 1L.-1b,
TGF-b and HYP, while the abundance of Coprococcus was negatively correlated with the relative mRNA levels of the a-
bove inflammatory factors. Conclusion The changes of liver egg granulomatous lesions and the mRNA expression lev-
els of inflammatory factors in Schistosoma japonicum infected mice are related to the changes of intestinal flora. The a-
bundance of Bacteroides , Pala phumella and Helicobacter were positively correlated with the mRNA levels of inflamma-

tory factors and fibrosis factors,while the abundance of Coprococcus was negatively correlated with the mRNA levels of
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these inflammatory factors.
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Fig. 1 Liver lesions and inflammatory factors in mice infected

with S. japonicum
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