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Relationship between Crohn’s disease and gut microbial dysbiosis CHEN Yangfang,ZOU Ke.Department of Labora—
tory , Wenzhou People’s Hospital , Wenzhou 325000, China.

[Abstract] Objective To explore the relationship between Crohn’s disease and gut microbial dysbiosis. Methods In
this study, 16S rDNA sequencing was performed in 30 stool samples from clinically diagnosed Crohn’s disease patients
and 30 stool samples from healthy control population.The abundance distribution of the phylum and genus levels in the
two samples were compared, as well as the intestinal microecological composition of specimens difference from phylum
and genus levels. Results The number of gut microbial in patients with Crohn’s disease was 390.13 = 168.02, which
was lower than the control group (670.53 + 221.29) , the difference was statistically significant (1=150.00, P<<0.05).In
the analysis of phylum level, gut microbial were mainly composed of firmicutes (44.90% ) , proteobacteria(31.42%) , bacte—
roidetes (17.85%) and actinobacteria(3.08%) in Crohn’s disease group,while gut microbial were mainly composed of fir—
micutes (52.95%) , bacteroidetes (37.62%) , proteobacteria (4.53%) and actinobacteria (4.11%) in control group. In the
analysis of the genus level, gut microbial were mainly composed of escherichia/Shigella (22.58% ) , bacteroides (12.18% ) ,
veillonella (7.03%) , lachnospiraceae (5.60%) and enterococcus (4.79%) in Crohn’ s disease group, while gut microbial
were mainly composed of bacteroides (19.55%) , faecalibacteria (15.53%) , prevotella (15.26%) and roseburia (6.87%) in
control group.The intestinal microecological composition of specimens between Crohn’s disease and healthy control were
significantly different at phylum and genus levels (x’=21.96,9.16, P<<0.05). Conclusion Compared with healthy popul—
ation, the gut microbial diversity of Crohn’s disease patients is destroyed,and the gut microbial of microecological compo—
sition have more variability.
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