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The distribution and clinical significance of intestinal flora in the pathogenesis of rheumatoid arthritis KANG
Haiying, WU Junping, ZHANG Majun, et al.Department of Rheumatology and Immunology, the Fifth People's Hospital of
Yuhang District, Hangzhou 311100, China.

[Abstract] Objective To investigate the distribution and clinical significance of intestinal flora in the pathogenesis of
theumatoid arthritis. Methods Totally 20 patients with rheumatoid arthritis (RA) and 20 healthy control groups were
selected as the study subjects. High—throughput sequencing was performed on the intestinal flora of the two groups, and
the abundance , a—diversity , B—diversity , distribution of OTU flora and LEfSe differences of the two groups were compared.
Results The intestinal flora abundance, a—diversity and B—diversity of RA group were lower than those of control group.
The abundance of intestinibacter increased, the abundance of Lactobacillus, Escherichia shigella, Klebsiella, Candidatus
Saccharimonas, Odoribacter and Enterococcus decreased in the RA. Conclusion The intestinal flora abundance of RA
patients is obviously lower than that of healthy people,and some of the flora have obvious differences.Therefore , changing
the intestinal flora structure may be a research direction for the treatment of RA in the future.
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