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Mechanism of Jinteng Qingbi Granules against rheumatoid arthritis based on gut
microbiota

ZHOU Zheng, ZHAO Ling-ling, JIA Wen-rui, WANG Juan
The First Affiliated Hospital of Zhengzhou University, Zhengzhou 450052, China

Abstract: Objective To tnvestigated the mechanism of Jinteng Qingbi Granules against rheumatoid arthritis based on gut microbiota.
Methods According to body weight, the rats were randomly divided into 6 groups, namely control group, model group, diclofenac
sodium group, and Jinteng Qingbi Granules high, medium, and low-dose groups, with 6 rats in each group. Collagen induction method
was used for modeling, and the dosages of Jinteng Qingbi Granules in high, medium, and low dose groups were 6.30, 3.15,1.58 g/kg,
respectively. The dose of diclofenac sodium group was 3 mg/kg; Control group and model group were given the same amount of normal
saline intragastrically for 4 weeks. Hematoxylin-eosin staining (HE) was used to observe the pathological changes of the ankle joint of
the rats, ELISA was used to detect the serum inflammatory indicators, and 16S rDNA was used to analyze the changes of intestinal
flora in the cecum contents. Results Compared with the model group, Jinteng Qingbi Granules could significantly reduce the degree
of joint swelling, the infiltration of ankle arthritic cells, and the serum levels of TNF-a, IL-1p and CRP in collagen-induced arthritis
model rats. At the same time, 16S rDNA showed that Jinteng Qingbi Granules could increase the relative abundance of Cyanobacteria,
Tenericutes, Verrucomicrobia, Fusobacteria, Lachnospiraceae NK4A136 group, and Ruminiclostridium 5, as well as decrease the
relative abundance of Proteobacteria, Lactobacillus and Ruminococcus 1. Conclusion Jinteng Qingbi Granules may play an anti-
rheumatoid arthritis role by regulating the “gut-joint” axis.
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Table 2 Alpha diversity analysis of gut microbiota in each group
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Fig. 9 Functional prediction analysis of gut microbiota
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