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The role of microbiota on the initiation and development of arthritis developed
in IL-1ra -/- mice
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Microbiota may influence initiation and development of arthritis. We
investigated the influence of long term anti-biotics (ABx) use on microbiota and the course of
arthritis developed in IL-1ra -/- mice. ABx was given in the drinking water after weaning. ABX
treatment reduced total bacteria to 8 percent and arthritis showed temporary improvement,
accompanying decrease of intra-articular neutrophil and macrophages. The reduction of inflammatory
cells were explained by decreased intra-articular cytokines and chemokines such as CXCL1, MIP-1B ,
and RANTES, but not IL-17A. The mice treated with ABx after development of arthritis did not show
improvement of arthritis. These results indicate importance of timing and interval of ABx treatment

when we apply ABx to modulation of microbiota for treatment of arthritis.
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1. Bacteroides group
2. Firmicutes
3. Lachnospiraceae
4. Clostridium coccoides group
5. Clostridium leptum
6. Lactobacillaceae
7. Segmented filamentous bacteria
8. Bifidobacterium
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