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Abstract Objective: To study the changes of intestinal flora in the model of knee osteoarthritis (KOA) induced by iodoac-
etate sodium and explore the potential relationship between intestinal flora and KOA. Methods: SPF rats were divided into
blank control group and KOA group, KOA rat model was made by local injection of iodoacetic acid into the knee joint.
Changes of intestinal flora in rat feces were detected by 16SrDNA. Protein expression of NF-kB, TNF-¢ in colon tissue
were detected by Western Blot. The gene expression of caspase-1,IL-18 in colon tissue were detected by RT-qPCR. The
permeability of colonic mucosa was observed by HE staining. Pathological changes of synovial and cartilage tissue were
observed by HE staining. Inflammatory factors of LBP,IL.-1, TNF-a,1L-10 in serum of rats were detected by ELISA. Re-
sults: Compared with control group, changed intestinal flora were screened out from KOA group, akkermansia and verru-
comicrobia were the most significant, permeability of colon mucosa was destructed, protein expression of NF-xB, TNF-«
and gene expression of caspase-1,IL-1f in colon tissue were increased (P<C0. 05). Inflammatory factors of LBP,IL-1,

TNF-q increased in serum while 11.-10 decreased( P<C0. 01). Conclusion: Under the pathological state of KOA, intestinal

flora changes and colonic inflammatory response is enhanced.
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