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Effects of Ursolic Acid on the Expression of TNF-a, IL-17 and PGE2 in Joints of CIA Model Rats
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(Abstract] Objective To investigate the effect of ursolic acid (UA) on the expression of TNF—a, IL.-17 and PGE2 in the
joints of rats with collagen—induced arthritis (CIA). Methods Eight rats as normal control group were randomly selected from the 60
SD rats, and the other rats were built for CIA models. Then the CIA models were randomly divided into model control group, ursolic
acid group, methotrexate group and dexamethasone group. The rats were sacrificed 35 days after the administration, and the sections
were harvested for HE staining to observe the pathological changes of the joint bone. The expression of inflammatory cytokines
TNF-a, IL-17 and PGE2 were detected by immunohistochemistry. Results Compared with CIA model group, the expression of
inflammatory factors TNF—a, I1-17 and PGE2 in UA rats significantly decreased(P<0.01), and the effects of UA were not as good as
those in methotrexate and dexamethasone groups (P<0.01). Conclusion UA can significantly relieve the inflammation and injury of
joints in CIA rats and reduce the expression of related inflammatory factors in the joints.
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