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Abstract: Objective To observe the anti—inflammatory effect of triptolide in adjuvant arthritis(AA) rats. Methods
AA model was induced with Freund's complete adjuvant, and then the rats presenting secondary response were
randomly assigned into model group, triptolide groups (triptolide in the dosage of 100, 200, 300 pg-kg™, respectively).
Meanwhile, eight normal rats were randomly selected as the normal control group, and were given intragastric
administration of normal saline. Rats in the medication groups were given correspondent drugs by intragastric
administration. After administration for 14 days, the serum levels of interleukin 1 8 (IL-1f ) and tumor necrosis factor
alpha (TNF-a ) were measured by enzyme-linked immunosorbent assay(ELISA ), and the erythrocyte sedimentation
rate( ESR ) was measured. The pathological changes of ankle joint were also observed. Results In comparison with the
model group, serum levels of IL-18, TNF-a and ESR in triptolide groups were significantly decreased(P < 0.05, P
<0.01), and the decrease in high—dose triptolide group was more obvious(P < 0.01). Conclusion Triptolide shows
significantly therapeutic effect on AA in rats, and its therapeutic mechanism may be related with the down-regulation
of serum levels of IL.-1 3 and TNF-a in AA rats.
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Figure 1 Effect of triptolide on IL-1 and TNF-a in rat serum
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Figure 2 Effect of triptolide on ESR in rat serum
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