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Effect of tripterygium glycosides on the expression of TLR4

in colonic mucosa of ulcerative colitis in mice
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Abstract ;[ Objective ] To observe the effect of Tripterygium wilfordii on LPS/TLR4 signaling pathway
of colon mucosa in dextran sulphate sodium(DSS)induced ulcerative colitis mice, and to explore its possible
mechanisms of action. [ Methods ]JBALB/c mice were randomly divided into six groups:model group,low,
medium and high dose groups of Chinese medicine tripterygium glycosides intragastric group,negative con-
trol group and normal control group. Ulcerative colitis model was made by DSS in BALB/c mice, and
treatment was 21 days. TLR4 mRNA was detected by real-time PCR and western blot. [ Results ] The ex-
pression of TLLR4 was significantly decreased in the three groups of herbs compared with the positive con-
trol group(P<C0. 01) ,but there was no significant difference between the medium and high doses of groups
or between negative control group and the normal group(P>>0.05). [ Conclusion] Tripterygium glycosides
can suppress the LPS/TLR4 signaling pathway,and inhibit the inflammatory reaction in UC mice,thus can
be effective in controlling ulcerative colitis.
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