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ABSTRACT Objective: To investigate the effect of rheum tanguticum polysaccharides (RTP) on the activity of TLR-4/NF-«kB
pathway and the possible mechanisms in lipopolysaccharide (LPS) treated human colon cancer cells HT-29. Methods: HT-29 cells were
divided into control group, LPS-treated groups (1 pg/mL, added for 30 min, and 1 h), RTP (1mg/mL, cells were pretreated with RTP for
30 min) and LPS-treated group (1 pg/mL, added for 30 min, and 1 h). Then, the distribution of NF-kB in cells was observed by
immunofluorescence; the expression of IkB-a, phosphorylated IkB-a, as well as TLR-4 in the cell membrane, was detected using western
blot. Results: RTP could inhibit LPS-stimulated nuclear translocation of NF-«kB, degradation of IkB-«, phosphorylation of IkB-«, and
reduce TLR-4 expression in membrane. Conclusion: RTP may suppress the activation of NF-«B signaling pathway through inhibition of
LPS-stimulated TLR-4 distribution to cell membrane.
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Fig. 1 Effects of RTP on NF-kB translocation in LPS-activated HT-29 cells. Red staining showed NF-kB. Sections were

counterstained with Hochest (blue) to identify the orientation of nuclei. (original magnification, 200% )
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Fig. 2 Effects of RTP on IkBa phosphorylation and degradation in
LPS-activated HT-29 cells
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