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Inhibitory functions of Panax notoginseng saponins on LPS-induced RAW264.7
cells inflammation via iNOS-NO-NF-kB signaling pathways
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Abstract: Objective To investigate the effect of Panax notoginseng saponins (PNS) on the expression and activity of iNOS-NO-
NF-«B signaling pathway related molecules in lipopolysaccharide (LPS)-stimulated RAW264.7 cells in vitro. Methods RAW264.7
cells were treated with different concentrations (25 — 100 pg/mL) of PNS for different periods of time (24 — 48 h). Anti-
inflammation effects of PNS in LPS-stimulated RAW264.7 macrophages were measured based on the detection of nitric oxide (NO)
overproduction (Griess method, DAF-FM DA fluorescence assay and NO, scavenging assay), and the cell proliferation was
measured by MTT assay, the expression of iNOS, NF-«B, p-NF-«B, IKKa, p-IKKa, p-IkBa by Western blot, the NF-kB p65
translocation by confocal laser scanning fluorescence microscopy. Results When the concentration of PNS was more than 150 pg/
mL, the inhibition of cell proliferation was significant. 25, 50, 100 pg/mL PNS treated RAW264.7 cells for 24 and 48 h, compared
with the model group, NO production was significantly reduced (P < 0.001). After PNS (25, 50 and 100 pg/mL) was applied to
RAW264.7 cells for 24 h, the expression of iNOS, NF-«kB proteins and the expression of p-NF-«B, p-IKKa, p-IkBa proteins were all
decreased in a dose-dependment manner (P < 0.01, 0.001). Conclusion Taken together, PNS exerts anti0inflammatory effects, by
inhibiting the activity of iNOS-NO-NF-kB signaling pathway in LPS-treated RAW264.7 macrophages.
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Fig.1 Effects of PNS on morphology of RAW264.7 cells
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Fig.5 Effects of PNS on NF-kB p65 translocation to nucleus of LPS-induced RAW264.7 cells (x£ s,n=3)
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