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[ABSTRACT] AIM: To explore the molecular mechanism of panaxadiol saponin ( PDS) by observing Toll like re-
ceptor (TLR) 2 and TLR9 mRNA expression induced by lipopolysaccharide (LPS). METHODS : Rats were divided into
LPS, LPS + PDSL, LPS + PDSM and control group, respectively. Nitric oxide synthase (NOS) activity, nitric oxide (NO)
content, LPO content, SOD activity and TLR2 and TLR9 mRNA expression were assayed 4 h after intravenous injection of
LPS. RESULTS: NOS activity, NO content, LPO content of LPS + PDSL group and LPS + PDSM group were significantly
lower than those in LPS group. TLR2 mRNA expression in the liver tissue of LPS + PDSL group and LPS + PDSM group was
decreased compared with LPS group. CONCLUSION ; PDS has a protective effect on liver tissues by triggering the down —
regulation of TLR2 expression, reducing NOS activity, and NO content.
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Tab 1 Changes of NOS activity and NO content in LPS induced

shock rats(x +s. n=6)
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(omol * min ™"+ g
NO, /NO; (wg/5)
*P<0.05 vs LPS group.
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Tab 2 Changes of LPO content and SOD activity in LPS induced

shock rats(x +s. n=6)

4.789.77 33.56£12.36" 30.52£11.23*

31.26+13.55 65.77£16.32 46.77+14.33" 41.23+12.93"

Control 1P IPS+PDSL  LPS+PDSM
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3

SOD(10°Vg 79 56419.87  60.54221.19 99.55426.62° 93.65+27.18°
protein. )

*P<0.05 vs LPS group.
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