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Abstract

The anti-inflammatory effects of Polygonum multiflorum water extracts (PMWSs) and Polygonum multiflorum 70
% ethanol extracts(PMESs) were investigated using lipopolysaccharide-induce by inflammatory response. The inhibitory
effects of PMWs and PMEs on the production of nitric oxide (NO) and pro - inflammatory cytokines in LPS
- activated Raw 264.7 cells were investigated. The effects were examined after reducing production of Nitric oxide
(NO), prostaglandin E, (PGE;), interleukin-6 (IL-6), tumor necrosis factor-a. (TNF-q), interleukin-13 (IL-18), nitric
oxide synthase (iNOS) and cyclooxygenase-2 (COX-2) protein levels. RAW 264.7 cells were cultured with LPS
(1 ng/mL) in the presence or absence of PMWs and PMEs for 24 h to determine their NO, iNOS, COX - 2 levels.
During the entire experimental period 10, 25, 50 and 100 pg/mL of PMWs and PMEs showed no cytotoxicity.
At these concentrations, PMWs and PMEs concentration dependently reduced the production of nitric oxide (NO),
prostaglandin E, (PGE;), interleukin-6 (IL-6), tumor necrosis factor-a (TNF-a) and interleukin-18 (IL-18). PMWs
and PMEs were inhibited the activittion of iINOS, COX-2 by 89%, 54%, 91% and 57% respectively, at 100 pg/mL.
These results indicate that PMWs and PMEs significantly reduces the effect of oxidative and inflammatory cytokines.
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Fig. 1. Cell viability of PMW, PME on RAW 264.7 cell.

RAW 264.7 cells were treated with 25, 50, 75, 100, 250, 500 pg/mL of PMW, PME
dissolved in media for 1 h prior to the addition of LPS (I pg/mL), and the cells
were further incubated for 24 h. Data represent the meantSD with three separate
experiments.
WPMW : Polygonum nultiflorum water extracts

PME : Polygonum nuitiflorum 70 % ethanol extracts
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Fig. 2. Inhibitory effects of PMW, PME on the production of nitric
oxide RAW 264.7 cells.

RAW 264.7 cells were cultured with LPS (1 pg/mL) in the presence or absence of
PMW, PME for 24 h to determine the level of NO. Nor : LPS not induced group,
Con : LPS induced group. [A] PMW : extracted with water. [B] PME : extracted
with 70% ethanol. The data represent the meantSD of three separate experiments
(significant as compared to LPS induced group. *p<0.05,**p<0.01).
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Fig. 3. Effect of PMW, PME on the production of cytokines stimulated by LPS

Production of [A] TNF-q, [B] IL-6 , [C] IL-13, [D] PGE, were measured in the medium of RAW 264.7 cells cultured with LPS (I ug/mL) in the presence or absence
of PMW, PME for 24 h. The amount of TNF-a, IL-6, IL-13, PGE, was measured by immuno assay as described in materials and methods. Nor : LPS not induced group,
Con : LPS induced group. (a) PMW : extracted with water. (b) PME : extracted with 70% ethanol. Data represent the meantSD with three separate experiments. (compared

to LPS induced group. *p<0.05, **p<0.01).
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Fig. 4. Inhibitory effects of PMW on the protein levels of iNOS and COX-2 in Raw 264.7 cells.
Raw 264.7 cells (5%10° cells/mL) were pre-incubated for 24 hr, and the cells were stimulated with lipopolysaccharide (1 ug/mL)in the presence of complex extracts sample

(10, 25, 50, 100 pg/mL) for 24 hr. Nor :
induced group. *p < 0.05, **p < 0.01).
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Fig. 5. Inhibitory effects of PME on the protein levels of iNOS and COX-2 in Raw 264.7 cells.
Raw 264.7 cells (5x10° cellymL) were pre-incubated for 24 hr, and the cells were stimulated with lipopolysaccharide (1 pg/mL)in the presence of complex extracts sample

(10, 25, 50, 100 pg/mL) for 24 hr. Nor :

LPS not induced group, Con :
LPS induced group. *p < 0.05,

wp < 0,01).

LPS induced group. Data represent the meantSD with three separate experiments. (compared to
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