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Effect of Radix Saposhnikoviae in Tongxie Yaofang on PAR, mRNA Expression and Inflammatory Mediators
in the Colon of Rats with Postinfection Irritable Bowel Syndrome

HU Xuguang', LIAO Shuli?>, WANG Yingfang', GONG Mengjuan', WANG Man', LIU Shasha', HAN Bin' (1. School
of Chinese Herbal Medicine, Guangdong Pharmaceutical University, Guangzhou 510006 Guangdong, China; 2.
Guangzhou Municipal Home for the Aged, Guangzhou 510550 Guangdong, China)

Abstract: Objective
and inflammatory mediators in the colon of rats with postinfection irritable bowel syndrome(PI-IBS). Methods PI-IBS

To study the effect of Radix Saposhnikoviae in Tongxie Yaofang on PAR, mRNA expression

rat model was established by intragastric administration of Shigella flexneri, and the effects of Tongxie Yaofang(TY),
TY with Radix Saposhnikoviae (RS)removed, RS on intestinal mucosal PAR, mRNA expression and inflammatory
mediators of substance P(SP), tumor necrosis factor(TNF-a ), interleukin 6(IL—6 )were measured. Results TY,
TY with RS removed, and RS increased intestinal pressure threshold, reduced the defecation frequency of PI-IBS rats
(P <0.053¢ P<0.01). TY and RS also decreased the contents of SP, IL-6 and TNF-a, and down-regulated the
PAR, mRNA expression in colonic intestinal mucosa (P < 0.05, P < 0.01). TY with RS removed decreased the
content of SP (P < 0.05), but had no effect on IL-6, TNF-a, and PAR, mRNA expression. Conclusion RS in
TY plays an important synergistic action on analgesic and antidiarrheal effect, and on inhibition of PAR, mRNA
expression and inflammatory mediators.

Keywords: Irritable bowel syndrome; Tongxie Yaofang; Radix Saposhnikoviae; Herbs for dispelling wind; Protease
activation receptor 2(PAR,)
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Figure 1 The effect of TY, RS and TY without RS on the PAR,
mRNA gene expression in colonic mucosa of PI-IBS rats(RT-PCR )
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