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Research the mechanism of cannabinoid receptor2 on colitis in mice
Li Kai' Wu Zhengxiang' Yang Feng’
(' Dept of Gastroenterology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001;
*Dept of Clinical Laboratory The First Affiliated Hospital of Anhui Medical Uniersity Hefei 230022)

Abstract Objective

and to explore its effect on the endoplasmic reticulum stress( ERS) in the intestinal mucosa . Methods

To observe the role of cannabinoid receptor2 ( CB2) in acute experimental colitis in mice

32 SPF
mice were randomly divided into normal group model group CB2 agonist group and CB2 antagonist group. Disease
activity index( DAI) and colon histopathological score( HS) were evaluatd. The levels of TNF-o and ILH0 in colon
tissue were detected by ELISA. The expression of CB2 and ERS markers GRP78 CHOP in colon tissues were de—
tected by immunohistochemical. The mRNA levels of GRP78 and CHOP were detected by RT-PCR. Results
pared with the normal group the level of TNF-a was significantly higher and the level of IL40 was significantly low—
er( P <0.05) in the model group the expressions of GRP78 CHOP and its mRNA were significantly higher( P <
0. 05) . Compared with the model group the expression of CB2 in the CB2 agonist group was significantly higher( P
<0.05) the level of TNF-o dropped and the level of IL-40 increased( P <0.05) and the expressions of GRP78

CHOP and its mRNA were significantly reduced( P <0. 05) . The level of IL40 TNF-o and ERS markers had no

significant difference bewteen CB2 antagonist group and the model group ( P >0.05) . Conclusion Severe endo—

Com—

plasmic reticulum stress exists in intestinal mucosa of experimental colitis mice. The CB2 agonist activates CB2 ex—
pression reducing colitis in mice. Its mechanism may be related to inhibiting ERS in intestinal mucosa.
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