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group was increased markerdly( P <0.05) and compared with blank group and negative control RNA group there
was no statistically significant difference. Compared with blank group and negative control RNA group the migra—
tion distance in siRNA-FBXO11 group was increased significantly( P <0.05) and compared with blank group and
negative control RNA group there was no statistically significant difference. Conclusion FBXO11 might inhibit
the migration of lung adenocarcinoma A549 cells via the regulation of Snail.
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Abstract Objective
duced by dextran sulphate sodium( DSS) in mice. Methods

To investigate the expression and significance of IREla and IRE1R in chronic colitis in—
Seven-to-eight-week-old C57BL/6 mice were random—
ly divided into control group and chronic colitis group( n = 10 for each group) . Chronic colitis group was given
1.0% DSS free to drink for 7 days and then water for 14 days as a cycle. After three cycles a mouse model of chro—
nic colitis was established. Mice in the control group was only given drinking water. Disease activity index( DAIT)

colon length and pathological inflammation score of the colon were observed. The expression of pro-inflammation cy—
tokines IREla IRE1IB XBPlu XBPls and MUC2 mRNA were detected by realHime quantitative PCR  and the
expression of IREla IRE1B and MUC2 protein were evaluated by immunohistochemistry. Results There was no
inflammation in mouse colon of the control group; whereas mice showed the inflammatory manifestations at the end
of third cycle in mouse colon of the chronic colitis group. IL-6 IL-8 and TNF-o« mRNA in chronic colitis group were
significantly higher than that of the control group( P <0.05) . There was no significant difference in the expression
of XBP1s and IRE1 between the two groups. The expression of IRE1B XBPlu and MUC2 mRNA in mice with
chronic colitis were significantly lower than that of control group( P <0.05) . The protein of IREla was mainly ex—
pressed in the cytoplasm of colonic epithelial brush margin and plasma cells and lymphocytes of some inflammatory
cells. IREla protein in the colitis group was higher than that of the control group. The protein of IRE13 and MUC2
were mainly expressed in colonic epithelial cells and their expression was decreased in chronic colitis group( P <
0.05) . Conclusion ER stress molecule IREl1a may be involved in the intestinal inflammatory response by splicing
XBP1
pathway of IRE13/MUC2 is inhibited in the pathophysiology of chronic inflammation in the gut.
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and regulate its own expression through other mechanisms to participate in the inflammatory process. The
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