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Correlation Between IL-6 /STAT3 Signal Pathway and Intestinal Barrier in Ulcerative Colitis

Abstract :Aim  To detect the expression levels of intestinal barrier related proteins in UC patients, and to explore the relationship between IL-6/
STAT3 and intestinal barrier dysfunction.Methods We collected 200 Biopsies from UC patients and devided them into mild (62 cases), moderate(70
cases) and severe(68 cases) groups according to Mayo scores. Specimens from normal persons without colonic abnormalities were served as control
group. The expressions of Occludin, Claudin-1, B-defensin, sIgA and STAT3 proteins were determined by immunohistochemistry and the expression of
IL-6 mRNA was determined by RT-PCR.Results Compared with the control group, the expression levels of Occludin, Claudin-1 and sIgA decrease
significantly in UC groups (P << 0.001,P < 0.05,P < 0.001), meanwhile Occludin and Claudin-1 are negatively correlated with the severity of the
disease (RS =-0.563,P < 0.001;RS = -0.779,P < 0.001 ) . The expression of B-defensin increases significantly (P << 0.01) and is positively related
with the severity of the disease (RS = 0.698, P < 0.001). IL-6 and STAT3 increase significantly in the UC groups. What’ s more, they are negatively
IL-6/STAT3
signaling pathway can regulate the expression of a variety of intestinal barrier associated proteins, cause intestinal barrier dysfunction, and thereby induce

correlated with the expression of Occludin, Claudin-1 and sIgA , and are positively correlated with B-defensin expression . Conclusions

and aggravate UC.
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