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[ ABSTRACT] Aim  To explore the effects of scutellaria baicalensis polysaccharides on ulcerative colitis (UC) rats based on the
mechanism of cyclooxygenase-2 ( COX-2)/prostaglandin E2 (PGE2)/protein kinase B ( Akt) pathway. Methods Thirty rats
were randomly divided into the control group, the UC group and the scutellaria baicalensis polysaccharides group. HE staining was
used to detect the pathological changes in the colon tissues of rats in each group.  Western blotting and qRT-PCR were used to detect
the protein and mRNA levels of COX-2, PGE2, Akt, Occludin, and zonula occludens-1 (ZO-1) in colon tissues of each group.
ELISA kit was used to detect the levels of inflammatory factors. Results The colonic mucosal structure of rats in the UC group
was damaged, with glandular loss and infiltration of inflammatory cells.  In contrast, rats in the scutellaria baicalensis polysaccharides
group had intact colonic mucosal structure and reduced infiltration of inflammatory cells compared with the UC group.  Compared with
the control group, the expression levels of COX-2, PGE2, Akt protein and mRNA in the colon tissue of UC group rats, as well as the
serum levels of inflammatory factors were increased ( P<0.05), while the expression levels of Occludin and ZO-1 protein and mRNA
were decreased (P<0.05). Compared with the UC group, the scutellaria baicalensis polysaccharides group showed a decrease in the
expression levels of COX-2, PGE2, Akt protein and mRNA in the colon tissue of rats, as well as a reduction in the levels of inflamma-
tory factors ( P<0.05) , while the expression levels of Occludin and ZO-1 protein and mRNA were increased (P<0.05). Conclu-
sion Scutellaria baicalensis polysaccharides may improve the intestinal mucosal barrier function and alleviate inflammatory damage in
UC by inhibiting the COX-2/PGE2/ Akt signaling pathway.
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