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Abstract

AIM: To investigate the significance of cyclo-
oxygenase-2 COX-2), peroxisome proliferator-
activated receptor y (PPARy), and nuclear tran-
scription factor-kappa B (NF-kB) p65 expression
in ulcerative colitis (UC) and to analyze their
correlation.

METHODS: The colonic biopsies were collected
from 32 UC patients and 26 healthy controls at
West China Hospital. The endoscopic grades of
UC were assessed according to the Baron Scale.
The pathological grades of UC were classified
according to the Riley-Mani-Goodman classifica-
tion. The expression of COX-2, PPARy and NF-
kB P65 proteins in colonic mucosa was deter-
mined by immunohistochemistry.

RESULTS: According to Riley-Mani-Goodman
classification, 19 UC patients had grade I dis-
ease, 9 had grade II disease, and 4 had grade III
disease. COX-2 and NF-«xB p65 proteins were
mainly distributed in epithelial cells and lamina
propria inflammatory cells in UC, but were neg-
atively or weakly expressed in normal colonic
mucosa. The expression levels of COX-2 and
NF-xB p65 proteins in UC patients were signifi-
cantly higher than those in healthy controls (both
P < 0.05). PPARy was mainly expressed in the
cytoplasm of colonic epithelial cells. The expres-
sion of PPARy protein in UC patients was signif-
icantly lower than that in healthy controls (P <
0.05). Although the expression of COX-2 protein
was not correlated with the histological grade of
UC, a good correlation between the expression
of PPARy and NF-xB p65 and histological grade
was noted (H =411, P <0.05; H=16.77, P < 0.01).
There is a positive correlation between COX-2
and NF-«xB p65 protein expression in UC (r = 0.92,
P <0.01), while a negative correlation was found
between NF-kB P65 and PPARy protein expres-
sion (r = 0.905, P < 0.01).

CONCLUSION: NF-«B expression is involved in
the development and progression of UC. COX-2
and PPARy are also involved in the process
of inflammation/injury in UC. COX-2 affects
the process of inflammation in UC possibly by
acting upon the PPARy-NF-kB p65 signaling
pathway. COX-2, PPARy and NF-«xB p65 may be
used as targets for UC therapy.
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