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Abstract

AIM: To investigate the role of cyclooxygenase
(COX)-2 and 15-hydroxyprostaglandin dehy-
drogenase (15-PGDH) expression in colorectal
tumorigenesis.

METHODS: Dissected samples of colorectal
polyps from 48 consecutive patients with ad-
enomatous polyps and 25 patients with hyper-
plastic polyps, who underwent colonoscopy
at our hospital from February 2009 to October
2009, were used in this study. Carcinomatous
tissue samples surgically dissected from 15 pa-
tients with colorectal adenocarcinoma and 15
endoscopically taken normal colorectal mucosal
samples were used as controls. The protein and
mRNA expression of COX-2 and 15-PGDH was
analyzed by RT-PCR and Western blot, respec-

tively.

RESULTS: Colorectal adenocarcinoma showed
the highest expression level of COX-2 mRNA
and protein, followed by adenomatous polyps,
hyperplastic polyps, and normal mucosa (429.184
+45.721 vs 9.859 + 1.151, 83.387 + 15.957, 155.732
+ 28.395; 0.772 + 1.054 vs 0.138 + 0.025, 0.557 +
0.131, 0.509 £ 0.087, all P < 0.05). There was no
significant difference in COX-2 protein expres-
sion level between adenomatous polyps and hy-
perplastic polyps though significant differences
were noted among normal mucosa, polyps, and
carcinoma. Normal colorectal mucosa showed
the highest expression level of 15-PGDH mRNA
and protein, followed by hyperplastic polyps,
adenomatous polyps and adenocarcinoma (5.234
+ 0.358 vs 918.260 + 82.116, 125.380 + 28.713,
12.036 + 3.509; 0.186 + 0.058 vs 0.762 + 0.165, 0.443
+ 0.085, 0.202 £ 0.042, all P < 0.05). The absence
of 15-PGDH protein expression was found in
both adenocarcinoma and adenomatous polyps.
There was no significant difference in 15-PGDH
protein expression level between adenomatous
polyps and adenocarcinoma though significant
differences were noted in 15-PGDH protein
expression levels among normal mucosa, hyper-
plastic polyps, and carcinoma.

CONCLUSION: Increased COX-2 expression
and decreased 15-PGDH expression may be in-
volved in colorectal carcinogenesis.
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