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Abstract

AIM: To investigate the expression of PGE,, Bcl-2 and
Bax in the carcinogenesis of colorectal mucosa and the
relationship between them.

METHODS: The expression of PGE,, Bcl-2 and Bax were
detected in 15 normal colorectal mucous membrane
(NCM), 20 chronic colonitis (CHC), 30 colorectal ad-
enoma (CAA), 50 colorectal cancer (CC)and 50 cancer
adjacent (CAT) tissues by DAB immunohistochemical
staining. The correlations among PGE, Bcl-2 and Bax ex-
pression as well as the clinical and pathological character-
istics were analyzed.

RESULTS: The rates of PGE, expression in NCM, CHC,
CAT, CAA and CC tissues were 6.67%, 10%, 40%, 56.7%
and 90% respectively and manifested an ascending trend.
The rates of Bcl-2 expression in the five groups were
6.67%, 10%, 38%, 46.7%, and 76% respectively and also
showed an ascending trend. The rates of Bax expression
in the five groups was 86.67%, 75%, 78%, 76.7% and
82% respectively and there was no significant difference
among the five groups (P>0.05). However, the positive
degree in NCM, CA and CC group exhibited a descending
trend (P<0.05). The expressions of PGE,, Bcl-2 and Bax
in human CC were not associated with sex, age and the
size of tumor (P>0.05). A positive correlation was noted be-

tween expression of PGE;and Bcl-2 in CC tissue (r = 0.532,
P<0.05). The same correlation also existed between Bax
and Bcl-2 (r = 0.653, P<0.05). The rates of PGE,, Bcl-2
and Bax expression in highly and moderately differenti-
ated CC were significantly higher than those in lowly dif-
ferentiated one (100%, 88.9%, 85.2% vs 79.3%, 60.9%,
78.3%;P<0.05). The expression of Bcl-2 was significantly
higher in Duke’s A, B stage than that in Duke’s C, D (90%,
77.8% vs 60%, 57.2%;P<0.05).

CONCLUSION: The expression of PGE, and Bcl-2 in-
creases while that of Bax decreases with the occurrence
and development of CC, which indicates that PGE, and
Bcl-2 play important roles in the carcinogenesis and de-
velopment of CC. At the same time, there is a positive
relationship between PGE, and Bcl-2.
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