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Abstract

AIM: To examine the occurrence of apoptosis
in colon adenocarcinoma and investigate the
role of Bcl-2, Bel-xL and Bcl-w as mediators of
apoptosis.

METHODS: Fourteen human colon adenocar-
cinoma specimens were obtained by surgical
resection and pathologically confirmed. Twenty-
seven normal colon tissue specimens were ob-
tained by colonoscopic biopsy. Apoptosis was
detected using the terminal deoxynucleotidyl
transferase-mediated dUTP nick end labeling
(TUNEL) assay. The expression of Bcl-2, Bel-xL
and Bcl-w proteins was measured by immuno-
histochemistry.

RESULTS: Compared with normal colon tis-
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sues, the apoptosis index (Al) in colon adenocar-
cinoma tissues significantly decreased (t = 3.35,
P = 0.002). The expression levels of Bcl-xL and
Bcl-w proteins were significantly higher in colon
adenocarcinoma tissues than in normal colon
tissues (92.86% vs 11.11% and 85.71% vs 0%, re-
spectively; P < 0.01 and 0.05), whereas no signifi-
cant difference was noted in the expression level
of Bcl-2 protein between adenocarcinoma and
normal colon tissues (P > 0.05).

CONCLUSION: Apoptosis occurs in normal
colon tissue but decreases in colon adenocarci-
noma. Both Bcl-xL and Bcl-w proteins, rather
than Bcl-2 protein, may play an important role
in the suppression of apoptosis in colon adeno-
carcinoma.
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