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Abstract

AIM: To simultaneously detect the expression of
Survivin, cyclooxygenasa-2 (COX-2), vascular
endothelial growth factor (VEGF) and CD34 in
colorectal cancer and explore its correlation with
tumor angiogenesis.

METHODS: All specimens (including 26 colorec-
tal cancer specimens, 10 colorectal polyp speci-
mens and 7 chronic colitis specimens) were col-
lected from September 2007 to May 2008 at the
Second Affiliated Hospital of Harbin Medical
University. All specimens were pathologically

reevaluated to confirm the initial diagnosis. The
expression of Survivin, COX-2, VEGF and CD34
in these specimens was detected by immunobhis-
tochemistry.

RESULTS: The positive rates of Survivin,
COX-2 and VEGF proteins in colorectal cancer
tissue were 76.9%, 80.8% and 69.28% respective-
ly, significantly higher than those in colorectal
polyp and chronic colitis tissues (P < 0.01 or 0.05).
The microvascular density (MVD) revealed by
CD-34 immunostaining in colorectal cancer tis-
sue was significantly higher than that in colorec-
tal polyp and chronic colitis tissues (23.69 + 9.96
vs 13.10 £ 7.05 and 10.43 * 4.24, both P < 0.01).
Furthermore, the expression of Survivin, COX-2
and VEGF proteins in colorectal cancer tissue
is positively correlated with tumor microvessel
count (all P < 0.05). In colorectal cancer tissue,
the expression of Survivin was closely correlated
with that of COX-2 and VEGF (y* = 11.18, 4.72, P
<0.05).

CONCLUSION: Survivin is probably able to
promote tumor angiogenesis through regulating
the expression of COX-2 and VEGEF in colorectal
cancer.

Key Words: Survivin; Cyclooxygenasa-2; Vascular
endothelial growth factor; CD34; Colorectal cancer
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4.72, $41P<0.005).
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