64 1
Vol. 64, No. 1, January, 2003

QK-2

The Clinical Significance of Cyclooxygenase 2
Expression in Colorectal Cancer

Hyun Rok Jang, MD., Keun Ho Yang, MD.,, Byung Noe
Bae, MD,, Ki Hwan Kim, MD., Se Hwan Han, MD., Hong
Joo Kim, MD,, Young Duck Kim, MD., Hong Yong Kim,
MD. and Joung Yeon Kim, MD!

Purpose: Epidemiologic studies have indicated that the use
of nonsteroidal anti-inflammetory drugs, which inhibit cy-
clooxygenase activity, reduce the risk of colorectal cancer.
In addition, several studies have denonstrated the increased
expression of cyclooxygenase-2 (COX-2) in human colorectal
cancer tissues. However, the role of COX-2 in colorectal
cancer has not been fully established. The aim of this study
was to clarify the clinicopathologic significance of COX-2
expression in human colorectal cancer.

Methods: We performed immunohistocherical straining for
COX-2 expression in 124 human colorectal cancer speci
mens. COX-2 expression was then conpared with clinico-
pathologic factors and survival outcomes.

Results: COX-2 was expressed in the cytoplasm of the
cancer cells. COX-2 expression was noted in 86.3% of the
cancer patients and significantly correlated with the histologic
type. The depth of invasion tunor size, lynph node meta-
stasis and stage were not correlated with COX-2 expression.
Multivariate analysis for the factors associated with survival
shoned that serum CEA, size, depth and lynph node
involverment correlated with survival, but COX-2 expression
had no correlation.

Conclusion: These data suggest that COX-2 expression in
primary lesion of colorectal cancer may not be a useful
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merker for evaluating prognosis. However, further studies are
necessary for identification of the roles in colorectal carcino-
genesis. (J Korean Surg Soc 2003;64:39-43)
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Fig. 1. Immunohistochemicd staining of COX-2 in arepresentative
section of colorectd carcinoma (< 100). COX-2 expression
is observed in the cytoplaam and in the nucleer envelope
of the tumor cdls, and some stromal cdls are stained.
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Table 1. Correlation between COX-2 expresson and dinico-

pathologica features

COX-2 expression

Vaiable P
=) (+)
M D (129 62 (338%
Gender F 5 (100% 45 (00% 02t
0 7 (127% 48 (87.3%

Age >60 0 (145% 59 (855% O''°
. Colon 7 (113% 55 (887%
Locstion  petosigmoid 10 (16.1% 52 (839% 040

00 7 (146% 41 (854%
SCEA (hgm) | 150 8 (113% 63 (887% 00
5 9 (155% 49 (845%
Size (om) >5 8 (123% 57 (877 O
Polypoid 2 (100% 18 (900%
Gross Ulcerofungate 9 (13.8%9 56 (862% 0.902
Ulceroinfiltrat e 5 (135% 32 (865%
wal 8 (100.0%
Micro Moderate 11 (10.8%9) 91 (89.2% 0.001
Poor 1(200% 4 (800%
Mucinous 5 (556% 4 (444%
pTL T2 1% 19 (950%
Depth T3, T4 16 (154% 83 (846% 0
LN (=) 5(116% 38 (884%
involvemen  (+) 2 (148% 69 (852%
=) 5 (116%) 38 (884%
Vlfl‘\g'son (+) 5 (2500 15 (7509 0227
(++) 7 (115% 54 (885%
. Diploid 5 (156% 27 (844%
DNA POy apioid 6 (130% 40 (870% O
Sphase 5 5 (16,19 26 (839% .
fraction =5 5 (1119 40 (889%
1 163% 18 (947%
Sage 2 7 (143% 42 (857% 0.123
3 4(08% 37 (902%
4 5(333% 1 (66.7%
0 11 (113% 86 (887% o
1 6 (23.19% 20 (769%
LN = lymph node a
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. 2. Keplan-Moler disease-free surviva curves of patients with

and without COX-2 expression. A satistically difference
was not cbserved between the two groups (P=0.1299).
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Table 2. Cox proportiona hazards modd for risk factors associated with surviva. Vaues in paenthesis are 95% confidence intervals

Factor B

Sandard eror P

Odds ration

Saum CEA ( 10 vs. > 10) 0.176
Sze ( 5vs =5 —0.346
Microscopic Finding 0499
Depth (pT1, 2 vs pT3, 4) 1957
LN involvement (negative vs. positive) 2315
Venous invason (negative vs. postive) 0.053
DNA ploidy (diploid vs. aneuploid) -0979
Sphase fraction ( 15% vs. = 15%) —0.105
COX-2 expression (negetive vs. positive) 2553

0.087 0.043
0.170 0.042
0514 0.332
0911 0.032
1007 0.022
1185 0.083
0.64 0.134
0.690 0.879
1497 0.088

1192 (1006 1413
0.708 (0507 0988)
1647 (0602 4507)
7078 (1188 42.166)
10.127 (1406 72.950)
7.794 (0764 79543
0.376 (0.104 1353)
0.900 (0233 3483
12.851 (0684 241467)
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