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Purpose: The p27"*" gene has been recognized as a nega- &z 8 W1t e Este] goah, 22 Wrle
tive regulator of the cell cycle and a potential tumor sup- olgte AE 1 AEE o7t A& 57T HWolA
pressor gene. Reduced expression of the p27*"' protein has 71Z9 whg HekslAY Q2 ol&Q1te] HhAe] H
been reported in several human tumors and has been asso- Q23 ARo|n] W AFAE] o)A HEL%L;JF@% Bz
ciated with a poor prognosis in breast, lung, colon, prostate, AESA Zuo|A] uhs] i o] 2 Q1AA o] &3}7] 9

bladder, esophageal and gastric cancers. In the present
study, we assessed p27 expression in patients with colorec-
tal cancer in relation to their clinicohistological parameters.
Methods: We investigated p27 expression in 80 patients with
colorectal cancers using immunohistochemical staining and
the results were analyzed regarding the survival and clinico-
pathological parameters.

Results: Among 80 cases of clolorectal carcinomas, p27
expression was detected in the nuclei of tumor cells in 48
cases (60%). With the exception of differentiation (p < 0.01),
no significant correlation was found between p27*' and
TMN stage, lymph node metastasis, depth of tumor invasion
or overall survival.

Conclusion: The results suggest that reduced expression of
p27""" protein plays a role in the differentiation of colorectal
carcinoma and may be a potential prognostic factor. But,
more studies are regired in order to determine whether
p27""" protein expression is a clinically valuable prognostic
factor. (J Korean Surg Soc 2001;60:536-541)
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Table 1. Association between p27 expression and clinicopathologic

factors
p27
(n=80) p-value
(=) m=32 (+) n=48
(40%) (60.0%)
Sex NS
Female 42 18 (42.9%) 24 (57.1%)
Male 38 14 (36.8%) 24 (63.2%)
Age NS
<50 yr 16 8 (50.0%) 8 (50.0%)
>50 yr 64 24 (37.5%) 40 (67.5%)
Differentiation <0.01
Well 18 1 (5.6%) 17 (94.4%)
Moderate 52 22 (42.3%) 30 (57.7%)
Poor 10 9 (90.0%) 1 (10.0%)
T-stage NS*
1 2 0 (0%) 2 (100%)
2 7 3 (42.9%) 4 (57.1%)
3 66 26 (39.4%) 40 (60.6%)
4 5 3 (60.0%) 2 (40.0%)
Lymph node status NS
0 41 14 (34.1%) 27 (65.9%)
1 20 10 (50.0%) 10 (50.0%)
2 19 10 (52.6%) 9 (47.4%)
TNM stage NS
1 7 2 (28.6%) 5 (71.4%)
2 34 12 (353%) 22 (64.7%)
3 37 16 (432%) 21 (56.8%)
4 2 2 (100%) 0 (0%)

*NS = not significant.
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Fig. 1. Immunohistochemical staining, p27Kip' is strongly expressed
in the well differentiated adenocarcinoma, X 200.
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Fig. 2. Immunohistochemical staining, p27Kipl is not expressed in
the moderately differentiated adenocarcinoma, x200.

gk, W7loll uhE p279] WAL B7] 1014 5|(71.4%), W
7] 20014 2240](64.7%), B 7] 3ellA] 21](56.8%), B 7] 40|
A 04](0%)E p27 o] Frasle FAIE Hlon,
o] 3t HAIA o482 etk 2, A A qolA
o] F3txol whE p279] WA AEILE QrFollA 174
94.4%), FSE I35 gFollA 304(57.7%), A E3}=
FFolA = 16(100%)oN 4 A& vebiAl E3h=rt v
A 279 Wdo] Zhasle o ARPAIE Ko F
9 th(p <0.01)(Table 1, Fig. 1, 2).
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Fig. 3. Cumulative survival curves according to p27 expression in
all cases (n=80). The survival rates between p27 positive
exprssion group and p27 negative expression group were
not significantly different (p=0.34), tested with the log-rank
analysis.
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Fig. 4. Cumulative survival curves according to p27 expression in
stage II patients (n=34). The survival rates between p27
positive expression group and p27 negative expression
group in the same stage II were not also significantly
different (p=0.09), tested with the log-rank analysis.
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