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Significance of the Expression of Cyclin-Dependent Kinase Inhihitor,
p27°"" in Human Breast Cancer
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pl‘ﬁ"""ﬁ' protein, a negative cell eycle regulator in G progression, has been reported to be related with human cancers including
colon, breast and non-small cell lung carcinomas. To elucidate a possible prognostic indicator, we studied 49 cases of human
breast carcinoma for expression of p27°" protein using an immunohistochemical method, and compared these results with
known prognostic parameters of the breast cancer. p27°" protein was intensely stained in nuclei of carcinoma cells in 26
cases (53.1%). The expression rate of p27° " protein was significantly higher in higher nuclear grade (p < 0.05), lower histologic
erade (p< 0.01), lower N classification (p<20.001) and lower clinical stage (p< 0.05) than in lower nuclear grade, higher
histologic grade, higher N classification and higher clinical stage, respectively. pl?}:""' protein expression was significantly
correlated with progesterone receptor status (p< 0.05) or cyclin D expression (p<0.05). No statistical correlations were found
hetween expression of p27° " protein and other parameters including tumor size, estrogen receplor status, p53 overexpression
and c-erbB-2 expression. The results suggest that reduced expression of pETHi“" protein plays a role in biologically aggressive
behavior of breast carcinoma and might contribute in predicting breast cancer patient’s survival. (Korean J Pathol 1998;
32: 1081~ 1088)
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4 #HabEe] vlel = 30415 AT R | 4
#He 478+ 114dolqlek. Foke] AVE 1 emFH 9
e DhEbx|g]w, B 27)E 3.6+ 18 cme| gk 2
7)ol whe} bl uf, 2 em o)she] A8 fete 14
o] (28.6%), 2 cm 22} 5 em o|sbe 284 (57.1%), 5 cm
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Table 1. General characteristics of studied cases (n=49)

Parameters No. of cases %

Tumor size

-2 cm 14 8.6

2—5 cm 28 57.1

5~ ¢tm 7 143
MNuclear grade

I 17 347

11 26 53.1

11 6 12.2
Histologic grade

I 4 8.2

I 18 367

111 27 a3l
Lymph node

NO 23 469

NI 13 26.5

N2 13 ' 26.3
Stage

1 10 204

11 26 531

Il 13 26.5
Positive immunoreactivity

ER 28 57.1

PR 21 429

pid 16 327

¢-erbB-2 32 65.3

Cyclin D1 27 55.1

p27 26 53.1

ER: estrogen receptor
PR: progesterone receptor

F4E 9l 63 YRF2 p27 0 1083

(53.1%)2 7hak vkeka, 1EFe] 176 (34.7%), HIG~ol
6ol (122%)2] s+olgleh =23 F58 el 7t
2l mkola] 270 (55.1%)0| 91, G-l 184 (36.7%), 1
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23ed] (46.9%)7F SAlo|gla, NI, N2 27} 13«] (26.5%)
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p27*tle] wiE e o o4 49 ello] g 2 F
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Table 2. Relationship between p27 expression and clinicopath-
ologic parameters in breast carcinoma

p27 immunoreactivity

Parameters = p-value
Negative Positive

Samples (n=49) 23 26

Tumor size NS
0~2 cm 4 10
2=35 em 16 12
3~ om 3 4

MNuclear grade 0.034
l 10 7
Il 13 13
I 0 i

Histologic grade 0.006
I 0 4
Il 6 12
111 17 10

Lymph node (0.00K)
MO 3 19
N1 7 6
N2 12 1

Stage 0.020
I 2 8
I 12 14
111 9 4

NS: not significant
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Fig. 1. Benign or nommal ductal epithelial cells and myoep-
thelial cells show diffuse, intense, noclesr nmunoresctivity
against anti-p27* antibody.,

Fig. 3. Infiltrating duct carcinoma cells with well differemtined
hiselogy  show  diffuse,  Inlense, nuclear  immunorecactivity
against anti-p27" " antibady,
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Fig. 2. Immunchistochernivally, p27" protein eapression is
demomstrated in doct carcinoma n st lesion.

kg

Fig. 4. Poorly differentiated infiltrating duel careinoma cells do
el show immunchistochemical expression of p27°" protein.
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Table 3. Relationship between p27 expression and other imm-
unohistochemical parameters in breast carcinoma

p27 immunoreactivity

Parameters p-value
Negative Positive

Samples (n=49) 23 26

ER NS
MNegative 13 8
Positive 10 18

PR 0.025
MNegative 17 11
Positive 6 13

P33 N5
MNegative 13 20
Positive 10 6

c-ertbB-2 NS
Negative 5 12
Positive 18 14

Cyelin D1 0.033
Negative 14 8
Positive 9 18

NS: not significant, ER: estrogen receptor, PR: progesterone
receplor
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