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Correlation between PTEN protein expression and proliferation, invasion and
metastasis of breast cancer
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[ Abstract ] Objective: To investigate the expression of tumor suppressor gene PTEN-encoded protein in breast cancer
tissues and its correlation with tumor cell proliferation, invasion and metastasis, so as to assess the role of PTEN protein in
the carcinogenesis and progression of breast cancer. Methods: The expression of PTEN was examined by immunohisto-
chemically in 86 breast cancer specimens ( keeped in Department of Pathology, First Hospital of Fuzhou ) and 30 benign
breast specimens ;the proliferation index of Ki67 was obtained. The relationship between PTEN expression and Ki67 prolif-
eration index, patient age, tumor size, histopathologic grade, axillary lymph-node metastasis, and clinical stage of breast
cancer was analyzed. Results: The positive rate of PTEN was 52.3% in breast cancer group and 93.3% in the control
group ( P <0.01 ); the Ki67 proliferation index was ( 31.5 £20.6 )% in breast cancer group and (9.7 +6.9 )% in the
control group ( P <0.01 ). PTEN expression was negatively related to Ki67 proliferation index, histopathological grade,
axillary lymph-node metastasis and clinical stage of breast cancer ( P <0.05 or P <0.01 ), and was not related to patients
age and tumor size ( P >0.05 ). Conclusion: PTEN expression was related to the proliferation, invasion and metastasis of
breast cancer cells and it can serve as an important marker for predicting biological behavior and prognosis of tumors.
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Fig. 1 Expression of PTEN and Ki67 in breast
cancer tissues ( S-P, x400 )

A: PTEN; B: Ki67
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Tab. 1 Correlation between PTEN expression and clinical

pathologic parameters in breast cancer tissues

PTEN expression

Group Case Negative Positive Positive P
(n) (n) rate( % )

Age

<50 47 22 25 53.2

=50 39 19 20 51.3 >0.05
Size

<2 cm 32 11 21 65.6

2-5cm 34 19 15 44.1 >0.05

>5 cm 20 11 9 45.0 >0.05
Histopathologic

grades”

I 28 9 19 67.9

I 33 17 16 48.5 >0.05

I 17 12 5 29.4 <0.05"
Axillary lymph-

node metastasis

No 40 12 28 70.0

Yes 46 29 17 37.0 <0.014%
Clinical stages

I-1 58 21 37 63.8

Im-v 28 20 8 28.6 <0.01""

"P<0.05vs | grade,”"P<0.0l vs I ~ I stages;
2P <0.01 vs No Axillary lymphnode metastasis;

# . .
: Breast invasive ductal cancer
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