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Abstract This paper examined the expression level of Oct4 in breast cancer tissue and further investigate
its effect on cell invasion of breast cancer. Western blot analysis was used to detect the protein level of Oct4 in 27
paired breast cancer tissue and adjacent non-tumoral breast tissue. Oct4 expression in breast cancer cells was knock-
down by lentivirus-mediated shRNA interference technology. The effect of oct4 silencing on the cell invasion was

determined by wound-healing assay and cell invasion assay. Four EMT markers (E-cadhrin, alpha-catenin, vimen-
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tin and N-cadherin) were analyzed by Western blot analysis. The results demonstrated that 74% (20/27) patients

showed elevated Oct4 expression in breast cancer tissue compared with that in adjacent non-tumoral breast tissue.

Lentivirus-mediated shRNA significantly suppressed Oct4 expression. Gene silencing of oct4 markedly inhibited

invasion of breast cancer cells. Knockdown of oct4 in breast cancer cells induced the expression of epithelial mark-

ers E-cadherin and a-catenin that was accompanied by a concomitant reduction of mesenchymal marker N-cadherin

and vimentin. These finding suggested that Oct4 expression was upregualted in breast cancer tissue. Gene silencing

of oct4 inhibited cell invasion of breast cancer through regulating EMT.
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Tabel 1 The clinical data of 27 patients with breast cancer

EER P T BRI RN BarE it
Age Carcinoma simplex  Scirrhoous arcinoma  Breast invasive ductal Invasive lobular Medullary carcinoma Total
carcinoma carcinoma

30~39 2 0 1 0 0 3
40~49 1 0 3 0 0 4
50~59 5 1 6 1 1 14
60~69 1 1 2 0 0 4
70~79 1 0 1 0 0 2
Total 10 2 13 1 1 27
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1.8 Hit=EHHH

g Uxss TE 20K 7R, K HISPSS 11.048 v
AT G 27 A B, PR A I H5 LG A O £-test 70 #T,
P<0.05 4 Z B4 m L.
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1-27: patient number; T: breast cancer tissue; N: adjacent non-tumrol
tissue.
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Fig.1 Western blot analysis of Oct4 expression in breast
cancer tissue and adjacent non-tumoral tissue in
27 pairs HCC patients
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Fig.2 Western blot analysis of Oct4 expression in cells
infected lentivirus expressing shRNA-Oct4 or
shRNA-control
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Fig.3 The effect of oct4 knockdown on breast cancer cell

motility was examined by wound-healing assay
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1: shRNA-control; 2: sARNA-Oct4.
&5 Western blot%) #roct4i T EK 3T EMTHREH B £ 0
Fig.5 Western blot analysis of oct4 silencing on expression
of EMT markers
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A: microscopy figure of cells invased through matrigel; B: quantification of invased cells. *P<0.05 vs shRNA-control.
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Fig.4 The effect of oct4 knockdown on breast cancer cell invasion was examined by cell invasion assay
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