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ABSTRACT Objective: To compare the differential expression of P-gp and MDR, in human breast cancer sensitive cells MCF-7/S
and resistant cells MCF-7/ADR, MCF-7/TAM , and to preliminary distinguish the mechanism between breast cancer cells resistant to
adriamycin and to tamoxifen. Methods: We detected the expression of P-gp by using the methods of immunocytochemistry and flow
cytometry, and detected the expression of MDR, by using real-time fluorescence quantitative PCR in the three breast cancer cells.
Results: In MCF-7/ADR cells, P-gp and MDR, showed a high expression, which had a statistical significance compared with MCF-7/S
cells (P<0.01). In MCF-7/TAM cells, P-gp and MDR, showed a low expression, which had no statistical significance compared with

MCF-7/S cells (P>0.05). Conclusion: The high expression of P-gp and MDR, is the main mechanism in breast cancer cells resistant to

adriamycin, and is not the mechanism in breast cancer cells resistant to tamoxifen.
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o PCR Agilent Mx3000P 1wl Oligo dT 1l dNTP 2l 5% RT-buffer 6l RNA 1.5pug
Beckman-Coulter EPICS-XL RNA 30pl, 42°C 1h—95°C 5min
Olympus BX60., 5 cDNA -20C .
1.3 3) PCR  20ul 2x SYBR
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133 PCR MDR, @) MDRI1 SPSS13.0
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Fig.1 The expression of P-gp in three breast cancer cells(x 400)
1 P-gp MCF-7/S MCF-7/TAM MCF-7/S MCF-7/TAM P<0.01
MCF-7/ADR o MCF-7/S MCF-7/TAM P>
0.05 .
1 P-gp xt s n=6 22 P-gp
Table 1 The expression of P-gp in three breast cancer cells P-gp MCF-7/S .MCF-7/TAM MCF-7/ADR
Breast cancer cells Average optical density of P-gp 2 MCEF-7/S  MCEF-7/TAM P-gp
MCE-7/S 0.23+ 0.02 4.32+ 0.83.5.67% 0.76
MCF-7/TAM 0.22+ 0.04% P>0.05 .MCF-7/ADR P-gp
MCE-7/ADR 0,30+ 0.02* 251.4% 6.22 MCEF-7/S P<<0.01 .
23 PCR MDR,
Note: Compared with MCF-7/S, #P>0.05 *P<0.01
1 MCE-7/ADR P-gp 3.4
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Fig.2 The comparison of fluorescence intensity of P-gp in three breast cancer cells
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Fig.3 The FQ-PCR amplification curves of action
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Fig. 5 The FQ-PCR dissociation curves of action
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Table 2 The expression of MDR, in three breast cancer cells

Fig.4 The FQ-PCR amplification curves of MDR1
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Fig.6 The FQ-PCR dissociation curves of MDR1

Breast cancer cells ACt 2-h8a P
MCEF-7/S 2.14+ 0.74 1

MCEF-7/TAM 2.07+ 0.12 1.06x 0.44° 0.990

MCEF-7/ADR -5.67x 0.072 243,95+ 57.74% 0.008
Note: Compared with MCF-7/S, #P>0.05 *P<0.01

(5. 6). 2. P-gp  MDR,
2 MCF-7/TAM MCF-7/S MDR, Ling ™
P>0.05 MCF-7/ADR -

MDR, MCF-7/S MCF-7/TAM P<<0.01 . 57
3 . P-gp
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