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ABSTRACT Objective: To study the relationship between phosphatidylinositol 3 kinase/serine-threonine kinase (PI3K/AKT
signalling pathway and the resistance or invasive ability of breast cancer. Methods: MCF-7/ADR' were established by culturing parental
MCEF-7 cells with increasing concentration of adriamycin. The expression of phosphorylated AKT (P-AKT), P-Glycoprotein (P-gp) and
matrix metalloproteinase-2(MMP-2) was investigated by Immunofluorescence assay. The expression of P-AKT, P-gp and MMP-2 with or
without treatment of the PI3K inhibitor LY294002 was investigated by Western blot assay. Real-time quantitative PCR assay was used to
investigate the expression of MDR1 and MMP-2. Results: In MCF-7 cells, P-AKT, P-gp (MDR1) and MMP-2 were neither detected nor
only weakly expressed. In MCF-7/ADR' cells, the expression of P-AKT, P-gp (MDR1) and MMP-2 was increased. Treatment of
MCF-7/ADR' cells with LY294002 can seriously reduced the expression of P-AKT, P-gp (MDR1) and MMP-2. Significant differences
were not observed in MCF-7 cells. Conclusion: The resistance and metastasis can be reduced significantly through suppression of the
PI3K/AKT signalling pathway. PI3K/AKT kinase pathway may be important in the modulation of resistance and metastasis in breast
cancer.
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Fig.1 Expression of P-AKT, P-gp and MMP-2 in MCF-7 cells and MCF-7/ADR' cells was examined by immunofluorescence assay(* 400)
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Fig.2 Expression of P-AKT, P-gp and MMP-2 in MCF-7 cells and
MCF-7/ADR' cells was examined by Western Blot assay
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