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ABSTRACT Objective: To investigate the effects of the MDM?2 antisense oligonucleotide (ASON) combined with Paclitaxel on hu-
man breast cancer cells MCF-7. Methods: The synthesis of antisense oligonucleotides specific binding of MDM2 mRNA and missense
oligonucleotides(MON) different from four bases, different concentrations of MDM2 ASON mediated by Lipofectamine 2000 transfected
MCF-7 breast cancer cell lines, breast cancer cells transfected by 1 wmol/L paclitaxel treatment.The expression of MDM2 mRNA and
protein was determined by RT-PCR and Western blotting, To detect synergies of MDM2 ASON combined with paclitaxel and the inhibi-
tion efficiency of breast cancer cells MCF-7, the proliferation of MCF-7 cell to paclitaxe and chemosensitivity were observed by MTT as-
say. Results: The antisense oligonucleotide combined with Paclitaxel efficiently down-regulated MDM2 mRNA and protein expression,
inhibit the growth of MCF-7 cells. MDM2 expression was getting lower and lower with the increase of the concentration of MDM2 ASON
growing in a dose dependent relationship, the synergy of the A500 combined with paclitaxel was the most obvious. MTT showed that
proliferation inhibition rate of MCF-7 cell transfected to paclitaxel increased significantly, AS00 was the most significant effect, inhibi-
tion rate was (13.0 £ 0.84)%. Conclusion: Human breast cancer cell MCF-7 transfected was treated by a concentration of paclitaxel,
MDM2 expression was significantly decreased, increased apoptosis, MDM2 ASON combined with paclitaxel on MCF-7 cells had a syn-
ergistic effect, improved the sensitivity of breast cancer MCF-7 cells to paclitaxel.
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Table 1 Growth inhibition rate of MCF-7 cell determined by MTT analytical method
Growth inhibition rate of MCF-7
Group Repeat count OD value
cell(%)
Control 5 1.26% 0.150 1.11%+ 0.19
Liposome cells 5 1.23£ 0.130 1.58+ 0.24
M3500 cells 5 1.19+ 0.120 1.62+ 0.26
A100 cells 5 1.09+ 0.108 427+ 0.53
A200 cells 5 1.01% 0.101 7.50+ 0.68
A500 cells 5 0.08+ 0.092 13.0+ 0.84
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