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miR-07 mimics or negative control using Lipofectamine 2000. After transfection the expression level of miR407

was tested by qRT-PCR. Cell proliferation was tested by methylthiazol tetrazolium (MTT) assay. Cell cycle was de—

tected by flow cytometry. The expression level of CDK6 protein was measured by Western blot. Results

Compared

with the blank control group the expression level of miR-407 in miR407 mimics group was significantly increased

(P <0.05). In addition the proliferation of HepG2 cells was inhibited (P <0.05) GO/G1 phase cells were in—

creased (P <0.05)

and the expression level of CDK6 protein was decreased (P <0.05) in miR407 mimics

group. Conclusion These results demonstrate that miR-407 inhibits the proliferation and induces GO/G1 phase ar—
rest in HepG2 cells which may be related to the inhibition of CDK6 expression.
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Synergistic effect of exemestane and low-dose methotrexate on
exemestane-resistant MCF-7 human breast cancer cells and

reversal mechanism of drug-resistance
Ju Lingli" Yuan Yuan® Pan Yueyin'
(' Dept of Oncology The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*The Central Laboratory of Binhu Hospital Hefei 230601)

Abstract Objective To investigate the combined effect of exemestane and low-dose methotrexate on exemestane—
resistant MCF7 human breast cancer cells( MCF-7 /EXE) . Methods
low-dose of methotrexate alone and in combination on growth of MCF-7 /EXE cells were assessed by using the MTT

Antiproliferative effects of exemestane and

assay. Synergistic interaction between the two drugs was evaluated in vitro by using the combination index (CI)
method. The cell cycle distribution was analyzed by flow cytometry in a half inhibitory concentration of exemestane
and low-dose of methotrexate . The changes of apoptosis on MCFZ7 /EXE cells exposed to two drugs alone or in com—
bination were observed by fluorescence microscope. The expression of Bcl2 AKT P-AKT and cyclooxygenase2 was
investigated by Western blot. Results MTT assays indicated that the combination treatment apparently decreased
the viability of MCF-7 /EXE cells compared to single drug treatment (CI <0.9). In addition the combination of
exemestane and low-dose methotrexate exhibited a synergistic inhibition of cell proliferation arrested the cell cycle
in the S phase significantly and produced a stronger inhibitory effects on P-AKT Bel2 and cyclooxygenase2 ex—
pression than control or individual drug treatment. Conclusion The combination of the two inhibitors significantly
increases the response as compared to single agent treatment suggesting that combination treatment which can re-
verse the resistance of exemestane could be a more effective approach to breast cancer.
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