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Abstract : Objective
tion of human breast cancer cell line MDA-MB-231 by inhibiting the TGF-8/SMAD signaling pathway. Meth-

ods The expression of ALK5 in breast cancer cells was detected by fluorescence quantitative PCR. The

To investigate whether dominant negative mutation AILLK5 can inhibit the prolifera-

change of proliferation and cycle of breast cancer cells were determined by MTT assay and flow cytometry.
The expression of ID1, phosphorylation protein and total protein of SMAD2/3 on TGF-8/SMAD signaling
pathway were detected by the western blot while MDA-MB-231 cells were infected with Adenovirus dominant
negative ALKS. Results The results showed that ALK5 mRNA was detected in all kinds of breast cancer
cells and the the highest expression breast cancer cell was MDA-MB-231; MTT and flow cytometry showed
the absorbance of DNALK5 group cell (0.35240. 04) was significantly lower than RFP group (0. 58=£0. 06)
and cell cycle was blocked in G, stage after Ad DNALKS infection 3 days. The expression of mRNA and pro-
tein of ID1 and CyclinD1 were decreased, by real time PCR and western blot. further study found that
DNALKS5
can inhibit the proliferation of breast cancer cell line MDA-MB-231 through down regulation ID1 and CyclinD1

SMAD2/3 phosphorylation protein on TGF-8/SMAD signaling pathway were reduced. Conclusion

expression and inhibit the activation of TGF-8/SMAD signaling pathway.
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