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[ Abstract] Objective To observe the effects of 5-Aza-CdR on the proliferation,
apoptosis and invasive ability in vitro of human breast cancer cells line MCF-7 and explore
the mechanism. Methods MCF-7 cells were cultured in vitro. Different concentrations of
5-Aza-CdR (1x107%, 2x10™°, 5x10°® and 1x10 mol/L) were added to culture for 24 h,
48 h and 72 h. MTT assay was used to detect the inhibition rate of proliferation. Flow
cytometry was used to measure the apoptosis rate. Transwell assay was used to observe the
invasive ability. The protein expressions of PTEN and VEGF-C were detected by Western-
blot. Results The proliferation was inhibited, apoptosis was induced and the invasive
ability decreased when treated by the different concentrations of 5-Aza-CdR. The effects were
enhanced with concentration increased and time extended ( P<0.05). The expression of
PTEN in MCF-7 cells was increased after being treated by 5-Aza-CdR, VEGF-C decreased.
Conclusion 5-Aza-CdR could inhibit the proliferation, induce the apoptosis and decrease
the invasive ability in vitro of MCF-7 cells. It might reactivate the expression of PTEN and
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down-regulate the expression of VEGF-C by demethylation induced by 5-Aza-CdR.
[ Key words] breast neoplasms; PTEN; proliferation; apoptosis
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