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ABSTRACT: AIM To explore the inhibition effects of Rubingxiao Tablets medicated serum on the proliferation
of the human breast cancer cell line, MCF-7 cells. METHODS Cell suspensions treated with corresponding low-
dose (25% ), medium-dose (50% ) or high-dose (100% ) medicated serum were cultured for 24, 48, 72 h,
respectively. And the inhibition rate of cell proliferation was determined by MTT assay, the cell cycle and apoptosis
were detected by flow cytometry, the cell nuclear morphological changes were observed by Hoechst 33258 staining,
and the expressions of Cyt-C, Caspase-3 and Caspase-9 were detected by Western blot. RESULTS  Compared
with the control group (blank serum), medicated serum groups shared significantly inhibited cell proliferation at
different incubation time (P <0.05, P <0.01). After 48h incubation, markedly increased cell proportion in GO/
G1 phase (P <0.05), strikingly decreased cell proportion in S phase (P <0.05) , remarkably increased apoptosis
rate (P <0.01) were observed. The dose-dependent increase of cellular nuclear fragmentation, extent of concen-
tration, and blue fluorescence intensity, as well as the apoptotic bodies appearing in both medium-dose and high-
dose groups, obviously increased expressions of Cyt-C, Caspase-3 and Caspase-9 were (P <0.05) all noticed.
CONCLUSION The significant inhibition effects of Rubingxiao Tablets medicated serum on the proliferation of
MCF-7 cells may be related to its impact on the initiation of mitochondrial apoptotic pathway.
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MG FIERAL 23.04 £3. 16 % 36.09 +5.45* 49.63 +5.69 **
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Fig. 1 Effect of medicated serum on the nucleic mor-

phology of MCF-7 cells ( x200)
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Fig. 2 Effects of medicated serum on the expressions of Cyt-C, Caspase-3 and Caspase-9
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