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Abstract: Objective To study the inhibitory effects of TPP, a desmosdumotin-C B ring para-fluoro modified derivative, on human
breast cancer MCF-7 cell proliferation, and investigate the possible mechanisms. Methods MTT assay was used to measure the
proliferation suppression of MCF-7 cells after treated with 1.0, 2.5, 5.0, 10.0, and 20.0 pg/mL TPP for 48 h, and then the cell apoptosis
rate and expression rate of NF-kB P65 positive cells were tested by flow cytometry after 20.0 pg/mL TPP treatment for 0, 24, and 48 h.
Results MTT assay showed that, after treatment for 48 h, 1.0, 2.5, 5.0, 10.0, and 20.0 pg/mL TPP all exhibited the inhibitory effects
and showed a dose-dependent relationship. Flow cytometry results showed that 20.0 ng/mL TPP induced cell apoptosis after treatment
for 24 and 48 h. TPP (20.0 pg/mL) significantly reduced the rate of NF-xB P65-positive cells in MCF-7 cells after treatment for 48 h.
Conclusion TPP could inhibit the proliferation of MCF-7 cells, which may be induced by cell apoptosis. Down-regulation of NF-xB
is possible to be related with apoptosis.
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Fig.1 Chemical structures of Des-C and TPP
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