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Inhibitory effect of CucurbitacinIl b on proliferation of human
prostate cancer PC-3 cells through disruption of microfilaments

and upregulation of p21C"O1 expression
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Abstract

OBJECTIVE To explore effects of cucurbitacin 11 b (Cur b) on human prostate cancer PC-3 cells and
its underlying mechanism. METHODS The proliferation of cells was detected by MTS assay after PC-
3 cellswere treated with Cu Il b 0.064-200 pmol L1 for 48 h. After treated with Cull b 2 and 20
pumol « LY for 24 h, cell morphol ogic changes were observed under phase contrast microscopy. After
exposed with Cull b 2 and 20 pmol + L™ for 48 h, cell cycle distribution was measured by flow
cytometry using propidium iodide (PI) staining. When cultured with Cull b 20 pmol « L for 1, 4 and
24 h dividedly, the changes of microfilament and microtubule structures were assessed by
immunofluorescence staining. After separately treated with Cull b 20 ymol - L™ for 1, 4 and 24 h, the
protein expression levels of F-actin, G-actin, p21Cip1, cyclin A, cyclin B1, cyclin D1 and cyclin E were
detected by western blotting(P<0.05). RESUL TS Cu [ b inhibited the proliferation of PC-3 cellsin a
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concentration-dependent manner. Cull b 20 umol - LY increased the cell rates of G,/M phase
(tetraploid) to (45.3+ 1.8)% from (27.7+ 1.5)% in control group (P<0.01), indicating an arrest of cell

cycle progression. The cells became shrunk after Cull b treatment. Meanwhile, Cull b 20 pmol - Lt
decreased G-actin levels and induced severe F-actin aggregation(P<0.05), but had minimal effect on the

microtubules. In addition, Cull b 20 umol » L™ also elevated p21€1P! expression and downregulated



