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Apoptosis-Inducing Effect of Herba Patriniae Extract in Androgen
Independent Prostate Cancer DU145 Cells
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Herba Patriniae(HP) has been known to exert anti-tumoral activity in Korea. However, its molecular mechanism
of action is not understood. In this study, we found that HP induced apoptosis in androgen-dependent prostate cancer
DU145 cells as evidenced by DNA fragmentation and chromatine condensation in hoechst dye staining. Our data
demonstrated that HP-induced apoptotic cell death was accompanied by activation of caspase-3 and cleavages of its
substrates, poly(ADP-ribose) polymerase(PARP) in a time- and concentration-dependent manner. Taken together,
these results suggest that HP induces the activation of cagpase-3, degradation of PARP, and eventually leads to
apoptotic cell death.
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Fig. 1. Effects of Herba Patriniae(HP) exiract on cell viability in
DU145 cells. Celis were treated with varous concenirations of HP extract for 72
roLr. Cel viabity was measured by MTT assay. Tre percentage of viable cells was
caiculated as a rato of AST0 of freated- to control cells (reated with 005% DMSO
vercie). Fach value 1 fre mean £ SEN of four independent expenments.
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Fig. 2. Apoptosis inducing effects of Herba Patriniae(HP) extract
in DU145 cells. Calls were treated with 1.0mg/ml HP extract for 6, 12, 24, 48 and
72 hour. CNA was extracted and anayzed by 2% agarose gel glectrophoresis as
descnbed in matenals and methods.
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Fig. 3. Dose- response of Herba Patriniae(HP) extract on
caspase-3 enzyme activity in DU145 cells. Cells were incubated with
indicated concentrations of HP extract for 72 hour. Lysate from cells was used to
measure the actiity of caspase-3 using Ac-DEVD-AFC as fluorogenic substrate as
decribed in material and methods. Data were represented as a relative fluorescence
compared with the control value. Values are mean+SEN from four expenments, *pd0.05
vs cantrol
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Fig. 4. Time-response of Herba Patriniae(HP) extract on
caspase-3 enzyme activity in DU145 cells. Cells were incubated with
10mg/mi of HP extract for various time intervals. Gther legends are the same as Fig. 3
(0,05 vs control
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Fig. 5. Effects of Herba Patriniae(HP) extract on PARP cleavage
in DU145 cells. DU145 cells were treated with various concentrations of HP
exiracts for 72 hour. Lysate from cells was separated on 100% SDS-PAGE. PARP on
the nitrocellulose  membrane was  proved with anti-PARP  antibody and the
immunoreactive band was visualized by NBT/BCIP solution,
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