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AGRIMOPHOL MEDIATED CASPASE 3 ASSOCIATED
APOPTOSIS INHIBITS THE PROLIFERATION OF
PROSTATE CANCER CELLS IN VITRO AND IN VIVO

ZHOU Liang, YU Qin, LIU Weihua, SU Yaowu, LU Jianjun’
( Department of Urology, People’s Hospital of Beilun District, Ningbo 315800, China )

[Abstract] Objective To investigate the effects of agrimophol on the proliferation, cell eycle and apoptosis of prostate
cancer cells. Methods The changes of cell proliferation, cell cycle and apoptosis were detected by cell count, colony formation
test, cell cycle test and apoptosis test. Western blotting was used to detect the expression of apoptosis related proteins.The effect
of Crane Herb Phenol on tumorigenesis in vivo was studied by xenograft tumor model in mice. Results Crane grass phenol in—
hibited the proliferation of DU145 cells and PC-3 cells, and reduced the cell survival rate.Compared with the control group,
DU14S5 cells and PC-3 cells in S phase after treatment with Crane Herb Phenol.The proportion of cells increased, while the pro—
portion of cells in G2/M phase decreased.Crane grass phenol promotes apoptosis of DU145 cells and PC-3 cells by activating
caspase 3 related mitochondrial dependent apoptosis pathway.The in vivo experiments have proved that Crane Herb Phenol can
slow down the formation of prostate cancer cells and prolong the survival time of transplanted tumor mice. Conclusions Agri—
mophol is a potential anticancer drug that inhibits the proliferation of prostate cancer cells and the progression of cell cycle by
activating the apoptotic pathway.
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Fig.1  Eugenol can significantly inhibit the
proliferation of prostate cancer cells cultured in vitro
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AThe cell growth of PC-3, DU145 and RWPE-1 was
measured after treating with different concentrations of Eugenol
0, 5 wM, 10 pM, 20 uM, 40 pM, 80 pM, 100 wM) for 48 h.
B.The cell growth of PC-3, DU145 and RWPE-1 was measured
daily after treating with 15 wM Eugenol for 24, 48 and 72 h. C.
The cell cloning assay of PC-3 and DU145 was measured after
treating with 15 wM Eugenol for 48 h. The images show the for—
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group was calculated.
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Eugenol induces apoptosis of prostate cancer
cells by activating caspase—3 pathway
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A. DU145 and PC-3 cells were treated with 15 uM Eugenol
and stained with DAPI, then nuclear morphology and density

Fig. 2

maps were visualized by fluorescence microscopy. B. Statistics on
apoptotic cells in each group in A. C. Apoptotic flow cytometry
of DU145 cells before and after Eugenol treatment. D. Apoptotic
flow cytometry of PC-3 cells before and after Eugenol treatment.

E. The proportion of apoptotic cells in the C and D plots. F. The
results of mitochondrial membrane potential analysis showed the
proportion of green apoptotic signals before and after Eugenol
treatment. G. The cell viability of DU145 and PC-3 cells simulta—
neously treated with Eugenol and Z-VAD-FMK. H. Expression

of apoptosis—related proteins before and after Eugenol treatment.
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Fig.3 Inhibition of genistein on prostate cancer in vivo
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A. Size comparison of DU145 subcutaneous xenografts in
nude mice before and after Eugenol. B. Measurement of tumor
volume during Eugenol treatment. C. After the mice were sacri—
ficed, the subcutaneous xenografts were removed and weighed.

D. The body weight of the mice was measured at the end of the
experiment. E. Tumor—bearing mice were treated with different
concentrations of Kugenol and the survival of the mice in each
group was determined. F. HE staining and immunohistochemis—
try were used to detect the expression of KI67 and cleaved—cas—

pase 3 in transplanted tumors before and after Eugenol treatment.
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