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Abstract [ Objective] The aim was to study the effect of 5-demethylnobiletin (5DN) on the activity of prostate cancer cells. [ Method ] The
toxicity of SDN to PC3 and DU145 cells was detected by MTT assay. DAPI nucleic acid staining, RT-qPCR, Western blotting, Wound healing
assay were used to investigate the effects of SDN on apoptosis, proliferation and migration of prostate cancer cells. [ Result] 5DN significantly
inhibited the proliferation of PC3 and DU145 cells with 1Cy, of 49. 33 and 54. 14 pmol/L, respectively. After 5DN treatment, the transcrip-
tional levels of genes that inhibit apoptosis, such as Bel-2, AKT1, and AKT2, were significantly decreased, and the transcriptional levels of
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apoptosis-promoting genes such as caspase-3 and Bax were significantly increased in two cell lines. In DU145, the transcription level of PTEN
mRNA was significantly increased, and the expression level of caspase 9 protein was significantly increased. At the same time, SDN could ef-
fectively inhibit the migration of PC3 cells. [ Conclusion] 5DN can induce the apoptosis of prostate cancer cells and inhibit its proliferation and

migration.
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Fig.2 DAPI cell nucleic acid staining results of PC3 and DU145 cells treated with different concentrations of SDN
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