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[Abstract] Objective To investigate the effect of silencing PTTG binding factor (PBF) gene expression
on the proliferation, invasion and chemotherapy resistance of prostate cancer cell line PC3. Methods The
lentivirus transfection method was used to transfect the interfering plasmid of targeted PBF to prostate cancer
cell line PC3. The effect of plasmid was detected by Western blot. MTT and soft agar clone formation experi-
ment were used to detect the cell proliferation and change of tumorigenesis ability. The change of PC cell cy-
cle before and after PBF silence was detected by the fluid cytometry. The ability of cellular invasion and mi-
gration was detected by the Transwell experiment and scratch experiment. The cellular viability test was used
to detect the resistance of cell to chemotherpeutic drugs. Results PBF interfering the plasmid could reduce
the PBF expression level in PC3 cells;after silencing PBF expression in P3,MTT experiment and fluid cytom-
etry indicated that compared with the control group, the cell proliferation rate was significantly decreased
(P =0.002) ,moreover the cellular cycle was arrested at the G, stage (P =0.046). In the soft agar clone for-
mation experiment,after silencing PBF expression,the tumorigenesis ability was significantly decreased (P =
0.000). Transwell experiment and scratch experiment showed that after silencing PBF expression, the inva-

sion and migration ability of PC3 was decreased (P =0.001). After PBF expression decrease in P3 cells,its
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sensitivty to ehemotherapeutic drug paclitaxel in prostate cancer was increased (P =0. 013). Conclusion Si-

lencing PBF expression can decrease the proliferation and invasion ability of P3 cells,enhance its sensitivity to

chemotherapeutic drug.indicating that PBF may become the latent target spot of prostate cancer therapy.
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