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[ Abstract)
lentivirus-mediated nucleosome -binding protein 1 ( NSBP1) gene silencing of the prostate cancer DU 145 cell.
Methods The lentivirus-shRNA-NSBPI1 transfect DU145 cell ,cell growth activity is assayed by MTT | cell apoptosis
detected by Flow Cytometry and cell cycle detected cyclinB 1 and BCL-2 protein expression after knockdown NSBP 1

Objective

To investigate regulation mechanism on apoptosis and proliferation by recombinant

protein by Western blot method . Results We confirm the proliferation of the tumor cells was significantly inhibited
22.6% in 96 h after NSBP1 protein expression were lower , simultaneously cyclinB1 and BCL-2 protein is also

reduced. Conclusions  NSBP1-RNAi-lentivirus recombinant lentivirus can effectively inhibit the proliferation of

DUI145 cells ,NSBP1 by regulating cyclinB1 and BCL-2 protein affect the growth of tumor cells.
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