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Abstract Objective: To observe the effect of inhibiting the FKBP5 gene on the growth of prostate cancer cells
and explore the mechanism. Method: The growth activity of these cells were detected by MTT assay, after the
C4-2 cells were treated by shRNA and FK506. We detected the proteins content change involved in the NF-«B sig-
naling pathway by Western blot. Result: After the expression of FKBP5 was decreased by shRNA or the FKBP5
was inhibited by FK506, the growth of the prostate cancer C4-2 cell decreased significantly compared with the
control group by MTT assay (P<C0.05). The inhibition of FK506 for the cell growth had the concentration de-
pendence. In C4-2 cells, we found that the expression of IkBa and the phosphorylated NF-«B increased, after
knockout of the FKBP5. Moreover the content of NF-kB in the cytoplasm increased and the NF-kB in the cell nucleus
decreased. Conclusion: The growth of C4-2 cell can be inhibited by knockout of FKBP5 and FK506. The effect of FKBP5
on cell growth may involve the NF-kB pathway. FKBP5 may be a new therapeutic target for prostate cancer.
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