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Abstract Objective: To study the growth inhibition effect of ursolic acid (UA) in the castration-resistant
prostate cancer (CRPC) 22Rv1 cells and to explore its pharmacological mechanisms. Methods: MTT assay was
conducted to detect the proliferation, inverted phase contrast microscope was used to observe the morphology,
colony formation assay was performed to examine the colony formation, flow cytometry was carried out to meas-
ure the apoptosis, and Western blotting was conducted to examine proteins expression of p-and p38 MAPK, p-and
STAT3, as well as NF-kB/p65. Results: UA significantly inhibited the proliferation of 22Rv1 cells, and the inhib-
itory effect displayed a dose-and time-dependent manner (P<C0. 05). Regarding the doses of 5, 10, and 20 pmol/L as
low, medium, and high concentrations of UA for the treatment of 24 h, the microscopic morphology showed sig-
nificantly reduced number of 22Rv1 cells with shrunken cells and plasma membrane blebs upon treatment of in-
creasing concentrations of UA; colony formation assay revealed that UA significantly reduced the colony formation

of 22Rv1 cells (P<C0.05); flow cytometry analysis showed that UA significantly increased the proportion of ap-
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optotic cells in 22Rv1 cells (P<C0.05); Western blotting analysis demonstrated that UA enhanced the phospho-

rylation of p38 MAPK, and supressed the phosphorylation of STAT3 and NF-«kB/p65 protein expression. Conclu-

sion: UA exerts growth inhibition effect and promotes the apoptosis in CRPC 22Rvl1 cells, and the p38 MAPK/

STAT3/NF-«B signaling pathway is involved in regulating the growth inhibition effect of UA in 22Rv1 cells.
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