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1 GEN LNCaP (x%5)
(%)
n 0 pmol /L 6.25 pmol/L 12.5 pmol/L 25 pmol /L 50 pmol /L 100 pwmol/L 200 pmol/L p
GEN GEN GEN GEN GEN GEN GEN
24h 5 0.00+0.00 -0.07 £0.31 -0.07+0.33 0.15+0.18 0.33 +£0.21 0.51 £0.03" 0.41 £0.14"  6.536 0.000
48 h 5 0.00 £0.00 0.07 £0.34 0.02 £0.30 0.27 +0.18 0.59+0.07" 0.74 +0.03" 0.81+0.01" 17.428 0.000
72h 5 0.00 +0.00 -0.03 £0.07 0.10 +£0.27 0.19 +0.17 0.28 £0.04" 0.37 +0.08" 0.70 £0.06" 18.426 0.000
:" P<0.05
2 GEN( pmol /L) LNCaP (xts)
(%)
n 0 pmol/L 6.25 pmol/L 12.5 pmol/L 25 mol/L 50 pmol/L 100 pmol/L 200 pmol /L p p
GEN GEN GEN GEN GEN GEN GEN
24 h 5 0.00 +0.00 -0.13+£0.12 -0.05+0.12 -0.03+0.05 0.12 +0.07 0.21 +0.12" 0.58 £0.08" 34.532 0.000
48h 5 0.00+0.00 0.03 £0.04 0.10 £0.06 0.14+0.04" 0.24+0.03" 0.44 +0.06" 0.83+0.02° 250.626 0.000
72h 5 0.00 +0.00 0.13 £0.10 0.21+0.07" 0.15+0.05" 0.09 £0.06 0.26 £0.09" 0.88 £0.11" 74.749 0.000
:" P<0.05
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Abstract Objective

To explore the effect of genistein ( GEN) on castration—resistant prostate cancer ( CRPC)
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cells with an androgen independent LNCaP cells model. Methods An androgen independent LNCaP cell model was
induced by culturing human prostate cancer LNCaP cell in hormone free medium for 40 generations and then iden—
tified by PSA expression. Androgen dependent and independent LNCaP cells were respectively treated with GEN at
the concentrations of 0 6.25 12.5 25 50 100 200 pmol/L for 24 48 and 72 hours followed by proliferation
test with CCK-8 assay. Expression of P53 Cyclin D1 and PCNA in the cells were detected by Western blot. The
effect of GEN on PI3K pathway was determined by Western blot. Results GEN inhibited androgen independent
LNCaP cell proliferation in dose and time-dependent manner. The expression of PCNA and Cyclin D1 were down—
regulated and that of P53 up-—regulated with the increased concentration of GEN( P <0.05) . GEN inhibited the
phosphorylation of PI3K and AKT. Conclusion GEN inhibits the proliferation of androgen independent LNCaP
cells by inhibiting PI3K/AKT signaling pathway.
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