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The Effect of Abrogating STAT3 on Human Prostate Cancer Cell Growth
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[ Abstract ] Objective: To investigate the effect of STAT3 silencing on growth and invasion of human
prostate cancer cells. Methods: Lentiviruses expressing STAT3-specific shRNA were used to infect
human prostate cancer DU145 cells to generate a stable cell line as shRNA group, non-specific shRNA
as mock group. STAT3 expression was assessed by qPCR at transcriptional level and Western blot at
protein level. The effect of STAT3 inhibition on cell growth was determined by crystal violet staining.

Matrigel invasion assay was used to evaluate the effect of STAT3 inhibition on cell invasion. Results;
Compared to mock group, STAT3 expression were silenced about 15% at transcriptional level and 20%

at protein level. Cell growth was significantly delayed in shRNA group, about 41.8% of mock control.

STATS3 silencing significantly impaired cell invasion ability and invaded cells were about 52. 9% of
mock group. Conclusions: Inhibiting STAT3 expression hinders growth and invasion of human prostate
cancer cells.
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ducer and activator of transcription 3,STAT3 ) J& 4"
%-6 (interleukin-6, 1L-6 ) ZZ R4 M K 1~ A= K K7
G {HIRHE 1 3 AR Toll-f 52 1R 4 5 5 3 I 19 32 I
B VFZ NSO R v 2 BRSO Y
STAT3 B, i 20 M 14 R0 ) B 35 8
SN %, P SUMR S A STAT3 4R AT K 24 50%
) S i 5] 8 20T L 0 7 1) e 40 B ke B R 1
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SEEANNHTA T R R R 2 W T 2
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IR TT ik o RS T I 58 ] STAT3 siRNA
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", 10% JIG 4 L3 W B Sigma 22 &), DMEM 15 3%
i B Gibco 4\ &), Antibiotic-Antimycotic i H Gibco
/N7, RNeasy Plus kit 1§ H Qiagen 23], cDNA 5%
&7 £ (iScript) ) B Bio-Rad 2y #], faPr STAT3
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1.2.2 s Ys pFLU-EGFP STAT3 shRNA 4 Jifg
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i) DMEM R 724448, T 4 i 2 70% ~ 80% I
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BHEAT A RS S IR AR g, = R
20 min, A 293T 40, 553% 48 h Y4 3,2 000 1/
min B0 15 min, Y F3E, B3k STAT3 shRNA

PR RERTE W, I 7 B 4% 1 1 LL ) i B STAT3
shRNA 1555 5 & 77 W, JIn A SR B il 22 40k %y
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DU145,5% CO, 37 CHiF4H 18 h, WHRBT IR, 4k
ZEREFE 60 h WCHEAN AR, R U A0 i A 533 5
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1.2.3  STAT3 mRNA KkKFP- S HEERE 7R
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cDNA, [l gPCR #;{ll] STAT3 mRNA F£iA/KFE, H
ProbeFinder Version 2. 45 ( Roche ) # {41 i+ 4 -
514, ¥4 W B Universal Probe Library (UPL), A
STAT3 & ¥ 51 9 ¢ % & 5'-CTGCCTAGATCG-
GCTAGAAAAC3', N g5 ¥ ¥ 51 2k 5'-CCCTTTG-
TAGGAAACTTTTTGC-3', H 2 it TATA-box binding
protein ( TBP ) % Fil Roche’ s Reference Assays,
gPCR JZ W 2445595 C 305,95 °C 55,60 °C 30 s
(40 MIEFR) o RAEFHNERFINZ ] TBP [9O6(E
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1.2.4 STAT3 HH#K/KF- Western Blot J5ik,
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15 ~20 min( 2L b 2D BRI T =28 7K a1 50k 240 i
3 U0 M HARBE T o AU IR, B0 i %
Ho W10 AR R PR 41 IO 4 S A A i 1Y
i)k e
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