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Influence of silencing PLK1 gene expression on cellular oncological biologic
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[ Abstract] Objective To explore the effect of silencing PLLK1 gene expression on cellular oncological
biologic behaviors of esophageal squamous carcinoma KYSE-30 cells and to analyze its related molecular mech-
anism. Methods PLKI1 siRNA and blank control siRNA were respectively transfected into KYSE-30 cells for
48 h. The expression level of PLK1 mRNA was detected by real time fluorescence quantitative PCR. The pro-
tein expression levels of PLK1,C-myc, Vimentin and MMP2 were detected by the Western blot assay. The dis-
tribution change of cell cycles was determined by the flow cytometry method. The invasion ability change was
detected by the Transwell invasion assay. Results The expression of PLKI mRNA in the PLK1 group was
significantly decreased compared with the Control siRNA group,and the difference was statistically significant
(¢=37.90,P=0.000). The expressions of PLK1,C-myc, Vimentin and MMP2 proteins were significantly de-
creased compared with the Control siRNA group, and the difference was statistically significant (z = 40. 72,
24.57,25.15,8.85,P<C0. 05). The cells of G,/M and S stages in the PLK1 siRNA group were significantly
decreased compared with the Control siRNA group(P<C0. 05),while the cells at G,/G, stages had no obvious
change(P>>0. 05). Compared with the transmembrane cells(94. 004, 04) in the Control siRNA group,which
(44.0044.51) in the PLK1 siRNA group were significantly decreased,and the difference was statistically sig-
nificant(z=14. 30, P=0. 000). Conclusion PILK]1 has an important role in the growth and metastasis of e-
sophageal squamous carcinoma. Silencing PLLK1 gene expression may obviously inhibit the cellular mitosis abil-
ity and invasive metastasis.
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{55 1% 538 & 1 7 Br. A WF 58 0 A siRNA It 3R
KYSE-30 4l fff PLK1 3t F % ik, 45 8 8 /8 KYSE-30
4 h A7 #E PLK1 (R 3235, RNA 48 0] 85 & s 2D i
JEANE PLK1 mRNA f&E 3Rk,

21 B S 52 4 A0 BN — IR B 5 BT R B R —
R G5 R P 42 I3 1 4 3 B, 32 4 M JR B 2 1 L 2
P AR R . BRI (TP3)  Ca {7 ff
F G0N R R B AR e R A 2 A e 2R R
LY A M R B ZK AL RT S SO A i R R Y A
PLK 1B 40 At J&] 309 4 6 1 3 1 76 40 B 22 5 244
72k B b AT DL 2o R b0 R L Al B G
WIdEA M W Rtk BB SR kK EEAEH .
b 95 200 6 2 R A O T R R R YR T I AR R
M AMANT 2507 5% f PLK1 #0 fip 31 41 %) BI 6727 4b
PP 25 8 J5T 988 40 i e B, W7 LA R 2 R AN i
G, /M 9, T B 98 20 o 15 78 A0 8 T 3G . A B
FHF 2040 AR 40 B T %% 4 PLK1 siRNA % KYSE-30
2 B 1) S A 4 A A8 AR 52 L R IR Gl A A S 1 TR
2 HH bE TR R 2 A B BH A T G, /M, DI I 4
2 B A 3 5 L X 5 AMANT S5 1 25 40 — 3. TAN
DOV 5 % B PLK1 2 i 98 40 ffi B PDK1-PLK1-
Myc 38 B i 4% 0 B » 16 AR 1 PLKL #F— 25 0%
Myc fi& #F i i Az 4 3 58 M or k. ZE 3 TR B A I T
YA JE WA C B 1 C-myce )R E R — S HIT & E
figf 95 24 L PLKCT 23K 0 ] 199 728 £k 09 mT R ML T - 45 R &
BUTER PLK1 A 5 PLK1 fil C-myc # R IE T,
2 WY 7E £ 48 9% e 40 M SR B0 R 4% b PLKL & 8 8 224
FH L H AT DL 3 B8 C-myce 280542 3F 20 i 55 148 .

b Bz -lB) A Al b Bz ok R I P o 1R 2R e
B EBEHLH 2 —, FE L, E-Cadherin 2§ | R bR &
AN, Vimentin 45 ] i 32 BUERAE 4> F 220k B R
FRAED D Vimentin 0] DL3E 33 985 MT1-MMP i 48
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YIAH I, F M Vimentin 323K 0] DL 52 i Jib 83 44 i 1) 1%
ZERIERAE S o BEAh o 20 A R A 5 it 2 ik
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