630 ¥ @ A 78 ls A

2012 4F45 39 4545 10 1

MTAN BT S RS A R R R SN 5

sklle™® B AT AAFOERY 5 BY M= @B BV

HBE BAY: @i siRNACDFHH RNA) 74 MTA1 (metastasis associated gene 1)£-F & P9 BLJ% 4 it &2 HEC-1-A 7 69 KA | #F
R MTAL X718 PR A% 2 #4558 h 698 vh  SFIR B8 T8 MR 2 #4 el Ede b . ik Bl R~ 7 i, a7+
T siRNA A & 31k psilencer2.0-MTA1-siRNA #% F A AT & W BL 29 10 &2 HEC—1-A, VA #5 % L X 5> %) 28 psilencer2.0-neg %
non—transfected ZEAX % B4 , X 1 RT-PCR vA & Western blot # 4% 7P siRNA 2 MTAImRNA & & & £k g4l 20 R . & A RR AR
i 5% 3o B Transwell 5% B4t MTA1 X8 1 L 20 BLA 2% #5454 77 69 3 vy, VA IR S SR B0 B3 2 JF) RNA F4RH AR A MTAL 4 ¥
BB F TN LSS a0 AR BAE AL T AT . Z5 B RT-PCR % Western blot 2 & % 7, siRNA R D #4745 A L% 0 e
HEC-1-A *F MTAL # & & o XRA 550 27 45 35 XR G &6 01 R, 4 200 2 4K, Transwell /A 5MZ 5 30 22 R 2
T, R TR E 5 & R EHA(P<0.05) ., Bt RO E I R, AR SRS 69 RNA TR, 7T A 247 5] MTAL £ F
TR R R 0 FK A2 K AR R RIS A3 2 B AR R MTAL T8 AR 643 2 5 A2 P R AE T BAE R, THt
AT T NIRRT e

Kigin HABMXEAR-1 TEABRE siRNA ZEHEH

d0i:10.3969/j.issn.1000-8179.2012.10.003

Effects of MTA1 on Invasion and Migration of Endometrial Carcinoma Cells
Shanling ZHANG, Quan HAO, He-xi SUN, Hui FENG, Baohui JU, Jing TIAN
Correspondence to: Jing TIAN; E-mail: Tianjing1980doctor@126.com
'Department of Gynecology, *Central Lab, Tianjin Medical University Cancer Institute and Hospital, Tianjin 300060, China

Abstract Objectives: This study investigates the effects of MTA1 ( metastasis -associated gene 1 ) on the invasion and migration
of endometrial carcinoma cell line HEC-1-A by depressing the expression of MTA1 using specific small interfering RNA ( siRNA )-targeting
MTAL. In addition, this study explores the potential target inhibition in the invasion and migration of endometrial carcinoma. Methods: The
specific siRNA expression vector psilencer 2.0-MTA1-siRNA was transfected into the HEC-1-A cells through liposome. The groups of
unrelated-sequence expression vector psilencer2.0-neg and non-transfected cells were considered as controls. The expression of mRNA and
protein of MTA1 were detected using RT-PCR and Western blot assay, respectively. Invasion and migration abilities were evaluated using
the scrape wound healing assay and transwell assay. The feasibility of inhibiting the invasion and migration of endometrial carcinoma was
verified using RNA interference-targeting MTA1 in vitro. Results: The RT-PCR and Western blot analysis showed that the expression of
mRNA and protein of MTA1 were depressed effectively. The scrape wound healed more slowly and the relative percentage of HEC-1-A cells
invading into Matrigel decreased in the siRNA-transfected group ( P < 0.05 ). Conclusion: The in vitro experiments have shown that siRNA
targeting MTA1 can depress the expression of MTA1 mRNA and protein. Hence, the ability of invasion and migration in HEC-1-A cells can
be inhibited. MTA1 plays an important role in the invasion and migration of endometrial carcinoma and may become a new potential target
in endometrial carcinoma therapy.
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(1.0 mg/mL) % F Transwell /NE [ 2N, 7745 41
AR AL AR 2R 1x10%/mL, 2 HL 200 wLINA L=, Tz
INFE NI 3 /AL PN (LR 4R % B ) 1) 600 wL

SERTEIRUR, LR AR 24 h, S5 5G4 10 min, 7K
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MTA1 mRNA 23K 7K non—transfected 2H (0.39+
0.05) Fl#4 4L psilencer2.0-neg 21 (0.36+0.07) ¢ i & 1
% 5 (P>0.05) , % Y% psilencer2.0-MTA1-siRNA 21
(0.0620.01) 5 non—transfected 21 , mRNA ik /K EH
i E M 22 7 (P<0.05) 5 55 ¢ psilencer2.0-MTA 1-siR-
NA 4H 55 3% psilencer2.0-neg 21 , mRNA 3%k /KA
V22 R (P<0.05) , UL siRNA A &AM T2 W
TEEE 2N MTA TmRNA 235 (E 1)
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MTA1 £ F € 3K 7K *F non-transfected 21 (2.73 +
0.32) Fl5% 4% psilencer2.0-neg 2 (1.82+0.53) JC i &1
2 5 (P>0.05) , % Yt psilencer2.0-MTA1-siRNA 4]
(0.11+0.33) 55 non—transfected 2., 25 [ F A /K FEH I
M2 7 (P<0.05) ; e Yy psilencer2.0-MTA1-siRNA
2l 555 YL psilencer2.0-neg 41 , 8 H R A KA B &
P25+ (P<0.05) , Ut HH siRNA A 21 57 P4 s 4t
JEMTATHEHAFIE (K 2) .

A B C
A psilencer2.0-MTA1-siRNA 4 ; B: psilencer2.0-neg 41 ; C : non—trans-
fected 21

1 A4 MTAT mRNA fy23%
Figure | MTA1 mRNA expression in the 3 groups
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5 non—transfected 2H (51.74+9.63) % Fll % 4% psilenc-
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A B C

A psilencer2.0-MTA1-siRNA 41 ; B: psilencer2.0-neg 41 ; C : non—trans-
fected 2

K2 AN MTAL & 3Rk

Figure 2 MTAL1 protein expression in the 3 groups
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KPR 7748 hJERRMKIRIA ., 55 4% psilenc-
er2.0-MTA1-siRNA 2H (24.2+0.2) %%% non—transfected
24 (69.5 £0.5) % F1 %% 4 psilencer2.0-neg 2 (67.7 +
0.4)% , 20 ML 3T B 3 1 35 B AR (P<0.05) , A1 314
MTA1 A5 , AL RS RE T RRAR (151 3) .

R ZHMBEPFRENBEIER  ruy
Table 1 The relative percentage of cells invading into Matrigel in the

three groups  (xs)

ikl S EAH X T 5323/ %

psilencer2.0-MTA1-siRNA 26.34+3.33
psilencer2.0-neg 53.27 £ 4.65*
e 51.74 +9.63*

A:non-transfected 4 ; B :psilencer2.0-neg 41 ; C: psilencer2.0-MTA 1-siRNA £
3 b SR A - (x200)
Figure 3 Results of scrape wound healing assay in the groups with psilencer2.0- MTA1-siRNA, psilencer2.0-neg, and non—transfected cells (x200)
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