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(HBE] BH® WK HE %55 RNA (LncRNA) —.0 JJUAE 8 46 56 % 5% 4 (MIAT) 78 #1464 K B 7 B,
(TGF-B,) if5 5 B & R AA 1 2 40 s ( LECs ) 27 2k Ak ik B o B4 B S 3%t Js R PE R N BRIE i s2 . A3k Xt
LECs jk 4= & SRAO1/04 4 it 3 47 55 5% , B 1% 77 09 4 i 43 Dy 1 % % B4 A0 TGF-B, 41, 43 5 JIl DMEM K 37 W Fl
% 10 ng/ml TGF-B,DMEM 1% 3% ¥k 55 5% 48 h, Jo2 W i 5 F W52 TGF-B, 155 5 1Y & 41 40 M8 A 2 A8 4k, R FH SE e
Wt i PCR J¢ Western blot 35 4 I 2 Jitd Hh MIAT & | J -] 3 % Ak (EMT) # AR 35 E-45% % (E-cad) |«
MBI E A (a-SMA) ML T T (Coll T ) 2 M1 M H mRNA AHXF 323K & A8 46 5 43 5 ] siRNA %8 25 {4 Al
SIRNA-MIAT %2t DMEM 55 % (9 (siNRA 25 45 f& 2H \siRNA-MIAT % 3¢ 25 ) 5 ] & 10 ng/ml TGF-B, DMEM % 33
1 (siNRA+TGF-B, 41 .siRNA-MIAT+TGF-B,41) SRAO1/04 4 Jfd 48 h, Y624 BB T MEL 45 40 40 i e &5 4 Ae 4k,
S T 520 5% 5 58 f PCR B¢ Western blot 12 43 31 45 I 2 ffs o MIAT (E-cad .a-SMA Coll I 5 [} H mRNA [k
ik, SR OEFEMN AR RIE M2 A, TCF-3, i S AN M EKRE ., 5IFE %X R4 b,
TGF-B, 1% S 4141 fg H MIAT mRNA [ «-SMA mRNA Fl Coll I mRNA #f X} 2 35 & W 8 F+ 7 (2. 497 £0. 644 vs.
0.827+0. 062;2.951+0. 146 vs. 1. 085+0. 517 ;2. 1150. 090 vs. 1. 002+0. 088) , Jiii E-Cad mRNA FH %} 32 ik & ] &
TRE(0. 102+0. 027 vs. 1. 020+0. 262) , 2% H A i1t 2 & X (P =0.045.0.004 .0.000.0. 025) , F R A FHI & A
KFFR S mRNA M6, 5 siRNA 25 K 4] H 45, siRNA-MIAT 54 YL 20 Y a8 B B RR 40 e P9 MIAT & &,
2R B2 X (3 P<0.05), 5 siRNA+TGF-B,4H 4%, siRNA-MIAT+TGF-B, 41 41l fiti tf' «-SMA | Coll |
L mRNA F BB E R, 2 R 3A SR L (3 P<0.01) ,E-cad & [ M mRNA #X} %5
RGN, 2 RA 5 FE X (P=0.008.0.000), it MIAT £5 TGF-8,1% 5 ) SRA01/04 4 fifg EMT
b AR, U MIAT w] 0] IR A b e -] ot 4% A i & A= o
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[ Abstract] Objective To investigate the roles of long noncoding RNA-myocardial infarction-associated
transcript (MIAT) on lens epithelial cells (LECs) fibrosis induced by transforming growth factor-g,( TGF-B, ).
Methods LECs line ( SRA01/04) was cultured in conventional DMEM ( normal control group) and DMEM
containing 10 ng/ml TGF-B,( TGF-B, induced group) for 48 hours. The morphology of the cells was observed under
the optical microscope,and the relative expression levels of MIAT, E-cadherin ( E-cad) , a-smooth muscle action (-
SMA) ,collagen I (Coll T ) in protein level and mRNA level were detected by real-time fluorescence quantitative
PCR and Western blot, respectively. The cells cultured in DMEM or DMEM containing 10 ng/ml TGF-B, were
transfected by siNRA empty carrier (siNRA group,siNRA+TGF-B, group) and siRNA-MIAT (siRNA-MIAT group,
siNRA-MIAT+ TGF-B, group) for 48 hours, and the morphology of the cells was observed under the optical
microscope ,and the relative expression levels of MIAT, E-cadherin ( E-cad) , a-smooth muscle action ( «-SMA) ,
collagen I (Coll I ) in protein level and mRNA level were detected by real-time fluorescence quantitative PCR and
Western blot.  Results The cells in the normal control group showed the round and polygon in shape,and those in
the TGF-B, induced group showed the spindle-like. Compared with the normal control group, the relative expression
levels of MIAT mRNA, a-SMA mRNA and Coll I mRNA were significantly elevated (2.497 +0. 644 vs. 0. 827 +
0.062;2.951+0. 146 vs. 1. 085+0.517;2. 115+0. 090 wvs. 1. 002+0. 088 ) , and the expression of E-Cad mRNA was
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significantly reduced (0.102+0.027 vs. 1.020+0.262) in the TGF-B, induced group (P =0.045,0.004,0.000,
0.025). The expressions of MIAT,«-SMA,Coll I and E-Cad showed a similar trend between two groups. The relative
expressions of MIAT protein and mRNA were evidently reduced in the SIRNA-MIAT group compared with the siRNA
empty vector group ( all at P<0. 05). Compared with the siRNA+TGF-8, group, the relative expressions of a-SMA and
Coll I in protein and mRNA levels were significantly reduced, and the expressions of E-cad protwin and mRNA were
elevated in the siRNA-MIAT+TGF-B, group (all at P<0.01). Conclusions MIAT might participate in TGF-B,-
induced LECs-EMT. The down-regulation of MIAT in the LECs inhibits the fibrosis of LECs.

[Key words] Myocardial infarction-associated transcript; Long non-coding RNA; Lens epithelial cells;

Epithelial to mesenchymal transition; Posterior capsule opacification
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UNELRINELNE L0 o BT VN N 2 U@ T
epithelial cells, LECs) /3 2 i 00 2 B R R IR, R iy
J2A 1 IV R I AR T S T A . Rl
PEIMH BRARTR G A L A R AR B B A
I7 0715 ARG 5 B AE AR PR AT 42 BT S AR B FRY LECs
TEAN BT kA b B~ 18] 5T e A (epithelial to
mesenchymal transition, EMT) , Bl 5% 85 LECs S & % 4=
FEHe o3 Ak O AT 4 A, T BOG 9E ER  (posterior
capsule opacification,PCO) , Bl ER TR, &%
B4 K A F B (transforming growth factor-g, TGF-B) J&
— R AL £ 4 40 i 35 AL R 7, AT 5 5 LECs wh 27 4E L A
KARB YA 5 #£ ik . TGF-B, ol i@ if Smads, PI3K/
AKT S5 ZFEY) #1215 5 LECs B £F 484k, 75 LECs
(g EMT 3 #2 eh R 4 2 AE 1 LR TGF-B, i
i) LECs-EMT 2B 5% PCO J AL 9 £33 280
#5¢ LECs W2 5 IR TCF-B, 15 5 1 #% 49 73 5 HL il n]
WU R TT EMT A OCH0 I R R ke . Kk
Zif% RNA (long non-coding RNA , LncRNA ) J& — 2 K &
KT 200 MEH IR BAS 5 & B 5 g i ad 7 19 e %)™
Yy, ZFh LncRNA 25 HAR UL P 149 B AL 1] JF =
5 R 4 2 R A IR R R B
Sk PO LA 6 A 56 % S 9 ( myocardial infarction-
associated transcript, MIAT) 7£ JI§ 2 0 2L sh W) v & AR
SPEH R R IE T 22 3 2L M R A 22 43 25 A0 R i
FIZ0 M b, 3 H LneRNA-MIAT £ 5 98 75 70 5 9% 40
i EMT 3 ", {H LncRNA-MIAT 7 LECs-EMT 1§
YERM AR, EMT DL E Al br 5% E-85 %0 R
(E-cadherin, E-cad) (% 3f /b & [6] BT 40 AR 359 o118
WL 325 H (a-smooth muscle actin, a-SMA) & J5it 25 H
(collagen, Coll) I .Coll I ,4F % %5 M (fibronectin,Fn) |
ShaR NV A K A 1 SRR I I g 2 2R AE . ASBE ST LA
LECs jk 4= 22 SRA01/04 480 BF 5T % 4, Y L E-cad |
a-SMA Coll T /E N W L4 #5, WF 9% LncRNA-MIAT 7§
TGF-B,1% 31 LECs-EMT i #& v iy /£ H o

1 HESHE

L1 b

KA & SRAOL/04 41 Ji [ Wy F 3¢ & 40 e &
(ATCC) ]; it 4 Ifl 3 ( fetal bovine serum, FBS) | opti-
DMEM 85 % W 5t 73 % 0. 25% i 25 1 Bl 75 B R
(M HyClone 2y 7] ) ; TGF-B,( 35 [ PeproTech 23 H] ) ;
siRNA (| i 7 3/ w] ) 5 TRIZOL i& 7 | lipofectamine
2000 33 i R & SEISEO6E B PCR ORI & (36
Invitrogen A H)) 51 9 17 51 (W 7K 152 90 v i DRAS ) 2
) s %4t A E-cadherin (24E10) | Coll I #i {£ ( AB745,
F[H CST A+ s /MNRPLA a-SMA Fifk (1A4) JNERBL
A B-Actin Hri B BERREREG bR iC L FHT R 1eG(H+L) |
PR W 1R T I b 1 1L 2E BT/ B TgG (H+ L) (TA-09)
(dbms bl & 4 28 \) ) s BCA 25 13 ok B 0 o 3k 0] &
SDS-PAGE gl & ( Bl = RikH A # ). PCR
(L Life 22 H] ) ; ABI7500 %2 % & PCR A (35 &
ABT 23w ) 5 L Uk AL i AR A (26 B Bio Rad 24 ) ;
EVOS 8% 2 6 W f5E (3£ E AMG A F]) .
1.2 Jrk
1.2.1 SRAOL/O4 ZH g B 57 K 4 M 55 3% T & (R R
S0 10% FBS R &0 80 1% 75 555 £ 1Y opti-DMEM
FORERE TR AL P R T 25 em BESR I, T 37 € 5%
CO, A 8 77, B H 4, 7 20 i 15 3 2 80% Filt & it
FEEE IR, PBS W UE 3 U, AR E i 1 ml JH A2y
1 min, 3B G, G2 WO T WS, RRai g 22 |
BRI 10% FBS-DMEM 8 32 2% 1L 1L, B 4%
WO T AN, 55 200 0 4 PR AN B Y o o AN i B TR S
15 ml .08, B0 4E 0 15 em, 1 000 r/min B 0>
5 min, 5 FIEW, BB OE R MA R 3 ~ 4 ml,
WCAT VEE AN M, T A0 3 BB B B R T 6 £l
H AR 1% 10°/ml YLK 16 h T )5 26385 .
1.2.2 SER o e T 10 8 55 3% 40 M 53 O G % X IR
AN TGF-B, 175 T 21, IE # W B ZH 40 it >Rk B JC Il 7 opti-
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DMEM & il 15 2 3 R 17 55 5%, TGF-B, 175 3 41 20 o 7 &%
LY iE 10 ng/ml TGF-B, i) opti-DMEM &y 4 85 57 ik
HRE 5% 48 h ol B AR A AL AN R TE S AR AL
43 AR FH SE RS 96 Y6 28 & PCR 351 Western blot 75 £ il
25 L4 i  EMT AH G A7 35 0 36 11 2o J mRNA Rk 4%
flo B 55 3% 40 43 4 siRNA %5 25 /K 41 | siRNA-MIAT
Y4l (sIRNA+TGF-B, 41 fl siRNA-MIAT+TGF-8, 41,
Horp siRNA 25 30K 41 75 opti-DMEM 55 B 55 77 5 o
T siRNA 25 25 4 DL %5 Y4 20 i, siRNA-MIAT %% Yy 25 2
% e sIRNA-MIAT, >R FJ 52 B) 2¢ )t 8 it PCR i A il
K440 M R MIAT 3% 3k 2% 1k, siRNA + TGF-B, 21 il
siRNA-MIAT+TGF-B, 21 4f Jitd 43 51| 76 A 1 15 5% 35 s i
10 ng/ml TGF-B, ¥ 15 5% 48 h, 435Il 5 FH 52 ) 2€ e it ot
PCR 751 Western blot 146l % £H 41 g rf EMT AH ¢ A
F1E 78 KT F mRNA /K F-f #3645 1k

1.2.3  Szif#ét i PCR B0 52 40 fu v EMT 45 ¢
PR IR ik Trizol ¥4 H2 HUAN M &L RNA
SE L RNA e i S i i, e B 7 S 000 & Ui B 15 1)
BB S i cDNA , %2 H8 SYBR Green I Master {5
EHLE DG N R, A ABL NHEAE . R
J¥:50 °C JZ W 2 min, 95 °C #i 28 £ 10 min, 95 °C 75 ¥
10 5,55 C i 30 s, 40 NG, 38 3 QuantityOne
FEF A3 24 41 EMT A1 2C bR 54 mRNA 33K 1) 2¢ 5
JE(CHE) , R A 27 ¥ 5 H A 2 F R Rk i
HARSEHE 5975 W 1,

x1 51955
Bk 51951
B-Actin F:5’-TCGTGCGTGACATTAAGGAGAAG-3’
R:5’-GTTGAAGGTAGTTTCGTGGATGC-3”
E-cad F:5’ -TGGCTTCCCTCTTTCATCTCC-3’
R:5’-CATAGTTCCGCTCTGTCTTTGG-3"’
a-SMA F:5 -GATTCTCTTGATGATGCTGATGC-3”
R:5’-ATCTTCTATAACGCTTCACATTCC-3’
Coll T F:5’ -TCGGAGGAGAGTCAGGAAGG-3’
R:5’ -TCAGCAACACAGTTACACAAGG-3’
MIAT F:5’-GGCTGACCACTAACAACCAAC-3’

R:5’ -AAGGAACAGACCAGGAAGGC-3’

E:E-Cad: E-F5 5 3 ; o-SMA: o V- 3 LWL BI 2R 1 Coll T : & J5ZE 1
I ;TGF e fbd: KN T

1.2.4 Western blot 7 £ ] 40 4 N E-cad.a-SMA Fi
Coll I HE IR B FRANMIA] 4 CHIVR 19 1 £ PBS ¥k
P3O, S i RIPA Rf# W, B BE 0 ) R
(100 : 1) R G W T UK b 5870 2% 40l 30 min, &0
%8 10 em, 12 000 r/min 2 .0> 15 min, & FE K,
BCA VAN & & H W B F )5, im A SDS-PDGF #H H |

FEGE MO, Bk 5 min B VR VEG 403 T EP 8 p . %
AF R 5 TIN5 e v A AT H K, AR i A R
g3 i VIO 5 B SE S AE UK R AL JEE 3 h 2R IR 4F
ENE b B B S % Wilg Wk 04 1 he FH 5% i g
Wk B/ BRPE N o-SMA Hi 4k (1:500) b A E-
cad PLMA(1:1000) AHi A Coll I HLMA (1 :200) Fl/)\
BT A B-Actin HK(1:1 000) J5H M EH TR .4 C
WEHELSR. K HBCH &, ERBEIRFERF 2 h, 145
PBS-T i, B 10 min, 3t 3 Yk, 43 550 45 in i P o 12
P AR 10 L F P04 TG (121 000) Bl P4 i 192 Pk 6 s 312
EHT/NEL TgG (1:1000) = M E 1 h, 1 £ PBS-T
VEU, B0 min, 363 Y, fCPE 5 R i 2 €00 & B
8 BE IR R G AT, Bractin fE R A S B/, R
Image J 0N 3 & B 2500 K BEAE, AN Rk & = H Y
SN K B/ B-actin JKEE{H .
1.2.5 SiRNA-MIAT & siRNA [ 40 i 9 5% e 5 e
HIT 24 hoKe 35 37 00 4 i 122 7 T 6 fL AR IO 4 8% o7 S
FTHE 3% A0S BE 2900 1104, R 4l gl & 35 29 90%
AR 5 1ipo2000 36 W] A5 F 4756 Y o %% YL T 2 b 4 Jifg 46
IBUHT i JC MYE opti-MEM , £ 76 RNA Jiff i) EP 48 v 73 51|
A 10 wl (20 wmmol/L) siRNA-MIAT + 250 wl opti-
MEM % siRNA+250 wl opti-MEM , #2528 18 57 , il 4% 1 1
WA,EIREE S5 min; 5 EP A 10 wl 1ipo2000 +
250 pl opti-MEM , 5818 5], S E 5 min, il 55 L
W& B A FI B IR AT, &R T ##E 20 min, # iR
TR B VWA 56 e 20 i b, 2 224k 2 24 10 ng/ml
TGF-B, ) DMEM 4 4 1% 5% 48 h, #2 B i RNA Fl 34 &
1, 40 3ok FH 52 i) 2 5% 22 i PCR 3 Al Western blot i
o0 44 A v H AR AR M mRNA 235,
1.3 Siit2eirik

K] SPSS 17. 0 GEih s 8k Ar e it o3 Mo A
¢ T I S5 A8 B 0 £ H BT ORE28 Shapiro-Wilk A5 55 45 A 1E
BOAT, Uh xes om0 SR I o3 AP KSF- 521523
2 [1) 5 A DU 4 B 1) 2 S LU BCR R BST REAS o K B . P<
0.05 K EFAHLIFE L,

2 #R

2.1 TGF-B, i 5415 1 # % AL Fe 40 M i 2
S R A UL TE 9 X BE 4 7 19 SRAO1/04

N S VT 2% 2 £ L 902 $E 51, TGR-B, 5 5 211 41

SR s BRI , 40 R 1)

2.2 TGF-p, % 5 % 41 I W EMT 4 % 45 &5 4

mRNA f MIAT mRNA X} FE L EZ
53 0 IR AL B, TGF-B, i 5 4141 i s MIAT
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Bl AFERETEFAMAOME(x100) A IEH X A
SRR LML B TCF-, 1 T A AN & KIS 78

mRNA X3 35 & W] 5 3% fi, E-Cad mRNA A XJ 35
BB TR, a-SMA mRNA J% Coll [ mRNA A%} % ik
HHERM, R ESEITER XL (1=-4.472,P =
0.045;1=6.034, P =0.025;1=-6.020, P = 0.004;
1=-15.265,P=0.000) (%£2),

®2 HAMEA EMT {8X4R54 mRNA &
MIAT mRNA 183 %% 8 L8 (xs)

A HAHE  E-Cad mRNA  o-SMA mRNA  Coll  mRNA  MIAT mRNA
EH O R4 3 1.020£0.262  1.085£0.517  1.002£0.088  0.827+0. 062
TGF-g, %41 3 0.102£0.027  2.951+0. 146  2.115£0.090  2.497:0. 644
i 6.034 -6.020 ~15.265 —4.472
P 0.025 0. 004 0.000 0.045

TE: (ISTREAR ¢ B3 )  MIAT: .0 JJUREBE AH C % 5249 E-Cad : E-45 2
2 SMA I NUNLE EE 5 Coll: IR R H 5 TOF  Fe A /B K 7

2.3 TGF-B,if5 % 5 &4 Muh EMT A SCHR 24 8 1 AH
Xf F2 ik AR AL
Western blot 35 £ il 7] UL, 5 1F # X M8 41 [b %%,
TGF-B, S 4141 i h E-Cad % (133K &5 A8 4N, 557
FR R E R, a-SMA K Coll T 5 114535 4 B g 1
Yo H R R ik (B 2) o 5 IE# 4 A ¢, TGF-
B, 534l E-Cad I AHXT 35 it B F B, o-SMA &
[ 2% Coll T 25 1 AH X 223k 1 BH & 3%, 22 5 394 4 it
22 Y (1=30.075,P=0.000;1=-25.481,P=0.000;
1=-19.716,P=0.000) (£ 3)
TE X R TGF-B.1%F41

E-cad — 3 oo

B 2 Western blot

aSMA | — Wi B
E-Cad . a-SMA . Coll

IEAXRETR
Coll T -— e E-Cad: E-45 % %
2 e SMA ; 3 1% UL 3 28
B-actin — e B3 Coll i J5U 8 15

TGF LK M7

R3 FEAGHMEA EMT BXREWEOENRIZE LR (rss)

o ] KA E-Cad a-SMA Coll T

I % B2 3 0.383+0.017 1.063+0.032 1.025+0.019
TGF-B, ¥ F 41 3 0.087+0.002 1.562+0.012 1.352%0. 021
i i 30. 075 -25. 481 -19.716
P 0. 000 0. 000 0. 000

(ML FEAS ¢ K285 )  E-Cad: E-£5%6 %K ; SMA . 7 LI 3h & 11
Coll: Ji8 J5 2 1 ; TGF : #5 4k A= K R 7

2.4 R[] 20 A e 41 A0 BB 25 4 AR Ak

o WA T AT L siRNA 25 #{K 2] SRA01/04 4
il 2 BE 53 2 M 0E , L2 HES ; sSIRNA-MIAT % e 2
MR A AR K A W] i 2, siIRNA+TGF-B, 20 41 i 2 K
WRIE F1 2 kI , siRNA-MIAT +TGF-8, 41 #K 43 41 i #2 3
I JE B 59 T , K AR T i1 20 4 TV 400 B i 2 (161 3)

R C o

B3 FAEAZLEAXFEHEET SRAL/04 R AT (x100)
A:siRNA 2 8R4I M 2 IE 8% £ M B:siRNA-MIAT # e 4]
QSR L AW B S  C:siRNA+TGF-B, 4 41 il & K B IE M4
HEIE D siRNA-MIAT+TGF-B, 26 35 43 41 I 32 30T 3 JE B A [ 7

2.5 OR[EEEQL 40 b EMT A5G AR & 4 mRNA K&
MIAT mRNA %t 35 ik &

5 siRNA 25 # AR 41 L3¢, siRNA-MIAT #% 4L 25 il
siRNA-MIAT+TGF-B, 41 4 it h MIAT mRNA HH X} 3% i
HU R MR, ZER A5 2 X (1=20.570, P =
0.002;:=46.493 ,P=0.000), siRNA-MIAT %% e 4 55
siRNA 25 #5 {4 2 40 ffd b E-Cad mRNA | o-SMA mRNA
F1 Coll [ mRNA FHXF KA &1 22 R TG it 72 L (1
P>0.05), 5 siRNA +TGF-B, 4 [t #, siRNA-MIAT +
TGF-B,H 4N ifg N E-Cad mRNA A X% 3 3k & B 12 4§ i,
a-SMA mRNA FI Coll I mRNA A%t 323k & B B F F%,
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EZEWMEG I %E X (1=-10.299, P =0.008; ¢ =
7.159,P=0.003;:=46.149,P=0.000) ($ 4,5) .

x4 AEAFHLAMBMP EMT HHEXRED
mRNA F1 MIAT mRNA 83t Rk 2 L8 (xxs)

415 BA%E  E-Cad mRNA «-SMA mRNA  ColllmRNA  MIAT mRNA
SiRNA 252 k4 3 1.011£0.184  0.953£0.240  0.7030.072  0.9240. 054
SIRNA-MIAT §6pl 3 0.778+0.124  0.803£0.223  0.6330.076  0.281£0.004
i 1312 0.782 L7 20.570
Pl 0. 144 0.478 0.304 0.002

TE: OMSAREA ¢ 45 52)  E-Cad : E-F5 3 SMA - UL B & 11 5 Coll - fi
JREEH TOF A A K 7

x5 TGF-B,FSEAREERAMIMHP EMT HHRIZEM
mRNA #1 MIAT mRNA #83$ %% 2 b %5 (x+s)

415 FEAH E-Cad mRNA o-SMA mRNA  Coll [ mRNA  MIAT mRNA
siRNA+TGE-B,41 3 0.564+0.044  2.6070.320  1.935£0.036 2. 142:0. 049
SiRNA-MIAT+TGF-g,41 3 2.726£0.361  0.997+0.222  0.196£0.054  0.7310.020
i -10.299 7.159 46.149 46.493
P 0.008 0.003 0. 000 0.000

W (P HEA ¢ K5 )  E-Cad: E-45 %5 % ; SMA: P LU 3l & H
Coll: Jg Jf 8 H ; TCF : # AL £ K 7

2.6 A[AFE G
ik

A0 M EMT RS bs 76 W 8 3 A X &

bem

Western blot 32 £6 | & P, 5 siRNA +TGF-B, 4 I
%, siRNA-MIAT+TGF-B, 41 40 Jifi N E-Cad #H H 335 5%
WL IR, a-SMA Jz Coll T 2 14835 40 304, i 4%
55, siRNA Z5 81k 4] 5 siRNA-MIAT % Js 2] & %6 11 &%
R IB R JE T (B 4), siRNA-MIAT %% v 41 &
siRNA Z5 #% K 20 41 iy tf E-Cad . «-SMA  Coll T 75 /9 #H
X RBEMZEF TG L (H P>0.05) (£6),
5 siRNA+TGF-B, 4 %%, 51RNA-MIAT+TGF-BZéﬂ 44 iy
Hi E-Cad 2 [ AH X 2635 2 B B 3% I, «-SMA JZ Coll 1
HEEAXRIRE R TR, 25890572 (=
-20.604,P=0.000;7=41.963,P=0.000;¢=19.812,
P=0.000)(#£7),

1 2 3 4
E-cad gl WS wo™

E 4 Western-blot % #&
WA E L HEMEE A E-
Cad.a-SMA #1 Coll I &
BRZEBEIKE 1:siRNA-
MITA #:9e4 2.siRNA %5
K4 3.siRNA-MITA +
TGF-B,41 4:siRNA+TGF-
B4l E-Cad: E-45 % 5 SMA: ¥ 1 UL 30 2 55 Coll: i L& 15
TGF . F b A K B F

a-SM ~ e,

o '\- ] [

Coll T 1-— — - ST, c—

B-actin

R6 AEFEFAMME EMT iHX5REY
ERAMREEBHLLR (xes)
415 HEAR
SIRNA+XT R 41 3
SIRNA-MIAT+XTBRZH 3

E-Cad a-SMA Coll [

1.637+0.013 2.102+0.019 1.746+0. 068
1.649+0. 027 2.072+0.048 1.755+0.037

tff -0. 689 0.988 -0.201
Py 0.528 0.379 0.851

W (PSP REAR ¢ K53 )  E-Cad: E-4% 55 2 SMA 38 WLUL 30 & 115
Coll ; Ji¢ JEL & [ ; TGF . #: {k A4 K B 1

R7 TGF-B, FEETEAFHLAHMF
EMT #XirEWEQHEIN RIEELLE (xxs)

211 51 FEA B E-Cad a-SMA Coll T
siRNA+TGF-B, 41 3 0.089+0. 004 2.840+0.047 2.393+0.045
siRNA-MIAT+TGF-B 21 3 1.018+0. 078 1.257+0.046 1.833+0.020
t{H -20. 604 41.963 19. 812
P{H 0. 000 0. 000 0. 000

T (ML FEA « 15 %5)  E-Cad: E-5 % 5 SMA: P38 LWL 3h & 55
Coll: B JFUH H s TCF B AL AR KA 1

3 g

EMT J& —Fift 4 B als 20 %, B 58 4 1 Ak 19 48 i
Yo 30 JYC B ) VS 3R T T R AR TR S N ) e AR Ak, T
AT TR A, EMT 3o B o 20 B 45 2% & 2B o 2w
Iﬂ%ﬂ)?éﬁflﬂ@ffz,w}‘zﬁkjﬂélﬂk%é}i%ﬁﬁzuzziﬁmm%
IR W AR S 40 B A B8 BT 43 3 i, EMT 2 iR i &
B R R R B T A LT A AR & . TGF-
B A1 Smad {7 5 P i LECs &4 EMT pEHZAEY)
iR JEMT & PCO B Y 3 Bk FAL A . 1 P s
TR B S5 1Y 55 RG] gl TGF-B 1y 7™ 2k,
# PCO B’J?;zi&k%o ﬁvﬁ'ﬁf PCO jff g 3 72 1 LECs-
EMT #Liil i A 58 205 . WF 58 uF 58, LneRNAs % 5%
Eéﬂﬂﬂ’@\ﬁﬁﬂ%lﬁlﬁéﬂﬂﬂﬁﬁﬁ EMT s 2", Shen 45"
5% % i, LncRNA-MIAT 7€ [ P % g2 % LECs | Bk Al
I 2% rfr 2 5K AKOF- 35 8 2 8, MIAT 35 PR o mT 40 4 e
JEIRBLIA 7153 10 LECs S8 35 24E FIIE 7%, 8 MIAT
7E PCO FH 56 9 Bl oo 72 o m] B 2 484/ . AR BF I
LncRNA-MIATYE TGF-B,17 511 SRA01/04 #fi iy EMT 1}
VR, & B TGF-B, Il 4 A A& A= EMT J5 248 il 4
MIAT 33k i, W MIAT 7£ SRAO1/04 41 jd £F 4k fk 1
PR H BRI, bt A2 AT RE S PCO M J () AR Ak,
P FRATH sIRNA kL 5% e 240 i, & B0 TG 8 J& 76 1E %
LECs (/&% TGF-B, 5 S £F 4L L1 LECs ), % 4 55
P siRNA-MIAT ¥ RE F V8 40 g P MIAT 22 3% , {H J& MIAT
FIR T RIFFA R E 5 R R i o EMT £ 8 8H
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R0k, 1 TGF-B, 21 28 Jis ) MIAT f4 F # I 417 il ey
TGF-B, i/ F ) SRAOL/04 4 g EMT 25 {1k, 43 45 4fl ffd J&
BHUUE E-Cad 25 B K o-SMA Fil Colll# H %
KT, X255 R ) 6 #5728 IncRNA-MIAT 5 LECs
FIUFL A S 27 YA Z (A7 AR — 5 B G &, MIAT RIK 1Y
FYEAME B TGF-B, 15 %A SRA0L/04 4 ig £ itk it 72,
AT Ry LECs-EMT S48t 55 i) iF 50 S8 i

IncRNA/mRNA H:36 35 o] 28 2 5 4l 58 F: 1) | 22 ¢
JRUE Ak 25 3 B8 ( mitogen-activated protein kinases,
MAPK) {5 53 % kb 04 F0E 1l 2 366 52 0 L& e B 115
o T N R R A S R, 2 5 RE R N
VR S R TE O ORGSR L SE 4 MR N B PE RNA
( competing endogenous RNA, CeRNA ) {i& it 1A N,
IncRNA F1 mRNA %% 56y 38 1 5 5 PE 25 & 3 =2 59 3/
RNA ( microRNA , miRNA ) 1fif # B4 /], Bl LncRNA 1]
YE miRNA W45 44, 835 miRNA X} mRNAs [ 45
ETEME . BT W, /E N CeRNA, IncRNA-MIAT 54
miR-150-5p % H #5 & B 1l 4 A B A2 K B 5 (vascular
endothelial growth factor, VEGF) ) 4= ¥ < 4E K, M\ T U
X VEGF ki ml ™ o ABFFE 45 R GR , IneRNA-
MIAT 25 LECs ZF4EfLad FEAY I8 4%, s MIAT (3635
VP AT ARS8 LECs % 43 A0 i85 1) FET 4E Ak 2 2 1 gk
2 HEMAE 22 5 BH 1E PCO T 1. AR M WF 505 i —
PRIE MIAT JE 45 5 B A0 R 5 mRNA K4 B EL A 1 98 42 )
2, B ER T HAR AR I 72 5 PCO Ry B A, R
TR 0 e LECs 27 4E4b TR RIIR T HE A .
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