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(HAEYL) 43 5 YL 25 HXO-Rb44 41 ifd ; W% % 2 g H 45
SCE K DLGAP1-AS2 5 miR—-1193 4[] 3¢ & ; CCK-8
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Abstract

e AIM: To explore the effect of silencing LncRNA
DLGAP1-AS2 on the proliferation, migration and invasion
of human retinoblastoma HXO - Rb44 and its possible
mechanism.

« METHODS . Twenty-five cases of retinoblastoma tissue
specimens with complete clinical data and pathologically
diagnosed were collected. At the same time, 9 cases of
normal retinal tissue from which the eyeball was removed
due to trauma were selected as controls. The qRT-PCR
method was used to detect the expression of DLGAP1 -
AS2 and miR - 1193 in
retinoblastoma tissue, human normal retinal vascular
endothelial cell ACBRI-181, and retinoblastoma cell HXO-
Rb44. The si-NC, si-DLGAP1-AS2, miR-NC, miR-1193
mimic, si- DLGAP1 - AS2 and miR - 1193 inhibitor (co-
transfected) were transfected into HXO - Rb44 cells. The
dual luciferase reporter experiment was used to detect the

normal retinal tissue,

targeting relationship between DLGAP1- AS2 and miR -
1193. The CCK - 8 method,
experiment and Transwell experiment were used to detect

plate clone formation

cell proliferation, colony formation, migration and
invasion. Western blot method was used to detect the
expression of E-cadherin and N-cadherin protein.

e RESULTS: The expression of DLGAP1 - AS2 in
retinoblastoma tissue was higher than that of normal
retinal tissue ( P<0.05), while the expression of miR-1193

was lower than that of normal retinal tissue ( P<0.05). The
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expression of DLGAP1-AS2 in HXO-Rb44 cells was higher
than that of ACBRI-181 cells ( P<0.05) , and the expression
of miR-1193 was lower than that of ACBRI-181 cells ( P<
0.05). DLGAP1 - AS2 could target the expression of
miR-1193. Transfection of si-DLGAP1-AS2 or miR-1193
mimic could inhibit the proliferation, migration and
invasion of HXO - Rb44 cells. Co - transfection of si -
DLGAP1-AS2 and miR - 1193 inhibitor could reduce the
effect of transfection of si - DLGAP1 - AS2 on the
proliferation, migration and invasion of HXO-Rb44 cells.

¢ CONCLUSION Silencing DLGAP1-AS2 could inhibit the
proliferation, migration and invasion of retinoblastoma
cells through targeted regulation of miR-1193 expression.
¢ KEYWORDS: human retinoblastoma; LncRNA DLGAP1-
AS2; miR-1193; cell proliferation; migration; invasion
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TG B S0 A0 A G A M 5 R8T, {H DLGAP1 -AS2 &5
miR— 1 1937E 10 19X 15 -RJ: 41 fe c A= I & Je ok A v i 4 FH AL
Wil g A AT, B, A IE AR DLGAP1-AS2 215
AT A F ] A 4 miR - 1193 28308 177 VA 5 AW ) SR 20 i
J8 HXO-Rb44 Y58 TR AIZZE,
1 MRFI T %
1.1 BFEE USRS PR IS HL I PR B0 RE 52 3% 1% R I R 40
Mg Ll ZAbR AR 25 9], Horb 58 15 9, 42 10 ], AR A 8 A ik ~
10 % (P4 5.68+1.25 %) [ ik i i PR 475 47 53k H B
I L B2 20 9 {51 SRy xof BE, Horp 58 S 6], 2o 4 i), A i
9 H#t~10 % (349 5.22+1.16 %) . THALHFIE X S AE#S |
PEAN A 22 R RG24 8 X (P>0.05) , A 7] He
A5 I B BE A PR S S

NIE AL 5 0t 45 P9 B2 40 i ACBRI- 181 #  JiE 1
4 il HXO-Rb44 1 1 3£ [F ATCC ; DMEM X5 5% 5 i 48
L7 W H € [ Gibeo ; Trizol iR77 4 H 3% [ Thermo Fisher;
¢DNA & W % qRT-PCR X7 & 51 ¥ H K% £ 49,
Lipofectamine 2000 , Transwell INEE Matrigel 3 Ji e e 3 db
R T CCK-8 WA [ i3 2 KR4 W) ; DLGAP1 -
AS2 /N5y T4 RNA (si—-DLGAP1—-AS2) Az H: A 4 % 1R
(si—-NC) .miR—-1193 ZE#% B ALY ( miR - 1193 mimic)

K BAYEXT B mimic NC 51 (miR-NC) .miR-1193 & &1
FR I (miR—1193 inhibitor) 14 [ )M BLEAE Y Sabi A
E-cadherin N-cadherin J118 5 310 A 3£ E CST,

1.2 Ak

121 A HF HE 8 HEFMALY) 5 & THiE —
2R B 10minx 3 VK 5 KUK AR R 435K 100% ,95% |
85% 70% LT 45 3 ~ Smin J5 2518 /K WPk ; Harry 75 K 3
YUk B €5, 8min , ZE VR K pPE (R TR 340 1% 3R BRI AE 43 €5
ZEMRK SR, A K Pk 20min AR EE DT YRGS 1min,
ZEIB K YL s IR AR A 95% 100% 2R R 7K 45
2 UK, BFIR 208, T4 Jo R UK TR P ORI PG
2 4% Smin 5 T T 0 3 2 PR A G, 26 B B
s AR HEAH

1.2.2 SEI§4¥4H  ACBRI- 181 Zfififd . HXO-Rb44 4 Jfi 55 55
FE&A 10% 64 17 100U/mL H R 5 100py/mL 4%
Z ) DMEM 55555, T 37°C 5% CO, MR 50h% 5546
BR R RO MA K 2 80% Fil 5 BE I AT A ARG 5% . IORTE
A=K HXO-Rb44 41 g 70 T 96 FLAR (3% 103 1~/4L) ,
Ergilcl Lipofectamine 2000 RGN UL B AT . B si-
DLGAP1-AS2 A si-DLGAP1-AS2 B si—-DLGAP1-AS2 C
43 G 2 HXO-Rba4 40, 43 9ic N si-DLGAP1-AS2
A 4 si-DLGAP1-AS2 B 4 si-DLGAP1-AS2 C 41, R H
qRT-PCR ¥E K41 g h DLGAP1-AS2 23k &8, eI T4k
R BT IS 22505, B si—NC . si—-DLGAP1-AS2 |
miR-NC .miR-1193 mimic si—-DLGAP1-AS2 5 miR-1193
inhibitor ( FEHE YY) 73 HIHE Y 2 HXO-Rb44 40, 43 Hic N
si-NC 41 .si—DLGAP1-AS2 41 . miR-NC 41, miR - 1193
mimic 2 . si—-DLGAP1-AS2+miR - 1193 inhibitor 2, [F) A
W IE % 553519 HXO-Rb44 4132 K control 4H .

1.2.3 qRT-PCR # il DLGAP1-AS2 #1 miR-1193 #I%&
157K FH Trizol 1701 43 71 B B IE & 400 I B 2 20 400 o) i
FEA MR H 2L ACBRI- 181 4Hififd \.HXO-Rb44 4fi fifd 55 5% 4
J5i %% ¢ HXO-Rb44 2 fifd & RNA | b JH 48 4043 5606 B2 31
FE RNA MR S5 54 L cDNA, LL ¢DNA A A #E 45
qRT-PCR ¥ 38 | JZ IV 45 . 95°C #il 28 : Smin A FF 1 1K,
95°C 51 15s,60°C 1B ‘K 60s,72°C ZEA# 30s, TLAFER 40 K,
NiJH ABI StepOnePlus %¢ 0 2 & PCR X5 ill DLGAP1 -
AS2 miR-1193 X} F ik,

1.2.4 WK EHRE LW N DLGAP1-AS2 5§ miR-
1193 W X & 52 [E Promega /A Al # & FH
DLGAP1-AS2 5 miR-1193 H %} 31 ¥ B A= 7Y 4z 745 56 A
& WT-DLGAP1-AS2 FI 5 A 5848 Iy 41| 1) 58 A8 R 4 5 5%
[ # /& MUT-DLGAP1-AS2, I T 455 YL 120K miR—-NC/
WT-DLGAP1 -AS2 miR -~ NC/MUT - DLGAP1 —AS2  miR -
1193 mimic/WT - DLGAP1 - AS2 . miR - 1193 mimic/MUT -
DLGAP1-AS2 435 3E5E YL 2 HXO-Rb44 40, it A 20pL
1xPassive Lysis Buffer, Il A 100uL Luciferase Assay Reagent
I, T 2¢ 6 & ALK M Firefly Luciferase 3if PE{H, i1 A
100pL Stop&Glo Reagent T % ¢ & & X 4 I Renilla
Luciferase 1% TR, DL B 9 5t 28 il 41 15 5% PR3 14 {8 9
2 VA AL AN e 6 R S PEE
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1.2.5 CCK-8 LIS MM At s B4 41 HXO-Rb44 4
JEERN T 96 FLAR (4x10° A~/FL) , BFL A 10pl CCK-8
B, T 37°C R AR 3% 2h, JHBEHRAAS I 2% FL 625 i (8
(0D 450nm ) 3155 20 it 14 i 41 ) 2 [ (%} B4 OD - 5236
20 OD) /(X HE4 OD-Z5 H4H OD) x100% ]
1.2.6 FHRFEEF B  HUS 41 HXO-Rba4 2 i 25
F 6 FLH (500 N/FL) , T 37°C ¥ 3246 15 9% 14d, 5 FF 2d
P — R EE IR, 4% 22 T P 8 22 20min (-20°C ) , 1% 45
mm Y5 15min, PBS VRIS i1, WA AR V5 TE BUAL .
1.2.7 Transwell LR NMAATIRERE THLK .
%20 HXO-Rb44 4t (1x10° cell/mL) & M 45 FL 200 L fY
FEEIMANZER F=, %R AL 600pl % EH &4
10% fi6 4 ML3E I RE FRBONMA T = ,37°C 53756 N 35 3% 24h,
Z B[ 5 20min, FH 0.1% 25 i 28 YL W Y4 {5 20min,
T T EE RS A Mgk, (=28 5500 Matrigel 56 5T i 7 B¢
Wt AL 40pl I BEINA/NE 1Y 1= 37T CHREFRFE N
[ 72 Sh, J5 2L 5250 0 PR [FE R S 00
1.2.8 Western blot #:ill E—cadherin #1 N—cadherin & H
FRiZE 41 HXO-Rba4 4 fin A 500l RIPA S
PN SR T, BCA YA 2 25 IR B, 28 SDS-PAGE %E
JiCHL Yk | HLBR S E PVDF I, % £ 2h, il A E - cadherin
(1:500) .N-cadherin( 1:500) .GAPDH Hi4 ( 1: 1000) 7 B
W 4°C A 24h, TBST Yk AR 40min, il A = i #& B W
(1:3000)37°C % & 1h, TBST ¥ 5 40min, ECL i 7] 5
DNR Biolmaging System Wi PVDF i I 25 (1 457k, H&EI
BG4 P 22 G2 301 0 B B 11 2 K BEA

Gt F 0BT SR G 2H B SPSS21.0 #4740 H7, 11
ORI x+s Fon H¥AF G B0, W 4 A ek H
MSTREAS ¢ K5 Z2 2 1) H R F BRI R 7 200 M, i —
AW R 1LSD—1 K56, L P<0.05 A2 55 B 4t
2R
21 IRIBRSFMERN 5 1E 5 00 B 240 A L, 41
DRR] -1 41 R A 25 m R 0 B A G, S L B R, AN B S A
[ SR TE , T DA% o3 28 HESI AR, LA 1,
2.2 DLGAP1-AS2 #1 miR-1193 KX @& 5iEH# W
DR R 2H 2 L 3, 400 ) B ) 24 e 2H 21 DLGAP1-AS2 )
FIkETHE (P<0.05), miR - 1193 Y ik & K (P<
0.05), W.3% 1, 5 ACBRI-181 40/l b4 , HXO-Rb44 4 fifd
H DLGAP1-AS2 [y A5 F+ (P<0.05) ,miR—-1193 A3
KRR (P<0.05) L3k 2 K 2,
2.3 2 DLGAP1-AS2 b2 5 DLGAP1-AS2 RiXHI#
Ml 5 control 4 .si—-NC ZH Fb#8,si—-DLGAP1-AS2 A 4 |
si—-DLGAP1-AS2 B 4 ,si—-DLGAP1-AS2 C 41 DLGAPI -
AS2 [ FRIK B (P<0.05), L3 3 & 3, Hsi-
DLGAP1-AS2 A 41 DLGAP1-AS2 i) % 15 B A X T 411,
1% ] si—-DLGAP1-AS2 A #F4T /5 4L 505
2.4 DLGAP1-AS2 #1 miR-1193 #B[@ %X %  Starbase Tl
7% DLGAP1-AS2 5 miR- 1193 fE7E4S 4 7 5, WKl 4A
miR—1193 52 3 35 7] #1 il B A= AU 28 /& WT-DLGAP1-AS2
9 N E BTG PE (P<0.05) |, T A BEAI il 28 28 Al 2% 14 MUT -
DLGAP1-AS2 WZO R IE T, W3 4 K 4B,
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F1 M AEE 4 AR g 4H 4R b DLGAP1-AS2 #1 miR-1193

Fix g x+s
S| n  DLGAP1-AS2  miR-1193
TEH LR R 2 21 9 0.48+0.06 1.08+0.09
A ] R 24t e g 26 21 25 1.38+0.10 0.30+0.05
! 25.261 32.130
P <0.01 <0.01

F2 X B4 R 9EE 40 B HXO-Rb44 ®1 DLGAP1-AS2 #0

miR—1193 & iX K4l (n=9,x%s)
il DLGAP1-AS2 miR-1193
ACBRI-181 1.00+0.00 1.00+0.00
HXO-Rb44 3.64+0.18 0.36+0.03
! 44.000 64.000
P <0.01 <0.01

% 3 E DLGAP1-AS2 J5 DLGAP1-AS2 FiAHI#:ill

(n=9,X%s)
el DLGAP1-AS2
control 2 1.00+0.00
si—-NC 2H 1.00+0.02
si—-DLGAP1-AS2 A 4H 0.23+0.02*¢
si—-DLGAP1-AS2 B 4 0.35+0.03"¢
si—-DLGAP1-AS2 C 2H 0.39+0.04"¢
a 1920.409
P <0.01

7 :"P<0.05 vs control 2 ;°P<0.05 vs si-NC 2,

T4 WAEAEMRSIHN (n=9,x%s)
GrH wWT MUT
miR-NC 4 1.01+0.07 1.02+0.09
miR-1193 mimic 20 0.25+0.03 0.99+0.08
t 29.938 0.747
P <0.01 0.466

2.5 &/ A1 A X HXO-Rb44 H miR-1193 K& 5E i)
20 5 control 4 .si—-NC 41 %, si—-DLGAP1-AS2 2
miR-1193 (Y55 THiE (P<0.05) , 20 M3 5 4 ) A< T
(P<0.05) ,4E 75 IE 50 2 ( P<0.05) 3 5 miR-NC 4 I
i miR - 1193 mimic 20 miR - 1193 £ X B F+ & (P<
0.05) , 21 i 384 7 410 1 38 F 755 ( P<0.05) , 4 ¥ T2 W &S i 20
(P<0.05) ;5 si—-DLGAP1-AS2 4H L5, si—-DLGAP1-AS2+
miR—1193 inhibitor 41 miR-1193 1KLL (P<0.05),
200 L 1 B 40 ) SR AR (P <0.05) , B VR B B 2 (P <
0.05) , .35 & 5,

2.6 BNAIEATN HXO-Rb44 THMEZHEN 5
control 2 si—-NC 2l [, si-DLGAP1-AS2 HiT ¥ M {248
ANAE O /> (P <0.05) ; 5 miR-NC 4 L, miR - 1193
mimic Z1E# K 1272 40 ML E0R /> (P<0.05) ;5 si—-DLGAP1-
AS2 4H H %, si—-DLGAP1-AS2+miR—1193 inhibitor 41T
FAZ NI £ (P<0.05) , LKl 6 . 6,
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2 MEEAREA LT DLGAP1-AS2 FImiR-1193FR A MM A, 5 I1E % YR 4] ZUHH L, DLGAP1-AS2 74 1L 0 fis
BRI 4 20 25 635 B 5 1E F 00 R R 2H 20 1L, miR — 1193 76 490 0 151 200 Jif g5 41 20 b (£ 36355 €. 55 ACBRI- 181 20U AH 1L,
DLGAP1-AS2 7E HXO-Rb44 4iiffiH =361k ;D 5 ACBRI- 181 ZHAEAH L, miR-1193 £ HXO-Rb44 4 K555, “P<0.05 vs IEH T

ACBRI-181 HXO-Rb44 ACBRI-181 HXO-Rb44

EELHZ4H 5 P<0.05 vs ACBRI-181 4,

%5 HXO-Rb44 #HBH miR-1193 M%) R I &% T B £ A1) (n=9,x%s)
Y miR-1193 M2 (%) VR T A ()
control ZH 1.00+0.00 0.00+0.00 115.78+2.94
si—-NC 41 0.99+0.03 0.01+0.01 114.56+5.08
si—-DLGAP1-AS2 41 3.5420.16™° 60.79+1.86"° 53.33x1.41""
miR-NC 41 0.99+0.04 0.01+0.02 113.67+5.42
miR~1193 mimic £ 3.20+0.10"° 54.01£1.50"° 65.22+2.10™°
si-DLGAP1-AS2+miR~1193 inhibitor 41 1.26+0.07¢ 14.89+0.53¢ 106.78+2.39¢
F 1814.902 7265.081 558.215
P <0.01 <0.01 <0.01

7 :*P<0.05 vs control 2 ;°P<0.05 vs si—-NC 24 ;°P<0.05 vs miR-NC #H ;#P<0.05 vs si—-DLGAP1-AS2 4,

1.5¢
B
%
e —
®1.0
N
w
<
%0.5- ac a,c
g 5 -
i ]
0.0

3 DLGAP11—A322}§ DL?’GAP1 iAS2 5%%]3 B #6
1:control 4 ;2.si-NC 21 ;3:si-DLGAP1-AS2 A 24 ;4.si—-DLGAP1-
AS2 B #H;5:si - DLGAP1 —AS2 C #H.* P<0.05 wvs control 24;
°P<0.05 vs si-NC 4,

2.7 & 418 A X HXO - Rb44 & E - cadherin 0
N—-cadherin RiZBIZ M 5 control 4 ,si—-NC 4 3%,
si—-DLGAP1-AS2 4 E-cadherin & [17K FFF 5 ( P<0.05) ,
N-cadherin & 7K F-FEAK (P<0.05) ;5 miR-NC 41 H 4%,

miR-1193 mimic 4 E-cadherin & /KT 5 ( P<0.05) ,
N-cadherin# [ 7K [ (P<0.05) ; 5 si-DLGAP1-AS2
4 [t B, si — DLGAP1 — AS2 + miR - 1193 inhibitor £
E—cadherinZE H 7K FF#AK (P<0.05) , N-cadherin & H 7K F
THE (P<0.05) , WK 7 %7,
3itie

LncRNA 78 W0 ) 5 B 40 i 988 % A= % J ik A vp ml & 4%
RN, 640, T2 LncRNA ANRIL A 58 5 34 35
miR—99a Fll c—Mye i il 40 o9 15 BJ: 240 Jf 92 240 1 A= < IR
AT . LneRNA XIST 3 3t 35 4+ 45 4 miR- 101 1fij
R TR0 P90 A 200 B 78 2 M 5 #2  L FIR LneRNA PVT1 AJ
) R0 X R 40 9 A SRS LneRNA CANT1 mf 411 ffil
O PR 240 g 20 1 i

DLGAP1-AS2 7 49019 JI5-BJ: 41 e v i 2238 v Km0
5T I DLGAP1-AS2 234 1T 41 il J1F-98 410 it i 7% K
1278 DLGAP1-AS2 i1t 4 YAPT 23k i fi 7 fif 48
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B mm miR-NC
1.5r “ miR-1193 mimic
A
+
WT g ucAUUUC-CAGAACAUACCAUCCu 3 wr 1.0F
[l &
miR-1193 k cgUGCAGUGGCCAG-AUGGUAGGg &' 4%
j; 0.5
3 a
MUT 5 ucAUUUC-CAGAACAACAGCAAGuU 3'
0.0

WT-DLGAP1-AS2 MUT-DLGAP1-AS2
4 DLGAP1-AS2 #1 miR-1193 MIE 43I R AL EBEF MMM A DLGAP1-AS2 1 miR-1193 FYE AMNFF ;B XU G K Bl

SIS 2 S 2R WG 1 . P<0.05 vs miR-NC 4.,

4 . 80y 150
a,e

N w

miR-1193% ik K F >

Sy e Gl
W A:miR-1193 FKKFFN ; B HXO-Rb44 4 10 il 5 (K00 5 C .
HXO-Rb44 M IE I BB R . 1. control ZH ;2:si-NC 2H ;3.si—-DLGAP1-AS2 241 ;4: miR—NC 4 ;5: miR— 1193 mimic 4 ;6:si—
DLGAP1-AS2+miR-1193 inhibitor ZH,* P<0.05 vs control 2 ;°P<0.05 vs si—NC 41;°P<0.05 vs miR—NC 4 ;#P<0.05 vs si—DLGAP1—
AS2 4,

152 2% 41l K ()
S @ o
S <) S

a
o

0 ’. R ™

N e "

1 2 3 4 5 6 ‘ o ol .= ° =

6 HXO-Rb44 MiTH FEHRTA  1:control 4H;2:si-NC 2H;3:si-DLGAP1-AS2 #4;4. miR-NC #;5: miR- 1193 mimic 4 ;
6:si—-DLGAP1-AS2+miR—1193 inhibitor 2 ,*P<0.05 vs control 2l ;°P<0.05 vs si—-NC 4 ;°P<0.05 vs miR—NC 2 ;*P<0.05 vs si—-DLGAP1-
AS2 4,
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E-cadherin N-cadherin

& 7 E-cadherin #1 N—cadherin EBRIEHR M 1. control 4 ;2:si-NC 4 ;3:si—-DLGAP1-AS2 4 ;4: miR-NC £ ;5: miR-1193
mimic 2H ;6 :si-DLGAP1-AS2+miR—1193 inhibitor 2] ,* P<0.05 vs control 2 ;°P<0.05 vs si—-NC 2 ;°P<0.05 vs miR—NC £ ;*P<0.05 vs
si-DLGAP1-AS2 41,

%X 6 HXO-Rb44 HiEFERBINEZENRN

12 3 4 5 6

E-cadherin = s S c S —

N-cadherin - S————

GAPDH e s s S - —

(n=9’§;is7/l\)

Wi % 272
control 2 179.00+5.72 138.22+3.88
si-NC 4 180.56+7.41 138.78+3.94
si—-DLGAP1-AS2 4 64.11+1.73%¢ 51.56+1.57*¢
miR-NC 21 178.67+4.32 140.33+4.52
miR-1193 mimic 2 76.78+2.15" 64.11+1.20"°
si—-DLGAP1-AS2+miR-1193 inhibitor 2 161.11+5.22¢ 116.33+£2.67¢
F 1137.224 1407.708
P <0.01 <0.01

7 :*P<0.05 vs control ZH ;°P<0.05 vs si—NC 4 ;°P<0.05 vs miR-NC #H ;#P<0.05 vs si—-DLGAP1-AS2 4,

# 7 HXO-Rb44 s E-cadherin #1 N-cadherin & B %&£ B9
il E-cadherin N-cadherin
control 2 0.15+£0.02 0.78+0.05
si-NC 4 0.16+0.01 0.76+0.06
si—-DLGAP1-AS2 4 0.66+0.03"¢ 0.23+0.02*¢
miR-NC 4 0.16+0.02 0.79+0.04
miR-1193 mimic 2 0.52+0.03*¢ 0.33+0.02*°
si—-DLGAP1-AS2+miR-1193 inhibitor 2 0.25+0.03® 0.59+0.04¢
F 721.600 322.503
P <0.01 <0.01

7 :*P<0.05 vs control ZH ;°P<0.05 vs si—-NC #H ;°P<0.05 vs miR-NC ZH ;¥P<0.05 vs si—-DLGAP1-AS2 4H ,

W SR 1 41 DLGAP1-AS2 7F Wilms i 3235 b
P8, IE AT REVE R Wilms BhIRE2 T B A AR 0 2FAmic
A 5T 45 o, P R A0 M R A1 4 S 4 i R R
DLGAP1-AS2 3R ik &+, UUEK DLGAP1-AS2 Al 3 /&
AR DR -1 41 L 40 24 B4 o 3, SR VRO B D $ R
TUER DLGAP1—AS2 ] il 490 Do RS- 241 Vg 4t A 34 78 K% e
BETE R, 2680 DLGAP1-AS2 45 ] A 37F 40 I £ 41 it
e 20 R Y B K 158 A A 5 B TR B 1 0 DT A A 00 DR
MR I & A fe &% % . E—cadherin 5 N-cadherin 33k %k
PEI A PR b R — ] B A Ak ( EMIT) a3 i % 42 40 i 4 751
AW 45 F B, U DLGAP1 —AS2 Ji5 #L  i5 £): 410 Jfa 924
T K A7 28 40 i B0 /D, E - cadherin 2 M 7K F T+ &,
N-cadherin 5 [ 7K FEREAK , $ER T ER DLGAP1-AS2 1] #iji i
R D R 41 8 A R B S A2 5% . W] DLGAP1-AS2 &
3K T AR A P S 200 it 400 0 3 A B 4R 28 M e e
FHEH .

AWFFEUESE DLGAP1-AS2 ] §L [i] 454 miR- 1193, 3
Al [ 4 miR—-1193 ik, 478 DLGAP1-AS2 A §8
TR A miR - 1193 T 4 2 400 0 6 40 e e ke, WO
F2H] miR - 1193 R 35 T  0] £ F Kz 1k 65 R 41 M g 1) &
JEN ) miR - 1193 38 aF B8 80 ) 85 B 9 M K K 3
(TMOSF3) A T 41 A8 11 1L 97 40 o 33 7 A 220 41
il miR—1193 2 1k ] {2 F B0 o 40 Mg g & 217 A
FELE RN 0 SR 20 R 2 205 40 i R P miR—-1193
W Z2 Ik FEREAR, I8 miR— 1193 3235 AT 300 400 I B5-15: 240
oA A | e P R TR S AR TR, T i R A TR
UUER DLGAP1—AS2 X 0 [0 J5 - 21 e 78 4 A 144 7 | oe B
B GRS S AR 22 M HIAE . 4275 DLGAP1-AS2 1] figid
IR A miR— 1193 1770 F 10 D% FEE-J: 240 Ju 9 240 34 7 12 %
iz,

25 AR A0 R 40 e 2H 25 5 40 it & b DLGAP1 -
AS2 23k FA, i miR-1193 3235 T ##, DLGAP1-AS2 5
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miR-1193 fE7EH M 8= VE ], DUBK DLGAP1-AS2 W] i i
PEHE miR— 1193 &35 10 10 11 400 190 55 240 i 987 40 G 494 5 o
WET B 3T 3% S 47 9% , DLGAP1 - AS2/miR - 1193 7¢ % I 5
RR20 MR A A e dek R v AT A 4R R P T O AT REAE
DAL I B A MR R T TR T B AL i P RE gt — 2 R
8 JE R 240 9 1 S LA 28 5 S 3 3Rl . {H DLGAP -
AS2 FEHJFH 18 & 24 miRNA 9455 0 0, HO2 5wl
e 3 A ] 42 miRINA 177255 00 190 I 2 JL g 4 A K
R RATS T — P RF
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