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Molecular mechanism and biological significance of saRNA up-regulation E-cad-
herin expression in malignant cancers
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[ FE] (RESHEBRLMENEMEEE s R EZNR R —, B ER WA s Ao B B G 5k, b
45 % 2 1 (B-cadherin ) I KA A& B VIR B W WO R AL 2 —  E R IR IR 28 e v i R AL . Bl B RS RER AR
I AT DL RRAR A i 88 ) 152 2% 15 B A2 e 0 » 28 000 R R 8 K T, R S8 (i 4R B R I . B 4E SR, ARNA S )
e PR BGE (RN Aa) AR A2 DR P2 B AR B A R N bR s v Ve T S (3t B 22 mTRE , Dtk 5 A RO B i B R 5 38 A 1 RIS SR T Y
B AU b B 85 R 5 RNAa SR SR IR ik e /NS RNA (saRNAD 1 1 B2 85 5 8 1 R 70 AL 5 A4

FROUE—4338

(A1 SBMER ;b 245858 1 . /MIUE RNA (saRNA) ; RNA 55 195 R 305 (RNAa)
[FEISHES] R7302;R730.5  [CHEAFRIRAL] A [MEHE] 1007-385X(2019)01-0109-07

1228 5 5 F o2  ME Irh Jed d Y 35 1R AR ) SRR A
W oM B e I BB N m e — . BEE IR
F AL TE IR 5 S0 1 R 1= 28 5 e 7 1)
TR b B P55 11 (E-cadherin) Jy 45 3k 5
1 1 (cadherin-1, CDH- 1) & [X] 4 A5 (¥ 2 fitd 6 Bt 4 25
H o HAGC R IE R WG e fe o W R M 2 — . b ¥
5 6 IR R A AN T B R 40 s e S AR 22 e
58, B EMT 5 40 g 2 7046, 3£ 2 52 00 Wnt/B -
catenin « AR (receptor tyrosine kinase, RTK)
g T gt Dk, SR RE SRR B
A o B 1 R o 2 M i TR RS Y YR T I R
2006 4F , LI Z2 85 % R B/ 0% RNA (small activat-
ing RNA, saRNA) A #2[a]{£ H{ T CDH-1 £ [ J5 2))
X E CpG & Fe 1 B RE S A7 i, 51 B R S R R
HRIE B 5~12 1%, 4 I B A 44 8 RNA 35 3 1)
e R0 (RNA activation, RNAa; K 1) . [ 5 2 Wbt
FUUESE , RNAa 5 AR5 3 14 51 i  FL I 55 0t Jees 4
M b R A5 5 R RIS B R AT PR A R 28 S
Ferene 1, 2T HAMMF T 5 RNA T (RNA
interpreting , RNAD #H Lt , RNAa $ A 7E 41 g 9 1 A 52
R, X B IE DR (4 F SE KRR A, 2E IMIREIR YT 7 TR
T SCHL R, 50 JHORg R HE VR 9T 2 R R i R 4
2R E RS . ARSI saRNA i F R
PR A RIEN o AU S A UE— 4R,
B AE N I 1) 7E 9T B AR L
1 CDH-1EF 1A

1983 4F , GALLIN S5 7E JI ity X8 11 JHH 4 i o i vk
RIS AR O, i 44 L-ZH B
fft73 T (L-cell adhesion molecule, L-CAM) . 1995 4E,
BERX & H % )t Jii £ 4% 52 (fluorescence in situ hy-
bridization, FISH) £ A A A\ CDH-1 % K {7 T 4+ 4
#416¢22.1. CDH-1 £ IA 100 kb, H1 16 M4h &1
515 AW 4 74 %, cDNA 7 5 K & 4 4.8 kb.
CDH-1 &R gt (1) 2 853 B E A IS R A -1
R — 51, % RIS AL HE CDH-2 4 [X 4 i 1)
i 22 45 &) 5 1 (N-cadherin) #1 CDH-3 3 X 4 15 1) R
BLA5 5 5 1 (P-cadherin) %5 . 28 UG B 8 (-1 24 5Kk
73 340 B B 5 Y N-SR i B AR X 27 XA C-
AUt B X 33k Forh, N-Auity B A0 X 25 44 5%
SRR AW D Re 4R oy B, AN X S
110 /™ %0 JE R 5% 2 44 A% 1 I e A5 Bt (ectodomain,
EC), M FELRSF 1) Ca> 45 & J5 7 X M HM i sy 41) 56 45
PRI R
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Wnt

J M M W 5135t saRNA

1 EREHZEBNRNAaERARER

b B A R B A AN 4y T B D 120 000 FY ER
DR NEHE B 1, ARG [R) 14 1 7 20 48 i ) 286 A,
MUANX 5 4 S D REREER (EC1-EC4) 1 /M g b i Ji
Fr 3 (EC5 B MPED) A1 3 Ff Ca™ 4 5 3L 7. b R A5 b
M XA BT BRNR R AE, [F) AL 40 i 3R
THTAH AR P 5] 35— 844 HAH R & T2 Rldr B R &6 1) 4 i
AR B (B Do Ca¥5 Ca & 5P R4 5 10
EC [AEHE BB 450 b R i i fe e, b
A5 26 B T R B ) B %) R AN AU ARS8 440 ik 471 IR
S5, 38 32 A0 i o N R E (catenin) [T . EEFA
EAFEOFE - EREL AB-EREH. B-ENE
SPW LT AS PSSy liE i
KEH. p-EREAS EREFEANRANXLES,
R T A ], I 5 WLzh & E (actin) 42, TE %
cadherin-catenin-actin & &4 , M A2 12F 40 fd (8] &5 B
YRR A B

b R A B RS TR b 7 44 1) 4 i ) G B AT
AR OCHE 2, AR MR R AR Rt 2
SRR B (Y P g R T S S (P Py
JERE R 2 —, SRR B RAEEY
RS, B FEPHIESL, i CDH-1 2K 5 3+ H

B4k Bl 5% PH 8 2 1 (SNAIL.SLUG J¢ ZEB1 %) %
ik BTG B E A RIE . AR
R 25 184 o e e 4 R 12k, 2 e R 4 B A 2
%o bR RS R AR A ok 5 0 4 g 1) 2 B
855 & EMT oGS0 B, B A D EMT A2 8 41 i
RAG S AL R Y BURE ) I B AR SR, b
5 %6 B D Re ok 2k AT /R 9 EMT 1) J5 2 4, Rl
EMT 3 i 3 W 388 1% 70 BR 4 1% I % CDH- 1 2 X %%
B, FEYE E RS EMT AR MR R A g 2,
EMT ZEMR IR R AL I B R B A i R i ik
FHEEERD, FEEEEANS ST EE A
S e AH R A4k o FRAK T b B 20 ) PR 4 A
524 -1 (discoidin domain receptor-1, DDR-1) #& % Ji
 F 1 RTK , DDR-1-RTK & & 75853 #2 € b j 45 %6
T A 5 0 A0 e [R) 26 B ki A B oA b R S R AR
{15 {5 DDR-1 JG 32 firh % Ji g3 2 i 4, L 22 5
FEC BT A 2 A

b R R R E I 2 R E S I R R 4 B AR )
AT N(E D . B-IEIAEE H 72 cadherin/catenin {5 5 il
%55 Wnt/B-catenin {55 5 18 1% [ B EAZI A, bR EGEE
B A E i B-1E I 5 [ A 4% Wat/B-catenin 5 5 18 # .
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IRV, 55 . /NBOE RNA R _E R 85 5 8 A 72 R vh R IK R 2 T B S A2 X T

b R A R R AR AR AR AR R i N B A B-E M
RETRC U 5 14 B-3E 24 2 1 PSR AR TAZ A N AR PR 24 /)
8 (endocytic recycling compartment, ERCO"™, Wnt
= I AN, ERC A ) B-1E 3 B H 5 GSK-
3B CK-1. APC K Axin J¥ i) & &4, 3 # GSK-3B.
CK-1BEfRAL . BERRAL I B-IE3 B Al 2 &R -
RGP . Wnt {558 B S, GSK-3B CK-I 1)
PR A & T g A ) L BHLIE B R I B AR . B-IE A ER
BET 6 A7 ZE 40 Mo A% , 8 1 TCF/LEF 558 5 R 7 1 4%
RN ek, BRASREAMB-ENELRETH
B DX, FEEAR ERC o B4 B-E 20 B 2, AT 411
i) L A 2 A I A, b RS & R E AT AR D Wnt/B-
catenin {5 5 il % A SAVE 4R R0 AR S, B R ARG
HAARR IS A T 5 ERC W B-3E 3 8 H K, Lt
IE % 4% Wnt/B-catenin {5 5@ M . H AT T L R4S
%55 H 5 Wnt/B-catenin {5 5 3 2 2 [8] {4 48 B AE AT
FEEGHR, B HEN 455 85 5 5 Wnt/B-catenin {5
o I % R) T BEATAE SRR . BRI DAL, b RS R
AR C- A Y X 77 502 5 RTKs {5
T . bR R R I N- R 3 R AN X AR T R
4 i 3% Bz A K R 1 32 14 (epidermal growth factor re-
ceptor; EGFR) , i EGFR /1 5 1] PI3K/AKTERK 1/
2 FE TR, EREEA WA EKAS
RTK F 45 15 5 B AR O A4S - 32 A4 i) ) SR A0, S 42
ANTFZEAL ) RTK !,

2 RNAafffik

2006 £F LI S5 7L 52 56 o 4 SR A B, e ¢ dsRNA
%) Fe 2 40 R ) b B 45 R B AR IA K R R, Bl
JEESE dsSRNA A 1E T I8 N 2 A K (K] ¥ (vascular
endothelial growth factor, VEGF) #£ [ 5 p21 [ 1)
)7 X IBE S AL S, 5 S VEGF 2[R 5 p21 R 3%
B F . LIZEHS BB G 4 9 RNAa, Bl dsRNA #
)/ T 25k DR 4% e 2 CRL A )3 31 B H At 2 A
JF 80D BRE S 5, 15 5 ik R 2 s B 5 A ik IR 3 gt
&R Ak o IF B, LT SEPN v] DUBOE 2 DR 32 0 1)
dsRNA 77 % 4 saRNA. saRNA — % & 21 nt 1) 4
A B O EE RNA . saRNA 3 N BG40 i 5 , 78
M5t N IR AR . NGB saRNA 5 Argonaute-2
(Ago-2) & F T i saRNA-Ago-2 & &4, 1 & &l 58
T BB 2 4 T5C 1 saRNA 7% 4K it Ago- 1 B Ago-21",
Ago-2 NEEMMIE e it-F &, 5 R B S
PEA% . saRNA-Ago-2 &2 &)L i 2 1k, (B
AR AL A A TE 2, R saRNA 5 Ago-2
TE A AZ A 0 2 BCATL AN [8]-48 Jf og Hhee dE \ 4
Hit% 1) saRNA-Ago-2 B G WAE 5| FEERIHR 5| T8 A)

i TR R 301 8 0 4 5 AL RUE BERNA -
DNA 2435 #%R™ . B J5 » Ago-2 %5 RNA K A1 11
(RNA polymerase II ,RNAP 1) . 5% & B AH < -1
2 4 W) (polymerase-associated factor 1 complex, Paf-
1) F A% 15 B RE T B 3) 7 X 38, 5 saR-
NA-Ago-2 B & WL R T  RNA i 5 1 3 S s &
& ) (RNA - induced transcriptional activation com-
plex, RITA) . RNAP II C-K ¥y 45 #4 38 1) 2 & R - 5
(Ser5) Fll 22 Z 12 -2 (Ser2) 1] #f fifk &2 14 i 1 SerSP Al
Ser2P, 1fil saRNA 7E %% 5% 2 46 £ i (transcription start
site, TSS) 5 F Ser2P 4= ., 7£ % % ZE K g /D> Ser5P
A %5 Ut B saRNA A @ i RNAP 1T {i2 i CDH-1 % [A]
Sk IR SEE KPP, Paf-1C i) RNAP 11 423% E2/E3
CRIEEMEHEABMKE T, MR — RYIHED
&4 . H3K9me2.H3K9me3 H3K9 Z Ffk (H3K9ac)
Al H3K4ac 55 2 8 E % s 40 1) M A2 A 00 3 2k A
H3K4me2H3K4me3 55 41 8 F % L 2 PEAS 1 1) 3R
13 3 B 0 A 45 0 R AR AR S AT {12 3 B 3R K]
P H AT F A T — AP IE S saRNA VR T /5
Bl 172 15 42 5| 3G A% 7 AU 5C FOML gt A% 7 o AR
)51 B

HH T~ 40 A% A 1 A HERr 1 5 R A A i o
[ RNALAH B, & A2 T 40 B A% 1) RN Aa U] 75 2 5 59K
JEZ 1] saRNARY, A& %0 77 & 76 Bl 8 1~50 nmmol/L,
50% 15 KRN K E (ECso) A 1~10 nmmol /L2, 7E
SIRNA % 34 J5 (1) JU/IN I A 5 R] s 0 31 RNAT 15 5 1)
FL R FRIE T, 1M RNAa % 5 138 K Rk L 75 78
saRNA ¥ 4L 24~48 h Ja A gefa il ), I 1E 4~5 d ik 2
FR U, 3K — 72 il TT 8 A TR saRNA 1 RN A7 B 7
BN BEEHEABMEREZ K. RNAa )5 H
FIE T RN AT RFSE 10 d DL 29, AT e B 525 3)
T RMEAE 22 B OB WAL AR, BN  RNAa BA
FEII BN ) AR, AT eV S BB 2R AR LS . LI
SFPHIESE , saRNA E 175 55 S 5 DA SR (19 3] B A 52 1
R B Rk, — @R E B3 T RNAa B AR
BRI 4. RNAafER TAFZER , 7= B AN A
AR08 . i p21 NKX3-1.HIC-1 ;2 PARP 3
DRI 34 W] 3 8 4 ff o) 0 5 e ke R T, 1 CDH-
1 KLF-4 J& P52 1A v #4042 28 5 e A1), Ry
RNAa £ R ERERE R VR TT A i B 4L 5 2 v] Rg .

SR, RNAa H A0 I N 5 Bhik . w26,
] 3 B B AR AR AL 5.7 WK, 8 B AL A 3
AR A7 7E G 18 B HEAL A, {H 2 saRNA 5 A3 280 1 AL
RS T AR A7 mi (1) B0 . saRNA 53 (1) BE R
T T HE 52 DNA E F A0 (1) 520, i DA ' 38 4 saR -
NA #5542 1E CpG 5. A K, 4 6 % B DNA
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R A0 0T RN A PR R P 5 77 B A 3 a7 sl 2
DRI S 28 5 DA K oAl R RERE T RN Aa #E AR R RV i
PRI . HAR, RNAa ] B 2 & il i #8248, -3
RNV L RON, B DL B A IR e 2
YRR T 0 A B RS . Oy 1 G FE By
S PR BE RS, saRNA F7 81 5 1% 55 N 28 3% (K] 21
AL F R 7 51k = 2 35 A [RIURERY . BARAEAE
V20 AR M ME L, {H 2 RNAa F AR A 4R Ay ik [R] 5 4%
TCEREAS IR T SE BT RO JT 14 o

3 saRNA LI ERISFERRIAAMEIZIEHH
NMRED

3.1 AP R

AP e i EE N BB RE R —, 8 E
R 2 1 A I A 2 1 088 R 1. BARBER
SEOORE FH G P 2H 275 G ks ) 414 451 11 51 e AR
FH) AR E RGO, KIS R R A
A i 2H 23 () 3R 2 7K1 2 3K T 1R T 2 IR 4 27
(P<0.01) , F AR LG 510 51 s 1) 988 A0 % T AH

K, bR AR PIRER A B B TS B 22 (P<0.05) 6
WIS A R B, b R A R B IR IA T REAE T A
W (R R A R e R R AR .

LI %P 11 & B 2 /N W) T CDH-1 2 K 5 3l
[X 15,215 (dsEcad-215) 1 302 (dsEcad-302) fi7. 5 1) 21 -
nt dsRNA {E N 5L 5 731, & % 21-nt dsRNA (dsCon-
DAE RS IEF 51 (saRNA JFH 0K 1 FTR) . %7
& 18 F dsRNA 73 531 5% G 2 i N\ RiT 2] Ji e 40 ffd ik PC-
3.DU-145. LI 20 PC-3 4l b 45 5 & I R 1A
IKPAEFE YL 5 48 h P S 35 380, 4N PR G B v ) 78
e dsRNA 3 d J5 @22 . 1F B IK % YL dsEcad-215 J5
FI55 10 KFIEE 13 K, SEIR 40 PC-3 4HAB 1Y L R 5%k &
H 2R IE K73 Bl 3G N 14 45 0 3.8 % (P<0.05) . R
DU-145 4 M ks i Rk sk B s e e, 3
dsEcad-215.dsEcad-302 % 4e 475 vl b b 57 45 %6 55
Mk . 1ZSLIUESE, dsEcad-215 Fl dsEcad-302 341
AJ#E )/ F T CDH-1 5 [R5 2h 7 X 35k 10 45 5 47 05
FT LA R A RIS L, IR AT RS PC-3 4 1
TG .

F1 ERISFERR saRNAFF

1E#& dsEcad % Fx N J= Sk

LI dsEcad-302  AGA ACU CAG CCA AGU GUA A[dT][dT] UUA CAC UUG GCU GAG UUC U[dT][dT]
dsEcad-215  AAC CGU GCA GGU CCC AUA A[dT][dT] UUA UGG GAC CUG CAC GGU U[dT][dT]
dsCon ACU UAC GAG UGA CAG UAG A[dT][dT] UCU ACU GUC ACU CGU AAG U[dT][dT]

MAO™  dsEcad-215  AAC CGU GCA GGU CCC AUA A[dT][dT] UUA UGG GAC CUG CAC GGU U[dT][dT]
dsCon ACU ACU GAG UGA CAG UAG A[dT][dT] UCU ACU GUC ACU CAG UAG U[dT][dT]

WEI® dsEcad-302 AGA ACU CAG CCA AGU GUA A[dT][dT] UUA CAC UUG GCU GAG UUC U[dT][dT]
dsEcad-215 AAC CGU GCA GGU CCC AUA A[dT][dT] UUA UGG GAC CUG CAC GGU U[dT][dT]
dsCon UUC UCC GAA CGU GUC ACG U[dT][dT] ACG UGA CAC GUU CGG AGA A[dT][dT]

MAO %551 ] dsEcad-215 42 [ 1 F T PC-3 41l i
CDH-1 %A JH 8+ X 35 1) 215 £7 i . qPCR 1 West-
ern blotting 52 4% iF S, %% %% dsEcad-215 1) PC-3 41 g
() b B 5 B R K BN IR T & 3 A (P<
0.05) . Transwell 52 56 F1 41 jig K1) JR 75 & S 06 45 3 2
7, ¥ e dsEcad-215 ) PC-3 41 it 3L 7 I 1R 2
BT R 4 5 2 PRI (P<0.05) o %M 78 FGIE S2 , saR-
NA R 5 R b R 85 20t B ARk R P AT 1, Ry
St B b RS R RIA W] AR AR PC-3 21
1RB 5T /7, NATHI IR IR TT S22 W RE
32 LS

FL Mg A2 2 1 B LI R 2 — , B R
A IR T J7 Z8 1 58 35 A8 2L I e 8 1K U5 15 31 2
AR 24 % B8 AT A2 i Ar R U L. SASAKI
SEOVRIN, R Ak bR R A A0S BRFL I g 4

(F.Neo 4 i) bb e | Rz 45 26 8 11 11 /) B 7L s 4m
Jfl (F.Cad 411D B8 5 P2 A ARFEIA T fif 2. R T 500F b
VA b B 5 3 B 1 R IA 2 15 Pk B F.Neo 4H i o (kK FE 311
T B BB, B 70 A b R A R R R SR A #
AL YL F Neo 208, X B F.Cad 41/itd . 5 F.Neo 2 ffl 4]
L, F.Cad 41 f 112 28 1 T B 24 5 7% (P<0.05) 5 44K FE
THE 2503 B 9 15 ummol/L B, F.Cad 41 g 5 4% FE
25 Y BURE 299 F.Neo 4T 1Y) 3 4% (P<0.05) . HJF
FLFR, bR R R IA T AN A L s A
it X A 9 245 0 P AR 3 Y R g T L 1) 3 B T
fR28PE. B b RS R 30 AT Pk 5 L e 4
X AT 25 1) U A, 3 T ) ) L U T A P 2 2 R
%@[2,3210

WEI 55 i Fi /MM saRNA % e N L R Je 20 i
¥k (MDA-MB-453, MCF-7) , 73 5l %2 171 1 Fl T CDH-1
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F A 37 X1 215,302 47 545 (saRNA 7 41 1L 3%
1), Western blotting 5 36 ilF 5% , dsEcad-215 dsEcad-
302 1] 43 1) _E i MDA-MB-453 \MCF-7 41 ffi (1) L Ji2 55
Zh 4 1 %145 (P<0.05) . TUNEL 825 755 , dsEcad-
215 #£ JL ] MDA-MB-453 4H ff ()17 T 5 45 % 18 21 4
11 14.1% (17.8% vs 3.7%, P<0.05) ; dsEcad-215 %% %
(1) MCF-7 2 1A 90 T2 22 350 0) HELZEL 189 1 12.6% (19.4%
vs 6.8%,P<0.05). qPCR SE5G1IF 51 , dsEcad-215 % 4%
) MDA-MB-453 . MCF-7 41 i (1) 17315 2 3R 18 B0t 1R
B E PR (P<0.05) 4 i %I JR & & 92 56 F 52
dsEcad-215 % 4% [\) MDA-MB-453 . MCF-7 4 g 1 iE
R EZMTABA(P<0.05) . ZHFFIESS, saRNA
A {E T CDH-1 % K5 3l 7 X 38 A [F A7 A i F
B ER FRIE N RNAa BRI T AU S L 2
AR . RNAa A i b 46 % 5 1 3k 1)
AR 22 51T, et FLIR R A R T, R FL IR
MR IR L R I & .
33 BMSE

5% IO 95 2 55 MR B 4 K IE , K 2 A 30%~
85%, H 10%~30% 1] i # f 2833k 2 N U212 1 2 %
S o BRI I — T Meta 23 BT HF 72 1 2 089 151 1B e S
B AR BRSO R A S 1 b R
I R 73 3 (RR=2.14, 95% CI: 1.70~2.71) . Jit 83 % %
(RR =1.68, 95% CI: 1.17~2.40) % Jit 98 4> 1k (RR=
1.58,95% CI: 1.29~1.93) . EAH s 1 H., b R4S &
H 3Rk 7K P 5 5 bk e B8 8 A AE B (HR=2.73,
95% CI: 1.74~4.27, P<0.01) J J¢ 3 J& 2E 17 #f (HR=
6.39, 95% CI: 3.48~11.73, P<0.01) Z P kH 5B,

MAOZ 4 41, dsEcad-215 1@ 1 Lipofectami-
ne™2000 & 5 % G 2= N B e g 40 B Bk 5637 1,
dsEcad-215 ¥ [a] /f F T CDH-1 & [K] 3K 2h 7 [X 45 1
215 fi7 1 (saRNA J7 51 WL 3£ 1) . qPCR £ AR AIE 5K,
dsEcad-215 #5 Y% 1] 5637 40 i 1] CDH-1 % K ¥ 56 /K ~F
Eb X & 2H 488 n 2 2.1 £i% (P<0.05) ; Western blotting 52
I8 R, b R B R A 3R KT Bk 2 4 in 2.0 £i%
(P<0.05); LI H A R RIJRAE 24 h R R G,
Xof 1 2 () 2 it R R E 24 h N 430 4 (P<0.05) . 4R
I, Transwell {7 78 52 46 oK 1IF 5 dsEcad-215 ¥ 4 1)
5637 41 A (1) 4 B v PRI T X HRZH (P>0.05) . Hef&
JCEHE 7, S0 4 A4 e P 4 T B i P 1) B-IE B B
FAETEEF EMI G . PN, FEmFiEaR
T I 4 5 B PR AR 7 4T A 5 A S £ s £
S 55 % PO 4 O 1) 2R PR, DT 0 ) I 6 2 e 44 e 11
RESTAH . ZH AKX, RNAa B R
CDH-1 F£ K 3234 /2 5% I g 0 18 £ VR 97 SR, 9 s Ibe
T R IR IT R AL TR R

H i saRNA _Fiff bRz 858 1 Rk it ot R IR
T A D R A5, B = BARGE o T AL AL . 2B
HURGIZH H AT IEE AT A OGS 9T, B EHT AL saR-
NA b b R 85 6 H 1 3R 0K 50 I Je 40 B AR W0 2247 N
HIVEF e oy F 0L RRAE AT AN TR 45 3, 28 2 4
saRNA i CDH-1 2 [K 2 ik 138 7 4 1 WL 2 < 18
A 27 R W 18 2 2 e A 3 U 4 R R 3Rk, (HL ) B))
- FE AL RN AH B I S A A R B A% 2 U 2
T2 e 7L s A b5 e e 55 22 o B % iR CDH- 1
FERRIE TN e 2 Z R, % T CDH-1
FE R 3 B X 3 e s W T R 1 28 5 ATk 1 T B
5- FP R i s g, JE )5 DX 48 ) R R4k CpG P 1k #%
KRR R T 5 CDH-1 2 K 3 sk oo tE 45 6, ML
PR CDH-1 %[R84, ghah, HRAL . ZBEHE iR
b 55 41 8 1 013 8 i ek 0 2H B 1 45 R R T
RE , o AR Yu i A g5 kg, AT 40 | CDH-1 B2 PR K3k
RNAa H AR 0] £ 5%F J5 2+ 8 H A0 4 8 B iR )
&1 1 CDH-1 2 PR A0, #E N % ) saRNA-
Ago-2 EE MG FEEM TR 5] T4 4T CDH-1
FN 3 37 X4 215 8% 302 47 25 7 /5 RNA-DNA 24
THIZIRY . B )5 Ago-2 5 RNAP 11 \Paf-1C Fl#% 5%
WA T % T CDH-1 J3 3 T X5, 5 saRNA-Ago-
2 54 WL R K B RITARY, 5 1 [& B, Paf- 1C [A]
RNAP I 52 H 8 B T, fil k — R HE H &
I, B AR S5 R AR A, AT 2 33 CDH-1 2 [A]
s, saRNA 75 5% 4 8 CDH-1 %: R R 1A i
R HARHIL AT 75 ik — DB FTAE Sk

4 R 2

BE A& 7+ R S B OR R, bR R B R R
RAE R TRy e I A (R W e o IR A T b Bz
BER S A ThRe s R R i EMT 540 0 % 1k, 52
Wnt/B-cateninRTKs & 40 i (5 5 % ‘Tl B% , I 4 33
ek Jed 4 0 () 288 B O 55 <TG B M SR 28 G R . R,
WA b RS R A AR R e MR R T I E T
Btz —o R, RNAa B A I PRGE KR R N e A 1
I IRAEFE RIE P & . saRNA ¥ [m) /F F T Bigg 41
Jitl CDH-1 £ [H J5 3 X 380 1) 4R e A s bl b B2 5
FEORIE, BT MR A E AT N, M
FI RNAa £ AR %55 CDH-1 2 ik Fi 7T fe s —
T IR E T T8 . (HA2 , RNAa R H T4k T
TRER W B, AN T PR, 75 /5 ZE 3 — 25 1 40 &
WL . BEIRBA B §TEE AT AL, IR
AFRZE RNAa BT I o 1) 8L A E AN 73 AL
RNAa F3 A 1 25 J K 1k (R S vV BEA RUE R R
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