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YAP S5z pe £ K -E TR I R R

AV A Y T ALY HAEY b mY TR x4 H O
(O IR DU SRR PR 2 AR e A MR 2 TRRRT FO S, AR 6100415 2 DU)IKZ2 EYp bR TRERT JE b, AT 610065
Y PUNR IR B B, AR 610041)

WE L)Y - 878 %1k (epithelial-mesenchymal transition, EMT)J& b % RIGE AN AU AE 2 FhEEAL IR R AE T &0 R AL #4540 A5 1]
TR R FRE. IREY, AZMESST25 EMT kA, HFERBRE. SEHRGBERMNRE R &4 R R
TEhERAE REIEM. Yes < H H (yes-associated protein, YAP)E A Hippo 15 5l & T AR 20T, #) 2 4kIEZS 5 EMT
PR, IR Z RN IRIE, RBRTTAIIIGE. AT, BREKEMBEESER. Bt AR, YAP WG L E B
AR H I IS A IR B S5 R T AR AL, TR LR AR EMT MR AE. Fk, YAP AR EMT IR A VI,
ASCRIL AR KT YAP EHAKE . SEAHENLEMBE R ERKBTHRIEA, DUEARKR G FHUE B T 4508, IF%
B H 5 EMT Z AR SR, U EMT R S5 48 iR A, 38 T A OB IR IT 52 (8T 16 43 ¥E ORI MR o7

i

X$ER  YAP, EMT, AA4UKE, {E L4, MHgiER
ZR5ES R3

b B - 18] 7 B % 4L (epithelial-mesenchymal
transition, EMT) 245 b [ #4072 7 € 2611 T &
[ Ay, 345 HAA T G #% 5e ) 1 18] 78 S5 AE 48
Mo ALt FR. AE b R e A [ (] 70 ol 38 2 R AL
AR, MM ARk, A YE, A A E
Rk, HmRE ST BN E R 2R, ik
ok, EMT 1R —MT 2 2 SHLAR A B R 55 A0
o5 B M O PR T 2 B T 0%, ERIR R
B HEBMEE . MRS A 4eqb S e ik fg i f
YIREAE WL EEREHRY. Ak 4E EMT 145
THRAEZRN FERIWAE: ERREDE- HF R
(E-cadherin) 1A 7K~F- N %, 177 [6) 78 52 AR 5 20 11 N-
5 %6 2% (N-cadherin). % J& & [ (vimentin) %5 3 1A
W, PL K — SE K B 8 5% - U0 Twist. Snail
Slug 55 R IK K138 1 .

Hippo 15 5 1 i 5 4] & 75 SR i 5 4 R I
B J5 W FRAE S, FEREMESN Y %S 5 00 B R
S, FERERTTAMEGE . R E A
FT-ZEH . Yes #5%2& H (Yes-associated protein,
YAP)E R 1ZAE 5 i 3% (1) N N4y 1, 5 R
W Yorkie(Yki) 2 (A 41 . 1 #5HL &1 A0 Th BE = ]

DOI: 10.16476/j.pibb.2017.0457

B JEAESR, YAP AWM ACER NS E R
B HEBGEE . IS U ot 50 S ET
WL T4 YAP AIUK SMAD 2554 56 R (1)
P, JE3) EMT (R4, b1 4 o e 40 A 10 55 72 F1
1R RRE /0. Kk, YAP 5 EMT K4 "% % 4
K. RXMNYAP EHEHEREMHE. YAP S5 T .
II. & EMT Z[E R HR A YAP EEZ 5
EMT FAE AL &5 TL T 2T 2518

1 YAP EBHIEMIAE

YAP £ [ K5 S0 M 3 a7 i R AL R
BRI YAP 25 (338 N 20 M A% R 4% 3 s i 1
BRI YAP 8 ) 23 2Rk RSB E. YAP 1
R Aol W R AETE S AN HX(R/H/K)XX(S/T) 2
i) 2 R i R 3k . YAP fE Ser127 7 55 E
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BERR L P BT M 14-3-3 EEESE S, W T 405
AT WA e S v, T Ser381 7 s b 1) B
RN 25l iz RAE E B3 SR IF R4 T 3
YAP HZ RALBEARS. 2 YAP & A B AL KA
R =AU LA
1.1 Hippo &K% IBIE

Hippo 15 5 18 ¥ 75 4= W 14 9 B A & B2 I OR 5
P, ERERE. AZURE. Mg kA R R R
S RIEEEAE N, Hod i — R A 5
Bl 7 by B WBE 85, ko0 A T MSTI12
(macrophage stimulating 1/2, MST1/2). LATS1/2
(large tumor suppressor kinase 1/2, LATS1/2), KT
WERUN 4T YAPY. YAP E4 Hippo {5 5l % L%
B R ILBOE R 7, EWATRSET, HK
MST1/2 W] LABE R Ak I 305 SR LATS1/2, B
EAEGUE T YAP FIWEERIL, {3 YAP i B fE4H
R B R, VR AR SRR Y. R, Y
Hippo 15 518 #% 52 #5722 44 [R] 2% 5 1 A BEL T 502K 0%
I, YAP DU DLAE 8 R A0 IR 25 8 N 40 i 4% 0 45 &
TEAD & H K& ¥, 3% Survivins
Myc ZEFRER FRIEN. F— B 7K, Hippo
5T B RS PR G B R IE 2 4K (G protein-
coupled receptors, GPCRs) #4501, GPCRs 72 4l
MR mE ¥ FEA, @i el =%% G
HEKERS . e T 40 SME - /i 4
W R RN 5y - b g IR 2R (glucagon). &
_F R (epinephrine) F] % LATS1/2 F) i 4 32E i 41
il YAP ) N A% 36 4k s 3% I 9% JIE B2 (serum-borne
lysophosphatidic acid, LPA). #§ & B -1- Bf B2
(sphingosine 1-phosphophate, S1P) Ml 2 4f & [A] Y&
GPCRs, #i% Gal2/13 1 Gag/11, 0] LATS1/2
BOTE T, AT O] Y AP 78 28 ff T 9 R AL, (R
T Y R R A BN R A A
1.2 3E Hippo & 1HE1=

K% Hippo 1B LASL, YAP 32 3% FdE Hippo
WA 5 70 5 %

Angiomotin(AMOT)&# H:  YAP ] WW 5415
AR R 1 BAH B AR PR AT s Aol 7 A i A 1) 2
K. AMOT H H 2 2 5 4k {f 5K % % # (tight
junction, TJ)5¢%& AN b 5 241 B b 2 1) 1 /87 L3 a
H, B LEZSE A YAP & A WW-PPXY 451
I, Sl Y AP 7 20 i 5 R 5% e Ak A E R4 i
i EE . Ak, AMOT & mlil i iR i YAP Bt
KAMH] YAP I NAZAT A4, AMOT & HiE A 1R

Z [A W K % B B i W Angiomotin-Like 1/
Angiomotin-Like 2 %X} YAP ¥JH FE/ERH. A
FEIR, mk AMOTL2 5 YAP 76 20 a5 H 1 R
HAKSPREAIG, T AERZ P L 0 B R SR AR 09,

Micro-RNA(MiR): Micro-RNA £ YAP i % i
BEHRWRETEEEH. CAMPFRRN,
MiR-506, MiR-15a 1 MiR-16-1 ¥JF]YEJy YAPI K
YELFE B FH W YAPT 5 5 1) TEAD HI%: g,
BETT S YAP S E R, 0 B A i e =
R bR - 18 78 i AR R U0, MiR-361
Al E I BAWT YAP % 5% 5 A 6] YAP R iE,
AT 00 o) e A A P 3 GO, (R, MER-3910 U]
Al 3E R Y Hippo {5 53l EiFH MST1 IR IE
I YAP, ik e R e
1.3 HEESEREMCEREE

YAP & H )iE VS H e AR N ) O B
WA, AN ) 40 55 o3 R 24 i 6 P 45 TR 3
S ) F7 2 N LR YAP (35T, 44k
TR B, YAP 3 A7 T 40 M A% g gk
BEPRI AL S T M40 KAE R B R B, YAP
VU A5 PR o) PR A B TR, G R A B e S TR T
PERO. G I LR B D) RO YAP R 2
W T LATS 12 {5 5 ESLHLAR, HE KT Y
Hb B ) B AR NLENE A Rt —BIRAE AL, A
FARH, YAP W /E NIRRT 2 &2 48, R BR
L7 HR AR I B B AR R A BT D) ) JE i Rock-
LIMK-cofilin {5 & il 8 7740 i 42, 121 YAP1 A
W R FE I S s 1, 31T 3 B 4 B IS Bl e 22,

ARG, AN [F A A GRE A A 5
YAP (BRI P A fomi™), ZEARAE . BRI, IR Bk
ZEEFMT, R EE AR R T R O R
AMPK (AMP-activated protein kinase) #% ¥ 7% ,
AMPK 1] BRIk YAP M55 94 7 22 % IR bk 3
ol 38 oL B R At AMOTLI #k 1M ¥ 3% LATS1/2 411
YAP N R AEEE FG R [Ritbz 4k, g4 4
TEREASRME T, YAP A 5EAEE RE T la
(hypoxia-inducible factor-1a, HIF-1a)AH EAEH, i
MR YAP NAZTEAL, W05 #5355 KT Snail 7.

2 YAP 5 EMT B9Xx &
EMT & — /N4 76 - R R 0 8] 78 J5RE 75 Fiotk
75 1) AH B 36748 F 08 1 i I AR . R R AT R

AR — RAIRE RS, BAWTAREA
AR LR R AR A R A A B A B B AR A
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i, EMT BIFFRBAAEREZR. HATAN,
EMT W73 R =K. Z5RKREHRANKE TR
[ B EMT; S5HLAZHEREE. BE LT 4L
AR 2 EMT; DA R b )7 0 B o Y5 1 0% 1 g
I A, IS HRAR AR FRE R I
B EMT. KT EMT 48, i AR FAn &
YNz 1 piok.

YAP {E RN E {5 N 1, T
SUAMA I AT R 28 B 10 K/ g T R
ER, HEMRMRAE. REFXZEY. 1 EMT
TEMRRR R E I3 £ 2 A0 B fbye i g 3o 2 v b 2 4%
HWEENERN. CAEMARY: EMT fIRED
T i H HEBEE YAP F1 TAZ(YAP HIFEIJEY), 454
FThEE RN FRIE M I K% N YAP &5 & fr 3 e,

Table 1 Classification and characteristics of EMT
Fz1 EMT W5 B K HAFE

EMT 53-8 AHOGABH . Bl f2 RHIE Aol RP|MER SFFhRED RS IR
IR #E, BIEEMR, & IR AT mRApEEXT & i FEFEREY:  [29,31-32]
HRKE JEIE MET FI4E FI O] AL B 4 i E-cadherin;
Cytokeratin
nA wmfesE, A4, IR PR E TR AL 2 % MFESAEAR S [33-35,37)
WE YL AR N R AT AR Vimentin;
MR AT R ER, %R R E N-cadherin;
R AR AT A A B Atk A DG 48 i a-SMA
MAE E AR G F M R AR B SRR IS
BUER, ZARWEEEL R,
FrEE IO IR B 5 S A R B, Wk
G =l i
MA bRk E NS FEREEZWESBERERENL & Kt HRHF: Snail;  [42-46, 50]

PR R 2R R e 7

O£ L A (0 R 2 I 2 1 4 i 98 S A )

Slug; Zebl

PSR A R A 6k PR B 2B AR AL R AR M) -
Bl FE 5 0 R AR AL S A
EMT ip[EE AT, ek Fib a4 A ) 4 28 A

Heks.

21 YAP 5HLAEHH 1 E EMT

EMT & B4 K B AW F R RMAMRIGE K E
Tob R R e T L ) R A BT R AR T A
. EMT EEZS 5T A KNI K G 13
NS

a. TSN IR E AR I =R E IR R
.

b. ZMEMETE G W 2 515 2R A
LS AR AL, R e 2RI AR LI TV A A A
Zl . WS — ML, Bl AR XY
25 Foh AN S5 Tl e SR AT SR A5 B 0 224 P 2 P s
AT Rtk TEWF LM &0 K B B2 Pk s A
H, ANITRIL YAP 5 1 REO5 (I HE— Fl 5. 1 4 22 g
R AT R A2

c. 5T Wi B OB A A E AY
Jh 45 22 AN B8 BT B R A0 I A R 2 T 4 iR R 4

Ml HAE R AL Bt fE, EHRAKE. S
G RE R L. N B A AR LA 2 B A K
7y RAVEAN B 7 B S 205 1T, g AR
FEYEFE I N A2 S (homeostasis) 1 S8 . YAP #
R A ML A b DX 3 B Ay g 4 o - R 0 A2
Ab i Rk, YAP [ 40 M e A A g M2 F)
VE-cadherin /1 5 ) PI3K (phosphatidylinositide 3-
kinases, PI3K)-Akt (RAC-a serine protein kinase,
Akt) I8 B B E T, YAP G852 I i AR R &R 2
(angiopoietin-2) f{) 3 12 SR 5 P BT 2R, 53 b,
Oy AL B B e IR B JiK L R B R ) S 4k 2
BR.OAUESEERY: fEORMER K FERES, YAP
I 7 EMT B A, 7550 P R A0 R A 0 UL AH 7
JeriE gk, ] YAP AT BEAS 0 A iR EMT
BERE, I AL SIS P 48 B AT 3 A0 SRR B0k Y
B A0 F B 5.
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22 YAP 5HREALHELHETE EMT

B A YR AL 2 T Ak R R B ALE
WARBKIBHIRTTR . RAMELTIRIE, FHELT4E
e SR BRI B B SR
TR TR . R A JOE 23 1 e A e SR
FRRLZE EMT He Ak 5 T B £T 4 40 i (18] 78 o 40
), EASFPBHNASE RS, Ft, mer
YA e de B AT 4R R b B L A, B
ATHI 74 AT A 22 R ERAG R R R 5. BT T 7T 3%
By, TGF-B(transforming growth factor beta). Wntl/
Int 1. YAP/TAZ %545 5 % 2 55 P 4% B 2T 4 40 1
TR, e FEFLF4EL A2, YAP/TAZ &
KPR TR, IR T a0z AL gkah,
SN R YAP/TAZ )/ BSCET 4E A0 -5 BULER
YEAG AT 734 e 70 RH 5% B B B R IA K AR, 4
J52 J5L BT AR 2 - o-SMA (alpha smooth muscle actin,
a-SMA).,

FECMELF LI R, YAP/TAZ % %5 H1 %
YER . BOBriI e RN, B AR SO IR #5275 Hh 27 4
MWL D AMEAN 2 P EMT B fE 4%
B E, OAMEARRIE R OAMNET, i
What 5 5 K42 EMT 3 3500 UL RCET 4E 40 i 1) % R
A RO S AR T, YAP i
5 Wnt K& i & 2 FF A4 K ¥ (insulin-like growth
factor, IGF){r B CoWLAN ML B 2R BE 0, 4ERR 0L
SRR IE R T RE. 2 E e kb B O UL e R
YAP R 5, BRAG 10 LA SR AE O JIE 45 45 5 1) 7
Afe7), I BB DI YEAL T R

FE LA HERE Y, BNVE BRI R A EMT,
miR-130b-Snail {5 58 H 2 51% - 5 18] 78 5 AL it
T2, et /NE ) BT 4EA S 308 8 5t 2T 4 4L 23
R, mASEE DIREFEIR. RSN RIGHT AR
W, N BB R AR SORE S N3 A I, 45
o 52 R 2 PSSR A 240 i (a0 40 B35 A D ok
CRYEANNL), b3 o i R OK B AR KB (i
TGF-B. PDGF. EGF. FGF-2 %). L[ 1 filk
54 J& 55 H B (matrix metallopeptidases, MMPs, 11l
MMP-2. MMP-3 4§)i5 5 EMT [IR LR, 125 /)
B LR i ER YAP BER S, WL TGF-8 il
B-catenin FiE R E EJF, FFIE T EMT B A

AR M B RS AR AL OB A (proliferative
vitreoretinopathy, PVR)H #1L I JI5E €4 25 -} (retinal
pigment epithelial, RPE)4HfI%: 77 EMT i B2 J% ik
TYE4 K Y, B-catenin/Wnt & Hippo-YAP {5 5

I AN A B A B B, 7E TGF-B 47 7E & Rho
GTPases /- 3 FIAH ML 425K S50 T, RPE 4 ffd 5E
B2 LR AT 4E 4N B, Fe 2% 51 L T B A i
(epiretinal membranes, ERMs)JE A4, T2
A PR AT 2 AR gt 7 0.
2.3 YAP 5MEAMIBEZPIIE EMT

M2 EMT & 45 b R 40 ke s 00 Jifed 4 il 25 0%
i b R 4 i FAE (B E-cadherin) 3875 55 %2 (4 1] 78
J5RE 4 Jf 2R A0 (11 N-cadherin), 3 1 35 75 56 5 1 4%
RS MR RE . M2 EMT MR AW R :
a. bR &EY) E-cadherin ik PG, b 5 40 i e
B AR RIS BOE % b S FIE UNLED
HH(a-SMA)RIE, UIBhEAEM, &g m
RIFMBE S RAEFEAL; . EEFEEEAK
MMP-2 fEFI T, B R MEHE A AR, B % B ) 4t i
AiGshE; d. dIMRIER AR ZEEE 13 n,  7E iR
SRRk Ay, I R TR NG, AR AL
FEIAL Ry B RAL, AN BT R AL,

IEAERAE 72 W, Hippo-YAP 15 5 iHMAE N —
Fh R H M5 S @ AR R ) R AR R SR AN
TR B L RBEER ALY YAP/TAZ ] (4
M5 N EEZ, 5% 5% TEADs(TEA domain
family members) &5 &R B R 4 5%, 5% EMT K
RAE, RN GE . R AZERE T, YAP 1
i FRIKE AR EMT R A e 28 I 1 8 1) K
AR, fEZ R R FLARE T, YAP IRIA
BRI R A B B, 1 o R A B RS 1) R
77, AEMR A0 B AR AT 2. B FRER I, TR
RO 4N M, R YAP JE TR 7S B AR E
N-cadherin. Twist A [FK; &k, dFRIE YAP
Ja H Rk 2 T, X Hippo-YAP {5 5 18
I 1 50 A S SR SR L, YAP [ Rk 2
SIELHTIRR, TUTER YAP J5, FFUEAT K E 2 1E %
KN, SEIREEMTEW A F. YAP [ RIE S it
JFF4H M A A= EMT 321 1) HLA 58 58 2 A6 g g 1O JFF Ik
MLZH e B A0 s Ak, 3850 1) YAP 36 P T BE 2 A
I FHEURE S9. EIRKRB T, YAP 4
VE—Fl B I BTS2 i b 4.

FRWF RS R R, YAP ] i 52 i g AR
B MRIADESE . AME 35 5 =AY EMT K
A, FEIRRERE WS R 44k K Bt i3t e i FE v &
P EAE W, (H YAP % EMTHI 2 T HLHI3E
WA, WEAEZMME SIS A TNFENES YT, A
Rt — I TR R
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3.1 YAP BEMERIRE EMT

Fi M IZEH: Als(adherence junctions, AJs)FI4H fi
WAL B 5 W) 2 A4 A0 M L T - T WM P A ) R
SR, R IR ERAMIIAR A 73 B 25 S K o (e gt i
W R EMEERS . R4 R EMT 5, 4%
RN R MOE A W AT T, 4 R R AT
W, A0PMRITAZ REJI MG 5R, T Y AP FE 42 40 i A
B b A AR

ige 40 & A5 EMT fEBEE B R Ar B )
E-cadherin 3 1A [ A% A 8] 78 )51 b5 &4 N-cadherin
AL T, KPR AR 4 ) £ 25 B
BWMR. RSN R iR 2Rk, £k
E-cadherin 2> 3 S8 240 o ) 4% 28 g ) I 35 3 0
1M N-cadherin )5 23 3 B0 1 400 18] 1 2 10 2%
BET AL A0 T A% 6e 11955, YAP AT DL R B iR
1ot 7K AR 2 4 L T 3 43 B 1 ) 208 7K 0k 2 1)
HEREAW, S EMT Bk A, R IR RIE
AR 22, AL YAP /)N B IE E-cadherin 1
G B AN RIIE/INE FAR 45 SR I 1 SO 1) 6 B
GERL. AEIZEE R/ B SR SR 40 B AN R
YAP K AL BT 240 b, AR AT B YAP ] T
E-cadherin /1 3 i) 40 Jfg 17) 3% B2 8 e . ¥ 4 T
YAP-siRNA [ i 4 il 55 % I ZH AT L, E-cadherin
K W I8 S, N-cadherin FRIAFFEL, HS2L62H 40
MRS e ) 3 P, W HE AR T YAP 1R
WA EMT Fric#78 4k 2 V) k2%, HSP90(heat shock
proteins 90, HSP90) ¥ 1 il ik i | YAP F#% i€ fir
FoE A, 5 2 i a) 3 B 1 % BRI R B B AL
E-cadherin. B-catenin )3 5E 752, 3 /)N 5 H 41 i
AT YAP B MUE 5, LR/ BRUR AR R L
JEL, IX AT AE A R IE R A R AR SRRV I N ML
T,

AMOTLI(angiomotin-like protein 1), #&— &%
REWE (e b R ) B FE W U SR B B K R, B3
12 22 % B ¥ Nedd4.2(neural precursor cell expressed
developmentally downregulated protein 4, Nedd4) i]
LLEE AMOTLI, fEH#EATZ AR . YAP H]
i I 5 AR AE Y 7E Nedd4.2 i 2 IR & 4k Ak 1o 12 16 11
c-Abl (abelson murine leukemia viral oncogene
homolog 1, Abl), ARV 2% B8 0)E 1, AT
i3 15 BT Nedd4.2 1T HEAE AMOTLI 4 B fif 4,
AMOTL2 (angiomotin-like 2)/f & LATS2 K — 1~ %

T, WA IR LATS2, 2 3k 4 B 1 £ i 310
FAER, BERR A S IL TR 1 YAP, 1fi LATS2
A AMOTL2 #)#  fr T % % %42, $#27~: Hippo
T I (1) B A R T A IR SR AR B B LATS2
I HLRE R HE A A ] (1) RGBS,

3.2 YAP BIMAEEERIFE EMT

ey, AR 282 — P A S A I 4
o, BERERA MRS T LT — U4 M AT
s GNP AN 4 IS B DL iR A i )
FBMEZE%. MIRER: YAP SYIE 28 EM
YR, B4, YAP i RiE L)
[ F-actin N Ay - 4E 1) o A, AR 3O 2 1T B
B FMMEIEA K AESE, AT,

Z 7t % W], Rho GTPases 7£ L5 & 11 40 1
HRPEMTRERCHEEMEHY. £ EEFEA
fisF, Rho GTPases #% p120-catenin I #l] 7% 14 F 4
SE RN F Y E-cadherin 454, &3] 7 RE L
FERERAEMAER . 48T, 754 EMT M #2
Rho GTPases 5 40 /ifd ii N ] p120-catenin &5 &, [
i, pl20-catenin I N-cadherin 454, ¥4i& I Rho
GTPases 1i&PE, FLFEEHE T EMT R4S, 18
ANHIE R4l d, YAP n] Ll it i#0E ARHGAP29
(1) % S 3 1] RhoA HI¥E 14, #E M52 M F-actin (1) fi#
R, FEARYEE SRR WIS, 42 EMT 0K 4 g
J (T e,

£ EMT HIWF 7, TGF-B #il N2 5 S 4
KA EMT B9 B B . 4K 4 sC o aE 58,
TAZ/YAP (1) F &Mk T B4 15 3 b B Nox4 3R
ik, M EMT R A, fELF4ifbidifE 5,
TGF-g 153 () NADPH At/ Nox4 )Rk 2 {2 ff
WURCET 4 20 i % A 12y LB (1) — 20, 1] Nox4 1R
15 [F ) 7% B TGF-B & & Smad3 (SMAD family
member 3, Smad3)% YAP/TAZ, YAP/TAZ 7] LL5
WA Smad3 MHEAEHT, #EW LA AL, {2
fii & EMT®,

3.3 YAP 3 5HM{ESEKIAE EMT

EANFER PR, YAP 2 5% EMT i
MU Z oAb s AR A2 B3 Hippo 5 5 il 1% 55
BeAmd, AR 10 N 40 A% (9 Y AP {2 3k B
JAZ 22 K 4E EMT B — AN E 2K 1. ZEB1(zinc
finger E-box-binding homeobox 1, ZEBI) & — ff
EMT B0E -, 162 Fh e v 35 % 305 i 0k 1Y) v
. mfRZRI1. RIS R UGS, TS
YAP B#:45E, MBHIEY AL B fim A+, =
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HILFEHE ZEB1/YAP 0 R ) e s i AL 0. itk
4k, {E c-Abl(abelson murine leukemia viral oncogene)
WAL T DNA #4551, YAP-TEAD 5|2 i 3¢
W F W], c-Abl I T4 YAP-TEAD %5 & G
YAP #)# 5 Thfe. M), TEAD HiEI/EH %
F| LB RR G YAP 47 51 Y357E RAZ K, YAP 7E
Y357E B iR RAR FIIN 5200 T Y AP FEZR 1AL
TR Hefldm] AR & EMT ik f w4 e,

I8 1o 9% % N\ Kras(V-ki-ras2 kirsten rat sarcoma
viral oncogene homolog, Kras) i i) 45 iz 40 i &=
ORI R KB, YAP J2 1% 40 Jfl 2 rf 28 Jif 3% e A

EMT ¥4k BT 0 7% 1. 7E FGF8(fibroblast growth
factor 8, FGF8) 5| it 45 W J& (colorectal cancer,

CRO)# M1 5 /E EMT ik #2rh & BL: FGF8 {2t YAP
HIRZ R AL, FH I3 5 45 2% 2H 23 4F K [ ¥ (connective
tissue growth factor, CTGF)#! CYR61 (cysteine-rich
angiogenic inducer 61, CYR61)3E [Al 1) #% 5% 3% 14,
MM 75 S 45 e 40 ik A48 EMT, (R AEK. IT
B HIZ28, UL YAP 7£ FGF8 1553 /f) CRC A KA
BRI AR S 2 B A . A e AR Kras
PHRE MM HFEFE YAP 512, Kras fl
YAP H[FE T ¥ & K1 FOS s AL M, FF H.
257 EMT dREP I — RIVERIET, YAP HfL

s AR -1 (Inflammation)
—

8
/Q/\Mm | osa
Rho-GTPase é

LATS1/2 MOBI

K F-actin ——— YAP
or) v

Degradation

I“aCtiv o

Transcription |
Nucleus

AR
(Metabolism)

1433 EMT
o YAP

Retention

HoE LN RAS 5510, #Eims 5 s EMT.
It 4k, RASSFIA (Ras associated domain-containing
protein 1A)tH 2 # il il e & A R SR [N, VR AL )
RASSF1A 7]y YAP I NAZ KA, 331 #00 ) it e
YL EMT BIRA:,  FRAR i 4H i 2 28 g g1,

YAP FEARAN ) s 23 EMT kA4, M
T3 AR R 28 71, 1T RNA T4 YAP ik
W T AR, PRI R Y, YAP @I
w1 VR AKT {5 5 08 B R o R I e 72, 12 &%
% [ E3 % B 1TCH (itchy homolog E3 ubiquitin
protein ligase) 7 FL i i K A= R 3k YAP 3& 4k, 75
S EMT HIkA, #iFR YAP U435 ITCH it 3L g
e 21 B 1R 28 Ag ) A EMIT 3 15 A 5% Wi . MOB
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Abstract

Epithelial-mesenchymal transition (EMT) is a process by which epithelial-derived cells experience

phenotypic transformation, gain mesenchymal-like cell phenotype under the condition of various physical and

chemical factors. Many signaling molecules participate in regulating EMT during the process of embryo

development, organ regeneration and tumor development. As the downstream effector of Hippo signal pathway, the

role of YAP in EMT has been widely studied. It plays a dominant role in gene expression to control the cell

proliferation and apoptosis, and organ development and regeneration. In addition, increasing evidences

demonstrate that activity of YAP is closely related to tumor migration and invasion, along with the occurrence of

EMT. Here, we reviewed the roles of YAP in EMT in tissue development, organ fibrosis and tumor development,

and the progress of related molecular mechanisms, which is expected to broaden a new prospective for EMT

studies and provide new molecular targets and diagnostic strategies for the treatment of related diseases.
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