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YAP (Yes—associated protein,YAP)% Hippo {2
AP TUERY FEELON 3. 1995 4, Sudol SEEEE
JEsakE T — 4 5 Z IR 2 TR W YES /Y Sre
homolog domain3(SH3) X &5A& HIHT R H . 1% HEH 5
THH 65 kD, & Sz , Iz it 5 A
Yes &54, MBI A Yes—associated protein
(YAP65). AZ& YAP LR F YL ik 1122 X,
YAP f£7E 2 P AR 5 P12, BRI YAPL 1 YAP2,
YAPL B —/> WW 4ifg5, m YAP2 BA 24
WW K930, YAP 1) {2 26k FERAMAE Il (1 41
AMAS R . YAP F7AE A S5 I sl 5 A O
FRIF 5, A0 dE N v 5 Il 28R 1) S5 A 1, 5% s R 5
TEADs 54 X ,2 4~ WW 254, 1 4~ SH3 45 & %
¥, C Ui A5G SRS LA & PDZ 456 3K o 83X
S ZEFy I B R LR IT A1), YAP 5 2 Rl (A A
H.,. 254N 2405 5 m g mesE Al 24
Yr2Eohfie. YAP BEEEN TAURE T, hTi= 1
5B/ DNA 45 & 455, YAP 8\ k2 4 s A
S R RS L £ P R R AL R (el A1 P 2 8
1 YAP EHHHERE
1.1 Hippo 1 5@ %A+ YAP % Hippo {75
i P ORI IE (Y YAP SR 8 A
Hippo 0% F#L 5T Mst1/2 i1k 1% i b HoAt 3
A B WW45 Mob  Lats1/2, 1 ALY Lats1/2 5
Ak IERON 53 F YAP K H:58 R [RIIEY) Taz, Wi
FBI0 YAP Fl Taz 55 14-3-3 454, MWANMRSEN =
YR, e U SR AL R S Y A,
YAP 2 381 {3 22 E R Lats1/2 BB L5 12 (5 oA
D7 5B 22 F B CK18/e MRk , T YAP il i
2 R - ORISR B PR,

1.2 GPCR 25 @ % A4z YAP &M &4
i) Hippo 15 5 18 &AM, YAP B9 PEE 52 G 18

{EZ I/ Bhggean(1982-), %, EIRENF, Bl L, FFR T 18 : i AR Ao
B FNERMBKSERT; BEESE: Fh#E,E-mai:
13947551964 @163.com,

B 3ZAAK (G protein coupled receptor, GPCR) 155518 %
PR 4E o TG R AT ORI W AR
(lysophosphatidic acid, LPA) F1 #§ & & — B 08
(sphingosine—1 © phosphate, SIP) #J @1t G12/13 1%
156 52 PR 1 Hippo 3 B BB Lats1/2, 3100 #4006
YAP; 75— J7 T, JB e 0% 2R B0E E R R Gs 1
BEZ RIS Lats1/2, SFMTA0H YAP BTG
I, GPCR {55 X Y AP 1% 4 (14 41 4 s 40 ) B e
TIZZ MR G 5.

13 MUK AR F YAP F W 404 R
(extracellular matrix, ECM ) FlI40 M 725 28 9 B 5K
TS SR YAP B3EHE. HUBEK 10T YAP #Y
W, AT Rho GTPase MY WG 1, 1 3F 4K 4t T
Hippo {55 & Lats1/2 JEFY, A7 HEE AR Y
20 A T A AR 5K g RS (g f 4 il ) , F—
actin JME s Y EI# H Cofilin, CapZ, Gelsolin J2:BR i
YAP {EPERY EEZ PR,

14 FGMAIAERAYT YAP FH  YAP G TEIL
AEIE T 2 A A AH BAE HIEA T Y . Angiomotin
(AMOT)KIER G HES YAP 454, YAP fiif f T35
%1% (tight junction )b, FEMTHNE] YAP MUA%E N 5
YAP 5 BHERE N 20-2 454 feiF YAP ke
D78, 2R BAL B EFE 8 ) a—catenin B YAP 454,
WL YAP i B T AT IS B YAP 51
AR 1T s 55 — 41 B RG B 7 42 2 1 PTPN 14 J8 i 5
YAP 1) WW ZEFI 5 & 0 % YAP A6 P, it
#b , homeodomain—interacting protein kinase 2, 14-3-3
1, casein kinase 1, WBP2 #l1 B-TRCP 454K Al fig
W HAES YAP AHEAE AR YAP TGRS, 53
Ab IO R I T TS Y AP B SR P 43
F—VGLL4. VGLLA HIAARREE A YAP 254 8
REM 5 YAP 55 Gr 45 & TEADs (TEADs 25
YAP 455 1 EE K ), dE il YAP 15
AL A RO T M
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2 5 YAP HEERANHEREFR THFESF

Y AP 1E R s N, 5 2l it 5 s A
T4 6, WETHEILHE N T, Teads Kk
(Tead1-4) J&5 YAP M EAEHIH) FEH RN T, &
HIESFH) DNA 4544585 TEA, fAEiid H C i
YAP B N ImAH BEAEH, JE5 YAP {30 5H %
Ak 1 Bz 1 () o 40 R A AR NG RS SR T RENY. YAP i
fit 5 Smad,Runx1/2,p73,EtbB4 %556 S5t 1454,
P — RN R RIE . HAL, YAP IR REH 5
—3E DNA s 20 & B RS, PR A,
YAP fEFI SWI/SNF 4y {057 #1452 5 ) 4153 Brgl AH
HAERM YAP S ek S N ol Sk R A A A
Z 5 2 Fh A BRI A HEELARE R ALE B
HITAREE— 2L

2E g ] 204 K AT (connective tissue growth
factor, CTGF ) /2 H BT HiRiA 1Y YAP ELHz Uil
T T YAP 553 038 58 S AR v AR K )
fie. AP, CYR61,AXL,ITGB2,FGF1,BIRCS,CDK6
SR EARAE 52 YAP Y T IS A
3 YAP WA IEINEE
3.1 YAP EIEfs A B4 P eshak YAP fERHG
RESBEPIMEEZEMNA G, YAP 2B PEEERI/N
AR & B2 8.5 REUE , 14 IR B4 M 4 &/
B IREE R G SRR B E, TEIRIG R E
(A 56 — U A M i P e A, I 4K A1 Bl — ]
AR YAP EZE N FAMAZ S, YAP IG{LE 5
sk NF TEADs 455 45T i 5 572 AN = 434k
AHOCHE DR R 2R38 o Bl /N UG T 240 1 434k, YAP
B IE, 7R/ BURAG T4 s 33k YAP KEBH L
JRBG T4 2 A, i dbR Y AP WIS 35040 it 4= Re ik
FRIFEAR, A8 ARG AT 4 40 i o 4 A 75 3 2 ik
T4 A i B P YAP BETE o 7E Sox2, Octd Fl
KLF4 = [H-FRyFEaE A YAP T AESE N 5 4 F2 1)
R AR
32 YAP EmARFaafe P eisise  YAP Fil TEADs
FEGA T 4 M S A 20 i ) S h Rk By o 76/
W % BRI, YAP = B AE AL A0 b s 265, 1
e —SeZHZUh I BRI BE UL, YAP f3RIA7K
B AR B ()1 = R TR, YAP FENFLS Y
AT A RS R I E R A A Bl —
SRR N T YAP TER I R B iy S 2 hhe AL H
T T YAP Rk /NSRS, BFSE IR SE S
YAP ¥R BER A SR . XA SR AR
A B TR ) T 40 M S AR A L 3 5 | A g, I By 3
(1) 24 9 300 o ik 1 [ K T g T RN IR g 1,

FHRL  TER BB B AE B R VRS Y AP B}
HWIRY AP F1 TEADs B EAE N S BER KR E
AN R R I T A LR, Y AP FE I AH 248 it
H e B O 5 RS SE B4 BOE YAP B3
AL 22504k AR AR 1S LA K Oval” 411 L
AR, Tz RS B YAP(YAP-S127A) 1
FEUNG MBI 5L BT marker LKA 434k 41 Y
3 e BN AR AN B CL PR T4t B ik
21k YAP M5 |2 myogenic program, {8 41 ffd 4 B8 4H
4 i B 45 E RN 3 E g 7, #F 17 BH % myoblast
program®, 1T EKIRYAP BOEGE YAP fdi B UL 40
L e 7 DX T A0 B B 4 1, O X R AR R 20
o TERl b B Ay SRR, YAP A0/
O R AN A A RIS i i 6 2 2 ) A A P S ) SRR
AR, YAP A EHE R HN transcriptional
program, FEffiA IR AYTERL; YAP BYBRIAE 1 F7
AHARMLICIE N N TCF-B A5 75 S , JE B
YT 7

33 YAP EALRFATHHE  YAP FERMA T
P /R AR YAP 7Rl 2R AR s R vt ke 45 T
BEE ] o 1 IR FFEBOE R YAP Refe it st
AR IG T, TR ST D2 2E A O R Y 1
Az o TE/NELP YAP S8 A O IR Tl 25 1Y) TR
AE/INRUO E P FIR TS B YAP(YAP S127A) i
O WUREBE S 0o I A8, 78 B IR AZ A 55 2~7 K,
YAP FERINE AL ZAMIZ T, it RNAL 975
EEIR/D Y AP RYFRIK 3 AEGE e kA 5, IR
ALK F Bl (transforming growth factor—(1,
TGF-B1)IFRIEM,

4 YAP TEEAERHIThEE

4.1 YAP EAEMIE T o9 RE YAP 5 AR
() 4 A i Jo SR B ARG TR 25 A B A IR L U 78 4
Y968 R 11 fl s 5 AR v fETEE YAP BRI
TEQ ORI 38 . SR S50 OB 5400 i .
RA AR g S5 RS Y AP A9 2 38 7K S A2 28 (o 42 1E
R SR SS A IT TE™, JF HLL YAP (kK
V-5 IR MR RE R U S AR AR DG

42 YAP ERYIEEMF P A DIREERIHESY
7R YAP TEME I A Az e it R v e # B A o
NFUIR R 400 MCF10A Hhid 31k YAP G5 F40
JH B8 A 2 4 2B A PR AR PR 1 B s T
M il BT 46 20 i 22 IMROO i 5 shRNA P& A%
YAP TR 7KK 175 40 e 2220 7 it s 240 L 2%
Hd IR YAP (e Z M RS AR e ) FTR 28 0E 1™
UTIIOESE R, Y AP (1% 5 BE VOG0 T 30 T s 240 i
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XI5 32 . YAP X 1 SR 4G 40 il 1k
7YY R AT AR YAP 385 i 40
JRIAF DG Y AP 78 A 225 20 M yRa A% Fifad 40 e A il
J& tumor propagating cells (TPCs)H1 5 ik ; YAP &
55 BRI LR A IR BB R, YAP £ 2
B IR A g DR A € Y AP SR 20 Y 44
FIVAEIE | Tt 200 A e 8 — 440 A L T 25 0 e 2 1)
0] 45 e 240 B A R A EL AR AL T A7 AE 4L SURn 4
L RE S FEALHA A FRER AR

F— T, AT R YAP fE— SR
AT I g 3 R ) BB . 7E 3L IR R AN i R b
Knockdown YAP #4092 SL98 T~ {2 s 40 e iy
TR IR Z2RE 129, 7E DNA B 191500 F , YAP fig
5 p73 MEAERIEEIEH p73 A R4 T,

ULAEAE, Y AP 5 s 40 i T 99 14 K 20 i iz e
FE 7 TVE R A AT T & B, Y AP 38 23 fie 2 i
6 240 6L %) - R 240 6 1) (1] Jo5 240 o B 72 ofe W3 e g 4
JiL T AR AR
5 LLYAPEAZYERS

BT Y AP FELH S AR FREAE i S B T
REXT YAP B9 254 HA 8 L 7E Hippo {558
AR B T, A XS MST1/2 Fl LATS1/2,
EATREIN] YAP B35 P Bk P28 B 1 /Ny
Pl AT RE L UE YAP B3, SEmAESE YAP AT
fERT, 32/ NV F Rl REAETE IR ST 20 i sl AH 41 i
PIEAR N SUE G P R 2RSSR EE . )
—J5 T 25T YAP 76 R 2400 v s B0 , il
YAP (1) 3% M 0T Be & 1 bR g — Fh F B
Verteporfin (VP), H Fi## TR 77 58 505 722 1Y — Ff
JEHEGR), e R T YAP 33 FiA 5 1 AYF AT AY i
BEBEET S A B 5E R I — A 2 K (Super—
TDU )t ARG 1 0] Y AP A0 355 P 108 i 400 o) 98 4
(18 {4 &1 358 B R /0N SRS ek R e R R . VPRI
Super-TDU #BJ2& 38 1 56 G+ 9 25 & F YAP AHEAE
JHEY F 854 5 T TEADs, JEMH0H YAP-TEADsE
AL SR TSP Y AP SHRE A,
6 BERREE

FERT 250 20 4R E], BHIFA G YAP (R4 &
HEYFIIREIRTIT T IRAMBERSE . FIHILE S Fsy
TFHEW 25T B YAP I PE 0 PR 3 C 4% 45 [ B
1§24 Hippo {55 538 I FUFAIRUN 53, YAP 3252
Hippo 1551 FE I FDE RO 1) 7 m) 4% 5 040k
(AF5E 387~ GPCR {5 i i . ALK 71 % Mok it
WIS WSS YAP PR IR ; 8 i Rzl a2
A E AR WBEETESY YAP AYIS M ; ILAl, YAP A

HABSF 5 EK T crosstalk, {15 YAP B35 1 A 845
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