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TR, Ziktik, HI5KF kK

WE ENEAIEE T (Endo-MT )it B, NEZAIMIMER RGN B2 ai M r S pm i i /N — 9 B2 4
MIZEF AT~ (CD31) A1 VE- £555 8511 ( VE-cadherin ), FRAFE A0 SR EY) o - FH IS (o -SMA).
WOV 2 R BLEF A R S 1 L(FSPL) 55, IF3RAT R BTt i shRnce et . Ik RS B A R A5 R 28
R RTE LR, TR AR 2 S Bass . #AbAERKEF-B . Notch {55 . Wnt {75 LK MicroRNAs 2 5% N 7

[ BFALBIIRY . Endo-MT 25 1 #5055, W . L

SRR SRk AN 55 ¢ B s £P4Ef

PR AR ST Ak ( Endo-MT ) 2 P4 1 4 ia) i 45 52k
AT 25 S R RS R A BRI 42 i A 23 A2 . Endo-MT
S R AN]SR AL CEMT ) (—F, 2Bl & B —Fh4n i
AV FARFSY R Endo-MT 1ERIE 1.0 Y ERY & &
FAE T T e Mo SR, VRIS E/R Endo-MT 5
EMT —#%, WS 58MBmm LR, g, i
A5 T AL
1 Endo-MT HIE S

Endo-MT i F2H, PRz 4SS 255 S pT s, i/ vl -
Nz 2B ZE R (CD31) Fl VE- 45268 11 ( VE—cadherin ),
PAFRFEAMHE, 40 o - FANEIEN (o -SMA), I
T VRS g i e 1 (FSPL), MBS Re kAR
WL AR | FRIRM oI s T o RE 1. BEAbAE R - B
(TGF-B ). Notch {55 . Wnt {55 LA K MicroRNAs %2 5%}
Endo-MT AYJE75 .

1.1 TGF-B {553

TGF-B RHAVERKHE T -p MEBEEATHH—F, J&
TFZ2IoRedE T, FTLGEMAMRNAR . b, MrsEd i,
FHN, B 5ENS R AEE P O MR Y g
LAY M (K TCF-B 4G =AW . TGF =B 1, TGF
-B2 M TGF - B3, TGF - B Al LIGH&FI41fI K MY TGF - B
ZR (TGF-B R ) I H#406 , TGF-B R i1t Smad fKHF
5 TR A L N S 2R (RS B

TGF-B FIEEELAEEN (BMPs) ¥ HAT &%
FIHT ()i T R TT R 22 2 / ) 24 BRI 37 AR A BB B4
A5 B MR AL B AN P BT I RS2 A5 5E
SRR, SRRl | Rz R G fb . SR fbny 1 55z
e 2k i 3 1ok W R A 40 M 5 R — 2B FR A Smads (TGF-B
SR EEAAN RN ) MEARMEGSLE T A, TCF-B
1 8 2 {A fff Smad2 Al Smad3 #§ B2 1k, 1 BMP T 537 44 U 5]
#Z Smadl. SmadS F1 Smad8 B R fb. Smadl,2,3,5.8 K 3% {4k

it B E AR E AL R L R

WA Smads, “EANTBEER 1L )5 5 3[R Smad B Smad4 & A 1
Fo XK Smad B A ARG i 5 A S R P
[ 1 D St 3 4 e S L TR A B S W 28, IS Endo-MT %2R 11,
TGF-B i1t Smadd [KIAAETiEE, FIRANIE N S ES %
TR 28 #e IR Arhgef5 193215, 25X Endo-MT B8+ B
I8 PR N E ArhgefS IIFRIEKFE, o -SMA BYFEIETBIT IR
A, AEFREAE SR, LITTEX R T AR A HA A
F25", o« -SMA Ji 8 T &4 D AUHSER R F (MRTF-A )
BOAVE IO 55 CALG £ [CC (AT ) GG, 24 TGF-B S i
N Rz 4L & A Endo-MT, MRTF-A 513102 K ( SRF Bk,
B =L LS B, B9 o -SMA ik, (A%
Z 5 Endo-MT; 23X M0 L AESAE, [ BT20 bR
FERIRZFNINE B RN SAER TP R e VIR M A
RERS fil & LN TGF- B /Smad {55 2, 75 Endo-MT.

BT 1B Bz K58, 25 TGF- B 553l i i =
MR 2K, W TGF- B R AP B 19 (endoglin ),
T 3 P A mh 5 AR 5 5 32 IR A A SR T TGR- B
S, WYESEMMN N ERREN, 5%
Endo-MT,
1.2 Notch {553

Notch F1 TGF- 8 —FF, BB 5 SRS RS I5 09 P Bz 41 i
R Endo-MT, B3 3 554 5% K 1~ Snail . Slug D) J2 ZEBI
MRIAN T Endo-MT. Notch L1814 Bz 4HAEH Snail Al Slug &
F 223k M, Snail F1 Slug 2 L HREIN K P9 B2 240 M 25 B 40 T
VE-cadherin 325 0955 55 K 1, VE-cadherin 7F 45 N Bz 41 )it
6] R e R RS E T, e B RS 2, P AN
B0 266 WA IR, PN B AN T 25 ) R e R . A ST
FH M FEBr G R E T, Notch 55 JBOHIE, FSY
TR IRMLEE S — RIR I Gueyla3 Al Gueylb3 #55%, Gueyla3
F1 Guey b3 H A NO 32 (4, 7] B G2 58 149 12 200 0 5300 48 £ 2
A, HETT RS B R R VRS 3— Sl / 25 (B B ( P13—kinase/
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Akt ) 3 [ i eNOS B 12 Tk B 5 NO, NO 5 52 {& Gucyla3 Al
Guey b3 AHEAER, V845 N S AN L, 0 =58 4 B .
Uit R, Notch {5 Sl 1L BEH AT Noteh 3 8 i Py BE L RE
ZERyIEE (NICD ), _EJE4NIEAN Smad3 mRNA, I HEZE Smad3
HEH, 5 TGF-B FLFEEH Endo-MT.

1.3 Wnt {5528 8%

Wnt J& — Ff 5 7 2 bk 24 R 5% 3k 19 4y 0 B BE R
Wnt— B — 3% 25 25 4 ( B —catenin ) 1 % J& H Ay fx 28 #4719,
B —catenin J&: Wnt {5 5 i o (9 S5 & (1 . Wit fifA 5
A IR I SZ A4 Frizzled 05 SR IR 36 11 Z ARG R IR
% LRPS/LRP6 25 5T R G4, Z W E G WE 55 HGELE M
( Dishevelled ), ffi LRP5/LRP6 i N BEiil 1L, faxE B —catenin,
[RI BT S 4088 11 Axin, JlE5HXT B —catenin FIREIR, M
51 B —catenin ZEMI AL R . KA E B —catenin 1 I T
PRI AN NS TGR- B #52 N T454, BT W ¥
R, HRAEETE, S5O R "

1.4 MicroRNAs 7EJH N Rz 40 i e) S AL b i VR

IR & B miRNAs 2 51970 Mg Em ' 24k
ARV I 0 kAR R R, HREE L Endo-MT 2.

TE Endo-MT ] [A], 4% € 1Y miRNAs Ul miR-125b,miR
Let=7c,miR Let-7g, miR-21, miR-30b Fl miR-195 [ 7K i 3
FHE, i miR-122a, miR-127, miR-196 Hl miR-375 (7K - i
FETFREM. N p53 & miR-125 (1 FEAEH 4T, EfEm
il TGF- B SRR LA o "™, B FT B SE 45 SR 2 B A O
EPN K2 2 Endo—MT HAMBIHE N pS3 BT B FEAG . X
N, HWEZH) miR-125 ATRE R A p53, MEL= p53 SEEF4ifk
{55 KT 51 % Endo-MT™. 53 4h, Kumarswamy 25 ** %
I miRNA-21 25| A&k N B2 4 & A Endo-MT (15K
Z— (HR, T miRNAs FAKRMGTHEHLE AT
2 Endo-MT H&EMIZEE X
2.1 Endo-MT 55/

PR 7 200 2 P R B A A B o 2 — B R AR 22 il
JEAFTER G TGF= B, JIF AU N B 14 B 40 T BB AE 55 0 b
1 TGF- B 520 T &4 Endo-MT,

TESEAR LT AE BRI ( CAF ) 33 B / 2520 R A it 8
FURZAMEARKEF (EGF), MW &4 KT (VEGF)
SRAE DB AT A AR R AEERS, (e S A0 I
A, W | VR 2 B AR S 28 AN S O RAE AN ', CAF's
AHEENREBER ™ BAZRET, RefsRebRitb
Y, SEERE AN A R, TR — R Y B
7 P RS SR X A T AU Y. T CAF AT RE>
A Endo-MT, B WFEILIE AN IR 33k N B AT CAF 1
FR&# (o« -SMA FFSP1) ™ [Hk, $il Endo-MT 1] g
/b CAF (80, BHIEIRE BT IS BT A28, il i 1 2 e
2.2 Endo-MT 5.0 IE45 S4B 21 4L

DA LA 2 S EUONE O FREREALFR RSN, X 5 4
A3 BE DRV BOE # D LA I B IR A . A RO
JIELF A E BN AR (UL ) LT i i, A PN K2 4 i
8] Ak 2 HOole I 2 — 1, Zeisberg 25 P FI] FH P iz AL 8 14 i
A AT R TR B - PRLBHTEG ( LacZ )Y Tie2-Cre/R26R-
lox-STOP-lox—lacZ ¥ K /N, TESE T Endo-MT S0 JIF 1%
AR IRZ —, B BLLTAeAb iy IE b B30T 1/3 18] B

YA B PR AN

FT AR NO A it 00 i 70 4 30 40 ) NO & Al &5 5 38500 B 7E
M 5K Ay T A2 AR 3 i P 45 =4 TGF-B
O EZF 44k P, BE R NO Af g ad i 42 U TGF-B 4 i & 5
Endo-MT,

TGF-B 41 Endo-MT R RSB LT 4 Ak 1) )8 2T 4 41
MO 22, T Endo-MT, CILAE Y S N0/, X 7T
R B 40 i 5 2 A /N O M A P, 32 b iR ) o 2T
HEANML B TCF- B ik, (2 JE 40 A L 5 W 41 B F0 T 440 i
FIREE, IR ZEfbidl e

TEGF N4k, Endo-MT 4 F) T 14 14 5% 2 2k 40 it
LR A e AR R FE B IR e defb b, 294 30%~50%
) R £T i 4N 2238 N K2 A bR 4 CD31, [R]85 nig £F 4
20 UL BT HE AN A5 AR S AR 8 FSP1 A —-SMAP,
Endo-MT &5 AR BT de b & SR i — 2pmim i, A
TGF- B 3 B0 4 W EE A (1 Smad3 4 SIS3 BHIET Endo—
MT B GEBH A TR 35 B s AN LAt 27 448 A fry bR B,

DR A P RN e AL BRI il A Bz 20 i ok
Endo-MT i if {k 5 LT e ARl Ao B, B R - &
TR — WEEER R G0 RAAS TSR TCF- B BEG AL, il
LA P9 R AN AR i I KR B, [RIINHA 5 I Ay 1)
AN R A ——2F 4 R A FRA R 20 fF, RIS T ikl
=10 £%, IS RAERNIE RSN, LB TCF-8 Hlis, R
FAA TR LR Ras fil3, R Rz A idn s k28T A A5 1t
RIS IR TN B e gl Y N B e
3 RE

Endo-MT 25 &MPRI LA KIE, O, M, BEE
AT LA — A, R SR A A &, R
Endo-MT 1 i v 85 B2 53 I K R T (A AL, mTRE N £
R B TR AR YT B AL RGeS 2 0L, Pier gtk & i
TRIT R AR A A
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