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FR e [] 2 0 A 2 0 M Y T B AR L R 2
R ZWAIEENSBRE RS Z. BAVRE L
AEAL B HLRI A B T 45 Sl PRIG I SE Z RT3 e W JUE 454
EHEFE . N A (endoglin, ENG) J& — fif £ 2 7E
WA LRk T RIBS R AL AR A AR R A
F B(transforming growth factor B, TGF-R) # Z % A
P Z 4K RES 5 R A A A B R AR 2R L AT 4
PRSI AE R A DT K BN B W AR 1 A Bl
VR I A0 A AT B EZH 2P A A S i Rk L R
B G B U i ) i A R A e i o B 3 G Y
PERT 3 78 ENG A B2 R0 B IR 0912 B A o7 1)
FHEL AL ASCEXT ENG 76 '8 25 446 b /9 15 J 47 25
B BRE s R 2T S B BIE A
1 ENG W& 577 R IhEE
1.1 ENG W45 ENG S J27E 1985 4E i AATiR
BB SR E A ENG #5477 — R AT5E . ENG
JESTF i 180 KDa B[R] 1 — SRR B5 ROME 2 1, A2
SN GEBLTE 9q34. 11 b, 737 456 40 45 40 M A1 DX I
FK B R AR 200 i SRR DR R R B R S 0 e
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M H AN L ENG 438 L-ENG (A 47 A& /)
SENG(HH 14 ANE @) WFHE R ENG /1) 5 K
5 J a3 W A R 45 5 AR il T 4 JB AR 14 (ma-
trix metallo proteinase 14, MMP-14) | [ 4k & & 1 B
4 8 % A -12 (matrix metallo proteinase 12,
MMP-12) Y1 I ST B ENG(Sol-ENGHYF
1.2 ENG W4 ENG iz a0 fi T A0 2 Fh 4
M2, #F5E WoR . ENG £ 2% 38 F N 2 240 iy
b UL TE 22 0 2F 4 1 20 1 0 ' U B 2T 4 48 A L0 LA
MM ST R FR0 T, ENG R Fl IE 0 7E 2H 2110 4
A 25 0, L-ENG 75 P K 4 i 09 28 B 5
1M S-ENG 78 i 5 FHFIE e 9 22 305 i L 7R O JE L 0
TR pyFE R, X AT A8 PR A & K TR 4E
FH Y BE

1.3 ENG WIIfie  ENG 7E I8 A R iR 8] 2 ¢ &
BMER . 1 ALS AR PR R A I T 5K AE Chered-
itary hemorrhagic telangiectasia-1, HHT-1) it 4§ /5 &
2B EMWIMNAEY K X288 E S kA 8 E , ENG %
PHZeAs & HHT-1 M &Ll 2 — . &2 & 1k # koth
K B UL PR B AR A TR B A E S R ENG 2R
Sk e Ik il gk R R Bk R bk ORE by 3Rk TR e
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B 4 TNM 43 8 & W5 A7 48 3% A OC. ENG
R S 5 B e 0 A 1A A O AR R . 5 R R 2B
AR EMET . ENG I8 0] & #5545 5 002 £F 481 1R
M. KAPUR N K S5 e /N B ) 52 v 155 780 oy 08 42 )
T ENG (35 M nlf ) TGFRL 15 5 1% S, WA 336 5%
ANERAT 0 5 R B R 0 I £F 4Efk . HUANG Q
S B ENG 78 168 R85 B 588 1 3B T i 2 B 3R
KI5 I AL 2R A A ALK A S R A OGBS b
TTAHE K B 2T 24 Ak A5 Y rp b 00 5% 1) ENG 1) 35 |
P L AR ENG v] #0461 K BRI Bz — [8] 5 5% e 1k 2 i Se it
B HE 52 N 2T A Ab iR . R S8 M AR E (sys-
temic sclerosis,SSc) f&—F LU 5 3B 5k 4= B J7 ik 18 &0
ZASE A A EEIE IR FR AN B B s, A
SCHk R B KB sol-ENG Al g5 SSC Y 6 41 i 4
Y5k DA K B 5k R £ 4 Ak i & R A 5 L B ENG TE TS
A TGF-B i HoA s AE I, NI 5 SSe 19 &
AN XA I B R R ENG A 45 A 8 B
228 LT AR B e R T T R T R R R
ENG 759 & A AL i B 72 B 4k 8 22 AR I A &K .
2 BHHENES TGF-B/Smad ESES B

B £F 2 b = B R I R B /INER B AL B N ) T 2F
A 0B S O L I A TR U U 0 e [ 0L AR R
B ET A Ak & 95 BIL T X 1% M B IR TR Y L B R
X, TGF-B/Smad 551 Sl B2 B A i fb kA 0 £
B . TGF-B MR E FE AR R A 20 DL B
A B 85 114 5 =X IR 4 AN [ 1 A W 2 s A 455 4T i 34
B oA R T G OB AR TGE-B 5% A i 3 2
Wit 1 BRI 7 A7 R (9 2 W 45 B ok ke HE DL A
MVER . 25 B R TGF-B £k L] 2 ik &
LA R, T A0 TGF-B ] 4 28 5 47 44k, e fm,
WFFEHRE TgA B 9 £ 38 5 s B4 43 908 =5, TGF-B 1Y
KPR ETH B IS TgA B EH 24 h REA
ML VE WLEF L eGFR 45 Il R 48 b5 LA B2 5 2F 4 Ak 1 B 5
EOF AR DY LIANG X Y 28070 75 52 36 vh Wi 42 3
TGF-B A o] 3 223 By 1k A2 20 i 4 3 M 35 JES 15 JE 7% ok i
H Wl R/ANRBEI PR BN ER A il . B A AR — A
AR B AR, Y B ESZ B B B R R R
SiE 2 A I8 O R Bl AR 4 Gk I L A RME E B3
B RS0 05 . TGF-B 1% 4k, JF 5 40 i i 1 i TR
RSMHaE. AARKE LR SEEZ AW, 145
Smad2/3 BER L . Smad2/3 K fLJ5 5 Smad4 455 T W
R-Smad-Smad4 &2 &9 % A 40 0 W, TE R NI B4
E S R AR BB 0 A5 A R R 1Y £ 4 40 i T
GG AR 8 AR R AR K Y 40 i A0 3 R Cextra
cellular matrix, ECM) , [a] B | Bz 40 it . 28 B 40 it . 2 4
b 565 B U A 4 R T A2 5 SO PR R B

755 5 I e 2% 3 30 5 U 1Y) e % 0 AR R T i )
RE L ek R RE T 28 B AT A R A 0 EEIR
ABFSE TGF-B J 3N e (5 5 it
3 ENG 5EBa44
3.1 ENGZHEF4 L@ pg  TGF-3/Smad
AL 5 B AE N B AT A AR Y 2 LE B B K AR
AT ENG 1B TGF-B A5 53 B (19— 5, A K] fig 2
P& B 2T ek 0 OCHE R A A B R IR T A 41k
B R S , ME o TGEF-B (1 [ B 4 Bh %2 1K . ENG fig
5 TGFRIF 5122 RS G R B ZREGY .
2 TRR-11 77 76 B . ENG DL 2% fil 1 45 & TGF-B1.
TGF-B3, 3 TGF-8 75 Z B R LR & DL & W
B 40 i Smad AKHURT Smad AR S . N T 7E
0 rp o TGF-B A5 5 5 1 R #E 8 2 AR 2 . A
AN TA] B 40 26 B, ENG % 9 R I B R) o g iR Y
TGF-B/ALK/Smads 15 538 J§ R K LW 2 BE . ©F
T . R A0 H L-ENG {7 3 33 TGF-8/ALK1/
Smad1/5/8 IRAEAE HE PN K 40 g 3 5 L i #8 F1 ECM F%
fift . 1M SSENG i (1] 38 332 TGF-B/ALKS5/Smad2/3 &2
R ECM. 1 B 21 % il I 3800E 9 30 il IR 7 (plasmino-
gen activator inhibitor-1, PAI-1) A1 ML /M IR P A= &
F-B(platelet-derived growth factor-B, PDGF-B) %
TR & FE 0] P9 R 20 i 1 5 AT B i /R Y .
VELASCO S 5 %t i 235 L-ENG.S-ENG ) X i
B LAN B AT AF 5 [0 R 2 B b T A R LA ] 3 42
F TGF-R I 5155,

A R BF 58 2 W ENG #] 5 i+ TGF-B/Smad
T AR B A AR R L E A B 5 & B ENG 18
B F 4 Ak bk Gk R 45 4E . DIEZ-MARQUES L
SEIE Y Rk BN B /NER R A L b i R 58 ENG 0]
FHECM £35 F %, H2 TGF-R % S5 i B 4T 4 41
b D AR 1A K B Sk D L i g5 R R R ENG AT R
Z57T TGFB M 1 RPN ECM & A 1 7 1 4
. WA EE T P ENG X BT 4 AL 0 iE 5
VR FIPL AT R & BT 7E AN [R50 AN 5] 48 i 2 R
KBS R 0 T L ENG (4 0 R I 8 22 5390 5 R
[ TGF-RIE S rsk. & — 12 &0 EY¥ L
L AT — PR,
3.2 ENG 25 RAS & HL i T4k )
PR FE FH (unilateral ureteral obstruction, UUQO) 5
S0 B AT AR R AT RAS &R G0 M § 80 ENG
FiETHEY . CHEN K &5 78 %60 I % 2F 4 40 i i)
AHMIF SR & B, i % 3K % 1l (angiotensin Il , Ang
IR RAS RG i — 61, o] 38 o fill i ENG i %
Ko DTSN R SR T A KT 3 1 0 I B 2T 4 4 i
R R £ e AR AR AT TP I 55 9K 3R A2 AR BE T R AT O

— 355 —



2023 4F

EERANEY PRV SR 55 2 3]

Bk Ang 1 5 519 ENG i1 ik, X KB ENG 25T
RAS RGEM G, NI K AL AR A0 AE . PR 31 1
RAS R4 0] fig N ENG 7K M1 4E 22 15 27 44k .

3.3 EEIAES ENG AR LR it E AR5
R IR AN Sy — B o B 2R, TR 2 R AL 2L AT 4
TR R 785 IE b B A8 RT3 5 22 005 5 3 B T A 4
P2 B LR A AE T . — BB 5T e BRTE Bl S0 451 T 9 B2 4
fiirh ENG ik BV, b5 HAARMANN A 20200 %f
oG PN R A0 i 1 A7 A2 AR B, 2R B ENG M 4 i
% /0T ENG (19 3R 35K, R U AT IH 5 ENG
(A, L1 C G 29 %3 i TGF-B & & 4718 , Bt
ST LTS YR A0 ENG % RS 87, JF 4 5
ENG mRNA % SR8 A0 8 I Rt TA/EM .
R BRI A T TGEF- 15 53 i i I8 4% ENG 11
Fik.

3.4 ENG 7B 27 defb 50 b il 6 3k

3.4.1 MERIGYEIN  MEIRIK 'S 9N (diabetic nephropa-
thy, DN J& 4 FR 5 B8 5 UL 9 18 1 ol o 7 s A2, th )2
et NS P A AN 2 R T I ) % . DN
T AT I A IR B 1 R R L T I AT
B IR ML B/ ER ECM ¥ ik K B ) i 41 4 1k 45 ik
A% EKIZ-BILIR B 42500 96 {4 DN 3% 5 35 fi| fd&
JHEXT B EAT X H L, AR B DN B35 1) ENG K P T
fat FE X HE4H . . DN B F A9 ENG /Kt 3 TR 2 1 B
PEROHE PR B . GERRITS T %5 iy 0F 28 0 48 1
76 DN B3 5 E) b &k B ENG Ry Rk &, HokF 5
HE AL 89 B /N BR U8 3T 2 (estimated glomerular fil-
tration rate, eGFR) | JLIF 7K S W 4 15 B B /N 25 40
5 18] 51 £F 4E 4L PF 43 (interstitial fibrosis and tubular at-
rophy . IFTA) MK . 3 H ENG #4335 /K5 5 8] Ji £F
YEAL R FRBEE 2 OE ARG . RS 2 R A A A B IDE AR 2T
e i th ENG ) £ 35, & B ENG Ik % 35 o] 410 4l
TGF-B 5 5 09 J8 LT 2 200 1 1] JIL 8 27 24 200 1 1) 4 4 DL S
TGF-B Tl fe £F 4efL ¥ 5 [H CTGF Ml SERPINE1L #Y
PR, X UL K E B9 ENG ] 42 BE B AT 4 qk, B
ENG Fl38 & 3 i% TGF-B {5 538 1 9 45 & 4F 48 koK
S, AR RALA BFSE o8 ENG B3 5 983 Y Rz 40 i
AL FIRAE S 5 DN &%, BUS P 487 4 1 Uk
PR /)N BB 7 rh UL 22 31 /N BB /N BR ENG Rk 3,
ENG 7 Ifi. 55 40 i 26 Bt 43 F VEGF-A BYi% S F al ffi )y
B 240 R A 0 B 4 B R B 0, 1R R ENG R AT
DL o 34 AK 85 R 1k K F SR 8 > VEGF-A #5319
DAL B2 A4 3 A AR 00 B T SR A 4 i G o R 1 I
P, HeAh SRR R W] ENG £i55 DN BE 85/
B VCAM-1 K2 IEM K, D BRI ENG X
DN 1 #2112 W Fia 7 # 8, ¥ 7 ENG 7] g & DN
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3.4.2  FEBH SR BEBH M B W Cobstructive ne-
phropathy, OND 2 IIfi /K b & UL 59 18 1 B I 9 el I 2
—. WFERE Yk & MW R R AR, R A R FR K
FE Tt B I S R /N R R R R B A R BUE )
FE T B3 R0 JUE 21 48 b i 28 i I B UE A B2 IR 9T ON
S S W (E P R 0 A TN 53 s el A R G nER A =
W TC Tk T T e K 2 RN AE 2% ' AF e f R, R,
FPT 0 A8 L o 2T A A LR X VR R, O
HERA ST S AR BEL PR ' IEAR AL b ENG (19 3R 38 £7 7
S, UUO 5 KR £ 4e 4 i i 72 h & 3 ENG
B K TGF-1 FH@iKF—3"" ., TURCZYN
A G e IRt IR A BEL 1 R T B0 AT 4 b R 1
BULIR T ENG B3k B8 i fi Bt B8 41 L # (1) R
WO AR LR A R 2 AE . UL EAFFE BoR ENG 25
T ON W R4 KRR, i AR E ON W 7E 2 W iR
JPHE S . 1 ENG [ W Fp I B/ UUO BERI 4% T
ANIEAE . Barbara M 20 8 i 8 57 #0046y PR A B
B8 AT 4/ B AY, & B L-ENG 1t £ 35 (L-ENG
BRI N RS B AR (W /NRA L L-ENG +
/)N B A A BEL B IO v T 78 e i RN 4T 2R Y R A K
S ETE, AWM 3] Smadl A1 Smad3 B2 {k K Fh
BERT WT /NR, 360 L-ENG i i 3% fb TGF-p/
Smadl/3 {551 B . 5 20OW £F 4 40 M & ke i & R
EABU: AR Bl NN O = A o R VL e AL i =i 3
R R .5 WT [6 8 /N EAH LG, SENG i £ 35 (S
ENG) /N B BH 28 15 JIE v 48 S 12 9 . 8] J5i 48 A 31 55 A
W /N ] BT £F E A K S8 20, B Smadl 1 Smad2/3 3%
B, XA SSENG idRE 2> UUO
TP 2 416 DL B Smads 3842 1915 465, AT
DA 4HE T 7 AR L S B AR o ENG A 1 B AT 4 AR
S IR T A L B R P A A

3.4.3 2MBH  AMB i (acute kidney inju-
ry s AKD J& —Ffr il 45 Fiofig PR 5 | e J6 B [ 9 5 2 i 2 Tl
TR B A I R 8 & E . BRI P 1 (ischemia
reperfusion, IR) W] 5|2 2V /N IR S8 A tg 1 15 2 fig
WA PR T TR AKT B8, R BF5E 4 L IR
PR ENG ) £ E T, BE A IR B E A9 ZE K,
ENG #9321k M\ R FRAE I8 9 K2 40 i 3] ' [8] Joe 21 4E 1k
M ENG AR /N B 37 A4 Y /N BR324 R
BN IREH A 2 F e L IR HELLP 28 B 1
HBFTE AKT R, sENG 7 13 b #1926 3% K i
BEIEDY, X8 ENGZ 5T AKI R 4ERE,
ENG K-V 0 & A ol g4 s AKT &4, HHEFCT
ENG 5 AKI W #F 588 0 5/ K B 58 ok itk — 25
AL
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3.4.4  RIEHEEF R RS R (lupus nephritis,
LN & &R G M 41 5 J1 ¥& (systemic lupus erythemato-
sus,SLE) 2 X B I 2 , 25 AN RE S BT 1, #848 LN
B SRR . B R IIR ] LN XHE 97
FREZ, FRBVES MRS TMT frid € &
B A 22 20 B & 09 LN R 35 e B X B 4 09 1f
W DRI A WA A v ) 22 S B T B, R B LN AR 3 DR ViR b
WA T ENG 3 5k & W35 5, H 5 0m K48 b5 4 1k
C3.C4 2 i 38 UG X 428 ENG BAT 0 LN i
VAR RS T 6 PEAG LN 5 e G B FE LA
B XA it — D RIS LA e B
4 BEERE

ENG £ TGF-B {5 5 i i i 5 B 32 14, 75 1 4
A IR AR 58 2 A AR A D TR B G HEE T, IR
AR R 22 5 & B ENG 5 B £F i fb s UM e
RABEFE ENG X5 27 4 Ak 0% 98 42 1L ) %k B 1 5 9 1
I PG R P EEAEH . WA R RE,ENG
VAT B L AR — A Z R R 2L FAE R R,
A HHFCT ENG 25 'S 2 484k 09 4F FH AL B 57 38 ¢
b HZE P TES Y S5 2 T, [ B ENG 78 B 47 4k 1k
WS DD VE T DL R 2 585 i B R AR A A i —
HutsE . BKITE  ENG 554 4040 i i A5 4 5 % A
Al AR OQ B A A B B I 5 0 1 4 Ak i R b 9
DU ARG 7 AL O SIE 22 B 2 4k b 4 AT 0y SR B
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