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[ Abstract] Human corneal stromal cells (HCSCs) ,a type of resting neural crest mesenchymal cell,are highly
specialized transparent tissues responsible for the secretion of stroma and play an important role in maintaining the
transparency of the cornea and the normal visual function of human eye. Normally, corneal stromal cells are quiescent,
flat and dendritic. After the cornea is stimulated by trauma, the corneal stromal cells will be activated, and the
activated human corneal keratocytes (HCK) will turn to a repair phenotype ,undergo apoptosis or transform to corneal
fibroblast phenotype and myofibroblast phenotype. The phenotype transformation of HCSCs is closely related to the
formation of scar tissue and the reduction of ocular transparency caused by the repair process of human corneal injury.
In this article,three phenotypes, phenotypic markers, phenotype transformation and in vitro transformation mechanisms
of HCSCs were reviewed, and it was found that corneal fibrosis could be inhibited by interfering with the transformation
process of HCK to fibrotic phenotype and TGF-B/Smad signaling pathways. Therefore,in-depth study of the molecular
mechanism of phenotypic transformation of HCSCs and the regulatory mechanism of intervention in corneal scarring
formation is helpful for prevention and treatment of corneal fibrosis and postoperative corneal opacity in patients.
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NS DR o B A0 A e — AR SR A G A 25 I
JEZ B0 B R T ARG A T EORZS A HCSCs PO, #
78 S NG RS BN A RS 5T 40 Y (human corneal keratocytes,
HCK) , 481 % A= SE T s e b i 2 e 1, 51 ffy I i ik,
TSR 2t BT A I AS S SR SR 2T 4 fb L 8 S () A
) £7 IS TRERE , 5 SCHL 0L ) T I 20 I PR AR o R R e A
Bt G e 2R L (I o A M4 ) L e T R 1z 0O 95 1 A
J1ABETAR IS T W06 T AR GHOEE 2 M LTI AR 56 ) 288
U £ R IR I RO . (Rl HCSCs 1945 #g RISh BE & 2k 28
AT S B0 A 2 W AR, AR g S2 B0 o TRE, TR AT S
HCSCs A1 i e A ad 72 LA K CHR ML, S AUAT B 17 A £ i
PGB S 19 A e A, ThT EL XS T 24 B L 990 B35 6 7 A 8 Tt & 4
TR SRIRTR B, B 230 P i U A 40 e B, LA T i IR R
Ko ASCHE HCSCs A b7 k¥ 3 2 1 % Ak B ARSI AL BIL ]
HEAT LRI, LU O 2 B I PRAG T T B iR AL 8

1 HCSCs &k &

1.1 HCSCs

HCSCs & A5 F £ M B4 £ 20 BJ: 240 g, J& — Fh 1E 5 £f 5 200 ffg %
R ILAE A AU DT RS S 2R A0 R £ T R [ M (keratan-
sulfate proteoglycans,KSPG) 4§ 543, I 15 B B0 41 41, A B T4&
o1 T 1) LA, 58 B N O A T B . IERIRAS TR, HCSCs 7 48 it 4]
W GO AL+ BARAS 2 W OF RS8R, BEE L 3h W IR iR
&8 ,HCSCs & B If 43 1 28 it J5L 2 [ (collagen 1 ,Col T )
Col TI .Col V FI Col VIZE ECM &4, = Col T HHEE,Col
VB I 2T 4 28 25 e T N 1 HCSCs T 4 M Y B 1R
TR BRIRECE RS O 20 R R R O A () 2
UG ) H A0 A I A G O R AR T SRR e T
LA R A it G At TR 400 R Can IR 1R B R 40 ) 1 ol
ST A i HCSCs B 0% & R RN B K R4y T, 8 RE R
MMP , #£ ECM 4 41 0 35 J5 A 104 900 40 i 55 48 n 40 i
DI 3 S A i R R R S T R R R R T .
1.2 S 2T 24 4N i

N £ R T 2 200 M e T R A Y HCK B Ak ok, 55 b &
AETEAS T G AN A DX N R 2T A AN B R AR T B 2
&, MR AN I AT 2 A A7, 5 AT 4 40 Rt A {81, B T 4 R
RS IR 2T 2 40 M o AE AR S 5B 4 L T R B g
HCK s & A 1 T, 9155 16 S ff I8 R 2T 4 4 Jf R UL ok 2 44t 2
JHL, i3 e 8 5T 6 Y ) 40 L 2 45 4 kv 0 05 A A R, o AR
FRBE A% P VR 1 5 R 1 MR T R R R AR A
MRHASRES - EA R ORE, AU TaHGEBEE, FE, A
W58 % DR IR R AR 5378 3 A8 B 4 I TR i g TR ot £ B2 g 0
S5 1ty HCK SO s sk

N AR B T A 2 LA 0 T T 0 48 3R 3 R TP O I S
Tt ECM B 43 F 2R 1 T8 , 0 90 0 0 )28, o 20 457 o T3 W 3 AR AL AL
R PR DT TR 2 B B0 AL L AN R A A B 2 0 R
P 40 0 32 30 R 35 5 e, I 2T A 400 A 40 X T B BT
A 22 T A 2 1 RN B DR, DA AR S0 £ RSB A3 1 45 52, E )

£ 575 0 2 95 o A9 I 0 0 005 o ik AR bl S TR
1.3 NShBEAL AT 4 40

N B VLB 2T 44 240 T by A A IS T 4 40 W 5 A, o2
TR AT TG G T A T P R B ) — g A R
L 2T A A MO S B — A B B AN Y A I T
E TE % B2 03 10 #7 JE rp o A 00 30 LB F A A A L
JICET 24 200 M 2 LA Y- UL 40 T AR 3 45 A R A R M ) K T 4
AN, B AR O 1 43 ECM 55 ) R JiG 7 A5 266 B 45 1 1)
AETT o TR, A A IR LS 2T 4k 200 7T R 76 R 13 1 s 145 2R 4k
SRR e e RS R b R E AR .

2 HCSCs REWIRED

2.1 HCSCs ¥p&EY)

HCSCs Jg — A 50T Pl 22 Uk 1) 5] 50 50 40 M, G g 80 A fF 2
A7 AL B I 3R T BR A5  F e R £F 4 . CD34 Hil CD133 2 Py
i ER A HCSCs i LBV PR 5, 76 M @145 )5 , CD34 2 ik it
T 2% , HCSCs NG , 45 1 B L i HCK 2346 S J 21 2 40 g %
IO B GE & BE HOK ZEARMEAL S R AME T R D
HEHRB S S RAMRMWPNEO S WL K OB B AR 1AL
(acetaldehyde dehydrogenase 1A1,ALDH1A1) 1 ALDH3A1 . #Y
SR IR ROIR R B 1 2 R T T B A 40
% HCK A7 WM SOIRGE M, BAT T 1T 4 A0 i v >0
2.2 NS AT A Al AR R

A A0 05 5 BeS U 1R AR g HCK [ J80 4 48 40 i 5% 1, 7™
A i 2R G5 Y 4F 4 7% 4% B A (fibronectin, FN) (% & 2 o581,
MMP-1,MMP-3 FI MMP-9, 343 i i J5U ik (AR T2 4™ . B
U0 K B TE B SR 09 ON fB R R ZF 4 A0 B b owr LL R I E)
CD90 mRNA FI&E H , H7E 57 6F 73 25 19 HCK PR A 210, itk
KA CD9O g3k 2 th HCK % 4k Jy #f 51 21 4k 4 i A UL 27
AEAMLT A A L AR R R T A A0 Mt S R T IR L A R
PR (1R F ECM 263K i 28 fy e I
2.3 ANSAENUSET 4E 40 i bn 35 W

JUURCET 2 20 5 5 AR AR S o- W UL B (a-
smooth muscle actin,a-SMA) ,iZ WL 3l & 13 & WL £F 4 40 i 45 E
P25 1 AN M R R R, B A R A A S A e B RE L TR
ARAYEAL M5 0 R o R G EEAEA Y A
5% 3% W £ IS L8 F A 2 e 7 W B B T iR R R IR B AR L A
Fik a-SMA 2K 45 % 11, o-SMA 1 % 7 LA B 5 AR &
Wy A BRI R B, A R 5 A S T L R R A R R
BIEFYE R (| EDA R BoAn Col T, T ¢ £ B & & i A LT
AAEX 2 R AL AR 2 Bl (AT A A bR R
5 «-SMA Fil Col I— #f, MM/ Sz b 5 1 ( thrombospondin-1,
TSP-1) 7EH HE A 1) HCSCs AN 35, FE 545 5 19 4 i v A 3%
K TSP-1 AR 1 A A R AL K T B (transforming
growth factor-B, TGF-B) i T 5 H% B T

Stoniecka 45 ™"/ Hy g {4 1 A 1 I £F 2k AL , % 5 0 A
T 4k 40 1 1) DL 2T A A O 2 Ak, R PR S R AT AL IS A i g T A
HIBE R 1 . Col T Col V OB I RAEA FN 235K 2 It
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o Ronty %0 % BAE TCF-B1 5 T LA 2T 4k 40 i 4 1k 3of 72
thr, Palladin 4Tg(—Fp 2 HI N S LT 4ES2 B PE RO A0 LB 28 8 1) R
KR EFE, I Palladin 41g & — T i LR 2T 4k 20 i 44
SAFIR AL IR E D o

Nishtala 25! Fil il 5 it 2 (15 412 20 B % B, 55 HCK A
Vo, I LT dE A i A LR LT 4 dn e P i B G R 5 5 18 =
SLIT-ROBO & B ( PFN1, CAPR1, PSMA5) ) K& ECM %% H
(SERPINH1 ,SPARC . ITGB1,CRTAP) F ik o , W H A4 0
AR REEM.

3 HCSCs REMEL

3.1 EAFALE R

L2 B E M T ARBUEG G , 514 XU B R HCK
WP TR BT IR B E R ARG X H A SRR A . i
296 h 5, FH 4B AR HCSCs S , 20 M /)N 0 200 i 45 &
AN, JEAE 24 b R G AL I RS T iR N HCK 9] B 4F 4k 40
WAl o 2% 5% Al 3 e Hh AT 4k 20 g A 4K IH T~ 2 (fibroblast growth
factor-2,FGF-2) Fl i, /MR AT £ 2E K I F BB TGF-B 45 A4 K [ ¥
AL A FN AL AR 5K ) 36 [ 9 8 40 A %1
(interleukin-1,TL-1) Fl i & 2 #¢ 4= K K F 1 (insulin-like growth
factor-1,IGF-1) , T {2 3E 40 il A5 22 73 R0 56 AL B9 #8747
A 20 2 A 0 3 A B0 T 1 45345 902 S ] I 240 O 25 R )
BE 24 S k2 L RE IR SR FE T AN . RIS 48 h 4 i
HRR AT AL , 2 B ) R ET £ 40 0 % i RUJR 25 27 R AE , [ 45 AR E |
Zo WA~ R 2 0 R 3 R 2k 40 3 5 DL B K 1 40
B R TR , AN AR A Ok 4R R S R L TGR-B A Y
HiEORAS HCSCs #5462 LT 4E 40 M, 198 ECM 9 5 43 W , JF7E
i i 3 7% 2 00 1 S5 5 5 LR T 4E 40 i FR R o-SMA (258 (1
WV B 1 0 23k I 1 JUL 2T Ak 40 M 4k

TE f 5 A I 1~2)§J,ﬂﬁﬂﬁﬁﬁ%ﬁﬂ@ﬂﬂﬁiﬂ:fﬁéﬂiﬂfﬂL
PG X2 5 2 o o, 45 R T e L R S ECM AR, 2
S BOHE T R/ 2T 4 AL R Dk A 3 B B AR O M4 4l
1652 3R B — 5 AR I, JRUET 40 A0 M Ok A 9 T, B AR e, L
I 4 20 M TF B 152 2 I 05 01 0 b, e 200 U B R
Zoid BT BUBAE 1B B, b B SRR I 58 4 A, ML B
ECM 3 ¥ AL 2T 2 40 0 e 7 A e 9 il B Jo , i 3ol e v L
JET 2 A0 D 55 R O AN YO AH B SE A, SR R ECM B IR, A R
21 L T LB TR R B O T R T

0 ECREIRE 1 TE S B A A28 W) 2 AU O 2 3 L 0, Lt O
FEFA AT 100 A A S R, R T A A £ R AR LA O R R AR
ABLR A Bk B e R B S A I WD, 0 LY AR R
T A 4 0 UL T A 240 T A S 2R o A R B T m) A 0
FIE S AR ™ o A K — 5 AT RLER X HCSCs B 80 I fo 2 71
SEALHEAT AR AU S, LA IR TR X A B35 B 88 e 40 3 P9 52
3.2 (KA E AL
3.2.1 HCK ff*tﬂﬁjjﬁﬁé?fﬁéﬂiﬂﬁﬂﬂ}lﬂiqfﬁfﬂiﬂﬁ HAERSN T

L3 45 77 ik vh B TR I, HCK 2 47 35 B 28 0K, 3 0 4% i I ¥

TGF-B B 864 K [ 7 7] 75 ?‘ﬁﬁ)ﬁﬁ%ﬁﬂﬂﬂ@*ﬂﬂﬂﬁﬁﬁfﬁéﬂi

Ju% Ak . Sharma %85 A Ay B K B D) /D B BT R Lo
A S 10% Ji 4 I35 B DMEM £ [K 2 B Eagle K5 57 £ v IF 7
37 C \5%CO, WAL KT F= 46 h K 3% 2 s LA L, 75 3 £A J5 L &F 4t
AL, 2R )5 B & 10% G 45 I 79 DMEM rp 35 3% 78 Hom & )
K F] 60% ~70% J5 2 FH & 10% I35 ') DMEM K5 5%, 76 8 ~12 h
JEte 2 A TGF-B1(1 ng/ml) B R MG HFRIE P IR 4~7 d,
A 24 h FERHT BE S A I Y TCF-B1 K5 3= 3%, s 13 5 L s 27
LGN

TEVR SN0 H 15 5% 2k AR o R I, W4 i /AR A7 A2 A K I F- BB
Ja L 20 B B O T R Al KR R T e e e Y . FGF-2 H
AR 20 B A Al S A A e T A A g B BV P T B
21 A 41 A A DR A S A R 0 40 2 Sk 0 ] UL 4T 4k 40 i
Gy Ak M s 4 R 42V BE 58 S BLAE By 5
Fp i AYGE A 2 C 1 TGF-B1 A1 LLiFE S £ I 18 £ 4t 41 1 JUL A
LT A AL

1 IR TE B 5C B TGF-B i 3 HCK 234k L2 4E 4
0 LK 2T 2 240 B, 400 410922 43 A R T RE X A R RR Y i L
MEER . %% HCK G4 b i L8 W F TGF-g A 3 A5,
435 TGF-B1 TGF-B2 Ml TGF-B3, TGF-B1 & i 1 A 45 i &
R R WA, 5 TCF-B2 3 Wi 5 £F 3% & i A
DA R B SR AR 5 40 T B BRI R ECM TR
TGF-B1 i Al {2k «-SMA [ F ik, £ M AR L P £ X &
ZHIET o 5 TGF-BL AH{LL, TGF-B3 AL vl { kL1 2T 4k 2 Ml 1Y
AL, S AN Col AT «-SMA k8 im0, H & H BF 5T
FW] TGF-B3 % A0 A7 I A 2T 4k 40 B 43 s K i ECM, ] A3t
ST YL AR R Col M YERIE, A HULF 4E 4L A5, 4 1L-10
I TGF-B3 1A 77 A1) N 65 52 01 151 i 2 4 A vy 9Bk A 3 4120
3.2.2 JREF 4N M AL T A A0 B 1k HCK  EF 5 1 1 6
13 )i A A o T v T 2 A 6 TR ) IS0 WA R A B R, R T IR R
AR AR i o PR AN ORI 9% & B, 7E T ML 3 5 il 3 35 2 v
P IR 0 R W3 R L bR 5 3 e kR A L IGF-1 Rl 3-5 T
HE-1 FY LB NS W] F 4 WK A i IR A 19 HCSCs (19 B 28T 25
HEAIT HCK FR 754 ALDH3A1 F1 CD34 323k, B 1 HCK mmﬁx
21 e 40 M0 43 Ak, AT S E 40 40 M Ry HOK 6 Miyagi 25
A N A S R 2T A 4 0 % 57 A & A TGR-B1 F 48 i A= K BB 7
(hepatocyte growth factor, HGF) i 55 32 3 H , & Bl «-SMA mRNA
FikE 5 TGF-BL ¥t B 2 ik W1 B A9 7 & 45 # , #iEFU%T
HGF a] DL TGF-B1 ?J’%E'fﬂ’JHJLﬁEQJ’rQ’MHE@%%*'J%{t T,
7R HGF 58 3tk i 2> ffy 55 2T 4t Ak ok il 38455 11 i

Eéﬂ‘k%iﬂzﬁﬁﬁaHﬁﬁé&ﬂcﬂ@ﬁﬁ%m Tﬂlﬁ%lh? o
Park 45" R BB R RE A K B T 454 K 1 2 W LU TGF-
B1 75 5 10 A JBE 2T 2 40 i P o-SMA 223K F 1, 388 i 40 Jfd v £
H M ALDHIAL py 363k, BAg 4 4 HCK &84 il 1 Lk
U AL . PR UK & 10% iR 4 1L 35 ) DMEM/
Ham 353736 8% 35 19 JE A4 HCK 8 F R[] ¥ JE Y6 850 Ce6 T,
670 nm ¥ 8 13 min, HCK [n] JJL i £F 4 2 Jfa %% £ 75 % 391 9 100 °F-

B, {5 XF CD34 PPk A9 HCK 06 % A 5% "', Mohan

4 TVRE G S BRAZ O R 1 BEME O DR B T A AL ) TGF-B i %

Stoniecka
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19 HCK % Ak F1 R 2T 2k 240 A 1] UL 27 206 40 Ay 5 Ak o e i R
KT 2 %K% [ (insulin-like growth factor 2 receptor,
IGF2R ) nl ] 15 A A JI5E 78 £1 4k 248 M 1) JUL 8 &7 4 240 M 1) 5% 4, 410
i TGF2R 1y G 8 AT s 20 Ji T 41 240 i 1 JUL B 2 48 2 i (9 5% £k, OF
AT T A LR 4R TS S BRI T T L7 A
SN TR A A AR Hh 0 ) R R T 4 200 D e UL AR T 4 2
WAL, R B LR e ALV 0 Angunawela 45 3 L B 5T
TEIN TGF-B1 A1 6-85 B2 H 8 B4 ( mannose-6-phosphate , M6P ) 1]
EIMTE R R S5 MUF I TCF-B1 M & MG P 1
HCK, % 3 M6P TT | TGF-B1 45 iy A R5% i 21 4 41l e L
PR YE 20 0 et RSN BFSE BN, B S A K I Y I
(plasma rich in growth factor, PRGF) %} TGF-B1 55 il £ 4 40 Jit
1) AL 80 2T 248 200 L 2 A B A 30 e A T, 7T AR 5 i 27 4k 200 i 43 Ak
AHOC B9 B A 4 B SRR 1 93K 0k, R W] PRGE A] BB AR 1 A JIK 4
FIAE & FE A 90 SRR A T a0

TEVRSME R o B 29 2 J¥ (polyethylenimine , PED) -DNA
YUK IFURL A 5 Tk TCF-B2 244 B I 0 IX 8 IR 5 AN A B L
SF 4 20§ 90 LT 4 A ML 4 Nicholas )
ST RN AR R ZT 4 A0 3D M AN AL i A A -1 R
('sphingosine-1-phosphate ,STP ) {4 41 J 1 i 3 7T i o-SMA 33k
T IR T A RS ET 4R A0 M I #8328 SIP AT REH A 4T
FNRETAEALRE Ty o AR, TR 08 R R BLE A HU T ge e At
A L PR T 0 R AR A% s B A BRI, I RT A ) R 454
VST 20k 240 16 LB T 4 A ) A A R

4 HCSCs My sh L HLH

£ RSO 155 A 5 T 1 TR TR LR 3 B I 2 5 e A ) 1
KHREER,RA TR iZE R A K E 1 4 H 7R
S b R, A BT B I A ORI R R T s, AT
Syl R BT i £ I 15 A 5 B BT i ok AN B2 el 2 LS R 2
4.1 PI3K/Akt-1 il RhoA/ROCK {238 %

# A AR T (epidermal growth factor, EGF ) 5 4 g 5% T Y
EGF Z K% G, WO B 2 B L6 , JF 45 L ECM 43 1, ] i B 4
fus b . BE9E & B EGF i@ it #1% EGF Z /&K F PI3K/Akt-1 {5 %5
i, BrIE] TGF-B1 755 HCK ) LA 21 4% 40 i 43 1k Fi g 2E , 3
T EN F 43, 4l ECM 4% % R A 4k

ST YN — PR K P YR (SP) 2 5 1 A
13 8 1 45 3 7L, Stoniecka 25 F 58 B T 1A 40 55 35 19 N fA I £F
AR R B SP B AT i 3 M A i i 4, B Col 1T IV
Al Lumican 3£ 35 AEF , v AR UE S 4E L bR &) o-SMA FI
FN {4 i Ff13E55 , I3F & 3 SP 1] 38 3 380 7% PI3K/Racl/RhoA @
1% 0 TL-8 3 58 £ B 40 M 3 5 , 0E RhoA/ROCK 5@ % 75 5 HCK
R L AR TR 3 A BB A .

4.2 TGF-B/Smad {5 5 i [

TGF-B & M MR Y il F b A QB R+, t TGF-B B K
T J3 R S PR VTG 1 Smad 2R AR TGF-B {5 5 % 358 & T il
BEMES 0T, 76 A A5 15 & o B2 b 8 9 48 i iy 28 K 3
A ER AL . Smad {5 5L R LAY TCF-B {55 38 3, 7]

B H a5 AW B5 U IR K TGR-B 3 5% 1 5 5 M\ 40 i 41 % 5 3]
AN P, P TGF-B A1E 41 ML AT A 1 2 b A iy 2 28 >
TGF-B H5HZ KR4 v LA S Smad Z (k8 B b, 5 808 it
Y5 Smad &5 4 I 5 7 % 40 M A% P9 5 At 2L BTG T (DNA 25 5
HEIE BT .

Sarenac 2211 SZ F IGF-1 i HCK, % Bt ] L) i 55 TGF-
B/Smad {5555 5 i #0 # HCK [ JJL i 2 4t 40 Jfs 1y 43 1k, B
PNk IGF-1 J2& T 45 4 1k 34 97 19 A 5045 Bh F Br. i Lzumi
25TV g B IGF-1 1T LA RO TGF-B2 5 S 1) Jik 2 4 21
WA TR 43 3065 4T A Ak Guo 457 % B — Fh 4 7 1 BHL
TGF-B/Smad (il 77) Trx-SARA , H ] 3 33 BHL W7 Smad i 42 )
il £ M K T 4 4 M ) 8 A4 3 B BHL I TGF-B1 R 38 £ 55 1 27 4k
A FN [ 33k, 3X 1 % W] FN 52 #] TGF-B1 {1445, Chen
40000 g A A W T LA 160 9 R N 2T 4 48 i b KLF4
Tk, MH T TCF-B1 ¥ 5 «-SMA 3£ 3k, I3l i3 ) i
Smad2 B B2 1t 1 ERK R VE A5 5 15 S, B A 40 0 e D5 2 11 i
45 66 1, 2% W1 At 400 S 16 JUL B A M e 5 Ak ek L
4.3 TGF-B/p38 {3 I

TGF-B 52 (AW Uit 0915 5 43 T 00T T A 15 a 2T 4k 40 Ji
B a-SMA Fl ECM 43 B A B A [8] 9 9835 7, H o TGF-B1
A ROR i p38 N B R AL, 7E A1 AT 44k 45 1 18 & v p38
R TGF M E % p k' . Guo %' 4E TGF-B1 Hl i 1y A
61 15 2T 48 40 e e R o p38 A L & BH o-SMA L Ath 4T 4t {k
JEP (FN . TSP-1 il Col 1) %3k W 3 &A%, ¢ B p38 41 il 70 nT
RE SRR A 1 G At B v ECM P i 27 b 2R I DT RL, MA
17 BEL L 356 S5 40 e 4 1 Ay L B 27 A4 40 5 0F 9 3 % B BEL T p38 i
A T o L 2T 20 200 A ] 2T 44 20 i, 2% B p38 1 il 57 o] fiE &
— Tl VR A 1Y) T BT B3R 9T N A AR Ak 25
4.4 miRNA # %15 5 8 #f

e S T AT Bl 4 A b ) K A I e T OB % 22 R 6 R Y 1A
TR E RS AP & LR 5 P4 HCSCs
P miR-29a-3p Y&, AT LI HCSCs 1) 18 2 2 240 i 0 L 2F
2k 21 W5 Ak , T U0 S I 2 AL 04T e A R S e R R
55 f B R AN A B, A BRI 4L SUR TGF-B1 i 5 11 £ E L
ST AE AN h miR-145 B FRIKME N T 13 £5, TGF-B1 A LIAR
miR-145 [} 35 i@ & F i KLF4(—F C A o-SMA (¥ 171 9 5
HF) A5 S «-SMA ik ] miR-145 8 AL T TGF-p1
A3 W FNUAKAF 4k 240 i () W 4R 07 . B G, miR-145 £E TGF-B1 K
B0 i1 HEE L 2T A A0 43 AL RS Ak R S AR L A B T
W7 Bk YA T A LT AT R 8 sk L

S BOR A M HCSCs A8 b, i1 B WL AR 2T 4k 41 e Y
LINC00963 2 ik i /b — 2 , LINC00963 1y 3 22 i ) 4] £3 BE J
AT 4E A M T . BF ST & B0 LINC00963 A L i i T 9 miR-
143-3p [ 32 35 A 40 ] A J55 I 2T 248 40 i v TCF-B1 i % 19 a-SMA
Fiko ULAM, JCIE R {2 LINCO0963 i &1l il miR-143-3p [y 3
TR T LA 2 A A UL BT 4 40 M i 4 o A &% Col T A I i 43
W, B SO A e e,
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