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[ ABSTRACT]

creasing year by year.

Cardiovascular disease is an important problem affecting global human health, and its incidence is in-
In recent years, more and more studies have shown that sex-determined region of Y (SRY ) -related
high mobility group-box 9 (SOX9) gene, as a highly conserved transcription factor, is widely involved in regulating cardiac
dvelopment and cardiovascular disease progression at the level of gene transcription.  SOX9, alone or in combination with
other proteins, can bind to corresponding cis-acting elements in the downstream target gene promoter region and participate
Therefore, SOX9

In this paper, the structure and function of

in regulating the expression of downstream heart development or cardiovascular disease-related genes.
has the potential to be a new therapeutic target for the cardiovascular system.
SOX9 were systematically described, and the latest research progress of SOX9 in cardiac remodeling and vascular remode-
ling was summarized, in order to provide new ideas and methods for the prevention and treatment of cardiovascular system
diseases in the future.
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Figure 1. Hot research areas of transcription factor SOX9

and cardiovascular system in recent years
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Table 1. The effect of transcription factor SOX9 on the progress of cardiovascular system diseases

s ;;fi i B i 2% i
BEAYEER
LA L t WEFHEANE ., SOX9 T ] PKB/GSK-3B/B- a3 AT 4Edi i35y il [7-10]
1B5 catenin {5538 I ; 4RRE 1, I L0 ) 40 Ak 5 B
WA SOX9 M {2 #E miR-223-3p FEiAHM YA,
il MEF2C % 52 Rl 58075 S 00 Ak fIURE 3K 28 0 Zh B A i =
LA T oo I T A B L
D F 3 t MREFLENML . SOX9 f& miR-129-5p M ELIZH bR, [RIATHIHLC ML dEfb Mas e, i [11-12]
N Rz 41 g A HN IR UiF B-catenin 23K ; RO R UG
PR B2 200 R LTS A8 3T Y AT A Rt O T TE B S 0 ILEF 4 AR
M, SR G A I DR R LA g R
R SOX9
oL 5 i 5l t REFAE4MT SOX9 VE K TGF-B1 B F % R ot IR DIRU A [13]
T
TRtk EEHBkP IR, SOXO 7E MR Py -] B PMEAR TP IR S AL SR A SRS [14-15]
1k FEEIkE R X — R S Rk T 3 3 Ik R B 1] 5 4 A 4 3 B B
miR-101-3p TEF5 LK HAVIC Al #Fn454L
VIE $: 8 10) /E HF SO0X9, T 18 #4il miR-101-3p J§ SOX9 3 ik Kk
SOX9 Rk, A WHCEAEMMBE &I T84S H T HAVIC [
ji%Es
Il & E ¥ t L3P0 LANME SOX9 /E PBKy M IR T A A F VSMC s fiE#, £ 3t [16-19]
YA T B AT LLGE SR #E p27  VSMC R
R SR SR AN AR AZ h SOX9 ik fRiE VSMC #5436k 1k 40 i/
SR F CCAAT/$ESRF25 &8 BCE 41w ke vsMc, {2 i 1 45
o T RIKFEHHEST S0X9 Mt EEx 1k
t M NI SOX9 FERNFF AR YA kA WRE) EndMT 2172, 51 S E 400 [20-21]

IRESUAE

SOXO H4 5 T 1Y e (o0 5 FF o R B 4
=R DL YAP R #t AY 5 =X E A
EndMT 24

[F1) 72 5 4 e

4 : PKB/GSK-3B/ B-catenin : & F 34 B/ Hl I A AR AL 38/ B #3185 H (protein kinase B/glycogen synthase kinase-3B/B-catenin) ; MEF2C ; il
A HIE5R K F 2C (myocyte enhancer factor 2C) ; TGF-B1 . 54 bA= K K B1 (transforming growth factor-B1) ; HAVIC ; A 3= 2 ik iR 1] J5 4 il ( human aortic
valve interstitial cell) ; PI3K~y . BEBRMEALEE 3 4T v ( phosphoinositide 3-kinase y) ; EndMT ; PN 52 -[A] Jii#4 4k ( endothelial -to—mesenchymal transition)



CN 43-1262/R " [E Sl ik difb 244 ik 2025 4F55 33 455 6 M 533

1 SOX9 5 pERE

O NEVE R AR 0 2N & R & b 8 b e
PIBLEI o3 S 4%, O IER B i B K SO 4E 0 A
HR R R s ZE IR ) B 5
1.1 SOX9 5 iFiRiRA &

SOX9 7E/IN O IE IR R & & 1 L B Be Ay B
TR 5L TR 1, A W 100 B B A R T B /N 1 g
Y EH AT IT R B, 76 R DA A 45 )
SOX9 AAFAE T e N 2 41 e v, 200 v 263k T N B
T [0 30 5 2 A 140 P B2 A0 A 8 B [ J5 240 JRL 7 o, X
VLA SOX9 7 A2 P B 4 i 1) 18] 78 5 41 i 54 Ak i 72
P EMEVE 2 Akiyama % & B SOX9 %
/N BRI IG 23 B0 00 S s AR AT R v A SE T AT
KB, FE SOX9 it 4 /N UV G 040> P9 S ] 72 )5 41 i
R B A K T 32 AR I SRR W ErbB3 PR N
P, FBUNRRIG O IR & 5 55 FLG N RIS
BUERS . Qu 2P A /DN B0 MR 1 300 K 7 A AR
W R BAEAE— BB Y Tiel /SOX9 1555, Tiel
e N R R S A7 A T R D R P
Tiel REAIS 2 T OB ] 5 40 i b SOX9 ko
TEML T T %05 5 4l i ) B 4 ks + s 1k
5553 SOX9 55, NI L8 SOX9 ik ; 763
A EE YA 1], SOX9 31 1E 41 Jif 40 3 S ) 2 Bl ot
FE A B TR R H . Harvey %570 EES7 T 0 AN AF
StPE SOX9 F A il [ /I8 B, #E I SOX9 Hk A Bk 2k i
KT DAMERTAE AR 22 O E N RE T, & 33
OMUE 5 538 % T B R 2 I A 2R YRR R AR
%M 5T I A BAARTE 725 SOX9 JE H 15 .0 AN A A=
AR ZRAE F Y & A 2 R R AL

AT R W, SOX9 T8 VR JiE 300 W R S 0E B
e 1) SEEEE 5 SOXO 78 Hi A= Jim I A= 1< 1 g
BB BRI A FRR ASRSE . FE T SOX9 FEE i
IR B A AT, FRATTHENN , SOX9 78 Hh AE J5 w]
A2k 252 A I 4T D ) 26 7R A T B, AT & 4 4 5
TR M 5 s R A T RE AU VE . AT, SOX9 1k
R AR SRR T AT e S 5 R A5 ik B
TR TR O B30 [ H R O A A %) 40 i o 3 i
Y R IR A, DT 52 M 114 ) 2 e o RS
P, (2 2 RS S R AE I 1L 30 124281k
1.2 SOX9 EEEERLEE

B Z A1 B A A B = 1) 70 G & A R 1Y
EWRIE AL, b5 % 5o 8 A R D a4 ) o
S ELFTR] 70 5T I 41 . Deepe 55770 £ 55 .0 BF4F
S SOX9 JE R/ BRI G &2 B, SOX9 J A i

I PRI F= I 35077 Ji AN A BT, IR i JL-F- 40 4 2R
564V B 2 18] B i At ok I S7 o 5 ) R e g8ttt
Al UL, SOX9 W] fig 55 b5 & ] 78 Jot 2 A 4 b ) 52 o i
MRBH K,

SOX9 TELoIE & & o F8 v AS [ B ] 7 23 1] i) 2%
TR T RS PR R | 3 5 ) B O ol 5 A 3
ARRESCEE, KR —L T SOX9 TE0 AN [H]
YA A R IE B 25 5 R s AL R
[ B 38 B FL A AR JC R, 58 5R SOX9 5 41 g #h 3L
HCAT I 2, WE 55 SOXO A fif 142 o HIE R v 41 g
AL 53 1) B3R N4 A, HE 7R SOX9 50 I e A
K ST 50 1% 0 A B VR ML, v] B8 A — 25k
RO ESEERG , Lo an e R A & 5% e Rk
e ] S S TR I e g d S ol
WF7E, ol LA R AT o8 4 1 1 % SOX9 7L E A &
R BTRR , SR AH S A T RS Y B A4 1 S
Mk,

2 SOX9 5 EEMEXERF

2.1 SOX9 5 fliE%E

Lacraz 2525 K 80, 160 U AE /)N BRUAG 0 JFE 20 41
h,SOX9 AT DL 52 94 7y Z2 Fh 4 i Ah KL B B H R Gk
JEE /I GRS i M 5 07 05 O BILET 4 AL R B R
SOX9 7 e i 0 R S8 A D ARl 2 5 T AU i
JRF IR E AL, B, ABATTER E T SOX9 S i il 1
1 07 309 18] .0 WL 2F 4 4k ) OC B I 15 -, Ruiz-
Villalba 57 70 AU SEAR R DL K0 URE BT £ 2
PRI ZH 2 rh 38 R, BRIV 7 0 1 0 JUE B2 4 4
VR ( RIE 52 0 JE R 2T e 41 i) , SOXO 24
O ILET 4 A 7 Y B 22 5 K7, Scharf 2518 %
I, SOX9 7E/N BC LR FE J5 T i i I rh 3R 5K 1
PR, T TE LT 2 A A S SOX9 Bl g /INER o L
FEBE S5 T8 A IR Y S0 9 25, At 17 3000 3 e il 28 ]
AE 270 LT 4k 40 i SOX9 P45 1.0 JILEF Ak A
SEM KR, HE— 2B 9T & B, SOX9 7L JIE B
2T 2 20 B P 1 R S P O RIS T T A4 A i 1) 3
FE GER A 4R BE T, IF HL T A R A 3 B Y iE
., [AFE, SOX9 k2R Wi % 1.0 LA AE J5 12 14 1)
IR AL RS A IR, 200 SOX9 1] BB /& RAE
JRE R — AR 7 {5 SOX9 5 48 0E 1 56 2 LA
FEIPLE BRI E AW . Scharf 55 AR5
T SOX9 k4 mT BE W /L0 FILRE FE 5 IR AT B, 12
X AIE BRI DL B R BR SOX9 J& 52 K AR



534

ISSN 1007-3949 Chin J Arterioscler, Vol. 33, No. 6,2025

SRR H RIS R 0, BT A 0F 58 n] ABERA , 78 1
L AEAR N SOX9 SO JIUEAE I O LT HEAL AN R E
) F2 T IR 1

FIRiT,SOX9 5.0 WILEE SE 1 A7F 50 K 22 5 A T 0
JIERET AEAN N, 5.0 WURESE = 1Y O WILET 4E ki FR A
K, o ARy s O JIUVRE SE FU 1) 95 72 B A 19 ]
RETE, BF 9% & B, &% St 1 SOX9 &AM 5
miRNA I, O JIUREFE S5 00 JUE B 2T 4 400 it vh
SOX9 52 5| miR-145 {Y FAL T, miR-145 7E.0 4k
RAERIBIFAE A — o3&l T 4 S0X9 S
(), Cui 55 ER RO UESER R 4 B SOX9
kS miR-145 Rk R RS, SOX9 T A AT 4]
il 1O B/ UG R N 3B/ i R EE
( protein kinase B/glycogen synthase kinase-3B/-
catenin , PKB/GSK-3B/B-catenin ) {55 5 i j#% , MM I
B O IV HE AL A0 DE D) BE B % . 3kt i — 2D 6
SOX9 FEPR AT LA Sy — 4> B O WUREBE 15U 7 1 -+
TR, BEAh, Rui %8 76 (R A1 ik 40 Ah LAY ACT6
A AL b & B, SOX9 JE i 5 miR-223-3p J7 31
DI EIHARR, R IR Y miR-223-3p HE fi] ]
il L4 ffe 3 58 K 2C ( myocyte enhancer factor 2C,
MEF2C) %% 5 . miR-223-3p i # ik 8 MEF2C #FR
AIHRTH SOX9 HULR P T-/E M . it n] WL, SOX9 i i
fie itk miR-223-3p FRIXFHMH] MEF2C 5% S finfl 1 ik
ST 100 LA R T 3 — 20 Ak O LRI SE £ %
T REFINN B Co I H R o B, SR, 3 S 9 A
JRs RTS8 2 T 5 oA A S S 5 v Bk, WF
FLERZ —E A HE,

SR, HHTOC T SOX9 7E .0 LR FE v i B4 4
FABLA ik 5 2 — 25 4R 5T, 1) e HEAE AN ] B ] a5
AN B2 PE T B 2GR M AL B Sh, SOX9
TN WUREBE v 119 2 38 7K P78 A B Fe il R 3 X
HEF8A A R 2 Im RS R 3k, R
TEE 2 PR SCFIAN B 2 M, 1B SOX9 A L LR ZE IR
SPRL R IAEZM ., HESCT SOX9 /.0 L
REFENG ST #E S AW SEATS Ak T2 20 B B, 5 B 2 1
LRI T RN R FTFFE R B H AT A5
2.2 SOX9 5 h13ig

DL A NS AL 2 S Hoo AR
Z5)5, Sun S5 HE/NEUR N IIF ST 28 8 R B00 1 0k
I A B, kL 40 A 8 5 PE S0 6 48 B ( granulocytic
myeloid-derived suppressor cell, G-MDSC ) A LA I
JRET 2 40 M R 2T 4 20 i A K T 2 (fibroblast
growth factor 2,FGF2) Y5k, SOX9 1E -k FGF2 AY
TR, J& G-MDSC Hl FGF2 & #4247 41k AF

Frase, A, A0 & 3 S0X9 7K | 84N A7 1
T RULF 4 40 i b, 76 G-MDSC Hh ik A i,
LT 4 40 i P AETE ) FGF2/S0X9 {5 514 S il /e
LS E 0 ) R O WLET dE LS B rp & 4%
YER ., Medzikovie 251 72 /N ORI 28 45 58 0 HiE
LT 2 20 B 5 A A L RS 2T 4 200 B RN R 2T 4 4
i ) A ] b Y ML B % B, & 40 J0E R BV G
miR-129-5p H [a] B £F 24 40 it (A0 LA HE ) | 3 4
miR-129-5p/S0X9 %l >k 4 35 .0 WL 2T 4 46 1 45 k.
SOX9 J& miR-129-5p A9 B #2045, 0] 90 T ¥ B-
catenin Fik . %A BRI, 7E AR BRI PO J) 5 vl
HIREAIR SOX9 23k w] LUE ki 1) 25 Wik & I 1), vl
DA [ S0 3 FILET: S Ak AN Ak | DA T 40350 ) 0
BEMUG .

Trogisch %" FoBi W98 & R, 78 %2 A 0 1 5208
i SOX9 5 £F 4 Ak 1 3¢ = AR BR T 1 £F 4 48
JiL, 9 B 400 0 2 S T SOX9 il 26k 1 in e 2 75
SO b iy EE TR, 78R I ffar 51 1
W 0 7 6 o A o i R B — AL LA B
1l 5 [ RES A T b P o 3 oy T /N BB AR v At AT T
RPN Bz 4N S R 1t ik SOX9 J& , O IE & A= £ 4
AL 2 B0 ) S B 5 1T P B SOX9 ik 2 W) mT B 1k
PR 7 32 08 /)N BRASE 2 v (1.0 ILET 26 £k 0 J0E 3
AERREAS . AN, /INBRL P B2 20 3 T L3 T6 A 0 A
LR YEANL, SR IS RS I T DAL o LA B SOX9 , 3 41
W2 UL 10 J1 3B I SOXO 7 B 2T 2k 41 it Fn N
Kz Y A ER AT DA RO E A £ 4L R

T IA 5T, SOX9 780 F1 vy H i ik b
PHAER UG B BT B8 A2 ML AR GT O JIE 953 49 1 — Al 35 1o
PERN , B FEl L O WLEF 4E Ak i 2 KRB B 2 it
DL, SR, o B B 2T 440 mT i S 200 IE 4548
FTHRERY AL, NI BGOSR p ke, B R
T SOX9 70> 7 3 98 v HARAE F AL B 55 AH % ¢
b R R AR AN TR 28 B0 0 (An sk L L
s NEJEARLC LG 55 ) v %) 2 38 78 A R ) e )y i 2F
— R, WIIRARGE SOX9 780 1 3l iy B2
PRAE FHMLI R I A0 85, A T R A0 77 3 98 I IR
I A LT A
2.3 SOX9 5 EHizh

Wang %5 % BOL Gy 8 sl F R B & A0 B4
21, kM SOX9 TE.0 5 B 8l F 3 190 By Al 40 g 6
ik, HFRARRE 5.0 5 B sl 8 1090 B 27 4 AL AR %
SRR, B, ARSI A K RO b5 AT 4 20
i A %% Ak 4 K BT ( transforming growth factor-



CN 43-1262/R " [E Sl ik difb 244 ik 2025 4F55 33 455 6 M 535

beta 1, TGF-B1) /550> £ 4 AL B HY | & Pl TGF-B1
PRIET SOX9 ik, HEMI, M BRI 5 760 5 i
LR AN i Fe ik SOX9, & B SOX9 i iE T 4 i Ay
g3t BB UTAR AR AT RS, T siRNA &Ik SOX9
Jei U By BT 4 40 2 BAH i, T B 22 T SOX9 1E
i TGF-B1 14T W [FIRELEC By 8 ) v & 5 25 42 1E >
DR AL PE R . A5 HET SOX9 760 5 Bl 8l AH ¢
PRI 40 A0 B 0 s st %) 2 A A 11 Bl
B0 s Z5 R e A T H R T B SOX9 0 ik
SERIR AR VIR OC , R e rT HET SOX9 6 3k 5 o7 Al
FIh i 1 SR AT BEXT 0 D 5 4 7 A — g s E
BRI 5 B B0y 56 U A 2 9 s 1) P TR R TR R
[, SOX9 5.0k 25 - 38 18 J) 58 1Y) & R R FR 5T,
LIRS AT L o 5 i) e 2 0 3 A R PR ) Rk ok
SO LA 1 B A B E AR R Y

25 Lk, S0X9 5.0 UL .0 71 5 8 FLC By
B B S5 A A O IE A B B UIA OG . DA
9 KZEIRT SOX9 5O EM P4k L R 1
IS, X0 IR FE A 114 2 9 AL o] LA B S At g 3 3 R AT
FEABRTEL A RIS, 2R R 5 208 22 i I PR AT 98 K 0T
i SOX9 7£.0x HE 5 58 35 T i R 3k 8 4k, F R X
SOX9 WA RUATT KM, HETWFR Bon T AR RE Xt
SOXO F PRI (14 H8 1) 190 a1 8 e 5% T 8 e 3 8 0 o0
S I X — MER A A2

3 SOX9 EmMEFHEE

WL F R AFAE T8 L Sl AR 20 ok ok A A Ak 1
OIS A5 22 FfC I B D e B R A AR A,
50 A RGP AT or LS PN 200 A 1 4
TR M1 2% B 5 Ak N Bz-Ta) J5t % 1K ( endothelial-to-
mesenchymal transition, EndMT) DA J&& % E (1 & 4= &
JR A 2 B BN R E
3.1 SOX9 5HAamyETE  ERB M REENL

Tyson 250 B IRTERKE R G0 AL T SOX9 3
iK, HUESE SOX9 J& 44 A1 1 45 - ¥ L4 Bl ( vascular
smooth muscle cell, VSMC) . ‘B /% & 20 M %% 4k ) 7
FPRF M VSMC R BLR T, A 3 K2 1Y/ B
R A5 145 B VSMC F W04 75 i) 398 g8 50 2 A
IF, SOX9 ik BRI, Yu ST 7 E )k
Bt K BB R AN AR 41 VSMC 35 3% o & 31, SOX9 1]
YE M BENRBELES 3 J B v ( phosphoinositide 3-kinase
v, PI3Ky) (14 e N R 78 L s |, & #54E vSMC
FAVPE AT AT A2 T A A% B SOX9 Jd it 5.0 L

RRFEYHAE, O ILE/ 13 S8 R F (serum
response factor, SRF) & & ¥+ PO LR, B I8 0
WLE 5 SRF A5k, AT 520 VSMC 45 53 1 3L R 11
i, VSMC &A= 35 FNaE 4%, e & P Bk B Ak,
BT , Yu 250 A [ b S R 32 3l kRS A R BRUABS 7R of
KL, VSMC Hr SOX9 i 55 M mil 1K fiE 0% 3 o 411 1
VSMC &7 30 15 9 55 8 N T i, PR A WIF 5% % B,
p27Kipl £ H (p27Kipl protein, p27 ) 5. F SOX9
JA s pl130/E2F4 B 5 WA EAEH T 17 A WA
S SOX9 % 5k, 4 Hf 5T [ W AT L) A fR E p27
R e SR 358 A0 A% SOX9 ik {2 HER AT VSMC
KRBT, SOX9 1Ry —Fa] LU A4 £ #F 1 45
B itk A A Ok 2 S R e S I R 1= A i R )
HOFE AT RS , fe 4 T BOR AL 40, 78 1045 51 90 9 PR
R RS RIER .,
3.2 SOX9 5HR-EREK

EndMT R[N Bz 40 Jifd 75 22 s 8 3R AR R 38
W 22 FL IR RRAE , I 1) 18] FE B 4 Mg Ak, oy
B ANz O R HOU S M8, 8 B2 Rk AR, 3k
s AN R e D A 1) FE SR AR M AR E S SOX9 7
JRJG % B A B2 A4 R 19 EndMT FF 45 s BRI 4% 3%
%o TENJBF ik PN B2 48 2 ( human umbilical vein en-
dothelial cell, HUVEC) /E & EndMT #5275 (%) 5 55 v
Fuglerud 5" & B2 SOX9 Fik ik iT DL A]
B S IE ST I S 7 N N 1 W i O S
SOX9 TEAR P A 1 2l Jik s A B £ 95 25 1R 1L ) 2 3 K
WYL o i kAR AS SR JE 3K 3 EndMT, Zhao
IS T SOX9 78 A F/IN B PN Bz 40 it vh 5%
ik R/ ROV R 4845 0 PERER SOX9, & B
SOX9 FIkA Bl T 1L A5 A e A 240 M 4 4 # EIR A
SOX9 i B A LA 3@ &:F 3§ fin %% 5% K 1 RBPJ ik H
Notch 15 514 5 R BH W EndMT, M 171 Uik 4% 2F 4 1k .
FE AR PYE EndMT B9 40 Hh ik — A5 38 i oy Rz )
WG, &I SOX9 Rk, 40 i & A= i B 4 4k
b, WL 5T 3% 98 T SOX9 7£ EndMT " (I4E ., Liu
22U BB BIE 2T A 26 B SOXO 19 518 1~ Y % 40 )i T
FORERERE = AT RE LA YAP MM 772X L JH EndMT 3%
B, 40 TWISTI  TWIST2  SNATl 45, i 4 3 3 EndMT,
PR AT T W IE 2 S ] Tz R TR IR T
PN B T B B i A S50 1) — B 2540
3.3 SOX9 5#IE

RAPESE— NI R 2 B W R R
i A3 F RIS 5 18 A A AR R, S04 )
M, Arévalo %5 76 2 3 kR /1N USRS o % 3R
FEK R SOX9 My FRIR I, A ATTIA y B ik



536

ISSN 1007-3949 Chin J Arterioscler, Vol. 33, No. 6,2025

SR IE W A3 A3 fin & B T YAP/TAZ-TEAD FL.C»
JULZE T SOX9 F PRI Fry 417 il 41 FH) it el i) 24 e i ¥ ik />
PR B, SOX9 FRak MUk 5 3= 20 ik v i o 2
FISRME I SRAE R AT BB R, X2 R Bl kR B K
AIBLT 2 — ., FRIBHEINAE SOX9 Fl 22 J5 A & 11 R b
B BUAT el i Toll #3214 G| & RAE LI, & FEAH 1
BGIVERT e Ak, SOX9 38 i & A e - 1 L4 it i
PR N TP 2 1T, SOX9 #3321ty Aol
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SOX9 7E T8l ik I8 & A= vp (35 43 /8 L, AE X T AF 5
AN 5T AT R 5 1A Hh R S Bk YAP/
TAZ R J5 SOX9 F R MNAE ) ko A J i A o (1)
HARYER . SOX9 7EAN R 287 42 it v 1 ELAARAE A n]
AEfrfE 225 Ik, SOX9 5 R JE IR A M KL RIE T
BLLE PG i A T IIE AR ST
3.4 SOX9 S5zhpks5H

B A S B 3 Bl ik o R A Ak ) — AN 28 R AR,
F5E 2R BH | 76 3l ok A Bl A 14 i 25465 1k s 28 v A7
VSMC #5534k h 1 20 B RE /B 3B R VSMC,
P28 1L 55 A %) S M JUL 200 i 2 S 4 R
OB AMOAE VSMC ) VSMC #5404k K 4 B 4
Ji Ak B Y 3 L T R SOX9 i i B,
SOX9 1Ay B 1B A= iUbR 25 9, 335 1 3% in sm
SEAL T EndMT 5 505 A2 BORUEr I0L45 A e o) ks
Pt R A BT FEPRSM B RR R N5 175
1) VSMC F5AbAsal 2 B, B s [ CCAAT/ HE 58+
2545 H o ( CCAAT/ enhancer binding protein o, C/
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B0 Augstein 2511 FE Bl R 8L b IE B Sl bk BE e
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I 20 g AL SR L IR i S ] R SRR B, 5
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WS B RERE AL BEH A RRE . 1N Faleeva %51 ff
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BRI UL, H AT SOX9 55 i 55 ki ¢ 38 DL K HL AL
TR IS F3AT 2 A R FOAS I 2 1Y

25 LTk, SOX9 AE Sy — P 8 22 (1 % S R, 7
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