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Research advances in the role of SOX9 in glioma
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Abstract: The transcription factor SOX9 belongs to the SOXE subclass of the SOX family, and a large number of articles
have shown that the expression of SOX9 is associated with glioma. Glioma is the most common malignant brain tumor, and
patients with high—grade glioma have an extremely poor prognosis; therefore, it is very important to investigate the
pathogenesis of glioma and find new effective therapeutic targets. The transcription factor SOX9 regulates downstream
targets through a variety of signaling pathways, thereby affecting the development, progression, treatment, and prognosis of
glioma. The upregulation of SOX9 is positively correlated with the progression of glioma, which is unfavorable to the
prognosis of glioma, and the reduction in SOX9 expression may be beneficial to the treatment of glioma. Meanwhile, various
microRNAs indirectly affect the progression of glioma by downregulating the expression of SOX9. This article reviews the
structure and function of SOX9 and the signaling pathways and mechanisms of its effect on glioma cell phenotype and looks
forward to the potential therapeutic targets in the future.
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I7 B 2 BB MR TR DI BR kL , [R) b i UG T
BB ARTT FOIIRYT L B IR YT AR T B (B
TR BN TT , M B BUR AT TC A L, # PR A, i
FHHYSFEAAFARNT 5% 5 WHO S5 58, TR Al 73
4%, oo WHO 1 2%F1 WHO 2 G Bk o A% 2 1) e I
Ji, WHO 3 A1 WHO 4 ZLHERK 4 i 23 i U , WHO 4
GORERR R GBM o A IR JBUJRE A N P I R 0 A X
B AR = BB TR FIRRAIR 19 5 AR AR A7 3 (AR5
HRIR AR DG AL I TR BT AR T R B R L B
H T C 28 Kb b KR SR Ao AL i T 5, Heh gt £
75 P 00 e s XY B OGO B8 A 4 & [SRY (sex—
determining region Y) —related high mobility group box—
containing, SOX | Z P ) SOX9 H4 s [ 1, Ho 2 5
B4 S SR TE N B 22 T IR ) K LR R e . FRAT T 4Tl R 4T
Mo A [ 7 A 5 SOX9 [ SR, BUELA 5 SOXO 1 4l 22 /i Jit
T RIS R EAT£5IA

1 SOX9HVHER

1.1 SOX K&

SOX & H J& i & i & IR 5F 19 % 12 # 4 (high
mobility group, HMG) Z5#4 3 ) i S -7 K5 . SOX K
IR B & 2 AE 8 PR B B € XY (sex determining
region Y, SRY)#E 1, SRY H 12— S 5 izl 214
PER S SR 0 SOX G 1 Al 51 HL 524075 79 D2 R
(1) DNA &5 & 45 # 3 ——HMG™ | 75 f1 2 3 13 18 51
ATTGTT 3T 51 K SOX 2 1B 1) DNA |, i & 4%
WM 25k, M EEmiFLshh e il £k
20~ SOX FIE AL, ARG H HMG & 7791 IR 1 R4 2
(4] PR ARBLE , SOX G5 I 53 B 43 9 N A 21 H 8 AN EA, [F)
—2H ¥ SOX F i 1 5% #5 H: HMG 2514 38 P 2445 80% 1) AH
AR Tl st AR 28 A 5 4 1T 0 A AR AL 2 R
TEAN [ 2 530 13 5% 22 TE] A0 2 DRI R R 45 460 10 8 75 HE AR AL )
FIRBLA, AR AR K AP R B P R S se . ok
Fx NI A B ARG, SOX K 1 7 2 Fh 441
YyFak A B T4 B R H AN S BURS S e A R IRT
TEMZ RGP A UEE R SOX B 1A RAF A U T
AABEAAELAR TR VERT . A5 — 5T AT ARXF SOX & H
FIRM TR T B B Y A= . A IFEIER] SOX

1 67 103 180 224

G AE AN [R) i 88 10 S ) B B 2 2 4 9 400 okl 8 12 0 A
PRS2 g 4 1 2T I AR R S S
HHOP A AL AR A 2R R . R, T SOX B A
SIS 5 S I TR & R R R EVE T 6 T4k
TWEAE IR YT HE S BN TR R v R
1.2 SOX9

BESEIR PR AT LS 3R R 5 il P 8 ik A T & — 1k
GG, I L % 5 DRI 1 2R 36 R 1) B ] 5 233 (] il 2
R R A B T, B — b B A R A A AT R
FERFRIRTIRER B o AT JRLVAT, B S R 1 AE 20
MUAENE HEAE 2050k RS AR DNA #0314 2 R g
JfL R T A A A S T X R VR MR ARV £ b
Jo 0 e A R R v B SR DR A S AR R 5 R T 20
AIFEF o — S gt S5 PR 1 0 32 DR A B gl ot J 3 366 R
P9 B PR, 3o 4 R PR 2 A 5 | 1) T BB AR A 3t 2Kk 25 B By
PR B AR SOX FIE A0 44 J B2, SOX9 7 5% [H]
T T 17 5 Y4k |, 5 S0X8.S0X10 [[ & T SOXE W
5N R = HMG S5 a3k b B T B A T — L (H
W HA A R SR

WE 1R, 7R850 b, SOX9 &4 509 448 JL R Fil 4
AU RESEF I (L5 HMG 25 #4380 SRR A 4h F duk it 2 4
BESEPOIE 25 R IR) . SOX9 HA T Bl e 5 X AH 56 1) HMG
SEF I, AT 34 o IEE AN AT 50% WA E LR, A
R 79N LR B DNA 254 541, T454 DNA 9
B/ N RS L R LA SRR R A S S
FIFI 2 A SERLE S 551, SOX9 R LA 20 it J5 5 40 i A%
Z IR It Ah SOXO 1 C il & 1 ANA B % i
TG S5 R, FROA TAC (C i S B0G 25 A 30 L B 23k WA 7
T TAC Z A7 8 N F 0 TG X275 2 T8 CMPD (B 25
IR o Bt STl 45 P 38 1 o A SR LS - 5 T
TR IERE L SEPLHIARER R o 4N, TAC AT LA 55 53035
% K7 CBP A1 P300 DL & MED25 2:[alfE R . 14 B 5 B-
IR A ELAE IS S ik 2 R ( TE eI A e A
FfeE . 7E SOX9 Hik A by — A LG 25/ Sl——TAM.,
TAM 3% 1 Jr 75 09 fe /Ny 50K B S 40 S 58 . TAM Al
TAC HBELAG 5% LT RE 1 L 490 W AE AR AP ) 76 o 4
J e SR

307
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DIM HMG
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TETRE |, SOX9 X MR IE# B E BRI BEA BT Iz 1Y
oM, RTEZ R T AN G LT 20 B AT 20 it A AEL 20
J b SRR Y L S, 2 SOX9 gk R I A 2%
PR Z R R 0 R A
1.3 SOX9 5& 4y

Y — Bt S R, SOXO el AN Bl A k2 B A
LAEFWRETHT . S FZU0ES% S0X9 s 5
HoA#% H H  F LA S SOX9 3k 1 sl 28 5 404 11 88 78
Y ZFP IR A G . DT SOX9 558 g i AH G , wiF
FER B, SOX9 HY b RAELE 15 b i 52 A ¢, %) bR
T AR B I RAAI SOX9 A2 1 2% 1T A A4 i 63
JY o7l . A EE R W SOX9 i i 5% M 45 Fl R R 2 S
5 R 2 e ) 1 BE AN A% o 091 a3 a5 e e e 4 Y
JE, SN G 12 S AN A ot , OF A An g T, LA
B e 2 A A A P A, SOX O b LA BT LA i fir g
AP . B e R AR A e AL B
Tt 2 5 (histone deacetylase 5, HDACS) i 5 SOX9 f 2=
WAL 2 il HA B o, B ARy 7 2454 , 5 i iy BUS
ARAK. [FN, 2255k s & B W52 2 SOX9 13
M, LA o0 R 4 B 24 P2 BRI, SOX9 7E %
PR T i VR AT LIABERE S LR LA 2 . DS0X9 J& i
Jea 1E JR X AEUR TR 2R 5 (@S OXO 1 2 154 i oy 200 B 1 £ 73
FIFE R ; DSOX9 T LU i 3G b 11 4 b T i e
s @R b e B A B SOX9 Y Y AR s Q4 il
SOX9 [y I FIA% 5 (5 ] T IR T o
2 SOX9 SHERHEB

A REHE 7 R, SOX9 S 55 Y42 b 22 15 593 240
J B e RS AL 2 T 25 PR AR Y I B A R
SOX9 ik HAT A A, o 28 31 e RO H SOX9 A ik
TR 57968 M E B 2 2, e SRR AR A AR R
I B U AN B o SOXO FY 2 1 0] ot 22 Jisg [t I 1 ol 4 2
257 T 22 38 % 14, 6k FL TR B0 5 0 s 2 2ok 2 R A K
B, BT SOX9 il b AN [R] T 4 bR & A5 5
T [ X R R R R A s e, LA SCHE AR [R] 9 miRNA 38
TEA ] SOXO 52 M g o988 240 i 1) 26 0 2 T g
2.1 SOX9 XAz B R B K R0
2.1 1 IRRBA AR SOXO M HAL KT
B (transforming growth factor—f, TGF-B) {55 % . Xk AHE
G1(forkhead box G1, FOXG1) & & se & R & )75 1 G
FE 18 BE 3Z 1K 5 (leucine rich repeat containing G protein—
coupled receptor 5, LGRS) K¢ [H] 48 Pk ¥k [ 9 3 B
(anaplastic lymphoma kinase, MDK) 3 [B] 25 P4 Jbk [y 334 i
(anaplastic lymphoma kinase , ALK) ¥ it JiJ88 & A= M 3
k. TGF-BJE— R INATHIASCHYE H RS, i TGF-
Bs(TGF-B1,-B2F1-B3) JIE R Wl B ILE K EE
H (bone morphogenetic protein, BMP) | /f ¥ 43tk [ 7
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(growth differentiation factor, GDF ) | J5& J5T 4il i 5 1L #2205
?"??(glial cell linederived neurotrophic factor, GDNF) 4
AR TGF-B {5 i by B ] 5 B 00 200 i 15 3, an 40
f A ol AT R ZE AR NE B A | b B R - 1]
0 5% 4L (epithelial-mesenchymal transition, EMT) | IfiL &
A RO PE N o FEIEE v, TOF-B AR A SRR,
T bR %2 JE i S 3 B B, TGF—B 38 e 410 1 4 it Jo) 40 o
A S 40 68 1 T 2 S S PR 4o ) VP A e 20 D)
T 9 G 9 2R G R TR P A5 ke Al iR A= 2R N R
WA, TGF-B A7 53 B 23 55 FHAUAE 3 % DA P[] sl g 4t
(197 X 4D RE

B Sy — ] 5 20 SURR 25 TN 8 A i LS iR AR
TGF-B {5 5 18 B% T UE W1 5 i g 1 & o A 6
Shinojima 5 4R 45150, TGF-B -5 B8 K Y5 AY A ) 78 5t
T4 B 09 £k J58 9 T 40 B (glioma stem cells, GSCs) .
Bruna % ™Y R B, TCF-B/Smad 15 1 ¥k 23 38 52 it /MR AT A=
AR TR B AR 0 08 B ol B AR AR A TS A 25
1M TGF—B 15 53t % BE 8 3 12 52 W T i SOX9 4 H 1Y 22 1
TR A o e O 7 422 Jie JJRA 1) 2R 20 D7 J A2 A B SR
1 2 (aryl hydrocarbon receptor nuclear translocator 2,
ARNT2) J2 GBM 4 Jitd B0 Ak 1) 5 B P9, JLa i o 2
R SOXO fry 0k 20K 1T 52 W) Jie JSoJed A S8R E 7 resh 4
il MDK 5k ALK i, 3 3 SOXO (14 [ WA A, o 25 [ IR o
Ji B UR 21 Bt (glioma initiation cells, GIC) 19 H 8 58 il 2k
e S . TGF-B 55 3 i . ARNT2 DA J MDK % ALK
HORT LAIE ek SOX 9 18478 Jie o J8d 1) A S BUR I o

e NT FOXG1 Z 5mliki 9 % & , FOXG1 2 9k
T LUV TR A0 e A R A0S . SOX9 FTFOXGL
MRS 110 P SR A 4R N 6, A 23 BBl 3R R A K 7 32 A
(epidermal growth factor receptor, EGFR) & A% [ 1) K&
AL LGRS 2 GBM 4L (1 BRI I 75 14, T SOXO 7
GBM 4R fitd 25 E 38 LGRS B3k , mf SOX9 2 il GBM
ANFAIETE AN BORE Y. B SOX i i A LGRS s s 5
GBM MM ISR E . SOXOAE Ak st IR 1, 45 H T i
149 535 T i Jo 968 1) & A= S BBUTA P, e L 3R 3K 5 il g ot
TR HEENRZ —.
2.1.2 FRJR O om MR A B3 A e AR L SR Y AR Ak
SRS LA MRS BE A B R . SOX9 2l 4n Mg T,
FEHEIN G122 S I 20 R 1) B Btk Joe | 8142 o 2 e o 98 40
JEVI R 5, DACKS B R SR 1 A o Xu B R BLIE S 40
358 E R 20 P SR 0D E AR A R4, G ATP i IS M L
(ATPase activity 1, AHSAL) . F B EE A 1 (epithelial
membrane protein 1, EMP1 ) AR R 57 4 (inhibitor of
differentiation 4, ID4) F1 ifil /)N Mz fi7 A4 A= K P F 32 & A
(platelet—derived growth factor receptor A, PDGFRA) , #£
SOXO # A M AL b 2 28 T B 0028 o Gao 557 L & B
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R 240 96 LN 24 L U R 10 R PR AR A 1 SOX9 KA
AR A v 8 2 e A L AR Dy — M R S £ 1 A JEE R 4
M98 7 1 (retinoblastoma protein, Rb) 18 13 4 it J5 2 78
D/CDK4/CDK6 B2 Ak >4 pRb , #1411 i 41 it J&1 3 A G139
[6] S 03 F) S JR AR By 1 240 i ik A K, SOX 9 s ek T~ 311 40 i
Jil 191 26 11 D1/CDK4/Rb % 42 41 3#F Ji o3 9% 20 B 1) A= K
LncRNA-CDKN2B ) L RNA 1 (ANRIL) £ 1 il 240 Jitd J&]
AR LR 4 1 263k I FERGE " rh 7R TR vh
IncRNA-ANRIL 1. £33 it 5 10 SOX9 i 32 3k , 1819 e Jot /34
20 YL %) 15 5, 00 SR R T AR R A X S g R AL [ 3R
W], SOXO AT L 35 33k 6 40 i J&l W A OG5 520, JF £
SHC 7 ok 8 it 441 L 55T 5 1) A AR 3
2.1.3 SRR EAS B E AR LER R R IA Y
SOXO 5 i i Ra 54 R VR L AT 92 36 W, SOXO TE I it
Jed THIE R Wnt/B - 1% PR AR 15 530 34 19 e A M A
28N b Jz 1A 75 G AR . SOXO 1 hy % 53 N T B4 %
LncRNA PXN-AS1 (33K , PXN-AS1 il it {2 fiff % #h 2
F1 2 2 40 B A% v SR T e B g v ) Wnt/ B A2 11 3
12T AR 0 IS SRR A B RS . Wn/B— 3% PR AR AL 4
4 B 20 B AME S B 2N IS B L A4 5 B N A4 A
Bt dMEAME S F B R Wt R, AR B 3 A
5 Wt Z 4K Frizzled (55 53 M5B VR 5 B 324K Frizzled 25 1)
FILRP5/6. 4l il 5T Br 3= 2 AL 4% B3 BR A 1 \DVL . GSK~
3B AXIN ,APC FI T 2 (1 1(CK1) o R or E 2 g
Sy (o B A0 MIA% 14 B~ PR EE 1 TCF/LEF S0 A b1 A B~
AR T R R DAL G o 4 J A 1 i (MM ps ) AR 2 K]
c—Myc 55 . BRI ) Wnt 38 %38 5 08 o 20 W ak 5% 43 il
F )7 B AR L A b Wnt B AR5 I S2 AR 25 B i 0 o
Je B Wnt 3 #% 5 5 B PR RS E TR R = 20
Mt S 5 VR A GE S AR RS B B R R A
B-HEINE H A A T -2 F RN JE Wnt/B-1E R EE H
AT ERRE

SOXO i FH5k 2 I Bl 1X (carbonic anhydrase X, CA9)
Z 18] A % U I B AR L 2R O AR T (PP W 25 ik 52
SOXO Y Zi0E 15 T 22/ R 43 T CA9 AR 1™, SOX9 i1y
A 233 2 CA9—-Ake 3 (i S 5 URE A L 1 AR, A
FEIFRM IR R A AR SRR KO B 2 TR A 5t
[l ¢ . CA9 2K H 22 WE 45 1 S8 2o 4 757 B—i% 2R Al
E-ESF A FVE , 2 5 4l /Y o 4 A B T
Akt (RO 3 T 23 02 1 I TR 5 7%

BeAh, 7E X etk I A9 B8 (bone marrow kinase
on chromosome X, BMX) {5 51% 509 T Ui , fA 7€ SOX9 %
IR FIER SRR E PR B AR . BRI Mo MLV i AIX 1
(B-lymphoma Mo—MLYV insertion region 1, BMI-1)5 EMT
A K, TR IR 3 A S 5 T 98 i A5 A s 319 1A -, SOX9 W]
PLIE b 19 B 40 AR S 1 5 2 Bl 1 I 9 2 5

1 (B-lymphoma Mo—MLYV insertion region 1, BMI1) ki3
il I 200 384 G FAE 3 08 A 5 e R A Y T B Aok

T B TSI ) I A AR jﬁﬁﬂzfiﬁfrﬁEGFRae S A A
rplel 0 SOX9 1 it Wnt/B - B4R (15 S % . BMX 5 5

%S, &% LncRNA PXN-AS1,CA9 %543 T, 15 i 8 v 2
T 96 A0 6 18 EMIT 0765 A4 o B 200 R 2l BRI T I, M o
TR B T AR S R R R 22—
2. 1.4 yaathie H RO B B RIEIT L BR
FARYIBRIEEAL AT 5057 o2 EZ B F B .
P T 0L S B ) 7, TS TR Ak 7 245 W 1 22 BIAR K
EI’JKE‘FE'J,E*E&%%%(TMZ)%Eﬁﬁ‘iéfﬂ?&ﬁfﬁ’)#%{%
137 F 25 (B4R 7 it 2 PR AT SR R — AN T A R
%ﬁﬁ%ﬂiﬂSOX9LlJ%J/gi'é‘buﬂﬁcﬁﬁﬁ-?ﬁ’Mt%ﬁﬁiﬁT .
PI3K-Akt 8 PEAK 1 1: i SOX9-PDK 1 %12 GSC [ e 5 387
1 GSC 5 B I Jiz i 2478 (10 S e 3R 4 P20 DT R I
it T84 Tt 1 (pyruvate dehydrogenase kinase 1, PDK1 ) & Akt
I % Y E 8 2 G B 4 BTl PDKT 28 Dy SOXO9 (1
FE . PDK1 2K 3 B4 b A i) 1 et e 240 42 % Ak
AR TR B8, A7 5 S 7 A o) R e e e i ARk . PRI e 2
T SOX9-PDK 1 %l i 11 PI3K-Akt 18 % 1) 380 1% e 8
GSC [ 38387 A1 GSC B BEm e it 24 P 1 B . SOX9 X
Ji2 98 AR ik 25 M AR R AR L R VR E Y S Ak
7 UM RA YT RO
2.1.5 RRBFwmrMtEEE ERBES, PI3K-
AKUTE 538 [ 38 35 22 PP L (2 28 ek e A i A K A7 T N2
T 20 R SRR Al 3E B A S SRS T A e gRe
KA G HER . PI3Ks 2 5 ARG BB L th ik
IR A P LR, T 7R AR S — (5 il PIP3 A7 A
5 26 B PI3K- Akt 3l i 1T LA#E SOX9 #47E . SOX9 1 LA
E 45 PI3K WL SE K 1 ) 8h 1 XS 2 A, 1G5k Ak 119
R A, A T 5 TR T AN M AR 1 o I T R 9 e i
2y, PI3K- Akl B M A9 SOX9-PDK 1 i A o fie it
Jo T 40 M 1 2 1) S R YT . SOXO R A i
PI3K 5% 53 B P35 K 7, i 1 PI3K- Akt 15 5388 70 1 o IR
ifit 24P K T A A o % T AR

UEAT Aldaz 2 (58 2 W A5 545 51 G S s
¥ 3 (signal transducer and activator of transcription 3,
STAT3) F1 K. & ki 20 L (1 I 9% & 11 (promyelocytic
leukemia protein, PML) J& SOX9 %) T ¥ # #5 . SOX9,
STAT3 F1 PML JE J 14 1 775 20 %, )2 GSC I M A [ 3
B R CHE . SOX9 iR 5 I BMIL ., p21 78 i 8 il 36 3k
SOX9 ik 5 BMI1 £ IEASE, 5 p21 R M. 5™
WESE T SOX9-BMI1—p2 1 i 76 [pfreg 1 &2 v () 4 DG e |, g o
Jeq i BMIL 38 2 30 461 p21 75 >h SOXO i Fifr g 1 4 114) S Sk
N T o SOXO i 3 28 52 M 240 Jfd X dife 42017 S 1z AT HIF-1 45
5 30 [ R 52 W e SRR AN M TR . TGFB2 i A N i AR K
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[ ¥ A (vascular endothelial growth factor A, VEGFA) Egl
JU TR R % 3 (EGLN3) (Egl nine homolog 3, EGLN3)
(PHD3) . CA9 Fil ikt %0 5 2 [ F la (hypoxia—inducible
factor lalpha, HIF-1a)3J A §E /& SOX9 fAY#IFLR ", it
PE A X LR AR , SOXO 5 Ml i 5 8 240 B 1% 4 X% Jie o e
TN P 2 SOX9 1Ry 238 X I e T 521 1Y) B

| TGF-B

| ANRIL

miRNA-30c¢
miRNA-145
miRNA-613
miRNA-105
miRNA-605
miRNA-101
miRNA-124
miRNA-138-5p
miRNA-2113
miRNA-326

15 2% 35 19 SOX9 3l 3 TGF-B . Wnt/B - % ¥ & 11 .
PI3K-Akt {55530 i, B X 20 T e T R 52 i i
O PR V10 5 b AR T 65 R S AN R . SOX9 X fie Joit
S 2T B PR PE ML AN P 2 B 7R, SOXO X I ¥ife 40 % 3 i

AR A IR 1 PR
. (EGFRmut) e
"FX“GL | = ' "/ tumorigenesis \
" mil iuoncogenicilyf;‘

[ AHSA1 .EMP1.ID4 .PDGFRA
* Cyclin DI/CDK4/Rb

cell cycle
proliferation

[PDK] . PI3K-Akt chemoresistance
I STAT3 .PML stemness

cytoactive
[ BMI1 | p2l

‘ —D/\ctivationé
i. —.Inhibilion,E

metastasis

(EGFRmut)

angiogenesis

B2 SOX9 stk Fi 8 & A 64 I8 42 AUkl

F1 SOX93t i F (1B ) KRN

5T (B2 ) W X ¥ 5 o R A B Lk
LGRS LR WA ARR T [43]
(4m iz ) #9%& & D1/CDK4/Rb i& 42 ) Fphl om 0L JB) HA e 35 5 [31]
AHSA1.EMP1.1D4 .PDGFRA Ui LG A [29]
LncRNA PXN-AS1(Wnt/B-i% 3R %& & iB 54 ) A B 98 2 R385 A Ae i A [27,32]
CA9(CA9—Akt i@ s5) LA TG A [29]
BMI1 iR I 96 2 L3 7h [45]
PDK1(PI3K—Akt i@ %) LA I 8 a9 A et B M R 98 T dm e Tk e [30,47]
STAT3 #= PML iR N IR I tm B & e Fe B R B AT [48]
p21 T OMEBER [49]
2.2 i microRNA Xt SOX9 f A2 1 B T N miRNA-30c 17 K¢ B 40 M H Y 2 ik 2 5 3L
MicroRNA (miRNA ) J2& P M 9 50 B4 RNA 40, fig SOX9 A MR, DT 80 /0 i J57 98 44t M 1y 384 5 2 4% A=
i 7 S 45 4 BIH M5 i RNA (mRNA) 9 B 4h 3° I Bl % 781 5 miRNA-30c 25181, miRNA-145 1 2 [ A% SOX9
DX, R BHLLE B S a8 s fe KPR | R ak . o5 — D, (R 38 T PR AR N-S5 56 2 (/K 7 I o E-5 26 8 K
miRNA 7] DL 550 {5 8 RNA (49 5° -UTR 45 & LI 4 e 3k SR A1 1 e 9 A0 B4R 2 L 3 3k T R 40 R B A 1 DL

KK o B 40 B T35 51 1% 32 53055 790, 22 Fol firb s 4o i P
T miRNA i 37 5 SOX9 mRNA 19 3° -UTR 45 & F J# H %
IKEY L R SCESE T SOX9 i miRNA X H: A4 F 4E H
VAR T I 96 v 5

SOX9 2 Ji2 J5 98 4 i P miRNA-30c 1) I 42 48 %% ,
miRNA-30c 1 SOX9 2 [a] (1) FH B AE FH 78 15 597 4 At v AR

c=Mye Il N—=Mye 411 il 52 J5 3 240 B 3 7

miRNA-613 J& Ji J5 93 40 it (1) 75 2 ¥0 4 , 3 2o 5% i
CDK14 Fl VEGFA % 43 - & 9 il & 2 98 1) 26 4 Rl i
B miRNA=-613 At B ek 2 1 il e o0 400 M Ay 4
&I M T B TS5 . miRNA-613 1 SOX9 2 [6] 77 75 7
AHIE K FR L SOX9 1 12 3k 7] A R f miRNA-613 1 5=
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IRIF T 6T I I TR A B T B VR TR I T RS AR R
HVER o BEAh, PR N 258 B 7R miRNA-613 38 i 17 4l
SOXO il 4 B g A4 o PRI, 76 M JB 98 P miRNA-
613 3 1 H ) SOXO A 4% Mg # E H1 °

miRNA-105 38 17 53 477 100487 P BZ S i ol 184 568 ek g &4 it
MIAERS RE 11 5 e TR A TS R A oG, Ham i
] SOX9 K H R W ¥ bR TCF 78 158 598 v % # Beb g 411 )
VR . PI3K-Akt {5 5 18 [ 2 o) 54 Ak 80 40 i 2t s
BRI A0C T AE TS 98 P miRNA-605 38 1 i
SOX9, IR PI3K—Akt {5 53 %, 400 il e Jo J 240 L ) 344 4
GRS 3R ESYFR, miRNA-101 1 38 i3 B #2 §0 1)
3'UTR T~ ¥ SOX9 ik, 75 Akt, Wnt, BMI1 {5 51 15k
SR JE TR (345, 3B R 28 . miRNA-124 (3 & 35

SAEMRA T 1 SOXO F-fie it 12 i B 2 ST A AL, B IR

ST T 358 o e S R

I Ah , miRNA-138-5p'® , miRNA-2113'""  miRNA-
32625 143 3 1 il SOXO 114 2 3 & 44 e i kg 410 1V
TE X SR 7 |3, circPOLR2A 38 3 {5 B miRNA-2113 iF
1] 45 POU3F2 2235 , 1fif POU3F2 i 1 55 SOX9 J ) 7+
HAE OS5 . SNHGY E i miRNA-326 11 5% 4 H N
JEIE RNA, 2545 7 miRNA-326 Y 17 $ 40 b5 SOX9 Ay 5
ik o LINCO0174 A] LA3# i 15 B miRNA-138-5p T J# H 3%
35, AT F 38 SOX9 1y H Bk .

H A2 256000 T3 2 10l SOX9 234 i microRNA,
TR £ GRS A 45 SOX9 K ik B miRNA, If38 i miRNA
THE SOX9 B FRIK , 2 AR [0] SOX9 VR YT L 1) 1 ¢
Jrke FEF 2 WS T Sk BLA AR T miRN A 3 52 14
£ SOX9 Xif Jie o988 5 A e AL A 52

%2 miRNA B3 8% SOX9 31 s R R &2 0

MicroRNA 2+ SOX9 #9345 A B Lk
miRNA-30c¢ TA Fph) fm R3G I RS A [52]
miRNA-145 TA Fp k) g O3 I AR 5 [53]
miRNA-613 TR Fp ] LY S T A, R AR e A [54-56]
miRNA-105 TR ) I [57-59]
miRNA-605 TR Fph) 2 oL 38 38 e B AS [62]
miRNA-101 TiA Fpw) m OIE I A AAZ 5 [51]
miRNA-124 TA AR B M 5T 34 A B3 SR b [63]
miRNA-138-5p TA Fp ) I [64]
miRNA-2113 TA Fop ) I [65]
miRNA-326 TR Fop h) I [66]
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