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Role of mesenchymal stem cells in pathogenesis of adolescent idiopathic scoliosis: research progress
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[ Abstract ]| Adolescent idiopathic scoliosis (AIS) is a complex spinal deformity that occurs in adolescents aged 10-18
years. It is more common in female adolescents. Despite extensive research, the precise pathological mechanisms underlying
ALIS are yet to be fully elucidated. Given its links to abnormal bone growth and reduced bone mineral density, the involvement
of mesenchymal stem cells (MSCs) in bone metabolic disorders is considered a plausible contributing factor of AIS. This

review summarizes the role of MSCs in the pathogenesis of AIS and provides a forward-looking perspective on the potential

clinical application.
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HA IS SRSk PR . BHERS
W RS O Y B, AT AL ALS SR
WD 2 I AR S e . P, MSCaMb SR
Al RESE AIS AAEFUKR SR EEL R A, 49 MSC 7F
ATS KRBT R F S 2E— 2 VR A TF A A5
KM AIS IR IRIGIT I R B A HEEE L, AL
SLEETT MSC 7E AIS KR HLE H FE R, JF XKk
MSC il PR 3 2

1 MSCHHURETNESE AISHEENLE

MSC & —KBA Z /LT RE M 40 i, &Y
ZRAF N Al . s R D A 2 AL A A
MSC 7E B #% I B E 98 i o B i SR SR ], H
BB . RN A R R AT A AR AR T B | &
W A P R B O BRI KA . MSC
HEFEU D K oA i AR RE A B, Pl RESs S
UL BB W A SR A L ATS B R AE B
by v i TN AR A v B b 2 B
Ty PSR A KRS i L R T R,
AIS B 1 MSC FAAEZ LA | H A miRNA
B 5 2k, A RBE  AE E e B e S S
ATS 1R FRHLE 2
1.1 AR & Zhuang %' M AIS B MSC
YOE 1027 M2ERRIAHEA, 45 551 A BIEER |
476 AT REER . FE R T8 3B FME 538 4 BT i
IR, IXUEFEIN 32 55E T MAPK . PI3K-Akt, i35 fkY)
FEHA I S 340G 32 (peroxisome proliferator-activated
receptor, PPAR ) Fll Notch %5 {5 5 18 #% 5 i MSC 1Y
BB FERE S M iR, 24
S I35 Ak S VO O 1 (mitogen-activated protein
kinase kinase 1, MAP2K1 ) . SMAD FEK 5 ( SMAD
family member, SMAD ) 3. & i & C6 (homeobox
C6, HOXC6) . BIRFEEIIZIE A (Hsp70) 151 6

[ heat shock protein family A ( Hsp70 ) member 6,
HSPA6] . il FH %% 5% [ ¥ 1li ( general transcription
factor 111, GTF2I) . cAMP Jz i oG 14 45 & H H

( cAMP-response element-binding protein, CREBBP ) .
TR LI -3- 4t E425 37 5 2 ( phosphoinositide-3-kinase
regulatory subunit 2, PIK3R2 ) . X PEBER G 2( dual
specificity phosphatase 2, DUSP2 ) 4§ 24 /LR R RELE
AIS B A pILHI A A B B b i A E R . 18
AT, MAPK7 TE AIS FRAE 1 MSC 3K T,
AT AE FEMSC U MEEEAL ™ o AIS BEEEE

KM 1 ((bone morphogenetic protein, BMP ) 6 FE[H
PIFRIRFEAL, K MSC i) BMP6 ik MSC e
AR R T B

TE AIS H % MSC P iy 1027 4~ 25 57 ek L A
Hh, & ZE RTKA G S35 $T K+ (sprouty RTK signaling
antagonist, SPRY) 4 ik B EH AR . SPRY4 &
MAPK {55 5 % i 42 v 3 38 7T ) o k. 35 A S T
SPRY PR i o3 AL AR R 28 Iy 8 OG22, ATl
MG S04k . AR . B R AEME &
BEZA SR o BRI MSC H ) SPRY4
SEHJE, MSC HIRCE M Bz 7, il A
ZALHUE MSC i SPRY4 Feikién, I HH iR
HET MSC [ B 4 4 . BUATIT 7, MSC
HH ) SPRY 4 23532 45 1] RE 1ok P IR 20 i X R B 2R 11
SO T 8L ALS S E B A S T R o

iR PR 2R R P SRS B A B TR A T R
BwE AR, HAEa bt g EEEEH, M@
ol SRR Z /K (melatonin receptor, MT ) 1.,
MT2 25651 k— RG-S A AR Y 2E800
5T A I ALS B ERHLE AT B85 MT1B HEH 2851k
FIRR A 22 G = 25 R A 2R R A I RE G A 561, %
SR 5 A 2248 AT BESRZ I MSC B9 04k ). 4R SR
EALNE AIS i MSC YL fE 17, (HI2 158
T X IR A2 MSC R HCE s Ak RE Ty, BRI £ 34
DR PEBERR R (alkaline phosphatase, ALP) JGTERIZ
FELBE, DN FVHALP . BHEA . B EM
1 2505 L 55 e R 40 0 SR A i R Ak
HT &I MTI, MT2 FEH K-35 & MSC X}
il B2 IO 1 AR T R B4 BAIC R AER
HNBEE R K S, T AIS Y R Y
WA 5T $ AR R Z A PR S I & 1 AT LIAVE DA
AIS i iy S48 b, (HAE S PBi AL G rh i —48
FRIT A BUS BRAR A ROR ) L SR R RE O i R
£ 5 AIS ZHPEMAFTERIR R, HEF -5 BoR
B A AT R AR T TS T — R
AKRE AR R RN H T2 B IUE = AIS B
At — 5T

FRIGZAN, ALS Kbl Al 68 5 58 R i 2k
WA Ko MSC I BCE 7365 U 73 AR AR X 1 404k
oA, B i R R g £ . A
WFFEX SRk [ ATS £ 2 I X 18 i MSC 435l k47
IRINNE 1 B S AT, Kl 2] 300 422573k
IREEA, Hor 1 A~ B, 189 AT, FE AIS &



WREEE RS2 2025453 A5 46 4%

° 303 -

EZh, AFEAR TR 2210 AT 1( fatty acid desaturase 1,
FADSI) 7EWNRY 7 1FEH ) mRNA ik KAz 1
2 1% L, B FADSI Al REFEEE MSC AIS S+ 1
43 Ak e EE AR . Zhang %5 R IR A
A3 A 59 g 5T 43k 3 B OC 8 X F- PPARY A1 Runt
AHKE% 54 A F 2 ( Runt-related transcription factor 2,
RUNX2 ) (3235 AMH MSC R ig 431k, T
DUHE i 22 2K TR AR 2 4 1E MSC 19 Wi g 731k,
MTFEALS R TR, HRIMITFE SRR ALS i
H 1) MSC A7 7 i 25 19 5 PRI 88 1 e 8 A8 4k,
R 78 75 BAR R ATS B33 MSC fig Il Ak ad 7
R IA 2 R A, I — e Rg T e e
AIS SRR UIVE T, KA Bl T IS DR 2 T 48 78 2
5 AIS Z RIS S AT RERIRY T iR 74 o
12 ZGKA% Zhuang 2007 T AIS B %
MSC 2= H T, a5 1E 5 X E4IxT e, 2t
Rl 2] 41 > 5 2 e AR A & BT, il Ek 25 Fh
ANE B EER P, X AETE S R S a KAk
BAXRKEART: NIRRT M2 5318 R
HE MSC HEFE B8 A ¢, AlREPI il MSC B B H 53
A, T A BRECEE A2, BUKFEE 1 27 (heat
shock protein 27, HSP27) . B- ILahZE FH Al y- HLsh
EHTAES AIS B 1Y MSC /L AE 1 AR AN
a2,

JEEHR B8 1 A2 7 3B A I R A0 i v SR
ik, AIHETE AIS & MSC 1Y Wl oAk b & 4% 2
YEH, FFXT ATS BB P R AR B B Ak 7™ A2 52
HSP27 J&—Fhm RS B4 TR, AT e dEpr AL i
BHE R E, W RAE, PR3P Ai i sz A b h
WA, X RETE B AR P AR, He 251
W R B, ALS i 1Y BCE 240 i i MSC R B i 1k
HSP27 KV & AR, TR R & an ALP .
WAIHE S H 1 (secreted phosphoprotein 1, SPPI)
) mRNA FIRKF AR, H A T B E e 1k
o 3 I AR IR T B = BER fb HSP27 Y /K- AT
PIAE HE AIS 35 MSC 18 T2 i, X 1l B 5 H
6 PBBK-Akt {55 i@ i . S5 iy sg . et
HSP [ 2684 35 B A 5628 . (HATS i
HSP27 WAk KT B i U R v AN RERf R, BR
THERACIIRE S Ah, R BB LA RETE AIS B
J i R HEAE L, W2 1k HSP27 7E AIS Hr i1
HMPLEERS U — 2005, B- WLsh & Al y- Bl
VR 4B 2R AT BB FE D E MSC CE 43Tk 72

Y T S B TH AR O E L, A SO i el
AR AT RESE N AR A s B B i, B = WL
SR A E SRR RS T AIS 2 ae Bk
B TR B ERALA 2 L b, i BRI E A
fiff 53 (ubiquitin-specific protease 53, USP53 ) @
HIH AT LAY MSC B sE 734K, MSC H USP53 iid
Fok B EARHE T S BN R AR L Xk
25 5 R IBHE A AT e ANMUAE ALS S35 B B /b rh
AVEH, B FTHEXT AIS & A FR J A HAth fE 252
Wi, S — 2D SRR YR IE

1.3 3E % 75 RNA (non-coding RNA, ncRNA)  ncRNA f&
—Fh D) HEE RNA 43 ¥, 1 DNA % S ii i, HoA
PR LR T, TR SRR R A R IEVE R, ALS
TN I5E % 2 1) S B i 5% 3 Jié 4 7 T neRNA (A4
IncRNA F1 miRNA ) J2& AIS F 1 i 2 A1 75 70l 1)
WA AR

1.3.1 IncRNA IncRNA J& K i i 200 4% 1R
WS, AL S ARATT D RePE T e 24, AT LA
TS AT | e SR SR R BRIy A
Pk, A7 HF5E 8 i STRING KU 224K 15 28 11 5 -
5 H 5 A B /E A (protein-protein interaction, PPI )
2% e S 1A LIEAT 8 AN TR IE A KSR, JF
DL T —> mRNA-miRNA-IncRNA [ 5% 4+ [
% RNA ( competing endogenous RNA, ceRNA ) =
PP 45, HZ M 45 o B RNA BI%T AIS #f MSC
IR AL BA B E 0 mmm ™ . A gkt
17 MSC Y IncRNA 55 JgiAs . 1 PR Ao B
FHRGFZME ISR Z BRI ER, HEN IncRNA
S5 T MSC ISCBAME™ o it IncRNA 72 F 4
5+ P BK ¥ 2 (ubiquitin-specific peptidase 2, USP2) -
JZ . RNA 1 (antisense RNA 1, AS1) 7] i 5 # )
#61  TR 25 FH R4 (lysine demethylase, KDM ) 3A/
ETS J& J& %& [A 1 (ETS proto-oncogene 1, ETS1) /
USP2 il Wit/ Bk 25 1 {5 38 i, {2 7f MSC 1Y
BUB A Zhuang %55 38 55 6k [ e IR
FAIS 5 19 MSC AT LS 434, Y5581 1 483
A28 5 R IKIY IncRNA, I 5E LT —FhTE AIS ¥
(19 MSC H & 25 5 8 19 5& (K] IncAIS (& R AR IRAT A
ENST00000453347 ) . 7Ef#HEXS 20 MSC f, %3
K 35 729 IncAIS 54 A 90 (nuclear factor 90,
NF90 ) AHEAFH LI 5[] 5 5 D8 ( homeobox D8,
HOXDS ) mRNA HJF2E P, Jf I MSC H RUNX2
R RF5, fedtniE 7 L; T AIS S MSC i
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IncAIS 35 T 18, HI5 T NFOO iy 3548, i HOXDS
mRNA FI MSC ANFaE, 3B H 7316 7K P FE AR
RUNX2 N —Ffd 5 R 75210 MSC (1488431 g
71, RIS 5 AIS B B3 RN R, s
S BRI

1.3.2 miRNA miRNA & 18~22 /M T R4
A FREE neRNA, Sl 75 S R 7K PR L R 3R 35,
TEZ R AIVF 22 3R A RGP i v & 1 B B
B T fiE, miRNA 78 MSC B /AL ABHE il
P25 S s R R EEAEH, 140 miRNA-
23a. miRNA-30c. miRNA-34c. miRNA-133a
miRNA-338 1 1 #1 ] 8 25 RUNX2 AP 56 5 1l 15 4
Mbr G FE, MHDREMED . mRNA-151a-
3p AJ GEH i 4 il DAN Z 0% 85 H gremlin 1 YK
IR BEIR B RS, AT A2 B AL T
miRNA-375-3p i 32 11 ] {15 %% B2 i 2 11 32 AR AH DG 2R
F 5 (low-density lipoprotein receptor-related protein 5,
LRPS ) F B BXEE [ )i 45 Wit 553 16, g
PER™Y . miRNA-5p-72106_14 3 13 117 STAT1 {2
MSC B I o A3 I HL g 24 o Hui 451
I LTS 3 AT FE ALS SR 1Y) MSC Hr %85 54 F
B 25 53838 miRNA 3840 38 A A R 45 7B At
R R R A A B2 gk P B e AT A B,
Ak AIS XF BELZHAH L, AIS ZHA5 7 Fl miRNA 8 fz
%, H rh miRNA-17-5p, miRNA-106a-5p. miRNA-
106b-5p, miRNA-16-5p. miRNA-93-5p Fl1 miRNA-
181b-5p AT LAFIH B /- LB T AR, 1 miRNA-15a-
Sp ATLAVE S AIE T, LAY miRNA SE %S |
AN T AR R RN G2 SO A DG, HeH miRNA-17-
5p il miRNA-106b-5p i 14 # [i] SMADS &% BMP {5
S, TR IR B S B E A A )
REN L IEAN, ARG K BUAE /N B N A Y
mmu-miRNA-138-5p AJ LA i #77 KDM6B 25 [ fie ik
BB A, ARG LIRS A, 7T LAERT miRNA
ARG S S ATS BE BUE i R i E
PE, #87r miRNA (3 3Rk 5 AIS #EREAH DG, KT
255251 miRNA 530 22 R R BT .

2 MSC fE AIS I R8T RN A=

EAWFFERIT T MSC 78 2 R A fL i
AOPER, i R Pt B 4 22 1 MSC iR) 7 A
BRSO BT R  FRIBI T R e
o WFFEFRW], MSC n] 3 i 55 7 b ik 48 73 WA A1k

{11 SR Lo I O L 1 2 B o = e e i
A T ER A, TG YT P . Brzoska 2614
PEAL T WL LA 16 AIS &% B94E FH, IR T
FIH MSCiRYT AIS WUATREPE . AR B AT DL i)
1 MSC 1 BB AE K AR AL Tl 1 B A x .y Al
A A K R, 0 3 i neRNA I8 75 MSC #93)
fig, MM SEELHRG AIS B9 H i, 45 % MSC "B 1)
FHOCHE S & B, il i A= 15 B2 B S 5 o i
B Wit/ 5. 2 1145 538 X — 7 ATS 9k R A
O, S AROREE T 25 AIS YR YT T iE O
SARME T RTREN L B R ek vl AR UL AL
SRR, AET DA I R R R R B AR 1 5
M2, U DNA Y% . RNA YRR AE] 45 9 A= il
FE B R R R, B AT LA o fole o i IR R i 5
Wi, T AIS kA IE A AR . Hu 2 @i
MSC KUY HMNIMA BT iZ miRNA-23a-3p it T
B, Raimondi 25 B AIS 2% 194 miRNA
I ANIA AL BE MSC J5 WEE B o1k 32 B )
B AR R R >, B IL AT BERZ A ALS
FRHE B AL, X AR PR AT Q] 9 5
AIS B HLHIFRE T RIS . & A fF5EIEH] MSC >k
TR Z R Z PR R, SRR R T
HH AR R 28 () RRAE 25500 Ry B ATS S PRI D2 il
IBATIE R AL T 3B

3 % iE

Bl 25 FIANEHBIT AR B R, ATS BITRITAK
TR 7 Ok By, B B B4 % L AT 7
WFoE . AIS fB3 B AR AR S IR S 1 ok
AR ERAE R R S MSC S 4 Ak 5D B ik 2
RIS H N VI, B 9T R W AIS 3%
) MSC Wi SEAFFESL R A 1Y 25 57, B AR M B4
AR WA, AR — 058 0 Rt JE
K FRIA R IR 22 20, AU B — A 4 2 SR ek
AR LAFRAG A PR, WA I | BRI
T A, RS B LR 2%, A Bl
FIMGERT AIS s id B al BEAFAE B FALS] . st
L IERE A PP 4> A0 BAE R BERR . & 48 MSC (1)
WZW S itk MSC AM Ak iR BUR %32 T vk K
TF 3 A LAt A5 Py b sk 107 FH 19 6 s 4 2E ATS 119
I RIAYT L HAA T R RIS nT AT, 76 5 HER
T i AIS (IR BEBLE S, ffH MSC # B S G d7
AIS (5 B4 80 2 I & AV
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