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T A RE I RE R e L R R R R RA RS MBI R R S AT
Wi, EEHERGGELERP, FREAAR TERARKETHALREAAFTSEmoMARE
R, Je B A AR 0 I A BUR 4n R G T R Bt RN BRI R R 6 R ST AR R R BT A
BB mASL T BT 69 A A2 AR HOR T R 6945 5B B A AR K B T R AR 42 A 1)
R TR AR A, BB E R E s it B P UL EETENER, SRR
REGAE 5 B BARE B F AR M AT e g @ AL F R R AT R IR AT T B 4,
VASA A W PR TR BT 0978 7 B B ARG T R AR TR IR B AT R T B

K§giE fEras FHEAR T
RESES Q28 R3I8

B B 1) 75 )% T~ 24 it ( bone marrow mesenchymal stem
cells, BMSCs ) s —ZERIE TP IRZ , RA TR B 3
B Z ) o3 AT RE , TS B AR N BRSNS IR TR
AT LA BB AN e A0 R 0 05 200 B ST 4 4
RN T NE R DB A 1 o 1) A ¢ )7 S VA
J5 1T, BMSCs i B AT W] B A BObE ] i 52 Ok 3R A
P/ (AT i RE SRS ) TCHE X 4% e 2H SLBRAL AN A
16 55 4 4UAA %5 #E & A 1K (major histocompatibility
complex, MHC) fARAN 5 fiE J7 3 25 005 ° o I 4F R AR
R R A BB A B, B T BMSCs #3265,
FAXS TALGE R B R AL B B AR T 5 B U vk
AALREAR T BTN ST 3 A P RS2 Y vy DA S
b 14 XURSS: , IR K 3 1 58 4 BRI R T RO, B ik
BRI PRI T B T8 i L ATk
Wk H 491:2021-0508  {& (8] H 1§1:2021-07-10
* R AR SRS (81860392) BE BT H

sl IAAVES , BT 1E 4R - fuzzywong @ foxmail. com; leexueyingd722 @
163. com
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BMSCs J& Hl TG 77 B Sl i BAG R 140 g, Hofg
S R R BOI AR A - 8 5, BMSCs £ B 45 F 07 5%
A& Bl 5 oA R BB A I O o3 I B B B, B R
P s B i 078 R B A A AT DX, R A e A E
RIFEGA 3 5 G [R) A, 10 B 200 6 0 A e W A A 1 2
BT, POH B O O B A2 AR, ok
22 A 5T 0T B S B0 E SR O AT 1B AR B
S TERTAR 1B BB S B v, s I LR 1
SEREMR 52 AR AR PR, 0 w] LATES B AT [ < 1 3 DB i
SR B A ) K B R B AR I S R A
BMSCs TEA& 5 B3 I 23 %6 B 2R 2, R BT 5 5
BT IR DG RE R R A A TR 7 7 B B 518 52 2ol v 4%
TEEMER, SERE AR EEREREA S Sy H
F) HMG £ 9 ( SRY related HMG box 9, Sox9 ) il 5
Runt #5259 %% 5% A 7 2 (runt-related transcription factor
2) ER I TA HIE S K HEHE H (bone morphogenetic
protein, BMP ) | # fk 4 K [ F B ( transforming growth
factor B, TGF-B ) A1 hl £F 4 40 Al 4 4 A T ( fibroblast
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growth factor, FGF) , L K {5 538 [t EIV RE AR A 5~/ HIR
5% I F A 06 & [ (indian hedgehog / parathyroid
hormone-related protein,Thh/PTHrP) Notch ,Wnt/B-i%Ff
HH (Wnt/B-catenin) 25, A8 SO 35 5HCH R 1915
5 3 % A SC A 51 BMSCs 346 S R 4 i 11 1 240
JH AR AE T SRR A P A T A T I A 4

1 REERERERET

1.1 Sox9
Sox9 FHAIF AN 1T SYaik q24.3 ~q25.1 X
B, AT PR A R s R, 1B T2 2 5
JUE SR LR | DB A 2 s B IR ) A LR R T
Sox9 VE A HCE TE G A Hh i OBV B S TR 1, 7
B A0 R S SN Al b R AR oy AR .
IR N S 2 1 A A ) 1 BT 9 AR e v
P25 , 58 4 Bl 5% it ) BELT 0 B0 i o T 7R e D
(collagen T ,Col 1I') . X ZUKEJE (collagen X ,Col X )43
o A N ) AR R B R SRR S o Sox9
AE Col T BEDH e S 4 5 IX IR &S 5, fdf Col TN 7E%K
'EJLQEHH@':PE/‘J%QLE Sox9 #eJiF B IF H e R
i Runx2 & Col X%.F?ﬁ%lii“ﬁﬂ’]%% Mﬁ’ﬁﬁﬂ‘?ﬁﬂ
Col X SRy 7% st R A 20 M 1 BB E T o Sox9 11y
38 % i/ RNA (‘microRNA, miRNA ) (%) 94 45, 40
miRNA449a miRNA495 miRNA-30 .miRNA-32 Z&n] 1]l
Hi1 Sox9 1y ik AT 91 4 400 B 40 L 9 434K . miRNA-
335-5p Al L i 40 A) Sox9 7 8 A7 (U Daam]1 F
ROCKY1) b HCHprak 2R i e 3k , 4 ik 5B 4 115 o

SOX9 Hb

o DA Sox9 X AERFK AN F Y T 23k
EIHEIE I
Sox5 Al Sox6 1.2 55 98 ¥4 HCF 4 I 9 73 1 AR

. 24 Sox5 ,Sox6 FEFERT, Sox9 A 5 PTHrP Col 1l
ACAN FEPR 385 12545 5 O R 4 G, DA T 1 538 A iy 6
PR SR 5 X e B R 4 4 D 5
TR IR DU e #2012 2 1 4 B L 00 i B 1 84 7
Ak, 3 B A i oAk S AR PR

Sox9 A, 1] 38 3= 410 ] R RH DG HE s PR 7 B0 Runx Y
FEIR AR I E A ML o k. T BRCR At A A Ak R0
Sox9 F IR , X Runx2 BV FHAL R ; 76450 4
SIS, Sox9 R 2T [, Runx2 (1R 35 T &
PRI M 200 A B 23 A J 9T, Sox9 3RGK TR 43 i 3
AR 2 A R B R S B, DL KX Runx2
AR PRS2 SE i $2 % BMSCs [ BH 70 b B AT

PEHEAER o XA BE D 23R 7K 9 22 AL FT RE 2 3RE Y
BE A — SR PR
1.2 Runx2

Runx FigEHAEE 3 AL, RIS SR A F Runxd |
Runx2 Fl Runx3, FH ' Runx2 X RO 5 S HF ol
( core-binding factoral al, Cbf ol ) , 22k E B0 H 40 e fiy
1B AL A, 6 4 0 4 AR 20 N R A
¥R INT o Runx2 o[ REE—DEURIE N, 7671 I 240
i R PN B A Y A A% AR T S5 g PR R R R 4
YER.

Runx2 75 5 40 Ml ) 2 72 v #8552 9V T
Runx2 #J 55 Sox9 AHEAE F, 38 1 9 42 450 40 M AL Kb
M Col X % P& % ( matrix metalloproteinases ,
MMPs ) f) 35 125 O 45 3B A0 i AR 3R 28 . BAPX-1 19 3%
55 Runx2 .Col X \MMPs {315 2 7iAHK, Sox9 1] H
He5 BAPXT JEN A 8l 7 IXSRES 5, T4 58 BAPX1
(2235, I HEAM ] Runx2 JER A% . Runa2 JE A
RPN HIE , Col X 193 3K 7K BA, b Bof 51 40
ﬂ@)ﬂﬁf*\%ﬂﬂlﬂﬁm% s, AR S K EEA Z(BMPZ)

' BMSCs BHCH 40 i 43 1k 1 gy 39t
Runx2 J5 K2 0 A S IT 0 75 14, 12 PR 4 i
"B 2 ) FSCE TR Zh R 32 2 RN

Runx2 7EAE HEECH A GBS , i fie #E BMSCs
[ A0 L Ao A SR A2 9E BMSCs 316 o BB 240
JHE0, S0 e 9 R A A R R R S A A
(osteocalcin, OCN) ‘& #f & H ( osteopontin, OPN ) | ‘& it
## H (bone sialoprotein, BSP) | [ % i J& 25 H ( collagen
I ,Col 1) W8t #5MR R (alkaline phosphatase, ALP) 5%
A SRR IR I 00 BB 0 MR R Ak . A ST
B Runx2 GRS 14 B 240 i (& 3% MSCs) i A % BMP2
REFREE P IR, B A0 L 23 31k R g U7 40 i AN
R A0 L, T TC VR AR S 451, Ul B Runx2 RE 1 4
MSCs [l g4 s e ™ o KAk Zi S RNA (long non-
coding RNA, LncRNAs ) 15, ## % Runx2 f) % ik, H
LncRNA TCONS-00041960 HE{E# Runx2 £ ik, LncRNA
NONHSAT009968 il il Hoi 4> | & I i #& LncRNAs
ATAE S Runx2 #3635 /K F 4% D) A OG. WF 5 R
miRNA-16-2-3p .miRNA-139-5p .miRNA-203a-5p ) F ik
13'5’%}521?3%%. Kl Runx2 | Osterix \ALP 1 OCN [ 33k
ﬁiﬁ‘wﬁaé A5 miRNA FEAR2 5 80 MMP-13 i 3%

ik, AT 2 #iﬁ g DR i =l T o ]
S Runx2 {9 R HEE IR Osterix 5% 0 Ji B 240 M 14 55



64 h [E &) TFE 2K China Biotechnology

Vol. 41 No. 10 2021

L, W A B R 45, BMSCs ] BB 400 i 5 il 4
e AU i 0 I 40 L R AR

Sox9 KA ¥ BMSCs ) B H Al 50 4L , i %F
LRt /e= ElNbE Y N AL WY PN LTS
Sox9 PR B S 1 A0 AR SR 2Rk R AR S Y
BRSSO B I B SR 2 A0 SO AR o Runa2
HEDRAE L) AT 3 45 BMSCs 34 S sl 40 it A 29 R 2
it , 4 BMSCs [ I iy 20 e 7341 5 W0 T i 2 240 M
FIRCH AR A PRI, % 5% 5 Runx2 &5 Sox9
[l 942 BMSCs (1384 5 L K ) 515 4 Rl 240 L 1)
P e T G R b S A T AR

2 HEBMBHEXERETF
2.1 BRSEEER

‘H ¥ & & 4 % H (bone morphogenetic protein,
BMP) J& B % & B P (0 8 2 AR KD 7, BE S Al ik
HETE &4 A 324K 1 (bone morphogenetic protein
receptors , BMPR- 11 ) 45 L iR 4k, , 757 3% 7% BMPR-
L ARJEAER T Rl Smadl/5/8 36 BMP {55 &%
PE4E Sow5/6/9 F Runx2 F:R 33k, e BMSCs [a] i
B 5 A A

TEC R IR 20 ZFp BMP 7%+ BMP2 . BMP8 I
BMPO 5 5¢H BIE AT 5%, Heh BMP2 ik B2 4 4
JUR) B R AR TR N R B %ﬂﬁ%ﬁi% #r
BMP2 REAiE i/t BMSCs [m] 2 F 20 i 704k , BE 32 v 2B 2
LR & A RE ST , LR BMP2 1585 i’}( {P‘EQEEP
RIFFEEAEAT, miRNA-140 7580 TE i B pe s
] P BMP2 {35k, i e ik BMSCs #9%H 1] 7346
miNAR-99a B[ #2241 [5] BMPR2 , X 4501 16] 20 AL A2 41 1
™. AT S Ad-BMP-2-GFP # ¢ BMSCs )75
2 FUCEE RN & BMP-2 [ SMIMAAE F TR i, 16
FTRCR BT ST BMP2 ELAT B 4 3l 2 1 0 200 i 4
FEANMERIRE 7, IE 52 & BMP-2 (1) 4 s 4 RE B84 %503
R T RIAY 7 i >

BMP2 2 3 A0 B 17553 T, BEAE 7 Runx2 ()
Ik, vEMT e BE 40 o AL AR . BMSCs L 4y
Wh/ 55 536 BMP2 1977 5, {2 JE Smadl/S B R AL LIS
BMP2/Smadl .5/Runx2 i@ &, 3 2R LR 1 ALP .,
Runx2 \OCN ,Col I 3%k, fiE#E BMSCs [a] 5 & 20 A 5
SR o HALfE S i BMP4 BMP7 1 BMPY L H
A RLE FRE ST, B ) BMPO AT LUAG % 5t BMP/
Smad 5 538 BEHOIE R 1 55 76 . Yuan %77 9T K

L, LAY BMPA/7 15 35 fiE dF BMSCs #Y 35 5i, 10 il
BMSCs Yy 8CH 5346, 1iii BMP4/7 Fl b-FGF )ty [l 1 ]
D[ Bt 8 e 0E T BMSCs f4 184 58 S 434k, 3% AT fig
5 BMP2 JKEAE A i A R0 7T i, T BMP7 9235 1L
BMP2 W5 56 ™ o LA L5591 BMP4/7 Fil b-FGF =
B PRALA AT LA JE BMSCs 1 18 58 F1SCH 704K, i IR
RS R 4 A K D AN [ 1 AR W pE
DA A A A 3o 342 o A A PR A R 32, i H T
BRI SE B RIATT . Wei 252 HF5T R, 24 BMP2
Y H1JG BMSCs H () LncRNA HOTAIR ik & # A%,
FEBMSCs H Col I BYZRIAIE N, ALP 35 LT 5 , ESK
LncRNA E %5 BMSCs AR ] 7316 Hh o A7 5 B4 o
BMP2 22 Sox5/6/9 iA & Runx2 Ay ik, nl e 5 H
AL T P LA S I A IO S A AR R &R o
2.2 HRUEKETFP

A KT B (transforming growth factor B, TGF-
B) & TGF-B F Wty — 51, 76 BMSCs B4 B0 41
FLSEFE A0 4D I R DT RRURI B Je AR oAb vh 8 A 2
AR . ZEmFLSh P b TCR-B 4» T4 B1.B2.B3
A1 R1R2 PURPEAL, Forh TGF-B2 £E VU B A AR BT A
XA 2R3k, TENE R X 2 ik i i, TGF-B1 1 TGF-B3
FEFGATERCE MM AL RIX . TGF-B Z A =

i, 43000k 1AL T AL LAY, 3k = Fofr 52 44K REAi2 3 (]
FUJTC 0 1) S 0 A, AT S AR A M R
PERAE R 4 . TGF-B Al 5 TGF-B I B 3Z {45 &
WEmR AL T B2, T RS2 SR A F i I £k 98 75 7 Smad
¥ 5 A F ( regulatory smads, R-Smads ), R-Smads 5
Smadd JE B2 5 W) i iE AR BEAZ R BE A ) 2Rk, (e iE
JCE A S B AL, S R R L . miRNA-
483 ] Y15 Smadd [R5 T R AR BB 40 i o0 AR S 2k
DR 35 1 , 3 HLTE 5 00 S R pa se 7

TGF-B {55 3% LA Smad2/3 jymnﬁe %, Smad2/3
RO /N B I A T R T 0 i A M T R Ak
X—SLER 25 RAULH] Smad2 W] RE K4 T S S AY/E I,
WEH] TCF-B 15 5 i Ad W i AR 400 1l 4015 200 e iy AL A
H46, Smad7 Fl Smurf2 A] 4] Smad2/3 {7538 1,
@ FEIE Smad7 5 Smurf2 J5 ] T Smad2/3 {5 5@ 1,
T T B A A AR ML e ST — IR
T TGF-B X %5 F 48 i HE R 234k g 0 4 1 1, 427w
Smad7 Al Smurf2 "] R IATFE TR A,

TGF-B 2l kA T 15 B Wi i) = 28 (5] 5, w] LA
5 Runx2 AYFE S35 1, 00000 40 ) 4 g A L 30
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SHAl TR A0 MO 22 A 43 e o Shariat 2677 f B 7
7, TGF-B HAE FT 5 H e J3 e A s 1) A7 G, A1 ¥k 32
TGF-B nJ LRI Mo i) 35 58 o34k , i e B TGF-B I H.
AAMHIBON . TCF-B [ AT AR B i i3k Col T
ALP BSP S5 8B DI RE A 1 41, i vl £ E B 240 g 22 i
|55 I 4 it 4 9% i) 18 X 7 ( macrophage colony stimulating
factor ,M-CSF) | #% A F-kB 5 {4 i 1k 2 Mt & ( receptor
activator of NF-kB ligand, RANK ). & f# #' &
(osteoprotegerin, OPG) S5 8 I SCH H , LA S &R IH 19
S A, AR B KA B T R AR
TGF-B {55 [v) i 4100 ) 18- 200 0 5 2915 400 i 1) 85K 4
1, LA R AR e B AR G BE D Y 22 32k, 0 T4 R — 7 Ui
FYIE R VIRER M 2 T2

2.3 HAHMREERKETF

TR 4E 2 i 4 K K- (fibroblast growth factor, FGF)
J& I Fe A3 (A 70 WA ) 22 K, )32 A A T N B 2k it
2 SR CE AU 3G FE oA U, f R R
HHLMIE . FOF BLAR S S2 RS54 )5, AT LG Wk
TR Ak 22 24 J7 36 A6 25 [ #% B ( mitogen-activated protein
kinase , MAPK) B It LA 3 B ( phosphatidylinositol
3-kinase, PI3K ) | 22 Z4 J§i 1% 1k 40 B &b 98 17 i i 1
(' mitogen-activated extracellular signal regulated kinase 1,
MEKT1 ) S5{5 55 S , TS T il e BL P R ik
B A MEKT B30 w40 i) AL O 20 i A9 204k 32 i
SEHERE A,

FGF %144y & FGFR1 ,FGFR2 ,FGFR3 # FGFR4
PUFh, TR A T O R R R R P AR T /D
BMSCs ) FGFR1 Fil FGFR2 2 7% 5% Thh f1 PTH:P %
IO T A4, FGFR3 Sy i AR KAt A I
FGFR3 1% ) 2% 38 B/ Bl A O Al 9 2% AL, 3 3% W
FGFR1 I FGFR2 W] g 3= 2 I 2 4B 40 i 1 73 1k,
FGFR3 S i 4 Mt ™, ST L3 FGFR3 2%
TRIRKP T 41 20 ML BFIE S T FGFR3 (1 4%
Y. seligt #4278 FGFRs #9356 P vl 6 5 AN 2B Y
PRATAE AT AT 56

ANFNERL) FGF {5 5 R A B 40 A -5 8 i vh &
PERTRBIMEF . 1 FGF9 F FGF18 , 47 fif 5% 2 Bl v 77
) FGFO REM L & A9k 1) AR, T I BE s i
R, FGFI18 REMR A LA A HE B 30140 B 2 4 4,
= FGFI8 45 F 40 i 34 5 0 32 | # h*' . FGF18
i FA B P 45 VR T 7 G R 540 4k a2 K 0 i 4
FIAR A, 7EBE0T T VR FHF FGFR4 JA45 [ 0, 2F ifi 35 11

TR S RIL SoxO F9 2 32K T 0 6 20 40 e o A 4346
B FGFI8 /N B 36 5 1) MSCs B /b , -t 3R
PSR A AER Y W] FGF18 Xof il B 40 M 14 154 5
A IE YRR . DL ERFSE 0 FGF18 fig i 2
AR 240 M S 5 ST 43 00, AR S 4 L AR 4 L 1
HaFE A

FGF2 845 e 40 it 431 i s 2 4k i) 22 A=
KT FERCE 4 M FGF2 Reflli Runx2 (15 R 1k
TF [ 985 R0 M 3 B OCN Bl B FFEIA
FGF2 A7AEARMR B 30F | 1m0 Vi 40 ¥4 40 it 38 23 1) 7 1
AT RE 55 40 R 2 R A K BT R Ak 3 O OR R A
XK Lin %0 % B, b-FGF fEi% S TCF-B L H %Kik
A B TGF-B Al BMP2 3A 7K, 5 53 U 40 i &
TR A3 A, A I BMP2/FGEF2 I H A P [R] 375
5 BMSCs [l R S5 A0SR - T, B ) FGEF2
BTSSR P 34 B, T SR FH BMIP2 S J85 1 348 5 1
SEAR TR, (524 R A2 1R R AR A L
F LR FGF Fl BMP 14 {1 o] F F3h 97 B di i 56
HI o

16 |38 4 K 7 BMP TGF-B J% FGF 1, BMP 5
BMP/Smad {55 B 7E WAL BTG T B A R
REFERPCE 58 R EE ), © A 800 A F iR,
BMP (A [F]E BL7E BMSCs 4346 A [] B Be 1) 4634 22 5
A RESE AR L ) BB 5 R R e R R
TGF-B ] LA L 45 Smad 5538 B85 & FH 5%
B AN 5 5 oAk, AR A AL TR A AR, 3]
A A oAk, A 2 AR T B, e A R
IR HIRAF RN FHFT S . FGF n] S0 il 4 B 240 Jf i 18
B, AR 00 AR R, 5 BMP (55 B AR B i)
YER . FGF i v] 3@ 3 2 [ B A (protein kinase A,
PKA) \MAPK %55 5@ 42 4w a1, fe kB 41
P38 5 3 A DL % e T R B 5 o B 1 1 A G, AR R
@ALmsE
3 RBEMEXESER
3.1 Ihh/PTHrP i@

EVEZ 54 5 5 (Indian hedgehog, Thh) / HAR 52 i i
Z FH %% 1 ( parathyroid hormone-related protein , PTHrP)
{53 i 2 g Thh F1 PTHP 41551 B 25 5 bk 45 308 %
Thh | 5 ) HiFAE R 48 M 43 6, W] 75 5 PTHRP %3k,
AT 67 S B R Thh () 3635, AEREHCR A i Ak 3%
FEARAS o miRNA-1 AT Thh 25 13 2K 10 £ 2 41 20
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S8 RS B A MAE K AE . PTHP 76 88 1k 4
B 20 R 3R T AR A A A T AR R A, TS A
P PR DX 1 BB AN 32 PTHRP {5 5 0 12 K%
HEAE R AR

U?Qﬁ?ﬂ'( 5], Thh/ PTHrP {5536 ¢ ) A i 7
o Thh a5 B HAE T HCR B 1 Thh (55 R G0, W
ST TR 40 i 4 9 PTHP % ol 380 415 HEE 40 0 43
BMPs, BMPs £ 1155 16 Al HES K 40 I R 5G 19 ThT 4
A 1B 25 K A B 32 R TA (BMPRIA ) Sz 45t 31 8%
BB AR S W5 PTHP, PTHP A F TR € 1] 5 AL K3
4iiffs PTH/PTHrP Z {45200 Thh 43304, e 208 WU 5 FF
E%ﬁj’?ﬁ?ﬁ%?ﬁt 200 JH0 Ak T 08 B R S O B AR Ak B AR
JA™ . AT L Thhy/PTHEP 5558 B 7 43550 B 40 M p 1T
B A A T R T AR

TESSCE D7 T, F/8 BRL Thh S50 @5, e B0 AE KAl
A Hir, Runx2 A 3% 3K 4 TH i, X & W] Thhe m RE ) 4
Runx2 (IERYIfE ™ o BFFCUEN] PTHIP (1 ~84) J Bt
AEfEE BMSCs 358 et BMSCs [0 i F 40 il 7346 IF
Feik ALP 5 Col T fR#EE525 5B s A o L
W] Thh/PTHrP 58 7 BB 20 M A5 b s % 4%
HEAMEH
3.2 Notch &%

Notch {5538 % F 3y Notch 52 {4 . Notch {4 4
JRLPN RO 535 B AR O B4R, 76 B 5 3R TR il ad & v
RAFTEEAIMEM . 24 Notch 52 & B P 40 g 9 X
1, (notch intracellular domain, NICD ) %2 Z| 40 i #% N,
5N ¥ H A 455 HE A ) (recombination signal
sequence binding protein J, RBPJ) % 5% # 1% K T
MAMLL 2558 iU & Y1), 5 T 5% S 3 i X Hes
1 Hey 25 H R i5, M T UL F Sox9 | Runx2 Hl
Osterix {55 e ANEIE , T2 E BMSCs 3% 58, 101 i B
i) ORRIE 2 i O DR R o117

TE 5 240 HE ) 14 58 A0 0 Ak b, 2 B NICD 0] 5
Hippo {5 5 1l i 7 iy (9 5% 800 IR 1~ Yes MR H
(yes-associated protein, YAP) %55 JE i, YAP-NICD & &
1A, DT L34 BMSCs (358 15 1> s YAP g4 5 BMP2
] BMSCs B H 734k, i RE I 3 F 3 Runx2 51
Col X JEPHFN Sox9 A1) Col 11 FEH 3Rk , 1 BHLATEK
B0 R . 7E L Prxl-Cre # [ 83 Notch J5 1
BMSCs Hti2 i B 1 1) 2K 40 i 70 1L BE g 4 3 , BMSCs
*%Rfﬁﬂ?ﬁ@ﬁi"ﬁﬁﬁﬁf)u% SO XU BT B
W46 755G P Noteh {5 5 3@ B A RE O IE % 1 4k 2k

R

Notch {553} X BMSCs i # 7k LA MHIER
i Notch j % 23/ BMSCs F) 4% 5 111 412 2 H: & 53
1k Notch {553 i Al il 14 355 5 Runx2 AHHAE 9
A N5~ Hes #1 Hey £ R H Runx2 1) IIRE,
T BMSCs [ B H 41 H 43 fo Chen %67 % Bl e
TS T 85 3R A5 4F T, Hippo {5 5 18 B 19 3805 410 46
BMSCs [] -0 734K , 4B Notch {5558 B0 ]
A0 - L BLR AT RE S YAP-NICD &2 & R AYIE A K o
Notch J8 %0 J5 1) 2D RE T RE 2 {2 i/F BNSCs H55H
PASE A R B8 5O O 40 218 52 5 R it
3.3 Wnt/B-catenin & i

Wnt/B-7%E 7K [ ( Wnt/ B-catenin ) {5 5 4% 76 5B
205 AR A R AR T T A 3 R T R A A
., 4 Wnt i {& 5 Frizzled 2 LRP5/6 454 ), B-
catenin 5 GSK-3B A AT M B 1k, fff B-catenin 7E4H
MU RREE T i 2E A A A% N 5 e sk I - (TCF/LEF)

TS AW, WE Wit FEEED) A0 Runx2 {1 3835 2k 45

B A0 B R A A R

2 Ml Wnt/B-catenin 1;,771_%1_3\_1}"’]?" Wnt F1 B-
catenin £ K FHIET BMSCs o) #4010 Ak . BP9 A 2R
miRNA410 A& Wnt3a )ALk BMSCs [ 31 4
HLAME o /N U R T ik B-catenin B 8"
MR R AR, IR Sox9 KRR . il p-
catenin F[E L FZ0R Sox9 [k, DI 42 4B 240 1L 9
3. Sox9 Al 50 Fe s F TCF/LEF 55 4 PE 45 &
B-catenin JE i, Sox9/B-catenin & &K E i7F B catenin ,
Sox9 [EEfigk , I T 90 14 91 0 A AEL Jam 3 R IS D 4y
AR PL R B-catenin ] i 3 ¥ 45 Sox9 ?Fl] Runx2
FZSIRTT ] BMSCs [ 15 40 1 234 , A 1k 5K 240 i
HEXK .

22 ML Wt/ B-catenin {55530 -t AT £ 28 BB 20 Jfd 43
o WHFERMT, BT R A 9 Wit/ B-catenin {55
AR A MDA B BE L o A, DAT B B R
Wt/ B-catenin £ 5 il il 1 6 BMSCs 510153 {L. 16
TEREAITT 1) KR 45 B 73 AL BE T, — B BMSCs 204k
T 240 M R ST A R 2 M, Wnt 25 1 GSK-3 8
FRALTT AT , T 4E4F B-catenin AYEESE . B-catenin &

SR A P 23 R 2 S BORR A oA 32 B, AT

o i e e 2 052 ) LR 00 L 5 B-catenin 78 JRA T
B 2 A B A P R 2 ol 00 N A R R I
BN SRR . T, Wnt/B-catenin i % 7] /2
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i RSC R A0 R A0 A TR R, SR (2 A R O Y R
{55 %, X F Wnt/B-catenin {5 5 il #%, LncRNA
HULC .LncRNA-p21 .LncRNA ZBED3 %5 i 35 3k £ 1 i
IZIRAR I T T 4 S BMSCs 11 3 58 43 Ak #0154 B
771" miRNA-291a-3p RE[H] £ 1% Wnt/B-catenin {5
S %, miRNA-889 GE [a] 422 P& Wnt/B-catenin 125
B T R 45 BMSCs B ML B AT LAE
LncRNA FI miRNA o385 B85 A S5 580 1V 7E IR 97
B, B, BMSCs 738 K E FI B 2 2 B — &R 51
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Role of Signal Pathways and Related Factors Regulating Cartilage

Formation in Bone Differentiation of Bone Marrow

Mesenchymal Stem Cells

ZHAO Jiu-mei

Abstract

WANG Zhe

(Medical Genetics Department of Zunyi Medical University, Zunyi
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Bone marrow mesenchymal stem cells are a type of adult stem cells with self-replication and

through

specific induction, so it has become the ideal seed cell for the most studies on bone regenerative medicine and

cell therapy. Current studies have confirmed that in the process of bone marrow mesenchymal stem cells repairing
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bone defects, the expression increases of chondrogenesis-related genes in bone marrow mesenchymal stem cells,
and then differentiate into chondrocytes. Later, with the formation of osteoblasts and osteoclasts and the growth of
blood vessels, the cartilage matrix is gradually degraded and replaced by bone matrix. It shows that chondrocytes
are involved in the pre-repair process of bone defects, and the signal pathways and related factors that regulate
cartilage formation not only regulate the differentiation of bone marrow mesenchymal stem cells into chondrocytes,
at the same time, they also play an important role in the process of osteoblast differentiation. Therefore, this
article summarizes the regulatory effects and current research status of the signal pathways and related factors that
regulate cartilage formation in the bone differentiation of bone marrow mesenchymal stem cells, in order to provide
a theoretical basis and research direction for the clinical search for better treatment of bone defects.
Keywords Signal pathways Bone marrow mesenchymal stem cells ( BMSCs)  Transcription factors

Growth factors Cells differentiation



