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Wnt/B-catenin{s S 18 B{ 7E & 50 EE & 2 5 A RU AL
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(I HERIMYER AR SRR e, B 2002415 2 2R ARG K74
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# OE . HIERE R 40 (osteoblast, OB) & B Fl /0 b B 25T, HEMIH AL BT il #E. WFFiRM, 12
B Re 8 3@ i A ER AL g AR A 23 W B ER KT 1 Y %Xmﬁﬁ:%{—ﬁfﬁﬁ? B i 18] 78 )57 1 41 /i (bone
marrow mesenchymal stem cells, BMSCs) 7t fivia, %J& T, FEANFEAHL., PR T ol 5 &. Wat/
B-catenin {55 iE g 5 “EHE T L HAEM, REAg@E M H) & 15 E (osteosclerosis, SOST) Al Dickkopf
FFEE [ 1 (Dickkopf-related protein 1, DKK1), {3t Wnt i [z H A2 4k (LRP5/6) FE [ [R5, #E B-catenin
NG TS R IE I R R A (B A A D¢ 4 A DR AR B 2 i B 4% JE 4 B RNA (non-coding
RNA, ncRNA) 557550, [HE50E Wnt/B-catenin {5 5@ . 1%L RGMmE T ARIEA 2305 Wnt/B-catenin
TR, R TIZIBBRAEIE B 5 & T8 s A b i) BARAE LS, DU iz 3 B 6 F A A Ok
i S 25 DHE U R AR BRI 2

%18 : Wnt/B-catenin ; HIER ; BB A0HE 5 1230 ; B

hE DS : G804.2; R336; RS8  XHRAREM : A

Mechanism of Wnt/-catenin signaling pathway

in motion regulation of bone formation
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of Adolescent Health Assessment and Exercise Intervention, Ministry of Education, East China Normal University,
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Abstract: Bone formation is a process in which osteoblasts (OB) synthesize and secrete bone matrix, and then
mineralize to form new bone. Studies have shown that exercise can regulate the differentiation fate of bone marrow
mesenchymal stem cells (BMSCs) through external mechanical stress, regulation of endocrine hormone levels and
epigenetic modifications, promote bone formation, and improve bone mass under different physiological and
pathological conditions. Wnt/B-catenin signaling pathway interacts with exerkines, which can promote the
expression of Wnt ligand and its receptor (LRP5/6) gene and activate the downstream signal transduction of
B-catenin by inhibiting osteosclerosis sclellosin (SOST) and Dickkopf-related protein 1 (DKK1). It can also
indirectly activate Wnt/B-catenin signaling pathway by promoting and/or inhibiting the secretion of related
cytokines and hormones and regulating non-coding RNAs (ncRNAs). Here we systematically sorting out the
regulatory effects of different forms of exercise on Wnt/B-catenin pathway and exploring its specific roles in
exercise-regulated bone formation, aiming to provide theoretical references for treatment of bone metabolism-
related diseases by exercise and development of potential drug targets.
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DAB R el 0 R B S A 25 A AR A A R AIE 1 B o
FAYE (osteoporosis, OP) & & 4 N A i I AR %
Wiz, TSN P R Y, e
AERKAT M A B WAL R IR T OP 1tk 4.
B o] 2L (bl R . ) SRR
Dhaekats, w®& T, 551 KERmmEgin. &
FAR TG TT ]l % BB A (osteoblast, OB) £t
ke 0 R B 1 P Wnt/B-Catenin 1 1% B E
BT Wnt 28 105 58 2% ] a2 AL 47 sl I
RE T GE B 2, WA, 2k ar ik
fusiE . 7 5 BMSCs Bt 4t A OB 1 .
T Wnt 5 B2 57 7K 2 DA K B 1R FE A A 1L
e RRAEM, FFRZE A SR AT 7 B Pk .
MizzhE AT OP. #maE & — M4 T B,
BOE R DA E Tk ot 0 0 2E R, B 22 Wnt
B A f A2 Ak gK T B-catenin f H Ui SR 7K
P, R R Wt #0H I SE,  E B S Wnt/B-catenin
G EE R R, AT E R AR B E A
I o JZ T AR B AR AR K P, TR O Wnt/

B-catenin,
1 Wnt/p-catenin{5 S S BHAR

OB 1 BMSCs 73 bk, H EE D R A B .
BRIl W 1 IR S R R A — TR R
BB, B TR T AT I K B B AR £
HETT A AT B pr B 7 Wnt/B-catenin {35 5 3l B% 2
H AT F R iz S Bl A BRI E S
g, HOCHETh RS WUE Ik Y R R 1 (LEF)/T 44
o ¥ s X 1 (TCF) ¥ 5%, 1% BMSCs BUH 70 .
TEGRZ Wit {55 15 HL R, B-catenin 54 (Axin),
i 988 J5. A998 2 1 (adenomatous polyposis coli, APC)
FUHE R A B 8 3B (glycogen synthase kinase-3,
GSK3B) 41 i & & 14, GSK3p HJ fiff B-catenin S33.
S37. S45 J¢ T4l BILM AL ML, FFik E3 2K
BB B-TrCP AR, N HE A B A 10 3 R
2 Wnt {55 5% #i 81 [ (Frizzled) AR AR A
1 F < B 1 5/6 (LRPS/LRP6) 4 & L il 5 &4,
Al 5 LRP5/6 R E L1, AT i Axin #1 Dsh
[ &5 & A7 05, I GSK3B X B-catenin (1] fif B2 14, ,
T3 B-catenin {ELNL BT A BRI ANLINURZ, S
3K [AF LEF/TCF 45 &8t il WISP1. RUNX2 Al
H45 %K (osteocalcin, OCN) Z#EIE R 5% ¥, JLrp
RUNX2 & OB 734k 7 3 fie B B e s R 1, B
RUNX2 (175 BRUGTE T s 4 OBY, 1k LRP5/6

5, B-catenin K541 BMSCs i 46 . BRI,
i1 Wnt At /& ( 21 Wntl. Wnt4, WntSb, Wntl6) it
SR G1E ) Wnt {5 5 18 B I 23 5 BUE N GARFR
BB R TR ", SOST. DKK K&K H . Wat
f 1 Kl ¥ -1 (Wnt inhibitory factor-1, WIF1) F1 4} i
B AHICEE A (secreted frizzled-related proteins, SFRP)
& Wt 5 S H0HIEE A ", WIFL 5 sFRP fig %
HE45 4G Wt 5 (1, 1ff SOST 5 DKK k& A5
Wnt £ 155 4+ P4 45 & LRPS/6, M4l R 75 5
e, mAFHOBHEWD.

2 IBEEHXTWnt/p-catenin ) HIE(EF

N AR, s tEis sh VR e & )
— MR TF B, ]I G 4 2R A L
BN 77 B30 Wit/B-catenin {55 1@, (RidEH
B U g 12 A REE, EEREE KRB
Wntl. Wnt3a. LRP5. Axin2 [J3ik 0 2t 7,
FWEKRAE R AT SEREREGEI G, KE
Wnt3a I B-catenin 7£ #% 5% A B ¥ K F il U9, LA
FEERSER, AEIEs T LLBGE Wat/B-catenin {5 5
g, HUEEZHMRERRZ FHRNETEERR.
X /N REME it AT LA S g TR 3 4 B B R Rk, R it
H R AR, 3400 OB % & Jf s/ & fEfg i,
XS Ak fE Wnt3a KH M. AARERIEH, Bl
k4% 5h B¢ {2 3k OB & Wnt3a. LRP6 Al B-catenin ]
FIE P, XeegE IR, R0 SRR LGS
Whnt/B-catenin {5 ‘5 i, 1M HIXFh R &8 07 far o] LLIE
S BRSPS E)E,
K LRP6 7K-F. B % B AIE 5 B3 i TR A is
B T LRPS mlif /s SR 0 12, Kk
P % MU S g i 52 LT 9 Ok PP X R OR
LRP5/6 AJ GeAE N 77 BB 244, 1 B 32 3l 5% 1
it I I HLAR 67 47, 32 Bl 5 B AT e 2 B2 LRP5/6 &
W B 2. WntTb (KB T B BEAK 8T &
PEAEIZ 1 1 (glucose transporter 1, Glutl), RUNX2
YE2N Wt R i 56 R 7 /& J5 ) BMSCs 1] OB 431k
a1 P, A S Glutl Rk B, Bzha]
At L _F R Glutl™ g 41 40 b RUNX2 [ %95,
45w OB A A EI M Re 77, HEm {2t Wnt7b 53 (1)
B RS BT, B Ihae e is
FHEYIMES =4 SOST, 5|k OP. Tl &GizslRets %
fRIfiE SOST /K1, HGIEHE B-catenin ik, FFilf
S B PR S OPPY, (HA3VER A, DKKI
L5 SOST M3RIAZ BB R, W AR 1) 3R
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#R—¥, Z: Wnt/B-catenin{s ‘5@

PRAEIZE B AT B T R L 1521

BT A B, HAER ML S /) 5 52
BEA, (B B B A BT DRSS SRR,
TEW I B b 7 B P 25 6 is 2 T TG JT OP i,
1B B I [A] (R e A N — I B 2 485

SR LR, I8 BB 0 L 7 2T
DA Wt B AR 72 %, FF i LARPS/6 52 14,
it p-catenin £ 5T BIAA S, I AL RO
FER L, {2k OB k. Wz ki s, e,
BRER . P FH S5 o s sh A T ik S L th i 3
M 438 B30 1) Wnt/B-catenin 5 53 1 7T LAA 2585
B ZETE) OP (£ 1),

3 Wnt/B-catenin{Zit &R RZEER KE
LI

WU I T B 5 20RT 70 9 R G 15 5 )
PR RGN 1228 T ORI A 2
TCWE A5 S AN A R A e R
A9 73 A1 T A AR A () H R I S I S AR
AN, 2% OB AR T AR5 5 IR Al 155 1R
PR B s R A SR LRI A 7 R

M BMSCs 404k, A% R B g iy 41 45 01
WA ZLE S 7 IRER R . 5 R 3R S A 4 i A 11
BEER P, REARRAN. RG22 AN AR
FH s ¢ mlad ok B8 [m) J0E Wnt/B-catenin, 3 [H] 2H B DA
Wat/B-catenin {5 5 18 6 J X 20 (1) PR 425 WX 45 . T fe
£ A5 E B E T RNAK/RANKL il #0 fl B 4H f £h
BE R4 B I IO D). @R T ) gt
VS Wnt/B-catenin {5 5l Bg A, b RE WS IE I T 2 L
W IBWTER N2 Wb Es DL R A b A g i
RNA (non-coding RNA, ncRNA) ]38 W 15 4% 18 1 I
7% Wnt/B-catenin 15 5 i@ % .
3.1 RIEF N FIESNEIEWnt/B-catenin
3.1.1 DNAZHHML

I F.5h4) DNA H 34k (DNA methylation) /21§
DNA CpG A% H R Ji v e E A58 S B B 11
HeAl . — AN DNA [ H AL 5 ) 25 (R R A
A%, DNA ZHEANAE . #F7 KRB, BEEEl
22 K2 (advanced glycation end products, AGEs) 7E
A 4hE I3 B0 DNA AL AT Wnt/B-catenin @
Eeok M BMSCs i o f6he 41 ™. 5 di g i 5k

&1 EzXWat/B-catenin{z S iR ) HiXF M

EBahEM RXER IZ ) [ ZahE YEFBLH EZ /T4
WAk ROPHEKR FFaIZr14 JRENHIFAIOHz  GSK3p| iy, 20182
PR1E0.5 mm
Wikia ) = HEME SR SD K B a8 {5 B-catenin?t Kang et al., 2019
T2 45 min/d
J56)% 60 min/d
H&5iE3) RN 6/, FFER9H HRAR R B Wntl1. LRP51. Chen et al., 2016""
B-catenint
PifHiEZ3) BHHENEAZRE K28 4~10 RM, Wntl1. Leflt Leal et al., 20115"
RS 30%~60% 1RM
Ml 5153 AR KA R, YIZR6JH, 6 K/J 1.2 km/h Wnt81. Wntdt, Wntot, X445 2019™
1. 30 min/d B-catenint. RUNX2%1
vk 2. 50 min/d  / /
3~6/: 60 min/d
Bk iEkiz 3 kS 20 cm Wnt81. Wnt41,
7~81%/min Wnt91. GSK3p1.
B-catenint
BEKINSG HFOo% atEissh 100~1447% DKKI1]. SOST| Klentrou et al., 20185
AN T Bk ER
R i) RS FRLLIS R AR 36 h - 246 km DKKI1|. SOST| Kerschan-Schindl
etal., 2015
M&iEs) @SR KR 8 16 m/min B-catenin?. SOST) Liao et al., 2019
UK HEM2BOBE R AR 1 h/d 251.2 m/d SOST| . Pezhman et al., 20195
5K/ SOST mRNA| .
FFEE10/8 RUNX2 mRNA?T
7£: RM, Repetition Maximum, fH KEERE; “17, & “1”, TH
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Skeletal IL-1
muscle IL-6
IL-4 i
I-11 |
s estrogen
miRNA-218 :t-io — | 117 2
_l_ 113 TNF-a
IL-18 “~ T
myOStatm Irisin IFN-y ApN Osteoclast precursor cells
l l RANK
DKK1 SOST \¢
y PGE2 N, %

RANKLA —_—

Glucocorticoid — OPG —————]

0

hematopoietic stem cell ApN

= miRNA-338-3p
= \ / & miRNA-154-5p
L “‘é @ Lnc RNA-1708
. e Lnc RNA H19
Wnt/B-catenin Lnc RNA BCYRN1

-~ 4 @
¢ \\
=

Adipocyte
BMP ——

SOST | sFRP5 | DKK1 | — miRNA-218

miRNA-214
9 % 2 | —| miRNA-138-5p
B
=
£ Matrix
mineralization
AGEs

OPG . WNT16. IL-6

M-CSF. RANKL« WNT5A o

A
TGF-B« IGF-1. S1P CTHRC1. C3

T lymphocyte

1 Wnt/B-catenin7E & = 28 AU {E A L%

SOST iz ¥ J2 3l 1 A3 — A& [ 2R ik 5
SOST TIEFFARA K, £ OB 1 SOST = HiAk, #&
% E Wnt/B-catenin {5 5 1@ . RUNX2 Al OCN 7£
BMSCs [r] OB 73 fbid #2H1 52 DNA HEEAL %, =
ZLH) Wat R A Bmp2 3@ i 5 31 [X DNA A&
A ] TR 2 2 1 A i P 2R U A AR A o R
XEFEAEE A 3 &R 9 (histone 3 lysine 9, H3K9)
() 20 B AL I /0 A0 R A3 i ¥, wF TR W, DNA
AL AT 2 Wit/B-catenin {55 518 4% H AH & [K]
ik W,
3.1.2 HEEB

Y & ({2 1fi (histone modification) A& $ 21 & H
TEAHORBEAE R AR AL, oM. BRI, iR
HRRAFZ ZAFE BRI, Hh Bz
Rl T2 BT 78 A A s 90 Sl 2 — il AR e e iR
RIS T AZH RO ) 2 L BEALEl, 8i R E AL
P2 R anp AR, EFE JOE . R R AR AN AR BT
Sirtl 7] fff SOST 4145 1 H3 % 9 fr iR IR ik 3t % 2.
MEtk, VIER SOST M#% 5%, HEM¥E Wnt/B-catenin
fa5 i ., Sirtl B0 5 TR RUNX2 B#%4s
%, {2k BMSCs [f] OB 406 ™ FHERF AR,
Sirtl AE W% {i¢ i B-catenin 25 2, 4k 3T 41 41| B-catenin
2z, Af B-catenin fE4HARI AL R, IS NS
SS9 RUNX2, ALP Al BMP-4 {133k 7,

3.1.3 ncRNA

WAL R L) 5 N REER AW 1.5%, 1
ncRNA 4 5 J7 41 25 15 FE R 20 11 98%. JLHh, Fil/s
RNA (microRNA, miRNA) K: & £) 4 15~25 4~ 1
TR, BRI AE R ML K- e 5 Ja /K
PSR A ik PP, miRNA-218. miRNA-214,
miRNA-338-3p. miRNA-154-5p. miRNA-17-92,
miRNA-133a. miRNA-103a, miRNA-204 Fl miRNA-9
S50 5 AR 9 i RNA 7] f8 38 it Wnt/B-catenin 15 5 i
%2 5B R R P, 0 miRNA-218 7] it
141 DKK2.SFRP2 1 SOST, #403% Wnt {3 5@ % ©'.
K% ncRNA (long non-coding RNA, IncRNA) f&—3
KBER T 200 M H R B HEgw 5 RNA, B0 5
miRNA A7 BAEH,  BUREAE 7o A 4E
T, A 3 i 55 Ja KT 4% OB IR BA
SACFI T #F 95 % B, LncRNA-1708. LncRNA
H19 A1 LncRNA BCYRNI 2% LncRNA HJ figiE i Wnt/
B-catenin 15 5 8 I 2 5 i A HERE B2 BOHT
W5t &I, LncRNA AK137033 fefgifiid DNA FI %
S5 Wt (55108, HI50E R E BB AR
B I RR TR T-40 i OB 431k B,
3.14 B3 5RNBHE

2 g AT 3 i 5 3R 0 8 A% 15 1 U 35 Wt/
B-catenin {5 5 i@ . KM 7 PEiE8) AT L EiA Sirtl
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H—%, %% Wnt/B-cateninfs 5 I8 K IE IS B A1 B HIHLH] 1523

KR PY, & 2B (e 3t B-catenin 7E JL
FRIARE, AEE TR, BRI, 9 FE
& iazh Al T 8 miRNA-214 ik, $2 5 B-catenin
BAKTE, Wi hiEsRz S8 or™., HE
W FL I RNA B 21 kil 8 & Bl &5 38 2 i Jo & 41
LS50 P ) miRNA RIE R, RIMARIEA —
B F— 20 aE o B R DR TN % B, miRNA-5118,
miRNA-470-5p F1 miRNA-203-5p A ¢ % 545 Wnt/
B-catenin {5 S IH B ; 75 2% N AWM. /)5, miR-
138-5p tHI R FE AL, FFUEB T X B, 77 1)
P AE A 5 A8 miR-138-5p #1551 J5 8% ) U
P, X miR-138-5p FUFHE s PR E, K
BB A ACHEA T 1 (microtubule actin crosslinking
factor 1, MACF1) A% iE 1T B-catenin/TCF1- RUNX2 4
{i£ i3 BMSCs 7] OB H)4r 4k, Hizzh4h & miR-138-
5p FHIFA T RO TAUE AR, PR
iE 7 miR-138-5p FJ G i $2 &1 /) 2445 5 1 U
fie 3t Wnt/B-catenin {5 5 ¥ iG, W 4% 1 7 i B
SR A ET R WA S is B R B 4 4 DNA FEEAL
TR T B E o
3.2 AFWEENSEENEEWnt/B-catenin
FUIR 52 R & (parathyroid hormone, PTH) 1 Al
PRZW), EHHESBAIRIT OP KTfe B yu & &)
B X B-catenin K [R5 /0SB TR 8PV 5 PTH &
W, HAREEE G B 1 BB ST B A RN R
FA W TR R OB o LRP6 524K SR J5 [A] @i 1t 1
S PTH K3, ABE 5 R &8 % 5 % OB HidT:
VEFAEET AR RN R P3G 525, 16 LRP6 B2k /)N
A R O XL 45 BHIERE, PTH 7E OB
PR B A AR 7 LR ) 300G Wnt/B-catenin 15 518
M. #E— B &K B, PTH W] 78 Wnt Jic 44 S 2% i
WE N5 H 2k LRPS/6 45 & T E &4, s
Whnt/B-catenin'®, AGEs £ 44 4 (1 & 5t 5 F7 2 ] 411
il BMSCs i 734t #2 9 B-catenin, RUNX2, OSX
(RFIE, J2 18 FNE PR 8 B oL A8 1) B 2 I [
PTH n]i#i i Wnt/B-catenin i&42 011 AGEs X BMSCs
1] OB LRI fEF 2 ghah, PTH Hl¥4m i i
IR I (cAMP) JK-F- Tt 15 5 Wnt/B-catenin {5 5
I B B 2 1A A AR £ R A LA MR
(estrogen) 15 L VEAA L J5 1 JoT i A R 55 4 8 A G 1
B FE M kA 5%, Jackson 25 Y B 5E K TN,
GRS 4 5 /N BAAR N B-catenin 12 2380 X HLIR
B FR W S ) B2 98055, $27% Wnt/B-catenin {5 53 #%
DA 2% A e O e I LR, ) o gk — P ik

P, SOST %MWMz 7T, PTH SMEBEREELA HZ
Xt SOST (¥ Z AR AR T PTH Sl N F, I i
F#{I SOST [l I ¥a% Wnt/B-catenin'®, [F]H,
Wnt3a 0] GEXTMER R KA IEIEA, @il (e
PEBSE IR I /£ BMSCs H R 3R IA (R HE B 70 . ESEL
FZARAE T AT HE I [E) 78 S AH 40 B Wnt3a 75 5 1 5
AN S R b A B K T DL R TR
B, WM RS PTH i i Wnt/p-catenin {5 5 i@ % 3L
[F] 458 B T o

EIRMERIER Bk = 25 &) S EL OP,  {HAK S ik FH e
W S G s R AU, (R A FEHERE OP A3 K 1
R e R Y. 2 sh B iR OP fIAEZ54)F BLaT
T GE LR P A T BE AR k- R W TR I
6 N H UL Efirikissh U KR ER Y. AR E
% U R iz s U Al s Lk A i ThBE, B
Z1E A Lot OP B Al e e N B MEB 2K f g 3%
fEo TEBNYMAN, GSK3PB ] 77 FME — B AL 35 X5 AL
BN 7 S B A AR i B S L g A Y,
—BFE B T MBS AE Wat/B-catenin 45 13z 32 3E
B EEN. AL, 45 PTH K
P H BRI R T s sh R A L i FE AN R L N A
WS R, TR E S e s &5 Nk PTH &
F1n, BMEfEIE s L fE I 1~2 /N, UhRe IR
fER R AT T B U Ll 2L 0P K RO T
BA, i 8 AAFEIK B BliEkiz s, KIRKS
W KU VK3 AT 3 K R s PTH /K F, HikKig
S TigKIEEh A, HEAANLSIMAE R, 1)
iR & E2 (prostaglandin E2, PGE2) ifiik cAMP/PKA 4\
TR E WER AL S N AT ] B-catenin BEAFE, i3 MO
Wnt/B-catenin 15 5 i@ . HF7CUEH, Wnt 75141 g
G T 22 PGE2 5 i 4H i i K &1 PGE2 W] i
ot Cx43 -8 38 75 i AR BT U1 R 7R AN B 48 iR i,
S 48 b PIBK 197K, T 0E B-catenin 4K
) Wt 3@ #% U7, 1 20t s B A i 3% PGE2 /K
FRET G, o2 salidEid g m PGE2 K
B2 0% Wnt/B-catenin {5 5 I8, HXTH R &
M AN 4 Y g5 L pTiR, i sh sl LA PTH
5 AR eS8 ik Wnt/B-catenin {5 5 i 451
BEEET, (BEFHRTIEHRYIERN S
Wnt/B-catenin AH H.AEFH (R RENLEIA RridE— PR R
3.3 BLAREFN FEE0EE Wnt/B-catenin

B3 (irisin) & — Mz sh i S VLA A £,
TESRIEEN AR EE A T RS E S 5

(fibronectin type III domain containing protein 5,
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FNDC5) (1] 71 45 K 3k MR T i, 728 - LS T A
FIERE. @EFEILESERKFSET YRS ER
CON /K FRIEMXK, 5iMiE DKKI1 2 FAH 5%, #f
R, SRR MC3T3-E1 41 (/N IEAG
BSR4 40 ) B Rl o AR A K S, R A
SOST mRNA [{)F&ik ™, DMERF RN, H 1
JfLAE A7 e DA AUE 20, H W & E 5 (autophagy
protein 5, Atg5) J& F Wi /IMATE B S 1, @i
TE R Atg12-Atg5-Atgl 6L & k3 & E ek~ B,
ITEERF ORI, &R RIEL G Atgl2-Atg5-Atgl6L
HEYIIE A S BMSCs [, I3 i 0% Wat/
B-catenin {5 5 @ B {2 2 B 4 4k, i # | BMSCs
W3 1 i B P R 2 A, AR R P P
R R YAl E i Wnt 3%, i C/EBPa.
PPARy 11 FABP4 ({1314, Mifiyk/b A fifd 8 54,
g BTk, SR DA Wat S FI#RA, @t
s Wnt/B-catenin {5 5 18 % £/ 5 BMSCs H I /K
-5 43k fr s AR i T . WUAE KA1 25 (myostatin)
SRR AE KT BRI R L, O IE B AT BAR
HILA AR R A ALA A K ™ wF R R B, WU R
0] 2 004k R ) 40 B (Ocy454) 72 A6 1 41 il 44 ]
B MC3T3 4 f i, @ #ii) Wat {5 5@, &
P OB 44k st 45 A7 RUNX2., EERE, Wk
A ZAS M (1B 4l S A4 6 OB 434k B 1l A
FA B A5 PE miR-218 (R A e i, HrThe Y
miR-218 /1 5] SOST ki Ag 5% 59,

HHIRZES N EEERSE, B
A EEEEA Y. EEREREH LT, SE
F 55 % (BMD) FlE 58 % 2 IEM K, $Enias)
FIRNEREGR T8 E ™. Kang % ™ [
FRW, 8 FHMFKiEsh el id e = IEH KA T
R R K KCF L3 414 FNDCS [RiL, 1
R R E S S OP. RN, Wikissh &
SRS B AN BN AR R, B AE i S
FE R BE Wat/B-catenin, ZEM{Edt i E g, AH
R R, LR RiEshiE 2z sh &l ae s &
2 PR N A 15 2830 o — FOL R —— L
A KR R ARk DY, BT AR miRNA-218
(30 4F A, R il DKK1 A1 SOST [ ik, 15
Wt {5 55 5. 5 H A SCERHE UL AE K4
KB HE RGN0 OB M.
3.4 BERFETF N S E50E1EWnat/B-catenin

JE B B Z3AE Sy —Ffr 23 W 4 T e % DL 43 W
5553wk B EE 4y WA () 7 3O AR AR A A DR IR T R
T, BFRKE. R, BUERSE, ENEERER

B ER T AR, Z5RETRE. BRLk
By Rk IZ 55w A ENTMRE -, HEE
B I T A AR U R 2k A R R e S
1k ¥, gt 2 (adiponectin, ApN) 1E 4 B A Hi K AE
AR 7, 7RI & 24P BB AR AR 45 77 T &
HEHEREER D DA A ApN iz H = 2E
WENEH : —J7TH, ApN @bk RS I
AR D, BEERM s 5—J71, ApN nli@
AN RS S, N E DY TETR
KIL, ApN ZZ{k7E BMSCs Hh ik, HilHiknl7E
B ANEN 5 7K i Wnt/B-catenin {5538 5 AH 56
R MR, 123 BMSCs lUH 704k, (HiZF 54X
AR A S2 IR AT TSR E P Lin 45 PR A i Bk
RRAR 1 H R KN S FE K, ApN AJ 5 BMSCs
NEER R %24k | 454, @it #hd) GSK3B s, (et
B-catenin 7E 5T A AL B, B0 T U2 R A

REARUH ZELATATFEREE RYERNL, B3] U
BEPLRARWT R F o3,  BCEHUARRIEIAKT P 3k
e PV Do 22 5 2 BB PR 18 22 A M E 7 X R
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