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Abstract

This study provides an in-depth examination of the definition and epidemiological characteristics
of osteoporosis while comprehensively reviewing the pivotal role of the Wnt signaling pathway in
maintaining skeletal health. The Wnt signaling pathway, through mechanisms that include the
promotion of osteoblast differentiation, synthesis of bone matrix, and inhibition of bone resorp-
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tion, plays a crucial role in the preservation of bone density and resistance against osteoporosis.
The paper further delves into the interrelation between the Wnt signaling pathway and osteopo-
rosis, as well as the potential opportunities and challenges it encounters in the field of osteoporo-
sis treatment. Finally, the paper provides an outlook on future research directions, encompassing
the development of personalized treatment strategies, drug development, and the exploration of
biomarkers, aimed at deepening the understanding of osteoporosis and improving treatment ef-
ficacy. Through a profound exploration of the Wnt signaling pathway, this paper opens up new
prospects and strategies for the prevention and treatment of osteoporosis.
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1. 5|18
1.1. BRED

TE S BB R E RGN, AR AR EME L TR, SBERLEES. %
s SN AT O RS o HOE R A B A R B R O, BN R B ARG, TSR 4
&5 KWL Micro-CT Al SR-Nano-CT HANS BB FA K B 1 2 RUZ B s i A HEAT 1 70 Fr, Wt
TR R, B B K B L2 AL SR RS _E#RR B AN FIRR L i s i Aeq, e ZARE
by FEAEDOVRABE M ER: AR L, BB e NE 2% SIS K, BOR B RS R BB Y
HEE[] XN EEEmEEN, THE L. FRgmn B2 MERIE, OfmsaRR.
WERAZA BEFRAR. SRZiazh. MRS 2]

1.2, RITRFEER

BB RS e B R AR E, ARV NI S U058 — AR R 2 3k T A e S EE K )
BEE N 2 WA TR, 3T 0 R AR BT, AN BRI T RGUERIE K T BRI .
JEEF TR TT 2T AR ARG N B O R (1 093 36 S FEAH % 2 AT EEAS T (3]

2018 SEFRE R A M E X OP AT F AL R EIR, 50 % UL B ABEE R AAE B0 %N 19.2%, H
TR 6.0%, o 0R 32.1%: 65 5 DL B 5 BAA AE 095 26 =114 32.0%, 5518 10.7%, Lot 8 51.6%,
HAMMX BHRE TN . oAb, 46 S0%M LML G &% it — KB i[4].

Wt 155l E R —FEAEY 2 AAER R, EEMIGRE . HH AR RS B4R
RAEERGIER . IEFK, WHARY Wnt (5518 AR TE 55 B R 7 40 mE A ., XA @]
CASZ IR S AR O IE A . b DA R BE TR A i, M e 8 AR e B 7 A B RS 5]

TEE BT 5T, Wnt 55 @805 H S sURH 550m AR AR BB DI G, — ik
W, RGeS A IR 2 Wt {5 SRS TS VE T REFAAR, SECE AU ThRESZ B, T I R
WA BB )R A . IeAh, —SSRF TR K IN, TEH B AT, — %% Wnt {5 538 25 AH G [ 5 R Rk
AIRERAE S, B T E A ) Th RE .
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2. Wt {E 5B ENERE S

Wt {5 FiEE S NERE . M EORSTIE S AU, EAMEIETE. . 40z sh DL T4
MR B AERR S 2 A AR TR R AR, O KESCHIG R SCHF[6]. a5 ik, CaRM 7l 19
 wnt & H(Wntl. Wnt2, Wnt2b. Wnt3, Wnt4., Wnt5a. Wnt5b. Wnt6. Wnt7a. Wnt8a. Wnt8b. Wnt9a.
Wnt9b, Wntl0a. Wntl0b. Wntll 1 Wnt16) [7], ENIFEES AP, F—RKEELM Wit EEH, EA1S
FRZ/LRP 456, TEWUGE(E S 7 REV FIER, W Wnt2. Wnt3. Wnt3a. Wnt8. Wnt8b 1 Wnt10b.
H—RKRIER M Wit EHE , 'BA15 FRZ 456 DUBUE 8 = Rk G S A I s A A5 55 1 /KF, 40 Wnt4
Wnt5a. Wnt5b. Wnt6. Wnt7a fl Wntl1 [8].

LAY Wt 15 SRS EA(Wnt). 224K (Frizzled. LRP). S-EMRE . MEE SYI(APC. Axin.
GSK3). ##BhKF(TCF/LEF. CBP/P300). FUEHEFR(MYC. Cyclin D1)55[9] [10]. 7ESAY[) Wnt 5538
P, Wnt 5L SZ 14 Frizzled ZKEREG A 11 @HEHHL T, XA hEE I 3 LRPS/6 11rBh 5E k.
Wi )5, Frizzled 8% )Wl 1k, Disheveled (Dsh) [12], 1fi LRP5/6 M4A %% Axin. X EA LK —NES
W, $0 T B-catenin MIFEAAE[13], MFTEHIN RIFEB BNANMIZ[14]. fEA0MIZS, B-catenin 5 HE3% [AF
TCF/LEF Z541(15], XMNEEWAE T AMBEE. 2. AR T2 AR R 16].

3. Wit (EEBREERESPHER.

FIHATNIE, CAEU T =4 Wnt {5588, @5 Wnt/f-catenin #E. IF Wnt/Ca’ JHER Al Wnt 7
A AP (PCP)IEE[17]. K W R, Wnt {55188 55 K R AE EEAC[18][19], BlEk
VP2 R, W TREAAE. B R B ALE S HAHIE20].

3.1. RAFBRARS

Wt {5 538 B S WS B-catenin SRARBEE 20 M 7 B 40K 2040 . WO ) Wnt (55 I8 E% 22 BH1E
B-catenin [IREAR, MM RVFHIENGEMIRZ I S5 R T HE), (RAEREE R RIE, X LB R T e
YU LRI Th e 2 B T

Wt {5 538 B2 g BMSCs E MM CE A2 55 ER. K EMEBIOCH21] [22], S5
AL R AR B A R R 55231, BMSCs & A77E T L Bh 4 B 86 52 53 Hh 0 R oAk A9 R ABL b IR
JZHIAIM, AR 2 R R UM AN FIR B AP, e AR TR AR . BCE AR, .
JE ST A B AT LA . Wint A5 5308 2 3 3 00 o) IR 77 0 P 2 S IR R A A M A s DRl T ISR, 1 9l
BERT L0 M AL R AR [24]. AHOCHT ST R, Wnt3a. Wnt5a. Wnt6. Wntl0a. Wntl10b 1 Wnt16 iE
it Wnt/B-catenin JEE{EFE BMSCs fI8H 73 4k[25] [26] [27] [28]. Zhang 25 A\ &K HL Wnt3a i8] LUl T
Whnt/B-catenin 8 #5232 ISCAP [ F- A E 70 46[29]. BFFTIEK B, Wntl0a i RKEE N T B-catenin FEIAH
MRIEAKFE, RIEHES T HE T 6[24].

TEAEZ B Wt Bt , XF WntSa FIWFFUAHX 2, WntSa GE85 17T R 40 ) 01k . W50 R IR,
WntSa & Rl /0 B LR 738 22 F0B T OS2 AR B L . X R B WntSa 7B 85K B FIgEREId f2 b B =
BE, €25 7 BeE gi e, BB AT B S BVUE KRG R K JE[30]. Church &I, WntSa
RS 18] 78 SRANME S0 A0 Bk, FRIIE AR R cyclinD 1 FZ2 52 R0 8] 5B 41 £ g 7 3 311

3.2. (RHASHEER

W, 224t Wt f5 530 BB B EZ T 7. BIS 5 Wt (5 58 B 1 8 55 2R 5
A AGI A B A G, B AR E IR RRAE[S ] ARSI TER I, 28 8% Wit S8 B A AE 7] 78 /i
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240 K BT 2 A I R P R AR R, 3B 2 5 3 1 S 20 T PR 084 B R B [ IR0 B A R AR S W [32]

Wt 55 8BRS T B A R A BRI, T DA A R AR 4 L T AR 4 )
ERRCE I IRE S RIS RE AR IR E A AR AR, X ST
PR HHER, AL BAT SRR AL . et B 2L BT 5, Wt 55 0B BT 100 & % 10 b &
N RE

3.3. H0EIE R

Wt {5 518 2% 34 6 1% 368 Jok 00 1) RSO R SR A b B B AT DAY/ B P P B A P A )
FRE P, AT W AT o 3K A B0 T S o 1 B ) B A Jo B 35 T

W9 &, Wnt3a 833 5 BMP-9 Hr[FEIVE A, 0% Runx2 (23F 1B 3L 5 (7% AT AR [33] - T BR S-catenin
{5521k p-catenin #E N MAZIIE TCF-1, MIMJGVERIE Runx2. 7ERCH MK B )58, Wnt3b Fl
B-catenin [FFIEHE N, RANKL [f75PE 52 BI040, A2 40 i i £ A s e a2 o

T EERZ, Wt 15538 800 b S a8 st T B SRR AR OO, W E T, B TR
REAVE BRESE . G, X Wat (55 @B 0 e B8, o LO@Ed 259 ek g T ok 4 B i
T .

4. Wit (S SBBS5 & RFEAAIRER

Wt {553 6 R DAY TR RE A (K, AT 465 s B 20 ML AT S 1 A K Bl &P B4k, Wnt 55
I T ASE — R R P LA ) S ST I AR (R SR [34]

WERA R E R, £ Wntl ZEIERR/DN R T, f s R B R I B RS kL. Mk, £l
ik wWntl BB AR b, BRSO BRI, R AR R BCRAE VRS . Wntl S8 I R R A
HEAEYE, UGS mTORCL 5 5465, il 7 E K E KA E SN gERs . thah, WHtiegn], &
I E BB FARE AT BEAE T 4 Wntl {5 5328 S 20 mTORCT B ¢ A i 2 RE PR AR I £ 35

R — ORI REET T, BEFN Rk T 1026 A4 5 E 2, % Watle Al LRPS £ B4
Z VAT 7RI Mo ABATTAEL LRPS B[R S48 22 250k 5 B BB RARE (0 XURS: B AT OR, TR AE
BMI <= 24 (4L, ghdh, ARATTROEEE R AR 5E (5 R A5 7Y 551 B A KU 5, 1T 22 R 7 462
Ao Mt — DN 1R SR R s . R, X FTA5 Hi 4518, Wntle A1 LRPS R Z &S
] 268 28 J B0 4 ) B BB R RE ARSI A 9%, FF SRS 17 A S 2k DR AT 21 2 1] FR) SR BR A 2 [36] o

5. &5ig
Wit {55 EREE REAATPE bk

SRR, Wt (55 BB B AR AL Th s E B M e, SN BRI L 4R
AIPH RGP A o FELE B4 SRAZ BT RE T ) RE- B0 Wt {5 5 BB ) 57 5 S0 2], AT 5%
Wi ¢ () IE 8 R A4S . IR e RAR AT R & SEURANE B BUGRA 32— e 58 PR AR 51 RS 1) o e
AL BRI E R, WRAETESN . 294 EIR AR A, T LLRSI Wt 5 S IEER K IR DhRE, FE
B BGRA B R o BRAFE Wt 55 B ER K15 FIA B T 34T S S th B A R B AR AL, WTREDNA
J7 AT X AP R BB IR HE RN . SRTIT, 7R B0 — 2B AR FER W Wnt {5 5 38 B 5 1 B Ra 2 [R]
MITELRORHR, LU ner ) K — SRR R B0 (8 I I PR A8 BRI T

W RN, —Le W&l LGS Wt (5538 8%, 40 Wnt HH . LRPS S5 RIAIHAD Wt
BRI HAT, X4 Wt (5 5l B GY IEE AT IR ARIRE, DI EAEE BUSARIRT )
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TEERCR M 22 4 . 8 Wt BRI P DAEHEE A, B ANE 24 8l B0 Tl RE S BN R F4F, g
AR R R AR DRI, R IRIG 7R B I, DA ORZG IR 22 VR AT 2. SR, Wt £
IR gAY T B A A RN TS, (HR P IR FORE E HoT RO 2 k. R, A
PRAL IR TT HEIE AT BEAT BT 5 g by A2 R PR R 5 SRR RFALE

6. RFREE

RARMFFEATRE— W IRR Wt (5 5 IE AL E B TP H 2T HLH L e Wt (5 5 8B 1A R 70 SCAEE
S, DA S Bl AR B AR R AR . X P RE SRR 5 HARE Sl B A ELAE . 40 RANKL,
BMP %%,

AMEIBTT IR R e T T BAE BT 5t AE T sURIPR R E, R MG T Ik, B
FEAF R AN B TR XA RE AR SRR T B IRANEEN T R

ZWIT R SIER IR AREETFRET X Wt (5 5B 25%8), JFEAT S 2 iim RS,  AIPFASEAIHE
HRBAAR ST TP T RO A, IR, WA RES IR ZB IR T Uik, WG T BRI iR T

AEVIRRER R SRS Wit (5 5B BE TEA K AEbREY), KBRS AT DU 2 Wi B
Fay MRt R, JFR SRR IR

FERA, BATAT LIRS E 2 KT Wnt 5 5B AR TT,  ORA B #7558 B i i 2R BT
i, ORI TR AR IR AR BT R, R AL BE ST TR R A Y bR S R AT Bl
TS EHERRTRCRAAERE. B2, Wnt (55 BB KB FOR A AR R BB 67 A 2R
A1 BB SRS G (0 I R BERR T I
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