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BE: RKEFRBFR Wnt/B-catenin F S HEBEABUHERELEABRDTEFAEEEAH. AXNEBR FEFRIEESEART Wi
B-catenin {5 S EMAET B RETMIMER, AEHRET, War/B-catenin FERABEANAA AT T ERAHRARET 54
ik, 3 WE LR B WS SR AL R PE AR, T B TT LUR 3 2 68 8] 75 55+ 40 B0 4 4k A A 40 B 2, 00 HG re A L R IS B A I R AL
P TR BT 0 5 B A B T SR L Ay RSB TR AR, A W LLE T YT OPG 0 R A MBI B S MM L M a ik, 245 8245
J& ,7E SOST .DKKI , VitaminD/VDR FGF23/a-Klotho . PTH/PTHIR .TGF-B/BMPs %5 £ HE HE R MBS M T, - F HS MM
1 Wnt/B-catenin [FSREAFH EWMEFWBEERSBRE.IEFREXFEHME LB, B — BB G Wn/B-catenin
BEEMREXREIINEREE A GRS, F—LEmEBRE,
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Wnt/B-catenin signal pathway in renal osteopathy
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Abstract: A number of researches have revealed the important roles of wnt/B-catenin signaling pathway in the pathogenesis of
renal osteopathy. This review summarizes how wnt/B-catenin signaling pathway regulates kidney and bone in pathological and
physiological status. In the physiological state, wnt/B-catenin signaling pathway not only regulates self-renewal and differentiation
of nephrogenesis nephronprogenitor cells to generate sufficient nephrons, but also regulates the homeostasis of bone: promoting
pluripotent mesenchymal stem cells to differentiate into osteoblast lineage rather than differentiate into cartilage or adipocyte lineage,
inhibiting osteoblast apoptosis to promote bone formation, and regulating the production of OPG to inhibit osteoclast-mediated bone
resorption. After the kidney damage, under the directly or indirectly influence of many factors ( such as; SOST, DKK1, VitaminD/
VDR, FGF23/a-Klotho, PTH/PTHIR, TGF-B/BMPs) , abnormal signal expression of wnt/B-catenin pathway in bone affects
normal bone formation and bone resorption, leading to unbalancing bone disease. In addition, abnormal wnt/B-catenin signaling
pathway in the kidney may aggravate or repair the self-damage, which in turns affects bone homeostasis.
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g, BRREM L EHEEREARERNRT
Fod BCHE, 1B BT 58 B % e B CKD % % B i
10. 8% , 5 4% 2014 47 25 E B B ¥ 0 (CDC) K A
P, & FEAH 10% B 2000 J7 BLAE AR A B S
L, MR E T, B AL BIRFIEREN
100% A FHEE R FHBRE L RE
B fEEMK, RN E R E ¥R R ENE RS
. IE Bl B 3% B /N, wingless related MMTV
integration site ( Wnt ) /B-catenin EEEBRETHHE
WAFREBRPEAAFEXFTENEN, AXER T
GRS AR KB R 5 AL 5T, A — BB R 5 BR
BB BRI SRR

1 Wnt/B-catenin {5 S if B

Wnt/B-catenin {5 5 & — & 7E IR G LA 45
ZANEEE A EERNERE, BAE R
EERSERSTE, Hh Wots EHE -RAEFHEE
HHEIGTE ik AT MRS E R W E A,
BFE R Wnt 45 i3, & 49 350 ~ 400 /> & MR K
B EHAWERESWEREER, BETEAZRM
EREFEEM 19 f Wnis A KB G (HLE
Wntl-Wntll \Wnt16 )™ 7E 408 8 /KF b, Wnts 1]
DIBCTE T S SR N, K P & A Wat/B-
catenin (§ 5 R BRI R BN ZHERE, EVFE
8 A~ Wnt T (Wntl, Wnt2, Wni3 |, Wnia, Wntda,
Wnt8 . Wni8b & Wnt9) fEAE I T5 B-catenin Eabel]
WL B B A M R B R T A B R O A
B-catenin 1 &, B R 19 72 BL2E B (disheveled,
Dvl) HZEEH 1 MXEHEA 2(Axinl fil Axin2) (&5
1% J5 98 1 B P % 2 1A 2 B (adenomatosis polyposis
coli, APC) Fl 8 % 1L %8 Jit & A B B 3B (glycogen
synthase kinase 33, GSK-38) 2 B¥, B-catenin P B
EY), T f# B-catenin BEFRAL T K 1E, I — B &
FIBS AR . Wnt 25 (1B 5 R 4K Frizzled (Fzd) LA
EHAZREEEREAZEMXER S (low-
density lipoprotein receptor-related protein 5,LRP5) Fl
LRP6 2541 1% P B-catenin &% 2 & W HE
B, AT B-catenin B B2 4k, {3 Ho AL T £E 6 1L
RE, #FABEHNEBESEAHKFRET T-cell factor
(TCF) DA & Lymphoid enhancer-binding factor (LEF)
A BMEBERNE R

2 Wnt/B-catenin S FHEI T SBEREE M
AEER

EWIYRKIES , Wnt/B-catenin E58

B UE SR AR R IR E R S e, HE TR
B B S AL K 1R T, R T A O X T A
IR AT B A, BN AR IRE b RRAH
Wni9b P R FEFT/NE BAE AT K K Watd BIRERIS
T e , R 0% ) 7 R T 40 M 43 A D b BR 4 BTG T AR
2T, T % B-catenin (FEMEFBERLAFTA
B, BFgE & PG B R 18] 78 R 40 A RE 1] AER B-
catenin J& , "B % A A X2 (Wntd Liml 1 Fgf8) &
TR, HIE A 5 R D, B TR RS E R A
FA{HE F K B-catenin J5 , & KT BRI A Z B W
#1100 e gk SR 44 B Wt/ B-catenin {7
EEBEM TN E R R EREXEEN, ZERNE
ML EIHER SRS SRR TER,H
HAR T HLE A /Tt — 25

F R, Wnt/B-catenin {5 5l B AR T HFRET
HHAEEER, AR LAEREALEILE
HETE Watl ZERK R4S, B S EOL B BN K
BB KA AR e A Bl s R, AR
SFEREBER (R4 5FRE (ST H
M) I E B S F45, — I, Wnt/B-catenin {55
3 B A LUR HE 2 BE 1) 75 5 40 M 43 fb B R B 4
30 H 1 R LA B G U 4 R A A R AR
mpE T, ER A AR ABER . 5
— 75 T, Wnt/ B-catenin I A LA 31 # % B 40 L 23 4L A
B, BRI P Ay B-catenin, REHE N Y&
0BG BB B R CR B, S BUE BB, Tefl
EREMMERN 2D Tef TRZ—, 5% B/RK
W B 4 L rF Tefl B/ BB B AR, TR) i 3L 4
M & £ 37 & ( osteoprotegerin, OPG) FKRBEE,
i OPG A] L5 RANK 5 44, 40 i 5 5 40 B o
f A o 4t , Wnt/B-catenin {5 5 iE ¥ &
AT LA 7E - BE 8] 25 5R T 40 B L 4K R 40 B R A R R
RXUHEERAEERAPHREELNIE
FANTY 0 n 4% 4 o R BR 4K B 4H M P Y B-catenin
E/ANEE IR RN B R A I SR EOE KR A
1 B-catenin MBS B EMRR T,

3 'BREZRS Wnt/p-catenin {5 5 E KK
T

1R E B, 8K Wnis A Fad 2 AKTE
VLR KA A TR A T IR A A
Ht Wnt/B-catenin {7 53 B AL T HIXE JLBRARE , 24
RS2 B4R F B, Wt/ B-catenin fi5 558 U & B E
FROE . BRET R B PR B i A A R
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HREERER,B/NE LEAHMT B-catenin
FHEWR L, Rt @ TR OB RR S
R MERER . BRAE G/ BUIK) 28K SR
DEREHEBEBREZMEBEEIRER S, B
BT B-catenin Fix FiF " ehh, i BELF HEfL L
SERFTA 8 B IR AR & R ROk B 9 3 [F] e B R
fEGEJLFERMREMIEL 5T 40LA CH Wot/
B-catenin M N B A , UIF A A EHED A %R
FEALI Sl EH 1 EREBEOE 7 FEBEE
BEPWMHIF L URERE-LEEREZRTHVANK
WA %R, B FEH Wot/B-catenin & IE W F
BT RS B R T B S I, TR X B B
J& 0T LA HE I B T 4 TS B9 Wit/ B-catenin {55 7] 2
R ZMEMAECE 58 AEMN, 208 584
MBS e RS EH TR HERWERNZ —,
i 1k & B ( sclerostin, SOST ) 45 Dickkopf 1
(DKK) ZEHAI IR &L, WERK N EEK Wit/B-
catenin {§ S E A& Y, HAEHRFEE I
5 LRPS/6 £Z R EHBERENEN Wt ZKE
AW R, AT % Wnt/B-catenin {55 5 A 3
&, HAb SOST EFEHE MM KEHBEFF K
MW TR, BUEMR B RE CKD
BEPIME SOST Rk KFHn, 58 /NEk gt
( glomerular filtration rate , GFR) ﬁiﬁ*ﬁ?‘én LB b
ik NERBEEBRBAEPHELAEIE D FH
', CKD s Rk SOST F il i M il Wnt/
B-catenin {5 5 18 & & B 0E , BH A5 8] 78 5 T 44 AL 1] AR
BB AL REEER,ATEET . BE
BHEiX T SOST mE/KF mfamm, LA HEGRE
HREME GFR (1ER M AT/ E % . DKK-1 22—
FHEEA.ERBRERLBFTREATEMALA
(BEFHL), B35 LRP6 LI KRB EEH
Kremenl/2 5 L& & 14, § 8 LRP W F S5, D
MBS bR FI MR LRP 55 Wt BR{AZE & 7, BB
T Wt 155 7] M A B & 3%, AT &1 & 8 B, B R
Brig Y, S PR AR FELAEL R s & L 4 4> DKKI
TREAMEESE EA ", B4E CKD BHI/MR
¥ & B DKKY F& , A FFi ik b A1 DKK1 &,
NREETERME B S EW I, £/ b St
B B[R B, 8 3R b SOST 9 3% 14 7K 7 1 B3 18 B%
&>,
4 S4B %P Wnt/B-catenin 5SHEE S
HttaFHMEEER
THRABELRBESHE RO ETERERA,

FEEM T IES B 5K 3R £ (parathormone,
PTH) 44 % D(Vitamin D, VD) AREF 404 K
K F 23 (fibroblast growth factor23,FGF23) % £ A Y
s kmasimn’, Lt S s R AL
FECERMN R AR E B, T Wnt/B-catenin {5 5 i
BEMES FHEEREEESRARTEEREE
A
4.1 1,25(0H),D/Vitamin D receptor ( VDR)

1,25(0H)2D 2 VD M F BB, B &
WP ENRALS FEEHE/NE o BIBEARE
AR EEA 25(0OH)D FE R 2 /) 1,25(0H)2D
BOE VDR, B AR RERIGEITE, ZIEHK 2P
BB EAL . e K L E RSB AR BEAE D R T
7, FEBS LT 1,25(0H)2D, EEMER BT R
LB EERE T LB L 2 AP Wit TE A (Wnid |
Wnt7a . Wnt7b 1 Wnt10a) ()% ik, X Al L% ST VDR
M 5 A B-catenin 454, BH W1 & A B-catenin
NEREXEER, PR ERED BE—MEBEN
Wnt/B-catenin {5 538 B H % . H CKD 4t
HED RHEEREEREAL Y TREES
fE Wni/B-catenin {5 5 HRIXWFEEZ —., HoHh,1,
25(0H)2D 5 H 52 434 AT LA 7 5B 40 i 5 & 40 i
# 48 3 % B ( LRP5, Runx2, PHEX , TRPV6 L &
RANKL#) S 58 &E® ",
4.2 FGF23/a-Klotho

FGF23 B—MBs AT HME, FERA MM RE
M-S E AW, FEIDRERE S T RS TR
INERERBMN-BHEE ORI TS
T HIBFE & B 7E CKD 89 ifn 8% 7K - i TC B B A2 fk
Bt ,CKD # % FGF23 S iF ¥ AT @ 2 157 R
HERNEHAEYREY . BEEN a-Klotho Z—
P el B/ NVE R IR FGF23 Z (RSB IR 7, #E ATBEF
J5 BLH BT W M a-Klotho ( s-Klotho ) , #F 5% 22 B CKD
B s-Klotho & BT L IE % AKX, 5 eGFR F 1l
W REM, TS mEmEREX™ . EHAeR
H 3G YE W) FGF23 J5 , a-klotho & & /N B FGF23/
a-klotho Bk BR /N B IfiL ¥ 8% 7K - 4K F WT /MR A
FGF23 @ik /&R, 6B SN E A FGF23 7] LLyg /b I 7
By S8, B A RBT o-Klotho ™' [ B I K ik
B &AL BEE A FIARIT 0B H B B ILIE SOST £
KT BEE B R B, B AT DL FGF23 AT
8 3 A i 7B B B9 K T, [ #2981 SOST /K, AT
S F AR T Wot/B-catenin 5 55T, 5
A B4 T , Klotho AT LUE T H KLI KB 5 £
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T Wnt BRE 454 (245 Wntl Wntd YLK Wnt7a) , T
X 86 Wt #T7 RY AE B 45 E 5 R B &, Klotho 7]
A5 HARGE & REBH ST Wt £ F 89 B-catenin (TS,
A0 MR B B S IR A B AT AT
4.3 PTH/PTHIR

PTH B HRFHR MM W RERES
RS BE 8 % 78 CKD3 IRt IF A4 , e Bt 288 Y
M EEBAAE TIERKF . HE T HEERBE,
S B AL TRt PTH 9 3EHT, 8 8 AT
B KR PTH 45 154 008 97 5 fRs . B
& B SOST & PTH B &L [H , &%= ¥ PTH B9 %
Ba] DL B 4 40 P9 SOST fy 5% 5%, it T {2 it
Wnt {5505 S RS HEEE " . 2K, 5
Wtk PTH 7] LUE S R Z K E & & [ (FZD-1 J
LRP6) (R 3k, ¥ 2> M 1 & 13 DKK-1 89 3%k, #E i
[ Wnt/B-catenin {5558 B 1976 1 o X AT REF
SRR R bit 2 A R D i8S, W m i
PTH, RS A E WM KA. Bhh, PTH 0T LAIA
B id Wnt, 173 i £ 5@ 2 98 324K PTHIR B B-
catenin, 3% . (1) 7 Wnt St 00 F 5 LRP6 & &
# 7% LRPS/LRP6 {55 ; (2) 1l cAMP {55 H#& ¥
I& B-catenin; (3 ) [a] 32 W M 4 Y 52 ) A 400 MY
HA [ B-catenin &M !, PTH &8RN F % Wnt/
B-catenin {55 i W BT, B E BT A WWCE R 0
B, 3 AT Bl o R 5 B0 B 1] R A B R AR B R
HZ—,
4.4 TGF-B/BMPs

wEEER T RN TENEMAERRAT TGF-B
( transforming growth factor-B) 2 —FE A 4K H F .58
HAM TS HREE REMNIEM, TCF-B BE
% £ B B TGF-Bs, Nodal, Activin Ml & B B & &
( bone morphogenetic proteins, BMPs ) 4 4~ & 4r 41
B R KK e R TCF-B1 EH B E T
B, BA R R 5 BUET 44k LA B R R B AL B B
T R A B T R W TGF-B Hi 4k T BIAELER jek
INEAAR R FE R T IR 2 KM R &
FRRRE  FI A TCF-B 5 & ¥ e 8 Ji 9 &2 2k
UMK, B TCF-B Ui w iz & 5 1k 1 B i 89 38 2
Ve 2 38 of {8 UF 5B 48 M B-catenin f) R X L
g, esh WS KB CKD B3 il 7§ BMP2 K
B @1 7! BMP2 AT L ot 3R 3 1A 72 R T 40
F3k Wnt \LRP D) J: Fz K5 35 ¥ N B-catenin {5
5 RAERE At A Wot 1 BMP2 fFE M E
fERT™ . B CKD o ¥ JE BT R K 0 BMPS 7 40 F

ERBRES, AT CKD FRMAER . 55
23 BMP i ) 5B 41 Jd %2 35 HesR1 TCF \LEF
Herp2 % Fp ik R F, T L6 B F 39 38 & Wnt {57

51]
g,

5 NG

H DR AT, Wnt/ B-catenin {5 538 B X B & B
ARVERN BEFHATEANWEERE, LEHA
THPENEELT. BEERGZHG, &
VitaminD/VDR .FGF23/a-Klotho ,PTH/PTHIR  TGF-
B/BMPs %1% & R F W FE R T, — Jr Al & 41 M 2%
B4 M P Wnt/B-catenin {5 5 RIXFH , B IE H 8
HERS SR, FIEERAREHETMELETR, B
— 75 T B i Wt/ B-catenin {55 (f) 5 H R A B
B EHERG, FiE— ST HEURE. B
1t Wnt/B-catenin {55 i B 76 B B R AW B
BAEXEEMMEM, BB T ol e S HE
5 BARVE R HLE M R B8R, DL R XS ESE
J& BB I Wit/ B-catenin {5 5 BB WIEHR,
MU ERNESHES S TERBPREMRL
W5 .
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