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Wnt/ - catenin {5 5 i# BEX £ 12 1 & At "
I &5 PIE AR R

R4

=

) X JE,

18 4 B 5 ( chronic kidney disease, CKD) # 3% Ifil 45 45 k. ( vascular calcification, VC) i) X4 R 5 fEHELK, BK L

AL AT A BB o T WIFSE K Wot/B - catenin {55l S 5 VC WL/ S LR, 51805 BER # 5 FlE 7% (chronic kidney
disease — mineral and bone disorder,CKD — MBD) i) 5 — Ifil & %l % UJ #H1 5¢ , IF H.7E CKD % F2 /b 19 8 45 B3 7, AR St Wnt/B -
catenin {55 53 fif 7 12 P4 B W95 I A5 45 Ak v 4 FH A BIF 9 0 TR A — 25 A

KRR Wnt/B - catenin {5538 H ; L 451k ;48 11 B IR
hESEKE  R692.5 MERARIRED A

18 M 5 B 5 ( chronic kidney disease, CKD) & Ji
iy T S B 2 3 T AR ) BT, G0 1L 4 96 ( cardiovascu-
lar disease, CVD) {52 CKD &% H ZAET- ik K &K,
Hor il B 45 4k (vascular calcification, VC) 2.0 Il 45 %<
FAIBE T MG I B B ST fE R R 3 Ve
o L 2E PR AR A DGR B 8ON F R 5 W A7 5 Bk 3l 1T
FREC I 2H L, ORI 2 R IF 5 R W] VC 5 5B 1
FEACL, 1L 45 S W5 L 40 Bt ( vascular smooth muscle cells,
VSMCs ) 785 A R 5 DA 22 7 T 38 382 2% J5i A JLIR P
AR Tk R A AR AR AR L
RALIRAS JRFFAE 35 R & TSF L A5 fl CKD i
H VC YRR LR B Sy 52 2%, Ha DD AL S B
LA f , Wit {5 5 30 B A VO b (19 78 I B R 45 HL ] 52
FckEZEN, ETES S5 CKD & E - 1M
EHAAB R VO, AU Wnt/B ~ catenin {5 5
g AE CKD &35 VC b iy 4 F Al — &334, 43 B H
2 VC el REALH, LA B T & B Bj is CKD I %
555 A 1) 35 7 1) LRI SR s

—. Wnt {5 5 & B g iR

1. Wt {5538 #2050 : Wt 805 2 — 46T 3 2 e
SR 1 73 Wp B FE AL AR 1 BT, A0 AR GA Y Wt 3Z 4K
A M 3 1K (frizzled receptor, Fz) FI Bl 32 {4 1%
FEREE 32 KA & & 1 5/6 (low — density lipoprotein

RETH ERARR2E R4 R E (81300607 ) ; 4t 5% 1 BHL
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receptor related protein5/6, LRP5/6) ., Wnt F {4 1] L)
T3k 543 WA AN A 43 WA T OB Z R A 1E R AR,
AL 2 M) Wat {55 %42 (B Wnt/B - catenin 55
wAR) MRS M Wt (5584

2. 22 Wt {5538 #% : HATIA & Wt 55
M 32 AN AP AR (Wne) B A2 0K (Fz)
HH B~ catenin MAZNFE KT T M T (T cell
factor, TCF) 5545 (1A &, Wt 85 1 5 40 i I 1Y Fz
HLRPS/6 45 G 0 T e d5 5, il o ] 40 i 5 4R
Axin Tiiffi 5 B - catenin %5 & 1Y Axin - GSK - 3B -
CK1 - APC & G AABREIR , i 25 R BRI B — cate-
nin, YANRIGT Y B ~ catenin 1k F) — T e BE I, W) E A
MMIAZ S LEF/TCE %% 5% K 5~ AH S5 &, B0 HR i 48
B . Wt/ - catenin {5538 B 19 98 4% 55 %, 15 3h Ik
s REREAL O UL IS O ) A R B S A A
FIAE L SE TS & B Wit/ — catenin {55
T fHf A I A A ) R i R TP R R AR AR A

3. Wnt {5530 SR 5 A B AL AH DG Y Wt
T T8 A R R 32 A 2 A A T (sereted frizzled
related proteins, Sfrps ) , dickkopf ( DKK) , Wnt 25 H
HIA T - 1 (Wnt inhibitory factor — 1, WIF - 1) F
Sclerostin, Sfrps W g A B FH 1F Wnt 456 3 Fz £9
TR A, 0T 0 58 48 7% Sfrps F L 45 & Fzs B
CRD B2 MBI o P9I E 30 15 in DKK 5 %
BBl DKK — 1, 1 Jy 7 2 45t 1 — #8 43, vl 38 i 40
Wnts 5 LRP5/6 f)HH 545 45 Bt 28 Ll %

Z.Wnt/p - catenin {5 S i@ &5 CKD mE {51k

1. Wnt/B - catenin {5 5 il i 5 & W /- 5 09 10L&
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B Ak, R I S CKD, s 2 4 4 1 1l 33 A ( ma-
intenance hemodialysis, MHD ) £ i€ i 1% #7 ( peritoneal
dialysis , PD) i 2 5 5 25090 048 4 10 [ 2
— RIS R R S A R B R
5 VC EIMISE S RS 5T Al IE 52 T8 AL B AT DL A
§ VSMCs #54E S HE#A S VC 15 L A
WK 5E 4 BB, Wnt/B - catenin {5 5 i J% £ 3 Ik i
FERE Ak 1) A R0 & Jre vh R HE E AR, B ] DA i
WO B AR A A BT AR HE VCT T B T
VSMCs £ R [ A FREFR 4 o — SMA | ST 38 i 8 B
5% RUNX2, OPN I ALP {35, It4h, Na - Pi XU
)35 F PIT gl & B Je VC 2, e oLk
I3 VC HLE 1, Wnt/B - catenin {5 538 # #% UE 52
ZH5HR,

PL B - Hil Bk R (B — GP) A7 Bl v B 21 158 15 57
)R B VSMCs 45 fL 57 I 7R 376 9 Wnt/B - catenin
525 VSMCs 945 4L AL 56 4016 ol
B A VSMCs 85 40 858 7 rpr | 3o 32 35 0% I & il -
3B (glycogen synthase kinase — 3B, GSK - 3B) , AJ {#i i
B oy Ak D 22 58 R R A5 DU AR AR, SR T & L
Wnt/B - catenin {5 SRS 5 /BN T VC k&
WA . HZ ML, Yao %2 38 M £ Xt TOP/FOP
- Flash 925G R B & RGUEW] T 78 5 Wk B2 T HLBE A
SR KB VSMCs £54k i3 #2 H Wnt/B - catenin i 8%
WOE L R B 2 BT = B B - catenin /Y Ser33/31/
Thrd1 5% A S B B2 L. UUER VSMCs ) B - catenin
Jo , 40 MRS TR DL KA A | BB bR AR ) 3R IR UK 1
TR, mREAI IS B - catenin J5 18 i 454 TCF fif
SUHEIN T PITL JE PR 5% S AR 11 3R 35, 30 28 000 24007
U 8% B - catenin /N TP RNA(siRNA) 2 5%, 78 15
Wiis AL PIT1 24K T Wnt/B - catenin i8R0, HA
WF 52 52 B TEHLBEIE B 45 7 S A VSMCs B9 B — catenin
I P 3 57 ) 40 B A% P, A2 9 3% 4 eyelin D1 A5 HE 5L (]
Feak , MG A2 85 A0 N 1335, 3 3 VSMCs & A4E 55
2 SRR T WG 2SS L L & A VSMCs 525
BAHEUESE , Wt {5 7 30 18 5 B 5 10 I A8 45 16 & s
R R ZEMEN

HTIRANE B A5 VSMCs 456 B BF 9T, L & B
MR WA A 11 KB MR R 1 R B AE R BB B, AR 2R 52
F B IR IE B, B0 5 1 84k 2% F1 RT - PCR 478 T
54 1) 3 3l bk 20 2B R A SR AR AR R IR 1
M7 A8 F 3 2 1) 35 00 I AH OG5 s R, LRP — 6 Al
B — catenin 42 KV BE . 411 5 3 9 2 1 0 F 5 2%

RERITHEEZ LT IME 856+ Wnt/B - catenin /E
FHAIL AR A 14 N BF 5 K ik o

2. Wnt/B ~ catenin {5 5 il B 5 H Al 5 & i 2
CKD 1fiL 45 55 A - 7548 14 15 JE S 47 40 J57 #1853 % ( chro-
nic kidney disease — mineral and bone disorder, CKD -
MBD) it #Hr, VC (1% fa b 22 B 18 24 o i v
ILAE , 7 3 I 5 46 75 38 A7 VF 22 WA DG B AR AR DG i R
(23T L4555 k. FI% M 11 (bone morphogenetic
proteins , BMPs ) /£ 2y 5 % (4 Jili B 3 AL $8 b 2 — , & 8
WFFEUESE n] A S2 985 VSMCs il e 73 AL F1 Ve 12
B CKD A5G #F 5% 78 BMP2 7E f& W 6 55 4 5 19
VSMCs 50 BURL A i 32k 3 i, IF - CKD 35 1 i
W BMP2 K P B FOEH AR o — B s IR
71N, CKD A9 58 i IR 285 7] 38 o 4807 107 90 98 ) Bz 40 i
R BMP2 fig #F VSMCs B 5% 73 4k, IR 55 9E 1 1F
BMP2 JK F- & B (9 JF & o vl B 3% B JH VSMCs
Runx2 T {2 #4854k, ¥ 35C T BMP2 45 VC By HLHI
BFEE & B, WIEPE BMP2 B40im T VSMCs [ B — catenin
IRV IF AR 8 e o Ak, T UL BR B — catenin T J2 5%
BMP2 52 () VSMCs 8 1=l H 5 434k , JE#] BMP2
755 VSMCs I BB ¥4 40tk 3@ i Wnt/B - catenin {5
SRi118 ) ST N T

= Wnt FSEEMME S CKD mMESSK

1. Sclerostin: g T & BL T —FhFr i) 2 58 - 1L
BAC MR E B sclerostin, & & — Fb ¥ & 1
(22kDa) , 1 SOST Je P4 7 A, A= J 2R BR T 40 i
By 0 LR ZF i JOT A L sclerostin 38 3o 5 50 01 40
2ol Wt {5558 #% 98 1 B &, W T A B .
Sclerostin W] # & 4 g 43 M6 J 38 i B /N B Gk E R
T, fE B AT A LRPS/6 32 fR 4547, 15 Sfrps K Wt {5
B A S DB Ak D R A R A A
PEFE B AP T o I3 A B B A3 W R A IV A S
VB P9 43 U5 35 28 A R 00 o) Wne S8 [ 020 B 4 i 1Y)
34 B DIRE , B TE LA 5 AL AL K3k, KR 55 4y b
YERT, AT R BAT R ) 145 85 AL 9 FE T o ke AR
552 REZ RZAEBARTA, Wt (5525 7 48 h
JZ 454K 3 3l K4S 4L |, sclerostin 1,38 35 F 1 45 475 1k
PR K il 4 73 JL40 ML . CKD AHOCWF 9 o, 5 2
Bef2 B R RERT [34ml/(min + 1.73m%) ], sclerostin 5
VC R IEARSC, T 22728 5 53 A7 12 K F ML scleros-
tin 5 VC #H %, Brandenburg %[24] W 3% 67 4
MHD 3 % B L7 sclerostin 7K S F1 3 3h bk U 30 15 45
PR IE AR G s Fe i Pelletier 555 X & B 7 MHD &
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HIMLYE sclerostin 7K -5 VC il 57 1EAHE

CKD 5 2 H 1) sclerostin 7K - 53 & 1L il 475 A BH
Bh, A 09T 0 I 75 sclerostin 7K S \] it 37, T 4F % [l
eGFR T [& T k47 P 1 2 1 Sabbagh At 126) o g A
F3B sclerostin W] & 7 & 5 5 T fE 450 1 A& ) %5 D) AR
5%, CKD R/ BB B SOSTmRNA 23kt & 7,
FERAE M PTH F+ i Z 60, W7 CKD 5 £ AT
K%, HD 835 B 4l sclerostin (1% 3 3K AR T 32 A AT A
Ho XEEHE R TE CKD AR BB, sclerostin AL
AIREANTR] o SR T, - 40 I ALY sclerostin, & & 5
F G0 I A Ak O A G BX sclerostin J&y F8AE FH T E
2 (P WSRO BT TR A L B A B B ) O 5 TRl
B R A 2R 4 M AR A0 2Ok A A LA S AR AT
AEHE . BRT B YA A B sclerostin, i A7 A 1) 24 IE
Y5 32 Fr 5 E0 0L BE 9% 7= A= sclerostin I & ¥ Th BB S
Shao %" RIF 5T 34 e BUAS AL 6 BRAR 28 19 30 Ik i 45
BEZEIR T sclerostin, gE— 2 HF 9% 7 sclerostin B 52 7E
VSMCs ¥ 3k 3o % v b, /)N B v J2 405 Ak B A v 3
ISIE N A, R H LS ) MHD S8 35 F 4H 50 Dk A
() 43T . s Jg #8454k 48 I IX 3l sclerostin 3% 35 FF 5
sclerostin 1] G872 20 Ik 85 Ak ok B vh Jmy #5196 R S
Jey iR sclerostin PR XF T VC ) 52 Wi 475 75 ik — A A4 A
S5

2.DKK -1:DKK -1 &% —#'5 LRPR5/6 454
I #5400 o 28 3 Wne 3 42 (9 310 ) 57, 76 CKD — MBD
o TR R T B AR MY A3, B E AR 296 2R DKK -1 11y
HEORIE, EX T VC RS2 o &2 2%, IR Ah S 56 45
SRR B DKK - 1 Tl & A 509 VSMCs J5F 5% 75
PEANAGAL > o SR T F S ) CKD2 B JR 5 /) BRLAS
RUEE 7R R & 09 B IR VR A9 Wt 30 57 S 307 346
DKK — 1 /KB &, 45 7 f so B Bt 44 o Al DKK -1, 0]
DLRCE JE B, B O B B A, Bl 1R CKD Y I 48 4%
o HE—250 B s b A DKK - 1, 340 T E sk b
2 A AL P8 AR Runx2 R34, 380 T o — SM
AR EY K Klotho 3k, il DKK - 1 FEAK T
M3 sclerostin, XA 52 F+ 55 1) FGF23 , #4545 5
PRIE T MK FGF23 7K S H X 1l 4 45 4k Fl B 5T 5 F TG
M, T, WP A DKK - 1 Hr iR Fn #5454 5
Al &R YT CKD - MBD,

DKK -1 Hitdk Xt T VC W &2 F A4 LI W] Ge v
Je ML : ODKKT Hrék 3 m 1 1 % & 3% Klotho 7k
-, FE YRz 4 MK SE 3R AR 4 VC B9 R R s @ DKKIT it
PABH 11 3h Bk 26 3k Runx2 3% — 8 B 19 0E #4038 F5

<172 -

QPRSI CKD2 #Wi/NELZh ik ALP 9 F &, 4k i B
i & SRR £, )5 & X5 T CKD I & 854 &l . 7
CKD - MBD 18 i % v, DKK1 v AT BH 1k 1 P
HHEFRAR MR, — 5 ] fE & B W/N T DKK
— 1 3 Wt B00% , 5 —J7 M Al fEJ2 DKK -1 h
S 1B ORI sclerosin — Fhoi ZU N & I K

) o WE SRR W, R DKK -1 528 0 1 g
IR sclerosin K3, 5HAMF 52 25 R —3 . DKK -1 5%
T EAEXS VO R FEVE R 2 15 17 78 7 12 4RO 28007 LA
KB sclerosin (A B & 25 #3652 — 0 WF 5%
KW .

3. HoAb s F Wt {55 30 61 52 i CKD 45 4k 1 [
F AE CKD WREBHIA YT, BELeml 4 & R A & I A
T2 IR S A B VR D I DR AF 58 S, & B D B 45 &
00 X 4 S oW A R o AR AN SIS R e vk
B (2 ~3mmol/L) F] & By 1k 5 1k , ) ) 1A 4 A 53 o 2
7N BB SS A RIG YT AT VO, AR IR YT AT
i H A e B 7 v T g B BE 4 5 R AR A I T B
WRE T HLBE R VO R BARBLE M AR TERE . B TBE
AE A5 B IR P2 0 K A1 A AR AR, BELIBT VSMC ) B3 18R]
000 B E R DR A A B A7 e vy vk B AT L A T
Wnt/B — catenin {5 5 8 #% Wk > = B 55 5% B 45 b
VSMCs 454k Fl i B 5% 43 1k, B b BEfe s 1k (2 -
APB) 8 1 J5 X —1E HTE 2% .

At 450 S5 1% 7 A 58 L B WS e E VC B A
Lee %" 1 B - GP 4 5 K Bl VSMCs 45 {L 57 BF 5%
IL =24 X454 VE T, Von Kossa 4 4, Fl145 & 5 43 H7
KB — GP 1T it 4t Jf 55 1k 3 i, TL — 24 1 19 g I
B, AR bR e T OIL - 24 fE AR M
E— 20 WF o HALH & B, B - GP AJ & #F Wntl Al
Wnt7a FR3i5, T 9 GSK - 3B B B2 1k i ¥ 1M 1 g iz
B — cateninZE H | 4K 1] % B A B N BTG TCF/LEF %%
5,10 - 24 Af 4| B - GP XF Wnt/B - catenin 312 Y
BT 4R IL - 24 XF VSMCs 546 30 I 4E H 5 Wnt/B
— catenin 32 2K 1E AH G .

M. & =2}

CKD Ifi 38 55 1k 1) & f HL AR 22, b iR BIF 5% S ¢
T Wnt/B - catenin {5 5l I 19 F ¥ IG5 VC I AH
KM AR H ATHEFE X T Wt {5 576 CKD 1L 48 4% £k
rh % 4 1 4 T T R A B T AL RIATE AR T A R A v
KB Wnt/B — catenin 5 5 i % DL Ab 9 E £
Wt {55 30 % L #5 F Wn 31060 500 76 J5y 5 F09E 25 oK1
e 35 U5 THD R I 5 L — 2D A 5T B 3 S L R H
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