o B 2019 4F 4 A5 40 55 4 14

http: //'www.ajsmmu.cn
Academic Journal of Second Military Medical University, Apr. 2019, Vol. 40, No. 4

.« 435 .

DOI:10.16781/j.0258-879x.2019.04.0435

Whnt/B-catenin {5 518

gma, Ak, 2 K, hPE

HAEREEHERNE PR RHE

W R (3 " HERE) KIAFERIE R, LI 200003

(FE] SREMERHER (AS) JELIMEH ST AR 32 2 o0 EM R/ 118
MM SRR BB TRE, FRTARHLE AU . Wt {55 @ B 7EIE R &

PESAENESN , H I AR
A2 1 A0 L

JE MR ek, FIRETE AS AIRHLEIh RAEFRIVE . 9% R UIIB MR Al L 45 A0 Wt {5538 Bg 2k ]
25 AS BrETB L. 48 0 FERITAESE Wt/B-catenin {5538 BETE AS BAC 5L /E 45548
[E8ER] REHEER; Wnt (55, B-EHEN; BE

[FESZES] R593.23 [XEktRERD] A

[XEHS] 0258-879X(2019)04-0435-05

Advances on Wnt/B-catenin signaling pathway in osteogenesis of ankylosing spondylitis
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[Abstract] Ankylosing spondylitis (AS) is an immune-mediated chronic inflammatory disease characterized by

involvement of sacroiliac and spinal joints. The main pathological features of AS are enthesitis and new bone formation-

caused joint fusion, but its pathogenesis is still unclear. Wnt signaling pathway exerts an important effect on the normal bone

homeostasis, especially on the formation of osteoblasts, and may contribute to the pathogenesis of AS. Studies have shown

that chronic inflammation and genetic regulation participate in the new bone formation of AS through Wnt signaling pathway.

This review sums up the effect of Wnt/B-catenin signaling pathway on bone metabolism of AS in recent years.
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Wnt Y. Wnt 2 B E T AT
[ ERF 4 P S I 45 1Y) O- I SE 5% RS b i e 1R 5
HAZ IR 7 U R il 2 R A2 A % B i
HEAZRM N 5/6 (low-density lipoprotein
receptor-related protein 5/6, LRP5/6) ", 43I
Wt & BB A A R R, el Ll
MRIFRRE TG R RWBEE TR, 258
REE=g U ORTEoI
1.2 Wnt £Z5@5%  Wnt {5538 55 b R {5
538 P AN AR SLRAE SOl . U Wt 5508 K
WHE B-catenin Y FRIE N HAV A E N . 7E Wnt
HHBLIHT, B-catenin 1 32 F MK 1Y & 1 il
A% figp T PR R ALK T, i R 2 b i R A
(‘axis inhibition protein, Axin) . HRJ& P45 E
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H A 1o (casein kinase 1a, CKla) FUBER
A S 3a/B (glycogen synthase kinase 3a/B,
GSK3a/B ) AL mmE IR &= & Wi il ™, X Fh
MR G G B R ik B-catenin b AY4FE &
FRAR I L AEEY . i hii, 78 Wnt FEH
BRICHS, B A ) B-catenin FEAY B IR HEH
JR AR S5, T Wint 38 G 0 5l 3 R R g i A
YER . Wnt 55 & 2P Z& R 451 5y & ith
HHM LRP5/6 [FRHEME &8, M il
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WA T /e sR K (T cell factor/
lymphoid enhancer factor, TCF/LEF ) % 1
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YA FR o AL OGS, (EE L R S A
A IE B R I SR Y L 2 A i ) B A 1 3
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AT LLBOE Wnt/B-catenin {5 Sl 1 AR SAL Y
Wnt 155 f§ 57 F B-catenin, fET Rho %
WS =i B ( guanosine triphosphatase,
GTPase ) , Pl 4 M dl v A4 iz 3, i o
TR G EAEREER ca® {551,
fififk. 76 11 A1 Dickkopf ( Dkk) ZXMERY Dkkl
5 wnt #£5Z{k LRPS/6 &84, 0] Wnt {55
UM DKk 2 — A E AR E AR R
W, A 4 ADRGIER: Dkkl., Dkk2. Dkk3 #il
Dkk4, Hrfr, X%} Dkk1 M5 72, HETHT
IR DKK L Wt {5538 % 19 R AR il 7))

2 WntESEES AS

AS M EZR AR E YRS BOE RS, [
B R B FE B TBAs DT RS I (A B BT 7 XU
IR H AT AR T AS B &mHLEH, H Wnt {5
SR AS KRR —A R, ErT
5 ] ST B A o L A 2 5 B RS K
AR SR, WIREE AS BB B AT A R
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21 Wnt, XEEHEFHR LTRIESHOHE
R, HAl EZAWAEE ., —FMESIA
o, RFRE S K0 RAEFEHE o . MR
JiE U B0 - (B BRME B s, B0 A Ao AR — L
1ot B R R SRR A S R BT U 5 2R
— P RIS N SRAE FVE B ARG, IF FL ST ik
S TG E AN AN, 35 SR A0 M 1 G S B
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“TNF il 0B ul” J& 8 T B AE I R PR 45
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S5 R ITN GHENN A R BT TNF 697 & B 5 B
ik TNF K, {HEA 55 EH AR LK
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PHIVER; MR, EXEINT BeEE Wat AR
ik, IERHEBSEFEM. X— KN nTREAE—ERE
Ff#EBET CTNF Hsh B, (Hanfdk i k22
YrFn TNF BEWTH s B0 R i Y, jmp
RE0 I JRE TR 3, DI A SR i o0 1 B 5 R
o X — & BUL B T 367 I 1] i AN 45 22 1 (] i) 82
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2.2 Wnt/B-catenin., & RNA (microRNA,
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B G e MR FE S miRNA SRk Y i
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(B RAEEN ) © A T
(4 Wt 3@ # ) SOsCE oA Tk R AT E
FEVEHI®, Hoh miRNA-29a 3 %23 1§11 fi) i 4
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BITHY AS BFIMTE Dkl KV 5 EH T REZ
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(LRI RE SRR, $E8 AS ¥ Dkkl n[REANSE
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