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[ Abstract]

which maintains normal physiological function of many tissues and organs. A variety of diseases involve the abnormal

Wnt signaling pathway plays a key role in regulating embryonic development and organism growth,

activation or inhibition of Wnt signaling pathway. At the stage of retinal development, Wnt signaling pathway is
implicated in regulating the formation of retinal field, the maintenance of retinal lamination and the sustentation of
retinal stem cell properties, moreover, it is closely related to the development of retinal vessels. Wnt signaling pathway
is associated with the development and progression of some retinal diseases, such as familial exudative
vitreoretinopathy , age-related macular degeneration, retinoblastoma and diabetic retinopathy. The function and potential
mechanism of the Wnt signaling pathway in retina development and retinal diseases were summarized in this review.
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Wntf5 5 538 2 70 2 A AR WA N T IZ A TE ) — 4 R
A R BE IR PR S P 0 1 538 B, % 3 T 9 Y A0 e 8 A
IR B T TE 2 TR R R R LA A i AR Y £ o B AR

1 Wnt {554 S&EBKHR

Wnt j& — & 7RI T 2 A A T A R IA NI Wingless

PR R RN HATE A KRBT R, Wt {5
5 5 e BE T REAE B BT A LS T L AR AE A A DL B B A
BMAN AR . TEIRBUE, %%’J%fmmﬂ;%i‘ﬂ?‘é
WEFEH , Wt f5 5 38 1 o B 52 25 WL, 32l %t 1 A o —

SR T A 0 TR A 56 A 1 9 2 W B T B T 4—\‘)'C/5’JEEI
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FI A IS A B2 A 2R I BT A B A S 1 S T 0 R 2 A N
e SRR AR > AL AR AR S W L Sl R S DR BT v A B
T 19 B Wt H N X — R AR E A SRR AR
AT 4T T 50 ) Wi {5 5 3 43 2 B B Il 28 0
MR, TR M Wt il B 4010 5N Y B- LHEB(B catenin)
PrEE O M . 2 Wnt 3 3% 40 T 8 BORES B, KA 8-
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catenin # i & 7€ 4 ML B L, ) 4% ¥ 4 4 G ) B F (axis
inhibition, Axin ) | I % ¥ 45 B B A %% ( adenomatous polyposis
coli, APC) &7 [ /i 1 ( casein kinase 1, CK1) 11 J5 4 Bl fif
-3 B ( glycogen synthase kinase 3B, GSK-3B) K i (11 & & & #%
WAL, HET B2 %R (R AR B R SO R A TR, Wnt
e (2R 5 A B 9 28 G 2R AR I 32 A 45l 7R Y (frizzled,
Fad) 4% P4 G MREEIRE A Z M XLE A 5 1 6 (LDL
receptor related protein 5 and 6,LRP 5/6) L3 % Dsh 2 [1 ;7% 1k
9 Dsh 25 [ 5 #5652 I 45 & T 40 i) GSK-3B 936 M , A BT 11
GSK-3B Joik:fii B-catenin B iR fk , M\ Tfi 38 2 B-catenin #1772 7&
P B 0 B A, Bl B-catenin TE 40 A BT b SR, 2 H R
B — 7 AR P O RT I 20 M A R R RS, S e SR T 4 i PR R
CUSR R T 45 &, NI IR — RO FE R g R51 . JE gl
Wnt 5 5@ HEEA 2 A3 (1) Wat/Ca™ @B # - Wnt it f&
HHEALS Fzd 454 , AT LRP5/6 25 78 G AT T2
HEAIL A Ca® BB, Ca™" AT LUBLYE 2 Al 2R (134 AS CamK- 1 A
IR C, T 51k 4% A 4n Mg iR (2) Wnt-NK 3
23 I B G G A0 M N 7 Dsh 2R I NG INK 5 4k Y
INK DA 20 60 J5% 7 5 2 A I A , i — 25 IR P S R i 3k

2 WntESXEEEEMUME

2.1 Wt 5515550 50 MM % &

WL A % B — A% L R0 5 5 B Sk A A R A
PR A, F P 4% Wt % 58 % . Rasmussen 2 7E4E Ui
W I R G IR B 2k R R B, R T EE DX 1 T i A P R 2 Wnt 58
BMS 5, 65 IR0 IS & T R B 5T Bk B, Wnt 58 %
2 i S A RS A RO T, O S 5 A e G 00 TR T 4R 4
BB 43 AE 0 o Liu 2 % B0 BURK 290 090 I 36 5% Wine il % i
& Wni-3  Wnt-5a, Wne-5b F1 Wne-7b 3L B, {6 2 - 7 41 i 35 35
Wnt-13 4, I FL7E R G 10 0 1617 309 # o 28 J IR 58 o 7 72 Wit
2R MEz FFE G Sfp LB 1Y 3 & ik, Wni/B-catenin
il 7 1A LRP6 [ i 25 5 B0 BUR G %2 5 o 72 +p 1 B/ AR
W RSB % Alldredge % F 58 % W] Wit/ B-catenin
i FAE O Axin2 FEDIBEREIR G /N B BE T /AR HR 21 2l gt
T BEAR Z T B P K, U BT Axin2 7 HR 3B & ool B AR 5
TENIR R IR % & B A Axin2 LR 2845 TCHH I 22, T BE 2
Ky Axin2 75 IR & & 0 4E F A2 A6 00 RR 0 Fi s 5 5 . Wnt
I S 5 R A 5T IR ARG A 2 (L HE S, 9 H 2 5 4k e
% b A0 IE A A v Ladher 25U BF R & B,
Wnt 38 J% 40 i 51 (Sfrp2 B¢ Frab) By B 26 % 5 B0AE Ui 5 3 00 0
TS 53 J2 AR IR o R AF AE /DN BRI S 8 5 v % B, B-catenin 1)
P 2 S AN B o ORI 5 400 6 434k L 2 5 500 DX AL 40 T S5 bR
HFN MR R FIE b M &0 B8 T8, & 5 300 M IR
G2 S5 R B T IR X G U I IR % 4 40 i ) F 5 R B
BEAR 2 3535 Wt 58 B TR0 AR Wb, 320 4 5o 2 5% 2 0 il #h 25 5T
B 434k T BEL T H: ) A DU 2 5 Bt 2 (X 40 0 SR A4k, BT DL i
WIS A Wni2b 2 5 4 15 400 I 15 B AR % 4L 400 0 1) o 43 kR
2 U8R T E Al YN O 0k VR YR IR E S P % BRI Wont S B T 42

HERLZ0 M 1 w2 o0 406 . Yao 40 4 GSK3-Wnt-Lin28-
let-7miRNA 76 i 4F W 7L 2l 497 9 90 190 [t Mailler 40 i v 4 5% T —
S PO A5 S, VA Maller 20D 1 59 2 0 28 UM VR E L 45
AL UL, Wnt (551 5 3 % L A7 9845 0 R X 4 4 0 R
R B 22 U 35 4 L % A5 2 O 0 L 240 ML T 400 L A e A g 3 S
S EEAEA
2.2 Wt {5515 538 5 000 B 14 %

Wt {75 5 % 5 i 6 of 0 000 8 10 45 ) 2% A 8 9 Y 4R
Xu 45 Fad ™7 /N RIGWETE % B, Wit 38 B 5% 1K Fad (1 B2k 43
4 5 0 0 B PR — % % = R B 43RRS54, E % TN B 4 I R
IR A B A kAT B fk . Masckauchan %uﬂ B 5% & W
WntSa-Fz4 38 B 0T DL 58 (R S0 37 19 0045 1) 152 40 M 1 344 4 i 2R
TEREST . EXF LRPS™/NEUAGBF5E b %% BL, Wt 3 B 5% /& LRPS
Tl 2 2 5 W O 0 B T R, ik — ik R B IR P R 4
Ji 1 5 8 1 4 B AN T CInS #9523 F 9™ . Junge %Y
WFFE % B, TSPANI2 ™™ /)N B 76 #0000 [ 0 5 2% 5 5 o, O i —
A IESE TSPANI2 2K 11 Wnt 3 % ) — 4 28 B30 45, 7T 484 58 %
WHAE S,
2.3 Wt f5 5 1 530 55 A 00 100 F5E 4 47 1

Yi 4P URRFEUE WD, 75 18 Ak B 0L IR B R Wnt 3 53 B 0
T LI AP0 D0 I 47 % AL IO B 05, 1% B T RE S TR Sh 4
LR B I A S R AR K BT A M T O O e % 4
J 9Bk . Nakamura 252 )38 Wit 5 558 B i 34 #5217
Dkk3 [ A% 15 Miller 20 o 3 15 i 0 I J5E 4 47 76 T, O I 57 28
0 I, 2 I T A T E 43 6 DRK3 , AT B Wne 3l %
R K AEARPHER . EXF Wnt {55 38 B 2 1K Norrin i) BF 55 b %
B, 0k B A v S NMIDA 75 5 16 ot 5 28 0 190 J5 o 4225 240
I 45 457 /0 BRURE TR0, B 386 4 I 3 3 Nowrin ] S 35 45 470 90 ol 28 v 14
2T A, 0 Bl 2 T 1 R T 3K R AR A P T B Wint 3
85 41070 700 Dk 1 BELIT , 4 91 Norrin J 1 2 5 Wt il % % 1% ¥ 1)
TR 24P /R T . Wt 5 558 B B9 5 — SO AR Wnt3a L H
A ARRLEG R 25 G P4 T, Wint3a 0% Wt 38 %5 T8 3 4
S KR T R I R 8 T S5 40 9 % T 3 R 5, EL X 4R
Al 37 385 R e 4 5 TR AR AP A Y Patel 281 %) Maller 4 Jig
Wt 3 5 B B0 F 5 2 B, 1% i I E M 28O0 57 U5 0T
M A 5 Miiller 2 8 7 25 6 I % 2 40 AR 3P V0T . 1 3R BF 5%
28 LR Y0 I B2 SR 5 5, Wnt 3 B i £ A G A
AP T AT VR A DT 7 A 0 4

3 Wnt5ESESERSANBRER

3.1 Wnt 55 1& T -5 ZE LS P B 3 R 40 19X 835 A8

FHE M B FE 3% B UK 00 R S 55 25 ( familial exudative
vitreoretinopathy , FEVR) J&: D) J&] 1 8 M 58 1M & & & 5 3 sl &
TR RRAE B 35045 1 R0 D0 I A RS . FEVR (g B Fe =2
JoE) 33 5 A0 Do) Bt A AN 5 4 T 000 IO JBE e i R g5l A, 51 A L A
B s B LY B B A P A T | 3 0 A B i R R
A B a4 M B A AS TR R e B R AR

FEVR 255 — 5 Wnt {5 5 1% 338 I 58 2 2 ok 1 L ) i
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$dji . Robitaille %7 BF 57 % 8L, 76 FEVR f Wnt il j% 37 (k&
Fzd-4 FFE LR R S BN TN AE T2 26, UL B Fzd-4 X ] 101 10 1) fgs
EH W MASIERECTEE, Jao 5B &, Wt i % 32 1k
LRP5 SN R ARl g 32 FEVR , H AN [] 28 Y () 28 78 ] 80U [ 1
IR 2 1, HAi € il 30 42 Fh vl 3t FEVR (9 LRPS JE R %8
A2 Poulter 25 E X} — FEVR 58 & W98 & 8L, 9 0
55 TSPANI2 3NS5 A1 5, HLEE i % W 55 TSPANI2 3% [H 58 7%
T 3 G, U6 o7 2k TR 28 7458 1) £ 3 I ROE R L B R AR R B
S, A SO R B — & 2 3 W) I g B 5 45 R A IR 5, Fad-4 |
LRP5 % TSPANI12 (5 3¢ ik AR 2 5% w0 ) 1M 8 1) 1F % &
Bo XLEMFIEL5 R Wt fF5@ %5 FEVR HEK RN,
3.2 Wnt {526 55845 Norie Ji

Norrie J A& — Fft 2% UL ) X Y (0 (4 4 56 1 388 159 , S 2 i ]
TJCREAR B LHIE A0 e N R T RS 3% R R T A
Al B AR AR HRBERZE 4 HRHE T Y155 . Norrie S5 90 90 5 (4 1
BALF FEVR 28401, [R] B 36 £ A i 28 40 Do 722 14 0 3 355 1k 34
o 2 KT Norrie J5 [ 3 FUAH N 2 P 450 80 1) 0F 5% o 33 SR
T Wnt {5538 P& A Norrie 5 % A2 b B i 7E . Xu &PV BF5T
R IRTE Norrie %5 & A= 3 B2 vh Norrin 28 1148 5 3F 28 2205 M, B
EJH 1 32 1K Fad-4 300 Wnt {55 B . Richter 257 3 42 %
Norrin {5 [ 80 /)5 B AR PR 77 70 00 ) S8 i 7257 Wi 10 % 3% 3 44 P9 AR 1k
1% W] I % 5 Ohlmann 25 7)o % UL 190 55 100 785 W S5 o, 437 4
P 8 5 200 14 )2 Y S Ak g . NDP R 4 5% Norrin 2K 1, H B
%} Norrie Jj§ NDP 3 [H 58 2 B F 5L %, W 2 B R 28 W Rk
BT 4 B0 K R R DL o A A TR R B A
3.3 Wnt 5 515 0 1 5 00 009 50, 28 A48

LI 5 €2, 3% A2 M (retinitis pigmentosa, RP) J& — 41 LA 9 i
{628 b B 200 R AN i f T R B 1 53k 2k Ry 2 BRI 9 3K
B MR . Jones 45N SR IETE RP M # P 55 o Wt {7 51l B4 45
U SFRP R % i 61 SFRP2 [y mRNA ik & [, IF H %
mRNA {72 {7 5 A48 PERE BE AR G, 26 B Wnt 5 5 3 45 20 1 el 4
A RES SR R . X RP GG FAE R /N BRASERL [ F — 25 0 5%
B, 0 R SFRP 501 HoAth 5 51 SFRP1 SFRP3 #1 SFRPS
mRNA FHEAFR2H X WU WAE RP h F7E Wt {5538 81
AT, Wt 5 55 B AE RP o it B (A SO BL R K A B B
SR YT T AR E— AR .
3.4 Wnt {55 1% 500 6 15 48 i AH 56 Pk B8 B A48

AEY K 5 M % BE 5 1 (age-related macular degeneration,
AMD) 3= %2 52 W) 35 BE X A0 ) B O JER A7 O R B R B R
Bruch [T bk 2% B8 B 40 145, ™ S 40 PO . AR IR % R R
FHHZ 4K (very low density lipoprotein receptor, VLDLR) J& Wnt
5 5 A% Tl B 0 B R T T I 2 ST R B VEDLR
B &r=4S AMD A5 L% B AT A2, Bt o] /B S AMD g 78
. Heckenlively % ** [ i VLDLR % PH 48 5 45 3 505 & W
W 55 2 0L A . Chen 2511 U 2% 500 0 M A4 10 8 10 T G 45
Wnt 38 B4 19 300% & 10045 4 0% 25 K B T (vascular endothelial
growth factor, VEGF) [ i 3¢ 35 A1 2¢ , - £ bl & Wnt 3 B Ht 27 {4
LRP5/6 W33k L H . #F — 2 058 2B, Wne 38 5 0 3006 42

F-kB(nuclear factor-kB,NF-kB) , 3% — it F& 7] 8 78 VLDLR 3 [A
R B 190 48 R 199 7 A P R FE AR T L Zhou STV 4R
B G 2 Wnt 3E B 005 2 51 L E 4 1 B T [ VEGE,
NF-kBF1 it 988 2R FE K 7 -o ( tumor necrosis factor-a, TNF-a) | ik
R P A B S R — A U S SO B W 3
75 AMD A SO T

VFZWEFE# L Wt {553 %y $0 5 %5 AMD 2l 49y 45 750 i 17
WAITHERE . Hu 281 SRH Wt 5 B 40 17 Mab2F1 1% I 34 77
Pk % B3 A4 I 5 55 R0 R A0 ) R0 2 4 X LRP6 A S A Wne i
RS54 IX E1E2 (1905 5 i o BB 5 BT AR, W A 32 (4K S 41
il Wnt i 5% , B W TNF-, 20 i [5] 26 B} 23 F-1 &% VEGF & T
Gy U HE T S 45X AMD (936 77 /E Al Kim %058 3 Wt it &
WntSa ) Wnt i % 5 00 %€ ) T HIBL IR T7 AR . X SE BT 5%
25 SLER W] Wnt 3 B AT FE ) AMD 5 136 7 8 A5 o
3.5 Wt 55 & 538 55 00 R 240 Mg

LI £ 41 L 577 ( retinoblastoma , RB ) J& 1L ¥ 19 5 1y 5 Rz
J2 40 L2 R R 2 A T Y VR B O R R 4 L
LA IR S E R . Wt {5 5 1% S B0 57 % KA B 5 RB %
Z R Y R . A RB G E FIRH I /DS BRUASE 28 1) i g 4 4
Wnt 58 3 g 40, 9 ELECTE Wt 3l 2% A7 5 S 40 0 R A,
T 48 2 B I b 9 AL 2R ) AR AE RE T, UGB L AE RB v i i g 10 ol
PR, Silva %17 F ] Wnt 58 B4 i 05 7 42 /6 42 4b B RB T 40
MO BEAN M, E— 2 UESE T Wnt 388 35 9808 X fi e 40 At A 4 ol 4 o
3.6 Wnt {5 5 1% 730 K 50 RS 0 I JEEAS A

M PR 95 AL 199 JE 9 72 (diabetic retinopathy , DR) J2 i R 9 = 22
) SR 22—, AL UL A R IO L A , L R A o B A
IO J 455 95 25 o Chen %5 BF 5% R B0, 76 DR B % 19 0L 19
i e B-catenin (7235 7K 7 W] 244 &, 3F HLE Akita 1 DB R %
TR R B R A 1 B O DR R R R S L R A
(oxygen-induced retinopathy, OIR ) J il 3 Fih 2l 497 K5 780 bt 4l W 4%
B[] 10 25 5L, D W1 25 Mt Wnt f5 558 % 76 DR b 4 T 38008 Ik
. TEZNPBLE A K B Wt {553 2% 4L 57 (& LRP5/6 1%k
3 bR A R DRk 1A L 3 R g A e B AR 1L 5
U, O Bl L BT 05 41 S 1 7 26 DR HGIA 9 Wine fF 53 % 5 5 DR
& A FUR R . Zhou 25"V R T BENRAL T 275 S R K L
T 1 OIR K SRR 8L R P Miiller 400 2 1) B-catenin FEH , % B R
F) 0 190 N A 0L 0L 95 B, 6 ¢k TR T ik 3 kR R 4
Bl A5G 2 %, JIE SE Maller 40 A 4 Wnt {5 5 38 5 19 3 75 T
DR f % 4 A1 %2 JE 58 6 T %0 . Takahashi %7 4] 38 OIR Jk LA
TR 9 B f microRNA-184 (miR-184) f) % 15 W & & 4, T
miR-184 %) Wnt {5 53 %% 2L A3 97 i 98 45 75 A, 3% 35 90 miR-184
SRR 9T Wi 2 0 0 7 A 0 b Wi S B S 3 1AL
HilZ—o #& DR &2 FA N 3l 9 8 T 0 5 /K 3 38 R i b e
KA E b AT A ] T (pigment epithelium-derived factor,
PEDF) K FF#4% 17 PEDF /K F- 1 T B 42 3k T DR A % 2 A
K g Park %Y jE— P AE ] PEDF J& Wnt i % 57 /& LRP6
£ DA 40D S0, T BELOE Wt £ 5 0E K

A VF 2O 23K L Wt {5 53 % O $85 % DR #4738
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4 INEE

L BT, Wat {5 5 % 5 38 6 b A 7] BL A4 32 44 R LA 4t
FO A AR EL AR NS R 68 S [R) 30 58 1 5 T 00 400 9 T8 40 L 7 A R
(] B9 5 M), 7 22 Pl A I TR 1) e A R A Je i A v 47 i L
fati, TARZHIGE 2R DL Wt £5 5 58 J o 8 5 03545 9
P 5 A 536 7 PRI T, O AE S R 3R AR T — 5 IR T
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