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HE REHREPVARIEERFEAOCLDERFRNEZNRET Wt 7 @B EREL M ARLTE 2 LH
ERGIET AMANBTRGAREN. BiaEs L EEE T, 2AMEZ L WntlE THE. LM
EREAEERNE. A ERE. SHERMERERSEAE, BT Z28MEL EWntE T8 %

xf RE B & F AR AR

RBEIR  Wnatfs 5 &, 84, 1R R A

BE A R KT B3R v, MR H 23 By — A TS
i R AEEREAMA T, BER SR NIZ K T RE R H AL, E
JRAE AR JiE i L2 e (LA RS ).
Jig AR R 22 TV BB B 3R 2 4k, 2 S B HE 1R IR
T~ O MBS E N B 22 O RO, Tl I
i i AE AR R B H B A o2 3 BO8E B 2 20 I v
JELEA, T e Mg 10 A L F 234 . S BE AN A R 3R B A5 T
DN E B AR FORE A 18 Wt {5 5 38 B U 4% i 1y 4
Tk A R i

1 RHHRANS

JI B 2L 2 52T A AT R I A AL, i A N A
I g B 7 R R4 B AE AL IR L A
R, B AR CUlE T 4121 IR U 40 A AL
K R R B, R B A T A BB XK. A
I F SRS . AR FRARAS TE AL I, i 2 (Al i BL =
ot H-uih TR U A2 AE A B i A v 7 2 IR AR e

R, X LI 77 I8 7 2= DARE 197 R A0 H b 78 2R
TERRRE R B R, AE I B e g R R == A
I B 98 i RN R 5 T 52 1. KR €0 IR A 4R R A U iR
MM, A 2 a5, &H KRENERAE, 85
T AME. BUE s ERRE T, 5o HN
BT IS e B, A i T 4L 2R 6 S AR R RE e & B
SR, e W7 U5 A o s g B AR F, a4y
R SR F, WE 2 (leptin) A1 g B5 2% (adiponectin),
T A 2 2 AR

JUE J 248 >R T 22 i ) 78 )53 48 i (mesenchymal
stem cells, MSC). i Il 1 B #2 WA A B 2 B L.
B BRItk E, 2 5eT40 M 740 B W BT AR 4
i, 4 i B 2k 25 1) At 4 B 2R A A0 A I e RS
B B, B2 At B, A 107 AT 4 4 6 528 0 8 30 L Rl
JIE 7 2 L A R A T RIS S A R TR
Sy B MUBR . Sy s R T A0 A 5 B 1 RS, 7R R
TE R R, A7 —Se ke R R 7 OR¥E T AR, B
C/EBPo/B/y~ I 28 A0 W Bl A G JE WU 32 445 (peroxisome
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proliferator-activated receptor y, PPARY) %5 5% 3 K F K
BET, KLF SR M £ A Al R KLF3/438 38 #% C/EBP-BF
FR S (e A 4 T MK LF AR 5, WKLFS/6/15
R (R 5 BT AR GH A2 A0 R T RED -1, KR i i
SR R 2 FoxC2, Prdm16, PGC-1a/B, UCP-1
5 5 [R] FR) S A 2 ik 012,

2 Watf§ 5@ BN A

Wit [ 2 — F BB WE 5 70T, 70 4% 20 f 3
B by R R R EME D, Wathi B A H
350 aa, H BUTE S S MHES Y 2R I194 WntHE H 5K
R F A0 A 5 5 R B 2% B AN [F), WntfE =@ 2% v] A
NG ML 5 18 B (Wnt/B-catenin) FT JE & L K {5 5
I8 7% (Wnt/Ca*, Wnt/INK, Wnt/PCP) (& 1).

7E 2 MWt {5 5 8@ B 7, 40 5 85 H p-catenin &
P 7 B EAE DY, E S Wit 5 A RIS, 4h
J 53 H (1) B-catenin 55 [ 4% HH APC, Axin f1GSK3B4H ik
IR AR, 758 Wnt B (BB SR8, Wit 5 52 f4
Frizzled. % Bh32 K Lrp5/645 & J5 51 15 5 Pk I M,
{fAPC, Axin, GSK3BE & WIfi1A, B-catenini 1 /£ 41l
A B, SR 5, B-catenin 5 TCF/LEF 5 i (1) #% 5 K 1
Sh G N, WOE N R A . R RS LN
Wntf5 5 il 5 4, Wnt/JNKAS 58 %, 3 258 13 Frizzled
BURorSZ 14, G INKSE 2 [ BN, B IR b c-Junf s ]
T, WO T RS, Wit/Ca? ™5 Sl % 2 5 5o 510
JWE R )75 15 234k, 4% Wnt/B-catenin{a 5 3@ #5101,
IR B DA B b 7 18] 78 o 6 4 117). Wnt/PCPAE 5 i B 7E
U (Drosophila melanogaster) P 12~ TH 3= J 41 o #%
PERITE . RERSE A HES L W 3L 3h 47 B g i 48 &1
B Thfe LA S 2 030 32 vty A K 218200,

3 WntfE 538 5 I e 0B R H I AR
l—‘z

PR A2 TT R0 PR3 1 E B TN e WS 3 Y Wnt
5 I R B PR R R BB IR A, R R ILWNTSB
[JSNPs 55 11 B4 R 975 ¥ 3 AH G 2122 WNTSB#E N A
= NAEL R WntE A, b5, KB TCFTL2 3 K 47
AR S R T R FR 7 (1 RV [ 2 — (237251, TCFL2,
MY TCF4, /&4 52 e Wntf5 5 38 1R 0 R E E AL
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5t [RI, 78 5 MERE R NBE b, WS B WNT10B%:
A1 C256Y AR X AN RAF B T 4 M Wntf5 518
B NE 1, $E 7R T 4 o WntfS 538 B 6T i T R B AR
WHIAE . 7R3 BERE B G b, LW SR B SFRP 1L A
1E i Wi 43 R IE KT (1) L FH27), SFRP1Z WntfE 5
I B () 1 B . SFRPSER [ /2 55 — Fl Wt {5 5 1 %
(A 2 1, 72T 7 3 o R Rk K B, TERE
NTEE 1) I 7 2HL 23 AR S I 5 N B i 128), SFRPS 2R
1 B8 S5 B U 5 A2 HE 7 28 23 73 W6 1 — b B BT A I T
TE BN P A5 AL i R AE RCH 1) 0 4 P R i 5 ) AR R
R BORE RO 540, N A I a4 40 i 23 4% 1) Wnt
A IS PUTIDKK B8 12 33 15 5 % B B0 N 5 A= B
44 J5 DKK1HImRNA M DKK1 2 ([ ) &k & BT, 4k
Ja AN B, FFAE R AR W 40 AR iR A D B AR
R RE PR A A M I RORE, IX 5 LR To A 35 3
3 A0HT 0 g 7 T A A B A 0% 7R BE DR AR N
DKK 1 i #5 BOIR 7 TE B i 57 B 1. 3 2l RO 5% o,
Wntf5 5l B S 5 RN K 8§ 50D .

4 Watfg S IFERG S EF

TE B 4K 1) 22 AN 240 886 A, MSC RE 43 4k B IS 97 4
B R dr . LA GE B S A0 i i R & M WntfE
5 3 % 2R AL PR R R M R A, T 0 7 R T 4
A2 TE Fabp4-Wnt10b % 3 K /N B3, (Mus musculus)
o RE R R DT R N, R DY FEST2 R i 4
Ji 2 rp ik A W 1065 K], BE AR 3E B S 1T 40 1 B
U 4 A B4 EAR AP RE TR 264, Wnt3a sk (1 gl
HIMSC G 238 40P, #E LiICHE 835 352 [ 441 K, il
Jii B-catenin &% 4 5 5E 4, MSC I il fig 71k B 7152 30
il 5 INF RCRE 4 645 2 T SR, MSCAE it 2k B-catenin
AT UG 24 B8 )3 5%, 75 Wnt3aBLLiCl /)
YEF T, PPARYFIC/EBPoff AH FLIEAE F 52 21 1 4],
TE B-cateninANFIA B, P03 IO AH L Bs /E 35 (D).
CHIR99021 /2 GSK3B 1) — AN Bk 41 il 741, & R A e g
J5 HH i 5 1Y) B-catenin B [, S Wntf5 538 i 1 A5
Az 1360,

TERE T 43 ik R v, — R 51 P PR (1 22 e Wnt 2 [
FIE 7K, WWnt10b, Wnt10a, Wnt625(152)B34. |
Wnt10b /1 F 12 H Wt 5 5 8 #% /2 3@ 1 01 | C/EBPa
FIPPARy B [RIZR 1K, 41 J5 i A 1A 200 Jf 4 355 A 43 A AR
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obesity and diabetes

Wntf5 58 ¥R AR BT H R 4 b 5 55 B (R 48 hR% )
T HIERIEAF B S T . 24 8 Wnt/B-cateninfs 5 8 %, L0Wnt10b, #1141 i i

AN R 74 5 . 2t WntSa ZR (I A 0 400 234K, T WntSb & ENM&HEWNE@&M& JiE 5 2 34 2% 30 WntSa 2 1 RUUIE I 2%

AT 1M 4 95 R 9 R S T 4

AP 3@ FABP4 )3 8§ 335 Wit 10b 3 R 1) % B 5] /)y
BRIE IEH R MR FM T R b 44,
[ ) 0 v PR AR B 75 3 IO B JRE Y], EABP4-Wnt10b%%
FE R/ BRRE AR KRR E 140 1l ob/ob N JPE /I B3I 1k 238
ISR 5. MR, R R IE Axin R [ EUE PR TS
[ TCFA 85 [ £ FH T HE 7 5 4440 i 1 Wnt {5 -5 38 12,
T ASE A7 4 B2 > g 7 400 L. 76 i 077 4 v o

P PR STrpS &R 1 U AT e i i A 4120 1

WHEE 241 1 9 A0 JOAE e I

FIE Wil 0b 2= [T €15 7 40 i % B2 Wt {5 5
18 88 I 0 PGCla, BT T Ucp-1113R 3% 78 LA
KRR W 4R T, FH Ucp-1)8 315 380% Wit 10b, 235134
i€ I B 40 B 1 3 €2 T O 4l B B A% . 5 Ak, Wnel 0a Sk
IR 223K 7P Ji 5 2R A2 AR TR S 1-4 it s /) B A €8 g iy 2L
U BT, IX N R A R I 2 2R R A SR04,

BRI, AT & Wnt10a t 10 1) KR 4 18 7 20 2150 4. Wntf5
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538 #% 7] DL 5 PPARy K AH BLAE ., 1 428 iR 1D 48 A
A2 AR G e, Watl #8368 1 R UIGF- IRUIGE-1]
FEIK, AR 7 40 A S T R T,

— R PR -t 4 B R 45238 5 52 e Wnt {5 5 38 2%
B T, 1845 16 W7 04 S #E . C/EBPBSE 1755 T i 4 i
AL B IR, C/EBPRIEIR RS R, AN T g
i T i, I 4 FF 7 Wnt/p-cateninfs 530 B 1015 PEA). 41
S, 1 F ik C/EBPB2 K B2 4 Wntf= 5@ . C/EBPP
I S Watl0b )5 31 IXIRES &, ] Wne 1 0b 1 ¥
3K. Dactl (Dapperl/Frodo 1) {E N — i 7 117 44 41 ffa 2
(Kl 2 55 18 2 g W7 T B 1401, 78 g W5 8 )it 72 R, Dactl
KiL&E . MR Dact] VA5, 48 30 Wntf5 5 8 B BOE
S SUIE I Bk /D . Dact 13 32 158 ) Sfips R 15 T &,
Wt ¢ 8 F Rk PR, TR 2E A5 17 2E 1. Dactl 5
28 JoWnt {5 58 B P R 2k LA RS FRAR S AR AL,
NEAA PN R 07 T st i 24 B A, DA R R B P A
WAL EREIE R RS . R8T 4% 8 E Chibby 2RI, g 157
BRI, ' bR LA A B-catenind | K F, 3¢ 5+ 13
5 LEF/TCF & A 45 &, il B-catenin 5 & 4 1) % 5 0
P, AT A2 2E AR 17 40 i 2 A7) 2H 25 FTH3K27 HE A%
¥ EEEZh2, 456 — R A E M WntEE K, WiWntl, Wnto,
WntlOa, Wntl0b )5 5l X 35k, 001 1 Lo 5L R ) 2, A
T A2 33 i 7 200 A 1981,

i FE KA 2 i 07 4B M AR 05 T A R B B R 2
—, "B HBE R 5 &R %2 MR (glucocorticoid reccptor, GR)
A5, @ EAxin27KF, 0 £ B Wnt{5 5@ %, A
T AR g J 200 B 23 A6 49), TGF B 38 1 Wnt {5 53 7% 1
fife P J0 240 J 4 5 6 DR R A DY), TGFB1 S Wnt3a 2 {2
HEp-cateninfl B, {2 7 AKT LL K p44/42 MAPK B B2 1k
P Fh 0SB 2S5 RIS N 4%, % B SRS s
JIg i &40 Pt Py 23 A6 5 T RE . Wnt /5 5 38 % 76 A1 5 B v oL
B K KK (glucagon-likepeptide-1, GLP-1)52 10 fii [ 21 it
AL FE RO FE T AR Y. GLP-142 3 i i 40 it 4y
RN NE AR 2. 7E R 07 40 M o Ak #2 o, Wned 3Rk
i, I EAEGLP-1[1/E H] Nt — 25 1. /EGLP-1#I1F
T, B-catenin = 37 5& 47 [0] 21 40 fg BT JBE.  HH )k, GLP-1
I 3 75 Wntd/B-catenin{F 5 B A2 13 i 7 T K.

— e microRNA 8 7] LU it 28 i Wnt {5 5 18 2% 1
5 18 5 A . microRNA & — 285 Fr B #1(22~24 nt)JE
i IO RNA, B A4 HilmRNA F A8 € M DR f i, i 2
sk Ja KA I 2 AR R ThRe. i ZE RS 4 i, 4%
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E| 7 18 miRNA W] G 18 i H01 Wntf5 538 B2 3t i 17
k. 5 FEE, H29FmiRNAJE i #5E Wat {5 5 38
P01 AR 7 A2 2. miR-8 A& —/MASF FImiRNA, ‘& il
o B ) Ws S TR, R Wt B ) 4, i 330 M s 41 Pl
SRS Clock 2 [ it BL#2 12 Wt {5 5 3 S8 g AH 5%
253 IR, A2 2 A 10 T A 440 AR %) 40 B ) Bt R, 4
i1l Fig 5 2 1 R B -5 40 43 AL R,

5 BRI WntfE 538 B i 5 A & B2

R4 B WntE 1 LA Wnt5afIWnt5b oy LA (E ).
WatSaimi 5 /I BEBE 24 H, 18 7 4 23 4 08 15 m, B 8
EE RS N %, WntSa ] gl i Ror2/Frizzled 52 4, ¥
i CAMK II -TAK 1-TAB2I# i, {8 PPARy 2%, M T 411
il A 17 4 i 43 A0 55 7 & 142, 3T3-L1 I s iy 44
Y1 P 2 PO S RNAV 6 WneSa, Wntd 2 36K R IK, &
SE 2% I 10 40 B 43 AL, 3X 2 7 Wntd/WntSa v] PLAE i2E JIg iy
S 7161581, WntSb AL F- e 412 i3 AR 7 40 i 71k 7
NBE I SRR M R I, WheShIETR 7 5 5 11 B
PRI A A SRR, ZE3T3-L1 g W B A4 40 i 24 v i 2k
WntSb, Il GE 411 %1 Wnt/p-catenin {5 53l 4% i 3% PE, fE 3t
JIg 177 440 73 A4, 157581,

6  Wntf5 5@ 5 5 P EL R AR5 R
iE S

JIESJHE A A4 8 1 17 2L 23 ) 1 4 % e 2, [ Wk 4
i FR) IR, 3R T 51 R K PR TR e . i 7 2HL 23 25 4y ik
— L WntAH 5 IR G BT 4 4k, 38 22 43 WA VE £ Wt
AT ¥~ {12 2 BA 1) 28 0 S 82, 5 W) e 20 0 R) A 1 1
(¥12). Sfrp542 5 Wntf5 5 18 #% AH 5 1 470 28 5 g 197 A
T, FEREBEFD — 2B R 3 5 8 v LR A 2 B i i
TR % 1K) Sfirp 5wk 5k /)N BRI L 71 B ) 260 B T 32 AN R
ARG WA, 2N BRI R DT AL U R T s I B
W 2 . 7 AR PR /D SRS 2R o J st iR 3 5 5 N SfrpS el 3
A R 52 AN BRI AR 07 AR V. SfpS ANV fE
V] 98 9 B SE, 340 R 00 i) i 2EL 2R3 1) b A AR 5 9.
18 G 5 4 M H, 52 BIPGC 1 ol 2R A4 5 55 [R] -1 R 5 i,
SfrpS R 2 14 i 2 br 4 v M, AT R T SRR DL &
HWntfE 5 85 F Wnt3ath BB 1 26 KL 44 2E i, S8 A T
P A S L), Wnt3a 2 d I i 1 2 R B T IRS 1) 3%
%, WOS S RESIE . ES E (insulin) R,
Foxo % 3% 8 [ 4 PI3/AKt R A, M i 5 8 44 e 344 7,
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et AR i AR Y. i Foxo m A5 TCF & [ 38 4+ 1t 45 &
B-catenin, Il Wnt{5 5 38 B (1175 P, AT $0 6) BiB
YA o Ak, (2R AR 07 40 o A0, e R e s e
Foxotj B-catenin ) 45 &, 1 [n] i 4% Wnt{5 5@ i, W
A G 7 5 0 AR 63,

=AW 431 ) B A WintSa, 76 AERE A BERob/ob
JIEL e /0N BRFFD P U A o7 R ) R0 KT R B IO, 7
ob/obIEBE/IN B A B Bk Wt Sa B K], T LAY 2% /N B FAD R
By 2L, Wolb i D7 212 9RE . A e, WntSaft: i 52 48
b Ik, AT AR 3E AR 7 412U 980 S V. 18 A
JIE Bk 2% HAE # T Wnt/Ca? fl Wit/ INKAS 5 18 %, %
PRI RS Watlit 4, Frizzled F1Lrp5/6 52 /A {1 FIA0], X
PR 2% A5 5 10 I 1T RE A 5 ER IS R RGN B 3R IfUE B R 1

NE T A e g5 484k . IRYE TR IR R A = APt R 1A
K. LEETF, RN 27 W I WntSaill i INKAF =i
PR AT I G D7 98 0 S L, A2 15 5 R I 2 HR AN TT 2L B R
Ta P IR AT -

2 Wntf5 5 8 2 5 1 K & 5, RN
RCA DT TR 2 & E RS R AR B 40 I AE H, 78
SEIH AR RRMAEH BB S K, B aRE
2 BN A5 B, Wi Wat{F S5 d g, xR Bk
BB = AEEH. £ LIREF T, K2 B R R
[ 18 i 2 B Wnt/B-catenin 5 5 18 B 52 1A i 5 & B AR,
Wnt/Ca? FIWnt/PCPA 5 1 2% 6} i 17 & 1 A9 1) 4%
YEREA Rt 7. o Lkt s H BN KRB &K
YR IT A TRGT R B A AH OG5, 38 75 EEIR NI 9K
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Wt signaling regulates adipose tissue formation and metabolism

CAO YiWei & GUO XiZhi
Key Laboratory for the Genetics of Developmental and Neuropsychiatric Disorders, Ministry of Education, Bio-X

Institutes, Shanghai Jiao Tong University, Shanghai 200240, China

Obesity is one of the main risk factors for type II diabetes and cardiovascular diseases, while Wnt signaling is one of the
important signaling pathways implicated in multiple cellular differentiation and developmental processes. Here, we first
describe adipose tissue formation, regulators for adipogenic differentiation, and the canonical and non-canonical Wnt
signaling pathways. We then review the impact of Wnt signaling on adipose tissue formation as well as mitochondrial
metabolism and inflammation, which are involved in obesity and diabetes development.
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