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Axintb A —H S HE AR EAALE T S A BRI, FRIEBAT . B

k. @ICAT. BRAMFIE, £V EAWIESTHFER. LYREEE UHSAPK)ETiE
. A KE T B(TGRRE 5@ S A ML BHE R THFEAR TR REAETEZNAE. s Axint)H R
BHTFAIESAT . WRERFEEZHAMNFEMA—F TH, Bifxtmiefs 5 AEREAH —
ANFe4IAIR, TUA Axin E48 £ R . Rt T 2 mI0As 5@ 3 & 694k B 5 5 Bt AR R —

%4217

Axin;

Axin 2 —FMFEFAAE T EVEANNER R, 7
WA R “fused” WIF=PI#% €. HIE, Axin
BT NIRRT EEMBRE . 8RS 2 Ff
AR T EEMA . Zeng FUE
1997 4325, 7ifE T3 cDNA, HA@ T HIER S
¥ Zeng HEMEF], 7EEEMAGET Axin SRIESH
I BT RS, T R Ik R 5 3 T3 ok ()RR Bl R TS s XX
s MATRBERERE R T Wt {5 518 B8 7V FL3h )
R A 2K ) MR T R R R OB RIS AE A
Axin 18 i 0 %38 B 0 A5 HE Ol AR T R AR
& Wt /5 5@ — DM RMHEIHEF . $TiXEA
W, a5 HINEERIR A T 8 %'e M5 2 A HHKRM
FUBIEK “fused” KRG, MATKEIHE LN Axin
(axis inhibition). BEEMFFAIEAN, BlIHRTANIEE
ZKRM, Axin ZOSHTRKBEE . WEE K.
AT BRI S AR 27 Wit
o REM . NEUR N E B #EE(SAPK)E S i#E
B, BUAEKR T B (TCGFRE S BRANKS RES
W K EEER.

1 Axin F94E 4545

HATIBF 9T AN Axin KRB A FVEE A
Axinl (8% Axin)Fl Axin2 (8% Axil. Conductin)
76 N 2IX B & G i 55 R 43 A T B a4k 16q13-3 Al
17q23-24, cDNA #8410 MFEF;5 Axin FEFE X
A LAgmAS Axin a (862 N EMR)FI Axin b (826 MME
EB)HFE AR, Axin a kb Axin b 2 H#) 36 MR
BB WAL T 28 8 A4 B F4RADEE S ) N ¥i; Axin2 %

EoE T Ee, A KR

Kl fid & 842 MR AR E A 02,

B Z 85/, ZRER B E E Axinl A
AXI2 N E A S/ H 2R 5 1855 AL 51 B0 5k
(B 1)o X285 14045 45 I g 98 ok B R 2 IR (B )
(APC), ¥R & KB#HES -3B (GSK-3B). B
H(B-catenin). DVL & H. 47 RIEHEEH
JEL AR T I e 1 (MEKK ). 1% 8K E R 1
(CKI). HEABIRRES 2A (PP2A). REEREAZ
AAH G EE F(Lrp) Al Axin B £ . Axin [¥) N 34 5 RGS
gitk, C ¥k DIX &M, ©414 515 APC &
HF DVL A4 MID 485 5 MEKK1 454,
Axin 5 APC . GSK-3B. BiEEMHMDVL EH
HI45E X RIAL T2 EE R 751 81~200. 327~413.
414~476 F1761~8430, [ T 1X4E Axin b5 [F] Y5 45
oy a4 B4 F 2 1 3 2 (HIPK2)¥. MEKKA4GK A4
YER, IEA Axin 5XE55-FR AHBERSEE T
Axin Y2 DI RERI FE AL .

2 Axin 5{55@#%

Axin 7 Wnt B . SAPK/INK if % L & TGFB
WRRPAORIE T EEAEM, &M T E A AR
WAEFER . B2 MEME T X Z4AERER,
ATLUE ) Axin fEX =3 AL Bk 5 3HAEH
SO M X - i i
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(A)

(B) ©)

B2 Axin 5855 @KEY
A: Wnt {55 : B: SAPK/INK {5 5i#%; C: TGFb {55 %K.

2.1 Axin 5 Wnt {5 S8 (E 2A)
Whnt {5 S8 o] LU 4B 385E . e &
125, MMMEKE RSB EREE, HEH
oA 41 Wt R B /E AT @ MR 1 5244 Friz-
zled i M EE D VL, BE D VL AT LA N5 GSK-
3o/ Xf B IERXEAKIBERR, Wk T BENRE
HFREAE, XHE B E A MA LI R N B IF
USRI AN S T AR R EF(TCRH& S &3
7 T L R R0,
Axin I AR HESh P Al Rt FE P RO F0 I
Fmif34M. Axin ERAETFH B EFRFEAHREXAN
Wnt 8 R FKFR RS, 454 Wnt i@

BHHIHIN T, Axin SRXLEBHRBM SN0 FRAE
ER, XL FHaF APC. GSK-3B. BIEREA.
DVL %, HFEE@ELHEY B EREAMBMRULRE
RS EAE R Wt @B IHIH F R MA A7, Axin 7]
LLE#:5 GSK-3B f1 APC & &, & —~ER A1k APC-
Axin-GSK3B MRz —, RARX=FEME &S
ATLAXY B R E AT E RO, {H Axin FIRE
(20 pmol/L) & E ik F Wnt i & HAth % 51 (35 nmol/L
B i#EME A, 100 nmol/L APC, 100 nmol/L Dsh, 50
nmol/L GSK-38)"1,

FEIEEBRT, pEFEAH GSK-3B Bk
A Wiz & - & H B (ubiquitin-proteasome) &2
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M FEAR, XM T P EXREOIEFE RN -—
ANEFARMIIE o HAE XA BEER (b )3 72 I AN 2 30
2R, A Y B IS E M GSK-3B T F
—E FERE I R A S, A X b H S
FHHE—A “IpM”, M Axin DA B EH
WSO X B T A O ER 0o, iRk
1 Axin (F1EM, GSK-3B JLikxt B S HE A A
BAAE RN Ak, BR TR GSK-3p %t B iE
WEHRAMBEBRILER- SN, Axin BT GSK-3B %t
HARR/E R, KRR 58 GSK-3B X H iKY
(RIBERRALAE FIU3. B dn, Axin A] LLINSRAK 6 GSK-
3B 1) APC 21k, APC [IRERRILEE S T4 &
HEIREMIGE ), f] BEM A S APC M4 6l
SERIRE B GSK-3 B B FR 1k 4k i 4 B A 1 0 L 4
04, Axin A B 0] B GSK-3p BRIk, {44k
SZEGAE I Axin IBERR LA LR B 5 GSK-3B #1 B i
WM aae)), (HILRER (e A E s R 1L
B e AR, BRI Axin
AT LA U 254y B AU, 11 Cong “SUOHIHF
FENWE T Axin 0] DUECA 20 FAHB L3 B
B2 4TS . Wiechens 250 & B Axin REWS AR HE
HIEAZ, XM RAT A RASZENIE T Axin 1E20 B i&
Wy PRI A ag?

2 Wt {5 55 ATAERS, Wt 0] UE T Dvl % Axin
A PRI H KA GSK-3B X Axin FIBERR 1L M T
TEAEHFEMR, K2 T Axin FIVER B ISR E A AT M
S, Hah, Bk Wat {55 LLF]
S Axin [a) I SM A, T AN S8 BT R IR ——F%
& T 40BN Axin [F7KF001,

DA, —ANHZE - EOREEEND
SHOIEE AT LA APC K SF—— Wnt {5 51
X, i Axin U BUSE SR AR ) AR #F X — it
FEeon,

M LRTFER T LA . — 7, Axin 2
LE AR AT R s HAE ) Wne 38 B0 61 R 1 () M A 5
Ty, Wt f5 5 W8 i 2 Rl A BUE B 59
Axin WIHEMERHMPIHE M. B2, XHERS LK.
2.2 Axin 5 SAPK/JNK {558 (& 2B)

1277 R FUT L P (MAPK) &2 —Fh 4 sk i
Iz AT A B A (B IR E R R R e . 7
B A 4 &{5 5, SAPK/INK 15 5K
R - AN T R SAPK/INK {5 508
BeE, Atk E R 2 AR R P (b g

e fFES BT HEUBR),, X AME S
WEFEMERPY, £ INK @, Axin L MEKKI1 /EH
%5 FJIR(MEKK 1 interacting domain, MID)'j MEKK1
AR R IR MKK4/7 SKB0E INK!?2 . Axin 45
MEKK 1 FI/EH 5202, Axin 5 MEKKI1 C i (f) %
SHIBRIEHTERE G, %15k 210~352 {2 67
F, Axin g4k 23 5K T INK s 1ERT, if
BX— Fr W 5 C 5 509~832 {7 2 5L Wt &
X —ml & Wk 2 2 E T % INK MG 1ER,
X168 Axin 43 1) MID A1 C iiii 509~832 {7 2 FE 8 1
W o AR B XF I N K B OUE DD AR R s
217~352 i 2 3L Jr oA Axin 15 MEKK 1 fEFH 2
RE AT AR, AR A, Axin @il—
NS RIR T 679~7T1DVER T- MEKK4, A
T5 MEKKI A/ER M 5075 210~338); #tZ
MEKKI 547 551 Axin FAR A4 3805 INK (16
J); T MEKK4 Z L5 H T, Axin -3 INK
BOETERIIES . - PR SEIe WHIE T Axin ] BAYE
MEKK4 /- 31 A4 F#0E INK, I AN 35 22 MEKK ()
TIAGT, ST IR, Axin i &k S 35020 M
T, AL R M RIS Axin L5 B BRI )
MEKK 1 BCCEEHEPER JUNL, 40058 505 2
JR KT 26%, X523 T MEKKI1 Fl JNK {I° Axin /15
() 40 B R 1 e A e

7 Axin 5 INKGE P& AF i F2 o 2R oK e —
T Wt %, stA AL Wat 85 b S8 ERA
GSK-3p, &5 (i Ie (casein kinase Ie, CKI-g) K H],
3] Axin X INK ()05 GSK-3B 1t 45 & L5 MID
ANFEE R A MER, CKI-e Wi 5 MEKK] 57 4 45
AL AT RIEER; 5 Wt B2V 4Gk B, B
HEME A AT LS Axin-MEKK 1 JEAE AN 52009 Axin /)
FHI SAPK/INK G 2% (¥05; Axin 712 Wnt i 2% F1INK
W R DEMERIEE AR, X168
Axin B85 5 3 " HR——FT 94T ) 805 INK I8 2% (1) =)
IS RAT T Wot @B P BERE CIGE )P, X
W ERAEIX N i Axin 525 FA MR GHE D
7t Wnt FI INK 3@ 2 H 18 Dhig 2 iy, vTBlst “38
SIS, HESEEFRMHAEIXSLIUE Wit i
%5 INK BB HE X AT KUK —f, EEENa
b T
2.3 Axin 5 TGFB £ Si#&%(E 20)

Axin [ T 7 Wnt F1 SAPK/INK 15 5 il i% R 1%
TERSh, A5 — & EE MG 5&E——TGFB
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Hrp P A (. 5HAT Wot BB PR R “42iB”
YERIANIH, Axin 7¢ TGFB il & il (e 8k4E . TGFB
HE I R A — 2 2 ThRe 8 U, e AT I/E 40 Mg
B s TR TETOE 2 R RS B R AEAE
Fl2er, 71 it 2 it #E P TGRB g £ — & 1EH -
{EBOIRA N, TGFP 524 n] LARERR b TGFP 3L
N 2K 1 Smad?”, EER1L I Smad3 WIEE A A% P9I
ALK ) ok . WKW, 15 Axin 4546 (1) Smad3
AT LU & (M ORI 1) TGFB SZARBEER 1L, 1T 4%
R LI Smad3 W5 Axin 20 548 MGk
TGFB 24474, Axin 5 Smad3 FIHH E1EH
Y Sk /b, Xt & B Smad3 7E AR #E LA T 5 Axin
SEL, WA BRI, X S EE % S Smad3 I
Axin LR SRS TGRB 24/, #d ik E )
i 12 TGFP 2 A& Fll Axin, Axin W #3X —i& 4k i B2 56
NG, U s ABE B T Axin FIA7ERS 3 T
TGFP [ 5 sk if ke,

W hiss N E 22—, TGFP A LAE i 1] Wat
W BIEMRE S S, HiE TGFB 15— RN
%1 Smad4 H11] L5 B %34 (1R TCF/LEF & & 1fi
Jnas Wat £ 712, Smad4 5 B EH 1A TCF/LEF
(AR LA RIS 0 7 AT Wt 38 #% R TGFP i % 14
P25 0 28 A UL, fH m) PR B2 % AR IS AN 1 Tkt

3 Axin 5K FER
3.1 Axin {EAHNEEE

RZAUHBEE T Axin /F R SE R O SERE . &
o, AE RSB BE FR) Axin £ Wt 38 i i APCY/
GSK-3B/CKlo i 5 & A1 4k Lt S i /e i
THRE ] B E AN PR T RO EHR; I
W, RSB RIL T Axin JERIZEAE, T (A
JoE A0 M b 5 TN AE L) Axin IS5 808 40 B pE T 65132,
A, Axin o] LUR AT R SN i3 2L 4 ps3 74
BEER AL, BEMIHE e T L p53 FRHE SR M AN 40 B 0
TOW B, (C R RIE Axin (K% I (K] Sh 4 i A A s
W R I i KT PR 40 i T
3.2 Axin 5M/RRGEF

Ri] 71K 7K 1 BRJ95 (Alzheiner’s disease, AD) & —Ff LA
RGP RF LR ICAZ 0B I FN D RERE RS LA AT I 7
HRFIE (AR 2B AT MR . AD RO A 1L By
AIE A2 Foi 22 40 i 2 HE I B Ve AR FE R (A B) SR AR T LI
PHEEBE, LLR AP P9I M DG 2R A tau 578 R AR
TERFH R ETHE gL . 158 A tau 2B IR Th g 3 2

RILAEW T (D)SEEHERME; 2)5 CEK
IS 4 e fRE AR . 70 AD B4, tau #E R
o EBERRALDY . GSK-3 AL M LT e g 25 tau 1%
PRI TERR I 2 —0Y, #¢ GSK-3 BRI tau 455
FASEOE RE ) R FEPS, T Axin BT LA ) Y
GSK-3 Xt tau IBFRILY . IXEKA Axin 0] il it
Xof tau B B A () R 1T BE I A6 AD AR s B R v i
—EEHM .
3.3 Axin SR

Axin 7] LL 5 LRP5%¢, DCAP®!, GSK-3B 44
fro X, LRPS 7 NJERAE I M B O ks R
J93 (IDDM) ¥ fi% 12 3 PR TR f 38411, DCAP e 3t ik
By R AR R I 01, B TR ee,
GSK-3pB W2 % 6% - B IR A8 B i, 5
B B G TR, XA R T AxinZ Y
TR AR B 5 TR A W AMUEW T X -
WA, IR Axin 2 LRI KRR, BAa
Bl T o0 i RS U5 0 KORHEIR ;. &FXT Axin BERIEAT
RNA T, S2 4 of i fl 52 W2 1 2157, Axin
LERE ARG b i 4 D el e vl L — B

4 NES

BEEWFFTIIAN, Axin i “pilimi H” — 5
THACA T B R B B s 10 55— J7 1D, SR ENLL Pk
A NARTESREL . Axin /T Wt 38 % P 1)/ AR XS W
i, {HAE BEH— S, HAR W A R
7 Wit 8 B AH 4L Axin (R SR &0 7E FH B
K XA EWE Axin & — DR T IRIEE T
falg? % Axin 7 SAPK/INK Fl TGFp 15 5 1 4%+ )
VERWFFUIER D X Axin 712 4 40 (5 5 4 STl it
eI AV U BE R R 2 /D —— L D i 1 R K 23 A
EREAEIMES, RTETREZEBEELLZN
F2: Axin 2 HEZ 5 3 HAWE Sk, &f,
Axin 7EA0 Mo A6 A5 . VAT LK 2 B A B B
AR T VR A R IR A S .
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Progress in Axin

Hong-Ping Zheng, Li-Hong Xu*
(Department of Biochemistry and Molecular Biology, Medical School of Zhejiang University, Hangzhou 310031, China)

Abstract As a multifunctional scaffold protein, Axin participates in many kinds of physiological and
pathological processes, including embryo development, carcinogenesis, cell apoptosis and glycogen metabolism
etc., and plays important roles at least in Wnt signaling pathway, SAPK signaling pathway, TGFf signaling pathway
and insulin signaling pathway. The investigation of Axin will be help to figure out the important biological problems
such as embryo development and carcinogenesis, and provide new insights into the signaling transduction and its
regulatory net. This review is to focus on recent developments of the effects of Axin on diseases, metabolism and
especially on cell signaling transduction pathway.
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