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MUiE e A0 14 B A . CAM KREUT M EBER VBRI R EHRE R
KGRI 3T CD44, BEAEFL IR R 7 3% 0 B A A Wy o o 1 vp R 4%
HEBER.
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(integrin-linked kinase, ILK)/Akt, GSK-38/Snail i 12 31 ] E-45 %5 £ (1) %
ik BEAR E-SS R R A = r 0 MR A R BT &G B 0 S R avBl.avB3 Fl B4
I IS 52 AR S Z R I 8 (receptor tyrosine kinase, RTK)™ VFl Sre Z ik
fiff (Src-family kinase, SFK)"iES VE-453 % (5 E-55% %) /- EHN K E S
TR BEFR AL , T B AR VE-85 25 2 (3 E-45 26 2) 40 7 19 96 41 i 18] 19 [] )T 26
BT {0 955 200 B DN D B2 W 7 T o s AT A LR e e RS 1 e AR e it 1 T e . 9
A AE AN R Z KA A R 55 RGD g5 A ECM B 4 A0 3% 56 KG 14 75
H (vitronectin, VN) | £ # % & H (fibronectin, FN) | JZ 4 i% & H (laminin,
LN) AT BY e i S e 45 A R VR gl g 5 ECM AL, 56— 4ifigE .
2 B A B 2 iR RV R RS ) 0 A . A BT RS O A R SR 1) L 4 M S A
MIAb L E SRS R . fEX Dt b B A R AT A B 2R S 20
SNEER I R A shR A 51 Ty, BES R B1.B3.B4 Fl ovB5 T SH2 #57lY
#F H (SH-2-containing protein, SHC) 5§ %l & B I i (focal adhesion kinase,
FAK) 3G Ras/ M /M5 5 V8 7 0 B (extracellular signal-regulated kinase,
ERK)/# 2 Ji # & £ H ¥ ¥ ( mitogen-activated protein kinase,
MAPK)Y *, 3l i FAK # % /v GTP [ Racl #1 Cded2™ "7, 4R J5 ¥ & 1
ERK/MAPK FI/Iy GTP g i i i 1% 16 40 Ml B 24 85 3R 5 4 i iz 3. ERK/
MAPK B #2 1t - 3 7 WL Bk 8 1 8% 8% ¥ B (myosin light chain kinase,
MLCKD) .75 T IUBK E 27 4 A9 Wi 4 o DT fie 1 20 i 19 3 76 s Racl A1 Cde4 2 18
I NG MR L EE-3 1 8% (phosphatidyl inositol-3 kinase, PI3K)E S & 1H5 3
iR 2 L R G . 5 =, ECM AU R i A EE 9. B 5 K o3B1. o5B1. B3,
avp5 i FAK #7% ERK F1 PI3K {5 5 38 i, {2 oF 5 I 4 & & [ #-2
(matrix metalloproteinases, MMP-2)M? 13 F1 MMP-9M* 1 i) 28 3k 116 1k
e 45 2 N ELAIE E LI 988 40 43 W MIMP, 38 7T DL MMP 5 ECM B 45, 11
fifi MMP 5w 40 H b1, 38 52 MMP R ECM A5 o0 7L AR Je 20 M 1) 1 7% 42 11k
Al SV, e IS AR . TR RN i T A N RS Y A% A AR R R A o 48
N 7 41 ifg A= K Rl F (vascular endothelial growth factor, VEGEF) B4 Al £ 4
A K T (basie fibroblast growth factor, bFGF) %84 S Mk & 14 A4
B . 3K 4 PR )RR L 0 A AR R P PN R 4t 1 g S % 2 BE P B R I AR
HET R E DA 8 M4 K (alfl.a2B1.al3Bl.abBl.abBf4. o581, avB3, avp5)
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FERL 2R (cadherin) & —28 Ca® MO PE I B5 0S8 11 o b I A0 3k | i 162 1X
PP 8 = A 2R . R A 2 3R T A 5 R R M AR A S 8 B IR] R A, H A
WITEM N B 1 pl20ctn M2 5 Tl 5 & AR (0FF a-catenin.B- catenin,
Y-catenin &) 45505 5 AL 2k 25 WL Sh 25 11 40 B 42 L A S 40 ] 0% BE R, 04
Z NGBPIRAF ST MRS 2B, SERNEXBENARE, 2
AE KRB 30 2, Hh EFEER M NS R 5 MR N LR N EY,
F e FRIC EARRE R B9 RIN T I AE BLARICY) NS R R MK FRE B
8] Fi 5% 2% Cepithelial-mesenchymal transition, EMT) i) & B4R 1E Z —, & b
B 20 AR M 25 0% R 400 s 2 AN T RS BE ) B iR 10 43 R
2.1 E-#FE

E-F526 2 2 5 1 B2 40 M 18] 285 BFF A8 Ca® ™ 181 B4 5 b 25 1 HL it o1 Jak
T 2 O e BR AR 11 45 R B 5 AR I A N B E-AS R FOP AR R R AK, I 38 A i 2R
pl20ctn.B M - iEH R HISE LT REGSIE N EFHRERRE G
(E-cad/cat) s NS T 240 M 2 BT . 38 B 422 5% 18] 2 b = 5 40 i N AR 5 15 =
E-5 % 2K 1 205 s D e S 0 32 P 5 1T 9 19 . — 5 181 5% Sk T Snail \ Slug , SIPI
(Smad-interacting protein 1) ZEB1% deltaEF1PV4E 5 E45 %5 K B 3 T
X E-box #E#EHIF A5G M E-SRE R M KL 57 —J7 i RTKs Wik A KK
F 34K (epidermal growth factor receptor, EGFR) B XA KE T 1 32
{& (Insulin-like growth factor 1 receptor, IGF-1R) .c-Met iS5 E-55%5 &
HIEWR R BRI, i E-cad/cat ff {4, i 40 Mo 55 B A5 546 S K A E AL
E-SSF R RIIIERH FE AL TS 5B S, 5 —. 4
FHE . E-E53E 2R A9 SIS B IR A T 09 4 i 20 BT . o g 20 I 2 2 DR & I o I
7% s TR LR IR I N RS . 56— E-A5 3 2% 04 i 2% 52 i) v g3 400 1 52 % AH OC I 15
Sl . ERZEVEFLM I T EAS R R R IA T R B R I, B-iE A R N E-cad/
cat RN MAEAE ML B AUR , RER B —E /e AN, 55 A+
T AR K/ R ES AL 58 K] F-1 (T-cell factor/lymphocyte enhancer factor,
TCF/LEF) 45 & 8036 F 3L N c-myc. £F 4 3% 4 & 11 (fibronectin, FN)
CD44 MMP-7 % 5%, 2 5L IR % . 5346, E-cad/cat 1 i 118
B p120ctn. JEE p120ctn BYRIEMH] RhoA, % Racl Al Cdc42., fie #E 3
WA NIEs . 25 EMT # 2/,
2.2 N-45H#%
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1A, A T T T A4 e -5 35 5 A4 o R i P R ) G R L AR R A i S ECML &
BB S 5 MR R = ), 88 L ZUIR A0 A 2w Y N-E5 % R
S FGE-1 255 FGER R , i HAE 2L B 9 40 M 5% T A8 KAk IF A
4 N+ FGF-2 W /F H F B il FGFR & & & % 1% F i w5 15 8§ C
(phospholipase C, PLC)-v.PI3K 1 MAPK {5 5i# % . PLC-y #1 PI3K &%
I PRI P L RS 40 B 58 S AT A2, 1 MAPK 5 53 2% 1< 412 2 85 40 i 43 b
MMP9 & 5 Z i fm e fe e =0,

2 UL REZE 52 0 L R B A5 26 & 1 11 (Cadherin-11) REAE 7 FL B 95 40 JE 19
H R IR S . FLIRE AN MDA-MB-231 5 F & £ 1k Cadherin-
11 /) MC3T3-E1 B8 40 M I 5% 5% , A& B L 9 40 43 0 1 FEHR: 5% 1 08 38 A 5%
7 H (parathyroid hormone-related protein s PTH-rP)#4/ii,Cadherin-11 38 35
A5 LR 98 A0 A5 ) o 200 il A B T) 0 28 AR L B g e e A R
IR0,

3 hCGEEZE

PEPEER (selectin) SR Ca™" 1Y 85 BEOWE 88 11, 38 1o H M /1 Bl i) B8 45 R 451
S5 O Y PR BCAR 45 & A S A R R Y S B G . e B R . P-
PR B R S L8, 70 A0 T I/ L N K 20 Bl R i B e . 1B 4%
EIEARE 250, 0 E-e B R W ECIR E-3E 48 Z B -1 (ESL-1) .CD44 , P-3E 4%
F WL P-2E £F R B 8 (A IR (PSGL-1) . CD24 | B R 11 &0 5 ) B
(chondroitin sulfate glycosaminoglycans, CS GAG) , L-1% £ 2% FY i {4 B 5L 1k 4K
T A0 M 266 B 20 11 (GLyCAMD | Ja] Btk B2 45 M hik 38 (PNAD 25 {H I % 12 1k
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) = I 5 2R I AR R 0 1 de /N L AR R . X S AR O AN R IR TE 4 il AR
A o 76 A9 240 i 2% 1D 6 SR AT AT 1S
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1 YR I 45 R A R 2B RN I AT 576 7 B TR B BR YT . Narita Z5PU R 58 & PUFL IR 8
210 6 38 3= ) 3R U 5 4 L 40 A A T TR (I TR L 35 5 P B A -k
ZHF A, NTTR AR E A ECR sLe (x/a) 5 H F 97 69 25 B T 0% N 2
S M . 2 5 7L AR 0 2 0 R VR T Ak G P B AT 0 I B9 AR R F HB-EGF
(heparin-binding EGF-like growth factor) &% 0, F & K E M0+
M EIVEFE R R B M AMHR . 55— R0 5L I8 40 i 5 0k 248 Y
Bz Z RN ZE B . N R PR FLIR IR 25 1= A0k A5 1 O A B 98 B ATl A R
LR 4 R MARY-X ) SCID /N BB AR I8 A Y L 2 I 9% 1 L B o o A v 1)
FEA MR IE sLe (x/a) WIS, DRI 820 7 9 400 i ] %) i /b HE R 0 L R T
E-45 25 2 [ SRR A 1, DA T4 145 98 200 D TR %) [0 0 285 B 3970+ 9 400 i 51l
N FE A B R T - 5 0 2 I L T B A0 B TE U B A DN I AR A R R
BB REN MM E MR MRS S, P BERNAN SIER T S
(14 M/ T 5 0 B v ) LR g A TR 2 A T R NIRRT BN A S L Y
B 20 M 85 B 455 B8 A S Ab 48 B I R L 2R IS BE T G AR k5 I/ A SR AR A
52 210 IR B TR 3 R e e 200 M 0k B G0 BE WA AL L A R A I A M B 3 R L B R Ak
.

HAl X FHER N RABISEEBE NG S SV R RER . Gout
FEDUREIE & E- 8 2 T DL 25 W N HT-29 I A ST 52 7K-3. )
T U803 986 20 9 9 B9 p38MAPK Hil ERK, 42 ik i 983 40 L %5 N 2 iT % . Reyes
SEUSURAMIFSY & B0 P-1E £ 23 3 p38MAPK Ml PI3K 155 & & R s A\ 45
79 A 2 Colo320 R AN HE A 2 obB1 . S BUAH M LA 2T 3% 55 1y 255 5T 14 285 FH
TR HAE J7 3058 . 76 FLIR I 6 B8 b 2 5 A7 76 40 R A9 2 F AL A AT Ff T 0k —
AW FE RS

4 HRREIKEABRE

HEFRE H B E % (immunoglobulin super family, 1g-SF) f$Er 145
P B A e e Bk AR 1 (Tg) MRS A Bk i BT 43 43 A )1z, Wi 487 P 152 40 i
TH O 200 % 2T 4 40 M L 3 0l T 40 B LA B 4% ok 22 A B 45, 1g-SF Y 5205 i
INZ . A1 5 40 M9 18] 26 B 4> F 1 Cintercellular adhesion molecule, ICAM-1,
CD54) . ICAM-2. ICAM-3. Ifil %& 40 M Zh Bt 73 T 1 (vascular cell adhesion
molecule-1, VCAM-1, CD106) . # & 40 Il 5 i} 43 F (nerve cell adhesion
molecule, NCAM, CD56) . MiL/Nfz N Kz 40 il %6 Bt 73+ 1 (platelet endothelial
cell adhesion molecule-1, PECAM-1, CD31) 1 & HL it ¢ carcinoembryonic
antigen, CEA)%§, 1g-SF BLRE/ T Ca™ MK M4 1) 57 o7 26 FfF, L EEA & Ca™"
ARG 1) [7) ot 8 B, 52 AR BUIC AR 22 o e 3K AR L R IR B N 0 7 B B R
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£ 1g-SF &A1 . CEA RO 56 2 i i %5 U0, A6 2 Fh 1 Bz Jib g an
45 i R L FL IR R A A R ROk AR M MR T O M dR A 2 —, (B2
CEA TEMIE % A J e vh iy A AL H 5w A5 2. ICAM-1 2T 4F 5k & 3t
S B 7. ICAM-1 74 IS FE N A& %K LFA-1 1Y
BeA il it SFK/FAK Fl RhoA {55 i 245 FH 41 i 55 10045 P B2 40 36 7 285 Bf
Z 540 N EEBYY ., HRTE R K3 ICAM-1 K H 37 AR 78 ZU MR 98 K
HARIE A48 P B T B R R . S 50 T 3R A S 0 N R B A R AR
FHPLE FEA PR 55—, S N RmER ICAM-1 /£ 8 & 1 1 (mucinl,
MUCD W AR 5 2 454, — 5 MUCT 15 26 35 (10 70 R 08 20 i 5 1 5
B 4R 0 6 B A R FAEIR R R A M i A5 5 s — T il . Sre 580 B
BE PLC-1.4.5- = FR LEE (1,4, 5-trisphosphate, IP3) {5 5 @& & 5] 3 & 40
M55 9% 77 - S 3L Racl-F1 Cded2 A5 A9 WL B 40 M 5 42 A0 A8 1k, 38 56 95 41
Mz she I ME N EEBGE . NS 53 RENEBET >, 5,
ICAM-1 7l GefE A ¥ & K B2 MR 7E 2L B % & P2 4/E H . Takahashi
LRI ICAM-1 MG 2 B2 /D AL IS A M B = % B W s b ATAE/
M3 2 i s HL B R A0 e ik A, BUARBH W ICAM-1 J5 » A& B9 20 I 1Y) 4 7%
& BLRE ) FAT #6105 R [ s Markowska 2800 P Bz 48 B 43 51 5 C-erbB-2
FH P4 2L BR 958 40 B AT C-erbB-2 B ZLBR S di e HL 3% 5%, R 5 C-erbB-2 FH:
L g 2 P e SR A N 2 4B ICAM-1 R A W 2 T B4, {H HER-2
AREXT ICAM-1 KB W FZ 0 FHLE] v A FF T — 2258 . 1g-SE A i HAth 1
e FUM S P RGBT — 2R

5 CD44

WREL VB 32 K CDA4 J& 40 Aii |32 1 B 3% T SR 4% 05 85 11, A 45 R s o 7Y
(standard isform of CD44, CD44s) A8 55 &Y (splicing variant of CD44,
CD44v), CD44s P C S &b #4 38 0] 38 33 4 85 FH 5 ERM & & 1K 5 41 i 1 22
HIE . IERHALLIRIE CD44s J 3 s 2 200 F 3k 5 1) CD44dv,

Y2 AR M 4 A 1 (40 VEGF . FGF-2) #1 MMPs 5 CD44v fH BB &,
S5 R NR AT, B EENEZR ECM S5 MM/ER 5 &
CD44 NI EZ TIHE 50 T4 & (i g 28 E A M E A BUER 59 -
Tiam D PG NG S & 12, 2 W A0 B A AR 2247l o 58— I i A B Ah
. st CDA4 ByEE M Buke i Benl e CD44 1Y 228K, 3 5 MMP-9 1y %1k
I H R CD44 15 MMP-9 f83A 07 555 2 454 MMP-9 i 50 42 filk 24 27
S i AR R ) 2R 0 . NI 2 5 B ECML. i 40 il 45 &) 28 i ECM Al
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BRI A A B ] 3 A R g Ah L R ECM I8 T DL R TC TGF-B, 78
MMP-9 4F J K #0689 TGE-B 3O Al LA 42 3E 3L R o 40 M /9 A= A7, 3R 45 0A
P A4 £ ( Anchorage - Independent Growth ) Fl FE #8144 28 — , 2 S5 40 i
i N 2 i . Tiﬁ.%ﬁﬂﬂ?%ﬂ@ﬁiﬁ.?(hepatocyte growth factor,
HGE U ERT L FLARE 40 43 W A9 CD44 1] LU 59 408 5 1 B8 A1 A2 B9 Y
B 4B 1 b B A E R 2 B B 5 P B2 RS . Zen M R I CD44y W] LIE R E-
5%&%%!3’]@6121& S L R 0 55 PN i 4 R TRD P 2R B R s 20 AR 1Y 5 PN B O

o AN, CD44 & 1] DL B 2 4 2= LFA-1 (lymphocyte function-
as<0c1ated antigen-1) Ml VLA-4(integrin alpha 4 beta DR IK, RIGE G &
LFA-1 #1 VLA-4 il 335 HE R 7 (i ICAM-D 255 0 SR 405 9 2
230 60 161) #0265 AT AR E 2L R R8 A B 1Y 5 N K% L T 2 5 3L e O e 0

CAM VR — 28 35 2 (%) 40 i 3% 100 52 0, 2 g 400 L5 i g 240 B 2 240 i
518 E A0 DAL Rb R 4 L S ECM Z TRl 852 it 1Y 15 128 3% AN A fie 2E Jie i 4
FRLE) b B B] B A% 71 | 200 L A7 5 Jo 1) 5 e R R0 L 0 2 5 T R A0 ML T e R S
¥e¥, HETXRT CAM 123 I8 ¥ 5 o A - AL HI A 01 5% & & AR 1 AR R
& HAP R CAM e HoA 5 0 05 5 1% 10 S B 15 5 40 1 1O 48 18] 34 97 76 B e
BiiiG B TR I PR A . Ut #F— 2B A9 CAM e HAr 7
()45 "5 1 e LR e B b B9 VR S Rl LA SA L R 98 5 B8 1 43 1 HIL o) 4 R 3 i
IS 36 AR i DT by 2L B 9 e % R 101 5 T 0 42 1k 3 12 Wi s i ) RN % B236

T )T R A
[x%iAY IR EE #0755 S
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