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Thymosin B4 and tumors
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AN AR R BRI, R A B R PR T A 4
HRHlE 4 o525 5, M AR IK T 38 «( PI<5.0).8
(5.0<PI<7.0) )M y( PL>7.0)=2, 24 KMH
B EMRR AR A 20 AxFh, i AR P 32 A7 A g B K
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JE 5 ~40°C KB, TR4 WA 58 &4 & I 2/ 4h
B BAE B R ED o B, Hp
aa. 17 ~22 BHA( LKKTET )REi5 350 F & , JHE L
N S5 H1 C MY EARR . T4 J& B A NLEh & H ik
HH,Be5 B L 8L 5 H # AR ( globular actin, G-
actin )LA 1: 1 FLBIE5 A, T30 i 5375 T 19 G-actin
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T FEAR 3 — 3 R 0 i SR A0, A1 E At A 3, SR e 240
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Fp A=Wy~ D, Forb f W25 Y D RE A ] JAE , 12 1
R IR A fR s A R A A s . T4
/N 8 i e T UL/ IR B 5 i A s i
SE AT~ 1 B A AR FH 26—t 20 38 01 05 4k 1 40 i 22
— o TR4 AE k2 AR A AE AH ¢ K 19 3k K,
IL-1B . W 20 fifd 9% AE £ 1 -lo( macrophage inflamma-
tory protein-la, MIP-lo ) \MIP-18 F1 MIP-2 , %1% 41 fifg
fb22 51158 1 -1(. monocyte chemoattractant protein-1 ,
MCP-1 )18 Ak 4 B #2 46 P F-( keratinocytes chem-
otactic factor, KC ), i# i 143X 26 ¥4 fb [+ il i 22
TR 1 40 it ( polymorphonuclear leukocyte , PMN VB
BRI P Sosne %5 L BT TR4 i)
il RAE Y — SR ik AL, BV 2 ) NF-wB @5  A BH
1R HHEAANAZ ,  NF-«B 258 T I8 3 41 56 2 0 2R
FIRYZRIE , M R4 . TEHZUE R B, T4 &
TR B SR A AR R A BT A L RS R TR
P FVlei B4 O HRE i 1k 1k 5 463 s A 1 C ma-
trix metalloproteinase , MMP )ik . MMP fifb. 3 5T
Ree At , DT 7 1048 P B2 0 T A% e e sk b AL i ]
FEAR S 1M A A

WFgE R B, B T I A RE AN, TR 7 U T AR
P B IR A A B B 22 0 T A T A
B4R, TR4 it Akt i B2 O WLAR B AEIE , 4 A
B AT, A SR R R i, BR ) 58 A 400 i 55
B, TS O HEFEAT PRI B 52 s T4 LU LS 8 A
BEARE ) N HERIAG 1 i 2 73 32, IR A 4
PAT B BE T AE AR AR R 28 T A i R v 7 > o
2B TP 2210 T4 TR AT LA Ay 1
ML B — R TR S, 2 S A B ks T
I 22 I L PR SR X4 S A 20 L AT 5 R 4 e ]
Yy, AR A B 28 5 | I UL AE R e B 5 5
I AR R A A s (2 i BT AN A A K
I AL, B S b I R A I 0, fle RSk R AR
K

3 T4 SMEHXE

UTAE R M AR Z I RE ST S R, TR BAE S
M A B b Bz 18] B e Ak BT TSR, S e &
R KRS BT G
3.1 R B i A R,

1995 4F Grant %5 "1 95 e el TR4 HA 12 1k 1M
EHEBMIER, Z G 200 FIE L S5 T MR
A AR sk #2 . SR, AR AL B B2 a3
HE, BWIFERT A AR, TR 1)
N 5t Y B ¥ 51 N-2 Bk 22 - R 4 -5 - il / FR ( N-acetyl-

seryl-aspartyl-lysyl-proline , AcSDKP )2 F it & Bt 5% Jik
fif{( enzyme prolyl oligopeptidase, POP ) % fif fifi 2 4 -
KA TR 22 18] i T HE TR HH R 8 — NP R A9 A2 1ffL
I, AP AAE N . BT — T m A 5K
7K 2 -5 angiotensin-converting enzyme , ACE ) [
it , EMAEHE MAETE . IF BAEA RIS
KRR 3] AcSDKP & & T Al POP % PEHE 5, Jf:
H5 T4 My Fk BIEAHK ",

B A BT W I PR AN [ 5 10 0 P 21
A Ui B AR, I B 54200 T4 (I N K
H: K 1 endothelial growth factor, VEGF ) Flfikt 48175
FH F-la( hypoxia inducible factor-lo, HIF-low ) 7
SR OC, 24 MR A R 3 b s B I i e 2H 21
TR4 .VEGF 1 HIF-la 1 5 0 3 T, OF HL IS 4%
AR TR . bR AR KR AR A 2, W B
BRAIIG, BABERS 5 B) T HIF-1 F1-2 i%5% VEGF
Fiko Jin S0 SE KB, TRA I A T LA
Bt ERK, Jf 1 ERK %2 5E HIF-la, #E— {4 VEGF
I , e 2 U 48 OB A
3.2 AT e b R R F AR AL

b Bz 18] 5t % 4k ( epithelial-mesenchymal transi-
tions , EMT )2 g — A~y I 5 240 i 1) Ie o 440 i 2 2%
NI 1 0] 78 J5 48 A 2 8 LT 48 4t A ) 1 28T e
FIAT kR . AR AORT 5T > & B, 76 AR IR %
Jr R T AR IR R AT A B ) i R A — 3k )
AR, BRIV Ay 0 ) 32 e Ak ) R 32 422 22 2 1 - -
576 H 1 ( E-cadherin, E-cad )I/0 . LA, E-
cad TEAERS 40 D [0 A 66 R | b pe R AU 3 28 O o 5
MIVERT . T4 15— ILEh & F B AR 1 40
Jf actin B 48, B/ T SEEEAY actin, E-F5 %6 8 H-B
B B-catenin ) SWIEM SR, B — &Nk,
NI I35 I AV 200 0 [ 32 Ak Y E-cad, 5 2040 LG
B I REAR , BRI AT AL BE J) o B-catenin AN AT LI Ak
PERLST, 6 AT HEA LML, 5N FI I > T4,
T c-Myc FEIAZE I D1 e 55, £ i 983 40 i 38 5
25 SW4A80 MM = F3k TR4 J , 4H L [F] A
B, R R T IREZAEE T, R
TR4 IR 2 W FEARAHMLA] 1Y E-cad Y.

TR4 755 EMT RUBLH & — 1 E 2R 2%, I
AT RIA , TR4 B RIAJEfill & EMT (1 {3
o Bl bR S R % 5 MO integrin-
linked kinase, ILK )35, 51 LK /it F {5 &
i) B-catenin IR, 1M E-cad FIKFAL >,
ILK J&—F Ser/Thr  F NG, ILK fEWE T 5B S
F Bl WA R LS T AN -5 ML Hh ko Y g
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VIR T A e L -3 334 B ( phosphatidylinositol 3
kinase , PI3K )% 77 20 , I 38 o 8% 12 1k T Wi JiC 9
5 H P4 B ( protein kinase, Akt ) B J5 A A% 3% -3
( glycogen synthase kinase 3, GSK3 )4§, {fi i /M5 5
LR FliHEs, 25 2/ E S 1L a7 5
AN ILK 2862 bt 2 R -2H 22 26 1 ( cysteine and his-
tidine protein, PINCH )5 35 4H -4 Jfd 1% 422 . 40 Jfa -3
SR HERE A . Chan %5 BFST R, ILK 76 EMT
A AR PR A VE D TLK & TGF-B1 2 EMT Frah
AT AT fEARM % AR EMT 1), TGF-B1 | ILK 3£
KR, B o P WL & F( smooth muscle
actin, a-SMA )3k N 25 1% F H( fibronectin, FN )73
RIEMK, 5 B3 H A RE 2 U C, T TGF-
Bl 5 ILK FiEEIEAM I, A TGF-p1 T A3z {KkH
W7 SB431542 FHIEr TGF-B1/Smad 15 5 18 & )5 , 40
f EMT 52 2B S 4], ILK 3Rk b . 48R 75 40
LA EMT 24K T TGF-1 A ILK Y b 8117 55 3
1, 1ILK J& TGF-B1 By Fii#{5 % | BT, TGF-B1/Smad/
TLK {5538 & 037 EMT R 2@ . T4 1B %
EMT RyAL Al 2208 1 s

et A LSEF g HEAWE/| kBT
T BUMR S —s HEHeW | WIFF-3 | ——»| B0 > (Snail. Slug.
L&A i il -3 7EB1)

M- | [e-4mgi R
B MUK TN L Bk | R
o L AL

E1 T FE\E SRS ILK Rk
MiESEMM A £ EMT

3.3 MG mALIEAS AT

T4 1 —Fh L8l 25 1 Bl 25 11, 76 40 i A9 i
oM 2 KA VE . ) Grant 27 R, TR4
5083 P R 0 At R 1 A2 AR S5 B ), % A LKKTET
BRI BB P AEAL, 5 R LS 2 1 4 e R
T R ATG 200 i 1) 8 B 0, 3R A2 R8 BB J1 . BJS Qiu
A0 IE B NS I 28 80 B4 P Rz EL40 e, 7 AR A
AR W 1 SR 3% 3% 1 P R A 40
BAGEIL LA, IF H A Z 4 M i RE k. bl
JETE Transwell 188 S5 45 51 R, AS R S50 2H A9 1%
FRIEF AR T4, 2 TR4 75 T 19N Kz
KA T RS, B TR4 B 5 HA 7 4
PE. 24 T4 L 1 000 ng/ml AILA S04 372 3, 40 i
MER Rk B e KA . AERGFRIE TN T4 J5 , AL
AT RS B 0 3 n T LG 0 38 4 i P g e Ak 1Y)

Akt N —F AL A B endothelial nitric oxide syn-
thase,eNOS )KL T, H A Akt eNOS RIA A K
AAR AR T TS 282 PI3K 410 77 ( LY294002 5%
wortmannin ) B, eNOS I ] 5] ( Nv-nitro-L-arginine
methyl ester ) 2 Bl 30 min 119 41 Bl 7525 T TR4 Ab ¥
J& RN B2 AH 4 1) 1 A% i 0 A B R AR Ak
UEHED, TR4 155 N K H 40 i & AR 32 % &t PIBK/
Akt/eNOS {55 BTG 19 . Tang %7 /e 5 Ye B
P TR4 LK B 45 B79es SW4A80 4t & B, 4l i 34 K
FIbE, BTG, OF H S sh g o, BA T
BHE . HLAh, TR4 FIRHEINA) SW480 1778 J1 14
548 o
3.4 ARBEM G R dEAS

g R, TR AR FLIRE 45 IR
SEROVE DR IR (LT AR YR S 2 M M S UBGE A
U 5k, JF H 5 I i b 5 7% 55 V1A G
Cha %5 7E 1 P9 9256 v AL Bk RO T34 BP9 11
B B 5 2 i 7 0 i) e A DA/ N B i ke M B v 0
EIEIY B16-F10 4, 2800 — 5 I a] A 5 77 , WS 20
JHL, /INBRUA B2 DK T 2 o 2 ) i e ) 5 5 2 R %o
HRZH /N BB R, 2560 2H R 22 B0/ N B A T il T Y
BhREHERS . 53 A1, Bl A SCHR > IGE 45 B &
NP 5 Tp4 HE P SRR E VI C &R AR,
T4 fie EEs o Az ik e # Y ML 02 52 % L 2 20 3R
It R, 6 KR AN o 3 375 S 0048 AR i £ 2
R AEEERSAE J1. Cieriewski 5% ] Tp4 5%
S5 L e A e R 1 925 vh R B, MMP-2 \ MMP-T7
MMP-9 {2k A B =, W T4 RE(E LI 41
ff 531 MMP-2 . MMP-7 \MMP-9 . MMP & — 2 Hy fi
6 A1 JHL 1T J5 200 i 53 005 . T LA I i 200 i A B ex-
tracellular matrix, ECM I8 IR 5% . 4o 5
J57 55 BRI PE AR K i R4S G BCHOK e, SR I
e A PR IR -5 2 1 K Sk il AR RS DG 11 R R 52 1 2 B 2
LR P AL e RS . RTINS 2, T4 il fe
R A0 30 MMP , [] 3252 1 i g 2B S Ak e
LA, TESE Wi K A I R W I 2 4L, T4
mRNA B &4 a1 20 E . (R B Rz I 2] B-cate-
nin . C-myc . MMP-7 A0 X} 34 &5, 1f] E-cad F1 Fas #
JR &KL . MMP-7 385 H E-cad AT DL A# 40
JRLADJEJ5T A5 248 i 1) 285 BT PR , A0 B AR AR RS Al {22
fiEJ1o B-catenin & Wnt {5 5B HE L E , HE
IR T BE T I O 15 5T B, £ 20 i A 4 A
ﬁgjji.n]o
3.5 KT ARG am Re b B AR R At 25 b

BT, Sosne 4 R, 22 T4 AP A A
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B I B2 40 M ( human corneal epithelial cells,
HCEC )R T8 1 2 AR, 3 22 th 7 T4 #
T4 ARG DR 1 cysteinyl aspartate spe-
cific proteinase, caspase ), JLIHJ& caspase-8 17 M.
T4 b TR W REAR TV 2250 R 25935 3 0% 240 B
T 7 MR AN 25 it . an T4 i Rkl L
] caspase-3 ¥ 6 AL ERK #3900 17 41 g
Wb BEAR T AR 24 Wi 5 0 IR A i g
i Oh %S B 58 K B, w223k TR4 14 il JRg 41 it 7 4%
BRI E BBt 4. e, 7E Wi fl S
A AN A SNU638( T4 MR 4235 ) Fl SNU668( T4
FIk ) [m] E I ACKH ] 550 2 14 25 A2 4k B — B I []
Ja, KB TR4 Rk SN AN E P Bl R IAMIEA
K, MM caspase-3 RIBLAAE ., HIEAZEEIG
J7 TR4 % BE DA /)N Bl Jifr g A6E 7 11 B2 A= /)N Bl i e A6
RY,2 P8 A B )N B g A AR /N T B
ANER, BRI, TR4 T Mg 25 Rt /e . 1 — 2Dt
G5 PR, TR RERG NG P S 4, IF i i 4k 1
HIF-1 oo R P , 1 00 fe e 40 JHL 1% 85, R AR 56 A2 1t
BFIAMSET . Ho 4 * &3, H,0, S
Yiffa 2t T4 b3S 8 A AP AL B superoxide dis-
mutase , SOD )& ik [, SOD JH BRI N A B H &
T3 AR T AT B, A0 ot 3R
D et BH I TR4 AL, W] T4 AL 5 ML i
A AR EE Y TIAH O, TR4 T REIE B A HE G-ac-
tin 255 K A 1 TR S 3 N Ak, I e ¢ 400 1) 240 i
T2. T4 AT LA FasL /39 caspase-8 ¥ i, Jf:
AT DA LR R A T S5 R S A AN (B R C Y
FEIL, B 2B caspase-9 HYIG M. T4 i ik wl i
HE MMP-7 235 FIBG , MMP-7 i 5 %2/ Fas BEAI
Fas [ &2, {57 987 200 i 208 3l 1 6 2 W AL, T30 Fas-
FasL 3@ AALIE =20 53 4h, it ik iy T4
AT IR A3 K survivin )ik I AR R —
i caspase-9 M1l &5 (1, 38 L 0 caspase-9 AYIE PE
45 8 A0 e Lok AR TR AR L (AU T4
) A0 B O 1 A AL 3 5 o — APPSR S
B, TR4 VBN —FhLhEE 1 R 11, 25 i
AR R R A B, S R e R 1) S B
VAT M HAEZ R T Te4 i R IK I (2 v b
TR R Bl R U 22 AAF AT, R, TR4 T RE
TR 22 TR e B R N T £ 0T AR . H T4
T FIRTE IR e e S G R v AL H T R 58 42 W
W, A R HRB WP MAZ . MIEHES S
A RWTFERITRA , AT Ry it — 20 T B e e 2 R e K
¥eRe , AL AE IR B 25 0I5 7 b oy TR R 7 SR B

14 R A5
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