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uPA $RI R , 7522 Rl R rhd ik B, ORI s R i
HWIZ R R RAET R RIEM K . uPA uPAR \PAI-1 3525
i 9e A B R 3 B R GRS AR 2 R R MR I A A
PAI-2 7E R Z R R 22 FIE RS IR 20 2 b BN A , 1M S H
FIRB MR TS R4 BUL, 381300 E uPAs & 55 1 22
TR BN B I T PEAG B F A A (s IR, X e
FEWIRTTARAL TR ARG o A SCHUXT I AE LA uPAs S i i 4
RITIRR I A — £ .
1 uPAsH#EiR

uPA J&—Ff LUTGE 1 ) R 38 i (Prourokinase, pro-uPA )
TE W, 24T VST 20 SUEE 11 S5 805 B L 22 24 IR 38 1)
e B ASE(RRAE) M B fE (FERE) 828 A iR B
ZIREE A . A BEA 1 A2 5 0 B (Amino-terminal
fragment, ATF) , fu, ¥ kringle [X F13¢ J7 A= K R ¢ X 58, B8
A5 uPA FIuPAR 456 . B 840 3 BRASIG L7 V5 Wl S e il 41
i ) 22 i 2 1 V6 DX, 23 il A Ao e g (R e i i Ot
Ji4 )& 25 1 (Matrix metalloproteinases, MMPs ) , [ 1t )2 B4
B Y AR YRR O RO | IV TR e S A b
FHE AR S3

uPAR 2 4 J 3 17— il ey 8 0 BEAk 0% 0 Ak 1l i 15 UL 7
(Glycosylation saccharification phosphatidyl inositol, GPI)- &%
LB S N SMIEVE R uPA 256, FEAH I 4TI % T 1 £ i
MR K% . uPAR HI 3ANFEEZS (D T . DIT D) 3l
TR B I, FE4ERF uPA 5 uPAR [ R SE RN 454 T IR
B 7 AR B SR A . uPAR tH B Y pro-uPA %5 &, BTG
pro-uPA %48 45 JiG 4 119 uPA , B TG 1Y uPA ST DL £F %
Bl , A L TR CE S B3t e 35 1 (/K A ISR, uPAR i
AT LA 0 R A0 K R | 3 38 A 2 3% 7 11 (Vitronectin, VN |
AR R A KINFZ A (Epidermal growth factor receptor,
EGFR) ., Ifil/IM 47T A= A= K K 752 44 (Platelet-derived growth fac-
tor receptor, PDGFR ) 4545 A, ITiG 41 I PN A5 5 38 6, 412 22 firb s
ARG H (=28 RS

PAI-1 Fl PAI-2 J& uPAs (% P f 32 28 R AR50 . uPA 5
uPAR 11 ) i 32 31| 75 Fr 3= 247 S %6 90 1 59 PAL-1 55 PAL-2 7
T o K TR ) T 22 S R A 1 I R N S S
51 uPA 5% uPA-uPAR 455 K ARIMHIERT . 5341, PAI-1 /g
1% 5 uPA-uPAR JE WS A 1A, TEAR S i 25 1 S2 AR AR DG B
(Low-density lipoprotein receptor-related protein, LRP) fjZ 5
AL, AL & G e 20 I P B B3 19 uPA 5 PAL
TEVR AR , T80 H uPAR 2 41 it 2 18 B 3 R VR .
1, PAT 2 2500 3o P A5 T A V455 uPA. P T —J2 3 uPA
T R AR AN M R T uPAR (/K. (HARE R IR, SR
PAI-1 f& uPA I3, (H & ARV 2 Bt 50 1A RIS B
F, AR & e b Bir R AR R R 75 it — 2 ISR .
2 uPAs 5PPERIEE EIE YT

KA R, uPAs iz 322 1) Ty 8 S o Ak 22 G T A 2 i
SRR (R AR g b e BT Ak 5555 S g 1 A AR A
ERBHA TR T ERIEAY. B, uPAs TN &
SRR AR . BT, SR M A uPAs B RFY 32 ST AT
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Ik uPAs B 7 1Y 338 K AT uPAs B 43 B 5 AN 7 1T . I
Ab, B T 255 uPAs IR AL GE G AR L BUAS T — 2
Bk
2.1 34 uPAs B4 ik

XiF I8 2H 2 uPAs i [K 323 4 i AT AGE 2ok AN [m] J2 THiA5: LA
SEB, ALHE T uPA 5 uPAR BE R S (0 A1 AME 5 L BELLE I
B uPAs F2I5 1 4 A MU B8 115 20 MR AZ 1A 45 5 B LA Py
B T TUBREE S G R N %
2.1.1 ¥ uPA 5 uPAR WER S WF9E LB, PR LAl
B R 7 A K I (Growth factor, GF) 4% 7] 38 53 52 1 uPA 5
uPAR [ B PR 5f | BRAR L 223k o (2 Mk IR I R B 0B R (Go-
nadotrophin releasing hormone , GnRH) 251 4¥ (£ 35 GnRH $
B2 Ko iah 2 ) Revsi/ R A 2R AR 1 T 47 A 240 B PR uPA 11
G300 AT e A B A 1228 R R S BE Y s B Bz B R Hh B K
i T8 2L A1 ) uPA 5 uPAR HE PR 14 5 S5 R B RARA/ 22 Jigga 2
R 22 RE TT , 33k 2 5500 B Jo B 3R 0l 2 Si il [ 7 AP-1
S NF-«B 8795 19 5% 5306 A 0C . EAMIFGE & B, B4 == LAk
PSRRI G uPAs (14 4305 , T 8155 I A i 1) 42 28 e e
X ST IR R 28T . Thomas S &5° FHAMIG P: R4S 2 4k
SRR BT | 1R 22 PETT A Mg 40 MLk (PC-3M) |, {322 41 g
P uPA S A HE N 422268 119 5% ; Han B 55" [R1ARF 1) 7 i b 2
o0 1= 78 P L9 40 M vk (MDA-MB-231) , fifi H uPA . uPAR £
mRNA S 4 35K LR AR
2.1.2 IR uPAs RIX ROV AT BFSEIER] , GF L EG-
FR ¥R A -2 (Cyclooxygenase-2 , COX-2) [ — 87K [ 34,
£ 55 25 1118 i C (Proteinkinase C, PKC) & PKA"EE | JE i iJF
UPAs IR AN FE 1 . GF 5 uPAs /™S A g ik R DI A oG
40 F A% /R 555 2 (Geldanamycin ) BELAT 41 /i A= K K F (He-
patocyte growth factor, HGF) 5 JLAH N Bl Met 25 & J5 , uPA 11
FEIRBEAR, 55 HAH 5 (04 M8 A A2 22 5 B ek 32 2 B af
EGFR fEfE i 7 735 uPAR LA I 3458, F 74 uPAR \uPA |
PAI-1 92 1 % mRNA 7K, H:- /> uPA/uPAR/PAI-1 52 5 W Y
R fift s FHIE B EGFR 1% 22 R S 100 1 771) 35 I E 85 JE (Gefitinib,
SR Tressa ) Ab 31 1= 4= 28 12k 19 1 4] 9 £ JHL A , uPA L uPAR [
mRNA J 5 KB T Y, COX-2 J& RAE &L 72 sh AL F
SIRZ (PGs) A R — T E 75 S0, TLFab ) L 5 ZF
e 240 L ) B I A R O T B WA OG5 FH COX-2 [ X
SEAZAT R Y N AR 41 (0S-732) , COX-2 ,uPA \uPAR ffy
mRNA 25 [ R B 7K RS, PKC IR I 4%
T — N ALL , KRR R B A M 4141 PKC ik
5 s A iR 28 LA YA OG . R IE A & (Staurosporine,
STS) J&: 1 33 A= 9 $ 0k H S ) PKC 3 77 30031 351, RE A8 AR A
Je 200 H MIMIP-9 \uPA 35 3%, 400 1 i 5 98 200 L (A549) 1) {2 52
FEH X T BE S STS ] PKC-afty i PA7 K.
2.1.3 YUK uPAs B s MR 3Rik e[ NF-«xB REL
T uPA Tz uPAR (9% 5, 5 e 10 & TR e A% T i 48 A2 il )
A& o UTERBP S5 40 i NF-«B A9 5% S5E LR, GRAZ 4] 1 41 it
I 2 (IL)-1 R uPA 7334 s DNA i AR WP63 Ll i i il
SR 5 uPAR A B T IX I ES G, 0 25 1 95 40 L uPAR JE [F]
AR . REEIFSEIESE , DNA IR Ak i A o A o 301 1)
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Oy TR 2 AR R R B T AR WA bR . uPA S
PR 7E 22 P a2 28 1k e o & A AT R A, 3 2o b 7 R SRR
S-MRAT H B 22 R (SAM) ¥ i (1 2 7% KL IR IR R B AR AR S e R
fik uPA FR3K",
2.2  #P&l uPAs B 53 iE M

AR, A BIFST B ASBIR A, P wPAs 16 R (A F 5 32 22
ALHE L[ 03] uPA 5 uPAR BTG PE , T 1T uPA/uPAR Y4545, 1
il uPAR/AE B R A G M EH T uPAs 3 2 EE 2540
2.2.1 0 uPA 5 uPAR 3G TE b T H0i uPA 5 uPAR 1975
Pk, WF5E #1905 Bt H LR uPA 5 uPAR AL AT 51
A T T 40 M 2 1T pro-uPA SR A 5 A0 FE S B v BT
M (mAb-112) fE 54 28 /L pro-uPA AYITE , M A ik e
L 1 5 B R 1 B A AT S AR - T RED . uPA (1 BT [
PUAAR ATN-291, 38 8 15 uPA %4 3k 3 1) kringle X 45 &, filt &
uPA-PAI-1 S0 25 14 uPA PIAL , AT 55 uPA s X I 1) 4 it AR
™, 364y 1k e 38 BT I 8 200N B 58 1 PR B B BT 1A
ATN-658, JE—FHT uPARHTIA , 15 uPA 55 uPAR L s AN IF]
ATN-658 H- A il uPA/uPAR Ji3 2 (2T 7 B S o R, i 2
W1t 5 uPAR S5 ATV 2A5 S I X Z R R 28 ,
T e i kL [ AMIFSE R R, ATN-658 KA H oM
UPAR A& X S 2 AT S5 A TR W O FLRES IR A R o 5
UPAR [R5 4, U 55 I8 200 5 200 B &/ 35 )5k ) 7y 286 RV L L 34
SRBUMIRE RN, ATN-617 BEZ B uPA 5 uPAR 45 &,
RETE MR N R A — 2 U 0

WX-UK1 2 —Fh il uPA 3 M F HAth 22 409 25 111 A Al
MK A2 . B e LIRS Sk S0 R A 1 T I A 5
HR B TR R A S R AR 22 . WX-UKL R4
21 Mesupron®, J&—Fl F1 R 11 22 22 B2 25 11 B3 il 550, d e L
JR 5 Sk S0 e R 1) T I PR 6 PR IRV Tl i i A1
BRItz 4h 78 X F Mesupron®Hk 45K 55 th i ( Capecitabine ) 1397
FLIRAPE , 5 Mesupron®HE A 7 PO il (Gemcitabine ) 1657 A F%
T e 08 i e P 1 T B R 6 v 22 B0 AR B Ak 7 O
YIRBUH T 5 B2 Ak 5 AR TR 32 P
2.2.2 THiuPA 5 uPAR%E S uPA ifid H ATF H Bt 5 uPAR
g4, A A R BUATF F B3 DR 1) Beos 988 PN 7 5 k2 e
Jik 4= B 45 215, BRI 25 B L LA I 55 22 R R i A K
RFE RS . AN EA R OIS ATF 7 BT30Sk g4t
Ji e 5 AN FEBRAE I uPA/UPAR |, W /e —E T b #R )
1 T uPA JE4<H5 uPAR [ kringle X

AN AT BFFE AR uPA 5 uPAR 454 9 1 R TRE X I,
(GFD) ¥ & T uPAR 4512 , R 0% 410 il G 328 ikt i FL AR I /N B
Jifo g B A U9 35T uPA 5 uPAR 454 BAE R 4K 9 Bk 3
JHF38 A0 (R 55 8% 5 3 4 MLl uPA 15 uPAR 454 1 uPA 72 (1)
FRAR 22 KB 05 Vol 2 B0 55 i 9 A 1 5 P A I A SR, 240X
SeRE T2 S A b LA AR [ R R B, TR 5N i <
uPA-ATF 5 JR [ 25 [ B30 il 771 (Urinary trypsin inhibitor, UTI)
PRI A 45 o0 1 RBA T 90 SR8 | 200 6 Mg 15 I s 40 R 19 2 28
P W T RS 20 I I B S A RS 1 & A 5 bk
HRTRES SR A ATF i B8 IR 2 5 2 IR 1 B o) 54
PR 2% 4T, eSS I ] S S S I i A K e % o i
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iz 1& , uPA B T LA GFD 5 uPAR 55 41, iR fig il i — B
VEFEFE K uPA [ 515 uPAR 256 5 B JIN R SE 1 30 B 3544
R 2528 w0 & A, = —F T A A 2% BedE KA 8 K, i
i T uPA 5 uPAR S5 G, F i 21 15 Wi L i s R 4 I 3%
B amad T I PRI UERA , A6 J&—Fh e e VE A = T 32
PR U 2 A B T T AR iR . AR
(iR alina Dap= 958 et N 3 yNE Tk bl | B
I ARG b & B, AR X A (T S s i, B IR sk
IRSIEZE A
2.2.3  JiluPAR SHARMWAHEAER  uPAR SHEA R AH
AR IR AR B S GRS, DR TS0 2 A AR B
IMHN AL X LR, ARTEEE S 25 uPAR B G s ik it
HIZ K 25 Fr BeReisie FLIRE i i i s 385 22 A AR IR RS g 1
JEE R A I 1228 B A% 3- (MLE-2- FR 2 5L ) - Wbk -8- i 15 27 -
2 (8-ME IR ) /N3 T A6 W RERHLI uPAR 55 R A5G N
T S SR g iy A= 4 S o I Ah AR uPAR D 1T 5%
AT A IR 22 R A % IR - I 24 B2 (Ser-Arg-Ser-Arg-Tyr,
SRSRY )l BB AR e 5 R 1 A T 7%
2.2.4 MU uPASIYEHAMETER  WIATHTIA, 25 uPA/UPAR 5
PAL-1 455G 0, BTIE UMW 2 45976 LRPAE T N4k, 4 PAL-1
LERLE R A BEIY B T AL PR VR B Iioge 20 e, e 4 it
PNEEZE VR0, X6 20 M P B P 5, XoT e 240 B P R A T K
IE ARG 5 2 4 A5 DA _E s R B A b 5 3R p 4 B 2L ATF
U R FE AR RE % 4 M A 47326358 uPAR IR A0 5 FLA
I EE R MG B [ Prag-U2 X ZFh M 40 i BAT 58 ) 21, (1
L2 M EE RN, 1 & #5210 i 2% 17 uPAR -5 i 4 56
uPA [IE"
2.3 FIBNE A uPAs BI1E A RALEIR 5

TER T H 255 uPAs BIBFSE P R B, TG i T 43 2
T8 o B 1)V FH T NF-xB {5 538 1 T I uPA 1358, BE IR0 i
MR ZERE 1™ DA ra Il Bin B2 0GB i 28 A (Withaferin A,
WA ) AN [ /F B Iekogs J Ji8 1) 2225 B3¢ A 4% I 200 i 1y
FET KGHE DL T AN AN S0 A R 45 L IR BB A% /D uPA S5 2
2 i A1 e o AR 1 AR IR R A Y. R 2 = B (Ganoder-
manontriol) il i Il uPA 433455 uPAR (1) F2A SR FFAIR AN M (1)
1RZ2RE 1, =B RIAEARUR & B 7 s A ik rb e 2ok 0]
uPA ZH ZUEF I i RS 71 ((PA) 5 Ui MMP-2/-9 462 5 (1 41
JIL 51 I 0T A A A DGR A , 1 P A ) 5 PAL-1 55 2L i 4
JE 2 IR 2L R F-1/-2 (TIMP-1/-2) 3k , BEARANIE 5%
Bz ZE6e 1™, 157 2 KLY (Peptide extract from scor-
pion venom, PESV )il i 11 il uPA 5 uPAR {933 J& &3k , 4
IS A B A L B Stk (1 IR B8 SR Ak g o L]
AU PESV e B HLAT AT ARG, K ) 2 i 3 A3
VIRE S AEAR KRR EE 1 D) ARG Btz b R 41 uPA () 37 BEY
Bl R R IA KT T mRNA K-, 3 HEAT B AR | 1%
TIMP-2 } PAI-1 B R IE A SE IR, KR 0 32 B LE W TG 14 1k
I3 Z — 45 =i (Diallyle trisulfide, DATS ) fE7E mRNA Fl7&
FIZKF B2 ER PAL-L (3R 5K  {HX] uPA 55 uPAR [ £k 8
RN, A 15 F uPA 24 et i B A s 1 1Y
R Ik (Melittin) 15 f# 28 X (Disintegrin ) #4 i, 1% B 2H 44 ( Disinte-
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grin-Conj-Mel) B[] {1 T 555 FR aofB, SR A AR TR 1 B2 40
H (A549) B, 245 . Sk LErh 25451 uPAs FOBIFSE g Ao 4L
ES PR ML 1B A R, (EVF 2 rh 24 R AT R R0 B BIL
il B2 AR FH A B I8 AN T 2 | 15 BEAE 4 T R OIS rh BEA T
BEBRZ AR
3 HI=MREE

H1 T uPAs B 73 75 7 2 2 B9 08 6 R R TR LU % uPA/
uPAR/ PAI-1 5 W) AL IR  uPAs W Bk 10 T Bt e 254
A 366 126 % R R 1502 W ASSRI RIS, D g O3 [ 35 9 7 42
HETB RS ER™ . 5 uPAR R SMESS 5 0F HAT BRI )
Jik 5 AE105 J% Ho i 241 A M1 2 2 T T uPAR A5 R R 1) 3
JYRIBESE™ . ATF W E TR R IR UER (MRD) (E£05ME
TR (NIR) , LUK 25 ) 11 326 16 25 Z2 S0URIE 5 . R o B e A
ATN-658 WAEIZ KM T h R T EL W N E. X T
uPAR B[] AR SOBURPERZ 2367 IBE R L 2R % (B2
FOR T I RIS W FAT 7 IR T SR E AT T 2 055 )

UEAEA 5 & BE, TMPRSS4 J2— i 241 i 2 1f1 55 i 22 4
PR A UG , o2 uPA LRI FRIE 1 IR 35 111, i i INK K]
PRV S L3 uPA Y223 5 4 SE TR Ras LA S Smad4 J [R] e 2K A
i 3 0 EGFR/ NF-xB 5 53 i, {12 # MMP-9 J7 uPA )%
T, DATO 8 T ik 240 L 9 2 2R M5 uPA-PAT-1 5 W] DL
L1 T FAR AR 25 8 £ 11 52 M (VLDLR- 1) g 2R3k At ik 4
MG 5 S TR Heoh  ZEXTL IR G 3% i AR B vh
& B TGF-B 2 14115 uPA 1Y 2 3K o 19 i 0t 40 g s 6, 3% |
BZ-19 4 (ARPE-19) (91228 /7, I H. TGF-B. 14 fiE {ie o uPA 5
ARPE-19 21 (2550 X BRI S48 A a8 1A 0 A B, e
S8 PR AE IR (TNF) A G U8 7238 5 i 1 (TRAIL) 5 352 f&
TRAIL-R1 £ 45 it % 4% (9412 uPA B 1L-8 63530 7 TNF A5
K7 2 (TRAF2) K i T2 5 P (Bel-xL) 42 2 7k I B I 8 5
uPAR BE % ] 15 385 1L 20 A S FRCIR A 4 v U B8 R AE G
UL A IEAE B BRI A RGBS X IX BT A R A A2 A
VLR AR50 B 00 R 30, IR T % uPAs AN, iy uPAs #1034
SFRIWFTE SR TR e
4 £5iE

25 BITA , uPAs R85 MR R AR R R N U DDA
K, AR MR #E 1 IRy BIE S T A T 3R SRR, A0 A5 4 i
uPAs JRI R , BEAR uPAs 73 BOTE TE LK —SE L uPAs (1)
R AR . (E, BT uPAs & ek i ST K 240
Qb S 5 W BE, B A5 L ] wPAs J8 73 1) 5 728
ity LR Y I RS HEA T8N . MRS B DTS AR TR A
B A7 BOR B2 1) uPAs B [m)36 7 25 W10 T T I R, Sy i 8
HHRRI TR AR T B
B2 30k
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