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Role of heparanase in tumor metastasis

& mEwE AT R FA( BT ERBNEER @A, A 0 350025 )
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JHFZ F( heparanase )& M ——> A DL R & 5
JFZ( heparan sulfate , HS Y887 J) i 5 000 ~7 000 %4 A
Belty o YR AT B o 3R WA a2 I A 4 A A
H i ( extracellular matrix, ECM ) F1 3& JiE i ( basement
membrane , BM ), IR A 55 RS B3 T 4. IFER
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cDNA 2K 1758 bp, &4 1 1> 1 629 bp BYFF IR R LHE
Zifith 1 > 543 DR BERR TR ILLH 0 1 BTRTAR AR XS
S F Bt R 65 000, VIBR N % 1 ~ 15 2 FE 7R 5% 3L J5 Al
SAEXT o3 B 50 000 WG PEER I T, Heparanase-2
L FLIR cDNA SCIEFERET R, E 07 T 10923. 24 |,
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BFE ECM LA KA R 7 ), () B 40 i P A T
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JHF 22 Wt 1) S DM A7 2R 22 B SR s . T 2 i O
HIE S 00 T AUG 37 2.3 kb 4b, —2630ik° &
S TR FH AL RS sk p e & &
BEPER . IEHNG B0 T B AR A B R iR At
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A BT A AR R 6 FR L o R 20 R IS AR Y
HSPG , ‘B AR %S By W 121 4 A b Bz 240 i, i O T 48 i
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E W& L5, EE A DR JE( collagen IV ) JZ %
A laminin ) A J HSPG, HSPG i F 3 4 ifi. 5 %
SRR JE T R — 250 H S 2 5% HS BE A I
N 2 5 Wi R 21E 2 5% ( chondroition sulfate, CS )#H i,
AR SR G 1A, 2 HE S 0 R IG5 A 50 400 240 i 4 i A 4
AL 3 A TE B K A3 T H) B, HSPG J2 1R 2 41 i A
TR A B-B 4T 4k 40 ffg A= K X ( B-fibroblast
growth factor, bFGF ). VEGF . fi 1 M 4 K N 7 ( keratin
growth factor, KGF ) | JH- 4 i 2E K K F-( hepatocyte growth
factor, HGF ), # 1k 4 &K %-B( transformation growth

factor, TGF-B )5 . R B2 o Mg #7800 S B LA T L
LA (1 )4 % 40 &1 3 5 0 325 ol I A5 F T 95 2)
TR BRI I A A A K DR, T A 2 i
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A 5( 2 )N B 2T 5( 3 )P4 S AR AT 5 4 IR IRUMAS .
T T 22 TR 012 T A I 5 2 B0 26 % 38 0 45 5 70
JER RALA TG Z T LU 2 7 98 3 g £ K A
e BRIV . Kelly 28 BF 58 00, 767 8698
Hh TR 5 A 3 A AE AR G . T 26 I 3
fRANAEA ECM R A HS, BECTEPEP 7= A X B
AR ECM A1 BM £5H b A5 2 1, 2 340 Ao 2 1 A
R, TR IR 2t T T BEHIL
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REVTT A KA 7 A0S R B R JF S 5 ECM /Y
MM B T RABRRITR SR, BT R A% O TE
M 5 A EEAMEH. Syndecan B0
F7E Lo 25 58 X HA DR S A R, B Y SR B RE XA
T BRI 2R RWE A R U A TR R AN TR

JH 2R B e (L i 2 B AR 2 F1 2R BE-1( syndecan-1, SDC-
DG ABERL. SDC-1 X 44 CDI138, Kk TEZ M
A, ALHE b R AN, A B AR B A I A LA e
AR BN g 5 e B e R FE A AR R E R o
KR ML syndecan-1 8 A & —Fh U A B 1Y
FE., XW/RHE syndecan-1 fE 3 T i Jed H 24 MRS 72
R BT R, syndecan-1 {74 P T 9d 40 i
AR LR A BAR M HLEITI A AR I, v] g 5 4%
R XA S S A TR R
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4.1 HEBGRERZ ARG R E

JHF 2R T 04 FRIA TR M e 1 A8 TP — Al Y
TG RZR B 23R B A Sy BRI B 114 2 AR O fi iR
HHTUE B

—BeSE S PIESE T X458 . Shinyo 25 B &
IR EERY mRNA 7RI H 5 SZH SR 2 ARk L H
TEREI PR s k(P =0. 026 )., TES T HIAHET
EUIRAR M A5 E AR B FE T, R mR-
NA 235 B B AL R Wk S B R E(P =
0.01 ), P2 mRNA 555 % R T N HIICP
=0.035). FIENFEEE mRNA 5 10 o R4 17
WAL T BT E M mRNA KB R ECP 25K
0.019.0.017 ).
4.2 RBFIBEIT A YR

R EFRE /i ECM H (1 HSPG, B — R84 K
Ko DRt 385 T 0 38 6 A 3 R R o b e 42 4t
TR, HATE & B ROIT 2 R ), AR
FARRE AT ()R R ST R F AR, 3 3 ik
FEE AN, R 4 2R A ok R 0 R Y R
KRB REPFIEIT Y B A5 2 ) TR B 2 B % i 5L
FIHB P, AR HSPG ' i, i THEANE
it R e 3 S O B 0, — SE AR N E 2 R SRR
& PI-88 JIFZ ik B2 A 20 .RNA T-4E( RNAI)
DTN
4.2.1 4% 7 PI-88  PI-88 it fk i) H & B HHIR
B IR BE R R TR, 2R3 T 88 s Fn g
WL S AARE BB, & —Fp R B . 15k

— iYL H AR AT A PR YT AR /N A il
Ia HU S AR AN ) R A 4, PI-88 LA
BBH PR T T WKL, 76 AR &8 A
I I PRS2 56 . PL-88 il 1 JHF 38 Bl A3 1, T4 T 6
T HF A 4 2 K DR 7 B 25, WA 3 1 i e 400 Ji
B, LA EBFSE R0, PI-88 A3 W] RE AL J9 55 1 S0 ]
Tl R R T4 T BT Z B

4.2.2 fFE ME,JCHEMES F IR low molec-
ular weight heparin, LMWH ), 8% 1A A BE3E Jin i 101 o 97 2
A A T I A O VR T 0 ) 4 R I AR
20 LA PN 2 200 1) 8 R 2 R T IR R & PR A e 1
Ry, FRIENG IR I EAT R & 0w I (A8 4 I i
14 ke £ v 2R 0 1 R IZHE R . I R RE R ik
i A P e A7 9 2R K (A bFGE 48 ) BRI, AR
M5 — R GO0, SOV . EIF R — &
SR, R N-CREFE M N- LR B
BEHI I bFGF B AR, HLIX B 435 A ) FLAT 45 S 4 [F)
MOBTEERGIE . PRIk, T340 TR B R S BE I AT
B MR R AT AR AT R AR5 T

4.2.3 JK% Levy-Adam %5 BF 5% & BT Z WY 3
AR ARAS ) X IR, 1 AN X 38455 7E 50 000 fY N-ter-
minus I Z5G7E B X ( Lys 158-Asn 171 )Y 1 4
Jo IR A SRR B BB I R B T,
(RS2, R S 205 3] LA A7 %) v R A R 990 o I 3% Tl 114
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4.2.4 HBRREALE(LS) B—FEWMRIELNZE
i, ZE A ST 52 56 v R LU A I 22 X HSPG 1)
fi#,0.2 ~ 1 mg/L BRI AT R B 50% WiEPE. 4/
RS T LS Jis T ok T A R 200 4 i k7L e 3
T, & B BRSSO A 2 3% 80% ~90% '
4.2.5 RNAi i RNA FHH AR RNAD 5 55
TRV BEL T JH 2= il 56 DT 1) 3, DT 410 o) ek 928 4 e i) v
T FNEERS | A R 10T 7 9 %) 322 0 VG 3% 250 T 3
LRl FE NG MR A R T AR Zhang 257 S
AR TP £ B mRNA 1 siRNA 541 3] ok 48 4 b,
FAE ) A FLIR I MDA-MB-435 4l ik . 455 %
B, VRSN 0 e 1) 40 M ik I R R kK7 B 12
Z2 7 RBE IR 7 0 A s 2R A PN, 3R B I A 43 A U
b ERSRE S R, BRI, AT B ST R
N30 1 FLAA G R LR RE M ) 14 B 7, DA B
LA A 20 e I T3 5 it Tl 2 5 v (9 7 A AL, DA T
W S — R R0 1 590, A 2R e AL B 1 4R B o
I8 1) S 0 251

4.2.6  FArW JRPIEAC suramin )JE—Fh 2R R ZE MK
( polysulfonated naphthylurea ), H.AT #7386 % 5% fiff A1 40 38
AT R LA A5 A K P A i 2 1 A2 AR A
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