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Progress in function and mechanism study of heparan sulfate proteoglycan

QIU Hong, DING Kan*
(Glycobiology and Glycochemistry Lab, Shanghai Institutes of Materia Medica, Chinese Academy of Sciences,
Shanghai 201203, China)

Abstract: Heparan sulfate proteoglycan (HSPG) is a glycoconjugate composed of core protein to which heparan
sulfate chains are attached. They are widely distributed on the cell membrane and extracellular matrix. Syndecans
and glypicans are the main heparan sulfate proteoglycan located on the cell membrane, while perlecan and agrin are
the most investigated heparan sulfate proteoglycan in the extracellular matrix. They play an important role during
physiological and pathological conditions including development, wound healing, cancer development, infection,
immune response. Their function can be attributed to both the core protein and the attached heparan sulfate chains.
In this review, we would like to summarize the recent progress of the heparan sulfate proteoglycan research. In the
meantime, we will also highlight the potential of heparan sulfate proteoglycan as target for drug discovery &
development and marker for clinical diagnostics.
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TR LI 25 55 1 2RPE () Dh R ot e Al — 2k o
1.1 SyndecanHIfEERF R

Syndecan J& B A7 VYA B 53 (1955 It 1R L IE T 32
AR, PUASE D5 Al syndecan-1. syndecan-2.
syndecan-3 FlI syndecan-4, Syndecan 7t i1 14 1& & .
RAE N ML AE R PR S ik m) 5 M
i 988 1) A A R e A AN T T A g P sk R S8 A
ER o AR D3 AE N AR & A A 23 rp (1) 3R TE 7K P
HE KM 25, syndecan-1 7233 3k 4 6 iz 4 o
syndecan-2 W ZEMZE 4 M. ~FHSHLAIIE. KRB
) 78 B4 Jfl vh 335 5 syndecan-3 2 AEMIA RGTA R
1% 5 syndecan-4 H AT V2 Rk, (H&RIEKPFEIH
il =N B 51K

Syndecan K ik syndecan-1. -4. -3 ¥7ERIE
S A FEEAER] . Ho syndecan-1 /E HIFF9T B
KRN, BRI RER A E R, AR EL
FRAE SN, A I ) ) 2 RE S B .- Syndecan-1
B 5 4 e 0 R A BR A B- B 35 1R IR I s A s
Syndecan-1 & W] 3 ik e i (40 i A T 1) 20E I Y.
0 A2 3 6 7 3K P ) A UK B, R o ik A A N R
(Pseudomonas aeruginosa) 51 5 IRIWUILAE IR sk s
{H 2 syndecan-1 i [ B A HELY 055 mh 7 40 R0 Py B2
2 ff 2 TR PR A AR FH W 58 T, syndecan-1 n 41
T o AR B e N 1) N 2 G B 4 T 5 | R ()
FEERTEAE ), [\ IS % dextran sulfate 5 5 (K]
RAEVE I 2 BATR 1 M. Syndecan-4 ik /N Bl
X ConA 5| 1 4 47 5 B A= 2R /N B B R B0, i
I B e g o P00 0 1) e M B K B R T, X R
t1 ConA 7|2 I S W AR W ¥ 1% ) syndecan-4 2%
ﬁﬁ [11]0

Syndecan-1 il syndecan-2 1] DL 2 5 £ Fl i &
ffI N2, et HSV-1"", Syndecan-3 7 # 5 41l fitl
(dendritic cells) 5 DC-SIGN —j2 5¢ /i HIV-1 %5 5
AE 22 R A SRR ) T 40 i A3 ™

KB FEHp syndecan-1. -3, -4 7E #4241

oA AT R IA, H AR B N R L H
syndecan-3 I -4 [F)k, EATAT LAEAH#ILH T
RN (satellite cell) FFRICA), T DAERE B 8% LY
FRAERES) ", Syndecan-3 fBR ] LS R — BT L
WZE4i0E, 11 syndecan-4 i [ B LA ZH 23R 0 ¢
g E U AT R E & W syndecan-3 7] 5 notch —
TR LA AE R " Syndecan-2 Tl g {3k I 2 X 4
¢ ik (dendritic spines) ] % 24 ", Syndecan-3 fi &
(370N B (RO I 7 5 0T B ZE A L S 25 02>, T X A 2
B RS2 Pk H R R, X T e S syndecan-3 ik
Sy rh 2 5 g f P AT R R R TR R
At A 6 ", Syndecan-3 bk B H 4% 1T
% (R ik B 1T 5% M K o Bz J2 (R IR g6y, [R] I 2w i
T i& 4% (rostral migratory stream) 943 Gl ; XLt
T G b 5 2 24 K1 (pleitrophin) 515 ) Sre ¥
T A& Ml AT B A O, 1 H EGF S0 (1) pif
LT T L4 U | syndecan-3 A1 EGFR [ 4H
AR M. J T (0 F 5T R B syndecan-3 7 il 4
41 b nT BUAE 8 i 5T ph 42 7% -1 K i GDNF
neurturin 1 artemin (1) 3 52 /& 50 52 4K, IF K5 EAl
P2 AW A IR 52 44 RET ; syndecan-3 5 )¢ i #f
RN 1 S (PR A B v U 4 i P A A
AR R K, X E 5 Sre 75 P,
Syndecan-3 1 1] &5 15 ML AR £8 15 o & o4l L 1
476 B, Syndecan-1 UL JFFAE b i B & 2 H- i =i
(¥)I% 2% IR & 11 (LDL) [ =224 2 — P2,

Syndecan S5 {E ML HHAY) 2 (R, I 322
P ML PN B2 4 s ) B2 4 (pericyte) AL A~ JUL
ZH i), (vascular smooth muscle cell) ZH . L EE— %
=R, WIEE. PIR)ZASME R . Syndecan-1
M1 syndecan-4 P47 IfiL 4 453 45 51 RS R A 5084 A8 o 7
rRORYEAE R, R I S LA B AR KT
o i B A P 6 1) 2 )2 2324, Syndecan 7 5 bk 3 £
Wt Bt A AEH, e syndecan-4 B8 4 5
ELVE A s v AR IR A2 {2414 LDL [y Py =0,
Syndecan-2 7F I 4% & B S 1 8 A i ik B BT i
A1 B, Syndecan-4 ] LLAE A AMIEiE
M ARG, Ty X R E FH 5 /MR W 25 - 1(throm-
bospondin-1) ] N A it AH FLAEH A % B,

Syndecan 71 JF 8 ¥ & A2 AR J b A A T AR
o B B AR BAT AN [ () 223K 7K RTAN [R]
(R4 B9, Syndecan-1 B n] LAARE 3E Fi 8 (1 1 1 b
AT A T 0 T i B R S A S B T 5T R B
syndecan-1 5 I [z R R 47« 20 ARG 1) A K A
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122214 G Y, Syndecan-1 77 2 $U i) [ JeJi8
JE FIEARF ) RS R 1 5 TR RaA N, SR
2 R R I A SRS 2 — BT, AR
HH R SIS IR S8 Wnt-1 185 3 10 5L R AR 0 AE
syndecan-1 [f)Z 5, IX /& H HIFE 5L syndecan-1 figfi%
1R PR A A R AR B Sk Ml MR
i CBYE B 2R BER . S T
R e JA W A AL 2 B4 syndecan-1 K IA 2K
T AR B0 (R e A . e RN LA b
syndecan-1 ik fkmy, IR 12 2868 )R, TS
AN B XUt 186 B3, Syndecan-4 75 JH-J A%
TEI) B2 990 (0 e a1, b (i 0t 8 4 i A= A B
Sydecan-2 7 lewis fiidi A1 25 s 35 g il I
B ok 22 Bl XA 0 R AN R I e B BT, il
HIF 92t R I T syndecan-2 X 4% 28 1) 410 1 4 o
Syndecan-2 1 fie 4736 Ji8g 0 1 JE DAL () £ £, AR
1 syndecan-2 HRIZE T IEH AL, (HARSmRIA
syndecan-2 H{iE k40 i ey T
1.2 GlypicanByIhEEFF 5T

Glypican &/ glypican-1. glypican-2, glypican-3.
glypican-4. glypican-5 fll glypican-6 7~ 4~ ik b1 2H ik
() LA S8 DR RR SR 2 S 58 B . Glypican fE R
SREP A EEEN, R IR ik AR R
HAELTTER, (e Mg 1)1 H 5 syndecan
A[F] 1663

Glypican 71 HES) ) & B i FE v 34 Rk H
EFEEE, AR D Resk 25 33 Simpson-Golabi-
Behmel ZR 4G fiE, 32X 2 —Fl 7 WL 52 2% (1) 56 R 1k i
FEAKG N, fEREA AR KRG o, Hrha
FRO M R B . Glypican-3 @2k 5| il 2 A4 K
PN 55 HXT sonic hedgehog 155 5 #e B M U A
5 9, Glypican-1 i B (81 /1 5K i 44 B 455 /s 1,
[F) Fof i 3 A2 it PO 40 i s A e ok R P 75 B 4 2
— 11, Glypican-1 W/ /- ¢t (1 5 IREE ML A, IR
I e i) ELAT R M R S e 4 7

Glypican 75 87 (1) A AE R b A7 = 22 (1) 4
M, AB R A F ) glypican /E I AN, £ 52 HATAH
BARAERT s BT 2[R — 7 glypican 75 A A 1) fih g
HAEHEA M. BHiliRER LR Z M FEAH
glypican-1. -3. -5. Glypican-1 £ [ [l Ji o 46 3l 21
Bk, LRIk Re L R 0 AR K R R
glypican-1 F) JB 98 41 i PANC-1 F 35083 P B AIG 7,
% 40 M AR BR AR A I R R A K 2 B
Glypican-1 75428 5 0 v () ZRak 1 2 ),

By EE B (R A 8 i FGF2 A 28 J5 TR v 1
{75853 ", Glypican-1 ¢ I h b & s A 1
HHAM T 2 MR G KE 7 Ih 253
W PE A 26T, Glypican-5 S5 30T 7 K SOV AR
ORI 2 v Ak, WF ST R D0 I e 8 0 1k v 9% 4 i
AR, T LA 9T SE H i i /) 5 Hegehog {5 %
S s U, Glypican-3 78 R 46 F HL AR
R, HAEANF A RIAARF, VEHBAR ;
16 B A [F) B3 e ak AN [R] 5 7 1E 0 20 2R g
P RIBAFEMR R 2= 5 U el DUt
IR R A, ATEIR 2 AR 0L R e v LG VR & —Fi i
T AN LR T, e A T R A
TR RN o 5 2 P o R Rk B E R IA, 5K
R IR B 25k U, B 5T 2 W 3K L R 41 £ R
glypican-3 1A 3% e 5 N2t L8 3 7 ik
FIIEAL T RS, TS f 3 R G X 58 AR i i 77,
X5 L BE A HE 40 M U T R 2 B B
Glypican-3 75 iF )i 2 Ly, JF Hagtgim
SR Wt-1 {5 58 SR MR 2B K s B R
B, gL Rk glypican-3 Z140ii FGF2
A BMP-2 5| k2 () 41 i 33 5 ©° 1R £ (5T e
55 glypican-3 & —F i 1, A& 1 kA B I8
bR i 1 B, 1 3RIE glypican-3 /N R
R FE U 0 A 0T 40 ) 2 K52 80 W S g P
1.3 PerlecanFThEERF R

Perlecan J2 4fl i /1 TR IR £ M- 25 25 11 2R
gl e, HREROLEARAG 2K, EXEI]
OEA B LT Z2REE P2 5 BkAh, perlecan AL
B IR KA R (dystroglycan) RS 1A, fERKH
I Rg 25955 BERE R rp,  perlecan = 223 1A 78 HLJEC
B AN Al — 26 R] 78 R 2 . Perlecan £E /)
B mibr 2 G SEUNREIGZET., X RE LR T
DVE R BB, R AR Y, AR B
FRIRIFFEUE S perlecan 75 #% UL AU AL R R & TH AT
BHATEARIER ol e 25 5 R0 A0 Sk 30 A 4R
TR AGER 250 PV fE R B IR, perlecan T]
DU o i 3 P9 B2 40 i VEGF 165 % VEGF 32 44 1)
P A A2 AR i Y. Perlecan T [RITT R Z B
Fnl DR Iz . A DA I A P UL i £
A KT 2 B Bl Rk ok RE AR AL P B ST R R
perlecan nJ LA i3 I 407 (o 2 4 2E BT, Perlecan
70 S0 2508 . T 4 Mg 0 2T A PRJRE 45 2  Jigg v 1)
Ak PO e A e R, H g8 i Hedgehog
{55 30 06 T Y bR A e ) A U AR AR BRI AT
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H M vh R BR perlecan, A4Sk il LS BN T 25 45 A
A=A TRT 7 1R J8 BRARG, A Py SO 85 1) A= K Frg ) s
perlecan [¥] ¢ SCA% 8 -tH B 1 Ji g 1) A= AR il 45 28
ﬁﬁ [103]o
1.4 AgrinfyIhgEf R

Agrin & — RS 737 R 2y 200 000 f 57 R
LERFRBE AR, | 2P RME RGERIE,
FER b e G fuk B 1 R IEF . Agrin XA UL A B2
SKIVR B YR BA 2 CEZEEM . Agrin Geff
neurotrypsin Y] # s N K i v Be Rl C R v Be, AH
XF 47 Ry 5 2 90 000 122 000, /) B H il 4
agrin 231/ AR A RTRLAET S, i genetic rescue
71T LM 2 90 T-48T . 7 genetic rescue [1] agrin
g [ /0N BRI % il T Bk B o Agrin 7E
B /N BRCHE RIS v AT 2 A1, R S P A A A i
1) agrin 2 J5 R HL, B /N ER & JEE (mesangium)
perlecan iAW 2, H 2 & 41 a3 I A s m i
BRLEIBET AN A 10,
1.5 HWRER ZEIFRERRENIIEM R

Ji Jit XVIIT 2 — FhAit 1R £ T T 35 2 1 2R b,
5 perlecan —Ff 2 BE I A 1260, FEERIATE
I8 3 S B B 3 1R A 2 R i IR XVITL A 5
perlecan —FE2 SRR AR AE T, U0 A0 9 1055 (1)
CE AR, RIS REAE I N i KA v . B
J B IL R R AT LA SR H = R R U R
XVIT 2 DL =R S MR i) 8 XA TR, X =
Tl S K A4 v R85 A5 — /N BRI endostatin [ 2 Ik, &
SR B ML A B R 12—, AT A g
it A A 26 B O e dk A KR (TGF-B) 32 44 T,
BV B-glycan 1 /2 — MR IR £ eI R 2R 1 560, HoAE
R BEMEmLREPAEERER N A
[ 75 ARAF B-glycan B B35 47 R IG & & BB,
F RN RTO I R B B R O IR T
B-glycan 5 A [F] 88 kA= R g ik B A 1 4 45 21
TTZBIESE, 2 B0 N A e — ol g 41 1) 5
R, e LI S 20 B R 1 e 25 22 g
H AL

2 TR CEAFRERREAIERILE

S SR AE AN [ £ 2 F B R B T BEAS—
P, IXFPIIBER 252 2 A 2 JZ K . X AR
MRS P R A A B E VIR R T
P2 I 28 H 1 SR AE 45 ) b 3 RT3 o i
P RZ R B 2y o BIERE O 2 B 2 22 R IR T

7, (A SRR ST S R R OB T
S H MR KCH R PEEE, LW syndecan-1 1 -3
A R A AR R R 1 PR, K LU R AN 1 W e 45
MZFE ENRA R — RN, B2
R P YRPE D B . XS R FE e T e R AR
B RE AR 2R BhAh, BRIR LT R E A
TEWHAZ Lo B 11 350 A A &P AR B B R 4R Y
BIAER o BERE AR O R 1 IRAE FH AN, T
FHARAF R o
2.1 FilR CEERTREE BRI ERN SRR

IR W R REAE A K. RE . RAER .
T A= ) R 75 1) 4R 28 NI e L K P oRg () A R e
SEAN TR () AR B L AR A EEEM . R
B S5 BDIAROG, i 45 1 50 S 1 AR ) A o
B it 2 ST o B PR & TR IV 35 W0 1) 2R 0 5 B2
—ANZ BRI ) 2P R R, AR A s R
o — R B B EAS R B A 0 i R IE 1 A A W
B2 S O, e o S A R IR £ T 2 b e
g2 Ay, iAW Thfe 2 R U A HR
HL R, BRR ORI R R S W R . AER A
O R PN IR () L BT B S D Y, 4
B 9 JEME NO Sk ) HNO, Al HOCI %5 [ 3L T i)
%IJ [111-112]0
2.1.1 GRS WEAT A E S B O U SR S D Re )
ST A ELAE

W PR T I 2 0 e o — bty £ LI AR K 2y
T, RS ZIRets TS, W AKET.
T2 1) 7 2 e TR 5 4 2 B IR T B R &
WEIhRem ik at, w H X R aE A A E - E Nk
SR U SE AN B R AT R R IR 2 A KN
TS, 5K 752 AR 3L R A% 5 s 41 i
ARG Y I e 4 A K 7 (FGF) 14t
e 1ML (antithrombin) 45 7)1 5 B IR £ W JH 2% B
F) A B AE A5 2] 7 3R N F 9%, HGF. HB-EGF Al
VEGF L REH IR SR b e 4 & Hil D &19
B TR OB FGF, Ml FGF 2k =t &9
(iR g e U, SR T BR IR L BEAT SRR N 2E
KPR IE A B2 AR MU S o J5 S A T 9 E 512
TR LML 32 W R o ok A 2 (6 0 6 o7 I R AL A2
iR CEAT 2R RE R FE T BT 1 UL BRR &
T JHTF 25 B A0 B 1 0O LA T 9 ) 0 L S 481 2
1 0 AT 2 W5t 5 Ut I (antithrombin) 1455 .
23 Z A ISR 2 Bl 7R SR, B n ik St
1L B 0 A S P M5 T PR A 1 OB &85 45 1T R 5 gt
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Bl $23%:

YERT MY, BRIR S WERT Z At mT LA otk U, i2i%
B AT T2 AR TR AR A DR R A B 78 5 s o 13 N 4
W, BEETIR NIFAERKAE S S8 04
PRALE IR L bR 4 i A K 7R IR 22 SR ) T
sl e 0 I A SR T PR R £ R 2R s I AR Y,
— HOX A aE el g FH b, g0 ) AR K 2 2 W
S M BR R £ BRI 2R B X AR R A
5 R A B i 1) DT K, OB B IR R R AL A 75 B
Beaw o gy, DR OB IR & I 220 B At IR b A X
(sulfation pattern) [ 24 42 ¥ 25 5| i 1L 2E 4 Dy e (1) A%
.

2.1.2 WRMR CWEHF R R RERE S B A 3
DIRer L&

T 1R T JH 2 00 e o e e i 7 2 R R g 4R
o R EEAER, i HIX — R 2 B
SR 25 4 ANk o 4 Je8 I 5 £ 1) T AR 1) 1
P U, BR 2R ITE £ BE A £ e R 1) % el
AR — R H B UTER
2.1.2.1 BRI SWEH 2 8 1 ZRBE R B 1 5 B S AL R
ST M 25 B 1 ZROBE D RE ) Ok & i R £ WE A 25
B 1R 5 5 el AR 7 A% B 00K — DA B G
BOEERN2ZE IR b, NG F0EER -150-2
WU AP FURE 3 T KBS 2 5, P A i %60 B
Ve 2 e A% Wi T T g — A e B I TR TP LB
5, RXFEE R TIERDURE . BER R a- &
T 7] 260 W e e o T () 4 D AR I # DU Eon b5
—AN OB AR, TR SR LR A R (HS-
copolymerase, EXTIFIEXT2) AL A& L
R 250 R T TR R L TS o e B T A 1 0 i SR A i
5 S R R K IR AN T £ T A Il /T s e % il
(N-deacetylase/sulfotransferase, NDST), 547 )1k
fit(5-epimerase), LLA2{7 647 FI3A7 6 MR AL 7 I
B, RS HE 2R OB #W5E. +
THR R LRI 3 s 4 5 ) m ] LS Mg 1 ARG, L
QIAKE A ] LA 8 1 R D B SR
TR W 10 AP 30 T AT o P g ) 2B,

LT 2R AR A B (EXT1 A1 EXT2) S A5 4 fi
Jea FU0 S DR 1 ORI T 1t A% 1k 1Y) 22 19 (hereditary
multiple exostosis, HME)!"*, J5 kA KILEAT &0
W IR 2B B £ ot R o i 0 75 PR S e R i 122
TEB BEJR H FIH] EXTL 1)k ) DA - I8 41 iy
BRI A2 U ) R A A P R BR EXTL A 5k
RRRZET:, N R4 bR EXTL 25 iR IR iR 78
T2, i, Fukuda U802 A) 75 S 1k 4 1 f ok

()5 AR o A B2 4l B ) BEXTL Ja R B, A 2 4 i
Hi R SR 2 0 2 A DR 4 A DG I S i
PR G 338 SO 1) 7 A A o Bk U e LR
FOMG . 6 2 W TS PR RS AN 5 A7 S Py A B e 98
AR R VR B R WARIE, (R 5 A7 e i I
2 JE S R AR PE T O B R A o e AR A
AR E G AR AT R . B4R NDST-1 &
Gk 2 I A R g il & 1 BB E0E U0, {HU Esko
N R IIAR PR S P e o P S 4 i F 1% NDST-1 /5,
T ) LA A AN 52 57 M, 1T B P ) L A s (
Fifgg ) DU 57 S0 8RS A R, R AR R B P
Je A i NDST-1 2 L- ke = Ak @ vy
SR E S N BT 06 11 U HS2ST-1 7l Bk ) 4
TR G BEEEE Y R A AR R R R
HHBE IR L THE I 25 R R AU B St 2 R A o, L
45 1 W 96 2 Al kg e I TR o R OB B o PR A
RAET AR - SRREANLE, D 2 47 AR IR LR
FEFEAG, 6 4 iz Y, 248k, R PPEhg
AR Bl R AR R R R T A E A gk — 22
(RIBIFFT LA e B

2.1.2.2 BRI SWEIN 2 0 A SR b () H 4 5 )
AE MK R LW 2 g 72— Fh YR PR (1 —4)
PEF N UING, FERlE . FUIE . BERmEL
Jibgeg o Ak S T e, ok R H L e () P
ANRIEAOG, R 40 0 A2 AT R B
(i3 FPh IR 40 112 2B R R0 Y R A
W S Pk M D) B R TR 2 o 17 40 A/ 5
TE A0 AR 2R R 7S 1) — KB i, LhfiPerlecanfié
Ylaminin. fibronectin®§ £ Ff & [ T 1l 45 1) 5 2%
(1) 20 Mo AR FE 5T, RS 4 B I A . SR
PO B R £ P 2 00 B 1) D) S BE AR X — &5 4,
T Af 73 b 88 400 P 1 182 8 R s A2 43 5 5 1Y ]
B, BRI 2R BRI 1 SR 250 B D) e /N ) A
B, XU B H20~30 N AR IR A, A UE S
F WX SO TR BE 1) A= W) D e L e SRR R O R
BB SR o 10 HAS R (0 A2 ™ 0 A b 98 1) A e 1 A o
PIVER AT, LB, BL AN MR A% R £ eI 25 6
fitheparinase TTTK) [ 440 RE-AI 1 40 )0 1) A4 AR
7%, Iffheparinase TF [k r= ) H1 fig i 35 M e dE 1z 40
JL e A R 281 A it A 3R R 4 A
TR ORI = AR 45 S A RE AR, bk
oA KK F(FGFLAMFEGF,). & W AK KT
(VEGF). HALAE K1 B(TGF-B) AN 41 g A= K A
F(HGF) o X85 PR~ B 55 g 4 i i A A7 %
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5 g o A A A O o R I A R R K 2
1~2 mm B ALK/ 0751, 3228 18 47 52 4 IR
Jo HU b 78 S SRE FE M R I RE I A G A B
I8 AR e DR~ AR AR S A ) DR 5 1A #2445
o MR LTI 2 W BEYE S R D5 B v B
Z )G, SEEAERERE b8 b i g AR DR B ORE T H
Ky IRFERAR I A B R F A A A Al R 22
TR ¥ & d R ASe AR d el IN=RA S e S o

HE 54 s B R — P 22 1 1 1) B 1 BTN
Har RNt e EATE S s A =
ik, i MMP9, MMP2 %%, {5 fifgg 1 5 25 e
JiRg 45 28 h AP AT BB A €8, 2 BUMYR A A i
B I A 1) — AR o T BN R S R
LR FEMEEE LS A, Ll MMPT 3 /2 45 & 75 i IR
ST EREEE L Y, AER, EATTRES U B A
R CMEIH 25 8 SR AZ O R o R e KB, AL
T A ] T 240 b B s 4 B 7 358 o R B TR G I JHE 32
BB RS R I BI04 . Tl syndecan-1 JfI AR X ({45 5
KB VI, feds syndecan-1 1R A1 X AR 1 2 1)
o U Xl A2 B TIMP3 U1 38 7 4 iR
A 50 22 B 5 i T s e AR i
g3 eI R 40 B A AR, IXOPE R AR
2 AT R RE A7 e MY e AR, W
(1) syndecan-1 Jitd #} X - FR)HH B 1 £ 195 JH- 25 I 1) 1)
B B, X SN R B R SRR AL, Be
A0 e 4 e e 2B M (B TR syndecan-1
FE AR Py 218 42 3E B BE 8 10 4 K U B MT-MMPI
D= A 1 BOS Refe b an PR i & U9 RoRErh
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