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WA EEEL . 4B R D3 BT 25k 0V S A i A
A R, Hoal B AL RN 5 I B A K 2 IERI 5. TRk 4
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J, AE R R TE BB S5 S AR T AE o Schefer C 4PY FI 4 4k
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BEMIASY, 5 BMP2 A S0 3CE A BCE I FE AR L, (B2
Smad6 1K 1] VSMC A 1B T B SZ BI040 o (5] EE Py B A8 6 11
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HY ), i 40 f s - i E A e (Na™ -H" ) {3 0T 4 i 240 B
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PRI REAE TR, KRBT & E R 7 00 BR 1 R
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o 585 e A A A, 3 L S 4K 5 AR IS 1 K R IE A Ok, B
P LY ™ B AR T B KB T2 A5 R TR
3.10 [RAHEEHA 1 SRR

JREF 428 (1 1 & 3 B M 55 K 40 A AT 4 ) 3
SRR S, B 5 M R A M M 3) /1 R S M4, L
[F] YR e A S A BE R I RAE R R A R RS, e 2
PR AE IR Marfan’ s £5551F 1074, H D028 3 kAR 38 (10 47 5k F1
K 2R IR . Pereira 25177 K T 6 JA W 5 41 4k & A Bt
B BRI o R 8 2 B4 A, E B ) R B B AL A
S, P 96 M 00 £ 4 18 2B s B AT 48 RE A 5 0 3 1 2H 2RV R
9 JA I VSMC 12 N\ P32 IF K B3 4, 377 )2 48 DL B i 4R

R, KR EAREM#EARIL. ABOENHRE
L o T A B2 A AR R o I 5 AE AR L IR, AR 2
FRORIE R JU) 3 ER] 248 SE 240 I R ok, 2T 4 240 I 7 <08 3 Ah I 1) SR A1 T

B, XA RS R AR MMP-9 I RIA PR AR T i S B E K.
311 #ZHEREMEREY BB —B5EE 1 SRIAVR

TETY B2 5 1ol 1% 9/ B B2 — W8 B8 1 ( ectonucleotide pyrophos-
phatase/ phosphodiesterase v, NPP1) e % /K filt ATP ;=4 fE W IR,

T $00 61 32 B K A 45 (R T J . NPPL SR0B BR 2%, AR BE TR 11
7R B2 B 4, DU BE 00 ) 2 5 I T PR R AR 4 o K R
J, T HL R SR B R A B A R PR S5 B e A9 LA AL I Th
fiE. SERME NPPL kR & B BUR KM 2 L3l bk 7 = 5Lk .

Johnson 25" I C57BL/6 5 5t 1) NPPL '~ /N BRH BCH 5

1t B DR ¥ R0, o 14 R I 9 12, T A A R A A 4 )
FB B R I RIE 72 BBk 2L T LB R R A R R

D RIE, 1l S RA LR AT Z RSk,
3.12 SWERRENR

B EE AR R B S5 B Ho AM 45 7E 2000 4 A B, B AL T 5
SROIEE b, A S B R A 1 — B B AR T

K7 A, g hS 492 MEERREH BN Z REREA,

9> T BN 54.3 kDa, AT 54 A SRR BERR R KT . AR

PR S FLAT A A R A R A 1) B LA PR, B T

T P 0 AR SRR £ e e BV A, R AT 4 5 K OAR

T FIEIAE AL R 42 o Johnson 2512 4738 /N B, Ank 2 [R5 5

PR T TE B SR AL, LR e ML R B I

WL, I A B 50 98 00 A2 B B AR T 3R 55 777 1R RO
{E245 NPP-17'" /) B B, 48 28 7 R B /0 B 10 5 4 7
8 — 2, T 68 28 11 AT NPP- 1 SRR ( B8 2 11 BB NPP- 177 ) /s
B BB T2 A A

4 SR -SEERERAERFIEZRNE

SIS A B A A I B A B R A I A 8 n 2l

Jik SR A B AL T B A AN RS 1 A S B0 M AR R AR

Qiao JH %' SIS IF S g - e PR B AR & (& 15% Mg W~
1. 25% JE[E EEFN 0. 5% JEER) AN 00 I 3 ik 6 #6 i 46 975 28 11

BERE, RS R E AL R A I R AR RAIESE 20 X

PA_E R4 [ S RS2 B B 0% T A2 e, IS R UK T 99% , dh

F NPT AN HR BB 3 27 20 3L LL_EARER — Xt L R A
— LG AT FR /N B R O B R IR SR T RS B L
A, T E = v E T B AR PR SR R 5 B R AR L
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