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(RUHI] a—7a7) yERER (ECLT) it tissue plasminogen activater (tPA) R U
plasminogen activater inhibitor type 1 (PAI—- 1) LBWEMELH. BHAEEEAELENICF .
TEINTVE, EMECBNT. REBANVYTLLAY (Ca*t) Ba—roT Y BB

(ECLT) #FWICHMT 5 LRV LEDT, 20OMBRERBERIT LI '

(A&} ECLT : 2—7u 7Y VHEIHENMEL20E/RL. pH 5. 2iclik{bs s ick-T
¥ L 7o ECLT iZid microtiter plate T\, 150 yl 02— 7Y YAEICS0 gl DL b by
EVEmMAB LU LI, 70y MNERIZBEOE(LE340 nm OBBEDOZELE L THIE
Lo 23U % LAREINIIL Biggs & Macfarlane D (1962) itk D #HE L/, £ b protein C
EUE b X BFiE Enzyme Research Lab. (IN USA) X VALK, X BFRZ NI
George King Bio—Medical (USA) & ¥, X EFH{kid Nordic Immunological Labolatories
(Netherlands) & DMA L7, kb fibrinogen R0 a ;—antiplasmin (a.AP) {7 Eit (Sweden)
LDHMA LT,

Glu-plasminogen & U8 C, —inactivator {3 SR BAEEERR L b . Plasminogen Activator In-
hibitor— 1 (PAI- 1) {3 PAI-1 %8 DNA T transfect L 72 ARBE & 0 #8072,

SDS-polyacrylamide gel electrophresis (SDS—PAGE) (% Leammli ®4#&: (Nature 1970)
& D74 fibrin autography {3 Granelli—-Diperno ®F# (J.Exp.Med 1978) ik hiT -7z

[§R] 1) Ca**MBLIKTFHEI ECLT %5548 L7, £BUME (1.5-2.0mM) BlETH4~5
EOEMEEDI, T OEHRIMEO_HA A v Thaderxiva, B8, v rTlHBHOH
Binote 2) MO/ oy MERKEE Ca*BMIREDER L.  3) fibrinogen.
Glu—plasminogen. tPA RU thrombin ZRW/c#i{b LR Tt Car*iiimic & 2B ol
ofie  4) PUtPAffE. PAI- 1, C,-inactivator {2 ECLT #3& L 7-4% Ca**Fmick b &k
L7c ECLT Ii3BWERIRE U »7e  5) a:APET~NTD Ca**#MET ECLT 2#E L7,
6) Cat*HEmick . 2~ a7 ) L4 cBWT plasmin OERNEE B T LH3fibrin autogra-
phy LK DBEBE N, 1) AU AREMPICH VT Car+FiNic & b ECLT 1384 LS
e, ANV U LBRESEORNICLDEBEERIED LN,  8) /YD ARFEMIEIC Xa BFEN
Z5& Ca*FEmick d ECLT OEREPBEUTRYONZ LS ITE~7,  9) XEFRZMETIR
Cat*HFMick 5 ECLT OEMIZBH oNidh »7.  10) 3 X BFRHOHFEMIZL 0. Cartlckd
ECLT DEHEEFRICHD Shi,

[H&] FWRICLD Caricd b ECLT 2 FHICEM S NS LR E NI, Carric & 2R #
fERCBEEKFRHTH . SENBEICSVTHRD O, MDY oy MR Cat+imic
FNEELIDE, FaryEricks TEMBIEINABETNT 4 7Y v EEELT 3 &4
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@ AP %274 7Y VBB LTS AL ViCHEREDOH 27 4 7V VB ERR LI/ D EEL T, B
{EL7AR TR Car*HMc L 3 ELXZD OB - To EIRED tPAICK BT IR L ) —HF v DiEH
LBV TIRI VLB T 4 7Y YORHRIZ Car it L 2B BERIEDOFRTRIEVWEEL Sl
#i tPA #ifk, PAI-1. C,—inactivator % Ca**HiMIC L VEM L7 ECLT KRR ERITITH-»
fol Eck B, Cat*DIERIZERAD t-PA 20T 2RBEOAERP. X IHEF. prekallikrein,
HMW-kininogen Z0EMEAT 2N T 2RBAOCHARLZRIIFLVBFEALTVWEEELGN
T2o 25U LBEMFERWICERL DNV T AIIBREINAE S I v K EFHEERTH, Cartick
BEBBOBRALICBHEATH S LEL DN, EELTOT 1 v C (APC) ORBERERNRES L
TWaBH, APC OFEMbIT APC EDHEMD Cat*HiMick DEH L. ECLT iciiBBERITX
3. APC ik 5 PAI- 1 OFflid, COBBICRBBETRIVWEEL ohl, XEFRZMETIE
Ca**ZFHimic & 3 ECLT OERIBED O -2 &, Bl X EFRE&OHEMICL  ECLT DS
DEELBFH SNl LD b, CaHFIICE D REELUSHIC X REOFELNRARTHEEELD

Nl COXBEFENTIHLCREBECERE, BRI SERIN TV IRE ERBFOTEN
cross talk ZRRAT HFEHNDICKES Ea?é:ﬁf#‘é‘ ha,

BRXEEORROEE

Mk EEER & AR fibrin O (MBRERIC L ZEMM) & fibrin OER (DHFOERE) &0
ZHREFEOEERT TR0 5 TERTREWIT homeostasis RN TS, ZOHER
ELTHERMICEWICHET 28BN FETIETHILELONTELN, RIEBMEICahLRE
AV OHBRTD %o ‘

BHFERANY T LAF Y (Car) Ba—ruaT ) VERSEEZERITERTE I LERVWEL,
Ihi o L TIREBROEEL (X BFOEHL) FEEROEELEEREEIEVIHE
OHERBO—DEMDTH LML,

ﬁﬁ#ﬂﬁkﬁhbﬂél—ﬁu70/$ﬁﬁﬁ(Emﬁ)m%kiﬂmﬁﬁui(l5ZOmM)
M Cat*%ZiMA A&, ECLT 3454 - 5 SICEML. COEBIMBO Ml A Thoswrrvh,
HH, A TREDONIII T EIT COBRFEHSMNIT B DI TOERET
#i{k U 7z fobrinogen. Glu—plasminogen. tPAlZthrombin #MA TR X & 2 Mk fibrin DFRIZ
Catt2FHML THHEBEROERIZED Shilh- 7, FitPA Hifk, PAI-1. C 1 —inactivator %
MmA 3 & ECLT BERT 285 Ca*HMc LV ET 2 ECLT ORI OEMATHERIEAL
hishh-ofoo 2N ARERIME LR L XETFLEE S I v K KFEERERTFERET 3 & Cattif
Mmick? ECLT EMfERGEET A48, Chic/N ) v ARFHES X BT-2Hm9 3 L BE ECLT
SEHERSEIE L, - XETFHRADHEMICE Y Car*ick 3 ECLT OEMIEAIHES L1,

PLE DL © Car*ic k5 ECLT S X AFHI ST 5 &M Rl ahi,

ARRICL D EE SBBICBIT 3EVORERBSO—RNE Mo o BE - BBEARr—F -
Ty TRELVEBRENAZ WS EMNERETE D, B FERxh,

HFEORFIIH L. ROL I HHENLE N,

1) a—rm7Y) yREDI0y MEMFO 7oy FOER. ﬁuﬁaﬁ_l:a)ﬁi\ BROZERICOVT
2) ECLT ORIERICBOTEVBRIEIOR, —3ic RIEHET 50 REHN
3) HEEFIE LT 2 By — 7RV AEH
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1) Car* e T EEFEETFIHIT 3 fibrin BHEOBE FOZRIZOVT
5) XEF&E CartEDFESITOVT
6) O. VI, XEFIBVWTIOLS I EERvor
T) A X BELITIOLILI EHE 500
8) phosphatidyl—serine. phosphatidyl-choline 2L 7:38&EES B0
9) a: AP MEET IRAT TOEE (MIFO 7 o v MEMRERD Tk Cart A 5 & EiiAEN
HNERT 2D0 :
CHOOERMICH LRAEORSILEYITH D, MERLTABRL THY, BT (B OFfiHm
XA ISbLVEEERLEA—RTHEL 7.
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