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PAI- 1R EVPEBIEKMETH 72 (P<0.05). PAI-1HURRIZTR & IARIC

EFEEEIYVBHETHY,

PCI S HIC LA ZRO24RHBEE TICE —2 (CHE© 1476 £ 16.2%, PRE 1 195.6 + 285%) %/RL7:. L»
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BICPCL & 179 A P HIFEBEE (combination therapy)
B (CH) L PCIHMGITE (PH) 2HfH L/ PCI
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ST k4., & A Creatine phosphokinase -MB (CK -
MB) fEDIER LB (25 IU/L) @240k LR %5723
WEE Lz, XBAHEE LTt-PARKIOFRSHEZT
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RERHAEHE © RRAEROEESME (180/110
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(Combination therapy) # (C#), & PCl® A HME1T
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DA DFRAFSZE 2 SO 7 REBNIxT L, PCL &5 & Hi X i
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PRI BRI % F 3Bk & 0 BREIICAT - 72, $RiIL
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W, BOBMTT A u—7 v TARWEEL %o 7861
FZFORE TR T & L.

3) IfiE PAT - 1

I%E PAI - 143 LPIA (Latex Photometric Inmunoassay)
#Y 2 HVPAL-1HUEE & LTRIE L 72, AECIEm
B AT AR free PAL-1, /L% free PAI-1,
t-PA - PAI-1#i&14, vua%+—+ (u-PA) - PAI-
1RERDP LR HBEOPAI-1HEEZHEL TWn5,
PAI-1 iR EOIEFEREMEIT, BEEAKRZIZBW TR
FHEzARELA-UERE»LHELN10.8 = 8.1
ng/ml & L7,

4) WREHERAT

FEITPY + B2 (Mean £ SD) TEILA.
AT HALIR L, 2 BER) 0 B BT BE S 2 AT IS
DHRWEIRE ¥ 7213 Mann — Whitney ® URE %, & 7
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CH P# P
AEBI K 58 68
ki 564+13 589=10 NS
®5 (Z8) 8/50 12/56 NS
HERET (FREER
& ILE 31 37 NS
. BRI 17 29 NS
5 Mg I e 27 31 NS
L) 40 47 NS
RIREE 9 10 NS
DBEEDONA 1 1 NS
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CK-MB&&fE (IU/L)
TRk S R
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— AR/ ZRRE/ ZHRE
A7 v VEB/RE

2549 +234 2278+174 NS
1259 +104 1128+ 49 NS
323.6 £304 3300271 NS

27/3/28 39/4/25 NS
34/17/7 35/24/9 NS
41/51 45/67 NS

TY—EBICE REE BV BERNOERERD
AT 1213 wilcoxon DR FIEAIME % FIV 72, HEtEI
FEAKEIZP<0.05L L7ze TRTOMT Y AT AL
Macintosh 7 > ¥ = — # — @ Stat View 5.0 (Abacus con-
cept Inc. Berkeley, CA, USA) % w7z,
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JE - BRI - WIRILE - BUE - KIKE), AMIBEAEE,
RIERBARH, A2 > FERIF OIS T TORHE,
& A CK-MB1E, EEIRHE RN - Bk, HEA7 v
MIUICHBEMTAEREZ I 2h o7 (D).
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BRHBER

EVTFTIT—EEHZRSGLTHSCAGE TORMII
69.8 £ 510 Th o7z, HARIME PAI-1PUEEIX,CH
1$34.6 + 2.6 ng/ml, P#X37.5 + 4.7 ng/ml THEERTIZ
HEEZZ D072 P=NS). LH»L,EEED10.8=
8.1 ng/mlZHRER LT, CEETIZ, AR
HPAL-1HUEE IO CAGIRFIERSE LR TV i)
o7z (TIMIO-1) 26%EH1i41.2 = 2.9 ng/ml THER
BELATW (TIMID-I) 32%EHIT30.9+3.4

(P = BER2)

ng/ml L AEIC (P<0.05) BEERLZ (X2).

3. Mm#PAI-1 MEEBOERNZEIL

PAI-1HiR B IZMAROMHE L OELETHRDT L PCI
BicHmL, 24MM%E T CICCREIZ147.6 £ 16.2%, P
H13195.6 £ 285% L e VWML b RARL R0, 20O
BIELACBAL, 17 ABRICEBMAROMBUTIETL
CH1354.8+£52% (P<0.05), PEiX699*75%
(P<0.05) (X3) &Z%o7:. LaL, Mm¥EPAI-1HE
BERIZZERA Y MIBWTP, CEEICAEEZ2R
Dhote.

4. A7 MVREFOMmE PAI-1 HFEOZEIE

AF v MNEBEHOIME PAL- 1 HLEE OB E{LEIL,
4B I CICHBETY -2 28D, CH41HZ
160.0 = 20.7%, P#45%112190.1 £33.4% Th o 72
(X4).

5. 272 MNEREFIOMmEE PAI-1 HiIFEOZE(L

PBED AT v MIERIE 22 F T3 AR PAI-1 X ) PCI
24 BERIBICE — 2 D 209.4 £ 56.3% (P<0.05) &7%o
7275, CEHORAT ~ MIERE 106 TIZMARFPALI-1 &
D PCIHER R LA ZFEDT, 24K %103.6 = 23.5%
(P=N.S) T48MMHUBICESIETLZ. £L TP
Box7 v MEEERN L CHORT » FMERBER TR
T2 L ASERRIZCRBEIZ71.4 = 14.0%, PEIZ157.8
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ng/ml). TIEEE LWFAREE N, MEPAI-1IFEE
fbRO LR %2R, 24K FEFTICE—2 28D (C
1452 = 14.2%, P#1956 +285%). WEEE 414
H %13 AR e ~UmSE PAL- 1HUR B A BEIIET L
72 (CE#54.8+52%P<0.05, PE69.9+75%P<
0.05). &RA v MBIV B I PAL- 1 JUR & (3 W B
WEBEERD RV,

)
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180 - O~ P#
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140
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AR JEFMItR 24KFM 48K 14 H 64 A
R4 27 v MAEHTOMEE PAI-1HURBEZALROFERRY
Ak

PH CIZPCI 24 BRI RICABRERFICHRAE R EZ D2
(CEE160.0 = 20.7%n = 41, PEE190.1 = 33.4% n = 45)

32.0% (P<0.05), 1+ H#TCHIZ569=11.6%, P
B1399.2£175% (P<0.05) & PEEICHRTCHTH
HEaEMEERLE (X5).

z =

Recombinant t -PA ®xh#E L BIEH -
MEBERFRERPCIIC L 2 HERBEEDEAICLD
AMIDOFHIFRIMICRFESINS X ) I27% 572, recombi-

275 1 # P<0.05vs #AE:
250 * P<0.05 LR

- C#
200 AN O~ P

WA 3B 24KER] 48K 14 H 64 A
5 A5 v bIELEF TOMEPAL-1HUR EELER DR
21k
PHTRAT Y VEEHLAKOMEEPAI-1DB X %
B, 4MEBICAELER 2RO (209.4
56.3%, n =22, P<0.05). CHTIXERA VY NCTH
B LAz 7, 4SIHBUBITEKTZ2EDR
(719 * 14.0%, n=10). WHEEOHLE TIX, 48K
(CB: 714 + 14.0%,PBE © 157.8 £ 32.0%, P < 0.05),
1A% (C¥:56.9+11.6% ; PR : 99.2
17.5% ; P<0.05) CBWITHEBICCHITIPEICIEN
TEMBER L.

nant t-PABHIZIZN T THOYRFF—ERLZA LT b
FF—BICHERMBHMEIER, SVIIIEBRE S H
MHEEHE ORI N, L2 LS, AMIIZ
B AHEREYRIMWEREHERLDDTE R0,
F, PCLIZIMAR BRI, SRICHERELBS
TR, AEToTREERTRERELLY. L
L, AMIBERICPCI S WRE R A RE S NS,
CD%, o TREICMREHERELEE I 2k X
PCl % 177% 9 S &P A b N7z 2%, recombinant
t-PA % PCIETICATIRG§ 5 & M-S BHE (SN,
MBHHEHEDY X7 HH s L sz, Rapold 5?
1Z AMI 23 T recombinant t-PAE KO TNV F 75 —¥
AR5 TALIMAPOPAI-1IERN EATAHE L.
Neuhaus 5 & AMI % T recombinant t - PABH|Z X
LHERERB I %I 15% CTHBE % 8%, recombinant t-
PASA I PAI- 11ERZ NS EHBRBLERT Y5 2
LOSEMmBROREREE Lz, 19994 PACT trial ® T3
17¥% 5.9 5 recombinant t-PABF| 2 KA EIZT 5 & H
MEEPHE & RS ERERD L E L.
t-PA¥ G- & I &8 R BUS -
IhF CAMISREZRSMEIIC PAL- 1IEEN LR T2
CERHOENTWDA, KEFFETHIMARED PAI-141
EEIZEEAEBICARSETIATEMIT . 4D
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R mutant t-PADE Y 5775 — PR EBOFERIE
TIMI 1T — I 258 & M 72613 3% 55 D PAL- 1l A8 &I
KL, o FEROTEILMEARPAL-1ERIK
T AR R LY, —iRI, MREE RSO
R747) e LseE, 747) 5 FETTS
A=AV EHHEED-PAREETSH. TDt-PA
OERIZEYD TS A3 ) —=FUdEHbEh 7523 ¥
WEBEN, TIAI VBT T) V2Bt 5.
PAI-1iZmEANEZMAE, MRz ETEASIt-PAR
FRWMICHET 5. MAREMRIZt-PALPAI-1, 2L T
TIGAI VHFBEINBEIZFOHERTFTHS a, 7
FAIVA Ve EI L VRAH IR TS, LALE
Mo, ERURZERCEELZFRENECRD o, 77
AI VA ey —OMmPREIZIZIZ—E IRz Ty
572%, MARBEROFATIZt-PAX PAI-1D/N5 Y A1
IBEIAHKREV. BoT, PAI-1FERZHMSES
recombinant t - PABA I MAEMATH Y 2H 5, FH
I MmiemiEH b AT 5.

PCI, mutantt— PA & Ifi%E PAI-1 :

—7%, PCI1&ICdH PAL- 1{EMEAEMT 5. ZHIZPCI
W2 & D IMAEREDSIBBE % S A L, I PN R IR e i /MK
PEHEI N, ThHOMBTPAI-1IDELESNS T
HEEZ HNEYW KO I PCIEO M PAL-1
PURIE 24 W16 F CHEI L 2 %R, 1 BRI
AEDTORMEZRLE. 29 LAEEEYF 75—
Y58, FREHEOMTERRAOhW 2o/, Thb
LEVFTIT—EHEGICE D E5% 5 PAI- 1M
{, V5775 —Fikrecombinant t-PARA L B D
PAL-1{EHZHMSE 2 WEHTH L EEZ DR
Y777 —E¥ELFA L mutant t-PAOODEDTH 5
TNK t-PAIZ PAI- 1iEH 2 WM E LW EAVHEEE
TwaY 2rh5, PAI-1ERICEEZ S22V
mutant t -PAIZHEBOEBNEERTH 5 EEIEZZ 5
hi-.

A7 v NEE L PAL-1E%

AT v NERER EIERE L 25T RETIE, AT
v IERERATIRE YT T — BRSBTS
WARPCI#ZDOPAI-1 IR EDOWMABEECTCH -7z, =
DML, EVFT7I—-CBRPAI-1ERICEELS
ZBRWEFTRL, PCIHOPAI-1ERO LR E2H LA
WEd R ARIB SN, A7V VEEFITIEE Y
775 — R EOHE T PAL-1B)EBICEN L Do
725, A5V MEEDOBENNV— Y DORIZL HIMELRK
WA, XY mEEESHEC, NEMRE, MMROE
PALHZEL WY 720, £V 775 —ETH PAI-11EM:
WinEHHLEL 2o TRZVWREENINRSE, £V

F75—FOPAI-1ERE~OFEICE L TIX, 5%%
BRBMZMMRAILETH 5.

FIFEDOMER

AFRIIE-ICE YT 77— ¥R Mo mMeERE, §F
|2 recombinant t-PABA L EHELEB L TRV ENED
Fonhsd, LaALAEMS, recombinant t-PA#AF A
PAI-1iEME2RET 2 L v BEOHE L Y, K%
THONMBEPAI- 1R BEOEALBE LT T 7—F
BeHBE LIRS BHOMBRIZEN 2ozl v ) EREH»
5, PCIOBTIRS5ELLTEVYF 75 —FPRIVER
ERTHLIEPHFEINS. BEZICAMETIE
PAI- 175 Cld 7% 4 PAL -1 PLE B TOEAL THES
LTWwBEESITFoNns. LA LEIFSEMERE free
PAI-1 DR AN B G DN & 8D TR W72, PAI-1
A WET 2720123 RMm2 Sl E F TORMCFH
DM LA ORENED 5. MBORERZEZ -
%6, BMPAI-1BEL LTOPAI-1HIEREZHET S
FBREVEELTFT =721 oh, »ora—Irilh
7-PAI-1BEZFMH KL 720, LhEHELEEZOR
5. EZICMRTEROERK % E - SERTOm» 5D
ATHREFFLTWVAE I EHMETHS. MBERICEST
BHERFELTIE, BE - BERFOARLSTH/MIED E
BThY, MBREHKLERT S L TILERRE - AR LM
IMRIEEOTE 2 SRET T 5 X&EEEZ LN,

/&

AN LBEEROBMEREMCBIILIEY T T T —
BRATHRS IZMEPAI-1BRICEEZ RITE 2 h o T2,

BB RERZIDLIDHEY, AHEOTHKRELR
WXDOTHEEEEY U RS RRAERRICER R S
WEERTHL LD, RBTIREE N -H L RH &M
1 U ARRZEIC TN LT K M7 B E R K S 4w B
RBNBHZBSMICEHB L LIFE5. 72, PAI-1
W E CTARMFENCL K 5 8T TH 72 8B BRE R #EE
BESILOEEMEVEY T 75 —BICET A EHEH
RUET S oz —FA BASHARR—RICOIRFHEL
¥T. 4B, FMXOREO %466 - 670 HAME
REFFARRE 50 B HARLBRFRICTEERELL.
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The Efficacy of Monteplase as a Pretreatment of Myocardial Infarction (AMI) Before Perctaneous

Transluminal Coronary Intervention (PCI) in Light of Plasminogen Activator Inhibitor-1 (PAI-1) kinetics

Junichiro Watanabe

Depertment of Cardiology, Koshigaya Hospital, Dokkyo University School of Medicine,
Koshigaya, Saitama, 343 -8555, Japan

We investigated the clinical usefulness of combination thera-
py of single bolus injection of intravenous mutant t-PA
(Monteplase : 27500 IU/kg weight) and PCI for treatment of
AMI in the light of PAI - 1kinetics. Consecutive 126patients
were randomly assigned to PCI following pre - treatment with
intravenous Monteplase (group C ; n = 58) or receive direct
PCI (group P ; n = 68). The method of plasma PAI — 1 anti-
gen was the latex photometric immunoassay (LPIA).

In group C, the PAI -1 antigen levels at admission were
lower in patients with TIMI II - I flow than in those with TIMI
0 -1 by first coronary angiography (P < 0.05). In both
groups, the PAI -1 antigen levels at admission were higher
than normal value and increased maximally until 24 hrs
(Group C : 147.6 = 16.2%, Group P : 195.6 + 28.5%).

Serial change patterns in the PAI-1 level were similar in
both groups.

In patients without stenting, PAI-1 levels after 48 hours
were significantly higher Group P than Group C (P < 0.05).

These results suggested that Monteplase as a pretreatment
of AMI before PCI did not influenced in light of PAI-1 kinet-

ics.

Key Words : acute myocardial infarction (AMI), mutant
tissue - plasminogen activator (mutant t-PA),
perctaneous coronary intervention (PCI),
combination therapy, plasminogen activator
inhibitor-1 (PAI-1)



