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SO ZE DR R B ENIR IE BiAir 12 B 1 4 mutant t - PA
DEATHREG DOF AEIZ DO W T OEVES L BGEARR
(Combining Monteplase with Angioplasty Trial, COMA Trial)

BB ER K ERARRE TR
#O0 ®

E g5 AMIHEEREARICHAZETHROBERICE VRS LMK (TIMI3) 2#H5 2 &I3EMB L
CEMTHRAPIET S, ZOREHEL LTCOMA (Combining Monteplase with Angioplasty) Trial i3 Bk
Wi (percutaneous coronary intervention, PCI) iR |- mutant t-PA (monteplase) o3& % & H H#HIR AT
BEOEREARET LA X EEARETH S, 199849 HH 5 20024 12 A £ TORMLHREZE 299 Fr
HEIE - 72 126 B1AS PCI {712 monteplase 2 #5 L %2\ IBE: (P# : n=68) & monteplase (27,500 IU/kg)
REATHRE LB (MB : n=58 LIZEMEBICEMNT SN PCIRTOMEREENRER T TIMI 30 5h 7z
DIZPBETT%, MEBET3U%Tho72 (P<0.0001). HOBEAHEIIMETIHORTH 7. FEOHEREIE
5 H, 6 BBROBHAETMBL PETEEER o772, L2 LMBEZ PCLA(IC R HIHER S 72 TIMI 3
BELTIMI 2L FBEL IO TS B &, 67 BROEEIREZARILTIMI 38 TIXTIMI 2 UFRRIZHA
HEIEMETH o7 (701 + 3.3ml/m’ vs 86.8 = 3.5ml/m’, P<0.01). F7-AEERMAIITIMI 35 TIIPHIC
HREZICBER R L7 (64.4+2.7%vs 58.1 £ 1.3%, P<0.05). BEIRHEICOVTRIEERETOR/NIL
%% (MLD) BPCIBEHR LY MBTHEICKEL, 67 AB T TR L T, BlfE%E (late lumen loss)
12, MBE0.57 + 0.10mm, PE0.80 = 0.10mm & M#E T L WEREZRLZ (P= 0.0611). D EOERI VA
PR T RERS 12 3V) 5 PCITIC mutant t-PA (monteplase) 0@ H & HEEHIRFSH ETREGE, L E
HOBERSTERTHY, BET6r ABROLBELHRFL, BREROTFHICLEHTHS.

Key Words : 2 0HHEE (AMD, BEFEMEBKE TS AI ) =577 F~X—%— (mutantt-PA),
REMEBREEM PCD, ftH#EE

]

AW OHEETIE, BEEERkE RHICHERET 5
T, HEPEYNTRICEECTHL Y. BlE, HilER
OHEIREHTHRA > 7 —~X ¥ a v (percuta-
neous coronary intervention, PCI) & I A&k
(intravenous thrombolysis, IVT) & 4% 553\ hE
NTVEPRRZEBRODLHEZATHAS. PCLIEIVT
JVHECEVWHERELZBONSLD, RMEEHELL
Bz HEELT 570, HRVBEE S NWLERHEOEN

il

FR154E2 A 28 B, PR154E5H 16 HEZH
PIRIFRSE /0 B
T 343- 8555 R RBATHERA2-1-50
BWnER KRR 85

AThH., —H VT % EHTE 558, BRILHE
RERELMBIRSNS. HERPCIOMICIVT Z217) 2
LIRPCIORIHRZET ¢, 7 PCIEOLFHRH
MzHET2LEXONTERYY, Z200EETT
IVT & PCLIZWS LB WiEFREELONTE . L
2L, 19994F Ross 5 * 13 &M W 224 B O PCT A2
BHABOMBR S AI ) —=F 77 F =% — (tis-
sue plasminogen activator, t-PA) #%%&4T#H5 LAHM
LEENIBONLZEEREL, TOWMEDOMARE
WEH &N, SHIEERK (m—F 1 HAXH) TP
o EV:mutant t-PA (monteplase) 2B Eh, HA
BIRES CREFERITEE o7z, ZODAML
A ZEFSJE R 12 monteplase 12 & A BRI B R © 17\,
FlEFHEWTPCI CH AR 2 MR T 2 IEHE R L
7% 5. L% L mutant t-PA & PCIOZIE &L ZeMiZown
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TR SR Twin,

A% (Combining Monteplase with Angioplasty
Trial, COMA Trail) (Z2ME0AHEBE THRETEIR
DR E T I PCILAT I monteplase % @ B G175
TAHOHHBEOF A el s HLMCT A L% H
B & L7-Hi—Riakic X 2 & EEARBRTH 5.

MRRUFE

1. X &

199849 H & 0 2002412 H » 44E 3 » AIZIBHER
KA G BR A NEHC B OB SE T ABE L - fe
299 B, SEHE 12BEBI LN O KB T, 75RERN T, B
REBMOFEHE LN 126 I EHF SN, AthOm
BEIED B WL 30 57 LL EFebe 3 5 BRI 2 £k 5 SRl f 72 g
W, LEXLEBEE2FENU ET02mVOLl Lo ST 15,
72 CK-MBAEDIEE FR (25 U/L) @250 Lo 5
T o7z, BAVS 72173 B0 WFRIZ 75 DL F 3741,
12 DL B 79 B, B Tl ke A% 5 8 61, L5
Yavzehl, 62 HUKNOPCI 26, F|EEIMLTE
(180/110 mmHg LA F) 8%, _E#RaSALAS i o> BEAE 4
Bl, ZoM20BITELRoTw, BAEESLLTD 1
FELANORME B E2) SMEH 5 VI KFH ) Himtk
BB 4) KREVIRFEES) WBEBIE RO EERME (180 /
110 mmHg LA k) 6) LEWH 3 v 2 7) 64+ AUAD
PCI, WEINR N A NAMOBEFEE Uz, R BARFZEIZRE
MER R EBRA R EMEE B S OBBICEY, B
EEFEAN, KRICLEFHZHAL CRE? EIZX
DEUEL THb R,

2. 5 &

BESNEMNL, 2fic72AE) Y8l mgDNIRE
A% 212,000 U/ H Fefe w2 BGG L AL B ED
BRERMERE B o/, TOBOIFEEM X Figure. 1
KA. BEBICHGETEESL L — 7 212 mon-
teplase ¥ 58 (M#) K5 LawxEE (P&
placebo Z W2\ [ZEIDHF L, HESHTIIEBIC
monteplase (27,500U/kg) % #5250 CHEHxS L7, #
DERWHEE D LTI RYEPLICEHIREEE
SIMENS #t# (COROSCOPE) T@HEDHEIZ LY I
TL, ZHmEEH» S FIEEER O MK KEZ
Thrombolysis in Myocardial Infarction (TIMI) 44i% <
AR L7z, S OETIMI 2 LT o %E#H it TIMI 3 T
50 % VL b DIRAETRAT & FRO - REBNC K L PCI %2 5] X #%
EHfT L7z, PCIAEBINRIFME, V) a1 0, RERAESR
FORBD 5 NFEFNTI L TIFEBNIC A 7 > b 2B
L7z, 7272 L TIMIGHE R 12 BT IR S RE v L 72 A8

O

B DJMS

Protocol Entry

m

Group M Group P
Monteplase 27,500 IU/kg Bolus No Monteplase Bolus

— —

Emergent CAG
— —
TIMI 0-2 TIMI 3
or and
Stenosis=50% Stenosis <50%
v Y
PCI (stenting) Observation

\/

1 and 6 months follow-up

Fig. 1 Scheme of trial design

Patients were randomly assigned to receive (Group
M) or not receive (Group P) a bolus injection of
monteplase. All patients underwent emergent CAG.
PCI was performed in patients who did not obtain
TIMI 3 flow or in patients who obtained TIMI 3 flow
but with over 50% stenosis in the diameter of the
infarct -related artery. Coronary stenting was added,
if necessary. In all patients, left ventricular volumes
and ejection fraction were calculated at the 1 -month
and 6 - months follow - up. CAG = coronary angiogra-
phy ; PCI = percutaneous coronary intervention ;

TIMI = Thrombolysis in Myocardial Infarction trial

EEEENIRERIR S, =ZHORE, F 7213 PCLICANE Y 2%
BT H o 7IEBNIEBINR S 1 7S A P4l % 3% L PCLIZ
WiAT L e d o7z, $fdE LTPCIE2 HZ~%Y &~
DFE R AT (12,000 U/H) 247w, A5 2 VEE
EFIIHBEER LD F 20T 200 mg/H ZEMmL
7o, BIMAEPIRIE, 7o ¥4 T Uy v ERBEFEEEER L
M & 0 AIRFG- 2 R L, BEMEOBAIZBEZOR
REIZIE U CHlET- 7.

D MRS S B EIHE T TOWERFRE, 2) FF
% & 0 PCIIZ & 2 BALEBIRO MV — L HEHR T TO
Wi, 3) BEEBIRERE T 2O WE NNV — ViR F
TORHD 3OO ZWEL /2. & 512 PCIOKIE,
EOHEDOBIEE 2 WH CHRET L7z, ZO%IBINRE 2 kil
S CHEERER Ly AR RU6 »r HRICAREER
UCEBIRER 1T L, ASREHAERBEE (end
diastolic volume index, EDVI) & 72 IR B4R 1L
(end systolic volume index, ESVI) % &M L /2 SEKH =&
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AMI (n=299)

Exclusion (n=173)
Age over 37

$—>

12h over from onset 79
Other t-PA pre |.V.
Shock

Protocol Entry (n=126)

Recent PCI
Elevation of BP

— L

O©HLrOND®

Gl histrory
Other 2

Group M (n=58)

Group P (n=68)

Y

Y

CABG (n=2) |<—| CAG (n=58)

| PCI (n=50) || Reperfusion (n=6)

| | CAG n=69) |->|CABG (n=1) |
P
|_PCl =67

death (n=1)J
Drop (n=6)
6 M Follow-up (n=44)
LVG analysis

Fig. 2 Flow of participants through the trial

CABG (n=3) | t: deat (n=3) |

Drop (n=6) I

6 M Follow-up (n=46)
LVG analysis

Patients were excluded if there were any contraindications to thrombolytic therapy,

cardiac shock and recent PCL

(ejection fraction, EF) Z &M L7-. EBHEEIREE
(quantitative coronary angiography, QCA) D& 1
SIMENS 3 QUANTCOR Z X % HEhBg % B
v, /NSO AR & KRR TIER A X D AR
M%#% (reference diameter, RD), &/NIEE (mini-
mal lumen diameter, MLD) % &Il LBRIREAE (late
lumen loss), R7EXZEH L. BREOERII6 7 H
BOBEZIIBWTHERETHREEDIS0%U LH 556
L, FERERUBMTHESR (target lesion revas-
culization, TLR) #W# CHE L 7.

HEetEn

HRIITFY  E#RFE (Mean = SD) TEREL 7.
AR LI I 2 BE ) 0 AT A B BT A AT IS IS O
v tBE ¥ 7213 Mann - Whitney D URE%, #7573V
— BRI R B . BER N OB B o R AT
I 1% Wilcoxon D& BB RE & FH 72, #ETHA EK
BIIp<0.05& L7, TXRTOMBMKYAT LI
Macintosh 2 &~ ¥ = — ¥ — ® Stat View 5.0 (Abacus con-
cept Inc. Berkely, CA, USA) W iTo7-.

B =X

BES N 1268 MBS8HI, PR 68HICE D AT
ENh7. EBFBIME31.8+x14 AT, 17 BRI
117/126 (93%) THIATL, 6 » AE#HiZ6.6 0.1+ A
TRl AT bz, 67 ABkDERZITR - AR

MBE44H] (= DY —RPLOBE 146 1 FET 1461,
CABG 5%, BYATEE6H], BHHAEDH2H]) Tho
7z. PEETIZA6H) (v MY —Bh 5 0Bi%E 226 1 5L
351, CABG 6%, BHAWRE6H], BH AT 7H)
267 R0 e ko7, (Fig.2).

1. ¥REF

TR CAER, YR, SRR TFOEE, WELRY
UM A T TORM, R&ECPK-MBEICAEE IR
Ho7z. (Table1)

2. YIEEERESICH T D BEERERY PCIKIHIE

WEEBARE ¥ TOBEER O F#ERFE, TIMI3
BAMBE206134% T, PESHI 7% LVARIC (PL
0.0001) % <, monteplase ¥ 5-2SPCIRI OB EREEH
EiZEDTWw (Fig. 3).

PCLIiZ M B 586 5141, P& 68567 BIIZHAT X1,
PCIWMAR IR E 27 v PEERIE, ThEhME
96.1% + 80.4%, PEE925% « 67.2% L MEEHICHERE
X %h ol TPCIFEH P % E&D7 No reflow B 13
ME6% (3/51), PBE21% (14/67) Lt MBETHEE
(P<0.05) ITKETH 7.

3. BERE TORBAERE (Table 2)
MR FEED O U E T TORM, FERBLY
PCLiZ & 2 EAEEEROWME SV — Y ILIRFME T TOR
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Table 1 Baseline Characteristics
Group M Group P p value
Number 58 68
Age 56.4 = 1.3 589+ 1.0 N.S.
Sex (F/M) 8/50 12/56 N.S.
Risk Factors
Hypertension (%) 53 54 N.S.
Diabetes (%) 29 43 N.S.
Hyperlipidemia (%) 46 31 N.S.
Smoking (%) 69 69 N.S.
Family history (%) 15 15 N.S.
Previous AMI 1 1 N.S.
Time to hosp. from onset (min) 254.9 + 23.4 227+ 17.4 N.S.
CPK-MB (Max) 3236+304 3300+27.1 NS
Angiographic findings
LAD/CX/RCA 27/3/28 39/4/25 N.S.
LAD/CX/RCA 34/17/7 35/24/9 N.S.
(Mean * SD)

abbreviation : M ; monteplase P ; control AMI ; acute myocardial infarction
VD ; vessel disease LAD ; left anterior descending CX ; circumflex

RCA ; right coronary artery

%) — p<0.0001

o0k ¢ P —
80% | 66.1%

>

&)

qc) 60%

I

- OTiMIO
40% | o TN

7 TIMI 2
20% ¢ EBTIMI3
Group M Group P

Fig. 3 Patency of the infarct related aftery in the initial CAG
TIMI 3 flow was obtained in 34 % of Group M, but
in7 % of Group P (p < 0.0001).

MIITEICEBREZRO R o7z, BAEERERZKT
PHREN— IR T COBMTIIMBTEE
28072 (105+08vs14.6 = 1.25, P<0.01).

4. SHERUVEE
ABEd CEYARMBIME 318+ 13H, P& :
323+ 12H) OEBREIX Table 312RTA, MEICRET

Table 2 Comparison of reperfusion time

Time (min) Group M GroupP  pvalue
Hospitalization to Balloon 1259 £ 104 1128 49 NS
Emergent CAG to Balloon 105+ 0.8 14612 <0.01

abbreviation : M ; monteplase P ; control Balloon ; PCI treatment
CAG ; coronary angiography

Table 3 Clinical Events in Hospital

GroupM  Group P p value
Intracerebral bleeding 1/58 0/68 N.S.
Major hemorrhage 0/58 0/68 N.S.
Death in follow - up 1/58 3/68 N.S.
VT of VI 4/58 13/68 NS.
Reinfarction 1/58 1/68 N.S.
No -reflow 3/51 14/67 < 0.05
SAT 0/58 1/68 N.S.

abbreviation : VT ; ventricle tachycardia Vf ; ventricular
fibrillation SAT ; sub -acute thrombosis

160, W16l CEHE - OCEME 46, BOGE
ZE11), No-reflow B 361% 8, PE TIZFET 341,
DS - LEMENL 136, FAFZE 16, No-reflowH
H14 %0, HEEVETEZE 16]% 207255, No -reflow Bigt
HEOMIIWER CEESZ R 2o 7.
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Table 4 Left Ventricular Function Analysis

1 Month after EDVI ESVI EF

Group P 742 % 25 322+ 17 574 % 1.2

Group M 759 % 2.8 33.8 % 2.4 | 57218 .
M 0-2 80.3 3.2 T 383 + 3.0 3 542+ 2.4 7.
M3 65.9 + 49 238+ 2.1 639+ 1.5

6 Month after EDVI ESVI EF

Group P 77432 334 % 2.1 581+ 1.4

Group M 81.6+23 ]* 334+21 }‘ . 557+ 14 .
M 0-2 868+ 3.5 7. 424+ 34 7. 519 + 2.6 7.
M3 70.1 = 3.3 25.6 + 3.2 64.4 + 2.7

abbreviation : M -0-2 ; TIMI classification 0, 1,2 M -3 ; TIMI classification 3

M ; monteplase P ; control

MLD

(mm)
3.01

2.8 1
2.6
2.4 1
2.2 1
2.0 1

181 —O— GroupP
1.6

—@— Group M
3,

After PCI 1 month 6 month

*P<0.05

Late Lumen Loss
(mm)
1.0 1

0.9 1
0.8 1
071
064

0.5 4

0.4

GFOL:Ip M Grohp P

Fig. 4 Quantitative coronary angiographic results
The minimal lumen diameter (MLD) immediately after PCI was larger in
the monteplase group, and the difference was even greater at 6 months
than in the control group (*p<0.05 vs Each Group, #p<0.001 vs Pre).
There was slightly less late lumen loss (Late Loss) in the Group M than in

Group P.

5. EERHERME

17 A& 6 B 0B TEDVI, ESVI, EFidM
B, PROMBHORATCRIEEEZ2ADE,o. L
AL MB % PCIRNC R E#ER S /- TIMI 38 (M 3
B) 4 ETIMI2UT (MO-2%) #3006, PE 4661
DOIBWTHET S L, 6 HEDEDVIIZ, TIMI3#T
TIMI 2 FEE X Y FEIC/AE L (70.1 = 3.3 ml/m’ vs
86.8 + 3.5ml/m’, P<0.01), EFIZTIMI 3B CTP#H X D
BEIIKEVE (644 £ 2.7%vs 581 + 1.3%, P<0.05)
%R L7 (Table4).

6. BEMRER DM _
QCATIERICEIRAITEBHTRTH > LEFRD6 »
RBOBRERIIMBEI2HH 86 (25%), PH 3641
156 (35%) L MBETEETH- /2. BIITHES
EMB15% (6/41), PE20% (9/46) THo72. &
AiEE (MLD) EPCIE# L ) MBETERICKES
6 AT THEEL T, BEIEEE (late lumen
loss) %, M#0.57 = 0.10mm, P#0.80 = 0.10mm &

M EAME VR (P =0.0611) 2RL7: (Fig. 4).
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1. PCI & IVT DL

IhE TR OMAEEREROBEREEE LT, PCI
EIVNTDOHRIZOWTIIERDOLVEZATHD. L
LIVIO¥at - PARS THHEREINGOLIAE
TV EPH, XI)ERIEELFERIS SN S PCI
PRHOWETIWMEDNZE VWY, THICH L TI997E0
GUSTO-T b” TIZIVT & H# L 72354 PCI O F) S At
DEVEBIBABABRCTREINLI DD LRL, 67 HED
RURIABEZRZIZVEVIRRTH- 2. BIZZoOR
BRCiE, WBEREIED S PCIFGE TORMAT1EFHLLE
DEXRTECREBVEREERATVLEY, 20004
Cannon 5 ” 12 PCI (primary -PTCA) % {7 L7 &M
DR R 27,000 B1IC BN THRIERE D SBAO L
— VHRICE A BERIMEOND F TORBPIEVIE
TENREHTLIEHEL, COBMEEELS-D A TH
HERFE L BRI RE L LTWD, HIZ2001 4 Stone
5 13 PAMI trial ® # # ###7C, PCI#IZ TIMI 3 D
ERIMEON TS E6 s AtEE TORTYE—FID %
<, BHIZL A PCIHTO R BERVSLETH S LR
LTwa, COXH AN OHHEEREEEZD IVT OR)
EVRFEEEIRTWS, 22T, WEEEIIRESEIC
TIMI 3% 8 & 72 £ 112 % L T PACT Trial Tk
alteplase 50 mg % second bolus L T\ 5723, AREFFETClE
direct PCI D # 512 & D52 50 % 2L L0 SEFIC
PCI (immediate PCI) #BNMEAT L BF BB = i &
7.

2. PCI & IVT D&

PCLIZR M & #R L - RHli % B9 % 72O W RE &2 i 3% A%
BRonsg, KFTEPCINELERLTWEY, #1LT
LEABLHEEBZEOTXTOBRENE ) L HRICHE
Bt s, SBERBIICPCIZ X 6N 5 bITTlE V.
IR EEBABICENLZ b HDH. TOESRE
KhroiE, KRV REHEEL ETIVT 217 72%
HMBBICH#%E L TPCL 2179 SRV L Ebh
5. L LBEICIVT2ETT 5 L PCIORIRIZKT
L, Ml EOEHELHE L, TEENR/ SA 732 OBH
BASING 5 & MEY SNTUE, IVT & PCLE off
BB TR ot LALIASOWMEL, »
TN I0FEULFORBETHY), TORBEIHRRE
NPCIFEF M EL, X7V FPEASK-BHAETIIE
ERLBETHLERDNS., E5ITEEICLY, PACT
trial ¥ TPCIRi O R HER B W TOEEE t-PA
(alteplase 50 mg) % AT G OH A L BoW»HE

& DIMS

SNTURPCIE VT OWEOHHAFEENRE SN TE
7-.

3. monteplase £ITHEREOHHE

4 PR FE TH 72 monteplase X HEE D t -PA
(recombinat t-PA) £7%: 0, Hfn T2 HAT o HIZ
LoTT7IVEBRENZEHR BIFBDOVATA V%L
YUIZER) vAZ L) MR AT 245
(recombinat t-PA: 64)) *HEELTW2?, Zhizk
DHERD t-PA DG L HIHFEDGLETH - 72 DIZ
xf L, monteplase \ZHBIFHEIC L 2GR T, &
WHEREKLZRL, FHICRNOBERFEONG LE
2 5h T3 ™Y, monteplase D% 5. &1 PCIFi Iz 51
ODHERLBAIZLEZELCEHE (BBRIZT60S
HREWRETI%) 27,500 U/kg & L7z, ARFEOR R
T A B EIIR 35 Y 12 monteplase 5474 5-8 12 TIMI
3R ERA I RERICEE T, monteplase #% 5 4% PCI
MOWMERFEEZAEICEDTVE I E2H LS.
MEZBWTRIEHRELZR T 2 S4BV — Yk
REFH X TORMPAERICHE WS, ZHIZPCIATOFHE
TWIZE D 74 Y B T —FVORIR L EHES T
HolZ bARENT L EEbR. KR TIIHETE
DNV —VIRETCORMICAEEZRD TVARW
B, NN —=CIRICEL T TORBRTHELZEHT S
CENLETHLEEDNS.

PO TIVI OEATRE IZHH L CTIT) PCIOR X%
ETE85E3NTELD, FHZEICBIT S PCIEIIE
i3 monteplase %17 5-# & ot BB OB TEIZFEOT,
S L2 PCIFHFMG & 0 &L T TOHM TFHPIC
—B\ED D DB ED No reflow 5 O HBLiZ mon-
teplase CITHRGHETHEEI A o/, WMBETAF
MBRIIABREZHAD VA PETERTHY, Zh
IIPH T No reflow HRAD S 2 o 2 FHEE5 L TV BT
REMEAYE 2 b/, BESM OB EBIEROERIIE
BIIR £t B & BRE DTS R IERICE
PEPN TS, Lo LLOBHREDB LD S IZRH DL
N MEROUE L RET 5 Z L HPVLETHY), 20
1O DRMEEF L PCL (A7 ¥ M &t) offgEY
PR OHBEEORRE LTEETHL L BbN 3.

AW TL 7 Ak, 6+ A&OBHIC X 2B IR
feld monteplase JCATH G H EXNBBHETHAEZ I 2 d o
7z, THUIPACT trial LR U R TH o7z, Lo LA
%% T3 monteplase 61T 5-# T PCI &l O R I HIEE
RO MIEASTIMI 3 & +512B 5N 7282061255 b,
monteplase AT G TH T2 MKV B O N o 72
TIMI 2 BUF# T PCLIC X - T TIMI 3 O+ 457 I i 4575
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L7386 % ILEkREt L7z, TIMI3# 36+ AR TA
FHWRMEHMARBPABINS L, EEBHEL AR
BETHo7. TETIMI2DTHENBETIEIAS
WCER o7z, THIXEEEICHED S TREFER L
TOBOEELI:EMBRFESEEY €T ¥ 7O
i, BEHOREOHRICEETH LI L 2R LTWA.
¥ 72 monteplase BT 5-1C & % X ) RE ol rERD
RIIZABROLEREL R T LI L 2R L.

BEETHMRBEOZBIZDOWTIX, monteplase 1T
RGBT REICHRESOR/MLEE (MLD) A°
PCIEB LY KEL, 51267 ABRTITHESNLTS
h, BRHAHEZRME (late lumen loss) 2347 &, #RAIC
BHIREFKETH - 72, monteplase 56T 512 & 5 BE
MR DB BRI TR —1% %) TR ITRE &
N5 %%, monteplase 2SHIEBEFHZ D b O % 3 5 W
BEDEZONSH S SILHTTEWENIRFEVPLETH
5.

BEESHROBFERET CCETIRLBREIZOVWT
I3, BEWED S PCIMGITE THIRIZE - Cldd A EE
B0 1552 i3kt 2B 2w, ZRICHL, %
ETHRL & HRYMFEFR %% % DI monteplase D 5%
THRE5IRED S PClLE TORMOBLZHD 5 2 L8
WEETH Y, BEOHEEDHRBEREL L TREIOF
HeBbhi,

4. monteplase &£1TIREDEHHE

PACT trial TidHAMMAEEHEEZ B SE 572D t-PA
DEGEZEARL Lz, L2 LAKETIRPCIN O
WHERE 1S5 Z L % HAIZ monteplase DIk 5B #
HLATERE (27500 U/kg) & L7:. ZOKEZ1H
TEREORMMMBERLD 72, L LI OEFIZEMEE
MEZEH 180 mmHg F T L& L, ME LA
FRICRoEBbN, Foft, BmzLEELTS X
I GEELREFOBMEEMEIRD SNk o/z. K
BF%E T | monteplase $% 5-8f T B [ B AR $% 52 S ¥ [\
TR & % £ T O IX 2 60.8 53 T monteplase Y-
WE (W2d4s) #BETCBY, TOHEIFHMEIHES
Wmsdhhrolz—HEHEBRDLNS.

5. FWRDIER

AR HE—FERONKTH L 2 &, T-MeBR
BEDOBIRO e WEFI TR U F I -V %2fTH &
LIITEY, TRCOERMICCOERBRERZESTE RN
ZEBEITFLND. LaL, HADHRICBWTPCIF
HOBNID %20 FTHEL, PCIITZ TR A
DAL RMOBERITHETHLLEDNE. T2

BB ORI 169

monteplase 1T 5-IZ PCID T & e vv—RK « ZREHRE
BTLITH) BENTE, HICRMoBEERZHE SN STEE
WrHsrLBbNS.

® R

S OHEERERICELEEIRO R PIFER L B
2@ % & ? mutant t-PA (monteplase) % 2% REEIR
TR AT L CHEIRRIXGT5 2 LIIRETHY,
6 r ARRBABOLEIEEL L, BREOFHICLAR
Th5s.

BB BERIDZIHLY, AMEOTiREE D
BEZED £ L- B R ERRICER R 2#HE LR
FThHELDLIZ, RIFETI/E N ffb‘f:#h%%%ﬁiﬁﬂi C
DARMEIZHE L T M2 BIHER R ER BRI RS
RS B &AL & 5 (2 monteplase |2 B 5 15 2 #15%
o2 v —F A RS OTRE—KITERHBHF L
9. 4B, KRXOHREDO % % 66 1 0 AIERE
FERETVRY YA, FEI0EBARLMES ¥ 7 -
VavESBEY VRY YA, 52 nd American College
of Cardiology {2 THE L 72.
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Injection of Monteplase Prior to PCI Maintains LV Function and

Prevents LV Remodeling in Acute Myocardial Infarction

: Combining Monteplase with Angioplasty (COMA) Trial

Isao Yaguchi

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

INTRODUCTION & HYPOTHESIS : In the treatment of
acute myocardial infarction, rapid reperfusion of the infarct -
related artery is important to improve mortality and the long -
term prognosis. But there is still controversy over whether we
should select thrombolysis or PCI (percutaneous coronary
intervention) as the method of reperfusion. The Combining
Monteplase (a mutant t-PA developed in Japan) with
Angioplasty (COMA) trial is a prospective, randomized trial
for evaluating the effectiveness of monteplase administration
prior to emergent PCI in acute myocardial infarction.
METHOD : Out of 299 consecutive acute myocardial infarc-
tion from 1998 to 2002, we enrolled into the COMA trial 126
patients who were under 75 years of age and had been admit-
ted within 12 hrs after the onset of AMI. Patients were random-
ly assigned to receive direct PCI (control, group P, n = 68) or
PCI followed by pre -treatment with intravenous monteplase
(27,500 TU/kg, group M, n = 58). RESULTS : Primary end-
point of this trial was left ventricular function at 6 months fol-
low -up. In the initial CAG before PCI, TIMI -3 flow was
obtained in 34 % of group M, but in only 7% of group P (P <
0.0001). There was no significant difference in the PCI suc-

cess rate, major cardiac or bleeding complications in both
groups. No -reflow phenomenon in group P was observed
more frequently than group M (21% vs 6%, P < 0.05).
There was no significant difference in EF between both
groups. Thus, we divided the group M into sub -groups
according to whether or not TIMI -3 flow was observed at ini-
tial CAG. In the group M with TIMI -3 flow, LVEDVI was
smaller and the EF was greater than Group P (64.4 +/— 2.7
vs 58.1 +/— 1.3, P<0.05). QCA results showed that the
minimal lumen diameter was larger in the monteplase group
M immediately after PCI, and the difference was even greater
at 6 months. CONCLUSION : Intravenous injection of mon-
teplase can promote rapid reperfusion and appears to maintain
LV function, to suppress LV remodeling and late restenosis.
We propose a combination therapy of PCI with monteplase

injection in order to achieve reperfusion as early as possible.

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

combination therapy



