(R )

*i%l"d‘é%&:%: J: 6 %\ll‘iJE\%fﬁ%ﬁ@?ﬁ%;ﬂ%o)g{lm
— v u % — C RN O R & PTCR+PTCA ik & o Hlii—

W RE* WA HER* MR i RT R
K FIH RIS EIER ORI BT AT

BE AVEOREIE (AMD o3 5 7 e 3+ — EEIRNEG - (UK 28 12 XS8R e it T % &
L 4,ic PTCR 4+ PTCA 2 X % 1RSS5 F: Ll Uiz, xb%iz AMI 108 5] CRavkic BB A & RifT
L LVEF, Tl-defect ratio (TI-DR) % & L7z. UK #:Tix UK 120 FH G831 5 TI-DR % 1.63+
0.8 T UK 96 R #E G- #ED 244133 L Hle UIRIEZ R L 72 Sl L b 2> b e — L0 3.5£2.5 1Lk
U B 2 TR A S ALz, AMI J5E 6 BERSIDANIC UK o S h-#fik LVEF (44.5+11.2%), TI-DR
(1.684+0.82) L ffifrcikiaEons. UK #ix PTCR +PTCA & H#i L, LVEF (42.3£11.3 vs. 38.1+
7.4), TI-DR (2.10--1.19 vs. 2.09+0.62) & {12245 W R fEREA S /2. UK B, PTCR - PTCA
# L 4, Peak-CPK ftio> |5, LVEF of Fick L TI-DR i3 BAfICff7-h TH Y 2443 o Stunned myocar-

dium OfEfER T I/, BLEX D UK #id AMLICH LR AR TH 5 Lffim S he.

L. #% &

SV R (AMD) O i CCU o Rz 7o
EiC kY, MIEARENRO TP, DA OFH I £ o
AL LD EELWLONH LD, il Tt
W OLBREOMERF 2 HIY) & U COM RIS B
OFEIMEIC BB ERI R TWS, 2ol AMI
ZM: 1)1 percutaneous transluminal coronary re-
canalization (PTCR)!2 <> Streptokinase (SK),
Urokinase (UK) 75 & o #RN#EE 512 X 5 fR7A
fi e yd:3~% > percutaneous transluminal coronary
angioplasty (PTCA)®? 78 A s h, K I 75 iR
NEONL X Ik, ZAHOEBEEICE Y
O BEZE R o f/ ME o DB RE R 5 BRI L 2315

o A BN R —

i Iri] TRERE W £ v 7 —
x [ et 7 —

AP OtE T H 23 H
Bt RS2 A C JudE 3 H 30 H
WRES R HOCER K R#RM 6-11-1 (B 143)
HOHRAR P A A K A
N R — 24
e Wy oM —

D hs, Ltk OB R ORI > VTR
WICRR AT S R b o8, o, T
12 AMI SEflc e+ % UK FriRN$ G2 & 5 2k
3, M T OIRFI RIS VT T v v
FTF 74 BLORITCLT— A A= Vi =
O LT & 22310, 4] UK Filik$& 5 Bt o
viable muscle #3512 M E $ I > W TRET T 5
L L iic, PTCR+PTCA 2k 0150 A7 JRIHER
e oM EIToTcoTHRET .
II. NREKVAHE
D x &R
%t AMI 108 5] < Y3 % 80 {5, Zxt: 28 f1,

SEYGAERS 6214107 B TH 505, RPHEICE DK
O3 FHCHE L. 1 EHE UK BRNEGEETH
%. nikE-thiE (A/S) AMI (3 Jit: 16 {5, Lotk 4 41
OE 20 ] (P44 62.4+9.7 5%) T, TAE (Inf.)
AMI (3 4% 16 4], Lotk 3 Bl o3t 19 ] G- 4
61.7+8.3 5%) Traf#hE (Post.) AML 3 FH: 2 i,
etk 3 oE S B GEH 72.64£94 5%) Th 5. 11
#3 PTCR+PTCA #f < A/S AMI 6 5] (37 4
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26 % 6 77 (1989)

Patient population

Table 1
Group No. of Pots.
A/S (1) UK. 20
(1) PTCA 6
(I11)  control 26
Inf (I) UK. 19
(1) PTCA 6
(I1T)  control 20
Post (1) UK.
(IT)  control 6
Total 108

A/S; antero-septal AMI, Inf; inferior AMI, Post; posterior AMI

[Methods]
I) U.K. group
1) UK. 48x10% u(LV.)
|
48X10* u(24 hrs.)
2) U.K. 60%10* u(I.V.)
|
60X10* u(3 hrs.)

I) PTCA group (+PTCR)

) control group
heparin 1X10* u(24 hrs.)
ISDN
Ca' channel blocker

Fig. 1 Treatment for the patients with AMI.

it 55.8-£6.3 %%), Inf. AMI 6 f5i] (SV-¥34ii 59.8+
1221%) Chs. N EEFa v be—A BT AS
AMI 26 {5 GV-#94FHk 61.0412.8 %), Inf. AMI 20
{5 (V-5 4w 63.44-11.2 5%), Post. AMI 6 i (3.
L4 i 62.7+£9.5 %) T & % (Table 1). 1§, 11

LAO

LAT

. Onset-exam.
(M/E) Age (yrs.) interval (hrs.)
(16/4) 62.4+9.7 60.4422.5
( 6/0) 55.84+6.3 48.2+12.6
(18/8) 61.0+12.8 58.7+22.3
(16/3) 61.7+8.3 64.2+13.3
(4/2) 59.84+12.2 43.5+229
(12/8) 63.4411.2 68.2+27.6
(2/3) 72.6+9.4 47.4413.5
( 6/0) 62.749.5 75.2439.2
(80/28) 62.1410.7 60.7+423.3
1.T.(M) 11.2.84"
ANT /

I
s

#ﬂ‘\“mﬁmm
m | ~

el e NE

oy ﬁwﬂm}
iy

Fig. 2 Calculation of Tl-defect ratio.

e, TR L D SRBERE o DR HHEE T, 3 & A
EoEF A Killip L fEgzx NETH Y, Kt
MR o 7o, 1 EECIE 2 o BFZERIR g,
Wz AR U7z fifilicet LT UK 96 JTHNL %, %
T B IIC ABE L 7 sie ot LT UK 120 J5 Hifr %

Presented by Medical*Online



BABE T & 2 bk O BEAE O TR R o Gl

(antero-septal AMI)

A) P<0.02 B)

745

1
ns.  P<0.02 . n.s
1 [ —
(%)
15+ 8
L] o J
. . .® 6 .
50 ° . [ A -
& K 23 . :
3 - . H Q2 4F . H
JONLIN 15 & S S
bl S gl = § :
Pl H
: R % 4
* . o3
s " . s L 1
UK. UK. control UK. UK. control
(96X 10'V) (120x 10V (96x10'V) (120x10'V)
Ia Ib i Ia Ib I
(inferior AMI)
c) D) E)
n.s. n.s n.s.
(";5) » n.s n.s. (";5) L ;8% n.s. n.s. n.s.
K I
3 { go } i
sof 4 °} ; sof s . 2
5 .: w . H © |
i 4 -ty i{ 7 a7 o4
> e 0 . .
25 LY e .
. Y $ 2k * 3
=B } 3 {
_ o Gl s] Ty
UK. UK. control UK. UK. control UK. UK. control
(9%6x10'V) (120x10V) (96x10°V) (120x10V) (96x10'V) (120x 10V)
Ia 1Ib I Ia Ib I Ia Ib ) §

Fig. 3 Comparison of cardiac function and Tl-defect ratio in U.K. group.

$Febi- U tes 1L OOV R RERE o 4 & i B4
PTCR + PTCA 3] fo BEIHF 12 AR L 7 ©
by, I T Z o WFEhRigic AR L 725 s
DIREGR Lt o 77

2) AMI apE

I3 UK BlRNIEGREC H 5 25, UK 48 5
W% 10 3 C#RrE L, & 6148 HfLE 24
I (1] AR AR L 72 96 77 A A 58 4 1 (Ta ) &
UK 60 JyHfr 2 10 3 THE L, &612607
BT A 3 W < AU ERE L 72 120 77 HE L 4% 5 B
(Ib B ICBIL 72, £7- AMI R4 6 BERILLA
12 UK RN S & 1T - 72 B e ¥, 6 IR LL
PRI UK $RNEE- 27 - 7o 8% Id BEE L7z,

11 #£i% PTCR + PTCA £ % 4 PTCR i, UK
127 Bz 75 v~ L 120 77 BAAL 233 IS e BAR N 12
Beh- s n ik, 51 &fi & emergency PTCA 73 fifT
SN, BIERIEL Y B4 PTCR+PTCA Btk
£ TICHE L 2B Y 44420858 T, hp
6 MEEILAN OSEFNE 12519 9 1] (75%) T - Tz,
F7- PTCA i X v % diameter stenosis (%D.S.)
12 97.146.1% X v 31.5+34.1% & kst L 7-.
HIEHT 2y he— A BET~) > | THRLH
%> ISDN, Catt 5% #x & o #5112 X v NEHHTE
WHMEIT & Auic (Fig. 1),

3)) F-4AE

BEEFRA YRR 7 —NICERE &
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(antero-septal AMI]
A) P<0.01 B) P<0.02
a5 . N
ns. ns P<0.02 ns
1 1
(%) st
15¢
2 4
. o
- 2 6f .
sof ¢ DB 3
W ’; - o § al . :
3 v, 4 % = . :
251 . . .
: S { oy
1 3
0 U‘.K, U‘.K. co‘ntrol UTK. UK. control
(6hrs. ) (Bhrs - ) (6hrs ) (Bhrs - )
Ic Id I Ic Id i
(inferior AMI)
C ) ns D ) ns E ) n.s.
— — ——
(%) n.s. ns 1 (%) n.s. n.s P<0.05 P<0.01
151 5F
4] RO
sof = i3 % s0f s . °
i e | 4 a7 S
| s & H b § 3 } "g . .
251 25 - . _x . . :
. 3 -2} -
0 U‘.K U‘.K. c;ntrol U.IK. U.lK. control UK. UK. control
(6hrs..-) (Bhrs.< ) (6hrs -*) (Bhrs.<) (6hrs. =) (6hrs.<)
Ic 1d I Ic Id ) § Ic Id ) |

Fig. 4 Comparison of cardiac function and Tl-defect ratio in U.K. group.

7z radioisotope (RI) N7 o #—Rly o F L
—3 3> 5 #5 LEM (Searle #-#1) # B W fiifT L
7-. 201TICI 74~148 MBq (2~4 mCi) % #1:#%, M
WA A — 2 %0 (ANT), ZERiRHL 45 & (LAO),
FEfE (LAT) X 9 Hfp L, A A —YF—4%&3I=
ayEa—42yrFoy r 1200 (6 E AT
Ik L, 5] &% 99mTc-HSA 740 MBq (20 mCi)
ER—7 2L LTHER, LAO Lk hL7—
g ARG L S Mo LB A A —v 7 —4
e L T2,

4 T— R

TI-201 0MF s v F 75 7 ¢+ X Y circumferential
profile #: % Fj v~ T Tl-defect ratio (TI-DR) % HiH

L7z, %3 molig & 4 Goris Sty 7
759 ROFT RT3 Ly BT, EREOH
icw=a27 AT ROL 23E L, HEPOLLY
10 EE[RIBR 12 36 A 0> Bk D 7 1 v &5l &S # Lo
# b & B L circumferential curve & L 7z.
3HMEDL TS &ML L TZ M ELT % defect
area, = 1Ll I-% non-defect area & L 3 Jji & 9
k@ 7- defect score & non-defect score D& E D
& TI-DR L L7e G RV 7 A v i3 36 A
30AT, Lo 64 (60 EEME) (XBRSM L 72 (Fig.
2). 72 9MTc-HSA L7 — A 2 — ¥ X Y Pl
W 7" a7 5 202 & 0 FEsERHER (LVEF) o455
= (RVEF) # 5 L 72,
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A ) B) P<0.05
P<0.01 n.s. n.s
n.s n.s. .
o ( c)_
15+
o
.0 3
- % 6
sof (T . 0% . -
m 8 a_ 9 : .
3 4] s % 4127 - :
7 S a ) S
AR
0 1 i} 1 1. J
| 11 i a 1 1l 1
(UK) (PTCA) (centrol) (UK.) (PTCA) (control)
(inferior AMI)
C ) n.s. D ) LS. E ) ns.
[ 1 o 1
(s) ns ns. (%) ns. n.s. (%) n.s. ns
25+ — 75t | W — 8r | W —
PR ol
=l
50 1% L] { Yo L 50F s e
w L o< H e
L oo . .| W . . °
> . ¢ - i, : a] o 4
3 : o 278 -
25+ 25F ¢ . X H g
. L ] }
" A .. | S i
1 11 m I I m | 11 m
(UK)) (PTCA) (control) (UK) (PTCA) (control) (UK.) (PTCA) (control)

Fig. 5 Comparison of cardiac function and Tl-defect ratio in each group.

IIL. g

UK #fRA3& 580 LVEF, RVEF, Ti-DR
ITRIXTR4E

A/S AMI JEff| T LVEF (3 Ia BT 42.6-
11.6%, Ib BT 44.6+11.7% L WE I HEE
BEHOLNEDRoD, WFEAOEED I EEO 32.8
+9.3% I LA E (p<0.02, p<0.02) (2B 2%
L 7z. TI-DR 3 Ia # C 2.4+1.33, Ib # T 1.63
+0.8 TRV WMEMICEEE Lo, ITE
T® TIDR (3 3.5+£2.5 LR BEE &7 L 7z
Inf. AMI JE{] T LVEF % Ia 8£C 55.6+7.7%,
Ib T 47.927.0%, T B¢ T 48.7-11.8% < 3

L

1.

CHEEEIED bRk so72. RVEF iz la T
36.0+£7.2%, Ib BT 32.227.0%, III BT 33.0+
8.3% TRV I BHMICEE®E I h 572 TI-DR
1% Ta 8 1.141.0, Ib # 1.20--1.28, IIT £ 1.12+
0.62 T - 7= (Fig. 3).
2. UK #IRANEEE TORMIC & 5 LVEF,
RVEF, TI-DR ) bt#%

UK #RNI%E £ TOREIZ X 5 EDBE~D
FEzoWTHE L 7. A/S AMI |0 LVEF
1 Ic BET 44.511.2% T IR 32.849.3% 1
HLEEICEEZRL. £7-TI-DR  IcHT
1.68-0.82 & Id B> 3.181.40, IIL # D 3.5+2.5
DV L LT FE (p<0.02, p<0.02) i

Presented by Medical*Online



748

1 (UK. grcup)

BE¥

11 (PTCA group)
L]

(mU/me) (mU/me
4000 4000
3000 3000

& &

Q o

b %

2 2000{ 80 2 20004

n=3%
. =053

. y =515x+1222 .
. P<0.001

1000

[

26 % 6 5 (1989)

I (control group)

(mU/nt °

40001

30007

peak-CPK

n=11

r=0.621

¥ =1088x +981
P<0.05

®AS AMIA=5] |

Sinf AMI(n=6) |

10004

T T T
2 4 6 2
Ti-defect ratio

TlI-defect ratio

o

4 2 4 6
Tl-defect ratio

Fig. 6 Relationship between peak-CPK levels and Tl-defect ratio in each group.

EEZ7 L. L2 L Inf. AMI 5E#] i LVEF,
RVEF (3 BICHEZENED L iz b o 7.
TI-DR 23T Ic B L I o Blic FEE1T
SR&E NI 7= (Fig. 4).

3. UK #fRANk 58 PTCR+-PTCA B+ D

= ]

A/S AMI JE | T o LVEF 13 I 3T 423+
11.39%, I B4 ¢ 38.1+:7.4% CHlEMIc A 21
f Aoz, TIDR 13 1B 2.10--1.19, 1T £ 2.09+
0.62 T LVEF [Ef%, MEMIcHEZRBD b
#» - 7z. Inf. AMI $£{# < i3 LVEF, RVEF, TI-DR

LL 3HMIc HEEEIIE D b h o 7z (Fig. 5).

4. Peak-CPK {f & TI-DS & DBESR

I # Tt Peak-CPK L TI-DS & 0fif]ic r=0.531
(p<0.001) DAREARERAZE ® b h, y (Peak-CPK
fE)=515x (TI-DR)+ 1222 »— kAR N ESH
7o, I BT I WA r=0.621 (p<0.05) @ BT
HFERBRAMR AR Y b, —RERRIT y=1088x+
981 T o7z, I BETITTE H 8 12 r=0.639 (p<
0.001) DHABIBEFRER® b h, y=331x+1556 0
—KREFER A% 5 h 7z (Fig. 6).

5. LVEF & TI-DR & QB3R

I #7Tix LVEF & TI-DS & offic r=—0.600
(p<0.001) L B2 HHEERATR A8 ® & 11, y(LVEF)

= —5.4x(TI-DS)+ 54 o—REIFR 2G5 47z, 1T
BT I EREIC r=—0.832 (p<<0.01) X #ARH [ {%
FRFT, —®kERR T y=—91x+54 o—k
ERAE 5 h, I ETIRmERIZ r=—0.520
(p<<0.001) AR BB 42 23R & h, —kEYRRT
y=—2.8x+46 T - /= (Fig. 7).

Iv. # ==

AMI Z4E i3 BEEINR 0 #REE LR 2 355 < 2
ENL W, AMI BED FE» R TH D 0K
HAThs, MBRFERIPEELTWD Z L iEEm
DHEETHZILY, Znk ) HBEE,S AMI A
PEHIZ SK % UK % F v T o MURVERRRE: 21T
HITLIIAHMNTHD LREIND. IIRERRE
L LTI 1979 4 Rentrop 52 » SK Z H Wiz
PTCR & Spann 53 o SK iz X 2 5#RAE 5
NHiF b 3. 721977 48 Griintzig!® 2k Y
PTCA 23EE IR ¥ A & hic 23, T4 PTCA #:
AMI 2z bR o5 X 9T 7267,

AMI DOEFZNE T BUHO BERET B
HMTOPHRLEECIVIHMESAED, ZAHDE
HIIMEFEBOKRE S IZEAS NS, 20BN,
5L AN OMBIRIC L 2 HEFEROM MEPE £
nNTW5, HEERIY RA-EEEOHIEDD
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1 (U.K. group)

(%) n=%

oo r=-0.600
601 y ==5.4x+54

o <]
c§ % P<0.001

®A'S AMi(n=15)
Olnf AMI(n=16)
x Post AMI (n=4)

11 (PTCA group)

(%)

601°

40{ o°,
'S
m x m
2 a
201 20
0 , . . ,
2 4 g 0 2 4

Tl-defect ratio
HI(control group)

Ti-defect ratio

(%) oo n=33
60 [ r=-0.50
o o y=-2.8++46
x
%0 & P<0.001
®A'S AMI(n=20)
° Olnf AMI(n=13)
[} X Post AMI (n=6
40
w
w
>
-
201
0

Tl-defect ratio

Fig. 7 Relationship between LVEF and Tl-defect ratio in each group.

Peak-CPK % » #2192 TI-DR1D, BEiESEh7
CIZX 23ERH 525, EBH BT T Tz
Atrr—RNIZERBEN: RIETEESFFES
A AMI JEF| o UK $#ARAIZSIC & 208
TI-DS OFFHIZ O WTRETL TERO, 22T
[6] UK #ARMEEE 2o W T LR TI-DS X
D#EtEER, <52 PTCR4+PTCA 12k 555
ZhFITDWT b IR L 72,

1. UK #iRA#E 5B O%KE

AR TR KT+ UK RN G RIS ao-
plasmin inhibitor 23] xh 3 24 FEA TH 3
LOWMEN DDA, FERICEKRMICRELER
OFBE IO WTHRIT LZBEICB VTR, &IE

518 NEBIRA MARTEARIRE I L b 24777
Bifzo UK #IRAEES 2 1TV BT REE BT
W5, EH 6 b 4E UK #iRN 5% it
~<, 10 43FT UK 48 FHATZEEL, &6ic
48 J7EANT % 24 BERE A 7 JRTEFRE L 2B (Ta )
L 60 FHfIH 10 TRIEL, SIS HE 6077
BT 3RS C A LB (b B o 2 I
UDEE & TI-DR X Y B 7B RIC> W TR
L7z

A/S AMI E <o LVEF o b#g i, lagts
IbETII I FED = e —VEFICKLEZRE
NEEICEBEZRLEY, lagel IbBEL o Mic
BEEEIB D LAY, ThTh 42.6211.6%,
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750 BE#*

4461179 LiiFRIFOEZ /R L. Ll
TI-DR oastcix, Tagg, IbE, IIE L O
BEERBEDLAAP-2b 00, Taf, NI
T TI-DS 3 3.0 LLE2 BT 3R A ZT L E N
11 5 3 45 27%) & 21 {5 10 7] (4890) 3D 5
7225, Ib BT TI-DR 28 3.0 LI E o sl 7o
&, Ib BETOME O viability |3 Hekhy BIF I E2
Nz, oz A iz la g IbgEe d T
CHELEDERERZRFICE A2, IbET
LVEF ffizl~ TI-DR BEEZRLZ &
stunned myocardium!® OEFEENRZ DX ) HER
P L7-5 LR B 5. 18 To LVEF,
TI-DS 0EARIZ oW T ORFHC THEE Sz Ak
DOIBFEIC b 5T, T8, I # L {, LVEF, Tl-
DR iZBEE IR P oL EI RSz L %
AL 72280 AE]T TI-DR BMEEZ R L7
Ib BTIHIBERC I DEEN S ICWETS
R sh, BHTHRo AL LA TH UK
RN 25 T AR 96 TTHATIC L 120 FHE
MREPELTWI EEX LN Ll UKK
BRI HOMEEOHBELER T L1
Tx¥F, SEOEESOWETIIN,LIEHEEIC
T LEMIRBR L Aoz b oo, HILiZ
LT+ EELPLETH S, —F, Inf.
AMI SE6] <2, Ta 2, Ib B¢, III # < LVEF, TI-
DS mfERICERIIFEBD 5h ¥, Inf. AMIEST
DLHEHEREE X A/S AMI FEFICHL L BETH S
ZnplY ok RERPELRLLOL
sz,

2. iHgEE, TI-DR &Y & 1= UK #IRAX 55

5[0k 351

UK #ARAEL O FlAGT BERE & Y UK &
53 ToOREOERE, REEofEETHEL
TE D TRk WA, SEIEE S 13 UK #iIRA
# 5 &% golden time DIFFEFIE 6 eI LA @ 2
5B (e B) & 6 BRI 0GR (Id B 1208
L, O#E, TI-DR izoWT leitRat L7z, A/S
AMI JEff] © o LVEF T i Ie B I #
CHLEERWENTEN. Icf, dEELo
FlizAEZ I ahr o boo Ic To LVEF i3

26 % 6 5 (1989)

Id#HoZRICHELLSLEHE 2R L. —F,
TI-DR i3 Ic 203 Id B¢, I EEE kL T#h =
NERICRMEZRL, WERBIE 6 FFRILINIZM S
POEBHISIRROLEELRE X b, Id BT
‘X LVEF, TIDR L4, I L DZR G LI1E L A
EEpbuholez &inb b, M & oapiHE
DERLBET 2 &, BERIE 6 LI T Mz
BRESERITORETRHAWVWEEZEZLAS. B
FBR T EBIARFAZER 25 20 2 T3 O B
T &AL L0, 6N L SEEAETIT LN
BRI D &L 0REVEDH D, SRIOEHR L OR
00k Io B A EERE 3 BERLLNIC UK 2380k
NEEENTEFNIZEAETHY, Z0DE
FhENELRL D EEDbh, 2oz End
LHEEREL Y IRHUAO UK &5 2 L
WwWekExbHh3.

3. UK #%IRAE 58 & PTCR-PTCA #& 0

ek 34

I8, II BEeokirTia A/S AMI R T
LVEF, TI-DR & § BIF fiER /B oA TS Y,

HEHEL VBRI S, - ETI

TI-DR © 3.0 X Y mlEZRTEF 2L, 2oz
L1Z PTCR #% » PTCA iz & Y +4%> 75 re-perfusion
BESHICERTHD L EDbh, Zo AP b
PTCR+PTCA i3 UK #fRAZ G-I LER T
WBZEREZLND, LrLIIEIZBS W TH%E
RE 1 HE %, @R rRIFTh o iz d h
b L FOBEICTEL LiEFI25 Y, PTCR
25| &%t & PTCA 2EfT+2 281, 20X o7
EELAHEZE LTI LI VEETHRLL TR
Hbiv., ZORDEETIR AMI SEF I2xt L
emergency-PTCA BT 23534 bh, BIEFIRK
BERMESH TN,

4. KEIZHI+D Peak-CPK {#, LVEF & TI-

DR L DBR

WFROREE L §, Peak-CPK f& & TI-DR & o
CHEHBERAREN, ITHETOmMED
— Wk E R 1 y (Peak-CPK f)=515x(TI-DR)+
1222 ¢ 0, NI gEozhiclk~ 5% & TI-DR (%
Peak-CPK fEizHE L TIREZ /R L7z, TFETZ
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NI Bzl Lz offAr S b CFEETh o7 TH,
II 3£ L 3 Peak-CPK fEINERIZ I FETOZ
CHARBEHITH Y, MRERRECX 3 ESIRER
@D 72w, CPK o washout 23ME# L, TI-DR o
WENMELNIZbDEEL LS. £/LVEF L
TI-DR & o ki, I #£< TI-DR (3BT
HBHIZL b bY, LVEF BRRoLEEZRL:
T, RiTbBR2E S AR To stunned
myocardium!® OFEFEEITRR I N, 2Dk ok
FEB] T +43 75 NEHITRF IS BRI elec-
tive PTCA Z#ifT 352 &Ik Y METREH
RBrbleoToerifsens. T I
B L% TI-DR 2EEZRT b o », UK #HiR
NS HEIHEESEESZAIESHBR Lz ro
ST L ERER DL AMI EFCT B AREE
LLTHR TS LiEmahre.

V. & @&

1) AMI &2 B 1T 5 BRERBEEDORKE 2
Rt 2w, BaREerF—CREBE S h
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Summary

The Evaluation of the Therapeutic Effect on Acute Myocardial Infarction
by Radioisotope Method—Assessment of the Intravenous Injection
of Urokinase and Comparison with the Results of PTCR-+PTCA—

Junichi YaAMAzAKI*, Yasuaki KAWAMURA¥*, Ichio OKUZUMI*,
Takeshi MorisHITA*, Hidefumi OHSAWA**, Yoshimasa YABE**,
Toru SAITO*** and Gonbei KAMISHIMA***

*First Department of Internal Medicine, ** Cardiovascular Laboratory Center, ***[CU,
Toho University School of Medicine

The therapeutic effect of intravenous injection of
Urokinase (UK method) on acute myocardial in-
farction (AMI) was studied and compared with the
results of the therapeutic effect of PTCR+PTCA.
The subjects comprise 108 cases with AMI, and
a radioisotope examination was performed in the
acute stage to calculate LVEF and Tl-defect ratio
(TI-DR). Measured by the UK method, TI-DR in
the group given 1.2 X 108 units of UK was 1.63+
0.8, which was lower than the 2.4+1.33 for the
group given 9.6 x 105 unit of UK, whereas a favor-
able therapeutic effect was obtained in both groups
compared to 3.542.5 in the control group. In the
group given UK within 6 hours after the onset of
AMLI, favorable results were obtained for LVEF

(44.5+11.2%) and TI-DR (1.68+-0.82). The UK
group showed as better results as the PTCR+
PTCA group for LVEF (42.34+11.3 vs. 38.1-7.4)
and TI-DR (2.1041.19 vs. 2.0940.62). In both
the UK and PTCR+PTCA groups, TI-DR was
well maintained despite an increase in the peak
CPK and a decrease in LVEF, and, therefore, the
conservation of stunned myocardium in the acute
stage was suggested. From the above, it was
concluded that the UK method is useful for treat-
ing AMI.

Key words: Urokinase, Intravenous throm-
bolysis, PTCR, PTCA, Thallium-201 myocardial
scintigraphy.
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