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Summary ‘

We studied 73 patients with acute myocardial infarction (AMI) treated by percutaneous
transluminal coronary angioplasty (PTCA) without thrombolysis (direct PTCA) and 52 patients
with AMI treated by PTCA immediately after thrombolysis (PTCR+PTCA). The initial results,
angiographic findings and preservation of ventricular functions of the direct PTCA group were com-
pared with those of the PTCR+PTCA group.

1. The success rate of coronary recanalization was higher in the direct PTCA group than in the
PTCR+PTCA group, but there was no statistical significance (89% vs 77%; p=NS).

2. Major complications occurred in 4.1%, of the direct PTCA group and in 5.8, of the PTCR+
PTCA group (p=NS).

3. The incidence of acute coronary reocclusion was higher in the PTCR+PTCA group than in
the direct PTCA group (7.4%, vs 22%,; p<0.05).

4. Angiographic haziness at the dilated site following PTCA was seen more frequently in pa-
tients in the PTCR+PTCA group than in those of the direct PTCA group (439, vs 23%,; p<0.05).

5. Patients with haziness at the dilated site had a significantly higher incidence of acute coronary
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reocclusion than did the patients without such haziness (28%, vs 6.3%; p<0.05).

6. Left ventricular ejection fraction and regional wall motion were better preserved in the direct
PTCA group than in the PTCR+PTCA group, but there was no statistical significance.

It was suggested that direct PTCA is safe and can be performed with good success rates. It is
superior to PTCR+PTCA in avoiding acute coronary reocclusion, and thus we supposed that the re-
sponse of lesions to angioplasty may be altered by the administration of thrombolytic agents.
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Table 1. Clinical and angiographic characteris-

tics
Direct PTCR+
PTCA PTCA P value
Cases 73 52
Age (yr) 62+11 61+12 NS
Sex (M: F) 55:18 39:13 NS
MI artery
LAD 49(67%) 31(59%) NS
LCX 0( 0%) 5(10%) p<0.05
RCA 24(33%) 16(31%) NS

Total occlusion 45(62%) 40(77%) NS

Subtotal occlusion 28(38%) 12(23%) NS
Extent of CAD

SVD 47(64%) 26(50%) NS

MVD 26(36%) 26(50%) NS

MI=myocardial infarction ; LAD=left anterior de-
scending ; LCX=left circumflex; RCA=right coro-
nary artery; CAD=coronary artery disease; SVD=
single vessel disease ; MVD =multivessel disease ; NS
not significant.
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Fig. 1. Analysis of regional wall motion.
1~20: anterior myocardial infarction, 19~31: in-
ferior myocardial infarction.

Direct PTCA sz B+ 3 8kat

FLizE=ER (left ventriculography: LVG)
T vskwi-E=EHE (left ventricular ejection
fraction : LVEF), JSFTE&ES) (regional wall mo-
tion: RWM), ERILEKIIAREE (left ven-
tricular end-diastolic volume index : LVEDVI)
I TiT oo, BRHHRIARISHIL 30° 0EE G2 O
Simpson’s rule iz X VEH L. FETEESES) X
BRI 30° D EEFLIERH T, KBROPRL
DR /SRS R E L, 2oPRIVLE
B EECER T 5 8 ROZHER, LR
BE#oRRLY 10° 2L icHaRESE, 0
) LREIEFOICH»D 5 2KOBSEHRE, 31EKD
i (axis) ZWRE L. Th b O KO EHEEH
b, BESBAX VRO LEFREHEROTRE L
DEOETIZEM L, =h % hypokinetic index

HI) Ly, FRTEEES O L L (Fig.1).
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PTCA o##imzhix, direct PTCA £ 73 f5i|eh
65 5] (89%), PTCR + PTCA #t 52 {5ch 40 {5
T7%) TH Y, BEEIED AR o7 direct
PTCA #2385 fHAC H o 7= (Table 2). %7z,

Table 2. Primary success of PTCA

Direct PTCR+
PTCR PTCA P value

Overall 65(89%) 40(77%) NS
Total occlusion 38(84%) 30(75%) NS
Subtotal occlusion 27(96%) 10(83%) NS
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DRRPIRICEIR Db o T,
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Table 3. Reasons for failure

Table 5. Incidence of acute coronary reocclusion

Direct PTCA PTCR+PTCA

GW not passed
Balloon not passed
Not dilated

Acute reocclusion

NN =N =
N OO O

Complication

GW =guide wire.

Table 4. Complications

Direct PTCA PTCR+PTCA

Coronary rupture 1 1
Coronary occlusion 1 1*
Coronary dissection 1 1

Death 0 1*
Total 3(4.1%) 3(5.8%)

* The same patient

BEEE D AR 1T, direct PTCA # 4.1%, PTCR
+PTCA# 58% T, MELELRD R o1
WiRiZ, BEHE, IFRERMLOF 2aEEs X
VEEORMEET, MECzhZh 1HIFo08D
7o. HCICEE LicApPHEL PTCR+PTCA #
D 1HFIED .

3. REE=E

PTCA THBEBXE LA L2 2bLT,
HF—FABRERRNLEOEBZICB T 5 EHAE
PAMBHE L L. ZoaltFEHREEr direct
PTCA 254 (7.4%), PTCR+PTCA g 104
(22%) 238w, zhix PTCR+PTCA #iz
WTHEIZ S > (p<0.05). 2H:EAE I X
L<ix ISDN = UK o @8k N#¥L5, repeat
PTCA iz x v Hp@E A7, direct PTCA
2 2 45 (40%), PTCR+PTCA £ 5 i (50%) T
FEIE LB/ » o 7= (Table 5).

4. PTCA E#OILRERE

PTCA BE# D RERERICE T 5 IREELO 3k
BB o k% R (Table 6).

Direct PTCR+

PTCA PTCA P value

Overall 5(7.4%) 10(22%) p<0.05
Total occlusion 3(7.3%) 8(24%) NS
Subtotal occlusion 2(7.4%) 2(17%) NS

Table 6. Angiographic findings immediately af-
ter PTCA

Direct PTCR+

PTCA PTCA P value

Haziness 16(23%) 20(43%) p<0.05

Flap / dissection 13(19%) 8(17%) NS

1) HEEBENKRTLEEYEYHREZLEHAS
27 flap R dissection #EEwi v b @ (hazi-
ness : Fig. 2¢): #LEEERAL o haziness % direct
PTCA g 16 4] (23%), PTCR+PTCA g 20 451
(43%) izg8», PTCR+PTCA gtizc s W THEI
% h -7z (p<0.05).

2) BIRRREKIBL W LEEKIO extravasa-
tion #3835 L » (flap 72w L dissection : Fig.
3D) : yEEHRAL o flap 72wy L dissection % direct
PTCA #1345 (19%), PTCR+PTCA #:8 5]
(17%) 28w, MEMICAREZEZR R -7

5. IBMEERAOHEE

FAEEH & 4 REELINIC CAG 2B L, HHE
WRRTH U o el piieEsE2E (LAD seg. 6 72\ L seg.
7 OELAER) T, BEHAELERERZ LB L
(Fig. 4).

1) LVEF : direct PTCA # 59+10%, PTCR
+PTCA B 55+12% ThH Y, FEERERDLH
> 7243, direct PTCA BB 2 HBIZ H - 7=.

2) HI: direct PTCA 2% 197+138, PTCR +
PTCA #229+155Th Y, AEZEIRO AR
7275, direct PTCA BB BRI H - 7=,

3) LVEDVI: direct PTCA #f 119439 ml/
m?2 PTCR+PTCA # 114431 ml/m2 ¢Th Y, &
ERI%ETH o7z,
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Fig. 2. Coronary angiograms of a 43-year-old patient with anterior acute myocardial infarc-
tion.

A: Proximal left anterior descending coronary artery (LAD) occlusion. Intracoronary urokinase

infusion was not successful.

B: The proximal LAD lesion was dilated with a 2.5 mm balloon.
C: Opening of the LAD immediately after PT'CA. Haziness was present at the angioplasty site
(arrow). Five min after final angiography, the LAD was completely occluded again.
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tion.

Fig. 3. Coronary angiograms of a 70-year-old patient with acute anterior myocardial infarc-

A: Proximal left anterior descending coronary artery (LAD) occlusion. B : Intracoronary urokinase
infusion opened the occlusion, but it had a high-grade residual stenosis. C : The proximal LAD lesion
was dilated with a 2.5mm balloon. D : Opening of the LAD immediately after PTCA. Intimal flap

was present at the angioplasty site (arrow).

A RUA X =0 — 2 BT —F )V O g
WEBThD. £, 4 FUA ¥ —Oific X

Db HRRERMIER R R 2HE L, A
EICHETT T, KL SCifTcE s L Eb
hic.

Direct PTCA ggkoflsie LTix, PTCR 12
B EEAEHREShS Z LTk Y, ERICE -
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Fig. 4. Left ventricular function in the chronic
phase.

Left ventricular function is compared among each
subgroup of patients with a completely occluded
proximal LAD on initial angiograms which are per-
formed within 4 hours of their first symptoms of acute
myocardial infarction.

LVEF=left ventricular ejection fraction; HI=
hypokinetic index; LVEDVI=left ventricular end-
diastolic volume index.
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1. w#ipkzh=x direct PTCA g 89% (65/73
#), PTCR+PTCA gt 77% (40/52 ) TH b,
direct PTCA BMEAEMAICH -0, FE
BRI o Tz

2. ABtEoFELERT direct PTCA 7 41%
(3 ), PTCR+PTCA 2 5.8% (3 #) T, Z33&
Dol

3. PTCA BE#0AMFHEL direct PTCA
g¥ 74% (5 7)), PTCR+PTCA #f 22% (10 3))

W2, = OEE X direct PTCA Bzl W<h
BITEH - 7z (p<0.05).

4. PTCA HE#% O EBINRESR 1< T IR O
haziness %# direct PTCA g 239% (16 f5]), PTCR
+PTCA #£ 43% (20 7)) 1238, direct PTCA
BTREOEENEEIE, - 2 (p<0.05).

5. ¥LREERfTIz haziness % EE 7 36 i 10
i (28%), haziness % 3w iz - 7= 80 fith 5 4
(63%) IcAMBHAENLREL, METHRCESR
Tdh -7 (p<0.05).
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TEMFHEOCRENI RN L6, BEAID
BEicXoT, HEHD PTCA o+ 2 KIS
WCHAEEMAE U B REEHE SRR S h .
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