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the extent of necrosis and the condition of the 
nonrated myocardium (i.e. residual left ventricular func- 
tion) should be con red the ultimate dete~inants of 

er a myocardial infarction, ahema- 
proposer! to explain the frequent 
ival and left ventricular function 

t have been reported in many tria!s devoted to 
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tbrombolysis (1). In ~a~ic~iar, it 
postthrombolytic reperfusion of 
may be associated with a decrea 
and spontaneous ventricular arrh 
of ventricular ejection fraction (2). Such a result woul 
depend on an increased electrical stability of the reperfuse 

by the reduced incidence 
the more homogeneous ven- 
a patent culprit vessel (J-5). 

logic mecba~isms involved becau 
could create a border zone of necrotic and live tissue that 
wound produce rather substrate for ven- 
tricular reentry (6-g). velely, the e~ect~~a~ st 
of the heart might be improved through the potentially 
beneficial impact of reperfusion on infarct size and ventric- 
ular remodeling (9) because chamber dilation would increase 
the inducibility of arrhythmias (10). If this were the case, 
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a~~r~x~mately 2 weeks after admission, with use ofparaster- 

the participating centers. emature ventricular complexes 
were quantified according to their mean frequenr*- ser hour. 

erosion was conside 
ase of ~~far~tio~ in I, 
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1. Clinical Characteristics of the Selected Patient 
Population Relative to the Original Population Considered 

Excluded Q 
(n = 3,564) Value 

Gender (%I 
Fenak 16.6 19.0 

Male 83.4 81.0 
c 0.05 

(%I 
70 yr 82.7 81.9 

NS 
>70 yr 17.3 18.1 

Tii inlerval (h) from 
on 
to 

O-3 72.7 70.2 
>3-6 27.3 29.8 

c 0.05 

Mrct site (%I 
Anterior 38.3 38.6 
Other 61.7 61.4 

NS 

Killip &ale II 
randomization (%I 

I 83.4 83.8 
11 14.7 14.5 NS 

III + IV 1.9 1.7 

p values compare selected versus excluded patients. 

elevations 250% than was recombinant tissue-t 
0 4% vs. 47.6%, 
fi g in view of th 

2. Clinical Characteristics and 
ed Patient Population Accordin 

of Acute Revision 

Gender (5%) 
e 

330 yr 

Anterior 

I 
II 

IV 

Ytic drug (%6) 
SK 
rt-PA 

He@ (96) 51.4 46.9 NS 

17.3 
82.7 

83.0 
17.0 

72.4 
27.6 

33.1 
66.9 

84.4 81.4 
13.9 16.2 NS 
1.7 2.4 

52.4 40.0 
47.6 60.0 

lS.O 

85.0 
NS 

82.1 
17.9 

NS 

73.5 
26.5 

NS 

49.0 
51.0 

c 0.02 

p v&es compare patients with sum of ST segment elevations (Sum ST) 
~50% versus paths with sum ST 40%. rl-PA = recombinant tissue-typt 

n activator; SK = streptokinase. 

ejection fraction ~535% w 
.3% of patients with and 

incidence of premature ventricular c 
p~ble between the two groups (~10 

ventricular pump performance could have a bearing on the 
r of premature ve~t~c~lar contractions per hour, we 
the relation between 

tions and ejection fraction in both groups (Fig. 1). There was 
a significant linear inverse relation between number of 
premature ventricular contractions per hour and ejection 
fraction both in patients with reperfusion (r = -0.08, p < 



JACC Vol. 23, No. 2 

ity control. The kappa statistic s&owed satisfactory 
agreement between local ad central evahmtiows. For ejec- 

the WQ 
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myo~ardium next to scar tissue (a phenomenon known as 
stress amplification) could play a role in ~~y~~oge~es~s~ 
RS&& in some areas of myocardium contracting essen- 
tially under isometric conditions that in turn would shorten 
relative action poten by cont~ction~exci~tion feedback 
(lQ22). Thus, in post ocardial infarction patients, arrb 
n&s could develop in those areas most likely to be subjec 
to the greatest mechanical stress during ventricular systole, 
putting patients with increased left ventricular volumes and 
reduced pump performance at ater risk for arrhythmic 
death (10). Early reperfusion, 

analysis from the GISSE2 

went thrombolysis and were treated within 6 h of 
onset (27); however, a possible confounding fat 
have been the significant p~po~ion of patients (14.7%) who 

Several limitations of this study must 

nt power in predicting 
population (28). Other 

noninvasive indica- 
n the acute phase of myocardial i 

min of the start of throm- 
hough we cannot assume that early 
d at the predischarge study, the 

in the subsequent regimen with heparin and aspirin 
a similar rate of later spontaneous recanalization or reocclu- 
sbn of the infarct-related vessel or perhaps a higher rate of 
occlusion in patients without reperfusion because of the 
more extensive use of r&PA in this group. 

Ventricular ectopic activity was classified only 
number of premature ventricular contractions 

honr, without any attempt to define more comp!ex forms 
of arrh-as, we do not think that our final results were 
biased by this oversimplification. According to recent data 
from the GISSI-2 data base, there appears to be no red 

prognostic advances, in terms of 
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