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INTRODUCTION

INTRODUCTION
The prognosis of patient with ischemic heart disease has improved
markedly with the ihtroduction of reperfusion therapy and with
aggressive efforts to modify risk factors.Consequently, the rate of
cardiovascular events after myocardial infarction has decreased to

approximately 5% over a period of 2 years as compared with 20% to
30% reported in the prethrombolytic era (Gersh of of ;2002) .
Studies have demonstrated that the identification of subgroups of

patients at high risk and the search for new risk markers can

significantly improve survival of patients who are at high risk despite
reperfusion therapy [ Gersh ot o ;2002). |

Many studies have tried to clarify the value of the admissibn ECG
for predicting infarct size or prognosis in patients with anterior wall

acute myocardial infarction (AMI) by the magnitude of ST segment

elevation , such as the sum of ST segment elevations , or the number
of leads with ST segment elevation [ _4hmold and Simoons; 1997).

In contrast, the QRS mor;;hology on the admission ECG in
patients with AMI has been paid lettle attention, but was recently

investigated by Bimbaum et af ;1999 who found that distortion of the

terminal portion of the QRS complex is independently associated with

increased in-hospital mortality in these patients (Jemura ot a;2001).
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Mechanism of Terminal ORS Distortion :

The 5 major insertion sites of the proximal Purkinje conduction
system into the ventricular subendocardial myocardium are at the
distal extremity of the coronary circulation and are therefore
affected by ischemia . The electrical excitation of both ventricles
from these insertion sites is a combination of rapid spread
throughout the endocardial peripheral Purkinje network and the
slower spread from the endgeardium through the mural
myocardlum |

Severe regional ischemia with electrical conductlon delay through
any of the endocdrdial sites of Parkinje insertion would affect initial
and terminal QRS morphology .

In particular , right septal conduction delay , combined right and
left septal conduction delay , and anterosuperior , right septal and left
septél conduction delay would be expected to produce a decrease in

the amplitude of the S wave (Seluester ; 1955 ) .
Thus , terminal QRS distortion is thought to reflect the conduction

delay caused by severe regional ischemia ( Jamura et al;2001 ).
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