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INTRODUCTION 
 
 

       Primary percutaneous coronary intervention (PCI) is now 

the established reperfusion strategy in the treatment of acute 

myocardial infarction with ST-segment elevation (272). 

Nevertheless, myocardial damage is not immediately 

terminated after the elimination of epicardial occlusion with 

successful primary PCI. It has been presumed that reperfusion 

injury and embolization of epicardial thrombus and plaque 

debris jeopardize tissue-level perfusion (273). 

 

        Although thromboembolism of proximal origin may limit 

microvascular perfusion (274). A thrombus may also form in 

the microvasculature itself. This concept may help explain 

why  randomized trials have failed to show a beneficial effect 

of distal protection devices on microvascular perfusion during 

primary PCI, despite effective retrieval of thrombus and 

plaque content from epicardial coronary arteries.(275) 

   

        The mechanisms underlying myocardial malperfusion 

after the restoration of epicardial blood flow are certainly 

likely to be multifactorial. The generation of oxygen free 

radicals, increased myocardial-cell calcium levels, cellular and 

interstitial edema, endothelial dysfunction, vasoconstriction, 

and thromboembolism have all been proposed (276). Injury to 

the endothelium also promotes a procoagulant milieu. Fibrin 

and platelet aggregates have been found in the coronary 

microvasculature of patients who have died of acute 

http://content.nejm.org/cgi/content/full/356/18/1823#R1
http://content.nejm.org/cgi/content/full/356/18/1823#R2
http://content.nejm.org/cgi/content/full/356/18/1823#R5
http://content.nejm.org/cgi/content/full/356/18/1823#R7
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myocardial infarction. In addition to fibrin formation, red-cell 

and platelet aggregation also contribute to microvascular 

occlusion and increased resistance in the microvasculature.  

          The extent of microvascular dysfunction has been shown 

to be an important and independent contributor to subsequent 

changes in left ventricular geometry and performance (277). 

          These benefits of PCI can further be enhanced by 

administration ofplatelet glycoprotein IIb/IIIa inhibitors 

abciximab(278), or eptifibatide (281). 
 

          Distal embolization of atherothrombotic material during 

primary percutaneous coronary intervention (PCI) is associated 

with impaired myocardial perfusion, abnormal left ventricular 

function, and higher mortality. At high local concentrations, 

glycoprotein IIb/IIIa receptor antagonists have been 

demonstrated to promote clot disaggregation in vitro (279). 

 

          Intracoronary administration of Eptifibatide in vivo may 

increase local drug concentration by several orders of 

magnitude and promote clot disaggregation with a minimal 

increase in systemic drug concentrations (279). 

 

        The intracoronary bolus alone application of eptifibatide  

during  primary PCI may be safer and superior to the intravenous  

bolus (280). 

 

 

 

 

 

 

http://content.nejm.org/cgi/content/full/356/18/1823#R24
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Aim of the work 

 
 
         The aim of this work is to compare the effect of 
intracoronary bolus Versus intravenous bolus of  
eptifibatide followed by IV infusion as an adjunctive 
antiplatelet therapy on the efficacy and safety in 
patients with acute anterior  ST segment elevation 
myocardial infarction undergoing primary 
percutaneous intervention. 
.  
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ACUTE MYOCARDIAL INFARCTION 
 

       Acute myocardial infarction (AMI or MI), commonly 

known as a heart attack, is a disease state that occurs when 

the blood supply to a part of the heart is interrupted. The 

resulting ischemia or oxygen shortage causes damage and 

potential death of heart tissue. It is a medical emergency, and 

the leading cause of death for both men and women all over 

the world.  

 

 

 

 

 

 

 

 

Figure (1): Diagram of a myocardial infarction of the tip of the anterior wall 
of the heart (an apical infarct) after occlusion (1) of a branch of the left 

coronary artery (LCA), right coronary artery = RCA (1). 

 

 

 Definition of myocardial  infarction: 

Last updated definition of AMI is the "Universal Definition of 

Myocardial Infarction"(2)  conducted by the Joint 

ESC/ACCF/AHA/WHF Task Force for the Redefinition of 

Myocardial Infarction: 

Criteria for Acute Myocardial Infarction: The term 

myocardial infarction should be used when there is evidence of 

http://en.wikipedia.org/wiki/Blood_flow
http://en.wikipedia.org/wiki/Heart
http://en.wikipedia.org/wiki/Ischemia
http://en.wikipedia.org/wiki/Hypoxia_%28medical%29
http://en.wikipedia.org/wiki/Medical_emergency
http://en.wikipedia.org/wiki/Sternocostal_surface
http://en.wikipedia.org/wiki/Sternocostal_surface
http://en.wikipedia.org/wiki/Left_coronary_artery
http://en.wikipedia.org/wiki/Left_coronary_artery
http://en.wikipedia.org/wiki/Right_coronary_artery
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myocardial necrosis (myocardial cell death) in a clinical 

setting consistent with myocardial ischaemia. Under these 

conditions any one of the following criteria meets the 

diagnosis for myocardial infarction:  

 

1) Detection of rise and/or fall of cardiac biomarkers 

(preferably troponin) together with evidence of 

myocardial ischaemia with at least one of the following:  

 Symptoms of ischaemia; 

 ECG changes indicative of new ischaemia (new 

ST-T changes or new left bundle branch block 

[LBBB]); 

 Development of pathological Q waves in the 

ECG; 

 Imaging evidence of new loss of viable 

myocardium or new regional wall motion 

abnormality. 

 

2) Pathological findings of an acute myocardial infarction 

 

 

3) For percutaneous coronary interventions (PCI) in 

patients with normal baseline troponin values, elevations 

of cardiac biomarkers are indicative of peri-procedural 

myocardial necrosis. By convention, increases of 

biomarkers greater than 3 x 99th percentile URL have 

been designated as defining PCI-related myocardial 

infarction. 

4) For coronary artery bypass grafting (CABG) in patients 

with normal baseline troponin values, elevations of 

cardiac biomarkers are indicative of peri-procedural 

myocardial necrosis. By convention, increases of 


