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Short term major adverse cardiac events after Percutaneous 
Coronary Intervention with Tirofiban and thrombectomy Versus 

Percutaneous Coronary Intervention with Tirofiban alone in patients 
with Acute Coronary Syndrome 

By: Dr.Mohammad Abdel Lateef, M.B.Bch 

Abstract: 

Thrombus aspiration is an effective adjunctive therapy to prevent distal 

embolization during percutaneous coronary intervention (PCI) in patients 

having visible thrombus in their coronary angiography. In some patients, 

thrombus aspiration results in complete restoration of flow without 

significant residual stenosis or plaque rupture at the site of occlusion.  

The goal of this trial was to evaluate a strategy of thrombus aspiration 

during percutaneous coronary intervention (PCI) in patients with ACS 

having visible thrombus in their coronary angiography (30 patients) 

compared with conventional PCI (30 patients) 

60 patients with acute coronary syndromes {ST segment elevation 

myocardial infarction, non ST-segment elevation myocardial infarction 

and unstable angina} with angiographically visible thrombus constituted 

the study. 

After history taking and physical examination all patients were 

subjected for ECG, full labs., echocardiography, and conventional 

medical therapy with upstream tirofiban infusion. 

Then patients were randomized and divided into two groups: 

* 1st group: 30 patients managed by upstream Tirofiban followed 

by coronary angiography and PCI using the thrombus aspiration 

catheter (Diver Ce) & stenting. 

* 2nd group: another 30 patients managed by upstream Tirofiban 

followed by coronary angiography & stenting  



Then patients were evaluated for the following end points: 

TIMI flow, myocardial blush grade, angiographically visible 

embolization, any other complication, in hospital acute & sub-acute 

thrombosis, in hospital bleeding, MACE. Adverse cardiac events at 

one month.  

On comparing 30 patients in each group having the same circumstances 

and almost the same percentage of risk factors, it was found that manual 

thrombus aspiration results in improved myocardial reperfusion as 

documented by improvements in TIMI flow, myocardial blush grade, and 

clinical outcome as compared with conventional PCI as distal 

embolization occurred in 6 patients (20%) in group 1 while in group 2 it 

occurred in 15 patients (50%) 
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Introduction 

The term acute coronary syndrome refers to a 

range of acute myocardial ischemic states. It 

encompasses unstable angina, non-ST segment elevation 

myocardial infarction (ST segment elevation generally 

absent), and ST segment elevation infarction (persistent 

ST segment elevation usually present). 

The term "NSTE ACS" describes populations 

presenting with acute chest pain lasting >20 minutes and 

either positive cardiac markers or dynamic ST-segment 

changes on the initial ECG without persistent ST-

segment elevation. 1.2 

Acute coronary syndromes (ACS) accounted for 

35% of all deaths among persons 65 years of age in the 

United States.3 Moreover, among people who died of 

ischemic heart disease, 83% were >65 years of age.4 

Cardiovascular morbidity and mortality rates rise rapidly 

past 75 years of age, a group that accounts for only 6% of 

the US population but 60% of myocardial infarction 

(MI)–related deaths.5 

Unstable angina and non-ST segment elevation 

myocardial infarction account for about 2.5 million 

hospital admissions worldwide and are a major cause of 

mortality and morbidity in Western countries.  
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Angiographic evidence of coronary thrombus 

formation may be seen in more than 90% of patients with 

STEMI but in only 1% of patients with stable angina and 

about 35-75% of patients with unstable angina or 

NSTEMI. The excessive mortality rate of coronary heart 

disease is primarily due to rupture and thrombosis of the 

atherosclerotic plaque. Evidence indicates that platelets 

contribute to promoting plaque inflammation as well as 

thrombosis. 

In general, in case of STEMI, a direct relationship 

between the onset of plaque rupture and acute transmural 

ischemia is assumed; however, autopsy studies 

investigating the pathogenesis of the "vulnerable plaque" 

in patients who had witnessed sudden cardiac death 

identified signs of old thrombosis, which indicates that 

plaque complications remain clinically silent days or 

weeks before the fatal event.7,8 . The presence of 

intracoronary thrombus and atheromatous plaque 

constituents may lead to distal embolization and the "no-

reflow" phenomenon after percutaneous coronary 

intervention (PCI),9 both associated with poor clinical 

outcome.10-11 Studies to date suggest that as a class, the 

addition of intravenous GP IIb/IIIa inhibitors to aspirin 

and heparin improves both early and late outcomes. 

The concept of "no reflow" refers to a state of 

myocardial tissue hypoperfusion in the presence of a 


