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Introduction 

Coronary artery disease (CAD) is the 

leading cause of morbidity and mortality 

worldwide, with myocardial infarction as the 

leading cause of death in developing and 

developed countries. Moreover, almost 50% of 

deaths occur before arrival at the hospital [1]. 

According to the World Health Organization 

(WHO) estimation, cardiovascular diseases 

account for 46.2% of all deaths among the 

Egyptian population. The American Heart 

Association (AHA) estimates a person has a 

heart attack every 41 seconds, with chest pain 

being among the top reasons for emergency 

department visits [2]. 

Worldwide, the epidemiology of 

patients with STEMI continues to change. 

According to the Global Registry of Acute 

Coronary Events (GRACE), STEMI represented 

about 36% of ACS cases [3]. There is no 

definitive data about the percentage of STEMI 

patients among those presenting to Emergency 

departments with Acute coronary syndromes 

(ACS) in Egyptian Hospitals.

Natural History of atherosclerosis and the development of atherosclerotic plaque 

Atherosclerosis is a lipoprotein-

mediated chronic inflammatory disease of 

arteries that leads to the accumulation of 

fibrotic, necrotic, and calcified tissue in the 

arterial intima, described as atherosclerotic 

lesions or plaques [4]. These plaques cause 

clinical disease by luminal narrowing or sudden 

precipitation of arterial thrombi that obstruct 

Abstract 

ST-elevation myocardial infarction (STEMI) is a leading cause of mortality and morbidity in the Egyptian 

population. In this regard, different biomarkers became indicators in the diagnosis, assessment, and risk 

stratification of STEMI patients. Platelets play a crucial role in thrombus formation with a high count of 

abnormal large platelets. That is enzymatically and metabolically more active than normal platelets. A 

correlation between platelet size and function was investigated. Therefore, mean platelet volume (MPV) is a 

potential diagnostic biomarker of platelet activity. Platelet distribution width (PDW) represents this 

variability and heterogeneity in platelet size and is considered a marker of platelet activation and a more 

specific parameter than MVP. 

Keywords: Mean Platelet volume; platelet width distribution; thrombus burden; primary percutaneous 

coronary intervention; ST-elevation myocardial infarction. 

mailto:mwa11@fayoum.edu.eg


 FUMJ, 2022,10(4), 48-58                                                                                                                       Elkashab et al., 2022 

2 
 

blood flow to the heart (coronary heart disease 

(CHD), brain (ischemic stroke), or legs 

(peripheral artery disease (PAD). CHD is the 

most common of these manifestations, such as 

stable angina pectoris and acute coronary 

syndrome (ACS), including acute myocardial 

infarction (AMI) [3]. 

Atherosclerosis is a progressive disease 

that begins early in life, but the speed of 

progression is highly dependent on vascular 

localization and varies markedly among 

different individuals. Even under the most 

facilitating conditions, developing symptomatic 

lesions usually takes several decades. The 

abdominal aorta, coronary arteries, iliofemoral 

arteries, and carotid bifurcations are typically the 

most heavily affected [5]. The mechanisms 

leading to atherosclerotic plaque development 

are complex, involving lipoprotein retention, 

inflammatory cell recruitment, foam cell 

formation, apoptosis and necrosis, smooth 

muscle cell (SMC) proliferation and matrix 

synthesis, calcification, angiogenesis, arterial 

remodeling, fibrous cap rupture, and thrombosis 

[6]. 

Most people in developed countries die 

from progressive atherosclerotic lesions, but 

only a minority die because of them. The 

aforementioned advanced lesions are usually 

asymptomatic throughout life; however, some 

lesions end up being obstructive to blood flow, 

and a few elicit life-threatening thrombotic 

complications.  Severe stenosis, which may 

present as stable angina, is often caused by a 

fibroatheroma or fibrous plaque. The plaque 

may be substantially calcified, and the local 

vessel segment is often negatively remodeled. 

The obstruction is rarely fatal, except in cases in 

which scarring of the myocardium may 

predispose to fatal arrhythmia [7]. MI and other 

types of ACS are predominantly caused by a 

luminal thrombus imposed on an atherosclerotic 

plaque. Three types of lesions have been 

described in the pathophysiology of acute 

coronary syndromes: plaque rupture, erosion, 

and calcified nodules [8]. 

Plaque rupture is the most frequent 

mechanism precipitating thrombosis. In plaque 

rupture, a structural defect (i.e., a gap) in the 

fibrous cap of a fibroatheroma exposes the 

highly thrombogenic core to the blood and 

circulating coagulation factors. That results in a 

thrombus on the ruptured plaque [4]. If the 

thrombus occludes the coronary vessel 

completely, the aerobic metabolism in the 

affected myocardium stops, resulting in rapid 

depletion of ATP as well as accumulation of 

metabolic products such as lactate [9]. 

Subsequently, these metabolic effects cause 

electrolyte changes, including a potassium shift 

to the extracellular space and a reduction in the 

action potential duration and amplitude. Within 

seconds, these processes lead to reduced 

contractility of the cardiac muscles. Although 

these effects are completely reversible, if blood 

flow was restored rapidly, animal models have 

shown that a 20–30-minute time interval of 

sustained ischemia is sufficient to cause 

irreversible damage to cardiomyocytes. Necrosis 

occurs first in the endocardium, which is most 

distal to the blood flow before it progresses into 

the subepicardial layers [10].  

Myocardial cell death leads to the 

release of creatinine kinase (CK) into plasma. 

CK has different isoenzymes, of which CK-MB 

has its greatest activity in the heart muscle. 

Thus, the elevation of CK can occur with 

damage to tissues other than the myocardium, 

especially skeletal muscle, whereas CK-MB is 

more specific for myocardial necrosis; levels of 

both markers are assessed in patients with 

STEMI to confirm the diagnosis [11]. 

In addition, the pathological 

degeneration of the actin and myosin filaments 

of the heart muscle results in troponin release. 

Both skeletal and cardiac muscle contract via a 
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troponin-dependent mechanism and different 

isoforms of the troponin subunits (troponin I, T, 

and C) exist. Unlike troponin C, troponin I and T 

have distinct cardiac and skeletal isoforms. 

Therefore, cardiac troponin I (cTnI; known as 

TNNI3) and cardiac troponin T (cTnT; known as 

TnTc) are specific for myocardial injury and can 

be used as biomarkers for early diagnosis of MI 

and evaluation of prognosis [12].

 

Platelets and their role in thrombus formation 

Human adults have nearly one trillion 

blood platelets in circulation. The non-activated 

platelet is a small 2-4 µm in diameter and 0.5-1 

µm in thickness. Platelets are non-nucleated 

multifunctional cells, of which two-thirds are 

present in the general circulation with the 

remaining third reversibly sequestered in the 

spleen. Platelets originally derive from the 

hematopoietic lineage via the megakaryocyte 

(up to 8 x 103 of platelets from one cell) and 

function primarily in blood hemostasis forming 

a platelet plug at the site of vascular injury [13]. 

The production of platelets from 

megakaryocytes is a systematic regulated 

process that is thought to occur in the bone 

marrow or the lung, as has been shown more 

recently [14].  

The platelet is a complex 

multifunctional cell. However, the primary 

function of the platelet is thought to be 

hemostasis, thrombosis, and wound healing, 

other physiological roles for the platelet exist; 

including immunity, angiogenesis regulation as 

well as communication with other cells and 

tissue in the vessel. The non-traditional 

functions of the platelets are considered now a 

field of extensive research that will help identify 

the expansive regulatory role that platelets play 

in the body [15]. In addition, these non-

traditional functions have multiple emerging 

evidence of contribution to the development of 

inflammatory and immunological conditions as 

with neurological disorders such as stroke and 

multiple sclerosis [16].

Platelet plug formation 

It is the primary process through which 

platelets play their primary role in maintaining 

hemostasis in the vessel under normal 

conditions. The primary response of hemostasis 

includes local vasospasm and platelet activation 

at the site of vascular injury. In contrast to the 

centrally accumulating RBCs in the blood vessel 

and to maintain its function, platelets flow 

within the blood vessel near the wall due to the 

biophysical nature of the blood constituents and 

shear forces within the vessel. Proximity to the 

vessel wall allows for a rapid response when a 

vascular insult or injury occurs [17]. That rapid 

response includes four processes of platelet 

activation; platelet adhesion (deposition of 

platelets on the damaged sub-endothelial 

matrix), platelet aggregation (platelet-platelet 

binding and inter-action), secretion (release of 

platelet granules), and procoagulant activity 

(enhancement of thrombin generation and 

coagulation cascade) [18]. Despite being 

described sequentially, these steps occur almost 

simultaneously. 

 

Thrombus burden in STEMI patients 
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 Angiographic evidence of thrombus can 

be seen in the high incidence of STEMI patients 

[19]. Massive intracoronary thrombus has been 

reported in 16.4% of patients with the acute 

coronary syndrome (ACS). Despite the 

availability of potent antiplatelet and 

anticoagulant regimens, intracoronary thrombus 

remains a risk factor for distal embolization, no 

reflow, stent thrombosis, and long-term adverse 

cardiovascular events [20]. There is no ideal 

management strategy. 

Angiography is commonly used for 

quantification of the thrombus burden. 

Angiographically, intracoronary thrombus is 

defined as the presence of a filling defect with 

reduced contrast density or haziness.  Six 

angiographic morphologic features indicated 

“high-burden thrombus formation” were 

suggested [21]. That included a cut-off pattern 

of occlusion, an accumulated thrombus proximal 

to the occlusion, a reference lumen diameter of 

the infarction-related artery (IRA) > 4.0 mm
2
, an 

incomplete obstruction with an angiographic 

thrombus with the greatest linear dimension 

more than three times the reference lumen 

diameter, the presence of floating thrombus 

proximal to the lesion, a persistent dye stasis 

distal to the occlusion. 

The most widely used TIMI scale 

depends on the relative estimated size of the 

thrombus and the affected vessel, using a score 

ranging from grade 0 to grade 5. It is a more 

objective and quantitative method developed by 

Dr. C. Michael Gibson of the TIMI study group. 

It presents the following grading system for a 

thrombus [22]: 

 Grade 0: No angiographic evidence of 

thrombus.  

 Grade 1: Possible thrombus: decreased 

contrast density or haziness, irregular lesion 

contour, a smooth convex meniscus at the site 

of a total occlusion, suggestive but not firmly 

diagnostic of thrombus.  

 Grade 2: Definite thrombus presents with 

multiple angiographic characteristics defined 

by marked irregular lesion contour with a 

filling defect, the greatest dimension of 

thrombus is less than half vessel diameter.  

 Grade 3: Definite thrombus appears in 

multiple angiographic views with the greatest 

dimension from more than half and less than 

double the vessel diameters.  

 Grade 4: Definite large-size thrombus 

presents with greatest dimension more than 

two vessel diameters. 

 Grade 5: Complete thrombotic occlusion of a 

vessel.   

Sianos et al. (2007), suggested that 

when a grade 5 thrombus is encountered, either a 

guide wire or a 1.25-1.5 mm balloon is used to 

recanalize the artery [23]. As soon as the ante-

grade flow is restored, underlying residual 

thrombus can be further categorized as grade 0 

(no residual thrombus), grade 1 to 3 (small 

residual thrombus), and grade 4 to 5 (large 

residual thrombus) [20]. 

 

Factors that favor a high thrombus burden 

A high thrombus burden during acute 

coronary syndrome is favored by various factors 

related to the patient, lesion, vessel, disease 

(MI), or PCI [24]. That includes: 

• Patient-related factors include 

hypercoagulability, hypercholesterolemia, 

hyperhomocysteinemia hyperglycemia, 

Leucocytosis, smoking, substance abuse 

(cocaine and methamphetamine), vasculitis, 

and male sex.  

• Lesion-related factors include acute plaque 

rupture and complex morphology.  
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• Vessel-related factors include slow coronary 

flow, morphology; large artery >4 mm, 

ectasia, aneurysm, old SVG, and right 

coronary artery (RCA tends to have a large 

burden of thrombus probably because of 

proximal propagation of thrombus related to 

fewer branch points).  

• Disease-related (MI-related) factors include 

late presentation (>12 h), established Q-wave 

MI with ongoing ischemia, cardiogenic 

shock, and failed thrombolysis.  

• PCI-related factors include triggering the 

thrombus formation with a guide wire, 

balloon, or stent known as the “angry clot” 

phenomenon, inadequate anticoagulation, 

inadequate dual antiplatelet, and heparin-

induced thrombocytopenia. It is important to 

mention that these factors are intervention-

related factors and are not related to all 

patients with ACS. 

 

STEMI management and reperfusion therapy                 

 Early reperfusion therapy is the 

mainstay of treatment for patients presenting 

with an acute STEMI. Options for reperfusion 

therapy include primary PCI, fibrinolytic 

therapy, or urgent coronary artery bypass 

grafting (CABG) [25]. The benefit of 

reperfusion is greatest early in the course of 

infarction. The first 2-3 hours represent the most 

critical time-dependent period with the highest 

mortality benefit for those treated in the 1st hour 

[26]. According to ECS Recent guidelines, 

primary PCI is the therapy of choice for patients 

with STEMI presented within 12 h of symptom 

onset, if it can be performed in a timely fashion 

(i.e. 120 min from STEMI diagnosis) by a 

skilled operator [27]. For patient treated with 

primary PCI, approximately 95% of them got 

restoration of Thrombolysis in Myocardial 

Infarction TIMI III flow compared with 54% of 

patients in those treated with thrombolysis and 

this explain the superiority of PPCI and PTCA 

over fibrinolytic therapy in numerous clinical 

trials with a reduction in mortality, reinfarction, 

and stroke. PCI is also associated with a 

reduction in the incidence of intracerebral 

hemorrhage, as compared with fibrinolytic 

therapy [28]. For a patient who presents to a 

PCI-capable hospital, primary PCI should be 

accomplished within 90 minutes of presentation. 

For patients who present to a hospital that is not 

PCI capable, Immediate transfer to a PCI-

capable one is recommended if the door-to-

device time can be achieved within 120 minutes. 

If primary PCI is unavailable within 120 minutes 

of diagnosis, then fibrinolysis should be 

performed 10 min after the diagnosis of STEMI 

is established unless contraindicated [5, 27].  

Thrombolysis has the advantage of 

being widely available, in contrast to the limited 

PCI center in any health care system, easily 

administered, and relatively cheap. However, 

fibrinolysis therapy has important 

contraindications that are mostly related to the 

risk of bleeding including the risk for the 

development of intracranial hemorrhage (ICH) 

that estimated to be 0.5:0.7 % according to the 

user agent. Notably, major risk factors for 

intracranial hemorrhage are age above 75 years, 

hypertension, low body weight, female gender, 

and coagulopathy [25]. The presence of one or 

more of that absolute or relative contraindication 

would favor mechanical reperfusion, even if this 

means a delay of the reperfusion [27]. 
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Platelet indices; mean platelet volume (MPV) and platelet distribution width (PDW) in 

atherosclerotic coronary artery disease (ASCAD) 

It is important to know that these indices 

have been studied in several cardiovascular 

diseases, other than coronary artery disease 

(CAD) including, atrial fibrillation (AF), risk of 

development of ischemic stroke, and 

development of venous thromboembolism. In 

addition, other than cardiovascular disease, 

investigations were done in other diseases to 

assess the role of these markers as a 

prognostic/diagnostic tool including TB, 

Crohn’s disease, ulcerative colitis, renal cell 

carcinoma, primary gastric carcinoma, and 

colorectal carcinomas [29].

Mean Platelet volume (MPV) 

MPV is a precise assessment tool for 

platelet size, being measured using automated 

hematological analyzers. It is a routine part of a 

complete blood cell count. MPV normal values 

range between 7.5 and 12.0 fl, the percentage of 

large platelets should amount to 0.2-5.0% of the 

whole platelet population [30]. A correlation 

between platelet size and function has been 

found. Larger platelets, with more dense 

granules, are more active enzymatically and 

metabolically with a higher thrombotic potential 

which increases thrombus formation [31]. In 

addition, the larger size of platelets is associated 

with other markers of activity that include 

increased platelet aggregation, thrombomodulin 

release, thromboxane A2 synthesis, and 

expression adhesion molecules (glycoprotein Ib 

and glycoprotein IIb/IIIa receptors) [32].  

Therefore, mean platelet volume (MPV) is a 

potentially useful biomarker of platelet activity. 

Based on that, MPV was investigated as a 

predictor of different diseases including 

cardiovascular, inflammatory, and malignant 

conditions. Numerous studies support the use of 

MPV as a biomarker/parameter of risk 

assessment and prognosis in different 

cardiovascular diseases with different suggested 

cut-off values [29].

Mean platelet volume (MPV) and acute myocardial infarction (AMI) 

As a marker of activity, MPV increases 

during the onset of myocardial infarction and 

continues to be elevated weeks after. In MI 

survivors in the era of reperfusion, elevated 

MPV was proved as an indicator of poor clinical 

outcomes with an impaired response to 

thrombolysis therapy [33]. In those treated with 

primary PCI, elevated MPV is considered a 

strong independent factor that predicts impaired 

microvascular reperfusion, a poor post-

intervention myocardial blush grade, the in-

hospital major adverse cardiovascular events 

(MACE), and the 30-day, 1-year, and 2-year 

mortality [34-35]. In addition, MPV turned out 

to be an independent factor in the development 

of slow coronary flow (SCF) and its degree of 

35. Moreover, it was found that MPV can 

predict the development of in-stent restenosis 

(ISR) In patients post PCI [36]. MPV seems to 

play a role in mediating the reperfusion injury 

which may help in deciding which patients may 

benefit from adjuvant therapy during PPCI [37].
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MPV and residual platelet reactivity in patients on dual antiplatelet therapy  

The availability of primary percutaneous 

coronary intervention (PPCI) facilities and the 

development of local protocols for the 

management of ACS increased worldwide with 

a subsequent increase in the proportion of 

patients that are on dual antiplatelet medications 

after implantation of drug-eluting stents (DES). 

Antiplatelet therapy reduces the incidence of 

complications during the procedure and 

ischemic cardiovascular events after PCI [38-

39]. Interindividual variation in the 

pharmacodynamic response to antiplatelet 

medications was observed with their wide use, 

especially for clopidogrel, which increased 

attention to monitoring their effect for adequate 

platelet inhibition [40]. High platelet residual 

activity can attenuate the efficacy of antiplatelet 

therapy and increase the risk of the development 

of CVS events during follow-up. In a large 

randomized open-label trial, there was no 

significant improvement in clinical outcome was 

observed in cases of standard antiplatelet 

therapy compared to monitoring and adjustment 

using platelet function tests (PFTs) [41]. In 

addition, PFTs as aggregation tests are time-

consuming, expensive, and technically complex.  

MPV, as routinely measured before PCI, was a 

suggested parameter for this monitoring. In one 

study, high MPV was associated with reduced 

responses to aspirin and clopidogrel [42]. 

Moreover, an increase in MPV post PCI was 

associated with high platelet reactivity [43]. 

Based on that, MPV can be used to predict 

MACE in the post PCI follow-up and risk-

stratify patients for more intense follow-up and 

medical therapy. 

 

Platelet distribution width (PDW) 

The red cell distribution width (RDW) 

for RBCs, indicates a varied size of platelets. 

Platelet activation and aggregation during 

thrombotic events lead to increased release of 

large, reticulated platelets from bone marrow 

(thrombocytopoiesis) [32, 44]. This, in addition 

to the increased size of activated platelets, 

increases the variance in platelet size in 

circulation. Platelet distribution width (PDW) 

represents this variability and heterogeneity in 

platelet size and is calculated as the platelet 

distribution width measured at 20% relative 

height of the total height of the curve depicting 

their distribution [45]. 

An increased PDW is an indication of 

the anisocytosis of platelets with a normal range 

for PDW of 9-14 fL [6]. PDW is considered a 

marker of platelet activation and a more specific 

parameter than MVP because it is not affected 

by simple platelet swelling [44, 46]. Just like 

mean platelet volume (MPV); platelet 

distribution width (PDW) can be obtained by 

simple hematology analyzers. 

As an available cheap biomarker, it was 

studied as a prognostic tool in multiple 

cardiovascular conditions. As in the case of 

MPV, a greater level of PWD was found in 

patients with STEMI than those with stable 

CAD [31]. In addition, increased PDW can 

predict the development of HF in patients with 

ACS [47]. In another study, increased PDW was 

related to the severity of CAD, assessed by the 

Gensini score, in patients presenting with ACS 

[48]. Moreover, it can be used as a useful 

prognostic factor for long-term mortality after 

AMI [32, 46].
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Conclusion 

ST-elevation myocardial infarction 

(STEMI) is a leading cause of mortality and 

morbidity in the Egyptian population. As a 

simple and cheap procedure, MPV and PDW 

have the potential to be used as a test to identify 

those who are at high risk for myocardial 

infarction. Moreover, these markers can be used 

as a prognostic tool as different studies had 

found their associations to impaired 

microvascular reperfusion, in-hospital major 

adverse cardiovascular events (MACE) and the 

30-day, 1-year, 2-year mortality, the 

development of HF in a patient with ACS, slow 

coronary flow (SCF) and its degree and in-stent 

restenosis (ISR). Additionally, MPV is a 

potential pre-angiography independent predictor 

of thrombus burden in patients with STEMI 

undergoing primary PCI, who might require 

more potent antiplatelet therapy. 

Conflict of interest: The authors declare no conflict of interest. 

 References  

1. Alvitigala BY, Azra MAF, Kottahachchi DU, 

Jayasekera MMPT, Wijesinghe RANK. A 

study of association between platelet volume 

indices and ST elevation myocardial 

infarction. Int J Cardiol Heart Vasc. 

2018;21:7-10. doi: 

10.1016/j.ijcha.2018.09.001.  

2. Singh A, Museedi AS, Grossman SA. Acute 

Coronary Syndrome. 2022. In: StatPearls 

[Internet]. Treasure Island (FL): StatPearls 

Publishing; 2022. 

3. Steg PG, Goldberg RJ, Gore JM, Fox KA, 

Eagle KA, Flather MD, et al. Baseline 

characteristics, management practices, and in-

hospital outcomes of patients hospitalized with 

acute coronary syndromes in the Global 

Registry of Acute Coronary Events (GRACE). 

Am J Cardiol. 2002;90(4):358-63. doi: 

10.1016/s0002-9149(02)02489-x.  

4. Bentzon JF, Otsuka F, Virmani R, Falk E. 

Mechanisms of plaque formation and rupture. 

Circ Res. 2014;114(12):1852-66. doi: 

10.1161/CIRCRESAHA.114.302721. 

5. Frampton J, Devries JT, Welch TD, Gersh BJ. 

Modern Management of ST-Segment 

Elevation Myocardial Infarction. Curr Probl 

Cardiol. 2020;45(3):100393. doi: 

10.1016/j.cpcardiol.2018.08.005.  

6. Nahrendorf M, Swirski FK. Innate immune 

cells in ischaemic heart disease: does 

myocardial infarction beget myocardial 

infarction? Eur Heart J. 2016 Mar 

14;37(11):868-72. doi: 

10.1093/eurheartj/ehv453.  

7. Andreou DE, Andreadou I. Atherosclerosis: 

An inflammatory disease. Pharmakeftiki. 

2009;22(3):83-96. 

8. Libby P, Pasterkamp G, Crea F, Jang IK. 

Reassessing the Mechanisms of Acute 

Coronary Syndromes. Circ Res. 

2019;124(1):150-160. doi: 

10.1161/CIRCRESAHA.118.311098.  

9. Jennings RB, Murry CE, Steenbergen C Jr, 

Reimer KA. Development of cell injury in 

sustained acute ischemia. Circulation. 

1990;82(3 Suppl):II2-12.  

10. Frangogiannis NG. Pathophysiology of 

Myocardial Infarction. Compr Physiol. 

2015;5(4):1841-75. doi: 

10.1002/cphy.c150006.  

11. Yiadom MY, Jarolim P, Jenkins C, Melanson 

SE, Conrad M, Kosowsky JM. Diagnostic 

implications of an elevated troponin in the 

emergency department. Dis Markers. 

2015;2015:157812. doi: 

10.1155/2015/157812.  

12. Park KC, Gaze DC, Collinson PO, Marber 

MS. Cardiac troponins: from myocardial 

infarction to chronic disease. Cardiovasc Res. 



 FUMJ, 2022,10(4), 48-58                                                                                                                       Elkashab et al., 2022 

9 
 

2017;113(14):1708-1718. doi: 

10.1093/cvr/cvx183.  

13. Holinstat M. Normal platelet function. Cancer 

Metastasis Rev. 2017;36(2):195-198. doi: 

10.1007/s10555-017-9677-x.  

14. Mause SF, Weber C. Microparticles. Circ Res. 

2010;107(9):1047-57. 

Doi:10.1161/CIRCRESAHA.110.226456 

15. Antoniak S, Mackman N. Platelets and 

viruses. Platelets. 2021;32(3):325-330. doi: 

10.1080/09537104.2021.1887842.  

16. Rawish E, Nording H, Münte T, Langer HF. 

Platelets as Mediators of Neuroinflammation 

and Thrombosis. Front Immunol. 

2020;11:548631. doi: 

10.3389/fimmu.2020.548631.  

17. Tomaiuolo M, Brass LF, Stalker TJ. 

Regulation of Platelet Activation and 

Coagulation and Its Role in Vascular Injury 

and Arterial Thrombosis. Interv Cardiol Clin. 

2017;6(1):1-12. doi: 

10.1016/j.iccl.2016.08.001.  

18. Jackson SP. Arterial thrombosis--insidious, 

unpredictable and deadly. Nat Med. 

2011;17(11):1423-36. Doi:10.1038/nm.2515 

19. Mrowietz C, Franke RP, Seyfert UT, Park JW, 

Jung F. Haemocompatibility of polymer-

coated stainless-steel stents as compared to 

uncoated stents. Clin Hemorheol Microcirc. 

2005;32(2):89-103.  

20. Liu X, Zhao G, Yan Y, Bao L, Chen B, Qi R. 

Ginkgolide B reduces atherogenesis and 

vascular inflammation in ApoE(-/-) mice. 

PLoS One. 2012;7(5):e36237. doi: 

10.1371/journal.pone.0036237.  

21. Massberg S, Brand K, Grüner S, Page S, 

Müller E, Müller I, et al. A critical role of 

platelet adhesion in the initiation of 

atherosclerotic lesion formation. J Exp Med. 

2002;196(7):887-96. doi: 

10.1084/jem.20012044.  

22. Huo Y, Schober A, Forlow SB, Smith DF, 

Hyman MC, Jung S, et al. Circulating 

activated platelets exacerbate atherosclerosis 

in mice deficient in apolipoprotein E. Nat 

Med. 2003;9(1):61-7. doi: 10.1038/nm810. 

23. Massberg S, Schürzinger K, Lorenz M, 

Konrad I, Schulz C, Plesnila N, et al. Platelet 

adhesion via glycoprotein IIb integrin is 

critical for atheroprogression and focal 

cerebral ischemia: an in vivo study in mice 

lacking glycoprotein IIb. Circulation. 

2005;112(8):1180-8. doi: 

10.1161/CIRCULATIONAHA.105.539221.  

24. O'Gara PT, Kushner FG, Ascheim DD, Casey 

DE Jr, Chung MK, de Lemos JA, et al. 2013 

ACCF/AHA guideline for the management of 

ST-elevation myocardial infarction: a report of 

the American College of Cardiology 

Foundation/American Heart Association Task 

Force on Practice Guidelines. Circulation. 

2013 Jan 29;127(4):e362-425. doi: 

10.1161/CIR.0b013e3182742cf6. Epub 2012 

Dec 17. Erratum in: Circulation. 

2013;128(25):e481.  

25. Gersh BJ, Stone GW, White HD, Holmes DR 

Jr. Pharmacological facilitation of primary 

percutaneous coronary intervention for acute 

myocardial infarction: is the slope of the curve 

the shape of the future? JAMA. 

2005;293(8):979-86. doi: 

10.1001/jama.293.8.979. 

26. Ibanez B, James S, Agewall S, Antunes MJ, 

Bucciarelli-Ducci C, Bueno H, et al. 2017 

ESC Guidelines for the management of acute 

myocardial infarction in patients presenting 

with ST-segment elevation: The Task Force 

for the management of acute myocardial 

infarction in patients presenting with ST-

segment elevation of the European Society of 

Cardiology (ESC). Eur Heart J. 

2018;39(2):119-77. doi: 

10.1093/eurheartj/ehx393.  

27. Keeley EC, Boura JA, Grines CL. Primary 

angioplasty versus intravenous thrombolytic 

therapy for acute myocardial infarction: a 

quantitative review of 23 randomised trials. 



 FUMJ, 2022,10(4), 48-58                                                                                                                       Elkashab et al., 2022 

10 
 

Lancet. 2003;361(9351):13-20. doi: 

10.1016/S0140-6736(03)12113-7.  

28. Lesyk G, Jurasz P. Advances in Platelet 

Subpopulation Research. Front Cardiovasc 

Med. 2019;6:138. doi: 

10.3389/fcvm.2019.00138.  

29. Palta S, Saroa R, Palta A. Overview of the 

coagulation system. Indian J Anaesth. 

2014;58(5):515-23. doi: 10.4103/0019-

5049.144643.  

30. Sharma D, Pandey M, Rishi JP. A Study of 

platelet volume indices in patients of coronary 

artery diseases. 2016;5(5):161-4. 

31. Balli M, Taşolar H, Çetin M, Cagliyan CE, 

Gözükara MY, Yilmaz M, et al. Relationship 

of platelet indices with acute stent thrombosis 

in patients with acute coronary syndrome. 

Postepy Kardiol Interwencyjnej. 

2015;11(3):224-9. doi: 

10.5114/pwki.2015.54018.  

32. Elbasan Z, Gür M, Sahin DY, Kuloglu O, Icen 

YK, Turkoglu C, et al. Association of mean 

platelet volume and pre- and 

postinterventional flow with infarct-related 

artery in ST-segment elevation myocardial 

infarction. Angiology. 2013;64(6):440-6. doi: 

10.1177/0003319712455685. 

33. Lai HM, Chen QJ, Yang YN, Ma YT, Li XM, 

Xu R, et al. Association of mean platelet 

volume with impaired myocardial reperfusion 

and short-term mortality in patients with ST-

segment elevation myocardial infarction 

undergoing primary percutaneous coronary 

intervention. Blood Coagul Fibrinolysis. 

2016;27(1):5-12. doi: 

10.1097/MBC.0000000000000388.  

34. Karahan Z, Uçaman B, Uluğ AV, Aydınalp Ö, 

Uğurlu M, Çevik K, et al. Effect of 

Hematologic Parameters on Microvascular 

Reperfusion in Patients With ST-Segment 

Elevation Myocardial Infarction Treated With 

Primary Percutaneous Coronary Intervention. 

Angiology. 2016;67(2):151-6. doi: 

10.1177/0003319715583204.  

35. Moon AR, Choi DH, Jahng SY, Kim BB, Seo 

HJ, Kim SH, et al. High-sensitivity C-reactive 

protein and mean platelet volume as predictive 

values after percutaneous coronary 

intervention for long-term clinical outcomes: a 

comparable and additive study. Blood Coagul 

Fibrinolysis. 2016;27(1):70-6. doi: 

10.1097/MBC.0000000000000398.  

36. Seyyed-Mohammadzad MH, Eskandari R, 

Rezaei Y, Khademvatani K, Mehrpooya M, 

Rostamzadeh A, et al. Prognostic value of 

mean platelet volume in patients undergoing 

elective percutaneous coronary intervention. 

Anatol J Cardiol. 2015;15(1):25-30. doi: 

10.5152/akd.2014.5169. 

37. Patti G, Nusca A, Mangiacapra F, Gatto L, 

D'Ambrosio A, Di Sciascio G. Point-of-care 

measurement of clopidogrel responsiveness 

predicts clinical outcome in patients 

undergoing percutaneous coronary 

intervention results of the ARMYDA-PRO 

(Antiplatelet therapy for Reduction of 

MYocardial Damage during Angioplasty-

Platelet Reactivity Predicts Outcome) study. J 

Am Coll Cardiol. 2008;52(14):1128-33. doi: 

10.1016/j.jacc.2008.06.038.  

38. Price MJ, Endemann S, Gollapudi RR, 

Valencia R, Stinis CT, Levisay JP, et al. 

Prognostic significance of post-clopidogrel 

platelet reactivity assessed by a point-of-care 

assay on thrombotic events after drug-eluting 

stent implantation. Eur Heart J. 

2008;29(8):992-1000. doi: 

10.1093/eurheartj/ehn046.  

39. Collet JP, Huber K, Cohen M, Zeymer U, 

Goldstein P, Pollack C Jr, et al. A direct 

comparison of intravenous enoxaparin with 

unfractionated heparin in primary 

percutaneous coronary intervention (from the 

ATOLL trial). Am J Cardiol. 

2013;112(9):1367-72. doi: 

10.1016/j.amjcard.2013.07.003.  

40. Braekkan SK, Mathiesen EB, Njølstad I, 

Wilsgaard T, Størmer J, Hansen JB. Mean 



 FUMJ, 2022,10(4), 48-58                                                                                                                       Elkashab et al., 2022 

11 
 

platelet volume is a risk factor for venous 

thromboembolism: the Tromsø Study, 

Tromsø, Norway. J Thromb Haemost. 

2010;8(1):157-62. doi: 10.1111/j.1538-

7836.2009.03498.x.  

41. Bekler A, Ozkan MT, Tenekecioglu E, Gazi E, 

Yener AU, Temiz A, et al. Increased Platelet 

Distribution Width Is Associated With 

Severity of Coronary Artery Disease in 

Patients With Acute Coronary Syndrome. 

Angiology. 2015;66(7):638-43. doi: 

10.1177/0003319714545779.  

42. Shanker J, Gasparyan AY, Kitas GD, Kakkar 

VV. Platelet function and antiplatelet therapy 

in cardiovascular disease: implications of 

genetic polymorphisms. Curr Vasc Pharmacol. 

2011;9(4):479-89. doi: 

10.2174/157016111796197224.  

43. Alvitigala BY, Azra MAF, Kottahachchi DU, 

Jayasekera MMPT, Wijesinghe RANK. A 

study of association between platelet volume 

indices and ST elevation myocardial 

infarction. Int J Cardiol Heart Vasc. 

2018;21:7-10. doi: 

10.1016/j.ijcha.2018.09.001.  

44. Rechciński T, Jasińska A, Foryś J, 

Krzemińska-Pakuła M, Wierzbowska-Drabik 

K, Plewka M, et al. Prognostic value of 

platelet indices after acute myocardial 

infarction treated with primary percutaneous 

coronary intervention. Cardiol J. 

2013;20(5):491-8. doi: 

10.5603/CJ.2013.0134.  

45. Akin F, Ayca B, Kose N, Altun I, Avsar M, 

Celik O, et al. Relation of platelet indices to 

severity of coronary artery disease in patients 

undergoing primary percutaneous coronary 

intervention. Perfusion. 2016;31(3):216-22. 

doi: 10.1177/0267659115594231.  

46. Dumpa VR, Siva Krishna K. A study of 

platelet indices in acute coronary syndrome. 

Indian Heart J. 2020;72:S1-S2. doi: 

10.1016/j.ihj.2020.11.015. 

47. Cetin MS, Ozcan Cetin EH, Akdi A, Aras D, 

Topaloglu S, et al. Platelet distribution width 

and plateletcrit: novel biomarkers of ST 

elevation myocardial infarction in young 

patients. Kardiol Pol. 2017;75(10):1005-12. 

doi: 10.5603/KP.a2017.0135.

 


