We are IntechOpen,
the world’s leading publisher of
Open Access books
Built by scientists, for scientists

5,000

125,000

140M

Open access books available

International authors and editors

Downloads

Our authors are among the

154

TOP 1%

12.2%

Countries delivered to

most cited scientists

Contributors from top 500 universities

Selection of our books indexed in the Book Citation Index
in Web of Science™ Core Collection (BKCI)

Interested in publishing with us?
Contact book.department@intechopen.com
Numbers displayed above are based on latest data collected.
For more information visit www.intechopen.com

8
ECG in Acute Myocardial Infarction
in the Reperfusion Era
Massimo Napodano and Catia Paganelli
University of Padova,
Italy
1. Introduction
Acute myocardial infarction can be defined from a number of different perspectives
related to clinical, electrocardiographic, biochemical and pathological characteristic. The
electrocardiogram (ECG) is the most important diagnostic tool in the diagnosis of ST-segment
elevation myocardial infarction (STEMI), and therefore it should be accomplished immediately
at hospital admission. In fact, it represents an important step not only for STEMI diagnosis, but
also and more importantly for the therapeutic plan. The present article pertains to
electrocadiographic findings in patients affected by persistent STEMI. Moreover, it takes into
account the clinical utility of ECG in the diagnosis and therapeutic decisions of evolving
STEMI, as well as the prognostic implications of the ECG evolutions in the reperfusion era.

2. Evolving ECG changes occurring in the early phase of ST-elevation
myocardial infarction
Typically, the ECG in the evolving STEMI shows five abnormalities, which develop in turn:
hyperacute T waves, ST-segment elevation, abnormal Q waves, T-waves inversion,
normalization of the ST-segment (Figure 1).
2.1 Hyperacute T waves
The T-waves represent the period of ventricular repolarization on the surface ECG. During
the first minutes of coronary arterial occlusion (Dressler et al., 1947), the earliest ECG
changes are represented by an increase in the amplitude of the T-wave, the so-called
“Hyperacute T-waves” (Figure 1B,C). The morphologic characteristic of hyperacute T-wave
are typical of ischemic event: they are asymmetric with a broad base and generally
associated with reciprocal ST segment depression. In the evolving STEMI the hyperacute Twaves turn into giant R wave (Figure 1E). Hyperacute T-waves represent the
electrocardiographic expression of ischemia before the beginning of necrosis; for this reason
they are considered as the most significant phase during which the reperfusion therapy may
achieve the greatest benefit in term of myocardial salvage (Lee et al., 1995). Prominent Twaves, however, are also associated with other diagnoses, including hyperkalemia, early
repolarization end left ventricular hypertrophy (Somers et al., 2002). Thus in the differential
diagnosis, the clinicians must consider additional features related to patient, including age,
comorbidity and current medical status.
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A Normal: Normal ST-segment and T-wave; B Early, Hyper-acute T wave: Development of Prominent
T Wave; C Hyper-acute T Wave: Prominent T-wave with early ST-segment elevation; D ST-segment
elevation: Progressive ST-segment elevation with persistent prominent T-wave; E Giant R Wave: ST segment elevation continues with development of giant R-wave. F ST-segment Elevation: ST-segment
elevation with oblique morphology.

Fig. 1. Evolving ECG changes occurring in the early phase of ST-elevation myocardial
infarction
2.2 ST-segment elevation
The ST-segment, defined as the segment beginning at the J point and ending at the apex of
the T-wave, represents the electrocardiographic period between ventricular depolarization
(QRS) and repolarization (T-wave) (Figure 1A). The ST-segment changes on the standard
ECG that are associated with infarction are due to flow of current across the boundary
between the ischemic and nonischemic zones. ST-segment elevation generally occurs with
reciprocal ST depression in ECG leads in which the axis is opposite in direction from those
with ST elevation (Figure 1D). The best criteria to classify abnormally elevated ST-segment
are resumed in the Minnesota code 9-2 and are defined as ST-segment elevation of 1 mm in
at least 1 peripheral lead, or 2 mm elevation in at least 1 precordial lead. These criteria have
94% of specificity for STEMI with a sensitivity of 56% in STEMI diagnosis (Menown et al.,
2000). The threshold values results from recognition that some elevation of the junction of
the QRS complex and the ST-segment (J-point) is a normal finding. Indeed, these are
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dependent on gender, age, and ECG lead. Thus, the current thresholds recommended by the
American Heart Association Electrocardiography and Arrhythmias, the Amrican College of
Cardiology vary according to age, gender, and ECG lead (Table 1).
Men 40 years old of age
and older
Men less than 40 years of
age
Women of all ages

Men and women of all
ages
Men and women of all
ages
Men and women of all
ages

The threshold value for abnormal J-point elevation should be
0.2 mV (2 mm) in leads V2 and V3 and 0.1 mV (1 mm) in all
other leads.
The threshold value for abnormal J-point elevation in V2 and
V3 should be 0.25 mV (2.5 mm).
The threshold value for abnormal J-point elevation should be
0.15 mV (1.5 mm) in leads V2 and V3 and greater than 0.1 mV
(1 mm) in all other leads.
The threshold for abnormal J-point elevation V3R and V4R
should be 0.05 mV (0.5 mm), except for males less than 30
years of age, for whom 0.1 mV (1 mm) is more appropriate.
The threshold value for abnormal J-point elevation in V7
through V9 should be 0.05 mV (0.5 mm).
The threshold value for abnormal J-point depression should
be – 0.05 mV (-0.5 mm) in leads V2 and V3 and – 0.1 mV (- 1
mm) in all other leads.

Table 1. Threshold values for ST-segment elevation according to age, gender, and ECG
leads. Adapted from AHA/ACCF/HRS (2009) Recommendations for standardization and
interpretation of the electrocardiogram . J Am Coll Cardiol, Vol. 53, No. 11, pp. 1003-10011,
ISSN 0735-1097/09/
However, ST-segment elevation can also attributed to other causes, different from acute
myocardial infarction: a normal variant, frequently referred as early repolarization, commonly
characterized by J-point elevation and rapidly upsloping or normal ST-segment; ventricular
dyskinesis, often characterized by a small ST elevation; pericarditis, in which usually the ST
elevation can be detected in more than one discrete region, as the inflammation involves a
large portion of the epicardial surface, and reciprocal ST-depression is absent; elevated
serum potassium; acute myocarditis; cardiac tumors or intra-thoracic mass. An additional
ECG criteria in diagnosis of evolving STEMI is represented by the morphology of STsegment elevation. In fact, two patterns of ST-segment morphology can be distinguish,
according to the direction of the ST slope: a concave morphology and a convex morphology
(Figure 2A,B). The concave morphology (Figure 2A) is hardly consistent with STEMI
diagnosis, and rather related to other conditions, such as benign early repolarization, acute
pericarditis. On the other hand, the convex morphology is usually associated with STEMI
(Brady et al., 2001) (Figure 2B). The assessment of ST-segment elevation during STEMI is
also useful to evaluate the extension of the myocardial at risk, and then the prognosis. In fact
the number of leads with ST segment elevation and the sum of the total ST deviation have
been related to the extension of area of myocardium at risk, defined as the extent of
jeopardize ischemic myocardium, and consequently to the extent of necrotic area if
reperfusion is not undertaken (Aldrich et al., 1988).

www.intechopen.com

116

Advances in Electrocardiograms – Clinical Applications

Apex

A Concave Morphology

Apex

B Convex Morphology

A Concave Morphology: the concave morphology is characterized by downward ST slope; the ST slope
remains below the virtual line drawn from the J-point to the apex of T-wave. B Convex Morphology:
the convex morphology is characterized by upward ST-slope; the ST slope remains above the virtual
line drawn from the J-point to the apex of T-wave

Fig. 2. Patterns of ST-segment elevation at ECG
Moreover , the analysis of the electrocardiographic leads revealing ST-segment elevation as
well as of those showing ST depression, permits an almost accurate identification of the
occluded coronary artery and also the proximal or distal location of the occlusion within
that artery (Wagner et al., 2009). Anterior wall ischemia/infarction is invariably due to
occlusion of the left anterior descending coronary artery and results in the spatial vector of
the ST segment being directed to the left and laterally. This will be expressed as ST elevation
in some or all of leads V1 through V6. The location of the occlusion within the left anterior
descending coronary artery, that is, whether proximal or distal, is suggested by the chest
leads in which the ST-segment elevation occurs and the presence of ST-segment elevation or
depression in other leads. Occlusion of the proximal left anterior descending coronary artery
above the first septal and first diagonal branches results in involvement of the basal portion
of the left ventricle, as well as the anterior and lateral walls and the interventricular septum.
This will result in the ST-segment spatial vector being directed superiorly and to the left and
will be associated with ST-segment elevation in leads V1 through V4, I, aVL, and often aVR.
It will also be associated with reciprocal ST-segment depression in the leads whose positive
poles are positioned inferiorly, that is, leads II, III, aVF, and often V5 (Birnbaum et al., 1993).
When the occlusion is located between the first septal and first diagonal branches, the basal
interventricular septum will be spared, and the ST segment in lead V1 will not be elevated.
In that situation, the ST-segment vector will be directed toward aVL, which will be elevated,
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and away from the positive pole of lead III, which will show depression of the ST segment.
When the occlusion is located more distally, that is, below both the first septal and first
diagonal branches, the basal portion of the left ventricle will not be involved, and the STsegment vector will be oriented more inferiorly. Thus, the ST segment will not be elevated in
leads V1, aVR, or aVL, and the ST segment will not be depressed in leads II, III, or aVF.
Indeed, because of the inferior orientation of the ST-segment vector, elevation of the ST
segment in leads II, III, and aVF may occur. In addition, ST-segment elevation may be more
prominent in leads V3 through V6 and less prominent in V2than in the more proximal
occlusions (Engelen et al., 1999). Inferior wall infarction that results in ST-segment elevation
in only leads II, III, and aVF may be the result of occlusion of either the right coronary artery
or the left circumflex coronary artery, depending on which provides the posterior
descending branch, that is, which is the dominant vessel. When the right coronary artery is
occluded, the spatial vector of the ST segment will usually be directed more to the right than
when the left circumflex is occluded. This will result in greater ST-segment elevation in lead
III than in lead II and will often be associated with ST-segment depression in leads I and
aVL, leads in which the positive poles are oriented to the left and superiorly. However,
recently these criteria resulted less accurate in patients with electrocardiographic small
inferior myocardial infarction (Verouden et al., 2009). Indeed, when the RCA is occluded in
its proximal portion, ischemia/infarction of the right ventricle may occur, which causes the
spatial vector of the ST-segment shift to be directed to the right and anteriorly, as well as
inferiorly. This will result in ST-segment elevation in leads placed on the right anterior
chest, in positions referred to as V3R and V4R, and often in lead V1 (Correale et al., 1999).
Lead V4R is the most commonly used right-sided chest lead. It is of great value in
diagnosing right ventricular involvement in the setting of an inferior wall infarction and in
making the distinction between right coronary artery and left circumflex coronary artery
occlusion and between proximal and distal right coronary artery occlusion. It is important to
recognize that the ST elevation in the right-sided chest leads associated with right
ventricular infarction persists for a much shorter period of time than the ST elevation
connoting inferior wall infarction that occurs in the extremity leads. For this reason, leads
V3R and V4R should be recorded as rapidly as possible after the onset of chest pain. STsegment depression in leads V1, V2, and V3 that occurs in association with an inferior wall
infarction may be caused by occlusion of either the right coronary or the left circumflex
artery. This ECG pattern has been termed posterior or posterolateral ischemia since the early
reports based on anatomic and pathological studies of ex vivo. However, recent in vivo
imaging studies, including magnetic resonance imaging, have demonstrated that the region
referred to as the posterior wall was lateral rather than posterior since the oblique position
of the heart within the thorax: correlating the ECG patterns of healed myocardial infarctions
to their anatomic location as determined by magnetic resonance imaging, the most frequent
cause of abnormally tall and broad R waves in leads V1 and V2 was involvement of the
lateral and not the posterior wall of the left ventricle (Bayes de Luna et al., 2006a). On these
basis it has been proposed that the term posterior be replaced by the designation lateral
(Cerqueira et al., 2002). Therefore, the terms posterior ischemia and posterior infarction be
replaced by the terms lateral, inferolateral, or basal-lateral depending on the associated
changes in II, III, aVF, V1, V5, and V6. Such terminology has been endorsed by the
International Society for Holter and Noninvasive Electrocardiography (Bayes de Luna A et
al., 2006b). It is not possible to determine whether the right coronary artery or left circumflex
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vessel is occluded when changes of inferior wall ischemia/infarction are accompanied by
depression of the ST-segment in leads V1, V2, and V3; however, the absence of such changes
is more suggestive of right coronary than left circumflex artery occlusion. When the left
circumflex is occluded, the spatial vector of the ST-segment in the frontal plane is more
likely to be directed to the left. For this reason, the ST-segment may be elevated to a greater
extent in lead II than in lead III and may be isoelectric or elevated in leads I and aVL (Bairey
et al., 1987). Conversely, when a dominant right coronary artery is occluded proximally, left
posterolateral and right ventricular wall involvement will be present, and the posteriorly
directed ST-segment vector associated with this involvement may cancel the ST-segment
elevation in lead V1 anticipated by right ventricular involvement and vice versa. The
American College of Cardiology (ACC)/American Heart Association (AHA) guidelines for
the management for patients with acute myocardial infarction (ACC/AHA, 2009) note the
presence of electrocardiographic ST-segment elevation of greater than 0.1 mV in two
anatomically contiguous leads; they suggest that such a finding is a Class I indication for
urgent reperfusion therapy in the patient presumed to have STEMI. However, in few
patients the presence of a left bundle branch block make the ECG less specific for the
diagnosis of STEMI, because LBBB resembles STEMI changes. In this setting, the presence of
suggestive symptoms and/or the certainty of the new-onset of conduction disorders may be
helpful in diagnosis. Nevertheless, when these are not conclusive for diagnosis, the presence
of some ECG criteria, pertaining the ST shift in relation to QRS vectors, may still indicate the
diagnosis. To this regard, the ECG should be interpreted using the “rule of appropriate
discordance”, described by Sgarabossa and colleagues (Sgarbossa, 1996, 1998). They
identified three independent electrocardiographic criteria suggesting for STEMI diagnosis in
presence of LBBB: ST-segment elevation of at least 1mm that is concordant with the QRS
complex; ST-segment depression of at least 1mm in leads V2 and V3; and ST-segment
elevation of at least 5 mm that is discordant with the QRS complex. The Sgarbossa criteria
provide a simple and practical diagnostic approach to identify STEMI in presence of LBBB,
contributing to better address risk stratification and to optimize the risk-benefit ratio of
reperfusion therapy in this challenging and high-risk population. In fact, the presence of
LBBB in patients with acute myocardial infarction is usually related to large necrosis and
consequently to high risk of complications and death. In fact, the new onset LBBB is related
to the occlusion of the proximal left anterior descending artery and a large amount of
jeopardized myocardium (Opolski et al., 1986). On the other hand, a pre-existing left bundle
branch block is a powerful marker of depressed left ventricular systolic function, and any
additional loss of myocardium is likely to result in large infarction and cardiogenic shock
(Hamby et al., 1983)
2.3 Abnormal Q-wave
Q-wave are commonly present in normal ECG. Abnormal Q-wave suggesting myocardial
necrosis have grater negative deflection and longer duration. Pathologic Q-wave typically
appear within the first 9 hours of infarction, with a wide interval, ranging from few minutes
to 24 hours (Perera, 2004; Goldberger, 1991). In particular in the evolution of non-reperfused
myocardial infarction, Q-wave usually appear within 9 hours from coronary occlusion (Bär
et al., 1996). However, it is not infrequent to observe Q-wave early after symptom onset.
Abnormal Q-wave may be related to ischemia of the conduction system (Raitt at al., 1995;
Smith & Whitwam, 2006). Thus, Q-wave should not be used exclusively as a marker of late
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presentation of acute coronary occlusion, denying patients potentially beneficial reperfusion
therapy. It is important to note that, in the Global Utilization of Streptokinase and Tissue
Plasminogen Activator for Occluded Coronary Arteries (GUSTO-I) trial patients who did
not develop Q-wave after fibrinolysis for STEMI had a lower mortality rate when compared
to those who did develop Q wave at 30 days post infarction and 1 year post infarction
(Bargelata et al., 1997). Thus, the absence of Q-wave after reperfusion therapy is a powerful
marker of non-transmural necrosis and then of favorable prognosis.
2.4 T-wave inversion
In healthy patients, T-wave are normally upright in the left-sided leads (I, II, V3-V6). Within
hours to days, an evolving STEMI will typically demonstrate T-wave inversion (Goldberger,
1991).The inverted T-wave appear generally in the same leads showing ST-segment
elevation (Oliva et al., 1993). The morphology of inverted T-wave tends to be symmetric
(Goldschlager & Goldman,1989). In the course of an evolving STEMI, T-wave inversion
occurs when ischemia involves the epicardium. T-wave inversion is hypothesized by
Mandel et al. to occur because of delayed depolarization in ischemic tissue (Mandel et al.,
1968). In normal hearts, the epicardium is the first to depolarize, whereas the endocardium
is the last. Delayed repolarization of the epicardium during ischemia reverses the direction
of the ventricular repolarization current. With repolarization moving in the direction of
endocardium to epicardium, the repolarization vector also reverses, causing a downward
deflection of the T-wave (Smith & Whitwam, 2005). T-wave inversion occurs in
approximately 3/4 of all patients with a completed myocardial necrosis (Goldschlager &
Goldman,1989). Presence of T-wave inversion in precordial leads, of at least 2 mm, has a
positive predictive value of 86% for left anterior descending artery stenosis (Haines et al.,
1983). Indeed, a deepening T-wave soon after fibrinolysis may then determine successful
reperfusion. However, normalization of T-waves may also predict a lower morbidity
months after STEMI. One study by Tamura et al. found that patients with T-wave
normalization within 6 months of infarction had higher left ventricular ejection fraction than
those who did not, indicating that patients with normalization of inverted T waves had
improved myocardial recovery (Tamura et al., 1999). The morphology of the T-wave
inversion may help to differentiate between these other causes of T-wave inversion.
Pacemaker T wave, in other words T wave inversion related to permanent ventricular
pacemakers, tend to be broader than the narrower infarction T waves. A prolonged QTc
distinguishes long QT syndrome. In mitral valve prolapse, T wave may be flattened or even
inverted in inferior or lateral leads (Goldberger, 1991). In stroke, T waves tend to be very
wide and the QT interval prolonged (Cropp & Manning, 1960).
2.5 Normalization of the ST segment
In not-reperfused STEMI, after a peak elevation approximately 1 hour after the onset of
chest pain, the ST segment reaches a plateau at about 12 hours (Essen et al., 1979), and a
complete resolution within 2 weeks in 95% of patients with inferior STEMI and 40% of
patients with anterior STEMI (Mills et al., 1975). Even if the resolution of the ST-segment
elevation may rarely occur from spontaneous reperfusion (Parikh & Shah, 1997), nowadays
the normalization of the ST-segment can be observed in the majority of patients as result of
successful reperfusion therapy. In fact, after successful fibrinolysis or mechanical reopening
of infarct-related artery, abrupt changes occur in ECG as result of recovery in depolarization
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currents across the myocites membrane. Thus a prompt decrease in ST-segment elevation is
a powerful predictor of reperfusion (Richardson et al., 1988), whereas the persistence of STsegment elevation represent a marker of unsuccessful reperfusion therapy and is an
independent determinant of major adverse cardiac event (Claeys et al., 1999). Interestingly, a
decrease in ST-segment elevation by at least 50% seems to be associated with 94% positive
predictive value for complete reperfusion (Krucoff et al., 1993). Indeed, studies have also
found that even after a complete and sustained patency of epicardial infarct-related artery
obtained by pharmacological or mechanical recanalization, about one-third of patients still
show a persistent ST- segment elevation, as result of unsuccessful reperfusion of the
microvasculature (De Lemos & Brunwald, 2001). This condition is known as a no-reflow
phenomenon, and has been related to a higher mortality and worse clinical outcome after
myocardial infarction (Poli et al., 2002). Thus it is important to remark that normalization of
the ST-segment indicates adequate perfusion throughout the myocardial microvasculature
rather than epicardial coronary patency.

3. Choice of reperfusion strategy
Primary percutaneous coronary intervention and thrombolysis remain therapies of choice
for patients presenting with evolving STEMI. However, clinical outcome after STEMI is
mainly related to complete and sustained myocardial reperfusion, but strongly influenced
by delay in achieving reperfusion. In fact, the extension of necrosis is time dependent, with a
wave front developing from the subendocardium and extending transmurally to the
epicardium over time. For every 30 minutes duration of ischemia, there is an 8-10% increase
in mortality (Pinto et al., 2006). Reperfusion therapy, with dissolution or removal of the
intracoronary thrombus, provides the best chance for mortality reduction. The Focused
Update gives primary percutaneous coronary intervention (P-PCI) a Class IA
recommendation for reperfusion, as long as it can be accomplished with a first medical
contact to balloon inflation time of 90 minutes or less (Antman et al., 2008). Fibrinolysis,
which is less effective than P-PCI in head-to-head trials, is given a Class IB rating as an
alternative to P-PCI, as long as P-PCI can’t be accomplished within 90 minutes. Although PPCI is commonly more effective than thrombolytic therapy (TT) for the treatment of patients
with STEMI, the mortality benefit of P-PCI over TT is risk and time-dependent (Antman et
al., 2008; Keeley et al., 2003; Tarantini et al., 2005; Thune et al., 2005; Cannon et al., 2000; De
Luca et al., 2003). As the time delay for performing P-PCI increases, the mortality benefit of
P-PCI compared with fibrinolysis decreases. The P-PCI strategy may not reduce mortality
when the delay is 60 min compared with immediate administration of a fibrin-specific lytic
agent (Nallamothu & Bates, 2003). However, the value of 60 min is still controversial and
should not be stated so categorically; other authors, for example, found that longer P-PCIrelated delays do not negate the survival benefit of PPCI even when the delay is up to 3 h
(Boersma et al., 2006; Stenestrand et al., 2006; Betriu & Masotti, 2005). Moreover, a recent
evaluation of registry data has shown that the acceptable P-PCI-related delay depends upon
the risk of the patient (Pinto et al., 2006). It has been explored the relationship between risk
and P-PCI delay, adjusted for the delay at presentation, which leads to equivalent 30-day
mortality between P-PCI and fibrin-specific thrombolytic therapy. Baseline mortality risk of
STEMI patients is a major determinant of the acceptable time delay to choose the most
appropriate therapy. Although a longer delay lowers the survival advantage of P-PCI, a
longer P-PCI-related delay could be acceptable in high-risk STEMI patients (Tarantini et al.,
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2010). Generally factors which preclude “waiting for PCI” include young age, anterior MI,
and early (<3 hrs of pain) presentation. Factors which make delayed P-PCI the preferred
strategy include contraindications to fibrinolysis, cardiogenic shock, advanced age, inferior
MI, and delayed presentation (Antman et al., 2004). Whichever reperfusion strategy is
chosen, it is important to maximize the effectiveness of that therapy by applying not only
prompt, but also appropriate anti-platelet and anti-thrombin adjuncts. The
recommendations for these therapies differ with the reperfusion method chosen.
Appropriate protocol development demands maximization of the effectiveness of antiplatelet and anti-thrombin agents with each reperfusion choice.

4. Arrhythmias and conduction disturbances in the acute phase
Ventricular tachycardia (VT), Ventricular Fibrillation (VF) and complete atrio-ventricular
(BAVC) block, may be the first manifestation of ischemia and requires immediate correction,
since these arrhythmias may cause sudden cardiac death. VF and VT have been reported up
to 20% of patients with STEMI (Henkel et al., 2006). Often arrhythmias are the manifestation
of a serious underlying disorder, such as persisting ischemia, severe pump failure, or
endogenous factors such as abnormal potassium levels, autonomic imbalances, hypoxia, and
acid-base disturbances, that may require corrective measures. The need for arrhythmias
treatment depends mainly upon the hemodynamic impact of the rhythm disorder.
4.1 Ventricular arrhythmias
VF occurring within 48 hours of the onset of STEMI has been related to higher in-hospital
mortality, but not to long-term mortality. The major determinants of risk of sudden death
are related more to the severity of the cardiac disease and less to frequency of classification
of ventricular arrhythmias (Huikuri et al., 2001).
4.2 Ventricular ectopic rhythms
Ventricular ectopic beats are common during the initial phase of STEMI. Irrespective of their
complexity (multiform QRS complex beats, short runs of ventricular beats or the R-on-T
phenomenon) their value, as predictor of VF, is questionable.
4.3 Ventricular tachycardia and Ventricular fibrillation
Either not sustained VT (lasting <30s) not accelerated idioventricular rhythm (usually a
harmless consequence of reperfusion with a ventricular rate<120beats), occurring in the
setting of STEMI, serve as a reliably predictive marker of early VF. Sustained and/or
haemodinamically compromising VT (occurring in 3%) requires suppressive therapy, and
outlined in the guidelines for ventricular arrythmias (Zipes et al., 2006). Pulsless VT and VF
should be managed according to the resuscitation guidelines.
4.4 Supraventricular arrhythmias
Atrial fibrillation (AF), which complicates 10-20% of STEMI is more prevalent in older
patients and in those with severe LV damage and heart failure. AF is associated with
increased in-hospital mortality (Fuster et al., 2006). In many cases this arrhythmia is well
tolerated and no specific treatment is required. In other instances, the high ventricular
response contributes to heart failure and prompt treatment is needed.
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4.5 Sinus bradycardia and heart block
Sinus bradicardya: is common (9-25%) in the first hour, particularly in inferior infarction
(Goldestein et al 2005). If associated with hemodynamic compromise it should be treated.
AV block: Data from four large, randomized trials suggest that AV block occurs in almost 7%
(Meine et al., 2005) and persistent LBBB in up to 5.3% of cases of STEMI (Newby et al., 1996).
Patients with peri-infarction AV block have an higher in hospital mortality than those with
preserved AV conduction (Meine et al., 2005). The increased mortality seems related to the
extensive myocardial damage required to develop heart block rather than to heart block
itself. AV block associated with inferior wall infarction is usually transient, whereas AV
block related to anterior wall infarction is more often located below the AV node and
associated with an unstable, wide QRS escape rhythm due to extensive myocardial necrosis.
A new LBBB usually indicated extensive anterior infarction with high probability to develop
complete AV block and pump failure. The preventive placement of a temporary pacing
electrode may be warranted. Raccomandations for permanent cardiac pacing for persistent
conduction disturbances (>14 days) due to STEMI are outlined in the ESC Guidelines for
cardiac pacing.

5. ECG in pharmacological reperfusion - implications for adjunctive therapies
As a tool to identify epicardial reperfusion all methods of ST resolution, assessed by either
continuous monitoring or static ECG recording, have the limitation that ST-segment changes
integrate both epicardial and myocardial reperfusion. A resolution of ST-segment elevation
of more than 70% of the initial value at 60 to 90 minutes after the initiation of therapy, is a
powerful predictor of successful myocardial reperfusion and is therefore associated with
enhanced recovery of LV function, reduced infarct size, and improved prognosis (de Lemos
et al., 2000; Zeymer et al., 2001). Thus patients with complete ST-resolution at 90 minutes
after fibrinolysis have a > 90% probability of a patent infarct-related artery associated with a
successful reperfusion at the microvascular level. However, approximately 50% of patients
with no ST-segment resolution after fibrinolysis still show a patent epicardial infarct artery.
In fact in these patients the lack of ST resolution is caused by the failure of reperfusion at the
level of microvasculature rather than at epicardial vessel. Thus, ST resolution represents a
powerful predictor of infarct-related artery patency, but it is less accurate for predicting the
persistence of epicardial vessel occlusion after fibrinolysis (Schröder et al., 2004). Therefore,
in order to judge the need for adjunctive mechanical reopening of the infarct-related artery
after failed fibrinolysis, by the so called “rescue angioplasty”, it is important to integrate
clinical and ECG data. According to the ACC/AHA guidelines, it is reasonable to monitor
the pattern of ST-segment elevation, cardiac rhythm, and clinical symptoms during the 60 to
90 minutes after the initiation of fibrinolytic therapy. Non-invasive findings suggesting for a
successful reperfusion include relief of symptoms, maintenance or restoration of
hemodynamic and electrical stability, and a reduction of at least 50% in the initial STsegment elevation. In this scenario, the presence of particular arrhythmias, such as not rapid
ventricular tachycardia, idioventricular rhythm or not-sustained bradycardia, early after
fibrinolytic administration, represents a highly specific marker of reperfusion. Otherwise,
persistence of ischemic chest pain, absence of resolution of the qualifying ST-segment
elevation, and hemodynamic or electrical instability are generally predictors of failed
pharmacological reperfusion, needing rescue angioplasty.
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6. ECG in mechanical reperfusion - implication for prognosis
Many studies, evaluating the outcomes of primary angioplasty in STEMI, found that
persistent ST-segment elevation after coronary flow restoration, is one of the independent
determinant of adverse cardiac event (Schröder et al., 1994; de Lemos & Braunwald, 2001).
In fact, patients with persistent ST-segment elevation, even after a successful restoration of
normal antegrade coronary flow in the epicardial artery, show absent or inadequate flow at
level of microvasculature (van’t Hof et a., 1997). This phenomenon, known as a no-reflow
phenomenon, has been described in animal and clinical studies, involving about one third of
patients who underwent successful recanalization of the infarct-related artery. This
condition, has been related to larger necrosis, adverse ventricular remodeling and higher
morbidity/mortality at short and long-term follow-up. Otherwise, a resolution of STsegment elevation by at least 50% is associated with a high positive predictive value for
successful myocardial reperfusion. In this setting, the analysis of ST-segment evolution
during and after coronary recanalization represents an useful tool to guide further
pharmacological treatments, as well as more aggressive management of these patients.
Different methods, cut-offs, and timing have been proposed to evaluate ST-segment
resolution. In most studies, resolution of ST-segment elevation has been expressed as
percentage of resolution of the sum of ST-segment elevation in all leads (van’t Hof et a.,
1997; Schröder et al., 1994; de Lemos JA & Braunwald, 2001; Zeymer et al., 2003). To this
purpose, ST sum should take into account not only the ST shift in all leads showing ST
elevation, but also the reciprocal ST deviation in leads showing ST depression. However,
measuring ST resolution from all leads is time consuming and may be influenced by
patient’s position and by changes in position of lead electrodes. In order to simplify ST
resolution assessment, other authors have proposed an alternative method based on
measurement of ST resolution in only the single lead showing the maximum deviation
before reperfusion: “the single lead ST resolution” (Schröder et al., 2001). In the single lead
method, ST resolution is measured by comparing one ECG lead with the most prominent
ST-segment shift at baseline and at a given time-point after reperfusion therapy, irrespective
of the ECG lead measure at baseline. This method resulted as simple as accurate when
compared to conventional model of sum ST resolution model. The optimal cut-off for
defining reperfusion effectiveness and then mortality risk groups were assessed by
statistical methods. Applying 2 cut-offs provides the most powerful stratification of high
and low mortality risk group. To this purpose sum ST resolution is conventionally
categorized as complete (≥ 70%), partial (<70% to 30%), and no (≤ 30%) ST-segment
elevation resolution (Schroder et al., 1994). Although different time points have been
reported across the studies evaluating the relationship between ST resolution and outcome,
such as 30, 60, or even 90 minutes after reperfusion therapy, no significant differences
between various time points were found, and the ideal time of measuring ST resolution
remains unclear. However, these studies were mostly conducted in patients receiving
fibrinolytic therapy, and may not directly applicable when assessing success of primary
angioplasty. In fact, after fibrinolysis for STEMI the ECG for measuring ST resolution is
usually taken 60 to 90 minutes after the onset of therapy, in order to detect by means of noninvasive tool the patency of epicardial vessel, rather than the reperfusion at microvascular
level. In studies assessing the ST resolution on ECG, the timing of ECG after primary
angioplasty was highly variable, ranging from 30 minutes after angioplasty to 60 minutes, or
even several hours later. Strong evidences showed that ST resolution as evaluated 30
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minutes after angioplasty correlated better with other markers of myocardial perfusion than
ST resolution at 60 to 90 minutes. Indeed, recent evidences have shown that early complete
ST recovery, as assessed immediately after last contrast injection in the catheterization
laboratory, have a better preserved left ventricular ejection fraction and smaller infarct at
magnetic resonance than patients showing ST resolution at 30 minutes or later (Haeck et al.,
2011). These findings are not only consistent with the hypothesis that ST resolution implies
effective microvascular and tissue reperfusion, but also relate the recovery of
electrocardiografic changes to salvage of viable myocardium. Indeed, early assessment of ST
recovery may represents the appropriate time to identify patients at higher risk of adverse
events potentially benefit from additional novel therapies, ideally starting already at the
catheterization laboratory.

7. ECG in stabilized myocardial infarction
The ECG in the stabilized phase of STEMI, after reperfusion therapy, represents a simply
and universally applicable diagnostic tool to understand the prognosis and to guide further
interventions. One method for determining the presence of pathological Q-waves related to
myocardial infarction has been the Minnesota Code (Blackburn et a., 1960). This method was
developed for diagnosis of infarction rather than the quantification of its size and correlates
poorly with anatomically measured infarct size (Pahlm et al., 1998). An improved
correlation of changes in the QRS complex with infarct size was the development of a QRS
scoring system by Selvester et al. The Selvester QRS scoring system included 54 criteria from
the QRS complexes in 10 of the standard leads, which totaled 32 points, each equivalent to
approximately 3% of the left ventricular wall (Startt-Selvester et al., 1989). Recently, studies
using cardiac magnetic resonance have show that Q-wave predict the location and size of
myocardial infarction (Wu E et al., 2001.). Historically the presence of Q-wave on ECG after
myocardial infarction has been used in clinical practice to stratify patients in Q-wave and
non-Q-wave myocardial infarction, according to larger necrosis and worse outcome
discovered in Q-wave infarctions (Stone PH et al., 1988). On these basis, for many years after
the original report by Prinzmetal in animal model (Prinzmetal et al., 1954), the presence of
Q-wave has been related to transmural infarction, whereas its absence was categorize as
non-transmural infarction. Recently, studies based on cardiac magnetic resonance have
clarified that, even if this distinction still appears useful to stratify the risk after myocardial
infarction, the presence of Q-wave on surface ECG is determined by the total size of
necrosis rather than transmural extent of underlying myocardial infarction (Moon et al.,
2004). A relative small number of patients after myocardial infarction still show persistence
of ST-segment elevation even days and month after the acute event. Historically, this late
persistence of ST-segment elevation has been ascribed to left ventricular aneurysm or
impending rupture of free wall or ventricular septum, identifying patients at very high risk
for heart failure and death (Chon et al., 1967 ). However, this association is among the most
controversial in electrocardiography, since previous studies, including echocardiography
and angiography, clearly showed a more severe systolic dysfunction and wall motion
abnormalities in patients with persistent STE, but failed to demonstrate a definite
relationship between this electrocardiographic pattern and left ventricular aneurysm.
Moreover, the explanation of the underlying mechanism of persistent STE and its
pathological correlates are still unclear (Bar et al., 1984 & Lidsay J et al., 1984 ; Bhatnagar,
1994). Recently, using cardiac magnetic resonance, correlations between this ECG pattern
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and type of myocardial damage have been reported. Particularly, the presence of persisting
ST-elevation seems related to the presence of large microvascular damage in the context of
transmural necrosis (Figure 3). These findings suggest that in this scenario late persistence of
ST elevation indicates not only, as predictable, a greater extent of myocardial necrosis, but
also, and more interestingly, the presence of severe microvascular damage as shown by
cardiac magnetic resonance. Patients exhibiting persistent ST elevation showed more
frequently left ventricular aneurysm, even though this difference did not achieve a statistical
significance. Taking into account the findings of previous studies, these observations lead to
the criticism about wall motion abnormalities as mechanism of electrocardiographic
alterations. Recently, Li et al provided direct evidence in animals that opening of
sarcolemmal KATP channels underlies ST elevation during ischemia (Li RA et al., 2000). It
has also been demonstrated in a swine model that mechanical stimuli can induce marked ST
elevation , by producing the stretching activation of KATP channel (Link et al., 1999). On
these basis it has been hypothesized that outward bulging of myocardial necrotic wall,
producing an abnormal stretch on the adjacent tissue, may alter cellular activity, generating
injury currents at this level responsible for the ST elevation (Gussak et al., 2000). Thus
patients exhibiting persistence of ST elevation had not only more severe myocardial

Panel A: ECG shows neither ST-segment elevation nor pathological Q-wave; the ce-MRI detects nontrasmural necrosis (middle and apical segments) of anterolateral wall, without either persistent
microvascular obstruction or left ventricular aneurysm. Panel B: ECG shows pathological Q-wave in
leads V4 to V6, with persistent ST elevation; the corresponding ce-MRI shows transmural necrosis of the
septum, anterolateral wall (middle and apical segments), and apex, with evidence of persistent
microvascular obstruction in the setting of necrotic core, without aneurysm. Panel C : ECG shows Qwave in leads V1 through V6, DI, aVL, and STE in leads V1 through V6. The corresponding ce-MRI
shows a large trasmural necrosis in the septum and anterolateral wall (middle and apical segments),
and of the apical segments of inferior wall, with evidence of persistent microvascular obstruction in the
necrotic core.

Fig. 3. Different patterns of myocardial structural abnormalities detected by contrastenhanced magnetic resonance imaging (ce-MRI) and corresponding 12-leads
electrocardiogram (ECG).

www.intechopen.com

126

Advances in Electrocardiograms – Clinical Applications

damage, but also more frequently coexistence of microvascular damage within it, that could
account for diffuse alterations in myocardial skeletal favoring myocardial bulging and
mechanical activation of KATP channels in the adjacent tissue. Finally, these findings may
also explain the temporal discrepancy between developing of aneurysm and ECG
alterations.

8. Conclusion
The ECG is the most important diagnostic tool in the diagnosis of evolving ST-segment
elevation myocardial infarction, influencing therapeutic strategies and management.
Moreover, ECG remains a simple but valuable method to estimate the risk of STEMI
patients either before and after reperfusion therapy. Finally the value of ECG in the
prognostic stratification after stabilized STEMI have still a role in current management of
these patients.

9. References
Aldrich, H.R. (1988). Use of initial ST-segment deviation for prediction of final
electrocardiographic size of acute myocardial infarcts. Am J Cardiol, Vol.61, pp. 749753, 0002-9149
American College Cardiology (ACC)/American Heart Association (AHA) (2009).
Guidelines for the management of patients with acute myocardial infarction. J Am
Coll Cardiol, Vol. 34, pp 1890 –1911, 0735-1097
Antman, E.M. (2004). ACC/AHA guidelines for the management of patients with STelevation myocardial infarction--executive summary. J Am Coll Cardiol, Vol.44, pp.
671-719, 0735-1097
Antman, E.M. (2006). Enoxaparin versus unfractionated heparin with fibrinolysis for ST
elevation MI (EXTRACT TIMI 25 trial). N Eng J Med, Vol.354, pp. 1477-1488, 15334406
Antman, E.M. (2008). Focused Update of the ACC/AHA 2004 Guidelines for the
Management of Patients With ST-Elevation Myocardial Infarction. JACC, Vol.51, 2,
pp. 210-247, 0735-1097
Antman, E.M. (2008). Focused update of the ACC/AHA 2004 guidelines for the
management of patients with ST-elevation myocardial infarction: a report of the
American College of Cardiology/American Heart Association Task Force on
Practice Guidelines. J Am Coll Cardiol, Vol.51, pp. 210-47, 0735-1097
Antoniucci, D. (2004). Abciximab-supported infarct artery stent implantation for acute
myocardial infarction and long-term survival: A prospective, multicenter,
randomized trial comparing infarct artery stenting plus abciximab with stenting
alone. Circulation, Vol.109, pp.1704–6, 0009-7322
Bairey, C.N. (1987). Electrocardiographic differentiation of occlusion of the left circumflex
versus the right coronary artery as a cause of inferior acute myocardial infarction.
Am J Cardiol, Vol.60, pp. 456-69, 0002-9149
Bär, F.W. (1996). Development of ST- segment elevation and Q-and R-wave changes in acute
myocardial infarction and the influence of thrombolytic therapy. Am J Cardiol,
Vol.77, pp.337-43, 0002-9149

www.intechopen.com

ECG in Acute Myocardial Infarction in the Reperfusion Era

127

Bar, FW. (1984). Prognostic value of Q waves, R/S ratio, loss of R wave voltage, ST-T
segment abnormalities, electrical axis, low voltage and notching: correlation of
electrocardiogram and left ventriculogram. J Am Coll Cardiol, Vol.4, pp. 17-27, 07351097
Barbagelata, A. (1997). Thrombolysis and Q wave versus non-Q wave first acute myocardial
infarction: a GUSTO-I substudy. J Am Coll Cardiol, Vol 29, pp. 770-7, 0735-1097
Bayes de Luna, A. (2006a). Concordance of electrocardiographic patterns and healed
myocardial infarction detected by cardiovascular magnetic resonance. Am J Cardiol,
Vol.97, pp. 443-451, 0002-9149
Bayes de Luna, A. (2006b). A new terminology for the left ventricular walls and location of
myocardial infarcts that present Q-wave on the standard of cardiac magnetic
resonance imaging. Circulation, Vol114, pp. 1755-1760, 0009-7322
Betriu, A. (2005). Comparison of mortality rates in acute myocardial infarction treated by
percutaneous coronary intervention versus fibrinolysis. Am J Cardiol, Vol.95, pp.
100–101, 0002-9149
Bhatnagar, SK. (1994). Observation of the relationship between left ventricular aneurysm
and ST segment elevation in patients with a first acute anterior Q wave myocardial
infarction. Eur Heart, Vol.15, pp. 1500-1504, 1522-9645
Birnbaum, Y. (1993). Prediction of the level of left descending coronary artery obstruction
during anterior wall acute myocardial infarction by the admission
electrocardiogram. Am J Cardiol, Vol.72, pp 823-826, 0002-9149
Blackburn, H. (1960). Electrocardiogram in population studies: a classification system.
Circulation, Vol.21, pp. 1160-75, 0009-7322
Boersma, E. (2006). Does time matter? A pooled analysis of randomized clinical trials
comparing primary percutaneous cor- onary intervention and in-hospital
fibrinolysis in acute myocardial infarction patients. Eur Heart J , Vol.27, pp. 779–
788, 1522-9645
Brady, W.J. (2001). Electrocardiographic STsegment elevation: the diagnosis of acute
myocardial infarction by morphologic analysis of the ST segment. Acad Emerg Med,
Vol.8, pp. 961-967, 1069-6563
Brener, S.J. (1998). Randomized, placebo-controlled trial of platelet glycoprotein IIb/IIIa
blockade with primary angioplasty for acute myocardial infarction. ReoPro and
Primary PTCA Organization and Randomized Trial (RAPPORT) Investigators.
Circulation, Vol. 98, pp. 734-41, 0009-7322.
Cannon, C.P. (2000). Relationship of symptom- onset-to-balloon time and door-to-balloon
time with mortality in patients undergoing angioplasty for acute myocardial
infarction. JAMA, Vol 283, pp. 2941–2947, 0098-7487
Cerqueira, M.D. (2002). Standardized myocardial segmentation and nomenclature for
tomographic imaging of the heart. Circulation, Vol.105, pp. 539-542, 0009-7322
Chon, K. (1967). Use of electrocardiogram as an aid in screening for left ventricular
aneurysm. J Electrocardiol. 1976;9:53-58. Herman MV, et al. Localized disorders in
myocardial contraction. Asynergy and its role in congestive heart failure. N Engl J
Med, Vol.277, pp. 222-232, 1533-4406
Chong, E. (2010). Two-year clinical registry follow-up of endothelial progenitor cell capture
stent versus sirolimus-eluting bioabsorbable polymer-coated stent versus bare

www.intechopen.com

128

Advances in Electrocardiograms – Clinical Applications

metal stents in patients undergoing primary percutaneous coronary intervention
for ST elevation myocardial infarction. J Inter Cardiol, Vol 23, pp.101-8, 0167-5273
Claeys, M.J. (1999). Determinants and prognostic implications of persistent ST-segment
elevation after primary angio- plasty for acute myocardial infarction: Importance of
microvascular reperfusion injury on clinical outcome. Circulation, Vol.99, pp.1972-7,
0009-7322
Co, M. (2008). Use of endothelial progenitor cell capture stent (Genous Bio-Engineered R
Stent) during primary percutaneous coronary intervention in acute myocardial
infarction. American Heart Journal, Vol.155, pp. 128-32, 0002-8703
Correale, E. (1999). Electrocardiographic patterns in acute inferior myocardial infarction
with and without right ventricular involvement: classification, diagnostic and
prognostic value, masking effect. Clin Cardiol, Vol.22, pp. 37-44,
Cropp, G.J. (1960). Manning GW. Electrocardiographic changes simulating myocardial
ischemia and infarction associated with spontaneous intracranial hemorrhage.
Circulation, Vol 22, pp. 25-38, 0009-7322
Daemen, J. (2007). Comparison of three-year clinical outcome of sirolimus- and paclitaxeleluting stents versus bare metal stents in patients with ST-segment elevation
myocardial infarction. Am J Cardiol, Vol.99, pp 1027–32, 0002-9149
De Lemos, J.A. (2001). ST segment resolution as a tool for assessing the efficacy of
reperfusion therapy. J Am Coll Cardiol, Vol 38, pp. 1283-94, 0735-1097
De Lemos, JA. (2000) . ST-segment resolution and infarct-related artery patency and flow
after thrombolytic therapy. TIMI-14 14 Investigators. Am J Cardiol , Vol.85, pp. 299304, 0002-9149
De Lemos, JA. (2001). ST segment resolution as a tool for assessing the efficacy of
reperfusion therapy. J Am Coll Cardiol, Vol.38, pp. 1283-1294, 0735-1097
De Lemos, JA. (2001). ST-segment resolution as a tool for assessing the efficacy of
reperfusion therapy. J Am Coll Cardiol, Vol.38, pp. 1283-1294, 0735-1097
De Luca, G. (2003). Myocardial Infarction Study Group. Symptom onset to balloon time and
mortality in patients with acute myocardial infarction treated by primary
angioplasty. J Am Coll Cardiol, Vol.42, pp. 991–997, 0735-1097
Dressler, W. (1947). High T waves in the earliest stage of myocardial infarction. Am Heart J,
Vol.34, pp. 627-645, 0002-8703
Edwards, J. (2005). The COMMIT trial investigators: Addition of clopidogrel to aspirin in
45,852 patients with AMI: a randomized placebo controlled trial. Lancet, Vol.366,
pp. 1607-1621, 0140-6736
Engelen, D.J. (1999). Value of electrocardiogram in localizing the occlusion site in the left
anterior descending coronary artery in acute myocardial infarction. J Am Coll
Cardiol, Vol.34, pp 389-395, 0735-1097
Essen, R. (1979). Spontaneous course of ST-segment elevation in acute anterior myocardial
infarction. Circulation, Vol.59, pp. 105-12, 0009-7322
Fuster, V. (2006). ACC/AHA/ESC 2006 Guidelines for the Management of Patients with
Atrial Fibrillation. Circulation, Vol.114, pp. e257–e354, 0009-7322
Goldberger A.L. 4th ed. (1991). Myocardial infarction: electrocardiographic differential diagnosis,):
Mosby; St. Louis
Goldschlager, N. (1989). Principles of clinical electrocardiography, In: Appleton and Lange,
Norwalk Conn, pp. 110-2. 13th ed

www.intechopen.com

ECG in Acute Myocardial Infarction in the Reperfusion Era

129

Goldstein, JA. (2005). Patterns of coronary compromise leading to bradyarrhytmias and
hypotension in inferior myocardial infarction. Coron Artery Dis 2005, Vol.16, pp.
265-274
Gurm, HS. (2008). The relative safety and efficacy of abciximab and eptifibatide in patients
undergoing primary percutaneous coronary intervention: insights from a large
regional registry of contemporary percutaneous coronary intervention. J Am Coll
Cardiol , Vol 51, pp. 529–35, 0735-1097
Gussak, I. (2000). Exercise induced ST segment elevation in Q wave leads in postinfarction
patients: defining its meaning and utility in today’s practice. Cardiology, Vol.93, pp.
205-209
Haeck, JDE. (2011). Impact of early, late, and no ST-segment resolution measured by
continuous ST Holter monitoring on left ventricular ejection fraction and infarct
size as determined by cardiovascular magnetic resonance imaging. J Electrocardiol,
Vol.44, pp. 36-41
Haines, D.E. (1983). Anatomic and prognostic significance of new T-wave inversion in
unstable angina. Am J Cardiol, Vol.52, pp.14-8, 0002-9149
Hamby, R.I. (1983). Left bundle branch block: a predictor of poor left ventricular function in
coronary heart disease. Am Heart J, Vol.106, pp. 471-477, 0002-8703
Henkel, DM. (2006). Ventricular arrhytmias after acute myocardial infarction: a 20 year
community study. Am Heart J, Vol.151, pp. 806-812, 0002-8703
Herz, M. (1997). New electrocardiographic criteria for predicting either the right or left
circumflex artery as the culprit coronary artery in inferior wall acute myocardial
infarction. Am J Cardiol, Vol.80, pp. 1343-1345, 0002-9149
Huikuri, H. (2001). Sudden death due to cardiac arrhytmias. N Engl J Med, Vol.345, pp. 14731482, 1533-4406
Keeley, E.C. (2003). Primary angioplasty versus intravenous throm- bolytic therapy for acute
myocardial infarction a quantitative review of 23 ran- domized trials. Lancet,
Vol.361, pp 13–20, 0140-6736
Krucoff, M.W. (1993). Continuous 12-lead ST- segment recovery analysis in the TAMI 7
study. Performance of a non invasive method for real-time detection of failed
myocardial reperfusion. Circulation, Vol.88, pp. 437-46, 0009-7322.
Lee, K.L. (1995). Predictors of 30-day mortality in the era of reperfusion for acute myocardial
infarction. Circulation, Vol. 91, pp. 1659-1568, 0009-7322
Lee, Y.P. (2010). Endothelial progenitor cell capture stent implantation in patients with STsegment elevation acute myocardial infarction: one year follow-up.
Eurointervention, Vol.5, pp. 698-702, 1969-6213
Lemos, P.A. (2004). Unrestricted utilization of sirolimus-eluting stents compared with
conventional bare stent implantation in the “real world”: the Rapamycin- Eluting
Stent Evaluated at Rotterdam Cardiology Hospital (RESEARCH) registry.
Circulation, Vol.109, pp. 190-5, 0009-7322
Li, RA. (2000). Molecular basis of electrocardiographic ST-segment elevation. Circ Res,
Vol.87, pp. 837-39
Lidsay, J Jr. (1984). Relation of ST-segment elevation after healing of acute myocardial
infarction to the presence of left ventricular aneurysm. Am J Cardiol, Vol.54, pp. 846, 0002-9149.

www.intechopen.com

130

Advances in Electrocardiograms – Clinical Applications

Link, MS. (1999). Selective activation of the KATP channel is mechanism by which sudden
death is produced by low energy chest wall impact. Circulation, Vol 100, pp. 413418, 0009-7322.
Mandel, W.J.(1968). Analysis of T-wave abnormalities associated with myocardial infarction
using a theoretic model. Circulation, Vol.38, pp. 178-88, 0009-7322
Meine, TJ. (2005). Incidence, predictors, and outcomes ESC Guidelines of high-degree
atrioventricular block complicating acute myocardial infarction treated with
thrombolytic therapy. Am Heart J , Vol.149, pp. 670–674, 0002-8703
Menown, I.B. (2000). Optimizing the initial 12-lead electrocardiographic diagnosis of acute
myocardial infarction. EurHeart J, Vol.21, pp. 275-283, 1522-9645
Mills, R.M. (1975). Natural history of S-T segment elevation after acute myocardial
infarction. Am J Cardiol, Vol 35, pp. 609-14, 0002-9149
Montalescot, G. (2001). Platelet glycoprotein IIb/IIIa inhibition with coronary stenting for
acute myocardial infarction. N Engl J Med, Vol.344, pp. 1895–903, 1533-4406
Moon, JCC. (2004). The Pathologic basis of Q-wave and non-Q wave myocardial infarction.
JAm Coll Cardiol, Vol 44, pp. 554-60, 0735-1097
Nallamothu, B.K. (2003). Percutaneous coronary intervention versus fibrinolytic therapy in
acute myocardial infarction is timing (almost) everything? Am J Cardiol, Vol.92:, pp.
824–826, 0002-9149
Newby, KH. (1996). Incidence and clinical relevance of the occurrence of bundle-branch
block in patients treated with thrombolytic therapy. Circulation, Vol.94, pp. 2424–
2428, 0009-7322.
Oliva, P.B. (1993). Electrocardiographic diagnosis of postinfarction regional pericarditis.
Ancillary observations regard- ing the effect of reperfusion on the rapidity and
amplitude of T wave inversion after acute myocardial infarction. Circulation, Vol 88,
pp. 896-904, 0009-7322
Opolski, G. The effect of infarct size on atrioventricular and intraventricular conduction
disturbances in acute myocardial infarction. Int J Cardiol, Vol.10, pp. 141-147
Pahlm, US. (1998). Comparison of various electrocardiografic scoring codes for estimating
anatomically documented size and single and multiple infarcts of the left ventricle.
Am J Cardiol, Vol.81, pp. 809-15, 0002-9149
Parikh, A. 2nd ed. (1997). New insights into the electrocardiogram of acute myocardial
infarction, In: Acute myocardial infarction, Gersh BJ Rahimtoola SH editors,
Chapman and Hall, New York
Perera, D. (2004). Dynamics of ST segment in ischaemic heart disease, In: Dynamic
electrocardiography, Malik M, Camm AJ, editors.. 1st ed. Elmsford (NY)
Pinto, D.S. (2006). Hospital delays in reperfusion for ST-elevation myocardial infarction.
Implications when selecting a reperfusion strategy. Circulation, Vol.114, pp. 2019–
2025, 0009-7322.
Pinto, D.S. (2007). Hospital delays in reperfusion for ST-elevation myocardial infarction:
implications when selecting a reperfusion strategy. Circulation, Vol.114, pp. 20192025, 0009-7322
Poli, A. (2002). Integrated analysis of myocardial blush and ST-segment elevation recovery
after successful primary angioplasty: real-time grading of microvascular
reperfusion and prediction of early and late recovery of left ventricular function.
Circulation, Vol 106, pp. 313-8, 0009-7322

www.intechopen.com

ECG in Acute Myocardial Infarction in the Reperfusion Era

131

Prinzmetal, M. (1954).Studies on the mechanism of ventricular activity. The depolarization
complex in pure subendocardial infarction: role of subendocardial region in the
normal electrocardiogram. Am J Med, Vol.16, pp. 469-88
Raitt, M.H. (1995). Appearance of abnormal Q waves early in the course of acute myocardial
infarction: implications for efficacy of thrombolytic therapy. J Am Coll Cardiol, Vol
25, pp.1084-8, 0735-1097
Richardson, S.G. (1988). Relation of coronary arterial patency and left ventricular function to
electrocardiographic changes after streptokinase treatment during acute
myocardial infarction. Am J Cardiol, Vol.61, 0002-9149
Sabatine, M.S. (2005). Addition of clopidogrel to aspirin and fibrinolytic therapy for STEMI.
N Engl J Med, Vol.352, pp. 1179-1189. 1533-4406
Schröder R. (2004). Prognostic Impact of early ST-segment resolution in acute ST-elevation
myocardial infarction. Circulation, Vol 110, pp. e506-e510, 0009-7322
Schröder, K. (1994). Extent of early ST segment elevation resolution: a simple but strong
predictor of outcome in patients with acute myocardial infarction. J Am Coll Cardiol,
Vol.24, pp. 384-391, 0735-1097
Schröder, K. (2001). Extent of ST deviation in the single ECG lead of maximum deviation
present 90 or 180 minutes after start of thrombolytic therapy best predicts outcome
in acute myocardial infarction. Z Kardiol 2001, Vol.90, pp. 557-567
Sgarbossa, E.B. (1996). Early electrocardiographic diagnosis of acute myocardial infarction in
the presence of ventricular paced rhythm. Am J Cardiol, Vol.77, pp. 423–424, 00029149
Sgarbossa, E.B. (1998). Electrocardiographic diagnosis of evolving acute myocardial
infarction in the presence of left bundle-brach block. N Engl J Med, Vol.334, pp. 81–
87, 1533-4406
Smith, S.W. (2005). Acute coronary syndromes: acute myocardial infarction and ischemia.
In: ECG in emergency medicine and acute care, Chan TC, Brady WJ, Harrigan RA,
editors, 1st edition, pp. (151-63). Mosby, Philadelphia
Smith, S.W. (2006). Acute coronary syndromes. Emerg Med Clin North, Vol 24, pp. 53-89.
Somers, M.P. (2002). The prominant T wave: electrocardiographic differential diagnosis. Am
J Emerg Med, Vol 20, pp. 243-251, 0735-6757
Startt-Selvester, RH. (1989). Myocardial infarction. In: Comprehensive Electrocardiology: theory
and practice in health disease, Macfarlane PW Lawrie TDV editors, pp. 565-629,
Pergamon Press, New York
Stenestrand, U. (2006). RIKS-HIA Registry. Long-term outcome of primary percutaneous
coronary intervention vs prehospital and in-hospital thrombolysis for patients with
ST-elevation myocardial infarction. JAMA, Vol.296, pp. 1749–1756, 0098-7484
Stone, G.W. (2008). Bivalirudin during primary PCI in acute myocardial infarction. N Engl J
Med, Vol.358, pp. 2218-30. 1533-4406
Stone, PH (1988). Prognostic significance of location and type of myocardial infarction. J Am
Coll Cardiol, Vol 11, pp. 453-63, 1735-1097
Tamura, A. (1999). Significance of spontaneous normalization of negative T waves in infarctrelated leads during healing of anterior wall acute myocardial infarction. Am J
Cardiol, Vol.84, pp.1341-4, 0002-9149

www.intechopen.com

132

Advances in Electrocardiograms – Clinical Applications

Tanimoto, S. (2006). Drug-eluting stent implantation in acute myocardial infarction. Do we
need another randomized trial? (TYPHOON, PASSION and HORIZONS trials).
EuroIntervention, Vol.2, pp. 23-7, 1969-6213
Tarantini, G. (2005). Expla-nation for the survival benefit of primary angioplasty over
thrombolytic therapy in patients with ST-elevation acute myocardial infarction. Am
J Cardiol, Vol.96, pp. 1503–1505, 0002-9149
Tarantini, G. (2010). Acceptable reperfusion delay to prefer primary angioplasty over fibrinspecific thrombolytic therapy is affected (mainly) by the patient’s mortality risk: 1 h
does not fit all. Eur Heart J, Vol 31, pp. 676–683, 1522-9645.
Tcheng, J.E. (2003). Benefits and risks of abciximab use in primary angioplasty for acute
myocardial infarction: the Controlled Abciximab and Device Investigation to
Lower Late Angioplasty Complications (CADILLAC) trial. Circulation, Vol.108, pp.
1316–23, 0009- 7322
Thune, J.J. (2005). DANAMI-2 Investigators. Simple risk stratification at the admission to
identify patients with reduced mortality from primary angioplasty. Circulation,
Vol.112, pp. 2017–2021, 0009-7322.
Valgimigli, M. (2008). Comparison of angioplasty with infusion of tirofiban or abciximab
and with implantation of sirolimus-eluting or uncoated stents for acute myocardial
infarction, the MULTISTRATEGY randomized trial. JAMA, Vol.299, pp. 1788–99,
0098-7484
Van’t Hof, AW. (1997). Clinical value of 12-lead electrocardiogram after successful
reperfusion therapy for acute myocardial infarction. Lancet, Vol.350, pp. 615-619,
0140- 6736
Verouden, N.J. (2209). Distinguishing the right coronary artery from the left circumflex
coronary artery as the infarct-related artery in patients undergoing primary
percutaneous coronary intervention for acute inferior myocardial infarction.
Europace, Vol.11, pp 1517-1521,
Wagner, G.S. (2009). Electrocardiography and Arrhythmias Committee. AHA/ACCF/HRS
Recommendations for the standardization and interpretation of the
electrocardiogram. J Am Coll Cardiol, Vol.53, pp. 1003-1011, 0735-1097
Wu, E. (2001). Visualization of presence, location, and transmural extent of healed Q-wave
and non-Q-wave myocardial infarction. Lancet, Vol.357, pp 21-8, 0140-6736
Yusuf, S. (2006). Effects of fondaparinux on mortality and reinarction in patients with acute
ST-segment elevation myocardial infarction. The OASIS-6 randomized trial. JAMA,
Vol.295, pp.1519-30, 0098-7484
Zeymer, U. (2001).Non-invasive detection of early infarct vessel patency by resolution of STsegment elevation in patients with thrombolysis for acute myocardial infarction.
Eur Heart J, Vol .2, pp. 769-775, 1522-9645.
Zeymer, U. (2003). Primary percutaneous transluminal coronary angioplasty accelerates
early myocardial reperfusion compared to thrombolytic therapy in patients with
AMI. Am Heart J, Vol.146, pp. 686-691, 0002-8703
Zipes, DP. (2006). ACC/AHA/ESC 2006 guidelines for management of patients with
ventricular arrhythmias and the prevention of sudden cardiac death—executive
summary. Eur Heart J, Vol.27, pp. 2099–2140, 1522-9645

www.intechopen.com

Advances in Electrocardiograms - Clinical Applications
Edited by PhD. Richard Millis

ISBN 978-953-307-902-8
Hard cover, 328 pages
Publisher InTech
Published online 25, January, 2012
Published in print edition January, 2012
Electrocardiograms have become one of the most important, and widely used medical tools for diagnosing
diseases such as cardiac arrhythmias, conduction disorders, electrolyte imbalances, hypertension, coronary
artery disease and myocardial infarction. This book reviews recent advancements in electrocardiography. The
four sections of this volume, Cardiac Arrhythmias, Myocardial Infarction, Autonomic Dysregulation and
Cardiotoxicology, provide comprehensive reviews of advancements in the clinical applications of
electrocardiograms. This book is replete with diagrams, recordings, flow diagrams and algorithms which
demonstrate the possible future direction for applying electrocardiography to evaluating the development and
progression of cardiac diseases. The chapters in this book describe a number of unique features of
electrocardiograms in adult and pediatric patient populations with predilections for cardiac arrhythmias and
other electrical abnormalities associated with hypertension, coronary artery disease, myocardial infarction,
sleep apnea syndromes, pericarditides, cardiomyopathies and cardiotoxicities, as well as innovative
interpretations of electrocardiograms during exercise testing and electrical pacing.

How to reference
In order to correctly reference this scholarly work, feel free to copy and paste the following:
Massimo Napodano and Catia Paganelli (2012). ECG in Acute Myocardial Infarction in the Reperfusion Era,
Advances in Electrocardiograms - Clinical Applications, PhD. Richard Millis (Ed.), ISBN: 978-953-307-902-8,
InTech, Available from: http://www.intechopen.com/books/advances-in-electrocardiograms-clinicalapplications/electrocardiogram-in-acute-myocardial-infarction-in-the-reperfusion-era

InTech Europe

InTech China

University Campus STeP Ri
Slavka Krautzeka 83/A
51000 Rijeka, Croatia
Phone: +385 (51) 770 447
Fax: +385 (51) 686 166
www.intechopen.com

Unit 405, Office Block, Hotel Equatorial Shanghai
No.65, Yan An Road (West), Shanghai, 200040, China
Phone: +86-21-62489820
Fax: +86-21-62489821

© 2012 The Author(s). Licensee IntechOpen. This is an open access article
distributed under the terms of the Creative Commons Attribution 3.0
License, which permits unrestricted use, distribution, and reproduction in
any medium, provided the original work is properly cited.

