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Introduction: Electrocardiographic diagnosis of a posterior wall infarction is difficult to accomplish through
12-lead ECG alone, especially in the acute setting. Furthermore, it is not possible to accurately estimate the
size of infarction after thrombolytic therapy. The aim of this study was to assess the role of ST-segment
elevation in posterior precordial leads (V7, V8, V9) as an indicator for the initial diagnosis of a posterior wall
acute myocardial infarction (MI) and as a prognostic factor after thrombolysis.
Methods: 160 patients (125 men – 35 women / mean age 64.5±18.7 y) with an inferior acute MI,
receiving thrombolytic therapy with rt-PA, were included in this study. They were divided into two groups
according to the presence (Group A: 95 patients / 70 men – 25 women / mean age 61.5±10.65 y) or
absence (Group B: 65 patients / 55 men – 10 women / mean age 62.54±12.65 y) of ST-segment
elevation in leads V7, V8, V9 on the initial ECG. Complete demographic and epidemiological data were
recorded in all subjects, the infarct size was estimated (peak CPK/MB values), left ventricular function was
assessed echocardiographically (through left ventricular ejection fraction [LVEF] values on the 6th day of
hospitalization and 2 months later), the presence of complications was identified (reinfarction, cardiac
failure, arrhythmias, post infarction angina, death) and the infarct-related artery patency was evaluated
(catheterization was performed 15-30 days after MI) in all subjects.
Results: Group A patients had a much more extensive infarction (CPK values: 1651.6±328.46 vs.
1372.71±285.8, p=0.02) resulting in much lower LVEF values (44.34±8.5 vs. 52.6±10.51, p<0.01).
They were more likely to present reinfarction, cardiac failure, post-infarction angina and/or death within the
first 6 months of the follow up period (p<0.05). Post infarction coronary artery patency (TIMI 2,3) in group
A was related to higher LVEF values (54.3±12.2 vs. 44.6±10.2, p<0.01 on hospital discharge and
55.2±8.4 vs. 49.2±8.7, p<0.05, two months later). In contrast, group B patients showed no significant
differences regarding LVEF values during the follow up period (57.9±8.8 vs. 55.6±7.5, p=0.4 on hospital
discharge and 59.88±9.6 vs. 58.5±12.2, p=0.7, two months later) independently of infarct-related artery
patency.
Conclusion: ST-segment elevation in posterior precordial leads (V 7, V8, V9) on the initial ECG of patients
with an inferior acute MI indicates an extensively affected area, possibly involving both inferior and
posterobasal walls. Furthermore, there seems to be true medical benefit from the administration of early iv
thrombolysis in those patients.
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lectrocardiographic diagnosis of a posterior
wall myocardial infarction (MI) is difficult to
accomplish through the standard 12-lead
ECG, especially during the acute phase.1,2 Although
an infarction involving the posterior wall might occur
as an isolated event, it is more often associated with
an inferior myocardial infarction.3 Involvement of
the posterior wall in a myocardial infarction is
sometimes manifested with back pain, even though
this is not a specific finding.
Unlike anterior wall MI, which is a fairly homogeneous entity, the extent of an inferior infarction
depends on the infarct related artery (IRA) and its
size. It can be defined as posterobasal, septal or posterolateral, but it can also involve 2-3 segments simultaneously.4 The IRA in almost 50% of cases is the
right coronary artery (RCA), the occlusion of which is
often accompanied by hemodynamic complications
(hypotension and bradycardia). 5 Treatment, and
sometimes prevention, of these complications may be
facilitated by the early identification of the IRA (right
coronary or left circumflex artery).6
Diagnosis of a posterior wall infarction in the
acute setting is typically based on the ECG detection
of ST segment depression in leads V1 to V3.7 However, these changes are relatively insensitive and not
specific for the diagnosis of an acute posterolateral
infarction, since they may also represent inferoseptal
infarction, anterior ischemia or non-Q wave MI.8
Taking into account the fact that the benefit of
thrombolytic therapy is proportional to the amount of
jeopardized myocardium,9 it becomes obvious that the
early detection of posterior wall involvement in an
inferior MI is of paramount importance for the
therapeutic outcome.10 On the other hand, it is not
possible to estimate either the extent of a posterior MI
or the IRA using the standard 12-lead ECG, especially
after thrombolysis.11 Previous studies have shown that
posterior ECG leads (V7, V8, V9) can identify patients
with posterior wall infarction.12,13 Thus, posterior leads
might be useful during the acute phase of inferior MI.
The aim of our study was to assess the role of ST
segment elevation in posterior wall leads on the admission ECG (V7, V8, V9) for the diagnosis of posterior wall MI and the identification of IRA, as well as
its prognostic value following thrombolysis.

E

Methods
The study group included 160 consecutive patients
(125 male – 35 female, mean age 64.5±18.7 years)

with a first inferior MI. All patients received thrombolytic therapy with accelerated rt-PA, within 8
hours from symptom onset. The diagnosis of inferior
MI was based on a history of chest pain lasting >30
min along with ST segment elevation ≥1 mm in at
least two of the leads II, III and aVF on the admission ECG. The diagnosis was confirmed by our laboratory in all patients, with elevation of creatine kinase (CPK) levels above the normal value (<180
IU/lt) and CK-MB fraction (10% of the total CK).
CK and CK-MB levels were determined at hospital
admission, every 4 hours during the first 24h and
twice daily thereafter. Ten patients were excluded
from the study: two patients with complete LBBB,
two patients with contraindications for thrombolysis
(one with previous hemorrhagic stroke and another
with active upper gastrointestinal bleeding), three
patients with previous by-pass surgery and three
patients with an ECG pattern of left ventricular
hypertrophy.
A 15-lead ECG was recorded at hospital admission before initiation of rt-PA and included, in addition to the standard 12 leads, three posterior chest
leads (V7, V8, V9). Leads V7 to V9 were recorded on
the same horizontal plane as lead V 6 –more specifically, lead V7 on the posterior axillary line, lead
V8 on the posterior scapular line and lead V9 on the
left border of the spine. The ECG was performed
using a three-channel ECG recorder so that the
ECG from leads V 7 to V 9 was recorded simultaneously using standard electrodes for leads V4-6 with
the patient in the supine position. ST segment elevation ≥0.5 mm in the posterior chest leads was considered to be significant because of the greater distance separating the posterior chest wall from the
heart. 14 A decrease of ≥2 mm in the summed ST
segment elevations within 2 hours from thrombolysis
suggested successful reperfusion therapy, as previously proposed by other investigators.15,16
Patients were divided into two groups according
to the presence of ST segment elevation ≥0.5 mm on
posterior leads V7, V8 and V9 on the admission ECG
(Group A: 95 patients, 70 male – 25 female, mean
age 61.5±10.65 years) or not (Group B: 65 patients,
55 male – 10 female, mean age 62.44±12.65 years).
Figure 1 shows a typical ECG from a patient in
Group A.
A complete evaluation of the study population
was made on admission, including clinical, epidemiological and biochemical data, as well as of the
diagnostic and therapeutic interventions that follow(Hellenic Journal of Cardiology) HJC ñ 155
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Figure 1. Typical ECG recording from a patient with acute
inferior myocardial infarction, with ST segment elevation ≥0.5
mm in leads V7, V8, V9.

ed (thrombolysis, catheterization). In addition, we
analyzed the extent of MI (highest peak CPK/MB
values), left ventricular function (echocardiographic
measurement of left ventricular ejection fraction –
LVEF, on the 6th day of hospitalization), the incidence of complications (reinfarction, postinfarction
angina, congestive heart failure, arrhythmias) and
mortality (in hospital and at 6 months follow-up).
All patients underwent coronary angiography
19.1±3.8 days after MI. The patency of the coronary
arteries and in particular of the IRA was tested and
documented by the following criteria:17 a) total or subtotal occlusion of a vessel that perfuses a hypokinetic
or asynergic myocardial area, b) angiographic presence
of thrombus or ruptured plaque in the vessel. It should
be noticed here that four patients with significant
stenosis in both right and left circumflex coronary
arteries were excluded from the study, while the
156 ñ HJC (Hellenic Journal of Cardiology)

presence of significant stenosis in major diagonal or
marginal branches was considered left anterior descending or left circumflex artery disease, respectively.
IRA patency was classified according to TIMI flow
grading system criteria.17 More specifically, a patent
vessel was defined as TIMI 2 or 3 and an occluded
vessel as TIMI 0 or 1. Significant coronary artery
disease was defined as a decrease of more than 50% of
the lumen diameter on any angiographic projection.18
In this way the number of coronary arteries with
significant stenosis and the extent of coronary disease
were assessed in each patient.
Statistical analysis
Continuous clinical and epidemiological variables are
presented as mean±SD and were analyzed using the
Student t-test, whereas discrete variables were com-
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pared using either chi-square analysis or Fischer exact
tests. The independent prognostic value of ST segment elevation in posterior leads V 7, V8, V9 at admission time was also analyzed. A model of multivariate analysis was used (forward stepwise multiple
regression model), in order to examine the impact of
several parameters, such as gender, age (>65 years),
risk factors (smoking, hypertension, dyslipidemia,
diabetes), history of coronary artery disease, ST elevation in posterior leads V7, V8, V9 and ST depression
in leads V1-V3 on admission ECG (independent variables), on six-month mortality and on the incidence
of complications (dependent variables).
In addition, in-hospital and 6-month clinical
course (reinfarction, post infarction angina, arrhythmias, congestive heart failure and death) were analyzed using the same statistical model, in order to
determine its correlation with the above mentioned
independent variables.
All tests of significance were 2-tailed and p values
of <0.05 were considered statistically significant. The
statistical analysis was performed using the SPSS,
version 9.0 for Windows, statistical package.

Table 2. Clinical, biochemical, electrocardiographic and echocardiographic characteristics.
Group ∞
n=95
Interval from onset of
symptoms to
thrombolysis (min)
CPK (IU)
CPK-MB (IU)
LVEF (%)
ST depression (V1-V3)
n (%)
Hypokinetic - Dyskinetic
wall segments, n (%)

Group B
n=65

123.3±22.2
120.4±18.3
1651.6±328.46 1372±285.82
185.6±83.75 95.72±19.28
44.34±8.5
52.6±10.51

p

0.2
0.02
0.02
0.01

23 (24.2)

10 (15.4)

0.12

80 (84.2)

27 (41.54)

0.03

LVEF-left ventricular ejection fraction.

Baseline and epidemiological characteristics of both
groups of patients are listed in table 1. There were no
significant differences, apart from the presence of
preinfarction angina, which was more frequently
encountered in group A patients (n= 27 [28.42%] vs.
n=8 [12.3%], p=0.02).
Group A patients had significantly larger infarcts
(higher peak CPK levels) compared with group B
(CPK: 1651.6±328.46 IU/lit vs. 1372±285.82 IU/lit,
p=0.02), associated with greater left ventricular systolic dysfunction (echocardiographic measurement

of LVEF=44.34±8.5% vs. 52.6±10.51%, p=0.01).
The difference in left ventricular function was attributed to the greater hypokinesia of posterolateral
wall that was found in group A (n=80 [84.2%] vs.
n=27 [41.54%], p=0.03). Table 2 summarizes the
clinical, biochemical, electrocardiographic and
echocardiographic characteristics of patients.
Group A patients had a more complicated inhospital course and greater incidence of adverse
effects at 6 months of follow up, as shown in table 3.
The IRA was identified through coronary angiography in 157 patients (98.12%). In three patients
(one in group A and two in group B) no significant
stenosis was found. The left circumflex coronary artery was the IRA in a significantly higher proportion
of patients in group A (n=41, 43.16%) than in group
B (n=8, 12.3%, p=0.001), whereas the right coronary artery was the IRA more frequently in group B
(n=54, 83.08%) than in group A (n=52, 54.74%,

Table 1. Baseline and epidemiological characteristics.

Table 3. Complications - Mortality.

Results

Group ∞
n=95

Group B
n=65

p

Age (yr)
61.5±10.65
62.54±12.65 0.1
Gender M/F, n (%) 70/25 (73.68/26.32) 55/10 (84.6/15.4) 0.2
Smoking, n (%)
68 (71.58)
46 (70.77)
0.6
Dyslipidemia, n (%)
29 (30.53)
19 (29.23)
0.7
Hypertension, n (%)
17 (17.89)
14 (21.54)
0.3
Diabetes mellitus, n (%) 10 (10.52)
8 (12.3)
0.4
Preinfarction angina,
n (%)
27 (28.4)
8 (12.3)
0.02

Group ∞
n=95

Group B
n=65

p

Reinfarction, n (%)
12 (12.63)
Post infarction Angina, n (%)
4 (4.21)
Congestive heart failure, n (%)
6 (6.32)
Arrhythmias, n (%)
2 (2.1)
Complicated clinical course, n (%) 20 (21.05)
Mortality 6 months, n (%)
4 (4.21)
Invasive therapy 60 days, n (%)
10 (10.53)

4 (6.15)
2 (3.08)
2 (3.08)
1 (1.54)
4 (6.15)
1 (1.54)
2 (3.08)

0.03
0.1
0.05
0.1
0.04
0.05
0.03
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Table 4. Angiographic findings.
Group ∞
n=95
Time to catheterization(days)
Patent IRA (∆πªπ 2,3),
n (%)
LCx, n (%)
RCA, n (%)
LAD, n (%)
Multivessel CAD, n (%)
Undetermined vessel, n (%)

Group B
n=65

p

15.3±10.7 14.5±11.3 0.8
62 (65.26)
41 (43.16)
52 (54.74)
1 (1.05)
42 (44.2)
1 (1.05)

44 (67.69)
8 (12.3)
54 (83.08)
1 (1.59)
28 (43.08)
2 (3.08)

0.7
0.001
0.02
0.8
0.8
0.8

IRA- infarct related artery, LCx-left circumflex artery, RCA-right
coronary artery, LAD-left anterior descending coronary artery, CADcoronary artery disease.

p=0.02). No differences were found between the two
groups of patients concerning TIMI flow score 2,3 of
the IRA and multivessel disease. The angiographic
findings are shown in table 4.
In patients presenting with concomitant ST segment elevation in the posterior leads (V7, V 8, V 9)
IRA patency was associated with higher LVEF
values on hospital discharge (54.3%±12.2% with
TIMI 2,3 vs. 44.6%±10.2% with TIMI 0,1: p<0.01)
and at 30 days of follow up (55.2%±8.4% with TIMI
2,3 vs. 49.2±10.2% with TIMI 0,1: p=0.05). In

contrast, in group A, LVEF was similar regardless of
IRA patency on hospital discharge (57.9±8.8% with
TIMI 2,3 vs. 55.6±7.9% with TIMI 0,1: p=0.4) and
on 30 days’ follow-up visit (59.8±9.6% with TIMI 2,3
vs. 58.9±12.2% with TIMI 0,1: p=0.6). The relationship between successful thrombolysis, left ventricular
function and ST segment elevation in posterior leads
(V7 to V9) is shown in figure 2.
Multivariate analysis (forward stepwise multiple
regression) showed that arrhythmias (25.5%: F=54.1,
p<0.0001), congestive heart failure (13.9%: F=29.8,
p<0.0001) and ST segment elevation in posterior leads
on admission ECG (11.3%: F=5.85%, p=0.017) were
independent prognostic factors for mortality at 6 months
of follow-up. In contrast, ST segment depression in
leads V 1-V 3 did not have any impact on mortality.
Thus, the higher mortality rates seen at 6 months of
follow-up correlated significantly and independently
with the presence of arrhythmias, congestive heart
failure and ST segment elevation in posterior leads (V7
to V9) on the admission ECG (Table 5).
Using the same method we found that ST
segment elevation in the posterior leads on admission ECG (19.1%: F=11.7, p= 0.001), a history of
coronary artery disease (5.2%: F=8.6, p=0.004) and
diabetes mellitus (2.9%: F=3.9, p=0.049) were
independent prognostic factors for complicated inhospital course (reinfarction, congestive heart
failure, postinfarction angina, arrhythmias, death).

Figure 2. Flowchart illustrating distribution of patients with and without ST segment elevation in leads V7, V8, V9 at hospital admission
according to infarct related artery (IRA) patency and left ventricular ejection fraction (LVEF) (pre-discharge and at 30 days of follow-up).

158 ñ HJC (Hellenic Journal of Cardiology)

Posterior ECG Leads in Inferior Acute Infarction
Table 5. Stepwise multivariate regression coefficients for predicting mortality at 6 months follow up (only significant variables
included).
Variable

R

Arrhythmias
0.50
CHF
0.64
ST segment
elevation (V7-V8-V9) 0.69

B

Standard Beta
Error b

t

p

0.57
0.26

0.09
0.05

0.45 6.97 <0.0001
0.35 5.46 <0.0001

0.17

0.04

0.16 2.42

0.017

CHF-congestive heart failure

These findings demonstrate that ST segment
elevation on admission ECG in the posterior leads
(V7 to V9), a history of coronary artery disease and,
finally, diabetes mellitus were independent prognostic factors for the combined clinical end point at
6 months of follow-up (Table 6).
Discussion
The results of this study indicate that ST segment
elevation in posterior leads (V7, V8, V9) on the admission ECG in patients with an acute inferior MI
suggests the presence of concomitant posterolateral
MI. We studied consecutive patients whose admission ECGs were obtained about 2 hours after symptom onset, just before the beginning of thrombolysis, by which time the ST segment elevation
recorded was more likely to be the peak one.
The clinical importance of ST segment elevation
in posterior leads has not yet been clarified, even
though ECG findings can identify a subset of high
risk patients with left circumflex occlusion responsible for a larger MI and a more complicated clinical

Table 6. Stepwise multivariate regression coefficients for predicting combined complicated clinical course at 6 months follow up
(only significant variables included).
Variable

R

ST segment
elevation (V7-V8-V9) 0.26
History of CAD
0.34
Diabetes mellitus
0.37
CAD-coronary artery disease.

B

0.17
0.26
0.11

Standard Beta
Error b

0.07
0.09
0.06

t

0.19 2.5
0.23 3.05
0.15 1.98

p

0.001
0.004
0.049

course. In general, its prognostic implications are not
widely known, since Matesky et al19 found that ST
segment elevation in posterior leads is combined
with a larger MI and a more complicated clinical
course (reinfarction, heart failure, mortality), whereas Zalenski et al20 failed to show any difference in
the incidence of ST segment elevation in posterior
leads, in acute MI patients with or without a complicated clinical course.
These ECG findings provide greater accuracy for
the diagnosis of posterolateral MI than the associated ST depression in precordial leads. 21,22 Such
precordial ST segment depression is not specific and
may also reflect anterior wall ischemia or non-Q
wave MI.23 Besides, precordial ST segment depression may sometimes be masked by the development
of complete RBBB or may be diminished due to
right ventricular infarction. 24 Consequently, this
ECG sign is of low sensitivity and specificity for the
diagnosis of posterior wall infarction.25
In our study, ST segment elevation in the posterior leads (V7, V8, V9) was associated with a larger
inferior MI, as estimated by higher CPK/MB levels
and poorer left ventricular function. In addition, these
patients had a more complicated clinical course, with
a higher incidence of reinfarction, postinfarction
angina, heart failure and/or death at 6 months of
follow-up. Moreover, according to multivariate
analysis, ECG changes involving the posterior leads
are independent prognostic factors for a more
complicated clinical course during the 6 months’
follow up.
In addition to the above, we have demonstrated
that left circumflex artery occlusion was more frequently implicated in cases of inferior infarcts presenting with ST segment elevation in the posterior
leads. This finding is consistent with the results of
previous studies,26,27 and explains the absence of high
degree atrioventricular block (almost entirely restricted to right coronary-artery related infarction),28
a complication seen more often in group B than in
group A patients.
In general, the 12-lead ECG is less sensitive in
identifying left circumflex occlusion. Huey et al found
that 52% of patients with acute MI from left circumflex disease did not show any ST segment elevation,26 while other investigators recently reported
that acute left circumflex occlusion either does not
bring about any changes at all in the standard 12-lead
ECG29 or generates only ST depression in the precordial leads. 30 Scintigraphic studies showed that
(Hellenic Journal of Cardiology) HJC ñ 159
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thallium myocardial perfusion defects in posterolateral segments are relatively specific for left circumflex occlusion.31 Thus, posterior leads may contribute to the regional diagnosis of an acute inferior MI.
A recent study showed that posterior lead recordings may lead to an increase in diagnoses of
acute MI (30,000 patients/year in the USA with ST
segment elevation in the posterior leads) when the
IRA is the left circumflex artery, resulting in a
survival benefit of 500 patients/year through thrombolysis administration. 32,33 The same study claims
that an increase in posterior lead sensitivity from
57.7% to 59.7% could lead to a beneficial clinical
outcome. Another study showed that the criterion of
ST segment ≥0.5 mm in the 15 lead ECG (12 classic
and V7, V8, V9) can improve the sensitivity of the diagnosis of acute coronary syndromes attributed to left
circumflex occlusion by at least 94%.34
An equally interesting result of this study is that
extensive MIs presenting with ST segment elevation
in the posterior leads were associated with more
favorable effects from thrombolytic therapy administration. In particular, these patients showed significant improvement of LVEF due to a patent IRA
(TMI flow 2,3). Both recent and previous studies35,36
showed that the percentage of myocardial salvage
through thrombolysis is proportional to the size of
the initial jeopardized myocardium. Thus, the concomitant posterolateral involvement in patients with
ST segment elevation in leads V7, V8, V9 on hospital
admission ECG, indicative of a larger infarct,
presumably accounts for the greater beneficial effect
seen in these patients. Therefore, thrombolytic
therapy is strongly indicated in such patients, since
an occluded artery leads to a low LVEF, whereas in
the case where the MI is limited to the inferior wall,
thrombolysis might be elective (relative contraindications for thrombolysis) since even an occluded vessel is associated with a good LVEF. Moreover, in patients with an inferior infarction, posterolateral
involvement is associated with the development of
significant mitral regurgitation. Successful thrombolysis reduces the prevalence and severity of mitral
regurgitation in conjunction with a reduction in the
prevalence of posterior wall motion abnormalities,
leading to an improvement of total wall motion. 37
This beneficial effect is preserved for at least 2 months
after the event.
Previous studies that evaluated the results of
thrombolytic therapy in the treatment of inferior MIs
demonstrated only an insignificant trend towards
160 ñ HJC (Hellenic Journal of Cardiology)

mortality reduction and yielded conflicting conclusions with respect to the resulting improvement in
left ventricular function.38,39 Nevertheless, only a few
studies have evaluated the beneficial effect of
thrombolysis in high risk subsets of patients with an
inferior MI.40 Bar et al41 showed that in patients with
inferior MI and summed ST segment elevation >6
mm infarct size limitation was greater after thrombolysis than in patients with a lower summed ST
segment elevation. However, they did not extrapolate their results in terms of ventricular function.
Until now, more than 150,000 patients have been
included in randomized multicenter studies that
compared thrombolytic therapy with control groups
in terms of mortality and thrombolytic regimens.
According to the FTT trial, in cases where patients
presented within 6 hours from symptom onset with
ST segment elevation or newly diagnosed bundle
branch block there were 30 lives saved per 1000
treated, whereas for those presenting between 7 to
12 hours from symptom onset the benefit was 20 lives
saved per 1000 treated. Late thrombolysis, beyond 12
hours, showed no benefit from thrombolytic therapy.
Moreover, the greatest total benefit was seen in high
risk patients (as reported from prognostic parameters – admission ECG, echocardiogram, peak
CPK/MB etc.). 42 Finally, a recent meta analysis of
FTT showed that thrombolysis reduced mortality
even in patients older than 75 years (from 29.4% to
26%, p=0.03).43
Berland et al44 suggested that post reperfusion
improvement of segmental contraction occurs only in
patients who had concomitant precordial lead ST segment depression on the admission ECG, but failed to
show similar results regarding LVEF. Finally, Bates
et al,45 along with more recent studies,46 postulated an
insignificant improvement in either regional or global
left ventricular function in patients with an inferior
MI after thrombolytic therapy, regardless of ST
segment depression in leads V1 to V4.
Patients in our study underwent cardiac catheterization by the 19th day from admission, on average. Thus, only patency and not early reperfusion
could be estimated. However, the similar timing of
catheterization along with the similar incidence of
complications (mainly reinfarction) in both groups,
as well as the presence of clinical signs of reperfusion
in patients with patent IRA (TIMI flow 2,3), suggest
that the inter-group differences in left ventricular
function response to patency reflect differences in
the beneficial effects of thrombolysis.

Posterior ECG Leads in Inferior Acute Infarction

The present study is limited by its rather small
sample size and larger studies are needed to confirm
the beneficial effects of thrombolysis in clinical
(complications) and mechanical (functionality,
LVEF) terms, in patients with acute inferior MI and
concomitant involvement of posterolateral wall as
defined from posterior leads.

5.

6.

Clinical applications
Based on the results of the present study we recommend routine recording of posterior leads (V 7, V8,
V9) in all patients admitted to the coronary unit with
an acute inferior MI. In this way posterolateral wall
involvement may be estimated, as right precordial
leads help in the diagnosis of right ventricular
involvement during an acute inferior MI. Moreover,
the European Society of Cardiology suggests
recording of additional leads in selected cases
(diagnosis of true posterior infraction).47 ST segment
elevation in posterior leads is associated with a large
area of jeopardized myocardium and strongly implies
a need for thrombolytic therapy (especially in district
hospitals without facilities for catheter-based
reperfusion).48

7.

8.

9.

10.

11.

12.

Conclusion
ST segment elevation in posterior ECG leads (V7,
V 8, V 9) in patients with acute inferior MI is associated with a greater extent of jeopardized myocardium and possible involvement of posterolateral
wall. These patients seem to benefit more from
thrombolytic therapy.

13.

14.

15.
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