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Abstract
Background: Analysis of high gain, signal-averaged (SA) ECG is an accepted method evalu-
ating abnormalities of atrial repolarization — the presence of late potentials (ALP) — predic-
tive for atrial arrhythmias. Recently it has been proven that the location of atrial leads has an
influence on atrial activation and modifies the risk of atrial arrhythmias. The aim of our
study was to estimate the effect of different modes of atrial pacing on signal-averaged P waves
recorded from external (conventional) and from intra-atrial leads.
Methods: Recordings were performed in 24 patients during biatrial (BiA) pacing system
implantation. A surface SA-ECG was obtained from orthogonal leads, and intra-atrial sig-
nals were recorded and averaged separately from the right and left atrium during sinus
rhythm (SR) and atrial pacing from the right atrial appendage, coronary sinus or both (BiA
pacing). We analyzed standard SA-ECG parameters (P/A wave duration, RMS20 and LAS5)
and the presence of atrial late potentials (ALP-Pdur > 125 ms and RMS20 < 2.40 mV).
Results and conclusions: Right atrial appendage pacing prolongs the duration of atrial
potential in external and intracardiac leads and decreases its homogeneity in comparison to SR.
RAA pacing increases the occurrence of ALP both in external and internal SA-ECG. Coronary
sinus pacing does not deteriorate atrial activation in comparison to SR. Biatrial pacing
shortens atrial potential, increases its homogeneity and eliminates atrial late potential criteria
in most of patients in comparison to SR. It can be observed both in external and intra-atrial
leads and confirms the beneficial effects of BiA pacing on atrial excitation, explaining its
antiarrhythmic effect. Evaluation of signal-averaged intra-atrial electrograms supplies more
data about local conduction disturbances with micro-voltage oscillations during final part of
atrial excitation (low RMS20 and prolonged LAS5) than conventional techniques and seems to
be a valuable tool for the evaluation of new resynchronizing atrial pacing modes. (Cardiol J
2008; 15: 129–142)
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Editorial p. 97
Introduction

Cardiac pacing is becoming a widely accepted
non-pharmacological approach to drug-resistant
atrial arrhythmias [1–4]. The main favourable ef-
fects of cardiac pacing are: 1) rate control — stable
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cycle length decreases the dispersion of repolari-
zation, leading to suppression of rhythm-dependent
arrhythmias (e.g. vagally-mediated atrial fibrillation
or bradycardia-dependent atrial fibrillation) by re-
duction of “escape” atrial ectopic activity [1–5];
2), overdrive suppression of atrial ectopy and eli-
mination of compensatory pauses and arrhythmo-
genic effects of altering cycle length (long-short or
short-long-short), supported by special antiarrhy-
thmic algorithms [6, 7].

Right atrial appendage (RAA) has become the
standard atrial lead location due to its optimal pa-
cing and sensing conditions [8, 9] although its po-
tential proarrhythmic effect has also been descri-
bed [2, 10]; preliminary studies have linked this
effect with mechanical interaction with the atrial
wall [11, 12]. Nonetheless, more recent studies
have concentrated on atrial conduction disturban-
ce that were increased (or even produced) by RAA
pacing [13, 14]. Despite this, RAA is still the stan-
dard atrial pacing site [15], also in biatrial [16, 17]
or dual right atrial [18, 19] pacing systems.

Coronary sinus (CS) was the first permanent
atrial pacing site in the late sixties and at the be-
ginning of the seventies [20–22]. In that pioneering
era of atrial pacing it was observed that “in some
patients with intermittent atrial fibrillation, CS pa-
cing can provide an atrial impulse that minimizes
the tendency to return atrial fibrillation” [22]. The
studies on permanent CS pacing in patients with
bradytachycardia syndrome conducted in our cen-
tre since 1996 [23] have demonstrated its remar-
kable antiarrhythmic effect compared to standard
RAA pacing [24, 25]; therefore, we frequently ap-
ply this pacing mode nowadays. In the following
studies we have demonstrated the beneficial influ-
ence of CS pacing on signal-averaged (SA) ECG
parameters (P wave duration, RMS20 and LAS5) in
comparison to SA and RAA pacing [26, 27]. Even
though CS is today an accepted alternative atrial
pacing site [28], its application is generally limited
to cases that have technical problems with right
atrial (RA) lead location, or as part of biatrial (BiA)
pacing systems.

Conduction disturbances within the atria along
with the phenomenon of anisotropic conduction and
increased dispersion of refractoriness (usually with
impaired rate-adaptation) are the main factors ma-
intaining atrial arrhythmias [13, 29]. Biatrial pacing,
providing pre-excitation of the infero-posterior (po-
tentially arrhythmogenic) part of the right atrium
in patients with recurrent atrial fibrillation (AF) and
severe interatrial conduction delay, was proposed
by Daubert et al. in 1991 [30]. Biatrial pacing tech-

nically provides “restoration” of natural synchrony
of atrial activation during both pacing and right- or
left-atrial premature beats [14, 16, 19, 30, 31]. The
main electrophysiological feature of BiA pacing is
the permanent preexcitation of the triangle of Koch
region due to CS stimulation, which minimizes the
chance of an atrial premature beat to initiate re-
entry loop within the atria [29, 32–34]. Our previo-
us studies, based on intra-atrial potential recording,
demonstrated that CS pacing tremendously impro-
ved the synchrony of atrial activation, shortening
P wave duration (25 ms) and total atrial activation
time (TAAT) by 54 ms [14]; it also shortened the
filtered P wave duration and improved RMS20 and
LAS5 parameters assessed in SA-ECG [27]. Cor-
responding results were published by Orr et al. [35],
who demonstrated that CS pacing dramatically shor-
tens SA-ECG P wave duration with virtually no in-
fluence on frequency-domain parameters.

Considering the fact that CS pacing reduces AF
recurrence in 60–70% of patients [24, 25], which is
similar to the effects of BiA [14, 16, 31, 36] and dual
right-atrial [18, 19] pacing, and the results of elec-
trophysiological studies which proved that that both
CS and BiA pacing equally prevents AF induction
[13, 29, 32–34], it seemed interesting to compare
its electrophysiological effects by means of recen-
tly deployed signal-averaged intracardiac electro-
gram (SA-IEGM) analysis [37–40]. Since the pro-
ven key role of local conduction disorders within the
right atrium (anisotropic conduction of premature
beats) [13, 32, 33, 41, 42], the assessment of ter-
mination of right-atrial potential (difficult to evalu-
ate in external ECG) is particularly attractive. The
comparative analysis of the influence of different
atrial pacing modes upon the duration and homo-
geneity of termination of atrial potential appeared
to be especially important in the group of patients
with prominent atrial conduction disturbances (ap-
parent in external ECG at sinus rhythm).

The aim of the study was to compare the elec-
trophysiological effects of right atrial appendage,
proximal coronary sinus and BiA pacing upon atrial
activation synchrony, assessed by means of the time
domain parameters of signal-averaged intracardiac
electrograms.

Methods

Patients
The study was conducted on a group of 24 pa-

tients (15 female, 9 male, mean age 68.8 ± 9.97
years) eligible for permanent BiA pacing. Sporadic
AF was identified in 7 patients (29.2%), recurrent
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AF in 8 patients (33.3%) and frequent AF (accor-
ding to the Kingma et al. paradigm [43]) in 9 patients
(37.5%). Due to high arrhythmia burden the ongo-
ing medication was not modified — discontinuation
of treatment could provoke AF episodes, thus im-
peding the measurement of pacing and sensing con-
ditions. During the pacemaker implantation proce-
dures, 5 patients were treated with 1 drug (amio-
darone or propafenone), 8 were on 2 drugs
(propafenone and sotalol/amiodarone) and 11 pa-
tients (46%) had no ongoing antiarrhythmic medi-
cation.

Procedures
The following measurements were taken at si-

nus rhythm and RAA, CS and BiA pacing. 1) 12-lead
ECG with 100 mm/s speed 80 mm/1 mV gain;
2) IEGM recording from RAA and CS, simultaneously
with ECG lead II; 3) SA-ECG recording from exter-
nal orthogonal leads; 4) SA-IEGM recording from the
right and left atrium separately. Intra-atrial signals
were obtained with standard bipolar pacing leads in-
troduced during the pacemaker implantation proce-
dure, subsequently employed for permanent pacing.

External SA-ECG recording and processing
Equipment constructed in the National Insti-

tute of Cardiology (Warsaw) was applied for signal
recording and processing. It consisted of a micro-
potential amplifier (noise < 1.5 µV in 0.1–300 Hz
bandwidth, CMRR > 130 Db), 12-bit A/D conver-
ter onboard PC and software designed for signal-
averaging and subsequent analysis of data. Standard
Ag/AgCl electrodes were used on cleansed chest
skin. The P wave was derived from three bipolar
orthogonal (Frank) leads. Signals (from each lead)
were amplified (×1000), passed through a band-
pass filter (cut-off frequency 0.1–300 Hz) and digi-
tized by the A/D converter with a 12-beat accura-
cy. The signal-averaging process was triggered by
the R wave at sinus rhythm and the pacing spike
during pacing. Ectopic beats, if present, were iden-
tified and rejected. Approximately 50 beats were
averaged and stored on PC HD. The procedure was
described before [26, 27].

High-gain SA-ECG P wave parameters
time-domain analysis

The first stage was to combine filtered (But-
terworth bidirectional filter) and averaged signals
from three leads X, Y and Z to a spatial vector ma-
gnitude (X2 = Y2 + Z2)1/2. The onset and offset of
P wave were defined as the points at which the atrial
signal exceeded and returned to the 1.5 µV level,

respectively. The following parameters were me-
asured and calculated automatically: 1) filtered
P wave duration (Pdur); 2) root mean square volta-
ge of the final 20 ms of filtered P wave (RMS20);
3) duration of low amplitude signal < 5 µV (LAS5).
Atrial late potentials (ALP) were considered positive
with Pdur > 125 ms and RMS20 < 2.4 µV [25, 27].

Intracardiac SA-IEGM recording
and processing

Three bipolar pacing leads were used: a stan-
dard “J” shaped lead implanted into the RAA, the
second lead was introduced into the coronary sinus
and the third lead (for permanent ventricular pacing)
was temporarily placed in the LRA position. The
same equipment, as described above, was employ-
ed for signal recording and processing. To obtain
right- and left-atrial signals intracardiac leads were
attached to the micro-potential amplifier via steri-
le connectors according to scheme in Figure 1.
Right atrial electrogram was recorded from three
combined intra-atrial leads X’, Y’ and Z’, and left
atrial electrogram from leads X’’, Y’’ and Z’’. The
signal from each lead was augmented and filtered
in the same mode as during external signal recor-
ding. The averaging process was triggered and ob-
tained parameters analyzed in the same way as the
external SA-ECG. The employed technique was
described before [37, 38].

Interatrial conduction evaluation
with IEGM recordings

Internal electrogram (IEGM) was recorded
from the RAA and CS leads connected to a dual-
chamber pacemaker via telemetry (Fig. 2), simul-
taneously with lead II ECG. The following timing
parameters were determined: 1) P wave duration
in lead II or III in high resolution ECG (PII);

Figure 1. Scheme showing the connections of intracar-
diac leads to obtain right atrial (X’, Y’, Z’) (A) and left
atrial (X’’, Y’’, Z’’) (B) signals.
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2) P-Q or S-Q (from onset of P wave or spike to Q)
interval in the same leads; 3) interatrial conduction
time (IACT) measured from the onset of A wave
(or spike) in RAA signal to the onset of A wave in
CS at sinus rhythm and RAA pacing, respectively
(during CS pacing it was measured from the pacing
spike to the onset of A wave in CS; during BiA pa-
cing the value of IACT was 0); 4) total atrial activa-
tion time measured from the onset of P wave (or pa-
cing spike) in lead II ECG to the end of atrial activa-
tion in CS or RAA signal, depending upon which was
later. The method was described before [14, 44].

Statistical analysis
The significance of the differences between all

groups was evaluated by the F variance test, and
specific differences between the groups were ana-
lyzed by LSD test. The results are presented as
mean ± standard deviation. Statistical significance
of differences between the groups was evaluated by
the Student’s t-test. Correlation between parametric
values was estimated using Pearson’s r-test. A P le-
vel of < 0.05 was accepted as statistically significant.

The study was approved by the Bioethical
Committee of the Medical University of Lublin (ap-
proval KE-0254/70/2003).

Results

The results are presented in Table 1.
The initial analysis of the data confirms that the

shift in atrial pacing mode brings about notable
changes in the duration of atrial potential (asses-
sed in external ECG, SA-ECG and intra-atrial si-
gnal-averaged electrograms from both atria); it also
influences the homogeneity of atrial potential ter-
mination (reflected by the root mean square volta-
ges of the last 20 ms of filtered P wave (RMS20)
and the duration of low-amplitude signal (LAS5) in
SA-IEGM, both in the right and left atria.

The significance of the differences in ECG
P wave duration, TAAT and PQ/SQ (spike-Q) inte-
rval during SR and different atrial pacing modes is
presented in Table 2.

Right atrial appendage pacing significantly pro-
longed ECG P wave duration (+23 ms), while BiA
pacing shortened it significantly (–40 ms). Total atrial

Figure 2. Internal electrogram (IEGM) recorded from
the right atrial appendage (RAA) and coronary sinus
(CS) leads connected to a dual-chamber pacemaker via
telemetry.

Table 1. ECG, IEGM, SA-ECG and SA RA and LA IEGM atrial potential parameters during sinus rhythm
(SR), right atrial appendage pacing (RAA), coronary sinus pacing (CS) and biatrial pacing (BiA)

Parameters SR RAA CS BiA

N Aver. SD N Aver. SD N Aver. SD N Aver. SD

ECG Pdur 24 157.7 16.0 24 180.9 26.8 24 151.7 25.68 24 117.8 18.2
TAAT 24 181.5 22.5 24 201.1 29.0 24 179.2 35.7 24 108.0 13.7
PII-Q 24 208.7 36.5 24 241.1 63.9 24 202.5 36.3 24 191.8 37.1
Ext. Pdur 24 156.2 16.8 24 188.9 30.5 24 160.7 32.05 24 120.5 13.9
Ext. RMS20 20 2.17 0.76 24 1.82 0.71 24 2.15 0.86 24 2.95 0.86
Ext. LAS5 24 6.68 7.48 24 14.59 12.81 24 10.21 8.02 24 5.17 3.13
Int. RA Adur 24 174.8 24.1 24 199.1 29.1 24 183.3 29.7 24 136.8 19.8
Int. RMS20 23 1.77 0.72 22 1.36 0.64 16 1.95 0.69 23 2.72 1.33
Int. RA LAS5 23 12.91 7.91 22 24.62 19.99 16 10.36 4.94 23 9.83 7.522
Int. LA Adur 23 175.3 26.7 24 201.3 31.2 24 143.5 26.1 24 127.8 18.4
Int. LA RMS20 15 2.33 1.19 16 1.96 0.84 22 4.35 4.03 23 3.43 1.24
Int. LA LAS5 15 9.01 6.17 16 13.45 14.10 21 6.37 4.09 23 6.21 3.81
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activation time, abnormal at sinus rhythm (181 ms,
which is comprehensible in this selected group), was
even more prolonged (+19 ms) by RAA pacing and
did not change with CS pacing, while BiA pacing
caused significant shortening of TAAT (–73 ms).
The average PR interval normal (181 ms) at sinus
rhythm was significantly prolonged by RAA pacing
(+32 ms), and slightly (–6 ms) and significantly
(–17 ms) shortened by CS and BiA pacing, respec-
tively. The difference in atrioventricular conduction
(reflected by SQ interval) between RAA and BiA
pacing (49 ms) is remarkable (Fig. 3).

The significance of differences of external
SA-ECG parameters (P duration, RMS20, LAS5)
during sinus rhythm and different atrial pacing
modes is illustrated in Table 3.

The filtered P wave duration in SA-ECG, abnor-
mal at sinus rhythm (156 ms), was additionally pro-
longed by RAA pacing (+33 ms) and significantly shor-
tened (–36 ms) by BiA pacing, with no apparent influ-
ence of CS pacing (+4 ms). What is remarkable is the
significant difference in filtered P wave duration be-
tween RAA and BiA pacing (69 ms). The RMS20 va-
lue, low at sinus rhythm (2.17 mV), was even lower
with RAA pacing (–0,3 mV) and significantly increased
(+0.8 mV) with BiA pacing, with no apparent shift with
CS pacing (+0.1 mV). Of note is the significant diffe-
rence between RAA and BiA pacing (1.1 mV). The low

amplitude signal duration (LAS5) was significantly
prolonged by RAA pacing (+8 ms), with insignificant
shifts during CS (+3.5 ms) and BiA (–1.5 ms) pacing.
Again, the contrast between the influence of RAA
(prolonging) and BiA pacing (shortening, which is fa-
vourable) was marked (Fig. 4).

The analysis of intracardiac SA-IEGM parame-
ters (A duration, RMS20, LAS5) recorded from
three right-atrial leads during sinus rhythm and dif-
ferent atrial pacing modes is illustrated in Table 4.

The filtered A wave duration in right-atrial
SA-IEGM was 175 ms (certainly a high value, al-
though the normal range in healthy subjects is yet
undetermined). It was additionally prolonged by
RAA pacing (+24 ms) and significantly shortened
(–38 ms) by BiA pacing, with no significant influen-
ce of CS pacing (+8 ms). Of note once more is the
significant difference in filtered A wave duration be-
tween RAA and BiA pacing (62 ms). The RMS20
value, low at sinus rhythm (1.5 mV), was even lo-
wer with RAA pacing (–0.3 mV) and increased with
CS and BiA pacing (+0.5 mV and +1.2 mV, respec-
tively); the latter shift, as well as the difference be-
tween RAA and BiA pacing (1.4 mV), was statisti-
cally significant. The LAS5 value in right-atrial
SA-IEGM was 15.5 ms at sinus rhythm (interestin-
gly, much longer than in the left atrium) and was
prolonged by RAA pacing (+12.2 ms), with

Table 2. The comparison of values of ECG P wave duration, total atrial activation time (TAAT) and P-Q
interval during sinus rhythm (SR), right atrial appendage pacing (RAA), coronary sinus pacing (CS) and
biatrial pacing (BiA)

Examined N Rhythm Average SE LSD test
parameters Groups Comparison p

High resol. 24 SR 157.7 3.3 1 1 vs. 2 0.000
ECG P wave 24 RAA 180.9 5.5 2 1 vs. 3 0.133
duration 24 CS 151.7 5.2 3 1 vs. 4 0.000

24 BiA 117.8 3.7 4 2 vs. 3 0.000
Analysis F = 1581.3 Comparison 2 vs. 4 0.000

of variance P = 0.000 3 vs. 4 0.000

TAAT 24 SR 181.5 4.6 1 1 vs. 2 0.000
24 RAA 201.1 5.9 2 1 vs. 3 0.671
24 CS 179.2 7.3 3 1 vs. 4 0.000
24 BiA 108.0 2.8 4 2 vs. 3 0.000

Analysis F = 1562.1 Comparison 2 vs. 4 0.000
of variance P = 0.000 3 vs. 4 0.000

P-Q (spike-Q) 24 SR 208.7 7.5 1 1 vs. 2 0.000
interval 24 RAA 241.1 13.0 2 1 vs. 3 0.385

24 CS 202.5 7.4 3 2 vs. 4 0.019
24 BiA 191.8 7.6 4 2 vs. 3 0.000

Analysis F = 679.9 Comparison 2 vs. 4 0.000
of variance P = 0.000 3 vs. 4 0.135
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Figure 3. The effect of different atrial pacing modes compared with sinus rhythm upon total atrial activation time
(TAAT) in the same patient.

Table 3. Conventional (external) lead SA-ECG P wave duration and its RMS20 and LAS5 values during
sinus rhythm (SR) and right atrial appendage pacing (RAA), coronary sinus pacing (CS) and biatrial
pacing (BiA)

Examined N Rhythm Average SE LSD test
parameters Groups Comparison p

Conventional 24 SR 156.2 3.4 1 1 vs. 2 0.000
(external) leads 24 RAA 188.9 6.2 2 1 vs. 3 0.370
SA-ECG P wave 24 CS 160.7 6.5 3 1 vs. 4 0.000
duration 24 BiA 120.5 2.8 4 2 vs. 3 0.000

Analysis F = 1534.8 Comparison 2 vs. 4 0.000
of variance P = 0.000 3 vs. 4 0.000

Conventional 20 SR 2.17 0.17 1 1 vs. 2 0.177
(external) leads 20 RAA 1.85 0.15 2 1 vs. 3 0.635
SA-ECG  RMS20 20 CS 2.28 0.18 3 1 vs. 4 0.000

20 BiA 2.99 0.20 4 2 vs. 3 0.070
Analysis F = 423.56 Comparison 2 vs. 4 0.000

of variance P = 0.000 3 vs. 4 0.003
Conventional 24 SR 6.68 1.53 1 1 vs. 2 0.001
(external) leads 24 RAA 14.60 2.61 2 1 vs. 3 0.135
SA-ECG  LAS5 24 CS 10.21 1.64 3 2 vs. 4 0.520

24 BiA 5.17 0.64 4 2 vs. 3 0.064
Analysis F = 82.61 Comparison 2 vs. 4 0.000

of variance P = 0.000 3 vs. 4 0.034



135

Andrzej Kutarski et al., Effects of different atrial pacing modes evaluated by intracardiac signal-averaged ECG

www.cardiologyjournal.org

Figure 4. The effect of different atrial pacing modes compared with sinus rhythm upon SA-ECG parameters obtained
from external leads in the same patient.

Table 4. Right atrial (internal) lead SA-ECG A wave duration and its RMS20 and LAS5 values during
sinus rhythm (SR) and right atrial appendage pacing (RAA), coronary sinus pacing (CS) and biatrial
pacing (BiA)

Examined N Rhythm Average SE LSD test
parameters Groups Comparison p

Right atrial 24 SR 174.8 4.9 1 1 vs. 2 0.000
(internal) leads 24 RAA 199.1 5.9 2 1 vs. 3 0.103
SA-ECG A wave 24 CS 183.3 6.1 3 1 vs. 4 0.000
duration 24 BiA 136.8 4.0 4 2 vs. 3 0.003

Analysis F = 1659.2 Comparison 2 vs. 4 0.000
of variance P = 0.000 3 vs. 4 0.000

Right atrial 16 SR 1.48 0.11 1 1 vs. 2 0.400
(internal) leads 16 RAA 1.22 0.12 2 1 vs. 3 0.094
SA-ECG RMS20 16 CS 1.95 0.17 3 1 vs. 4 0.000

16 BiA 2.60 0.36 4 2 vs. 3 0.013

Analysis F = 205.67 Comparison 2 vs. 4 0.000
of variance P = 0.000 3 vs. 4 0.027

Right atrial 16 SR 15.42 1.92 1 1 vs. 2 0.003
(internal) leads 16 RAA 27.58 5.27 2 1 vs. 3 0.199
SA-ECG LAS5 16 CS 10.36 1.23 3 2 vs. 4 0.293

16 BiA 11.29 2.05 4 2 vs. 3 0.000

Analysis F = 71.83 Comparison 2 vs. 4 0.000
of variance P = 0.000 3 vs. 4 0.812
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insignificant shortening during CS (–5.1 ms) and
BiA (–4.1 ms) pacing (Fig. 5).

The analysis of intracardiac SA-IEGM parame-
ters (A duration, RMS20, LAS5) recorded from
three left-atrial leads during sinus rhythm and dif-
ferent atrial pacing modes is illustrated in Table 5.

The filtered A wave duration in left-atrial SA-
IEGM was 175 ms (a value comparable to that of the
right atrium). It was additionally prolonged by RAA
pacing (+25 ms) and significantly shortened by both
CS and BiA pacing (–32 ms and –47 ms, respective-
ly). Again there was highly significant difference in
filtered A wave duration between RAA and BiA pa-
cing (72 ms). The RMS20 value was significantly
increased (which is favourable) with BiA pacing, with
non-significant shifts (±0.4 mV) with RAA or CS pa-
cing. Again, the difference between RAA and BiA
pacing (1.6 mV) was statistically significant. The LAS5
value in right-atrial SA-IEGM was 15.5 ms at sinus
rhythm (interestingly, much longer than in the left
atrium) and was prolonged by RAA pacing (+12.2 ms),
with insignificant shortening during CS (–5.1 ms) and
BiA (–4.1 ms) pacing. The changes in left-atrial
SA-IEGM LAS5 values, although not significant,
were apparently consistent with the trends observed
in external and right-atrial leads (Fig. 6).

Homogenous termination of atrial potential
evaluated by means of a signal-averaging technique
is reflected by high RMS20 and low LAS5 values and
by filtered P wave duration not exceeding 125 ms.
The combination of two of the above parameters, in
our studies Pdur > 125 ms and RMS20 < 2.40 mV
[37–40], indicates the presence of atrial late poten-
tials (ALP), which have predictive value for atrial
arrhythmias. Therefore, the next stage was to
estimate the occurrence of ALP criteria in signal-
averaged electrograms, both from external and
intra-atrial leads during sinus rhythm and different
atrial pacing modes (Table 6).

Atrial late potential criteria in external SA-ECG
were present in 79% of patients at sinus rhythm
(which is understandable in a group of patients with
recurrent atrial arrhythmias) and in 87% of patients
at CS pacing. During RAA pacing, ALP criteria were
present in all of the patients, while BiA pacing re-
duced the ALP occurrence to only 8%. In the right-
atrial SA-IEGM, atrial late potentials were present
in 96% of patients both at sinus rhythm and RAA
pacing, in 92% with CS pacing and in only 46% of
patients during BiA pacing. In the left-atrial
SA-IEGM, ALP criteria were positive in 86% of pa-
tients at sinus rhythm and in all of them during RAA

Figure 5. The effect of different atrial pacing modes compared with sinus rhythm upon SA-IEGM parameters
obtained from right-atrial leads in the same patient.
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Table 5. Left atrial (internal) lead SA-ECG A wave duration and its RMS20 and LAS5 values during
sinus rhythm (SR) and right atrial appendage pacing (RAA), coronary sinus pacing (CS) and biatrial
pacing (BiA)

Examined N Rhythm Average SE LSD test
parameters Groups Comparison p

Left atrial (internal) 23 SR 175.3 5.6 1 1 vs. 2 0.000
leads SA-ECG 23 RAA 200.3 6.6 2 1 vs. 3 0.000
A wave duration 23 CS 142.9 5.5 3 1 vs. 4 0.000

23 BiA 127.8 3.9 4 2 vs. 3 0.000

Analysis F = 1181.5 Comparison 2 vs. 4 0.000
of variance P = 0.000 3 vs. 4 0.001

Left  atrial (internal) 12 SR 2.09 0.27 1 1 vs. 2 0.179
leads SA-ECG 12 RAA 1.65 0.17 2 1 vs. 3 0.201
RMS20 12 CS 2.51 0.21 3 1 vs. 4 0.000

12 BiA 3.29 0.25 4 2 vs. 3 0.011

Analysis F = 416.90 Comparison 2 vs. 4 0.000
of variance P = 0.000 3 vs. 4 0.020

Left atrial (internal) 12 SR 9.82 1.61 1 1 vs. 2 0.135
leads SA-ECG LAS5 12 RAA 15.18 4.60 2 1 vs. 3 0.683

12 CS 8.37 1.01 3 2 vs. 4 0.436
12 BiA 7.06 0.99 4 2 vs. 3 0.060

Analysis F = 55.28 Comparison 2 vs. 4 0.026
of variance P = 0.000 3 vs. 4 0.709

Figure 6. The effect of different atrial pacing modes compared with sinus rhythm upon SA-IEGM parameters
obtained from left-atrial leads in the same patient.
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pacing, while CS and BiA pacing reduced the ALP
occurrence to 38% and 12%, respectively.

The obtained results confirm that BiA pacing
remarkably shortens the duration of atrial poten-
tial, significantly decreasing the occurrence of atrial
late potentials in both external and right-atrial le-
ads, although it fails to eliminate ALP in almost half
of the patients in the right atrium. This observation,
coherent with previous studies, seems to be prin-
cipal. It confirms the existence of “purely right-
atrial” late potentials. In the spotlight of the obta-
ined data, the late micropotentials recorded at si-
nus rhythm could not just be the effect of far-field
sensing of delayed activation of the left atrial late-
ral wall, since during BiA pacing this region is acti-
vated at the very beginning of atrial potential. This
corresponds to the common opinion of electrophy-
siologists that local conduction disturbances in the
right atrium are “the key to atrial arrhythmias”.

In the spotlight of the demonstrated data, stan-
dard BiA pacing (from RAA and distal CS) does not
restore the synchrony of activation in the right
atrium, where regions of delayed activation can be
still present. The discovered phenomenon can elu-
cidate the lack of antiarrhythmic effectiveness of
BiA pacing in many patients. The presented data
advocate the search for another site for the right-
atrial lead in BiA pacing systems or the potential
utility of trifocal pacing, particularly in patients with
severe conduction disturbances within the atria,
with recurrent AF, in whom BiA pacing fails to re-
store the synchrony of atrial activation.

Discussion

Local conduction disturbances (delayed and
anisotropic conduction) increase inhomogeneity of

depolarization and repolarization within the atria
[13, 29, 32–34, 41, 42]. Inconsistent extinction of
atrial depolarization manifests with low-amplitude
micropotentials omitted in standard ECG [45–48].
The signal-averaging technique allows those signals
to be augmented, appearing in the form of micro-
oscillations in the final part of the atrial potential,
which can identify those patients having high risk
of atrial arrhythmia [45–48]. In the past few years
our group has applied this technique for the esti-
mation of electrophysiological consequences of dif-
ferent atrial pacing modes [26, 27]. Electrophysio-
logical study, yielding precise data concerning in-
teratrial conduction, effective refractory period,
maximal conduction delay after extrastimuli or the
zones of delayed activation are standard tools for
the assessment of the effects of cardiac pacing in
the acute experiment [13, 29, 32–34, 41, 42] but
unsuitable for patients with implanted resynchro-
nizing pacing systems. Therefore, in recent years,
we have applied recordings obtained via pacemaker
telemetry from atrial leads to evaluate the conduc-
tion parameters at sinus rhythm, as well as during
single- or dual-site atrial pacing [14, 24, 44]. In pre-
vious studies we demonstrated that RAA pacing
prolonged atrioventricular conduction (+30 ms in com-
parison to sinus rhythm), P wave duration (+17 ms),
interatrial conduction time (+40 ms) and total atrial
activation time (+25 ms). Bipolar CS pacing had no
apparent influence upon atrioventricular conduction
and P wave duration, while BiA pacing dramatical-
ly improved atrial synchrony, shortening P wave
duration (–25 ms) and TAAT (–54 ms). Furthermore,
a moderate increase in pacing rate from RAA resul-
ted in substantial prolongation of TAAT (+26 ms),
with only a slight effect when pacing from CS (+14 ms).
These results indicate that standard RAA pacing

Table 6. Presence of atrial late potentials (ALP) during sinus rhythm (SR) and right atrial (RA), coronary
sinus (CS) and biatrial pacing (BiA)  in recordings from conventional (external) and intra-atrial (Int. RA,
Int. LA) leads

Leads External Int. RA Int. LA

ALP Yes No Yes No Lack* Yes No

SR 19 5 23 1 0 19 3
79.2% 20.8% 95.8% 4.2% 0% 86.4% 13.6%

RA 24 0 22 1 1 24 0
100.0% 0% 95.6% 4.3% 4.3% 100.0% 0%

CS 21 3 22 2 0 9 15
87.5% 12.5% 91.7% 8.3% 0% 37.5% 62.5%

BiA 2 22 11 13 0 3 21
8.3% 91.7% 45.8% 54.2% 0% 12.5% 87.5%

*Impossible to evaluate (terminal part of A wave cancelled in V wave)
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increases the asynchrony of atrial activation, sug-
gesting that CS and BiA pacing could be favourable
[14, 25, 44]. This method, however, did not allow
assess local conduction disturbances. Consequen-
tly, we applied the analysis of time-domain parame-
ters of signal-averaged P wave [26, 27]. With this
method, BiA pacing remarkably improved the syn-
chrony of atrial excitation (reflected in a shortening
of filtered P wave duration and normalization of
RMS20 and LAS5 parameters) compared to sinus
rhythm and RAA pacing in the same patients. Sin-
gle-site (unipolar) coronary sinus pacing did not
influence P wave duration and raised the RMS20
value only insignificantly [26, 27]. Since the leads
in that group of patients were connected in a row,
it was not possible to evaluate the previously descri-
bed effect of high-energy bipolar CS pacing [24, 25].
In 1999 Orr at al. [35] confirmed that BiA pacing
significantly shortens SA-ECG P wave duration,
with no influence on its frequency-domain parame-
ters; he did not compare, however, different modes
of atrial pacing. In 2001 Yamada et al. [48] confir-
med the unfavourable effects of RAA pacing, which
prolonged filtered P wave duration (147 vs. 167 ms)
with no apparent effect on its dispersion and RMS20
value; on the contrary, pacing of Bachmann’s
bundle region resulted in significantly shortened
filtered P wave (147 vs. 126 ms), decreased disper-
sion of P wave and doubled RMS20 value
(2.0 µV vs. 4.3 µV). Yamada et al. [48] also emphasi-
zed the arrhythmogenic consequences of RAA pacing.

The main disadvantages of conventional
SA-ECG technique are low signal amplitude, and
the notched and relatively sluggish onset of the
P wave recorded from orthogonal Frank’s leads (par-
ticularly in patients with recurrent atrial arrhyth-
mias), which impedes its use as a synchronization
trigger in the signal-averaging process. Alternati-
vely, use of the R wave for synchronization is limi-
ted by the variant P-R segment [45–48]. Recently
we proposed a solution to this problem by applying
a signal-averaging technique to process the intra-
cardiac potentials recorded from atrial pacing leads
during BiA pacing system implantation procedure
[37–40]. The study demonstrated that the intracar-
diac signals can be processed in the same mode, and
analysis of intra-atrial filtered A wave duration and
its RMS20 and LAS5 parameters provides more
precise information on atrial electrophysiology than
external SA-ECG [37–40].

In the present study, we demonstrated that
RAA pacing, in comparison to sinus rhythm, signi-
ficantly prolongs P wave duration, TAAT, S-Q in-
terval, external SA-ECG P wave duration, intracar-

diac SA-IEGM A wave duration in both atria and
LAS5 values in external and right-atrial leads; it also
produces unfavourable, although not significant,
changes in RMS20 values. Pacing from distal CS (in
comparison to sinus rhythm) significantly shortens
filtered A wave duration in the left atrium with no
significant shift in other parameters. Biatrial pacing
brings about the most dramatic, yet positive, chan-
ges: it shortens P wave duration, TAAT, S-Q inte-
rval, external SA-ECG P wave duration, intracar-
diac SA-IEGM A wave duration in both atria and
LAS5 values (although not significantly) in exter-
nal and intra-atrial leads; moreover, BiA pacing si-
gnificantly increases RMS20 values in external and
both intra-atrial leads. During RAA pacing, atrial
late potential criteria were positive in virtually all
patients in external, right- and left-atrial leads; du-
ring CS pacing ALP occurrence decreased (exter-
nal: 87%, RA: 92%, LA: 38%) — this effect is even
stronger with BiA pacing (8%, 46% and 12%, re-
spectively).

The switch from standard atrial (RAA) to BiA
pacing significantly reduced ECG P wave duration
(–63 ms), TAAT (–74 ms), S-Q (–49 ms), external
SA-ECG P wave duration (–48 ms) and intracardiac
SA-IEGM A wave duration in the right (–62 ms) and
left (–72 ms) atria. This switch also shortened LAS5
values in external (–9 ms), right-atrial (–16 ms) and
left-atrial (–8 ms) leads. The switch from RAA to
BiA pacing favourably increased RMS20 values in
external (+1.0 µV), right-atrial (+1.4 µV) and left-
atrial (+1.6 µV) leads. These results support the
consideration of the location of atrial leads in sites
other than RAA in patients with bradytachycardia
syndrome and coexisting conduction disturbances
within the atria.

The type of atrial pacing has a strong influen-
ce on atrial electrophysiology since RAA pacing
greatly prolongs atrial potential and increases the
micro-oscillations in its terminal part. Distal CS
pacing, compared to sinus rhythm, does not influ-
ence atrial potential duration or its terminal frac-
tion. Simultaneous pacing from RAA and distal CS
(BiA pacing) remarkably decreases the duration of
atrial potential and its terminal micro-oscillations.
The occurrence of atrial late potential criteria in the
right atrium suggests the presence of local conduc-
tion disturbances that are not eliminated by BiA
pacing.

These findings correspond with clinical data
regarding the surprisingly good antiarrhythmic ef-
fect of permanent CS pacing in some patients
[20–25, 28], as well as with some observations on
limited antiarrhythmic effectiveness of BiA pacing
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in patients with severe conduction disturbances
within the atria [14, 16, 17, 31, 36]. This confirms
the common opinion that the local conduction
disturbances in the right atrium are “the key to atrial
arrhythmias” [29, 32–34, 42]. Our study demo-
nstrated that, in spite of BiA pacing, there are re-
gions of delayed activation in the right atrium; incom-
plete resynchronisation could explain the ineffecti-
veness of arrhythmia suppression in some patients.
These findings advocate the search for another site
for the right-atrial lead in the BiA pacing system (re-
gion of Bachmann’s bundle or sinus node?) and the
potential usefulness of bifocal right-atrial pacing, par-
ticularly in patients with severe conduction distur-
bances within the right atrium, in whom BiA pacing
fails to restore the synchrony of atrial activation.

Limitations of the study
The signal-averaging process was triggered by

the R wave, since P wave synchronization was ina-
dequate in patients with fragmented, low-amplitu-
de P wave - numerous in the studied group. The
applied “left atrial” lead system is not purely left
atrial — introduction of a multipolar catheter to the
left atrium via transseptal approach and the selec-
tion of three bipolar leads would be a better option.
It is a routine procedure during pulmonary vein
ectopy mapping and ablation but not during pace-
maker implantation. In the study group there were
no indications for left heart catheterization; there-
fore, we applied a pacing electrode introduced to the
coronary sinus connected to the tip and ring of the
electrode placed in the low right atrium. Consequ-
ently, in the “left atrial” leads, the activation of the
lower part of the right atrium was additionally re-
corded. Since the final part of the left atrial excita-
tion has superior importance, we consider this so-
lution satisfactory. The study was performed in
a selected group of patients with recurrent atrial
arrhythmia and substantial conduction disturbances
within the atria; thus, our conclusions must not be
applied to the general population of patients with
paroxysmal atrial fibrillation.

Conclusions

1. Right atrial appendage pacing, in comparison
to sinus rhythm, significantly prolongs P wave
duration, TAAT, S-Q interval, external SA-ECG
P wave duration, intracardiac SA-IEGM A wave
duration in both atria and LAS5 values in exter-
nal and right-atrial leads; it also produces unfa-
vourable, though not significant, changes in
RMS20 values.

2. Pacing from distal CS (in comparison to sinus
rhythm) significantly shortens filtered A wave
duration in the left atrium with no significant
shift in other parameters.

3. Biatrial pacing brings about the most significant
changes: it shortens P wave duration, TAAT,
S-Q interval, external SA-ECG P wave duration,
intracardiac SA-IEGM A wave duration in both
atria and LAS5 values (although not significan-
tly) in external and intra-atrial leads; moreover,
BiA pacing significantly increases RMS20 valu-
es in external and both intra-atrial leads.

4. During RAA pacing, atrial late potential crite-
ria were positive in nearly all patients in exter-
nal and right- and left-atrial leads; during CS
pacing, ALP occurrence decreases (external:
87%, RA: 92%, LA: 38%); this effect is even
stronger with BiA pacing (8%, 46% and 12%,
respectively).

5. The site of atrial pacing has a profound influ-
ence upon atrial electrophysiology; RAA pacing
distinctly prolongs atrial potential and incre-
ases the micro-oscillations in its terminal part.
Distal CS pacing, compared to sinus rhythm,
does not influence atrial potential duration or
its terminal fraction. Simultaneous pacing from
RAA and distal CS (BiA pacing) remarkably
decreases the duration of atrial potential and
its terminal micro-oscillations.

6. The occurrence of atrial late potential criteria
in the right atrium suggests the presence of
local conduction disturbances which are not
eliminated by BiA pacing.

Acknowledgements

The authors do not report any conflict of inte-
rest regarding this work.

The study was supported by unrestricted grant
of the Medical University of Lublin (DS 232/05–07).

References

1. Murgatroyd FD. Modes of onset of spontaneous episodes of atrial
fibrillation: Implications for the prevention of atrial fibrillation
by pacing. In: Daubert JC, Prystowsky EN, Ripart A eds. Pre-
vention of tachyarrhythmias with cardiac pacing. Futura Pub-
lishing Company Inc., Armonk, NY 1997: 53–65.

2. Hayes DL. Prevention of permanent and paroxysmal atrial tachy-
arrhythmias with permanent cardiac pacing: the role of pacing
mode. In: Daubert C, Prystovsky E, Ripart A eds. Prevention of
tachyarrhythmias with cardiac pacing. Futura Publishing Com-
pany Inc., Armonk, New York 1997: 67–85.

3. Slade AKB, Murgatroyd FD, Ricard Ph, Levy S, Camm J. Pace-
makers and implantable defibrillators in atrial fibrillation. In:
Falk RH, Podrid PhJ eds. Atrial fibrillation: mechanisms and



141

Andrzej Kutarski et al., Effects of different atrial pacing modes evaluated by intracardiac signal-averaged ECG

www.cardiologyjournal.org

management. Lipnicott-Raven Publishers, Philadelphia, New
York 1997: 439–463.

4. Spurrell Ph, Sulke N. Pacing and defibrillation for the prevention
and termination of atrial fibrillation. In: Ovsyshcher IE ed. Car-
diac arrhythmias and device therapy: Results and perspectives
for the new century. Futura Publishing Company Inc., Armonk,
New York 2000: 181–188.

5. Fischer W, Ritter Ph. Cardiac pacing in clinical practice. Springer-
-Verlag Berlin, Heidelberg 1998: 166–202.

6. Ricci R, Padeletti L, Puglisi A et al. Pacing to prevent atrial
fibrillation: Consistent atrial pacing algorithm. VIII International
Symposium on Progress in Clinical Pacing, Rome-Italy, 1–4 De-
cember 1998: 307–312.

7. Attuel P. Therapy and prevention of atrial fibrillation by over-
drive stimulation? Herzschr Elektrophys, 2000; 20: 104–111.

8. Zucker IR, Parsonnet V, Gilbert L. A method of permanent trans-
venous implantation of an atrial electrode. Am Heart J, 1973; 85:
195–198.

9. Porstmann W, Witte J, Dressler L, Schaldach M, Vogel I, Warnke H.
P wave synchronous pacing using atrial electrode implanted
without thoracotomy. Am J Cardiol, 1972; 30: 74–77.

10. Barold SS, Cazeau S, Mugica J, Garrigue S, Clementy J. Perma-
nent multisite pacing. PACE, 1997; 20: 2725–2729.

11. Folino AF, Buja G, Dal Corso L, Nava A. Incidence of atrial
fibrillation in patients with different mode of pacing. Long term
follow-up. PACE, 1997; 20: 1544 (abstract).

12. Moracchini P, Tesorieri MC, Giuliani M, Melandri F, Zennaro GR.
Atrial fibrillation incidence in patients with VDD single-lead and
DDD pacing system. PACE, 1997; 20: 1549 (abstract).

13. Centurion O, Isomoto S, Fukatani M et al. Relationship between
atrial conduction defects and fractionated endocardial electro-
grams in patients with sick sinus syndrome. PACE, 1993; 16:
2022–2033.

14. Kutarski A, Oleszczak K, Wójcik M, Poleszak K, Widomska-
-Czekajska T. Electrophysiologic and clinical aspects of perma-
nent biatrial and lone atrial pacing using a standard DDD pace-
maker. Progr Biomed Res, 2000; 5: 19–32.

15. Furman S. Sensing and timing of the cardiac electrogram.
W: Furman S, Hayes DL, Holmes DR eds. A practice of cardiac
pacing. Futura Publishing Company, New York 1993: 89–
–133.

16. Daubert C, Leclercq Ch, Pavin D, Mabo Ph. Biatrial synchronous
pacing: A new approach to prevent arrhythmias in patients with
atrial conduction block. In: Daubert C, Prystowsky E, Ripart A
eds. Prevention of tachyarrhythmias with cardiac pacing. Futura
Publishing Company Inc., Armonk, New York 1997: 99–119.

17. Daubert JC, D’Allonnes GR, Mabo Ph. Multisite atrial pacing to
prevent atrial fibrillation. Proceeding of International Meeting
”Atrial fibrillation 2000”, Centro Editoriale Pubblicitario Ital-
iano, Bologna, Italy, September 16–17, 1999: 109–112.

18. Saksena S, Prakash A, Hill M, Krol R, Munsif AN, Mathew PP.
Prevention of recurrent atrial fibrillation with chronic dual-site
right atrial pacing. J Am coll Cardiol, 1996; 28: 687–694.

19. Delfaut P, Saksena S, Prakash A, Krol RB. Long-term outcome
of patients with drug-refractory atrial flutter and fibrillation after
single and dual-site atrial pacing for arrhythmia prevention.
J Am Coll Cardiol, 1998; 32: 1900–1908.

20. Moss AJ, Rivers RJ, Kramer DH. Permanent pervenous atrial
pacing from the coronary vein. Long-term follow-up. Circula-
tion, 1974; 49: 222–225.

21. Moss AJ, Rivers RJ. Atrial pacing from the coronary vein. Ten-
-year experience in 50 patients with implanted pervenous pace-
makers. Circulation, 1978; 57: 103–106.

22. Greenberg P, Castellanet M, Messenger J, Myrvin HE. Coronary
sinus pacing. Clinical fallow-up. Circulation, 1978; 57: 98–103.

23. Kutarski A, Oleszczak K, Poleszak K, Koziara D. Coronary si-
nus. The second standard position for permanent atrial pacing.
In: Vardas PE ed. Europace 1997. Monduzzi Editore, Bologna,
Italy 1997: 405–409.

24. Kutarski A, Poleszak K, Koziara D, Oleszczak K. Coronary si-
nus BP permanent pacing: A simple atrial pacing mode for atrial
resynchronization and prevention of atrial arrhythmias? XIII
World Congress of Cardiology Rio De Janeiro (Brazil), Monduzzi
Editore, April 26–30, 1998: 367–371.

25. Kutarski A, Oleszczak K, Wójcik M, Ruciński P. Resynchronis-
ing and antiarrhythmic effect of high-energy bipolar coronary
sinus pacing. Progr Biomed Res, 2000; 5: 372–384.

26. Szczęśniak D, Kutarski A, Głowniak A. Right atrial pacing and
coronary sinus pacing — signal-averaged P wave assessment.
Cardiovascular Diseases 2002 2nd International Congress on Car-
diovascular Diseases Kosice (Slovakia), April 25–27, 2002. Mon-
duzzi S.p.A. MEDIMOND Inc, Bologna, Italy 2002; C 425C0064:
101–105.

27. Kutarski A, Wójcik M, Głowniak A, Sodolski T, Widomska-
-Czekajska T. P wave signal averaged time domain parameters
and averaged P wave dispersion during different atrial pacing
modes in patients with atrial arrhythmias. Herzschr Elektro-
phys, 2000; 11: 117–123.

28. Kutarski A, Schaldach M. Easy and safe permanent left atrial
pacing — challenge for the beginning of the new century.
W: Ovsyshcher IE ed. Cardiac arrhythmias and device therapy:
Results and perspectives for the new century. Futura Publish-
ing Company Inc., Armonk, New York 2000: 401–408.

29. Papageorgiou P, Monahan K, Boyle NG et al. Site-dependent
intra atrial conduction delay: relationship to initiation of atrial
fibrillation. Circulation, 1996; 94: 384–389.

30. Daubert C, Mabo Ph, Berder V, De Place Ch, Kermarrec A,
Paillard F. Simultaneous dual atrium pacing in high degree in-
teratrial blocks: Hemodynamic results. Circulation, 1991; 84:
1804 (abstract).

31. Kutarski A. Practical and technical aspects of biatrial pacing. W:
Ovsyshcher IE ed. Cardiac arrhythmias and device therapy: re-
sults and perspectives for the new century. Futura Publishing
Company Inc., Armonk, New York 2000: 167–174.

32. Papageorgiou P, Anselme F, Kirchof CJHJ, Monahan K,
Rasmussen CAF. Coronary sinus pacing prevents induction of
atrial fibrillation. Circulation, 1997; 96: 1893–1898.

33. Yu W-C, Chen SA, Tai C-T, Feng A-N, Chang M-S. Effect of
different atrial pacing modes on atrial electrophysiology. Impli-
cating the mechanism of biatrial pacing in prevention of atrial
arrhythmias. Circulation, 1997; 96: 2992–2996.

34. Ogawa M, Suyama K, Kurita T et al. Acute effects of different
atrial pacing sites in patients with atrial fibrillation: Comparison
of single site and biatrial pacing. PACE, 2001; 24: 1470–1478.

35. Orr WP, Stafford PJ, Bashir Y, Paul V. Is suppression of atrial
fibrillation by synchronised bi-atrial pacing related to shortening
of intra-atrial conduction delay. PACE, 1999; 22: 15 (abstract).

36. Daubert JC, D’Allones GR, Pavin D, Mabo Ph. Prevention of
atrial fibrillation by pacing. In: Ovsyshcher IE ed. Cardiac ar-
rhythmias and device therapy: Results and perspectives for the



142

Cardiology Journal 2008, Vol. 15, No. 2

www.cardiologyjournal.org

new century. Futura Publishing Company Inc., Armonk, New
York 2000: 155–166.

37. Kutarski A, Głowniak A, Szczęśniak D, Ruciński P. Intracardiac
signal averaged ECG for evaluation of atrial late potentials. In:
Tse H-F, Lee K.L, Lau C-P eds. Clinical cardiac pacing and
electrophysiology. Monduzzi Editore S.p.A. MEDIMOND Inc.,
Bologna, Italy 2003; D219C0467: 401–406.

38. Głowniak A, Kutarski A, Szczęśniak D, Ruciński P, Widomska-
-Czekajska T. Change in surface and intra-atrial signal-averaged
P-wave during biatrial pacing. In: Tse H-F, Lee KL, Lau C-P
eds. Clinical cardiac pacing and electrophysiology. Monduzzi Ed-
itore S.p.A. MEDIMOND Inc., Bologna, Italy 2003; D219C0469:
415–422.

39. Kutarski A, Głowniak A, Szczęśniak D, Ruciński P. Intra-atrial
A wave high gain SA IEGM: The comparison with conventional
findings. Inter J Bioelectromagnetism, 2003; 5 269 (abstract).

40. Kutarski A, Głowniak A, Szczęśniak D, Ruciński P. Effects of
different atrial pacing modes evaluated by intracardiac signal-aver-
aged ECG. Inter J Bioelectromagnetism, 2003; 5: 373 (abstract).

41. Prakash A, Saksena S, Hill M et al. Acute effects of dual site right
atrial pacing in patients with spontaneous and inducible atrial flut-
ter and fibrillation. Am J Coll Cardiol, 1997; 29: 1007–1014.

42. Spach MS, Dolber PC, Heidlage JF. Influence of passive aniso-
tropic properties on directional differences in propagation fol-
lowing modification of the sodium conductance in human atrial

muscle: a model of reentry based on anisotropic discontinuous
propagation. Circ Res, 1988; 62: 811–832.

43. Kingma JH, Suttorp MJ, Beukema WP. Management of atrial
fibrillation: from palliation to intervention. In: Kingma JH,
van Hemel NM, Lie KI eds. Atrial fibrillation, a treatable dis-
ease? Kulver Academic Publishers, Netherlands 1992: 271–284.

44. Kutarski A, Wójcik M, Oleszczak K. How useful are telemetri-
cally obtained intracardiac electrocardiograms for evaluating atri-
al conduction disturbances in patients with an implanted biatrial
pacing system? Progr Biomed Res, 2000; 5: 297–306.

45. Fukunami M, Takahisa Y, Ohmori M et al. Detection of patients
at risk for paroxysmal atrial fibrillation during sinus rhythm by P
wave-triggered signal-averaged electrocardiogram. Circulation,
1991; 83: 162–169.

46. Michelicci A, Padeletti L, Chelucci A et al. Influence of age, lead
axis, frequency of arrhythmic episodes and atrial dimension on
P wave triggered SAECG in patients with lone paroxysmal atrial
fibrillation. PACE, 1996; 19: 758–767.

47. Hiraki T, Ikeda H, Ohga M et al. Frequency and time-domain
analysis of P wave in patients with paroxysmal atrial fibrillation.
PACE, 1998; 21: 56–64.

48. Yamada T, Masatake F, Tsuyoshi S et al. Effect of atrial septal
pacing on P wave duration dispersion and late potentials in
patients with paroxysmal atrial fibrillation. Am J Cardiol, 2001;
88: 795–798.


