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METHOD AND APPARATUS FOR CLASSIFYING 
AND LOCALIZING HEART ARRHYTHMIAS 

[0001] This application is a continuation of US. applica 
tion Ser. No. 10/323,423, ?led Jun. 3, 2003, Which claims 
the bene?t of US. Provisional Application No. 60/412,148, 
?led Sep. 19, 2002. The entire contents of both applications 
are incorporated herein by reference. 

BACKGROUND OF INVENTION 

[0002] 1. Field of the Invention 

[0003] This invention relates generally to the ?eld of heart 
rhythm disorders and more speci?cally to systems and 
methods for analyzing the electrocardiogram, pacing and 
mapping the heart for the diagnosis and treatment of cardiac 
conditions. 

[0004] 2. History of Technology 

[0005] A normal heartbeat consists of an organized 
sequence of conduction and orderly myocardial contraction. 
Normal (sinus) rhythm begins When the sinoatrial node (or 
“SA node”) generates a depolarization Wavefront in atrium. 
The impulse causes adjacent atrial cells to depolarize in a 
spreading Wavefront, resulting in the “P-Wave” on the Elec 
trocardiogram (ECG), Which causes the atria to contract and 
empty blood into the ventricles. Next, the impulse is deliv 
ered via the atrioventricular node (or “AV node”) and the 
bundle of His to myocardial tissue cells of the ventricle. 
Depolarization propagates similarly across ventricular cells, 
resulting in the “QRS” complex on the ECG, causing the 
ventricles to contract and eject blood into the lungs and the 
systemic circulation. 

[0006] Unfortunately, several important and common dis 
eases result When aberrant conductive pathWays develop and 
disrupt the normal paths of atrial or ventricular depolariza 
tion. In general, anatomic barriers (known as “conduction 
blocks”) can develop and disorganize the electrical impulse 
into Wavelets that circulate around the barrier. In addition, 
localized regions of scarred or ischemic tissue may propa 
gate depolarization sloWer than normal tissue, causing “sloW 
conduction zones” (SCZ) Which facilitate the Wavelets to 
create errant, circular propagation patterns. The “reentry” or 
“circus motion” resulting from these effects disrupts normal 
depolarization and contraction of the atria or ventricles, and 
can lead to abnormal rhythms (“arrhythmias”). 

[0007] Arrhythmias cause signi?cant mortality and mor 
bidity in the United States. Arrhythmias can include fast 
rhythms (“tachycardias”) and sloW rhythms (“bradycar 
dias”). Both can be life-threatening or cause symptoms such 
as shortness of breath, chest pain, dizziness, loss of con 
sciousness or stroke. Ventricular arrhythmias are the most 
common cause of sudden death, causing over 300,000 
deaths per year. Ventricular arrhythmias include ventricular 
tachycardia (VT) and ?brillation (VF). Atrial arrhythmias 
are very common and cause many symptoms. They include 
atrial ?brillation (AF), the most common arrhythmia in the 
U.S., affecting up to 5% of the population, atrial tachycardia 
(AT) and atrial ?utter (AFL). 

[0008] Accurate and precise diagnosis of the arrhythmia is 
critical in customizing medication therapy for the patient, 
and to provide accurate advice on the likely outcomes of 
therapy for that patient. In addition, many arrhythmias are 
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cured noWadays by precisely destroying tissue (knoWn as 
“ablation”) responsible for aberrant conduction using a 
specialized electrical probe (or “catheter”). For example, 
typical atrial ?utter, in Which the circuit involves the sub 
eustachian isthmus of the right atrium, is successfully cured 
in this Way. HoWever, other rhythms that may appear similar 
on the surface ECG, such as atypical AFL, may involve 
circuits that vary betWeen successive beats and may not 
consistently involve the isthmus. These rhythms are less 
successfully ablated. The precise diagnosis and localization 
of the tissue responsible for an arrhythmia is clearly impor 
tant for successful ablation. 

1. Diagnosis 

[0009] Current techniques for precise heart rhythm diag 
nosis are sub optimal and cumbersome. Although the elec 
trocardiogram (ECG) recorded from the body surface forms 
the cornerstone of diagnosis, current interpretation methods 
often cannot determine the arrhythmia diagnosis. Invasive 
electrophysiologic study is then required to con?rm the 
diagnosis and decide upon treatment, although this involves 
discomfort and risk to the patient. For example, the ECG 
often cannot separate typical and atypical AFL. HoWever, 
this distinction is important since typical AFL is best treated 
by ablation While atypical AFL is more dif?cult to ablate and 
is often treated With medications. Thus, invasive electro 
physiologic study may be performed, only to ?nd atypical 
AFL and recommend drug treatment. There is a pressing 
need to improve upon the prior art and alloW accurate 
diagnosis from the standard 12-lead body surface ECG of 
the various forms of AFL, other atrial arrhythmias and forms 
of VT. 

2. Arrhythmia Localization, Catheter Guidance and Deter 
mination of Ablation Success 

[0010] For successful ablation, destructive energy is typi 
cally targeted and delivered using a catheter positioned in 
contact With tissue integral to the circuit. The ?rst pass at 
arrhythmia localization is made using the ECG. HoWever, 
current methods of analyzing the ECG are often inadequate 
even to determine if the rhythm originates in the atria or 
ventricle (such as “Wide complex tachycardias”), or Whether 
it primarily involves the left or right side of the heart (such 
as atypical AFL). HoWever, these distinctions are important 
since they determine the recommendation for medical or 
invasive therapy, and the type of invasive therapy (including 
ablation or surgery). There is a real need for methods to 
improve arrhythmia localization from the ECG, to help 
avoid electrophysiologic study in some patients While guid 
ing the study in others. 

[0011] More precise arrhythmia localization is usually 
performed during invasive electrophysiologic study. These 
methods generally involve placing a catheter close to the 
arrhythmia circuit. This is indicated When the signals after 
stimulating the heart (“pacing”) match those during the 
actual arrhythmia. HoWever, this requires considerable skill 
and is often cumbersome even for practitioners skilled in the 
prior art. All methods require the physician to assimilate and 
compare the shape and relative timing of multiple (often 
10-15) complex signals from the ECG and inside the heart 
(“intracardiac”), during each pacing episode. This is a ?eld 
in Which numerical and computer processing should have 
led to increased precision and ef?ciency. HoWever, the prior 
art has yet to ?ll this void; most practitioners use their expert 
knoWledge to process information in much the same Way as 
they did a decade ago. 
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[0012] Once a catheter is maneuvered to the located 
arrhythmia circuit, it is used to deliver destructive energy 
(“ablation”). Determining Whether ablation is successful is 
also sub optimal. It requires the physician to be unable to 
re-induce the arrhythmia. HoWever, this is not foolproof 
since many arrhythmia circuits are induced on a sporadic 
basis in the ?rst place. There is clearly a need for quantita 
tive methods to reproducibly determine if activation of the 
arrhythmia circuit has been eliminated by ablation. 

3. Pacemaker and De?brillator Lead Positioning 

[0013] The leads of pacemakers and implantable de?bril 
lators are required to pace or deliver high-voltage energy to 
(“de?brillate”) a heart chamber. This purpose is best served 
by placing leads close to arrhythmia circuits. HoWever, this 
customiZation for each patient is not performed, and leads 
are generally placed in standard anatomic locations. This is 
because current methods for arrhythmia localiZation are 
dif?cult to implement When implanting a lead. Therefore, 
even though an atrial lead Would better terminate AFL, for 
example, if placed in the right atrial isthmus, it is usually 
placed in the right atrial appendage. Similarly, the ventricu 
lar lead of an implantable cardiac de?brillator is rarely 
targeted to a site of VT, even though pacing and de?bril 
lating rhythms emanating from that site may be the main 
function of that device. 

[0014] Amethod to quickly and systematically localiZe an 
arrhythmia circuit during implantation of a pacer or de?bril 
lator lead Would signi?cantly advance the performance of 
each of these frequently implanted devices. 

4. Arrhythmia Risk Strati?cation 

[0015] The prediction of Whether a patient Will develop an 
arrhythmia in the future is becoming increasingly important. 
This is particularly true for VT and VP, Where the ?rst 
occurrence may cause death, but is also important for AF 
and other arrhythmias. HoWever, the current art is sub 
optimal in this “risk strati?cation” since it is rarely able to 
detect substrates until the patient has a documented arrhyth 
mia. Although there are several methods to determine the 
risk for VT or VF, none are very accurate and they have not 
entered routine clinical practice. The prior art for predicting 
AF, AFL and other atrial arrhythmias is even more rudimen 
tary. 

[0016] There is a very real need to improve risk strati? 
cation for these arrhythmias. Waiting for VT or VF to occur 
puts the patient at an unacceptable risk (a third or more Will 
not survive), but if identi?ed ahead of time they may receive 
proven life-saving treatment such an implantable cardio 
verter de?brillator. Similarly, Waiting for AF or AFL to occur 
delays treatment, While earlier diagnosis and treatment 
makes them less likely to progress and reduces the risk for 
stroke and other complications. 

PRIOR TECHNOLOGY 

[0017] This section Will describe prior technology in each 
of the areas covered by the invention. 

1. Diagnosis 

[0018] The surface ECG is by far the most common 
technology used by skilled practitioners to diagnose an 
arrhythmia. The prior art describes several methods to use 
the ECG to broadly classify rhythms including AF, typical or 
atypical AFL, VT or VF. HoWever, these methods are limited 
When attempting to separate related rhythms, such as AF or 
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AT from AFL as shoWn by Horvath et al. [1], or When more 
precisely localiZing atrial [2] or ventricular circuits. 

[0019] Several methods can improve ECG diagnosis of 
atrial rhythm events by enhancing P-Wave detection. These 
include methods to subtract out the QRS complex including 
US. Pat. No. 4,721,114 issued to DuFault and Work by Xue 
et al. HoWever, these methods simply enhance atrial 
activity. Fast atrial rates are likely to signify AF. This can be 
detected via frequency analysis of the surface ECG, as in 
US. Pat. No. 6,064,906 issued to Langberg. The shape of the 
P-Wave can also help localiZe sites of origin in the atria, such 
as Work by Tang et al. [2], and pulmonary veins Recent 
methods have used high spatial resolution body surface 
potential maps to improve the non-invasive detection of 
atrial activation and its vector of activation, such as Work by 
SippensGroeneWegen et al. 

[0020] Several methods have been used to diagnose ven 
tricular arrhythmias from the ECG. The most frequently 
used prior art includes the criteria of Brugada et al. [6] to 
separate VT from types of atrial arrhythmia that appear 
similar. If a beat is thought to arise from a ventricular site, 
ECG vector analysis can determine the location of that site 
[7]. Finally, high spatial resolution ECGs have also been 
used to better de?ne the direction of activation in VT, such 
as Work by Peeters et al. 

[0021] Currently, When a de?nitive diagnosis of an 
arrhythmia is required, intracardiac signals have to be ana 
lyZed. Such signals are obtained at invasive electrophysi 
ologic study, Which introduces discomfort and potentially 
serious risks to the patient. At invasive study, signals are 
recorded from each chamber of the heart, enabling their 
relationship to be easily determined. Notably, most of the 
prior art focuses on diagnosis using the ECG or intracardiac 
signals, but not both. 

[0022] Using intracardiac atrial and ventricular signals, 
much of the prior art focuses on detection of high rates. AP 
has been diagnosed from high atrial rates in US. Pat. No. 
5,522,852 issued to White, US. Pat. No. 6,041,251, issued 
to Kim and US. Pat. No. 5,827,197 issued to Bocek. High 
rates are also analyZed as high frequencies in US. Pat. No. 
6,178,347 issued to Olsson. In particular, Work by Stambler 
et al. [9] shoWed that, after QRS subtraction, AF is repre 
sented by several frequency components in a broad band 
Width. US. Pat. No. 5,868,680 issued to Steiner reports that 
When AF becomes more organiZed, indicated by distinct 
frequency characteristics, it is more likely to terminate. 
Other Work, such as US. Pat. No. 5,366,486 issued to Zipes 
and US. Pat. No. 5,509,925 issued to Adams, used signal 
regularity to diagnose AF and make similar inferences. 

[0023] AP and AFL have also been diagnosed using vari 
ability in the siZe or shape of atrial signals on intracardiac 
tracings. AF is associated With a fall in intracardiac atrial 
signal siZe in US. Pat. No. 5,720,295 issued to Greenhut, 
While atrial signal shapes distinguish AFL (consistent) to AP 
(variable) in US. Pat. No. 5,968,079 issued to Warman. 
HoWever, much of this Work cannot separate typical from 
atypical AFL, Which have similar rates and ECG appear 
ances, but different treatments. US. Pat. No. 5,782,876 
issued to Flammang and other Work use rules based on the 
rate and regularity of intracardiac atrial signals to separate 
AF from AFL. As a means to separate atypical AFL from AP, 
Which can be di?icult from the ECG, US. Pat. No. 5,817, 
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134' issued to Greenhut diagnosed AF When variability 
between 2 temporally or spatially separated atrial signals is 
high. US. Pat. No. 5,676,153 issued to Smith extends this 
concept by measuring the distance over Which atrial signals 
are part of the same Wavefront (“activation space constant”), 
thus separating AFL (most organized) from AF (least orga 
nized). 

[0024] Intracardiac diagnosis can also be based on the 
relationship betWeen atrial and ventricular activity (atrio 
ventricular relationship), such as US. Pat. No. 5,782,876 
issued to Flammang, while US. Pat. No. 5,542,430 issued to 
Farrugia and other Work describes hoW this relationship can 
be analyzed using neural netWorks. 

[0025] Analogous prior art pertains to ventricular rhythm 
diagnosis. For the surface ECG, VT and VF can be detected 
from a rapid rate, from Wide QRS complexes in US. Pat. 
No. 5,400,795 issued to Murphy, and via measures of ECG 
complexity in Work by Zhang et al. [10]. Using intracardiac 
signals, VT and VF have been detected from rapid ventricu 
lar signals in US. Pat. No. 5,891,170 issued to Nitzsche, 
signal shapes in US. Pat. No. 4,552,154 issued to Hartlaub, 
and systems that integrate many such criteria such as US. 
Pat. No. 5,542,430 issued to Farrugia. 

2. Arrhythmia Localization and Ablation 

[0026] TWo major concepts in the prior art help localize an 
electrode close to the arrhythmia circuit, to enable ablation 
or termination of the rhythm via pacing. First, pacing from 
the site of the arrhythmia Will produce a theoretically 
identical ECG to the tachycardia. This “pace mapping” is 
used at invasive electrophysiologic study When the patient is 
not in the arrhythmia [11], and is described in the section 
entitled Detailed Description of the Invention. Second, a 
catheter placed at the arrhythmia site Will record identically 
timed intracardiac signals and ECGs during tachycardia and 
When pacing. This “entrainment With concealed fusion” is 
used When the patient is in arrhythmia and Works for both 
atrial [12] and ventricular [13] rhythms, and is also 
described further in the Detailed Description of the Inven 
tion. Although this approach is the standard of care, it 
accurately identi?es the site to ablate in only 25% of 
ventricular [13] and 50% of atrial [12] rhythms. This shoWs 
the obvious difficulty for even the most skilled practitioners 
to compare differences betWeen 10-15 Waveforms from 
multiple catheter sites using just visual analysis. 

3. Assessment of Ablation or Termination E?fectiveness 

[0027] There are very feW methods in the prior art to 
determine if an arrhythmia has been ablated successfully. In 
the case of isthmus-dependent AFL, there are a feW 
examples. First, Work by Hamdan et al. [14] shoW that 
P-Wave develops a speci?c shape and vector during isthmus 
pacing if ablation Was successful. Second, a positive uni 
polar intracardiac signal on the opposite side of the ablation 
line to the pacing site [15] and, third, shoWing double 
potentials along the ablation line [16] indicate successful 
ablation. HoWever, these methods are cumbersome and not 
alWays accurate, and practitioners often use the inability to 
re-start an arrhythmia to indicate that it has been eliminated; 
as discussed, this may be inaccurate if arrhythmia induction 
is sporadic. 
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4. Pacemaker and De?brillator lead Positioning 

[0028] Placing a lead close to an arrhythmia site Will make 
it easier to terminate that arrhythmia by pacing or de?bril 
lation. The opposite is also true, and studies by Stevenson et 
al. [13] and Morton et al. [12] have shoWn that arrhythmias 
like AFL or VT are less easily terminated from a remote 
location. HoWever, the prior methods for locating an 
arrhythmia (mentioned above) are lengthy and difficult to 
perform during permanent pacemaker or de?brillator lead 
implantation. HoWever, targeting a speci?c lead position is 
increasingly felt to be important, and is already being done 
to improve the strength of heart contraction, such as Work by 
Leclercq et al. [17], and possibly to reduce arrhythmias, in 
Work by Zagrodzky et al. [18]. 
5. Arrhythmia Risk Strati?cation 

[0029] There are several prior art methods to stratify the 
risk for arrhythmias non-invasively from the ECG. HoW 
ever, they can have limitations and are rarely used except for 
research. To predict AF, Work by Steinberg et al. [19] and 
others shoW that prolonged atrial activity indicates sloW 
conduction and may predict AF, While recent Work by 
Narayan et al. [20] suggests that an alternation of the timing, 
shape or amplitude of the intracardiac atrial signals may 
predict AF. In the ventricle, Kleiger et al. [21] shoWed that 
reduced variability over 24 hours in the interval betWeen 
heart beats (“heart rate variability”) predicts VT or VF. SloW 
conduction through ventricular scar has been detected as 
“late potentials” at the end of ventricular depolarization, and 
may predict the risk for ventricular arrhythmias [22]. US. 
Pat. No. 4,802,481 issued to Cohen, and Work by others, 
describe techniques for using ?uctuations in the size of 
T-Waves (“T-Wave altemans”) to predict VT or VF. NeWer 
methods, such as US. Pat. No. 5,555,888 issued to BreWer 
use altered ventricular activation after sub-threshold current 
to assess the risk for VT or VF. 

De?ciencies in Prior Technology 

[0030] The prior art can have several signi?cant de?cien 
cies in each of the areas addressed by the current invention. 
Most prior art in the ?eld of arrhythmias has limited scope. 
Thus, methods exist that can use either the surface ECG or 
intracardiac signals, but feW that can use both. Similarly, 
there are several methods that apply for either atrial or 
ventricular arrhythmias, but feW that apply to either. Fur 
thermore, there are several methods that can examine the 
timing, spectra, spatial pattern or shape of ECG or intrac 
ardiac signals, but feW that incorporate all four. This lack of 
integration has arisen since methods focus on the manifes 
tations of arrhythmia substrates, rather than on the substrates 
themselves. This has sloWed technical advances in arrhyth 
mia management, since ECG diagnosis, arrhythmia local 
ization and catheter guidance have had to be separated. In 
contrast, the current invention studies temporal, spatial 
phase and spectral relationships that are true for surface 
ECG and intracardiac signals, and for atrial as Well as 
ventricular arrhythmias. 
1. Diagnosis 
[0031] Several speci?c de?ciencies can be identi?ed in the 
prior art. In general, the prior art focuses on arrhythmia 
diagnosis for implanted pacemakers and de?brillators, rather 
than on bedside clinical diagnosis. 

[0032] First, the prior art does not help very much in 
separate rhythms of similar rate and regularity from the 
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ECG. This remains a major dilemma since, for example, 
typical and atypical atrial ?utter (AFL) may co-exist as 
described by Horvath et al. Ablation of typical AFL in 
these cases is less successful. If co-existence Was known in 
advance, invasive study and its attendant risks may be 
avoidable. Another example is the diagnosis of a Wide 
complex tachycardia as either VT or SVT, despite the rules 
proposed by Brugada et al. 

[0033] Second, the prior art has limited methods for ana 
lyZing superimposed activity. The method of QRS subtrac 
tion is frequently applied to ‘uncover’ P-Wave activity, yet it 
introduces errors since the average QRS used for subtraction 
will differ from the actual QRS complex. These errors are 
often compounded if frequency analysis is subsequently 
performed. 

[0034] Third, the prior art is poor at localizing an arrhyth 
mia site from the surface ECG. The Work by Tang et al. [2] 
and Yamane et al. [4] for atrial, and Callans et al. [7] for 
ventricular, arrhythmias provide very general locations. For 
example, they cannot determine if an atypical AFL circuit is 
in the right or left atria, Which require signi?cantly different 
invasive approaches. 

[0035] Fourth, the prior art does not fully exploit func 
tional information, such as Whether atrioventricular relation 
ships are likely physiologic. Thus, although methods have 
recently begun to focus on atrial versus ventricular rate, they 
usually ignore additional information used by experts, such 
as the precise timing of ventricular to atrial activity (for 
example, in atrial ?utter With 4:1 ventricular conduction, 
does ventricular activity arise at the same point in each 
preceding atrial activity?) 

[0036] Clearly, there is a need to improve the accuracy of 
ECG diagnosis of complex rhythms. Some of the uses of this 
improvement Would be to improve the diagnosis and treat 
ment of patients by physicians, improvements in the diag 
nostic algorithm of modern ECG machines, and a more solid 
foundation for invasive electrophysiologic studies in those 
patients Who still require them. 

2. Arrhythmia Localization and Catheter Guidance 

[0037] Despite the current focus on ablation (destroying) 
many arrhythmia circuits using precisely targeted energy 
delivery, localiZation of the delivery site requires several 
manual measurements and comparisons by the practitioner. 
Very feW methods have been described to automate or 
simplify this process. Ablation therefore remains time-con 
suming and laborious, even for the most skilled practitioners 
of the art. 

[0038] From the ECG, the prior art for localiZation is 
limited. In the atrium, certain rhythms have characteristic 
ECG patterns, and ablation is successful using a stereotypi 
cal approach in most patients. Once the diagnosis of typical 
isthmus dependent AFL has been made, ablation in the 
isthmus of the right atrium is successful in the vast majority 
of cases as shoWn by Feld et al. [23]. Similarly, once the 
diagnosis of atrioventricular nodal reentry tachycardia is 
made, ablation in the region of Koch’s triangle is almost 
universally effective as shoWn by Jackman et al. [24]. 
HoWever, problems still arise When ECG patterns are not 
typical, such as atypical AFL masquerading as typical [1], or 
When another rhythm event mimics these ECG patterns. 
Ventricular arrhythmias are someWhat better localiZed from 
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the ECG, but methods are still limited. First, certain ven 
tricular rhythms have stereotypical ECG patterns, such as 
VT arising from the out?oW tracts of the right or left 
ventricles as described by Callans et al. Second, vector 
analysis of ventricular complexes localiZes the arrhythmia 
more easily than for atrial arrhythmias, Where loW voltages 
obfuscate this analysis. HoWever, precise localiZation 
remains difficult and there are feW tools enabling this task to 
be automated in modern ECG machines or laboratory elec 
trophysiology systems. 

[0039] In other rhythms, intracardiac localiZation must be 
customiZed to the patient using pace mapping or entrainment 
With concealed fusion. There is little prior art to aid or 
automate this cognitive process. This is true despite the 
Widespread adoption of digital laboratory electrophysiologic 
machines, Which therefore remain little more than digital 
monitors and recorders, annotation pads, measurement sys 
tems and storage devices. 

[0040] Using catheters inside the heart, an arrhythmia 
circuit is located by ?nding the region Which activates ?rst, 
or from Where pacing produces electrograms similar in 
shape to the tachycardia in all channels, knoWn as pace 
mapping [11]. Methods have begun to numerically analyZe 
beat similarity by storing a template (of native or paced 
rhythm), as described by Watanabe [25] and Saba [26], then 
performing a correlation of this beat to an aligned paced 
beat. HoWever, these methods are limited. First, many 
different paced beats may produce the same numerical 
correlation against template, and therefore be indistinguish 
able. Prior methods do not identify Which of these pacing 
sites is most likely to lead to successful ablation. Second, 
most strategies rely on a “lead count” of successful ECG 
lead matches (typically, “pacing matches tachycardia in 
11/12 leads”). HoWever, quite distinct pacing sites may 
produce matches in the same proportion of leads. The prior 
art does not identify Which site is likely closest to a suc 
cessful ablation site. Third, the prior art usually analyZes 
very feW paced beats (often one), as discussed by Saba [26], 
Which may be subject to “impurities”. For example, this beat 
may be fused With native activation, making the pace maps 
appear better than they are. By Way of another example, the 
beats analyZed may not adequately represent normal beat 
to-beat variability, leading to the mis-classi?cation of beats. 
Fourth, the prior art superimposes the paced and native beat 
to compute correlation at one “optimal” alignment. This 
single analysis for each beat ignores variabilities along the 
duration of the ECG beat. Fifth, the prior art correlation 
methods are greatly affected by amplitude or temporal 
scaling. In other Words, paced and native beats of the same 
shape, but differing either in magnitude or “stretched” 
relative to the other, Will not match Well. As a corollary, the 
prior art is not effective When comparing rhythms of differ 
ent rates, from different recording sessions or from different 
equipment. This prevents comparison of one rhythm to a 
previously stored rhythm in that patient or another patient. 
Sixth, the prior art provides little aid in guiding a catheter 
from its current position to move closer to the putative 
ablation site. 

[0041] “Entrainment With concealed fusion” is used to 
con?rm the diagnosis of re-entry and that an intracardiac 
catheter is located close to the circuit, as described by the 
prior art of Waldo [27, 28], Stevenson [13] and others. 
During tachycardia, several criteria must be met While 








































